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Progress of research on molecular diagnosis for meningococcal meningitis
SHI Gang, XU Yinghua*, YE Qiang*
(NHC Key Laboratory of Biotechnology Product Verification Methods and Standardization, China Institute for
Food and Drug Control, Beijing, China, 102629)

[ABSTRACT]

meningitidis (Nm). Rapid, accurate and sensitive laboratory testing methods can provide reliable means and

Meningococcal meningitis is an acute respiratory infectious disease caused by Neisseria

basis for clinical diagnosis and epidemiological monitoring of meningitis. With the development of
biotechnology, rapid detection methods based on different technical principles have been developed and applied
to the laboratory detection of meningitis, which has significantly improved the rate and sensitivity of detection
for Nm in laboratories at different levels and reduced the time required for early diagnosis of meningitis. This
article reviews the current research progress in rapid and molecular diagnosis of meningococcal meningitis, to
lay a certain foundation for the follow-up prevention and control of meningitis.

[KEY WORDS]

genome sequencing

Meningococcal meningitis; Real - time PCR; LAMP; Line - probe assay; Whole
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I B AT R HE 2RI R 1 B RUAR 3 A PR 12
FNRYT I ASBEHE 2 H AT IG RIZ Wi 22,

2 IR FL ST FARIM T IE

2.1 PLEAI ik

5T N BN FHHE A \W135.Y Fl C #F Nm £ 4
() HA S P BT AAR , ) S UL B i e RS I T i .
i 5240 R R X PCR 7 A I AT SR UERIFSY , UESKE
JUT 2 N7 P PR ARG T 92 X6 2 2% T o A U R
FPER 100% , % CSE A T &% A W135.Y #1 C
T Nm I BURAPE FIRR 540 93.8%~100% ",

FE AR N — T 5 28 5 AF 0 PR G AG: T 3 4 2% 1
MG IEAE I KB, 3 TAE N RS % S0 =
Llr N KGN 2 095 153 CSF R i 1Y 23 #1485 3 — 3k
PR IE 94% , Ho 25 5 55 4 14 15 5% A1 52 B PCR
R 0 235 B 11— BOPE Ry 89% , 7 1k 1) R 0 RE R S
P43 51 M 91.5% K1 84.6% . 3¢ W12 )7 ik nl 4 it 8%
YIHMBAE Ll 19 TAE N G484 IF 7T 3R AT R 47 i A
D25 5, 0 HE A T3 A B it A X a7 5 3 2
A,

22 WAFERY Y

A 5 S Y 1 (Loop mediated isothermal
amplification, LAMP) & 7F 21 {40407 % J& i ok 1
BRI A TR K BT R R AL
P3G FRE S P O A BT TS TR AR
1532 W BEgE N G N LAMP A6 42 R
XF Nm 53 T2 Wi 5 b ot, &I 4 DU SE IR
FEARATZE 16 min HY B BHME B0 (0 AR 4k, O 15 10 e 1%
i BR R 6 45 DL, 38 2 55 301 1911l R i & RIS
i PCR K 25 51 L %5, LAMP J7 ¥ 3% 8503 gy 52
PE 43514 100% 1 98.9% , W K548 T A6 i A A1
BRI 3%y i DL R R 2 R L R B

fE @z m=isWFEZ —", [, 8 xf
DNA #1751 915 #5559 B0AE | A W 5% 25 Akt
LAMP #6507 3% , 045 & & H nl 4G 0 JL A fid 15 4
AR JEAR ) 2 8 LAMP K630 75 46, iUAIE L R 8
B ] 90.9% FE S 100%™ . BT LAMP 61
X1 £ (R EROS m , PR e T B8 R A BR A S 56 =
o )2 B e — AR AT W 5| Ty L AE FH T ik R R
G YR o S A2 W 1
2.3 ZMEBEHAR

28 MR £ B K (line-probeassay , LipA ) & i i3
DNA " 38 - 4 38 J bj 2 4G ) Nom 5 R 37 147, 28 8 1R
A, H T CSF A AR N K ifit 24 P 1 6 0 #r
Ahmet Soysal %" hj FHiZH AR X} 751 5] CSF A4
HEAT T M R 95 AR 12 W7, 9 5 PCR 7 ik iR 47 e
o RIBN27 B il R AEBR B FH T, 53 614 b i
JE W 1ML AT 78 (Haemophilus influenzae type b, Hib)
FHE , 41§11 2h Nm BH P, DA PCR 25 50 2 B, LipA
X} fili 48 £ BR T L Hib 1 Nm B9 45 5%y 88% , 131
LipA A6 0 AT FH T 248 B 1 i 5 48 o Ji 1 CSF A AR i
RAFF 2 Wi R A 79 = M A
2.4 PCR Kl H A

554 45 41 P 85 3R 07 A AR L, R A G AE RN
(polymerase chain reaction, PCR) K il 77 % A 2>
R T 2B 2R B iz 326 55 Ak 3 T S 50 A 0 A ot
HG AR T RZ I >, Bk BLH I PCR X i
ki 12 W7 BA P 2855 91%~100% , 5% B 20 W, , /N T
5%, Whiley %5 ¢ 1 19 I ki XL EE PCR A ) 77
2, BDFE [A]— PCR S AK & ohin A EE X Nm P A4
HUILIH porA 5 corA WX 51 Py EA T 1, 42 5 ik
5 11%) R AR TR Sk

H Hii 2R PCR AN ] DAAS 0 40 B 3L 1A Al
AL o3 BT SR Y BRI LTS A . BFSE N L ] 2
PCR J5 %%} 2015-2018 4F 75 + H- H it £ 994 1] 5
100 A 5 5 B 3 1% CSF BEAR R AT 20 BT, %2 B 89 il
Sk Nem B B J5 % AS [6) L 38 FF o S5 42 6 4 1 %o
X # Nm 1Y ctrA 254 B .C W F Y B Nm ) 5E R
P siaD FEFFT A HE Nm (1) orf-2 FEH 519 i£47 PCR
PG, 5 HUE S R 2 B G R Sy B T M,
A5 111, T W RS sE 451 R 0 1)

SRS PCR Rl 77 v & — PP el | e | R
o 5 R S R AR ) O U e T v (G S R
JERI T ARG 000 00 35 PRI 3 A 7 4 T VS R N B il 2
—RLE > B, AERRER A 25% 9 19112
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i3 PCR S , AEDE [EFI% /R 223X — i 20
50% ; 1£ 32 [F , CDC HL 3] 2010 4F LUJG A 1 Hops ] 1
SCHH PCR AR 5256 2 2 Wiz il ik
2.5 A 22 b I g A Y 22 E S PCR

T R K2 W R R LA 2 8 SR
PCR (Multiplex Real-time PCR polymerase Chain Re-
action, MRT-PCR) i A i HTBEK # ) 3Z . #F5EA
70 N7 T[] A 00 i 8 % 3K T (R IA plyA) (Hib
(4B EE A bexA) F Nm (FEIEA ctrA 1 sodC) B 22 H
SEIRFPCR J5 i FE— 1 W 122 443 BEALL It i 26
# CSEAEAS LU v, K 8 50 1] FHAEAEAS (048
32 filili S A BR A 12 48] Nem 1 145 b 0 355 B I AT
T, MRT-PCR $i¢ 55 1 BEARLIL i 28 2 1) RS 2
HE— LSBT BN Y 7 R R S

FRLLF A W8 DL i AL 51— PCR 43
TRR KA ARy, @y 1Rl Nm (Hib iR 55 R TR
45 8 P IR AR 1 22 E S PCR 73, W BT 8
e 1 R AEORE , ELAS I PR 3 5 i PR 0L 200 TR e
R R G ] A DN 5 0 2, B2 e BELPE 2 3R

JAE CSF Y H AL 2% 4 f 43 B o] RE A B T
T DX 0 R i SRR E T U 0 i LR Y i
R S T B kS MEZ W, WF TN D1 ST A
CSF v 14 Fifvfp Js G 4= 0 CH AT o 4 LT ) 1Y 22 1
SEI PCR J7 i, WF 58 45 3 3R IZ 07 ¥ 19 40 T P s
JELR BE M A A 5 R R 97.5% , 5 150 90.1% , HL
TN 52% , S 3 SN N [R]AS 3 60 234, 5 H R
PCR J7 ik He &8, FIPERT & R KT 99.9% ', HAE
A 0 ) B A X P A T AN B e BT
JEYLIR B . I, MRT-PCR i 065 4 Bl Ifs PR S5 560
P RS ARSI BE T HY R R
2.6 A HERIN Y Uy

Z2FE R 2 — AR ¥ (metagenomics next-genera-
tion sequencing, mNGS ) i1 T A LI T35 77 45
L B HEMFEAR T 3RAS 0 JRUAR I R P 54 B L ¢
TR AR 22 1 P 5% T 240 AP A A T T 1 A
T JE A 5 RS AR i 28 R SRR 12 T

W58 N 5% 38 5 % mNGS 2 W& g I i 4 A
i & BN BLEAT T O — ARG BF 5T, LA HY 32
(o J g, T R ML ELHEAS I (RI4E CSF 5537 \PCR &
PO , A4 5 137 22 46 W B CSF LAS Y FEA
RGN ) ASCAGE Ity 27 491 5 G v 19 451 FH e RILAS: 00 A
HE PR 20 Ty vk R ARG I L o SR s 45 3R BT, CSF HEAR
F1%) 7% B DR A 0 e 12 W A% e P M 98 R 2% ) A7

P A BT I R A R R B R AR IS T, O
E B 53995 ] v o B A R YT O A 4R SR
il Xt 95 ] B AR AR TEA T H 75 mNGS IR A
IR, 5 RS 16 RIZ WS S A, mNGS JF
B R FIRERAE S 000 73%F199% . B fE XA
— 4 B B i 2 RN A 9% Y LR AR Pl
£E11 20 15 FHE CSF AEAS#EAT mNGS Bk ik i 5, A
XT CSF iy H HLAH TR B SR, % 9 mNGS 775 7E
S I S0 P TR A T T P R R S 0 )
92%F196% . XLELEL Y —UESE T mNGS Jik EH
PERI R EAR M PEBE . mNGS B HAE T, A
BT X B BRI AR I 2258 I, RS A — IR fk IR 12
W RS HH T 2 AR R o It — R TR )
TRLENRG N Al — IR 2 AR B A A i, e —
FIRA TSGR IS

3 INEERE

TER I 9% 1 37 5 K R ) I i S 56 =2 B
Per, 2 MU A1 B B R TR BOAR R S A (ERE
K, R, AT B8 LR A 1Y PR 52 W iR
7 o AT SEARETT K 1 G A PR A I 3 4G A% O i L A
i Dbk &S TIRZER IR, B BRI
Pk BHER T, LA PCR IR A 43R U 7 VA2 i
i 12 W4 AR F A TR S e v (R R v,
T2 Wi AR — Uk BLAR AR A | BB A R
E G BHE B 45 5 B, LAMP A & —
TERAZ TR Y 1 (R R R, A e S5 v e )
PR AR B FAHZR LR S, FHx
b FE—SBE R B A 25 2 T U G e D A
0 ) L AL PCR GR35 &0 11 IR 52 46 == 12
FH= L BRI AIA, FAR PCR K B AR5 8246 T
K, FE— SR YR B = RNk = VI 2T 2 TAE A R A
FM M X ZE 5| F PCR A6 I 77 15 38 2 2 AT — 5 M
JE o AT S A ST G A P T RS ] 43R
RERFE WL LIRS , A 55 148 ek b T 5056
ZEHB T PCR KGN Nem 5325, v PRs 345 (FEEU N
B PRI S5 5 o A, IS R X FH ) PCR A
W77 35 AT 0 AIE , HAS AR AN T 35 3% 07,
J B AR R R, LR (2 8 37 P e i Bl 4

mNGS 43 H7 i 55 5 PE AR T 4 b o 20 781 35 57
T3 3 3 A 6T i B 4% R LAt I R SR A I
PRIFFT , UESE T 1442638 13 X BR AR 2817 mNGS 434
R A5 AR5 AT PR B e i g 12 Wi, SR, AE D R
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Bt UL B s BB 1T sdLDL-C . Hbalc K5 MG
P HRE LR TNE S

B LM REE KAS

(8 ZE] BE R IRIIR R (GDM ) 35 13 /0N 11 % A1 % B2 A 45 14 1B [ 8% (sdLDL-C) |
AL I 2T 8 (1 (HbA 1) /KF-5 M AR AR & AP R, Ak LI 201848 1 A £ 2020 47 12 A bt
TR BH X A 4 AR (8 B 19 87 5] GDM £ #5543 81 1F 8 22 10 /) i PR R EA T 43 17, Jo b GDML | 1% 5T
NREEAL, 1E 2 BT % B, X L P AL AR % L 42 )8 \BMILFPG .45 )5 2 h L4 (2hPG) (25 IE iR 5
(FINS) ,sdLDL-C \Hbalc, =t H il (TG) & AU FE(TC) i % FE M 25 (A A0 [ B (HDL-C ) IG#5 BE AR 25 A
JIH [ §E (LDL-C) | Ji & 2 3R HT 35 20 (HOMA-IR ) A4k , 5% 143 J2 [ml I A5 #8443 M7 sdLDL-C  Hbalc 5 IfiL fig Al
B FAATIE S (HOMA-IR) G R . &R WAI7EAFEIS 228 BMI 55— PR, 22 R ege 127
(P>0.05) ; WE4H (1Y) FPG .2hPG FINS ,sdLDL-C \Hbalc TG, TC \HDL-C .HOMA-IR 7 T %} B4 , ifif LDL-C
RTX IR, 2 A G2 E L (P<0.05) . 432 FE 8T 7R, TG \HDL-C £35%F sdLDL-C j= A= i Y 1E [1]
S X 2R (1=4.897.3.070, P<0.05) ; Tl TC .LDL-C %} sdLDL-C F= A4 G 2R (P>0.05) o BRI 2, HAE
R AL A “HOMA-IR )5 , 25 55 ToGei 275 X (P>0.05) ; TG \HDL-C 2%} Hbalc Az ik 25 (1) 1F 7]
SN OC 2 (1=2.774.5.636, P<0.05) ; i LDL-C 23 %T Hbalc j A 1 3 4 17 1] 5 11 ¢ £ (1=—4.615, P<0.05) ;
TC AR XF Hbale 7 AEFZMSE R (P>0.05) o FFATHERL 2, HAEBIR 1 1Y 5Ll 1 in A “HOMA-IR” )5 , F{E 2
AR, HOMA-IR 3% Hbalce 7 A2 i 35 W IE A2 G 3R (1=5.620, P<0.05) . #4518 WL URMINH IR B &
sdLDL-C .Hbalc /K155 Ifit AR F1EE 5 R ABTEAT — @ AHSCHE 47 B4 12 W GDM 1) % MAE 47 .

[REIR] GEURIBIBE RN 5 /NI 25 A% B AR 2k A [ s WA 2048 1 5 AR s B Akt

Relationship between serum sdLLDL-C, Hbalc levels and blood lipids and insulin resis-
tance in patients with gestational diabetes mellitus
LU Xun*, WANG Jing, ZHANG Wenwen, CHEN Xihan

(Department of Llaboratory Medicine, Beijing Chaoyang District Maternal and Child Health Care Hospital,
Beijing, China, 100021)

[ABSTRACT] Objective To explore the relationship between serum small and dense low - density
lipoprotein cholesterol (sdLDL-C) , glycosylated hemoglobin (HbAlc) levels and blood lipids and insulin
resistance in patients with gestational diabetes mellitus (GDM). Methods The clinical data of 87 GDM
patients and 43 normal pregnant women in the Maternal and Child Health Hospital of Chaoyang District,
Beijing from January 2018 to December 2020 were selected for analysis. GDM patients were set up as the
observation group, and normal pregnant women were set up as the control group. The two group age,
gestational age, BMI, FPG, 2h postprandial blood glucose (2hPG) , fasting insulin (FINS) , sdLDL-C,
Hbalc, triacylglycerol (TG), total cholesterol (TC), high-density lipoprotein cholesterol ( HDL-C) , low-
density lipoprotein cholesterol (LDL-C) , insulin resistance index (HOMA-IR) changes were compared. The

hierarchical regression model was used to analyze the relationship between sdLDL-C, Hbalc and blood lipids

AR B 2T EF AL R E TR 580 K42 (320.6750.18528)
A 45 bR T3 A X 3 S 4R A IR AR 3R, A R 100021
*BAEAEH ik, E-mial :1x8210a@163.com
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and insulin resistance index (HOMA-IR). Results There was no statistically significant difference between the
two groups in general data such as age, gestational age, and BMI (P>0.05). The FPG, 2hPG, FINS, sdLDL-C,
Hbalc, TG, TC, HDL-C, HOMA- IR in the observation group was higher than those in the control group,
while LDL-C was lower than that in the control group, the difference was statistically significant (P<0.05).
Hierarchical regression analysis showed that TG and HDL-C had a significant positive influence on sdLDL-C
(1=4.897, 3.070, P<0.05); while TC and LDL-C had no influence on sdLDL-C (P > 0.05). For model 2, after
adding “HOMA-IR” on the basis of model 1, the difference was not statistically significant (P>0.05). TG and
HDL - C had a significant positive influence on Hbalc (1=2.774, 5.636, P<0.05) ; while LDL - C had a
significant negative influence on Hbalc (r=—4.615, P<0.05). TC has no influence on Hbalc (P>0.05). For
model 2, after adding “HOMA-IR” to model 1, the F value showed a significant change, And HOMA-IR had a
significant positive influence on Hbalc (+=5.620, P<0.05). Conclusion The levels of sdLDL-C and Hbalc in

patients with gestational diabetes mellitus have a certain correlation with blood lipids and insulin resistance, and

are expected to be used as objective indicators for the diagnosis of GDM.

[KEY WORDS]

IF Uk 3] B JK #% (gestational diabetes mellitus,
GDM) WAL IR H WIF RIEZ — . SWmATiesii
AR, A IR R A R LR R
L.00%~14.00% , %= Wl 5 1% & , 52 Wi 4 AR 45 )R o
GDM A HIL i 52 2, Horb g 5 = IR 9T IR o
RiFFHS5T GDM WKL KRR, AR &
7 L /0N 17 %% A1 %% B2 AR AR 1 B[] 7 (small dense
low density lipoprotein cholesterol, sdLDL-C) 5 i
FEACHS S B HCPUA OC . AR RoR eI
By R AP G B ok AR o Ak i 212 1 (he-
moglobin Alc, HbAlc) HAT EEAEH . H H[i ¢
T sdLDL-C . Hbalc 5 IfiL i | JBR & 2 BT K &R #Y0F
FAIER A, AT B AT Z [H] /Y 06 R B AR AE
FIMLE o H i, ASEE e B 87 5] GDM (3 5 43
) TE A2 10 1 i R BERHEAT A 9Y , B 7EAR T GDM
HH LT sdLDL-C Hbalc /KF-5 1fi B F B & 241K
PR FR , DU R i R AR ALK

1 ARSI

1.1 IR BR

S3HE 2018 4E 1 A 2 2020 4F 12 A Jb 517w
X A4 PR BE 276 1) 87 171] GDM 5 43 il 1k
ZE AR IE R B R, Hirh GDM 35 a7 o IS4
IE R WS K R4 . GDM 2 Wi if - 75 &
“UEURA TR PRI - I RIS BRAE R (56 2 h) "¢
T GDM 1912 W bw i, JF P Ik B DL B 23 0 i Ak
(Fasting blood glucose , FPG)=5.1 mmol/L., 2§ A#fx
e - DAFERY 25~35 % 5 @742 J] 24~32 J ; Ol RETKL
SERE WG . HEBRARME : DA IF I PRI = i

GDM; sdLDL-C; Blood lipids; Insulin resistance

QBEAAFAE T S @FFA T H LI REA 2 DR
TEAFFERE PRI s o AT G0 REAE A I R Bk A 7
WESE , HOER S 8 s TR 2
1.2 ik
1.21 HENERHI A

BT 5E— 19 s 19 I A 8, ol B U i 4
GDM # 5 IE W 2 A IG R GERL, AR 4RI (22
JE . AR & 48 £ (Body Mass Index, BMI) |
FBG. & J5 2 h IfiL #% (2h - postprandial plasma glu-
cose, 2hPG) | %= i€ Jifi & 2 (fasting insulin, FINS) |
sdLDL-C ,HbAlc ., =it H i (triacylglycerol,, TG) .
2 JIE [ 5 (total cholesterol , TC) . /& % £ iR 75 14 IH
[i&] fi2 (high-density lipoprotein cholesterol , HDL-C) .
%% B Mg &% (1 IH [ B (low-density lipoprotein cho-
lesterol, LDL-C) | Jik 1% ZALHT 45 £ (HOMA-HOMA -
insulin resistance index , HOMA-IR ) .
1.2.2 BRI RGN J5 vk

TR 4 24~32 JA R AR R4S T K OfL 3
mL, 3 000 r/min &[> 10 min, B /G R, R A
H 37. 7600-020 514 [ 3 A= A 70 A A 2 TG ()
& FigE R KAEE AR R Al St it
20110811) \ TC (W VLAR J5 4k A A= Wy o oot A7 PR
Az it 5 2400057) \HDL-C (it &5 g & 2
AR BE 27 Bl 22 A PR m S 43k, 4450 20110815) |
LDL-C (il & i FifE & B KARE R A RA
Al it 45 . 20110912) \FBG (191138 5 L Ik
A BRETAT/A w5 :0605061) (2hPG (1Y )1]35 7
FHE B A PR 52 AE 2 7], 41645 2 0605061) 5 2K ]
AU5800 “E 1k 43 HT 1 (Beeckman 2 ] A4 7= ) il 2
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sdLDL-C (i 71 &5 A G325 34 BRE 23wl 2B 7= 1 i 28 4k
&, it £ 2018090401 ) 5 % F HLC-723G8 #1-5
LA ML EE A HARE KR &
¥ (TOSOH CORPORATION ) /4 7= ] ill| 5 HbAlc

x1 FH-BABLE (vxs)
Table 1 Comparison of general information between the two

groups (x+s)

B WER (n=87) XL (n=43) tf P1H

el A 2 I\ = dE A = FR (%) 27.96+3.52  27.88x3.61  0.121 0.904

( _Iit }IIJ L Fh :”3 /I?\ jL 5'% AN ﬂ ;]:/—\E 1/\ ) :J:H: SN @Jg](}a) 28.12+2.65 98.08+2.71 0.080 0.936
20111127) ; 5% H] Cobase601 I 4> [ 5h f fb 2% & BMI (kg/m®’ 28524245  2847+2.51  0.109 0914
Wty ¢ Sl 2 NN RN FPG (mmol/L ) 5.49+1.25 465+1.01  3.830 <0.001
e (I 1= 2 TG P 7E FINS (i) £ 1 b i? 1) 2hPG(mmol/L)  10.05+2.36 7.36+1.88  6.518 <0.001
e W E R SE B AR 7L 450 051020) 5 R H R FINS(MIU/L)  25.62+4.65 1192211 18.380 <0.001
P R i b e = sdLDL-C(mmol/L)  1.28+0.25 L07+0.14 5119 <0.001
& B8 3E 5 HOMA-IR, 24 50 HOMA-IR Hbalc(%) 9.28+1.65 5.24+1.15  14.406 <0.001
(FINS XFBG) +22.5, TG (mmol/L) 2.45+0.55 1.94+0.23  5.825 <0.001
RN, TC(mmol/L) 5.51+1.62 4.93+1.03 2141 0.034

1.3 ’jTZTI‘ Tk . HDL-C(mmol/L)  1.35+0.25 1.09+0.14  6.338 <0.001
K H SPSS 22.0 B AE AT it TR (£ 5) LDL-C(mmol/)L  2.56+0.36 3112054 6.902 <0.001
HOMA-IR 4.92+145 1924021 13.472 <0.001

22N, K ST RE AR ¢ 46 56 5 sdLDL-C . Hbalc 5 Il
A B 5 BT A O R R 0 2 [F AR #7 5 DA
P<0.05 A ZERAGIE L.

2 #HR

21 R

IR AR S 228 BMI 45— i W ) L%, 25
SIGE T 2E 5 X (P>0.05) ; W22 41 ) FPG . 2hPG |
FINS .sdLDL-C .Hbalc TG .TC .HDL-C .HOMA-IR
= X IR, i LDL-C AR TX 4], 2 R A S it=#
BN (P<0.05), WFEK1,
2.2 [fiL¥ sdLDL-C 5 Ifil jig A1 g & 2 HE Pt 19 53 )2
EVERS T

TG .HDL-C 23 %} sdLDL-C 7 4= i 35 1 1F [ 5%
i )& % (P<0.05) ; TC .LDL-C A%} sdLDL-C j= 2k 5%
M 56 28 (P>0.05) 5 1 XA Y 2, AR AR IR 1 () 3 1
JIA“HOMA-IR” )5 , 2 R LG 152 L (P>0.05)
22,

2.3 Hbalc 5 IR FIE 5 Z AT 202 BHH B
TG .HDL-C £:%f Hbalc =4 i 2 1Y IE [A] 54 i 56
Z(P<0.05) ; LDL-C 3%} Hbalc A= i ZE A f )5
X% £ (P<0.05) ; TC & X Hbalc 7= 4 521 56 & (P>
0.05) s F1 X5 2 HAEARAY 1 136 A “HOMA-
IR”J5 , F A 2 8L 10 35 1 28 4k , HOMA - 1R 23 X}
Hbalc /" B IE RN OE R (P<0.05) . W3k 3,

3 it

GDM 7 BRI Z — , JeA8 2 I L R b
ARBHE R, AR RIPREACI 3 o Jabioe s, 210
SN =08 A B I DO RN 2 A SN i o8 0 WY l}
W, RN 25 DR ™ B RL L FKE 2 i
IUE WA R LBHESEA REE R . 58 HARHIPL]
SrT, AT RER BER MUBE L o S EUIG ) LIREE s , i i
SEMA ARG LI 28 00 i R W55, 51 AR
GEURES R B AN R oK aE 22, S i L 300 28 B 7 i Il

F2 I sdLDL-C 51 AsFIiE 8 R MH B 5> E B3 547

Table 2  Hierarchical regression analysis of serum sdLDL-C and blood lipids and insulin resistance

s PR e g m WER R P AR AR Pl
B1H FrifEsiR
HE 0.393 0.106 3.719  <0.001
TG 0.199 0.041 4897  <0.001  0.436
E1 TC 0.014 0.012 1.165 0246  0.087 0.514  0.499 33.109 <0.001 0.514  33.109 <0.001
HDL-C 0277 0.090 3.070  0.003  0.290
LDL-C  -0.023 0.031 -0.759 0449  —0.048
T 0.387 0.106 3.655  <0.001
TG 0.187 0.042 4413  <0.001  0.409
, TC 0.012 0.012 0.953 0342  0.073
2 . . 0.519  0.499 26.730  <0.001  0.004 1.103  <0.001
HDL-C 0235 0.099 2371 0.019 0246
LDL-C  -0.005 0.035 -0.153  0.878 -0.011
HOMA-IR  0.013 0.013 1.050 0296  0.102

7 AR ok sdLDL-C,
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Table 3 Hierarchical regression analysis of Hbalc and blood lipids and insulin resistance
T M P{i B R WER  F{{ P AR®  AFfi P
B pRAEREIR
W 2.387 1.024 2.331 0.021 -
TG 1.092 0.394 2.774 0.006 0.237
E1 TC 0.113 0.118 0.956 0.341 0.069 0.553 0.539 38.722  <0.001 0.553 38.722  <0.001
HDL-C 4.929 0.875 5.636  <0.001  0.511
LDL-C -1.374 0.298 -4.615 <0.001 —0.283
AL 2.095 0.919 2279 0.024 -
TG 0.517 0.367 1.407 0.162 0.112
e TC 0.002 0.108 0.016 0.987 0.001 . o
Gy 2 0.644 0.630 44.874  <0.001 0.091 31.584  <0.001
HDL-C 2.948 0.860 3.430 0.001 0.306
LDL-C —0.540 0.305 -1.769  0.079 -0.111
HOMA-IR 0.615 0.109 5.620  <0.001  0.469

LE : N2 5N Hbalc.
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TR RIERE D, 24T LDL-C \HDL-C V-,
Sl I % HDL-C R [ A1 LDL-C _ETF, e B &%
HEHT . 7E Hbalc 5 g Fi e 5 ZHCHT Y 43 )2 0]
I 0 v, #7801 48 4 TG .HDL-C . LDL-C £ %
Hbalc f= 4 520 5 A RS 2 153 H , HOMA-IR 25 %}
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£ TG KB F i R RS s~ S 3018 [
T i 2 10 3% M BRI, 3 o 2 o W AT 5% Mg 2
1 (Very Low Density Lipoprotein, VLDL)[a] LDL-C .
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(¥ ZE] B &S HANE LG R IR A A (T21 . T18 M T13) MR S% 5, i
B B IR L AR AR AR 21 =0k 18 =ARF1 13 IR & (Bl sy w e, A K
Pk 45 [ WM AR AE S SR BRI G E K 2% 5 RIRE RS % 5
HeliF s DNA 8 o 45 3k i e 5 D BRA i SC PR o B SCRRSliAb S A TS TR] D 38 A U 7 A HEA T AL o 98 J
I P B e B ) 25 IO R R AT 40T AR e (O R AR SRR IR I 25 20 . B8R e (O IE SO A
Yo A S 1 E R IS G5 RN SR 21 18 #1113 = 4K, G LIRS DNA 5%V 3 1 8 S 46 I BR 2 2%
i 45 SRR O G (0 R =R 5 3,590V 1) I SR B 22 i, MEBf A H SR AR T 96% (>48/50) o 70% Kl
30%itk £ LB E Kk B RS %5 T2 SR AR R e ok — A R R I R 5 275 i 18 55 e (oA
WESH MG R 18 =k, HASH NS AIE 21 18 A 13 =k, &g MEain LY e RIEEAT
P21 =44 (18 =R 13 = ARAINAR & 45 6 % A= R BSR P IS5 ARG R Mk M EE S
F AR AR AR S AR A SRR I R A9 R, 255 A B RS2 R W B i iy 2ok .

[k$Ei7] M JLUEES DNA; OO0 BT RGN ; e e fRR B fi i =1k

Quality analysis for fetal chromosomal aneuploidy detection kit
QU Shoufang, HU Zebin, SUN Nan, HUANG Chuanfeng*, HUANG Jie*
(National Institutes for Food and Drug Control, Beijing, China, 100050)

[ABSTRACT] Objective To evaluate the quality of fetal trisomy 21, trisomy 18 and trisomy 13 of
chromosomal aneuploidy detection kits (High-Throughput Sequencing )by detecting national reference materials
of fetal chromosomal aneuploidy abnormality (T21, T18 and T13) in peripheral blood for next generation
sequencing. Methods According to the enterprise’s respective registered product standards or product technical
requirements, different kits are used to detect the national reference products. The plasma cell-free DNA of the
national reference product was extracted, and the library was constructed through the steps of linker ligation.
After the library was purified, it was detected using sequencers of different principles. Then, the sequencing
data was analyzed according to the software provided with the kit to obtain the detection result of chromosomal
aneuploidy. Results National negative reference products with normal chromosomes or other chromosomal
abnormalities were not found to be trisomy 21, 18 and 13. The results of the national detection limit reference
materials with a concentration of 5% of fetal cell-free DNA were all corresponding chromosomal trisomies ; the
national detection limit reference materials with a concentration of 3.5% has an accurate detection rate of not less
than 96% ( >48/50). The national chimerism reference materials with 70% and 30% chimerism were all
corresponding chromosome trisomy. Among the national microdeletion and microduplication reference
materials, the results of the chromosome 18 microduplication reference materials were all trisomy 18, and the
other reference materials were not trisomy 21, 18 and 13. Conclusion The sampled fetal chromosomal
aneuploidy trisomy 21, trisomy 18 and trisomy 13 detection kits all meet the compliance rates of negative

reference products, microdeletion and microduplication reference products, and chimera reference products in

Vo S fn s F B A b 25 Rt R A LIRS, 46T 100050
*iBAEAE S w Y%, E-mail : huangchf@nifdc.org.cn; 37 &, E-mail : jhuang5522@126.com
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the technical requirements of their respective products and detection limit requirements. It meets the

requirements of the national in vitro diagnostic reagent supervision and sampling test.

[KEY WORDS] Circulating cell-free fetal DNA; Non-invasive prenatal genetic testing; Chromosomal

aneuploidy ; Trisomy
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BAEXT T N IE R 46 SR YL ORI & S —4aULA
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Figure 1 Results of national negative reference by kit C
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Application of serum AFP/CEA and HCY combined detection in the diagnosis of prima-

ry hepatic carcinoma
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(1. Department of Hepatobiliary Surgery, Yongchuan Hospital Affiliated to Chongging Medical University,
Yongchuan, Chongqing, China, 402160; 2. Department of Vascular Surgery of Mammary Hernia, Yongchuan
Hospital Affiliated to Chongqing Medical University, Yongchuan, Chongging, China, 402160)

[ABSTRACT] Objective To explore the application value of combined detection of serum alpha
fetoprotein/carcino - embryonic antigen (AFP/CEA) and plasma homocysteine (HCY) in the diagnosis of
hepatocellular carcinoma (HCC). Methods 85 patients confirmed with HCC admitted to Yongchuan Hospital
Affiliated to Chongqing Medical University from June 2016 to September 2018 were selected as the HCC group.
100 non-HCC patients who were admitted in same period were enrolled as the control group. The general data
such as gender, age, smoking history, drinking history and Child - Pugh classification in both groups were
recorded. HCY level was detected by ELISA. The serum AFP and CEA levels were detected by ROCHE
chemiluminescence instrument. The multivariate Logistic regression analysis was performed to analyze risk
factors influencing occurrence of HCC. ROC analysis was performed to analyze diagnostic value of serum AFP,
CEA AFP/CEA combined with HCY for HCC. Results The proportion of drinking history and smoking
history in the HCC group were significantly higher than that in the non-HCC group, and the blood levels of
HCY, AFP, CEA and AFP/CEA were significantly higher than those in the non- HCC group, with statistical
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significance (P<0.05). Logistic analysis showed that drinking history, HCY increasing, AFP increasing, CEA

increasing and AFP/CEA increasing were all independent risk factors influencing HCC (P<0.05). The results of
ROC analysis showed that the AUC of serum AFP, CEA, AFP/CEA, HCY and AFP/CEA combined with HCY
for diagnosis of HCC were 0.808, 0.756, 0.860, 0.752 and 0.918, respectively. The AUC of AFP/CEA combined
with HCY for diagnosis of HCC was significantly higher than that of AFP/CEA or HCY alone (P<0.05). The
levels of HCY, AFP and AFP/CEA in TNM stage Il group were significantly higher than those in TNM stage |

group (P<0.05). Conclusion The combined detection of AFP/CEA and HCY has a high diagnostic value for

HCC, and the occurrence and progression of HCC can be predicted clinically based on the changes of its levels.

[KEY WORDS] AFP; CEA; HCY; HCC
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1 HCCEEM—MEIREKM [n(%), (xxs) ]
Table 1  General clinical data of HCC patients [1n(%), (x+s)]
X HEAH

HCC 41

ki " (n=85) (i=100) "7 P
A 185 52.34+10.27 51.27+10.85 0.685 0.494
P B 153 72(84.71)  81(81.00) 0441 0.507
2 32 13(15.29)  19(19.00)

PRI S H 70 41(4824)  29(29.00) 7.228 0.007
JC 115 44(51.76)  71(71.00)

R 40 £ 57  33(38.82)  24(24.00) 4.736  0.030
J& 128 52(61.18)  76(76.00)

g‘;{i'l}“gh A 48  18(21.18)  30(30.00) 1.981 0.376
B 104 50(58.82)  54(54.00)
C 33 17(20.00)  16(16.00)

HCY (pmol/L) 185 20.85x6.41  14.76+4.22 7.733 <0.001

AFP(ng/mL) 185223.64+107.45 41.52+15.76 16.746 <0.001
CEA (ng/mL) 185  9.26+4.71 3.71x1.24  11.335 <0.001
AFP/CEA 185 22.47+6.57  14.16+4.27 10.340 <0.001

*2 HEE Logstic BIASHFN HCC £ £ERE =
Table 2 Multivariate Logstic regression analysis of factors

affecting the occurrence of HCC

—fEGER p{H SE{H Wald 8 OR{E 95%CI P

YA 0.636 0.314  4.103 1.889 1.021~3.495 0.043
WRE  0.547  0.341 2.573 1.728 0.886~3.372 0.109
HCY 0654 0308  4.509  1.923 1.052~3.517 0.034
AFP 0712 0274  6.752  2.038 1.191~3.487 0.010
CEA  0.668 0.306 4766 1950 1.071~3.553 0.030
AFP/CEA 0.735 0.263  7.810  2.085 1.245~3.492 0.005
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Figure 1 The diagnostic value of combined detection of
blood AFP/CEA and HCY for HCC
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Table 4 The relationship between blood AFP/CEA and HCY
and TNM staging of HCC patients (x +s)

HCY AFP CEA
(wmol/L) (ng/mL) (ng/mL)
I 28 18214547 190.59+58.46 8.75+2.55 21.57+5.49
M8 57 2216+6.13 239.67£70.34 9.51+2.86 24.65%6.31
t1H 2.890 3.188 1.192 2.204
P1E 0.005 0.002 0.237 0.030
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#*3 I AFP/CEA 5 HCY Bk &S #T HCC B ROC $HiE
Table 3 ROC characteristics of combined detection of blood AFP/CEA and HCY in the diagnosis of HCC

2050 oA UM (%) FEE(%) 95%CI AUC P
HCY 19.55 wmol/L 69.41 85.00 0.684~0.813 0.752" <0.001
AFP 110 ng/mL 90.00 61.18 0.744~0.862 0.808° <0.001
CEA 5.79 ng/mL 68.24 87.00 0.687~0.816 0.756" <0.001
AFP/CEA 18.07 82.35 81.00 0.801~0.906 0.860° <0.001
HCY B4 AFP/CEA 85.88 91.00 0.869~0.954 0.918 <0.001

. 5 HCY B4 AFP/CEA I ,*P<0.05; 5 AFP/CEA AH1,"P<0.05,
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Relationship between serum NSE, TNF-« and GAL levels and abnormality of electroen-
cephalogram in patients with status epilepticus

ZHAO Anrong', WANG Shengzhi®, CUI Lijun', LI Bo'*

(1. Department of Neurology, Bazhong Central Hospital, Bazhong, Sichuan, China, 636000; 2. Digestive
Internal Medicine, Bazhong Central Hospital, Bazhong, Sichuan, China, 636000)

[ABSTRACT] Objective To anlyze the relationship between the expressions of serum neuron-specific
enolase (NSE), tumor necrosis factor-a (TNF-a) and galanin (GAL) in patients with status epilepticus and
abnormal EEG. Methods The clinical data of 136 patients with status epilepticus in Bazhong Central Hospital
from March 2017 to April 2019 were analyzed and set as the observation group, and 65 healthy people who
underwent physical examination during the same period were selected as the control group. The differences in
the levels of NSE, TNF-a and GAL between the two groups of patients were analyzed. At the same time, the
relationship between the above indicators and abnormal EEG was observed; and the levels of NSE, TNF-a and
GAL in patients with different prognosis were analyzed according to the 2 -year follow - up results of the
observation group. Results The levels of NES, TNF-a and GAL in the observation group at 2 and 24 hours
after seizure were significantly higher than those in the control group, and the difference was statistically
significant (P<0.05). The EEG examination showed that there were 15 cases of mild abnormalities, 69 cases of
moderate abnormalities and 52 cases of severe abnormalities in the observation group. Comparison of NES,

TNF-a and GAL levels in different patients: the severe abnormality group > the moderate abnormality group >
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the mild abnormality group, the difference was statistically significant (P<0.05). The correlations between EEG
and NES, TNF -« and GAL levels were 0.767, 0.311, 0.372 (P<0.05). There were 60 cases with good

prognosis and 76 cases with poor prognosis in the observation group; analysis of the levels of NES, TNF-a and

GAL within 2 hours and 24 hours after the onset of the onset of the patients with good prognosis was

significantly lower than that of those with poor prognosis. The level of NES in patients with good prognosis and

poor prognosis within 2 hours of attack was significantly different from that within 24 hours of attack (P<0.05).

Conclusion

Serum NES, TNF - a and GAL levels in patients with status epilepticus were significantly

positively correlated with EEG, and may be involved in the prognosis of patients.
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Technical improvement of Nugent scoring method and evaluation of its application in the
diagnosis of bacterial vaginosis

NIU Jing"?, LI Jiao', LI Na', SUN Jing’, ZHANG Jing’, WANG Yawen'"**

(1. Department of Laboratory Medicine, the First Affiliated Hospital of Xi’ an Jiaotong University, Xi’an,
Shaanxi, China, 710061 ; 2. Biological Sample Information Resource Center of the First Affiliated Hospital of
Xi’an Jiaotong University, Xi’an, Shaanxi, China, 710061; 3. Department of Laboratory Medicine, Xi’an
Trade Union Hospital, Xi’an, Shaanxi, China, 710061 ; 4. Department of Obstetrics and Gynecology, the First
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[ABSTRACT] Objective To establish a quantitative detection method of modified bacterial vaginosis
(BV) secretion smear, and to compare the diagnostic results with traditional sampling methods to explore the
important role of pre - analytical practice in the diagnosis of BV by Nugent scoring method. Methods Our
improved BV diagnosis method was established by developing a standardized vaginal secretion sampling and
smear plan after selecting vaginal secretions of different weights and spreading them under a prescribed area and
then evaluating the distribution of the microflora. A total of 233 women were randomly selected as the research
subjects, and the improved method and the traditional method were used for simultaneous detection. The
differences in bacterial density, diversity and Nugent score of the two methods were compared, and the
methodological evaluation of the two methods was carried out. Results The improved method was established

by sampling a flat spoon (about 0.01 g in weight) with a smear area of (20x20)mm. There was a statistically
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significant difference in bacterial density between the improved method and the traditional method (P<0.05).

There was a statistically significant difference in diversity between the improved method and the traditional

method (P<0.05) ; the Nugent score between the improved method and the traditional method showed a

statistically significant difference (P<0.05). There was a statistically significant difference in the diagnostic
results of BV between the improved method and the traditional method (P<0.05). The methodological

evaluation results of the two methods showed that the improved method was superior to the traditional method

(P<0.05). Conclusion Establishing the quantitative operation specification before analysis is the precondition

for the accuracy of Nugent scoring standard in diagnosing bacterial vaginosis. The establishment and use of

improved methods can improve the consistency and accuracy of BV diagnosis.
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) Nugent W73 22 5 45 4L 0y 4% 58 75 3 0 17 43 0k 25
MR TERS, ZRA A ER, ZRRA
(ZE (A0 IREA B SR T80 x100% 2,
1.4.2  Ye(o gk BTk

iz B8 2016 AR R 2E S THP R & K AT A
TR BT I R I T R K 2021 4E 48
WTEB AR 20T B A 2= Gy 4 Nugent PE 434
HE R ST 2R AR AL RN LU S BV
A2, Nugent PE43PA BV FHH: (B FHIE R ) -
=745 FEEI BV :4~6 73 BV I GEH ) :0~3 43
1.5 Stk

K SPSS 23.0 e b2 FAF i A7 Bual ab 21 5 3
BOFERE L n (%) 5T, J7 ¥k VAT B R 7 R 5
Ji P R 2Z 10 TAERHE (ROC) #1 5 ; LA P<
0.05 M ZESFAHGFI¥E L,

2 R

21 R AR

W R YRR 20 mmx20 mm BFER 7R /NG
I 5y T IR LA T SR, de 0 Fr i s 4% 20
mmx20 mm 1 1 AT IR A . FHIE 2 I
20 mmx20 mm B FE R0 B, B AT fE 4 R A
WHEDWE, WD Gmis R, ILIE
LA ; A PATHORE B8 T WA A AT, R o) T
THE, WL 1C; — AR L B T RS A 1450, TG
RAE MM LG, WK 1B ; & k£ 50 W 4) BURE
—FATLEN0.01 g0 MR R EAHIE R HL0.01 ¢
BHAE 73, 722085 B [ 20 mmx20 mm 715 [l P4
P10 e Y A 7 5 B2 S RN Nugent 343
2.2 MR TSRS N R A R 2= o b

G Ik SR RN AR E 4 R
1o PRI 22 7R 56.2% (131/233) , IR

TESEE T IREEERE, ZESRAFITFE X
(P<0.05), W32,

FEAR L

A2 o,
o e >
S
HEA 3 ok
(A)¥A) (B)—¥-4] (C)=FA

E 1 BRE S A EEEE T 20 mmx20 mm ER T
REZZBER(EZ3E,x1000)
Figure 1 Gram staining results of smear under different
sampling quantities of vaginal secretions at 20 mmx20 mm

area(Gram staining , X1 000)

xRl REAEEURAZIEHEEEER (0(%) ]
Table 1 Results of flora density of traditional and improved
methods [n(%) ]

ik AR
++ +++ ++++
WS 170(73.0) 24(10.3) 39(16.7)
AR RR 65(27.9) 116(49.8) 52(22.3)

R2 REAESURFAEIEEEEZERER (n(%)]
Table 2 Results of the difference in density between the

traditional method and the improved method (n(%)]

HEEE 25 n Pai:] P
HES 131(56.2) 101.9 <0.05
WAL RE >0 11(4.7)
AR 24 <0 120(51.5)
TES
AR FEZAH=0 102(43.8)

2.3 MR SEG TR 2 E A

L5 ik S BT B2 RE RS R I
F3. MR FTESRETREZHERE, ZRA%
P L (P<0.05), W34,

R3 REAEEURAEIEHSHEEER [(n%) ]
Table 3 Results of flora diversity of traditional and
improved methods [ (n%) ]

A7 P

Sk EAE
++ +++ ++++
15 ) 187(80.3) 42(18.0) 4(1.7)
RS 159(68.2) 63(29.2) 6(2.6)
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x4 REFAEEURFAESHUERER (0(%) ]
Table 4 Diversity differences between traditional methods

and improved methods [7(% ) ]

AR n P! P
25 48(20.6) 19.9 <0.05
BAERE2AEH>0 10(4.3)
SR AL 24 (H <0 38(16.3)
Jozz 5+

A ZAEH=0 185(79.4)

2.4 Nugent o451 25 55047
PRI 50 Nugent PEr45 5, LR 5, o R ik
54&5: 7715 Nugent PE 45 R LS, 2R A G T4 R
(P<0.05), W36 K2,
6 EHFESHRTENugen FHERER (n(%)]
Table 6 Difference results between traditional method and

improved method Nugent score [n(%) ]

Nugent 1145 2% 57 n Pal:! P1H
xR 150(64.4) 107.9 <0.05
BAR R 2EH>0 17(7.3)
BAR B2 E <0 133(57.1)
TEF
BAE 22 (H=0 83(35.6)

A
B2 f&E&FHESMRAER Nugent 42
Figure 2 Nugent score difference between traditional and

improved methods

2.3 MRy SEGXT 233 51 5 A E B E
W R H A

MR TR SR G A BV B WA
ZERAGIFE L (P<0.05), WET,
2.4 (L5 5ok BRIk 5 e E v

IR R A AN s SR R o R (AUC
0.696)f F1E5: 71 (AUC 0.662) . W% 8. /K3,

3 it

Nugent P45 b5 & H #TIlG R 12 W 2 1 BV
A)—Fh B 27 . {H Nugent W5 bR dE B = bR ELL

KT EBEHESURFE Nugent FESZHT BV &R
[n(%)]
Table 7 Traditional and improved methods Nugent score in
the diagnosis of BV [n(%) ]

s Rk R
158 )7 035t 46 41 SN &t

0~3 4% 144.(61.8) 7(3.0) 3(1.3) 154.(66.1)
4~6 53 2(0.9) 25(10.7) 15(6.4) 42(18.0)
=74y 2(0.9) 5(2.1) 30(12.9) 37(15.9)
&1t 148(63.5) 37(15.9)  48(20.6) 233(100.0)
AL 7.978

PiE 0.046

R8 REAESURFTENHTEFZTFNER
Table 8 Methodological evaluation results of traditional
and improved methods

Bk R REE BATARE Y8R LR+ LR- AUC
L5k 071 062 0.64 033 214 054 0.662

MR 076 0.64 0.67 04 267 047 0.696
1.0
= ~ { I
™ — MRy LW
= - LE%
0 1.0

1-H 5%

B3 &&AES5HMREAERNROC HME

Figure 3 ROC curves of traditional and improved methods
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V4 B A 28 B Al P FL T B4 L A B S R o i 45
il o A ST EF X Nugent 353 J5 72 ) 40 A i A 2
TR IR ) SR, I E e RO kiR B s
TEGE T WS TR HE 25 4R 1 L Z PR LA S 4T Nugent
V1, PR A5 R SR 5 T kR e AR S5 SRtk A 7
T, SR A G222 5 . AL 2K
S EFE RAE R BRUE , FEE PR 5 212 Wl SR 0
PR, I RO R T e R AR A AR R
X BV B2 8 SR A& 5 o
A5 Jr BRAPE 7 T e R 7 iR IR R 4 X o 1
1k, TR T LU i T H o FRAH 6, SR A

x5 REAHEEURTENugent IS ER [(n(%) ]

Table 5 Nugent score results of traditional and improved methods (n(%)]

. Nugent P-4
ik 145 253 3% 543 64 75 84
IEEWiRIN 140(60.1) 7(3.0) 7(3.0) 18(7.7) 17(7.3) 7(3.0) 31(13.3) 6(2.6)
R T 59(25.3) 59(25.3) 30(12.9) 3(1.3) 19(8.2) 15(6.4) 32(13.7) 16(6.9)
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TSLP.INF-y J% IL-33 21 J L ingmik e S Mena ) i

R IR FFRE

(# Z]1 B VLS 0IE M AR EE Tk I 40 i Az 28 (TSLP) . T4 -y (INF-vy) | T4 A A K -33
(IL-33)i2 Wi JL2E 0 S s (CVA) B, A EE 2020 4F 6 J 2 2020 47 12 H b ntntR Lz =
BENSIE 1Y 50 1 )L CVA B WSS, 33k RITETT I 50 (3 A8 4 A8 LAVE %o HRZH, A6 T 193 2 A 52 A
1 1l e (FVC) S — R0 < fe (FEV) e KIFFA4  (PEF) 5 105 38 3k &2 11 E(IgE) \TSLP.
INF-y IL-33 $5 45 , 32047 PO L35 FE bR &2 W L3E CVA UMMM, S8R WIS I I B B 1]
BART XTI , 25 A Giit2 08 L (P<0.05) . W%¢4H FVC FEV1 PEF KR T84 , 25 B it X
(P<0.05) . ML 1gE  TSLP IL-33 KR F X IR, INF-y 55 F X IR, 22 S8 S22 L (P<0.05) .
FVC.FEV1.PEF: I > I1 >T1>1IV , IgE . TSLP.IL-33: T i< T <TM<IVi], INF-y: T 3> 11 399> 030>
IV, 22 J 844 G824 L (P<0.05) . IgE &4 TSLP INF-vy IL-33 i2W7 JLEE CVA ) AUC 4 0.940, KT IgE
KIS (P<0.05), 58 LT IgEBA TSLP INF-y IL-33 A F— L L# CV A IZWiRiEE .

[SEsiA ] LB ZIRAS Sk s MR SE Ok A A gl s THE R -y D4 %-33

Value of TSLP, INF-y and IL-33 in the diagnosis of cough variant asthma in children
ZHANG Yanling'*, WANG Xia®, GUO Zikuan'

(1. Department of Central Laboratory , Beijing Jingdu Children’s Hospital , Beijing, China, 102208 ;

2. Department of Laboratory Medicine, Xinxiang Medical College, Xinxiang, Henan, China, 453003 )

[ABSTRACT] Objective To observe the value of serum thymic stromal lymphopoietin (TSLP) ,
interferon-y (INF-y) and interleukin-33 (IL-33) in the diagnosis of children with cough variant asthma (CVA).
Methods Fifty children with CVA (observation group) and 50 children with bronchitis (control group) were
enrolled in this study from June to December 2020. The forced vital capacity (FVC) , the forced expiratory
volume in one-second (FEV1), the maximum peak expiratory flow (PEF) and serum immunoglobulin E (IgE),
TSLP, INF-v, IL-33 were detected in the two groups upon admission. The value of four serum indicators in the
combination to diagnose children with CVA was analyzed. Results The number of negative cases of bronchial
provocation test in the observation group was lower than that in the control group, and the difference was
statistically significant (P<0.05). The levels of FVC, FEV1 and PEF in the observation group were lower than
those in the control group, and the differences were statistically significant (P<0.05). The levels of IgE, TSLP,
and IL-33 in the observation group were lower than those in the control group, and INF-y was higher than that in
the control group. The differences were statistically significant (P<0.05). FVC, FEV1, PEF: stage I > stage Il >
stage Ill > stagelV, IgE, TSLP, IL-33: stage I < stage I < stage lll < stagelV , INF-y: stage I > stage Il > stage
IT> StagelV , the difference was statistically significant (P<0.05). The AUC of IgE combined with TSLP, INF-y
and IL-33 in the diagnosis of children’s CVA was greater than that of IgE alone (P<0.05). Conclusion Serum
IgE combined with TSLP, INF-y and IL-33 can optimize the diagnostic efficiency for children with CVA.

[KEY WORDS] Cough variant asthma in children; TSLP; INF-vy; IL-33
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JUEE 0% Wk A8 57 M 2% B (cough variant asthma,
CVA) R R o SOt SR 7 ol R B P s
F 1972 4E 4% Gluser B K IE A 44 4 CVA!, 74
ZE 4 H A CVA 5 BRI i I g LI — B, 3
FEI N S AR N PR E  HAF AR R
(255, CVA J& TRMAGERIE . JLE CVA
I R S B2 W ask B v, 25 A DL AR LA s i AR %
WA S PEAl AR, AR AR, Bl FJL3E CVA
g FHLRE R 5 SR R LSRRG i 48 A T
RGEBERHRAL, BRI B RS, i LE
CVA B2 IE RO, A L EHIE LS W ik,
H R A Sl DI BE | 1L 7E %2 3K 4 M E(Immunoglob-
ulin E, IgE) $§ A K 25 CVA WIBFSE 8 £ | B 521
CVA izlrh BB &M E . hik— L F 5 IL
HCVA KRG A8 bR , A 52 60 i =2 J A gk e gL
5 CVA B IJLABERS B9 IfiL7E TSLP INF-vy IL-33 45
FRIEAT LA, I 8 ik ROC fi 4R 23 Hr 1L 77 1gE BX &
TSLP INF-y.IL-33 7£ JLE CVA A2 E ., i}
I,

1 ARSI

1.1 — R

PEHL 2020 4F 5 H % 2021 4F 5 H b 5t 5 #6 L
# [ BRI 50 1) L #E CVA g g4, 5
T [ YA T 19 50 5] il =2 J5 44 Jak e £ LA SR %t R
Ao AN O ELUAR 4l ) 2 048 17 i
Bl iR 46 rE ) 8012, X B AR A OLRR2) 7 #i2
QM1 5~12 % 5 B Il IR 45 Tl i 5% 9% kL 57 4 .
HEBr b5 #E - O WL G IFBR CVA SN I IR R 452
P, X B A I B il S AR B L A1 I I IR R 452
P s Q12 H Ath 7™ H 4 B MR YL g 5l F B
TR s A0 T VE SR E e
i 5 DB ISR B SO R . ARAFSE A &
CB R L5 5 ) B, B L9 A C 28 38 1 (]
BB, WA -mEHEEERXRITEE XL
(P>0.05), WFEI1,
1.2 Ik
1.2 IEFEAs R

ABEY K, W2 PR A 25 IS DK UL 3 mL , 5 #0
B0 (B34 2 3 000 t/m, 2E 42 : 10 cm, I [E] : 10 min)
O3B LI MR, SR FH I 5 R B CFH G0 23
W b A B AR R B PR 2 w) ) A L 2 il 7
IgE | i i & J5T dbk 0 48 B2 2E B 3R (thymic stromal

x1 WAILEN—BEBLER (2(%), (x£5)]
Table 1 Comparison of general data between the two groups
of children [n(%), (x+s) ]
el - .
o n ﬁ#ﬁ@(?) H(em) {R#E(kg)
X HRZH 5027(54.00) 23(46.00) 8.54+2.19 125.54+10.56 25.79+7.11
M2 5026(52.00) 24(48.00) 8.61+2.23 126.01£11.23 25.84+7.09
PaLAIEN 0.040 0.158 0.216 0.035
Py 0.841 0.875 0.830 0.972

lymphopoietin, TSLP) . T3 -y(interferon-y,INF-y) |
140l 4 % -33 (interleukin-33 , IL-33 ) K-
1.2.2 PR D RESR b Al

388 320 it Ty A DU ASCAS D ] 7 il % i (forced vi-
tal capacity , FVC) . £ —Fb H] J1 i< fi (forced expi-
ratory volume in one-second , FEV1) | fix KIS &R
H (peak expiratory flow,PEF) .
1.3 Giitrik

K M1 SPSS 19.0 4t b8 Ak #k 47 g 1 43 #r L it
OB (3 25) Row , 4L 1] LU BAT I ST AR AS ¢
B, 22 IA] L AT B PR R 5 25 43 B (R R EL R
JH LSD-¢ K 55 ) 5 THECH B n (%) Ko, 4 1H] L
BAT ¢ K55 M3 IgE 8K TSLP A1 INF-vy (IL-33
ZWALRE th 321803 TAERHAE (ROC) h £ 1A, %
I ¥ F8 b5 B — KB A2 W nd i 26T T AR E
(AUC) A S8R 55 L EL; BL P<0.05 S 22 5+ A

gGeitr i Lo
2 &R

2.1 WYL MW S ORI S s
WL 2% 2H 7 A IR R I B 46 G T e e
H, ZRA5 0127 L (P<0.05), WLFk2,

®2 MAILENZSEHRRELEER (%))
Table 2 Comparison of bronchial provocation test between
the two groups of children [(n(%)]

. =3 35 S EiNiy
4 n Bt fﬁlﬁm ﬁﬁﬂ) (ﬁ%ﬂ) (V)
X HEZH 50 43(86.00) 6(12.00) 1(2.00)  0(0.00) 0(0.00)
WL 50 000.00) 5(10.00) 20(40.00) 16(32.00) 9(18.00)
7 1E 78.150
P{H <0.05

2.2 WALEW PR DI RETE b LR

WM %<2H FVC . FEV1 . PEF /K FAK T X BR4H |, 2%
SHA SRR L (P<0.05) . WL 3.
2.3 PHALLE M AH M TE PR H A

WL 5E 41 IgE . TSLP | IL-33 7K A% T % B 4,
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®3 WAILEWNIFERINEEIEIRILE (x£5)
Table 3 Comparison of respiratory function indicators

between the two groups of children (x +s)

2H 51 n FVC(L) FEVI1(L) PEF(L/s)
Xt HE 50 2.66+0.45 1.90+0.41 2.81+0.49
pUE 4| 50 2.20+0.39 1.61+0.43 2.54+0.45

tH 5.462 3.451 2.870

P1E <0.05 0.05 0.05

INF-vy & T4 B4, 25 7 A Gt 2 8 L (P<
0.05), W4,

x4 WAILEMEXMBRERLE (x+5)
Table 4 Comparison of related serum indicators between the

two groups of children (x+s)

IgE TSLP
AWM gL (ngml)

XHRZAL 50 457.31£50.03  3.65+0.91

INF-y IL-33
(ng/L)  (pg/mL)
5.36x1.01 18.28+3.97

WEEA 50 412.95+35.67 2.42+0.52 6.42+0.86 13.53+2.49
1 5.105 8.298 5.650 7.167
PiE <0.05 <0.05 <0.05 <0.05

2.4 A5 CVA JLTE BT EE AH G I 1 45
Fr g

FVC .FEV1 PEF INF-v: I #> 11 > >V
1], 1gE \TSLP . IL-33: [ #i<Il BI<Il <1V i, 22 5%
I G2 L (P<0.05), WS,
2.5 [fiLi5 TSLP . INF-vy . IL-33 $§ A5 8o — J I 5 4
H2W LI CVA B

1375 IgE B4 TSLP  INF-v . IL-33 % 5132 W JL
# CVA i) AUC 2l 0.940, K T IgE 5402 Wr (P<
0.05), W6 K1,

100 |

80|

# 60f

— IgE

TSLP
— INT-y
— IL-33
— BKH

100 fif,

40

20

. . . . .
0 20 40 60 80 100
100 554

Bl &miEieirea—REKAISHLE CVA B ROC H £ E
Figure 1 ROC curve of single serum indicator and serum

indicators in combination to diagnose children with CVA

CVA J& T 325 B iy (1 FiT 0 B0, 4 ER 3 K B
AT I A BBISIR  SERIR JE ERE R B
B0 B E R R, S ECRITHERE IR . AR
SCHFRE A5 R R A8 W R 9% 5 FYC . FEVI,
PEF 7 CVA L 5 i 3 ARy s )Lz (1) B A —
SE SRR, I R AT REAE 3 P 20 R R AL
A PR A R SR AR 22 5, AR A B Xt BLY
il S RE 7= A AN KA, {5 CVA LA 2 B 8 5
JEH T, XIPRECIFTT AR, CVA UL RE L
HAEHETFI R G B LA 255, SAMT
SERTAI ML o Sun ST INEE Y I REAS A AT
BT X453 CVA L PR R GG UL, IR
BRI, X —ERRRE I 3 T A48

CVA 558 RAEA G, My € s i3,
2 BH R A, I E P Th2 i AR i
T Th b EL 200 i 45 6 A /0, S ) o 288 bk £ 40 i i

x5 AESHCVAILERFERINEE MEXMFREIRIEE (x+5)

Table 5 Comparison of respiratory function and related serum indicators among children with CVA in different stages (x+s)

A4 n FVC(L)  FEVI(L)  PEF(L/s)  IgE(JU/mL)  TSLP(ng/mL)  INF-y(ng/L)  IL-33(pg/mL)
I3 5 2.37+0.11 1.95+0.12 2.77+0.12* 389.31+12.03 2.01+0.11 6.76+£0.21" 12.21+0.48"
4 20 2.19+0.14° 1.76+0.15" 2.57+0.14* 403.50+10.71* 2.29+0.10" 6.33+0.12° 13.59+0.60"
1M 16 2.08+0.11" 1.51+0.18" 2.40+0.17* 414.09£13.26" 2.58+0.12* 6.09+0.17* 14.38+0.51"
IV ity 9 1.9120.09"  1.29+0.04  2.28+0.09" 428.75+9.87" 2.74+0.09" 5.87+0.11" 15.22+0.59"
F1d 19.140 32.861 17.250 15.934 73.759 48.031 37.239
P <0.05 <0.05 <0.05 <0.05 <0.05 <0.05 <0.05
5 T, "P<0.05; 5 T LEER, °P<0.05; 5 T LA, <P<0.05.
Fo HBMFEREISHILECVAMMNEDT
Table 6 Analysis of the value of each serum indicator in the diagnosis of children with CVA
LoRIE=R AN AUC 95%CI EARER (R4 cut-off U (%) RSt (%) P
IgE 0.722 0.623~0.807 0.400 449.24 TU/mL 72.00 68.00 <0.05
TSLP 0.835 0.747~0.902 0.560 2.99 ng/mL 80.00 76.00 <0.05
INF-vy 0.549 0.446~0.649 0.160 6.86 ng/LL 28.00 88.00 0.405
IL-33 0.822 0.733~0.892 0.540 19.40 pg/mL 94.00 60.00 <0.05
135) 0.940 0.874~0.978 0.800 0.516 92.00 88.00 <0.05
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ERBATHE S FRRIER EETH , £ RN
WF 5T % B, TgE Hil 35 2 245 4 10 G0 5 20 i B ok 3
R, 51k CVA X ARSIV PR . INF-v &
T Thl ik CL M 53067 ), 7E CVA JE IR R
hAKOF AR 5 TL-33 J& T Th2 ik B 40 i 40 7= )
TE CVA B EH RN R M KK FH & o Ravanetti
G AR AR T ST FE 1L IL-33 JE TN
K LS PN B 200 L % 3 7 ), R o B s R R Ak R
VA AR P ) I L & R AR T B e L A R Bk A
A] 00 7% R F kappaB (2 5 RAE [ v 45 ) il 42 54
JETE A0 B B (R R R E R AL S AR BT R )
IEAERSNIK ) Th AR A . & bemn 46 BF 5T 4R
H, TSLP X bk E4 200 AR 2 R 200 e ok 28 (34 4 43
b 45 3 B Ay QB TR — SRR B R R
br, 75 CVA B R B b il B8 & 48 T 3 24E
FH o A58 285 FEBE 7S G 0 28 G0 R 9 s £
JL, CVA B35 1 9 1 B 7 KT sh iR /. T
HAET, AR CVA 25| I IR E RRE N, AL
i S SRR B R I R A Gy 3 LT
W T8 2H 201 AR RE S N7 B8 T ™ 5, A B il S R {4
J&GL L, CVA XTHLAR AR IgE  TSLP INF-yIL-33
T bR B S KT s ma PR /N o A, A 5T 45 R
UEBH CVA B L 1 8™ 5, Al D) gk 25 , #H ¢
P S AT X 5 ST U IE 45383 4 A
5o A58 33 ROC [l 28 43 #7 , 45 S 2 B0 1 %
IgE BX 45 TSLP  INF-vy . IL-33 % 532 Wi JL# CVA 1)
AUC K F IgE Hi2 W , UE SR A LB = 101 i
FEAREAT Bh T4 5 JLEE CVA B2 2, KP4
A UOURIE Y AL R B I G R bR A T AR
CVA, =2 Wislie .

25 Rk, LA TSLP  INF-vy  IL-33 $8 bRBk &
WL CVA IRLRERC 28, AF7E 38 = i I R
NV FH A

S Lk
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VSD &7 %8 Bl i % 4y B4 CRP . WBC J% ESR 7K
B Al

(# ZE] BH HiaEEMA515 (VSD) F AR B R R Y R 3 C [ 8 H (CRP) | H 41 il
P14 WBC) (ZLA4HME TR R ( ESR) /K FRYRZ . ik S B0 M R B Be iR} 2017 48 5 A 2 2019 4F 5
H 108 BB RS f AR RNATT 72845 VSD 4 (52 4i]) i BATT 240 (56 1)) , HLER B4R RIS
CRP WBC .ESR 7KV~ , W5 P 4L s R 7280 B il T ARSI B - A= 3% 07 FH Bk Ji] Jge e s il s ] 47 11 o 5 e
(B A BERT ], I T AR YT 2t . SR WRIT)S W4 CPR . WBC .ESR /K V-3 T [, H VSD 41k
THMIGITLL, 22T A G2 L (P<0.05) . VSD 4L AR E TR AT 4, 2R A 525 X (P<
0.05) . VSD AL AE 20 FH S ] | SR 42 i ) (] 495 0 A& B 0] A B B (R 3 0 P 3 BRI T AL, ZE R A 45
THERE L(P<0.05) . PIEIR RN K AEF I, 25 BG4 E X (P>0.05), it VSD H#iRIGIFH
Prol T BT R, T R R I RAE TR AR KT, 2k R B TR A

[KEiA] HFRMImEY; VvSD; RP; WBC; ESR

Effects of VSD treatment on the levels of CRP, WBC and ESR in patients with orthope-
dic wound infection

GUO Yaping'*, LENG Huaping®, SONG Jiao’

(1. Department of Comprehensive Diagnosis and Treatment area, Zhengzhou Yihe Hospital, Zhengzhou,
Henan, China, 450046; 2. Department of Orthopedics, Zhengzhou Yihe Hospital, Zhengzhou, Henan, China,
450046; 3. Department of Laboratory Medicine, Zhengzhou Yihe Hospital, Zhengzhou, Henan, China, 450046)

[ABSTRACT] Objective To investigate the effects of negative pressure sealing drainage (VSD)
technology on the levels of C -reactive protein (CRP) , white blood cell count (WBC) and erythrocyte
sedimentation rate (ESR) in orthopedic wound infection patients. Methods 108 patients with wound infections
[VSD group (52 cases) , conventional treatment group (56 cases) | in the Department of Orthopedics,
Zhengzhou Yihe Hospital from May 2017 to May 2019 were enrolled as the research objects. CRP, WBC, ESR
levels before and after treatment were compared between the two groups, the clinical efficacy, and
perioperative indicators (antibiotic application time, infection control time, wound healing time, hospital stay)
of the two groups were observed, and the treatment safety of the two groups were analyzed. Results After
treatment, the levels of CPR, WBC, and ESR all decreased in the two groups, and the VSD group was lower
than the conventional treatment group, the difference was statistically significant (P<0.05). The total effective
rate of the VSD group was higher than that of the conventional treatment group (94.23% vs 78.56% ) , the
difference was statistically significant (P<0.05). The antibiotic application time, infection control time, wound

healing time, and hospitalization time in the VSD group were shorter than those in the conventional treatment

KA R T d B FAH R % (LHGJ20170968 )
Yk Bds 1 AN B A B TR 426597 K, 7T g, #6001 450046
2. #R M B A E BB, FT g, 60 450046
3. M B AR B Bk 3 A, 7T dy, 11 450046
*iBAZAEH  FF L, E-mail : guoyapingl1@163.com
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group, the difference was statistically significant (P<0.05). There was no significant difference in the incidence of

adverse reactions between the two groups (VSD group: 16.07% vs. conventional treatment group: 23.31%) (P>

0.05). Conclusion VSD technology has good therapeutic effect in the treatment of patients with fracture wound

infection, which canreduce the level of serum inflammation indicators and promote the recovery of patients’ wounds.

[KEY WORDS]

BTG IR &5, 2%t 38 I AT fig ik
O™ o TR E IR A T — BRI R B
AT PR AT, R B A 2804 Tl i e B A8 52 BT %o A
F UG HAEEE o I ARX i 3O R e
YR RGBT T RS E S iR T A, 3
B —ERIT AR R TR R KR
PR — . R B 51 (vacuum sealing
drainage, VSD ) £ A 75 Ab B4 iy AR BL T 5 | 378 X
2 AE NP S Ol VTR I v = v A K e o VU 232
ISt € A T TR Vs RV [V 3
C [ # F (C-reactive protein, CRP) . FH 40 il 1144
(white blood cell count, WBC) . £ 4 fifl It [% %
(erythroeyte sedimentation rate, ESR) 4 J& Ilffi /K 1T
Al B E HUAR S0 R B DA OCHE A5, AR5 B 7E
%5 VSD YR 7 % B B T/ G 8 # RP, WBC ESR
KR HE TR , 43T VSD & 3B T g H o
BN . BUFRRBE T .

1 #RE5HZE

1.1 — R

TR IO M Bt A 2= B Bk 2017 4 5 H 3 2019 48
5 J 108 i) % A A0 v JER e £ 3 1 I DR B Rk E 1T A
5o WARRE : OFF A (BB YS Wik i ) vk
P WibR i ;s Q¥ TovESCE 1 W4E 51697 ; Oih
JEMR MR ; @ B H B A & E R E 1.
HEBR AR AE : DA I e 25 ™ 0 I B DI RE AR 4
s QBRIEM: 8 B TF BB 2 A ke B R
H QR SRR . ARYE B AT IR Y
254N . VSD 41 (52 9] ) B R B VA 9T 4
(56 f) . PRl —MEoERt L 22 57 g it 22 7 X
(P>0.05), W31, ARWFFELPEreHZ: St

Orthopedic wound infection; VSD; RP; WBC; ESR

1.2 FHiE

BT AT B RTS8 38 X b, 76 2E fy R
RO PR AT 0 A7 Bt 55 40 BH W7 o8 4 B R, R RT3y
BT PUERPURYRIT IR AN . ERRITA
KRG G2 A0 7 58 - 1 O 5 FHE 20 A B 70 s B A
BRI, SN 5 T 200, X BB R A T 5
TLAR T TR B R, FEARE B W0 IR 2 B 57
T DL BURSTAE 2 ik, BORR2 R R T DL e 2b A
FRBTH P 2R U5 G 2R BT DL T H4E 6.

VSD ZH 7 LA VSD RFZ2 i 51 i & CRIW A
BB A\ )R YT - VI IR 24 h 45 T R 180
mmHg (1 mmHg=0.133 kPa) #2571 R 51, 52 LA
i & 250~400 mmHg W 5|, PR EFEI T VSD HOE A
BB ARES v T AR BT F ohk, 7 d S
22 VSD 28 WAL R ZFAZUE RN L, &K A
fE, ST LI 255 BIAL B, PR 45 VSD 24 B, B
BAE R ZEHS AR RAE T LA g A .

1.3 WELIE R
1.3.1  RIEFEIRAKF

P2 AE IR YT 1T M S8 R IT I 1 d W RS
JiE # K I 6 mL (M 43 1 AR A , B4 3 mL) , —
3 & B0 A 3 (3 000 r/min, 20 min, r & 10 cm) L
L E MR CRP[ A s bty (8 [, % [G P800 %Y
EHNERSIO 1o TR L g 2,
R A TEE 4 M, A ESR \WBC [ 4= A 3 1fi. 41 g
IR (s 7R 2 B, 5 . XIN350) | o B iR AG i i
TR 24T PR e FR U A R A T o
1.3.2 IHRITRL

SRR e DR AL« B BB 7 2 J8 P 58
S B e W, O R 2R
J7 . QA DS R, ik, U0 R ik

®1 WMABRE-MABLER [n(%), (xs)]

Table 1 Comparison of general information of the two groups of patients [7(% ), (x£s) ]
15 . Ll EHAERS iy 531 Z A
B % & (%) e Al KR EE2i] 1o s BV
VSD £ 52 27(51.92)  25(48.08) 45.93+12.19  34(65.38)  18(34.62) 31(59.62)  15(28.85)  6(11.54)
WHAITY4L 56 30(53.57) 26(46.43) 4523+11.74  40(71.43)  16(28.57) 34(60.71)  16(28.57)  6(10.71)
i1y 8 0.029 0.304 0.457 0.023
P 0.864 0.762 0.499 0.989
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[ BT i 5 R A , IR e, 1 H AT D iy, H
AHBAZER, 2@ s, OFTR
A& SR, BRSO RGE , r W3 N, Bz Jik 4
UL, PRk m , VI 0 2T Uy KR i, &

I A RS . MASCR=[(GE+Aa%0)/
BBEL 1 x100%

1.3.3 HIFARWER

058 HG A P 4 T A= 2 07 R R T JR e 4 ol
(R p e in I I E AN
1.3.4 AR

WAL AL BN & A B, AS R R

FLHE I IR ARG
1.4 GileFJrik

fdiFH SPSS 22.0 ek A T 4e 1530, THECHE
BHA n(%)FoR IR 2 R THE ORI (x£5)
W K55 DL P<0.05 M 2ZE S A G FE X,

2 R

2.1 HRVEFRR LR

1697 )5 , WiZH CPR \WBC .ESR /K -3 F %, H.
VSD UK FHHIRITAH , Z 5 A G5 L (P<
0.05), WLFE2,

®2 WMARTHREREIERIEE (vxs)

Table 2 Comparison of inflammatory indexes between the two groups before and after treatment (x +s)

. ) CPR(mg/L) WBC(x10°/L) ESR(mm/h)
MEp () BT R bEL i) BT IR IHYT R HITIE
VSD 41 52 39.31+7.31 18.59+3.64 15.2422.23 6.57+1.24° 28.46+4.17 12.4622.89*
HRLRTT A 56 39.78+7.61 28.27+5.45" 15.76+2.46 10.79+1.86* 27.94+3.89 19.58+3.43
i 0.327 10.769 1.148 13.763 0.670 11.620
P 0.744 <0.001 0.254 <0.001 0.504 <0.001

T SARHIRIFAT AL, *P<0.05.

2.2 WG IRIT R LB
VSD 4 B BOCR T8 BLIRIT 41 (94.23% vs
78.56% ) , =S A G2 L (P<0.05), W3,

®3 WMARKTHLE [2(%) ]
Table 3 Comparison of the clinical efficacy between the two

groups [n(%) ]

2.4 WA R W
WA K KR ILE ,, 2R UFH T E
X (P>0.05), W#S5,

x5 MAFRRMREXRLE (%) ]
Table 5 Comparison of the incidence of adverse reactions

between the two groups [(n(%)]

2H 51 n bR B TRk RARE
VSD#{ 52 28(53.84) 21(40.39) 3(5.77) 49(94.23)
WHIAITAL 56 24(42.86) 20(35.71) 12(21.43) 44(78.56)
VAl 5.528
P1E 0.019

2.3 P BT AR LR

VSD ZHH0 Az 2 10 FH s a) g gl B[] 4
RG] AR B A 4 5 T RIGIT A, E R A S
P L (P<0.05), W34,

x4 MABRFARBERELER (x25)
Table 4 Comparison of the perioperative indicators between

the two groups (x+s)

. BUERNH EgER Hinds Rk
25 n

g i) (d) BFE(d)  Bf(d)  BFRE(d)

VSDZ 52 842+1.17 11.89+1.22 15.88+1.76 19.45+3.74

WHIAYTAL 56 11.3822.14  18.31£2.15 20.79+2.68 25.14+4.25
i 8.823 18.889 11.162 7.363
P <0.001 <0.001 <0.001 <0.001

415 no i PR R ARRNLERAER

VSD# 52 2(3.85) 5(9.62) 2(3.85) 9(16.07)
HWHIAIT 56 3(5.54) 8(14.29) 2(3.57) 13(23.21)
Pl 0.580
P{H 0.446

3 it

BT A 8 BB TR I T RE K
A RER BB RE R B AT IIREZ IR .
PR B 3 G TG AR AL 52367 O i e X B T
HEAT R SEHE U v U B R S b BE S 1AL, LA F
PRI H Y o HIZ36 7 77 S 008 HT T 61 i 4
NI R TR R R A BB ORI A A
VIRE SCvigRg xS SRR E IR R 7=
AR H MR BE 2B 4 VSD R
S Ulm KA QSR 15 BIAYIRYT I 5,
i R LA R AR 2 AL 5 il
RO B T AT, 28 25 1 A
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wE e AT R R

AH S I B, B 1T B e JR 2 HE AT VSD IR YT
7R AT, BT AL T A RO B, RERR 46 1fi 5 41
BT 2 [REGL ML 2, f 0F )R R I 38, kst MILAA
RIERA ™, SCHRHRE , 76 RAEMERRG R Ge Ep
i, B 1M % CPR . WBC .ESR 235 /K -4
Fhi, =3 AT A PR AL 5 5 R 35 0 56 AR ik
Yt AR AT 45 RS VSD AR 4B
Yo BB IMTE S AEFR bR K A 30T

REA:AF 5T $R 18 , VSD AR AEIG YT G 3 ke 5k
LR S T ) B T RAFROR M AR
UAIF 5% 235 S 7R X i B T Jsk g BB 34k 1 VSD
ARIGITRE W E SR YT T AL, R A T fES
VSD AR AERFEE I T RIS | N A5, TR
b A ] T P B4 BT T RORT BV PR FE AL 2 5] AL
K, O T T TS R B A . MM ARG IRYT T Ok
Ui, VSD H AR EA SR 50 E A5 2 i
POIRIT AR FEAE

HEEH TR ) 7EAS % RIS R LA I
PR FERE LT, VSD AR A 305 | i 1 i
6] R 5~7 d, TCTE X5 1 2B A 540 4o 2, PR T 4
AR, AW &I, VSD bk i
) JEE 4 I 0] 55 10 A I R A s i ) 24 4
THAIRITAL. VSD FR G hREL % T A,
55 HL A R0 W R R K R TEORE S | 5 A I
G, AT A R R F A R B3R, BE TR
W HRRYL  [F, VSD VAT, e R 2 A
T O AL JE B K A BT 4R/ NBI T (R 2
AR, sl A e,

ARG — A P AL IR YT T W bl AT
WAL 25 BN LR B kAR L 22 7
GitaA R S, AT UL VSD R YT IR AR IR BN &
AR AP AT B R R AR PR
e R AE X6 B 40 T Sk e J 3 R AT VSD ¥R 7 R 7 40
JES Ak I, X A 5 DL T R R A 17 SR B B T
TR BRI 1 R S I VSDIRYTY . [T,
WA B B R A RE IR, 7R I PR = I 75
R £ 3 I A 52 I ) e e A 2 T st 1), AR
BAERA

ZE LR X P e R T LA VSD
ARIAYT BE W3 B2 SR YT T AL, 45 I 9% 0E F8 bR
IRV AR R AT R A

S % 3k
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(2):104-107.
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Bk, 2020, 22(9):17-20.

(3] WdE, BR. HE AW BORAS G vSD X 11 B2 bt 1 i ¥k
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Relationship between anticardiolipin antibody, antinuclear antibody and pregnancy out-
comes of infertility patients undergoing in vitro fertilization-embryo transfer
ZHANG Cuiwen, LIN Yuyi, WU Wanru, HUANG Xiuzhi*

(Department of Obstetrics and Gynecology , Huizhou Central People’s Hospital, Huizhou, Guangdong, China,
516001)

[ABSTRACT] Objective To investigate the relationship between anticardiolipin antibody (ACA) ,
antinuclear antibody (ANA) and pregnancy outcomes of infertility patients undergoing in vitro fertilization -
embryo transfer. Methods A total of 98 patients who underwent in vitro fertilization-embryo transfer admitted
to Huizhou Central People ’ s Hospital from January 2019 to December 2021 were selected as the research
subjects. According to the pregnancy outcomes, they were divided into a good pregnancy outcome group of 66
cases and a poor pregnancy outcome group of 32 cases. The basic data and laboratory indicator test results were
compared between the two groups. Logistic multivariate analysis was used to observe the influencing factors of
adverse pregnancy outcomes, ROC curve was used to analyze the diagnostic value of ACA and ANA in
infertility patients undergoing in vitro fertilization - embryo transfer for adverse pregnancy outcomes. Results
The detection rates of ACA positive, ANA positive and ACA+ANA positive in the poor group were higher than
those in the good group, and the difference was statistically significant (P<0.05). Logistic multivariate analysis
showed that ACA positive, ANA positive and ACA+ANA positive were independent risk factors for adverse
pregnancy outcomes after IVF-embryo transfer in infertile patients (P<0.05). ROC curve analysis showed that
the combined detection of ACA + ANA had high sensitivity and specificity. Conclusion The positive

expression of ACA and ANA is the main reason for the adverse pregnancy outcomes of infertile patients
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undergoing in vitro fertilization-embryo transfer. Early detection of ACA and ANA levels in clinical practice is

of great significance to reduce the adverse pregnancy outcomes of patients.
[KEY WORDS] ACA; ANA; Infertility; In vitro fertilization-embryo transfer
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Table 1 Comparison of the basic data and laboratory

indexes of the two groups of patients [ (x+s), n(%) ]
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Table 2 Logistic regression analysis of the influencing
factors of adverse pregnancy outcomes in infertile patients

undergoing in vitro fertilization-embryo transfer
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Table 3 Evaluation of diagnostic efficacy of ACA, ANA
and ACA+ANA on pregnancy outcomes of infertility patients

undergoing [VF-embryo transfer

fal B #Eigbr  AUC 95%CI WU RrEE
ACA 0.710  0.614~0.825 0.785 0.795
ANA 0.723  0.625~0.938 0.768 0.773
ACA+ANA 0.892  0.685~1.942 0.963 0.846
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Figure 1 ROC curve analysis of ACA, ANA and ACA+ANA
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Relationship between the expression of CEA, AFP and CYFRA21-1 in NSCLC and path-
ological characteristics and prognosis

YANG Fang'*, WANG Ya’, LIANG Lihong', LI Miaomiao', WANG Wei'

(1. Department of Oncology, Beijing Shijitan Hospital, Capital Medical University, Beijing, China, 100038;
2. Department of Genera, Cancer Hospital, Chinese Academy of Medical Sciences, Beijing, China, 100021)

[ABSTRACT] Objective To analyze the relationship between the expression of serum carcinoembryon-
ic antigen (CEA), alpha fetoprotein (AFP) and cytokeratin fragment (CYFRA21-1), pathological characteristics
and prognosis in patients with non-small cell lung cancer (NSCLC). Methods 92 NSCLC patients (NSCLC
group) admitted to Beijing University of Century Tank Hospital from September 2018 to September 2020 were
collected, and 89 volunteers (control group) who had physical examination during the same period in this hospi-
tal were selected. The general data of patients were collected, and the expression levels of CEA, AFP, CY-
FRA21-1 in the serum of different groups were compared, and the relationship between the levels of CEA, AFP
and CYFRA21-1 and the pathological characteristics and prognosis of NSCLC was analyzed. Results The ex-
pression levels of CEA, AFP, and CYFRA21-1 in the serum of NSCLC patients were significantly higher than
those in the control group (P<0.05). The positive rates of CEA, AFP, and CYFRA21-1 in patients with stage
I ~1V, poor differentiation, and lymph node metastasis were significantly higher than those of stage 1 ~1I ,
moderate and high differentiation, and no lymph node metastasis (P<0.05). There was no statistically signifi-

cant difference in the positive rates of CEA, AFP, and CYFRA21-1 among different age, gender, pathological
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type (P>0.05). According to the prognosis, 92 patients were divided into a good prognosis group (71 cases)

and a poor prognosis group (21 cases). TNM staging, tissue differentiation, CEA, AFP, CYFRA21-1 and

NSCLC were the single factors affecting the prognosis of NSCLC patients (P<0.05). Multivariate logistic regres-
sion analysis showed that TNM staging, tissue differentiation, CEA, AFP, and CYFRA21-1 were independent

risk factors affecting the poor prognosis of NSCLC patients (P<0.05). Conclusion The expressions of serum
CEA, AFP, and CYFRA21-1 in NSCLC patients are all up-regulated, which are closely related to the pathologi-

cal characteristics and prognosis of patients and may be effective indicators for prognostic evaluation.
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Clinical features and gene diagnosis of X-linked chronic granulomatosis

GUO Mingfa', JIA Jing’, WANG Yafeng', ZHU Yingying', SHI Lihuan', LIU Junshan', LIU Wei'*

(1. Department of Hematology and Oncology, Children’s Hospital Affiliated to Zhengzhou University , Henan
Children’s Hospital, Zhengzhou Children’s Hospital, Zhengzhou, Henan, China, 450003; 2. Department of
Laboratory Medicine, Children’s Hospital Affiliated to Zhengzhou University, Zhengzhou, Henan, China,
450003)

[ABSTRACT] Objective To analyze the clinical features and laboratory diagnosis methods of X -
linked chronic granulomatous disease (X-CGD). Methods The clinical data of 11 patients with X - CGD
admitted to the Department of Hematology and Oncology, Henan Provincial Children’s Hospital, Children’s
Hospital of Zhengzhou University from October 2015 to May 2019 were analyzed. Results The patient’s
neutrophil respiratory burst test showed that the neutrophil activation rate was less than 10%, of which 6 patients’
mothers and 3 patients’ sisters showed a bimodal phenotype. All patients were sequenced by Sanger and showed
CYBB gene mutations, of which 5 cases were spontaneous mutations and 6 cases were X -linked mutations.
Pedigree analysis showed that the CYBB gene mutation came from the mother and was inherited by the mother’s
X chromosome, and the daughter was a carrier, and males frequently had the disease. Follow-up results show
that control of infection can prolong survival, and hematopoietic stem cell transplantation can restore neutrophil
respiratory burst function. Conclusion X -linked chronic granulomatosis has an early clinical onset, and
repeated infections are common. Flow cytometry can be used to perform neutrophil respiratory burst test to help
rapid disease screening, but clinical diagnosis still depends on genetic diagnosis. At the same time, genetic
diagnosis can help to determine the genotype of the patient’s family members, and to clarify the inheritance
mode, and provide a basis for genetic counseling and prenatal diagnosis.

[KEY WORDS] X-CGD; Genetic diagnosis; Neutrophil respiration burst experiment; CYBB gene
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Table 1 Clinical data of 11 X-CGD patients
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Figure 1  Analysis of neutrophil activation rate of 10 X-CGD

Count

PHR B

patients and family members

2.3 LI ras

2 Sanger M) 53 AT, T A B H ¥ 8=l CYBB
FER AR o [ k=48 5 4] (11 2.6.7.8.11) , Bk
ZAVRZAE 6 6] (] 1.3.4.5.9.10) , HLAI LK 43
Mok B 10 595 6, & 23 CYBB B L& T8
S BILACRETEAE S B LEE R SO I R B A A AR
5o k2 K2,

[GERES

[EREES

B

5110 X-CGD B#& K K & i 51 & E12 BT 53 47

& 2
Figure 2 Genetic diagnosis analysis of 10 X-CGD patients

and family members

X-CGD ¥ MAedE , H CYBB R H A8 K A
Bl R E X ekl , s Lo Lo, 5
P2 K, MR Rk A 10 59 6. ULIE 3.

1 2

D
st © wtemiss [ ntkser

O ittt ;- 9P #
1 2 3
11 e
’

B3 10 X-CGD BHIEMERRSHT
Figure 3 Analysis of the genetic family of 10
X-CGD patients

2.5 [z

ARFRGEH 11 B 1 R DL T A
WiR” B Z WL 2 RERE, A4 9 KRR,
1% 9 HAEARBE S — Yk A e i v Mk 40 it 3 1k
RGN EERIEH], 2L R W2 . 3 PR EE
T, Horp 2 B 7 At g 28 1 K i I B TR GLI6R97 , A
B WA 6 12 7 i 0k AR AR I B B . 8 Il A7 T
B oo 2 ) 2 1l T AN A AR T S A I
PERL AT A IE W 5 2 D) R I, R 4 i S 1 R
>90% ; HoAx 6 il 245 il I G I B A7 3
3 iTig

18 1 PR 25 b A — o /b L 1 st A M L R Ay

i X-CGD FlH Y2 R Bk it % CGD.  H k& i %
2970120 1N BRE B R HRGE K R K24 1/25 T1 ~



© 584 - NTEWSIRIT ARG 202244 A

14 B4l T Mol Diagn Ther, April 2022, Vol. 14 No. 4

1720 5%, HETIRE w8 e VI & 8ol .
T E RN NADPH ALl 52 44 1) e 26 i 43 il 2k
SR/ ANRE A A AR AT S TR M 1 R B
T B AR =W, M B 0 40 B T 3 7= A I i e
K", FEMUART Z Pl AR TO TR T B, 1
SAACE G PPN | (R 280 B, S5 RT J
Yuirol . CGD B H DI Y g BRI, A FE il
RE i, FEATE R AL FEIR 25 5 B A S B iE
YL ARG 10 41(90.9% ) H 3 LI 48 g 3B
RIABE, HLUB A J LI 8 £ AR T RN E A
HRIE", ELEE I A0 2112 Wit 1] B S 466, T e
B DU T A B RS A G R

NADPH AL & & W02 th 5 > 7 W5 A L i
phox V341 1) 22 20 43 i, 5 A7 g AU A g 7
gp91.p22.pA7.p67 Fl pa0 1Y 2 i 3L [K /3 %] CYBB.
CYBA .NCF1 .NCF2 .NCF4., ' CYBB LR BLp &
G151 X-CGD, M R 5P B, i .
CYBB SEH 5878 AE W F1 5 B i Al 7 310k 67%
70%", [N _L 1 FTE oA LR 89.1% .83.3% >,

CGD 5 55 = A% 4t 12 Wi A il 5k g s 20
(Nitro blue tetrazolium chloride , NBT ) i |2 5256, 17
TERRER 2 BB HL 25 R B LA 50, 20t
90 4-1C 5 ], DHR-123 28 Jii =X 41 it A 01 5 40 i 9
T AT IR B TG R . J6o8 ok 44kl DHR-123,
PR 20 M, AT A TR 26 R VR I e A st
72 A 19 7% 4 48 (Reactive oxygen species , ROS ) Ak
JB ) B DHR-123, & H 58, 89 =X 4l i {3
3, 0] B A S e PR I A Vs fRRE Y . f R
TR P e 200 6 3% b e ARG 0 P I 2 B ) B
AR HE, 1 X-CGD 3 )L %A %4 ; H X-CGD
P57 3 R IR AE PR A AR TR B B 9 1 5 o7
B A A iR B A ARG 11
il X-CGD F8 3 FFoRLA4H i 1 Ak 2634 <10% , H A %]
FILF AR . 5 B8 X-CGD #47 # ki 20
356 Ak 3G B AE 20%~80% , B /DA L F R 10%
HhoRz 20 B 6 AL R B IR B TE R AEAE
AT 5T 0 R 2R B 7 R A 40 A T R AR 2 R s
6 19 £8 5 Bk 28 OB 20 TS 1K SRR 14.2%~59.6% 2
(1] 5 3 451] £ 35 ] L AL AL ok 0 BTG fE R 38.6%0~63.1%
Z I8, B AL SR S BUR B BHPE L RS R . R
BRI R v O R e S S s S
X-CGD 4  (HIH B IZ W)y ie 2L RS

ZE LTid , X-CGD It ARG - , [ & HAE ke

al

HOUL, i T A )0 L, G 9 A Bl A
JEASCTE 2 2 R e 1) B, >R R X4 A -DHR A
MR T BADRAEAS I v L 2R TS AR, o TIRAR e
AL B S e B T TR LT R R A
HERh S A SEB) CGD J8 2, O JR A I v 46
JRAWEIR AR S5 . H RIS AL PR , JEHOR A2k
AR I RIS 5 2R B 2 W, 28R A
FLT PCR 7 4B I PRI e B SE Tfy o
e PR TR 114 i PR W ot X R0 S R A o i
Fr 3L b, WA A% 5 2, R o 8 % 2k I
HEAT AT WA R IBAL B I AN B2 W, o G 2
PR B LR 2L SRAEOLAE L 198 35

S & LAk

[1] Tangye SG, Al-Herz W, Bousfiha A, et al. Human Inborn
Errors of Immunity: 2019 Update on the Classification from
the International Union of Immunological Societies Expert
Committee[ J]. J Clin Immunol, 2020,40(1): 24-64.

[2]  Wang S, Wang T, Xiang Q, et al. Clinical and Molecular
Features of Chronic Granulomatous Disease in Mainland Chi-
na and a XL-CGD Female Infant Patient After Prenatal Diag-
nosis[J]. J Clin Immunol, 2019, 39(8): 762-775.

[3]  Roos D. Chronic granulomatous disease [J]. Br Med Bull,
2016,118(1) : 50-63.

[4]  Thomsen IP, Smith MA, Holland SM, Creech CB. A Com-
prehensive Approach to the Management of Children and
Adults with Chronic Granulomatous Disease [J]. J Allergy
Clin Immunol Pract, 2016,4(6) : 1082-1088.

[5]  Marciano BE, Spalding C, Fitzgerald A, et al. Common se-
vere infections in chronic granulomatous disease [J]. Clin In-
fect Dis, 2015,60(8): 1176-83.

(6] @SR, Focal, MERA, 4. JLIEE Nk A 2 Mo F 5
Jig . RS LRI IR 224 , 2020,35(11) : 877-880.

[7]  Arnold DE, Heimall JR. A Review of Chronic Granuloma-
tous Disease[J |. Adv Ther, 2017,34(12): 2543-2557.

(8] JAEKAE, XUFHn, T2, 55 18k A 28 o rY S8 58 % 12 W
(7], AR LR, 2016,54(5) : 337-343.

[9]  YuHH, Yang YH, Chiang BL. Chronic Granulomatous Dis-
ease: a Comprehensive Review [J]. Clin Rev Allergy Immu-
nol, 2021,61(2):101-113.

[10] Sacco KA, Smith MJ, Bahna SL, et al. NAPDH Oxidase -
Specific Flow Cytometry Allows for Rapid Genetic Triage
and Classification of Novel Variants in Chronic Granuloma-
tous Disease[J]. J Clin Immunol, 2020, 40(1): 191-202.

[11] Yu JE, Azar AE, Chong HJ, Jongco AM 3rd, Prince BT.
Considerations in the Diagnosis of Chronic Granulomatous Dis-

ease[J |. J Pediatric Infect Dis Soc, 2018, 7(suppl_1): S6-S11.

(T#:% 588 W)



BNTWiERIrl 20224E4 4 451448 4548 T Mol Diagn Ther, April 2022, Vol. 14 No. 4 - 585 -

T A BB 22 Pk 0] 58 i i PAT-1.ICAM-1 Al GMP-140
B S Be Il A 2 S

KA NE' EAR

(# ZE] B W aiEse Sor: 7B as 0008 27 15 W oS 90 ) -1 (PAL-1) 20 B (A0 285 B -1
(ICAM-1) (Ui /IR o F50RE B ZE 11 -140 (GMP-140) K P AR fE B IR B X o sk #EHL20174F 5 A &
2020 4F 4 F FF 8 B Be K VG 2 B ACiA A4 98 (91 B A 46 58 5 1 M ik 5E 41, 3 B Hsf [ B 57 491 i A 2 1
XTI o PR AL LA R S A R A A AE R 3 1 PAT-1 . ICAM-1 ., GMP-140 7K F-, 43 BT 52 Wi fii 41 4T
AV R EWEMARE ZHE, B8R W54 PAI-1 ICAM-1 . GMP-140 /K V-2 & T4 R4, % 5 A
BiitaE i L (P<0.05) , 2k 8% PAL-1 ICAM-1.GMP-140 /KX 5 TR B, 22 5K Giit2# 5 X (P<
0.05) o A B W R A5 I S i Bk A B S AR TS () LR & (P>0.05) , 5 LR PAT-1 . ICAM-1,
GMP-140 52 Wil ik K 48 22 Pk BH 5 35 15 19 B0 1 K (P<0.05) . 22 & Logistic 101 AR 3 1 45 545 H1
i IR\ PAI-1 . ICAM-1,GMP-140 K i £ 78 2P HH £ 3 T35 19357 f& B 36 (P<0.05) . Z55R PAI-1,
ICAM-1.GMP-140 55l 15 58 2 3 1) & 2 2% e A 25 2 DD 3/, AT AR Shy 0 DB o A 3 2o ek 30 B o 156 8 1k
KU B AR

[£$3A] PAIL-1; ICAM-1; GMP-140; filifiE4t 2t

Changes and clinical significance of serum PAI-1, ICAM-1 and GMP-140 levels in pa-
tients with acute cerebral infarction

ZHANG Qi'*, LIU Hanchen', WANG Jiebin®

(1. The Second Ward, Department of Neurology, Linxi Hospital, Kailuan General Hospital, Tangshan,
Hebei, China, 063103; 2. The First Ward, Department of Neurology, Linxi Hospital, Kailuan General
Hospital, Tangshan, Hebei, China, 063103)

[ABSTRACT] Objective To analyze the changes of serum plasminogen activator inhibitor-1 (PAI-1),
intercellular adhesion molecule-1 (ICAM-1), platelet a-granule membrane protein-140 (GMP-140) levels in
patients with cerebral infarction and clinical significance. Methods The clinical data of 98 patients with
cerebral infarction admitted in Linxi Hospital of Kailuan General Hospital from May to April 2017 to April 2020
were selected as the research group, and another 57 cases who had health examination during the same period
were selected as the control group. The levels of PAI-1, ICAM-1 and GMP- 140 in the two groups and in
patients with acute and convalescent cerebral infarction were compared, and the single factor and multiple
factors affecting the prognosis of patients with acute cerebral infarction were analyzed. Results The levels of
PAI-1, ICAM-1, and GMP- 140 in the study group were higher than those in the control group, and the
difference was statistically significant (P<0.05). The levels of PAI-1, ICAM-1 and GMP-140 in patients in the
acute stage were higher than those in the recovery stage, and the difference was statistically significant (P<

0.05). Age, gender, smoking and other factors did not affect the prognosis of patients with acute cerebral
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infarction (P>0.05). Hypertension, PAI-1, ICAM-1 and GMP - 140 were the single factors affecting the
prognosis of patients with acute cerebral infarction (P<0.05). The results of multi-factor Logistic regression
model showed that high blood pressure, PAI-1, ICAM-1, GMP- 140 were independent risk factors for the
prognosis of patients with cerebral infarction (P<0.05). Conclusion PAI-1, ICAM-1, GMP-140 are closely

related to the occurrence and development of cerebral infarction in the acute phase, and can be used as markers

for judging the changes and prognosis of patients with cerebral infarction in the acute phase.
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Table 2 Comparison of the levels of PAI-1, ICAM-1, and
GMP-140 between the 2 groups (x+s)
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Table 5 Analysis of multiple factors affecting the prognosis

of patients with acute cerebral infarction

A n PAL-l(ng/L) ICAM-1(pg/L) GMP-140(mg/L)
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P1E <0.001 <0.001 <0.001

x3 AMH5E S PAL-1,ICAM-1,GMP-140 7k F
L& (x+s)
Table 3 Comparison of the levels of PAI-1, ICAM-1, and

GMP-140 between acute and convalescent patients (x +s)
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[ Z]1 B FiteLif 4 & Alc (HbAle) SRR A A (U-malb) /SR ILEF (Cr) L AE
(ACR) 55 2 U4 IR (T2DM ) Ko S0 s ' IE 9% (EDND [ G & o 73k IEHUARPE 2018 424 A &
2021 4F 8 J W [H] 112 (1 46 5] EDN H & S WF 58 X 42 (EDN 41) , [5] 91 36 HOAS ¢ A3 B 6 97 1Y 49 1] 5 2
T2DM S #1EH T2DM 4. R 4= 1 S Ak i 08 AU I i 35 HbA1C /K-, >R FH I S5 W2 fff (ELISA)
AR AL A R C(CysC) U-malb K-, 5 FH 4 [ 8l 28 46 43 B AR I 1 R 3 %0 (BUN) L JR Cr K-,
ACR=U-malb/Cr, K JI#Z IF eMDRD J5 #2115 & /N BRI o 26 (GFR ) 5 WA 321035 25 18 1L b5 (FPG) \& Ji5 2h
M4 (2hPG ) %5 — it 5 ) 5 Pearson 1227341 EDN H 3 IfL 7% HHA1C , ACR /K F- 15 8- F5 bk B A1 6% 5 SR I 323
F T AE 4R AE M 28 (ROC i1 28 ) 4+ #f HbAIC . ACR X EDN Ry i2 Wi fir i . £ EDN £ HbAIC ,ACR,
CysC.FPG ., 2hPG 7K ¥ K55 7 5 F T2DM 41 , GFR 7K K F T2DM 41 , 22 54 48 i 2% 7 X (P<0.05) .
EDN ## HbA1C 5 ACR 2 1EAH 2 (r=0.530, P<0.05) , H. HbA1C . ACR 54j## .FPG .2hPG .CysC 2 1E Al
K (P<0.05) , 5 GFR £ A1 & (P<0.05) , 5 BUN Je B W AH G (P> 0.05) . HbAIC . ACR Hujli Je — 3 It
412 W EDN B 28 F AL (AUC) 43914 0.850,0.898 ,0.935 , H:H HbALC . ACR FphiZ i AUC /N T Bk
5 12W1 AUC(Z=1.876.2.595, P<0.05) , F¢ 5 B 4351 0.63 ,0.80 .0.75 , R 433114 0.97.0.84.,0.99.

#i% HbALIC.ACR ¥ 5 T2DM .EDN A 3¢, Z 3 B4R AT /5 412 W7 EDN (46 B 48 5

[Ses@im] 2 AUREPRG ; BB IR s ML m 208 (1 PR VR /R WLET L 1B

Relationship between serum HbA1C, ACR and early kidney damage in type 2 diabetes
mellitus

LI Suyan', YANG Xiujun', YOU Qinghua®

(1. Huainan Chaoyang Hospital, Huainan, Anhui, China, 232001; 2. Department of Pathology, Shanghai
Pudong hospital, Shanghai, China, 201399)

[ABSTRACT] Objective To investigate the relationship between glycosylated hemoglobin Alc
(HbAlc) , urinary microalbumin (U-malb)/creatinine (Cr) ratio (ACR) , type 2 diabetes mellitus (T2DM)
and early diabetic nephropathy (EDN). Methods A total of 46 EDN patients diagnosed in this hospital from
April 2018 to August 2021 were selected as the research object (EDN group) , 49 patients with simple T2DM
who were hospitalized in our hospital during the same period were selected as the T2DM group. Automatic
glycosylated hemoglobin analyzer was used to detect the serum HbAIC level, enzyme-linked immunosorbent
(ELISA) method was used to detect the serum cystatin C (CysC) and U-malb levels, automatic biochemical
analyzer was used to detect blood urea nitrogen (BUN) and urine Cr levels, ACR=U-malb/Cr, the corrected
eMDRD equation was used to calculate the glomerular filtration rate (GFR ). The subjects’ fasting blood glucose
(FPG), 2h postprandial blood glucose (2hPG) and other general data were collected ; Pearson method was used
to analyze the correlation between serum HbA1C and ACR levels in EDN patients with various indicators. The

receiver operator characteristic curve (ROC curve) was used to analyze the diagnostic value of HbA1C and
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ACR for EDN. Results

The levels of HbAlc, ACR, CysC, FPG, 2hPG and course of disease in the EDN

group were higher than those in the T2DM group, and the level of GFR was lower than that in the T2DM

group, the difference was statistically significant (P<0.05). In EDN patients, HbA1C was positively correlated
with ACR (=0.530, P<0.05), and HbA1C and ACR were positively correlated with disease duration, FPG,
2hPG, and CysC (P<0.05), and negatively correlated with GFR (P<0.05). There was no significant correlation
with BUN (P>0.05). The area under the curve (AUC) of HbA1C, ACR alone and the combined diagnosis of
EDN was 0.850, 0.898, and 0.935, respectively, the AUC of HbA1C and ACR alone was less than the AUC of
combined diagnosis (7z=1.876, 2.595, P<0.05), the specificity was 0.63, 0.80, and 0.75, and the sensitivity
was 0.97, 0.84, and 0.99, respectively. Conclusion HbAIC and ACR are both related to T2DM and EDN,

and the combined detection of the two can be used as an auxiliary indicator for the diagnosis of EDN.
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filf 5245 HbA1C . ACR 1 04 WA EDN (194 £ F B,
L 4l T2DM EDN £ % 1 HbAL1C ,ACR /K-F-#Y
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25 & Ifil B (fasting plasma glucose, FPG) . % J5 2h Ifil
B (2h plasma glucose , 2hPG ) 25— 7Ek}
1.2 FEEGH 51

CysC ELISA il & (] &K : LR A= 25
HBRAF], BAK : 48T, #5:210537) ; U-malb ELISA
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Table 1 Comparison of general clinical data between T2DM
group and EDN group [n(%), (x%s) ]

T2DM 41
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A (n=49) (n=t) "M P
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AR (%) 60.26+9.73 59.94+9.42  0.163 0.871
BMI (kg/m®) 24.0822.12 23.82+2.16  0.592 0.555
SBP(mmHg) 121.16£13.72  123.89+14.13  0.955 0.342
DBP(mmHg) 75.70+8.97 77.36x8.72  0.914 0.363
R (4F) 6.54+2.31 10.86+2.53  8.699 0.000
TG (mmol/L) 1.94+0.37 2.01+0.35  0.946 0.347
TC(mmol/L) 4.48+0.65 4.59+0.82  0.727 0.469
HDL-C(mmol/L) 1.12+0.28 1.09+0.38  0.440 0.661
LDL-C (mmol/L) 2.71+0.52 2.75£0.59  0.351 0.726
FPG (mmol/L) 8.79+1.03 11.54+2.71  6.614 0.000
2hPG (mmol/L) 0.85+2.14 12.76+1.94  6.929 0.000
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Table 2 Comparison of renal function indexes between
T2DM group and EDN group (x +s)
A5 n GFR(mL/min/1.73 m*) BUN(mmol/L) CysC(mg/L)

T2DM 4H 49 105.72+9.13 4.52+1.11 0.82+0.23
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P{H 0.000 0.843 0.000
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Table 3 Comparison of serum HbA1Cand ACR levels
between T2DM group and EDN group (x+s)

415 n HbA1C (%) ACR (mg/g)

T2DM 41 49 8.72+1.78 12.42+3.31

EDN 4 46 10.98+1.64 80.43+16.45
tH 6.424 28.345
P{H 0.000 0.000
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Table 4 Correlation between serum HbA1C, ACR levels
and various indexes in patients with EDN

b5 JSTE  FPG 2hPG  GFR  BUN CysC
HbAIC rfi 0489 0519 0507 -0.513 0218 0.526
P{H 0.009 0.007 0.007 0.004  0.058 0.003

ACR  rfi 0497 0524 0512 -0.509 0.104 0.531
P{H 0.010 0.005 0.004 0.008 0.066 0.002
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0.99, UL 1,
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Figure 1 ROC curve of serum HbA1C and ACR in diagnosis
of EDN
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o B2 G A UE SO0 1 R 1Y R 80 19 (1 R A1) L[] 4 B A4 X 52 80 3] O R4 ) , A5l =41 iM% PG 1T
PG Il } CEA /K, 3R A Z R # TAE 4 (ROC) 43 H1 = Fh 48 b B Ry FH R &5 1 FH 46 51132 8 1 98 1) i
IR, &R 34MmiEPG1 PG I /PGTKTFLLE, BimA<E RA<K IR, ZRIH G5 L (P<
0.05) ; CEA PG Il JK-F-2H 0] bh g, B a4 > B RAI>STIRAL, 22 5/ G2 5 L (P<0.05) . B 4Ly
5 PG 1 PG I/PGIl J CEA = F B4 1 HIYE M2 W B 98 1 R AUE N 0.96 4557 5 0 0.83 RIZ %N 0.04,
WRIZHR N 0.17 AUC  0.904, 4t 1M PG [ PG I }2 CEA /KI5 4692 W B e W 2548 w2 is
B R, HA EEWIG RME.
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Experimental study on the combined detection of serum PG I , PG II and CEA levels in

the diagnosis of gastric cancer

ZHANG Xiangwen'*, HE Peng', GUO Tianfa', CHEN Hu®

(1. Department of Laboratory Medicine , Quanjiao people’s Hospital , Chuzhou, Anhui, China, 239500 ;
2. Department of general surgery, the Fourth Affiliatal of Anhui Medical University, Hefei, Anhui, China,
230022)

[ABSTRACT] Objective To investigate the clinical value of the combined detection of serum
pepsinogen I (PG I ), PG II and carcinoembryonic antigen (CEA) for the diagnosis of gastric cancer. Methods
Eighty patients (gastric cancer group) confirmed by gastroscopy for histopathological examination in Quanjiao
People’s Hospital, 80 patients (gastritis group) who were gastritis confirmed only by pathological examination,
and 80 healthy control subjects (control group) during the same period were selected. The serum levels of PG I ,
PG I, and CEA in the three groups were measured, and the clinical value of the three indicators alone and in
combination for the differential diagnosis of gastric cancer was analyzed using the receiver operating curve
(ROC). Results Comparison of serum PG I , PG I /PG Il levels among the three groups, gastric cancer group <
gastritis group <control group, the difference was statistically significant (P<0.05). CEA and PG Il levels between
groups, gastric cancer group > gastritis group > control group, the difference was statistically significant (P<
0.05). The sensitivity of serum PG I , PG I /PG Il and CEA in gastric cancer group for differential diagnosis of
gastric cancer was 0.96, specificity was 0.83, missed diagnosis rate was 0.04, misdiagnosis rate was 0.17, and
AUC value was 0.904. Conclusion The combined detection of serum PG | , PG Il , and CEA levels in the
diagnosis of gastric cancer can significantly improve the diagnostic sensitivity and has important clinical value.

[KEY WORDS] Pepsinogen I ; Pepsinogen II ; Carcinoembryonic antigen; Gastric cancer
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A WEEHE 2018 4 3K [ F 45 Hh X H g -
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IRITRCR o X LT R F8 An R AT A, A R 0
AGNE i B RS W, s T E R PR
(Pepsinogen, PG) 1 J2& 5 R B A< 200 B 1 3 b 1 W 2R
F 53, FLRE A8 S e R B AR 4 A 1 D) R A L 7
T T A A s A8 Y 3 R R, PG R 23k Tk 3 T B
R FRE Y PG T % iy T B JRCHR AR A 20 i 53 3
RE A I S8 V0 2R M 4 2R i 7 s o 4
T TE RS 25 40 o % W b 2 A AR A FE v, PGIT
AT Rk T s TR (carcinoembryon-
ic antigen, CEA ) & —F) & A IR An i, T e
Jed A Ik DA RIS MO v A I, RE S AR A g 12 Wi
trz—". A TH/RPGI PGI & CEA 7 B Ji# &
F P ERINE O, JF R X BB 2 W, A
YR A 18 AR 56 28 5 5 BTG 2 20 32 s A E 5K
B RS 804, ¥R T PG 1 PG II b CEA Y
W AR S, BB A5 AT T 4l

1 ARSI

1.1 — ok

e 2019 4F 1 H 2 2021 4F 1 H U AR E
B 25 15 5 BTG 2H S B Aor A ik Sk B R A AR A 80
B4 B g, o B R 46 B Lot B 3441, -
PIAERS (54.6+13.7) %, TNM 03 . T #1515 41
I 30956 32 4] AT R 28 491 L IV 31 6 5 4005 4k
FRIE - = AR 20 4] R R 36 191 ARG E AR
240, BESE T E IR IE P2 CSCO(R &
PEB 2 T fem ) O T BRI, R4
BRIGH SR E R A2 . 2RISR R AR
REYEF 80BN E RAL, B RAL, Hrp B 45
] APk R 35 B, P AR IS (52.5214.0) % 5 Rk
BB AS 1] ZEARPEE A 3541, [RIHA MR A
R XE 4 80 5k xof BRZH , P-4 4F 1% (55.2+14.0) %7, 55
VR 42 ] APk 38 1], = LHBTFE AT B4R
1 PRI A, 2 5 Tea R E L (P>0.05)

9y AARUE : QT A AT R340 B B B
UGG SR J5 9 B ARG AR S @ B W2 T
PG I PGl ¢ CEA ¥ 45 . HEBRBRUE : QA I HUR
HR DI REHEHG ; @i 2 A~ H BAT SRy s b e

BT R R WA T s O 4 B IR P e
@FERME H I @H AL R ; © BA ik
Jr s . AW TA AR E & B AR E .
AT LA i 5 2 A B B 2 v S S o
12 Hik

KAR 3 X R RS I bkl 5 mL, >R
A2z kG (£ E P ] F ADVIA Centaur XP)
W52 CEA /K- 5 2R A B 0 B iy il 166 G 938 35
(ELISA) & M 5% & =2 PG 1 PG I {H 31115
PG [ /PG 1 ; b = HWF X 442 PG [ PGl .
PG [ /PG Il & CEA 7KV £ I 45 s 1Y 1E i 3 [
PG [ 70~165 wg/L ,PG Il 3~15 pg /L,PG I /PG 7~
20,CEA <5 pg/L'",
1.3 Gil#abH

K FH SPSS 19.0 #4417 8 43 Hr o 45 & 1F
BB R (v s) s, L] Fe s
R, 4 PR ) LSD-t 46 56, 22 40 8] FH 5 224347 5
THECF B n (%) Hiik 2R A 2 K50 5 25 il ROC
LI TR 4 T TR KM SIS Wi 2E e b (R U
B IR ARIZHE AUCH) ; P{EH<0.05 K2
SAGIEE L,

2 #R

21 341 PG 1 PGl & CEA /K85
SYLIMTE PG 1 PG I /PG I /K He ks, B4
<H RH<X I, 22 5 A et 8 L (P<0.05) 5
CEA PG Il 7K~V 41 [H] Fe 84, 1 i 4 > 18 48 2H >0 i
M, 2R YA G L (P<0.05), WEIL,
#x1 34AMFPGI PG K CEAKFLLE (x+s)
Table 1 Comparison of serum PG I , PG Il and CEA levels

among 3 groups (x+s)

g% n PGI (pg/L) PGIl (pg/L) PGI/PGIl CEA(pg/L)
B4l 80 37.15£6.20° 11.81+3.20" 3.15+0.88" 12.46+6.19"
BHR4 80 46.68+8.14° 11.52+3.09° 4.05+1.04° 3.09+1.81°

XHRZL 80  56.9249.22  10.44+2.91  545+0.95  2.30+0.94
FAH 18.293 2.481 17.226 180.476
P 0.000 0.116 0.000 0.000

5 R R, P<0.05; 50T BRL H 48, "P<0.05,

2.2 IMiEPG]1 PG 1 /PGl K CEA =3 il
KB o A 532 W B e 9 o (i

1y PG 1 \PG I /PGl I CEA =FBA M
Y2 W A R B 0.96 S5 0.83
W12 %M 0.04, %12 % 017, AUC {H 0.904,
k2 F1,
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%*2 MmEPGI.PGI/PGI K CEA =HBMMARKA
M RAERSH B ENNE
Table 2 The value of serum PG I , PG I /PGIl and CEA
alone and combined in differential diagnosis of gastric cancer
LWEErR  IWAME REUT R SR 2K AUCH
PG I 404 pg/L 064 079 036 021 0.696
PG 1 /PG 3.67 0.71 084 029 016 0.786

CEA 9.62 ng/L 085 077 015 023 0.807

PGI+PG 1/
PG Il + CEA

096 083 0.04 017 0.904

Fr,—f'_:ﬁ —PGI/PGI
s —PG1

CEA
— PG 1 +PG I /PG Il +CEA

0 02 04 06 08 10
1R S

E1 miEPGIPGI/PGII K CEA =FHMMARBKE
Rz F £ 32 B B = R ROC £ B
Figure 1 ROC curve of serum PG [ , PG I /PG Il and CEA
for differential diagnosis of gastric cancer by single and

combined use
3 it

AWFFTIE a8 R R AR T A e AR i
PR 5 RS R A0 AR s 70 PR 2, 348 1 g 1) ke A
R IRHIEAE R I WA R GBI IR % L ) R
o, B B R RS AT — A B I AR RE
ViR 2 R, 309 o B i Tl DA SE B 90% LA B h
AEAAFR (H R I R B R R AT AR AR
ERRIBIET 30%, 25 B MBI AT 5 0 sk
HEAFI TR 2 36 4 H M IR L, SEERGT S g
Wi FREASE TR G BN, BRI
RR- 25y s R4S AN Ry i (1797 N R Y s M= R 1Y i
HE L AH B A 8 TR ARG, ASIE B I I
PR, B E R R R . L, TR SR
VAR T AT ELJGA ) 0 2 7 98 R T 1%

PG J2 15 286 43 10 1) EL AT R S P 0 30 A e iy
A, 75 B BRIVE AL B TR B R A, A
RN FE A AR S B AR)E PG [ MPG I,
PG I 2R PG 1Y 53 645", PGl 8 H
B RRAR 20 300 , 6 AR 20 M ) B I ol AR
(R A PE AR, PG Nl S 35 (B ik . i 7 15 b At
b B A B S AR A R R IR R 4 Y DNA B9 S
WY REHS B PG IR0 R [, 1 R ER
Mg PG 1 B 0 FRE™ ;PG I J2& 5 i HR 40 M 43

AR B AT, A 18 A B 3 A 1A A 4
SEORA R SRR, BT PG T I T RERR A, 7T
SRS T PG LI A A 40 155 A WF 52 Ay
PG 75— BB Lo A 18 M 2 4 1tk B AR T A
B % A A 75 0 . H Kim ™48 PG
PRI 2E 5 B S MR 22 A L, TS B sk =%
PEE R I, CEA B THRILKEARIE, Z 54
Bk A, Kb E 51 2 G E MR A O, B
i i B E . IEFIEOUT , W IS
CEA sl fik, M &AM W H IR R85 &A%
PRI J , 2 & B CEA i i Rk, HAR CEA #
Iz N T B R 2 W A R SRR R R
FESE AR, IMEIE AN o 1T PG JRA & LG 2#
TR P FRS I A R WA 12 B R A B R AR
Mo AWFFEIE SR PG 5 CEA BK G2 B
PrfE, R R B2 W B PR R 2= AR .

AR ERERT PG PG /PG K&
CEA MREFHWW LS 5RHEW kA S5k
W AR SCH e VE AEAS [ B A DG SCRik L IAN PG T
PG [ /PG Il } CEA &k mH FE 5 NI IT
TR A S O LR Zh A A e A, &
R VR 20 0 1E B S I T RE B B I T PGI Y
Iy PG 1 PG 1 /PG I Y 535 F [ ; @CEA |
L AEAET IR RS VR T AL R G s b, BN B
2 /DA R, R PEA LI , 24 &% A= i g B A
20 L RISV I, I3 P CEA KA B . A
WFE AN R I, E B A T PG 1 Rk B
REAE T2 NI 30% L I, U HUE AR & A Tk 45 %%
Bk & AL HE R B PG T IR IA R R N
W . (HE A, 75 BB E T PG
1A 2838 TR R T [ RE B P R AR IR A
IR K BUM S 4516, % ] R8-S PG I & A A9 46
RAPOE BE B R IR B 22 Bl kA
X, T PG .PG I /PG Il & CEA WY& Wi bt
WFFE AT UL, B i A SCHE AR A T, T LAFE 7 9 AR
MG 22 Wi B8 b R #E — o MR A ER Bl
IS SRR B R S B DA, PR S0 (i sl
BT E S AN AR, WileE PG 1 PG 1 /PG I K
CEA #4112 Wi )5 , FLi2 Wi 1) 5 S0 588 e S 8
B T, 58] 80%~90% ,#&/8 TIE PG 1 PG I/
PG II J CEA W] 1y 15 4 i 25 1) 1l V5 24 2 H 48 41,
X g O A TAE R A EE R B X HiE T it
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1o 2y i 92 KB AR T P A S e fn 3 TL-8 . MCP-1 . WBC
AL BT

Hkm B BRARE RERAR' FaL maU”

[ ZE] BH HshI 8E ARG B ERY ms A auin 2-8(IL-8) R AN B/ -1
(MCP-1) \HAIIE(WBC) KR F . Ak #EHL20194E 6 A = 2021 4F 7 A i/ & A R E K247 ik sh ks 3z Pl
R HE 112 1 AR AR 5 YR B0 23 R £ (4 9]) v IR 2H (10 ) BRI 4 (16 191 ) AR SR
Yo (81 49]) . HLAE 4 4L LT IL-8 \MCP-1 . WBC /K-, IR | Spearman A 3¢ 1 7 B ik 46 0 £ 3 1ML 385
IL-8 .MCP-1 . WBC 7K P25 fb 15 100 55 f o B e i AH DG, 4R35 IL-8 \MCP-1 . WBC X T fiii P B L 1) 12 Wi sk
fit. &R Y4 IL-8.MCP-1. WBC /K- b 2 & T ARG, 22 54 G it 2% 0 L (1=29.950, 27.233,
35.375, P<0.01) ; /S [AI P2 B 41 1L 1L-8 \MCP-1 ,WBC /K- FL AR 45 5 « 8 B ek e 4 > v B8 Sk e 4 > 40 3 SR g
4, 2255051 E L (P<0.05) . Spearman FHICHEZE H W oR | JAE LS % IL-8 \MCP-1 \WBC /K- 5 i
T PR B B IE AR S (P<0.05) . ROC 4R i/, ML TL-8 \MCP-1 5 WBC B-5i2 Wi &k AUC
0.906, 2 W U E N 96.77% , FE 5158 85.19% , T H.—12 K1 (P<0.05) , 518  Ifili% IL-8 . MCP-1 ,WBC
R N R R B A OG, H = B A AT BT v i sh KR ER A PN IR RIS R R RE

[ER] IWshiome AR, AN 2-8; ML EM-1; HAIM; 5P Ry

Analysis of changes in serum IL-8, MCP-1 and WBC in patients with postoperative
intracranial infection after cerebral aneurysm

YANG Bingnan', SHAO Qiuji', LIANG Xiaodong', LI Jinghua®, SHI Xiwen"*

(1. Department of Neurosurgery , Henan Provincial People’s Hospital , Zhengzhou, Henan, China, 450000 ;
2. Department of Cardiac Surgery 2, Henan Provincial People’s Hospital, Zhengzhou, Henan, China, 450000)

[ABSTRACT] Objective To investigate the relationship between postoperative intracranial infection
and serum interleukin-8 (IL-8), monocyte chemoattractant protein-1 (MCP-1) and white blood cells (WBC) in
patients with cerebral aneurysm. Methods A total of 112 patients with cerebral aneurysm clipping in Henan
Provincial People’s Hospital from June 2019 to July 2021 were selected and divided into the severe infection
group (4 cases) , the moderate infection group (11 cases) , the mild infection group (16 cases) and the
uninfected group (81 cases). The levels of serum IL-8, MCP-1 and WBC in the four groups were compared and
Spearman correlation analysis was used to analyze the correlation between the changes of serum IL-8, MCP-1
and WBC levels and intracranial infection. The diagnostic performance of WBC for intracranial infection was
observed. Results The levels of IL-8, MCP-1 and WBC in the infected group were significantly higher than
those in the uninfected group, the levels of IL-8, MCP-1 and WBC: severe infection group > moderate
infection group > mild infection group, the difference was statistically significant (P<0.05). The Spearman
correlation results showed that the serum levels of IL-8, MCP-1 and WBC were positively correlated with the
degree of intracranial infection (P<0.05). The ROC curve showed that the combined AUC of serum IL-8, MCP-1
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and WBC for the diagnosis of intracranial infection was 0.906, the diagnostic sensitivity was 96.77% , and the

specificity was 85.19%. Conclusion Serum IL-8, MCP-1 and WBC are positively correlated with the degree

of intracranial infection in patients, and the combined detection of the three was helpful to improve the

diagnostic efficiency of postoperative intracranial infection in patients with cerebral aneurysm.

[KEY WORDS]

Leukocytes; Intracranial infection

i 1 Jok 928 % e SRy N Bl Tk L A8 Ry 3 S 4
ik 5| R S , — L 2R ] o R iR D s
I, FHCGEE IR GG B AR i
B kIR S PR AR S a7 i 2 ko i B ROk, &
BRI 388 38 e A i 3 R e G B 4 T 1
TG EA DT 7 380 00 o6 e 24 il A VR FH o ELTF P F R
JEMURBI TR A Be 122, 55| Kk N s , i
5 DR1 ;A JR LR, Y B R, AN SORT BB R
ZETIRE IR I 3 J ), 3 X B3 I A i 2 4t
TR RS I RAZ TN B
GbrdfE (A B A BIHRAE, 2% & 5t HB H T 32 vk
B, TE NG R LI 2 rh 32 B . PR, A RS
LN N S AR S S Y SR =2 T N 1 31§
SR PR A R 1) K A R R R R A T
YERT, Qi 38 1 40 i1 4 2 -8 (interleukin-8, IL-8) .
FARZ 2 #4 {5 11 -1 (monocyte chemoattractant pro-
tein-1, MCP-1) . 440 fifd (white blood cell, WBC), |-
R BRASTIN 5 5 HANAS AR, 5 B AT R AT
Fisi A iR U0 B AR i BB A I TL-8 .MCP-1 ,WBC 7K
ARACRRIE S S B R B A IRE A . A
SR 5T i 3 kTR 28 8 AR i ot A R 5 1t 37 IL-8
MCP-1.WBC W52 , LI Al R i 20 o i R
J5 NI 2 B R . B

1 WM&REFE

1.1 BN 4

PEHL 2019 4F 6 H & 2021 4F 7 A& AR &
Be A i 20 kg e PH R B 3 112 5], AR AR I B e 1
53 Ry B R GL 2H (4 f5)) BRI GLAH (11 f41))
FEIRGL 20 (16 1)) FAR YL 2H (81 ) o A ABRIE
OZBUFIW LA 15 (digital subtraction angiogra-
phy, DSA) 5% 3k 3 CT Ifil & # 4% (CT angiography,
CTA) " #412 Jy ki 2 Wk I8 71 T A= Be A 7 i 20 ke I 141
AR QF =18 % 5 B i P 2 e 4% B (= pe i gL 12
Wrbm o) AR I & A A R T A e
£ H BMER A 10° A4S /L | IR BT | I R T 8

Brain aneurysm clipping; Interleukin-8; Monocyte chemoattractant protein-1 ;

TR @B E R BN HEE W E . HERR
HE - DA I HAML [ B G2 M5 05 ol VR 2R GE 90 5
Q& I 7™ o i I A5 5 995 5 NG P 5 gl R e
15 5 @& I Mo A% 2% 5 o P SR e PR . P4 AR
— TR A, 2 R TG IFE L (P>0.05) , UL
1o ARWFFTAM A N R e B 24 0 H2 i 4it
It
K1 BHBMEMER [(xzs)]

Table 1 Comparison of general data of each groups [ (x+s) ]

2151 n AR (%) P (B )
G T 4 59.03+8.24 2/2
rp R IR 2] 11 58.57+10.27 7/4
LS | 16 59.19+9.67 98
R 81 57.19+8.04 46/35
Fly{E 0.331 0.007
P1H 0.803 0.994

1.2 Kl o7k

WA 3 TR 5 R S 25 I8 i bk i 5 mL, 25C
B 2 hJ5 B & T s Al f, 500 r/min #5010
min, r=5 cm J5 B I 2 103 PR AE T VKA
IL-8 \MCP-1 A9 5 SR FH [T AH J& 00 125 Bl EC 5928 W i
S FH ELISA 380500 & (1 Vg i I A= P B A FR
oy wD) #EAT, WBC R B SR 4 H 8l A 4k 3 AT AR
AU5800( BECKMAN COULTER 73 &)l % .
1.3 Gtk

% F SPSS Statistics 21 4t 3 2% # {2 3 47 4%
Bro THETERILL (x+s) Fom, R e K50 5 1100
B n (%) R, R ¢ Ko ; 241 8] H R FH A
2 22501 o $8 45 2 18] B9 FH MR F Spearman
FHIC AT M 2 W&k s PR ROC 4k 73 B . P<
0.05 FRZEFAGIFE X,

2 R
2.1 YL 5 oR R4 1L-8 .MCP-1 2 WBC 7K
F s

JRYL4H 1L-8 MCP-1 2 WBC /K-35 i 38 5 T
RG], 29 A G2 X (P<0.05), k2,
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F2 BEASRBEETL-8MCP-1 K& WBCKFLLE (v +5)
Table 2 Comparison of the levels of IL-8, MCP-1 and
WBC between the infected group and the uninfected group

(x+s)
45 n  IL-8(pg/mL) MCP-1(pg/L) WBC(x10%L)
Rgedl 31 16.86+2.43 05.93+12.69 7.10+2.06
ARlgyged] 81 7.13+2.02 40.02+11.04 0.31+0.13
A 29.950 27.233 35.375
P1E <0.05 <0.05 <0.05

2.2 ARG TR A5 HE bR KT LA
IL-8 MCP-1,WBC /K Fe A 45 24 o B Jk e
H>rp R Qe >R IR, R A SR X
(P<0.05). W3,
x3 TREBEEZEMESERAKFLER (x£5)
Table 3 Comparison of index levels for different degrees of

infection (x +s)

21531 n  IL-8(pg/mL) MCP-1(ug/LL) WBC(x10’/L)
WAL 4 27.33£2.94°  130.29+16.22°  12.54 +4.02°
PR AE 11 19.57#3.27°  105.58+12.21°  9.17x1.69°
RERIEA 16 12.39%1.07 80.56+9.63 4.34+0.47

FAl 78.286 13.655 43.972

PH <0.05 <0.05 <0.05

e SRR LS, P<0.05 5 5 h B 4 L3, "P<0.05,

2.3 il gl Dk JeE e A R 5 B LT IL-8 . MCP-1 .
WBC 5 fiii P 8 G 4 AH ek

Spearman FHOCHEMTEE SR TR, B LYE IL-8
MCP-1 . WBC 7KV 5 35 /o P 4% B v B o Jek
Ye L IEAH G (P<0.05) . WL 4.

F4 I IL-8.MCP-1,WBC 5 i (] B B 48 5 14
Table 4 Correlation of serum IL-8, MCP-1, WBC and

intracranial infection

1IL-8 MCP-1 WBC

Al i P o P ol P
BRI 0439 0.008 0389 0.049  0.672  0.034
hEFEL 4] 0258 0.006 0363 0.033  0.507  0.028
WERORIL] 0219 0.026 0315 0.004 0442 0.002

2.4 [l IL-8 . MCP-1 & WBC X fi%i 5 ik Jeg 2 41 A&
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Table 5 Diagnostic value of IL-8, MCP-1 and WBC for intracranial infection in patients after cerebral aneurysm clipping

oy AUC 95%CI EAGEIEN R RS P

IL-8 0.685 0.571~0.642 0.05 pg/mL 0.645 0.630 <0.05

MCP-1 0.812 0.581~0.807 53.67 pgl/L 0.677 0.654 <0.05
WBC 0.868 0.740~0.984 1.15%10"/L 0.903 0.765 <0.05
IL-8+MCP-1+WBC 0.906 0.786~0.996 9.05 pg/mL+53.67gl/L+1.15x10°/L 0.968 0.852 <0.05
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Diversity of vaginal flora in pregnant women with recurrent vaginal candidiasis

TANG Li, YU Fubing*, YU Hongjin, LIU Peiyu, SAN Cuiping, ZHONG Wenbin, LIU Yuhua, GUO Haishan
(Department of Gynecology, Dongguan City Maternal and Child Health Hospital, Dongguan, Guangdong,
China, 523000)

[ABSTRACT] Objective To analyze the vaginal flora and its changes in patients with vulvovaginal
candidiasis (VVC) during pregnancy before and after treatment, in order to explore the mechanism of VVC
recurrence during pregnancy. Methods 36 VVC patients and 20 healthy pregnant women were selected in
Dongguan City Maternal and Child Health Hospital from November 2018 to August 2019. The vaginal discharge
were collected dynamically at three time points and were divided into the non-recurrence group, the recurrence
group and the persistent positive group according to the experimental results. NGS of 16S rDNA V3 region was
used to compare the differences of vaginal flora among groups. Results There was no significant difference in
Alpha diversity among different groups and sampling sites (P>0.05). A total of 11 species of bacteria were
found, mainly Firmicutes, Actinobacteria and Bacteroidetes. A total of 132 Genera of bacteria were found,
among which Lactobacillus, Bifidobacterium, Prevotella, Streptococcus and Dialister. Principal component
analysis can divide the samples into two categories, the first type has Firmicutes as the main dominant bacteria,
and the second type has Actinobacteria as the main dominant bacteria..Compared with healthy pregnant women,
the abundance of Bifidobacterium in the persistent infection group decreased from 5% to 0.5% , and the
abundance of Prevotella in the recurrence group decreased from 1.5% to 0.4%, with a significant decrease in the

recurrence stage (P<0.05). Lactobacillus crispatus was the dominant bacteria in the healthy pregnant women
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group, and Lactobacillus inerts was the dominant bacteria in the other three groups. Conclusion In addition to

a large number of lactobacilli in vaginal bacteria, there are also differential bacteria such as Bifidobacterium and

Prevotella. The changes in the abundance of these bacteria may be related to the occurrence, development and

prognosis of VVC.

[KEY WORDS] Candida vaginitis; Vaginal flora; High throughput sequencing; Pregnancy
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CY3 vs N F R R B (9.33x10")=(2.21x10?) 0.000.00 5.8 263 0.0 158
UEZ T 7 & (7.52x10°) £(2.58%10*) (5.16%10%) +(2.23x10™) 0.3 560 0.5 507
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x2 ARESARIFEFMEFEELL (x+5)
Table 2 Comparison of abundance of Lactobacillus species

among different groups (x+s)

o — - 5 N4
H P1E
EPEFLAFE (2.63%107)£(4.24x10™)
N HMFFE (3.87x107)%(4.24x10™)
HABFLAFE  (2.40x107)+(4.63%x10™)
YRR (5.74x107)+(5.00x10™) 3.1 812 0.0 745
AY1 EBIFTE (1.80x10™)+(3.69x10™) 3.9 379 0.0 472
HABFLATE  (1.01x107)+(1.89x107) 3.6 732 0.0 553
EHFATE  (4.89x107)+(4.81x107)  3.9845 0.0 459
BY1 #HMIFLAFE  (247x107)x(4.29x10")  0.8021 0.3 705
HABFUATE  (4.17x10")+(5.12x10™) 0.3 704 0.1 749
EWEFUTE  (4.84x1071)+(4.45%107)  2.5756 0.1 085
CY1 HMFUFE  (1.61x107)=(3.48x10")  1.2429 0.2 649
HABFLATE  (1.05x107°)+(1.20x10%)  3.9169 0.0 478
EYEFUITE (4.20x107)+(4.34x107) 0.9 934 0.3 189
AY3 EHIRFUTR (2.33x10M)+(3.73x10™) 1.7 531 0.1 855
HABFLATR  (1.32x107)+(3.21x107)  3.9169 0.1 844
YRR (5.08x107)+(4.41x10™) 1.7 750 0.1 828
BY3 HMIFE  (1.73x107)=(3.43x10™") 12429 0.1 712
HABFLAFHE  (4.51x107")+(6.41x10™)  3.9169 0.1 058
HEFTE  (5.39x107)=(4.60x10™") 1.7 948 0.1 803
CY3 HMFLAFE  (1.47x107")=(3.15x10™") 1.4 338 0.2 311
HABFLAFE  (6.99x107)+(6.78x10™)  3.9169 0.0 478
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ik 1) i o, OUEE AT TR T 19 3 B A 5% T B 21 0.5%
WAE Y3 B[] 5, 2 FEA AR AE 0.7% o SUBFT B
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iy VL e e B s AR ol 1 i T Re Pl
LE LR EE R ABIIRE T B AT S LA
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YT K A1 kR TR IR A JE AE Y1 B[] s, L
3 5 e 2 T A, I 1.5% T [ %) 0.4% , T 7E T
KB B (Y3 WHE S AR % TR T BY3 o
H— MRS FEIRE R 15% . HEBRIZHEA)S,
BY3 - R 0.7%., HIL, ¥ 5 IR & 7E
PR RE TN, HHIKER TR
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HRFE . MM, I K BB 18 & 3 75 K
Jig 55 25 S A, $E 8 X B TR R R R A A T RE
PRI I TR A 5%, s n] IR iR T7 4RI vve
A T T 48 AR L2 AR R 7 B SR AR A7 A5, (G
XN B BRI B BT 5 R
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R A 2 QLIS 3. TGF-B1 EARIE S 9% 4 &9 B
SHIBESUYS AN S8

R Fal Eg?

[ =] Br HiTHEEN E WAL 3(HDAC3) JEAbA K N 1-B1 (TGF-B1 ) 1E R Gt 41 BEAR
IR B R B b s LG R B . iR I 2017 4F 6 H = 2020 4F 9 AT AR ERSIZIAK
53 il R LT BEARIE FBH A SLE 215 & 10 Bl & MR 25 A AE (NS) % BRZH o Eb A 1 4 78 35 B DR
FHA LU R IR B, 20 M H R K SRS B 46 (LN BB B 45 Bl PR B L S 38 5 R 1IF LA R B g
PHRFUM SR o W ¢ K36 I PRI R 7 22 43 Fr it AT 4L [0] L %%, Pearson ¥, Spearman K6 56 #E 47 40 ¢ 4347 o
LR HDAC3 FEFATHME/NE LA 40iE . SLE 41835 B 421 HDACS (368K - 1% i
ZH[(6.3242.31) vs (3.1221.81) |, ZFA G245 L (P<0.05) . FE4 B ] B eF 44k i LN i35 HDAC3 #
BETIRAg B E(6.78+2.19)vs(243+2.01) |, ZRA G #E L (P<0.05) . B FH 4 HDACS,
TGF-B1 KA H 5 M ALEF AR L D RS0 O & BT PERG 4 P28 RGP E 24 /N PRER 11 K M i
REHEA K (P<0.05) , F/NERAL R 1 AL 3 2235 197K 5 TGF-B1 £ B3R AKF 2 IEM X (r=
0.745,P<0.05) . £5i& LN #1915 /NK HDAC3, TGF-B1 1Y 2 7k 7K V- B0k R 38 57 , B A ) 5T 27 24
L1 LN 35 HDAC3 3Rk TR 4k 8%, % 8 HDAC3 Wl it 5 5 LN [ A 4 fb i & 0% .
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Expression of histone deacetylase 3 and TGF-f31 in histopathology of lupus nephritis and
its clinical significance

SHI Tianli'*, LUO Zhen', JIAO Shi*

(1. Department of Nephrology, Haikou Municipal People’s Hospital, Haikou, Hainan, China, 570208;

2. Department of Nephrotic Rheumatology, Zhongshan City Boai Hospital, Zhongshan, Guangdong, China,
510603)

[ABSTRACT] Objective To investigate the expression of histone deacetylase 3(HDAC3) and TGF-B1
in renal tissues and clinical significance of patients with systemic lupus erythematosus (SLE). Methods  Fifty-
three patients with systemic lupus erythematosus diagnosed and treated in Haikou People’s Hospital from June
2017 to September 2020 were selected as the SLE group; and 10 patients with primary nephrotic syndrome
(NS) were selected as the control group. The expression in renal pathological tissue of the two groups of
patients was compared, and the relationship between its expression level and various clinical manifestations,
laboratory characteristics and renal pathological types of lupus nephritis (LN) patients was analyzed. The t test
and one-way ANOVA were used for comparison between groups, and Pearson or Spearman test was used for
correlation analysis. Results HDACS3 is mainly expressed in renal tubular epithelial cells. The expression level
of HDACS3 in renal tissue of the SLE group was significantly higher than that of the control group (6.32+2.31 vs
3.12+1.81), (P<0.05). The expression of HDAC3 in LN patients with renal interstitial fibrosis was higher than
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that in patients without fibrosis (6.78+2.19) vs (2.43£2.01), (P<0.05). The expressions of HDAC3 and TGF-B1

in kidney tissue were related to serum creatinine, serositis, oral ulcers, arthritis, interstitial pneumonia,

nervous system damage, 24-hour urine protein and blood system damage (P<0.05). The expression level of

histone acetylase 3 was positively correlated with the main expression level of TGF-B1 (r=0.745, P<0.05).

Conclusion The expression levels of HDAC3 and TGF-B1 in glomeruli of LN patients were higher than those

in the control group, which were closely related to interstitial fibrosis of LN patients, suggesting that HDAC3

may be involved in the pathogenesis of LN patients with fibrosis.

[KEY WORDS]

RGEMELTORE R —F RN Z RGN A &R
PER , I B R (lupus nephritis, LN) J& & 4t %
2L BEJR K5 (systemic lupus erythematosus , SLE) = %L
HEEIRHE Y B R RAF g8 S e B R B,
HAE A S ATE 25 £ 1A I 45 i PR 3 58 1 T 2L
I, S5&MERES RS . HDACS fE 4L
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(transforming growth factor-B1, TGF-B1) REWS AL iE
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4 %% 4% (epithelial mesenchymal transition, EMT),
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20 AR 2 Tk T 1 045K ' TR] B £F 4R AR 1Y
Il PRIGIT W AE 1 S AN A

1 #ABEFHE

1.1 IR TR

TEHL 2017 4F 6 H & 2020 4F 9 A g O ARE
BEUSIR I LN B 53 ], Hrp B 114, &
VE 42 5] ; F- 4 4E IS (34.12+12.04) % . SLE 2 Wi4F
£ 2019 4F EULAR ) R G ELLBER A (SLE ) 432 bx
YES LN 428 B R BRAG A 612 , B s L0 1R 2
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FBRUERf A" s [RIAEEE BORE X I Bk 8] A ISR i
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(35.10+4.36) % . NS 7312 Wibn il o K iR
IR (JREE 12 5 24 h>3.5 ¢) ARFIE 1 I0AE (s
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Systemic lupus erythematosus; Histone deacetylase 3; Transforming growth factor-31
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PASM %t {f Masoon — (& 4 {4 2 'B JIE 5 2 5 H00°F
oy (BRI S B R B AR 550 ™ o T H I B[] Il 27
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OSL 57 1 BURAE 85 B I B 800 |
#% T, i %) HDAC3 M TGF-B1 * JH§ Abcam |~ %,
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RE7280-K #1877 £ lot: 6078783, #4 T %% T 11
Y1 R WO 85 5 i 5 10 1 70 Dt A8 2 W 32k FH ik B LR
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IR B BT, X R L m PBS 22 iR . 1
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oLink B4 ¥4 1ll £ 48 RE7159 J&7 it A 37 CIHE R4
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U, Y A NovoLink 24 ¥ 46 22 4887 &
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W 8 5 min, 78 5O T 5 0 L 68 R 0
WU R & AR K R 2k B, B K sk
10 min; 75 A ZE Y 2 G4 1 min, 0.5% £5 B2 6 K 5
Ak, 3 b4 5 i K wh Pk 10 min, 3% W 5 K BB B
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*F1 SLEEERARUNSGHEHELR

2 #R

21 W4l H B4l 21 7 HDAC3 .\ TGF-B1 #£ ik
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HDAC3 F#RIL TENEE /NE R gifirh
SLE #H 3% 15 4141 vh HDAC3 1363k 7K Vs T R
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(P<0.05) . ¥4 5 [0 4R 44 A9 LN 35 HDAC3
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2.01) |, ZRAGIE L (P<0.01), WE 1,

TGF-B1

7 S
B 1 'S4H2 % HDAC3 #1 TGF-B1 FRi% (SP, x400)
Figure 1 HDACS3 and TGF-1 expression in kidney tissue
(SP, x400)

HDAC3.TGF-B1 RiEHIXFR (vxs)

Table 1 The relationship between clinical manifestations of SLE patients and the expression of HDAC3 and TGF-$1 in renal

tissue (x+s)

I R e 30 n HDAC3 %35 18 P1E TGF-B1 #ik 18 PiE

LIVIINGSAE JE 42 6.53+2.02 6.677 <0.001 4.43%1.67 5.964 <0.001
5 11 3.35+1.21 2.11+0.98

IS = 17 6.87+2.00 4715 <0.001 6.342.15 4495  <0.001
w 36 3.98+1.76 3.87+1.00

F s 5t 97 JE 21 6.32+2.10 6.839 <0.001 5.87+1.78 6.100  <0.001
w5 32 2.90+1.12 3.67+1.21

PR = 33 5.93+1.76 12441  <0.001 4.66+1.08 4673  <0.001
w 20 1.73+0.65 1.23+0.54

[i] J5 14 il ¢ & 14 8.21+2.67 20.003  <0.001 4.11+1.88 4.002 <0.001
5 39 3.32+1.28 1.84+0.45

e RE % = 18 6.57+2.14 10132 <0.001 5.65+2.10 3.786  <0.001
w 35 3.12x1.00 2.11+1.25

24 /NI R IR T 3.5g & 30 6.56+1.97 11.234  <0.001 5.97+2.14 8.121 <0.001
e 23 3.23+1.21 1.88+0.98

[N &Rk = 28 5.85+1.79 6.908  <0.001 6.44+1.89 4.037  <0.001
o 25 2.67+1.01 2.65+1.01
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2.3 'H4141H HDAC3 ik TGF-B1 FikMKFH
B 2H 41 HDAC3 1k 5 TGF-B1 ik 2 IEAH &

(r=0.745, P<0.001),
3 itig

LN J& SLE %™ 5 Jf A5 , H A HLH e A
ByiikS A SR8 s Z Aol Al iR
T 2 LR P R A A A R B 5T
R, R L A A A LN KA i vk 31 8 2
ERT™ . HDAC & —H £ Mk L& & A, it
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(GDF-9) . #if % (ACTA) KUt & (FS) AL SO A B LR ik BB IT AR EE B¢ 2017
AE 1 H % 2021 4F 4 F LRSS REIG ST 1) PCOS B3 42 5 (PCOS 41) L 1E# HEOP I £ 42 4 Jy xof B4,
6 0] 9 4 %) B 962 9% T GDF-9 . SCF . ACTC % FS 7K °F- | IfiL 5 42 BP vt Ak il 38 (FSH) (MES 2 (E2) ek
ACEE (LH) (Z2E (P) , FEXT LW 4L i B BEAI M MTT 38 | IE 8 32 3 LR 2R, 3R PCOS 41&
HHI B Y GDEF-9 \SCF \ACTC 7K i (R T X B4, 22 345 G124 8 X (P<0.05) ; PCOS 4 i 4 1Y
B0 Y FS 7K S 2 s T IR, 22 AT St L (P<0.05) ; PCOS 41 35 I L T LH 7K f 3
G T T HRAL, 22 534 Biit24 85 L (P<0.05) ; PCOS ZH /3 1 I35 1 FSH B2 P /K- 5 X HE 4 g, 5 71
TeBi 1227 L (P>0.05) ; PCOS 4 £ 35 0 B RE A1 ML R | IE 3 32 R5 35R A0 I G =R 0 25 I T X iR 41,
ZEABITFE L (P<0.05), &t PCOS H# IPIEIE 1Y) GDF-9.SCF . ACTC /K FF#AI% , FS K- i
ThiEs X bR A (L AT BE 5 PCOS E TN A B A RA %,
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Relationship between GDF-9, SCF, ACTC and FS in follicular fluid and follicular devel-

opment in patients with PCOS
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(Department of Obstetrics and Gynecology, Linzhou People’s Hospital, Linzhou, Henan, China, 456500)

[ABSTRACT] Objective To investigate the relationship between the changes of SCF, GDF-9,
ACTA and FS in follicular fluid of PCOS patients and follicular development. Methods From January 2017 to
April 2021, 42 patients with PCOS who underwent in vitro fertilization in Linzhou People’s Hospital (PCOS
group) and 42 normal ovulation women were selected as the control group. GDF-9, SCF, ACTC and FS levels
in serum follicular fluid, FSH, E2, LH, P in serum were detected. The difference of MII rate, normal
fertilization rate and high quality embryo rate between the two groups was compared. Results The levels of
GDF-9, SCF and ACTC in the follicular fluid of the patients in the PCOS group were significantly lower than
those in the control group, and the difference was statistically significant (P<0.05). The FS level in the
follicular fluid of patients in the PCOS group was significantly higher than that in the control group, and the
difference was statistically significant (P<0.05). The serum LH level in the PCOS group was significantly lower
than that in the control group, and the difference was statistically significant (P<0.05). The serum levels of
FSH, E2 and P in the PCOS group were not significantly different from those in the control group (P>0.05).
The MII rate, normal fertilization rate and high quality embryo rate of the oocytes in the PCOS group were
significantly lower than those in the control group (P<0.05). Conclusion The levels of GDF-9, SCF and
ACTC in follicular fluid of patients with PCOS were decreased, and the level of FS was significantly increased.
The changes may be related to follicular dysplasia in PCOS patients.
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Z §& Y 25 G AIE (Polycystic Ovary Syndrome,
PCOS) It & 4 , BBt T BB & = I I R IUAE 19 &
A HEINT BB AR A EAR AR A KBS AT
WS R I, PCOS 1Y & 98 4 AT M2t 485/1 J7 N A
A, R B A A b 18 3 R DG S0 s 1 A, PCOS
) A ] g — A BT Ik B AR
E52 10 2] PCOS 195 155 #2F i 2k 7 b AT 20 I A
FH o ASTR] 20 i B 7, 24 BE % 52 ) 3] B9 960 40 it 114
SLAE R, T 40 i A+ (Stem cell factor, SCF)
(2235 1Tt RE 8 B2 = Py b B 200 1t 1) 43k B 2
BT, B2 = U1 v 40 AR A% 2 ) 75 AR B AR
53 AL R -9 (Growth differentiation factor-9, GDF-9)
(23K, AR % 38 1 $i2 = B9 6 200 1 7 A% 5k TR 2 S0
TR SR R RN Y kB GRS s R
(Activin, ACTA ) RE% 38 i $& = J5URL 40 i 53 5 1 10
20 3% T 1) 95 2R A2 MR ) LR T S 5 )
PCOS (1) 1F #F & 12 F2 5 P {0 ) K (Follistatin,
FS) AE % 3 1 411 1] B 70 240 il DNA [ 9384 | &AL P
WA s S R JEm R R R E . A
T 3% 78 GDF-9.SCF.ACTA } FS iy 31k 5 PCOS
BAE DR TR, TR I IR - PCOS & 1)
I 15 VEAG B 11 5 25 | AR YRR 5 3 BBSIC il R 91 52 A
TGIT I PCOS f37 42 1], BR800 1 B9 I i Ak ok O
ik B R .

1 ABSHE

1.1 IERBOR

PEHOARM T N B BEBE 2017 46 1 H % 2021 4F 4
H S it 1A A1 52 K 36 97 1 PCOS & & 42 i (PCOS
), 1 (29.542.8) % R (3.9£1.5) 4, {5
=840 (Body mass index, BMI) (24.2+2.0)kg/m’, 1E
HHEIR I 2z 42 Bl R 6 HREH , AR 7147 (29.3+3.0)
%, BMI(24.0+2.2)kg/m’ P LLF 580 G2 10 AF 1
BMI 8%, 2 R TG0 2 L (P>0.05)

Y AHRifE : DPCOS W2 Wiks il S % hAg s 2%
22 E AR ME™ ; @QPCOS B # F 5 R0 T HE
O A HE D | v b R I AE 5 )R P A A K B —
] BR £ H 2~9 mm [/ IR AN =12 A4S (Bl ) —
M BN AR FI=10cm® ; @3t BEZH Ry 1 8 HEOR A 10 %
O A 57 2 B5 4 A0 B 2 By 2 (0 3IE o (2 BF L
[2016 55 145 ) , A AE B 501 24 8 Rl &
o HEBRARUE : OFEA 4 B M0 ; @ fb
9o s QEA AT L R BEIR T L IR A T

A TR PR ODR R S A P 43 0 R BRI
1.2 FEPREIN 7

A6 3 2H %) B 36 7 ' GDF-9 ., SCF . ACTC J%
FS /K- | i H i B9 i A i & (follicle-stimulating
hormone , FSH) . #f i 2 (Estrogen, E2) ., B {4 /= i,
% (Luteinizing hormone, LH) . 2% i (progesterone,
P), JFXT LU WG 20 9 O B A M AR AP sl (M A ) 26
IEHZAER R ER

TEB AR HEDR 5 , FE MR 5 51 F T S 4T B I Y 2F
ST o 2 BB ) ok R v B — > SR B
3~5 mL,1 500 r/min 250> 15 min (02442 13 cm)
WeAE W o SR DL B2 PR R F AR Y
DX800 i & AL M B B 1R 24T FS A, R
Ak 27 & 6 K FSH  E2 \LH P 5 ML = 10
R, 25 N BT R A AT G AR

TERARR AR I A LR AR 0.1 mL,
ACIE T, I A B IR £ 2% vh i (Phosphate buf-
fer, PBS ) PE# 3 WK, BEIK 3 min, 765 RK LMt
fLH A GDF-9,SCF . ACTC #i {4 (1:800 Il [ R
AR ALY A ), 37CHFE 30 min, IIABIRER
22 th W (PBS) ¥ % 3 UK, £ UX 3 min, &AL A
TMB & K4 0.1mL, 37°C20 min, il A 2M i iR
0.05 mL 2 [} J )i , 2R FH DG5033A il % (R 5 4¢
R R A FED #E4T OD {EAR I
1.3 GiteEmik

K 1 SPSS 16.0 # #F hiu A i 47 B4l 58 it 4>
Bro AW ARG RS 531 T R 2Rk ok
(x+s)Fon , P ZH 1] O350 R FH PR 2H ST AR A 1Y) e 4
5 LA P<0.05 W ZERAGIHFAEL,

2 #R

2.1 W4LUN I i) GDF-9 ,SCF ,ACTC M FS 7K
- Hegs
PCOS 4 & 3 19 Ul 4 ¥ ' ) GDF-9., SCF,
ACTC /K Z M TX IR, 2R A RIT¥%E X
(P<0.05) ; PCOS #£H & 35 1Y B 1 3 rh Y FS 7K 7 2
Fom T A A, 2 %A 512 3 L (P<0.05) .
W1,
2.2 WHLLFFT N G A0 I35 A B P R K L
PCOS 4 & # B9 L3 o LH 7K 22K F X0 1]
H, 290517 L (P<0.05) ; PCOS 4H #& 1Y
L34 H FSH \E2 P /K5 % B4 b, 22 7 B4t
E U (P>0.05), W2,
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&1 WA HH GDF-9,SCF.ACTC & FS 7k F
bb3g (x+s)
Table 1 Comparison of GDF-9, SCF, ACTC and FS levels

in follicular fluid of two groups of subjects (x +s)

a8 n GDF-9 SCF ACTC FS
(ng/L) (ng/L) (pg/mL) (pg/mL)
PCOS#l 42 126.4+11.0 21.1+48  67.8%8.5  1.35+0.22
XRZ 42 138.2+13.9  23.6+4.2 115.8+24.8  1.04+0.45
tHE -4.314 -2.540 -11.866 4.011
PAH 0.000 0.013 0.000 0.000

Fx2 WAMRWNRWMBERRZKFLLE (v+5,mU/mL)
Table 2 Comparison of serum reproductive hormone levels in
two groups of subjects (x +s, mU/mL)

219 n FSH E2 LH P1E
PCOS 4 42 7.41x1.78 4894.2+408.5 1.42+0.37 1.08+0.29

XIEZH 42 8.20£1.85 4779.0+429.1 1.84+0.49 0.97+0.26
il -1.994 1.260 -4.433 1.830
Py 0.049 0.211 0.000 0.071

2.3 A FEATBR B0 M T 28 IE #5324
B NSV Y s R

PCOS 4 8 # ) URBEA0 A M TR | IE 2 A
R MIEEIG R B ER TR, 2R E 5
M (P<0.05), W3,

®3 MAMRNKHMESHAEMI R IERIHEE,
RBRRERR LB (v £5)
Table 3 Comparison of oocyte M I rate, normal
fertilization rate and high-quality embryo rate between two

groups of subjects (x+s)

415 GREEAIME MTT % IEH 2R LG %
(%) (%) (%)
PCOS4H 42 71.9+6.8 64.9+5.2 40.8+14.8
YR 42 84.8+8.0 73.3+7.0 60.7+18.0
A -7.962 -6.243 -5.534
P1H 0.000 0.000 0.000
3 itig

KGN () 184 Ty BRI TR I $5 7, E P R 2 4k
O Y e A7, B RE RS (R E PCOS 1Y & A=, 34 i
WIAT YR 45 Jey AR RS o R 7 R 5 B
T 28 (I NFEH, PCOS 1 & 95 0] it — 25 1) T,
R P g B ZEHRHL L v B IR I EE 1 3% BT Sy
B ORI R B RO T K, e A
PCOS MIGYT it B h R HEVE AT, H Rt AE 3 s IR i
FEAE HINE AT UR B P 3 55 5 T R VR (H
Y24 1 R B Bl = XFF PCOS 00 & & &
SRR Y AH DAL 5%, AR W58 38 3 X5 T PCOS

H U Y h GDF-9 ., SCF . ACTC % FS 14 73 B if
7%, AMUBE S 7R PCOS BRI & B itk JEL A [
IR BERE A1l PR | PCOS 3 B 0 5 11175 S L |
WG RS HE LTRSS S

GDF-9 Jj& 43 L i S K 7, HAE W 1 i i 5 01
T IS 41 i % HC 40 B S5 A 200 R A 2 4 v B 3
20 16 1) A BE T RN 4r I D) fiE . GDF-9 AN AE S
S 16 2] 5 6 200 M0 1) 285 4 1) & B LA, [ B S R A
2 15 B9 900 40 P 1 3R A A A LR B R, B
SE P ZE 10 43 Wb 3t B 5 SCF 2 1 201 i 434k 3 425 P
T, HLAE OS2 1= B0 o 41 A% DNA HpL ik 1 48 58
iR $ = 545 DNA [0 , el st B 96 200 it 1 G
AN TR S A SEAL I RE T 5 ACTC 1355, BEWS
3 AT T B I 4 L ) 55 43 A RN PN A A R TR L B
e P DG B 90 200 it % 4R R R 2R ) R, TG
2 55 5 G 0, A FR ) e 10 4k 4 5 R P BS AR MR
R R, H T 00 9 40 i PN 1 ekt £ 53 %
(RS HTVE FH L B8 0% R 1K B 76 200 it % 1 B9 v e 3 R
(FSH) My B0, S BUOL R T ReaT ™ o #r o
FYRVE T SCF ) 335 5 PCOS )% & , 1AM SCF
(/335 T B J2: PCOS & M fa PR R (H X T
GDF-9 ,ACTC }% FS B4 HriF 58 AN 2 .

AR FE AT LA & B, F PCOS 44 P ¥ W 1
H1, GDF-9 .SCF \ACTC 13 Bk B BH f2 19 T [, i
FS B9 2k vk B B W ) 1 F, 75 T GDF-9 ., SCF,
ACTC J FS 1922 51 28 3k , I AH 5C 48 it X+ 19
FEYE W E] T PCOS BRI R B . IRAE
1F GDF-9,SCF . ACTC } FS fi{) & A %} T PCOS Jk
5 B R0 , 5 ph T S B9 96 R 41 kA
AR T H A . (DGDF-9 [y T R 52 1 5
TG S AT 200 R K 200 P PN R T 5 A 1) B
T EL BRI IE B RS s @SCF ACTC [k T
K&, AN BB 5 ) S JL 3O I T8 B, [R] B 3 R A%
BI5GB I 1) 0 4% O
W 5 4 s QFS 635 1 TF, BEAS BT T 7 c-kit
{550 I, S BOT We 5 5 B S s, F i 4 1
TINEREBTRA . REECHRE B LN, 7
PCOS i & "', GDF-9 [y ik ¥k J& 7l F [ 35%~
55% , FEHJETE PCOS i PR B sl B M R AL
g W WY R R GDEF-9 By % 1A 9k B T [ B o B
. PCOS 41 35 1 i s v # R A= sl 2% (LH) 7KF-
BE LT X IR, 22 R R, #8787 PCOS
S O IR AR P A AE B SR W LH A 3 W A, LH
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1o U 1) T B S BE A% 3 BOAS TR) i BB D 6 5% A R g
PRy SN, BTN R PCOS 1 9% 1 E R R
PCOS 41/, HOPREA0 I M TR IE 5 32K %
J R R 2 AR T4 IR 4, $2 % T PCOS 41 R
gk Ry 1) %Ak, i £ % i T GDF-9,SCF ,ACTC )3
KSR, PRI A AR 1 S, S BUL RN
AR T RE R T2, HE T TR AT R ES )

Zi FRTIR , #E PCOS A& UK+, GDF-9,
SCF.ACTC {15 B . N &, 1 FS YR L B 8
Tt , [FiE PCOS FE FUIEREANIE M TR | IE 5 32455
RG] R . A URBIFSE 5 [ S M SR 5T
P BIHT Z Ab 7 T4 T ORI 14 GDF-9, SCF.
ACTC 553k, iFE L7 H* GDF-9 SCF ,ACTC fY#
K AR Z AL e T T AR R KRR IR
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A3 % P B B LT sCD44s . MIP-3a K F: e 5%
BN BRI I SO APk

Waem w8 L£ER FE PFER O AFRAT

[ ZE] BH Wi RS (NPC) B LT nT % MEAR 1 CD44.(sCD44s ) | L EAH L 4 P 2R
M -3 (MIP-30) /K P28k Ko 5 2 B N BRIRTTIF AL A G M. A 12018 4 6 H & 2021 4F 1 H 458
N I g B B M R 26 1911 52 % 1 NPC AV 9 WLEEA, 55 PR B 26 141 NPC IG5 Tl 5 5 e 15 R 4
BB (TR RN XS B . 6 WA PR 2 | I 7 sCD4ds \MIP-3a /K- 484k, 43 M &2 % P NPC 5% i
P K i sCD4ds . MIP-3a 7K - 5 1Ifi A B4R AE 19 ¢ 5 , 2 1l 32 8 3 T4 il 2k (ROC) ¥ i 1l 75
sCD44s \MIP-3a /K -5t & % 1 NPC 9 TN AN (B, X FLEC A5 TR0 P | 2 8 2 6 S N B 3R 7 as B 7
o R OPIFRE T 8 N IR K16 5 LT sCD44s MIP-3a /K P A [L , 25 5778 Gi it 2%
= L (P<0.05) ; Logistic [BJH43 8T o , 4505 JT 40300 N 20 30) LI R 20 38) 9037 )5 13 sCD44s \MIP-3a /K
Yo 5 % NPC 5% (R 2 (P<0.05) ; & % 1 NPC 834 #1734 )5 117G sCD44s \MIP-3a /K V-5 T 40 8 N 43
9 R R A3 5 TE A 6 26 2R (P<0.05) ;ROC [k /R, L3 sCD44s \MIP-3a ZKF- (W13A 5 ) B A Tl &2 %
£ NPC ) AUC fie K, 24 0.939, BAT RAF TN GE , A ERUBEE e 5B 5 51 R 80.77% .96.15% ; 45 TN
FHPECE 1 st R TR, 2R A SR L (P<0.05), 518 WA )5 LT sCD44s \MIP-3a
5 NPC & & R lfi R BRAFAEAT 5 , 65 Rz i ] A5 25 700 &2 % 1 NPC, HL X NPC 48 & N B IR 77 30 —
SE TN, Ay B b SR BUAT 280 AN AR TR YT SR AR -

[RgiE] &EMEEWE; iEMERME CDAd; B R TEE M -30; BN

The changes of serum sCD44s and MIP-3a levels in patients with recurrent nasopharyngeal carcinoma
and their correlation with the therapeutic effect of endoscopic sinus surgery

HU Jincheng, HUANG Miaoming, MAO Zhigiang, JIANG Di, YE Yudong, FU Ming*

(Department of Otolaryngology , Dongguan People’s Hospital, Dongguan, Guangdong, China, 523000)

[ABSTRACT] Objective To investigate the changes in serum soluble CD44 standard (sCD44s) and
macrophage inflammatory protein - 3o (MIP - 3a) levels in patients with recurrent nasopharyngeal carcinoma
(NPC) and their correlation with the therapeutic efficacy of endoscopic sinus surgery. Methods From June 2018
to January 2021, 26 patients with recurrent NPC in our hospital were selected as the observation group, and 26
patients with radioactive skull base osteonecrosis (without recurrence) after NPC treatment were selected as the
control group. The clinical data, serum levels of sCD44s and MIP-3a were compared between the two groups. The
influencing factors of recurrent NPC and the relationship between serum sCD44s and MIP - 3« levels and
clinicopathological characteristics were analyzed. A receiver operating curve (ROC) was drawn to evaluate the
predictive value of serum sCD44s and MIP-3a levels for recurrent NPC. The long-term effects of combined nasal
endoscopic treatment of patients with positive and negative predictions were compared. Results There were
statistically significant differences between the two groups in age, T stage, N stage, clinical stage and serum

sCD44s and MIP-3a levels after initial treatment (P<0.05). Logistic regression analysis showed that age, T stage,

KA B 2020 F R X T ARSHR A (—H&) A B (202050715001775)
Ve 15 RE AR BRI SBEHR, S A&, & % 523000
*BAZAEH AT, E-mail : fumingchn@163.com
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N stage, clinical stage, serum sCD44s and MIP-3a levels after initial treatment were all influencing factors for

recurrent NPC (P<0.05). Serum sCD44s and MIP-3a levels in patients with recurrent NPC after initial treatment

were positively correlated with T stage, N stage and clinical stage (P<0.05). The ROC curve showed that the

combination of serum sCD44s and MIP - 3« levels (after initial treatment) had the largest AUC for predicting

recurrent NPC, which was 0.939, which had good predictive effect. The best sensitivity and specificity were

80.77% and 96.15% respectively. The 1-year mortality rate of combined predictive positive patients was higher

than that of negative patients, and the difference was statistically significant (P<0.05). Conclusion After initial

treatment, serum sCD44s and MIP - 3« are related to NPC recurrence and clinicopathological characteristics.

Combined detection can effectively predict recurrent NPC, and has a certain predictive value for the efficacy of

endoscopic treatment of NPC, providing a basis for timely effective and individualized treatment.

[KEY WORDS] NPC; sCD44s; MIP-3o; Nasal endoscopy

£ IH 9% (Nasopharyngeal carcinoma, NPC) J& 3%
] B b DX A 3R v A PR g T Sk S e
JERIPREE ALY . NPC XT3 M BURK , B BE U
BT, BTG 5 4R A A7 K 59.0%~76.1%"% . Ja)ii
52k Mt Ak i 7% 415 & NPC U7 28 Y 32 22 i
K, NPC il & 2 R AETEIRITIG 34E N, A5
W2 AT RS B BUs |, JC AR RO F AR A
A B R NPC B Y730l Tl 4w, &
W TR Al B 58 BT 5k NPC iUT Je &2 R AS , &
RIT B R NPC %4 AR . IFFEUESE, Al
s P bR 1fE CD44 (Soluble CD44 standard, sCD44s)
F I 41 ffg 8 P 25 H - 3o (Macrophage inflammatory
protein-3a, MIP-3a ) 1 5y NPC % B2 Wi #8 b 8 —
FENGIRE L, H5 NPC B & R R G H o,
AW 5 1 R #EAT B R M NPC B3 1L % sCD4ds |
MIP-3a 7K V-8 A Je 5 28 5 TR 77 A AH S A
W, BT E &M NPC HUHIZTE ST 88 Fil s P74k
RS, EWT .,

1 AHSHE

1.1 — ek

PEHL 2018 4F 6 H % 2021 4F 1 H AKZEti AR E
Bt H- S kR 26 14152 & 1 NPC B 1R i igg 4,
55 1 B 26 5] NPC {697 J5 US4 PR B IR 38 i
(TEEIERXIT IR . YR ERIER AR NS
( American Joint Committeeon Cancer, AJCC) 43 1}
PRUES 53R T 3 01 NG00 I R o . Lol g
H T8 T 6] . T2 7 4] . T3 3 8 4] . T4 1]
561 s N 4385 - No HBH 10 1] N1 HH 8 4] N2 B 6 ]
N3 92 il s R 4330 . T 36 ) . 10390 5 451 | I 3%
10 1) IV 3 5 451 s X BEZH . T 43450 - T1 3 12 491 T2 1
9 1 T3 A 3 i .\ T4 B 2 1] ; N 43 - No i 11 1 |

N1 39 10 5] N2 37 4 5] (N3 3 1451 5 s 2340« 1 3
115 T3 8 5 TE 5 61 IV HH 2 5] 9 A bwife 3
223 R BEUE S NPCH s AR AL B IR BUT e B
K ATENEIRIT A B E L@ aE R =, HE
BRARIE : 2800 CL 25 56 B8 8 42 B i AL 6 7% 5 ™ SR I
DIRERRAS = E I VB O IIREAN 4 IR 25 el A
BETLENZ TR, R RAEEGCHZ IS
fitim
1.2 Jik

I3 sCD44s , MIP-3a 7K - A6 - 49194 15 & A
20 24 h AR ECAN E #R K 5 mL, B0 (CFEAR 8 em,
3 500 r/min, 9 min) , BT , >R FH K 4 328 W of 72
¥ | sCD44s (Bender MedSystems 23 7] it 7] & ) .
MIP-3a (USCN 72 FJHR T &) -

B NBEIRYT - O A8 Jay PR S R s < AR iy S s o
Ve PLR EEHZ) . FEMY, KBTS 2K, 01%
B R (0 S s R R 7 40 L A2 &kt 0.5 em
VIFF G 2= 8 0 (R U ), VR 10 0 380 8 26 6 (et 2 3]
BT, U Kkt R AL, REETTIE
B, QKSR SFEWRZL 01%E FIREM
WA LA e s Rt B, e A 8 S o ) O
VIR, W) e T 81 N 2 s . vhvk Sk,
A7 5 s g S i I IE
1.3 Gk

K G SPSS 22.0 A FRBHE , TR0
B n (%) 438 THE TR (2 25) Hf348 , P 4H (6] H
t K 5 5 52 W R 2R R A Logistic [\ 43 #r ; R H
Spearman 73 M AH S& M 5 PEAL A (R H 32308 TAE
FEAE (ROC) £k, 2B AUC | BLA5 IX 0] B 4%
5 M cut-off {6, BX A Tl 5L it Logistic — 7t [7] 14
A, 3 [ T AL % logit (p) , B HAE Al <7 46 56
i, LU P<0.05 K255 A et L
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© 616 - SFWISIRITRE 2022454 H
2 #HR
2.1 PALIGRGR M sCD44s MIP-3a 7K 7254k,

PHALAES (T 20481 N 2338 |l PR 3 0 e vif Je
L7 sCD44s \MIP-3a /K V- AH L, 22 S A e 1% &
SL(P<0.05), W1,

F1 WAIRKER MF sCD44s MIP-3a 7K F 3L
[n(%), (x+s)]
Table 1 Clinical data, serum LEVELS of sCD44s and
MIP-3a in the two groups [n(%), (x+s) ]

- Mg X HEZH .
= 2N / 2
B (n=26) (n=26) LitE P
lesi 20(76.92 21(80.
7l % 0(76.92) (80.77) 0115 0.734
& 6(23.08) 5(19.23)
<504  14(53.85 22(84.62
i ¥ ( ) ( : 5778  0.016
=50%  12(46.15) 4(15.38)
T/ T1.T2  13(50.0( 21(80.
Ganil] (50.00) (80.77) S138 0,020
T3.T4  13(50.00) 5(19.23)
N/ NO.N1  18(69.23 24(92.31
s ( ) ( ) 4457 0.035
N2.N3  8(30.77) 2(7.69)
=5 . 11(42.31 19(73.(
AR 1.1 (42.31) (73.08) S042 0.025
. v 15(57.69) 7(26.92)
sCD44s  FIAHET  549.74+56.19 537.39+50.25 0.835 0.408
(pg/L)  YRAEJE  584.31%60.25 480.25+78.43 5.365 <0.001
MIP-3¢  WIVATHT  87.68+25.25  83.274#24.92 0.634 0.529
(pg/mL)  WHAK  9247+30.06  53.56x17.12 5.735 <0.001

2.2 &K NPC 520 K 4

Logistic [F1JH 438, AT IAESS (T 43 3] (N 4338
IIf S 23 0 L 90 YA I LT sCD44s . MIP-3a 7K S35 Ky
52 R NPC 2 K 2 (P<0.05) . WL 2,
2.3 Il sCD44s . MIP-3a 7K “F- 5 lifi JA% J B 4 11

156

kM NPC BB WA J5 MLIE sCD44s . MIP-3a

JKPAE T 43301 N o030 Sl R 3 S 7 T AR Ve, 25 5%
B2 L (P<0.05) , 4 Spearman AT HH S 204
15t 52 & NE NPC BEE WA 5 L sCD44s \MIP-3a
K5 T 4330 N 4330 B R 4 B 2 IE A 6 R
(P<0.05), WF3,K 1,

%3 [MiE sCD44s MIP-30 K F 5 FRIFIBHFIERI X R
Table 3 The relationship between serum LEVELS of
sCD44s and MIP-3a and clinicopathological features

sCD44s MIP-3a

57 P P
I S ST L e S
TS
TL1.T2 13 565.94+46.41 89.17x18.13
2.096 0.047 2.425 0.023
T3.T4 13 602.68+42.89 107.77x20.89
N4
NO.N1 18 570.26+47.24 92.72x17.69
2.190 0.039 2.693 0.013
N2.N3 8 615.92+53.25 114.08+20.85
I 5
I .0 11 554.36+48.61 87.31+21.36
2.577 0.017 2.188 0.039
II.IV 15 606.37+52.37 106.65+22.89

2.4 il i sCD44s \MIP-3a 7K - (W34 )5 ) ¥ &2 %
P NPC f T A7 {E

2221l ROC 14k, &I 1E sCD44s . MIP-3a 7K
(WG JE ) WA T &2 & M NPC /) AUC 5 K, -y
0.939, HAT R 47 T S fe | S A MU R 5 5 4y
M 80.77% .96.15% ., WLIF 2,
2.5 I TN BHE 9 B R B IR T I
IO L

WA TOUDM B 1 R 1 AR TR e T I AR

ZEFRAGIT
®2 ERMENPCEMEEREDH

2,
=

=

Table 2 Analysis of influencing factors of recurrent NPC

X (P<0.05), W4,

ES T A BAE SE. {8  Wald y*f OR1H 95% CI P

A <50 % =1,=50 =2 1.404 0.331 17.990 4.071 2.745~6.038 <0.05

T 440 TO-T2=1, T3-T4=2 1.535 0.327 22.041 4.642 3.025~7.124 <0.05

N 2+ NO-N1=1,N2-N3=2 1.466 0.319 21.106 4.330 2.982~6.287 <0.05

I PR 5339 [ -1 =1, M-V =2 1.555 0.302 26.512 4.735 3.145~7.129 <0.05
sCD44s (¥IIEJ5) <EW=1,>F (=2 1.659 0.325 26.056 5.254 3.025~9.125 <0.05
MIP-3a (IG5 ) <VIME=1,> V¥ E=2 1.611 0.320 25.342 5.007 3.124~8.026 <0.05
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Figure 2 The predictive value of serum sCD44s and MIP-3a

levels (after initial treatment ) for recurrent NPC

F4 BATNMEAMEELEBNERTIZHTHILL
(n(%) ]
Table 4 Comparison of long-term efficacy of nasal
endoscopy combined with prediction of positive and negative

patients [1n(%) ]

A F n 6~ H st 1 4R R
FHE 22 2(9.09) 6(27.27)
B 30 0(0.00) 1(3.33)
18 4.358
P1E 0.174 0.037
3 ifit

NPC 1 & B G IT , A0 R 8 52 & 2 i 2 e
1) FEE R K Z —  WEEHRIE , NPC B T J5 5 4F
L k%K 8.2%~22.0%"" . FLisWr  FIE T 2
AT B 9697 ) — A M i Al B s A A
W K PFAl NPC ST 5 Jy 3 2 & 2 ik 15 figk DL 1Y)
TR,

732 A R PR IR 40 i 9= 2 NPC 20 P A
FE o AT, PR I i I 40 A AR i A e B (H
FE NPC f IS5 v e 240 15 e v il 7 U 448 L )
28 HAE FH AT BE -5 i T Bl %% U0 AH 5C , T 240 i 1R+
FE M 2E HAE A AT e R FEOCEEA S AE T . A UE
SR, A 20 i PR AT e O I A AR R R |
PN B 4 L 52 e e 4 RS 2l M A5 O = A IR A
K I AR EEAE . MIP-3a & CC
TR A M A0 R T, T S 1 A0 A R R
AR A R LU A, 2 52
PR e e i R . AR5 B HE 7R MIP-3a
Z 5 NPC TR R E K. t—Lntrkd, =2
&M NPC S5 V1R 5 I3 MIP-3a K5 T 401
N o 09 B R 0 2 B M DG e R o 1201 T bk EL 40
JH R RE 38 2 40 06 4 L PR L G A T AR 2 e R

A5 RIS, 988 P 5 M T bk U 40 i T 4 5 R 3 4
JEPDH] , A2 NPC 41 el 398 sk Bt i 9o G 92 g 2281
CCL20 JE [H 25 (1) MIP-3c 25 2 A RSB 2R 41
M T A0 HsRA SRtk . B nl RE SN MIP-3a
Pt NPC & & kbt e i s ZHL ] 22—

CD44s J& B AT (i B 5 o P 1% 44t o 2 1 325 e p
8 I 5 M SRR T ) % S PR VR A7 A G
AR R it N K] i oW ) NS e
SEEEI A A MRS T 53 A RGBS A
AR AR RN R R AR . AR PR
CD44s 2 58 K P NPC kA= R, Pl g4
¢ B, CD44 35 5 NPC Ik L 45 #6747 %, H.
CD44 mRNA (5 2 35 $ 755 5 7 ik 00 45 % 507 0k
PEEE 2 HEM CD4ds 5 2235 n] BE b &2 & M NPC
B PRI RN 2 — o 25 F B s, AWFo
B M R L7 sCD44s . MIP-3a /K- (W16 )5 )
X5 Pk NPC 47 HR A #Ull , ROC 1l £ oK, B
A AU AUC 35 0.939, fm T 5Bl i, WA K4
D A5CRE o I R AT W] B A4S 0 1L 7 sCD44s . MIP-3a
K- (WA R ), i NPC & F$ (4 o 41 | v] g
MZEER.

52 RN NPCIRYT BT IR, FRR O T A AE T
BT, 5 AEAAERAN 12.6%~22.3% , H AT IR
L] QN B o el = NN B I - N 19 B A -2
FE TR RO E T AR A I U Bk S A U
ZHUAE L, B S U RO S B I 2
52K M NPC EE AR . BN T A ik
TAHEGEFRAMGK 5 A G, ALY
TH M SR> R DAL 4 e )R
ReFARG M, s BETE" . A5 LB, NPC
BEL L NEIRITE DA T BH PR 1 AR e %
T TR HUR sCD44s MIP-3a /K (W34 )5 ) X
NPC i & W5 HAT — & WAL A , U8 S 16 KR
7, BGE R A TUS

2 L] AL, WG JG L3S sCD4ds \ MIP-3a 5
NPC & %z Kl R 9o BRAFAF A 56 , B4 K6 0 m] 5 %%
T & % NPC, H.XF NPC 48 & AR T I 3
—E A , XHimRIAYT BA 58 5 8 5

S22 3Lk

[1] LiuY, FengJ, Zhao M, et al. INK pathway inhibition enhanc-
es chemotherapeutic sensitivity to Adriamycin in nasopharyn-
geal carcinoma cells[J]. Oncol Lett, 2017,14(2) :1790-1794.
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PBN.CRP.sCD40L . G-CSF {E IVIG J& 2 v )19 v
kB E X

FAART R ORE

2

ud

[ E] BH e )% (KD) B L AR E i 2 41 A 3142 (PBN) L C & b & A
(CRP) . I % 4 CDA40 BL {4 (sCD4OL ) v 4 Jif 4 ¥ 3% X - (G-CSF) 7K A8 Ak K% 9 & ek AR 20 Jik o 22
(CAL) (ITRIMMNE . F7ik  1BEH 2016 4F 5 H & 2021 4F 5 H I g 21 FH Tl A PR 54T 28 7 R T B2 ¢ KD AR
JL 118 B, AR 38 TVIG 357 I M43k TVIG TG W 4 (n=22) 5 TVIG BUR A (n=96) , 75 BEHURI 60 il fit
BE L g f B R4, FeA 3 2040 & 1fil PBN . CRP ., sCD40L . G-CSF 7KF , AR 47 To it & CAL ¥4 IVIG T )
N2 R IT & CAL f2 )L JE CAL L, LI AL 4M i Il PBN .CRP ,sCD40L . G-CSF 7KF, iT4 LR 4h il
A AgbRxF IVIG Jo 2 i KD Jf: & CAL Wl (86, &R 4ME I PBN . CRP ., sCD40L . G-CSF 7K L4 :
IVIG JC 5 W 20 >TVIG U > il B Xt BR A, 22 5778 e 127 3 L (P<0.05) ; VIG T W 24 CAL kA F e T
IVIG #USBH , 2 34 S8 X (57=8.005, P=0.005) ; IVIG J 2 v 41 3f: % CAL #: JL4M & 1l PBN. CRP,
sCD40L ,G-CSF /K15 T T CAL L, 258 Ge i35 L (P<0.05) ; #MN# Il PBN .CRP ,sCD40L .G-CSF B &
i AUC M 0.968, 1 T #—i2 1 (P<0.05) . £5iE  IVIG Jo)2 )i KD i JLA1E 1. PBN .CRP,sCD40L .G-CSF
IR B i 2k, B ARG AR K- 1 A I FRIEAS TVIG JRI7 AR TN & CAL RISk 3

[SEIm] N PR g T C RO AR 5 ATV PE CDA0 LA 5 R 2 e 3 R 8 5 stk
Bl e

Expression and significance of PBN, CRP, sCD40L and G-CSF in IVIG -unresponsive
Kawasaki disease

NIU Dongchun'*, WU Shen', SONG Yuying’

(1. Department of Pediatrics, staff hospital of Henan Hongyang Industry Co., Ltd., Nanyang, Henan, China,
474678; 2. Laboratory Department of staff hospital of Henan Hongyang Industry Co., Ltd., Nanyang,
Henan, China, 474678)

[ABSTRACT] Objective To analyze the changes in the levels of peripheral blood neutrophil count
(PBN), C-reactive protein (CRP), soluble CD40 ligand (sCD40L) , and granulocyte colony stimulating fac-
tor (G-CSF) in children with intravenous immunoglobulin (IVIG) anergy Kawasaki disease (KD) and its pre-
dictive value for complicated coronary artery lesions (CAL). Methods A total of 118 children with KD in
staff hospital of Henan Hongyang Industry Co., Ltd. from May 2016 to May 2021 were selected and divided in-
to IVIG anergy group (n=22) and IVIG sensitive group (n=96) according to the IVIG treatment response. In
addition, 242 healthy children during the same period were selected as healthy control group. The levels of
PBN, CRP, sCD40L, and G-CSF in the peripheral blood of the three groups were compared. According to the
presence or absence of CAL, the anergy components of IVIG were divided into children with CAL and chil-
dren without CAL. The baseline data, peripheral blood PBN, CRP, sCD40L, and G-CSF levels were com-
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pared. The predictive value of the above-mentioned peripheral blood indicators on IVIG anergy KD complicat-
ed by CAL was evaluated. Results Comparison of the levels of PBN, CRP, sCD40L and G-CSF in peripher-
al blood: IVIG anergy group>IVIG sensitive group>healthy control group (P<0.05). The incidence of CAL in
the IVIG anergy group was higher than in the IVIG sensitive group (%’=8.005, P=0.005). The levels of PBN,
CRP, sCD40L, and G-CSF in the peripheral blood of children with CAL in the IVIG anergy group were high-
er than those of children without CAL (P<0.05). The AUC of peripheral blood PBN, CRP, sCD40L and
G-CSF in the combined prediction of IVIG anergy KD children with CAL was the largest, which was 0.968
(P<0.05). Conclusion The levels of PBN, CRP, sCD40L, and G-CSF in the peripheral blood of children

with IVIG anergy KD are overexpressed. The combined detection of the above index levels can provide a refer-

ence for clinical evaluation of IVIG treatment effects and prediction of concurrent CAL.

[KEY WORDS]

1[I (Kawasaki disease , KD)J&—fhif- & <5
BEYL A B e REF GRS TR SR
5| N FPER £ 1 (intravenous immunoglobulin, IVIG)
Je HE BT T B B A 10%~20% 8 L3 1 I
IVIG 697 LR, b IT % e IR 3 ks 22 (coronary ar-
tery lesions, CAL)™", AHIHFFTIAN" KD i3 CAL
SEJLEE G KA O A A F i WAL 3R I BRI
PO JIE & A2 A8 T iy D PR PR, 2 41 o)
CAL & 853 Im PRIG YT RO & H i LR AR
fRULEEL, TRk , CAL & S 4iieiG 1k . R
EA T BT R | ILAE PN B AR T A R R T, W]
Z PRz 4 i 11%% (Peripheral number of neutrophil,
PBN) .C [ i £ 1 (C-reactive protein, CRP) , A4
CD40 fitfA (soluble CD40 ligand ,sCD40L) ki 4fi i £
P53 K ¥~ (granulocyte colony stimulating factor, G-
CSF) 25 20 i X 752 Wi o AEL i PR G 41 JA 1
PBN,CRP,sCD40L,G-CSF 7KF-B A Hitlill KD Jf: %
CALHRIEBY o ABFFEZRIMT IVIG T KD
LA 1 PBN,CRP.sCD40L . G-CSF 7K P45 fk J
Xf I CAL BTN, &7 R i AR E A IR
T3 58 MEHEFUR SR R UE S 8

1 AR

1.1 RS

YEHL 2016 4F 5 H 2 2021 4F 5 AT G20 FH Tl
B AE A AT ERE KD &)L 118 4, 42 IVIG
BT 434 TVIG TG 4 (n=22) 5 TVIG ]
JRA (n=96) , 75 35 B I 60 5] filt 5 JL 28 A fik e ot
M4, Hop IVIG o4 4 6 B, 55 16 1], 4F- i
-1 (3.28+0.69) % 5 IVIG 85U < % 30 1], 55 66
B, AE 534 (3.32+0.71) & fR X IR 4H . 40 12 441,
B 48 17, AR 44 (3.35£0.62) % o 3 LHAEIE PEH

KD; PBN; CRP; sCD40L; G-CSF; CAL

FHL TR B ZEF BG4 X (P>0.05), &
BE (e B2 01 2 28 o PP AL W) A 55, BT A A 55
X5 WA N A R &

PAFRHE : DIVIG Jo N4 IVIG U BIFF
A KD 2WitnifE™ , Hati2 i A5z IVIG B w] It
MREELGYIAIT s A5G DU 220 1 TG KRR R ]
FIWr A IVIG JeRNE : K95 10 d W32 B IR IVIG iR
7 2 dJ5  RIRA>38CEURYT E 2~7 d(H 2 2 ) A
FHRUR K 3 gt B A ZH A B i m) o s S5 e HEAth
A2 Mg, HEBRPRE: O&IF A SR 25
P ™ F R Y M s Qi 12 NIRRT
FFH QOIS F E R R AR .

12 ik

SN 1 PBN ,CRP ,sCD40L , G-CSF &3l - {677
A2 B HLAME I 8 mL, Horp—% 3 mL, £ 1% DY
TR BB BTEE , R FH 4 Bl I 20 M 4 A 430
PBN; 5 —4 5 mL, B AL E O AL [ 1 200xg B0
12 min (E5.02F42 10 em) |, BUEVE , —80CAIR TR+
fFo R LTS A DR A B ) il I fo 2 T
Bt 1 38 71 £ 10 72 1M 75 sCD4OL . G-CSF 7KF ; %
AU T 55 B R B} 2% IR0 A7 PR ) 2 L ek 325 35
&0 5E 1% CRP K-,

1HYT 7 KD BLPIIR Y7 LU K 5 IVIG
(2 g/kg, 752l 1 d B 1 g/kg, 7522 2 d) B4 Bl =] DT
(30~50 mg/kg)IGIT , WA IVIG JC Sy M s A3 H &
JhkiE S 2 mg/ (kg - ) R JE eiGdT , K72k 3 d.

KD Jf- & CAL AHCAE &L : IVIG Jo [ 21\ IVIG
ORI T 4B 50 SRR A, 21T IVIG 6
KA IVIG US4 IF & CAL 5 0L, Hivh CAL 2
WA o R DK B <4 mm B K 5 3 3k He
(Coronaryartery/aorta, CA/AQ ) >0.16 5§ 5t [k J7) 5 P
AR ALY K=1.5 185 3R 7R B4l e AR B ik 4 5K 5
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SN B4R 5~8 mm Y, CA/AO {8 M 0.3~0.6 B IR A
Yok R AR BN KR
1.3 Gtk

K F SPSS 22.0 B i AT B it . iR W
B (xs) Fi 3, 2 21 [0) HL 3R B R R Ty 28497
Mt , 32F— 25 W PR 20 1] b ARk H SNK-q A5 35 , PR 4[]
LU AR TR ST FEAS ¢ K 50 5 THECSORHH n (%) 320K
2 K5 5 2R FH Logistic 22 & [B1H 43 H7 TVIG J6 &L
P£ KD Jf: & CAL #5225 25 1] 323 TAEFr
fiE (ROC) #h £& , i 5% 7 J& 1. PBN . CRP , sCD40L .
G-CSF /K-8 — J B A % TVIG JG s W KD 9%
CAL [N E . P<0.05 2 FH G2 FE X,

2 &R

2.1 ZHHAMNA AR AR K

— [ 4} JE 1. PBN . CRP ., sCD40L . G-CSF 7K -
FLA < TVIG T8 2 b7 4L >TVIG UG 2 > it e X6 BB 401,
ERBAFITFE(P<0.05), WWEI1,
#£1 3%£85ME M PBN,.CRP.sCD40L.G-CSF 7K FLLES (x+s)

Table 1 Comparison of peripheral blood PBN, CRP,
SCD40L, G-CSF levels among the three groups (x+s)

am o PBN CRP  sCDA0L  G-CSF

b (x10L)  (mg/L)  (ng/mL) (pg/l)
WIG L 5 10,6043.72 76.50+12.87 28.315.25 705.84149.67
SN 40

IVIG U4 96 8.76+2.84 54.84+8.69 19.62+3.96 575.59+103.84
fHEFRXT IR 60 4.85+1.77  7.64+2.05 7.71%2.19 267.18+49.83
F1H 205226  3568.631  1158.607 971.881
P1i <0.001 <0.001 <0.001 <0.001

2.2 IVIG LW 4H 5 IVIG U4 CAL & AEA%

IVIG o) W4 CAL %428 31.82%1 T IVIG £
JEH 15.63% , 2 A BHFE L (P<0.05) . W3R 2,
2.3 IVIG Tt W4 A Joif & CAL & JLAMNE il 45
FRbRIKF

IVIG JC J2 i 41 JF % CAL & JL 4 J& 1fi. PBN
CRP ,sCD40L ,G-CSF /K- FJ& CAL 2L, 2 57
HE 247 L (P<0.05), WL# 3,

R2 IVIGERFASHBECAL REBRLLE [n(%) ]
Table 2 Comparison of the incidence of CAL between the
IVIG non-responsive group and the IVIG sensitive group

(n(%) ]
HAl AR N

415 gy s SRR
IVIG L wdl 22 5(22.73) 2(9.09)  7(31.82)
IVIG U4 96 13(13.54) 2(2.08) 15(15.63)

2 1H 8.005

P{H 0.005

2.4 1VIG /Wi PE KD BULIT & CAL fy 520 [H 2

DL IVIG TG R W P KD 3 & CAL I A8 &, 0=
o, 1=4 s AR AERFLETE] | 40 M F 5, A0 s i
PBN .CRP .sCD40L .G-CSF /& B 48 & , R HAE &
B AL B 58T, S5 5 s, B REERTR]=10.13 d |
40 i 31 % =14.79 x 10°/L . PBN=10.59 x 10°/L .
CRP=76.59 mg/L . sCD40L=28.31 ng/ml . G-CSF
=705.84 wg/L j& IVIG Jo 2 i 14 KD 3 & CAL Byl
SEFER N (P<0.05), W4,
2.5 AN JE I 4% 18 b5 % IVIG TG ) W PE KD 3 &
CAL [ 150 4

SNE I PBN ,CRP ,sCD40L .G-CSF 41 AUC
4 0.968, T H—2 Wi (P<0.05) . W5 & 1.

3 it

PBN H A5 3 K 75 W R B AE L, v U5 - 25
G RWEY T, AT AR AR . G-CSF & —#f
PE 2 36 5 IR 7, R = A T BE L A A, AR
A5 PBN 45 &, 7= AR AE WO, I #E HLIA PBN 3
B oA KRR, IR BEAY T 2 R A R R, I
PR 5 RE R o A58 45 3L Ui B PBN . G-CSF
S0 A5, 76 KD 8L IVIG 697 hiE S
HEEH . S50, FsE R AR 1, G-CSF A 22
BN TN CAL $5 b5 2 — o AHIFFE i 1 X H B
IVIG Tt Jz . KD Jf % CAL & JL 7 J& 1. PBN |
G-CSF /KF & FJC CAL L, B X T RE 2 i T
HhJE I PBN \G-CSF 7K -1k B & 1.

&3 WVIGERMAFTIIH % CAL £JLSME M PBN,CRP.sCDAOLG-CSF 7K FLLE (v +5)
Table 3 Comparison of peripheral blood PBN, CRP, sCD40L and G-CSF levels in children with or without CAL in
IVIG non-responding group (x+s)

205 n PBN(x10"/L) CRP(mg/L) sCD40L (ng/mL ) G-CSF(ug/L)
% CAL L 4 13.37+4.49 105.98+32.74 39.78+12.45 846.79+153.61
J& CAL L 18 9.24+2.85 62.37+17.09 22.74+8.19 637.38+114.89
A 4.037 6.338 5.907 5.510
P1H <0.001 <0.001 <0.001 <0.001
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F4 IVIG TR MM KD 2L % CAL ZMME E B Logistic @A F 2

Table 4 Logistic regression equation analysis of the influencing factors of CAL in children with IVIG-unresponsive KD

AT S BAEH SE {4 Wald »* {8 OR 95% CI PiA
B ARFF LT ] <10.13 d 1.000
=10.13d 0.668 0.280 5.693 1.950 1.172~3.246 0.009
S 0274 <14.79x10°/L. 1.000
=14.79%10/L. 0.724 0.239 9.169 2.062 1.346~3.159 <0.001
PBN <10.59%x10"/L 1.000
=10.59x10"/L 0.653 0.246 7.041 1.921 1.274~2.896 <0.001
CRP <76.59 mg/L 1.000
=76.59 mg/L 0.758 0.275 7.591 2.133 1.420~3.205 <0.001
sCD40L <28.31 ng/mL 1.000
=28.31 ng/mL 0.654 0.252 6.734 1.923 1.185~3.121 <0.001
G-CSF <705.84 pg/L 1.000
=705.84 p.g/L 0.679 0.261 6.771 1.972 1.285~3.027 <0.001
%5 ROCHHLER Ifil. CRP ,sCD40L /K F-7E IVIG Jo i # KD )L h
Table 5 ROC analysis results SEEFEA, AT e 5 4N E i CRP . sCD40L Tt 5 —
il A ==Y 2 —
J6hE  AUC  95% CI cutoff fil %’:;f)rg ﬁfjﬁ P FE TR BE S EE AL R E I N, S ECIVIG Pt A
. 2L NI SIRcy o
PBN 0.793 0.658~0.893 >10.41x107L 82.35 7429 <0.001 Ko T AEAINR, CRP sCD40L 5 IR 2
CRP 0.812 0.679~0.907 >94.88 mg/L. 70.59 91.43 <0.001 kA R B I A e BB & . HOX) B 0658 ST
sCDA0L 0.800 0.666~0.898 >38.52 ng/ml 58.82 88.57 <0.001 S CRP=100 o S o
= mg/L & KD & - CAL )
G-CSF 0.850 0.724~0.934 >706.81 pg/L 8824 68.57 <0.001 1 '/\' ’ g e 8K i CEELRTS
B4 0.968 0.878~0.997 9412 9429 <0.001 TG R 2, {H 56 F 40 I sCD40L 78 KD Jf: & CAL

UK (%)

20 40 60
100-45 54

%M 1l PBNCRP.sCD40L,G-CSF 3t IVIG 7 [z K
KD 3% CAL MBI M1E
Figure 1 The predictive value of peripheral blood PBN,
CRP, sCD40L and G-CSF in IVIG-unresponsive KD
complicated with CAL

80 100

B 1
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SR EEE S S W T, AR TS I
ANKR 38 3 5 AR R SZ AR S A AT S 5 0 RAE
FRE R S PR s R, AR B R, A A

VR FHAILHIIE PR 3 A B . ASBIFFY 48 Logistic £
PRI 2 [ 05 437 245 SR/ E T 40 A 1fi. CRP, sCD40L 1]
ft2 5 IVIG Jo Wi KD I & CAL J FREFE . (H
ROC [ & 73 #r & B, 4 J& 1. CRP . sCD4OL i {1l
IVIG JC /2 it KD LI & CAL MR 7370 0
70.59% .58.82% , YA, AT WLAY A CRP . sCD40L H.
TGS AR 0 I & CAL A7 17— Bl . Atk —2 4
o TR BE , A FE 22 il Bk A ROC il 2 - 1
I [R] A6 1 4 J& 1. PBN | CRP , sCD40L , G-CSF A
SRR I PRI TVIG TG s it KD Jf & CAL (13
A BOERE A B4 FIG R X R IT . S5k,
Z [R5 3k (1] UM 43 BT 245 41 KD £ LIl R BERHA
RIL, AT AT = 7R & KD &2 CAL M fa s
R, ARV FEW AL, BCEPEAS TVIG JE & B M KD
It K CAL 520 PR 2R A, 38 oK 1 40 i T4 A %
eI, LU D BE IR

Zg L] A1, IVIG T W KD LA E I PBN
CRP . sCD40L ,G-CSF 7K - i 7 e 3k , 6 G A il
ERFE AR AT R il PR IEAL TVIG 167 3658 . il
It & CAL #2254
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ML i CYFRA21-1.TSGF Kz miR-93 £ I 11 ELIK 9
Wiz W v

Ml EIRMET KRB RBE*

(# ZE] HE OVrmiEaneMmE N 19 5B (CYFRA21-1) B e e 5 % A K I F (TSGF) |
fi/IN RNA-93 (miR-93 ) K U 75 S W A2 Wb i AR (B, 3% 1R ER 2018 4 6 H %2 2020 4F 6 H T
B BT BE B AL 21297 1Y 78 {51 S I S Mk 9 5 A Sy S TR 2L, AR AR S R I DR A3 SRR o 3 T 48 ]
T1 1A 30 il 5 35 BRI 11 78 {91 5 Ml 4 2B 3 Ay S I 5 4, 32 ST A A 19 78 491 i g e A Sl o IR 2 L
A5 A LT CYFRA21-1, TSGF . miR-93 7K -, Jf 221l 223 35 T /E R ik (ROC) i £k 73 B 32 Wi 41 6L .
%% CYFRA21-1.TSGF.miR-93 7K : &b ¥ 4 > S 0 AR 4 > X FR A, 22 57 39 e it 22 3 L (P<0.05) 6
11 3 L7 CYFRA21-1 ., TSGF .miR-93 /K& F 1 #, 22 R34 e it X (P<0.05) . ROC [l 5347 ik
75 CYFRA21-1, TSGF . miR-93 I 412 Wi S /7 AUC 24 0.938 , UK FE F: 5B 7391 4 91.03% .85.90% , 55
TH—3EARIZ T (P<0.05) . 451 17 CYFRA21-1 . TSGF . miR-9 ¥4 7] 4 Sy Rl 3] S 0 g 1) 1005 B 2 4
XA =3 A T 0 — 25 B TR R 1 i WS B Sk S MR 1) IS T B L R RE 2 W

[$EiE] S s A0 2R F 19 B B PEIR R S v K 7 5 /) RNA-93

Application of serum CYFRA21 -1, TSGF and miR - 93 in the diagnosis of early
nasopharyngeal carcinoma

LIU Shuai ', WANG Zhenpeng', ZHANG Zhiwen *, SONG Zhaoying '*

(1. Department of Otolaryngology, Anyang Hospital of Traditional Chinese Medicine, Anyang, Henan,
China, 455000; 2.Department of Laboratory Medicine, Anyang Hospital of Traditional Chinese Medicine,
Anyang, Henan, China, 455000)

[ABSTRACT] Objective To analyze the application value of serum cytokeratin 19 fragment
(CYFRA21-1), tumor specific growth factor (TSGF) and microRNA-93 (miR-93) in the diagnosis of early
nasopharyngeal carcinoma. Methods 78 patients with early nasopharyngeal carcinoma who were diagnosed
and treated in Anyang Hospital of Traditional Chinese Medicine between June 2018 and June 2020 were selected
as nasopharyngeal carcinoma group, 78 patients with nasopharyngitis were selected as nasopharyngitis group,
and 78 healthy adults were selected as the control group. Serum levels of CYFRA21-1, TSGF and miR-93 were
compared among the groups, and the receiver operating characteristic (ROC) curve was plotted to analyze the
diagnostic value of the three indicators. Results The levels of CYFRA21-1, TSGF and miR-93 decreased in
order from the nasopharyngeal carcinoma group, the nasopharyngitis group, to the control group, with
statistically significant differences among the groups (P<0.05). The levels of CYFRA21-1, TSGF and miR-93
were higher in stage Il than in stage I , with statistically significant differences (P<0.05). ROC curve analysis
found that the AUC of combined diagnosis with the three indicators was 0.938, and the sensitivity and

specificity were 91.03% and 85.09% , which were higher than those of single diagnosis. Conclusion Serum
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*EAEVEE  RBE, E-mail :1s840201@163.com
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CYFRA21-1, TSGF and miR-9 can be used as serum markers of early nasopharyngeal carcinoma, especially

TSGF. Combined use of the three indicators can further improve the diagnostic efficiency for nasopharyngeal

carcinoma.
[KEY WORDS]
MicroRNA-93

S MRSERHE A T S R s TS A e A g
TR UL B 2 — o R T S R S
ol , B R IERITC I W AR E , 28U E Sz E
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factors, TSGF) JZ: IIfa PR UL L35 M br i 90, 5%
871 S WA 9 A I M R AR B i ) UL CY -
FRA21-1,TSGF 7K -, W4 1] {5 Ay it PRAZ 1B 15 5
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TSGF 25 S e (e 5 B A

miR-93 42 HAT PR A B9 AR 2 15 RNA , 5557
WF5EIA A miR-93 55 5 i & R A= i/ 1= 28154 7%
AT 22573 55 Rl B F RHA L A
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X FL 30 S5 W g 1432 W 12 R AR, DA Sy B S0 e i
FE IR R SIR S % BARIREIT .

1 #RE5FZE
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Nasopharyngeal carcinoma; Cytokeratin 19 fragment; Tumor specific growth factor;

R1 ZAMN—MEBLE [(vxs),n(%) ]
Table 1 Comparison of general data of the three groups

[(x£5),n(%)]

4151 Pl FI(E)  BMI(kg/mt)
5 E’8
BRI 58(74.35)  20(25.64)  55.16£5.09  24.98+2.69
BINRA 59(75.64) 19(24.35) 56.91x7.12  24.74+2.77
XUEZH  61(78.21) 17(21.79) 55.57+6.28  24.81+3.05
Fly {8 0.856 1.689 0.147
P1H 0.214 0.187 0.863

FREM . R H Elecsys1010 I H £k 2% & 50 5 53
B A B e e 22 3K 7 & (% 1 Roche 24 w]) 4 il
CYFRA21-1; 3R HAE A L 68,246 ) TSGF, 177 &
W T 387 KBl A= ) B AR A R 2 w5 2k 2800 8
PCR £  miR-93 7KV~ , 1250 & 1 A 7 KB 2 4 4
AARAE, W75 2 a MR8 AR
e A BR 2wl B o
1.3 Geit2#Jrik

K G 2F A SPSS24.0 43 A #% BEALHE |, i1
HPRERH (x£5) FoR , 2410 LR FR R ZE T
225K (PR 3R F LSD-1 K 56 ) 5 THECFRER
n(% )RR AT ¥ Ke 5 ; Logistic P11 43 BT #4) 2 I 7
CYFRA21-1 , TSGF . miR-93 B2 Wb /1 | #5441
4 J8 % ] Hosmer-Lemeshow 46 46 , s 72k T.
YERFE (receiver operating characteristic , ROC ) i £k
AT Wi e, i 26T i AR {E (area under the ROC
curve, AUC) i LL R FHAE 406 5 5 L P<0.05
EZRASIEE L

2 FR

21 =AM RS LR
M R 4 | & IR R 40 CYFRA21-1 ., TSGF
miR-93 7K 7 ¥ i 3 & T X B2, H & g 4
CYFRA21-1 . TSGF .miR-93 /K- & 2 T 4 4H
ZERWA SR E X (P<0.05), L3k 2,
2.2 FLU SRR AN R 0 I R A LA
1T #9117 CYFRA21-1.TSGF . miR-93 7K -5
F I W(P<0.05), W#E3,
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®2 ZHMFERLE (v+s)

Table2 Comparison of serum indexes of the three groups(x+s)

45 n  CYFRA21-1(ng/mL) TSGF(U/L) miR-93

BREA 78 2.70+0.63° 79.14%15.22° 17.06+5.82"
BIRg4 78 1.99+0.49 60.49+18.24  11.58+3.03
XTREZL 78 1.58+0.35 55.11x15.15  4.05+0.95
Fii 98.93 48.88 227.13
P <0.001 <0.001 <0.001

SRR L, *P<0.05; 5 S W R 41 FE , PP<0.05,

*3 BRHEREREARIGKRSHANMEFRRLE (x£5)
Table 3 Comparison of serum indexes among patients with

early nasopharyngeal carcinoma in different clinical stages

(x+s)

215 n  CYFRA21-1(ng/mL) TSGF(U/L)  miR-93
[ 48 2.43+0.65 75.35+14.20  15.07+5.31
o 30 3.13+0.62 85.21+16.05  20.25+6.20
i 4.709 2.827 3.928
Py <0.001 0.006 <0.001

2.3 IfiLi% CYFRA21-1 . TSGF.miR-93 } HEK 512
b L ) 5 MR s ) 411

ROC {2k 43 H7 it 78 CYFRA21-1, TSGF , miR-
93 BEA 2 W SRR AUC N 0.938, RS 45 57
4391 8 91.03% . 85.90% , = T B —F8 FRi2 Wi (P<
0.05), %4 K1,

3 it

S TR o 2 e TR X v A B85, A SATF 9
71N T3] S WA RE B9 5 AR AR A7 T 38 95% , T HEE
WBEMT 70%, NI R 2By E2, H
BT, s W 12 W 22 B A7 A i PRAE DR I 388 2o g 2
TG 2 R AN S L W, (R 5
8 i PRAEAR AN BA Sk, L BEAG A e — e PR 1%
KA L AL A N R R, AR 2 R K
B o FRTT RISE B LT AR A= bR A6 T e TR

R4 BUMFBRITKSISH R ERENNED N

Table 4 Value of the combination of serum indexes in the diagnosis of early nasopharyngeal carcinoma

ORI I A1 AUC HURE (%) 5 (%) 95%CI P
CYFRA21-1 2.43(ng/mL) 0.813 85.90 62.82 0.743~0.871 <0.001
TSGF 67.14(kU-L™) 0.820 80.77 74.36 0.750~.877 <0.001
miR-93 16.3 0.756 53.85 93.59 0.680~0.821 <0.001
JiEEAS 0.938 91.03 85.90 0.887~0.970 <0.001
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Figure 1 The value of combined diagnosis of early

nasopharyngeal carcinoma
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Application of serum E2, P, VEGF and endometrial thickness in early diagnosis of ecto-
pic pregnancy

70U Dan, ZHOU Sufang, ZHAO Aiqin, ZHANG Xiaoyan*

(Department of Obstetrics & Gynecology, Jiangsu Suzhou High Tech Zone People * s Hospital, Suzhou,
Jiangsu, China, 215129)

[ABSTRACT] Objective To explore the application value of serum estradiol (E2) , progesterone
(P), vascular endothelial growth factor (VEGF) and endometrial thickness in the early diagnosis of ectopic
pregnancy. Methods A total of 114 pregnant women with suspected early ectopic pregnancy who were
admitted to the Department of Obstetrics and Gynecology, Suzhou High-tech Zone People’s Hospital from May
2019 to May 2021 were selected as the research objects, of which 79 cases were confirmed by pathological or
surgical examination as the case group, and the other 35 cases for the control group. The differences in serum
E2, P, and VEGF levels of the two groups of pregnant women were detected, and the endometrial thickness of
the two groups of pregnant women was measured by Color Doppler ultrasound. The ROC curve was used to
analyze the value of each index alone or in combination in diagnosing early ectopic pregnancy. Results The
serum E2, P and endometrial thickness of pregnant women in the case group were lower than those in the
control group, while the level of VEGF was significantly higher than that in the control group (P<0.05). Binary
Logistic analysis showed that decreased E2 and P levels, increased VEGF level and decreased endometrial
thickness were risk factors for ectopic pregnancy (P<0.05). The results of ROC curve showed that the AUC of
E2, P, VEGF, and endometrial thickness for the diagnosis of ectopic pregnancy were 0.795, 0.904, 0.838, and
0.861, respectively. The AUC of the four combined detection was 0.978, and the sensitivity and specificity

E A NG R AR ERRE A (SYSD2015065)
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were 100% and 85.7% , better than single detection (P<0.05). Conclusion The detection of serum E2, P,

VEGF and endometrial thickness in ectopic pregnancy and puerperium have higher value for the early diagnosis

of the disease, and the sensitivity and specificity of the combination of the four are higher.
[KEY WORDS] Ectopic pregnancy ; Endometrial thickness; E2; P; VEGF
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®1 MAZA—MABLER [((xs), n(%)]

Table 1 General data of pregnant women were compared between the two groups [ (x+s), n(%) ]

205 n AR (%) BMI(kg/m?) ZEJE (F) WA A 42417 WEAE 3 7™ s
S 161 2H 79 27.87+6.08 21.36+2.45 6.86+0.69 38(48.10) 41(51.90) 7(8.86)
XF IR 4 35 28.57+6.28 21.65+2.28 6.86+0.85 19(54.29) 16(45.71) 4(11.43)
VAL -0.560 0.024 0.592 0.371 0.183
P1H 0.577 0.981 0.555 0.542 0.668
x2 WAZHAMEE2.P.VEGF R FEMNBEERELLE (x+s5) e
— FEABELE

Table 2 Comparison of serum E2, P, VEGF and

endometrial thickness in the two groups (x+s)

TE A

Q =]
A5 n JEL FE (mm )

E2(pmol/L)  P(nmol/L) VEGF(ng/L)

J 4L 79 1942.36+£348.52 20.15+6.82 218.21£52.98 8.13+1.48
XTIEZL 35 2548.21£584.20 36.19+10.80 142.60+36.84 10.69+1.84
t{E —6.878 —9.593 7.654 —7.923
P{H <0.001 <0.001 <0.001 <0.001
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Table 3 Multivariate regression analysis of two groups of
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Table 4 Diagnostic value of serum E2, P, VEGF and endometrial thickness for ectopic pregnancy

el AUC bR 95% CI I FE APEAREL HURE (%) FERE(%) P{H
E2 0.795 0.051 0.694~0.895 2335.48 0.528 89.9 62.9 <0.001
P 0.904 0.027 0.851~0.958 25.01 0.683 79.7 88.6 <0.001
VEGF 0.838 0.039 0.762~0.913 202.09 0.519 51.9 100.0 <0.001
FE YRR 0.861 0.045 0.772~0.949 9.80 0.667 92.4 74.3 <0.001
IS 0.978 0.011 0.957~1.000 5602.19 0.857 100.0 85.7 <0.001
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(1. Department of Obstetrics and Gynecology, Wuhan Kangjian maternal and infant hospital, Wuhan, Hubei,
China, 430000; 2. Department of Obstetrics, Hubei maternal and child health hospital, Wuhan, Hubei,
China, 430000; 3. Department of Obstetrics and Gynecology, Huanggang Central Hospital of Yangze University,
Huanggang, Hubei, China, 438000)

[ABSTRACT] Objective To investigate the changes and clinical significance of advanced
glycosylation end products (AGEs), transforming growth factor-B1 (TGF-B1), pregnancy-associated plasma
protein- A (PAPP-A) and retinol binding protein (RBP4) in serum of pregnant women with hypertensive
disorder complicating pregnancy (HDCP). Methods A total of 180 pregnant women with HDCP (HDCP
group) and 100 healthy pregnant women at the same time (control group) were selected as rearch subjects.
According to the severity of their disease, pregnant women in the HDCP group were divided into simple
gestational hypertension (GHP group) 98 cases, mild preeclampsia (MPE group) 52 cases and severe
preeclampsia (SPE group) 30 cases. Serum levels of AGEs, TGF-B1, PAPP-A and RBP4 were detected, and

to analyze the differences of various indicators and reference ranges of HDCP in pregnant women. Results The
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serum levels of AGEs, TGF-1 and RBP4 in the HDCP group were higher than those in the control group,
while the level of PAPP-A was lower than that in the control group, the differences were statistically significant
(P<0.05). The results of ROC curve showed that the AUC of each indicator in the diagnosis of HDCP from high
to low was TGF-31, RBP4, PAPP-A, and AGEs, all of which were greater than 0.7, with certain diagnostic
value (P<0.05). Comparison of serum AGEs, TGF -1 and RBP4 levels in HDCP pregnant women with
different disease severity: the SPE group > the MPE group > the GHP group, the difference was statistically
significant (P<0.05) ; PAPP- A level comparison: the SPE group <the MPE group <the GHP group, the
difference was statistically significant (P<0.05). Spearman correlation analysis showed that AGEs, TGF-B1 and
RBP4 levels were significantly positively correlated with the severity of disease in pregnant women (P<0.05) ,
while PAPP-A levels were significantly negatively correlated with the severity of disease (P<0.05). Conclusion

In pregnant women with HDCP, increased levels of AGEs, TGF-B1 and RBP4 and decreased levels of PAPP-A
are closely related to the severity of the disease. Detection of AGEs, TGF-31, PAPP-A and RBP4 in pregnant

women is helpful for evaluating the severity of HDCP.
[KEY WORDS ]

I U391 55 1M %55 9% (hypertensive disorder com-
plicating pregnancy , HDCP ) J& 2% I & UL (1) 4T Uk #H
WRFIT &E , 23R BN IR T+ KM /R
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GHP) . F-Ji i ] ( preeclampsia, PE) . T-Jii§ % . HD-
CP W EA T FEA I H IS REREM ELAR
SEWRTI S B A A A AT S 3R i BRI A L
FETZ. HHET, MR R YT I IO RO 1 o T
W28 3B J LG B0 , T 15 10 R F S s 2% 0k 4 4 DA A
HERE LA %2 4> . HDCP (1 &S HL I AT)AS 58 42 v
RN K ATRE Hastfl S A AR R IE iR
BB R R E LR R AL, 25/ N IEZE K
N EZ 20 B S RE A 460 T e L R B B A, Y
KIS 0 A FE (L 24K 7 ) (advanced glyco-
sylation end products, AGEs ) M H: 57 (AR 7F Il 5 N 7
2 i % i v R AR M rh ek A e T L5 RAE S
N YA G, A AT BE AGEs A5 H SAE #5435 F
Jord I A AR B VTR OG o Ak 2B K BRI F--B1 (trans-
forming growth factor-B1, TGF-B1) N LR+ 5Kk
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ated plasma protein-A , PAPP-A ) i JIfy 45 124 3% 41 fitd r=
AR BEEE ARG, BB BN 5 A L ) 2 g AR
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RBP4) J PR NGz e 2 1 38 A LB W2 3 1R AU )
MR BT — , A 2 5 3 e R ARHORN = B 2% i
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HDCP; AGEs; TGF-31; PAPP-A; RBP4

PAPP-A J RBP4 { AR A AT T 5T, 223 o0 #7 H
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1 ARSI
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H) AR 1 (28.20+3.58) %, 22 JH E- 14 (25.16+
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RN (P>0.05) AWFFRAACHEZ: otk
1.2 FiE

25 M A 2 G A0 8 ki 5 mL BT R IR
BN, LA 2 500 r/min (553 250 10 min, 80248
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75 F] 5 PAPP-A SR AT {4 il 3K £ 5 WA o6 32 Al
R D3 7 & i 2h a6 i A A PR A
RBP4 SR FH e 28 HE i 2 46 ), A4S 30550 &
BHEEY) TRERAR A R T o BRI
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FREEZE 1 FRTRbR I S H (AL
1.3 Stk

K H SPSS 22.0 e i R AF AT 53, i R}
Ph(x+s)3Rn, ZH BRI 225081, IR LLAR
K e k58, AH OC 1 43 A7 R B Spearman #H 434t
2221l ROC M4 73 M Al DG 48 45 X HDCP /12 Wi i
AN ) 9 I 7™ 26 P2 B 28 TEUAH Q38 A5 1 2 5 (H
. DL P<0.05 AZERAGIE L.

2 #R

2.1 HDCP 4 5 % #4122 15 /K ~F il 7% AGEs .
TGF-B1.PAPP-A } RBP4 /K- H 4%

HDCP 4 %+ 1fi. 7 AGEs . TGF-B1 A RBP4 /K
-7 T X B L, PAPP-A KR T X IR 4, Ho g 24
SAGIEE X (P<0.05) . WE1,

%1 HDCPASXRAZ KT MiE AGEs . TGF-B1,
PAPP-A % RBP4 7K FEL%: (x+s)
Table 1 Comparison of AGEs, TGF-1, PAPP-A and
RBP4 levels in the HDCP group and the control group (x +s)

21 3] AGEs TGF-B1 PAPP-A RBP4
A " (ng/mL) (ng/mL) (mU/L) (pg/mL)

HDCP 4] 180 42.79+4.17 8.08+1.38 2924.40+742.61 9.02+3.17
YRR 100 38.99+4.55 6.6320.90 3642.56£708.82 6.16£1.99
1 7.084 9.444 7.880 8.160
P <0.001 <0.001 <0.001 <0.001

2.2 [IfilL%% AGEs.TGF-B1.PAPP-A & RBP4 /K-
X} HDCP {52 Wit/

ROC M £k 45 2R W 7, 45 46 #1212 Wt HDCP 1Y
AUC H = 2 {K K ¥/ & TGF-B1,.RBP4, PAPP-A |
AGEs, H¥J>0.7, B —& iz Wi ih {8 (P<0.05) .
g2, K1,

2.3 [R5 1% ™ 5 A B HDCP 42 i IfiL ¥ AGEs .
TGFE-B1.PAPP-A % RBP4 /K L4
AN [R5 15 ™ B FE B HDCP 22 ¥ 1fiL & AGEs |

#* 2 Ini%& AGEs.TGF-B1.PAPP-A K RBP4 7k FXF
HDCP HJiZ BT 3 BE S
Table 2 Diagnostic efficacy parameters of SERUM AGEs,
TGF-B1, PAPP-A and RBP4 levels for HDCP
~ . i,
BEE I L HUBIE ESIE AUC
AGEs(ng/mL)  40.60 0.387 0.717 0.670 0.732 0.670~0.794
TGF-B1(ng/mL) 7.32 0.483 0.683 0.800 0.809 0.759~0.859
PAPP-A(mU/L) 3221.52 0.448 0.678 0.770 0.753 0.693~0.813

95%CI

RBP4(png/mL)  8.07 0.444 0.594 0.850 0.777 0.724~0.830
1.0
£ U
0.8 — AGEs
-~ TGF-B1
RBP4
g 00 — PAPP-A 44k
F a4l BEL
02

0 02 04 06 08 10
1-RE e

B 1 1% AGEs.TGF-B1.PAPP-A X RBP4 i2 i HDCP &Y
ROC %
Figure 1 ROC curves of AGEs, TGF-31, PAPP-A and
RBP4 in serum for HDCP diagnosis

TGF-B1 } RBP4 /K- L #4 : SPE 41>MPE 41 >GHP
A, 25 BHA 51 2E R L (P<0.05) ; PAPP-A /K
%5 . SPE 4 <MPE 41<GHP 4 , 2 R it 5 X
(P<0.05), WL#%3.

£3 AREBIEEERE HDCP Z {34 M 7% AGEs, TGF-B
1.PAPP-A B RBP4 7K F LEEZ (x+5)
Table 3 Comparison of AGEs, TGF-1, PAPP-A and
RBP4 levels in the HDCP group with different severity of

disease (x+s)

ay . AGEs  TGF-Bl PAPP-A RBP4
A (ng/mL)  (ng/mL) (mU/L) (pg/mL)

GHP4 98 41.12+3.72 7.29+0.93 3233.06+£727.95 7.84+2.25
MPE 4] 52 43.70£3.70° 8.49+0.97" 2656.20+537.17° 9.21+2.93"
SPEZ4 30 46.67+3.23" 9.95+1.09" 2380.98+606.25" 12.57+3.50"
F1H 29.015 92.966 25.286 35.700
P{H <0.001 <0.001 <0.001 <0.001

1 5 GHP 41 L4 ,*P<0.001, 5 MPE 40 4%, "P<0.001 .

2.4 HDCP & {455 1 /™ & 2 & 5 1l i AGEs .
TGF-B1.PAPP-A J RBP4 /K- [ A1 et

Spearman #H 5 3 M R, 22 10 10V 5 00
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FF A (P<0.05) , PAPP-A 7K - 5955 175 /™ o F Ji
BB E A (P<0.05), W4,

3 itip

HDCP 233t LA R 5 i F 2N 2 —,
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%4 HDCPZAMIEmERE S MiE AGEs  TGF-B1,
PAPP-A % RBP4 7k F B HH K 14

Table 4 Correlation between the severity of HDCP and

serum levels of AGEs, TGF-1, PAPP-A and RBP4 in

pregnant women

i H AGEs TGF-p1 PAPP-A RBP4
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22 2 RFA 1697 I Je PRI (1) 808 K b ifiu i TGF-B1 .
EGR2 7K F-1J3 )

AMEE T BT W

(8 ZE] B8 BT S moAR (REA) JG 7 IR % M I 09808 SO i v 7% e A 4 -8 1
(TGF-B1) A i 1 2(EGR2) K P52 M . ik HEAL 2018 4F 1 F % 2021 4F 3 R4 & Bk
B HY 115 5 K P R S AR IR YT RO [A) 43 AR5 21 (28 % RFA JRYT , n=59 ) Fixt B8 20 (AT 3h ke 7
e 3EVRTT ,n=56) . R4 AT S e ifiE (CD3* .CD4* .CD8" .CD4'/CD8") . IfiLi#§ TGF-B1 K EGR2
KRR, &R IR EARE(76.27%) H TXHIRA (57.14%) , 2 74 Gt & L (P<0.05) .
ERIFRTH L, BiZHi6Y7 )5 CD3'.CD4" .CD4'/CD8' \EGR2 ¥J | 7}, CD8+ }2 TGE-R1 4 F [ , Horh LIBFSE
Ml B3, 2R A5 EE L (P<0.05) . BAIAR RN & AR 0L 322 53 B gevh 24 38 L (P>0.05) .
LR 2 RFA AT IR KV IR RO V), 7T 20805 HLAR 5% D A & 1 7% TGF-1 . EGR2 /K-, H.
AR I PR L FH iS¢ 08

[X#IA] RFA; 2 &M ; TGF-B1; EGR2

Effect of percutaneous RFA in the treatment of primary liver cancer and its influence on
serum TGF-B1, EGR2 levels

DU Weiwei'*, DUAN Zheng®, HU Bin®

(1. Department of Oncology, Henan Provincial Hospital of Traditional Chinese Medicine (The Second Affiliated
Hospital of Henan University of Traditional Chinese Medicine ) , Zhengzhou , Henan, China, 450002 ;
2. Department of Tumor Zone 2, Henan Provincial Hospital of Traditional Chinese Medicine (The Second
Affiliated Hospital of Henan University of Traditional Chinese Medicine ), Zhengzhou, Henan, China, 450002)

[ABSTRACT] Objective To investigate the effect of percutaneous radiofrequency ablation (RFA) in
the treatment of primary liver cancer and its influence on serum transform growth factor-B1 (TGF-B1), Growth
Reactive Protein 2 (EGR2) levels. Methods 115 patients with primary liver cancer admitted in Henan Provincial
Hospital of Traditional Chinese Medicine from January 2018 to March 202 were selected, and according to the
different treatment methods, they were divided into the study group (transdermal RFA treatment, n=59) and the
control group (Hepatic artery chemical embolization treatment, n=56). The clinical efficacy, immune function
(CD3*, CD4*, CD8*, CD4*/CD8"), serum TGF-B1, EGR2 levels and adverse reactions between the two groups
were compared. Results  The total effective rate in the study group (76.27%) was higher than that in the control
group (57.14% ) , and the difference was statistically significant (P<0.05). Compared with before treatment,
CD3", CD4" and CD4"/ CD8" in the two groups increased, and CD8", TGF-B1 decreased, among which the
research group was the most significant, and the difference was statistically significant (P<0.05). There was no
significant difference in adverse reactions in two groups (P>0.05). Conclusion The percutaneous RFA has
exactly effects on the treatment of primary liver cancer, which effectively improves the body’s immune function
and serum TGF-B81, EGR2 levels, with high safety and promising clinical application prospects.

[KEY WORDS] RFA; Primary liver cancer; TGF-31; EGR2
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R AL ZR GEAE IR, 7R3 B 4R A ik 11 A
BE T 98, o7 dis A BRI JE T80 45% 2247
ek PR T Ji 2 1 9 06 97 AR VDR i
2 E il TR E R T AR, 28R 12
A 18 A T rh e ), Sl e ik TR IR .
Bl kAT e E by i G S0 DUk I e S8 TR
7 75 2, AE X R 240 e IR ORI AR AR
25 [z B Bl R (radio frequency ablation , RFA) 4
BT — Tl Jey S SR A0 g A I B O =X, A HE
7N, RFA X 5t 4 Ve I8 g 3k 3 45 Ay BAR A B 4K
TEROR ™ o AW 4 K RFA YR 97 7 & P I
(Y 280 B it 1 % Ak 2 K - B (transforming
growth factor -3, TGF-B1) A= J )i 2 H 2 (Early
growth response protein 2, EGR2) 7K - i 5% i #£ 1 7
8. R .

1 ABESHE

1.1 — R

FEEL 2018 4F 1 H % 2021 4F 3 A4 THEE B
Wi B 115 11 i ke 9 R AR IR T B AN ] 43
RWEFTLH (4 % REA RYT , n=59) FlXt & 20 (JIF 3 ik
I7 e ZEVR YT, n=56) . WAFRIE: OB EHTE
QI 5 M BT RE 297 A (2017 4R Ji) Y2 Wi bn o5
Q2 ZEfIER 12 R I K 1k IR, HLR 25 F R AL
23 QI AN AR AL e R 3 s DI IR GRS 3E
OARMREERC I St LR E K EC
S BRI HEBRPRUE : A O I
GEBNEABRH s OfFE B Y EE K CEBR
Ji ;s @ARWIRYT T C AT A DGR IT s AT
ML RGN P RGP ™ IR OFF7E
A AH O R B B e 3 o P2 — Bk b 22
SSRGS (P>0.05), W1,

F1 WA —BABLLE [ (x£5),n(%) ]
Table 1 Comparison of general information between the

2 groups [ (x£s),n(%) ]

P 5] AEES MR 42 Child-Pugh 432k

4
A w8 (em)  Am BR

BFoE4 59 46/13  60.57+9.33 4.08+0.62 47(79.66) 12(20.34)
YHIRZH 56 47/9  57.49+11.25 3.89+0.75 43(76.78) 13(23.21)
7 0.660 1.601 1.484 0.140

P{H 0.416 0.112 0.141 0.709

1.2 RITE

X B2 R U B Bk 9T i 28R Y .
Seldinger ZF Il AR , BEFE B kARl 28 il 5, 20
J B ik 22 I B ks 52, IR A Mo 67 & L K/ OB RS
e L ot A K 2 e R A O, 45 A8 4 2 s At i
kb, FEA 1 000~2 000 mg Y 5-F6 R HEIE L 10~
20 mg 22 15 & . 50~80 mg JIT4A . 20~40 mg F 55
2R AR AT A 7 A e T

WFTA  RE B RFATRYT o ST AR H
W ARV BRANT R R TR , W R R
R | O, B R R A /N SR
VEPRI AR 2R S S B AR, TR P a8 WL T kT
JIRAE R A A EE A A R S T AR FE A 2 B A A
PR VBTN A sl DR, B, A K
A AT R FH 22 sSCTH i, SFPA TR FE AR S e S P A4 2
L, B IR A S i TR R RS i R A Al
JIE T R A AR TR RI112%(0.5~1.0)em,

PG TT G ARG AT 4P B dEdr K
fiffe Jo P A S RPRE VAT o
1.3 Kl 7k

IR FIRITET AT 3 H R 18 R IE ik
I 10 mL, H655 8 245, 145 HL 3R DL ve & 2 IR R
EPICS XL 7 i >0 240 g (S0 I T 7k L2 200 i 7.
CD;".CD," .CD;' .CD,"/CDy /K5 1 & T LA L (3
500 r/min, 15 min, =10 cm) 5 B4 55 M35 , K% il
¢ 4 $58 W B ¥ (Enzyme Linked Immune Sorbent
Assay , ELISA ) %1l 5 TGE-B1 . .EGR2 7K - ; #H 518,
F &I T A P2 S A HR A IR A W],
1.4 WEHEIR
141 ERIFRL

MR & SRR T SUPEA B i (Response evaluation
criteria in solid tumor, RECIST) " 34477 5 3 1~ A
BT AL, 53N - 54 2% f# (Epidermal growth factor re-
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The diagnostic value of a non-invasive endometrial acquisition method in endometrial
diseases

GAO Lulu, ZENG Li*, WU Yanting

(Department of Gynecology, Nantong Maternal and Child Health Hospital, Nantong, Jiangsu, China, 226000)

[ABSTRACT] Objective To explore the diagnostic value and application prospect of a non-invasive
endometrial acquisition method in endometrial diseases. Methods A retrospective analysis of the clinical data
of 100 patients with abnormal uterine bleeding admitted to Nantong Maternity and Child Health Hospital from
October 2020 to October 2021. All patients were treated with menstrual cups to retain the endometrium and
hysteroscopic curettage. Histological specimens of the endometrium were obtained surgically, and 50
endometrial specimens of hysterectomy due to non- “endometrial reasons” and uterine fibroids were selected as
the normal controls. The satisfaction of the two methods was evaluated, and the diagnostic efficacy of the
menstrual cup in the diagnosis of endometrial lesions was evaluated by taking the histological pathology of
diagnostic curettage as the gold standard. The expression of Ki67 and PCNA protein in endometrial lesions was
detected by immunohistochemistry. Results  Satisfaction with scraping and collecting material was
significantly better than that with menstrual cup collecting endometrial, and the difference was statistically
significant (Z=121.396, P<0.05). A total of 81 cases of endometrial lesions were detected by curettage, with a
detection rate of 81.0%, and a total of 23 cases of endometrial lesions were detected in the menstrual cups, with
a detection rate of 23.0%. The positive expression rates of Ki67 protein and PCNA protein in endometrial lesions
were significantly higher than those in normal endometrial tissue, and the difference was statistically significant
(#=4.687.10.570, P<0.05). Conclusion Menstrual cup retention of endometrium is a non-invasive, painless
and non - invasive method of obtaining the endometrium. Combined with the existing laboratory detection
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Vb 4 iy i@ WA S R AR TR da A, I 3R dyid 226000
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technology, it can better provide services for the diagnosis of endometrial lesions.

[KEY WORDS] Non-invasive; Endometrial acquisition method ; Endometrial disease
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Figure 1 Expression of Ki67 protein and PCNA protein in endometrial lesion tissue (SP,x100)



- 642 - BNTEWi SR T 20224E4 1 45144 45415 T Mol Diagn Ther, April 2022, Vol. 14 No. 4

iR —B, M A & T e NI SARE T
DA B A8 A B ST B L T S SR

AHIFFE TR ) 2R B B 2 i AR B e
R RN TCA O CARR AR5 BRI
2 B R A, T EE A MR, R T A TR
il E G B E A AR AR, A &
BT 8 A AR B2 T UM 1 58 B AR, 48R I 7 vk
TERM AR T A A Rrde . 12Wras R, 127
ekt 81 (B B AE , DAF-5 B AE ey
PIRELE A R =, 5 R 2R e 45 R — 50 A S
TFB RIS 23 ) I AR, e 10 5
BB AR 10 BT E N 2 R R R
B RESE 10, 6 R IR RS T R S A
AU/ RS 25 5 BT A G, Tkt 3 465 R s ]
ot 18], TR T 2R BA T AR 2 — T L
i B OB () IR . H 2R R B RS
VT~ PN s 8 R AR, 40 Tl e L B
TF N R AN A O, TR S R B A T A 4
A, BB A 2 B B DI Rk — P R ST v,
SRR A BUR v, JE S TR s s Wi
JERJSE A2 o FH 28I PR 2 5 e )

Ki67 Fl PCNA #BJ2 i I3 40 fd 15 56 I - . Ki67
ST PR A AN A DG A BT I, FEBH MR =, Mg
AR B DT R A BRRE B . R AT R
B, Ki67 1522 Rl rbeg 40 i 240 i 2 hsis ,
R R BRI B RIRE B SR B D R e AR
Him ", RS T KieT ZEIEH FE W
J T N RRE A T R T ik R B 2
R Ki67 5 N B A8 1 & A= UTA O, i L
VER— VAN T8 I8 R 0 i 1) A W 22 F8 s
PCNA JZ 158 B Bt Ji, 5 41 i DNA 14 i 1 56
R I35 G 2 R G EEAEH . SR
SEIESE I8 PCNA 1221k 5 MR g 0 kA
X, Usta A% & I PCNA B 5% FEIE kAT
RETE T8 P I B AE SRR AR s Rt R i — o
FITEH . FH— TSR B AR C Y T 5 N
s A Kt Jie HA FEE R S, AHIFSE A T RE A 9
A KRS L 256 H G B8 LB A I BELAG 7 B
T B NSRS W BE s AT Tk

B2 ARG A — T 8 7 2R P
A WFTEHAE T8 9 G A B v 1) 72 B0 S
SEEE BT R A Ja R PN IS A e 1 B U R R T B
PEARHE , WX ot RIS, B To

PeRE L PR AR o EIZ T R AN R AR T Bk N T2
U p 57 JEE RS BT AR A, 5 = A AL
PR L ESEAR ARG A B 2 N AT

Zi BRTA , A G0 B BT E R — R o |
Jodf ARRANE BT B N IRARBOT i, 455 B 5
Ly oalllEs & NG SRS S = ) g i
fefibiR 5

SE Lk

(1] BRERH, R, Bhes, 55 200 =2l = S 502 e N
5% 8 2 Je 1 A B TR B D ). P R B e g
2021,18(10) : 83-87.

[2] LvSL,Wang Q, Li Y, et al. A Clinical Comparative Study
of Two Different Endometrial Cell Samplers for Evaluation of
Endometrial Lesions by Cytopathological Diagnosis[J]. Can-
cer Manag Res, 2020,12:10551-10557.

(3]  RABH, S, KA, % . BB SE 5E X5
DA RS A5 8 12 W0 (L B A 5 [0 ). AR 2 g e =
J&, 2018,18(14) : 2683-2687.

[4]  Karpova AE, Shabalova IP, Sozaeva LG, et al.Comprehensive
approach to diagnostic cytology in endometrial pathology (re-
view of literature ) [ J]. Klin Lab Diagn, 2021,66(2) :87-94.

(5] Eigde, JAE ALEY, 45 75 YNGR A2 it & 72y U
SRR AT () . PR M BR B4, 2016,36(7) :433-435.

(6] AL, PIE MR G B I M A A0 A A4 285 I 25 IR
FETPHIS BT . TP IO, 2018(3) :683-685.

(7] AEST7 W25, 0 ¥ B s B I AR X il 4 0 5
FE M IZ B ELT ] BCEE Y, 2020,48(4) :481-484.

(8] &7, #EPIN, BB SAN . T 28 il 5 PN BRAE g JC R Uk 41 41
HIRAIWETE I ] PRI RS , 2019, 54(8) :527-533.

(9] Zed, 32, WAL, A5 . 75 N IBERT AR 0 A vpr 67 M 8
P TR i 1) O LA AR [0 ). o [ R R R 228, 2018, 47
(12):1116-1118+1132.

[10] SEoe W, EACA, 5 . 5 IR 28 T 8 P 4l
LU AT AT RS LT ], RSB R 2254, 2019, 40
(6):851-856.

(11] Aiph, FEAEHE M, 55 . — M3 PR IRURE 20 A 12 N
BRI LY ] IS REEE, 2019,35(4):313-316.

[12] T UL 4180 rh K167 25 1Y 26 18 S ACHS B4 fiF
SHUE AT ] bR, 2019,25(7) :1102-1104.

[13]  FEZHk, 2, Bt . 55 P T FasL A Ki67 123k
Bl R LT ] SUARMPRI PR, 2019,27(11):1979-1983.

[14]  $50E, B, B, 55 . MAPK {5 53 B 2 18 N
TS g 240 JE 3 L AR ZE RN AL 152 [T ] I R 5 B e
2019,39(3) : 470-478.

[15] Usta A, Turan G, Altun E, et al. The Usefulness of CD34,
PCNA Immunoreactivity , and Histopathological Findings for
Prediction of Pain Persistence After the Removal of Endome-
triomal J]. Reprod Sci, 2019,26(2) : 269-277.



BNTWiERIrl 20224E4 4 451448 4548 T Mol Diagn Ther, April 2022, Vol. 14 No. 4 - 643 -

IfiL 75 PCT . IL6 . NT-proBNP Bk £ hs-TnT {E - W 4.5
Wi A S Wb i ls AR & 5

EX IS ES S EE

[(# ZE] B HiTIERESRE(PCT) HAM A -6 (IL-6) N-7K 3t it 44 I 744 (NT-proB-
NP) . & o ILVLES & (A T (hs-TnT) £ B 22 MRAE B H D2 (. FiE LEIL 88 (i 2018 4F 5
H % 2021 4F 5 302 TACE XN RS B 19 e s AE JR 20 1R 0 DR SR 20, BRI 53 151) ) 490 fide Je A A 5 oA %o iR
4, 73 I 38 51 [ 01 PN 2 28 LA FR A VR A AR MR RE A, b A — A B [R5 17 i B M i A8 2 1MLV PCT
IL6 \NT-proBNP . hs-TnT /K-, I LA [A] g 175 2 B2 £ 25 U5 54 1 3 98 (SOFA ) 3143 . Pk 2L 3 5 48k fgt
FEVESIRIL T (APACHE 11 )14, Pearson AH X 43 Hr L iR 1fi 5 45455 SOFA , APACHE Il 343 M1 561 , %
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ZRA I X (P<0.05) ; % Pearson A& 14431, PCT . IL6 . NT-proBNP . hs-TnT 55 APACHE Il . SOFA
TEA> 5 1 35 TEAH 5% (P<0.05) ; PCT . IL-6 \NT-proBNP . hs-TnT Jé-2 12 WHEURE BE 2 84.09% , 4% 513 7 86.79% ,
AUC {4 0.930, 1 T-2o—12 Wi (P<0.05) ; 15 PCT ,IL6 NT-proBNP . hs-TnT (& /G205 7L R 4H [b , 1 /G 2H s vt
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Clinical significance of serum PCT, IL6, NT-proBNP combined with hs-TnT in the diag-
nosis of early emergency sepsis patients

WANG Wei', LIU Fengqin®, JIA Fanglan®™

(1. Public Health Department, Dongying District People’s Hospital, Dongying, Shandong, China , 257000 ;
2. Dental Department, Dongying District People’s Hospital, Dongying, Shandong, China, 257000, 3. Traditional
Chinese Medicine Department, Dongying New District Hospital, Dongying, Shandong, China, 257000)

[ABSTRACT] Objective To investigate serum procalcitonin (PCT) , interleukin-6 (IL-6) , N-
terminal precursor brain natriuretic peptide (NT -proBNP) , high - sensitivity cardiac troponin T (hs-TnT)
Diagnostic value in early emergency sepsis patients. Methods A total of 88 patients with sepsis who were
treated in our hospital from May 2018 to May 2021 were selected as the experimental group, and 38 healthy
subjects during the same period were selected as the control group, The serum levels of PCT, IL6, NT-proBNP
and hs - TnT were compared between the two groups and patients with different disease degrees, and the
sequential organ failure (SOFA) scores and acute physiology and chronic health status I (APACHE Il ) scores
in patients with different disease degrees were compared. Pearson correlation analysis was performed to analyze
the correlation between the above serum indicators and SOFA and APACHE 1I scores. The receiver operating

characteristic curve (ROC) was used to evaluate the diagnostic value of serum indicators combined in patients
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with early emergency sepsis, and compared the survival rates of high -risk and low - risk groups. Results
Comparison of serum PCT, IL6, NT-proBNP, hs-TnT levels among the three groups: study group > non-sepsis
group > control group, the difference was statistically significant (P<0.05). Serum PCT, IL6, NT-proBNP,
hs-TnT levels and APACHE Il and SOFA scores in the serve group were higher than those in the mild disease
group, and the difference was statistically significant (P<0.05). The combined diagnostic sensitivity of PCT,
IL-6, NT-proBNP and hs-TnT was 84.09%, the specificity was 86.79% , and the AUC value was 0.930, which
was better than the single diagnosis (P<0.05). Compared with the high-risk group of PCT, IL6, NT-proBNP,
and hs-TnT, the low-risk group had a lower mortality, and the difference was statistically significant (P<0.05).
Conclusion Serum PCT, IL6, NT - proBNP, and hs - TnT are highly expressed in patients with early

emergency sepsis, which have certain diagnostic value for patients with early emergency sepsis, and provide a

relatively reliable basis for clinical evaluation and prognosis.
[KEY WORDS]

sensitivity cardiac troponin T
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Table 1 Comparison of serum PCT, IL6, NT proBNP and
HS TNT levels between 2 groups (x+s)

15 . PCT IL6 NT-proBNP hs-TnT
- (ng/mL)  (ng/mL) (pg/mL) (mg/L)
WFFE4H 88 5.23+1.14 37.28+3.27 423.26+35.48 28.35+3.86

AEMREEIEA 38 1.86+0.38 12.75+1.38 274.52+28.63 10.16+1.73

XTHEZ] 53 0.67+0.15 3.15+0.85 225.36+23.74 3.28+0.64
FAH 566.581  3612.954 760.048 1422.619
P{H <0.001 <0.001 <0.001 <0.001

2.2 UN[RITE TR EE S P A K SAH G4 L
FRE ZH 117 PCT . IL6 \NT-proBNP  hs-TnT 7K
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Table 3 Correlation Analysis between serum PCT, 1L6,
NT proBNP, HS TNT and Apache I and sofa scores

PCT L6 NT-proBNP hs-TnT
rfd P{E o P o P r{ P{E
APACHEI 0.728 <0.05 0.647 <0.05 0.684 <0.05 0.674 <0.05
SOFA  0.742 <0.05 0.653 <0.05 0.696 <0.05 0.685 <0.05

kst

2.4 WM ES T

PCT .IL-6 .NT-proBNP . hs-TnT 4512 Wi &
R 84.09% , 55 57 £ A 86.79% , AUC {H. M 0.930,
T H—2Wr, ke K1,

%4 % PCT.IL6.NT-proBNP . hs-TnT K ROC B & 5347
Table 4 ROC curve analysis of serum PCT, IL6, NT
proBNP and HS TNT

Jak [ tag
Wulssh: AUC  WWFE 95% O @E;)E*T(;*’; P

PCT 0.740 5.36 ng/mL 0.660~0.811 60.23 81.13 <0.001
1L6 0.803 39.54 ng/mL 0.727~0.865 71.59 75.47 <0.001

NT-proBNP 0.749 431.29 pg/mL 0.669~0.818 70.45 81.13 <0.001

hs-TnT  0.781 30.16 mg/L 0.703~0.846 55.68 94.34 <0.001
k&2 0.930 - 0.874~0.966 84.09 86.79 <0.001
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e

HUREE (%)
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F5ETE(%)

B 1 Imi%& PCT.IL6 NT-proBNP. hs-TnT #J ROC i £k 53> 17
Figure 1 ROC curve analysis of serum PCT, IL6, NT
proBNP and HS TNT

R2 AFEIRIEEEMF PCT.IL6 NT-proBNP hs-TnT 7K FELE (x+5)
Table 2 Comparison of serum PCT, IL6, NT proBNP and HS TNT levels in different disease degrees (x+s)

45 n PCT(ng/mL)  IL6(ng/mL) NT-proBNP (pg/mL ) hs-TnT (mg/L) APACHEI (43) SOFA (43)
HIE4 36 8.35£1.56 42.58+5.36 492.74+38.53 34.26+4.23 21.58+2.59 8.67+1.85
BIEH 52 3.07+1.12 33.61+2.95 375.16+20.15 24.26+3.37 11.37+1.96 3.96+1.46

tH 18.492 10.078 18.656 12.319 21.043 13.327

PAH <0.001 <0.001 <0.001 <0.001 <0.001 <0.001
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Table 5 Comparison of mortality between high-risk and low-
risk groups of PCT, IL6, NT proBNP and HS TNT

215 PCT IL6 NT-proBNP hs-TnT
- (ng/mL) (ng/mL) (pg/mL) (mg/L)

I 55.88(19/34) 56.41(22/39) 65.71(23/35) 62.50(20/32)
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71 13.183 17.441 28.227 19.867
P{E <0.001 <0.001 <0.001 <0.001
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0.05) ., MEHE LU Sox2 . cMyc FHTEFRIE S T /01 Wk ELE5F A4 6 (P<0.05) 5 S54RI PR RI WHm s 2k
T S A2 I R A3 A3 AR TG AR S (P>0.05) o ASBIFZE IR F 1 1 AR R AE R 85.71%
(84/98) . Sox2 FH Pk 2 ik 21 (80.82% ) 1 4F A= #7 AR T B 1 2 ik 41 (100.00% ) , cMyc FH P & 35 41
(80.28% ) 1 AFAAFZAILT MIE 35 41 (100.00% ) , 22 57 BIA G i 2% & L (P<0.05) . HE R R iR,
WKL 2556 RS I R 4030 T 43300 L Sox2 B cMyc J2& 5% Wi I 93 00 A9 A B P R (P<0.05) o Cox [E1 I 43HT iR,
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Correlation of Sox2 and cMyc expression in laryngeal carcinoma with clinicopathological
features and prognosis

HE Xiaoli*, JIANG Hong, DENG Xia

(Department of Otolaryngology and Head and Neck Surgery, Yongchuan Hospital Affiliated to Chongqing
Medical University, Chongqing, China, 402160)

[ABSTRACT] Objective To investigate the correlation between the expression of Sox2 and cMyc in
laryngeal carcinoma and its clinicopathological features and prognosis. Methods The expression of Sox2 and
cMyc in 98 cases of laryngeal carcinoma and adjacent normal tissues treated in Yongchuan Hospital Affiliated to
Chongging Medical University from January 2017 to January 2021 was detected by immunohistochemical
method, and the relationship between the expression of Sox2 and cMyc and pathological features and prognosis
of laryngeal carcinoma was analyzed. Results The positive expression rates of Sox2 and cMyc in the laryngeal
cancer group were higher than those in the para-cancer group, and the differences were statistically significant
(P<0.05). The positive expressions of Sox2 and cMyc in laryngeal carcinoma tissues were correlated with T
stage and lymph node metastasis, and the differences were statistically significant (P<0.05). There was no
significant correlation with age, sex, and smoking history, drinking history, clinical stage, clinical typing and
differentiation degree (P>0.05). The 1-year survival rate of laryngeal cancer patients in this study was 85.71%
(84/98). The 1-year survival rate in the Sox2 positive expression group (80.82% ) was lower than that in the
negative expression group (100.00% ) , and the 1-year survival rate in the cMyc positive expression group

(80.28% ) was lower than that in the negative expression group (100.00% ), with statistical significance (P<

AR A FRT L AEEFAFR A (2019MSXM227)
M A R B A K S B AN E I 5B o Sk 3140 FF, R 402160
*SAASAEH ATBE T, E-mail : hexiaoli2022@163.com



- 648 - BNTEWi SR T 20224E4 1 45144 45415 T Mol Diagn Ther, April 2022, Vol. 14 No. 4

0.05). Univariate analysis showed that lymph node metastasis, clinical stage, T stage, Sox2 and cMyc were the

risk factors affecting the prognosis of laryngeal cancer (P<0.05). Cox regression analysis showed that T stage,

lymph node metastasis, positive Sox2 and positive cMyc were independent influencing factors for poor

prognosis of laryngeal cancer (P<0.05). Conclusion The positive expressions of Sox2 and cMyc in laryngeal

cancer tissues are closely related to T stage, lymph node metastasis and prognosis, and can be used as

independent evaluation indicators for poor prognosis of laryngeal cancer.
[KEY WORDS] Laryngeal cancer; Pathological feature; Prognosis; SOX2; cMyc
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Figure 1  Expression of Sox2 and cMyc in laryngeal carcinoma and adjacent tissues (SP, %200 )
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Table 4 Cox regression analysis of influence on prognosis of patients with laryngeal cancer
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Predictive value of serum FIt3L and Gas6 levels for pulmonary infection in patients with
non-Hodgkin’s lymphoma after rituximab chemotherapy

CHEN Yu*, TAO Shi, HU Min, FU Caibo

(Hematology Department, the First Affiliated Hospital of Hainan Medical University, Haikou, Hainan,
China, 570100)

[ABSTRACT] Objective To investigate the value of serum FMS-like tyrosine kinase 3 ligand (FIt3L)
and growth arrest-specific protein 6 (Gas6) levels in the diagnosis of pulmonary infection in patients with non-
Hodgkin’s lymphoma after rituximab chemotherapy. Methods 116 patients with non-Hodgkin’s lymphoma who
were admitted to the Department of Hematology, The First Affiliated Hospital of Hainan Medical University from
July 2019 to July 2021 were selected as the research subjects. According to whether pulmonary infection occurred
after rituximab chemotherapy, they were divided into 48 cases of pulmonary infection group, 29 cases of non-
pulmonary infection group and 39 cases of non-infection group. The general data and laboratory index levels of the
three groups of patients were compared. Logistic regression was used to analyze the risk factors of pulmonary
infection after chemotherapy, and the ROC curve was used to analyze the predictive value of the risk factors for
the occurrence of pulmonary infection in patients after chemotherapy. Results Comparison of the history of lung
disease, serum FIt3L and Gas6 levels among the three groups: lung infection group > non-pulmonary infection
group > lung infection group, the difference was statistically significant (P<0.05). Logistic regression analysis
showed that elevated serum Flt3L and Gas6 levels were independent risk factors for pulmonary infection after

chemotherapy (P<0.05). The results of ROC curve analysis showed that the AUG values of serum Flt3L, Gas6
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and combined detection for pulmonary infection were 0.848, 0.758 and 0.892 respectively (P<0.05).

Conclusion FElevated serum FIt3L and Gasé6 levels in patients with non-Hodgkin lymphoma are independent risk

factors for pulmonary infection after rituximab chemotherapy. Early combined detection of serum Flt3L and Gas6

levels is helpful for predicting the infection status and disease judgment of patients after chemotherapy.
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Hodgkin’s lymphoma; Pulmonary infection
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I B2- TR A 1 | 1M ¥ FLIR B =0  FI3L il Gaso .,
1.4 [E PR )5 45 % (international prognostic index ,
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1, 25 0 W i m R AR R A
1.5 SR bRAa il

RAR IR B 25 A R K i 4 mL, FHFER
BLEE, B O HLEA 3 000 r/min 33 B0 10 min, 250
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TINS5 11172 4 N7 S| 72 = L= 7 O == O | A ISl = B
B2- T BRHE H (mg/mL) | IfiL 1 FL IR Bt S HL 52, 22
SHG T2 X (P>0.05) , =2 & filiB g §

MLY% FI3L , Gas6 7K - Fb #5 + fili Jgk G 20 > 3F fili 31 ek
e >R M, Z R A G023 L (P<0.05) o
W1,

®1 FETFEHEBEENRABXTELRE [n(%), (x+s) ]

Table 1 Comparison of clinically relevant items in patients with non-Hodgkin lymphoma [n(%), (x+s) ]

il il (n=48)  AEMERIERG A (n=29) REEPH (n=39)  y/t{d P
P50 () % 26(54.16) 16(55.18) 25(64.10) 0.977 0.613
5’8 22(45.84) 13(44.82) 14(35.90)
(L) 50.34+5.68 50.59+5.92 51.83%6.03 0.751 0.474
BMI(kg/m®) 23.03+1.25 23.49+1.68 22.96+1.34 1.371 0.257
W2 S st s 21(43.75) 14.(48.28) 22(56.41) 1.391 0.498
= 27(56.25) 15(51.72) 17(43.59)
B bR = 16(33.33) 11(37.94) 17(43.58) 0.961 0.618
w 32(66.67) 18(62.06) 22(56.42)
f=A NS
fs 17(35.41) 13(44.83) 18(46.15) 1.212 0.545
= 31(64.59) 16(55.17) 21(53.85)
iR 157 U <1 29(60.41) 19(64.52) 14(35.89) 7.463 0.023
T 19(39.59) 10(34.48) 25(64.11)
Jilgga 43 401 I 10(20.83) 6(20.68) 9(23.07) 0.384 0.998
I 12(25.00) 8(27.58) 10(25.64)
I 14(29.17) 9(31.03) 12(30.76)
\Y 12(25.00) 6(20.71) 8(20.53)
HAURHL R BRI 44.(91.66) 27(93.11) 36(92.30) 0.05 0.973
T Itk B 93 4(8.34) 2(6.89) 3(7.70)
[ BRI 43 2.53+0.48 2.47+0.39 2.50+0.51 0.150 0.860
ZE 0SS5 (% ) 63.89+5.19 64.18+4.95 64.56+5.23 0.182 0.833
2 B0 i (g) 8.23+1.95 8.03+1.97 8.39+2.05 0.272 0.761
IM£1EE 1 (g/L) 09.76+10.38 103.03+10.95 104.74+11.87 2.284 0.106
B2-i R 1 (mg/mL) 3.02£1.07 2.96+0.87 2.68+0.79 1.522 0.221
1M1 37 7L JBd &l (U/L) 264.31+22.78 259.83+21.79 256.71+23.68 1.214 0.300
AT T 3E 2R (mm/h) 17.48+2.16 16.60+1.96 16.53+2.08 2.749 0.068
Flt3L (pg/mL) 81.76+5.69 83.45+6.67 05.34+5.21 58.570 0.000
Gas6 (mg/mL) 20.17+4.56 18.52+3.10 14.34+2.47 28.725 0.000

2.2 R AT A vk TR SR A R 2 B AR T S I
JBYL Logistic [P 54347

IfiL 5 FIt3L . Cas6 7K F- T 5y A2 A 8 A7 4 bk EL 9
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2.3 il FIt3L ., Gas6 X JF 7 47 4 Ik L9 26 3 Al
T PR TT I il Bk 1) TR A% B
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H A FOUI0 4 2 AT 4 9k R R R 2 BT e
it A0 SR e i i £ R AL (AUC) 4 0.879, 1 T8 —
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3 it

A7 A bk UL 2 2R L 2 U, e R <

WAL AL, e S BE DI RE S v B R | A it kg

x2 FETFESHEBEEENZETRHNITRHARRS
B Logistic ElV3 4> #7
Table 2 Logistic regression analysis of pulmonary infection
in patients with non-Hodgkin lymphoma after rituximab
chemotherapy
S BfE SEfH Waldfi OR{i 95%CI P
il BE s —0.105 0.176 0355  0.900 0.637~1.270 0.550

Fl3L(pg/mL) 0.305 0.145 4.424 1.356 1.021~1.802 0.035
Gas6(mg/mL) 0.657 0298 4.860 1.929 1.075~3.459 0.027

VA e gt A 45 22 PR SR TR TR 45281, 1200 S 3%
fe e, R G SRR ALy
B AT I ELIR R HNA T O i LR R H AT i
ROR KA . F 2 B P AR & BT CD20 5
PUR25W) , e H AT R _EAREIR 7 2454, Sy
25 ) 005 (00 AT LA g %ok Ak e 0 i ) O
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®3 MFEFSL.CGaso MEFETEMEBEENZE R
T T il 58 2 SR Y o 3 e
Table 3 Predictive efficacy of serum Flt3L and Gas6 on
pulmonary infection in patients with non-Hodgkin’s

lymphoma after rituximab chemotherapy

et AUG I fE#biE MU R PE

95%ClI

FIBL  0.718 79.67 pg/mL 0.696~0.825 0.585 0.792 <0.05
Gas6  0.702 19.23 mg/mL 0.684~0.793 0.731 0.812 <0.05
AR 0.879 - 0.717~0.903 0.875 0.854 <0.05
1.0
e 2 K

- FIt3L
------- Gas6

U

0 02 04 06 08 10
145

B1 ROC pi%
Figure 1 ROC curve

FE 5B R R 22 BT T S e AR T
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e 4 1M 7% FI3L . Gas6 /K V-4 &5 , A M Il FI3L
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[ ZE] BAY e v i 8 2 s o 2 oo S5 06 A i (NSE) . - 6 (IL-6) |
BT 4 )R R (IR AL U R -1 (TIMP-1) K P AR S A TIBER e R . FiE UEE 2019 4F 1 A % 2021
AT H AN T A N RS BEYCTA 1Y 121 i) e I g 1 it £ 1 SR R 4, HLrh NTHSS $F438<15 43 59
Wi (% 5 ) , NIHSS 3743 16 23 ~30 43 32 4] (71 &) ,NIHSS $F-43=31 43 30 1 (T J& ) . Y3 e BUAS [ ) 31 47 gkt
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Relationship between the changes of serum NSE, IL-6, TIMP-1 levels and neurological
function in patients with hypertensive intracerebral hemorrhage

BAI Yongjie'*, WANG Yanyang', ZHOU Junmei', GUO Hua

(1. Department of Neurology, Zhengzhou Second Hospital, Zhengzhou, Henan, China, 450000; 2. Depart-
ment of Emergency, Zhengzhou Second Hospital, Zhengzhou, Henan, China, 450000)

[ABSTRACT] Objective To analyze the relationship between the changes of serum neuron specific
enolase (NSE) , interleukin 6 (IL-6) and tissue inhibitor of matrix metalloproteinase-1 (TIMP-1) levels and
neurological function in patients with hypertensive intracerebral hemorrhage. Methods The clinical data of 121
patients with hypertensive intracerebral hemorrhage admitted to The Second People s Hospital of Zhengzhou
from January 2019 to January 2021 were collected as the observation group, including 59 cases with NIHSS
score < 15 points (mild) ; 32 cases with NIHSS score 16-30 points (moderate) ; 30 cases with NIHSS score =
31 points (severe) ; 108 volunteers who underwent physical examination during the same period in our hospital
were selected as the healthy control group. The changes of NSE, IL-6, TIMP-1 levels in different populations,
observation group at 24 h, 3 d, and 7 d after the onset of the disease and patients with different NIHSS scores
were compared, and the relationship between the changes of NSE, IL-6, TIMP-1 levels and NIHSS scores was
analyzed. Results The levels of NSE, IL-6, and TIMP-1 in the observation group were significantly higher
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than those in the control group, and the difference was statistically significant (P<0.05). The expression levels

of NSE, IL-6, and TIMP-1 in patients with hypertensive intracerebral hemorrhage in different time periods were

as follows: 24h after the onset of the disease > 3 d after the onset of the disease > 7 d after the onset of the
disease, and the difference was statistically significant (P<0.05). The levels of NSE, IL-6 and TIMP-1 in
different NIHSS scores were the severe group > the moderate group > the mild group, and the difference was
statistically significant (P<0.05). The Pearson correlation analysis showed that NSE, IL-6, TIMP-1 and NIHSS

scores of patients with hypertensive intracerebral hemorrhage were all positively correlated (P<0.05).

Conclusion

There is a certain correlation between the changes of NSE, IL-6 and TIMP -1 levels and

neurological impairment in patients with hypertensive intracerebral hemorrhage, which can provide reference

for the evaluation of the severity of the patient’s condition and guide clinical treatment.
[KEY WORDS] Hypertensive intracerebral hemorrhage ; NSE; 1L-6; TIMP-1; Nerve function
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ALTEOL, T =5 B3 NIHSS ¥ 20 Z [0 1Y
KM, AT — 2D 4R = DA -7 o 10 ki S i s
5 VAR Al AN (B

1 RS

1.1 — R
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R1 WLHENSE.IL-6.TIMP-1 /KELLE (x+s)
Table 1 Comparison of NSE, IL-6 and TIMP-1 levels

between the 2 groups (v +s)

215 n  NSE(pg/mL) IL-6(pg/L)  TIMP-1(ng/mL)

XIRZH 108 6.62+2.85 5.11+1.21 71.52+10.63
WL 121 17.70£3.65  28.24+5.58 254.45+15.58
tH 25.385 42.192 102.550

P{H <0.001 <0.001 <0.001

2.2 Ry I A G S i AN [R] B[] B2 NSE L IL-6
TIMP-1 7K~F-45 1k

AN () s [ B ey i P A 14 1t £8 4 H NSELIL-6
TIMP-1 235 /K - - B9% 5 24 h> K% )5 3 d> KRG
7d, ZF A G FE L (P<0.05) . WK 2,

F2 BMEMERH & E A A E B NSEIL-6. TIMP-1
KEZA (x+5)

Table 2 Changes of NSE, IL-6 and TIMP-1 levels in
patients with hypertensive intracerebral hemorrhage in
different time periods (v +s)

P i) n  NSE(pg/mL) TL-6(ng/L) TIMP-1(ng/mL)
KRG 24h 121 23.51£2.52 38.59+3.24 291.85+15.11
KIIG3d 121 18.55£3.22 26.85+2.87" 230.58+14.96"
KA T7d 121 15.69+2.77"  22.58+2.31"  183.65+14.85"

FiE 232.99 1036.49 1588.75
P1H <0.001 <0.001 <0.001

B ANGE 24 h IHE,'P<0.05; 5 A% )E 3 d LL#L,"P<0.05,

2.3 KA NIHSS 43 NSE .IL-6 \ TIMP-1 7K 254k

AN JA] NIHSS #F-43 NSE . IL-6 ., TIMP-1 /K 3 ; &
JEH>HEHASFRREH, 22 R IA Gt L (P<
0.05), W33,

F3 N[E NIHSS ¥4 NSEIL-6  TIMP-1 7K FZEL (x+5)
Table 3 Changes in NSE, IL-6 and TIMP-1 levels in

different NIHSS scores (x+s)
5% n NSE(pg/mL)  IL-6(pg/L)  TIMP-1(ng/mL)

B 59 13.54+2.68 23.84%2.54 211.94+14.69
FREE 32 17.96+2.99° 28.58+3.67" 279.62+14.66"
FEE 30 25.64+3.55" 36.57£3.88°  311.24+15.30°
FAf 143.33 137.70 461.58
P <0.001 <0.01 <0.001

IR R, P<0.05; "R 5 EE LA, P<0.05.,
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3 iTig

v L P A T AR B 473 TR 2R S S M

5

v g

PrIRTS

IL-6(pg/l)
TMP-1(NG/ML)

T
R 4E=0.738 R*ZdE=0.797

0 15 20 25 30 35 0 15 20 25 30 35 0 15 20 25 30 35
NIHSS #¥55 (51) NIHSS #¥55 (53) NIHSS ¥4+ (1)

B 1 NSE.IL-6.TIMP-1 5 NIHSS 5318 X 1 8 s B
Figure 1  Scatter plot of correlation between NSE, IL-6,
TIMP-1 and NIHSS score
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HD & HP 3 R 5 hE #44 IL-6 . TNF-o . PCT K °F- 2
GRS B0 Br

I KPR KF

(# ZE] BH® HIHgGEer (HD) P M E R (HP) X R BHE 5 F A -6 (IL-6) IR RFE A
F-a(TNF-a) FEE5 2 5 (PCT) K KGRI T2 . Frik  #EHC20194F 1 A % 2021 451 H H#ERK
20 ALt 205 PR BE IR 1) 98 19 PR BEAE FRE , Hi BEOR [R)IA YT 7 X4 M58 40 (HD B4 HP, n=51) At i
H(HD,n=47) . WEBAIGHRIF SN T [IL-6 . TNF-o \PCT ] A5 Qi (AT | i) e ShAg[ s
BREE 1 A(IgA) SRR 1 G(1gG) APEEREE 1 M(IgM) AMA CR1 C K-, &R B4R A F0R
X IR, 22 A SRR L (P<0.05) , JRYT)E , PRALIMES Y 7, IL-6 \TNF-o \PCT . LB T %, H
WSR2 B AR T AR, 22 2 G278 L (=4.581,P<0.05) . 16I7)5 , WiZH IgA IgG IgM .C;.C, ) [- T},
WA IgA IgM .G, Co i TXHRAL, 2 R A G043 L (P<0.05) . &R FREE R FH REUHD B4 HP
TBITIT RN, AT A R0 TL-6 \TNF-ao [PCT /K-F K G RE DI RE , 2 IE B C &, (AR RIE B

[X$2i7] IL-6; TNF-a; HP; @005 JREEIE

Analysis of HD combined with HP on the levels of IL-6, TNF-«, PCT and its clinical ef-
ficacy in patients with uremia

WANG Yanjiao*, ZHANG Xiyou, JI Fang

(Department of Hematology and Renal Lymphoma, Beijing Shijitan Hospital, Capital Medical University,
Beijing, China, 100038)

[ABSTRACT] Objective To explore the influence of Hemodialysis (HD) combined with hemoperfu-
sion (HP) on the levels of Interleukin-6 (IL-6), Tumor necrosis factor-a. (TNF-a), Procalcitonin (PCT) and its
clinical efficacy in patients with uremia. Methods 98 patients with uremia admitted to Beijing Shijitan Hospital
Affiliated to Capital Medical University were selected. Following the doctor’s advice, they were divided into a
study group (HD combined with HP, n=51) and a control group (HD, n=47). The clinical efficacy, inflammatory
factors [IL-6, TNF-a, PCT], calcium and phosphorus metabolism (blood calcium, blood phosphorus) , immune
function [Immunoglobulin A (IgA), Immunoglobulin G (IgG), Immunoglobulin M (IgM), complement C3 and
C4] between the two groups were compared. Results The total effective rate in the study group was significant-
ly higher than that in the control group, and the difference was statistically significant (y*=4.581, P<0.05). After
treatment, blood calcium increased, IL-6, TNF-a, PCT and blood phosphorus decreased in the two groups, and
the study group was significantly lower than the control group, with statistical significance (P<0.05). After treat-
ment, the levels of IgA, IgG, IgM, C3, and C4 in the two groups increased, and IgA, IgM, C3, and C4 in the
study group were higher than those in the control group(P<0.05). Conclusion HD combined with HP in patients
with uremia has a definite effect, which can effectively improve IL-6, TNF-a, PCT levels and immune function,
and correct calcium and phosphorus metabolism disorders. It is worthy of clinical application.

[KEY WORDS] IL-6; TNF-a; HP; Calcium and phosphorus metabolism; Uremia
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18 VR ) fig e vl 2 H A RS MR R
LR3I 2 — , B o I A 0 e &
B REORFEAE I . R T =il AR
LIS N YN Sy v I IR NV b= WSR2
9 2 ZE A RAE R, H AT I3 3% AT (Hemodialysis
HD) Ml PR L3RI RS i) E L F Bz —, Al ik
FRERK B E ALY KRB HD IRYT Al 45
F R — 2 B, 38 R O E RS DA
PEREACI ZEALILG 00 R I — R I
RAE, JE G MR A AR PR R, R
FH 1fiL 3 7 3% (Hemoperfusion , HP) B¢ & V6 J7 1T 98 #b
HD [ AN & Z AL, 35 It v R #E R r 1 M Rk
I TG B, JE FHIRIT RO . AW Bt HD HX
& HP I8 J7 X R FE5E 44 114 & -6 (Interleukin-6 ,
IL-6) . if 983 3K € A F - o (Tumor necrosis factor,
TNF-a) . %45 2% Jf (Procalcitonin, PCT) 7K °F- A IIfi
IRIFRGHEAT 0, BUARE QN T

1 ARSI

1.1 FARTER

BEHL 2019 4 1 H 2 2021 4F 1 A & #BERLK2F
B I It 20 45 2 B ST 1 98 191 IR BRI AR,
RN RIGE T 7 X3 A 58 41 (HD B¢ & HP, n=51)
FIXF IR ZH (HD, n=47) . 2N AFRUE : D% 5l 12 ik 57
T4 2H 41 (World Health Organization, WHO ) #i &
() PR FEAE 12 Wb e s @ XHE Y 2R BAE & 5 Ol
IRFERF R T o . HEBRARE : OB I H A S T
LU MR B8 B G Bl B PR L R
H QO EE B GBS & OFfF R R4
PEPEB A ; AR UIGITET 1A H R S g
Wl s ORI HI BRSPS A TR
ZR TG E L (P>0.05), WFE 1, RfFRL
[ e o (g e S AR || R - m W e T S|
TH R

Tl FWAEAEREBLEE [(vxs),n(%)]

Table 1 Comparison of basic data between the two groups [ (x+s),n(%) ]

4151 AR el b I N1 I NG SRR

- (%) (B1&) () (kg/m?) PR /NERE R IR BRI MRk R
g4l 51 58.17+9.25 33/18 22.35+6.14  19.62+2.14 16(31.37) 17(33.33) 12(23.53) 6(11.76)
XTHEEH 47 56.37+8.42 36/11 21.19+6.57  20.18+1.87 15(31.91) 18(38.30) 9(19.15) 5(10.64)
PRI 1.005 1.660 0.903 1.374 0.418

P 0.318 0.198 0.369 0.173 0.937

1.2 FiE s i Ak 27 K e K I PCT LS | LB /K, ik

FE A g5 T LUH RHE 2 R80T, 4Tt
R BRTRES kR A2 2T 4 M AR LK IR T . XTI
415 DL HD J397 « ML 2R FH 7 [ 9% 2% 0 50 R AR
F6 8 HD ML, B AN 1.5 m?, iR 2058 3B BTl , Bt
HE AL BE AR 3 F &, 13 & 2 200~250 mL/
min, i & : 50 mL/min. % 87 B[] 28 4 b/, 3 R/
i ESHRYIT 12 8 . W5 41T LI HD 5 HP KGR
J7 - HD Jy 2% [ R 5 R I3 T < AN R —
UCPER IS HE 7 2% (05 . HA-80 , BRI I Bk 15 F A4 4
MBHE BRA R B i 2% B IR AE BT HLZ 80, +¢
SEVER 2 h, TR BCT , P4k S2E N 2 h, E 2E
1RIT 12 4,
1.3 Kl

WS G A R R YT R LG T R S I i . 5
mL, 550> (3 500 r/min, 5 min, 7=8 cm) J5 53 55 i
T, B-20CORAF . R FH IR G5 W2 B2 Al TL-6
TNF-a, 257 & B b o A2 2 0m iR A PR Al 42

) R PR B GO m] B AL 5 SR FH A 2 B LE ik vk
e i 4 5 BR B 1 A (Immunoglobulin A, IgA) 45
¥k 1 G (Immunoglobulin G, 1gG) A ERE H M
(Immunoglobulin M, IgM) 7 & J C, Fil C, #MA 7K
L & i R AE Y TR I A R A
fto LD TR S e BRI BT .
1.4 AR

WA BE N2 KM G B R B R R R
FEAERE R 2%, LV 27 18 Fr B0 HT 23 it 60% ;
A5 W RRE R FE ARG LA GR A, I35 25 48 A BT e
A 30%~60% o TCR - ik RAE AR ARAGT 30 W 58 22 % , 1fi.
HFIEAR R E AN 30%E ENE ., BASE=
[ (R 550 LB ]X100% .
1.5 ZEilrik

K SPSS 22.0 et A4t or i, T e
B I (3 £5) FoR AT e k2505 THETERNE T 7 (%)
TR AT PR DL P<0.05 HESAGFE L,
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2.1 PG IR AL s
F 5% 20 5 A 3% (96.08% ) 5 T % B8 4
(82.98%) , =7 A G275 L (P<0.05) ., WL3& 2,

F2 MEERTRELE [n(%) ]
Table 2 Comparison of clinical efficacy [7(%) ]

2151 n B PR TR BAECR
WFoEdl 51 24(47.06) 25(49.02) 2(3.92)  49(96.08)
XTHRZH 47 13(27.66) 26(55.32) 8(17.02) 39(82.98)

7 1E 4.581

P1a 0.032

2.2 Wi#H IL-6 . TNF-a .PCT /K 5%

BT R4 2H IL-6 . TNF-o . PCT /K L #5225 5+
TG L (P>0.05) ;697 545 41 IL-6 \TNF-a |
PCT /K2 F [, BAFFE 4 W B R T X R4, 2 %
HE 273 L (P<0.05), L3,

2.3 PIRG4S | B KT hds

RS a1 A 11 AN (1 O Ol e = o VS
T2 L (P>0.05) 697 f5 , A 453 E 7+
I W5 35 R B, DAOE 9 4 e o 35 (P<0.05) o L
F 4.

2.4 MAIRYTETIS BT RE L

TRIT R 2 4H IgA \IgG . IgM . C; . Cy /K - e #5025
SLG B X (P>0.05) ;1697 5, P 4H 1gA |
1gG . IgM .C, .C. /K3 BTt , HWF5R 4 IgA . 1gM |
G G FXHRAL, 251 5t 2# 5 L (P<0.05) .
W25,

x4 WEBFRTANEMES . MBKFLE (x+s)
Table 4 Comparison of blood calcium and phosphorus

levels before and after treatment in the two groups (x#s)

1fi.8% (mmol/L. ) IfiL # (mmol/L )
o o — s e Iy
NEEARL] BTl NERAR] Tl
WFgE4] 51 2132029 242+0.18°  2.14+0.25  1.65+0.21°
XTI 47 2.08+0.32  2.31+0.15° 2.05+0.23  1.94+0.24°
tHH 0.811 3.271 1.850 6.378
P 0.419 0.002 0.067 <0.001

1 5 AR TT R, P<0.05,
3 itig

W1t , 3 E B A P A B R O
% 10.8% , H 2 F RS, g g w8 B
BAGTHE 100 T 2247 5 DRAEEAE BRI A8 1 1 5 R 2%
R, R B SRR E BT, BT
HD J2 I R b 45 PR 850 58 35 10 A= i DA S 22 i S
W ALY FE L
HD FZ &R EE B R, RN T T
()75 3, FEAT P R ) 2E H , LAYE R R TR N 2 AR 1
ARFNARI =4, LR 3] i 80 v A 24038 7K F fige S A
PR B 2 i i H B . HD XNy T3 YR A 3
PR R+ W (R G 58 R , HD J7 IF R fiE
ARGTIER S FHER X LKA FH R EHLE
KEFRIE RS FHEME PR RGENRE T
KAE R & A LR HP IR T 2R FH S o % A
BRI DE S5 W B 7003 o AR I P N
BEEBSE, USRS B g™, HP 324t
X T i K", Huu % 545

®3 WHEAITHIEIL-6.TNF-a PCT /K FELLE (x+s)
Table 3 Comparison of IL-6, TNF-a and PCT levels before and after treatment in the two groups (x+s)

3 ) ‘ IL-6(ng/L) TNF-« (ug/L) PCT(ng/mL)
YRIT BT R TRIT RITIE TRIT RITIE
oI 51 86.24+13.42 42.17+9.33" 7.24+1.96 2.14+0.65" 4.23+1.28 1.31+0.37"
X 21 47 82.19+12.15 56.32+10.46" 6.83%2.05 1.62+0.48" 3.84+1.15 0.95+0.29°
HE 1.562 7.078 1.012 4474 1.582 5.330
PAE 0.122 <0.001 0.314 <0.001 0.117 <0.001

T SRR AT LA, *P<0.05.

x5 WMARTHREREINGELE (xxs)

Table 5 Comparison of immune function between the two groups before and after treatment (x +s)

1 IgA(g/L) IgG(g/L) IgM(g/L) Ci(g/L) C.(g/L)
WWITHT RITE VRIT T BIT A WWITHT AT RITEE IRYTE YRUTED BIT A
ol 51 0.45+£0.13 1.84+0.29" 7.62+1.48 10.63+2.12* 0.38+0.08 1.47+£0.08" 0.76+0.14 1.16+0.17" 0.29£0.06 0.76%0.14"
X AR 2 47 0.50+0.15 1.46+0.24* 8.02+1.53 9.86+£1.83"  0.41x0.10 1.17+£0.14* 0.81+0.15 1.03+0.12" 0.31+0.07 0.58%0.11°
tH 1.767 7.033 1.315 1.917 1.646 13.153 1.707 4.339 1.522 7.036
P{H 0.080 <0.001 0.192 0.058 0.103 <0.001 0.091 <0.001 0.131 <0.001

- SRALAYT T AL, P<0.05,
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SMADS5-AS1 PR N £ &9 LR Ecal09 HEHY
s S B

M R BB KW WiEE

(5 =] B W KEE g oBA% B2 (LncRNA) {5 5% 546 14 Sma 1 Mad 41 5625 14 [R] TR 4
5(SMADS5) Jz XM %2 1 (SMADS-AST) TPt A48 i 40 Il bk Ecal09 38585 1452 10, JF47 20485 /] fig
AL . FT5E OGRS A0k Ecal09 3324418, 40 W% Y« SMADS-AST siRNA JT 2R Bk | B X IR
R, 312 K siRNA-1 2 siRNA BT IR AH , 53 AR B4 Y A0 i ic S v IR, R gl i 3 N FL o SEh i
I S5 BB A5 % I (RT-qPCR) #6: 11 4% 2H SMADS-AS] , % W 5 /517 5 LncRNA-1 (EPIC1 ) {5 {d A% Wi A% 112
(mRNA) ZR35 ; AT HER )-8 (CCK-8 ) 2 4G 45 2 41 i 184 58 3 44 5 i 2 40 SRSz 3000 45 £ 40 L i 1A A
RT-qPCR #5521 4 g 41 it 51 1) D1 (cyclinD1) A P8 722 5 (Bad) BT A 1255 4 (Bel-2) mRNA K3k ; i
FA 5 G0 5 B35 1 (WB ) #6210 44 28 40 Jfd cyclinD1 . Bad \Bcl-2 25 A # ik, S8R 420411 SMAD5-ASI |
EPIC1 mRNA FiA 7K L4 - X R 41>siRNA B % B0 >iRNA-1 4, 22 3 A7 G124 5 L (P<0.05) ;541
2T B3 5 5 M L3« siRNA-1 41 >siRNA FIPEXT B> R4, 22 34 G T 8 L (P<0.05) 5 55 X A2 A
siRNA BHMEXS IR ZH Ho %, siRNA-1 4] cyclinD1 1 Bcl-2 mRNA 585 H R A R, 2 S/ G i L (P<
0.05) , G/S W14 5 1 \Bad mRNA SR IR IKTHET, 22 504 o4 8 L (P<0.05) , FiRTEHR siRNA [
X R ZH RN 6T BB 2 L 8 22 R G205 X (P>0.05) . 4518 SMADS-AS1 T3l 41 il A 1245 9 410 it
Bk Ecal09 358 , K LB T Gu/S 191, #0155 F i EPIC1 .cyclinD1 J% Bel-2 363k, E il Bad #i54 %.

[RgiR] KR EAZRR ; 55 1% S5 1 Sma fl Mad #5635 (A R JEY) 5 I X RE 1;
B WA

Effect of SMADS-AST1 interference on the proliferation of human esophageal cancer cell
line Ecal09

ZHAO Fang', LUN Shumin', GAO Zhaowei', DUAN Lijuan', YANG Haijun**

(1. Central Laboratory of Henan Anyang Cancer Hospital, Anyang, Henan, China, 455000; 2. Department of
Pathology, Anyang Cancer Hospital, Anyang, Henan, China, 455000)

[ABSTRACT] Objective To observe the effect of long chain noncoding RNA (LncRNA) signal
transduction protein Sma and Mad related protein homologue 5 (SMAD5) antisense RNA 1 (SMAD5-AS1)
interference on the proliferation of human esophageal cancer cell line Ecal(09, and to explore its signal pathway
regulation mechanism. Methods Human esophageal cancer cell line Ecal09 was cultured and subcultured,
and transfected with SMADS-AS1 siRNA silencing plasmid and negative control plasmid, respectively, and
recorded as the siRNA-1 group and the siRNA -negative control group. In addition, untransfected cells were
recorded as the control group, and 3 multiple wells were set in each group. The messenger ribonucleic acid
(mRNA) expressions of SMAD5 - AS1 and epigenetic IncRNA - 1 (EPIC1) were detected by reverse

transcription polymerase chain reaction (RT-qPCR). Cell proliferation activities were detected by cell counting

K AR R ARG RIR A (20200301)

MEF AL TR E TG ER SRR E, 7éE, %M 45500
2. AT S B B gm B AL, FT dy, % 1 455000

“BAZAEH A E, E-mail : yhj1972@126.com



BT SIRYT 4 2022464 45144 4541 T Mol Diagn Ther, April 2022, Vol. 14 No. 4

© 665

kit-8 (CCK-8) assay. Cell cycle distributions of each group were detected by flow cytometry. The mRNA
expressions of cyclinD1, pro-apoptotic gene (Bad) and anti - apoptotic gene (Bcl-2) were detected by RT-
gPCR. The protein expressions of cyclinD1, Bad and Bcl-2 were detected by western blotting (WB). Results
Comparison of SAMD5-AS1 and EPIC1 mRNA expression levels in each group: the control group > the siRNA-
negative control group > the siRNA-1 group, the difference was statistically significant (P<0.05). Comparison
of cell proliferation activity in each group: the siRNA-1 group > the siRNA-negative control group > the control
group, the difference was statistically significant (P<0.05). Compared with the control group and the siRNA -
negative control group, the expressions of cyclinD1 and Bcl-2 mRNA and protein in the siRNA-1 group were
decreased, and the differences were statistically significant (P<0.05). The proportions of cells in G./S phase and
expressions of Bad mRNA and protein were increased (P<0.05) in the siRNA -1 group, and there was no
statistical significance in the above indicators between the siRNA negative control group and the control group
(P>0.05). Conclusion SMAD5-AS] interference can inhibit the proliferation of human esophageal cancer cell
lines Ecal09 and block them in G//S phase, which is presumed to be related to down-regulation of EPIC1,

cyclinD1 and Bcl-2 expressions and up-regulation of Bad expression.

[KEY WORDS] Long non-coding RNA; Signal transduction proteins Sma and Mad related protein

homolog 5 antisense RNA 1; Esophageal cancer; Proliferation

BEREEEURR LR b Rl S
SR AR & T A IE LB 2 — | iE
P 1) R G At BT R 12 W 3.2% , FET
R T R RESE TS 5.3% , HL £ 18 8 48 R IB AR
BT YRR AT O O UANBEFRE AR &=
i) B 28 G il A7 Oy SRER G R TT  RAE IR
AT AT A5CRR I 0 e e g, (T e B S0 2k e
AEs B G B HIRITAE R 28R E R T 2
KRN, DRI A i) ik 96 1) 38 G e B R 2 4
ERE AR EZ IR T2 -0 KaEE
ST A% A% 1 2 (LncRNA ) 7 V8145 g 1 3 58 15
R A W 5T 35 DU BR 32 38 LncRNA {5 5 1%
F 3 1 Sma Fll Mad AHCHE H [ JE4 5(SMADS5 ) X
SR HERZIR 1 (SMADS-AST) Ji AT 400 i £ Mk g 37 4
s 5, AR S50 % F I 5T IR S5 SMADS-AS]
TG R s B A5 9 AN M R SRR ), SR AR AL
T AN 2 o W 15175 & LncRNAL (EPIC1) 2
S ANy 5 . 40 iR 998 (4 D1 (cyclinD1) /&
WA R EREE A, S5 EE S A
B FE . B 4 Ik IR/ LG -2 (Bel-2) 3T I
T-%: K, BCL-2/BCL-XL %ET-#H 56 )5 )1 (Bad) &
PRI T I, A5 52 K W Bel-2 fl Bad 2 5 & 8%
0 B Y BE A . SR T SMADS-ASL fE 75 R 5
EPIC1 . cyclinD1 , Bad FI Bel-2 3¢ 35 ¥ 45 £ % 98 21
PRIBE G AN o ASBIF9 358 MR 8 9 4 M AR Bcal09 JF
J 40 MR 5, AF 5% SMADS-AST 428 £ 45 6 40 il
Ecal09 3458 i VE FH 01 2 4R 0 rT BE I BLA -

1 HESHR

1.1 SR
1.1 SR 5]

B R bR Ecal09 (H o E RN B T 20
a4 ) ; K AT B DHSo RS2 S 400 (W 1 | ¥
EREAE R A BRAF A4S - YB-L033) ; JoI
1640 Y 1 41 Jif 35 55 & (RPMI-1640) (114 [ Hyclone
O TS SH30809.01B) 5 G 4 1L 6k 1L 75
K773k (Opti-MEM) (311 [ Gibeo AR, A= 77445
10270-106 ., 31985-062) ; il ik £5 22 1 %5 W (PBS) .
0.25% B85 11l (24116 [ solarbio, 2F 7741t 5 : P1010
T1350) ; i A% 4% (Lipofectamine® RNAIMAX ) iR,
& (W A Invitrogen 23 7], A2 P24t 51 13778030) 5
/I T # SMADS - AS1 RNA (si - SMAD5 - AS1) |
SMAD5-AS1 .EPIC1 .cyclinD1 ,Bcl-2 Fl Bad R4 il
B )z v (PCR) ¥ 14 5| 9 . pLVX-IRES-ZsGreenl -si-
SMAD5-AS1 J5uk: (34 i X AR P e AR AT BR
oS EA D) s AR R -8 (CCK8) (1 H solarbio
v AL CA1210) S BT cyclinD1  Bel-2,
Bad Fl N 2 3 K 1% I 201 (GAPDH) B 5 B it 14
(—%i) . 1 2EHi % cyclinD1 , Bel-2 . Bad 1 GAPDH
BAR L A LY B G 2 s BRI (Zh0) (B A X
DUEIRBHE Y H A R | A 774t : PAB30598
LS - B6772. PAB32756, PAB36269, SAB43714
ab182858.SAB32651 .SAB13529) ; it i -20 ( Tween-
20) | 4 g B o S RN sk B R (BCA ) 28 A ik
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JE I 2 3K 0 & (31 [ solarbio , 4 77 i3 : T8220-
100 .R0010 ,PC0020)
1.1.2 LT

SW-CIJ-1D AU TAE S (g A 7R MR i
HAMRAH) ;311 K CO.MH R F#4 (4 H Thermo
/v]) ; DMIL LED AUE| 8 2% 1 55 (W F Leica 2
) s Tcen-24R B = ¥ R 25011 . Nano-300 A1 il
B EEEETHRT AMR-100 AU AR (F406 [ A R
AR FR /AT ) ; CFX-Connect 96 7 567 1 PCR
X () H 3% [ Bio-Rad 23 A ) ; Tanon-5200 14> H 5
b2 kA P (0 B L RRERHE A R A F)
mini protean 3 cell IHL K (114 |1 BIO-RAD).
1.2 ik
121 Y AR 51548

YRS 95 - 3T TRV Rl AL VR AE AR, R o8
Al L5, A RPMI-1640 55329, B0, 35 B3,
RPMI-1640 5 35 4 , 37°C . 5% CO, 1 15 75 46 15 1L 1%
Fio AL TR ERE ARG SR, PBS Vi, 37C
0.25%FRRAFH L , & A0 MBI, B3R AR R 7R o
1.2.2  siRNA JFkiiy ¢t

M NCBI %¢ 4% & 1 #5 $& SMAD5 - AS1 15 &
(NR_026763.1) , 4 siRNA ¥ 31 T H % i+ 4+ %F
SMADS5-AS1 /1 siRNA J¥ %1 (si-SMAD5-AS1 J7 41 :
5' - CCGATAAGCGCGGATCCTTATCT - 3" ) .
pLVX-IRES-ZsGreenl-si-SMAD5-AS1 Jii #7 Z5 46 it
DURERRHE B AAT FRA FI A
1.2.3 Yy

VA0 L 2 6 LA, XY Al Ml A B2 34 5] 90%
i}, L Lipofectamine® RNAIMAX g 5t {4 0 3 47 %
o, R S AR B AT 25« ) % il rh 2
& A pLVX-IRES-ZsGreenl-si-SMAD5-AS1 Fi ki,
B 9% 4 h, W 4k 22 85 37 48 h R iz AL Al i id
SIRNA-1 21 ; [A] 3 4R 45 5% e 23 48 ok i 4 ML, 12
SIRNA FIIPEXT REAH o o3 BBOAR b B4 A Sy X FREH
TR AR 3 N AL
1.2.4 4400 SMAD5-AS1 \EPIC1 15 i AZ Wi #%
ik (MRNA ) & 3546

T11] % £ 200w o N 200 2R R, i TR i A
RNA. [ %55 cDNA J5 47 PCR Y 8 [ v o I
% 452 95°C 3 min; 95C 5 5.56C 10 s, 72C 25 s
40 MEA;65C 550 YT LFE 1. MY E
T A A I L mRNA 38225, ARHF
FEEH GAPDH 1E N NS5, DL 244 RoR 4% 4 Ff

#F1 PCRETESIMF

Table 1  Primer sequences required for PCR

RE1 L

314 R iﬁiﬁ
SMAD5-AS1-F 5'-GACGCTGCTTTGGCATTCTC-3’ 991
SMAD5-AS1-R 5-TGCTTCTATGCTGGGTGACT-3’
EPIC1-F 5'-TATCCCTCAGAGCTCCTGCT-3' 939
EPIC1-R 5'-AGGCTGGCAAGTGTGAATCT-3'
GAPDH-F 5'-GGGAAACTGTGGCGTGAT-3'
GAPDH-R 5'-GAGTGGGTGTCGCTGTTGA-3’ 299
1.2.5 2520 40 Ho 3 B % PR

SR CCK8 1246 I 248 i 3 A 05 7 o AU 200
V4 41 53 T 96 FLAR , 5% 40 i B R Dl 3x10°
AL, 100 wL/AL, 37°C . 5%CO, 15 3% 1 2% , 40 a0l
BE 5 4REL 5 57 48 h; A 10 wL/fL CCK8 I , 4kek
Ri g% 4 b BERR ARG 450 nm ARG (E . 4% 2040
YL B 10 ] 3= O RSP 240 MR O {1 - G 2 7 3
WO REAE ) /) BRZH -2 WO FE {E < 100.00% -

1.2.6 452 200 N 440 ] 300 A )

Wtk & 2 A0, 250 3 LU, PBS HE A,
PRI I B SR 110° AN /mL 5 B0, 1 70% £, 1% [
FE ACIER ;B 05 BT, PBS YR IIA 100 wL #%
W% R T A (RNaseA ) , 37C/KIBE 30 min; INA
400 L LAk P IE (P, 7 2 20 B SRS 0 240 it &1 481
1.2.7 4400 cyclinD1 ,Bad . Bcl-2 mRNA £ ik
iRl

R 5 6 L 5 I 80 W3 2,

#z2 PCREFESIMRES

Table 2 Primer sequences required for PCR

P i e B

314 R iiﬁiﬁ%
cyclinD1-F  5'-GGCCACTTGCATGTTCGT-3’ 39
cyclinDI-R 5 ""GGATGGAGTTGTCGGTGTAGA-3’
Bad-F 5'-CCATCGGAAGTTTTGGGTT-3’ 124
Bad-R 5'-GACGCAACGGTTAAACCTG-3’
Bcl-2-F 5'-CTGGTGGACAACATCGC-3'
Bcl-2-R 5'-GGAGAAATCAAACAGAGGC-3’ 135
GAPDH-F  5'-GGGAAACTGTGGCGTGAT-3' 299
GAPDH-R 5-GAGTGGGTGTCGCTGTTGA-3’

1.2.8 #4140 cyclinD1 Bad \Bcl-2 25 4 F&ik 46

HAS 2 2B, i A 200 B SR A, A°C 78 53 24 2
Ji, B0 B LW . BCA el g 85 11 & i, 9%
EERAWSE N5 wg/ul, L EREE 4 pL, &
P B2 BRI v B UK, B B, 5% i Jig 7 3 2= i 1 P4
4CH, IMA—FE 1 h, & 0.05% Tween-20 [
PBS PEU, IMA 40, FIRIFE 1 h, WK,
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4 [ 3k O A TR A, TANON GIS A
TEHURH A5 K BE A
1.3 Gt

K1 SPSS 22.0 A #EAT S 140 B, T Bk
I (x£s) R, Z4H HJ5 225387, SNK-q 15 5 B
PR [ 25 5%, P<0.05 N2ESAH G5 L,

2 #HR
2.1 K400 SMADS-AS1 . EPIC1 mRNA k7K
SE RGN

£-2H 41 s SMAD5-AS1 . EPICT mRNA k7K
S A X B 2H >siRNA B4 %f B 2H >siRNA-1 4H ,
ERAFRITFE X (P<0.05), WL#E3,

%3 SMADS5-AS1.EPIC1 RiLEfELEX R (v+s)
Table 3 Expression ratio of SMAD5-AS1 and EPIC1 (x+s)

21 n SMAD5-AS1 EPIC1
X} HEZH 3 1.079+0.209 1.029+0.203
siRNA [ i 2H 3 1.0340.204° 1.01420.201*
SIRNA-1 41 3 0.63320.119°  0.209+0.041*

FAi 5.456 23.784

P{H 0.045 0.001
SRR LA, *P<0.05; 5 siRNA BT IEZH LL % , "P<0.05

2.2 AN G I PE LR
2% 40 20 i 1 B TS P HEE - sIRNA-1 2H >siRNA
B PE X B2 > %) B4, 2 3 A G il ¢ 2= L (P<
0.05), W4,
4 BAMEIBEINEE (x5

Table 4 Proliferation inhibition rates of each group (x+s)

21 n HEFEAN 2 (% )
XJ HE 2 3 0
SiRNA [ 2l 3 -0.0100.007"
SIRNA-1 41 3 0.211+0.041*
FH 81.036
P1E 0.000
SR L, *P<0.05; 5 siRNA FIPEXT IR 4H g, P<0.05,

2.3 A5 LA A I oA L
55X REATFN siRNA B X R 2 L3, siRNA-1
AR GG AR 5 LT .S AT Go/M B LU R
[ (P=0.043, P=0.046; P=0.043, P=0.029; P=0.002,
P=0.002) ; XF BEZH F1 siRNA BA XS B 20 22 3 483
2 L (P=0.967;P=0.874;P=0.875), WK 1,
2.4 HZHA cyclinD1 Bad .Bcl-2 mRNA E£iA
5507 FRZH RN siRNA B X B 2H L 452, siRNA-1
44 cyclinD1 1 Bel-2 mRNA 2 ik ¥ i 3 T F (P<
0.05) , Bad mRNA ik 2 & T+ (P<0.05) ; % fR 41

= %GOIG1:55.6 = %G0/G1:55.9 = %G0/G1:80.1

- %S:16.6 - %S:16.9 - %S:11.3

- %G2/M:27.8 - %G2/M:27.2 - %G2/M:8.6
- - — - b
g g E
2 2 — 3 —
3 3 3

DNA Content DNA Content DNA Content
Xt B £ SIRNA B4 20 siRNA-1 4]

Bl JREAEEHIH

1 siRNA B PEXT R4 2 % E& it % &2 X (P<
0.05), W5,

%5 cyclinD1.Bad.Bcl-2 RiAfELLXER (x£s)
Table 5 Expression ratio of cyclinD1, Bad and Bcl-2 (x+5)

20 5 n  cyclinD1 Bad Bcl-2
X R 2H 3 1.004+0.187 1.010£0.190 0.998+0.186
SIRNA BHPEXFARZH 3 1.047+0.191 0.953+0.172 0.908+0.169
siRNA-1 4 3 0.420+0.075" 6.010+1.181" 0.2000.034"

F1d 14.324 51.946 26.733

P 0.005 0.000 0.001

X B L, °P<0.055 55 siRNA FAPEXT I 2H 4%, 'P<0.05,

2.5 HU 4 cyclinD1 \Bad .Bel-2 8 155 H A

5557 HEZH RN siRNA B X B 2H [ 452, siRNA-1
#H cyclinD1 1 Bel-2 25 1 5T B %, 22 R A G it ¢
SL(P<0.05) ,Bad &3k % EF+(P<0.05) 5 %F
M2 RN siRNA X B 22 5 oG 127 8 L (P<
0.05), LFE6,

F6 FHEMA cyclinD1.Bad Bcl-2 EAHEMRIEZE (x+s)
Table 6 Relative expression of CyclinD1, Bad and Bcl-2

proteins in cells of each group (x+s)

215 n  cyclinD1 Bad Bcl-2
X 41 3 0.569+0.039 0.331+0.018 0.556x0.035
SIRNA BHPEXTIRZH 3 0.557+0.036  0.319+0.016 0.5160.032
siRNA-1 4 3 0.471+0.022" 0.423+0.020" 0.440+0.023"

F{H 7.790 29.731 11.248

PiE 0.021 0.001 0.009

T S0 IR H AT, *P<0.05 5 5 siRNA BIPEXT B2 He g, 'P<0.05
3 1T

SMADS5-AS1 A 45 9 40 ffL 39 5, cyclinD1 4t
JHT-3E N Bel-2 AR T-3E K Bad 2 5 &4 4N i
0 SR SMADS-AS1 fig 7538 1% 3 cyclinD1 |
Bel-2 1 Bad 3K 8 15 £ 45 9 41 3 58 19 KA pFE
il o WA B A TR IR A i 40 i PR Ecal09, BT 5Y
SMAD5-AS1 43 1 ## % cyclinD1 , Bel-2 Fl Bad
FE RN E A8 P 20 L G RE T AR FHBILAR

AHF5E 45 R K] SMADS-AST FHE Al A 4% T iR
SMADS5-AS1 #1 EPIC1 mRNA A9 255 , fii 95 40 it )&
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A BE 1 104 SMADS5-AS1 1 EPICY B2k , {40
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S et e e & J i/ MZ AT IR (miRNA )-135b-5p
SRS A, S 8T I SMADS5-AS] i miRNA -
135b-5p Feik b THE e i & . WA ks
& WIFE B AR 4N Mt % 35 EPICT 38 i i F MEF2D
2 FZ AL EI ARG AE AHIESE S AR AT
SEIAHRL, PTRE AR AR FBLA] T3

AW 5T 45 F 3 B SMADS-AS1 T AT AR T
4 cyclinD1 1 Bel-2 357K F, | il Bad K3k 7K
o cyclinD1 J2& Gi/S i 5% A WA & 1, A A 4t it F
G 1m) S HA%E e A JE 41 M 34 5, BF 5% % B vh
cyclinD1 it i 33K |, fiBR cyclinD1 5 40 MU 76 G, 11
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HEA ML E T, B 5E R A LE IR 4L ZUh ] Bel-2 36
K R Bad 263K 1T A R 9 20 A A 1 5 e
AHEFE AT R AT T 45 R — 5, SMAD5-AS1 Vi #R ik
J5 , A0 S5 A B 11 cyclinD1 B I T3 Bel-2 323k
BAmp , R UH T2 3L ] Bad ik Bl fe oF , 40l i
21 e 344 B B

R U I N 0 IR e g e A s e
SMADS5-AS1 1 siRNA J¥ 81 5% U 2 G485 fm A
TESZHI ] SMADS-AS1 5% 1k 1] i 2 4100 1 10 45 9 21
M BEFERE 1, S B4 I TR YT SR LT 0 25 W F
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2019, 128(2) : 566-573.

FABH , XUBEE, JE256) . — B XU & miR-145 X 1 fi
BGC823 4 M7l J4 12 ) AKT 15538 B 1 52 i [0 4+
W 5RY7 2%, 2021, 13(9) £ 1498-1502.
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ENAC B4 BRAF V60OE i [Fl 9€ 28 K5 1 HV IR IR #L
SRS WP R 7 Bl AR & S

RWAE FMEET Gk W2

[ E] BH®  BHUA FARIRANET 22 RIAN 2R AT (FNAC) 228 IR SV B (serine-threo-
nine protein kinase , BRAF )V600E 3 [H] Z& 2% A5 il £ HH R Mg 2L 3k 988 (PTC) 12 Wi vp 14 V6 T 2 I PR s 3L 22
Yo Ak WHE 2017 4F 11 7 % 2020 4 10 AT R4 L R EEBE 601 441 HHIR B 45 55 FNAC #5441, FH
ARMS J5 PEAG I HUR AR A8 v BRAF VG0OE JE R 28 28 155 5L , 43 HT BRAF V600E Jk 5 5875 55 HAR B 7L S R
IR EREREZ [ e R . SR TEHVIRIEFLICIRE P BRAF VO0OE K:[H 9748 K 65.87%(137/208) , TMiTE
e LR s K BRI BLEZE 5 TR R & L BRAF VO0OE ZEK 7%, B4 FNAC K BRAF V60OE K 58
AR S KT IR IR 45 T BRI  50.94%F11 64.62% 8215 51] 83.02% , 25343 411245 L (P<0.05) . BRAF 3
N ZRARRAS 5 PTC /& A A E5 Akl 45715 P FAR AR AT IR e R A% I R4 A5 (P<0.05) 5 B AR 31
Jibea A7, o SN TR, 7 P A EEL A e R B 4 TG A S AH OGP (P>0.05) . 4518 BRAF VG60OE FE[R 58748
5 PTC 1Y &A% VIHIE, By ENAC & BRAF VG60OE J K 248K 7G B T4 85 PTC 1Y 012 Wt , BRAFJEIN
A5 PTC WMIRE KN A AT E5 Ak 45 F R IR 33 G, 5B I RO AR A MLAF G

[X8i7A] BRAFILINZEAE ; FNAC; HUIRARFL KR ; PCR

The role and clinical significance of FNAC combined with BRAF V600E mutation detec-

tion in the diagnosis of papillary thyroid carcinoma

ZHAO Lihui', SUN Shijun'*, YI Bing', ZENG Yumei’

(1. Molecular Diagnostic Center, Zhongshan Hospital of Sun Yat-sen University, Zhongshan City, Zhongshan,
Guangdong, China, 528403; 2. Pathology Department, Zhongshan Hospital of Sun Yat - sen University,
Zhongshan City,, Zhongshan, Guangdong, China, 528403)

[ABSTRACT] Objective To investigate the role and clinicopathological significance of fine - needle
aspiration cytology (FNAC) combined with serine-threonine protein kinase (BRAF) V600E mutation detection
in the diagnosis of papillary thyroid carcinoma (PTC). Method 601 cases of thyroid nodules FNAC were
collected from Zhongshan City People’s Hospital, Guangdong Province from November 2017 to October 2020
and ARMS was applied to detect the mutation of BRAF V60OE in thyroid tumors. The relationship was analyzed
between BRAF V600E mutation and clinicopathological characteristics of PTC. Result The mutation rate of
BRAF V600E in PTC is 65.87% (137/208), while no mutation was detected in other types of thyroid cancer and
benign thyroid nodules. FNAC combined with BRAF V600E mutation detection increases the sensitivity of
diagnosing thyroid nodules from 50.94% , 64.62% to 83.02% , with statistical significance (P<0.05). BRAF
mutation is related to PTC calcification, nodular goiter, tumor maximum diameter and clinical stage (P<0.05).
There was no significant correlation between patients’age, gender, tumor location, pathological subtype, and
whether they were accompanied by lymphocytic thyroiditis (P>0.05). Conclusion BRAF V600E mutation is
closely related to the occurrence of PTC. FNAC combined with BRAF V600OE mutation detection can improve

AT A P AR AHE R (2019B1105)

HF AL P LREWRE P L TARERS THE PO, &, ¥l 528403
2.7 L KFHEPLTARERBEHA, S &, Pb 528403

*BAZAEH IR, E-mail : 395273998@qq.com
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the early diagnosis of PTC. BRAF mutation is related to the size of PTC tumor, calcification, nodular goiter,

and clinical stage, but has no correlation with other clinicopathological characteristics.
[KEY WORD] BRAF mutation; FNAC; Papillary thyroid carcinoma; PCR

FHOBR g8 J2 TN 0 WA 2 i DL B D e g, HG
RIS R, AN A 2 2 2R 2 BRI A A HEOBR
Je AT AN [R) A 240 R TR IR R AN i o H
PRAFFL K MR I8 (papillary thyroid carcinoma, PTC) fx
WL, 29 b7 HUR BRI () 85%~90%""*' . BRAF FE[RITE
2 TS E bR v R A2 S, W SEAIE S, VOOOE &
BRAF 5% 7% f5c 'H UL 1Y) % A8 i &, 7E PTC ' BRAF
V600E 2875 [ K& H: %0 40%~80% ™ o W%
BRAF V600E 5 PTC A R i PR 145 SR A A8 A AH
K, andg e HE e RS PEB A ER O 55 BB
RIAET, PTC J5 & kLY BRAF V60OE H [K ¢ 4%
S AR A SRR T AT O BUR AR AT
ZF | 40 it “# K5 A (fine needle aspiration cytology,
ENAC) A 7EA Hif A FHCRBRZS 5 PR T, Sy HIR e
T ARG HETR T AR AR 2 HR 2 A TR 1Y)
HE I UARETET R4 ORI e (8 & 2 b iz
BT Z o AT BRAF 3R 9828 78 PTC
FUZ W 677 R MG e S T W 0 2 S

1 AR

1.1 — ok

JAHTA 20174E 11 A 2 20204F 10 A Frlmi A
ROEE BERiZ i HUIRBRES 19 FRE 601 4], 3417% B i85 5
AT ARE 2RI (FNA) , 28 3 6 240 B 45 3 4 M 2
Wi S BRAF SERRIN , K J5 PRSFIR YT 344 1], F-
ARIBIT 257 B, FA 5 i BRLE A2 A v e 212
i, Herf PTC 255 208 5], 5 14 44 4], 2o 164 6], 4F:
#4717 (42.03£10.21) %, HURBRUE 1 PRI 5 2 6
FRARBERESE 2 1], RAPEIRAR 45 3], o 28 5 PR
[ 40 151, JEH NIEE 2 491 R AR ORI 98 2 491), 385 I AR
FERMRE L], N ABRHE : OARFTA B HEIC 5 H I
S5 J ] BE A (TI-RAS 4325 4 28 ]2 DL E454Y) 5
QAR T FNA J %53 BRAF KPR ; 377 AR
HEFAIGIT s @A ERA . HeBRbRifE . D2 F
REH s QAEARE T FNA K BRAF JEIAG ; Qs i
TORIARTERE . T B R SR R 28 G ) 2
o AR 2GS PEZE B S HEE R B
1.2 IRk

601 141 FH AR BR 45755 /B #2417 BRAF VO0OE

R, 52t 70 A A2 BRAF JE 1K V60OE 5845 #6:
W) & O K JE T SRR Y B 2R A BRA
Al 45 2 11220070701 s HLAE 24 An/&) , T
BRAF 3£ [Fl V60OE {4 4l Jifd 28 A5 (B} 1799T > A) i
M, PCR 6 FH4" 34 B 28 7% 2 4t (amplification re-
fractory mutation system, ARMS )% , RT-PCR 1}
b 75 A Ot E B PCR X (B A% B 5 . SLAN-
96S) . IGIREEITAERE S 513, A 2457, H
Yt B IR AT 2 B 2 R % A i 2 P —
BEE NS R 5 A0 5 26 10 B R 2R A7 W
S Mu=Ai2 W, ) —EF I A TS 200 wL DTL 24
W r) 1.5 mL B0, g5 hrid fF ik oy 712
WO 61T BRAFFER R . ARACRAELE 4T, A
it 72 he R EEHCR ] FFPE DNA A% R 41 B0
BT 1 3EAEA Y B 25RHE A BRA w100 FH R sk
HER AN O T i Rk B 2 . PCR |
PURPRE R VR R B 1 pe/L IR R 1 peg/L 1Y
bR, DNA 2 J5 E EHL.
1.3 Gile#abH

K H SPSS 22.0 GEit ¥ ATGe it o3 A s 1AL
TR n(%) KR AT ROk ; DL P<0.05 28 22 5%
At E L,

2 HFR

2.1 HURBRZS 7RG SB35 BRAF VO0OE JE [H 58 4%
TR

257 il B T, R JE R B ZE A2 O PTC 208
il , BRAF V60OE 2 [K 58 78 %1 137 f4i] , 58 A8 %6 fy
65.87%(137/208) , #F A=A 71 f41], 5 34.13(71/208) ,
FHODR B At A 098 CHRCAR B vt i 2 491, FFOBR AR A
I 2 051]) B R B R P A8 (2351 1 DR AR e 40 51
UEIELRRIEE 2 ), WA HOR R 4% 2 161], 325 I 22 R g
1 461)) 41 ARG 3] BRAF VO0OE J: PR 5875 | FUR i 45
W, PTC 5B A8 X R M%7 BRAF V60OE 3
R LA, 22 AT G2 B L (P<0.05) . WL 1,
2.2 BRAF V60OE J:F K 5 i L 20 i A2 Wil S

AR5 o BEZE 0012 0 A o 1 212 v
BRAF V600E 3 [F 2248 fH 4 208 7] (#4128 PTC) , %
AR BAYE 4 1) s R BT ENAC 40 I 2432 i 25 51 kg 2k i
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K1 BERBETFAREEEBRAFERRTHLLE [(2(%) ] %2 BRAF V60OE BEEN S HEMEF (FNACHIZEER

Table 1 Comparison of BRAF gene mutations in patients Table 2 BRAF V600E gene testing and fluid based cytology
after thyroid nodule surgery [n(%) ] (FNAC) diagnosis results
BRAF V60OE H: 4 P P opLilrg e
FOBR R &5 n BRAF BRAF xyfi PfH Bethesda 53-2% n BRAF BRAF BRAF BRAF
GEAFHY i Al FEME BAME FHEE FATE
ORI FLICRE 208 137(65.87) 71 (34.13) 69.12 <0.001 Joikis i 1 3 1 0 0 2
HABZWHFRIREE 4 0(0.00)  4(100.00) 4.00 0.046 [ERE | 16 0 4 0 12
ORI R PERRZE 45 0(0.00)  45(100.00) 45.00 <0.001 Al AL A M 32 8 13 0 11
TEVLE I IV 3 0 2 0 1
e A] BE A R v 95 56 20 0 19
@ 108 'WU ’ ﬂﬁ%‘fﬁﬂ*@ 76 Wﬂ ) Y}ﬁ@‘@ﬂ*@ 2 'fﬁﬂ ) E”5 %I‘EHEFJE’W 108 72 36 0 0
RIS AE 21 (], BLEIAE A4 1, JERL IS 1 91, s #it 21 131 B 0 4

GEALN AR MR LRSS 45 01, 349 BRAF VOOOE B ki s . 92 A5 551 H22 2 XL (P<0.05) . Mok fit
Ve, AR BT FNAC 2 2 BT AR T SEEEMB 19 5142 <1.0 cm i PTC % BRAF V60OE 3K %15
U, BERLRENARR 1, AE SRR 1L B, BRSO 1.0 om 9 PTC 13, 225041
126, TRELWT 2 . AERREREIZ I 212 BIHVIRER  giib225 ¥ (P<0.05) s TNM 4381 I~ IV #1f1) PTC £
Ji o ENAC 12 05 )y 2 Ak 0 R 108 01 BUBYE % prAF VGOOE 35 2845 51 25 T 1 ~ 11 010
50.94% (108/212) ; BRAF VO0OE JENKIM AT BME  pro s 22 oy G225 Y (P<0.05). W33,
137 ], #0E ¥ 64.62% (137/212) , FNAC + BRAF o

V6OOE FFIAI I i I  Keded: 83,020 (1767 3 W

212), KA K ML W R iR e wr . IR 2, 515 1Y 4 £ % ) (fine - needle aspira-
2.3 HURHRFLKAIE BRAF VOOOE ZENRADIRZS  tion, ENA) 2 FMR B 25 55 BL % 1 B 50) 4 1 %% 7
5 R W PR B AR Y OG5 ¥, 2017 i Bethesda % 45 (TBSRTC) , 44 R Jit

PTC AT B LAL IR BRAF VOOOE JENIZAER gt ol 5 1 o B 45 T4 hy 7S 28, JE X AR 4328
W5 T PTC AVEAT SRR IR DS ATSETH R g T e XL 087 5 PR A B0 ™ (L4
X (P<0.05) . PTC AEA LT TERVIRIRIFEYEE st m et A IR, 54 5 ek mg 2 V 2K

BRAF VOOOB S RAHILW 5 7 PTC HAZTIHE 48 qURRE e, s R IS T BLAE (2018 47
®3 BRBILRE BRAFEERZSIGRFREFLENRXR (%) ]

Table 3 Relationship between BRAF gene mutation and clinicopathological features in papillary thyroid carcinoma [7(%) |

I R 9 B n BRAF 5875 [ BRAF 587% [ 1k 7E P{E
5 ik 164 105 (64.0) 59 (36.0)
F 44 32 (72.7) 12 (27.3) L7 02794
AEAR <50 157 103(65.6) 54 (34.4) 002 08375
=50 51 34(24.8) 17 (23.9)
I T AT A LSk bR 8 1 W AR 70 37 (52.9) 33 (47.1)
T INFLR IR 130 89(68.5) 41 (31.5) 528  0.0713
HE 8 4 (50.0) 4 (50.0)
Jifogga 23 sl o7 F 95 66 (69.5) 29 (30.5)
e 85 53 (62.4) 32 (37.6) 1.02 03125
W+ A 28 18 (64.3) 10 (35.7)
=1 A 1 a9 (¢
JEE A A = 89 66(74.2) 23 (25.8) 176 00292
w 119 71 (59.7) 48 (40.3)
W ke o
PEZETTPE HUR AR b = 92 50 (54.3) 42(45.7) 073 0.0018
w 116 87 (75.0) 29 (25.0)
5 1 Uk 2L 40 L PR R 2 & 24 13 (54.2) 11(45.8) L6 01987
w 184 124 (67.4) 60(32.6)
s S NIE R 0~1.0 143 87(60.8) 56(39.2) - 0.0234
=1.0 65 50(36.5) 15(21.1)
TNM 4318 I~114 122 69(56.6) 53(43.4) .
I~V 86 68(79.1) 18(20.9) 13 0.0039
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FO) AN, 25 FNA REERA T KB A FOR AR 4515,
AT 2 Sl BR AR A 7 5 2 PR R 04 20 B i G
" BRAF }& X J& RAS/RAF/MEK/ERK/MAPK {5 %
T % I R B RO BT, S S R A A K
EFPAT-9E" . BRAF 2878 £ B AT R . KA
T exonll I HZIRIA, W G463 .G465 ,G468 Z5 1)
FLGEAR s R AHE Exonl 5 P0G X, o 2 90 % 43 T4
1 799 #% 18 |-, T8 h A(T1799A ), FHCH 4
HI4R 2 R th 7 2RI . BRAF V60OE 2878 K6 7
HUR IR AR BT YT USR5 ANZS A0, AR
AT DA 5 A0 W S5 2 W o v 1
FEPR B8 P4 2 5] 241 BRAF V60OE S5 (G %
FEJE BIT R RS . DESE R, BRAF FE
1€ PTC AT 35 60%~80% , 16 AR,
BRAF 578 # S ¥ 2 BRAF 1 FTC g /b 57y
RS FE R, RETkI BRAF V60OE
ZEARARBL A BT PTC B2 WAl AR TS F0 , f
Tl MR EISIE T

AT 25 5 5 RE A ST R 38 B FEAAH AT | 42
7~k BRAF V60OE 3 [H %878 5 PTC % UIAH G

Brown % W58 IA N, BRAF &[R4 i B &
FNA 4 i 224 KR = T 2800 i UsE . ARF
4850 R ARSI i 12 W i SRR M R 50.94% %
= 21 83.02% , B Wk $2 5 7 IR B 25 T R
Z P, B FNAC M2 BRAF V60OE 5k [H] 58 75 £
WA BT PTC iy H 12 Wr . W58l , BRAF BEA
2 A5 (% BEPE R 3 1I% , FNA 28 o 5% 75 £ BRAF 28748
CIRDN=Y: KU i i R o N 0 S A L)
—1{5] f8. 75 BRAF VO0OE & [K 28 4% BH: , (H A J5 955
g SR 25 AT HOIR AR, 2R IZ BUR , EB0A

G 4 S R IR /N FL Sk R g o IR L, BRAF
V600E i PR K6 I 45 S X s PR A 2w K A3 — 2
Hoh.

Changlin Li B 5#i B UE L, IE g 218540 5
PTC Y& 78 1 5t IE A 56 o A B 7% &5 SR 2 m
BRAF & [H 58 A8 B8 57 g A= AE g A2 /T 1em 1
PTC 1, FEAEAT 540 AN A5 15 1 B IR R vk LTI R
A3 30185 v ) FROIR B 3L Sk R 98 BRAF V60OE 2 [ 58
AR AR e o AR PE I 40 A FOR A 4% (chroniclym-
phocytic thyroiditis, CLT) X FRIENFA FCHUR R 4
J2 JR M R MR T AE DR E B R R
Ju-Han Lee 55"7'3% T 10648 4] PTC & AU 2 %43
Mrig7n , PTC 5 CLT %3 #H ¢, CLT & 38 N

23.2% , LA I B 1 R B 45 49 1 0 1 2.8 £ o
AW FE R, HR R 2L Sk R A JF CLT By Ll oy
11.5% AR T SCHRHR A , (HAE U4 (] BRAF JE[H 9848
IG5 5, Ik, PTC 3% BRAF V600E % [H
RADRS H REEA S RS A 5T R
AR e K i ggE i R TNM 43 B AH 56, 7E A 45
b B e KA /N T 1.0 em AR 45 7  FOIR A
Ji i R 43 300 458 e A HE IR R L Sk R 9 R BRAF
VG60O0E JE [H 28 A8 3R %5 7 . BRAF V60OE 3 [K 58 A%
RS PTC HE AW M g B AU | i ygs 25 ol
AN P2 P I CE 200 L P SRR B R A5 T B S A O

25 L TR, AR G5 L T IR R AR R
#H BRAF VO60OE Ht K 28 A48 = 22 A= 7 HUIR IR FL 3k
PR R, e 2 22 28 HIR B i BRAF
VG600E JE [ 278 AL, PTC (34 & & R &
T 3B, BRAF V60OE 3 [K 28 75 8 5 Jg A= 7 Jih Jeg
HA/NF 1 em [ PTC , ZE A £5 0 kb A1 25
T R BRI PR 4310 84 v 1) PTC T BRAF [
RAF R, TG 822 . BRAF V60OE ik [R5 4%
SR B 116 B 2H ARG A — T B, O R
/N . B FNAC M2 BRAF 3[R 0 %6 i £ B T
PTC (711 & B0 26 RS 8T .
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A B i HE NSF-1. 25 (OH) D J& Hey K F- 5 8 s
NIE S

Bl WRAE BT Feed’ #HrE' Fiat Fi

&‘ 2%

<o
<o

(8 =] BH HrEFEmmESEmF N 7-1(NSF-1) .25 254k 4E & D[ 25-(OH)D ] | [A] 2
R (Hey) /KF S5HE RN ER . FiE LI 2018 4E 5 H & 2020 4 4 H FBM 75 TMHE E B oa
M 157 491 2 A w8 000 P S8, ARG 1 48 0 B s I A S s D DL BB AN A o b A — 4 NSF-1,
25(OH)D Hey LA K AR BMD 7K ; 4381 4 4F i 1 £ # NSF-1.25(0H) D Hey 7K 755 BMD (141
Kotk 5% =41 NSF-1.Hey /K 03 B BUBAS 41> B ook 20 21 > it 18 4, =41 25(OH) D K- &
JBE $5  L1~LA () BMD HCA : 5 B A 4 < i D Al < B IEH 4L, 22 7 °H St L (P<0.05) .
% Spearman 4y M5, % 4 1 I K B NSF-1 ., Hey /K F- 5 B 81 &2 L1~L4 ) BMD £ i #f 56 (P<
0.05),25(0H)D /K5 B8 8 &% L1~L4 [ BMD 2 IEAC(P<0.05), &5 &4 5 Mk A% NSF-1.25
(OH)D Hey /K F-5 B JF s A% JAURS: 38 I A7 7 BH S (4 R DG, I R T4 3 Rl g o Wl b 3k = T8 4
LB R it S 8 AT TR F2IE , A R b & 2F 1 XU

[E3R]  BAEEINIE; NSE-1; HREiM; 25(0H)D; Hey

Relationship between NSF-1, 25 (OH) D and Hcy levels and osteoporosis in elderly
hypertensive patients

ZHOU Yajie', YAO Fanxiu’, YANG Mo*, LUO Xiaohua®, HAN Xiaoxia', LI Angi’, CAO Tingting™*

(1. Department of Nursing, the Fifth Affiliated Hospital of Zhengzhou University, Zhengzhou, Henan, China,
450000; 2. Department of Geriatrics, the Fifth Affiliated Hospital of Zhengzhou University, Zhengzhou,
Henan, China, 450000 )

[ABSTRACT] Objective To investigate the relationship between the feeding inhibitory Nesfatin - 1
(NSF-1), 25-Hydroxy vitamin D (25-(OH) D), and homocysteine (Hcy) levels and osteoporosis in elderly hy-
pertensive patients. Methods 157 elderly hypertensive patients admitted to the Fifth Affiliated Hospital of
Zhengzhou University from May 2018 to April 2020 were selected, according to the bone mineral density, they
were divided into the normal bone mass group, the osteopenia group and the osteoporosis group. The levels of
NSF-1, 25(0H)D, Hcy and BMD in different parts of the three groups were compared; the correlation between
the levels of NSF-1, 25(OH)D, Hcy and BMD in elderly hypertensive patients was analyzed. Results Com-
parison of NSF-1 and Hcy levels in the three groups: osteoporosis group > osteopenia group > normal bone
mass group, comparison of 25(OH) D levels and BMD of femoral neck and L1-L4 in the three groups: osteopo-
rosis Group < Bone loss group < Normal bone mass group, the differences were all statistically significant (P<
0.05). Spearman analysis showed that the levels of NSF-1 and Hcy in elderly hypertensive patients were nega-
tively correlated with the BMD of the femoral neck and L1-L4 (P<0.05), and the 25(OH)D level was positive-
ly correlated with the BMD of the femoral neck and L1-L4. Correlation (P<0.05). Conclusion The levels of
NSF-1, 25(OH)D, Hcy in elderly hypertensive patients are significantly correlated with the increased risk of os-

AERB Tl B FAE I AT R BA £ B (LHGJ20190411)
M Ar 1L FRMN K S5 BB E IR B3R, 7T dr, #) W 450000

2. KM K F % AW B E A FH, 7 d, RN 450000
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teoporosis. Clinicians can strengthen monitoring of above three indicators in elderly hypertensive patients to help

timely guidance patients for prevention and diagnosis, and reduce the risk of osteoporosis.
[KEY WORDS] Elderly hypertension; NSF-1; Osteoporosis; 25(0OH)D; Hcy

B BT AN E 2 TR R AR R G ) A 3
MR 5 | A 1) B B 4 T A BB A i AR e A
PIrh AR NZ R s T a B E B3 E % L
FB o B AR, BUEAE B #0032 215 M
I b7 € = RV = (| WA b e =R AN 2 NN (1WA
KT 3 1 0 PRl A B RS Shy i DL 1 o I A
PN o M A DA AR ST, 3R O e 2B O Rk
12% , Hor B4E N2\ 25% , % HR 3 0 B A fid e K
T R ™ R BEAE H Ak R LR RN R
B A SR ST R R AR, R () I O AR DG M L fHLA
KBIFGT 7 A 1o ML S T ) B BB E
PRI 0 & AR B VARG ARk A 9T
FRAE A -1 (Nesfatin-1,NSF-1) .25 ¥ 54 4=
% D[ 25-Hydroxy vitamin D,25-(OH)D | . [A] 712 i
2R (Homocysteine , Hey ) 58 CHHA &, AWF5
LB AR I £ NSF-1.25(OH)D \Hey /K V-5 8
FEER ARG RIEATHIGY , B 78 R I PR BB FYA T %
A R I P AR R AR T RE 114 XU $ kS AR
P, AR

1 RS

1.1 — gk

PEHL 2018 4F 5 H 2 2020 4F 4 A AN K25 1
R B2 B IR B8 157 3 2 4T 1 I 28 3 ) I R 9%
BHEFT 0T o AR - DR 6 o ) o5 i % B
B35 (2018 & 1T hit ) ) v 3¢ T & 1l JK 74 12 B bn
HET s QBB A B R B A AR 5
B % B2 W F IR A SCIZ Wi AR i Bl IR
ORLSE R, ORI B E K @B AR IR =60 &
HEBR bR : DA TP RGP ; QA " HE T
Efe A ; OF AW B RE ; B4
W W R G s OFAAE B M 5 e PR
Wi OFFE MR RE B A ;O 6 4 H NAELE
BT . AT B B B R P2 By St
i, 2R E KR OB NG R ST
1.2 ik
1.2.1 ‘5% ¥ (Bone mineral density ,BMD )il &

{454 5% [ GE 7 Al %) Lunar Prodigy (DEXA)
B I A o G B S 8 8 L ~LA MEAR A

) BMD,BMD i # H T E3R , T {E=(I & (E— 0%
(B +1E 5 N E % BEARE2E . FIEhnifE™ . B & IE
# T {H=-1.0SD; & k> : —2.5SD<T {i<~1.0SD;
BB : TIH<-2.5SD, 45 % B AN [FPRf R
SR E IR A B D DL A
1.2.2 NSF-1.25(0OH)D . Hcy /KA

THLIT A 2 A6 5 mL 7 R4S I8 F KL, 64T
3 000 r/min &>, #5.0> 10 min, r=10 cm, B F1E,
CE T 20 CHPRAE, Rk o SR FH I 4 28 WL 3
K NSF-1 7K, 370 & e pg ot 8 A )0 w4
At 5 SR HL A2 2O R 25 (OH) D 7K, i)
& A IO ] 5 R AR O e 43 ik Hey
WA G L R AE R R A IR Rl R . $RAE
JURS AR IR T
1.3 GEilsFhik

K H SPSS 22.0 Geit #1581t 40 b, i i
TR (x£5) F7n AR FLEAT e K56, 2411 L
AT F RS 5 >R Spearman 3 A1 2 48 5 1L s B 3
NSF-1.25(0H)D Hcy 7K°F-5 BMD [ AH &4 5 LA
P<0.05 2R EA5ITFE XL,

2 R

21 SHIEARVOR L

2o B, R IR R 50 1, 5 s b Y
56 ), B RE AR A 51 4], =2l IEAGER] 8K
EREGIHFE X (P>0.05), WK1,

F1 ZHEEABLE (v+s)
Table 1 Comparison of three groups of basic data (x+s)

Eivll n B PRPEER () REE(kg/m®)

BIREMA 50 3713 72.46£9.35 23.08+3.27

BEE/OH 56 3917 71.89+10.52 22.80+2.73"

BEIEFHH 51 33/18°  74.26+10.33° 23.59+2.84™
F1{H 1.029 0.79 0.79
P1H 0.598 0.457 0.454

T 5 E RS L, P>0.05, "5 E 8046, P>0.05,

2.2 4| NSF-1.25(0H)D Hcy /K b5

— 2 NSF-1 .Hey 7K LL# : 1 TR B A 2 > B
W > IR A, =41 25(0OH)D K i
Brgin < s/ dH<FmIEHA, 2R YAS
P L (P<0.05), W2,
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R2 ZZHNSF-1.25(0OH)D.Hey 7K FELER (x+s)
Table 2 Comparison of nsf-1, 25 (OH) D and Hcy levels

in three groups (x *s)

2151 " NSF-1 25(OH)D Hcey

(ng/mL) (pg/L) (wmol/L)
IR 50 5.47+1.69 527+1.54  19.86+6.28
BEWO4 560 3.92+1.28° 13.27+3.86°  12.96+3.61°
BRIERH4 51 3.38x1.12° 2546635  8.53+2.84"
FAH 31.32 273.00 83.02
P1E <0.001 <0.001 <0.001

T 5 E BT, P<0.05, 58 84N, P<0.05,

2.3 ZHARIEEA BMD K- H A
S BE B L1~LA ) BMD AL JSUsi #
<y WP H<FRIERFA, ZR AR+ E
L(P<0.05), WF%3.
x3 ZAARRBUBZEKFILE (x£5)
Table 3 Comparison of bone mineral density levels in

different parts of the three groups (x+s)

205 n  BE#BMD(g/m?) Ll~L4 BMD(g/m?®)
BRHMA 50 0.62+0.07 0.76+0.17
FHEWASH 56 0.8320.05* 1.00+£0.21°
HHEIEW4 51 1.09+0.11* 1.31+0.26"

FAf 439.16 81.98

PAE <0.001 <0.001

5 BT, P<0.05, 58 8/ 4%}, P<0.05,

2.4 EAEFE IR H#H NSF-1.25(0H)D  Hey 7K-F
5 BMD [ AH A 43y

%t Spearman Sy HTASH , 4F & 1L B # NSF-1
K5 BEE B K% L1~L4 1 BMD £ 71 A 56 ¢ &
(r=—0.854, P<0.001; r=—0.839, P<0.001) , % 4 &
I HE £ 25 (OH) D /K F 5 B8 8 & L1~L4 1
BMD £ IF # 5 & & (r=0.827, P<0.001; r=0.841,
P<0.001) , 2&4F = Il 8 34 Hey 7K 5 BB #51 J
L1~L4 1) BMD £ i A1 C5¢ & (r=-0.789, P<0.001;
r=—0.792,P<0.001) ,

3 itig

[ VA sy il v LIS NN/ S Y IS EN D PN
S5 PR ZR I | ) I s 40 S RERRL AT, B o AL
T I — 2 R R B s B Sk ER
AL RACAZ TR 2B, BN IR 20l
LI LA B A AR BB A S ol T
NS A ROk S IR VR %N = 8+ i 8
YA IE , 4547 N AN 5 BUR B T 29 150 1
N B BB AR E BB — A 6 T 2 Ak A B A R
o EAHSCHIETE R Y, T AR U AR T

XS U8 R LT, 51k T HUARSE IR D RE T HE
HEMT W 20 R T A, AR Ay B R Y R
AR [, DT O B A R 1 5 ki LA
A A TE ARG, BAT I R R A T
FA G JRURS: M 1 ARG 2~3 4557 TR, X B4R 1
I 28 e A By T A I O 7 A S ), ok
AR R I B8 R A B A BT F B S

Sato 25 "FsE 4R HH  NSF-1 W BE S5 R K HA
FRTRI AR, AT AT AR , 20 AT 2 fef -1 51 R
P AT AR v 5 1 DR 7K A AR 0 R i A L
H45H  NSF-1 Al fig 5 — L B fE7E—E B R . A
5% 45 5 BEAE Kasher 55 i 538 45 S AH L, $2 7 AR
AR NSF-1 7] g 2 5 2 AF i 1l He £ 35 B BT s A
1) 5t R ek f

25(OH)D W42 D 7EAR N e F 2 AEAEIE
G W SN BT 7S 2 o S AN 7/ S 113
HEg G BRI, DS B A S A S RS
B, HES B B TCHLER AL, OB A B, DA A
UUE T8 . MR85, 25(OH) D BA i i
B E BN R EE RN AR R, 24
25(OH) D 7K V- L8« B Ui A A1 < B it Jal /D 2 < B
HIEF A, X5 Young S5 RS AL, $E 8 i A
Al AE—ERRE | S BMD IR, n] 2 TR B
JRs AN KA ORI R 2

IAE—SERF5¥ & B, Hey )3R35 7] B[R] BMD f#
TEAISCME , BEEE I3 HCY AYFRIA KA T8,
BT BB N o F8 45 S R R ] B
T I R BUR B RN 4R 2R D Sz DR
RACHUAFIKE- AR Ak, TS S NSF-1 . Hey 7KF-1Y
MU AR S BUEH BMD 1Y R R

25 L TR AE R I T NSF-1.25(0H) D,
Hey 7K V558 B A KU S A7 BH S8 A OGHE | I
PRITAEE Pt s e _E R =35shs , LA S
Te PP TR ARG , B usiha & A XS

S & Lk
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/IR VER X 2 2 I HLER AR R A S e
FEHH

[ ZE] B8 HI/NFIE R R A BhiG )T X 2R N B2 AR IR R R T B NI & 5
B KM ST KRR IR AT o T3k BRHOGIRN WL R Be 2017 4F 1 H & 2020 4F 1 H UG 9 80 1] £ 4
O SR ZE A AR E VR IR S, $e BEBENLEC T R 00 R LER 2 (n=40 ) FIXT 2 (n=40) , ForpoX] B2 R
BALAL P A IS S O, LS 4 DU 7 T R A 0 Bl SR B/ N S BT ) DE AR VAT, 43 B0 2 SR
FE MR G ROL HEDE 2T YRR AT 2 L, X PR AL IR 7 105 13 KT A7 1 L
B OMEUIAL R E N E EEM . 58 WAL % PI.RI.PSV .EDV . P B i, 2 S B it X
(P<0.05) ; WLEE 4 58 3 14 HE B 22 (85.00% ) T Big 22 (30.00% ) 5 T XTI ZH 1) HE B 2 (50.00% ) 14T B %
(17.50% ) , 25 Gt L (P<0.05) ;369710 G , PI4H #3810 LH FSH LUK T /K b, Horp g€ 4l Y
PE AN TG, 28 56 Gii 278 L (P<0.05) ; B —4F K B0, WLER 4 F0 3 B9 1 & 8 ) i SAIG 0 R4, 22
SEGIT R L (P<0.05) . 8518 /N B R VLA Bh ot il s id y7 vl ol 2 8 I BLL S IE A T8
N B A2 e T R TR KO 2 i R R A R R

[EEIA] /RIS PIAIVCAR; ZROPHELEANME; T oM, TR

Effect of low-dose aspirin on patients with polycystic ovary syndrome

LIJi', GE Min**

(1. Obstetrics and Gynecology, The Fist Affiliated Hospital of Su zhou University, Suzhou, Jiangsu, 215000 ;
2. Obstetrics and Gynecology , BenQ Medical Center, Suzhou, Jiangsu, China, 215000)

[ABSTRACT] Objective To investigate the effect of low-dose aspirin adjuvant therapy on pregnancy
rate and endometrial development in patients with polycystic ovary syndrome. Methods A total of 80 patients
with polycystic ovary syndrome who were admitted to Suzhou BenQ Medical center from January 2017 to
January 2020 were selected as the research objects and divided into an observation group (n=40) and a control
group (n=40) according to the random number table method. The control group was treated with letrozole to
induce ovulation, and the observation group was treated with low-dose aspirin on the basis of the control group.
The endometrial development, ovulation rate and pregnancy rate of the two groups were compared objectively,
and the hormone levels of the two groups of patients before and after treatment were evaluated and compared,
and the recurrence of the two groups of patients was followed up. Results There were significant differences in
PI, RI, PSV, EDV, and intimal thickness between the two groups (P<0.05). The ovulation rate (85.00% ) and
pregnancy rate (30.00% ) in the observation group were higher than those in the control group (50.00% ) and
pregnancy rate (17.50% ) , the difference was statistically significant (P<0.05). Before and after treatment,
compared the LH, FSH and T levels of the two groups of patients, the scores of the observation group were
relatively lower, and the difference was statistically significant (P<0.05). After one year of follow-up, it was
found that the recurrence rate of patients in the observation group was significantly lower than that in the control
group, the difference was statistically significant (P<0.05). Conclusion Low-dose aspirin-assisted letrozole
treatment can improve endometrial receptivity in patients with polycystic ovary syndrome, regulate patients’
hormone levels, and increase their ovulation and pregnancy rates.

[KEY WORDS] Low dose; Aspirin; Polycystic ovary syndrome ; Endometrium; Gestation
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ZHE N B ZEA1E (polycystic ovarian syndrome,
PCOS ) J& P 3B WL IE 2 — , B R A7
BRIt Y, — BRI MR o HEER
Wi e MEER Ao =LA T RE S R B
HEOW 55 HE PRI 55, ™ B 3 1 AN
AR, ZROPLLEA RN KA P R R 3
g i S I E I A VAN R = % N D WS & kS IR G
FHAESZN . BHAT, G R B % 29200 LA ARG
ST LA IGTT R 3 AT AR N R R KT R
FEIARHEIR A ROR o o, Rl n] DUFEAE i HE B
AR B R AR (H G i R A R R AL
RRAERT S EF M X AR BRI 2RI LR
I S8 35 7 f gl e %) il St /N 7R e B ] DC AR
HRYT, I SRl e R 17 L, SR 255 P
BEMHEIN R IRR R YT 2 5%,

1 ZBEFRE
1.1 — ek

PEHUI N B RE B B 2017 4F 1 H % 2020 4E 1 [
WA 80 51 22 4 BN RS MR B EAE TR XTG4
A : OFF 6 Z RO LR SR A G2 @521
2en] DLOP 24 QTCAH R 25 Wit i 5 . HERR
Pt : A I HAD™ B ; @& IF ™ S 1.0
G M A0 o R PRI 235 0 A WL 2H ARt R
2H, 4% 40 4], Horp ook FEZH P2 4E % (25.11+3.70) %
SERERE (10.74+2.12) H 5 AL 24404 (27.01
3.92)% SEEGHE(11.03+2.04) H . A g LS
AR EAS . AL BB e HZE bl St
1.2 ik

Xof HECZH R BB 4 ) > iy net 75 S HE O, BDAE AR
2R TR B il e R (VL7 1 By 5 24
B BR A W) A= 7= 16 2 o 7 H19991001) , B 1K
2.5 mg, TR U, WL NI FE T BRZH (i Sl 1%
B0/ NI ] ] DG A (R B s 2 (R A A FR 2 m) AR 7™
[ 251 7 J20130078) #E4TiR YT, BRIK 100 mg, £ K
— . MAHBHENTELIRIT 5 K. K B @
D 2835 R HE BRI 0, O 7 HE BN S 25 T i IR SRR
14 d J& A A8 5 0 N 9808 B A 1 B 4 3R (Human
Chorionic Gonadotropin , 3-HCG ) B #iff FLJ& 5 442
1.3 WMEFEbR

O3 AR B T B B R E HED A
TR YRR VAT R LA, % P4 HR IR 7 RIS B3
RACHI AT Fbede, IR AL R M &

T, QUFEIKT FE B RIT RGN R 2 1
VK IV 250015 3 ISR, R AR R 27 [C Cobas e
601 H, b 2 & G e i 43 B {30 2 i B 44 2R il R
(Luteinizing Hormone, LH) . Ifil. 15 fi& UP ¥ 3] 3 &
(Follicle stimulating hormone , FSH) A & T /K
QFFH WML E R LRI EPIQS B BBk
ZEIF1IE B ARG I 5 A R A R B AT 30 ol e
{4 & (Peak systolic velocity , PSV) &7 5K A3 L3R
i (End-diastolic volume EDV ) | F & 3j ik ## )
8 %4 (Pulsatility Index, PI) F1FH 77 45 %% (Resistance
index,RI)
1.4 Gutirk

K JH SPSS 18.0 Gt H A el i A T Rs A B 5 T4
TERILL n( %) FoR R 1505 THR OB (R £5)
PN R H R 5 P<0.05 Fn R A SRR X

2 FHR

21 MHBENFENRLF BN L®
W5 20 [8] /%) PI.RI.PSV .EDV . PN Ji J& B Fr 3%,
R[S FE L (P<0.05), W#FE1,

x1 MABENTFENRERBRRALE (x+s)
Table 1 Comparison of endometrial development between

the two groups (x+s)

PSV EDV P R i
(cm/s) (cm/s) (mm)
WELL 2.19+0.41 0.74+0.15 18.05+2.98 6.54+1.51 8.77+1.92

215 PI RI

YR 2.74+0.54 1.2020.22 14.66+2.03 5.30+1.01  7.05+1.40
t{H 2.525 3.001 5.551 3.160 3.325
P 0.040 0.032 <0.001 0.030 0.027

2.2 L ABE A HEUN R A IR R i
WLEL 2 BB 3 B HE DR SR A IR R v T X R4,
ZRAGIFE L (P<0.05), W#FE2,

®2 MARBRENHINERMERELE [n(%) ]
Table 2 Comparison of ovulation rate and pregnancy rate

between the two groups [1(%) |

251 n HEgp TR
UK =4t 40 34(85.00) 12(30.00)
bopicEtl 40 20(50.00) 7(17.50)

71E 11.168 4235

P{H 0.001 0.002

2.3 TH4LHFE M LH FSH DL T /K i
BITHI G, PIZH R B9 LH FSH DA & T /K3 L

B, 25 L(P<0.05) , Hoh LEL4 T %

IRy 2% (P<0.05) . W3 3.
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®3 WHEBZEHNLH.FSHUAR TAKPLE (vxs)
Table 3 Comparison of LH, FSH and T levels between the two groups (x+s)

15 LH(U/L) FSH(U/L) T (wmmol/L)
ZHJp n % N N % 5 N v N
IR TR AITH TR YT HIT)R
WEgdl 40 14.45+2.18 8.23x1.24 8.72x1.19 5.4620.69 86.58+7.77 51.4525.40
POREE| 40 14.50+2.17 11.86+0.21 8.51+1.14 6.89+0.88 86.57+7.75 76.216.24
tHH 0.212 3.489 0.253 2.365 0.158 9.450
PiH 0.380 0.018 0.356 0.040 0.269 <0.001
2.4 MHLBHEAFZE R KGO TR IR T A OMERCR VR T T R AR
B H MR AR R AT XA, 22 i, SO S BURE A5 TIRIGE IR, W4k 3/l i

SAG R E L (P<0.05), W4,
®4 WASREMNERBERLE n(%)]

Table 4 Comparison of recurrence between 2 groups [7(%) ]

20 5 n ¥
WL 40 0(0.00)
Xt R4 40 7(17.50)
2 1H 4.514
PH 0.004
3 it

Z WO R LR A ALAE N R 1 KL R, 2K
AT ERR D, EEARKEIAAT A
KR WMEZE, B 5 TR AEMERER W FL A0
BB WY ZOUWFNN", SR HELES
MR A 2 SR AC I S M 2245 HH s I
s L O 114 1 I8 PR 2, 7 52 ) 38 A G A i
Tz, ImIRINY, 2 %00 L85 e 5 BURR I
7 22 2K BL A B WY SRR 22— ST g 22
U0 BEER G AR R B o IR, LA BE IR i K
RSN EE

PATE, i RET Xt Z2 U0 LR B AE IR 7 56
TR IR, 25 AT LA — AR L
B (RGN HET R (BT SRAF AL TR 73 8 25 Wit
(T B0 , EUOEHEDR G S I IR AT AR B . Ak
A2 NN Bl IR IR T 22 0 B LR
Tk Bl R 7 R AE , R4S & HAb 28 Wt A 7367 L
P Ak, FREA A WP INMIESS T EIRIE AR,
FCa i e e 45 45 P 2505 10T 2 IR LA R R
SR, S5 SR A B, R 24 ) L AR iR T A ASOR
A Bl R DEAKEL g 1 i MRS PR, JHaT
A FAAR A7 BEL 7 A RE Al 1 D Bl 1 A RT3 50 1 94
PEIFARE" o AT I XA B9 2 R I HER G
ik ST AR e Y5 7 R SR b 45 45 /1R 2 BT ] DG
MRBEATIATT , NFE 2 OSSR A B, A4 18 3 A0 HE
B R AL YR AR 24 B e T B AL, 20 S IR Al fiE S vh

B ] D AR AT LAAT Bl T4 8 NS 32k, T
P B B HEON RN AR YRR . W AR, 5 R
WIEASZ PR R 2, Horb & 5 PN IR I It S
ISR BN I, IR T . AT ES Rl
BT /N7 Bl ] DA RT AR g B 3 Y T IR A2
Bk TE— e P AR TOMARE . A Al
RESE i T T 25058 55181 A 2 (Prostacyclin,
PGI2) FlIfi#4: & A2(ThromboxaneA2, TXA2) {E{A N
A AR BEAR T R R VR R AR R, B AR
MR FRIEE  dEmife e AT, 5 1
R 2 PSS IR —B, IRIREEH , Z R 0P L5k
HIEBAE M LH AR5 EI, DR E RN A
TE— € 0T -, Bl 88 i HEDI Bt . D341,
A R 5 R & B8 T T8 31 K E2 (Prostacy-
clinE2, PGE2) AJ [a] #2187 LH A= 4 R+ #F
ASCH AT , PIALE B LH FSH LUK T 7K
ReE e NP UIE =S 72 I N 5/ O Y S R S =2 1 T U
K AR 85 5 /N1 ok BT ] DGR AT g A2 e o 10 1) 3 A
ALY BEE RN PGE2 45 BUAF , SEIMT AR T LH 7K
VL IRE—E R ERRAL T B A FSH A T &
Bo WAL, ARl R VCARAS B Byt 24, Al LU BR
P ELZH AU s ARAE AR HEHEDE o (B2 A SR I AE
TR PR, I B R A D, HORXT AR S R
TRt S A g 5 ZR AR5 B A (Rl B AT X L, i Rt —
AT VAR S 4
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(8 E] B8 IS £y 8 5.0 58 (HFPEF) J 3% 2 70 7 I il 40 V0 3536 97 )5 0 e R Y7 2% .
Fik HEECRE R AR 20194F 1 H & 2021 4F 11 H I AY 124 61 HEPEF (85 AR 5T % 52, AR 40 bifs
MBIk AR B 50 ISR AL (n=62 ] ) KXt BEAL (n=62 ) o WHAL R 1232 PO FEIH 9T, 6
HEATEVP I B R I69T , R ATV B EL B VD MR YT o WAL R) A SR T b, PR 2 .
BEIR T WG WY 220 B 4T 0 43 B0 (LVEF) | 28 0 046 K W 28 BL(LVESV) | 2.0 % 67 ik R 1 45 B
(LVEDV) . A4 % 6(IL-6) B C [ )% & 1 (hs-CRP) I R FE P 7 o (TNF-) /K L6 438 2L 4T FE 35
(6MWT) & A i B B AH R K (NT-proBNP) | MLIR R (UA ) K-, 258 MBI E BARCR A s
T B, 25 2fPF & A R AR X IR L, P4 A 25 7 LA B8 T2 78 X (9=0.8248, P<0.05) o AT
i, P94 8 % LVEF .LVESV .LVEDV , TNF-a . hs-CRP .IL-6 ,UA \NT-proBNP .6MWT /K- He 45, 22 7048
T2ER L (P>0.05) 3397 )5 , PR LVEF .oMWT 483777 i B0 251 = #a 3% . LVESV .LVEDV \ TNF-a |
hs-CRP . IL-6 7K°F- \UA .NT-proBNP /K V-2 B i T B34, HOWSAl B3 1) LR FR PRt T X iRdl, 2 5
At R L (P<0.05) . &5 U 4ivP 30757 HFPEF &R $AR JLn) st 8 3 1 0 D e S A AT
PR BGAEFE bR , I R AE SN, % UA \NT-proBNP /K- 21| B . (4 98 35 VE T, HLZC s s A XU AIG , 259
HLAG B 1 e A P RN 85k o
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Clinical effect of shacubacrevalsartan in the treatment of ejection fraction - preserved
heart failure

LIU Li*, LIU Yan, LU Jingjiu

(Department of Internal Medicine, Funan Hospital of Traditional Chinese Medicine, Funan, Anhui, China,
236300)

[ABSTRACT] Objective To explore the clinical efficacy of sarubacrevalsartan in heart failure with
preserved ejection fraction (HFPEF). Methods A total of 124 HFPEF patients admitted to Funan County
Hospital from 12019 to November 2021 were selected as the study subjects, and the selected patients were
divided into the observation and control groups according to the randomized figures table method. Both groups
were treated with conventional anti-heart failure, the control group (n=62 patients) received valsartan tablets,
and the observation group (n=62 patients) received sarubactelsovalsartan. End-point events were evaluated by
comparing the total response efficiency between the groups. The left ventricular ejection fraction (LVEF) , left
ventricular end-systolic volume (LVESV), left ventricular end-diastolic volume (LVEDV), interleukin-6 (IL-6) ,
high-sensitivity C-reactive protein (hs-CRP), Tumor necrosis factor alpha (TNF-a) level, 6-minute walking
distance (6MWT ), amino-terminal pro-B-type natriuretic peptide (NT-proBNP), serum uric acid (UA) level
were compared. Results Compared with the control group, the total effective rate and the total incidence of end-
point events in the observation group were 95.16% and 4.84%, respectively, and the difference between the two

groups was statistically significant (P<0.05). Before treatment, there was no significant difference in the levels
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of LVEF, LVESV, LVEDV, TNF-«a, hs-CRP and IL-6 between the two groups (P>0.05). After treatment, the
LVEF of the two groups of patients showed a significantly higher trend than before treatment, and the levels of
LVESV, LVEDV, TNF-a, hs-CRP, and IL-6 showed a significant downward trend, and the above indicators

in the observation group were better than those in the control group. There was statistical significance (P<0.05).

There were significant differences in the levels of 6MWT, UA and NT-proBNP between the two groups, and

interaction effects (P<0.05). Conclusion Sacubitril-valsartan has an ideal effect in the treatment of HFPEF. It

can improve the patient’s cardiac function and walking distance and other indicators, inhibit the inflammatory

response, and significantly regulate the levels of UA and NT-proBNP, and the risk of end-point events is low.

The drug has high safety and efficacy.
[KEY WORDS]

TEA P AL MR, BT — B e a2
R BERIAT A K0 ) 3 vy , oSS ifn o3 B f B B0
%% (Ejection fraction-preserved heart failure , HFPEF )
J& T — e Ty g v IR AL, H 24 0 T i
KR 56% , B AT, HFPEF %0 R A5, B4R
IR, XF T HFPEF 75 ¥EAT B i A R 1)
AN T EE, 2O, S Bk Z i
A o) ) 8 LA K R I Z AR FE BRI T O L
REBE L ) 0 A R ) . 10 PR il A v 30
— R R el 2 AR AR R RE I A o Ak
it M, SRR AE 2T s O R A
PG o HET, 250 HUBIE PRUESE ™, ¥ 2 I i 45
TP 38367 HFPEF HA B B 197 3, 2808 H &6
I7 5 Be AT AP Y WS 2OR  Z AR 2 0
T8 A e T RS ) . BV PR il A v I R
X R GBS T o0 5 7 AR B S0 )
REFE brfL B UF i BGEAE  , B A I R 75 25 &
BHE LA SRy o 0 BUAR BEWOIf (9 124 ) HEPER
FEFEXS B, B TEAR IV I Ol v 3R I R
FHHIT M E . 45 RWT

1 IRARS T

1.1 IEIRR

TEHEL R B EEBE 2019 4F 1 H & 2021 4E 11
HUIA 19 124 1] HFPEF (&5 AR IRBE TR X 52 o 94
AbrifE : D5 HFPEF A 5Ci2 Wibr AT ; @4F i

Shakubactrevaline ; HFPEF; Cardiac function; Blood uric acid

60 &% ; @A 2.0 23 (New York Heart Associ-
ation, NYHA ) .0 I e 32 M~V HERR bR
#E: O EEE e A4 QU B i 45 Vb 25
I E s QMR @ 2O WU E s @ METR 1
F L @ B A AR Qg O R
@ PFR 10 LG s Q10 IL5E FR GE 5 5 A0 7600 95 45
Pl . AR IS (n=62) K IRZH (n=
62) , 71 075 N BENLECT- 3R WA R TE AR I |
A NYHA 5B L5122 & L (P>0.05) . UL
F1l, ARHEMFIBHZEZMERER . A%
FFE O /R 3 H F )R HH A bR
12 Hik

PIZH B8 25 T 0 IUSHRE VR T, FE LR A T, %
WA 45 T AR AL R VD 43 B0 CREARAE A5 il 24
£ R A, E 24 5 H20080820, ML K% 80 mg) ¥4
I7 , IR 40 mg/ik , 2 WR/d, 1 JE HR I B 3 Y 5K
o 190 44 791 i 8 4 22 4 7 50 o, 80 mg/IK L, 2 IR/,
HEERIT 61 H .

WUELL A6 W AT RLmt b A T AA RE Y
JE il A v 38 (b s AR 25 A FR S | [ 251+
120190002, KLA% 100 mg) iR )7, #2 4R &y 50 mg/
U, 2 YR/ 5 T AR i RE 1 S B fvs 0 711 et 1
ZEAERFFE, 200 mg/IK, 2 K/, ESHEIT 6 1 H .
1.3 WMEHE R

OLIIfe RIT R , B — 2 S AR T
= A 1 FH R 0, 223 ) 75 12 WSO S8 8 S it e

®1 MABRE-MEABLER [(zs),n(%) ]

Table 1 Comparison of the general data between the two patient groups [ (x+s),n(%) |

y =]

21 51 n (L) BMI(kg) ] ke i 9% NYI;IAéf * V&
ML 62 65.64+8.79 66.94+6.41 33(53.23) 29(46.77) 18(29.03) 23(37.1) 21(33.87)
X 2 62 65.78+8.58 66.77+6.31 35(56.45) 27(43.55) 19(30.65) 24(38.71) 19(30.65)

1 H 0.090 0.149 0.130 -0.330

P 0.929 0.882 0.718 0.742
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U H PRGN V9 2 8 1) 200 38 5 0 0 4 (Left
ventricuLar ejection fraction, LVEF) | 5.0 Z UL 4 K
1 %5 # (Left ventricuLar end - systoLic voLume,
LVESV) K 220 % £F 7k K W A FH (Left ventricuLar
end-diastoLic voLume, LVEDV)., Q& HHN T T
IRITHIS , 43 9IRS W 2 f8 3 1 25 JIE Dk i 5 mL,
PL 3 000 /min # 0> 5 min, 520 I3 2> B, B
FH B B G 2 B X T R B R A A K -6
(InterLeukin-6,IL-6) . % C /2 i £ H ( Hypersen-
sitivity to the C-reactive protein , hs-CRP ) K a8
BE R T o ( Tumor necrosis factor oo, TNF-a) 7K F
@6 44 4115 (A 6-minute walk triale, 6GMWT) :
1E 6 438 AT IR & HIX, KB 30 m, iE B H T
ATREPRAA T , A o m] (AT IR SR, AT 1 T ok
BCRH ARSI, 5 6 2Bt T M B BE B . @Il IR IR
(BLood uric acid, UA) J 2 2 K v B 4 44 ik Bk Jit
(Ammin - terminal. type B naturetic peptidogen, NT -
proBNP) JAJ7 R Ji , SR 4R fR 34 3 mL R 25 IR i ik
Ifil, 3 000 r/min 0> 10 min, L2175 & TR
I8 T T VKA PR AR DN, i AR A Ok
6 5 2 R 2 19 NT-proBNP /K-, {5 B4 A sh A4
A BT AR G 2 8 1Y) UA K- O S
BIT R et A B 2O D IR ESE T L0
WAL S O R AR
1.4 JrRcHE

HRAE 5 167 1 G NYHA O DI RE 4 2% , HT
HOAEAREQT R FIRIT IS, NYHA LI RE S
WEIRITHIME 2 W S 2 VL b, B AR
ST 5 NYHA DI RE S RBIRIT RIS 1 9, A
B BAIRIT IR NYHA DI ROk, B2 T,
R TCRL 5 AR B R (B A+ 70 162 $11x100% o
1.5 guitik

R SPSS 22.0 Geit A A T8 0 Hr , 7 5
B Gexs) o, ZHIRIEE HEBER IO AEAS e 4G5,
AN [T A5 1 bR P 2 I 7 22537, A AU
B L PR AR ETPRORER A R s A%
KBRS ; DL P<0.05 Fn 2257 A Gei 75 5

2 H#HR

21 PIHBEITROR I

124 1 2 25913697 5 , 3% 58 1] A %1 49 B |
ToRL 17 ], SR LH RT3 T IR, 25
SAGIE X (P<0.05), W2,

F2 MABFTHLE (%) ]

Table 2  Comparison of the efficacy between the two patient
groups [1n(%) ]
2H ) n BRCE &S TR BARCE
Vs 62 30(48.39) 29(46.77)  3(4.84)  59(95.16)
YR 62 28(45.16) 20(32.26) 14(22.58) 48(77.42)
718 -3.341 8.248
P 0.001 0.004

22 WHBHLIREHE

BTG, P41 LVEF . LVESV LVEDV 4%,
225 TG R L(P>0.05) , THUG , FIZH LVESV |
LVEDV BGA Y7 i ¥4 W] 5 F K, LVEF 80877 1l
YA W, 22 F A S B L (P<0.05) o
W3,

*3 WMABEDIPELLE (vts)
Table 3 Comparison of cardiac function between the two

patient groups (x+s)

ik 2151 n JRITHT RITIE
LVEF(%) WEL 62 53.94%2.97 59.91+3.59"
YR 62 53.60+2.81 55.67+3.25"
t1H 0.539 6.894
P{H 0.591 <0.001
LVESV(mL) W4 62 189.63+6.34 165.33+3.23"
X 62 189.76+6.71 171.60+5.97°
t{H 0.111 7.273
P 0.912 <0.001
LVEDV(mL) W4 62 232.74+6.90 202.9+3.73"
XL 62 232.82+6.83  214.42+5.39"
18 0.065 13.839
P 0.948 <0.001

T - 5 R 41R77 AT UL, P<0.05.

2.3 WHBERIERN T

JRYT T, M 2H H 2 1) TNF-« hs-CRP . IL-6 7K
W 22 G F L (P>0.05) 53797 J5 , g
2H 5 % 1Y TNF- . hs-CRP IL-6 7K - B} {1 T %6 HR
H, =R AGI R L (P<0.05), WL#EA4,
2.4 L EE 6MWT UA NT-proBNP /K- He 4%

JRIT T, P 2H 5 % i 6MWT UA  NT-proBNP
K 22 R G # 3 L (P>0.05) ;3697 )5, W
EX 4 HH 19 UA | NT-proBNP 7K 37 ] & Ik T % 1
H,6WMT B & m TX A, 2R A5 iT%E X
(P<0.05). WLZE5,
25 WBELSFM K

124 B E 267 I, 5| R 2k O 12 41,
DRMEFET- 3 2 491, PR AR B 9 6], 2t 1
] UL FR B A R R AR R LT X R
H, EZRAGI R L (P<0.05), WLE6,
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x4 WABTHEREERFHE (xxs5)
Table 4 Comparison of infLammatory factors before and

after treatment (x +s)

Ry 2091 n bEL () HITIE
TNF-a(pg/mL) WE4l 62 12.49+3.46 6.4+2.14"
X4l 62 12.59+3.46 9.68+2.9"
tHH 0.161 7.166
P1E 0.872 <0.001
IL-6(pg/mL) M 62 33.92+533  15.91+4.31°
XR4] 62 33.78%520  22.87+5.03"
tHH 0.147 8.273
P1E 0.884 <0.001
hs-CRP(mg/L) M54l 62 12.74%2.54 6.13+1.04°
M4 62 12.80+2.56 8.60+1.43°
tHH 0.131 10.999
P1E 0.896 <0.001

W SRR AT, P<0.05,

x5 MWHEHE MWT,UANT-proBNP K FEELE (x+s)
Table 5 Comparison of 6MWT scores, UA, and
NT-proBNP LeveLs in the two patient groups (x+s)

L 4 n {ERagil) TR

UA(pmol/L))  Wi%E4] 62 395.82+123.63 103.93+58.76"
YR 62 394.57x124.02 258.8+78.69"
i 0.056 12.417
PiE 0.955 <0.001

NT-proBNP(pg/mL) W4l 62 1003.56+152.84 429.96+75.29"
XHEZH 62 1003.84+152.92 789.89+89.70°

A 0.010 24.200

P1E 0.992 <0.001
6MWT (m) WL 62 337.68+32.62  456.79+34.89"
YHEZH 62 337.94+32.8  380.71x33.51°

tHE 0.044 10.918

P& 0.965 <0.001

SRR T, *P<0.05,
*xo MABELREMHLE (n(%)]

Table 6 Comparison of endpoint events between the two

patient groups [1(%) ]
Atk L Wos Ak

R T R
WML 62 2(3.23) 0(0) 1(1.61)  0(0) 3(4.84)

XHRZH 62 10(16.13) 2(3.23) 8(129) 1(1.61) 21(33.87)

7 1H 16.740
P <0.001
3 e

JE O R L O LA (B 5 2 e S JE A5 ) 25
i 2 J5 H Ak & HEPEF , 75 4 A 1Y IR 3R 500 JUL Bk
ML JIE A I RS A AR o 2 it D) RE AN 4226
HYIMSE, 4 AL HFPEF M4F L IR, Loik4n
2, KM K2R R s IR 2k 2

i) 55 %O L4504 DR VR i £ M HFPEF J835 11
R AU AR T 5 M HEPEF (% Bl F0 [ 2
Ak 18] 1 H 25 hn s, HEPEF (1) 520955 38 M A B %
BRI, BT EW LS b
258 LA R3] L Ca 3 38 B 57 L 45 Bk R 2K
REL T 751 45 oy =, 30 486 245 W 0E S5 X S5 1 - 5 o4 1K 78
O BE A B0, I RRE IR B 5 28 i, 28R E Tl )R R
U H 3R 25 W E Pl 2% HEPEF IR A REIR , 21 JC
BARTF AR BB IR, 2R A KU B
X 1] BE S 25 ) HEPEF 5 B AL A 11 5 iy 43 %5 A1 784
DA

U PR B A VD $HI PR IR 25 ), e RUR YT
O HE F RIS, L2 AR oA e —
2 A P JOAC TRl 410 a1 50 0 2 B s R 25 N AN RE X
I 7S B0 B 5k A R X i e JOA e 1) T 5 s BB B
T o X 45 K 2 T AT B 2 SR, MU
Fe] ) ) 6 A L /D, A 5T s, 5 0 R AT
L, UG ZH 1 A A5 A e, A i e S R A 3l
i, ESEP I B Hh 45 70 3H fE A% 48 T+ HEPEF i % {4
JERC, AN B S5 F A U I S R A1 . DRIR 7 T
JE B 20D A BB RS 2 Pk i A L HEE AR R Z AT
M B IR T7 SRRSO 2 M

HFPEF & & 0> D) fig 32 ™ 5, ML A 3% 90 R0
Hit T, LVEDV .LVESV #5475 b0 % 41
SR, H S5 Y o B AT RR AL T = A Y
ARZS AHIEIY 25 RAUE 5L VD PR B 200D S A B
T2l 3% HFPEF (R0 DI RE , W20 LR AT , $2 i i 8
it 3o A MR R AT 8 R LR LA - OV PE L 45
VDI RE R ph 2 DA P L DB IR B L R A I DRE
AR, O IIRE . QYD Tl 45D S5 R ] A
JORTAG P A6 1, 4 5K LA B 78 40 RO LT 4k Ak
A B AR R, DT 98 O LA, % il O R AR
B AR IEE S . A AR R,
2H 58 ) TNF-a . hs-CRP ., IL-6 7K #3697 1l 2 W
A, HOULE A B 1 L R F8 b 5 AR i
WK, ZAYWHERBWILREN . BA&ERH
SR+ VD R L 450 2E B IR R 2 1 A 2R B, X AR
A 187 I 7 R AR RE Sz IV B RES 20 B0 5 4 T i v e
EEL i 4650 0 3H A BB AR Bl — 4R Ak B B, DA T 4 11
SAE AT IR

g5 LAk, v 2 L 47D 2H R B (203 HFPER
BEOIIRE, B s Sy, O E R AR
T 341 & E AN AR AR 0L R B, L A A XU
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Za O JILRE BE 885 1 i NT-proBNP . VEGF . ox-LDL
KE5 LVEFIX &

XA RER HHF

[ ZE] B HrathoIUESE(AMI) B LT N 566 84 KT 7R (NT-proBNP) | IfiL 4 P f2 A= 4
K+ (VEGF) LA R B 11 (ox-LDL) K- 5 A S 40 (LVEF) I C R . FiE I 20184F 6 [
% 2019 4F 8 U HTHT K% X P BE 45 4 BE BRISIA 19 112 4] AMI ER 5 R AIT5E 0 42, A i a4 7 o R TR
Ko, MR A A 45 S A M IR IE # 4L (n=57) 5.0 I B A 24 (n=55) , K I P £H IfiL 37 NT-proBNP
VEGF . 0ox-LDL /K, 4347 H 5 LVEF AR SCPE , IR HI ROC 14643 #F NT-proBNP . VEGF . ox-LDL X.(» )
RERNERZHRE, &R OIUIFEA LY NT-proBNP, VEGF . ox-LDL /K ¥ B & & T O iE 4, 25 5%
BT 5 L (P<0.05) . ODIREA 2415 LVEF K T O IR IE# 4, 22 548 i 22 5 L (P<0.05) .
NT-proBNP . VEGF ¥ ox-LDL [fi] LVFE % /i #i 5 (P<0.05) . NT-proBNP, VEGF . ox-LDL %} LVEF ) AUC
435124 0.809.0.753.0.934, H. ox-LDL /i) AUC = T VEGF } NT-proBNP (P<0.05), #if NT-proBNP,
VEGF ., ox-LDL 7K V76 2 O WIS AL O DI REAS 42 BB 3 vh ik 5w, — 4 W LVFE ¥ fAH5C, ox-LDL Al fE
7 AMI B E D UIREA 22 Wi B bR )

[REIA]  NumBEMARATIA ; 08 N R AR T AR AR s Ak DIUESE ; 222 5 il 434K

Relationship between serum NT-proBNP, VEGF and ox-LDL levels and LVEF in pa-

tients with AMI
LIU Jinlin*, ZHAO Shilin, XIAO Zhuqing
(Beijing Daxing District Hospital of Integrated Chinese and Western Medicine , Beijing, China, 100076)

[ABSTRACT] Objective To analyze the relationship between serum N-terminal pro-brain natriuretic
peptide (NT-proBNP) , vascular endothelial growth factor (VEGF) and oxidized low-density lipoprotein (ox-
LDL) levels and left ventricular ejection fraction (LVEF) in patients with acute myocardial infarction (AMI).
Methods 112 patients with AMI admitted to Beijing Daxing District Hospital of Integrated Chinese and
Western Medicine were selected as the research subjects between June 2018 and August 2019. All underwent
echocardiography at admission. According to the examination results, patients enrolled were divided into the
normal cardiac function group (n=57) and the cardiac insufficiency group (n=55). Serum NT-proBNP, VEGF
and ox-LDL levels were detected, and their correlation with LVEF were analyzed. The diagnostic efficiencies of
NT-proBNP, VEGF and ox-LDL for cardiac insufficiency were analyzed using the ROC curve. Results The
levels of NT-proBNP, VEGF and ox-LDL in the cardiac insufficiency group were significantly higher than
those in the normal cardiac function group, with statistically significant differences (P<0.05). The LVEF in the
cardiac insufficiency group was significantly higher than that in the normal cardiac function group, with
statistically significant difference (P<0.05). NT-proBNP, VEGF and ox-LDL were negatively correlated with
LVEF (P<0.05). The AUC values of NT-proBNP, VEGF and ox-LDL to diagnose cardiac insufficiency were
0.809, 0.753 and 0.934, respectively. The AUC of ox-LDL was higher than that of VEGF or NT-proBNP (P<
0.05). Conclusion The levels of NT-proBNP, VEGF and ox-LDL are highly expressed in patients with

B AR T K2t R AR AKX R B (KT2016000414 )
VEE B r bW T RERPHELASER, LT 100076
*BAZ VR %) Ak, E-mail : liuchangliu2001@sina.com
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cardiac insufficiency in acute myocardial infarction, and all three are negatively correlated with LVFE. ox-LDL

can be used as a sensitive marker for the diagnosis of cardiac insufficiency in patients with AMI.

[KEY WORDS]

Z M0 WLAE FE (Acute Myocardial Infarction,
AMD) TE B4R N R A R, A LRt JET
FFNBURZEM 5 1 DX 6 S AR E ™ o I A8
A et m K B R TR AMI T Bl
O H PRI, HG rh A7 2 56l 43 45 (left ventricular
ejection fraction, LVEF) /f iy s 0> 35 55 1fiL ) fiE 1)
HEARIR, 5.0 WIS fig 71 % VIAH G, X LVEF ik
T 50% WA O DI REAR 4, BF9E R B IS N i
Ji%i M BK B17 4 (N - terminal pro-brain natriuretic pep-
tide, NT-proBNP) . Ifil 1 N JiZ 4= 4 A F (vascular en-
dothelial growth factor, VEGF ) 5 & AL A% B Hg 26 1
(oxidized low density lipoprotein, ox - LDL) 7K ~F [r]
AMIEF DIRER UIAH G, B I A5 112 e
K5 E A R M AE . PR N 5T A
AMI 5 1Y I35 NT-proBNP A 1 &9 Ji5 (4 22 0
BEMIG . AN R V0 VEGF 1]
VERA RO IR T F6 05 . [ AMIm IR R W], 18
I ox-LDL 7K F- [ tife ifi P4 o A< v 5 bR 2 fik P e 28
S RO NUBE JEAETE LA OCHE o A BFI0R
i A I 2 e AMI AR A 1LY NT-proBNP |, VEGF |
ox-LDL 7K, /#r H 5 LVEF B R &, B A a0 R .

1 W&EEFE

1.1 X%

YEHL 2018 4F 6 H % 2019 4F 8 H b 50T K 241X
b [ 25 BE B ST 1 112 461 AMI ER 3% S BF 58 %
G ARG 32 ELO R B 2 S E# Y 255 ABERT
R AR P oL PRI A 5 SN 55 91 BB RO T R
A4 4 (LVEF <0.50) , 57 ] f#% h D I BEIE # 41
(LVEF=0.50) . Hip, 0IIREAN 4% 39 4], &£
16 1] ; SF-Y4E#S (61.28+2.52) % 5 -3 A B & o 1)
0] (8.02+0.65) h; U DI HEIE H 40 55 40 B, 2 17 141
AR IS (61.32£2.49) & 5 - # A BE K B[R]
(8.05£0.61)h. HWAFRHE: DS H R TIAHLH A
PEC WUEEBE 112 Wi bm o 05 Q47 22 W I 75 /N it
VI b OUUESE A T 550 WLEG T & A% L (R IE
L RAH L) s @o0s o S 2 s g S 4R = e T
2 mV, A WAL AR S8 ST B AR S dh 5
BT 1 mVe HERRbRME Ol g B TTEE A
e U AR RS IR B sk RO WL I R QR

NT-proBNP; ox-LDL; NT-proBNP; AMI; LVEF

HERENBE QOB A T ERGMER, AH D
F AR, 5 B 32 03 3 @bk aR ik it o
Ho WA — MR L 2ZERTRITFE L (P>
0.05), LA [k, AUFRAERRHEZE R SRR,
BE R E % h HA SIS R &
1.2 Jrik

BB A BE S5 SR R A O FL RS IS (i 227K
I, 83k 95 . S5-1) K& il LVEF /K, 4 K Ry
3.5~5.5 Hz, AR5 4 A 45 R 1 73 41, LVEF <50%
B HEA 44, LVEE=50% N 0> W) e 1F % 4H .
K i NT-proBNP # Il 4% (18 = % [T, #5 . E-170)
K60 5 2 NT-proBNP /K, it 350 1 [ 2% 75
5 A= BB e 0y A7 R 7] 5 2R FHOBUHL AR & o0 il 156
Do P58 W FFE 2 46 0 58 % VEGF & ox-LDL 7K F, ff
WA A T A TR R,
1.3 GEiteFrik

K SPSS 20.00 8 it 84k k47 £ 0 #r , 3t
PR L (R +s) o, BT ¢ K560 5 A OG0 Mr R
Pearson 5 % ; 5% FH ROC H £ 342 Wiz g . LA
P<0.05 A ZRA G X

2 R

2.1 PHALIMIEFE bR L
L IHEA 44 NT-proBNP . VEGF , ox-LDL 7K
FE S T OYIRRIER A, 2 5 A 51 EE L (p<
0.05), W1,
*1 MAMBFEIRLLER (vs)
Table 1 Comparison of serum indexes between the two

groups (x+s)

9 5] " NT-proBNP VEGF ox-LDL
B (pg/mL) (pg/l) (mmol/L)
DIBEARSA 55 621.25+114.63  96.63+6.25  3.96+0.31

DIBEIEH 4 57 452.57+105.31  85.27+10.93 3.11+0.43
A 8.114 6.720 11.963
PAH <0.001 <0.001 <0.001

2.2 W4l LVEF /K Lo 45

O IIREA 4 2H i LVEF /K- & 2% T.0 T Bk
IEHH, ZRAGTHFE L (P<0.05), WK 2,
2.3 NT-proBNP . VEGF } ox-LDL [&] LVEF [ #f
Ko Hr

% H Pearson #H 3¢ 73 M7 ¥4 73 Hr NT - proBNP
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&2 WHALVEFKFLEE (xxs)
Table 2 Comparison of LVEF between the two groups

(xxs)

215 n LVEF
DIREAR A 55 37.27+10.13
DRI A 57 59.12+8.25

t1H 12.537

P{H <0.001

VEGF % ox-LDL [a] LVEF [ #f 5 ¥ , 45 3 B oR

NT - proBNP ., VEGF ., ox-LDL [i] LVFE & i #f %

(r=—0.403 .—0.528 .—0.516, P<0.05) .

2.4 NT-proBNP.VEGF ox-LDLX} LVEF fH2Hif M
NT-proBNP ., VEGF . ox-LDL *f LVEF i AUC

435124 0.809.0.753 .0.934 , H. ox-LDL fi) AUC 5T

NT-proBNP 2 VEGF(P<0.05), W33 K 1,

%3 NT-proBNP.VEGF, ox-LDL X} LVEF HJi2 B /1 (&

Table 3 The diagnostic value of NT-proBNP, VEGF and
ox-LDL for LVEF

BiERAD WEE FRE AUC 95%CI
NT-proBNP(pg/mL)  0.564 0.895 0.809  0.724~0.877
VEGF(g/L) 0.927 0.544 0.753  0.663~0.830
ox-LDL(mmol/L) 0.982 0.737 0.934  0.871~0.972
1.0
— NT-proBNP
08 VEGF
ox-LDL
206 -B5%
F 04
02
0 0.2 04 06 08 1.0
1Rtk
BE1 ROC ik

Figure 1 ROC curve
3 ifit

B 3T Ak AT B A 3 KO 1Y 320 A
A6 O B R AR AL, IR | R R B R A
() i A 25 H A 08 0 BT 04 3% B, AR 0 I 1L A 9
I R R T I AN E AR A, AMI
B R S K B R R M 2, S S A
A, TR 3 ik BHL 2 , B HL™ E A RO AL
S £L EIRFETEC . B E L 5 O LK SE T
o, U L PR s e A B R AR A, BT DL — f i el 45
2RI BT B Bh a2, (H BT B ) 3K, AT R Ak
REAERITRAL . L, DI RERREIXT AMI
H RIS WT AT B s # A L

NT-proBNP 1 b —Fft t1 .00 25 3 WA 1412 W00 JE
TIRERIAR G, [F BNP AHHE, g K, oA

MmN REER S, BiEH TR R.
NT-proBNP | 3Z 43 4ii T.0 = NL4H fL FLC 55 s
TR, B MM 2 48 RIR HE
BAEAE D, 0T 2R I R 0 R T R RN 45 4t B
AR X, VEGF J&—Fh ol RE o Kk H 1 F &k
N 25 R ) A R DR, R 4R v A 3l A 1 AR E
F 40 e 3 5 B R O A A SRR A R R AMIT
SO LR Iy TR EZAERH T . ox-LDL &
555 AR B0 Bk o R A Ak 1% & JE e A, A5 & P B A
7= A A S A R S SRR st kR R Ak ) K A
AT 45 R R, O I REA 4 4l NT - proBNP,
VEGF . ox-LDL 7K i 3 5 T O D B IE % 4 , LVEF
BEMRT O BEIEH 4 HEW 103 NT-proBNP .,
VEGF ., ox-LDL 7KF-AE R ¥4 0 T E AY H F A8 4%
ATRES 5 AMI & f , HoK V-0 T S e i 20
IgE i 2 IR . 53 4h, AR WF5E & B VEGF [M] LVFE
S BRURE G, HE I AT B2 22 il A8 2 BB S L AR K
R I A5° H 2498 DU 3 22— B4 PR B2 400 2 ph i A R R
PN Bz LA AP 7 A Bt i R A 2 3 405 2 ol 2 o 40
L TSI 5T 240 L I 2F 1T R A R T VEGE SR AR 7
I8 A A, B LIS VEGE KTt &, (H 5 ik
[V AFCy LA AN f S 3000 R 5 1 D RE 5%, LVER
[, M VEGF [A] LVEF S A58 . sk & 4540
NARGE , AMI & & o NT-proBNP 5 LVEF & 1 2%
PEMOG , SASCAFR 4 R — 8. AML D IIREAR 4
R DRV 5 M 0 98 N'T-proBNP K3 14 , 1L 3
NT-proBNP /K- Tt 5 , [R] i B 56k o0 ks i B e
1 S4EUE 1ML ox-LDL /K-F-F+ 5 , 1fif ox-LDL X 5 #%
FVEAN A, 7= A TR AN M, 3540 P9 B2 4, 2 ok
R R, 9 B AR A LR Z I 45 1L 2R 2
JK, AT AR A S AR Bl bk A, e LR I, 5350 i
59 1Ml Ty B8 A%, LVEF R#AIG, iff — 20 R AR 5T 1Y
NT-proBNP .ox-LDL 5 LVEF 5 A e —4514 , 7]
IR RIE AT A R AR . FSESE SRUESE ox-LDL
AE A2 AMI B F DI REAR PR EY)

2 L rik ,NT-proBNP , VEGF , ox-LDL 7K F-7E
SN LIRS SR E R REE S, =&
] LVEF 2 A1 3¢ , Hrp ox-LDL 7] i T AMI &
HOIREAS RIS,

Sk

(1] BAOME, SKSCR M 45 L 3 T4 R b DX 2P0 LB 3
B B AT AE 3R I R) 5 oma Y Z T (7). AR
2018,21(20) : 2469-2474. (T#% 692 1)
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. a
.’I,/a H e

WA TL-1B . hs-CRP . LPS JR V-5 58 J S8 il 9
A R S IR P ROR G &

KEH W E LA

[ ZE] BHH# HHRER-TEaaZ-18(IL-18) #f C [ 8 [ (hs-CRP) . HEE K (LPS) /K
-5 5 JE A BB A AR T PRI GRITRCRINC R, Fik HRECE AR EE R A R A R &R R B 2020 4
1 H & 2021 4F 8 H Wik B9 JE A BEIR A28 B E 96 BIAFE AR 78 %0 52, M IR PRI 25 7K (CAL) 4 A%
25 ) 41 6 FEEE 30 B, H AN IR IR R £ BRA M IL-18 \hs-CRP \LPS /KF- SR  Z K5
WEA T A BRI A AR R BT A 2 R 2 |, 2R TAERHE (ROC) IR BB TL-18 . hs-CRP ,LPS X}
TR TN (. 258 BRIAE TL-1B hs-CRP LPS 7K Bt 17 72 FE 8 i S v e ¥, S B iR >p B R
SERRE R W E S A G E L (P<0.05) s LA ZE 8T AT RURE TR SRR 69T 2.4 A )5 W
R BRI TL-1B hs-CRP \LPS 7K F- Fe s, 22 3 Si it 248 X (P<0.05) ; Z A R 30T >3 4F ki L
W AT 2 G JAYT 4 RS VAW IL-18 \hs-CRP \LPS 7K V- 7 & A $15 4 95 728 58 3 97 20 i 7 1
K B (P<0.05) ; ROC #i £k 43 H136 97 2 S IRIT 4 J8 5 M8 W IL-18 L hs-CRP \LPS ¥ HA — & Hijl
WA, 1697 4 R JEHIAT TL-1B .hs-CRP \LPS 4 Fi AUC(0.933)>3577 2 A5 (0.882) , S & H 84.81%,
FRSRER 94.12%, 4538 WRIAVE IL-1B \hs-CRP \LPS 7K F-Fifi 4 J& A R Hk A3 28 9o 17 i 26 1 g, S i 2
JE S BB A R T AN ST fE B P 22, = B B A A T A7 A8 T v LG 0 s O (1

[R$ER] AR BEREHE; AN ZR-18; BEC MR ; NER; FHE%

Relationship between the levels of IL-13, hs-CRP, LPS in gingival crevicular fluid and
the severity of combined periodontal and pulpal lesions and the therapeutic effect

ZHANG Xuenan, QU Yan, WANG Lixin*

(Department of Stomatology, Beijing Rehabilitation Hospital Affiliated to Capital Medical University , Beijing,
China, 100144.)

[ABSTRACT] Objective To investigate the relationship between the levels of interleukin-13 (IL-18),
high-sensitivity C-reactive protein (hs-CRP) and endotoxin (LPS) in gingival crevicular fluid and the severity
of combined periodontal and pulpal lesions and the therapeutic effect. Methods A total of 96 patients with
periodontal and endodontic lesions who were admitted to Beijing Rehabilitation Hospital affiliated to Capital
Medical University from January 2020 to August 2021 were selected as the research subjects. According to the
clinical attachment level (CAL) , they were divided into mild 25 cases and moderate 41 cases. 30 cases of
severe, gingival crevicular fluid IL-1, hs-CRP and LPS levels of patients with different disease degrees were
compared, and univariate and multivariate analysis were used to analyze the influencing factors of curative
effect in patients with periodontal and endodontic lesions, and receiver operating characteristics (ROC) curve
was used to investigate gingival crevicular fluid IL - 1Predictive value of 3, hs-CRP and LPS for efficacy.
Results The levels of IL-1f3, hs-CRP and LPS in gingival crevicular fluid tended to increase with the severity

of the disease. Severe patients > moderate patients > mild patients, and the difference was statistically significant

AR B A AR R LR 4 (2020-048)
Ve A B AR A K A IR AL OB LB IR @ AEAE, AL 100144
*iBAZAEH : £ 547, E-mail : wanglixinlilly@sina.com
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(P<0.05). There were statistically significant differences in the course of disease, the degree of disease, and the

levels of IL-1$, hs-CRP, and LPS in the gingival crevicular fluid of the markedly effective patients after 2 weeks

of treatment and 4 weeks after treatment (P<0.05). Multivariate analysis: disease duration >3 years, severe disease

severity, gingival crevicular fluid IL- 13, hs-CRP and LPS levels after 2 weeks of treatment and 4 weeks after

treatment were independent risk factors for the curative effect of patients with periodontal -endodontic combined

lesions (P<0.05). ROC curve analysis showed that IL-18, hs-CRP, and LPS in gingival crevicular fluid had certain

predictive value after 2 weeks and 4 weeks after treatment. The combination of IL-13, hs-CRP and LPS in gingival

crevicular fluid predicted AUC after 4 weeks of treatment (0.933) > after 2 weeks of treatment (0.882) , the
sensitivity was 84.81%, and the specificity was 94.12%. Conclusion The levels of IL-1f, hs-CRP and LPS in

gingival crevicular fluid increase with the exacerbation of periodontal and pulp lesions. They are the independent

risk factors for the efficacy of patients with combined periodontal and pulpal disease.

[KEY WORDS]

IF Jil 2F I s A SR R B IR [E N 1 2 iR Ak
AT 52 T e A A R B )RR A AR T B
B MOCHIESE R B, RV RN S A TR A R E S
LEANES SIS B ek Il A
L, AR A 41 B4 25 -18 (Interleukin-18, IL-18) |
8 i C = v #5 H (High sensitivity C-reactive pro-
tein, hs-CRP) 55 58 1 Kl 15 ORI , 3 T RBEOR A 1A
TP R — RV HOE TR
W L-1B \hs-CRP ., A 7 3 (Lipolysaccharide , LPS )
59t 7 S R A DT 9E . ABESE | I
ERIAW  L-18 \hs-CRP \LPS /K V-5 4 JH F BBk &
L B ER T REE JRITRCRI KR . BT .

1 FRFNAE

1.1 — sk

PRI AR EE R 2E B E b s B R = B 2020 41
H % 2021 4F 8 A WA I T A BEE A 9 8 R 96
BIVE BTN G S 2tk AR B X 26 Rt P A
LW, ARG CF AR MO R s WibrifE™ . HE
BRARE AR S A0 s HEBR AR s L Lo s HERR
LR TR M O | B S R A IE R HE
BREG AT N W & . Hb B 53 61, 443 65 AR ik
V-1 (52.31+5.49) & 5 1 it 5 48 $0F ) (22.84+
2.05) kg/m?; I B - 15 (2.90+0.58 ) 4F ; #4511t PR FfF
K (CAL) o MHEFE 25 ] o 41 1] | &
3041 o Fr A A AN, H A A E ANE
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1.2 Jrik
1.21 RITONE

FERVE VAT 1 RGAT 4 TR J96 AR 5 4R 1
AR . BURFRIRREE, 76 7 R e 5 Rl T80

Combined periodontal-endodontic lesions; IL-1 B; hs-CRP; LPS; Periodontal index
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SN A 2 SRR NEIYR R A SIS 2 BRI
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] — £ T A BRI VR AR A TR — RS O Y
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TRPRAE o SRR G e I AR AR TL-18 /K,
A& F SCERERH A FRA F], 1745 :583311-965
R 4 A SRk 22 RO s A A (35 B b
8] DAk RO R R YA W hs-CRP /K-,
KA G B e ER AR A PR AR R I
FIEATIER YA W LPS K-, 3R & A s A
Wik TAHBR AR, I R e A5 BRI AR YR AR |
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NEL WS ) BB A0 1% A 38005 RE B, 1 o i hR B
LR Rt (AN I W BN ARG  mr
NG 1) R Rl 35 A R AR R B WAL A RO TR



© 690 - NTEWSIRIT ARG 202244 A

14 B4l T Mol Diagn Ther, April 2022, Vol. 14 No. 4

A RR=RORHA R
1.4 Goitseorik

K SPSS 22.0 #4443 Hr ab BRI , 1H 05 kL
M n(%)Fm, g, iHaE5RER A (v 2s) £,
W2 (8] LA ¢ A ey, Z2 40 8] L ABCR FH FR R 3R 22
AT, 28 UK H LSD-t K 56, 3 33 Logistic 47
Z 2 [P1H 53 B , >R FH ROC #2843 B 000 40 18,
P<0.05 %R Z A G Lo

2 HR

2.1 AN[A)p 1% 78 B AR E R YA ) IL- 18 . hs-CRP,
LPS 7K

HR V4 W TL-1B . hs-CRP  LPS 7K - Bifi i 15 2 &
WmMBEFE B  EERES>TERESRE S
H L EFAGIEE X (P<0.05), W31,

®1 FEFIEREEEZWDRIL-16.hs-CRP,LPS K F
LbE: (x+s)
Table 1 IL-1 in gingival crevicular fluid of patients with
different disease severity 3. Comparison of hs CRP and
LPS levels (xs)

A%  n IL-1B(ng/mL) hs-CRP(ng/mL) LPS(x10"EU/L)
BRERHE 25 6.89£1.04 9.26+1.45 5.15+0.87
hEFER S 41 8.03x1.21 12.13+2.03 7.36+1.32
FEEHRFE 30 10.34%1.68 15.07+2.81 10.59+1.72

F1iH 48.977 48.397 111.666

P{H <0.001 <0.001 <0.001

2.2 FJH BRI G A BT R LR R A A
AFEYFRUE A R GETEREE 30T 2 M5 3R
J7 4 J J 85 HA W IL-1B8 . hs-CRP \LPS 7KF- Lt
B, ESAGIFE L (P0.05), &2,
2.3 IFJRBEEC G AR AT RN 2 R A
DL J 2F 6 B 5 0 78 B T AR S | AR
i, LR E Y0 A Logistic A H AR | 25 58 IR 9%
FE>34F e TE R B N E B JRYT 2 .4 JA S BRI W
IL-1B . hs-CRP . LPS 7K J& 7 J&] 7F i 1k 45 s 22 £
BT AR fE B &R (P<0.05) . LR 3,
2.4 {RVA IL-1B .hs-CRP . LPS X724 i i i
ROC £k 50 #r , B34 7% TL-1B8 \hs-CRP | LPS B
AiRYT 2 A5 AUC {H M 0.882, i3 9T 4 J& AUC Ny
0.933 , I F B —F8hRiGI7 (P<0.05) . W4 & 1,

3 it

TL-1@ A il M 20 it T . B 40 i3 5 431k,
P38 4 B T L SO T S A0 T A R
B G BE N o AR5 45 5 s, H R 8 TR AF E B
B R RV IL-18 KOE i TR 3 g
FERE, HaE L nT AR YT 4 85 WACE WA
IL-18 A BAR T4 805 ERGE , X vl REH
T IL-B /KT, AT 55 S AT A 240 e )i g L IL-6
TR T, BT 1 20 B L s 4 B L T S 5 A
HNEE A3 AR R G VR G R 5

K2 FATHKERTBETHNBERSN (n(%), (xs) ]

Table 2 single factor analysis of curative effect in patients with combined periodontal and dental pulp lesions [7(%), (x+s) ]

ekt BA(n=52) L (n=27) Tk (n=17) FlyP 8 PiE
() =60 44.(84.62) 23(85.19) 14(82.35) 0.068 0,966
<60 8(15.38) 4(14.81) 3(17.65)
5 B 29(55.77) 15(55.56) 9(52.94) 0.043 0,979
& 23(44.23) 12(44.44) 8(47.06)
M B iR L (kg/m?) =24 27(51.92) 14(51.85) 8(47.06)
0.131 0.937
<24 25(48.08) 13(48.15) 9(52.94)
WL (4F) <3 40(76.92) 12(44.44) 6(35.29) 13.201 0.001
=3 12(23.08) 15(55.56) 11(64.71)
ST R Uiy 17(32.69) 6(22.22) 2(11.76)
s 26(50.00) 10(37.04) 5(29.41) 8.863 0.031
iyl 9(17.31) 11(40.74) 10(58.82)
1R 74 3% TL-1B (ng/mL) IBITHET 8.31+1.72 8.52+1.65 8.81+1.50 0.604 0.549
BIT 2 G 6.46+0.79 7.28+0.93 8.08+1.12 23.167 <0.001
IT 4 AR 5.27+0.55 6.36+0.70 7.21+0.87 64.059 <0.001
#iY5W¢ hs-CRP (ng/mL) TRIT T 12.17£1.63 12.33+1.81 12.642.02 0.466 0.629
BT 2 A e 8.14+1.57 9.92+1.80 11.79+2.14 30.494 <0.001
VEAIT A G 5.91x1.06 7.651.37 0.44+1.85 50.396 <0.001
B Y59 LPS (x10" EU/L) AT 7.78+1.18 7.72+1.35 7.94+1.41 0.161 0.852
WWIT 2 A G 4.45+1.09 5.97+1.53 7.131.22 34.045 <0.001
BT ARG 2.76+0.82 4.06+1.31 6.28+2.09 50.742 <0.001




BNTWiERIrl 20224E4 4 451448 4548 T Mol Diagn Ther, April 2022, Vol. 14 No. 4 - 691 -
x3 FTRATRBEFRTEETINSEZSH
Table 3 multivariate analysis of curative effect in patients with combined periodontal and pulp lesions

S oA S.E.fii Wald 2 {H OR i 95% CI P{E

i FE>3 A1 0.803 0.306 6.884 2.232 1.523~3.271 <0.001
ST R Ry 1.269 0.351 13.067 3.557 2.069~6.114 <0.001
VAIT 2 JHJE IL-18 1.022 0.314 10.594 2.779 1.805~4.278 <0.001
YAIT 2 AR hs-CRP 1.374 0.402 11.679 3.950 2.151~7.255 <0.001
VAT 2 )5 LPS 1.261 0.368 11.741 3.529 1.746~7.132 <0.001
BIT 4 JH)E IL-18 1.246 0.329 14.342 3.476 2.001~6.039 <0.001
JRYT 4 J8 5 hs-CRP 1.683 0.436 14.900 5.382 3.210~9.022 <0.001
1697 4 5 LPS 1.759 0.504 12.176 5.805 3.028~11.127 <0.001

X4 ROCHMER
Table 4 ROC analysis results

Eiz8S AUC 95% CI ZH AR THURE (%) R (%) P1H

HIT 2 A IL-1B 0.658 0.554~0.752 2.248 <7.21 ng/mL 69.62 58.82 0.025

1897 2 )5 hs-CRP 0.750 0.651~0.833 3.264 <11.70 ng/mL 88.61 64.71 0.001

BT 2 A )G LPS 0.758 0.660~0.840 3.248 <6.44 X10" EU/L 82.28 70.59 0.001

BAIRIT 2 s 0.882 0.801~0.939 6.560 <0.001 93.67 76.47 0.882
BIT 4 JH)E IL-18 0.754 0.655~0.836 3.834 <7.58 ng/mL 91.14 52.94 <0.001
VAT 4 JHJ5 hs-CRP 0.793 0.698~0.869 4.749 <7.70 ng/mL 72.15 76.47 <0.001
JAIT 4 85 LPS 0.792 0.697~0.868 4.110 <4.30x10°'EU/L 74.68 76.47 <0.001

KEIRIT 485 0.933 0.863~0.974 16.035 <0.001 84.81 94.12 0.933

100
— /Y7 2 JJT hs-CRP
1

80

s 5
& 60 4 J#J hs-CRP
LTJ 7 A4S E IL-18
£ 10 74 JH 5 LPS

i
20 H
1

0 20 40 60 80 100
Hp5tE (%)

B 1 R4 IL-1B . hs-CRP.LPS X7 3 R T 1 1
Figure 1 gingival crevicular fluid IL-1 3, Predictive value
of hs CRP and LPS in curative effect
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AL BRYA P IL-18 TR YY 4 J8 5 7 R Uk
1K 91.14% , Ui IH R 18 % TL-18 AT AR Ry vEA% F J F
R A A8 T U UM R

hs-CRP J& — Flt )2 B 4= B 58 M F i 1) 5k A
L WEFEIA R , HIKP AR A0 AT A S50 i 2 i A0 440
it o AHFFE K B, R 14 hs-CRP 7K bif
P I AR FE e 5t [ b, 5 A I AT R E A
B, 31X A BE & T iR V4 7 hs-CRP 7K -3k I,
A AR o8 S 0 m P 200 R A, 2 IR A R
B S A RS T, O R
ARSI 28 J8 A gl 834t . E—
22 ROC M2k & B0, >4 Je FEBUBTEL R 7.70 ng/mL
iF, 1877 4 J& 5 iR V43 hs-CRP AUC fi K, 4 0.793,

SRR AF S — 30, A JIEUE T R I5 W hs-CRP
AR 2 TR BRI G AR TR AT A

Raheja J 55" A0 LPS J& 7 A R 51 & 2 i A 8
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AT A B R A S B R R R
RS, LAWY BEWIIRYA R LPS 25
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AUC ¥ T LR Fabr s — 1, H i e 5 B s ik
94.12% , A U Il PR30 338 51 2% W 000 62 94 9% TL- 18 hs-
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I 2 B I A 9 78 9 17 0 R T g, R e 2
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S5 3k

(1] R3H, WA SR - BT 4 . R 0 o JA - A BE I A0 48 WS 1Y
MK EM TR ], D2, 2016,36(8) : 765-768.
A, T4, B4k . SR HZPOF R A
Vitapex i AR T AT A R A BEEE A 728 B A T A0

[2]



692

TSR AR

20224F4 H 144

a4 T Mol Diagn Ther, April 2022, Vol. 14 No. 4

(3]

[4]

[5]

(o]

(7]

[8]

(9]

[10]

Z[T]. P EMITRRG A4, 2018,33(3) :337-339.

P M, SR A P MR A A R A TL-10  TL-23
MCP-1 5 5 8 B AR 43 7 (1], 43 T2 B 53007 44
&, 2021,13(2) :255-258.

EEE B EEHT . 75 1 BB Vitapex AR S SEHLAYTY
KR - B A AR 7 A% PALLPPD ,CAL FA 4 P11
S [1]. AP RS A A, 2018,27(18) :1954-1957.
w0 (M. bt AR TR A
2012:189-194.

Rodriguez Franco NI, Moral de la Rubia J, Alcdzar Pizaia
AG. Predictive Model of Clinical Attachment Loss and Oral
Health-Related Quality of Life through Depressive Symptom-
atology, Oral Hygiene Habits, and Proinflammatory Biomark-
ers: A Pilot Study[J ]. Dent J (Basel), 2020,8(1):20.

BV L X SCIE , X 4R AE . VA WK 1 MCP-1 BE 4 hs-CRP X 5
JEL ST RO I PR SCLT DL I PR 11 B 2 4, 2017,
33(9) :553-556.

EIR AR . 8 R - I BEICS R I RE A2 T LT, AR
BEpZkik, 2014,49(3) 1 133-137.

A , AR TR, 45 L RRE I BOLI G R A YT
Xof b A A 6] 48 R 38 i Y IL-8 . b-FGF M IL-1B /K1y 52
W [T ]. R TR, 2019,42(2) :130-133.
S s, PTG, S T E RS A S ORI IR R A

(11]

[12]

[13]

[14]

[15]

[16]

718 M 2 J] 98 97 R DL RO B RS s e [T ] rh AR
2571, 2018,36(7) :1739-1742.

B, AR, 74, S | OF TRRAA T X 5 20
PLI.PD K #Jk fiL AR V5 ¥ 1 hs-CRP 357KV (52 [T ]
I B PR 22 24, 2018,43(7) :915-918.

PRI, S0, VK SEE . VA R T MCP-1 B4 hs-CRP X 2
JEL 957 AT (I R SCLT ] IR 1 PR 2 2k, 2017,
33(9) :553-556.

Raheja J, Tewari S, Tewari S, et al. Evaluation of Efficacy
of Chlorhexidine Intracanal Medicament on the Periodontal
Healing of Concomitant Endodontic-Periodontal Lesions With-
out Communication: An Interventional Study [J]. J Periodon-
tol, 2014,85(8) :1019-1026.

Tominari T, Ichimaru R, Yoshinouchi S, et al. Effects of
O-methylated (—) - epigallocatechin gallate (EGCG) on LPS-
induced osteoclastogenesis, bone resorption, and alveolar bone
loss in mice[J ]. FEBS Open Bio, 2017,7(12):1972-1981.
SORHL AR, 2R B A T ALR R X E L
W75 28 T A0 M 3505 0 M S R R TR A s [T ). 28
PR B JE i~ 2=, 2016,26(5) : 288-203.

SR, B, LA SF L H BTG R IR 4% 0 LE I AR A
WA F AT 152 (1], 5280 5 K 90 P2 2%, 2019, 37
(2):233-235+303.

(#5687 W)

(2]

[4]

[5]

(6]

[7]

(8]

AN WA TERLE . SO WUEZE PCIAR S 35 114 1L
1% NT-proBNP , ICTP , MMP-9 7K - & Hilfi i 2% CWF5¢ [T].
S FIBWH S IRYT %, 2020,12(1) :31-34+48.

Miranda DF, Lobo AS, Walsh B, et al. New Insights Into
the Use of the 12-Lead Electrocardiogram for Diagnosing
Acute Myocardial Infarction in the Emergency Department
[J]. Can1J Cardiol, 2018,34(2):132-145.

X 5 . RO LR BE 2 I L A 55 0 1 3 e
[J]. ARz, 2016,15(9) : 725-730.

FE W, BRI O P T sl A A S Ak UREZE &
L S LSRR SRR S AT [T ] o [ D5 s By i A
A, 2017,32(10):1122-1123.

NI, Bl . 2O JURESE 5 AN [6] 1 51 22 NT-proBNP
IR 5 20 FAR A S 9 e A (). PO I A 2 7
2015,31(12) :1291-1292.

JBEE A, 2, T A S L I PN 2R K B AR
TE 2RO VR E B8 TS PEA AR LT ). o [ Bl ke
fbZeE, 2016,24(6):611-614.

Itabe H, Kato R, Sawada N, et al. The significance of oxidized
low-density lipoprotein in body fluids as a marker related to dis-
eased conditions[J ]. Curr Med Chem, 2019,26(9):1576-1593.
Lang RM, Badano LP, Mor-Avi V, et al. Recommendations
for cardiac chamber quantification by echocardiography in
adults: an update from the American Society of Echocardiog-

raphy and the European Association of Cardiovascular Imag-

[10]

(11]

[12]

[13]

[14]

[15]

[16]

ing [J]. J Am Soc Echocardiogr, 2015,28(1): 1-39.

HAB R 27 20 UG 27 03 2 , YR AR OB 2 s A 2
2, P ETRI S AR ZE B 2y . B USRS W RNG T
Rl ]. AL R AL, 2001,29(12) : 710-725.
Hanifi N, Rezaee E, Rohani M. Time-to-Treatment and Its
Association With Complications and Mortality Rate in Pa-
tients With Acute Myocardial Infarction: A Prospective Co-
hort Study[J]. J Emerg Nurs, 2021,47(2) : 288-298.
WS-, £ . R 55 A0 = — e A bk JUURE
BEAZ W e 9 1 PR 2 FH AR B [T ). B PY P2 % 2% 5k, 2016, 45
(5) :566-567.

Shehata M, Samir A, Dardiri M. Prognostic impact of inten-
sive statin therapy on N-terminal pro-BNP level in non-ST-
segment elevation acute myocardial infarction patients [J]. J
Interv Cardiol,, 2017,30(6) : 514-521.

WURH ok, 558, 45 . BRaT AR TT X 28 B AR B kA A
TRYT 19 2 kO WURE BE (8 5 48 0E R T~ 5 158 P e 4 it R 7
sz 3], s E B4, 2019,21(12) 1 1887-1890.
L, R DRI, A F AT R A T R
L/ INB 25 5 2 11 7 1 A 2R A PR 46 D 4 1 Y 3 kK
5 A O URE BE B8 35 el IR S0 Dk B B R E M R SC AR LT ).
T R 25 B2 240, 2019,35(17) : 1841-1843+1847.
KU A, 42 E A, 55 NT-proBNP #1760 58 5 1l 43
Houk 2tk O JURESE fe B B i BLIEAG (1], P B 24
Fl, 2017,19(10) :997-1001.



BNTWiERIrl 20224E4 4 451448 4548 T Mol Diagn Ther, April 2022, Vol. 14 No. 4 - 693 -

2 TlbE b9 L miR-375 . miR-126 F ik K F e 5
EXIRIB S

RIS B A% Zf

[(# ZE] BM 5% 2 BBEKKE (T2DM) B34 i/ RNA-375(miR-375) \miR-126 F ik /K- K H 5
R FEMPI R, Ak L 2010 4E 1 A F 2019 4F 12 A 37 £ 24 B o — B s B2 B A 19 80 i)
T2DM i, 405 25 B M (FPG ) S 11 AR 46 255 4 i 1t 30 56 (OGTT ) 45 51 43> T2DM Rif i 4 32 f4i] . T2DM
20 48 ], 53 e FEAMME | IR 1 B 1Y 40 B A R X R4, #6045 20 miR-375 . miR-126 %5 i i 4 (FPG) |
25 6 L1 5% 25 (Flns ) 7KSF, 1150 198 % AR BT 45 L (HOMA-IR) , 431 miR-375 . miR-126 7K 5 HOMA-IR
BF, 58 FPG.%&J5 2h I (2hPG) \HOMA-IR . H il =& (TG) . A JIH [ 2 (TC) ARB5 IS & 14118
[& f (LDL-C) . FIns & miR-375 &3k /K - : XF B8 41 <T2DM §ij 1 24 <T2DM 4 , 25 376 G2 5 X (P<
0.05) o 15 % & I 2 14 IH & 5 (HDL-C ) 7K 3 - X B 20 >T2DM Fif 12 >T2DM 4 , 2 7 Ge it 2# 2 L (P<
0.05) . T2DM Hif 141 . T2DM 2l miR126 F ik KPR T X5 4, 22 57 A G il & X (P<0.05) , {H T2DM Tif
I\ T2DM 2 miR126 ik K- LK 2 F G 5 L (P>0.05) . T2DM £ # miR-375 %£ik 5 FPG .
2hPG . FIns \HOMA-IR & 1F 56 (r=0.461, 0.523, 0.506, 0.624, P<0.05) , miR126 %1k 5 FPG . 2hPG . FIns
HOMA-IR % 11456 (r=-0.349,-0.457,-0.423 ,-0.439,, P<0.05) . miR-375 #1k 14 .miR126 ik F &
2 T2DM i35 HOMA-IR (&R R & (P<0.05) . 4518 T2DM K MK miR-375 33k B \miR-126 %
KRR, H 2R A KT 8 ZEHCh B I AE G .

[ ] 2 BB PR Y% ; miR-375; miR-126; JBE 5 20T

Expression levels of miR-375 and miR-126 in patients with type 2 diabetes mellitus and
their relationship with insulin resistance

ZHAI Qiangian*, QIN Yan, ZHU Yunfeng, WANG Tao

(Second Ward, Department of Endocrinology, The First Affiliated Hospital of Xinxiang Medical University,
Xinxiang, Henan, China, 453100)

[ABSTRACT] Objective To investigate the expression levels of microRNA-375 (miR-375) and miR-
126 in patients with type 2 diabetes mellitus (T2DM) and their relationship with insulin resistance. Methods
A total of 80 patients with T2DM admitted to the First Affiliated Hospital of Xinxiang Medical University were
selected from January 2019 to December 2019, including the pre-T2DM group (32 cases) and the T2DM group
(48 cases). Another 40 healthy people with normal blood glucose and blood lipids were selected as the control
group. The levels of miR-375, miR-126, fasting plasma glucose (FPG) and fasting blood insulin (FIns) were
detected in each group. The homeostasis model assessment of insulin resistance (HOMA-IR) was calculated,
and the relationship between levels of miR-375 and miR-126 and HOMA-IR was analyzed. Results The levels
of FPG, 2h postprandial blood glucose (2hPG), HOMA-IR, triglyceride (TG), total cholesterol (TC) , low-
density lipoprotein cholesterol (LDL-C) and Flns and expression of miR-375 were shown as control group <pre-

T2DM group <T2DM group, and the level of high-density lipoprotein cholesterol (HDL-C) was shown as

AR B A d A A3 A %1 (201903213) 5 7T & 4 AR A A RS2 A AT IR AL (SKL-2021-1426)
MH I G EFRG—WBERA A —RE, Td,# 5 453100
*iB A A, E-mail : giangiantalk2021@163.com
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control group > pre-T2DM group > T2DM group (P<0.05) , and the expression of miR126 in the pre-T2DM

group and T2DM group was lower than that in the control group (P<0.05). The expression of miR-375 in
patients with T2DM was positively correlated with FPG, 2hPG, Flns and HOMA-IR (r=0.461, 0.523, 0.506,
0.624, P<0.05) , and expression of miR126 was negatively correlated with FPG, 2hPG, Flns and HOMA-IR
(r=—0.349, —0.457,-0.423,—-0.439, P<0.05). The up-regulated expression of miR-375 and the down-regulated
expression of miR126 were risk factors for HOMA-IR in T2DM patients (P<0.05). Conclusion Plasma miR-

375 expression is up -regulated and miR - 126 expression is down -regulated in patients with T2DM, and the

expression level is closely related to insulin resistance.
[KEY WORDS]

2 AU IR 9% (type 2 diabetes mellitus,, T2DM ) f&
SEERIE R N AT A 18 M AL Y, DA S R
FRAT I 5 22 OB T B T S0 18 M il b KT
FHETHE R E ™ . Bl o, R BB R I B A 2
1842, it 2 2040 4FH4 3 2 4.15 12, W5 S8
ARBEASTE IR, X FLB 6 2 G HZE ™, T2DM ik A
I i LI v A 50 4 e B, B % B A0 PR T B 27 43t
JiE S R AR H AT E 0 T2DM & 4E K R ) i
MU, (0 = B BRSO F IR A A8 b
B TP AW & &, it s B, 250
TN AR A% TR (microRNA , miRNA ) 7 Ji 15 20 i %
B Aok i 5 2 A i h R R AR,
Z 5 T2DM W &A= & & , 47 28 T2DM & s HIL il
WE5T K RIZ W 697 BT S S A BT 0 O 1
miR-375 J& 7 JiR 5 41 i 47 5 3R 3K 19 miRNA,
TE 445 TE 7 A o 40 B RN B 200 i 5 38 5 B iR
B R EEAER, 5P R 5w,
miR-126 J2& % J) fit miRNA , 7] 38 i I8 45 i 1 &% 52
IRYI 1 3RK, S 5RE R . AR EE
43t T2DM #2251l 3% miR-375 . miR-126 2 35 /K F
FH 5 1 5 RARPU R R, MG K T2DM & AE AL
Mgyt 2%, .

1 ARSI

1.1 — R
YEFE 2019 4F 1 A £ 2010 4F 12 A i & E 25
55— AR B2 B2 iif 80 9] T2DM (35 M iF 5T X 4,

Type 2 diabetes mellitus; miR-375; miR-126; Insulin resistance

4329 T2DM Hif 19121 32 {51 1 T2DM 41 48 f4i] , T2DM
PR s FATE LR 20K (2 IR 2213 55 B RY S PR OF /5L
FPG=7.0 mmol/L Fll/a¥’& J5 2h Ifil. % (2 hour plasma
glucose , 2hPG ) =11.1 mmol/L ; T2DM Fij # #7514 : £
5723 I 1B 32 451 (6.1 mmol/L<FPG<7.0 mmol/L FlI/
8, 2hPG=7.8 mmol/L) I Hf M & 5 # (FPG<7.0
mmol/L FI/B{ 7.8 mmol/L<2hPG<11.1 mmol/L)®,
N ABRHE : OT2DM 45 (P 2 BUBE R BT iR 1R
g )" Y T2DM 2 Wik i , T2DM HiF 912045 &
2 OB R B if 48 rE ) rh T2DM R AR 1fE ; @A4F
1% 18~80 %/ ; @ AT Bl A WF 5T 47 AH e A, HE
BrAm e : OFFE B s QF7E ™ &0 ik 4SS
BN DI BEREAY s QFFELE AR R T 8 25 6L 4 A
P WA s DFEAE e MEBENG s © A I 2018 1 %
Yo, @BEMTIAE S5 . o e BRI A T B A 11 40
B AAE X B, #52H — M ook b 22 R 0
il B L (P>0.05), W3 1, PR AXZHTC %
ERMEREA  FR B R 2R 3 By 254
1.2 ik
1.2, I ARG K e 5 ZR AR A
ZANH YR E 2 8 h 1) 2 Ah i Bk i b
ARG 2 h # K IMAR A4 3 mL, 3 000 r/min 0>
A0FE 15 min, B, T4 H SR P L
TP AR AR B I 5 0UWE (FPG \2hPG) /K- K2 It A [ 1f
I8 BLAH &5 (total cholesterol , TC) , =i H i (triglyc-
eride, TG) . /5 % Ji£ g 25 11 AH [& B (high-density li-
poprotein cholesterol , HDL-C ) X% & fi5 £ F IH [

F1 ZAWRTR—RABILE (v+5)
Table 1 Comparison of general data among the three groups of study subjects (x +s)
415 n PE B 1) R (%) BMI (kg/m®) W4 & (mmHg) #F 3K i (mmHg )

Xt iR 41 40 23/17 54.37£6.52 23.12+2.72 122.62+16.24 80.46x11.18
T2DM Hi 141 32 18/14 56.28+7.16 23.58+4.21 126.32£15.37 79.17£10.86
T2DM 4 48 28/20 55.73+7.84 22.79+3.24 125.87x14.21 80.22+12.37

1t & 0.034 0.773 0.518 0.697 0.143

PH 0.983 0.464 0.597 0.500 0.867




DTeW SR E 2022484 0 51434

a4l T Mol Diagn Ther, April 2022, Vol. 14 No. 4 - 695 -

[ (low density lipoprotein cholesterol, LDL-C) |,
DL HE b 2 R 67 ) 2 25 18 9 & 2% (fasting serum
lisulin , FIns ) 7K ~F- 5 DLEG 25458 B 37 Ak [ & & HiR BT
8 %4 (homeostasis model assessment of insulin re-
sistance , HOMA-IR ) , HOMA-IR=FPGxFIns/22.5 .
1.2.2  [f1%% miR-375 . miR-126 Fik 7K VK

FAEZ IR EH FBEERF K IMARA 2 mL, DX
Trizol S 42 HUIML 7 5 RNA, 5% A miR cDNA 55 —4f
A T B R e A L cDNA |, R B S )
TR A BHEE VLA miR-375 . miR-126 kK, 9
R :95C 15 min, 94C 155,55C 30s,70C 30 s
(PEEZIEAF ), 918 40 MR, 15852 )5 DL Ub
RS TR TR A PR {E (Ct) , miR-375 .,
miR-126 HYFHXF AT DL 2449 KIR

1.3 GeiteEirik

K H SPSS 19.0 e it AR A5 Bds oo b, 11
FERIA (% 25) 200K, ALIH] AR T ¢ K 56, Z2 4117
FeBAT 7 22 53 s THECHE R A n (%) 3R, R
2 KL, A S 53 H7 >R H Pearson AH G 43 #r ik, DA
logistics [1] 5 73 #7 31 51 5% i HOMA-IR 4 KU
2, DL P<0.05 HZERA G R L

2 R

2.1 NPT G S KT HeR

FPG . 2hPG . HOMA-IR . TG ,TC.LDL-C . FIns
TR« 4 B 2H <T2DM Hij ] 2 <T2DM 4 , HDL-C 7K
- % BE4H >T2DM Fif i 41 >T2DM 4 , 2% %4 5831
N (P<0.05), W2,

F2 ZHMRMKMAE MASRERFKIAKFLLE (x=5)

Table 2 Comparison of blood glucose, blood lipids and insulin resistance among the three groups of study subjects (x+s)

FPG 2hPG TC TG HDL-C LDL-C Flns
L) " (mmol/L) (mmol/L ) (mmol/L) (mmol/L) (mmol/L) (mmol/L) (nU/mL) HOMA-IR
Xof R 40 5.02+0.79 5.78+0.82 3.78+0.92 1.31+0.94 1.57+0.38 1.89+0.83 4.92+3.12 1.10+0.56
T2DM mifHZH 32 6.13+1.54° 9.03+1.67" 4.11+1.06 1.74+1.03" 1.23+0.32" 2.27+0.82* 8.61+4.92° 2.34+1.32°
T2DM ZH 48 9.68£3.28"  18.64+5.32"  4.86x1.12" 2.03x1.11° 0.96x0.29" 3.89+0.94" 9.63£6.54" 4.14+2.08"
F{H 51.694 168.931 11.399 4.958 33.883 60.304 9.605 43.931
PH <0.001 <0.001 <0.001 0.009 <0.001 <0.001 <0.001 <0.001

T SO ML B4, *P<0.05 5 5 T2DM Hij 41 LE 4%, "P<0.05

2.2 3WWFFEX LM miR-375 . miR126 % ik 7K
- 5

112 miR-375 ik K- ;% i 41 <T2DM Hij ]
H<T2DM 4 , 22 5 A Gi it 2 X (P<0.05) ; T2DM
A2 . T2DM 2H miR126 2 A /K KT X 184, 2
S G % E X (P<0.05) , {5 T2DM Hij # 41 |
T2DM £ miR126 ik K- 2 7 gt 22 X
(P>0.05), W3z 3.

R3 3EMRITRIMLE miR-375.miR126 FRikKFLLE (v +5)
Table 3 Comparison of expression levels of plasma

miR-375 and miR126 among 2 groups of study subjects (x+s)

2H 5 n miR-375 miR126
Xt R4 40 1.00+0.23 3.16+0.48
T2DM i 32 3.03+0.64° 1.15+0.26"
T2DM £H 48 3.58+0.79" 1.00+0.24°"
F1H 203.935 490.900
P{H <0.001 <0.001

5% R R, *P<0.05; 5 T2DM R4 HL g, °P<0.05.

2.3 T2DM £ Ifil ¥ miR-375 . miR126 & ik 7K
5 1fi B . HOMA-IR [ 40 6
FH 4307 S R, T2DM R 3 1113% miR-375 32

i% 5 FPG. 2hPG. FIns . HOMA - IR & iF #H % (r=
0.461,0.523,0.506, 0.624, ] P<0.05) , miR126 Fik
5 FPG .2hPG . FIns .HOMA-IR 171 #H 3¢ (r=—0.349 ,
-0.457,-0.423,-0.439, %] P<0.05) ,
2.4 32 T2DM i #% HOMA-IR [ logistics [7] 1
S

Logistics [F1 34387 .7~ , 11.3% miR-375 #&ik -
8 .miR126 35 T /&5 T2DM 875 HOMA-IR
GRS R & (P<0.05) ., W3 4.

R4 W2 BUFER B HOMA-IR B logistics @343 47
Table 4 Logistics regression analysis affecting HOMA-IR in
type 2 diabetes mellitus

Ap i B1H SEff Wald{i ORI{H

95%CI P1a

TG 0.339 0.152 4974 1404 1.042~1.891 0.026
HDL-C -1.971 0.701 7906 0.139 0.035~0.550 0.005
miR-375  0.647 0.132 24.025 1910 1.174~2.474 <0.001
miR-126 -0.712 0.313 0.517 0.491 0.266~0.906  0.023

3 it

Jig {2 20 7k B 4 LRI oo 4 I 3 0 114 JBRE 0 2K
e ML 2R A 48 A48 45 70 g B AR S IO A AR T TR )
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F KPR 5 2R AR Sy M TR R, 2R
RO T R A A MR A & T2DM 1 £ 8K
AL Z —0 A, T2DM £ 2 i B ) S
4 [ B A A A A A M B A I S, HL S50 5 = AT
YN . ARTFFT 45 U B %5 T2DM & 4E &
B, R BEIR AR S A R BT A E L
REAEAF T4 B —50" . miRNA 2 5 C5hm %)
FHIE IR INIE SRS RNA 38 52 57 55 S5 7K R s 3 TR
FEIRRENE VR T AR B AN AR A AEAE T BB AN 4y
AR5 5 g 5 28 43 I R R 5 AR BTIRES M A
2 Iy AT ) IR TR 4 ) 2 2 A RO
R, =5 T2DM K RIE R A kR,

miR-375 J& 7 [ 5 4H ARSI ) 1) fe = & 9 miR-
NA, /] B TR T EA RS = AR AT 1
IR, AT A A 0 B A B 5 28 5300k 5
A P38 3 R A DG B, R LA 1 Rk, fiE R
I B AN T4 ; miR-375 Al 3E i 2L R K
FEV T RAR R B DR 20 A A RIS B e 5 2R b
FIVE R (5 H R HORS vE % T2DM B ALHIA A IR
AR S sst Bon , miR-375 AEAS I o
B A B A, s AR S . AT 245 Sk
B miR-375 5 T2DM fE R A K- 25 DA G
25 T2DM ik . logistics [B1JH 43 #1187 il 3%
miR-375 FEJ2 501 HOMA-IR ft 7 fE i I %, 32
75 miR-375 A R A 5 0 AR 15 4 Jk 5 1kt
ARZSJ2HE T2DM I kA R T

miR-126 & # JR s H i )12 BF 58 1) miRNA,
AL 3 A YD A R AR 2 53 A4 o i 1 2H 2R
By RAP B R 259 ] JBE & R A2 IR -1 R
JULTEE 3 98 Ml 015 IV BLASE | B P D B ARG R0, TR
[ & B AN B AE , PR IR B AR EE I
2 LU R 5 A RO PR R R RS R A 2
HF IR 200 i JR 2 AT . ek, miR-126 £E 145
T % B A K i A8 9% 1 R A5 DA BT B AR
FHU . ARWFFEEE R R miR-126 5 T2DM &4 &
JBA K, AWFFEE B, miR126 FEik T ¥ 2 5 i
HOMA-IR 7K~V Sz fa 6 A &, D B I 2K miR126
FEIR T REZEAR IS 4% , 2 5 T2DM RS &
bt

Zx L FriR , T2DM & # Il 3% miR-375 3Rk I
P miR-126 ik F i, =% ¥ 5 T2DM ki pg AL 5
PEFEHLHIA O, 25 2 HOMA-IR 7K i 7l 57
fER &
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(# E] HM UEiE#ERIEEA A(ApoA) FLER N &G (LDH) KB W2 6T (ALP) 718 4.0 /)
TEUE (CHF) WP 3k KGR 2 X . 3% PR 2018 4F 1 A & 2020 4F 4 H JeWl i 45 1L A R EBEIGA Y 86
%] CHF 85 AE R BFITE , 3 BRI TAS BE A 7 i R 1ACAar 11 88 11l fidt Fie ATREAE T BRAH . LU3CPIZH ApoA
LDH \ALP 7K ; A [R5 522 9 ApoA \LDH , ALP 7K ; ST 52 il CHF H 3% T I A AR G fG 6 I 255 4
H7 ApoA .LDH ALP %} CHF & & Wl (BN E. &R 5485 ApoA LT X841, LDH ALP &= F
XA, 25 A Gei 2408 L (P<0.05) . TG A R4 ApoA ik T HiJ5 R 4741, LDH . ALP & T 15 R4
M, ZF A G2 E XL (P<0.05), 2 Logistic AR FA5 1« &5 10U IR O IIRE/T ) . ApoA R
H AL .LDH J2 ALP 58 T 5% i CHF 835 785 il S7 fE B 8 % (P<0.05) . ApoA .LDH ALP =35Ik
A 12W7 CHF S5 WU Al 28 T i AL (AUC) 4 0.992, KT = H KGN (P < 0.05) . £51®  CHF 4 ik
o ApoA S8 [HA%, LDH ALP S8 T, = BEA KT 3 TS B 2SR

[%#Ei7] 1840 S5 ; ApoA; LDH; ALP

Expression and clinical significance of serum ApoA, LDH and ALP in chronic heart failure
LI Sirong*, KONG Lingchao, LI Genhai, WANG Lilan, WANG Yijun

(Department of Cardiovascular Medicine, the Fifth People’s Hospital of Wuhu City, Wuhu, Anhui, China,
241000)

[ABSTRACT] Objective To study the expression of serum apolipoprotein A (ApoA) , lactate
dehydrogenase (LDH) and alkaline phosphatase (ALP) in chronic heart failure (CHF) and its clinical
significance. Methods The clinical data of 86 CHF patients admitted to the Fifth People’s Hospital of Wuhu
City from January 2018 to April 2020 were selected as the study group. In addition, 88 healthy people in the
hospital underwent health checkup were selected as the control group. The levels of ApoA, LDH, and ALP
between the two groups were compared; the levels of ApoA, LDH, and ALP in patients with different
prognosis were compared. The related risk factors that affected the prognosis of CHF patients were analyzed.
The predictive value of ApoA, LDH, and ALP levels on the prognosis of CHF patients was analyzed. Results
ApoA in the study group was lower than that in the control group, LDH and ALP were higher than those in the
control group, and the differences were statistically significant (P<0.05). ApoA in the poor prognosis group
was lower than that in the good prognosis group, LDH and ALP were higher than those in the good prognosis
group, and the differences were statistically significant (P<0.05). Logistic regression model analysis showed
that hypertension, diabetes, cardiac function classification, abnormally decreased ApoA, abnormally increased
LDH and ALP were independent risk factors affecting the prognosis of CHF patients (P<0.05). The prognostic
area under the curve (AUC) of ApoA, LDH, and ALP in the combined diagnosis of CHF patients was 0.992,

which was greater than that of the three alone (P<0.05). Conclusion In CHF patients, serum ApoA is

AAETRB SR A RFAHF R4 (1608085QA13)
Mk s BT H AARER S o8 WA, 25, 3 241000
*iBAZAEH : v R, E-mail : lisirong7120@163.com
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abnormally decreased, while LDH and ALP are abnormally increased. The combined detection of the three

plays an important role in evaluating the prognosis of patients.

[KEY WORDS] Chronic heart failure; ApoA; LDH; ALP

iU 11 % v (Heart failure , HF ) J2& /0 JIE Ui 45 Fl1 47
K DI RE R A, DT 5 1R 1 i R A2 BH L3
O ot Y VR R AN A L DK I YR DA R B — 2 I 2R
B S E R HE o IR B ARYE HF R A2 % A
P> #1358 (Acute heart failure , AHF ) 118 4.0 5
£ 18) (Chronic heart failure, CHF)*', H i, CHF Y
RIRHEBAE L BE R R AR IEE
NHER 545 . CHF FU I RAE R SR I S A g
T8 A5 22, B2 I 2 4 ik B ARV R YT IR AL, RO
PEAL CHF f8 35 i 1% 72 B2, O X 8 i 30 5 i 47
FIWTEA EZE Y, IR RAFGR SRR /R | I3 2%
fi5 % 1 A (Apolipoprotein A, ApoA) | FL & i & i
(Lactate dehydrogenase , LDH ) A i 14 % 15 it ( Alka-
line phosphatase, ALP) X5 CHF & f§ 1) & A= Fll & Jié
HR, = HMWFIEIE CHF B & P EHE EEE
P, BRTA X = X} CHF 3 5 ) M 853
Mr #1238 4 /0, AR SC# i 98 ApoA \LDH K ALP 7&
CHF &35 it 23k Sl R 5 3o fIBINT o

1 AHESHE

1.1 — R

PEH 2018 4F 1 ] & 2020 4F 4 A et A
R B i 1Y 86 191l CHF HE A IF 54 . 0 AFR
W - Xl P LG ) W 2 W MR T 46 e )
KFEMO I EB S EiRE", HapBeest
BHE AL B012 ; @93 I 78Rk K B 177 9% B} 5 24 TG e it
QP AEAS [ AR FE A I RRE R, AL 456 < I I IR o
Wi 2 7 G i A @TCHE R Pk
ORI AN B e BE M o HEBR bR vt - O 1M
R G AL Yo P I 5 B I M R e A
QA I H A EZWE R T B 7 H & @F I M pige
BN RS O/ IR R F & OF
IF e YL, b B 52 ], 4 34 4] ; S AR IR
(61.02+6.48) % ; K 4f 5 [ 21 249 .00 E 9 2 25 O T g
A Y b fE ¥ (New York heart association class,
NYHA) : 1 %% 33 f5i], %% 28 4], IV 2% 25 i . 55 3k
B[] 10 F AR g A 7 feke B (ARG 11 88 191 feit Bl A AR
XTREZ, Horp 38 61 91, £ 27 i) 5 F- 4R 1 (59.77+
712)% . PHALPEG AEIE HRER, 22 RS L

(P>0.05) o ASHIF5% 38 3k = e f6 #E 23 B 41k o [R) 2
TR WK E O E G R
1.2 ik

JIT A B 5 6 AR S IEARAS TR AT b, o
5 mL, bR A 2 e DU Z R B e A B IS 3 000
r/min(r=13 cm) B0 15 min, B F VSR H o R H
Tl I fp 2 WA T LDH  ALP 7K 5 5% 1 90558 325 5 1
WA ApoA JKF- 8 H 4 B B 43 B A AT 43
B, AXE 38 0 % TG €8000 4 [ B AL 43 #r A% , 3711
A A i B A R ) 45 ™ A e R U ]
7. %A . ApoA: <1.0 g/L B AL
LDH : >240 U/L & 5% Tt 5 ; ALP: >140 U/L /7
I
1.3 Ry

X B HEAT A 1 AR A B (Rl U AR B ]
2021 4% 4 ), A O i A8 S50 (L5 O TR MR T
O NUVEEFESE K L0 J7 5 vy RO A o IRk O
PR T AR AL, 2 R TS R
20, If %t e P 2H 18] ApoA \LDH . ALP Fik 7K,
1.4 Gil#ab

¥ H1 SPSS 22.0 i+ ¥ 44 #E47 Ge 1t 4 A, LA
(x £5) RORTFRBORE, R 1 K255 5 >R H Logistic [7]
AR AR 73 BT 52 W) CHF £8 35 705 1) A SR e B TR R
% HI ROC M 73 Bk I ApoA \LDH , ALP /K- %
CHF &3 T 0 B0 (8 5 L P<0.05 8 25 5 B A
Gt X

2 #R

2.1 4 ApoA .LDH K ALP kK- Ho#g

WF 5T 20 & 1Y ApoA /KA T XF fB 41, LDH ,
ALP K-35 T X B4, 2 A Goit 2408 L (P<
0.05), WK1,

£1 FEANEH ApoA.LDH B ALP RiXKFLLE (x+s)
Table 1 Comparison of ApoA, LDH and ALP expression

levels in different populations (x +s)

205 n ApoA (g/L) LDH(U/L) ALP(U/L)
it 86 0.41x0.21 288.52+18.94  174.21+20.15
X 86 1.23+0.31 123.01+9.87 38.95+3.94

tH 20.382 72.520 61.777

P{H <0.001 <0.001 <0.001
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2.2 A[ATUS &4 ApoA LDH J& ALP &ik/K
T

WE V545 5, 86 9 {3 Hh AT 25 Bl A A 0 LA
F(PUEARA) . UG A R4HEH R ApoA 7K
AR T HUS R 4F4H, LDH  ALP /K-35 T Hilf5 R
b, 2R A ST (P<0.05) . WA 2,
x2 AEFUSEES ApoA.LDH K ALP FikKELLE: (vs)

Table 2 Comparison of ApoA, LDH and ALP expression

levels in patients with different prognosis (x#s)

21 531] n  ApoA(g/L) LDH(U/L) ALP(U/L)
FEARA 25 0.29+0.18  301.22+1227  192.31+17.45
WG R4 61 046+0.23  283.32+11.95  166.79+9.44

HE 5.754 9.749 12.035

PiA <0.05 <0.05 <0.05

2.3 M CHF B4 WS AR S AE R R R b

2t Logistic [A] H 8L Y 3 #7145 ) < /5 LR 4 PR
W D UIBE TS  ApoA R F#AK \LDH M ALP S+
F 15 A 52 CHF A8 25 10 5 09 ok 57 A s PR 3R (P<
0.05), W33,
2.4 ApoA .LDH . ALP 7K-F-#5 il X CHF 8 5 ¥l J5
) LI A

ApoA .LDH ,ALP = # It & 12 W CHF &3 il
J& B IR R 1 AL (AUC) R 0.992, KT = & Bl
M (P<0.05), W4 K1,

#F 4  ApoA.LDH.ALP 7k 3t CHF £ & /3 B9 T (&
Table 4 The predictive value of detection of ApoA, LDH,
and ALP levels on the prognosis of CHF patients

. 2%
BMHT USRI R AUC  95%CI }é,g( Pt
ApoA 0.864 0.762 0.758 0.653~0.862 0.626 <0.05
LDH 0.871 0.767 0.863 0.782~0.944 0.638 <0.05
ALP 0.893 0.731 0.973 0.000~1.000 0.624 <0.05

ApoA+LDH+ALP 0.975 0.813 0.992 0.000~1.000 0.788 <0.05

1.0 =

T B
0.8 — ApoA
. - LDH
i\p(
# 06 ALP
= - ARG
0.4 et

0.2

0 02 04 06 08 1.0
1A 5k

E 1 ApoA.LDH.ALP 7K 3f CHF &2 Hl 5 B FUill &
Figure 1 The prognostic value curve of ApoA, LDH, and
ALP level detection for CHF patients

3 it

PRI IRGE T, CHF %9 2R bifi 25 A7 (1) 34 fin i b
Tt biti 5 TR [ 4L 2 B ARAL 1) & ' , CHF &5 R % 4
Wt 7R CHE B & il B rh , 280838 41 3
O IR B T AL , 4k it S Bh A2 BR AR R
AR T AF NG, 25 A TS 2 ™ EE R, A
SR SCHR A IE , CHF 19 2 9 L 1 1095 A1 i A 5 4 ]
1, (H AT HIH S RE R i /MR BIL] SRR 5
AN FHRAE RO A P i R A X R
UG AT A RO SRR YT CHF B [ 244

I8 [ P A A D& 3E , CHE (1 % 4= % R 5 30 ik
SKARE R R %% B IR A 1 R BRI A el A A
K ApoA 2 % B RE AR ) AR B K
4y, 55 T IR BEANE 2R 2 A
Bl KT T LBG FE T BRAILIR N o 2 88 TR AR
Il PRAF 55 1IE S, ApoA 7KF-5 3 ik o6 ip A 1 g 78 5
B OC, RRNE B H W % AR AR gk, TR R
STV B 0 i A R BRI ) B AR . AR
WF5E % B, CHF .3 19 ApoA 7K AR Tt Fie A BE,
L 3 U X F A UG AR KRS Y ApoA ZK AR
TG R, i ApoA 7 CHF FEHLIA P S EE
KRS, H KT o (8 s BAT — e 52 ml .

*3 ®MCHF BEBEHEXERERSH
Table 3  Analysis of related risk factors affecting the prognosis of CHF patients
o S ZHE B

ORfH 95%CI P1E OR1H 95%CI P1H

BB vs %) 1.139 0.713~1.513 0.569

A (<60 % vs =60 %) 1.658 0.892~3.081 0.644
W AR s (A vs o) 1.672 1.112~2.514 0.026 1.714 0.867~3.391 0.578
BMI(=25.0 kg/m? vs <25.0 kg/m*) 1.765 1.212~1.535 0.015 1.685 0.268~1.779 0.538
L CB vs T6) 1.614 1.143~2.280 0.020 1.672 1.072~2.609 0.012
FEPRIR (A vs T6) 1.829 1.022~3.274 0.023 1.972 1.091~3.564 0.010
DINEE S (M~IV % vs 1T 4%) 1.791 1.325~1.616 0.019 1.857 1.257~1.754 0.041
ApoA (5 H PRk vs TEH) 1.831 1.644~1.972 0.016 1.637 1.365~1.784 0.035
LDH (5% T+ vs 1EH) 1.586 1.357~1.867 0.022 1.754 1.452~1.885 0.008
ALP( 5 TH vs 1IEH) 1.658 1.587~1.575 0.004 1.658 1.369~1.789 0.017
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Effect of breviscapine combined with isosorbide mononitrate treatment on AMI cardiac
function, CK-MB and PAI-1

DENG Haiyan, TAO Yuan, WANG Fang, ZHENG Wenquan, QIAO Zengyong*

(Department of Cardiovascular Medicine, Shanghai Jiao Tong University Affiliated Sixth People’s Hospital
South Campus, Shanghai, China, 201499)

[ABSTRACT] Objective To explore the effects of breviscapine combined with isosorbide
mononitrate treatment on acute myocardial infarction (AMI) cardiac function, creatine kinase isoenzyme (CK-
MB) and plasminogen activator inhibitor-1 (PAI-1) levels. Methods The 227 patients with AMI admitted to
the Academic Department of the Sixth People’s Hospital of Shanghai Jiaotong University from June 2016 to
September 2019 were selected, and according to the different treatment plans, they were divided into 119 cases
in the control group (single isosorbide mononitrate tablets) and 108 cases in the observation group (isosorbide
mononitrate tablets + scutellarin dispersible tablets ). The clinical efficacy of the two groups were compared, the
levels of CK-MB, PAI-1, and the improvement of cardiac function indexes [ Left ventricular end diastolic
diameter (LVEDD) , stroke volume (SV) , left ventricular ejection fraction (LVEF) , left atrial diameter
(LAD) | before and after treatment were compared, and the total incidence of adverse reactions during the
treatment were observed. Results The total effective rate of patients in the observation group was significantly
higher than that in the control group (88.89% vs 77.31% ), and the difference was statistically significant (P<
0.05). After treatment, the levels of CK-MB and PAI-1 in the two groups decreased significantly, and the

decrease in the observation group was significantly greater than that in the control group, and the difference was

A AR B LT AR ARE R 4 (18DZ22260236)
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statistically significant (P<0.05). Compared with those before treatment, the levels of LVEDD, SV, LVEF,

and LAD in the two groups were improved after treatment, the improvement of the above indicators in the

observation group was greater than that in the control group, and the difference was statistically significant (P<

0.05). There was no significant difference in the total incidence of adverse reactions between the two groups

(7.41% vs 5.88% ) ,

and the difference was statistically significant (P>0.05). Conclusion

Breviscapine

combined with isosorbide mononitrate in the treatment of AMI patients can improve the therapeutic effect and

heart function, and reduce the levels of CK-MB and PAI-1, which is a safe treatment plan.
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RS 245 | & Jry B sl bk il iz AN , S 200 LA At 5
I AR . AMLEW S RS fGE, BE KRS
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Effects of rh-bFGF on the postoperative wound flora, wound exudate and granulation
growth in patients with perianal abscess

NI Jiamin', SHI Aiping®, XU Ling', LI Gang'*

(1. Department of Anorectal Surgery, the Affiliated Zhangjiagang Hospitol of Soochow University, Suzhou,
Jiangsu, China, 215600; 2. Zhangjiagang Center for Disease Control and Prevention, Suzhou, Jiangsu,
China, 215600)

[ABSTRACT] Objective To explore the effect of the recombinant human alkaline fibroblast growth
factor (rh-bFGF) on the postoperative wound flora, wound exudate and granulation growth in patients with
perianal abscess. Methods Eighty patients of perianal abscess admitted to the Anorectal Surgery Department
of Zhangjiagang First People’s Hospital from January 2019 to January 2021 were selected and divided into the
control group and the observation group, with 40 cases in each group. All perianal absctomy was performed.
After surgery, the control group was filled with gel gauze impregnated with metronidazole, and the observation
group was filled with gel gauze impregnated with th-bFGF. The postoperative wound flora, wound exudation
and granulation growth were compared between the two groups. Results Both groups were discharged after
cure with no significant difference (P>0.05). The total hospital stay and total treatment cost in the observation
group were lower than those in the control group, and the difference was statistically significant (P<0.05).
There was no statistically significant difference in the aseptic growth of the wound between the two groups (P>

0.05) , and the wound microflora detected in the two groups were mainly Escherichia coli and Klebsiella
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pneumoniae, and the difference was not statistically significant (P>0.05). At 7 d and 14 d after surgery, the

scores of wound exudation and granulation growth in both groups were lower than those at 3d after operation.

And at 3 d, 7d, and 14 d after surgery, the wound exudation and granulation growth scores in the observation

group were lower than those in the control group, and the differences were statistically significant (P<0.05).

Conclusion rh-bFGF can effectively improve postoperative wound exudation and promote granulation growth

in patients with perianal abscess, and can also shorten hospital stay and reduce the total cost of treatment.
[KEY WORDS] rh-bFGF; Perianal abscess; Wound flora; Wound exudation; Granulation growth
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11.10) %, FAR I A8 AL JE MR 19 1) AT
I 5 1A 18 451] I Ath 3 451 5 WL %< 20 55 38 141
2 2 5], E AR (39.10£9.70) %, FARIT AT JH
Jie i 15 A 26 441 AT JE B U0 FF 5 1A 13 f81] L L
i 151 28 ABRAE : OIFF G RLE e i )12 Wi b
HES BT TR e R U %, HR R R
it e YR, A0 T v A 2 T A R T
Q@A AT B0 R B AR A 5T 5 B BTG b
TCAC T BER ; P B R Z09T s O L F AR
EERIE . HEBRPRME . OA JF HE 288 B Bl sl K

AR R s O AULET 1 A H 2 2ad P ZIR97 Sl
KOS ERIRTT ; O/ IR #2885 B s @B I H
fRIE P W R R 3 @ik A R
PIALIPER AR T AREA g, 22 % g 2F
B (P>0.05), AWFFRAEREFREHBERSH
E{iRGN
12 Fik

PIAL A AT B R AT 2, RAT 12 h 28 &
ERR WP B R SRR AT LA B i TR E
I7 o JRITIE SR T A B ER KA BRI T3 )
1 T, ff 5 T A e 4k S0 1 ) 00 AT ) i 235
X HRZH R F R A FR A s S Al e S (A 4K
AL (JE ) B BRA R, LS [ 257
H20163300, KL% : 100 mL: B Al 0.5 g 5S4k 40
0.8 ) MEEIR Y AIHZEY 1, WAL R iR A E4l
NF T (A7 52« v 1 WK 25 4 BR A
5 E 25 S20043006, FLKE 7 7 TU) B BE IR
ZRMIEYIN B HE 2 K, HRAIHES .
1.3 WELIE R

OFARFEFR : KB O B B R AL IR A
. QO RSO AT 2 B S 1E B E A
T T B e 25 A0 TG B R A RO A R A Y
BT 43 W60, 2R vl A (AR 7= R E
BT, B 454) K I A1 1w g TS 0L . DA
B AN a0 TR 3. 7.14 dITFNY, B
B <A JZIL N 05, BIBEL N 4~TZICH
15, BB 8~11 2L N 250, BB 12 2
KL Fid k3 5y @WRZEARKEH 535 F AR
Ja 3. 7. 14 AWM BN EA DS, RFRIAERK
100 43 5 A BT 41 SURE %, SR EE LT o FUBRCR IE N
150 A0 T 5 4 20 A K %, SR IR 40 (0, 0 i S A
SEIHAE N 2 43 5 A 1B 4 2R AN A K el R K 22
18, SRS KA, VIO R M SRR BE R SR B E R 3 4% o
1.4 Hategirik

fdi F SPSS 22.0 B AFATBAE 73 B o 1H 55T R
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H n(%) 2R, 47 2 K55 IR 4010 B9 38
(R +s) Fm ATISTREA ¢ KT Je e X AREAS ¢ A6 5
PL P<0.05 NS/ H2RE L,

2 H#R

21 P FRIGIr L
PR E YR B, 2R LG L
(P>0.05) ; MELLH () B g K BORTIE I 6 9% FH 34
IR XA, 257 BHA G243 L (P<0.05) . W
#1,
£1 FANFRIERLE (exs)

Table 1 Comparison of surgical indicators between 2 groups

2.2 LB e R O

WOZH A T T P A KA I 22 S e Ge i 2R L
(P>0.05) , 45 25 A6 0 1) 6] 18 0 A 35 DK s 35 A T
Rt 2 e B AR £, 2 F G L (P>0.05) .
W22,
2.3 WARBImESB R

MEHA ARG 3 d ARG 7d ARG 14 d BB
HPE S BUR T XL RS 7 d R JE 14 d, PR
BB HIE S EE T ARG 3 d; R 14 d 4L
I3 AP R T ARG 7 d; 20 6] 22 S 3 B 584t
N (P<0.05), WLF3,
2.4 PHMRAZFAERKED

(x:£s) WELHARSG 3 d AJF 7 d ARG 14 d (9 2 A4
n n HBEHERGAR) ERKE(D) RITERHEOD) KPEBME TR IBH , R)57d KRG 14 d, FHEH 1
XTHAZH 40 40 8.95+2.86  7969.47£1355.79 2 KPR AN S LR IH T
WEEE 40 40 6.43x0.68  6732.74+889.46 Eﬁn ‘&f#ﬂ:ﬂ\ /’ME‘H?ME s d’?IQE 14 d P4 E/J{i\]
it 0.000 4.824 5.427 FHERKE IR TAE 7 d; M 222 A 51T
P 1.000 <0.001 <0.001 222 Y (P<0.05), W4,
*2 WMAMGIEEEFER
Table 2 Wound microflora of the two groups
3] " T K Mliges 3 Ey ) JEE TG GEi Tl i [G
B LR BAi HIAW  BKA A PRI L] I BT AR
X R 2 40 14 23 2 0 0 0 0 0 1
pUE <1l 40 12 15 7 1 2 1 1 1 0
P 0.228 3.208 3.130 1.013 2.051 1.013 1.013 1.013 1.013
P 0.633 0.073 0.077 0.314 0.152 0.314 0.314 0.314 0.314

x3 WMAMGIEBSHER (x+s)

Table 3 Wound exudation of the two groups (x+s)

2153 n AJF3d AiG7d ARJF14.d
XF HR 41 40 2.88+0.33 2.050.32* 1.43+0.59"
PR 4| 40 2.28+0.45 1.70+0.46" 0.850.36™

IR 6.800 3.950 5.307

P 0.000 0.000 0.000

H SALAARG 3 d A, P<0.05; SALAARG 7d 4, P<0.05,

x4 WARMRAZFERBERL (x+s)

Table 4 Granulation growth of the two groups (x+s)

ZH 5 n ARG 3d ARJF7d ARG 14 d
X e 2 40 2.73+0.45 2.05+0.22° 1.58+0.59"
WL 2L 40 2.08+0.27 1.83+0.38° 0.85+0.36™

tH 7.834 3.169 6.680

P{H 0.000 0.002 0.000

W SARHAARNG 3 dHEE,P<0.05; SAH ARG 7d HLE, P<0.05,

3 Wi

UL Jod e fee = 22 S A A2 DA A L ] LT
BRI by T 0] e i M 8 R 4 e s £
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RGP ER AR A A R R, P E
W2 i MR EEAE (AL ZURBEIN R SR, S T AR
AJEH A AA o ZiE R B X RLE MM AR 5 5
I E Ry Ak 385 2R 8 R R A B L 25 9 (1)
U HR A I ) ) 20 4% ZE ST LABIORERE Y o HX Rl
G A AT A W R T B B A K A
Gy PR R A R RV M AL p s s R SR
BT D) 1 Ak 38 5 5O 5 e T ] e ok A O ) T A
[ AT 2 —,

A5 45 J 136 B th-bFGF fE % vl 36 11 & e i
AJG BB B A O AR R 2R AR R 1
4 o th-bFGF & —Fh 5 AT 42 i 4 e A= AR i &
MK, FERT IR RO 5 2RI ELF AR PR
Bz RN . HAR R O A B HLE A )
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B Hr ik IR A 4 B35 LI FDP . sVCAM-1 #l BMP-2 [T
AL S lin R & XL

BRI ERR' HRBRT

[ ZE] BE R EIERAS B L4 (W 4 (FDP) | 7] ¥ 1 1M 45 41 it 26
43 F (sVCAM-1) FiLE B 485 & A 8 1 -2 (BMP-2) (2R R TR & X . ik I 2017 4F 8 J1 % 2019
A9 J 9% BT B X P R BE TR Y 122 BB T R R R E A A (n=59, BT IEE LA ) 5 B A (n=
63, BT ER A A ) o LWL 18 4 J8 F 8 JAl U I i 27 4k 25 11 K7 9y (FDP) L n] ¥ i A8 40 B 26
M F-1(sVCAM-1) BB K LB 1-2(BMP-2) K- LT AN R AEHRE0 A48 55 rB KR 5 L K ZH
S (FY)) A A (YD KOs RER, £8 Hir4.88)5,B 41175 FDP,
sVCAM-1 & T A 41, BMP-2 KPR T A4, 25 A 501t L (P<0.05) . H374.88)5,B AL AR
B AR B RIS B T A 4L, 2R A ST EE L (P<0.05) . 5974 8 FG B ALK FERE | 417 BE
(D) A i id SR &L B2 (R V) A3 T A, 2 7 A Geit2# 3 L (P<0.05) . BAMLTHMERERILT A
M, EZFAEIFEX(P<0.05), it BYriEiR £ FDP . sVCAM-1 . BMP-2 IR i A8 “F 48 br 10728 1k
TS 97 N T S 2 T TS S a s b e 97 R 1

[kgiA] FIERAE; FDP; sVCAM-1; BMP-2

Changes and clinical significance of serum FDP, sVCAM-1, BMP-2 in patients with
delayed fracture union

MENG Laibo', DONG Yanlong', CHEN Hongan**

(1. Department of Orthopedics, Mengjin District Hospital of Traditional Chinese Medicine, Luoyang City,
Luoyang, Henan, China, 471100; 2. Department of Orthopedics, the Third People’s Hospital of Luoyang
City, Luoyang, Henan, China, 471002)

[ABSTRACT] Objective To investigate the changes and clinical significance of serum FDP, sVCAM-1
and BMP-2 in patients with delayed fracture healing. Methods 122 fracture patients treated in Mengjin District
Hospital of Traditional Chinese Medicine of Luoyang from August 2017 to September 2019 were selected, and
the patients were divided into the group A (n=59, normal fracture union) and the group B (n=63, delayed
fracture union ). The levels of serum fibrin degradation product (FDP), soluble vascular cell adhesion molecule-
1 (sVCAM-1), bone morphogenetic protein-2 (BMP-2) , erythrocyte aggregation index, deformation index,
electrophoresis index, plasma viscosity, whole blood viscosity (high shear) and whole blood reduced viscosity
(high shear) level and red blood cell aggregation rate were compared between the two groups after 1, 4 and 8
weeks. Results  After 4 and 8 weeks of fracture, the levels of serum FDP and sVCAM-1 in the group B were
higher than those in the group A, and the levels of BMP-2 were lower than those in the group A (P<0.05). After
4 and 8 weeks of fracture, the erythrocyte aggregation index, deformation index and electrophoresis index in

the group B were higher than those in the group A (P<0.05). After 4 and 8 weeks of fracture, the levels of
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plasma viscosity, whole blood viscosity (high shear) and whole blood reduced viscosity (high shear) in the

group B were significantly higher than those in the group A (P<0.05). The erythrocyte aggregation rate in the group
B was significantly lower than that in the group A (P<0.05). Conclusion The changes of FDP, sVCAM-1, BMP-

2 and hemorheological indexes in patients with delayed fracture are obvious, which is helpful to clinically judge

the occurrence of delayed fracture in patients and facilitate early clinical intervention.

[KEY WORDS]

HYTIE R WA X T R ZEU8 M5 e i ] —
WAE AN Z N, FE RS T B AR A B B & A 1
PRERC BT IER @A, B R B T F N Bk ™
M) I RAE , & WA SEXEZAE o BT IR R A AE
Il PR A s 2 b BN e, EE ™ EE 5 2 S8 IR TT
B BT AR A A6 R AT O R A R
LA R S UAR D RE 2%, ey Tl B 37 48 3R
WAEMELEABFEGH TR . ARE
B, YT IR A R S0 B LT £ 4 2R 1 AR
7= (Fibrinogen Degradation Product, FDP) , 7] %51
1145 41 i 25 BfE 437~ 1 (Soluble vascular cell adhesion
molecule-1,sVCAM-1) B & & EE -2 (Bone
morphogenetic protein-2, BMP-2) = 4 — R 31| {3
M AR B G 23R AR A W if v FDP
sVCAM-1 Hl BMP-2 {754k | IfiL it 28 2L 20 224k |
M RGBS LT AR A s AT

1 BREFE

1.1 — R

AT 2017 4E 8 H 2 2019 4F 9 H AR B A
Pr B G PR GERE, BE I 50 B 7 1E 8 A &
MR E B A BRI 63 B 4T SE IR A G Y
BMEBNB A, PAFRE BF5EEIT2 Wibs
e B SR E A W 1S 5 I R B8R 58 4 T K
B HEBRARUE . 202 P D BERERS 5 & oAb &
AT AR AR . DA — R TR 2
LG X (P>0.05), W 1, AL
PR R T s bR
1.2 Fik

Oy B 2H R 1 4.8 JE S Y as A e bk

Delayed fracture union; FDP; sVCAM-1; BMP-2

4% 5 mL, % JH 25 [ BECKMAN &5 .0 #L ¥E 47 5
L, B3R 5 000 r/min, B0 A2 10 em, #5040
FE15 min J5 , B VS WRAEATREIN o SR FH I Go
W B 35 G 000 9 2H BG83 i 4 1,48 J&] Ji5 Il FDP
sVCAM-1 ,BMP-2 /K- 21 40 il AL 5 %K BB 45
B R UKFR BRI R R R L A il A R (R D)) A A am
W JEEEE (R U)) KO, 350 & i iR 1 AR Rl
HoA R Al R AL, B AR R 35 [ biotek ELx808 W
WGBSR . P A B RS A 5k 7. 204
RAEARVEAL T 7E WO T LS A 3 21 40 if 2R 4
TG00, B2 B LT A0 MRS 3%, —FEh 3~5 21 40 i B
FROE A T ORE 2T A0 MR RS EROR s R AT AL
2 L 1l AT AR o
1.3 Gtk

K H SPSS 22.0 Gt F i T4t b,
TR (2 +5) Fe, 2K e K565 3 ECROR n(%)
TR AT K LU P<0.05 HE AL FE X,

2 R

2.1 P4 IM7E FDP . sVCAM-1 .BMP-2 /K 5%
BT 1 G 4L TS FDP.sVCAM-1 . BMP-2 7K
T e R G E R X (P>0.05) 53T 4.8 )85, B
ZH 1ML 74 FDP.sVCAM-1 =T A 44, BMP-2 /KF ik T
AW, ERAG IR L (P<0.05), WLEK2,
2.2 WAL AE P20 AR S T8 b L 5K
BT 1A 5 WAL AN R R A AR TR AR L
HLVKFE R LB 2 RG22 B L (P>0.05) , B ¥
4.8 JiJ5 , B 4141 40 M SR AR F6 4k AT s L R Uk
REm T A4, ZRA%1T%E X (P<0.05) .
W23,

®1 WMABRE-MERBER [n(%), (xs)]

Table 1  General information of two groups of patients [7(% ), (x=s) ]

am oa Wk Ewgm —— IR TR
AR R E EHEEEST R hE T HoAty
A 59 28/31  48.58+5.54 32(54.24) 27(45.76) 14(23.73) 16(27.12) 18(30.51) 11(18.6463)
B4l 63 31/32  49.54+5.32 30(47.62) 33(52.38) 16(25.40) 18(28.57) 16(25.40) 13(20.63)
P! 0.037 0.976 0.533 0.045 0.032 0.396 0.076
PAH 0.846 0.330 0.464 0.830 0.858 0.529 0.782
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%2 PHAIMTE FDP.sVCAM-1.BMP-2 /K FELLEL (x+s)
Table 2 Comparison of serum FDP, sVCAM-1 and BMP-2 levels between the two groups (x+s)
415 n sVCAM-1(pg/L) FDP (mg/L) BMP-2(pg/mL)
HIEL1E BE4A4FE AE8HE  BE1HE AE4E B8 BE 1R BE4E H)E 8

A4 59 417.59+34.20 480.42+39.58" 550.28+40.39" 10.2121.98 8.28+9.24° 4.23+1.52" 144.85x12.58 125.35x10.25' 117.26%6.87"
B 63 418.65+35.64 570.95+45.36° 659.87+51.98" 10.23+1.58 9.64%3.28" 5.62+123" 146.58+11.59 115.54+9.83" 100.25+7.22"
i 0.167 11.712 12.942 0.062 1.097 5.569 0.791 5.409 13.312
P1H 0.868 <0.001 <0.001 0.951 0.275 <0.001 0.431 0.005 <0.001

W SRAETE 1, P<0.05, 54 B4 5 4 4 1, P<0.05,

3 MAMREPLIHEMEXIERIEE (v £5)

Table 3 Comparison of red blood cell related indicators of blood rheology between the two groupsz (v +s)

w5l i AR IR B i Y ] _ AR (R 2 =R _ _ EARA ) OERT € E8 ]
BIE1E BinE4R BFEsE  BE1E BS54 BEsE  BiE 1A BWE4E BiE s
A4l 59 4112051  4.7820.54°  5.17+0.74"  1.12+0.32  1.52+¢0.22°  1.82+0.16°  7.22+0.88  8.32£1.05  7.5620.78"
B4l 63 4162056  6210.64" 7.2620.58" 1243043  2.3620.19°  2.66+0.26"  7.52+0.89  10.36+1.22' 12.33x1.20"
H{E 0.514 13.203 17.422 1.739 22.612 21.319 1.871 9.869 24,511
P1H 0.608 <0.001 <0.001 0.085 <0.001 <0.001 0.064 <0.001 <0.001
SRS 1 E S, P<0.05, 5 R4E PTG 4 4 H#,P<0.05.,
2.3 ALY AR ol R B LA B (P>0.05), 547 4.8 JdJ5, B4l MmIKEE 4

TR IR PR R | A B (R b))

1 5 8 (o U0 A4 iy ade J 286 18 (s U0) K v

A M R (R KE LR ZE RSy AW, ZRASIITEE X (P0.05)., k4,
R4 FEMRE P MIREEERILE (v+s)
Table 4 Comparison of blood viscosity indexes in hemorheology between the two groups (x=s)
13 ARG 2 AMFEE (F ) 2 M3 SRR BE (R b))
) HELE BiE A EE e AR LA wiE AR BRE e witE 1 EdE 4 AR 84
A4 59 1.55+0.23 1.58+0.15"  1.39+0.13" 6.67+0.58 6.98+0.64"  7.33x0.61" 7.06£0.55 7.19£0.62°  6.48+0.44"
B# 63 1.52+0.19 1.88+0.17 1.92+0.23" 6.54+0.59 8.76x0.72"  9.44+0.88" 7.03+0.72 9.33+£0.55"
t1H 0.787 10.308 15.527 1.226 14.395 15.293 0.257 20.196 34.695
PiE 0.433 <0.001 <0.001 0.225 <0.001 <0.001 0.797 <0.001 <0.001

0 SRAEIE 1, P<0.05, 54875 4 8 HE 2 P<0.05,

2.4 AL YA RER LI
B MR RER PHERERST

A, ZRAGIFE L (P<0.05), WLFks5,
K5 WHAIMMBERLLE (2(%) ]

Table 5 Comparison of red blood cell aggregation rate

between the two groups [1(%) ]

25 n TRE BERE W RE
A 59 55(93.22) 3(5.08) 1(1.69)
B4 63 23(36.51)  31(50.79) 9(14.29)
P} 42.497 29.504 6.419
P1E <0.001 <0.001 0.011
3 itig
BT R AT A AR R A A

LIS T /SR A i [ = AV GV = 0 A EAAV DAL ET BN
VR MR ) 1E 5 A= BEDRE S A 1A A Rk

sVCAM-1 J2 IIfii R 5 U (1% 200 fifg /0 3 I 26 B
PRI, AT 3 BOHLAAR 95 Sy i) & 47 . FDP 2 Ifil
WA AR IR AS T 47 RGN R B 1 43 F A ks
Yy, v DL R et 27 5 R B AR AR [ EE AT DAAE R
A B i (9 hR . BMP-2 7EH 4H 2L A4 Fis
B R EEEEWAER, B2 R ] 78 5 4
L T 2R A A B S A RN A AR AR e AT i R A
(EE Ok n /I s i 2 1 D04 B 9 i g P e
IR2EF GNP R A A B S T IE R
AA R e, Hf i SICAM-1,sVCAM-1 B . T}
15, BMP-2 B 8 B AIG , 7611 RIA 7 LX) ik AR
B SR BUA R T WA G . A SCWF T 45 R 4R
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HIER A A EZER R,
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KR AL (R Y)) F 4 i i R G (R )
KT A 4L, R B 4R E PR RAE I N
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EGFR-TKIs TEREIS] NSCLC HAsgifi 2y Lkl B i R Bk
M TF TN

[ E] EREEREZENEEIT HRNZ — TR UE A K N F %k (EGFR) 2278
FE R [ AT B T R SR, BN AR/ I (NSCLC) AN v ol B il 55 23697 F B, SR, #%
% EGFR-TKIs JA77 1) 5 A v bt 6 1 23 1 B AR A5 PE M 25 . EGFR-TKIs Tif 25 AL & 2% , 145 EGFR 1&4ffi |
55 BETT T U B B L R A LA S R R R R AL S AR e T LA 7 R T A B I X SR
A% U4 EGFR-TKIs ()71 & (AN TKIs BIKA 8 FH 55, I R4 A8 AT o AR SC3E EGFR-TKIs 16
W33 NSCLC 14 it 245 BIL 1) B2 s AR IO % 558 s 14 P 5 3 o B A T 2308

[Egim ] AR/NANRAT BRI 5 2 Bz A K IR 732 A SR I 46 551 5 T 25 LA 5 11 PR 02 %o 55

Research progress on the drug resistance mechanism and clinical overcoming strategies
of EGFR-TKIs in advanced non-small cell lung cancer

JTAO Zhaoshuang, WANG Ping*

(Department of Pathology, Zhongnan Hospital of Wuhan University, Wuhan, Hubei, China, 430071)

[ABSTRACT]

targeted therapy based on EGFR mutations has achieved remarkable effects and has become an indispensable

In China, lung cancer is one of the leading causes of cancer death. In recent years,

treatment for NSCLC. However, patients treated with EGFR - TKIs will inevitably develop acquired drug
resistance. The resistance mechanisms of EGFR -TKIs are complex, including EGFR modification, bypass
activation, downstream pathway activation, oncogene fusion, and histological or phenotypic transformation.
Coping strategies based on these mechanisms, such as the development of fourth-generation EGFR-TKIs and
the combination of different TKIs, have shown great application prospects. This article reviews the research
progress of resistance mechanisms and clinical overcoming strategies to EGFR-TKIs in advanced non-small
cell lung cancer.

[KEY WORDS] NSCLC; EGFR-TKIs; Resistance mechanism; Clinical overcoming strategies

2020 47, [ i B A ] 82 07 SET- 717,
Ji & g aE | AL o BN #E (non-small-
cell lung cancer, NSCLC ) J&Iifi iz £ 22 (1) AL, 24
17 85% . 3R A K N 32 /& (epidermal growth
factor receptor, EGFR):H & NSCLC i # UL 3K
SEEH L 205 51.4% . T 2 I Tk e T R ) (tyro-

sine kinase inhibitors , TKIs) , BE 5= 445 & ATP 454

Yk te . XK F Pl ERBEA, KX 430071
WBAEE A : 3, E-mail : wangp0816@163.com

£ s, BT EGFR W R AL AR AR T2 2003 4
T /1> EGFR-TKI 7 9E % J¢ (Gefitinib) 3k FDA It i
FHTFI697 M0 NSCLC, LS 1 i 104 o 2=
JTEF. &F X EGFR 2378 BH: 1 i3, EGFR-TKIs
ERE T BRENITA GE A E, SRIM R
22 K0 5 38 7 IR — B[] 5 S AT ke A ) Ok A T
24, R B IEJE . ASTR] EGFR-TKISs i 25 HL i) A
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JSHAE , 0T 5 EGFR MRS FEAEMOm 1 . R IE,
EGFR-TKIs y& 77 il F v, PR S0 A6 | I 5 2 A
WE A Bh T % Bl 2 0O it 25 HLHT , 38 S8 500 i
PR, A8 SCE TR 4>k EGFR-TKIs i 25 #L
KTt 25 J5 AT AT R 9T R S R AT £ 08, S 1
NSCLC {7 #&fit %% .

1 EGFR ZRITHLiA

EGFR 778 R B fE 18~21 4 7, Hor
19del 1 L858R fz 4 # UL (£ 90% ) , 3X K8 3 X
EGFR-TKIs i B 541, 80 PR 22 587 BRitkZ
LU SR RN R N E R By S A7
£, F5 G719X. E709X. 18del. 19ins. 20ins. S768I.
T790M . L861Q %5 , /5 r 5 EGFR %< 7% 1) 10.7% ~
16%" . M4 T790M F1 20ins #b , %F—fLH1—
f& EGFR-TKIs ¥ /& . T790M Fl 20ins J& 1% 4t
() i 285 7 f5, T790M BH Pk f % 1 3k 55 = X
EGFR-TKIs. 20ins & JF £ #5875 v iz 5 UL 19 28
AR 2 5 BrFf EGFR 7% ) 4% ~10% "', 4
A763_Y764insFQEA %}, X} EGFR-TKIs ]3¢ 81 Ay it
2. BFXT 20ins A4S Y R, Y ETUR T Z BTk
FDA i b7 R G B —43ay7 " . BeAh, IE
TEMTE % By Poziotinib (NCT05045404.) . Mobocertinib
(NCT04535557) VL J B 7 B 2§ PLB1004
(CTR20201030) %5 , 51 %} 20ins 58 75 ¥4 Ji 34 H #5 4f-
A T

2 EGFR fik #5114 fif 25 A1 % 52 5z 3 5% B

2.1 RIS T790M 4%

AR Ry e 5F 58 A8 (gatekeeper mutation) ” [
T790M J&—/— 4% EGFR-TKIs 3 15 14 it 24 ) f% H
WA, 255 50~60% 7 . AURA3 i K ¢ v,
T790M FH M 9 fili g £, S54RI AR LG, 4 A
B RIG YT Al i % #E K PES (101 vs 4.4 N H )
FLAURA B¢ i, — £ ffi H .4 85 e, i PFS
K189 A BEBEMFR4MNAU L, BE
=T —1CTKIs 19 30.6 7~ H

£ XF T790M %8 7% 1 45 = f{ EGFR-TKISs, [ H
WA, BA R E MRFERE LHERE .
BPI-7711 %5, WLIEI 1 . 3% 1. 4, Pl 3685 e ik 3
B Je B S5 3 NMPA it i H T T790M 58 45 1 i
WINSCLC B35 1 43697, i Je £ T790M
A8 1 NSCLC 1y 1710 91355 vt 7 1 R4 1Y
B VE BT 6 P (BB RN 57.9% , R 15
Hl %l 89.5% ) ", S TTOOM it 25 58 A% (1) 1 9]
NSCLC & # $ o 2 e 4
2.2 C797X 37%

C797X ( F & C797S ) 27458 J& H wif i 18 Y 11
7 B e B W UL B EGFR MK i VE TR 25 ML . 7B
AURA3 RIS, R B8 Je iR T i e ny
H14%~25% K60 ) C797S 9878, Thi— & A E e
R CT97S 8728 1Y kA R HAR AN 7%, XLk

20115F
BHAEF—CEGFR-TKI

1962¢F KRR RRIRNMPARLE
“EGF” EIR FFEGFREUREZRIR
WRm HANSCLC—4i477

T

1962 2003 2004 2011 2012 2013

l

=YEGFR-TKIREE[EiX

20206F
EPE~=EGFR-TKI

PSS RIANMPAHLER
MFDSHtERFT790MERME
HOBRHANSCLCZ&iaTT ;;;z%%%m

T T

2014 2015 2016 2017 2018 2019 2020 2021

l l l

20156 20185

20165F

20045F = _ 20215
. BAN=EGFR TKIEEH ZHEGFR-TKIARE oy —
e HRAFDANERTHE ERIDAMERF R
2006¢F, BNMPAHLE 2017¢F, IRNMPARLEE 20196F, IANMPAL#EE NSCLCZERiafy
E1 Bik#t EHE) EGFR-TKIs &=
Figure 1 Summary of EGFR-TKIs that have been approved for the treatment of advanced NSCLC
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F1 $XI45E EGFR MZART ML M FE E =K WA EGFR-TKIs ( i AR 3k #t)
Table 1 New third- and fourth-generation EGFR-TKIs developed for specific EGFR resistance mutations (not yet approved )
L/ R AT B B X5 i 245 57 45 Il A IR 35 1D SRS
%% =1 EGFR-TKIs
W YE#E JE (Abivertinib ) AR I 31l R T790M NCT03300115 Unknown
V1 4% Je (BPI-D0316) DIk Z5ll JIEIHZS T790M NCT03861156  Active, not recruiting
Rezivertinib(BPI-7711) DURIKZ JI| B fYZR T790M NCT03866499 Recruiting
ASK120067 FERRZ) L T A1 R T790M NCT04143607 Recruiting
W Ei% 2 (SH-1028) Al IEG1EYS T790M NCT04239833 Not yet recruiting
BPI-15086 NEvZN4 T Wi PR T790M NCT02914990 Completed
RX518(CK-101) B /T #iim IR T790M NCT02926768  Active, not recruiting
ZN-e4 (KP-673) Zentalis Pharmaceuticals 1710 ¥ R T790M NCT03446417 Recruiting
TAS-121 Taiho Pharmaceutical 1 #ilfm PR T790M JapicCTI-142651 Completed
Rociletinib(CO-1686) Clovis Oncology |IB:G1 7R T790M NCT02322281 Terminated
5 PUAY EGFR-TKIs
EAIO45 Ik PR i L858R/T790M/C797S
JBJ-04-125-02 Ik AR P L858R/T790M/C797S
BLU945 I PR i T790M/C797S
TQB3804 F ARG T Wi T790M/C797S NCT04128085 Recruiting
CH7233163 AN Ik AR i T790M , T790M/C797S
BBT-176 Bridge Biotherapeutics /T 8 IR T790M/C797S NCT04820023 Recruiting
BPI-361175 DUIR 2 I A i T790M/C797S
BI-4020 Boehringer Ingelheim IIf A i lgdzlggZ()M/
IND3229 i BRI 19‘12}% ?ZOM’
AZT608 Ik PR T T790M/C797S

BEREE T T790M 248 , KA EGFR HUR R
AF/T7T90M/C797S —H =AM WF5E 7R, 66% 1)
T790M/C797S 58 7% & I 4y I =X 58 A% (57 T AH [F] 55
BEFE) L1 34% R Je 542 HETH T C797S
[T RS I 3 S s e sl R = I v £
ANFEAE TTOOM 578 B LT, LR B R CT797S 1)
NSCLC & # 5% —/— % EGFR-TKIs /g% ; J ¥k,
2 T790M 5 C797S Ny [ XA (FEA R 45 B )
A, Ak = AR TKIs 5 — /R — /R H . Arulanan-
da ZE S ERIRGE T 10 R B ERIT R
T790M/C797S [ =A%, ot FH 8 7 % Je B 5 7 A
BB IT a0k 15 W E 15 2 2% i SRk, 24
T790M/C797S iy it =X 5€ A8 W), i 2 % 8L A 11
EGFR-TKIs ¥ 8L it 2451 B B % B Je 4,
i 4% 18 H A = /¢ EGFR-TKIs , Ul Lazertinib "’ |
olmutinib . abivertinib % , 13 X%} C797S %8 7% i 24
E1%F =48 EGFR-TKIs 4 24 [ &, %5 P4 /¢ EGFR 4
Ii] 245 1E AE A & 8 2 A T I RS0 24, 4n JBJ-04-
125-02 & P 525 & 75 XF L858R  L858R/T790M

L858R/T790M/C797S 5874 ¥4 HLAG #55ik (R A il VE
HEE2y i, A BRI R (AT
(A2 , ALK SRR I Je Xk C797S A3 1 i 244
BA RIS E
2.3 HAth EGFR WA it 25 5171

G796X & 75—/ UL ) EGFR =2 5875 , H ij
8 1Y 32 % GT96R/S/D. GT96X 2 — P4 Bk Ty
“WEFIRTUT (solvent-front) " Y ZE7AL , 38 1 4 TKIs Fff
&M HTCE B EBUMREER . Klempner' ™ 454t
BT LB AE JEIR YT 5 1 3 EGFR L858R/
T790M/cis-G796S %7 . Lin""*/ 2535 WA L /s
G796 R T T WA Je 5 EGFR B 45 A0 5
ARIETT IR G NS &t 245 . WF5E Rk TR G =
T790M AL [FIE LT , GT96X A8 Fe 3 M K —/
R TKIs #E% , 1 T790M 5 G796X FLA7, i) ¢ 31
5 EGFR-TKIs i 2, FElm R TAEH, A HBA 15 IR
KB B L B B e iR YT E R IS B EGFR
L858R/T790M/cis-G796S/del £ 8 58742 (401K 2) , B
FAET+ DR b )s  BERE E T e .
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Total count: 12793
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B2 —ZEFEEMZE LI EGFR L858R/T790M/cis-G796S/del % B R EE
Figure 2 EGFR L858R/T790M/cis-G796S/del multiple mutations after second-line osimertinib resistance

fE R AR IR T R e S i BE e
WL 3 oA 55 it 245 AH OC ) EGFR 57 W28 7% ,
L718Q.G724S \L769X .L792H %5 , iX #b 58 78 = 7
£ E EGFR 9 18 F1 20 S 4N 1, A B AY 2 , 78
JC T790M ZAB ILAERT , EATTR—/— 4 EGFR-TKIs
UK, BAMRMGE, =8 TKIs, B A&
rociletinib ', ZZIG YT HEJE J5 B T EGFR ¥ A=
HIAEAT FE AP 18 . Watanabe ™ 254 18 T — Tl Il%
PR AT 5%, P 41 52 56 2 7k HSPOO 411 il 571 fiE ¢ i
EGFR 5 H i3 &5 519 =18 EGFR-TKIs (#7478
JEF1 TAS-121) 25,

3 dE EGFR &k it 24 #/1 ) Az Bz X 5% B

31 METY 14

] 5T % K7 #% 1k K F (Mesenchymal - epithelial
transition factor, MET) 3L K ¥ 1 4E & NSCLC J7 %
UK Bh 3L PR s 2 A SR AR, A 2%~4% , {H A1 2 EGFR-
TKIs 1657 i 8 e WAl EGER MR 1 it 24 I
2581 A i 5 STAT .MAPK 1 PI3K-Akt %4
SIS A G, Wang*4E &I, X T EGFR-TKIs ify
SRS B METY W81 38 WA FamMe R e o
HAS &, MET 14 5 4h i T Bk BR % 78 (MET

exon 14 skipping ) & 1F & Jit & 5% 2l 3 R, 7 fif B 9
205 3%~4% , i 4k & T EGFR-TKIs i 97 ¥ B )5
FHAZI,, Suzawa * ZE e Hi#lkiE T 1 1] EGFR-
L858R [ fili i fi (L 4, — 2RI B e iR IT i R s
3 T790M H1 MET exon 14 skipping 2875 , H. 75 55
JEBRA TR JE WS T B 1 I R 7 3% o
3.2 HER2Y 14

AURA3 "' fil FLAURA "B 7% h .75 5 JE Tiit 24
J& oy A 5% F1 2% 1 B BN R A K T
% {& -2 (human epidermal growth factor receptor 2,
HER2) 5. A ¥ 44 . &%) HER2Y" 14 4 5 1) EGFR-
TKlIs fiit 25 , EGFR-TKIs F1 HER2 1) i 71 1 FH 7] fig
i E R 4R . — TG RFTAEE ™ SR, HER2Y 1
9K By 1y i 245 40 B 72 % 8 A s JE Bk A T-DMI (Hh 2
TRELBT- 2 B IR ) BURK
3.3 RAS-RAF-MEK . PI3K-Akt i B8 1%

RAS-RAF-MEK {ii T- EGFR {5 51l & 1) T % ,
PO I AR IR E A0 1G5 5 22 EGFR 4% o %8
P& S IR IR S KRAS RAF sl 4 . NRAS 78 |
BRAF V600E 75554 )¢ . RFME 5" il /R , MEK
T4 300 W) 55 5 e B CI-1040 BEA 75 AR 8 JE i v iR
ERK il B HF L2005 A 10 TKIs if 25, b4h, Ho™
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2l & BLFE BRAF VO0OE A1 5 i B 74 5 JE ifif 24 v
15 5 22 3K Jé (BRAF V60OE 1 1 71 ) I 4% 5 5
¥, PI3BK-Akt 55 % /& ) — 45 H 2 1) EGFR-TKIs [fif
23l % , N Bk PIK3CA 2878 a5 47 ¥4 Fll PTEN 2K 1% ¥
o PIK3CAY 3 =48 5 — X EGFR-TKIs Tiif 24
1) 3~5% , F1E iy 5 JE i 24 1) 5~12% ', ARSI
B, PISK il 570 ) 3 A5 feff 2 e 2 R 1A 3K
TRIT R
3.4 Hofh L P kAR

TRREGECT 2 7 A~T% Y B T R B
T UL 3K B B R Rl B 45 RET (RET-ERCI |
RET-CCDC6 . RET-NCOA4 ) , BRAF (BRAF-AGK .
BRAF - ESYT2 . BRAF - PCBP2 , BRAF - BAIAP2L1 ) ,
NTRKI - TPM3, ROSI - GOPC F1 FGFR3 - TACC3
e R, AR JE Bk G BLU-667 (RET
IR X RET @G 4 5 () EGFR-TKIs i 24 (1) £
FHA R, AR A R4 TK s B8 FH 347 A 28 T 33 26 it
Y BLI T K A IR AR
3.5 HAUEMEIEAL

2H A 2R 5k AL & EGFR-TKIs 55 4 4145 Ve i 25
ML, 5 2Bk il i £ 5 12 EGFR-TKIs JR97 )
H L 2R R ARVEL R SRy /N i (SCLC) |, B SCLC #%
fbo —AX EGFR-TKIs fif 25 () f & b 14% & 4B T
SCLC #4b™ . Wi —£ o — & BAREiRIr e,
SCLC Ak K H AN 4~15% , SRR 5 AR
WIIRZH U A e A 5 A U T OB PR TG A T A
M35, SCLC FALMHLE B 1T M AT A (A B
% MR, IS FE N RBI  TP53 Wl g & 4% BAE .
Offin ™4 % ¥, EGFR/RB1/TP53 557 s A7 18% 11
BE KA T SCLC Btk MY EGFR 2878 1) 35 h ]
A WEE R SCLC H Ak K. L, 2L 7
&30 RB1 Y TP53 3 K s () R 2 TC LAl A
Mt 25 LRIAFAE G LT, % i SCLC ALY AT RE

957 20 3 5 25 K B RG AR R 2 b R
TE, PRI B A kB I 4k b [l 7T i £ Al
Bl _I Bz o] B % Ak (EMT) o St ifF58 in ', EMT
5 EGFR-TKIs #RA3Hif 2544 ¢ . Z R0 H+2
5 EMT (%) %& 4= , Hrf SNAIL . ZEB Hl TWIST % %
KAEEEAE™ . Yochum'™ 4 & B TWIST1 1 %
ik 5 — {0 =48 EGFR-TKIs Tif 254 % , b 5 1y 14
PN S 55 TE B TWISTL 1)1 il 1] harmine HE A 2% o ik
EMT /51 EGFR-TKIs T 24 .

4 HI=SRE

EGFR-TKIs 7£ EGFR %& 7% [) i 1] NSCLC £
HHIRIT T EUS T R R 2 AR AT
kB I PR &5 R o VA I IR AT IF 5% AE v AR i 24
PR S T R R (B AT T B R
— 8 M T A S T 245 IR T T B

Y HIT EGFR-TKIs Tif 245 HIL Il K2 i A 1 XoF 5 A7)
TEWFIE BRGNS Y I L IR W RT B B T
R RS P EGER AR A0 A AR M i 24 2%
R, BN A2 28 0] 5 R g, [R5 412
FEAS AR, M7 W Pl e A7 e RBUEAR TGk k&
PR LA S RN R, X B 735 JE T 25 140 265 DU AR,
EGFR-TKIs, {ill EAI045 .JBJ-04-125-02 1 BLU-945
L VA ROR P67 B A, ans e e 5
oA 1) 25 9 (i MEK #6070 45 ) , R 3 T
0 B g A S M (B ROPE e e VAT R A A
SR PR R U — LU, HIb, ROk AT B
Z ST, LAE & FRATT6 B8 S 5 1 LA B 3R A
T} 245 149 52 22 B0 15 5 3 1 1 BRAR , DT 98 5 1 IR
PSR, T0I H F 2 3k 0 A

S 3k
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