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Mechanism and research progress of tRNA-derived fragment (tRF) in tumor invasion and
metastasis

LIU Yingjun', CHEN Wenhui*, ZHAO Jianfu**

[ The First Affiliated Hospital of Jinan University ( Guangzhou Overseas Chinese Hospital ) , Department of
Oncology, Guangzhou, Guangdong, China, 510632 ]

[ABSTRACT] Transfer RNA - derived fragments (tRFs) , also known as tRNA - derived small RNAs
(tsRNAs), are a class of emerging regulatory non-coding RNAs. They are formed through specific cleavage of pre
-tRNA or mature tRNA under certain conditions. TRFs have been found to have various unique biological func-
tions in the development of tumors and other diseases. These functions include miRNA-like activities, regulation
of gene expression by RNA-binding proteins (RBPs), protein translation, epigenetic regulation, and regulation
of the cell cycle. In recent years, multiple studies have shown that tRFs are abnormally expressed and involved in
the development of various tumors. These tumors include breast cancer, gastric cancer, colorectal cancer, liver
cancer, lung cancer, prostate cancer, and leukemia. This article aims to summarize ther classification, biogene-
sis, mechanisms of action, and biological significance of tRFs in tumor invasion and metastasis. By providing
new insights, it may contribute to the discovery of novel diagnostic markers and therapeutic targets for tumors.

[KEY WORDS] Transfer RNA ; tRNA-derived fragments ; Tumor; Invasion and metastasis
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Jers 40 0 rp R S0 E 5 (RN (1) 52 58 1 1 38 vp g0 fift 72
Y —Fh (RE I AY , 2 R I T (RNA™ (RNAM
t(RNA® Fl (RNA™, (A b AN H & 57 o Fi1 37 o
tRF-3 & H ANG . Dicer 8 RNase A #8 %% ji% % 57 V]
F| 2 RNA TYC P, 240 % LA (RNA 3/ 3
JiF B ) CCA ¥ %1, /3 4 tRF-3a . tRF-3b'"',
tRF-5 3 2L i Dicer fiff 48 14 75 20 24 £ i 24 (RNA
) D FREL D 3 %505 7 30 2 (8] 1Y 2208 B, 343
H ANG ¥ N Y)§ JE 57, W] 4r 4 (RF-5a .
tRE-5b Fl tRE-5¢'*', i-tRF 3 [ T J# (RNA B
HRZE ), Hodir 44 77 UL P F (RNA /) 57 K i A2 1R
B & , 7] 43 4 D-tRF ,A-tRF ,V-tRF'"',
1.2 (RF AP
1.2.1 miRNA FEEH]

5% % B RFs K B2 2 /T 30 nt, 5 miRNA A
L, F IR L AT GE B A 5 miRNA —FE 19 1P i

tRFs 7] L3 #f 2 5F i RNA 5 R TURRE &9
(RNA Induced Silencing Complex, RISC) , J H %
2 & 50 1) {5 18 4% M 4% R (messenger RNA , mRNA)
A AE G 5 Xk 5 T SE R DT BR ™. (RF-5s H#E 5
Ago 1(Argonautel ) 45 G #8 m] - V) #) N P14 5% 5% 1
5 mRNA By F& e E" . b oh, Deng %5 & B
tRF5-GluCTC — J5 il i 5 Agod #1145 G T8
RISC 755 3 N T 3K 19 B 78 miRNA 38728 o o 47 g
Rk, B—mS Agol 45 Al B IEEH E %2
A& 2 ( Apolipoprotein E receptor 2, APOER2 ) fit] 3’
UTR 4 i A B AE X — 3k i 80 75 5] 3 (RFS -
GluCTC JEATHEERIAY . 75 B 40 ik L P ik ik
[ tRNA-3s(CU1276) AT miRNA Ji B [a] 41
RPATZRIE AN 4034 FE I 9675 % DNA #4531 73
TR o &L (REWHE T 5AF R Ago B4 A
DA LAY wl Al HL R ) miRNA A2 0 5 12 B R 3R
TENRE ke v R 2RI . A (RF-3s B %y
R IEFEIA I (RF 5] mRNA (8 B BE R U
A TR FE T B . (HARF AN — 2 it 5
mRNA SR LS G R0k . 4IPS (RF-Tle-
tRF-5X MR AT & A it B 5 s vl e R 45
a5 AJ4E 2 miRNA I/ (RF 5402455
MAP3K4 mRNA 3'UTR &R F ik N,
122 455 RNAZAEN

tRF FJ i i 5 4 1R 25 5 RNA 255 8 11 (RNA-
Binding Protein, RBP) K 17 JL[H ik, BAAIAE ST
L9 40 7 £ 14 tREP-2 18 5 3% 4+ P45 & RBP Y-
box 4% & % H 1 (Y-box binding protein, YBX1 ) [
3'-UTR LA il 48 240 B vh 22 Fh B0 7 s ) e e
P, IR 0 S DR SRR R B MR B e R A
FFOPR R L 3k R 982 40 i v GRNA-Gly B #2454 RBP
B4 A RNA 4545 37 1 17(Recombinant Human
RNA Binding Motif Protein 17, RBM17) i) UHM %%
P8, 38 5F RBM17 A 5 (%) 356 % 7F 59 #22 i RBM17
A L I 7 s 1) 20 AR I T U MAP4K4 308
1.2.3 HHABEE

Z W5 A B (RE EL A 2F 35400 1) 8355 1 4
o — S B R BR 0 103 25 44 1Y «(RF AT 400 25
5T 805, L4 mTOG W LA M G- DU BE IR &5 47
tRF 38 A 38 1k 22y 25 o AR R R R 7 B3
Gebetsberger 25" % BN 25 F T g R Ky 1 Hh
72 A 1Y Val-tRF AMUBERS 5/ MZE R I SE 45 5
mRNA MR IGE S rh R AL, i AT DLl IR EE e



BT ST 45 2024421 45164 #5281 1 Mol Diagn Ther, February 2024, Vol. 16 No. 2 - 201 -

B P IR 30 B A R B . ANG B S R A
5'tiRNAs ] {8 mRNA 5 B i [+ eIFAA/F/G
S5 AT BRI 1175 5 0 OBk () e A i
Kim 25" ) BF 5%, 3'tsRNA-Leu-CAG 5 #% b K 25
F1 S28mRNA ) 4 % [X A1 3" A Bl 9% X 45 &, s As
FLR 250 I8 1 B e B[R] B A N 2 i2hi
UNERIEEEY/ b 2 N
1.2.4  FUBALTEE

H i & B8 53 (RF 3 i Piwi- piRNA i % 75 A4
B 240 B R T A0 L R A T R s A R
TE S TR B R0 B U 44 B & B 57 tRFWal (CAC) |
5'tRFGly (GCC) 7] 5 Piwid & 1454, Al i %t A 2%
Tt A3 25 () PIWILA/RNA 55 WA T 50 e D0 43
MR & BX P 5" (RF 43S , PR s o+
A A HEVE R piRNA 5 PiWid /& (14542 5075 300
AL I T REXH i MR R S A AR
1.2.5 I8 20 A 1A

tRF AT 38 52 9] 75 240 S 300 5 o o i 4 e o 7
9 2H 21 tRF-33-PARSYPILON4VDP I & ik %
ik, B TE GO/G ] FH W 248 At J&] 509 > 400 ) 5 e
YR I AL R IR AE R T . — 2 (RE AT E B
¥, Caspase & 7 DLV 45 98 T-/IMAIE 1. i 8 1
A I T T 77 A 1Y (RF-21 76 i IR 545 i i i
SRSF5/tRF-21/hnRNP L/caspase 9 / mH2A1 75
AR 2F i it 7 U s At B R R R I DA A SR 28
R,

2 (RF5MENEEHER

Biti %5 %F (RF W55 AR, (RF & BE7E Jifofd &
AR TR A5 A BT b Sl SRR I AE 2ok A AL ]
bR g , A R AR IR/ N
2.1 FLRE

(RF UL Z B WL 7E 2L B i (= 22 e B vh R4 AR
HH, A14% miRNA HEAE a5 RBP 45445 . (RF 7]
£} miRNA B3 5 mRNA $8 5454 5 142 3L
JEIERE . Mo 5 % #iL tRF-17-79mp9pp 7E BC (112
R AR PRRS BN miRNA 5 /M
J% 75 11 (thrombospondinl, THBS1) 3'UTR 45 & Jf:
i i THBS1/TGF-b1/smad3 15 5 1 1% >k 30 6l i I8
& . (RF 5 RBP4/ 25 BC MIRE/KK. 7
SR 9 40 21 5 F 3R 1 57 -tRE-Gly® 1742 5 15 175 il
NE JrEAH G B 45 G I 35 e 1D R0 AT e A OG 2
(Fat mass and obesity-associated , FTO ) 2= H JE AL i

(AT 1, 370 eIFAGT Y SEAL , 9104 41 i 1 e, (2
LR 20 M B S AL 2 o b o R RUNXL
AT BEIE A J0 ] es-112 f8 LV ARG (- FLAR b Rz 4
i B B R R AR AR I B — TR S R
P L RNA I 7+ AR 4 2 55 ZL 968 I i 5 7
HH TR PN S o T G 5 1 T R 35 AR S 174 35 P
{5 5 38 #% I & 90 (RFs 7] GE7E FL AR %t PD-1/L1mi
o i 25 AL b & HEAE L AB R VD AL R A F
HE— R R ™ 2E b (RE AL I P R k|
P o IR S AR AT LB T
2.2 4iHi

H Hij (RF X 45 B W 6 W = 22 5 5 1 i oY
F 24 b miRNA R AR R 4 B R 3R 3k e
Huang 55" & T — 3K F t(RNA*" F pre-miRNA
FE 45 B e TP AR 3R 55 W 7 B (RF/miR-1280 , Hid
it 5 JAG2 3' UTR H #% 45 & il il Notch/Gata F1
miR-200b 15 =il B 25 B i 56 % . AR
T AR 5 M) 225 L P 9 A0 L 8 9 S A8 1) — A DG ]
£, BEIES ANG =41 5 tiRNA-His-GTG 14
B A g b ik L, 5 Agol Fil Ago3 45 & il
] LATS2 #1)1 ifil Hippo 1% 538 % , i€ i 12 3% 58 Fi bt
PAT-AHSCIE N AY R IR (RF 18 AT 38 1 18 45 41 g
Jk S SR HEE e . Lu S5 R BLAESS
H R A b ad F K 1Y (RF-3022b 52 7L BSE &
5 M 1 (galectin 1, LGALS1) F1 . 5 24 ffd i £% 41 il
[A ¥ (macrophage migration inhibitory factor, MIF)
44, HT A AR A BELIKr 45 & e 20 i ) G2m
TEFEARM P T, 25 b, (RF W) 78 58 DR R4 400
W) B RS R R
23 HiE

(RF 275 B i 12 22 5 7% b L) miRNA #¢
Bt 5 Ago 45 & 1 RISC & & W v 5 5 H T
gl EEEMESEE R AP REN
tRF-3017A il i 5 Ago2 ¢ 57 45 5 I i RISC &
A0k R VR RN NELL2 363k 4 o B ik
LGRS (RF AR AT 3 2 9 1 40 it &) 309 5k 5 )
JE kR . Shen 25V R BUAE B I 4V b LR AW
tRF33-P4R8YPILON4VDP i i 7 GO/G1 1 BH i 41
L T30 40 g A P 5 e S TS R R T
2.4 i

A O T IR ORI SRR OR B 2 7 i R 4
Ji B 2% 3k 1Y tsRNA - 5001a 5 i 983 41 985 55 A
GADD45G 4545 AR E i A i e 5 > . AE R/ N e
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i 965 20 Bt o 3 2 35 1Y AS-tDR-007333 1 i 5
U5 M 4K 72 2 11 B -1 (Heat Shock Protein -1,
HSPB1) #5545 &, G MED29 fi¢ it H: 3% P 4
B 1% (RF 43 30 0] 3 4 ) 3% ELK4 1Y &3k 0k
W5k MED29 J7 8117 10 196 1 - 3 ik HL A 5 B [l £
PR
2.5 AR

R A1 76 H Al fi g s 27 iR | RO R I
g AH RS BRI R U N S S A
P48 b BAEAE R . (B SCREE R D, rRE S &
T % A 3R A AT 6 (BXT (REZEE AT & A 1RFE
HE IR 20 o

3 l%\%'gﬁg

AL IR 4 1R 2R B A I PR L — HEREL
SRl e BN 96 A0 B B S R A DR O R AT A AT A
KM B 1 AR AF R, REAE Dy —Fh R R A
(4 A= W bn 75 0, A e PRAGL 3 A 7 (E PR E  JC B4
RIPEH o A I A R P Y (RE K5 DL 3l
SN R e 0t R IR AR, T R IR R T
PIE SN R Sty S AE I T Y e AN A
FRT X (RE 78 P e 2 88 4 BAR L A 5847545
D AHIA RIS 4808 (RFs TR AT JE J b Y A
Yyohrede it TR SR AR . WA E 2k
IAEIEEAE JE e L T2 op (R 19 LE )2 VE T, S IR 1
TLIUI2 W Kb S AL T 1
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3 AR 2 2R R e A A
H AR

FEE AVE 2 HEF
[ E] BB AR A T 0GR B 2R SR B R R P P B S

I R AR BESC IR Al . ik SRAR 2021 4F 3 H 2 2021 4F 8 7 1) BRI 5 2 XN R EE Be it i2
B9 200 510 bR A= FE B I G 88 T, 53 T — A0 TR A G2 38 W R AT R BR BRI, LB o B2 Iy 12 )
SRR RO ST MEE N, ER k5 A A S HUB 1k R — ok Kappa 69
0.949 , — BUPEAE oy 5 X 158 A BEPE AR AR T b 412 BT 3% s oo T AGLI E 12100 000 FOFE B 6 82 5 BT T 15 8
TR SITE 10% LA 5 TR SEH RoR MRG0 109 CV HIITE 5% LAIN . i TR IOy 25 1L
BTG T, — IR R SR, AR e AURS: , B A A 2 e PRI AR (L

[RIR]  —2Dik; WRAEFLE Y BA M ; IR

Application and evaluation of the one - step nucleic acid detection method in urogenital
pathogen infection

HUANG Guoni*, YAN Shenji, CHENG Jing, XIE Runping

(Department of Clinical Laboratory, the Affiliated Baoan Hospital of Shenzhen, Southern Medical Universi-
ty, Shenzhen, Guangdong, China, 518108)

[ABSTRACT]

pathogens in urogenital infections and provide an experimental basis for its wide clinical application. Methods

Objective To explore the feasibility of the one-step nucleic acid extraction method for

Secretion specimens were collected from 200 patients with urogenital infection at the People’s Hospital of Shen-
zhen Baoan District from March to August 2021. Nucleic acid was extracted using both the one-step method and
the conventional boiling method to compare the consistency, sensitivity, anti-interference ability and repeatabili-
ty of the two extraction methods. Results The results showed that the positive consistency between the one-step
method and the boiling method had a kappa value of 0.949, indicating good consistency between the two meth-
ods. Both extraction methods were able to detect a dilution concentration of up to 1:100 000 for the selected posi-
tive samples. The interference offsets of the two extraction methods were within 10%. Repeatability experiments
demonstrated that the coefficient of variation (CV) values for both extraction methods were within 5%. Conclu-
sion There was no significant difference between the two extraction methods. The one-step method is simple
and quick to operate, reducing the risk of laboratory contamination and has great clinical application value.

[KEY WORDS ] One-step method ; Urogenital tract infection; PCR ; Nucleic acid extraction

%
2t

WA PR A B 2 0 SRR A A6 A B W PR R
RGP AT AR G, R AL A RGP i
WG ez — " B R AR UL AR T
AR < J5L {4 (Chlamydia trachomatis, CT) . fi# X % J&
& (Ureaplasma urealyticum, UU) | Ik 5 25 & &

KA BRI T E R RARE KRR A F A2 (202205)

(Neisseria gonorrhea, NG) . A FL3kJ# %% # (Human
papillomavirus, HPV ) | ¥.40i 1 92 J% % (Herpes sim-
plex virus, HSV) FIBHIE B R4, Al 5] 2 A
WA DR L B R BEBE L B 3 99% 4 25U AR i
90% I LT T48 &t HPV B S 1EY', CT MING

VEkds . g BAFR W BERI ZEARERERF, S &, K] 518108
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HB AT BE 237 | i B A 0 1, AN AT RE 5 | 2 R
LA A 2 3G 0 S5 57 AR Wi A 7™ L 7 8 XL
5 s AR JL AN SR A BHAE B B AR TR B HSV, 1T
e B & R G I e R i
SIS Wr R Y &R | AR SR 43 F12 W 7 o S
T RABAG A= H o B A Bl 5% =X 0 (Poly-
merase Chain Reaction, PCR ) 3fé H 45 S5 1 53 il 28 A
VBT ) = A I T B 2 — |, R LS TR Y R
2 W RN TCHE RIS BRI

PCR A4 =~ FELIR IR I il AR
HEFALIRATIN o RLPREE USSR AR —  IFH
VP2 ) Se T A5, PRI AR Y [T
I e RS A L) S e Mg el [ DA R S (5
) 7 s H AT IR L A )iz AR U 2,
(H R T [ BB O AN EE BB BR | [R] B
Pt AR A T 7 AR SR, SO L ) TS e AR
R BHPEZE R AR — R G FITE T ) L
WA B N AE 38 A B AN R i ELRE SO
BRI ARAE T4 4 AX R Loy, 76 R (280 AL
FRETBIHA ERRE . MR —Fhissiaim
PERO, BTG T — 20 T I R AL 78 R G e
5 RASE A A I 4 A 58 A X258 20, A I 9 0 R0+ -
FH W5 PR AE FE 2 G0 I i [ A A A I A T A 7k
R 2SIz A PR N FH R AL S 56 LAl

1 HESHE

1.1 BEEX 4

FEH 2021 4F 3 H & 2021 4 8 H a2
FRXNRERETIZ 2 10 200 14130 bR A= 5 18 5%
Yo AR AR MR G, Fo B v 05 1], 2 bk
105 {41 , AFE 4 FE 20~66 4 Z 0] . A ABRIE: T A iR
AR Y I TR 22 B3 Bk 812 Ry Wb PR A B 7R e R L
TR s X ARBE ST MG R & o HEBRAR e A9 A R
HHLIS T 2 JE A PU A 2 s 5 ™ A T T A
SEH A I HAD B B R A 5 A T BE R A
A2 SRR H . REFEALE B S5 WY)
PRIB ST, A R AR R I HR O B R A 7
1.2 EZF A
121 &F

— R RE AR TR Fh T R 25 M AR R A PR
IS EIE A 78 VA I B R i D AR S DR T
TR H Ll 2R R 2 JE R BAR A7 PR R AL

1.2.2 Y%

S 2 52 8 PCR 43 M4 (Cobas 2480, 1
Roche) . 15 3# ¥ 7k B 0> HL (Centrifuge 5430R , £ [F
Eppendorf) . Bioer {H I 4 J& 13
1.3 S
1.3.1 SRR R SE T

ABE 2021 41 H % 2021 4% 3 J] W RAFH R 5%
SRR R R AR B, AR 1,

F1 12250 REFERFERLBERNEEPCR
WMER (n,%)
Table 1  Test results of PCR in 1 225 patients with

urogenital infection (7, %)

Kz 5 FH 1 1510 5 PR
VPHRAC JL A 193 7.91
i MR S I A 783 32.14
W 2 BT 44 1.81
LAl 27 1.11
RPN IO o e 18 0.74
e fE N FL Sk TR 160 6.57
&1t 1225 50.29

1.3.2 it

1R AR B REA I 1 mL A= BER K, 7843
WRGIAIFEAR . O— 3% WHL 200 pL FEAS 2
0.5 mL .04 71, 12 000 r/min , B 0242 6 cm &
L5 min Ji5 25 EIF, ITA 50 pL B8R BR324 4k
i 1R A0 I R 10 min, R A5 — A vk R R A b 1R
M, @ vk 200 WL FEA Z 0.5 mL 550045
1,12 000 r/min B0 42 6 cm B0 5 min J5 2= E
. A 50 nL DNA #2 B 78 53 ik % 1 50, A
100°CHH JA% 4L 1 10 min, 12 000 r/min , &5 .02
£ 6 cm #5.0> 5 min J5 AR IR R
1.3.3 — ML

Fie B0 G B T A B E KR, 73 il ik s
Qb B R AZ FRASEAR R PCR S R IR 2T , 4538 RE AR 7
ALY XY R JE A 25 S Ul B A R AT A
o B PRI 0 T A5 BH A 23R 1 — Bk
1.3.4 REUELE

3 ) 3 B — A I 3 v Y BH R AR R AT
107~10" A0 BE 5 J , RAT AN [] v 82 118 BH PR AR 43
S — 25 0k R B vk A T R $E U 64T PCR
PHE S FEARI I AR I 3K, HE R AR IO s
(R E R %
1.3.5 HLTHmscm

B IR B N I 2 A ) RE AR (AR O£ 48 8 5
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21 {0 3 ek o DR A A R A I 48 SR 24 o B ) 10 4911
PGIR S I5 5 s g N ZEYE - b e A (A 0%
B R AR 3 Ao DA A IR A T 2 SR X SR BT )
10 0, PR35 IR 51 J5 4 o e B =Rk I 350 H HhBH
PEREA S 101, B0 X5 530 3 48—, B 2H 530
A ZEFRER K (PR A TR VEREAS AT 10 £S5
Feo a3l il — 2 i FE A X D 1 3 A REAS
TIRZ RPN 1, AR AR W& 3k, 15 H
3 T AR AL %=1 P AH — X BAE ) /x5 B x
100% VE Ry T-H0 S50 1) 2 Wrbm if o
1.3.6  Ki% L

A3 ) 5 JC = e 0 I R o R R AR FH
PEREA S W3], ply (] — A A 53 50 Sl P — 25 1
B ATH I A 5 WALIRIE I, 2Lk T 5 K, #F
7 PCR 4" 34 Ji5 1 5 AH o7 BH P 285 58 1) CufiL, 143048
SR CV I, PR IO s R B E 1
1.4 G5k

K SPSS 22.0 F A #E 47854 43 pr , R4l H]
GraphPad Prism 8.0 2K {4F 41l . THECH R A n(% )
TR o — Bk SR 25 2R 43 A 4 kappa 5 50,
Kappa {8 =0.75 B} — 2P R iF , 0.4 <Kappa <0.75
Ay — M — 8, Kappa <0.4 | 7= P 38 — 20 2=

2 H#HR

2.1 PR EREUOT VR — Bk Lt

200 {1 1% JR A 5 8 SR e £ 3 R AR FH R D 4 B
Ji iR BRI 1 5 45 WL AR 2, — 25 vk N ik A X
CT. UU #1 & f& HPV (1 BH % 2 7 5 4 9.5% .
39.5% . 7.5% 1 10.5% .38.5% .8.0% , F 5 WIFEA H
B2t ORAE X FBH A 2R — 20k 1T Kappa £ 56,
Kappa {H 4 0.949 , — M B 4

F2 MMREIGENRMNERILE [(2(%)]

Table 2 Test results of the two extraction methods [7(% ) ]

= & HPV
(n=200)

FHPE B B BIME BHIME BIE

R CT(n=200) UU(n=200)

Jiik

—7E 19(9.5) 181(90.5)79(39.5)121(60.5)15(2.5)185(92.5)
ik 21(10.5)179(89.5)77(38.5)123(61.5) 16(8.0)184(92.0)

2.2 FHFREUT ) RALE Xt

FE 12 10° B Rk B Y 1B P, TR Uy 4
AT ARSI A IO 4 BE 2 495 SR 5 %o 6 B 5 1 HPV
BH A A A T R U5 ml ARG I e s 12 10° R R
WwhEE. WKL,

- — i CT
o ik CT
- —$PuU
— Ik uu
- — L HPV
- fin#iik HPV

cefif

10

1 :Il()‘ 1 :Il()" 1 :IIOJ 1 :IIO‘ 1 :I]()V
B AR ENRREELLR
Figure 1 Comparison of sensitivity between the two

extraction methods

2.3 WAMRECT Ry RE Sy e Xt
PR AR BT i 09 T A R RS A AE 10% AN o
WL#% 3,
%3 FMERITENTTHERILE

Table 3 Comparison of anti-interference ability between the

two extraction methods

ML FH( 5.0 g/L) T

Tl 2E  TE  %E
—¥: 208 1961 1.19 18.88 1.92
FihEE 2042 1958 0.84 19.96  0.46
—vE 12091 1181 1.10 11.65 1.26
Fihd: 2116 2248  -1.32 2123 -0.07
—#E 2007 18.56 1.51 19.98  0.09
Fihik 1243 11.30 1.13 11.88  0.55

e 25t H Xof B

CT
uu

5 f& HPV

2.4 PRIV (ARG % BE LT

VR 4 B 2 A At R R P S 2 1 5 S L 1]
2, R BN — PR NN E A 217%~
4.86% 22 8] , 41t 1) 45 25 FBE 7 2.70%~4.77% Z |f] ; 2%
2= AL YRS %5 3.94%~4.35% 2 7], it 6] 4% 2%
JEFE 3.50%~ 4.91% 2 [8] , W5 Fh £ B 7 2 1 CV {A
YITE 5% LA .

A 307 i B 307 et G 50 et
aa A
2 = 25 D 25 = =
= 204 = 201 » = 20
S S 5 o S | wam
15 5 oo 54
1 wan 151 sy €& 15
104 10 10 % o
- i
5 T T T T 5 T T T X 5 T T T T
Bk AN — Bk B — 3 K B AR — Bk
WA K CT IR % JE  uu i HPV
D 304 - E 307 e, o301 fiE Cu
LCufi
A N A
254 o ey 25 = 254 e
2
£ " g i Cu £ 27
S S S s
159 matm 154 . 15
R e e
o
109 v o 10 104 .z a

T T T T
ik ik Lk ik
WA K CT

1 F A B .CRPIRREOT LMt RS % 2455’ D JE .F/R
WAL EO)T 1k 0 AL RS 25 R4S 0
B2 BHRENRFENRBZELER

Figure 2 Comparison of repeatability between the two

T T T T T T T T
ik ik Lk ik ik ik Lk ik
fift I 3 Ik uu i f HPV

extraction methods



© 206 - NTEW SR ARG 202442 A

e 2 I Mol Diagn Ther, February 2024, Vol. 16 No. 2

PCR 0§ = 2L IR R 2 B alifh b1
ORI . B AT K A 22 142 % 48 B Iy
B M B E R 0T E E A B0 HOR R IR
o5 A 255 v A D AL, B B B A e R AR I R |
MELAHE T R o REERTE , LAREER W B 0y =R AT
R R H, 3l A R 4 BUISC A 2B 7 R FH S 30
TR B R A SRR A R B E R, BT b A
SN AZ R 4 A S BT () Sy 18~45 43, LA 9%
B ) B X A4S 2 15 A 1) B SR A v R o) T A S 2
5 g (4R T AR, o 2 v H RTIG PR 0 B
5 v B B BT ¥, T B AT S O A SR B
B IR 3 AR P A S e A S, T EORE L (RS
P — B REIAE A IR AR BHGRIR G357,
L S (BT 10 434 2247 T Ik, 5 4% 42 & ok
L= I A S Y N U (S AT By e
P ARG T — P S G A WA AR W R A
B 78 G R s I A A B RS I+ 1 — B L R U
PrrHiee s s E I T T X L, BE— 2 kA
T WA PR A E R e I A A R R F) T AT o

— M S 25 R R 200 B EEA A BT
B 5 PIRFFREAS X 3X 5 GIASFFREA R4 0 4%
SR, 2 (0 — 2 vk BRI 2 2k M0 e 5 3R 2 ke
A Ry BH M, 3 PR A A 349 0 55 PH S RE AR (Ce i
37.5~38.73) , R — Lk B A B F M HRHGE
3 49 s 9 PH M — 25 1k PR 00 P 25 2R 2 61 B
1061 BH A 00 25 v S B 2 61 B e 4 SR vy T
A D DR 2 2 v AR 0 ) 28 B )t B I TS
Y SHEURPHMEZE R, SRS, AR BT
kappa £ 35 25 S 5 AT 38 R 1 — B

i PRFEAS H T3 PCR RGN S5 S A N & 24
ML ML EA REREA RS, E5W
Wy e E LR T PR AR S A i M o s RN 2k M A
WA 5 IR 23 06 R R A T INLZT B RN B TR A A
TS A B FE B R 205 A L ¥ 25 T i) DNA R
A il A 15 P, XF PCR &5 S 1 G s¥ i > ARSI
r i bR B 1 38 X6 1t g AR B s g L
ANy Tae

AR S R A S B A5 R s 3 7 e 4
PO i EMER . — SRR BGT AR R
LA LR B 2D BR B AT ARAT 5 15 55 28 W 1 AH [
L R = A S 2 R, A T AR AR

FEAA R[] A | B EE 22 ) i) LA 249 46 6 s ]
(P e [7 RU IRV S/ T vk = RS S G
[, FLA R B4l R 1 FH AL

RS T — 2515 B e R S TR 5 [ 9 A1 I A
R B SCHR AR B, 5Kz b 25 i S S 45 R
— AR B AR R IR e A, g 555 B A £ B e
AR RE A Ty Hh BT 9 RURS: , AN T2 2R e R
JRTEZ AN . FW]— B4R B0k BoA HOmik 21
SN ) o R A T i 2 B, T I RS [R] 1
R A 2 ST HE A AT 5 ik s o
ABIETEIN A — AL AE WS PR A B 2 G JEU A TR e %
PRGN T [ r HAT AR 5 de 1 i PR 1 FH BE

S 30k

[1] Behzadi P, Behzadi E, Pawlak - Adamska EA. Urinary tract
infections (UTIs) or genital tract infections (GTIs)? It’s the
diagnostics that count [J]. GMS Hyg Infect Control, 2019,
14.: Docl4.

[2]  Workowski KA, Bachmann LH, Chan PA, et al. Sexually
Transmitted Infections Treatment Guidelines, 2021[J]. MMWR
Recomm Rep, 2021, 70(4):1-187.

[3] Caruso G, Giammanco A, Virruso R, et al. Current and Fu-
ture Trends in the Laboratory Diagnosis of Sexually Transmit-
ted Infections[J]. Int J Environ Res Public Health, 2021, 18
(3):1038.

[4]  Fuchs W, Brockmeyer NH. Sexually transmitted infections
[T]. T Dtsch Dermatol Ges, 2014, 12(6) :451-464.

[5] Tsevat DG, Wiesenfeld HC, Parks C, et al. Sexually trans-
mitted diseases and infertility [J]. Am J Obstet Gynecol,
2017, 216(1):1-9.

[6]  Cole S. Herpes Simplex Virus: Epidemiology, Diagnosis, and
Treatment|[ J |. Nurs Clin North Am, 2020, 55(3):337-345.

(7] BABL. SCiF 9 5 i PCR i A6 K6 0 0% DR A 4 308 JE5 e It
bR ] E BB 2240, 2011, 13(2):38-39.

[8]  Paul R, Ostermann E, Wei Q. Advances in point-of-care nucle-
ic acid extraction technologies for rapid diagnosis of human
and plant diseases|J |. Biosens Bioelectron, 2020, 169:112592.

(o]  Hhotmi, B, #8007, & . BITREk kS H bk x) 2 AT
I REHE P 2 BUAG 1 R S HBY DNAE BERYE R [T ]
R X BRI, 2021, 37(27) : 119-120.

[10] IR, 255, IR VLES . Bifl— 2 vk HBV 9805 & PCR
R M BEPEAN [C L. /T VG 48 B2 24K 96 56 T 7S 2= R
24 W T A B AR R R i So gk,
2013 :258-263.

[11] Paul R, Ostermann E, Wei Q. Advances in point-of-care nucle-
ic acid extraction technologies for rapid diagnosis of human and

plant diseases[J ]. Biosens Bioelectron, 2020, 169:112592.

(F#%2157)



TR SRIT ARG 2024452 H %5164 4521 T Mol Diagn Ther, February 2024, Vol. 16 No. 2

+ 207 -

1 i - o e ER A A - D T A YRR S5 ME B PP
FhaOKZ K BAE FEE ALW I R REA

(# ZE] BH® R A @0 SR R S0 A S50 % F 2021 4F 5 1 % 2022 4F 8 H A
WCEE PR A 1 A 5 TR PE P R L BEE LR R 2 AL 75 A 5 ARG, 3600 ) 0 2R e A 0 A 6 F T A TR 1Y) = 22
PEBE S5 B AH CARE . F53%  MKHE CNAS-GL039: 2019¢ /3 T2 Wik 46 B F ME AR S0 IEH5 15 ) L (5286 %
FE 5 T2 B AR 7 200 (i & G2 & F IR AR G IR, X [ i 458 A i k)
RGERIFF AR CEETE KRR S O N P RE ) B R S AT R SO, R A
Hor I 22 565 28 i 35 5 68 2 Ry A T TR M TR R L A S B P s A A 0 245 2R 1) BR P 75 6 %l 100% , 111
FEE 2N 100% , M E 34 100% 5 1.50X10°CFU/mL . 500 CFU/mL 75 &[G 5 B PR FRAS B 52 PG L 3684 K
100% ; 4 1 B B (1000 copies/mL ) £k 2 2% i 20 VK HE &G I 25 55 45 S BHE: 5 b o 52 SR 36 TR A B AR
R, A7 DG TR R 45 SR 248 BT 5 AR TR AT TP o 1) 55 BH P A 65 LG A AR AS K6 0 v, A7 45 [Q TR A% R 45
SR A B 5 7 A 6 TR R A I e ) SR R S P 43 )R 89.88% .95.74% . BEI® UL - Fr ik
Kl R FF AR HE M KB BR BT HRRE ) 28 SRV | URR M B 5 1 M BB R A S A & A S A v
SR EESR ] i ARSI TAE

[k8iE] MERE,; Miss-Sh s HRERIE

Performance verification and evaluation of self - built microfluidic chip for Brucella
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collected and stored in our laboratory from May 2021 to August 2022, to verify whether the self-built system met
the standards for detecting Brucella nucleic acid. Methods The selt-built microfluidic chip detection system
was evaluated and verified for its coincidence rate, repeatability, detection-limit, cross-reaction, anti-interfer-
ence ability, sensitivity, and specificity. This evaluation was conducted according to the CNAS-GL039: 2019,
Expert Consensus on Basic Requirements of Laboratory Self-Built Molecular Diagnostic Projects and Expert Con-
sensus on Brucellosis Diagnosis and Treatment. Results The selt - built microfluidic chip detection system
showed a 100% coincidence rate for detecting positive Brucella strains, and negative samples from physical ex-
aminers when compare to blood culture. The repeatability of detecting positive Brucella samples with 1.50 X 10°
CFU/mL and 500 CFU/mL was 100%. The detection-limit concentration (1 000 copies/mL) of the enterprise ref-
erence material was successfully detected in all 20 repeated tests. No Brucella nucleic acids were detected in the
detection of seven cross-reaction pathogens. However, Brucella nucleic acids were detected in the detection of
weakly positive Brucella samples mixed with interfering substances. The sensitivity and specificity of detecting
Brucella were 89.88% and 95.74%, respectively. Conclusion The selt-built microfluidic chip detection system

demonstrated a high coincidence rate, repeatability, detection-limit, and anti-interference ability, lack of cross-

reaction, and satisfactory sensitivity and specificity. Therefore, this system can be applied for clinical detection.
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Analysis of the clinical effects and changes in serum NSE, Hcy and T cell 17 levels during
the adjuvant treatment of epilepsy in children with sodium valproate

LIU Min', CHENG Ying', JING Sujing', JIANG Hong®, HAO Weihong**

(1. Department of Pediatrics, the Second Hospital of Handan City, Handan, Hebei, China, 056000; 2. Pedi-
atrics Department of Handan Central Hospital, Handan, Hebei, China, 056000 )

[ABSTRACT] Objective To analyze the clinical effect of sodium valproate in the adjuvant treatment
of children with epilepsy, as well as its impact on the changes in serum neuron specific enolase (NSE), homo-
cysteine (Hcy) and T cell 17 level (Th17). Methods A total of 152 children with epilepsy were admitted to
Handan Second Hospital from January 2020 to March 2023. They were selected for the study and divided into
two groups based on their treatment regimens : acontrol group of 73 cases (treated with topiramate ) and an ob-
servation group of 79 cases (treated with sodium valproate + topiramate ). Thestudy compared the overall effi-
cacy rate, levels of inflammatory factors [ tumor necrosis factor-a (TNF-a) , interleukin-2 (IL-2) , Hcy] s
brain-derived neurotrophic factor (BDNF), NSE, Th17 levels and adverse reactions between the two groups.
Results The total curative effect rate of the control group was 75.29% , while the observation group had a
higher rate of 91.81%. This difference was statistically significant (P<0.05). After treatment, both groups
showed a decrease in the levels of TNF-a, IL-2, NSE, Hcy and Th17. The observation group had lower levels
of these markers compared to the control group, and this difference was statistically significant (P<0.05). The
level of BDNF increased in both groups after treatment, with the observation group having a higher level than

the control group. This difference was statistically significant (P<0.05). The total incidence of adverse reac-
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tions in the control group was 9.59% , while the observation group had a lower rate of 5.04%. However, this

difference was not statistically significant (P>0.05). Conclusion The clinical efficacy of sodium valproate as-

sisted topiramate in the treatment of children with epilepsy is excellent. This combination effectively reduces in-

flammation and significantly lowers the levels of NSE and Th17.

[KEY WORDS] Sodium valproate ; Epilepsy in children; NSE; Hcy; Th17

N LI A2 — P i ) e B A Mg,
RN G KA B8 R B3l R =
H EMAIhREmIRS . Jageit, 3 EON AR LR R
KL 3510 5N, Horf 60% R IE T/ LI 1
XF LS B O e O™ Fsz e, TG AR TC
AT , LAYUIN 25900 2007 T-Be it B
DT ot 28 s ask Tk P AT ) S R H R, SR A
B 2 AE B 0. N ICRREN & —Fh i H B4
SR 2A , HLXE 22T 73k RS A B R 240 A AN TR 2 B ) %
PUOVE™ o FELEEE A —Fh b U PR R A b
AT RSO 25 , AT ARG A A | BR824
FRE B A S B S B A R s EAMRGE R,
PR A % B IR YA I /N LR PT i I PRI
R ABEPH EAARDURIR A TR . A SCBTE T
VR SCRA BIRE T /N J LI I RT3, B I 3
2 . ¢ 5 I i 8% 4k B (Neuron - specific enolase,
NSE) . [7] %2 it 20 2 (homocysteine , Hey ) 2 T 4fi ffy
17 7K (T help 17cells, Th17) 25K H R0

1 —RR S

1.1 — ek

YEHL 2020 4F 1 7 & 2023 4F 3 7 s i &5 —
Bedseia i /N LR L 152 9, AR 1697 7 AR TRl
Gy Rt BRAL 73 ) (FEMEER ) FER 2 79 1] (P9 G IR
TH+FCILER ) o 9 AR UE : O/ LI 12 Wb 1 7
A CINLBGIR B2 W) Hh A SRR I s @Il R 78 AL 578
3 QIR A R B=2 Uk @RF 72 A1 390 P A f
FHYUI IR 2590 5 HEBR bR 1 - OXF A B 5% 25 9 1k 4
H s QA I HA T R AEER DI REFR AT ; @ HA OB
R o Hod o BRAL 5 38 491, £ 35 4, - 248
1% (4.68+1.37) % , V-0 2 (1.88+0.65) 4%, # 3PE
KA 49 ), 52 20 43P B AR 19 19, 5 24 o v &
VEYE 4 Bk R AR 5 61 WAL T 41 19, £ 38 441, °F
PIEIS (4.93£1.48) %, F- 9 2 (2.0320.71 ) 4F , 34
I3k AR 52 B, 52 223 53 P R AE 20 1, 52 2 5
PERAELE 4 Bk A 7 1. PZH— BBkt g 2%
SRGTH2FE L (P>0.05), HA A etk ABF5E

2Bt RS R oAb i, Z iR LA
CE&BEMEREL,
1.2 ik
121 RIT N

X} HEA - 45T IR FHFE AL IR (7 7T 4 36 245 0 13
A BN T, E 217 H20213269) , 9144 7] & 0.5~
1.0 mg/(kg-d), 432 AR, B A 1 5 88 e el 1 )
Pz 4~8 mg/(kg-d) , 28 2R SFFER 34N H .
QMRELAL - 25 T MR FH P9 S ) (I i e i o 245 3y
7 RN [ 245 1E 7 H20093861 ) +HE AL g , T4 TR
BRI IE I 10~15 mg/(kg-d) , 43 3 WIR A, IR FH 1
J&) 5 R )5 (a1 B 1R i & 20~40 mg/(kg-d) , 43 3 1K
MR o FEEER A R R B 7 B 34 H
122 FrACREE

SEEILF ABE 1 d3RYT 34 H I 4 il
KL 3 mL, 2N #5470 (3 500 r/min,
10 min, #0248 8 em) , REUML T , & 80CHAF
SERERI
1.3 WELIE R
1.3.1  PALIE IR T RO L

s RIZT7 3658 - /N LB ) i1 77
BCHIRE SR R & VR AR 2 R AR 75% S LA
e PRI R 2R 5 78 S WU K AR AR FRAIG 50%0~
T4% 5 TCR - W IR A AE I 2 AR AR IA B 50% . SIT
ERTY VG SR &
1.3.2 WHRMERFXT LT

SR FH TR e 92 W 300 Yok G 0 i 345 e 9 I 3
“F-a(Tumor necrosis factor-alpha, TNF-a) | F 4}
% -2 (Interleukin-2,1L-2) & Hey, TNF-a 357 &5 5K
A A A P R A PR AL TL-2 350 Sk A
TR T ZE 1 A3 AR R AT BR A R, Hey 7K
&k A LB AE PR A FRA A
1.3.3  Wi4] BDNF NSE /K% L

SR PTG I5G WA R 32 A 000 i Y o 22 78 5% R T
(Brain-derived neurotrophic factor, BDNF) . NSE 7K
*F-. BDNF NSE i & ¥k A i Eaf E PR
AHIRAF



© 214 - NTEW SR ARG 202442 A

e 2 I Mol Diagn Ther, February 2024, Vol. 16 No. 2

1.3.4 WAL R X L

AT I AR IS L 25K RN T i, 4
FEvEHE Xt R RS
1.4 Gtk

K H SPSS 20.0 et 84k 47 b, A7 6 it
HPORHH (R 2s) 2w, WBCR IS FEAS ¢ K055, 3
BOGRALA n(%) e , RH YRR, DL P<0.05 Ry 2
SAGIFE L,

2 HR

AL PRTT 35 L
WLELZH BT RCR E TR, 22 B8 G
B (P<0.05), WFE1,

2.1

®1 PARKRKTREER (%) ]
Table 1 Comparison of clinical efficacy between the two

groups [1n(%) ]

%3 W4 BDNF.NSEKFLLE (x+s)
Table 3 Comparison of BDNF and NSE levels between the

two groups (x+s)

sl n BDNF(pg/L) NSE(pg/L)
TRIT T WRIT IR VAT BT A
YHRZH 73 6.11+1.86  7.84%2.37°  26.3426.11  14.68+4.28"
WELH 79 6.54+1.99 9.86+3.74" 25.78£5.96  9.60+3.53"
X 1.373 3.940 0.571 8.006
PAE 0.171 <0.001 0.568 <0.001

1 - Rl AT G R L P<0.05,

R4 FHAThITKELE (x+s)

Table 4 Comparison of Th17 levels between the two groups

(x+s)
15 ., — Th17(%) _
TRYT bEbid =
X I 2H 73 3.76+1.62 2.89+1.07°
WEEL 79 3.20+1.54 1.76+0.76"
t{H 1.833 7.549
PiE 0.068 <0.001

HiHl n B LR ok BITRCR x5 WAFRBRMEEE (1(%)]
X\Tiiiiiﬁ 73 19(2603) 34(4657) 20(27.40) 53(72.60) Table 5 Comparison of adverse reactions between the two
WL 79 38(48.10) 34(43.04)  7(8.86)  72(91.14)
P 11.016 groups [n(%) ]
P{H <0.001 45 n W I Wk RE R MEER
YRR 73 2(2.74) 3(4.11) 2(2.74) 7(9.59)
22 WL BMHTF WZH 79 2(252) 1(126)  1(1.26)  4(5.04)
s Ve 1.157
PILIRYT G B84 TNF-a IL-2  Hey 7KFAIK i 0281
TR, 22 A G R (P<0.05) . WK 2, VE < LA YT S LA L P<0.05.,
2.3 4l BDNF NSE /K [big 3 it
§ . T
i 2534 J7 J5 W52 25 BDNF 7K - 5 T % JE 441 ; e
WELZH NSE K AL T X B4, 2 3 G Gt = N LR AE R WL L E M4 RGN, AN

X (P<0.05), W33,
2.4 Wizl Th17 KL

PG YT Ja Th17 K FBERYT T T R, B
FR Th17 K TR N 2, 22 R A S it
X (P<0.05), W#E4,
2.5 WA R R

WAL R B R AR 2 T S =
X (P>0.05), W35,

AT ILE K E R, I PR B X125 0 B LA 2 4
i, X FIZR T 2 . HRTA /N LA Y
SR G JAE S o BE L RE A 48R T 7K 5
WH—ERKR

[l SMIF S EARIE /s, /I L 8 5 1SN TNF-
IL-2 55 0 Wb, IO HAR AT AE RAE S . TNF-a |
IL-2 S22 WL R, TNF-o B & A AE Y22 1)
AE , A T AL G D RE A #0819 D12, TL-2 e M3z

x2 WARMRFEE (vxs)

Table 2 Comparison of inflammatory factors between the two groups (x+s)

o . TNF-a(pg/L) IL-2(pg/L) Hey (pmol/L)

IRYTH BITIE BT RITE IR HIT A
papiszil 73 4.86+1.63 2.71x1.12° 8.62+2.73 5.83+2.08" 22.31+6.84 18.66+4.69°
ML 79 4.56+1.59 1.33+0.52* 9.11+2.85 4.33+1.37" 21.87+6.72 11.88+3.58"

18 1.148 9.863 1.080 5.288 0.399 10.063
PiE 0.252 <0.001 0.281 <0.001 0.689 <0.001

LRI TS e, *P<0.05,



TSR AR

202442 H 164 524 T Mol Diagn Ther, February 2024, Vol. 16

No. 2 © 215 -

AR fiff o 22 50 NI B 405 2 KO B, ket i A
ZELETTE S TAERIAT IR SF T R, KA
10%~40% H B 85 Hey KFEOE® N 3l
YIWFFEAER , a1/ B S Hey RIS A 1 B
e, PR, s RIA A Hey 7KF- BT BE -5 5000 &
AR, A2 Hey nlE S0 & 75 1)
JFRFFE T Hey Al o 306 N-FEE-D- K& R R %
PR T B2 S R A Y AZ 44, IR 28 24 A P 45
B DI IRREN SR UL BTN 25 , o] B A
SRR W U S M RS RTAR E R B y- T
M2, IRRE PR Y -2 3 T TR AS 1 3% 11 1R 15 o S 1l (
SRS ) i, AR A AN IR P R e o SR/ L
FoIR AL FH DS SRR N A TIRYT , FE Rl ph 2O B
— 8 Ry BRI AR I PR R N N R A 4 B HE
LRI Y7 IO B o FEMLTR & — P i (L R g
SRR B B 259 , W] LI F e 1 5 A S
T Bl K y- 2O T TR EE A E R RE A 40T
YRR, XN HLA SR P RIE R . AR RITFSE
N IRYT A R AL BT AR R, H TNF-a IL-2 J&
Hey /K- T R A B, SERAERF IR 45 FRARRI

BDNF FERi A& A & vl — e B 3R A&
VERS I35 BDNF ZK-V-FEAK, (5 LB Y B2 1 24 AR
Ao NSE &ML eiifhg B iprai ), HLR ki
FRRASI , AR REBE o h e A i 45 , vl R B
JiNSE ZIE . AR, s S M ARy
UESE, H5 & AE I, 134 NSE Flki ¥ i NSE /K- T+
=L BRI AR s ESMIFSR R L /N LR
FEAE T AV AR, Th17 402 BA - I e
(1 T 20 B A — SR, ZEBLAAR P9 B2 B 480 s 1y v 7
Az o AR Th17 AR AT 7006 IL-17A IL-6 SE 41
T, 16 F B e s B R — e,

ZE LR NS TR A A B FE Nk R A T /N LA
IR 5 DAY 355005 A BRARL , VT A A5 A AR S I, b
[4AIX NSE . Th17 /K-,

% 3Lk
(1) T, 2 TN A 08 2 2 IR RN TR

[2]

[10]

[11]

[12]

[13]

[14]

[16]

BICR KO L “E AR AR RS2 [T ] I R IR 21330, 2023, 36
(4):110-114.

EREAT IRAE S R, A . RN LA L IR
97 /N UG (97 850 8 2 4 Pk 1) Meta 73BT (1], 2590 34790
2R, 2023,32(3):305-312.

FEBET, BT TR 07 K IR L 5 = R
AR ] PR BT 592, 2023,20(1) £ 58-60).
Ko A, Kwon HE, Kim HD. Updates on the ketogenic diet ther-
apy for pediatric epilepsy[J |. Biomed J, 2022,45(1) :19-26.
. Bl 2 i H 1R 5 0 3 B A, PR /DN LA 1Y 32 W
PR (7] R D22 B 24 L 2016,22(1):99-101,104.
JERER . VG ELSGIRYT /N LA RRERS 5 50— P52 1R Y5 AL
SRXF BT[] B A BEAE (BE 2 B A1), 2017,38(2) :
184-186.

RGN, JEM2 , 1 3E . CYFRA217 1. LDH B3 NSE #6:l
i Dz K e S 5 TNM 21 56 R [T ], 4128 5iRY7
435, 2021,13(10):1619-1622.

SR, SKRIB . A2 R0V SRR PR NG IR B 9T BRI 1 AR
ok T 450 1 w35 A0 e v R T i s (). AL EE 2y
2021,43(10) : 1535-1537+1541.

gk, B H S, TN, S G A R IR YT LR T
i A I PR AR R0 Bl I 2B 2 L 5P s LT ] i IR
RIS, 2022,35(7) :43-46.

VRIR, EFF, B5eES, 55 LEF IR By 7 G R iR 3L R
RPGVIRTT 25 WA M I RO WLEE [T ). P fg = 2= i
FHH, 2022,19(2):18-22.

Wi, A8, 352 58, 45 . §IL16) CDAT B S 8 1R 7 %) 101 1K - I 18
W RESZ A B SE B IR [0 ], DR 2 i (B2 ), 2022,
53(2):256-262.

A, i A . miR-142-5p X FUIH 4 AF J5 M 22 T s A
BRI ], 73 T2 517 44, 2020,12(7) : 968-973.
SRR L, XU, AL REER LI HER R 18
R BBET A R S R (1], PR E R
R, 2023,22(1) :26-29.

FSCEE, R PSR L BRI PRI 5 R IV i 2 T
PRI BTG ACE 45 SR LT e B2 A, 2022,
11(1):1-4.

Loscher W, Potschka H, Sisodiya SM, et al. Drug Resis-
tance in Epilepsy: Clinical Impact, Potential Mechanisms,
and New Innovative Treatment Options [J]. Pharmacol Rev,
2020, 72(3) : 606-638.

Juhdsz C, John F. Utility of MRI, PET, and ictal SPECT in
presurgical evaluation of non-lesional pediatric epilepsy [J].
Seizure, 2020,77:15-28.

(3% 206 1)

[12]  PEsald, Ak, VLB . i Fn B B br A i I PCR i
PR RS S 4T [T, T ESC S R 2 4% A5, 2011, 22
(3):842-846.

[13]  FEodill, BRARVL, JRaese . It B 00 v A s A% A 3L
K983 T DNA K i 25 B py sz ma [ [ B A 4 s 22 4%k

[14]

2020, 41(3):5.

skaz g, ZYER, WERE, A A4 R RR BRI I 3 R
TR 50 R 5 B AZ I A I RS I BB Y LA S A T [0 ). A
BEHESIEK, 2020, 17(19) :4.



- 216 - BNTEWERIT el 20244E2 4 5164 4524 T Mol Diagn Ther, February 2024, Vol. 16  No. 2

. a
.’I,/a 3 e

KRAS.NRAS. BRAF. PIK3CA . NTRK1 3L &5
AESs Bpiah ) 4k

AT WA R EEART OEME FEe

(# ZE] B#&Y 459% KRAS.NRAS .BRAF .PIK3CA .NTRKI H:[H 975 5 45 1 W98 (CRC) H 3 I IR
R BLRFIEAFAE (0 OC 2R, IR BT IS K X CRC (B BUG BN (. F7ik BEECITT e A R R Bl
HERHIIA 1 CRC H 3 200 B BIFFE X4, i85 H: CRC F AR YT B i 2 il 75 Kb AR 2 U DNA , 5% 298
9iE 22 5 PR 98 718 e A Tt 79) 85 46 ) KRAS . NRAS . BRAF . PIK3CA .NTRK1 K:[FI 525 R 4%, 40 B H 5 CRC
I RS BRARE 19 XC 2 L J0 T KRAS \NRAS .BRAF PIK3CA NTRK1 H | 58715 4R 245 B — 6y I K JB45 46 )
Xt CRC & & BTN (H ; K F Kaplan-Meier A 77 [ 28 Fll Log-rank 32 FL A PR ZH H B B9 A A%, Cox Bl 25 &
HEAE TR E TS G % . 58 KRAS .BRAF J:[FI 2875 5 pTNM 2+ X6 (4°=6.714..5.451 , P<
0.05) ; KRAS 5 BRAF 3K 588 fEAE A 6 (r=—0.157, P=0.027) , KRAS .NRAS .BRAF .PIK3CA 5 NTRK1 .
— 5 RIS I 55 22 56 PR BB 5 A % 10 CRC & & 4 BT — B (i, o KRAS . NRAS . BRAF . PIK3CA 5
NTRK1 3 156 4 46 00 % CRC & & 15 B 14912 W 1 5 7 B 5 (AUC=0.797) , {H KRAS . BRAF . PIK3CA 5
NTRKT B4R I R 5% 1155 (0.861) , PIK3CA P — R A% 57+ )% 1195 (0.969) , KRAS \NRAS .BRAF .PIK3CA |
NTRK1 B:[FRZEAE [ CRC A S 3.5 M B A AR5 TOIR AR A7 R 48 TR 98 (3%, Cox BIAZR G4
M4 1 R AE WA >60 %, KRAS \BRAF . PIK3CA NTRK1 KX 2875 Jg 5% M CRC 3% B AR 771 (7] A9l <7
A 7 (P<0.05) . 518 CRC Hi# KRAS .NRAS .BRAF .PIK3CA NTRK1 £ X 575 JCHH A1, (H4%
BE PR B — B A R AT CRC 2 R D0 EA — 7 M (B, AT J8 3 T A 1 B B4R b

(@R i MARRERERE ; 20 TGy ; Bea 1

Combined detection of KRAS, NRAS, BRAF, PIK3CA, and NTRKI gene expression in
colorectal cancer

DU Jin'*, QI Yan', ZENG Yan®, QIU Jin’, WANG lJilin', ZHUANG Sihui', HUANG Zhenghua'

(1. Department of Pathology , Zhanjiang Central People’s Hospital, Zhanjiang , Guangdong, China, 524037 ;
2. Zhanjiang Central People * s Hospital, Precision Medicine Laboratory, Zhanjiang, Guangdong, China,
524037; 3. Clinical Laboratory of Zhanjiang Central People’s Hospital, Zhanjiang, Guangdong, China, 524037)

[ABSTRACT] Objective  To investigate the relationship between mutations in KRAS, NRAS,
BRAF, PIK3CA, and NTRKI genes and clinicopathological characteristics in patients with colorectal cancer
(CRC), and to explore the prognostic value of combined detection in CRC patients. Methods A total of 200
CRC patients were selected as research subjects, and the clinical data were collected. DNA was extracted from
CRC surgical resection or puncture biopsy specimens, and the mutation status of the KRAS, NRAS, BRAF,
PIK3CA, and NTRKI genes was detected using a human cancer multi-gene mutation combined detection kit.
The relationship between the mutation status and pathological features of CRC patients was analyzed. The pa-

tients were divided into groups based on whether they had recurrent CRC during follow-up, and the diagnostic
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value of single or combined detection of KRAS, NRAS, BRAF, PIK3CA, and NTRKI gene mutation status for
CRC recurrence was analyzed. Additionally, Kaplan-Meier survival curve and log-rank method were used to
compare the survival rates of the two groups. Cox regression analysis was conducted to comprehensively analyze
the risk factors affecting the prognosis of patients. Results KRAS and BRAF gene mutations were found to be as-
sociated with pTNM staging (*=6.714,5.451, P<0.05), and there was a correlation between KRAS and BRAF
gene mutations (r=—0.157, P=0.027), while no correlation was observed between other gene mutations (P>
0.05). Sngle gene detection of KRAS, NRAS, BRAF, PIK3CA, and NTRKI and combined multi-gene detection
were found to have certain value in predicting CRC recurrence. The combined detection of KRAS, NRAS,
BRAF, PIK3CA, and NTRKI genes showed the highest diagnostic accuracy for CRC recurrence (AUC=0.797),
but the combined detection of KRAS, BRAF, PIK3CA, and NTRKI had the highest sensitivity (0.861). PIK3CA
had the highest specificity (0.969). The overall survival rate and disease-free survival rate at 3 and 5 years in
CRC patients without KRAS, NRAS, BRAF, PIK3CA, and NTRKI gene mutations were higher than those in
CRC patients with gene mutations. Cox regression analysis showed that age over 60, mutations in KRAS,
BRAF, PIK3CA, and NTRK1 genes were independent predictors of overall survival in CRC patients (P<0.05).
Conclusion KRAS, NRAS, BRAF, PIK3CA and NTRKI gene mutations in CRC patients do not have a signifi-

cant correlation. However, the detection of each gene, either individually or in combination, holds value in pre-

dicting CRC recurrence. making it an important indicator for evaluating the prognosis of patients.

[KEY WORDS] Colorectal cancer; Clinicopathological features ; Molecular markers ; Joint detection
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Table 1 Relationship between KRAS, NRAS, BRAF, PIK3CA, NTRKI gene mutations and clinical pathological characteristics
of CRC patients [1n(%) ]

115 A 9 FHLAAE n KRAS NRAS BRAF PIK3CA NTRKI
5] 5 121 57(47.10) 16(13.20) 13(10.70) 19(15.70) 7(5.80)
79 44.(55.70) 8(10.10) 6(7.60) 8(10.10) 7(8.90)
Pal! & 0.773 0.588 0.948 0.732 0.771
P 0.559 0.781 0.843 0.891 0.992
A >70 % 59 28(47.50) 9(15.30) 7(11.90) 7(11.90) 7(11.90)
60~70 % 63 37(58.70) 6(9.50) 7(11.10) 8(12.70) 5(7.90)
<60 % 78 36(46.20) 9(11.50) 5(6.40) 12(15.40) 2(2.60)
P! 0.059 0.561 0.843 0.781 0.774
P1H 0.781 0.446 0.251 0.594 0.545
EIEAE S5 73 [ 11 5(45.50) 0(0.00) 2(18.20) 0(0.00) 0(0.00)
=tk 189 96(50.80) 24(12.70) 17(9.00) 27(14.30) 14(7.00)
P! 0.323 1.423 0.985 0.991 0.656
P1H 0.571 0.095 0.551 0.434 0.762
NS el 86 43(50.00) 10(11.60) 7(8.10) 11(12.80) 6(7.00)
oG 112 57(50.90) 13(11.60) 11(9.80) 16(14.30) 8(7.10)
P! 0.071 0.004 0.663 0.687 0.329
P1H 0.843 0.661 0.349 0.558 0.893
pTNM 43+ I 42 15(35.70) 5(11.90) 8(19.00) 7(16.70) 1(2.40)
Jii 67 30(44.80) 6(9.00) 8(11.90) 8(11.90) 5(7.50)
i1} 70 44.(62.90) 9(12.90) 2(2.90) 10(14.30) 7(10.00)
v 21 12(57.10) 4(19.00) 1(4.80) 2(9.50) 1(4.80)
718 6.714 0.688 5.451 0.059 0.561
PiE 0.032 0.429 0.042 0.942 0.457
%2 KRAS.NRAS.BRAF.PIK3CA .NTRKI £ [E 325 i 18 36 14
Table 2 Correlation of Mutations in KRAS, NRAS, BRAF, PIK3CA, and NTRKI Genes
— KRAS NRAS BRAF PIK3CA NTRKI
rfH Pl rfi P{H r PH rH PH r{H PH
KRAS - - -0.034 0.628 -0.157 0.027 0.098 0.165 0.115 0.105
NRAS 0.034 0.628 - - -0.015 0.836 -0.011 0.879 0.019 0.786
BRAF -0.157 0.027 -0.015 0.836 - - 0.022 0.760 -0.022 0.757
PIK3CA 0.098 0.165 -0.011 0.879 0.022 0.760 - - -0.051 0.473
NTRK1 0.115 0.105 0.019 0.786 -0.022 0.757 0.051 0.473 - -
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Table 3 Relationship between KRAS, NRAS, BRAF,
PIK3CA, NTRKI gene mutations and prognosis in CRC

patients

AL M,[r.;kétﬁ?%(k%) kﬁﬁéﬁzﬁ%‘;ﬁ%)
55 3 4F 55 5 4 %5 3 4R 55 5 4F
KRAS 80.20 57.40 60.40 57.40
NRAS 70.80 54.20 58.30 53.80
BRAF 53.20 31.60 36.80 31.60
PIK3CA 51.90 22.20 74.60 72.80
NTRK1 50.00 35.70 35.70 35.70
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Table 4 Comprehensive survival analysis of univariate and

multivariate Cox regression
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<60 ¥ R Z )
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Effects of hyperbaric oxygen-assisted antivenin on the swelling of affected limbs, changes
of myocardial enzyme spectrum and inflammatory factors in patients with early belly viper
bite poisoning

DAI Hongyuan'*, LI Shengfeng®, LAN Xiujun®*, WANG Haibin', CHE Shijian®

(1. Department of Neurology; 2. Department of Nephrology, Ziyang First People’s Hospital, Ziyang, Sich-
uvan, China, 641300 ; 3. Department of Emergency Medicine , Zigong Fourth People’s Hospital , Zigong,
Sichuan, China, 643000)

[ABSTRACT] Objective To explore the effects of hyperbaric oxygen-assisted antivenin on swelling
of affected limbs, changes of myocardial enzymes and inflammatory factors in patients with early belly snake
bite poisoning. Methods A total of 83 patients with early belly snake bite poisoning undergoing emergency
treatment at Ziyang First People’s Hospital were enrolled as the research subjects between May 2021 and Janu-
ary 2023. They were divided into two groups: an observation group (n=41) and a control group (n=42) using
the random number table method. The control group reveived treatment with antivenin, while the observation
group received additional treatment with hyperbaric oxygen. The clinical effectiveness, time for swelling and

pain to disappear, and length of hospitalization were observed in both groups. The changes in swelling of af-
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fected limbs, scores on the visual analogue scale (VAS) , myocardial enzymes [ creatine kinase (CK) , cre-
atine kinase isoenzyme MB (CK-MB ), cardiac troponin I (c¢Tnl) ] and inflammatory factors [ C-reactive pro-
tein (CRP) , interleukin-6 (IL-6), procalcitonin (PCT) ] before and after treatment were compared between
the two groups. Results Before treatment, there were no significant differences in swelling of affected limbs,
VAS score, CK, CK-MB, c¢Tnl, CRP, IL-6 or PCT between the two groups (P>0.05). After treatment, the
overall response rate of the observation group was higher than that of the control group (97.56% vs 83.33% ,
2=4.822, P<0.05). The disappearance time of swelling and pain, as well as the hospitalization time were
shorter in the observation group compared to the control group (#=7.058, 7.618, 11.170, P<0.05). The cir-
cumference of limbs in the observation group was shorter than that in the control group, and the VAS score
was lower than that in the control group (#=14.397, 6.791, P<0.05). The levels of serum CK, CK-MB and
cTnl in the observation group were lower than those in the control group (1=16.524, 4.734., 5.740, P<0.05),
and the levels of CRP, IL-6 and PCT were also lower than those in the control group (7=4.945, 4.999, 6.591,
P<0.05). Conclusion Hyperbaric oxygen-assisted antivenin can alleviate swelling of affected limbs, reduce

myocardial injury, inhibit the inflammatory response and effectively improve the clinical curative effect in pa-

tients with early belly snake bite poisoning.

[KEY WORDS] Belly snake bite; Hyperbaric oxygen; Antivenin; Myocardial enzyme; Inflammatory

factor
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Table 1 Comparison of baseline data between the two groups
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CK) . LR 18 i [5] T/ MB (Creatine kinase isoen-
zyme MB, CK-MB) ..0> L L% & A 1(Cardiac tro-
ponin, cTnl) 7K ; (5) #AE K B F 3R 55 — 153 1l
5 R YN0 3 ) B 7 W e o A BR A w) A 7
TR0 7] ™A g el R 0 A € R v E F (C-re-
active protein, CRP) . [ 4 fifi /- 2 -6 (Iinterleukin-6,
IL-6) % [#%% % J& ( Procalcitonin , PCT ) 7K,
1.4 etk

G2 A4 M SPSS 20.0, TR n(% ) 22
R R, THEREERH (rxs) Fow R
PIREAS ¢ K2 505 DA P<0.05 22 A Geit 3 3L,

2 R

2.1 PGl IRY TR0 e
BTN A A RCR R TR, 250
it X (P<0.05), W2,
#2 WAKRKFEILE [2(%)]

Table 2 Comparison of clinical curative effect between the

two groups [1n(%) |

21 5 n B R TR BAERCR
WELL] 41 23(56.10) 17(41.46) 1(2.44) 40(97.56)
YR 42 16(38.10) 19(45.24) 7(16.67) 35(83.33)

AL 4.822

P1E 0.028

2.2 TR I KT 2 B T) A T R s ) B A B B
] %5 b

TGIT G, UG LR M K T 2 B[] L 92 9 T 2 B i)
AT g st (8] 2 1 X6 HR A, 25 5 Gei b2 X (P<
0.05), W33,

x3  FHLAMBKIH KR (8] | 7 H 5K B 1) K% f B B 18] %o L
(x+s,d)
Table 3 Comparison on disappearance time of swelling and

pain, and hospitalization time between the two groups

(x+s,d)
2H 51 n i STEE NN 12 3 N 1 B 5 T N
WL 41 3.41+0.54 4.36+0.59 5.29+0.76
XTHRZ 42 4.32+0.63 5.39+0.64 7.43+0.97
tH 7.058 7.618 11.170
P{H <0.001 <0.001 <0.001

2.3 ML IK R B & VAS PEA0
1R H2H ) BRI AR BE  VAS Ty A,

2R ILHE T X (P>0.05) 516975 , WL HUR
i IR DL AN VAS PO 2 A S S 0 TR IR, 22
FAGEEX(P<0.05), LK.

R4 WABKMIKERL. EBEEHITS R VAS TS RTLL

(x+s)
Table 4 Comparison on swelling of affected limbs, scores

of local trauma and VAS between the two groups (x#s)

il WA B AR JE) 4 2% (em) VAS P43 (43)
WITHT RIY3dis WRIYET RIY3diE
WELH 41 53.52+6.06 14.73+1.89" 5.26x0.77  2.13x0.34°
YRl 42 53.27+6.15 23.67+3.51° 5.23+0.74 2.66+0.37°
tH 0.187 14.397 0.181 6.791
P1H 0.853 <0.001 0.857 <0.001

- S RIAIRIFHTA L, P<0.05,

2.4 A LB P AKEXT L

JRITHT, PI4L I CK.CK-MB & cTnl /KF
L ER TG L(P>0.05) s JAYT I, PR I
CK.CK-MB % cTnl 7K F¥MKFIRYTT AT, HALEL4
TR, 25 A 528 L (P<0.05), W5,
2.5 A ARAE R FAKEXT L

JRITHT, P41 CRPIL-6 & PCT /K- L4z,
%R TG X (P>0.05) ;897 5, W40 1 %5
CRP.IL-6 }% PCT /K F- ¥ Fiadyran, H 41K

FTXRY, 2R A 51275 L (P<0.05), W6,
3 itig

R EREIEF R KL, T BT IAFAE IR BT |
WG AT i A 10 R, 7R TR DU e f
L FEPEROR, HATI LR R R R R
F R B A R P LR AR MR — B A7
A2 Y B, B 2R AT e i i F R 10 s kA
MR AGER , AT 0 A 2 42 B, AL 3 3 ) 5
T BUBAR M I B T RBE, 51 AL 2 i K
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x5 WADCUEBIEREFKEILE (v+s)
Table 5 Comparison of myocardial enzymes between the two groups (x+s)
. CK(U/L) CK-MB(U/L) ¢Tnl(ng/mL)
- n o YN o . JRV N D N Ry o
YT HIr3dIE HY7 T HIF3dJE T HIT 3 dJE
pUE -S| 41 1096.31+127.26 234.67+39.52° 26.31£3.85 13.19+1.86" 0.37+0.06 0.09+0.01"
X HE2H 42 1084.14+132.43 426.53+63.26" 25.93+£3.92 15.27+2.13" 0.35+0.05 0.11+0.02°
i 0.427 16.524 0.445 4.734 1.651 5.740
PAH 0.671 <0.001 0.657 <0.001 0.103 <0.001
& S FRLAITRT L, 'P<0.05,
Fo FHARERTFKEIL (vs)
Table 6 Comparison of inflammatory factors between the two groups (x +s)
- CRP(mg/L) IL-6(ng/mL) PCT(pg/L)
ZH1 n R N N N RS N
G fyr3dia TR fIr3da YT R fIr3da
WMEEL 41 12.31+1.55 4.82+0.67° 9.67+1.46 4.27+0.64° 1.71+0.29 0.33£0.05"
Xf 20 42 12.53+1.57 5.64+0.83" 9.33+1.51 5.03+0.74° 1.76+0.33 0.41+0.06
t1H 0.642 4.945 1.043 4.999 0.733 6.591
PAH 0.523 <0.001 0.300 <0.001 0.466 <0.001

1 SRR RIA L, *P<0.05,

TR AL LUIRIE | R K ] Ak BN A 2 T BB R
B R R IRAE, P EE I R 5 A A e MR gk e
TN PRI I )5 T S 4 T S
AbFE

LSRR D B ST T T, A
PURIEREDUIR , 7] S REES G A B, B
TG, R T ) 355 2 0 AR 1 ot — 25 i, T
PEFERLAYRSL , 7S B R BEmS 1] R8O EL
N, BHRCT B B Ao, (HEE R LR A
PN IR, s 1 At iy B T B LA fle 2t A
R H A IR AT B o AT ST R T R R
Bl BRI, e T SR AT 3G T i R R PR i AL
7 B9 B, LR B AL BE D, 1820 Jy T 41 41
i3, [ i i B o 3 B A , 490 A 2 1 0 Do ) R
TR, R LA I AE BB, AR 4 R A iz 2k
R BURYCE R B, i R A B P B 1
YRR AP I TR R K LS D) RE LB LS b e
PEVRA , H R BT T+ 0 Robdy o A ST AR
e W e s AUl B O B 10 R o b B S e s 1
Hh R SR I R R 2%, e ENLAR K AZ., e T 5
] g R e 2 AR SR 1B SR A2 AR A,
LR % 38 2L k8 E KO B ROR ST
P —E

BRI TS P R R M 2 KR A 0 T A
i B AR AT AT i s A7 I DR Y I 9
PRI A 24 B IR 3R R — e R LI, ]
7o UK 200 JH0 451 43 6L 2= IR A0 2Kk 2 TR . 1T CK.

CK-MB } ¢Tnl 7K A] Jz B JUUZR i 52 40 F2 B,
I PR H RO LAz 348 bR o Xk Ak 30 e e 4R
5 BB T AT Y 0 — AR AR Al v R AR O UL
ik B Z O LA . AR R RV EE
AU B 0 1 003 PT 07 figp LU g g g 7 v R AR
DU, = PR ARG 0, AT 38 A8 3 R P9 AL AU
o, Y8 0 i A2 o, 2RO LA AR RO LA 2L AR
1O, fE A F FRAB R IR BRGSO LI RE R A%
5 E RS R — B

W e S5 0, B R 20U A R BOTE ALK
WRE RS, 51 R AR MR, CRP IL-6 & PCT J&
HRAEAT T, T R BRALAR 98 5E B2 B, IR B 25 15
HAE I HE— 25 R, B HLAR " A B 5 45 41
3¢ B i 1 AUl B P e 7 0003 T s R ER A
HE B LRSI T 2R, o R AT 0 98 1 A o
B, W R 3 AR SR I A R TE %
AT 98 /0 98 i ¥ 1 1 T AR, T80 o e 15 100 AR
BEWA, 5ok BB AE B — 3K

g5 LRIk AU Bh b e B 00T RT 2% R
1oy e g b B AR AR R IR L BGE R O
JULTEE , 4100 2 A BN, A 804 v I RT3
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JE O 5P i B BE B8 miR-124 . miR-210 363K 550 4)
IREAER) R £

FHKH KAET FHRE

(# =] B8 IR0 VLRI B miR-124 .miR-210 3K 58S KA KL R . Fik
TEHL 2021 4 1 H % 2022 4 12 J3 AR 2% Bt 55 — s B2 B - 4% Lol PO — X BE B ISIa 18 124 11 9E O P51 il
B BE 58, AR 2 75 17 7 590 3h Bk b 25 4% Sl B 45 21 (n=64.) B A5 41 (n=60) , K 1 He 4 W3 41 1 35
miR-124 .miR-210 . H{ C /2 1 8 [1 (hs-CRP) . [ 1 i 202 (Hey ) 2 15 7K T 5 R 498 351 8h ik ke 75 it B 4
GBS L oy i o TR E RS AL, L ERAS [R) B A R B () L35 miR-124 \miR-210 .hs-CRP \Hey /K V-2 5,
AT miR-124 .miR-210 5 hs-CRP Hey RRZEFRE AN, SR P dlifi miR-124 .miR-210 32
FRACEEUL T TP AE 4, hs-CRP \Hey /K Vi TR AN , 2R A I E L (P<0.05) , HEHRAEL B H
I ML 3% miR-124 .miR-210 235 K- K T B A b Bk 28 4, 22 R A1 e 1T 24 2 L (P<0.05) ;hs-CRP
Hey /K S s > g >R e A8 4, 22 5 A Be T 54 5 L (P<0.05) o miR-124 .miR-210 5
hs-CRP . Hey /K F #ah kB 8 BRI B S M 56 (P<0.05) . 4538 miR-124 .miR-210 W] G825 5 Hish Ik pe 7
BT B, L 38 K PG 0 i ] 1 Sy A A o Y50 fii 5 4 201 3 ik e 74 7 B %) B M A o

[E@IA]  AROTRPERGIESE ; miR-124; miR-210;5 SZ) k7

Relationship between miR - 124, miR - 210 and carotid stenosis in patients with non -
cardiogenic cerebral infarction

CAO Qiuju, ZHANG Lijuan*, LI Yuanyuan

Department of Neurology, the Second Affiliated Hospital of Chengdu Medical College. 416th Hospital of Nu-
clear Industry, Chengdu, Sichuan, China, 610000

[ABSTRACT] Objective To explore the relationship between miR-124, miR-210 and carotid stenosis
in patients with non-cardiogenic cerebral infarction. Methods A total of 124 patients with non-cardiogenic ce-
rebral infarction were admitted to the Second Affiliated Hospital of Chengdu Medical College 416th Hospital
of Nuclear Industry were enrolled between January 2021 and December 2022. They were divided into two
groups based on the presence or absence of carotid stenosis: the stenosis group (n=64) and the non-stenosis
group(n=60). The levels of serum miR-124, miR-210, hypersensitive C-reactive protein (hs-CRP) and homo-
cysteine (Hcy) were measured and compared between the two groups. Furthermore, within the stenosis
group, the patients were further divided into mild, moderate, and severe stenosis groups based on the severity
of carotid stenosis. Differences in the levels of serum miR-124, miR-210, hs-CRP and Hcy among patients
with different degrees of stenosis severity were compared. Additionally, the correlation between serum miR -
124, miR-210, hs-CRP, Hcy, and the severity of stenosis was analyzed. Results The levels of serum miR-
124 and miR-210 expression in the stenosis group were lower compared to in the non-stenosis group. Addition-
ally, the levels of hs-CRP and Hcy were higher in the stenosis group compared to the non-stenosis group (P<

0.05). Furthermore, the levels of serum miR-124 and miR-210 expression were lower in the severe stenosis
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group compared to the mild and moderate stenosis groups (P<0.05). The highest levels of hs-CRP and Hcy

were observed in the highest in severe stenosis group, followed by the moderate stenosis group and the mild

stenosis group (P<0.05). Lastly, the levels of serum miR-124 and miR-210 expression were found to be nega-

tively correlated with hs-CRP, Hcy levels and the severity of carotid stenosis (P<0.05). Conclusion The

miR-124 and miR-210 may be involved in the development of carotid stenosis. These miRNAs can serve as ad-

ditional indicators to assess the severity of carotid stenosis in non-cardiogenic cerebral infarction.

[KEY WORDS ]

I A5 A1E 2 M 5 0 R A 1 B A i A ZE BUR)
1S M 2 2 e O, ke AT 5 | 1) — b pp 2 D Rk 2k 3R
P, AR Sl ot M A A PR TR I R 22 R B
ZRRPER B R IR E R IR )
Tk A 450 S 2 Jir AL T G SR WEPE AR O B L 0
JEPEAE A A B HAT O A5 B0 , I PR H T LA T B
FB s AR YR R E D T A s T 2 Bk A R
DL SRR 5 Sy 6 BB 0 A R TR K 3
B Ik o83 A B A EXE B 0 5 2 Al 0 TR 1 TG A BT 1Y) R I
Ji PR, S0 Ik e 7 R A 55 M A O i A o B %8 DDA
XK, HS sl ko ae 75 1 5 I AR 28 2 % R i =
BN A X B A YA i A B £ 3 01 0 Bl 2 A O ik
TP VPAG X el R 1297 A 25 X, /b RNA
(microRNA , miRNA ) & —25 tH 20~25 % TR A
1) /NG Bk RNA, AR 40N B Z Rl s 2
WATVER™ . miR-124, miR-210 B4 V4455 1 45 4=
B A5 200 B ST A R A i A S A
PR B A AR SO HEE O
JEVE ki BB AE . # miR-124 .miR-210 3355 # 5) ik
AR LI A G R I2 7 #h G IEAK I, i
wmr.

1 #ZRE5HZE

1.1 — ek

AT FE AR E 7 48 B s B 2l , B HR 2021
AE 1 Z 2022 4F 12 T ER B 22 B 5 b B B -
1% Tl DU — 7 B B WCTA B8 124 51 3 0 V528 fii 48 5
AR RWEE X G, AR 2 15 A7 7E 30 80 Bk Ak 78 4
J e AE A (n=64) FITHEAE UL (n=60) o 49 ABRIUE:
OFF G B TR PG AE JEAR E', H 28 MRI 5214 2%
W12 s QB AS 4 B 2 2 80 80 ko8 75 W 12 A7 16 3
Healof NG @ B MR N A T il IF
AL HEBRPRUE : DA IFO M B ; @6 I
G P IRE 5 G A R IR B 5 (DI IR 53 Ak i
K&

Non-cardiogenic cerebral infarction; MiR-124; MiR-210; Carotid stenosis

12 Hik
1.2.1 L3 miR-124 ,miR-210 FE35 7K F-46: 1

BT A BB R #iK i 3 mL, R Ficol-
lhypzue 21 ifd 5325 ¥ ( 3¢ [ phannacia 23w ) 73 15 1 b
JE MBI . 2R FH Trizol 357 (3 WGk AR )
FARAG B A dh 4 Az 40 i 5 RNA, 7155 RNA
Y M B F 4L, % TagMan© MicroRNA Reverse
Transcription kit 1 % 5511 & 56 B 45 (Jb st g A
YRR A BRSNS 7)) LA RNA g AR 847 350 4% S5 3545
cDNA H 8 T 4CHRAF . ROt E B kg 7 L7
miR-124 . miR-210 FHXTFiE M , L U6 HNZ,
2R FIR IR, RBR R K 20 wLo miR-124
F I 44 : 95T 15 s, 60C 60 s, 85C 15 s, 60C
15 s, B 40 MNMEH . miR-210 KW 554 - 95C
15 min.94C 20 s.60°C 34 s, % & 40 MEH . 519
J¥ 51 . U6: L5191 %1 : 5’ -TGCGGGTGCTCC-
GCTT-3', NiiF514#F51 . 5'-CAGTGCAGGGTCC-
GA-3'; miR-124: L i 51 ¥ J¥ 51 : 5’ - GATACT-
CATAAGGCAC GCGG-3'; Fig5 | #F%1:5'- GTG-
CAGGGTCCGAG GT-3'., miR-210: L5 ¥1751 «
5'-CGTGTGAGAGCGGCTGAAA-3'; Nl ¥
%15 -TATGGTTGTTCTTCTCGTCTCCTTCTC-3',
1.2.2  If¥E E 8 C K #E H (high-sensitivity C-re-
active protein, hs-CRP) . [F] 1 f it Z ik (homocyste-
ine, Hey) #:il]

FEC R 23 IE#R K I 3 mL, 4385 L35 (3 500 1/
min, 10 min, &0 8 cm) , 20 FVE W, KX H
ELISA ¥:#:1ll Hey . hs-CRP /K GR 7 &« |15
W R A B AR o
1.2.3 HihkpeEfR i

B AE N <30% ;5 TR AE R 30%~70% (£
T 30%) s EEEREAE R 10% K LA E
1.3 Gl

K H SPSS 22.0 Gt 8k 4 47 b B IT 434
TR GORMAG 30 5 T 1L IE S0 LA (x +5) Fom ,
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AT e K5, Z2 400 7 22 0 s i 809 B
n(% )RR, AT 1 K55 5 R H Pearson 8 ¢ £ 43 #r
AH & 38 A5, 2K ] Spearman AH &1 3B A [) B 75
J& 5 1iL3E miR-124 .miR-210 {IHI M, LI P<0.05 I}
RESHGIHE L.

2 #R

21 M RFERHER

WA — TR (AR PR BMI LRGN (K
73t el AN @ S N QS U R 5778 O 0F 5 17 e <
M(P>0.05), WFE1,

F1 WA—MBEREE [(vxs), n(%) ]
Table 1 Comparison of general data between the two groups

[(xxs), n(%)]

IREFIE B (n=64) ToBEAEA (n=60) ' P{H
A () 59.65+3.69 58.91+2.54 1.292 0.199
Ll 1.983 0.159

5 48(75.00) 38(63.33)

@ 16(25.00) 22(36.67)

BMI (kg/m?®) 21.96+2.19 22.25+1.37 0.877 0.382
e I 3.154 0.076

i 47(73.44) 35(58.33)

T 17(26.56) 25(41.67)

Bl R 0.517 0.472

f 30(46.88) 32(53.33)

G 34(53.12) 28(46.67)
= IR 3.191 0.074

H 38(59.38) 26(43.33)

T 26(40.62) 34(56.67)

Pt 3215 0.073

H 22(34.38) 12(20.00)

T 42(65.62) 48(80.00)

M2 8 s 2492 0.114

i 42(65.62) 31(51.67)

I 22(34.38) 29(48.33)

R 0.595 0.440

&l 34(53.12) 36(60.00)

g 30(46.88) 24.(40.00)

2.2 PHALIMNTE miR-124 .miR-210 323K /K- L 45
WAL NG miR-124 .miR-210 36315 /K KT
TeRRAE L, 22 596 G2 X (P<0.05) . W2,

%2 WAME miR-124.miR-210 RiEKFLLE (v+s)
Table 2 Comparison on expression levels of serum miR-124

and miR-210 between the two groups (x+s)

2151 n miR-124 miR-210

A 64 1.65+0.48 1.53+0.28

v 60 3.24+0.96 1.87+0.34
18 11.775 6.094
P{H <0.001 <0.001

2.3 WL hs-CRP Hey /K- 48
7= 40 175 hs-CRP Hey /K- F OB A 4,
ZFALIFERE X (P<0.05), W3,

£3 FIHAME hs-CRP Hey 7K FELLE [(x+s), mg/L]
Table 3 Comparison of serum hs-CRP and Hcy levels
between the two groups [ (x+s), mg/L ]

215 n hs-CRP Hey
s el 64 19.17+3.92 4.17+1.83
Tk 60 14.12+1.36 1.47+0.32
A 9.457 11.265
P <0.001 <0.001

2.4 AN [F) H g Pk A B BE SR LTS miR-124.
miR-210 FK K- LA
HEE AR A RS Y LTS miR-124 .miR-210 3

BB TR BRI P PR AR A, 25 S A eI
B (P<0.05), W4,

T4 AEFBIRKEEETEE EE ME miR-124 ,miR-210

RIZKFELLE (x+5)

Table 4 Comparison on expression levels of serum miR-124

and miR-210 in patients with different severity of carotid

stenosis (x+s)

215 n miR-124 miR-210
B 18 1.88+0.54 1.62+0.32
RS A A 32 1.67+0.41° 1.59+0.26"
AR 14 1.32+0.39" 1.29+0.29*

F1H 6.251 5.164

P1E 0.003 <0.001

0 SRR A L, P<0.05; S EEAS 4] L, P<0.05,

2.5 A[F| S Bl hkope 75 F B HE 1LY hs-CRP  Hey
TR Hes

hs-CRP Hey /K-« 5 B B2 7% 2l > rp B fe 78 4 >
B, 25 A58 L (P<0.05), I3RS,

R5 AEDMBHBKIRE 12 E B F MIF hs-CRP Hey KF
b [(x+s), mg/L]
Table 5 Comparison of serum hs-CRP and Hcy levels in
patients with different severity of carotid stenosis
[(x+s), mg/L]

205 n hs-CRP Hey
B PeAE 18 14.65+1.79 2.24+1.03
AR 2] 32 18.63+2.52° 4.36+1.24°
TR 14 26.23+2.32° 6.23+1.12%
FAH 135.045 46.242
P1E <0.001 <0.001

o SRR R, P<0.05; 5 EERAEYL IR, "P<0.05,

2.6 LG FE AR I] K 5 850 s ko 75 R B 1 AH S Pk
hs-CRP , Hey 7K - 15 i 8 Jik £ 7 7 B ¥ 22 1F
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A K (P<0.05) , miR-124 .miR-210 5 hs-CRP, Hcy
KPS Bk Bk A AR R Y B A5G (P<0.05) .
N6,
Fo MFHEREIRSHKRERZERXHE
Table 6 Correlation among serum indexes and their

correlation with carotid stenosis

hs-CRP(mg/L) Hcy(mg/L) Fiah ks fE

EiEE

r PHE rE PHE rEH PHE
miR-124 —-0.370 0.003 —0.257 0.040 -0.348 <0.001
miR-210 -0.267 0.017 -0.331 0.008 —0.465 <0.001

PR AETRE 0464 0.001 0.789 <0.001

3 itig

S50 By Ik ks A R A0 BRE B 0 5 2 0 TR ki A AT
B UL R, S50 2 Jik i A AR 0 AR R B K iR R KL
S A K, WO 3 B0 kOBl 7 R R R AT VP AR o

REAA B 98 WoR ™, 78 i S sl ko 4 80
2 R B ik 25 T (ACS ) B e it e il 25 ep e
miRs VA EZ WA TUS EWir &Y . A0
FELE IR BN B 7E 4l R E LTS miR-124 .miR-210 3
KK TF IR A, UL HH miR-124 5 miR-210
A RE 5 3B kM 78 kAR DG o A i G D IR R g
J& , miR-124 W] A U8 BT 1284 1 (Bel-2  Bel-x1)
FEik, ek M2 A0/ e S5 40 i/ 5 0 A A L L
EER R e Y AN ! K K 20 ve N AR 7
I A i 463 405 A9 1 D, 7 e 22 i A B 9 v HL A TR
HAE ", 2 KT REAR, 10 BH A e 1t bR ™ B, 1T R
WA A 6. BEA A i oE R miR-124
S EAZAY TR SF IR g RNA & 45 JE R 36
IR G HEIR AR, FE A A 2R T BRI Y LI & A R
HAEEMAL . miR-210 &—Fp A E A 7, 1l
T AR RS R AR T A A A K, el AL AR i
BAECIRAS . — IS S g R, miR-210 W i
oG e ML LA BT A L 5 AR SR R e T R e . T
S kB 75 B A 40 M AR o Ak T i RS i
i miR-210 7K VAT A T8 i KPR A (B H 3™
il LR O 4 4 2 T R e e AR S A AR
A, miR-210 ZALE ST W T 1915 354 5%, KF [
%, R 2E 2 o ik B 2% 4 J . A 9 45 R 5 B A
FERRAT AR

Fe M I AR AR I R B ks A Ak BE B
B BRI . AW SE R R, P25 4 hs-CRP
Hey /K P FAEBRAE A . o b H R | hs-CRP

AR RYE R N bR B, v ROE Z M AMA R S, &
BRI A A T, A BUAEAR B F 240, 450 3 1L
N K N, 2 2 Bl Jok ok R A Ak B B () T 8, TE I
SIS . Hey J& TR LR —Fh, IEH 1550 A
BLAA P B8 KO- 341G, 1 24 Hey AR 5% B, 1l 5]
EALARE R I ZK AL, S EWUARNR B MR, {2 it
koK RERE AL BE BRI 1K ; Hey i A] i R 2R G &
AT A T AEAL B A AE IR BE AR &R T,
I 24 L 55 BB 0 Ay A A 240 L i 58 557 0 7 PR B A
M figt!, st — 20 s gh ks A 68 A, TE 1k 35 8l ik
e, WEAE IR 245 iF 55 U 5% hs-CRP  Hey 7K -4
o 5 A B B BB PR AE Y SE R 2P
WFFE UL HH miR-124 .miR-210 7] fEi i J44% hs-CRP
Hey fi& i 5 2l ik B 78 T2 1, $2 7 1 miR-124
miR-210 215 7K 1] B R ¥4k 250 8 ok 59 45 114 4 Bl
PEFEAR , WG IR ISY T R dE .

25 B R, miR-124 .miR-210 7] 62 5 #i 5 ik
B 1T B, He 3 38 7K P A6 D =% ] AR R EA R
O 5 G A5 B0 350 3 Dk pe 2 B )l B PR 8 A7 o

5% 3w
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2 PR O ILRE BB LT miRNA-21 2846 e He SN dE T
Ak

FHL A REA*

(# E] BB S0 arkoNEESE (AMD) £ 1075 N RNA-21 (miRNA-21) 284k K H 5 20 i 94
T F [P 2 B R A& 1§ -3 (Caspase-3) ] ¥ M M R AE B FAH S M PR 12175 S B (sTRAIL) ] 1
ToAHSG I F (sFas) JHYAROCHE . Foik AL BT RS IX N R B BE 2020 4F 4 7 £ 2022 4F 4 H 112 ]
AMI B EVE R I AL, MR8 e iR AR R BE 434 B S 4 (n=30) B (n=48) J = 4 (n=34) , BE I [F] 1Y
RERAIARRF 70 24V X BRZH o R SR 9 ' 12 2R G i B g 13 A AGH T 1ML 35 miRNA-21 /KT, il EK B 92
W B 7% 46000 11 75 Caspase-3 . STRAIL J sFas /K F-.  HE I 32 35 1L miRNA-21 Caspase-3 .sTRAIL &
sFas /K-, >k /] Pearson Z& 5043 #T miRNA-21 5 Caspase-3 . sTRAIL A sFas i AH 5% , 2k ] ROC fh £k 43
HT Il 7% miRNA-21 | Caspase-3 . sTRAIL J sFas X} AMI (32 Wi i {8 , 5k Fl Spearman Z %73 #7 miRNA-21
Caspase-3 . STRAIL } sFas 5 e g 28 2 B (0 AHOCME . 25 5R BFSE4H L7 miRNA-21 | Caspase-3 . sTRAIL
o sFas 7K -2 i3 F X R4, 22 S G it 2 L (P<0.05) ; Pearson A 5614 20 HF W7~ , AMI 35 1L 7
miRNA-21 ¥ 55 Caspase-3 .sSTRAIL ,sFas ‘& IE 415G (P<0.05) ; i ROC [H1£E AT %01, IfiL 7% miRNA-21 . Caspase-3 |
STRAIL % sFas I &2 i AMI ) AUC 2y 0.940, = F VU & B2 Wi 19 0.788.,0.749 ,0.775 ,0.756 (P<0.05) ;
4 1M ¥ miRNA-21 . Caspase-3 .sTRAIL % sFas 7K FAH HE : = SR>, 2 KR G # 0 X
(P<0.05) ; Spearman A M43 4T 7S , miRNA-21 |, Caspase-3 . STRAIL } sFas 34 5 72 [k 45 B2 B 5 1F AH ¢
(P<0.05) ., Z5i& miRNA-21 540008 T 4 175 AMI B 10035 A 52 s 220k, HLI4 55 0 ko 728 78 B8 AR ¢
U AW AMI S 155

[EgR]  AMONUETE; /N RNA-21; 4000 T 15 d ko 28 i

Changes of serum miRNA-21 and its correlation with apoptosis factors in acute myocardial
infarction

XU Zhenye, SUN Jie, CHENG Guojie*

(Department of Cardiology , Daxing District People’s Hospital, Beijing, China, 102600)

[ABSTRACT] Objective To analyze the changes of serum microRNA-21 (miRNA-21) and its corre-
lation with apoptosis factors [ cysteine proteinase-3 (caspase-3), soluble tumor necrosis factor-related apoptosis
-inducing ligand (STRAIL), soluble apoptosis-related factor (sFas) | in patients with acute myocardial infarc-
tion (AMI). Methods A total of 112 patients with AMI at Daxing District People’s Hospital, Beijing, were
enrolled as the study group between April 2020 and April 2022. Based on the severity of their coronary le-
sions, they were divided into three groups: single-vessel group (n=30), double-vessel group (n=48) and three-
vessel group (n=34). A total of 70 healthy individuals during the same period were enrolled as the control
group. The levels of serum miRNA -21 were measured using real -time fluorescence quantitative polymerase
chain reaction. The levels of serum caspase-3, STRAIL and sFas were measured using enzyme-linked immuno-

sorbent assay. The levels of serum miRNA-21, caspase-3, sTRAIL and sFas were compared among all partici-

AR B E AT AR EABE R R B (2020-3-7122)
YEH e T RSER AR E RS A, 67, 102600
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pants. The correlation between miRNA-21 and caspase-3, sTRAIL, and sFas was analyzed using Pearson coef-
ficient. The diagnostic value of serum miRNA-21, caspase-3, sTRAIL and sFas for AMI was determined using
ROC curves, and their correlation with the severity of coronary lesions was analyzed using the Spearman coeffi-
cient. Results The levels of serum miRNA-21, caspase-3, sTRAIL and sFas in the study group were higher
than those in the control group (P<0.05). Pearson correlation analysis showed that serum miRNA-21 was posi-
tively correlated with caspase-3, STRAIL and sFas (P<0.05). The ROC curve analysis showed that the AUC of
miRNA-21 combined with Caspase-3, sTRAIL and sFas in the diagnosis of AMI was 0.940, which was greater
than that of asingle indicator (0.788, 0.749, 0.775, 0.756, P<0.05). The levels of serum miRNA-21, caspase-3,
STRAIL and sFas were the highest in the three-vessel group, followed by the double-vessel group and the single-
vessel group (P<0.05). Spearman correlation analysis showed that miRNA-21, caspase-3, sTRAIL and sFas
were positively correlated with the severity of coronary lesions (P<0.05). Conclusion The expressions of se-

rum miRNA-21 and apoptosis factors are up regulated in patients with AMI. These expression levels are correlat-

ed with the severity of coronary lesions and are expected to serve as reference indicators for diagnosing AMI.
[KEY WORDS] AMI; miRNA-21; Apoptosis factor; Severity of coronary lesion

Z P 0 L #E SE (acute myocardial infarction,
AMI) 3 B2 TR Bl ik b 8 S At i A 2 B By .0
WIIRFE , J™ 835 5y e Az o R o T3 3 8 S R
PEOR Z0 550 108 F 08, g mse T KU RS
AT R ERR 0 R 48 bR X AMI . BRi2 7 IR 97
5 AR A B IR IR B & B, 1/ RNA
(MicroRNA , miRNA) 7E.0 U /0 3 38 S L
T Y 465 00 IR 95990 19 K AE R R il 35 B AR
&l AR AN, miRNA-21 16 AMI K I 5
Fik, ATRE A AMI FH 2 W U TE bR &Y
AMI &A= 33 i v il Sl i AN 502 15 | RS A8 A0 1 At
P, B SPE AP T 2R K A4 Ril-3 (cys-
teine proteinase-3, Caspase-3) . ] ¥ P4 953 SR 5E
FAH A PR 12175 S B AR (soluble tumor necrosis fac-
tor-related apoptosis-inducing ligand, sTRAIL) . A] %
P 98 1= #H 3¢ AL F (soluble apoptosis - related factor,
sFas ) /2 4 L 3 1770k # v i 55 2 |, Caspase-3 J&
TP T AT T sSTRAIL B A 1215 50
fig , AT $2 {5 Caspase M2 I/ T2 1% P£ '™ 5 sFas GE 5% 1A
Caspase /S BRI N, FEFE I =0 A
WFFEE L AI AMI S8 35 13 miRNA-21 Caspase-3 .
STRAIL J sFas 7KF-, 5347 DU AH G E L% AMI Y
W E , BTENIEIRIZE AMLER{ES %

1 AR

1.1 —Bgek

e HCAL 5T R 2 XN RS BE 2020 4F 4 H &
2022 4 4 H 112 ) AMI B EVENIFTEA . AL
e O R (RO U SE S W AR T He pE ) ' rh

AMIARIE ; QK12 ; QFER AT 18 % ; WA
HERBEBMERES ; ©@KMEABLITEI<12 h;
O@BEAETC O ETF AL o HEBR bR - O ik L H A5
Ik ZR 30000 7 5 QT B 3 il LI 5 At 0 Ik
Qe WILEE o0 IR A5 % LS 45 5 DI A1 D g
& 1) BE B 15 4 s QI 3 42 32 FL A AH SCIRIT &
@RGSR BE R A B e B . BRI
[F) HA it BRE (ARG 2 70 AAE X IR . ASHIFY 48 % B
R ot
1.2 Jrik
1.2.1 L35 miRNA-21 AR T R - 7K Pl

XA PR Y H WA T ABE Y H R 4R
23 JEF K I 5 mL, L4 3 500 t/min 250> 10 min (Z.0>
A2 10 em) J5 BUMIE FEA TR . >R Trizol 15
ST I VE HEAT B RNA I, 5030F 58 3 1 I 517
B S, SR FH S B 28 i e TR e o s I ks T i ¥
miRNA-21, W2 %&£ U6, miRNA-21 L7514 7
5.5 -TTTCTTGCCGTTCTGTAAGTG-3', F i3]
YIF 31 . 5’ -TGGATATGGATGGTCAGATGAA-3',
FW A - 95 CHAE 1 3 min, 95C25HE 35 s, 60°CIE
K 1 min, 72°CHEH 30 s, B LEMEIR 40 UK, K ] 244
T miRNA-21 35K 2k H] Caspase-3 i %
92 W ok 3] A (b Vg I AR P B 2 =) e i
1% Caspase-3 7K, 5% FH sTRATL B A 528 W Bkt
A& RSPy TRA R A F) KW g
STRAIL 7K -, >R H sFas Miff 5K G0 28 W B 2 34 50) &
(it B A A= B AT BN R A 1 77 sFas 7K.
1.2.2 bk An FE B P4

TFF 5 41 58 38 A7 S et R 2 ik o s Az 0 9 A%
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M5 58 R - 5 25 SR R, 2 Sl R sl ok el i =2
(LCX) \HIF¥ % (LAD) . £ £ T (LM) A7 iR gl ik
(RCA) AT —17 BEFH ZERR E =50% . MR8 76 ik 72
FEBE 43 MBS (n=30) UL 4 (n=48) & = F 4
(n=34) o 5728 I 45 B ek Jik s A it i 35 2 2% (G ik
O WUEEFEIZ W FITGY 748 1 ) 12 Wi
1.3 Seil2eork

K H SPSS 22.0 BAF AT ST 4 B, R BE
BER (2 £5) Fon, — 4L FL 84T B R Dy 2247
B, PO ZH (8] L3 AT ¢ K 3 5 SR H Pearson & %5053 #7
miRNA-21 55 Caspase-3 .sTRAIL & sFas it M ;
& H ROC [ £ 43 #7 1fil & miRNA-21 |, Caspase-3 .
STRAIL % sFas %t AMI fi2 Wi 4y & ; & F] Spear-
man Z B0 B A e . P<0.05 2% A Gt

2 HR

21 A RBORH

P LEL A ) A e R A e AR i
A E A B R L CH A =
S T P W B B R Il B PR A, 25 R TSR
AL (P>0.05), WK1,

F1 WAHA—MEABEER [(x£s),n(%)]
Table 1 Comparison of general data between the two groups
[(x£s),n(%)]

fiti s gy et P
(L) 56.87#8.46 57.73x9.11 0.648 0.518
el 00475 0.491

5 63(56.25)  43(61.43)

& 49(43.75)  27(38.57)
IR E AR (kg/m?) 22.93+1.54 22.671.69 1.067 0.287
Wz S s 36(32.14)  24(34.29)  0.090 0.765
gﬁ%{é?iﬁ;’m 2.61+0.51 2482057 1598 0.112
@%%Eiﬁjm 1.19+0.22  1.24+0.25 1.415 0.159
“H 9t =& (mmol/L.) 1.50+0.29  1.43+021 1.752 0.082
Je B [ i (mmol/L ) 4.07£0.76  3.89+0.69  1.610 0.109
R 12(10.71) 5(7.14) 0649 0421
e ML 21(18.75) 16(22.86) 0.449 0.503

2.2 PHALIMIE miRNA-21 BRI T F7KF Lok
W 5% 4H 1L % miRNA-21 , Caspase-3 . sTRAIL A

sFas /K275 FXF IR, 2 R A g it 2r i L (P<

0.05), W# 2,

2.3 IlL¥E miRNA-21 7K-F-5 408 T A 5 FO AR G
Pearson #1520 S 7 | IfiL7E miRNA-21 15

%2 WAME miRNA-21 RAMATEFKELLE (F+s)
Table 2 Comparison of serum miRNA-21 and apoptosis

factors between the two groups (x+s)

Caspase-3 sTRAIL sFas

Q =] 1 -
HH n miRNA-21 (pe/mL) (pg/mL) (pg/mL)

WEFE4L 112 0.79£0.18  30.52+7.38 765.47+160.69 352.14+75.06
XTREZE 70 0.37£0.09 16.85x4.12 376.45£52.36 153.85+43.79
i 18.143 14.170 24.456 20.059
PiH <0.001 <0.001 <0.001 <0.001

Caspase - 3 (r=0.639) | sTRAIL (r=0.751) . sFas (r=
0.728) £ 1EAHE(P<0.05)
2.4 IMYE miRNA-21 e 40 L8 T2 K F- 7K F- X AMI
2 W (E

i ROC fii £ ] 1, IfiL 7 miRNA-21 . Caspase-3 .
STRAIL J sFas I A2 B AMI ) AUC 24 0.940, 5
FIUE ML T (P<0.05), W3 K1,

&3 IMiE miRNA-21 RARVETEFKFX AMIFHSHETNME
Table 3 Diagnostic value of serum miRNA-21 and apoptosis
factors for AMI

os%cr i USRS L

(%) (%)
miRNA-21 0.788 0.721~0.845 0.47 7857 65.71 <0.001
Caspase-3  0.749 0.680~0.810 26.91 pg/mL 52.68 92.86 <0.001
STRAIL  0.775 0.707~0.833 491.03 pg/mL 60.71 84.29 <0.001
sFas  0.756 0.687~0.817 258.72 pg/mL 73.21 65.71 <0.001
MEBE 0.940 0.895~0.970 84.82 92.86 <0.001

Eir  AUC

100 [

—==""  _ miRNA-21

— Caspase-3

— STRAIL

--- sFas miRNA-21 ,Caspase-3 |
- STRAIL It 45 sFas

sof |

60| |

R (%)

40 Fi

20 {f

0 20 40 60 80 100
L5 BE (%)

1 ROC #%k
Figure 1 ROC curves

2.5  AMI A [a] e Jhk s A5 #8 B i85 109 miRNA-21
K A0 T R KT L

— 41 Il ¥ miRNA - 21 | Caspase -3, sTRAIL
sFas KM EG . = >R >, 2R WA 5
P L (P<0.05), W34,
2.6 I35 miRNA-21 5 40 L 8 T 5 56 ks
70 R A A O

Spearman #H 3 P 43 H1 . 78, miRNA-21 (r=
0.645) . Caspase-3 (r=0.691) . sTRAIL (r=0.768)
sFas 5 5 s 28 F i 52 1EAH G (P<0.05) 6
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F4  AMI AR EIKFEEE B E ME miRNA-21 K 20 A
BTEFAELE (x£s)
Table 4 Comparison of serum miRNA-21 and apoptosis
factors in AMI patients with different severity of coronary

lesions (x+s)

Caspase-3 sTRAIL sFas

ZH 5 i -
A% n miRNA-21 (pg/mL) (pg/mL) (pg/mL)

=X 21340.92+0.15" 37.61£5.24" 967.46+131.06° 439.49+51.34"

74148 0.80£0.12°  30.99+6.83° 798.85+152.77" 360.52+68.25"

BAF 2030 0.6320.11  21.73+4.02  483.14+81.36  239.73+57.29
FH 41.480 61.687 112.541 87.217
P{H <0.001 <0.001 <0.001 <0.001

T 5 S IBAR, *P<0.05 5 5 U4 UL, P<0.05.

3 e

R G N R S ER Ty = W e A |
AMI B AN BOR KRG I, B BUAE R fp ka4,
AMI H A R 28R Rl | HUS A ROREKE
SRR LU H M KA AT e 45 45 R 1
oL JE TR E AR . A2 K AMI A F
FHRERITHORE MR FER I, OREZSH
AMI % T BL, B BRI A2 Wi R (U 7
—EWIRIZ K AR2, 0] B AR AL SRR O WLz
PRV R B ™ AR S R R T e ik
SOE2 M AMI A 807 B R T Ak A, 5
0 2 P v, 70 H RO A 1 W 45 T A A )
BRI, R S 000 R 38 BT R & W
(A I3 “F 38 BR X AMTIZ T R Tl eicst HoAA 2
VXM=

miRNA & ] 17 1476 T 5L 8% 240 il o9 1 A 2 B
RNA, AT DL M A 4 o4k 308 AR il 72
I fit i i e AT #E B [N mRNA L35 S UL G, A
MM 4% mRNA §HiF i f, #WF98 & B, miRNA-21
50 ILEF S AL ALe WUIR S B & A fF e B R, A3 28
T Ay o I 9 90 B U R AR A P R L
7N , miRNA-21 TF U JJE 57 fip B S 338 fim isf 2 o R 3R 5K
A, miRNA-21 35 3% 35 5 £ 4 A 3k DR AR PP A 905
YERD, vl inbiecs BLAn i £F ek 72 I R 5T
KB, miRNA-21 TE365.009 £ A1 8] il v 52 i 4235
H 3R 357K 5 ek 2 kows 28 #8 B 5 E AR T
AMI & A 5, HLAR Bl 40 Bl ol AN 2> e iE 4R A P 3
R, 51 S8 A0 L 38 2 17, 38 2 98 40 e o 1 ok
N, FEANME I T3 B2 v, Caspase-3 . sSTRAIL &
sFas & #4 #5 FELA/EH , Caspase-3 J& 21 i I/ T-F2 )7
B AT/ T, sSTRAIL K sFas 3@ T ifgi R 3E K 1

BTG

AW 5T 45 R HE 7R miRNA - 21, Caspase - 3,
STRAIL J% sFas 5 AMI &4 K. G B 5y .
miRNA-21 BE 5% W 5 IR B0 Jok ok 4 s Ak ik 2, %k R
PR il S 9 0 s 1 EL A AR, AT 5 ) B Bk
FaE Mk, n = 9 1 F J ; Caspase-3 fig i i {2 iF
DNA XK Wy 24 55 F2 , 52 0O JUL 240 JfL 0 12, 2 i
AMI &A= sSTRAIL 1] 38 i 25 5 I A2 A3 3 Cas-
pase Ui PE, NS SO LN B 05 7=, I B8 AMI Ji 1
HJi€ 5 Fas U7 3 38 7K 738 -5 30y e 4R 20 ik i 457
T LA B R T2 5 RS B B 24 Y 32 A
R M ML sFas 7K F-BE )2 Bt Fas Bt )7 335 7KF,
AT 3k 3kE Fas/FasL 01 09 40 L 0R 1=, 5 1 40 Jifd 3
B S8 TP A A IR, DT BB ok o R A AL
S8 AMI. #F— 20 1 A0 O 73 B 2 7R miRNA-21
5 AR TR oK 56 R BT, HED miRNA-21 %
AMI ) 7E AL 7T 62 5 240 M 0 1o ok A G
ROC Ml £k 43 B % B4 73~ Wi DR 107 %5 D10 W 00 i, 3
miRNA-21 | Caspase-3 , STRAIL }% sFas /K748 1k ,
K2 W AMIL . A58 25 L 58 B Il %5 miRNA-21
Caspase-3.STRAIL } sFas /K-F5 AMI £ & 7 ki
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Clinical significance of PAI-1 and FV gene polymorphisms and venous thrombosis

CHEN Chen', LIU Yanmei', ZENG Wenxi*, CHENG Bin', ZHOU Meifang', YIN Weiguo'*

(1. Department of Laboratory Medicine, Center for Molecular Diagnostics, Affiliated Qingyuan Hospital,
Guangzhou Medical University, Qingyuan People’s Hospital, Qingyuan, Guangdong, China, 511518; 2. De-
partment of Laboratory Medicine, Qingcheng District People’s Hospital of Qingyuan City, Qingyuan, Guang-
dong, China, 511500)

[ABSTRACT] Objective To develop a new technology for detecting the gene polymorphism and ex-
pression levels of venous thrombosis-related gene plasminogen activator inhibitor-1 (PAI-1) and coagulation
factor V (FV) loci, and to analyze the distribution of gene frequencied in the Qingyuan area and provide guid-
ance for the clinical drug treatment of venous thrombosis. Methods DNA was extracted from 2281 patients
who underwent venous thrombosis gene testing at Qingyuan People’s Hospital from April 2020 to August
2021. Digital fluorescence molecular hybridization was used to detect the polymorphisms of venous thrombosis-
related genes PAI-1 and FV. Sanger sequencing was performed for verification. Big data analysis was conduct-
ed at our hospital to determine the frequency of genotype distribution in the patient population. This analysis al-
so assessed the risk of venous thrombosis in males, females, and patients with heart, cerebrovascular disease
and cancer, with or without venous thrombosis genotype mutation. The findings of this analysis will guide the
selection of antithrombotic drug types and concentrations. Results The results of digital fluorescence molecu-
lar hybridization and Sanger sequencing were completely consistent (100% ). The big data analysis revealed
that the PAI-1 gene in the population of this region exhibited polymorphism with frequencies of 19.33% ,
50.33% , 30.34% . However, the FV genotype mutation was rare, with the majority being wild homozygous
(99.91% ). The genotype frequency and allele frequency of PAI-1 and FV loci differed between males and fe-

males, but these differences were not statistically significant in patients with heart, cerebrovascular diseases
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and tumors (P>0.05). Furthermore, there was no significant correlation found between PAI-1 gene polymor-

phism and disease progression. Conclusion The detection of PAI-I is of great clinical significance for the ap-

plication of drugs for venous thrombosis. By assessing the genotype of venous thrombosis, patients can be eval-

uated for the high and low risk of drug use, enabling precise individual treatment. Importantly, its polymor-

phism is not associated with other diseases and gender.

[KEY WORDS] PAI-1; Venous thrombosis; Genotype ; Digital Fluorescent Molecular Hybridization
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S4 4G5G 4G5G GG GG g ‘
S5 5G5G 565G GG GG FPELL 1425 1424(99.93) 1(0.07) 0(0) 2849(99.96) 1(0.04)
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ML (g/L) 119.70+28.39 110.10+29.25 106.00+28.32 12.200 <0.05

ifi /N (10°71) 238.00+£91.52 256.20+131.80 226.00+106.30 3.550 <0.05
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T AR 40 BB 10 35 A ] (R ) 31.63+15.18 29.93+8.16 29.01+4.51 2.816 >0.05
Y M (g/L) 3.83+2.19 4.75+1.82 4.03+1.73 20.470 <0.05
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1.18+1.41 0.586 >0.05  0.87+0.40 1.06+0.32 1.511 >0.05
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TCAGIE A (n=43 ) IESALA (n=67) o T LB AY 175 SOST \ALP /K-F- K TyG 85022 5, /A i B 5wk a0 fik
5 0 Py o 7 i DR 3R BOKT SRE R 20 KB A 1 T AN S ARG . S5 R F54L41iY SOST ALP /K- . TyG 48
B T ICE b4 (1=7.438 .4.012.4.279, P<0.05) . Spearman 7347 b7 , 13 SOST . ALP /K- & TyG 154 5
A5 1 IR B AT R AR B IR Ak & 2 E 5 TE A 55 (,=0.584.,0.356 0,351, P<0.001) . Logistic /347 s , Ifil
185 SOST \ALP /K- S TyG H6 85 AR W bR 2 4R VB2 A 58 25 e bR 0 kS b A R 1 ST fs s R 36
(P<0.05) . ROC 4 /R, I3 SOST . ALP /K- K TyG FE A Filim 43 i 3805 A 8 3 bR st ks 4k
HIRLRE S, FO 2k T AL (AUC) 2y 0922, 4518 IM¥E SOST . ALP /K F- & TyG F8 05 4 R5 2k i & A
SR AR BN IR EG 25 IAH G , HARA X AEHFIE BG83 e AR SN IS AL AT R A i AN A

[EEER] v SRR R A — It H A A R A AR REE M RGE T ; ek 2h ks 1k

Predictive value of serum SOST, ALP and TyG index on coronary artery calcification in
maintenance hemodialysis patients

CUI Li*, SHI Guangcai, SU Chao, WANG Gang, SHI Baoyan

(Department of Nephrology , Maternal and Child Health Hospital of Hefei, Hefei, China, 230011)

[ABSTRACT] Objective To investigate the predictive value of serum levels of osteosclerosis protein
(SOST), alkaline phosphatase (ALP) and triglyceride glucose (TyG) on coronary artery calcification in main-
tenance hemodialysis patients. Methods A total of 110 maintenance hemodialysis patients admitted to our
hospital from December 2021 to February 2023 were selected as the study subjects. They were divided into two
groups: one group without calcification (n=43) and and one group with calcification (n=67) , based on their
coronary artery calcification scores. The differences in serum SOST, ALP and TyG index between the two
groups were compared to analyze the independent factors that influence patients with coronary artery calcifica-
tion as well as the predictive value and correlation of coronary artery calcification. Results The levels of
SOST, ALP and TyG index in the calcification group were higher than those in the non-calcification group (7=
7.438, 4.012, 4.279, P<0.05). Spearman analysis showed a positive correlation between serum SOST, ALP
and TyG index and coronary artery calcification in maintenance hemodialysis patients (r=0.584, 0.356,
0.351, P<0.001). Logistic analysis revealed that serum SOST and ALP levels, TyG index, age and diabetes
mellitus were independent risk factors for poor coronary artery calcification in maintenance hemodialysis pa-
tients (P<0.05). The ROC curve demnostrated that the combination of serum SOST, ALP and TyG index was
more effective in predicting coronary artery calcification in maintenance hemodialysis patients , with an area un-

der the curve (AUC) of 0.922. Conclusion Serum levels of SOST, ALP and TyG index are closely associat-
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ed with coronary artery calcification in patients undergoing maintenance hemodialysis. Furthermore, their ex-

pression demonstrates a reliable predictive value for coronary artery calcification in thses patients.
[KEY WORDS] SOST; ALP; TyG; Maintenance hemodialysis ; Coronary artery calcification

Ak 7P LI 37 BT s 2R S0 B T i 1) T
FARYT B, 6 E R AR i DL AR i R
A7 HAT B R L IR B kS A 2 oK R
Ot TR U 7 3 v O IUIE D B WLASE B
(XU o 1L 7 1 A 1k 2 1 (Sclerostin, SOST) 1N
HRERE R 22—, )2 AEE T Sl ks A AL B
b e Bl kok RERE A0 DL RGRE VS Ak rhn] e A 5
YER™ ., B W52 B4 (alkaline phosphatase, ALP) J&
— 2 RE 0% o fif 2 11 5T LA B A% TR b il R AR 1Y ] T
By, 2 NARFFAE B8 S8z, =
Mok H ¥ 8 2% B (triglyceride glucose, TyG) 7€ 145
BNE Ry —Flor B Y JBE 5 RICHUICE AR R, 5 b
PR e M DA S i i S8 A O, 23 38 m 2 bk ks
FERE L g LR , AT AR 32E TE B et Bk &5 4k o AR
fff 5% 38 3 43 #r 1M % SOST . ALP 7K - J TyG $5 %4
Xof R e 100 VR 3% A R A AR Bl DK A YOG &R L IR
TP HGT 11090325 S8 5 et AR 3 Dk A A e A DRV 1)
DR, 5 784 i R By v e Jok 85 1k 4 Bt L % o

1 AHESHE

1.1 — sk

PEFE 2021 4F 12 A 2 2023 4E 2 A TA AR 140
PR A B K12 19 110 191 2k 5 1 10 9 325 A K8 1 S it
XS F 59 6, 2 51 4] AF -1 (57.34+10.13)
BT 1 (4.8621.66)4F . A8 ARRUE : QBT
HE]>6 > H , 2~3 W/ L 4 /IR ; Qi PRGERHE 8
Q=18 % . HEBRARE : 7R 3 B FEHr AR 56k
Wk BAEAAR G5 5 QA EMEME G A
By A s O DI RE ™ E AT O E
FARE ; ORMAEERHE ;@i 1A kA2
O MR, A B E 1T 64 HEZE CT K5 4r, i
AR B WIS Bl AT 5 U HRRR A s S AR I A AR B el
ARBNWKEG AR 34 835 3 R s A2 GRER Bl Ik s Ak
BUr=10 43, n=67) M TCE5 4L 41 (R 20 ik a5 16 72
53<10 43 ,n=43)"" . AR EARGACIEZ: 23t
i, ZIRE R E O FAERE .
1.2 Fik
121 —RFERMIAE

WA BRI RO B AR B TS T

S (iR U WE B ) IR A BT 4 e 5
1.2.2  [LFARIRIER

WA FR A 23 IE DK I 5 mL, B 3 000 r/min [
B, 12 em B4R B0 10 min, M LT . RAH
AR Z AT TBA-2000FR Az A6 43 B SO ) A6z 0]
&3 fH [ i (Total cholesterol, TC) | H il = Fg (Tri-
glyce ride, TG) K% [ /i 25 1 (Low density lipopro-
tein cholesterol, LDL-C) . /=% J& 5 & I (High densi-
ty lipoprotein cholesterol, HDL-C) | i {4: % 2 i . IfiL
JUUF PR 2R A T AL D 2R L 10 B8 35 IR R T BR
T KT/V, R MAGLUMI 4000 4 F 34k 2% %
Ot B 9% 43 BT AR T 25 F2 42k 3 D R & B
AutoLumoA2000Plus 4= [ 8l fb. 2% & S0 % {30k ]
FHOLR 2% IR 8 2% (Parathyroid hormone , PTH) . SOST
S JFH T B 50, 5 W8 6 A N, 45847 D) & U B
e RS B SUR A YR A R A
1.2.3 TyG FBlHR%EL

TyG 88 5 A R« TyG 45 $i=
[ TG (mg/dl)XFBG (mg/mL)/2 ],
1.3 GiiteEhbs

K I SPSS 21.0 ¢ i+ 51 1 X £ i 247 3 #r
K (2 xs) R THE GO, AT o K50 5 THECROREH]
n (%) 43 , 2 I6] LEAAT RS . AH OGP 20 Ak A
Spearman % ; 2 K 73 87 >k JH Logistic [l 19 ; 5%
ROC i £& PFA4 1ML 7 SOST . ALP /K & TyG 15 %1
T 2 A 10V 3 T KR SRE AR 2l Ik S A I A4 1
PL P<0.05 A 22 A GE i 8 X

2 FHR

2.1 PIZHIMTE SOST  ALP /K & TyG $5%k [t 4%

B AL ZH (4 17 SOST . ALP 7K K TyG #6505
A3 P B AT R AR S KSR X R R T
A, 2R BASITEE X (P<0.05), WK1,
2.2 |IfiL¥E SOST ., ALP /K -} TyG +8 445 4k R 4
I YRZ T R85 R ) ks fh 1) 56 R

AHSEPE A BT 45 SR B, 1% SOST (r=0.584) |
ALP(r=0.356) 7K} TyG H8 51 (r=0.351) /K- 5 4
RV 109 BT 8 e R Bl RS T R TE A G
(P 14<0.001) .



DTeW SRS 2024462 1 164

ol T Mol Diagn Ther, February 2024, Vol. 16

No. 2 © 241 -

F1 FARMESOST.ALP /KR TyG fEEILLE: (x+s)
Table 1 Comparison of serum SOST and ALP levels and

TyG index between the two groups (x =s)

213 n SOST(ng/LL)  ALP(U/L)  TyGi5%
5402 67 39.5749.29  115.01£22.07  8.60+0.47
pRaT | 43 26.65£8.22  97.94+21.30  8.24+0.36
18 7.438 4.012 4.279
P{H <0.001 <0.001 <0.001
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Table 2  Single-factor analysis of coronary artery calcification

in maintenance hemodialysis patients [n(% ), (x+s) |
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LDL-C (mmol/L) 2.12+0.63 2.23+0.59 0.916 0.362
HDL-C (mmol/L) 1.07+0.44 1.13£0.57  0.621 0.536

®3 FMAERENREREEZRIEKBUHESEER
Logistic [E 343> #f7

Table 3 Logistic regression analysis of multiple factors

influencing coronary artery calcification in maintenance

hemodialysis patients

MXHZ  WME B SEM %f OR(95% CDfli P
SOST

0.253 0.05918.388 1.288(1.147~1.446) <0.001

ALP 0.065 0.01813.040 1.067(1.030~1.105) <0.001
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25 R4EEE D -0.2630.172 2.338 1.301(0.929~1822) 0.126
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Table 4 ROC curve evaluated the diagnostic value of serum
SOST, ALP and TyG index in coronary artery calcification

in maintenance hemodialysis patients
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Application of sFIt - 1, PLGF and PAPP - A in clinical diagnosis and prognosis of

preeclampsia
SONG Fengli*, MA Lili, HE Xiaogian
(Department of Obstetrics and Gynecology , Beijing Daxing People’s Hospital , Beijing, China, 102600 )

[ABSTRACT] Objective To explore the application effect of soluble FMS - like tyrosine kinase 1
(sFlt - 1), placental growth factor (PLGF) and pregnancy associated plasma protein-A (PAPP-A) in the clini-
cal diagnosis and prognosis of preeclampsia. Methods A total of 151 pregnant women with preeclampsia ad-
mitted to Beijing Daxing District People’s Hospital from June 2021 to January 2023 were selected as the obser-
vation group, and 149 pregnant women who underwent pregnancy examination and had normal results during
the same period were selected as the control group. The levels of sFlt-1, PLGF and PAPP-A were compared be-
tween the two groups; according to the severity of pre eclampsia, pregnant women were divided into the mild
pre eclampsia group and the severe pre eclampsia group, and the levels of sFlt-1, PLGF and PAPP-A of preg-
nant women with different severity of preeclampsia were compared. The general data of different pregnancy
outcomes, the changes of serum sFlt-1, PLGF and PAPP-A were compared in the observation group. Multivar-
iate binary logistic regression equation was included to analyze the risk factors that affects the prognosis of pre-
eclampsia. Results Serum PLGF and PAPP-A levels in the observation group were lower than those in the

control group, and sFlt-1 levels were higher than those in the control group, with statistical significance (P<
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0.05). There were 95 cases in the mild pre eclampsia group and 56 cases in the severe eclampsia group, the

PLGF and PAPP-A levels in the severe pre eclampsia group were lower than those in the mild pre eclampsia

group, and sFlt-1 levels in the severe pre eclampsia group were higher than those in the mild pre eclampsia

group, with statistical significance (P<0.05). There were 117 cases in the normal pregnancy group and 34 cas-

es in the adverse pregnancy group, and there were statistically significant differences in the history of diabe-

tes, hypertension, sFlt-1, PLGF and PAPP-A between the two groups (P<0.05) , while there were no statisti-

cally significant differences in age, BMI and gestational age between the two groups (P>0.05). Logistic re-

sults showed that the history of diabetes, history of hypertension, increase of sFlt-1 level, decrease of PAPP-

A level and decrease of PLGF level were risk factors affecting the prognosis of preeclampsia patients (P<

0.05). Conclusion The expression of sFlt-1, PLGF and PAPP-A in the serum of pregnant women with pre-

eclampsia is abnormal. These three markers can be used for the early diagnosis of preeclampsia.
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Relationship between serum YKL -40, IL-33, copeptin levels and prognosis of patients
with acute myocardial infarction

FENG Jianshuang*, WANG Qingsheng, TAN Qiang, BI Xile

(Department of Cardiovascular Medicine, Ward 4, CCU, The First Hospital of Qinhuangdao, Haigang
District, Qinhuangdao, Hebei, China, 066000 )

[ABSTRACT] Objective To investigate the relationship between the levels of serum chitinase
protein (YKL-40) , interleukin-33 (IL-33), and copeptin and the prognosis of patients with acute myocardial
infarction (AMI). Methods A total of 200 patients with acute myocardial infarction admitted to the Intensive
Care Unit (CCU) of the Cardiology Department at the First Hospital of Qinhuangdao City from September
2020 to March 2021 were selected as the study subjects. They were divided into two groups based on their
prognosis: a good prognosis group and a poor prognosis group, depending on whether they experienced
cardiovascular adverse events. The serum levels of YKL-40, IL-33 and copeptin between the two groups was
measured and compared. Spearman correlation analysis was used to analyze the relationship between serum
YKL-40, IL-33 and copeptin levels and the prognosis of patients with acute myocardial infarction. Multivariate
logistic regression was used to analyze the independent influencing factors of poor prognosis in patients with
acute myocardial infarction, and the receiver operating characteristic curve (ROC) was drawn to evaluate the
predictive value of serum YKL -40, IL-33 and copeptin levels for poor prognosis in patients with acute

myocardial infarction. Results The serum levels of YKL-40, IL-33 and copeptin in the group with a good
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prognosis were lower than those in the group with a poor prognosis group, and the differences were

statistically significant (#=7.788, 5.415, 4.534, P<0.05). Spearman correlation analysis showed a positive

correlation between serum YKL-40, IL-33 and copeptin levels and poor prognosis in patients with myocardial

infarction (r=0.450, 0.340, 0.274, P<0.001). Logistic multivariate regression analysis revealed that age,

hypertension, YKL-40, IL-33 and copeptin overexpression were independent risk factors for poor prognosis in

patients with acute myocardial infarction (P<0.05). The ROC curve demonstrated that the combined effect of

serum YKIL-40, IL-33 and copeptin was more effective in predicting the adverse prognosis of acute myocardial

infarction. The area under the curve (AUC) for serum YKL -40, IL-33 and copeptin was 0.872 with a

sensitivity of 79.0 % and specificity of 81.9%. Conclusion Serum levels of YKL-40, IL-33 and copeptin are

closely associated with the poor prognosis of patients with acute myocardial infarction. Their expressions have

a significant predictive value for the prognosis of acute myocardial infarction.
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prognosis of patients with acute myocardial infarction

Logistic regression analysis of influence on
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YKL-40 0.051 0.025 4.161 1.052(1.002~1.052)0.041
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Copeptin 0.075 0.033 5.165 1.078(1.010~1.150) 0.023

£4  IniE YKL-40.1L-33 . copeptin 3t & 140 ALAEFE 2 3%
FREARRBISEHNE

Table 4 Evaluate the diagnostic value of serum YKL-40,

IL-33 and copeptin for poor prognosis in patients with acute

myocardial infarction

~ EOR:
ity I A %;;%z TRURRE 553 AUC
YKL-40(ng/L) 103.7250.567 0.661 0.906 0.781 0.699~0.863
IL-33(ng/L)  422.14 0.355 0.435 0.920 0.712 0.634~0.791
Copeptin(pg/mL) 69.535 0.312 0.645 0.667 0.671 0.584~0.758
i Rl 0.609 0.790 0.819 0.872 0.816~0.929

95% CI




© 250 - NTEW SR ARG 202442 A

e 2 I Mol Diagn Ther, February 2024, Vol. 16 No. 2

1.0

= YKL-40(ng/L)
0.8 - IL-33(ng/L)
- Copeptin(pg/mL)
% 0.6 — HiER
% —BEs
F ooy .

0241

0 02 04 06 08 10
1-HESAE

E1 mimE

Figure 1 Predictive value

B Jei Sy A M IR Vi G5 0 PR A A, B T
BEARFRE, 5 SRR ERT ", Hik
TR BB IO A R RS, R AT T,
A R TS I G

ABE G 45 R 5 2 A R 0 5T 3R B I s
YKL-40 7K-Rifi 4 2O IV BE 8 3 1) ek Jok e 7 i
JEPEA> T T, B YKL-40 2 5 1 Z2d 0l
FEHE ()9 B B R, FLIZWFSE R, L3S YKL-40
FEWM 1 4F P & A0 I BN B FH AR AUC N
0.774, SAMFFEHY 0.781 L . 1L-33 1 Ry —Fh it
KA T, Be A% i 5 A2 1k ST2 45 5 3G A
22 5y S5 05 1 B IR LA B S R - kb,
FE75 5 Th2 40 A 7 R, AT 348 56 40 i 1) 4% i
FRE o LA P A SN 1 R B {45 IL-33/
ST2 i {30 |, IL-33 7E IE S B3R GA , Il
PRT DAAE 3 A6 TL-33 4 7K S5 2t 0 JULAE BE 12
H TG BT TN 10, BRVS TS SRR ST R
B, BRI copeptin 7K V-5 20t O WAL 28 45 1
e PR T 308 35 4 O, EL T30 e 0 ULARE B8 £
KA R A R B R FHR AUC 28 0.765, 1t
W TN (B A s, A R 45 R AH L

AN, Z A& Logistic [8] 94387 25 18 WR | 4
4 LA L YKL-40 IL-33 . Copeptin i1 B 61k & 4
PR B 2R 38 TS AN RS e N %, T g
1T IS YKL-4 J2 F T 0 200 i R v A 440 e
Ry RS A R Bt DU O =9 S =
RE A% S O IR BE 1) 9 i L B ™ SRR o 0
WU BE J5 f8 5 1 B0 LR I, S B4 2 AR 40
R AL o — 2 W fa , Bl T £
() RAEN T, FEHUATUG AR . T IL-33 17+
BN E T T, S EOL E =LA
53 WA 32 BN SE ) o ZEMGAE S A FSE SR T TIL-33 1Y
T B e TR s St O WA AT FB 3 TS N R 1) JXURS: A
T, GAMFEE R —5. M copeptin { ) £ Fl &
PRI UG LE bR B, 8 T —Fh sl 2 N

SR IELAR  BEME TR — i FEE I R Il i B0 g 2E DA
SO NEDRE R 5 o

25 Pk, 17 YKL-40,IL-33 , copeptin 7K *F-
5 20RO WIBE S 835 15 25 UIAE G, ml AR 2 Ty
S WU AL B A RS U bR, EEXT I
IRAERE PRI ZR RS R SR B X P, DAl R
0= B A i i

S % 3k

[1]  Kapur NK, Thayer KL, Zweck E. Cardiogenic Shock in the
Setting of Acute Myocardial Infarction [J]. Method Debak
Cardiov J, 2020,16(1):16-21.

(2] ®rVUIE . %% miR-124 ,miR-182 ., F 7% i B 2 11 -40 16 2k
Hi A AE £ 35 v Y Rk T R S TR AR DG PE [T ], g s
ZEWESE, 2021,30(16) : 3040-3042.

[3] Chen Z, Luo J, LiJ, et al. Interleukin-33 Promotes Sero-
tonin Release from Enterochromaffin Cells for Intestinal Ho-
meostasis[ J ]. Immunity, 2021,54(1):151-163+e6.

(4] FAEBD, ERE, EHON, A 05 FURE X 200 IR SE
ST IRV A 8 157 AR (). o 0 JOE G 2 2%
i, 2023,23(1):5150-5155.

[5] SR, T30k, SR B0 T 38R O IRE /9 5 TS Rk
Rtk A BT T ] P EEE T, 2022,57(7) :742-745.

(6] rABEEZ 200 AT 5r 2% , AR O A0S 2% i S 4 22 IR
3. 2Tk ST Bedfm B0 IUEE BB 12 1 FLYA 97 48 m (2019)
[T]. hARL AR 2455, 2019(10) : 766-783.

(7] ZREWE, WG, R4 i3 YKL-40 IL-33 & MPV/PC
5509 PCIA R BUS BAR S [T ], 0 F 2 W 5i6Y7
Fik, 2022,14(7) :1133-1136+1140.

(8] S, AW, M, % 1810 ) 3l B4 M35 BNP .,
Copeptin K F5 RN RA S H UM LRIT] WK EES
I A, 2023,20(10) : 1447-1450.

(9] BHIE, /K AR, 55 20RO IURESE 8 35 T A 7 R e S
RNZRATI]. R BEE, 2023,49(1) : 108-111.

[10] Z=uk, TOKED, 84, 46 . Atk.C UREZE B4 PCTAR S i
4% vaspin , periostin 5 Lp-PLA_2 7K - X AS K0 1L 45 =4 1)
AN ELT ] T AR BE %, 2023,44.(4) :494-498.

[11]  ZE3E B fE, BKIE, % . STEMI &4 PCI ARG & A B &=
AN RO I SO B BN AR T A g (7). OBk, 2023,
35(5):557-562.

[11]  ZE%k, iFE% . L YKL-40 . CCL18 Al hs-cTnT Fl & .0
JUUAE BE £ 25 0 M 45 AN RS B9 PR AR (L (). I R 25 3
2020,35(3) :211-215.

[13] Yu LW, Hsiao EY. IL-33 Changes Our “Gut Feelings” about
Serotonin[ J ]. Immunity, 2021,54(1):9-11.

[14] PRV, WA, 22 AR 45 0 PR 78 2vk.O LR SE
T PEAS R R A E D). o AR A 2R, 2021, 41
(24) :5485-5488.

(151 Z=ms, B assn . mis A KN -3 . Adin R-33 54
PO WU E 835 A ATRYT BUS B AH S (1], 70 e B 2% i
7%, 2022,31(21) : 3895-3899.



BNTEW STl 20244E2 4 %5164 524 T Mol Diagn Ther, February 2024, Vol. 16  No. 2 - 251 -

ANE I T 6 24 . IL-4 Je a4 CXCL13 {Efe
BRI IS 4l =@

A Ak TR

[(# ZE] BH SVr/MNEIM TR . AN -4 (TIL-4) Bt b F CXC e ik 13 (CXCL13) K
K I AE #h 2 MG RE R E P R IG R & L. 3% BRI 2020 4F 9 J & 2023 4F 1 101 K2 A6 14 BE B A 19
188 A 27 F VR R T % 4, H A A 36 02 491 1t 775 [ 22 B3 (I T [ 20) 2 126 B 2t e 3 (fh
MERELL) (ALHG TCAEIR AL 31 4], 55300 58 3], Wt 37 ) o 53 e ) iR 30 T A B 1192 RVAR G 32 11 1E 5 fekt
R (W IRZ1) 80 44 o LA [ NHE T BEAS [R5 175 R B A0 3 A I T 9k B 400 8 L IL-4 J2 fE PRl F- CXCL13
Ko RS2 E TAERRE (ROC) il 28 40 M Z1 JE Il T 96k B 40 (T4 B2 44 Ak K7+ CXCL13 B A A6 et
IR SIS W, &R CDA" .CDAY/CDS8™H : ¥ Z M5 4 <MLV [8] 2 4 <X R4, 22 %A
Bt L (P<0.05) o IL-4CXCL13 /KT : Pl 22 A 35 41 > 1l 375 [ 78 41 >3 B A, 28 /e A e T2 2 L (p<
0.05), CD4" ,CD4'/CD8"{i : B4 < AL <TCHEAR AL, 25 57 A Ge i 2% 5 L (P<0.05) . IL-4 .CXCL13 /K
S W A A > R 2 > TCHEIR A, 22 A Bii TR X (P<0.05) . ROC 23041 8755, A1 JE Il T ik B2 40 TL-4 K%
FAE IR T CXCL13 BeA K R A50% K 89.68% , 5 5% 4 91.11%, AUC=0.862(95% CI:0.806-0.933) , #4755
T =B hR A — A (P<0.05) . £518  AMEIL T R ELA0 I TL-4 R A 401K 7 CXCL13 /K748 b 5 2 Mg
BEINE BV R, = B WA R I B X b 2 A B (0 R IR B W B T R R R SR, TR M
BRI 11 R PR R R HR 2 L HAA S i B T A (L

[k8EiE] SMEIM T W EAIAE ; 1IL-4; L7 CXCL13; #&id

The significance of detecting peripheral blood T lymphocytes, IL-4 and chemokine CXCL13
in patients with neurosyphilis

PENG Chao', LIN Yang®, HE Li**

(1. Department of Neurology, West China Hospital of Sichuan University/Chengdu Shangjinnanfu Hospital ,
Chengdu, China, 610041; 2. Department of Neurology, Shangjin Nanfu Hospital, Chengdu, China, 611730;
3. Department of Neurology, West China Hospital of Sichuan University, Chengdu, China, 610041)

[ABSTRACT] Objective To analyze the clinical significance of peripheral blood T lymphocyte, in-
terleukin-4 (IL-4) and chemokine CXC ligand 13 (CXCL13) levels in patients with neurosyphilis. Methods
One hundred and eighty-eight patients with syphilis were admitted to West China Hospital of Sichuan Universi-
ty from September 2020 to January 2023. The study included 62 patients who were serofixed (serofixed group)
and 126 patients with neurosyphilis (neurosyphilis group ), which consisted of 31 cases of asymptomatic type,
58 cases of early stage and 37 cases of late stage. Additionally, 80 normal healthy individuals (control group)
who received outpatient and physical examinations at our hospital during the same period were selected. The
levels of peripheral blood T lymphocytes, IL-4 and chemical factor CXCL13 were compared among different
groups of people and patients with different degrees of syphilis. The Receiver operating characteristic (ROC )
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curve was used to analyze the diagnostic value of the combined detection of peripheral blood T lymphocytes,
IL-4 and chemokine CXCL13 in the identification of early neurosyphilis. Results CD4" and CD4"/CD8" val-
ues: neurosyphilis group <serofixation group <control group, the difference was statistically significant (P<0.05).
IL-4 and CXCL13 levels: neurosyphilis group >serum-fixed group >control group, the difference was statisti-
cally significant (P<0.05). CD4" and CD4*/CD8" values: late group <early group <asymptomatic group, the
difference was statistically significant (P<0.05). IL-4 and CXCL13 levels: late group >early group >asymptom-
atic group, the difference was statistically significant (P<0.05). The ROC analysis showed that the combined
detection of peripheral blood T lymphocytes, IL-4 and CXCL13 had a sensitivity and specificity of 89.68% ,
91.11% , with an AUC of 0.862 (95% CI: 0.806-0.933). This was higher than the single examination of pe-
ripheral blood T lymphocytes, IL-4 and chemokine CXCL13, as well as higher than the three-indicator single
test (P<0.05). Conclusion The changes in T lymphocytes, IL-4 and CXCL13 levels in peripheral blood are
closely related to the progression of neurosyphilis in patients. The combined detection of these three factors has

better sensitivity and specificity for early identification and diagnosis of neurosyphilis. It has greater application

value in assessing the prognosis of neurosyphilis and providingclinical guidance.
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P 0.083 <0.001 0.203 <0.001

5T R L3, “P<0.05 5 5 I3 [ 41 LU, P<0.05

AR HE IL-4 St R CXCL13 7K
IL-4 ,CXCL13 7K fift 28 At 73 21 > LI [ 2 4
SN, Z 7 A G E X (P<0.05) ., W3k 2,
T2 AEABILARBUEF CXCLI3KFLEE (x+s)
Table 2 Comparison of IL-4 and CXCLI13 levels in different

populations (x+s)

2.2

45 n IL-4(ng/L) CXCL13(pg/mL)
Xif 4 80 38.54+5.87 35.87+4.51
ML 375 [ 72 21 62 127.6426.22° 132.08+5.14°
[UEZY st 126 144.31+6.81° 152.21+5.47"
FAE 7387.97 13180.37
P1H <0.001 <0.001

U 5% R R, P<0.05 ;15 1L [ 52 41 K, P<0.05

2.3 MEHMFEELAIE] TP =037 FURE AR 1Y &1
T 3k U 4 A 7K

CD4" ,CD4"/CD8"{H : Wi 311 2H <. 39) 4 < TCAE IR
H,EZRHGIE XL (P<0.05), WLE3,

R3 MRGHETE TP RICHAIEREIING THE
MR AR FLLE (x+s)
Table 3 LComparison of peripheral T lymphocyte subsets in
different TP invasion sites and symptoms in neurosyphilis

group (x+s)

HH  n CD3(%) CD4(%) CD8(%) CD4/CD§’
JCHEARAH 31 42.58+4.11  31.36+4.17 23.58+2.14 1.62+1.19
FLHIZH 58 42.3424.23  30.42+4.03' 23.11x2.11 1.29+1.01°

HidHZH 37 43.06+4.33 28.30+4.08° 23.09+2.20 1.01+0.77*
F1H 0.33 5.24 0.58 3.16
Pl 0.721 0.007 0.561 0.046

W SRR L EE L *P<0.05 ; 5 L 4H L4, P<0.05

2.4 MEHFEEA A TP 20 BB FIRE IR A4 TL-4
Ktk R F CXCL13 /K

IL-4,CXCL13 7K - : W 191 2 > BL 1) 20 > o i AR
W, EZRHEIHE XL (P<0.05), WLFEA,

R4 WMEZEGFATRE TP EIRABA AR IL-4 K a
EF CXCL13 K F LB (x+5)
Table 4 Comparison of IL-4 and CXCL13 levels in different

TP invasion sites and symptoms in neurosyphilis group (x+s)

2H 51 n IL-4(ng/L) CXCL13(pg/mL)
ToAEAR 2 31 121.58+6.47 132.67+5.13
R 58 139.82+6.73" 148.02+5.26"
ARk 37 170.39+6.81" 175.15+5.47"
F18 472.96 577.29
P <0.001 <0.001

0 ST R L E L *P<0.05 ; 5 FLH4H L4, P<0.05

2.5 AMHEIMLT KB IL-4 K kAT CXCL13
H— BRA R fh Mg R R R 2 W I

ROC 7R, AR I T bk EL 4 I TIL-4 Sz #afb A
+ CXCL13 fi & R # JE 5 89.68% , Ff 7+ B N
91.11% ,AUC=0.862, ¥ & T = f8 b L — ki Ar (P<
0.05), WFES5 K1,

&£5 SNEMT B IL-4 R#EEEF CXCLI3 8 — B A& X RS2 HIAZNISHNE
Table 5 Diagnostic value of peripheral blood T lymphocytes, IL-4, and chemokine CXCL13 single and combined for early

recognition of neurosyphilis

eS| RE (%) R (%) AUC 95% CI AR WE P
T R 40 i 76.62 77.85 0.583 0.540~0.785 1.26 <0.001
IL-4 74.00 75.91 0.542 0.528~0.769 0.37 <0.001
CXCL13 71.46 73.34 0.521 0.508~0.741 49.29 <0.001
=HA 89.68 91.11 0.862 0.806~0.933 <0.001
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filt CDA*H1 CD8" T 41 Ml 7K - 1) % 35 5 ALK S g Dy
REH & HBE R, Brandt il Hedrich 1 BF 5%
BRI 1 AR Al B N CDA'T ik
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I REVEAT A0, X+ Th2 i g E A 42 18 21k 5 1] 1)
YRR, BRI IL-4 09 S 3 AR AT 3R R AL S e D g 1Y
SEH MBE A PR 2o Mg o3 WA 0 i |, i vy 220 5
o Thl Yo #5228 102 i 4% 22 Th2 ARk, fegs
TKF-Ab AN W7 B ARG e R, AT 52 30 TL-4 7K - 38
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o5 B €7 N WK AN Nt 0 S/ S D
WP AR 22 RGRYL J5 1 g RN . BRTEIG IR Z00F
FE WA W P CXCL3 7 P A 75 Hh 9 11 PR3 3L
A L BF S5 AR /R AR 1L CXCL13 26 31k 533 X6 i
2o Mg BE 1Y 2 Wi SO I A A B AR X
2 ROC W&tk — 2 43 Tk 5245 A0 8 I T bk B 4
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WL IR 2 B I BRI A TR Je ARt IgA "B i B TR B2-MG .
U-mAIb J% a1-MG 7K IS i

K,

LR REL AT

At

AN AEFE BAED KFH Uk

[ E] H® UL B ERI AR E AT Bk E 1 A (IgA) B X B 5 R B2 R R
F1(B2-MG) . JR i 1178 11 (U-mAIb) & IR ol BBk 11 (a1 -MG) K E e, A3k weEZE 8o
H—ERE B IR 2019 4E 1 H F 2022 4E 1 H AR 89 1 IgA B B 5 T 4 R G BEHLE >
KA (n=43) LA (n=46) . RJEIAALL T 5 BRI A/ IR IR JEARIRYT B A ATk e A
LRl B HE GG W ERIAYT . LA ALR B2-MG . U-mAlb. ol -MG N- Z, - B-D % 5 7 45 4 17 i
(NAG) S bR & 20 7K R 4 B D RE M4 PN 2 A K 7 (VEGF) g Ak A: K 1B 1(TGF-B1)
A A K N F-o(TGF-o0) \IMLIRER (MLLT 3 R 22 5% BT AT, &R IBIT IR, 4L IR i B2-MG,
U-mAlb.al-MG.NAG TR, ABG A TR B, 25 58 G123 L (P<0.05) . (97 )5, 4R
NPHS1 # [1 . Podocin £ [1 B, FLECA UK TIRJE M AL, 22 R A G178 L (P<0.05) . BT, W4
VEGF.TGF-B1 .TGF-a F [, HECA AT C AL, 22 558 G i L (P<0.05) . RIT )5, Wil Ser.
BUN . 24hU-TP.eGFR T [#, FLI¢ 441 24hU-TP,eGFR T [ )5 /K AR TRk B WAL, 22 54 G it X (P<
0.05), £t WL HEEFEA /IR FEMIRTT IgA Bk il -4 g 2 400, D B , e st

[KEIA] B HSEINE; WO TgA B LA, B

Effect of mycophenolate mortiate combined with prednisone on urinary 32-MG, U-mAlb
and a1-MG levels in patients with IgA nephropathy

GUO Yongli', LIU Weiping'*, MU Yongfang®, ZHANG Yanfen', LIU Hairong', GUAN Renping', ZHANG
Longye', SHAO Xue'

(1. Department of Nephrology, the First Hospital of Qinhuangdao, Qinhuangdao, Hebei, China, 066000; 2.
Department of Emergency Medicine, The First Hospital of Qinhuangdao, Qinhuangdao, Hebei, China,
066000 )

[ABSTRACT] Objective To observe the effects of mortemycophenate combined with prednisone on
urinary B2-microglobulin (B2-MG) , urinary microalbumin (U-mAlb) and urinary ol-microglobulin (al-
MG) levels in patients with IgA nephropathy. Methods Eighty-nine patients with IgA nephropathy were ad-
mitted to the Department of Nephrology at the First Hospital of Qinhuangdao City from January 2019 to Janu-
ary 2022. They were selected as the study participants, and divided into two groups using the envelope random
method : the prednisone group (n=43) and the combination group (n=46). The prednisone group received con-
ventional treatment along with low-dose prednisone, while the combination group received mycophenolate in
addition to prednisone. The levels of urinary B2-MG, U-mAlb, al-MG, n-acetyl-3-D glucosaminidase
(NAG) and urinary podocytoprotein were compared between the two groups. The differences in renal func-

tion, vascular endothelial growth factor (VEGF) , transforming growth factor-B1 (TGF-B1) , transforming

KA B Al AR TR L A5 9 A (202101A042)
Ve Bds . 1 A2 W H—EREIEAF, T, &2 5 066000

2 A2 HWE-ERES AH, T, K2 K 066000
*BAZAE S X 4, E-mail : iuwp1971@163.com
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growth factor-a (TGF-a) , blood uric acid and hemoglobin between the two groups were also measured. The
therapeutic effects of the two groups were analyzed. Results After treatment, the levels of urine f2-MG,
U-mAlb, al-MG, NAG, urinary nephropathy protein (NPHS1) protein, Podocin protein, VEGF, TGF-81,
TGF-«, renal function decreased in both groups. The levels of serum creatinine (Scr) and urea nitrogen (BUN)
in the combination group were lower than those in the prednisone group (P<0.05). The total effective rate of the
combined group was higher than that of prednisone group, and the difference was statistically significant (P<

0.05). Conclusion The combination of mortemycophenol ester and low-dose prednisone in the treatment of

IgA nephropathy can protect renal cells, reduce kidney injury and enhance the effectiveness of treatment.

[KEY WORDS] Mortemycophenol ester; Prednisone ; IgA nephropathy ; Podocyte ; Kidney injury

4 9% BR 5 1 A (Immunoglobulin A, IgA) & ¥
J& T /NERB , e B T AR ERE A TUBRTE S
INER TR SR B R AE R AR B A AN B T
SFEE /R RERER, E 2SR T =B A
A A R A T R R PR AR PR IR B
I SR, PR A8 2 DR b B 1 B A s
Z . WA IR, 1gA BN T RES I B 11
JK B2 T Ek #& M (Urinary B2 - Microglobulin, 82 -
MG) JRM# 18 F (Urinary Microalbumin, U-mAlb )
I ol 33K 25 11 (Alpha-1 Microglobulin, a1-MG) ,
e I PR W A AR 1 K - AT R i R AR
BT RCR AT A ROTAG ™ o IR b 3% F /N
PR H2 JBT 38 N B 088 R GE R A T T PR I 22 ' s
EONERSS IV VARER a0 & i o N EE A kA |
VE R 250 , PG R b i 75 SR 7 8 B 4y 4
PR G RRIT TR . R R e — M A
SEEARR) 12 24 e ] S RS TG E DR
PN SINFN F B G ety N ITTIZE TgA B 993 1)
TEHEREY LR AR 2 BAT U [EAE A R
JH AT BE 7 A B 1t PR SR, BT U A AT 5 K 0L
ZEN0 3 A2 2 Wy IR BE A /D ) & TR JE M iR T 1gA
B %t B2-MG . U-mAlb & al-MG /K5
M, BT

1 AHESHE

1.1 — R

PEMZE B A — BE B B AR 20194F 1 A &
2022 4% 1 HWUA R 89 1l IgA B s S8 x4, R
fEEBEHLIE S WA, IR JEIAE (n=43) 45T 5 M
RIT A /N IRJEMIEIT, B 240, 219
] 5 A 44 (53.12£12.75) % i i F 2 (3.12+
0.74)4F ;s Lee [CHR B . 1 9 14 61 L 11 2% 21 41
%% 8 6], BXA2H (n=46)7E 1k JE AN I ml FBEA
Moy 85 2 22 W R IR T, Bk 25 101, 4o 21 PR 5 4R IR

¥)(54.36+11.78) % 5 Jig #2134 (3.20£0.68) 4F- ; Lee [G
WELAY . T 913 61 T 2% 23 ) IMZ% 10 1], PHEH
— TR R, 2 RS R R L (P>0.05) , A
CIREe

NABRUE : DIgA B 756 Ot & 1 IgA B
ZIRTEIETE ) bR, T2 SR s QA i
=18 %, <75 % W EIKINEL ; ORI E
BB A AN KK 45 5 @12 1 "5 E % 9% (Chronic kidney
disease, CKD) 1-2 ¥ [ & /> 3k % 1 2 (Glomerular
filtration rate , eGFR)=30 mL/(min-1.73 m?) | ; ®&
I £ 3 1 45 3 AE 125~130/75~80 mmHg 2 [H]
Ifil #f 3.5~5.5 mmol/L ; ©24 /Bt JR 8 (1 & &
( 24-hour urinary protein quantification, 24 hU-TP)
1.0~2.5 g OB E I E IR EZFER, &bife
Z= s HE S T A LS 1 20190125 ]

HeBgAn it : OB I R G0 s @/ I #
S 5 X N 27 2 Py g 5k JE A B A B @
RAEMELL TR VBB B G B A |
Rk K T 1A B0 s ©24 J8 A G % 1 F1HE
570 @ PEACEMEIE  OWiFL IR,
1.2 Tk

K 25 T 5 AR IT G /R R TR JE iR
J7 4 T REIRE MR QRIS el KB
HEA 2L A BR A F] AR, B 245 E 5 H31020605, L
¥ 5 mg/F L, AR RS £ 192012, 192034, 192050)
FIAR, 0.5 mg/kg, B H 1K, BKAAAER A5
filt BRGNS ERIGT 4 TR R A
Ty I A (N 22 B T G e, oM v SEAR R il 25 A R
NI EZGHE T H20080002, HLKS £ 0.25 mg/ A,
H e S 2 20180132, 20180028, 20190712) H AR
05g, 8 H 2, MA¥RIT 641,
1.3 Rk

JR# B2-MG \U-mAlb,al-MG N-Zfit-B-D &
JL 48] 45 BE 4T B (N - acetyl - B - D - glucosaminidase,
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NAG) . JX ¥ %% % H (Nephrosis 1, NPHS1) | ¥ /]\
Bk 2 4 i 4 Bt 2K 1 (Podocin, Nephrin-like pro-
tein , Podocin ) & I : B8 2 /=B 1 Bt JR 30 mL, >k
FH T 5K 4 5 15 K U @1 -MG . B2-MG . NPHSI .
Podocin 7K -, 2k F % 95 385 5 bb 3 ik 00 15 IR W
U-mAlb 7K -, SR FH X i 25 2R 1y Lb 48, 325 46 0 PR
NAG 7K~

WU #2516 12 h AR R IDK N 5 mL, JE4T B0
(B 024215 em, 53 3 600 t/min, B} ] 13 min)
Sy ES I R 4 A S AR A BT A (A= Al -
L WIEE e A w55 PUZS - 300) 460 if JL
fif (Serum Creatinine , Scr) . JK & % (Blood Urea
Nitrogen, BUN) 7K~ SR FH il 356 He 92 72 4 I 1l 775
1L % W 2 A= 4 A ¥ (Vascular Endothelial Growth
Factor, VEGF) | ¥4 fb. 4= K K - - B1 (Transforming
Growth Factor-beta 1, TGF-B1) . #{b 4 K H F -«
(Transforming Growth Factor-alpha, TGF-a) 7K,
K FH 1 80 AH 2 35 ARSI 1l R P2 | 1l 21 2K 7K F-
X F & A Beckman Coulter 2\ 7] o fii Ji] Roche
Cobas 41 i Roche Cobas ¢501 fb27 % S5 328 43
ASCRS: I B /)N BK % 35 R (Estimated Glomerular Filtra-
tion Rate ,eGFR ) 7K -,

W AR BB 24 h BRI, R4 A 3 AR AR 23 BT Y
(A=Al « B a0 I B JH % 3 7], LS. PUZS -
300 ) Kl 24 h bR £ 1 € 5 (24-hour Urinary Protein
Quantification , 24hU-TP ) /K-,

1.4 J7RbnifE

2% (I R VB /N R 43 B 53R 97 12 b
MEL B RE IR 22 20 %) PPA I PR 2 /% - 24hU-TP<
0.3 g, B IAEIEH ; B AL : 24hU-TP FEAK 5 2 50%,
GFR T} 5 80 JC 28 6 ; 47 %4 : 24hU - TP T % 2 /b
25% , AN J& 50% , GFR Tt e 5l JC A2 3 TOR: AR i
P B e 7
1.5 SGil2#irik

K FH SPSS 19.0 ZE 14k (4 b B 4l o HiE T

RO TEAS P 1 (e o) SR R A0 LB TP
VORMILF 0 (%) 638 R JH o Ko B, 1L P<0.05
S ZGESTNIES 3

2 HFR

2.1 LR B2-MG . U-mAlb .a1-MG NAG H#%
WRIT I, ALK B2-MG . U-mAlb ., a1-MG .
NAG T, HICA AL TR e, 22 5 A 5t
B (P<0.05), WF1,
2.2 WK EAIEE A R
YRYT)E , M 2H R NPHS1 % [ . Podocin % 1 F
M, HERGAMTIREMA, ZRAFEITFE XL
(P<0.05), WL#E2,

x2 WHREBHEBEBLRE (vxs)

Table 2 Comparison of uropodocyte proteins between the
two groups (x+s)

wyl NPHS1 % [ (pg/mL) Podocin & [ (ng/mL )

WITH TR wri vk

WIEFAZH 43 132.02+£18.89 98.71+15.73' 1.57+0.25 1.07+0.23"
B4l 46 120.87+22.06 83.69+12.45" 1.6020.28  0.84+0.18"
tHH 0.492 5.012 0.532 5.272
PiA 0.624 0.000 0.596 0.000

T HRYTHTELAL, P<0.05,

2.3 M4 VEGF.TGF-B1.TGF-a H.#

1GI7 5, W4 VEGF \ TGF-B1 . TGF-a F %, H.
RAEHMM TR, 250528 X (P<
0.05). W% 3,
2.4 P4 Scr.BUN,24hU-TP.eGFR . [fil. JR B2 . Ifil.
AN AR R

1BYT IS, M40 Ser . BUN . 24hU-TP .eGFR T [,
FLIEA 2H 24hU-TP . eGFR T [% )5 /K 1K Tk Je #a
4, ZHH G X (P<0.05) ;{H Scr \BUN [
Ja KSR A LA, 22 5 gt L (P>
0.05) ; B LIRYT 1T /R R I 212 11 bR, 25 5%
TG A= L (P>0.05), W34,

F1 BWHERE B2-MG.U-mAlb,al-MG.NAG LLE (x+s)
Table 1 Comparison of urine 2-MG, U-mAlb, «a1-MG and NAG between the two groups (x+s)

g1l . B2-MG(mg/L) U-mAlb(mg/L) al-MG (mg/L) NAG(U/L)
bEpigif] BITIE TRIT T BITIE TRIT WRIT R TRIT T RITIE
wklemd 43 1.32+0.36 1.01£0.23"  169.63+21.58 145.21x16.98" 59.41+10.45 46.68+8.56" 81.02+21.69 68.58+14.45°
Al 46 1.290.41 0.75+0.21°  172.04+23.56 121.01£15.32" 61.03£11.74  32.02+6.77°  78.96+25.56 60.22+12.61"
18 0.366 5.574 0.502 7.067 0.686 8.991 0.409 2913
PlA 0.715 0.000 0.617 0.000 0.495 0.000 0.684 0.005

5B A, 'P<0.05,
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&3 TWiH VEGF.TGF-B1.TGF-a Lb# (x+s)
Table 3 Comparison of VEGF, TGF-B1 and TGF-a between the two groups (x+s)

- . VEGF (ng/mL) TGF-B1(ng/L) TGF-a(ng/L)
) VRIT I BIT IR bEE ) WRITIE TRYT WRIT IR
wemd 43 165.36+28.95 125.56+21.04° 156.96+24.78 89.96+18.42" 112.25+26.96 67.85+18.95"
BRAEY 46 170.11+26.36 102.42+16.97° 152.03+26.33 67.74+15.23" 116.07+25.84 42.32+14.42"
tE 0.810 5.728 0.908 6.218 0.6382 7.181
PA 0.420 0.000 0.366 0.000 0.497 0.000

H: 5IRYTHT AL, *P<0.05,

%4 PI4 Scr.BUN,24hU-TP.eGFR, M FRER . M FE AL (v+s)
Table 4 Comparison of Scr, BUN, 24hU-TP, eGFR, blood uric acid and hemoglobin between the two groups (x +s)

i . Ser(pwmol/L) BUN(mmol/L) 24hU-TP(g)
TRIT T RITIE VRITHT RITIE VRITHT RITIE
wIerdl 43 98.85+13.69 82.56+10.17° 7.25+1.02 6.02+0.74° 1.87+0.36 0.92+0.24°
A2 46 95.98+14.63 78.85+11.03" 7.31+0.96 5.89+0.61° 1.91+0.34 0.53+0.19°
tH 0.954 1.646 0.286 0.907 0.539 8.528
P{H 0.343 0.103 0.776 0.367 0.591 0.000
g1 . eGFR[ mL/(min-1.73 m*) ] ML PR ( wmol/L ) ML A (g/L)
SEagi] AT IR YRIT I AT IR VRIT WRITIE
werne 43 65.52+14.14 76.89+15.78" 398.52+102.14 405.52+110.47 134.14+12.25 135.25+16.89
eEH 46 63.28+15.59 85.56+17.41° 411.12+95.53 415.69+95.65 133.85+15.46 137.14+15.98
tH 0.708 2.456 0.601 0.465 0.098 0.294
PAE 0.481 0.016 0.549 0.643 0.922 0.589

TE: 5IRITHT AL, *P<0.05,

2.5 WILITRL
A 41 A 3% K 91.30% (42/46) , W i T
R JE S 1) 74.42% (32/43) , Z R H G it %8 X
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Table 5 Comparison of curative effects between 2 groups

(n(%) ]

400 n IR WA GRS R BARCR

WA 43 5(11.63) 15(34.88) 12(27.91) 11(25.58) 32(74.42)
AU 4611(23.91) 22(47.82) 9(19.57) 4(8.70) 42(91.30)
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IL-17A .CRP CAP /Kb &4 B 2 AR 5 & & & AR 15 % 12 i IR 2 (P<0.05) , ROC [Ze4s R Bow,
IL-17A , CAP B A T il 48 °F it B2 (AUC) 43 31 4 0.871.,0.959 ., 0.984 (P<0.05) , LK FE 4351 4 0.716
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Predictive value of preoperative IL - 17A and CAR combined detection for delirium in
elderly patients after general anesthesia

JIN Xiaoli*, SHEN QiYun, FENG Yujing, ZHAO Jingwen

(Department of Anesthesiology, Tongzhou Maternal and Child Health Hospital, Beijing, China, 101100)

[ABSTRACT] Objective To analyze the predictive value of preoperative interleukin-17A (IL-17A)
and C-reactive protein / albumin ratio (CAR) for postoperative delirium in elderly patients under general anes-
thesia. Methods A total of 283 elderly patients who underwent general anesthesia surgery at Beijing Tong-
zhou Maternal and Child Health Hospital from July 2022 to June 2023 were retrospectively analyzed. They
were divided into two groups based on the occurrence of postoperative delirium: the delirium group (n=74)
and the non-delirium group (n=209). The general data and preoperative laboratory indexes of both groups
were collected. Univariate and multivariate logistic regression analysis were conducted to analyze the factors in-
fluencing delirium in elderly patients after general anesthesia. The receiver operating characteristic (ROC)
curves were drawn to analyze the predictive efficacy of preoperative IL-17A and CAR combined detection for
delirium after general anesthesia in elderly patients. Results There were significant differences in age, resus-
citation time, intraoperative blood loss, ASA grade, alcohol history, sedative drug use, serum albumin, Hb,
IL-17A, CRP and CAP levels between the elderly patients with delirium after general anesthesia and those
without delirium (y*/r=2.134, 3.535, 6.608, 8.944, 4.679, 11.097, 5.786, 2.086, 6.409, 17.066, 13.946,

P<0.05). Multivariate logistic regression analysis showed that age , intraoperative blood loss, sedative use or

AR B b aE N KA %) (KJ2020CX011)
V345 . b A M KX a3 g AR 4k Be AR EE A, AL FE 101100
*EAZAEH 2B F, E-mail : jx1668556@163.com
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not, serum albumin, IL-17A, CRP and CAP levels were the influencing factors for delirium after general anes-
thesia in elderly patients (P<0.05). The ROC curve results showed that IL-17A, CAP and AUC were 0.871,
0.959 and 0.984 (P<0.05). The sensitivity was 0.716, 0.932 and 0.959, and the specificity was 0.837, 0.880

and 0.943, respectively. Conclusion Preoperative levels of IL-17A and CAP affect the occurrence of deliri-

um in elderly patients after general anesthesia. Both single and combined detection show good predictive effica-

cy for delirium in elderly patients after general anesthesia.

[KEY WORDS] IL-17A; CAR; Elderly patients ; Delirium after surgery under general anesthesia
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0.05), W1,

®1 FMEBFREERAFTERBRRSN (0(%),(x+s)]
Table 1 single factor analysis of delirium in elderly patients

after general anesthesia [n(%), (+s) ]

R IR =d

i (n=74) (n=200) XMIH P

5 B 33(44.59) 97(46.41)  0.073 0.787
 41(55.41) 112(53.59)

AR (%) 71.52+4.33  69.84+6.26  2.134 0.034

BMI(kg/m®) 22.68+1.69  23.01x1.57 1.523 0.129

FARE (h) 2.12+0.87 2.23+0.51  1.304 0.194

52 I3 (8] (min) 51.63+13.52  45.64+12.16 3.535 0.001

A I (mL) 263.10£34.16  233.71+32.42 6.608 0.000

= (IDA A 47(63.51) 108(51.67)  3.092 0.079
T 27(36.49) 101(48.33)

Tl PR # 43(58.11)  105(50.24)  1.356 0.244
T 31(41.89) 104.(49.76)

i 25 v i 36(48.65) 95(45.45)  0.224 0.626
Jo 38(51.35) 114.(54.55)

BIgeA e 5 33(44.59) 92(44.02)  0.007 0.932
T 41(55.41) 117(55.98)

P B e i 29(39.18) 88(42.11)  0.192 0.662
J& 45(60.81)  121(57.89)

R A 50(67.57) 99(47.37)  8.944 0.003
T 24(3243) 110(52.63)

M2 8 i 38(51.35) 104(49.76)  0.055 0.814
T 36(48.65) 105(50.24)

ASA 732 Mg 25(33.78) 101(48.33)  4.679 0.031
M 49(66.22) 108(51.67)

W 24 £ 39(52.70)  102(48.80)  0.332 0.564
J& 35(47.30) 107(51.20)

i A 24 A 23(31.08)  112(53.59) 11.097 0.001
T 51(68.92) 97(46.41)

M HAEH (g/L) 32.85+3.61 35.97+4.11  5.786 0.000

Hb(g/L) 111.57+26.49 121.52+37.87 2.086 0.038

IL-17A (pg/mL) 4.82+1.18 3.97£0.90  6.409 0.000

CRP(mg/L) 74.39+3.61 62.28+5.71  17.066 0.000

CAP 2.29+0.31 1.76+0.27  13.946 0.000

2.2 R ELIRAFIELZZHR N
PLUEAE B SRR G 2B R A6 % A &

DL R 2 A rh 22 S AT e it SRt R R A
N A, R HZ K Z Logistic [M1H434T, 4558 s,
AR AR I ASA 432 AT T AR L 0
F#E 4 \IL-17A .CRP ,CAP /K V- J & 4F e AR
JE RS A E R R (P<0.05) . W% 2,
2.3 IL-17A .CAP Xf ZA4FE 2 AR J57 1 2 il ROC
HHiEST

221l ROC 28, 45 % 7R IL-17A . CAP ¥ X} &
AR G E 2= B B AR s RE (P<0.05) ,
W PRI A2 s RE B4, W& 3 (& 1.

®2 HMEFEFEHRAFERZEX Logistic @A
Table 2 multivariate logistic regression analysis of delirium

in elderly patients after general anesthesia

S BIH S.E{EWals {LOR{E 95% CI  P{i

AR (AN 1) 0.976 0.488 4.000 2.654 1.020~6.907 0.046
SRR (L) 0.559 0.428 1.706 1.749 1.163~2.629 0.192
A 1

\ i 0.657 0.301 4.764 1.517 1.069~3.480 0.029
GEZLAR )
P (TE=1,4A=2) 0.238 0.208 1.309 1.268 0.844~1.907 0.253
ASA 53 4%

(%=1, M%=2) 0.681 0.302 5.085 1.976 1.093~3.571 0.024
i R B 24
iy -1.1610.414 7.864 0.139 0.705~0.705 0.0

(=1 4i=2) 610 7.864 0.139 0.705~0.705 0.005
NS S| _

LA ) 1.4710.676 4.735 0.230 0.061~0.864 0.030
Hb GEZLAR i) -0.564.0.469 1.446 0.569 0.227~1.427 0.229
IL-17A GEZEE) 1121 0.327 11.752 3.068 1.616~5.824 0.001
CRP (#4745 ) 0.597 0.301 3.934 1.817 1.007~3.277 0.047
CAP(EZAE &) 1.767 0.367 23.181 5.853 2.851~12.0170.000
gy 4.525 1.776 6.492 92.296 0.011

R3 IL-1TACAPMEFERAFIERTN ROC ML ER
Table 3 ROC curve results of IL-17A and cap for predicting
delirium after general anesthesia in elderly patients
g3 AUC Frifii MU% femdk
IL-17A 0.871 0.023  0.716  0.837

CAP 0959 0.011 0932 0.880
BEAZH 0984 0.006 0959  0.943

95% CI P1E
0.631~0.775  0.000
0.885~0.948  0.000
0.912~0.964  0.000

fem
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Figure 1 ROC curve of IL-17A and cap for predicting

delirium after general anesthesia in elderly patients
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Diagnostic value of cTCD, ¢TTE and cTEE in right-to-left shunt of patent foramen ovale
HAN Shujie'*, ZHENG Yujiang', SU Fanghui®

(1. Department of Ultrasound Medicine, Anyang People’s Hospital of Henan, Anyang, Henan, China,
455000 ; 2. Department of Neurophysiology , Anyang People’s Hospital, Anyang, Henan, China, 455000)

[ABSTRACT] Objective To analyze the diagnostic value of contrast transcranial Doppler ultrasonog-
raphy (cTCD), contrast transthoracic echocardiography (cTTE) and contrast transesophageal echocardiogra-
phy (¢TEE) in right-to-left shunt (RLS) of patent foramina ovale (PFO). Methods A total of 216 suspected
PFO-RLS patients were admitted to Anyang City People’s Hospital from January 2020 to December 2022 and
were selected as the subobjects of this study. All patients underwent cTCD, c¢TTE and cTEE examinations,
with transesophageal echocardiography (TEE) being used as the “gold standard” for diagnosis. The diagnostic
efficiency of cTCD, cTTE and cTEE for PFO-RLS was analyzed. Results The positive rate of PFO-RLS de-
tected by TEE was 94.44% (204/216). Using TEE as the “gold standard” , the sensitivity and specificity of
c¢TCD diagnosis were 89.71% and 66.67% , respectively. The sensitivity and specificity of ¢TTE diagnosis
were 95.59% and 75.00% , respectively. The sensitivity and specificity of cTEE diagnosis were 99.02% and
83.33% , respectively. The diagnostic sensitivity and accuracy of cTEE were higher than those of ¢cTCD, and
the differences were statistically significant ( x°=5.181, 4.995, P<0.05). The diagnostic sensitivity and accura-
cy of ¢cTEE were also higher than that of ¢cTTE, and the differences were statistically significant ( y*=4.578,
4.514, P<0.05). Additionally, the diagnostic sensitivity and accuracy of ¢TTE were higher than those of
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cTCD, and the differences were statistically significant (y*=16.633, 16.301, P<0.05). Conclusion

cTCD,

c¢TTE and cTEE candiagnose PFO-RLS, but cTEE offers the highest diagnostic value.

[KEY WORDS]
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Bt 6 47, TEE 2 PFO-RLS 314 WLIA 1,

TE: Ay TEE W7R 4k & b 15 00 il i B AP ZERIBR s B 4 TEE R
TR B L
B 1 5,49 % 127 PFO-RLS
Figure 1 Male, 49 years old, PFO-RLS was diagnosed

2.2 ¢TCD.cTTE.cTEE Hyi2 W4k

VL TEE (2 Wi 45 5 8 “ 45 iE”, cTCD cTTE,
cTEE 12 Wr Y 08 M Ak S L 32 1. ¢TCD,
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Table 1 Diagnostic results of cTCD, ¢TTE and ¢cTEE
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=
SR \
¢TCD 4 &it
+ —
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&t 204 12 216
S bt
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- 9(4.41) 9(75.00) -
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Table 2 Comparison of diagnostic efficiency of cTCD,
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P{H 0.032 1.000 0.042
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E:AFR L RO

B2 cTCD S RER
Figure 2 c¢TCD quantified shunt grade

TE:AFRR 04 BER 1 9 CERn 149G DR ITZ.

B3 CTTEEUDRER
Figure 3 cTTE quantified shunt grade

LE - 7R ¢TEE /R s 30 A O s 2 i B B AL E A 7200
4 CcTEEWEE
Figure 4 cTEE check diagram
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Relationship between circulating tumor cells in breast cancer and clinical features as well

as their application in monitoring treatment efficacy

HUA Jianfeng', LIU Yao', JIANG Liuxin', DING Dushan', XU Mo', YE Fang'*, CHEN Xueran®*

(1. Medical Pathology Center, Hefei Cancer Hospital, Chinese Academy of Sciences, Hefei, Anhui, China,
230031 ; 2. Institute of Health and Medical Technology, Hefei Institute of Physical Sciences, Chinese Acade-
my of Sciences, Hefei, Anhui, China, 230031)

[ABSTRACT] Objective To analyze the relationship between circulating tumor cells (CTCs) and
the clinical features of breast cancer patients and explore their value in monitoring the efficacy of breast cancer
treatment. Methods A total of 39 female breast cancer patients and 30 patients with benign breast diseases
who attended Hefei Cancer Hospital of the Chinese Academy of Sciences between June 2021 and November
2022 were selected. The number of CTCs in the peripheral blood of patients was detected using negative enrich-
ment and immunofluorescence in situ hybridization (imFISH). The correlation between CTCs and clinical fea-
tures as well as the difference in CTC count before and after treatment were analyzed. Results The positive
rates of CTCs in breast cancer patients before and after treatment were 87.2% and 84.6% , respectively. CTCs
were not detected in patients with benign breast diseases. The positive rate of CTCs in TNM stage [l ~IV pa-
tients was significantly higher than that in patients with stage I ~II , and the difference was statistically signifi-
cant (’=4.848, P=0.047). The positive rate of CTCs in patients with lymph node metastasis was significantly
higher than that in patients without lymph node metastasis, and the difference was statistically significant ( x*=
10.469, P=0.007). After treatment, 4 of the 39 patients showed disease progression, 30 had stable disease,

and 5 had partial remission. There was no significant difference in the number of CTCs before and after treat-
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ment in patients with disease progression (P>0.05). However, the number of CTCs after treatment in patients

with stable and partial remission was significantly lower than before treatment, and the difference was statisti-

cally significant (P<0.05). Conclusion The detection rate of CTCs using the negative enrichment and immu-

nofluorescence in situ hybridization method is high. CTC detection is helpful in evaluating the condition of

breast cancer patients and has good application value for monitoring the efficacy of breast cancer.

[KEY WORDS] CTCs; Breast cancer; Negative enrichment; imFISH
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Study on the value of peripheral blood CTC, PD-L1 and S100A6BP in diagnosis and
prognosis of patients with gastric cancer

XU Yi*, TANG Yan, LI Dongyang

(The Second Ward of Gastrointestinal Surgery, the First People’s Hospital of Nanyang, Nanyang, Henan,
China, 473010)

[ABSTRACT] Objective To investigate the diagnostic and prognostic value of peripheral blood circu-
lating tumor cells (CTC) , programmed death factor ligand-1 (PD-L1) , and calcyclin binding protein
(S100A6BP) levels in patients with gastric cancer. Methods A total of 182 patients with gastric cancer were
admitted to Nanyang First People’s Hospital from May 2020 to May 2022 and were selected as the observation
group. Based on their prognosis, they were divided into two groups: the good prognosis group (124 cases)
and the poor prognosis group (58 cases). Additionally, 90 healthy volunteers were chosen as the control group
during the same period. The levels of CTC, PD-L1 and S100A6BP in the peripheral blood of all subjects were
compared, and the diagnosis and prognosis value of CTC, PD-L1 and SI00A6BP alone and combination were
evaluated for patients with gastric cancer patients. Results The levels of CTC, PD-L1 and S100A6BP in the
peripheral blood of the observation group were higher than those of the control group, with statistical signifi-

cance (P<0.05). The sensitivity and specificity of CTC, PD-L1 and S100A6BP in diagnosing gastric cancer
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was higher than that of single detection (P<0.05). In the good prognosis group, the tumor diameter, CTC,
PD-L1, S100A6BP, TNM (Il[~IV ), middle and high differentiation, lymph node metastasis, and depth of in-

vasion (T3-T4) were all significantly lower than those in the poor prognosis group (P<0.05). Conversely, the

levels of TNM( I ~1I ), low differentiation and depth of invasion (T1-T2) were significantly higher in the

good prognosis group, compared to the poor prognosis group (P<0.05). Multivariate logistic regression analy-

sis showed that tumor diameter, TNM stage, degree of differentiation, depth of invasion, lymph node metasta-

sis, CTC, PD-L1 and S100A6BP were independent risk factors for poor prognosis of gastric cancer (P<0.05).
The ROC curve analysis demonstrated that the prognostic AUC of CTC, PD-LI1 and S100A6BP single and
combined detection was 0.808, 0.845, 0.874 and 0.955, respectively (P<0.05). Conclusion CTC, PD-L1
and S100A6BP are highly expressed in the peripheral blood of patients with gastric cancer. This expression is

closely related to the pathological characteristics and prognosis of these patients. The combined detection of

CTC, PD-L1 and S100A6BP has a high predictive value for diagnosing and determining the prognosis of pa-

tients with gastric cancer.
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CTC il J7 1% - WG 4 A7 3 T = R S A0 Ja)
Jok i 5 mL , ILAREAS 25 55 53 B0 (AT SR AR A BR A
AL 525 KMQO141) LAES L 2F 42 15 em, 553 1 500
r/min, &0 15 min, BCRAZ 40 )2 |, I >R H G0 2
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W F AR B AR A R AN S TS AN
FAE# 3k b A CD45 [ 40 g 884+ . CK | iz
I RNA 541 K DAPI 40 M A% YL W 9847 o 3% 94 %
Yoy, SR F 96 BB AT LSS . CTC PH %
W A0 5 DK I DAPT Yt (0 0 2%, B A% M
B R85 W a3, % T >0.8, CK
(+).CD45 (=), M52/ CTC, Feit CTC A1
R IR I A URE VR X 2 BB LB R CTC
BEAT AL

S 5 R R AT O 1 AR BE T R A AR SR
JETT AP ARUE S A TS R A (B 2 A L I
TR, TR K LRSI T) R IE A 41 (B
HEJE  BET)
1.3 Gil*Firik

K SPSS 23.0 X 4l A7 G2 it o b it
PERLLL (x+5) Fon, I LA H e K56, 2 4 Im) Fb s
KRR R T 22005 VAR n (%) R L 47
LA, £ N E fdi ] Logistic [B1 9 707, 3% 52
HH TAERHE (ROC) 12 43 At 4P 1l CTC . PD-L1
2 ST00A6BP /K- K = 35 B A K i 7 15 9 HB o 7l
JEFIELRE . P<0.05 W% FH G5 L,

2 H#HR

2.1 W4 CTC .PD-L1 /% S100A6BP 7K F b %
WELZH CTC .PD-L1 & S100A6BP /K-35 5 T
YR, =R A G2 L (P<0.05), g1,

#®1 T CTC.PD-L1 % S100A6BP 7K FE L% (x+s)

Table 1 Comparison of CTC, PD-L1 and SIO0AG6BP levels
between the two groups (x+s)

45 n  CTC(4/mL) PD-L1(pg/mL) S100A6BP(pg/mL)
MELLL 182 1.96x0.23  243.61+41.27 209.54+45.23
XHHRZL 90 0.51%0.02 102.45+21.74 134.26+31.54.

A 59.642 30.410 14.172

P <0.001 <0.001 <0.001

2.2 CTC.PD-L1 }2 SI00A6BP /K- %} & J #2511
ZWTRLEE 73 AT

CTC .PD-L1 } SI00A6BP = & 1 & 6 I 57 ik
O 94.35% , 45 5T N 95.79% , 35 %5 B — A6 I e
(P<0.05), WL#E2,
2.3 S E R U SRR R A

182 () B g i b, WE R A4 124 6], Wi s
AR 5810, FE RAFEME A TNMT~V) |
W Al R LSS L RS IRV PR B (T3-T4) .CTC .

%2 CTC.PD-L1 R S100A6BP 7k F 3 5 & 5 & KIS B
e T
Table 2 Diagnostic efficacy analysis of CTC, PD-L1 and
S100A6BP levels in patients with gastric cancer

DH EEAE EPIE EBIE R BAE RABUE (%) H 57 (%)

CTC 147 20 98 7 88.02 93.33

PD-L1 152 21 94 5 87.86 94.95
SI00AGBP 149 19 96 8 88.69 02.31
BRI 167 10 91 4 94.35 95.79

PD-L1 2 S100A6BP 7K~V 14145 1l J5 AN K ZH 4K, TNM
(1 ~10) AREESrb R IEGEEE (T1-T2) K FEH Fi G
AR E(P<0.05). W33,

x3 PMBEEEWEREEZRSN [ (3+s),n(%)]
Table 3  Analysis of single factors affecting prognosis of

patients with gastric cancer [ (x+s),n(%) |

i R4 TE AR

A (n=124) (n=53) M PHH
451
5 60(48.39) 27(46.55) 0053 0817
i@ 64(51.61) 31(53.45)
(%) 47.5444.02  48.08+4.15 0.835  0.404
BMI (kg/m?) 23.29+2.97  23.45+238 0.359 0.719
W S st 67(54.03) 30(51.72) 0085  0.771
R 73(58.87) 26(44.83) 0221 0.638
M E 4% (cm) 2.84+0.31 4.32+0.43  26.397 <0.001
TNM 4331
[~1 86(69.35) 12(20.69) 37658 <0.001
m-~v 38(30.64) 46(79.31) ’ ’
iy
1&%%1& 85(68.55) 15(25.86) 90,086 <0.001
Hs oAk 39(31.45) 43(74.14)
2R
T1~T2 96(77.42) 21(36.21) .
29.233 <0.001
T3~T4 28(22.58) 37(63.79)
R 19(15.32) 44(75.86)  63.989 <0.001
CTC(/~/mL) 1.260.11 3.45+0.35 70416 <0.001

PD-L1 (pg/mL) 185.36+£26.12  368.14+27.64 43.178 <0.001
S100A6BP(pg/mL) 168.26+25.46 297.81+22.54 33.141 <0.001

2.4 520 HE B PG Logistic Z2 N & 40T

Z A & Logistic 7] 15 7 87 &7~ , Il B 42
TNM 7 8 AL R B IR TR B IR S R RS
CTC .PD-L1.S100A6BP J& 5% i B 98 105 A K [ 7l
SEAER R (P<0.05) . W 4.
2.5 CTC.PD-L1 } S100A6BP /K- — K 1545 46
DX 55 e 2B P 0 3 fig

CTC.PD-L1 & S100A6BP Bt & 4 I 45 5 B |
R AHE B B — K B, CTC . PD-L1 ., SI00A6BP .
— MR K AUC 4351 4 0.808. 0.845 ., 0.874
0.955(P<0.05), WLE5 Kl 1,
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Table 4 Logistic analysis of multiple factors affecting prognosis of patients with gastric cancer

2H IR AE B1E SEH Wald/y* {5 OR1H 95% CI P8
JihiE B A LA 0.712 0.315 5.109 2.038 1.329~0.095 0.024
TNM 431 [~1=0,M~IV=1 0.826 0.315 6.876 2.284 1.443~0.209 0.008
SALTEE KR 50 k=0, b or4k=1 1.059 0.352 9.051 2.883 1.749~0.369 0.002
VI R T1~T2=0, T3~T4=1 1.226 0.326 14.143 3.408 1.865~0.587  <0.001
W EE RS %=0,J&=1 1.305 0.364 12.853 3.688 2.018~0.591  <0.001
CTC LA 1.136 0.321 12.524 3.114 1.765~0.506 0.004
PD-L1 PSR 1.201 0.347 11.979 3.323 1.881~0.521 <0.001
S100A6BP PSR AR 0.943 0.267 12.474 2.568 1.466~0.419 <0.001

%5 CTC.PD-L1 % S100A6BP 7k 3 8 — % Bk & #6 il %t
B B E U T s e
Table 5 Prognostic efficacy of single and combined detection
of CTC, PD-L1 and S100A6BP in patients with gastric cancer

. 2% )
Igkr Wi AUC  95% CI ééﬁ P REUE PMH
CTC  3.345 0.808 0.731~0.885 0.692 0.911 0.803 0.039
PD-L1  348.04 0.845 0.786~0.905 0.727 0.843 0.878 0.030
S100A6BP 269.895 0.874 0.820~0.928 0.751 0.895 0.907 0.027
oAl 0.955 0.926~0.984 0.824 0.927 0931 0.015
1.0
0.8 - CTC
- PD-L1
w06 ~ S100AGBP
2 , —
B o411 - 5%%

0.2 1/

0 02 04 06 08 10

1-FF5RIE
B 1 CTC.PD-L1 % S100A6BP 7k 3 88 — X B & 46 3¢
BiEBEmEmNREE
Figure 1 Predictive efficacy of single and combined
detection of CTC, PD-L1 and SI00A6BP in patients with

gastric cancer
3 it

SR E A U e Rk SR RS Bl
T, FE S S R AR 2 15 e IR I BB R
B G S B kA . BTG IRIGIT
B A AT AR BT REin
J7 AT AR R R R SR TR B
e X A TR0 A2 W | A s e L
JE R R B R A AR O — R I R IR R T
FEREZENEY . WARIE KA T —FhoHr 24 e
W 5 T A R A /N i B R SR AR A B R A 4
T15 B, f 45 CTC i 2 g DNA AM B | 3E 2
T RNA 85 0T B 4 PR 748, X g a4 70
LW, URTA YT R DAL bR i 25 IO

JR, 7 R RS W 2548 S 5 i 24 PR
R IR ORI W, S T K XU 432
KT ERKAME

A JE A2 VAR K T3z I 1 A R R
A AR R W, BB S E I CTC . PD-L1
S ST00A6BP 7K~V 34 e fit B A2 803 i o 1E W B ORG
HE 1 B A HES B % B SR s b A
I AL R% , BT REM G S BT
T R E AR 3, CTC MELIAE IR R h A1
R R AR SRR RS AR ) ol Ar , R AR T[]
Ak a7 2R E MR 34, il CTC,
e 3 R R BR BT R A A K R R B Rk
V5 S BRI S e 9R i CTC JE FBlE WG i/ A et
Pe, Wil P45 CTC 452 kA8 R G2 h i i 55 Y 1 7
5 8 R B EA T CTC Sk, IRt B o i
FAME L CTC KT+ , 5 Kang S 0F 52 4518 M
512, PD-L1 2 e G i 1k s ML Al iy v %) G e T
T, FE R Y A kS i R ] . PD-L i
i N VR FE S F BATF 3k, 9061 %OH T 40 i 4
b, I3 BT 40 16 R S B R Ak, IR T 4 i D i
PD-L1T 418 b i 32 AR F2 /7 1 48 17~ -1 (PD-1) #H
HAER, S0 T 40 i T BE K iR 152 T AH G Ik EL 4
I ) R Ak, 0 ML G e 225 o R e A e
1235 PD-L1, Jf H Hi T A e e HL AN 24 T 48
M5 14, 3040 E I PD-L1 K FTh . 5w
SERFST A5 AL, S100A6BP & S100A6 & 15
T ) B DA 22—, S ] 2 DA 35 R i L 7K i3 4 i
e K. SI00A6BP 25 4l 434k , W s g LA
Ko 40 A5 B8 5l 12, ST00A6BP 75 B i 1Y & A F &
Ji& A 5 b {H H: 32 ) B S A0 P 4 K R
KA M S100A6BP 323k I 1 57 I8 TR BE 1A
T E W RGN TR, B VAL TR
JiE S N SOIR S R AR UE ST00A6BP kM N, 5
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AT DL 2R AS RS I B BT 25 FR4i/d: 38 D RS IEs Ry

22

FH MR HARR AR TR

(# ZE] BB W00 B Z XA AR R A 25 #2454 R D[25(0H) D ] #2521 19 5%
W, Foik WAL R S BE 2022 45 1 A B 283 M0 RN AR AR A R % 5, SR S v b2
SR FRUAE (5335 B 06 T R vk 43 B R AT 25 (OH) D A , 20 B8 0 TR 0 28 3R A AT LR 45 L o
B ORAEE S RO AN E IR AEAE 8 h U B O FIR A 2~8CTHEAT 8 hiaX 4 B PR Z X R A A I 45
Ry, &R AR 25(OH)D, % .04 R EEE R A RS W IRE 8 h 4
1) 25(0OH)D i T 4CE O A PTEtE 4 B2 504, 22 34 S35 X (1=-7.398 ,2.852 . 3.506,
P<0.05) , B L5 W A TR 4L 25 (OH) D B 75 T 2~8CRET 4 , 22 o4t it 27 X (1=1.883 , P>0.05) .
il FH SIS AR REIN 25(OH) D, 2= 3 B4l A SR A R 21 R AE S5 & RS 8 h 4 B0 5 R 740
1 25(OH)D B m T 4ACE LA P s M ZIE 0 H 2~8 T frdl , 2 F ¥R i L (1=-1.918
1.995.-1.499.—0.399 , P>0.05) . Z5i  Tif P26 P A AS [RGB B Y 25 (OH) D il 285 3 () s i A 22 5%,
ARG v 7 RRURRE SR I A3 Ttk ek G 43+ BT i ) 25 % A0 45 SRR B P 1) s i

[SE8IA] 25 4L 2 D AR OIS BRI TS e bt 06k %

The influence of previous factors on the detection results of 25 -hydroxyvitamin D with

different detection principles
LI Min, SUN Jiangman, MENG Xiangzhao, SHAO Yan, YU Hongyuan*
(Clinical Laboratory, Beijing Aerospace General Hospital , Beijing, China, 100076 )

[ABSTRACT] Objective To investigate the impact of pre-analytical factors on the results of 25-hy-
droxyvitamin D detection using different detection. Methods The serum and plasma samples from inpatients
at Beijing Aerospace General Hospital were collected as research objects. Immunoassay and liquid chromatogra-
phy tandem mass spectrometry were used to detect 25-hydroxyvitamin D respectively. The effects of four fac-
tors on the detection results of the two methods were analyzed : the centrifugation temperature was room tem-
perature and 4C, anticoagulant tube and procoagulant tube, centrifugation immediately after collection and af-
ter storage at room temperature for 8 hours, storage at room temperature and 2—8%C for 8 hours after centrifuga-
tion. Results The immunoassay method was used to detect 25 (OH) D levels. The results showed that the
room temperature centrifugation group, blood collection group with procoagulant tube and the group where
blood was left at room temperature for 8 hours had higher levels compared to the 4°C centrifugation group, 8
anticoagulant tube group, and immediate centrifugation group. These differences were statistically significant
(1=—7.398, 2.852, 3.506, P<0.05). Additionally, the results of the group stored at room temperature were
higher than those stored at 2-8C, but this difference was not statistically significant (+=1.883, P>0.05). Mass
spectrometry was used to detect 25(OH)D levels. Similar to the immunoassay results, the levels in the room
temperature centrifugation group, blood collection group with with a procoagulant tube, group where blood

was left at room temperature for 8 hours, and the storage group at room temperature after centrifugation were

VEF A ALK B EFRATEAE, JL T 100076
*BAZAE T L, E-mail : jyk711@sina.com
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higher than those in the 4°C centrifugation group, anticoagulant tube group, immediate centrifugation group,

and storage group at 2~8°C. However, there were no significant differences found (+=-1.918,-1.995,-1.499

-0.399, P>0.05). Conclusion The influence of pre-factors on the 25-hydroxyvitamin D test results of two

different test principles varies. It is important to implement effective measures to prevent pre-factors from af-

fecting the accuracy of test results during daily testing.
[KEY WORDS]

YR DR —FP R RE R R, 25(OH)D 2 1L
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O Y oal e S ETA
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FHmA 200 pL HEE, IR FIR A S A BULE S
JA 800 L IF W &E, i HER>) 10 min; 4C &0
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W B 600 L LS W TR B LE AT
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¥ H SPSS 22.0 4t 1 51 4 i 47 £l 43 Hr o
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Table 1 The influence of four factors on the results of

immunoassay detection (x=s)

pwpg omy POUDBI gy gy

(nmol/L)
=0 VH RE b=
A0 T i 2969192y oo 0.007
4T 28.69+14.43
T 1 A 2K iR 28.88+15.11
R SR *’L’%i -7.398  <0.05
2 B 31.78+15.99
i = I
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results of mass spectrometry (x+s)
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Figure 1  Passing-Bablok regression plot of 25(OH)D
detected
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Relationship between preoperative serum levels of IL - 17A, SUA and modified frailties
index and postoperative delirium in patients with gynecological tumors after laparoscopy
MA Yongwang*, YUAN Lei, SHI Jianlin

Department of Anesthesiology, Shijiazhuang Maternal and Child Health Hospital, Shijiazhuang, China,
050006

[ABSTRACT] Objective To investigate the relationship between preoperative serum levels of IL -
17A, SUA and modified frailties index and postoperative delirium in patients with gynecological tumors after
laparoscopy. Methods A total of 148 patients who underwent laparoscopic gynecological tumor resection un-
der elective general anesthesia at the Sixth People’s Hospital of Shijiazhuang from May 2021 to May 2023
were selected for this study. The patients were divided into two groups based on postoperative delirium: the
postoperative delirium group (POD, 45 cases) , and the non-postoperative delirium group (NPOD, 103 cas-
es). The preoperative serum levels of IL-17A, SUA and the modified frailty index were compared between the
two groups to analyze their predictive efficacy for POD. Results The levels of age, recovery time, IL-17A,
SUA and modified frailty index in the POD group were higher than those in the NPOD group. The difference
was statistically significant (#=9.411, 19.818, 6.264, 6.218, 28.617, 9.470, P<0.05). Logistic regression
analysis showed that age, recovery time, IL-17A, SUA and modified frailty index were risk factors for postop-
erative delirium, and albumin was a protective factor for postoperative delirium (P<0.05). The ROC curve re-
sults showed that the area under the curve (AUC) of laparoscopic POD in patients with gynecological tumors
predicted by IL-17A, SUA, and modified frailty index alone and in combination were 0.845, 0.835, 0.876,
and 0.933. The combined prediction is better than the single prediction. Conclusion The levels of IL-17A,

KA B M E EZHFH T E SR (20201353)
Ve 45 T R R T S AR R R ERAL T A, B R E 050006
*iBAEAE A K EE, E-mail : jinwu1234562023@163.com
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SUA, and the modified frailty index were all increased in POD patients. IL-17A, SUA, and the modified frail-

ty index were identified as risk factors for POD. The combined detection of these three factors showed a high

predictive value for laparoscopic POD in patients with gynecological cancer.
[KEY WORDS] IL-17; SUA; Correction for frailty index ; Postoperative delirium
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Table 1  Analysis of single factors affecting delirium in
gynecological tumor patients after laparoscopic surgery
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Table 2  Analysis of multiple factors affecting delirium after

laparoscopic surgery in patients with gynecological tumors
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Table 3 Efficacy of IL-17A, SUA and modified frailties
index in predicting delirium after laparoscopic surgery in

patients with gynecological tumors
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Figure 1 ROC curve
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L3S miR-31 . IL-22 HRA RN E )L #HOw s O ILR 2
Wi Be U PRGSO AL

B WensA] HIRA] ATH

[ ZE] By O35 N RNA-31 (miR-31) | 4 40 i A 2% -22 (IL-22) 76 L 3 9 15 0 LR
(VMC) 27 B GG M. FAiE  $EH 2017 4F 1 A %8 2022 4F 1 A4 )L 2 B B0 1045 P R
WA B BEPE O IL A FBOLVE I 42, 8 oA 4458 VMC 41 (n=106) , 5 3 [F) 9170 A B 204 7 4ARAG: A i
JLEE RN IRA (n=70) . FLEPIALINTE miR-31 . 1L-22 LR #E IR 1.5 (CK-MB) O HUILES & H T (cTnT)
Jeots B 2 40 LQRS [R]HH (PR (i) ] | 5588 7.0 20 16 2 850 [ 42 % 53 1l 43 8k (LVEF) | 20 % i i 45 0 %
(LVES) 1 7EIAY7 45 9 5 4 VMC fELBE DT 1 4F, LABE VR IUII) & AR K A 28 3 5k v O L L3 B O R O
R BT G R UG A B, R 5 2 B % Logistic [H 43T VMC B LG A B 55200 F 2, 32 )
ROC £ /04 1ML 7% miR-31  IL-22 /K4 VMC SBLI2 W X BUG A RIS, &R VMC 410155
miR-31.1L-22,CK-MB . cTnT 7K F- % QRS [l H | PR [i] 8 ) & T X% WAL, 25 547 e it 2% 3 L (P<0.05) ,
LVEF.LVFS YL TR B4, 22 54 G112 8 X (P<0.05) ; Z 2 Logistic [MF43H7 7% , miR-31 7K P 3
ik IL-22 7KF-FHE (CK-MB ZKF-Jt 5 . TnT 7KF-FH 5 QRS [HIIRER: | PR M ALK \LVEF B4 K LVFS [
YR VMC LTS AS B S7 GRS P 3 (P<0.05) s ROC 4k AT 7R, 17 miR-31 \TL-22 /K- 35 B
A RENZ W VMC [ HRZE T TR (AUC) 24 0.990, 4 F 51— (P<0.05) ; ML 7E miR-31 \IL-22 /K- FH KA
K PEAl VMC LTS AS B i< T m AL (AUC) 4 0.919, 48 F 5 —HK I (P<0.05) . £5i8  miR-31,
TL-22 2R AR D IL AR HB LIS Hh e 2238, T B BN L BER 3 R O LR IS W7 B U PEAG Al Bh 2 BT b o

[kEiA] WmEtEomgk; JLE; MUNRNA-3T; AN ER-22

Value of combined detection of serum miR - 31 and IL - 22 in diagnosis and prognosis
assessment of viral myocarditis in children

LI Yingying*, YAO Xiaoli, ZHENG Ruili, HE Kun

(Department of Cardiovascular Medicine , Children’s Hospital Affiliated to Zhengzhou University/Henan Chil-
dren’s Hospital/Zhengzhou Children’s Hospital , Zhengzhou, Henan, China, 450000)

[ABSTRACT] Objective To study the value of serum microRNA-31 (miR-31) and interleukin-22
(IL-22) in the diagnosis and prognosis of viral myocarditis in children. Methods Children with viral myocar-
ditis (VMC) who were admitted to the Cardiovascular Department of Henan Children’s Hospital from January
2017 to January 2022 were selected as the study subjects and referred to as the VMC group (n=106). Healthy
children who underwent physical examinations in the hospital during the same period were selected as the con-
trol group (n=70). Serum levels of miR-31, IL.-22, creatine kinase isoenzyme (CK-MB) , cardiac troponin T
(cTnT) , ECG parameters [ QRS interval, PR interval] and echocardiographic parameters [left ventricular
ejection fraction (LVEF), left ventricular short axis shortening rate (LVFS) ] were compared between the two
groups. Patients with VMC were followed up for 1 year after the completion of treatment. Poor prognosis
events such as delayed recovery, dilated cardiomyopathy, residual arrhythmia and child death were considered

durinh the follow-up period. The influencing factors of poor prognosis in children with VMC were analyzed us-

KA R T d B RAR R R B A 5 R A (LHGJ20200647 )
Ve A FMN K F B ILE ERITd 4 ILE ERR/FRNILE E RS % B4, 7 d, M 450000
*BAEAEE EE 2, E-mail : 11y85138513@163.com



TR SRIT ARG 2024452 H %5164 4521 T Mol Diagn Ther, February 2024, Vol. 16 No. 2

+ 287 -

ing multivariate logistic regression. The ROC curve was drawn to analyze the value of serum miR-31 and IL-22
levels in diagnosis and poor prognosis assessment of children with VMC. Results Serum levels of miR-31,
IL-22, CK-MB, cTnT, QRS interval and PR interval in the VMC group were higher than those in the control
group, with statistical significance (P<0.05). LVEF and LVFS were lower than the control group, and the dif-
ference was statistically significant (P<0.05). Multivariate logistic regression analysis showed that high ex-
pression of miR-31, elevated IL-22, elevated CK-MB, elevated cTnT, prolonged QRS interval, prolonged
PR interval, decreased LVEF and decreased LVFS were independent risk factors for poor prognosis in children
with VMC (P<0.05). The ROC curve analysis showed that the area under the curve (AUC) of the combined
detection of serum miR-31 and IL-22 levels was 0.990, which was better than that of single detection (P<
0.05). The area under the curve (AUC) of the combined detection of serum miR-31 and IL-22 was 0.919,
which was better than that of single detection (P<0.05). Conclusion miR-31 and IL-22 are highly expressed

in the serum of children with viral myocarditis. This finding suggests that they could serve as auxiliary diagnos-

tic indicator for the diagnosis and prognosis evaluation of viral myocarditis in children.
[KEY WORDS] Viral myocarditis ; Children; MicroRNA-31; Interleukin-22
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TS RO AR O TR PR R 3 B o 0 4 7™
JE SRS HATIG R EXFF VMC 12 Wi 8 &b o
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1.3 IMLiEFE bR

TR T REWA M FIKIL 5 mL, 7£ 5 000 1/
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PP miR-31 B A X ik & . QIL-22 5 LR I
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A KI5 THECR B LA n (%) Fem , R A 2 K565 R
HZ 2 Logistic 181073 Hr52 0 [ % R H 32108
TAERHIE (ROC) M1 53 A7 1l % miR-31 IL-22 7K F-
X VMC L2 W7 S 5 AN B IEAR B M (8, BL P<
0.05 FREFAGLITFE L,

2 &R

21 WIS bR 5 0B E A LIRS EER

VMC 4 ) Ifil. % miR-31,IL-22 ,CK-MB ., cTnT
JKAF- K QRS [H] 9] (PR [a] 3] 24 755 F Xt 8 41, LVEF .
LVFS ¥R T X 41 22 R ¥ B A Gt 3 L (P<
0.05). WL#E1,

®1 MANFERSORE.BROHESHILE (x+5)
Table 1 Comparison of serum indexes, electrocardiogram

and echocardiogram parameters between the two groups (x +s)

Krifgdr  VMC 4l (n=106) XfHE4l(n=70) fH P1{A

miR-31 1.51+0.34 1.02£0.11  11.652 <0.001
IL-22(pg/mL) 36.48+6.87 22.36+3.74  15.719 <0.001
CK-MB(U/L) 56.43+13.26 20.74+3.67  21.952 <0.001
cTnT(ng/L) 18.69+3.24 2.73£0.46  40.903 <0.001
QRS [ (ms)  127.94+16.28 01.28+8.13  17.447 <0.001
PRIEIM(ms)  22647+33.66  147.93+15.49 18.273 <0.001
LVEF(%) 47.86x7.51 60.14+7.80  10.405 <0.001
LVFS(%) 23.14+2.36 37.46+4.58  27.207 <0.001

2.2 [fiL ¥ miR-31 . IL-22 %F VMC 12 W7 4 T 41 (i
ROC M4k 7R, L7 miR-31 ,IL-22 /K F — 3%
KA 4 D X VMC 12 W s 1 B — A6l (P<0.05) .
WF2 . E1,
&2 Mm% miR-31.1L-22 3 VMC £ B B Bl &
Table 2 Predictive value of serum miR-31 and IL-22 in
diagnosis of VMC
I FEAR SRAEEMIE AUC  95%CI

BURIE $5r . PAE

miR-31 1125 0.914 0.868~0.960 0.877 0.814 <0.001
IL-22 25.760  0.961 0.934~0.988 0.934 0.829 <0.001
T A Kl 0.990 0.971~0.999 0.981 0.971 <0.001
e 7 mir31
s " =1L22
i b TSy 2l
5 06 -25%

0.2

0 02 04 06 08 10
1-Fp A

B 1 IiE miR-31.IL-22 /K FXF VMC 2 #i#) ROC k5347
Figure 1 ROC curve analysis of serum miR-31 and IL-22
levels for VMC diagnosis

2.3 VMC BILTG BEE 8

XF B2 VMC LTS AS B R R 2517 04T
miR-31,IL-22 ,CK-MB .cTnT QRS [a] ] . PR [&] i} |
LVEF } LVFS ¥JJ& VMC B LG A KB #5200
R, ZFHAE SR L (P<0.05), W3,

®3 VMCEILBREEEZRSN [n(%), (xxs)]
Table 3  Univariate analysis of prognosis in children with
VMC [n(%) , (x+5) ]

i 4 il NE 4 R
2 ?J\()ﬁniig,ﬂ ﬁ(]ﬁnjzgé),ﬂ Sl P
451 B 43(47.44) 16(57.14)  0.034 0.854
& 35(52.56) 12(42.86)
A (%) 6.38+1.36 6.23+1.31  0.505 0.614
miR-31 1.39+0.36 1.84+0.41 5467 <0.001
IL-22(pg/mL) 33.72+6.38  44.17£7.53  7.082 <0.001
CK-MB(U/L) 52.86+12.79  66.38+15.42 4.539 <0.001
¢TnT (ng/L) 16.74+3.19  24.12+4.47  9.392 <0.001

124.46x15.87 137.63+16.61 3.693 <0.001
221.64+29.22  239.93+33.63 2.729 0.008
49.72+8.11 42.68+7.49  4.018 <0.001
24.64+2.46 18.96+2.23 10.732 <0.001

QRS [a]3H] (ms )
PR [B] ] (ms)
LVEF(%)
LVFS (%)

2.4 VMC BJLIEARMZHE Logistic [H1H534T

PLVMC L& BTG A Ko AR &k
WA 1 ik A BT R B AR i HE AT Logistic 71 19 43
Mro 255K, miR-31 /K8 &3k (IL-22 KFF
1 .CK-MB 7K FF+ 5 . cTnT /KT 5 QRS [0 1 4E
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- PR [] ] ZE K LVEF F& 4% M LVES [&{I% 5 &
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F4 VMC BILFIEARR KIS EZE Logistic B34 47
Table 4 Multivariate Logistic regression analysis of poor

prognosis in children with VMC

iSES B1H S.EH Wald{8§ OR{H 95% CI  P{H
miR-31 0.626 0213 8.638 1.870 1.232~2.839 0.003
IL-22(pg/mL) 0.786 0.267 8.666 2.195 1.300~3.704 0.003
CK-MB(U/L) 0.774 0.291 7.705 2.168 1.226~3.836 0.008
cTnT(ng/L) 0.824 0263 9.816 2280 1.361~3.817 0.002
QRS [E]#(ms) 0.682 0.221 9.523 1.978 1.283~3.050 0.002
PR A (ms) 0.739 0.248 8.879 2.094 1.288~3.404 0.003
LVEF(%)  0.637 0236 7.285 1.891 1.191~3.003 0.007
LVFS(%)  0.648 0.244 7.053 1.912 1.185~3.084 0.008

2.5 [iL#E miR-31 . IL-22 /K F-XF VMC & LT A
B 1) FI AN {E

ROC M4k 7%, I3 miR-31 . IL-22 /K PB4
A T AL 8 B — A (P<0.05) . W3R 5 K 2,

£5 IMiEF miR-31.IL-22 7k E3XF VMC £ ILFE R R B
mHE
Table 5 Predictive value of serum miR-31 and IL-22 levels

for poor prognosis in children with VMC

i R

tebr g AUC OS%CI HUBE AR P

miR-31  1.595 0.790 0.693~0.888  0.731
IL-22  39.160 0.853 0.764~0.942  0.756
i il 0.919 0.863~0.976  0.872

0.714 <0.001
0.750 <0.001
0.786 <0.001

~ miR31
- IL22

— A
— S5

0 02 04 06 08 10
L5tk

B2 MiF miR-31.1L-22 7K F3XF VMC BILTUEF R
ROC i & 53 47
Figure 2 ROC curve analysis of serum miR-31 and IL-22

levels on poor prognosis in children with VMC
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AT ARG T, HOWEELH IEN-y IFN-y/IL-4 7 IL-2 \IL-2 /IL-10 /K2 L% IR 4 &, 22 A Ge it 24 75 )X
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Effects of laparoscopic focus resection combined with GnRH-a on reproductive hormone

levels and Th1/Th2 cell balance in patients with endometriosis

YE Yongsheng*, XU Yan, WANG Yuanhang, XU Xiaojing, SUN Junhua, NI Ming

(Department of Gynecology, Nanyang Central Hospital of Henan Province, Nanyang, Henan, China,
473000)

[ABSTRACT] Objective To explore the effects of laparoscopic resection combined with gonadotro-
pin - releasing hormone agonist (GnRH-a) on reproductive hormone levels and the ratio of helper T cell 1
(Th1) to helper T cell 2 (Th2) cell balance in patients with endometriosis. Methods A total of 148 patients
with endometriosis from the gynecology department of Nanyang Central Hospital from August 2020 to August
2022 were selected as study subjects. They were divided into two groups: an observation group and a control
group based on the treatment plan, with 74 cases in each group. Both groups underwent endoscopic focal resec-
tion. The observation group received treatment with GnRH-a, while the control group was treated with mife-
pristone tablets for 6 months. The clinical efficacy, reproductive hormone levels, Th1/Th2 cell balance and ad-
verse reactions were compared between the two groups. Results The clinical effect of the observation group
was 93.24% higher than that of the control group (78.38% ). The difference was statistically significant (=
6.715, P<0.05). After treatment, the levels of serum follicle stimulating hormone (FSH) , luteinizing hor-
mone (LH) and estradiol (E2) decreased in both groups. The observation group had lower levels than the con-
trol group, and the difference was statistically significant (#=7.941, 7.858, 13.353; P<0.05). The levels of se-
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rum interferon gamma (IFN-vy), IFN-v/ interleukin-4 (IL-4) , interleukin-2 (IL-2) and IL-2 / interleukin-10
(IL-10) increased in both groups after treatment. The levels of IFN-vy, IFN-v/IL-4, IL-2, IL-2 /IL-10 in the
observation group were higher than those in the control group, and the differences were statistically significant
(+=14.283, 14.283, 11.745, 45.061, P<0.05). The levels of IL-4 and IL-10 in the observation group were
lower than those in the control group, and the difference was statistically significant (r=12.495, 15.085, P<

0.05). Conclusion Laparoscopic focal resection combined with GnRH-a in the treatment of endometriosis pa-

tients can improve clinical efficacy, reproductive hormone levels and immune function.
[KEY WORDS ] Laparoscopic focal resection; EMs; GnRH-a

T5 PN R S5 457 SiE (Endometriosis , EMs ) 22 I IR
E W R B R A A AT SR e Y R P
BRI ERNENS , & TR T AR a9 2ot rh s UL
HE 35 2 MRS 1 3 s, 2 19 S P 1 M 2 o
AW EEFEH, KW EBERIRE HER
VA NS M IR ILTTEA PR AR A X S L
1) H H A TS DL TAESE R = A T E R, i
AFoR EMs KRR W FAHE S SRR ER
15% ~20% , H AT 40% 1) &4 A AR 2L,
EMs FZR 73 WA AT O, B3R 43 W i ik 2 7 '3 Y
BB T 240, i 2 F AR T o A 1 IR O 3 R
% 1 3l 7] (gonadotropin releasinghormone agonist,
GnRH-a) A] L) B PE 3R K7, 87 F GnRH-a ¥/ 97
AT LUK B 58 2 B AT — s A A 40 O 96 K
% (follicle stimulating hormone , FSH) P4 M #% {4 4=
A% % (luteinizing hormone , LH) 43~ , M 1M} 55 37 A
S 20 B AR Ak, BH 1k 8 N R S A 0 1Y) e A K e
B BN 45 /N kb B AR RS S i R 0 B Y i — 2P
P I R IR T AR . Th1/Th2 e 253 , 1) dn
IFN-vy  IL-2 \IL-4 . IL-10 SFAH G A F s i T
SR RIS X R R HE— 203G E | B SR EMs
T ki A B G A 422 28 s kb ) B R, a4
AN AR AW &, 18 I 5 T AR SEAE FLAN /) I
KAED HA AR, HIERYI AR E, HARFIRE
P, PRk B LIRSS R BN — o B RCR A, X
S5 TR A Aol LR A I R N AL, AR
B PRIGYT EMs B F AR 755 AR50k
— R IR LI FR 3 1 AR B T R KT
Th1/Th2 4 g - A 76 17 15 45 T ik kU BR ARk &
GnRH-a J&¥7 J5 AR 50T .

1 ARSI

1.1 — R
PEFE 2020 4F 8 H & 2022 4F 8 H g FH T Hhots 2
Bg SRS I 18 18 PN B S N IE B 148 Bl AR

U 5E 6 52 ARG T 7 R AN TR 43 S WS 4
FRTHEZH , £5 74 491] . WRELZH P-4 4F % (32.41%1.56)
% AR (2.24+0.46) 4 5 H 2R BL - 36 i 1E 5
38 G5 o X BRI (33.02£1.50) % 5 i e
1 (2.26+0.45) 4F 5 H ZARIL < 34 4] 1E 5, 40 4] 5%
W PR E — TR R L TSI E R L
(P>0.05) , HA A ot . A2 mg PH oL
B BEAR B 0 23 R

bR : O R TR @2 55 R
H IR A B WIS AURE IR A2 W Fa Y7 )
BWitriE QB E XK B EE T ARG R E .
HEBR b o : OELAT BE 1M D) RE B AT 1) 8 s QXA
SEALFH 1 24 Wk ) B 5 O BB AORS pl T e e A
(B s @R IR s 2L Y a2
1.2 WIRITk

PR A AR R IR I 4 s kR T B R Ok 3R
37 BB T H G 4~7 d T FARIBIT R bR 3
L, B A — A A RER T, BURE A
T BRI T 2 F AR, g AR SE |, R
JE 345 11.00 mmHg , A g Rt 58 2 BRiw A,
P F A A D TR B 4 it . W H AR 5 2R FH GnRH-a
25 25 Wy v ST S IR il 3 B MK (Beaufour Ipsen
Pharma,, 1t #E 3¢5 : H20030577) V897, T ARG A &
I AT S d AT LRSS, 457 3.75 mg/ik, B —
W, ELLHAT 6 4 A BTG, FLID R Rk 5 %) R
A G R FHKAE B 5 (B AR 25 45 FR 2
A, 25 1E T H10950202) 3697 , 45 T 25 mg/ik [
MR, B 1K, ELEHAT 6 4 H MR YT -
1.3 LS bR
1.3.1 PRI RY Y 3500 EE

P A SR BRSO AN vE h - AR I IR
FERFEATE K, RS A ARNE ISR B B 2 A
TN A TCAL IR A7 80 W RRE IR AT I 4, 1A A
TRAE TG A 5 BE M HL B M A A R A e A
JIN s TERL e AR DR TC W 4 3% , IO RS A (AR AE H. B



DTeW SRS 2024462 1 164

ol T Mol Diagn Ther, February 2024, Vol. 16

No. 2 © 293 -

M A R ZE I AL TG AR Ak B 2 AN
SRR = (R 38U B S L BIEL X100 % .
1.3.2 P53 R KT LA B Thl/ Th2 4 i -
XFH

AR E YT FAN HAE R EEREE
EAT B IS , SR IGE K I 5 mL, A 3 500 /min
(B0 A28 10 em) #E4T 5 min &0, FR A7 BCE
T—20CvKF N, R F S S e 1240 0 FSH . LH . E.
149 A5 B U 2R KT 5 SR FH I IBG B 938 V5 A T Thl 4
A ¥ 7K - : IFN-y . IL-2, ) K Th2 48 fifd (K 1 /K 5F
IL-4 . 1L-10, 1% Th1/Th2 4 i -4 : IFN-v/IL-4 |
IL-2/IL-10,
1.3.3 WL R X L

0 S ALAH A |, AL 45 B E T B
T8 I B ERANGE IR
1.4 Gt #orik

fii 41 SPSS 21.0 1 % & 4l 3 47 &b 3843 #r o
RGBT o xs) s, L R) FL A ¢ K50 5 14
TR n(%) %R, 1 Y K5, DL P<0.05 Rm2E 5
HAEG I EE L.

2 HFR

2.1 LA MG IR T R L

W22 41 I R IT OB SR & T IR, 2 5
HE it L (P<0.05), W1,
2.2 WAL ME KT

AR, HI4 B B9 135 FSH .\ LH \E, /K - He 882,

®1 KT [n(%) ]

Table 1 Comparison of clinical efficacy [n(%) ]
215 n AL LEE Joak BAEYCR
WELH 74 43(58.11)  26(35.14)  5(6.76)  69(93.24)
XRAL 74 23(31.08)  35(47.30) 16(21.62) 58(78.38)
21 6.715
PiE 0.010

LR TG L (P>0.05), JHZh)5, WELH Y
RFX IR, Z 5 A 53 L (P<0.05), L3k 2,
2.3 WIZHHE A Thl/ Th2 400 17K F s

AR, P 20 H 3 A9 LT Thl / Th2 41 il A 7K
VI, 2R g B L (P>0.05) . HZ)E,
W EE4H IL-2 \IL-2/IL-10 % IFN-v . IEN-y/IL-4 7K *F-
T IR A TL-4 TL-10 KSR F X IR, 2 %4
Giiter i L (P<0.05), W33 .4,
2.4 AR

FHZ5 A TE], LS A B BH A 3 3 431] , BHOE
12 ), B EBANIE 2 ], AR 4 1] 5 %o B2 BB
Rl B IE TR A 3 6, B AN 2 ], R S ]
RN BRI M B A 2 G ST A W O, R
Wi J S29R 7 o LB 2H 55 06 IR R B S g 2 A SR 4%
A 14.86% (17.57% , 22 7 LG8 L (Y=
0.199, P=0.656) .

3 it

EMs o 2 P Fp i LA — Fogci , HAEBEE A
1 22 bR AR S BB, AT A R A
AR L Th. T H EMs B 8 0 W PRI A2 IR

F2 HEFEMERKEILL (vs)

Table 2 Comparison of reproductive hormone levels (¥ +s)
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Correlation between serum TLR4 and PTEN and clinicopathologic characteristics and
prognosis in patients with idiopathic membranous nephropathy

ZHONG Jiaoying, LIU Hui, CHEN Xiujuan, SU Baoyin, ZHU Zhaomin, LIU Jie*

(Department of Nephrology , Hebei Ealing Hospital, Shijiazhuang, Hebei, China, 050000)

[ABSTRACT] Objective To explore the correlation between serum Toll-like receptor 4 (TLR4) ,
phosphatase and tensin homologue-deleted chromosome ten gene (PTEN) and the clinicopathologic characteris-
tics and prognosis of patients with idiopathic membranous nephropathy (IMN). Methods A total of 224 IMN
patients were treated at Hebei Yiling Hospital from January 2019 to January 2022. These patients were divided
into two groups based on their prognosis: 174 patients in the good prognosis group and 50 patients in the poor
prognosis group. Additinoally, 100 healthy individuals from our hospital were included as the control group.
The levels of serum TLR4 and PTEN in the subjects were measuredusing enzyme-linked immunosorbent assay
(ELISA). Pearson correlation aanalysis was used to examine the relationship between serum TLR4 levels and
PTEN levels in IMN patients. Multivariate logistic regression was employed to identify the factors influencing
poor prognosis in IMN patients. Furthermore, the potential of serum TLR4 and PTEN as prognosis markers for
IMN patients was evaluated using receiver operating characteristic (ROC) curve analysis. Results The levels

of serum TLR4 and PTEN in the IMN group were higher than those in the control group, and the differences
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were statistically significant (r=12.918, 13.249, P<0.05). Simarly, the serum levels of TLR4 and PTEN in

the poor prognosis group were significantly higher than those in the good prognosis group, and the differences

were statistically significant (r=11.608, 12.965, P<0.05). There was a positive correlation between serum
TLR4 and PTEN levels in IMN patients. High levels of TLR4, PTEN, IgG and hypertension were identified as
independent risk factors for poor prognosis in IMN patients (P<0.05). The area under the curve (AUC) for se-

rum TLR4 and PTEN levels in predicting poor prognosis in IMN patients were 0.878 and 0.868, respectively.
When combined, the AUC increased to 0.941, which was significantly higher than the AUC predicted by the

two alone (z=1.874 and 2.065, P<0.05). The specificity was 0.89, and the sensitivity was 0.88. Conclusion

Serum levels of TLR4 and PTEN are closely associated with the staging of patients with IMN, as well as with

glomerulosclerosis. These factors also have a certain predictive value for the prognosis of IMN.
[KEY WORDS] TLR4; Phosphatase and tensin homologue-deleted chromosome ten gene ; IMN
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il A, AR R A M BoR B B TR
PTEN /K32 | gl 25415, PTEN 7] BE7E ' JIE 9 0%
O EZAE Y. HAT S T TLR4 #I PTEN 1k
IMN () AIF 50 4 T8 3 55 R 6 UL, % 1 7 3 7E IMN
AR PLEIE A fr it — PR R . AWF50R A
H 5 IMN B I R BLRRE S Pl B R R, R
IMN (19 155 PPAl Pt — i 2 K

1 ABSHE

1.1 — ekt

PEHCT 2019 4F 1 A = 2022 4 1 A 7E b L
I BEREI2TRYT B IMN H 3% 224 464 IMN 41 5% Xt
%, 5 14449 2 80 191, -4 AFEIE (54.38+5.72) % 5 55
TEH R IFEAS BE RS fil ST 100 24 /E R %t BREZH IS
X154, 55 544 2 46 191, F-344F RS (53.85+5.69) %

Gy bR e D AT BB E Y25 41805 K
121 Q2 T I A 0 R0 R A s Il
IRBTRL e 3 s @B E LB A B . HEBRAr
W OB R MR e R GBI

RGN U AR B Q A B B/
BRI s QBEVII AN JE 12 4 H # s @4 i A
LI LobE . AT 2 R BE e H 2 51 S HILifE

12 FHik

1.2.1  FEARIE
SKAE IMN 012 24 B A B ARAS 24 B

JR 7S HE K I 3 mL, B0 AL (72 [ Sigma 23 A,
5 : SIGMA 8KS) # il 45 14 F 5 000 r/min £ > 8
min, B2 10 cm, B 5, —80 Tk A AR IR
TRAEE AL
1.2.2 g HK H 2% W B v (enzyme-linked immuno-
sorbent assay , ELISA ) € Ifil.i& TLR4 .PTEN 7K~

M H5 AN TLR4 ELISA i 7 & ( L ifg 44 #h 4=
Yy, 95 :B1468) . A\ PTEN ELISA i 7 & ( I i
PO AR, 5T QC6296-A) 1t B 43 L il TLR4 |
PTEN bRl it 8 W, i Ui L35 FEAS | 22 D) GE i Br (X
( b ¥ A%, B %5 . SuPerMax 3000FA %) I 5
TLR4 . PTEN #5 i fi %5 W S I 3 #F A8 76 450 nm
A R B
1.2.3  IMN B I PRAR bRl B e

AR IMN A8 5 5 4 2 28 i) 3 A SR,
5 IMN 43309100 B /NER RS AL | B /NG 8] 5 460 1
o SR A A A BT A (R 53 B T, Y
5 : PUZS-600A ) ¢ 834 24 h JREE B IH [ EE
Hh =l L VLA | S22 BR 2 H G (Immunoglobulin
G,IgG) A btk xR
1.2.4 BV 5 WU PEAR

XF IMN H 3 47 0 12 4 H 8 Rt 57 4, B
DItk 2 2023 4F 1 7, PPAh B U E O, 73k
SEARLER 24 h JREEH<0.3 g, Ll HE H>25 g/L,
B /NER B R TR <15% , H. . M ULEF K S 1E % 5 3
YRR 24 h JREE A <3.5 g, B/NERIEL R T
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K <15% , HLAMWLEF KA R 7 s R A5 S
50 42 G il R o G7 FR AR ME S o AR B U7 45 SRR
IMN f 34 R R K440 174 B F U5 A K 4150
B, )5 B AF 448 50 4 52 ff FR o G i iR A, TG
AR SRR H
1.3 Seil2rik

K HI SPSS 25.0 XF 8 17 e it Ao iHEk
TR (%) 3R 2R 2 R 5 5 1 BoBHi 2 1
BT 2255V (R 2s) T, R e K56 5 R
pearson 3 HT IMN £ 24 [fl.7 TLR4 7K~F#1 PTEN 7K
A S 5 R £ [ 2 Logistic 710743 M IMN H
TG AN R B 52 R &R 5 R 3218 T AR E it 2k
(ROC) 43 #7 IfiL 3 TLR4 1 PTEN 7£ PF-Afl IMN R #
UG P EIME . LA P<0.05 25851 FE .

2 HR

2.1 KR4 5 IMN 4 1.7 TLR4 .PTEN /K- H AR
55} BRZH AR HEA , IMN ZH 137 TLR4 . PTEN /KF
W R ET S, AR E L (P<0.05), W1,

&1 FHEIME TLRAPTEN K FLLE (x+5)
Table 1 Comparison of serum TLR4 and PTEN levels

between 2 groups (x+s)

201 n TLR4(p.g/mL) PTEN (ng/mL)
X} HEZH 100 9.63+3.25 1.82+0.47
IMN 41 224 15.82+4.27 2.91+0.76

i 12.918 13.249

P{H 0.000 0.000

2.2 AJEITJS IMN S5 1% TLR4 PTEN /K Heisg
5 W5 R4 M, mija A R4 m
TLR4 .PTEN /K-F-#) & & T+ (P<0.05) . L3 2,

*®2 AEH/EIMN BEHME TLR4PTEN KFLLE (v+5)
Table 2 Comparison of serum TLR4 and PTEN levels in
IMN patients with different prognosis (x +s)

251 n TLR4( p.g/mL) PTEN (ng/mL)
)5 R4l 174 14.71+2.56 2.76+0.27
T AN R 41 50 19.68+3.02 3.41%0.43

t1H 11.608 12.965

P1a 0.000 0.000

2.3 ARG IMN B I RS BLRRE H 4%
515 R4 A8 b, 1 )E A B2 i AL
1gG /K F-44 5838 F 9, IMN 4348 o T30 F0 1V 35940 %%
WE R, T A T S0 A R 2 A, /N BR
b B /I TR S5 468 AR v I AR PR S R L

191 4. 35 B2 v (P<0.05) 5 P 2 8] A4 14 1) A AR I
FEEL SR A AR 24 h JREE I | =
HKF-28 RG22 L (P>0.05) . W& 3.

&3 AEBUE IMN BEIGRBEFHELLE [2(%), (T+s) ]
Table 3 Comparison of clinicopathological characteristics of

patients with different prognosis of IMN [n(%) , (x+s) ]
s RAFAH BURA R4

Wi PRAFAE (n=174)  (n=s0) ¥/ PH
P 0.002 0.962
5 112(64.37)  32(64.00)
& 62(35.63) 18(36.00)
AR (%) 54.27+¢3.18  54.75%£3.22  0.938 0.349
48 5 (kg/m®) 24.86£3.79  24.98+3.85 0.197 0.844
M 8 s 0.061 0.805
s 94.(54.02) 28(56.00)
Fie 80(45.98) 22(44.00)
24 h JREE (/24 h) 4.49+1.12 485£1.41  1.885 0.061
S B (mmol/L ) 6.92+1.54 7.04+1.68 0476 0.635
“H it =g (mmol/L ) 2.17+0.41 2.29+0.45  1.784 0.076
I UL ( wmol/L) 80.73+18.44  96.56+21.85 5.126 0.000
IgG(g/L) 4.86+0.85 6.94+1.43  12.871 0.000
il:/li\l ?}Hﬂﬁﬁ()ﬂl AV 23.560 0.000
I 50(28.74) 8(16.00)
114 88(50.57) 24.(48.00)
11 36(20.69) 12(24.00)
Vit 0(0.00) 6(12.00)
B /NBR A Ak 8.849 0.003
= 70(40.23) 32(64.00)
i 104(59.78)  18(36.00)
B /NG ] A 8.426 0.004
s 136(78.16)  48(96.00)
= 38(21.84) 2(4.00)
PR 9 4.585 0.032
P 78(44.83) 31(62.00)
i 96(55.17) 19(38.00)
e I 4.151 0.042
b 76(43.68) 30(60.00)
w5 98(56.32) 20(40.00)

2.4 IMN H& [l TLR4 5 PTEN ZKFAH M

pearson FH ¢ 73 A 45 R /R, IMN R 35 1L 7
TLR4 5 PTEN K-V 2 1IEAH O (r=0.504, P<0.05).
2.5 Z &K Logistic MIH7Hr IMN B TilJ5 A R
)52 M R 25

Z K & Logistic [2] 19 43 #7 45 R .78 , TLR4
PTEN .IgG . & Jf i M2 20 IMN B85 TS AN R Y
M7 fERE IR (P<0.05), 4.5,
2.6 Iy TLR4 ,PTEN /K F-7E Fl IMN 5 A B
UG A A

DL TLR4 . PTEN /K V- 45 4027 1, DL IMN
BTG EA RAREE T CE=1, 5=0) 214
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®4 ZEZE Logistic B3R HEATEMETEME
Table 4 Assignment of Dependent and Independent

Variables in Multifactor Logistic Regression Analysis

RS 75 1 U WA 175
IMN B HE TG EEAR R4 E=1,%=0
TLR4 VSRR G
PTEN BN B
I ALEF LA
1eG LA
IMN 434 AR T ~T=0, M~IViH=1
B /NBR A AL I RAR E=1,7%=0
B /NG ) T 15 0 AR =1, 7=0
T AT I Iy RAG =1, 7%=0
A IR R I RAR £=1,%=0

#£5 HEZE Logistic IIF4#7 IMN BE TSR R MM
FSES
Table 4 Multifactorial logistic regression analysis of factors

influencing poor prognosis in IMN patients

AT ES BIE SE{H Wald/y{H OR{EL  95%CI P
TLR4 0.8170.312  6.852 2263 1.228~4.171 0.009
PTEN 0.8300.276  9.050  2.294 1.336~3.940 0.003
IfiL UL 0.4370.293 2224  1.548 0.872~2.749 0.136
IeG 0.914 0.247 13.690 2494 1.537~4.047 0.000

IMN/3M 04360315  1.919 1547 0.834~2.868 0.166

FENERREAL  0.552 0442  1.557  1.736 0.730~4.128 0.212

B/ INVE AR E 0.506 0374 1.832 1.695 0.797~3.453 0.176

R ML 0.711 0.242 8632 2.036 1.267~3.272 0.003

PRI 0.486 0.519  0.877  1.626 0.588~4.497 0.349

ROC [h£k ., %53 W R M3 TLR4 . PTEN & Fii
IMN B E TG ETA R AUC 5 0.941, 5 T W&
PSR (P<0.05). WF6 . E 1,

%6 TLR4.PTEN 7KE3f IMN £2EFE AR K F
HEESD M
Table 6  Analysis of the predictive efficacy of TLR4 and
PTEN levels on poor prognosis in IMN patients

2%

&b AUC  95% CI W REE RRE i, P

TLR4 0.878 0.821~0.935 17.38 pg/mL 0.78
PTEN 0.868 0.807~0.929 3.04 ng/mL  0.84

0.83  0.602 0.000
0.79  0.627 0.000

B4 0.941 0.908~0.975 0.88 0.89 0.771 0.000
1.0
— TLR4 il
0.8 — PTEN Hiilll
— A
206 Bk
E o4

0.2

0 02 04 06 08 10
5

BE1 ROC HZ
Figure 1 ROC curves

3 it

H AT A IMN J2: /i #00 [a) J2 40 B 1Y) TeG 513k
(1), 1gG 5 YU R 25 & Fn A TE AL 1 ) B T 52
AW, NI B s & e AL Y 32 AR R
ARBTG5 v B AR WA AL

TLRA 415 1Y 55 KA f e 0 27 AT WE D RE
4 TLRA 2 B 00 3 67 8 15 2 48 3% FHL I, TLR4
ISR NBETEIRTE , B S PR e , 5 2 240 it K]
TR, RS WA £ . W5 7R, TLR4
A AT 5 ] 200 O TG R Y o R s ), L
TLR4 2 5 2P I Pk B IR0 1 A LT, an
PE B B B AT 2 A RORE RO B R . FE MN
BE E AL TLRA (338 B3 B, A& Bk
% 1l (angiotensin Il , Ang Il ) i #2 & TLR4 3%k
K- AEE AR T ARHIESE & B, IMN 41 1fiL
T TLRA /K-35 B2 35 T, 5 Jin 2897 MN
B A 7E 45 AR L, TLR4 1] BE i 2 0F 2 40
Ji R T A E IMIN R

PTEN 5 [ B R filg 1] S B R fb Z FhOIR Y , 6 40
WLy R v A 22 R R LS 400 ) 8 RS B R
UL S AEFp 5L A e B . WF5E W, PTEN AJ
IR NG S AR R i EAT 4R . miR-21
3 = ¥ [f) PTEN, T80 2T 4 4 i, 112 ik 1 47 4k 4L,
PTEN i i 5 3 |- Bz - 8] 55 5t 5% 1k 3K 20 b DR s '
f . ARHFST & PR, IMN 4 IfiL 35 PTEN 7K 7% %
MR B 5T, 5 Wa SRR s SR —2. 734k,
A 5T 25 S R TS AS B 4117 TLR4 Fl PTEN
JK T, B TLR4 F PTEN & IMN H 2 5 A B
Al ST GBS R 2R, #2715 TLR4 Al PTEN /K33 =5 1)
IMN A8 9 1 B8 O ™ 8, LTS N R MR 3
Ko WK, IMN 3% 1175 TLR4 /K F 5
PTEN 7K~F- 52 IFAH G, #E01 TLR4 5 PTEN 3:[] 2
5 IMN 1 % 4 % J#& , PTEN il i 5 TLR4 A1 B AE T
VO 2 T S R A Tl R UL - 3- DR AR A
SRS R T, K B IMN 1k A,
H ] fgsE IMN B AR #2 H "', TLR4 .PTEN
A B IMN R4 TS 2 /R R B AUC
0.941, & T W Sk 50, FLAY 50 89.08% , R
B N 88.00% , #£ 7~k TLR4 Y PTEN Bt & 78 T
IMN (5 75 oA 2

IMN £ % Ifil 7§ TLR4 . PTEN 7K - % % BE 21 i
F T, HAUS AS B TLR4 PTEN /K I 2 5
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T PkaO 3 sB B A5 L M R 9Kk 5 1 e BNP AL
Je 5D I)RER G &

KA FA eR KEE BRE' EXE

[(# ZE] BB BTk )32 (CHF) B B % (REN) I & ik % T (Ang ) J2 il £ Ik
(BNP) AL RS O UIRER R . FiE  PLEL 2019 4F 2 A 2 2023 4F 2 A 458 5 AR EREIIG Y 84 4]
CHF 835 Il PR R CCHF 41) , 55 RN AR AR B 114 70K 1Y 66 44 filt e AR A frlt e R4 o 43 #7 P 40
REN . Ang Il } BNP /K- DL S A0 I BE 43 2% 5 %% REN | Ang Il .BNP /K- KU B BE 48 ¥ 5 5% H Pearson
FHOCHE ST M2 3 T REN L Ang 1T & BNP 5.0 D REFE AR A AH D ; R H ROC 49T NE . Ang Il & BNP /K
SEXF CHE BTN, 4558 CHF 41 REN . Ang [l % BNP /K- Z v T4 IR 4H , 22 3 B ge i 7E X (P<
0.05) . ANFLLIHESr2% CHF .35 REN ,Ang [T \BNP /K- L4 : NYHA 1T 204 <NYHA Il ¢4 <NYHA IV 4
4, 225 BAT G L (P<0.05) o AN IIEE S CHF s 780 S AR AW N 42 (LVESD) 2.0 &
ik AR W42 (LVEDD) Ho %% : NYHA 1T 2% 2 <NYHA Il 2L <NYHA IV 440 , 72 28 5 1l 530 %0 (LVEF) F %5
NYHA I ZA>NYHA TR >NYHA VR, 25 5 B Geit 08 L (P<0.05) . AT 22 B, REN  Ang
II \BNP 5 LVEDD ,LVESD #1EAHX, 5 LVEF £ fiAH5¢C &, H REN  Ang Il .BNP 5.0 TIRE /- 234 5 1E
AHE(P<0.05), ROC 455 7% ,REN , Ang [ }2 BNP = # B4 (REN+Ang Il +BNP) 2 Wy 0.901 , BA i 5 T
B2 (P<0.05), Z5i8  CHF #% REN  Ang Il & BNP /K FEH 25, H = MEhr 5 B E O Ue %
R EASEE , LR AR I A2 W CHF Bl S O D BE T2 T SE 35 b o

[KEiA] EBhowE; BR; E %R ; WAL LosE

Changes of renin, angiotensin II and BNP and its relationship with cardiac function in
patients with chronic heart failure

ZHANG Sheng', LI Jia', LIU Jincheng', ZHANG Yingbao', GE Chengtao', CHE Wugqiang**

(1. Department of Cardiology, Jinzhai County People’s Hospital, Lu’an, AnHui, China, 237300; 2. Depart-
ment of Cardiology , China-Japan Friendship Hospital, Beijing, China, 100029)

[ABSTRACT] Objective To investigate the changes of renin (REN) , angiotensin (Ang Il ) and brain
natriuretic peptide (BNP) in patients with chronic heart failure (CHF) and its relationship with cardiac func-
tion. Methods The clinical data of 84 patients with CHF admitted to Jinzhai County People’s Hospital from
February 2019 to February 2023 were selected (CHF group) , another 66 healthy people who underwent physi-
cal examination in our hospital during the same period were selected as the healthy control group. We analyzed
the levels of REN, Angll and BNP in the two groups; and the levels of REN, Ang Il , BNP and cardiac func-
tion of patients with different cardiac function grades were analyzed by variance ; the correlations of REN, Ang
II and BNP with cardiac function indexes were analyzed by pearson correlation analysis ; and ROC curve was
used to evaluate the predictive value of REN, Ang Il and BNP levels for CHF. Results The levels of REN,
Ang Il and BNP in CHF group were significantly higher than those in control group, and the difference was
statistically significant (P<0.05). Comparison of the levels of REN, Ang Il and BNP in CHF patients with dif-
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ferent cardiac function grades: NYHA Il group <NYHAIIl group <NYHAIV group, and the difference was sta-
tistically significant (P<0.05). Comparison of left ventricular end-diastolic diameter (LVEDD) and left ven-
tricular end - systolic diameter (LVESD) in CHF patients with different cardiac function grades: NYHA II
group <NYHAII group <NYHAIV group; Comparison of left ventricular ejection fraction (LVEF) : NYHA II
group> NYHAII group >NYHAIV group, and the difference was statistically significant (P<0.05). The corre-
lation analysis showed that REN, Ang Il and BNP were positively correlated with LVEDD and LVESD, but
were negatively correlated with LVEF, and REN, Ang Il and BNP were positively correlated with cardiac
function grading (P<0.05). ROC results showed that the AUC of REN Ang Il and BNP. The AUC of REN+
Ang I +BNP was 0.901, which was significantly higher than that of single diagnosis (P<0.05). Conclusion
The levels of REN, Ang Il and BNP in CHF patients were abnormally increased, and the three indexes were

significantly correlated with cardiac function grading, these factors are expected to become reliable indicators

for clinical diagnosis of CHF and evaluation of cardiac function classification.
[KEY WORDS] CHF; REN; Ang Il ; BNP; Cardiac function

&40 71359 ( Chronic heart failure , CHF) J2&: FH
A S LA O JUE g 128 VT U AR B AR B B i R 27
fiE, BB RO T RS . BE A il
AR IR A5 2 S B I Y, CHF & 330
AENBET A B DL PR 22— i AE DGR A oY
7N, R B CHF J& 9k 25 Bifi 4 i 38 fin iy 108, 0 3 A
PG 2%, VAR AT b 50% o T A AL
M E 6 b5 FAL CHF S is BA EE/EH . B R
(Renin, REN) & & & - 1. 45 % 7K 2% & 4t (Renin-an-
giotensin system, RAS ) i 47 55 PR 3 1) 25 1 6 , 1l 45
E5Kk & I (Angiotensin Il , Ang Il ) lljJ& RAS &R % fix
FEFHON ST, RAS 78 CHF &/ & J nl il
S HAR RS HLE T R AR .
T I 15 e , CHF 5 FEAT RAS (R it B2 | (0
kB o7 i o, FECODIREEAL o A 4M K (Brain na-
triuretic peptide , BNP) J&—Fl 1 28 N M WA R , T %
3T AN, T AE R WF5E 45 ), BNP 7E CHF 12
W 1 DAL BTG YT B NI rh B S L K
AHWFFE R CHF #.#% REN  Ang Il &% BNP 751k & H
HOUIREM I RIAT TR BT,
1 RS TS
1.1 — R

TEH 2019 4F 2 F] 22 2023 4 2 H 28 E AR BE
B Wi i 84 151 CHF (835 O IG IR GOk, AN ABRIE :
OFFFE A B 2 20 I IR 27 43 23 AT () CHF
FHICZ Wi bR @0 D) fig NYHA 4329 11 ~ IV 4%
O IR TR, Tl sl £k . HEBRARIE: O&
PO DI REAS 2 s Qi A S i ad Al R 86
G FF A JE 25 Fo 2 BRI M0 ; DHL B 25 L s O A

BRI 8 = N ERTIN E S vy o | A DB ol i) 722
AL SPHA . ¥ 84 1) CHF 594 A CHFE 41 , Hir
FAE 52 4], Ltk 32 4, AR % (59.13+4.01) %
OIRE S W42 ], W2k 29 4], IV 4% 13 il
7 WA IAEAS e A 7 1A ) £ RN 66 44 1F Ry ft B
PR, Hoh 55 40 &, Lotk 260 &, OF B AR
(60.33+5.25) % . PHZL BT LA 22 S R SE T B
M(P>0.05) o AHIFFR 28 B2 22 AR 3 22 D 24t o i
i, I KR C BN RS
1.2 ik
1.2.1 1L REN , Ang [T 52 BNP 7K A6l

P A 32 K # AE W ARE B R Bk A& P IR
AMET 250 go SRIMATESE 12 h, TR H G R=E
5 mL KL, I 4 30 min, T 4CTEOHL
13 000 r/min .0 10 min, #0242 10 cm, B )5
B E R M ARIRORAT . R RO SR 4r
B 32 K DU 1 v BNP, 357 & /35 B % [0S A 4
P R HHEX F0 05 W B2 4 I REN , Ang 1T, 305
& A HigSEEYRH AR A . BARERAE™
& He FRUL BT .
1.2.2 LIIRESRARAS I

fifi B 48 75 A7 IR o5 A, UM B 55 A2 0 =
KA UI T, 4G I 6 A G045 20 28 BT 5K AR N A2 (Left
ventricular end-diastolic diameter, LVEDD) . % [f] [
JE ¥ (Interventricular septum , IVS ) M 77 = J5 BE J&L i
(Left ventricular posterior wall, LVPW ) ; Z8.0> 22 T
JeE VT, > FH = 2 R0 T T AR M 2, W0 A
LA AR N 4% (Left ventricular end-Systolic di-
ameter, LVESD) ; 718 4 Ifil 43 %% (Left ventricular
ejection fraction, LVEF) ,
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K SPSS 22.0 #AF AT 58143 B bt 58 A4
THRPORCR (2 F3R , AL LUBCR ki, 2
U HLHR FH 7 2293 BT 5 AH MR Pearson FH G
Tk, 4l 32 TAERRE ith 26 (ROC) 43 #t
REN ., Ang Il }2 BNP 7K ~F- X} CHF (1 il f { , LA
P<0.05 JZEREA G E X

2 &R

2.1 W2l REN . Ang Il &% BNP /K 4%
CHF 41 REN ., Ang II & BNP /K- & 3 /& %}
M, 225 BA G E L(P<0.05), &K1,

#&1 PHHERNE.Angll % BNPKFLLE (7+s)
Table 1 Comparison of RNE, Angll , and BNP levels

between the two groups (x+s)

251 n  RNE(pg/L) Angll (ng/L) BNP(pg/mL)
XTHRZH 66 31.54+3.11 35.74+4.52 87.74+19.81
CHF4 84 64.68+7.58 55.155.04  603.54+49.07

18 33.406 24.600 80.360

P <0.001 <0.001 <0.001

2.2 A[RELIIFES Y CHF #.% REN  Ang Il .BNP
KL

AR I fE4r 9% CHF H#% REN, Ang Il .BNP
JKF S :NYHA T HZH<NYHA M 4I<NYHA V
G, 225 BA G E L(P<0.05), WK 2,

x2 ARELIHEES &% CHF & RENNE, Ang Il .BNP
KFELLEE (x+s)
Table 2 Comparison of REN, Ang Il , and BNP levels in
CHF patients with different concentric functional grades (¥ +s)
4151 n
NYHA T4 42

NYHA M40 29
NYHA V&4 13

REN(pg/L) Angll (ng/L) BNP(pg/mL)
59.54+4.05  48.44%1.63  500.74+47.12
66.01£6.09'  59.43+2.65' 663.75+52.84"
78.3249.42"  67.23+5.84" 801.35266.43"
FAH 52.23 244.72 192.81
P1H <0.001 <0.001 <0.001

£3 AEDINEES K CHF BE O INEEFEIRILE (R +5)
Table 3 Comparison of cardiac function indicators in CHF

patients with different concentric functional grades (x +s)

211 51 n  LVEDD(mm) LVESD(mm) LVEF(%)

NYHA I #4H 42  51.32+3.98 42.32+2.84  46.45+2.32

NYHA MZ4H 29  60.09£5.54°  50.84+3.69"  40.63+2.75

NYHA V41 13 72.33+8.36°  61.28+5.36™ 31.11%+3.96"
Fii 80.34 148.65 158.41
P{H <0.001 <0.001 <0.001

T 5 NYHA I 204 i, *P<0.05; 5 NYHA T 20 A%, °P<0.05.,

2.3  A[ELLIIfESr2% CHE B .0 U RETE i L8
AFELOIEES> 9% CHF &2 LVEDD \LVESD It
B NYHA [ 2 4H<NYHA % 4H<NYHA V¢4 ;
LVEF 3 : NYHA 1T 22 41>NYHA I 2% 4 >NYHA
VYA, 22 7 A5 27E L (P<0.05), W33,
2.4 SARPRAHOCHE BT
Z M K M W, REN, Ang I . BNP 5
LVEDD ,LVESD &£ EAH¢, 5 LVEF 2 A%, H

5 NYHA IT 204 3 *P<0.05; 5 NYHA I 28 40 [, PP<0.05 .
REN . Ang [l .BNP 5.0 PJ g 73 9 34 &2 1F AH ¢ (P<
0.05), WLFE4,

T4 BIETRHEXES

Table 4 Correlation analysis of various indicators

SiH LVEDD LVESD LVEF
r i P1H r{H P1H r A Py
RNE 0.576 <0.001 0.606 <0.001 -0.753  <0.001
Angll  0.674 <0.001 0.715 <0.001 -0.771  <0.001
BNP  0.605 <0.001 0.758 <0.001 -0.823 <0.001

2.5 REN.Ang Il }2 BNP /KF-%} CHF B 15l 4 i

ROC %5 % i 7 ,REN , Ang Il }2 BNP = # k&
(REN+Ang Il +BNP) 2 b1 4 0.901 , BH & /5 T Bl
ZW(P<0.05), W5 K1,

%5 REN.Angll % BNP 7k Fxt CHF A FU ¢ &
Table 5 Predictive value of REN, AnglIl and BNP levels

for CHF
WMEAEF  AUC 95% CI  HURIE  FRRE O PIE
RNE 0.863  0.799~0.927  0.735 0.791  <0.001
Angll 0.806  0.726~0.885  0.692 0.722  <0.001
BNP 0.854  0.786~0.921  0.722 0.756  <0.001
=FB4A 0901 0.829~0.943  0.886 0.908  <0.001

0 02 04 06 08 10

157 1k

1 REN.Ang Il % BNP 7K F5ill CHF i) ROC B £k &
Figure 1 Roc of REN Ang Il , and BNP levels for predicting
CHF

3 Wig

CHF J& — fifr L W15 DRI X | 0 1% B Ohy 205k
B S IR I R 25 B AE B 02 R T JRUR RO LA
CHSE L5 O LI O UL o JUL ARG 35 I i A 9
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i) O e AT S R A . O E IR RS
B far B4 0, CHF A 5 |0 28 70 2 sl 0 il BE ) 324
T S ik 45 T B A OO N R e B
BEIET:, WFFTHE L, CHE & 2 Fhuts I 45 90 10
LA BE, ) % BB 0 A 106 O 1 ™ R
Hypmst " . CHF R 2 IR S 1EJk ,
2R WS EOCE L,

H i 5¢ CHF Ry FEMLHIHGE R 2 , C A WY
UESEH 5 = FHAHLE] 28 3 i 2= AL S5
5, HLBLE. B e 28 PN 43 DA U008 o 380 O WL e
SRR FEIM A O ) R AR A SRR 1, RAS R 402
H REN . ACE SF 4 i, fieJ5 248 Ang ZHEAEH . Ang
112 H A A SR AT ) 48 A ) i 2 — , 1l EL
VT -0 L AT 3248, W45 8 LA, 384
OEJG ffar s Ang I3 AT B34 T 00 LAN B A%
A G YR R A SO LA,
IO NUEIE . REN GZ#E1L RAS 55— R #UD BRI
OCHEBR TH , 17T RAS RS2t B 2 S 800 MR
o 80 K AR B L B OB PEDE IR, S A E G
W, AW SRR 4 RAGEARAT . A, A
WFoX 45 %W REN Ang [l 162 5 T CHF %4 %
JRME A TR, H 5 B R DA G

BNP 3= 22 0 220 LAt G BORN 2330, A0
AR U B — i, ] 40 i A 5K 2R b, R
PR EF SR AL, ok A8 o O B AEAE T far it
T a0 LB L A BNP 430644 £ | M1 51 2 BNP A&
FEYGPERY AR . TR E IR E B EL T
WU BNP /K23 38 BT, 30 th 0 T i 1)
KR e, I 2 BNP KOV & AR AR
BNP 2 DI iy Ul itE A LR . ASBF 5T 245 51
7N, ML BNP YR BESE IMFR AN S CHF A 26, 5
CHF & O UIfe ™ E R IR B IX R, DY) hE
2% BNP /KT8, 25 1L 5 ARSI R B 25
SMIFF . (HESMHCHIE T, CHF 3 BNP /K-
W= A, it 0 s 5 AR R 5 A7
TE2ZER, XTRE S X 225 FHARSEHER
Ko it ROC 40 #r & 3L, 4 REN , Ang Il &
BNP B4 T HI ¥ CHF (1) AUC>0.9, B i 755 T 5
MIZ W, R = F G W S WU Rk .

zi I fifi& , CHF 3% REN , Ang Il & BNP 7K
PigwE, =1 en 58 E LR R E R
FHNE, LR A R G R2 W CHF S
Al F A O DI RE T A AR AR o

S 3Lk
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HAR 2 WUBE DR 9 BB IR IR . UACR . UmAIlb 5 %K
I3 "B 908 20 OIS AH G 1k

TEWA* MF¥ESH HAE

cl

[ E] BHW  HIOTRAE 2 B RE B mIRIR R & HWLEF LU(E (UACR) R BURE A& M (Um-
Alb) K- 5 4% 59 B 95 (DKD) I AH 56k . Ak #EI2020 4F 1 A & 2023 4F 1 A Ifi S8 BN B EBE B 9 43
WRHISCIA Y 140 Bl 247 2 U BRI B35 R WEE A, 5 358 B0 FR) 30 & R ARG 1) 80 47 1 e = JeE 3 Sy o) LA, AR
i R B /N Bk it 8 (eGFR ) K I 43y A4 PR ' 9 (NDKD ) 42 4] . DKD .48 39 5] \DKD Hr 1] 34 4] |
DKD 31 25 # . L&A 32383 1 JRER L UACR . UmAlb /K-, 43 H7 4% 3145 b1 5 DKD 43 3 110 40 56 1 K
% DKD 2 Wi (. &5 WLEL4 M FRAR . UACR . UmAlb /K V-2 & TR R4, 22 S A7 G2 5 X
(1=4.641 ,25.656 ,38.833 , P<0.05) ; ZH W Il JK 2 . UACR , UmAlb 7K FF 3 i DKD 3 >DKD ' ij >DKD
WU, 2 54 831 B X (F=4.887.538.570 .684.184,, P<0.05) ; Spearman 43 745 % . 7% , Il JR R . UACR .
UmAlb 7K - 5 DKD 43 ] ] 5 1E A1 5 (P<0.001) ; DKD £ 3% 25 I U4 L F 27 3 bk 5 (MAP) | H il = g
(TG) . Il K& . UACR . UmAIb 5 T NDKD £ # , 5 £ # NDKD £ #K , 22 5 A Go it 2% 5 X (1=3.866
14.824.7.718 ,5.022 .33.588 ,53.438 ,9.364, P<0.05) , Logistic 2 K % [0l 54347 L7~ , 25 I8 LB \MAP .\ TG |
M FR 2 . UACR . UmAlb J& T2DM i # & 2 DKD 19l 57 52 Wi [H 2 (P<0.05) ; Ifil fR i . UmAlb ,UACR /K
SR ARECA KL T oA — A (P<0.05) . 538 ILJRER \UACR . UmAIb 7K 5 DKD 44 5 IE 4 5%
H=FEBAH0 % DKD BA B2 Wik fig

[%£g8R] IR ; UACR; UmAlb; DKD; 2 FUBH R G

Correlation between blood uric acid, urinary protein creatinine ratio, urinary microalbu-
min level and diabetic nephropathy in elderly patients with type 2 diabetes mellitus

YU Zhiming*, CHEN Xuegao, GUO Dongliang

(Department of Endocrinology , Linquan County People’s Hospital, Linquan, Anhui, China, 236400)

[ABSTRACT] Objective To investigate the correlation between serum uric acid , urinary protein cre-
atinine ratio (UACR) and urinary microalbumin (UmAIb) levels and diabetic nephropathy (DKD) in elderly
patients with type 2 diabetes mellitus. Methods A total of 140 elderly patients with type 2 diabetes admitted
to the Endocrinology Department of Linquan County People’s Hospital from January 2020 to January 2023
were selected as the observation group. 80 healthy volunteers who underwent routine physical examinations dur-
ing the same period were chosen as the control group. The observation group was further divided into sub-
groups based on the patients’ glomerular filtration rate (eGFR) : 42 cases of non - diabetic nephropathy
(NDKD) , 39 cases of early DKD, 34 cases of middle DKD and 25 cases of late DKD. In addition, 60
healthy volunteers were selected as an additional control group. The levels of uric acid, UACR and UmAIb in
the blood of all subjects were compared, and the correlation between theselevels and the stage of DKD, as
well as the diagnostic efficacy of DKD were analyzed. Results The levels of uric acid, UACR and UmAlIb in
the observation group were higher than those in the control group (r=4.641, 25.656, 38.833, P<0.05). The
levels of uric acid, UACR and UmAIDb in the blood were higher in late DKD, followed by middle DKD, and

AAR A AT AR AT SRR (FY2021-183)
M A5 R N R BARE R A 5 b A, 24, 16 % 236400
*@EAEEA T AW, E-mail : yuzhiming568@163.com
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early DKD (F=4.887, 538.570, 684.184, P<0.05). Spearman analysis showed a positive correlation between
blood uric acid, UACR, UmAIb levels, and DKD stage (P<0.001). Fasting blood glucose, mean arterial
pressure (MAP) , triglyceride (TG) , blood uric acid, UACR and UmAIb were all higher in DKD patients
compared to NDKD patients, the durstion of the disease was longer in DKD patients. The difference was statis-
tically significant (1=3.866, 14.824, 7.718, 5.022, 33.588, 53.438, 9.364, P<0.05). Logistic multivariate re-
gression analysis showed that fasting blood glucose, MAP, TG, blood uric acid, UACR and UmAlb were in-
dependent influencing factors for DKD in T2DM patients (P<0.05). The AUC of serum uric acid and the com-

bined detection was superior to the single detection (P<0.05). Conclusion Serum uric acid, UACR and Um-

Alb levels are positively correlated with the stage of DKD. The combined detection of these three factors has

high diagnostic efficacy for DKD.
[KEY WORDS ]

B JR 975 "B 9 (Diabetic kidney disease , DKD) J&
2 BB IR 9% (Type 2 diabetes mellitus, T2DM) i &
WL B I R AE 2 — , A 2 RUBE PR SR A R
A I HUARIRERE 1 T B, Z2 R0 4 B 1R AT R0
AR Ty | A RE A 2R AL B R A8 e AR A 1
T DKD KUK . DKD 7301 R 36 S04 A e B
AN ieWr, BEZmIKHZ I AEC SR T H
JUEAS AT 396 ) 85 SO P s B A, A A PR BT R i AR
FRAE , HREIE o B AT IR T 4R e A4, ™ H 5
e A8 A T B, A A LS ol & g i A
T2 IR b AR A A8 /N K DB 2o % (estimat-
ed Glomerular filtration rate , eGFR ) } J% [ 45 I HEHE
% (Urinary albumin ejection rate , UAER ) % B i2 W
DKD, {H i1 T 4F 2 BB PR 87 T RE 5 JF = I
B e ML 5 DRI ILAE 3 ok ok A A A0 25 52 , A
SRR E T URe s R AR E, R
eGFR 5 UAER Jf-4E V4741 5¢ , eGFR 7K V- B AR 114
DKD f## UAER Al AL T IE# G o A A5
FRUH, I R R T v 2 S BUNLAE P R A B4, 53
B ARl I A AR, 3880 B DKD JRUES ™ o AL, A
55 DKD JE i 5 i A= Db i Wy % DKD 2 7 |
KMBHAIT B REE . A5 B ERT 24 2 b
PR £ LK PR R 2 (WL B (Urine albumin
to creatinine ratio, UACR) | J& i3 &= 1 & 1 (Urinary
microalbumin, UmAlb ) 7K~F-5 DKD A94H M, R
g LRI S 2 Wit it 2 2% IRIE QN T .

1 RS

1.1 — R

FEHL 2020 4F 1 H & 2023 4 1 H Il B H A RE
B¢ PN 2 W BHISCIG B9 140 1] % 45 2 RUBE PR % 58 & R
WEIEXT G2, A R B, S 3 BT 30 1 ARG 7

Blood uric acid; UACR; UmAlb; DKD; Type 2 diabetes

60 & fdFE G E X IR . AR OF &
i 2 OB PR B iR 18 B (2017 48 jjg) ) 2 78
Wi RIS HH SIS Wi bm i , 22 lfs R Wt Ry 41 2 AR IR
W QFIE>60 & s QTCKE MBI LI A D) RE
R B WA N o NGOl 97 A S ek LI OR 1 A
2 WEE B BB S E SR E . HEBR
FRifE s A I HoAth J5 B 5 1 A0 L Ak Pk B A 0, E
7B WE A 8B E TR S @& 0 il
B E YRR AT ; @B I s RGN R
PEBG LTI A RE s @& I 7™ HE IR
S I AE , AR ZE AL ERE R R L LR FR 1
T R BN AL 72 6], £ 68 1,
AEWS T34 (71.21£5.12) % 5 X RRZH 55 29 44, 4 31
&R (72.16+6.24) %, T 20— 5% 90 RE FL 8¢
LR G HFE X (P>0.05) . AHFREARBESTE
% 5 oA
12 Hik

O A 32 F R Rz I # K if 5 mL )
H BRI 10 mL, IR AFEAS 28 850 A0 B (3 500 1
min &0 10 min, 25042 8 cm) BUMTE , JRIBFEAS
LB DA S (1 500 r/min B0 10 min, 5.0 2FER
8 cm) B 7H W, R I PE ] Atellica CH930 4= H
Bl A A6 3 BT ASCRE T it R 2 . UmAIb R 2R 1R L
i I 1153 UACR., QMR 4 & & eGFR" f W 48 41
43 >R A BE BR 9% B % (NDKD ) 42 1] , Bl eGFR>90
mL/min; DKD -] 39 fi , Kl 60 mL/min<e GFR<90
mL/min; DKD A7 34 4] , Bl 30 mL/min<eGFR<60
mL/min; DKD B¢ #] 25 5] , Bl eGFR<30 mL/min.
UL 4 2 RUBH PRI B8 I R OB} L35 0% |
PE ) AT FE B L 2 L BE e AR 28 B ik R
(MAP) . 2 JiH [# % ( Total cholesterol, TC) . H il =
fig (Triglyceride, TG ) ,
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K HI SPSS 23.0 XF 8 k17 g it pr . it
TR (R +5) Fm, P07 e K056, HHBCR B n(%)
Kow, AT YRS, 1R R . UACR, Um Alb 5
DKD #H 5381 2% H Spearman AH ¢ , fii H —JC
Logistic [7] 94> T2DM f % Jf: & DKD fY Jih 37. 5%
MR 2, RHZIEHE TAERE (ROC) £ 2 1L
JRR .UACR .Um Alb %} DKD HJi2 Wiz, LA P<
0.05 HESAGI¥E L.

2 HR

2.1 P4l R AR \UACR .UmAIb 7K He 4
WAL A 0l JR R . UACR , UmAIb /K - 25 & F X
M, 225 A it 7 L (P<0.05), WK1,
F1 IMERER.UACR.UmAIb K FELE (7+s)
Table 1 Comparison of blood uric acid, UACR and UmAlb

levels (x+s)

21 51 n IiLJREZ (wmol/L) UACR(mg/g) UmAlb(mg/L)
XFHEZH 80 306.74+38.51 14.38+2.43 16.46+3.22
WELLL 140 365.12+42.03 52.41+5.20 118.32+20.18

A 9.160 59.262 44.583

P <0.001 <0.001 <0.001

fi? \UACR .UmAIb /& T2DM £ % % 4 DKD [
SEREI R (P<0.05) . WLEE 3,

x3 ®IDKDHWEEENH
Table 3  Analysis of multiple factors influencing DKD

215 BIi SEH Wald *{i OR{E 95% CI  P{Hi
SHEMPE 0747 0256 8514 2111 1.278~3.486 0.003
JEFE 0.802 0267  9.022 2229 1.321~3.763 0.002
MAP  0.642 0287 6542 1900 1.083~3.335 0.010
TG 0.756 0.304 6184 2130 1.174~3.864 0.013
MJRER  0.843 0294 8222 2323 1.306~4.134 0.004
UACR 0895 0271 10907 2447 1.439~4.163 <0.001
UmAlb 1.037 0.302 11.791 2.821 1.561~5.098 <0.001

2.4 IS [A) R EEBE PR B FR IR R L UACR .
UmAIb 7K He A

IR R \UACR ,UmAlb 7K ¥ i > DKD 4
>DKD 1 #i>DKD . #Hi>NDKD, 2% % 4 4 it 2% &
X (P<0.05), WF 4,

F4 AEREVERRSREEMRKE.UACR. UnAlb
KT (x+s)
Table 4 Comparison of serum uric acid, UACR and UmAlb
levels in patients with different degrees of diabetic

nephropathy (x+s)

2.2 T2DM & &4/ A &A= DKD B LR R 8
DKD & # =5 i Il ¥ . MAP. TG Ifil JX & .
UACR . UmAIlb ¥ & F NDKD & # , % £ K F
NDKD 5, 2R A Geit2# 2 L (P<0.05), W32,
R2 T2DMBERE/ARKLEDKD BRERZENT [s),n(%) ]

Table 2 Univariate analysis of whether DKD occurs in
T2DM patients [ (+s) ,1n(%) ]

bR DKD(n=98) NDKD(n=42) #y{i P1{i
AR () 70.56+4.68 71.64477
P50 ()
5 50(51.02) 20(47.62) 0136 0712
& 48(48.98) 22(52.38)
T 48 5 (kg/m®) 25.81+4.04  2524+3.86  0.775 0.440
25 I B (mmol/L)  8.76+0.83 8.12+1.04 3.866 <0.001
e (4F) 8.43+0.78 7.1520.64  9.364 <0.001
MAP (mmHg) 118.04+10.26  91.12+8.79  14.824 <0.001
TC (mmol/L) 4.32+1.12 3.67£0.85  0.722 0.472
TG (mmol/L) 2.35+0.67 1444056  7.718 <0.001
MPRAR (wmol/L)  395.46+42.05 356.70+41.36  5.022 <0.001
UACR (mg/g) 70.14+10.24  16.2522.58  33.588 <0.001
UmAIb(mg/L) 86.05+8.68  12.47+3.06  53.438 <0.001

2.3 i DKD [ Z K E 0 #r

PL&H: DKD b AR &, DL R R b 22 554
Giit e LR TR bR o A AE F: 1T Logistic 2 [F 2 1]
H53 8T, 45 R Bon 23 I 1B T . MAP TG . IfiL /K

20 51 n  IMLJRAR (wmol/L) UACR(mg/g) UmAIb(mg/L)

DKD ] 39  379.13+43.61 31.41+3.54 51.51+4.67

DKD ] 34 403.64+47.81 62.37+9.56 81.84+7.16

DKD Wil 25  414.30£50.21  103.45x12.07 120.71+10.33
FIE 4.887 538.570 634.184
P18 0.010 <0.001 <0.001

2.5 IiLJRR .UACR ., UmAIb 7K *F- 5 DKD 43 3 )
FHEE S BT

Spearman FH OC 4 4 A 45 2R ok, 1R R |
UACR , UmAlb 7K *F- 5 DKD 43 #] ¥ 5 1E A 56 (r=
0.448 .0.590 .0.660 , P<0.001 ) ,
2.6 I JRAZ .UACR.UmAIb /KF%f DKD #Ji2 Wt
R

ROC Hh 2645 3 8 7~ , 1L JK FR . UmAIb, UACR
JKAF = IR R R S 3K A 4 92 B DKD 1) AUC
3914 0.759.0.802.0.897 .0.931, # ELA B if-Hi2
Wrak e (P<0.05), WL S5 &1,

3 it

AR, WE IR Y A 0 S N, Al [ B
PRIGEEA 2 D143 58 11, 2019 445K 20 % UL F RAE
N BE OB s B 4.63 12, T 2045 4F % RE
T PR s BB 3K 742, Herb 90% R T2DM, ™

N
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%5 IMMRE.UACR.UmAIb 7k 3¢ DKD 2 Hi 2t 48
Table 5 Diagnostic efficacy of serum uric acid, UACR and
UmALIDb levels in DKD

Jekr RWHEAUC 95% CI iﬂg%#rﬁi%&};ﬁ Pl

H

MLIRFR
(pwmol/L)
UmAIlb(mg/L) 67.74 0.8020.706~0.8430.615 0.862 0.853 <0.001
UACR(mg/g) 78.50 0.8970.846~0.9260.757 0.847 0.911 <0.001

368.08 0.7590.672~0.8450.553 0.767 0.886 <0.001

AW 0.9310.854~0.9610.870 0.918 0.932 <0.001
1.0
e e = IR AR
H - — UmAlb
o [ === UACR
-% 2o i — RA L
E VR —ZH%
T
1
0.2 4

— T T
0 02 04 06 08 1.0
157

BE1 ROCHiZk
Figure 1 ROC curve

B N, st S 2R kK RS . DKD &
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LR R B 2 AW 18 A bR PR o o B K T 3
DKD & & - H R 300 B /N Bk 8 e B s Atk
A B R AE R SO I & R, DR 1 AR 1 HE 3R 0
T, BN ) B AT A AL, B D RE A2, 2T AR
B 1 2 L I R 30%~50% Y 24 A B
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BT BT A R LGB BT S T, E
B R4, KL, DKD A2 W Ko 55 TR 1At %
S PRI RS WA T 45 ) B 55 1 S, A R T
JE B REE,
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Al LS e DKD A8 25 2 0 ™ B R Bl ik L iR dE bR
(R I 43 BT, AT LA A DKD 8 35 14 545112 e Fh s
FIPAG RS2 | o DKD #35 G 97 3R AR
6% PREREIFAE BENTA1ZY LA 41255 AR
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PR I PR R mT D3 o 40 B AP e SR A VR 75 S LA 4R
PO 3, IF15 LA 0 R R S e 2L, A 5 R AE
RN, 25 DKD %9 0 & 4B 5 R & HoKE I+
Zx BTN DKD KU , 5 T s 5 i e 45 5 —
3. DKD [ FE7E B R 0 48 3OR i 487 e A2 |, B
/INERTE A 1045 PN R A S w3 AR ] N A A
T e AR AL, AU SR BT A . B NER I R YT
5K IR IR R, S BB /N ERE R BRI, PR A
HKETFHE ™ Regt 18 R )& DKD i £ 29 &
JE 22—, I PR L UACR E R IR 18 FL I PEA 48 4
/& DKD 5 Ui fig 45 5 (1) B 2L 45 b5 Z — , UACR=300
mg/g [ T JRe Sy 2R 0T B s XU i 2
UmAIb J2 I R B R A5 PR &R R 7 vk, IR 1R
H HE T R 30~300 me/d . Bl HIL IR HR BE A 20~200
mg/L 5% [ 8 FTHETE R 30~300 mg/d 1) FRIBFR M
UmAlb, UmAIb F 2 i B/ NERFE D R fhs |
AL, B PR F A R R UK T 2 N 2 P g
TEPE 155 AR AZ A LA, 5 R B/ NI RC AR
JEE R R AN M R R IR, R BUR F R
AN, PRt DKD B 895055 & R o R 11 IR
TN, R A ARSI UmALb K& F 8 AR
DI KA E R, UmATb J2&: R4 DKD By F 2355

Zi L prid, Il JR iR . UACR, UmAlb 7K ¥ 5
T2DM i # DKD %9 1 K A kK RS UM G, 5
DKD - 5 TEAH G, =35 BCA Kl X DKD B A7 48
= B2 WTRLEE , X DKD & 0112 W F 17 1A
BAAEEAER, 7T LLh DKD 835 il PRI I7 B4t
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FGF23 . ANGPTLA4 . Apelin-13 55 2. Pkl ifin P ipi 25 8.
Lo TE B AR TR Y R B S A M
ZWE AEET P

[# E] H® BRML 44K KT 23(FCF23) M4 4 i Z £ H 4(ANGPTL4) |, Apelin-13 5
SR P I A R (ATS) JRE I JOA IR I BUS K R, ik #EH20204F 7 A #2023 47 A
T AR EE R A2 B b B R R B IR B 120 51 ATS B, 2R FH 26 [ [ 57 T AR5 Be 7 v it 2 (NTHSS ) 1
Aifi JB A A B B 28 DY RS0 7 B2 5 40 S e B A 35 491 b B 21 54 451 LT 20 31 B3] 5 R HH Sk /i MRI &G 45 3
il 8 E R ARG AR 43 i B P B A SE 2 31 491 v A5 T R AR 20 52 151, R T ARG A SE 20 37 151 5 >R ek
R Rankin 7t F 174G B EEIAYT IS 00 d TS 15 BLIE 2 0 TS R4 82 AT 5 AN R4 38 fil . Lhd
521 BB I 2445 45 FGF23 , ANGPTLA , Apelin-13 /K-, 2R F 2 A & logistic [EIH 53 HT AIS & M UGS
RN E, 8 AR E R ALS B & LTS FGF23 7KKy« B 4 < BE 4l < FE AL, v
ANGPTLA4, Apelin-13 /KF-2h B> 4l > 8 A, 25 533978 Goit 2408 L (F=9.685.8.418 .13.695, P<
0.05) s A FAHFE T FLAY ALS B4 LT FGE23 KA « Ji B M A 58 20 < o A5 T BURE 020 <K T AU A AE 4,
1.3 ANGPTLA , Apelin-13 K324 « JFs Bl P MR A FE4H > Hh 45 T AU SE 2 > K T AU R SR A , 22 R IB Gei 2
Y (F=8.652.7.579.18.659, P<0.05) ; Tl J5 A~ R AHAF Y skt K ELAE L ABERT NIHSS 747 . IfiL i FGF23 /K-
i T UG R A4, i ANGPTL4. Apelin-13 /KSR F UG R4, 22 236 Gl L (1=3.147
4.725.7.309,3.364,4.869 ,5.766, P<0.05) ; Jpi kT e K E A2 =5 cm . A BE i NIHSS 1153220 4 . 5 7K - FGF23
B2 ALS SR F ARG T M TS AN R A7 AL B & 8 KP4 ANGPTLA B2 Apelin-13 J& HAR 4
F(P<0.05), &5t FGF23 ANGPTL4  Apelin-13 5 AIS B 5H FEEE K s W U U0 A0 56 , 4600 = $545
T4 BT ALS 1 K BiUR DA

(XAl 2tEbuntEmzed; kst margeid: KN T 23; 842 EEEH 4; Apelin-13

Correlation between FGF23, ANGPTL4, apelin-13 and disease condition and short-term
prognosis of thrombolytic therapy in patients with acute ischemic stroke

MENG Lixia, XI Haitao*, SHEN Hongmei

(Community Rehabilitation Center, Beijing Rehabilitation Hospital Affiliated to Capital Medical University ,
Beijing, China, 100144)

[ABSTRACT] Objective To explore the relationship of fibroblast growth factor 23 (FGF23), angio-
poietin like protein 4 (ANGPTL4 ) and apelin-13 with disease condition and short-term prognosis of thrombo-
lytic therapy in patients with acute ischemic stroke (AIS). Methods A total of 120 patients with AIS were se-
lected from Beijing Rehabilitation Hospital Affiliated to Capital Medical University from July 2020 to July
2023. The National Institutes of Health Stroke Scale (NTHSS) was used to evaluate the degree of neurological
impairment upon admission. The patients were then divided into three groups: mild (35 cases), moderate (54
cases) and severe (31 cases). The size of the infarct lesion in the patients was evaluated using cranial MRI and

they were classified into three groups: lacunar cerebral infarction group (31 cases) , medium-area infarction

JL AR B . de i AR X R B (£202300002010027)
YeH il  AHEFRFHEILTRILERAAR EAL .o, b 100144
*iBAZAEH AR, E-mail : Zhangy620@126.com
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group (52 cases) and large-area cerebral infarction group (37 cases). The modified Rankin scale was used to
assess the prognosis of the patients 90 days after thrombolytic therapy. They were categorized into two groups :
good prognosis group (82 cases) and poor prognosis group (38 cases). The levels of serum FGF23, ANG-
PTL4 and apelin-13 were compared among each group. Multivariate logistic regression was then applied to ana-
lyze the factors that influence the short-term prognosis in AIS patients. Results The serum FGF23 levels in
AIS patients with different degrees of neurological injury were found to be mild group <moderate group <se-
vere group. Conversely, the levels of serum ANGPTL4 and apelin-13 were mild group >moderate group >se-
vere group. These differences were all statistically significant (F=9.685, 8.418, 13.695, P<0.05). In AIS pa-
tients with different infarct sizes, the serum FGF23 levels were observed to be lacunar cerebral infarction
group <medium -area infarction group <large-area infarction group. On the other hand, the levels of serum
ANGPTL4 and apelin-13 were lacunar cerebral infarction group>medium-area infarction group >large-area in-
farction group. These differences were all statistically significant (F=8.652, 7.579, 18.659, P<0.05). Further-
more, the age, maximum lesion diameter, NIHSS score at admission and serum FGF23 levels in the poor
prognosis group were higher than those in the good prognosis group. Conversely, the levels of serum ANG-
PTL4 and apelin-13 were lower in the poor prognosis group compared to the good prognosis group (1=3.147,
4.725, 7.309, 3.364, 4.869, 5.766, P<0.05). The maximum diameter of the lesion = 5 cm, NIHSS score =
20 points at admission and high levels of FGF23 were identified as independent risk factors for poor short-term
prognosis of AIS patients treated with intravenous thrombolysis. Conversely , high levels of ANGPTL4 and ape-
lin-13 were found to be protective factors (P<0.05). Conclusion FGF23, ANGPTL4 and apelin-13 are close-
ly related to the severity and short-term prognosis of AIS patients. Detecting the level of these three indicators
is helpful in evaluating the disease condition and prognosis of AIS.

[KEY WORDS] AIS; Intravenous thrombolysis ; FGF23; ANGPTL4; Apelin-13

S0P Bk ifin PE Ik A5 P (acute ischemic stroke,

1 WE5%;
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13 7KF, B S A AR T R UG S e R R L
S99 1 PRSP ¥ 5 25 W 4 A3 B 2 A A, B AR
EIR,

1.1 BT S

BEH 2020 4F 7 H 3 2023 4F 7 A E #ERLK
=2 B i b R A2 B B TR Y 120 i AIS R E H:
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1.2 ik
1.2.1  [fiLi# FGF23 ., ANGPTL4 , Apelin-13 5l

R B A BEIT AN E KA 5 mL, 28 3 000 1/
min, #5010 min, #.02F4 15 om, B ZTH R, &
T—80C VKA PRAEFRERS , SR FH I S 28 1500 41K
FFF 2 56 K6 100 1 37 FGF23 . ANGPTLA |, Apelin-13 7K
- & th R R A YR A R Rl
1.2.2  AIS BRI EAS

ARG YR NIHSS 20 PEAG # 25 Th fE
ARG O, B B AR BEAL OUEF | T A Y
gl LT R IE L BGE TR R YIRE M B A R
ZAE AT E B 0~42 43, B5 IR B OE
R E% FE 2 35 5] (NTHSS $F-43<4 43 ) | H 4 54 )
(NIHSS B4 5~19 43 ) FIEE & 20 31 £ (NTHSS 153
20~2543) 7 o SRR PR 454 (Philips , Ingenia
I 3.0 ) i) 5t £5 255 i 450 A6 T AL, K A8 B1E 9 b A K L
FE<1.5 cm (1) 31 B0 A B BRI AR A4, A% 1.5~
5 cm [ 52 48 A v 45 T AU AE A, HLAE>5 em [
37 BN A KRB I FEZEL ™
1.2.3  FIkiEMIGIT

A FRE 2 B A i (] 2 A B A
il 2575 7, #E5 $20020034.) # k7 #1497, 7 &
0.9 mg/kg , K H 5 100 mL A= BRER K IR 4] 5 B
JhkidE 5t 10 mL, 4% 90 mL FFZE#f K 11 1 h, JHZ4
WIlE) S 2509 1 d N i e
1.2.4 S5 HTS PEAL

AT G 2T 90 d, R FHPL B Rankin f3%
(modified Rankin scale, mRS) VAL 48 WIS , (145
I RAER GO B HE 3 X TAERE 158, B3 0~5
g5 VA 0~2 53 R A IR M AR TR RE ), BilS B
I, AR TTE RAT 82 4 WU AN R 384,
1.3 Gtk

K HI SPSS 24.0 Ge bt 4 4 b Bcds o IE A
R (x £5) 78, PRAL AT IS AEAS e K5, 240
) Le A T B0 R 3R Oy 22 434, AL A] P X LA T LSD-¢
R 56 5 TR L n( %) 7, R oy K56 5 1 22 A
& logistic [111H 43 M ALS H 35 0 11 1 5 52 PR 2%
Ph P<0.05 h 2R A5 XL

2 #R

2.1 NIEI B0 B 1Y ALS B35 1L T FGF23 .
ANGPTLA4 , Apelin-13 55
SR P 230 05 72 B 1Y ALS BB 3% Il T FGF23 7K

R R EH< P A <HEY, IL1E ANGPTLA
Apelin-13 7KV R > EE > A, 22 55 2
Atz L (P<0.05), WK1,

F1 TEHZBRHBEEN AIS BFMBFIEIRLER
(¥+s,ng/mL)
Table 1 Comparison of serological indicators in AIS

patients with different degrees of nerve injury (x +s,ng/mL)

251 n FGF23 ANGPTL4 Apelin-13
lEd 35 5.79+1.06 13.90£2.49  52.03+7.54
R 54 6.54+1.12°  12.7422.28"  48.62+6.76°
Y 31 6.98+1.19°  11.5622.16°  43.15£6.47"

FA& 9.685 8.418 13.695

P{H <0.001 <0.001 <0.001

SR I, P<0.05; 5 R4 [, °P<0.05,

2.2 R[EAEFEI ALY AIS H34 I iF FGF23 ,ANG-
PTL4  Apelin-13 45

AS TR #8818 AL A ATS BB 3 L FGF23 7K
SR+ B 5 i A A 2 < e A TR B 2 <K TR ki
FEZCAL , 113 ANGPTLA4 , Apelin-13 7K A - i B 1
ki 45 B8 20 > v 45 1] AR A T 20 > K T AR ik A SE 4
ZESRYE G FE L (P<0.05), k2,

x2 AEFEFLERR AIS BE MFFIEIRLE (s,ng/mL)
Table 2 Comparison of serological indicators in AIS

patients with different infarct sizes (¥ +s,ng/mL)

21531 n FGF23 ANGPTL4  Apelin-13
BRI ZEH 31 5.81+£1.08  13.944243  52.25%7.26
FAETARESEAH 52 6.40+1.29° 12.83+2.31°  49.66+7.01°
KEFINAITEL] 37 7.01£1.12°  11.72+2.32"  42.76+5.98"

FAH 8.652 7.579 18.659

PiE <0.001 <0.001 <0.001

T SR BT SE AL L, *P<0.05 ; 5 TP AF A AE AL L, P<0.05

2.3 WA AIS S E E KIS AR IR T R IS Y B
Eei

e A B A AR sk i R B AR A BERT
NIHSS ¥ 4% . il 3§ FGF23 7K F 34 & T ¥l )5 B 4f
44, 1.7 ANGPTLA | Apelin-13 7K F K T i G B
I, 2R A %% E X (P<0.05), WLE#E3.
2.4 52N AIS B E KSR T RS 2 A
Eei

DL AIS i3 J W s R DR AR & (Filfs R 4F=0,
AR=1), UAFEIE ikt i K B A BERT NIHSS 1
/3 .FGF23 . ANGPTL4 . Apelin-13 1 B 75 & #E 17
Z &K Logistic \1IH 4387 . 53 Wos ki K E
£ =5 cm. A B if NIHSS ¥ 43 =20 4> . & K F
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R3 BIMAIS BEBKIRATERTENERRSN
(n(%),(x£5) ]
Table 3 Univariate analysis of short-term prognosis of AIS
patients undergoing intravenous thrombolysis treatment

[(n(%), (xxs) ]

BUE R BUEAR

HICHE (n=82)  (n=3g) MM PO

51 BHoo43(5244) 22(57.89) 0311  0.577
4 39(47.56) 16(42.11)

A (%) 57.16+7.24 61.25+5.51 3.147  0.002
T A (kg/m?) 23.87+2.39 24.02+2.15

8% A1 K2 A 29(35.37) 18(47.37) 1.570 0210
T 53(64.63) 20(52.63)

R £ 18(21.95) 14(36.84) 2944 0.086
J& 64(78.05) 24(63.16)

e I £ 38(46.34) 23(60.53) 2.090 0.148
T 44(53.66) 15(39.47)

B R #H  16(1951) 13(34.21) 3.061 0.080
T 66(80.49) 25(65.79)

e g IAE £ 26(31.71) 18(47.37) 2743  0.098
T 56(6829) 20(68.29)

RIG BB (h) 3.3520.65  3.56+0.43 1.814  0.072

Skt R B (em) 3.42+0.86 4.27+1.03 4.725 <0.001

ABERf NIHSS (43) 11.374#3.46 16.75+4.32 7.309 <0.001

FGF23 (ng/mL) 6.16£1.42  7.03x1.06 3.364  0.001

ANGPTL4 (ng/mL) 13.43+£2.39 11.36x1.57 4.869 <0.001

Apelin-13 (ng/mL) 50.00£8.32 42.38+5.41 5.766 <0.001

FGF23 )& AIS fF i ks by i mE A R
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3 itip
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Table 5 Multivariate analysis of short-term prognosis of AIS patients undergoing intravenous thrombolysis treatment

A Tt {Ef BE SE fH Wald 5 {8 ORI 95% CI P
LR <60 %=0,=60 %=1 0.613 0.394 2421 1.846 0.853~3.996 0.120
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Establishment of national reference material for Vibrio flurialis nucleic acid detection

reagent

REN Shanshan'*, Ma Tingting'*, XU Sihong'**

(1. Division Il of In Vitro Diagnostics for Infectious Diseases, Institute for In Vitro Diagnostics Control, Na-
tional Institutes for Food and Drug Control, Beijing, China, 100050; 2. NMPA Key Laboratory for Quality
Resaerch and Evaluation of Medical Devices, Beijing, China, 100050; 3. NMPA Key Laboratory for Quality
Resaerch and Evaluation of In Vitro Diagnostics, Beijing, China, 100050)

[ABSTRACT] Objective To develop a national reference panel for Vibrio flurialis nucleic acid detec-
tion reagent and establish the quality standard. Methods The positive and negative clinical samples were col-
lected and screened to establish a national reference panel for Vibrio flurialis nucleic acid detection. Various re-
agents were invited to coordinate the calibration of the panel, and the stability and uniformity were further in-
vestigated. Results The national reference panel consists of 20 samples, including 8 positives (P1~P8), 10
negatives (N1~N10), 1 detection limit and 1 repeatability sample. The concentration of L was determined to
be 1x10° CFU/mL using the colony counting method. The quality standard for the national reference panel is
that the positive coincidence rate should be 8/8 and the negative coincidence rate should be 10/10. The preci-
sion requirement is that the variation coefficient (CV, % ) of the Ct values for the two concentration levels
should not exceed 5.0%. The detection limit requires that L when diluted at a ratio of 1: 10" or higher, should
still test positive for Vibrio flurialis nucleic acid. After conducting a random sampling test, it was found that
the panel met the requirements for uniformity. The stability of the reference product was not affected when
stored at 2-8°C, or at room temperature for 7 days. Conclusion A national reference panel for Vibrio flurialis
nucleic acid detection reagents has been established. This panel can be used to ensure the quality control and
evaluate the effectiveness of relevant qualitative detection reagents.

[KEY WORDS] Vibrio flurialis ; Nucleic acid detection ; National references ; Quality evaluation
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Diagnostic value of joint detection of NLR, PCT, IL-6, CRP and SAA in bloodstream

infections caused by different pathogenic bacteria
LI Yanhong*, LI Zhenyu, LIANG Shixuan, YIN Aishun, YANG Ying
(Department of laboratory Medicine , Dongguan Qingxi Hospital, Dongguan, Guangdong, China, 523600 )

[ABSTRACT] Objective To investigate the diagnostic value of joint detection of neutrophil-to-lym-
phocyte ratio (NLR) , procalcitonin (PCT), interleukin-6 (IL-6), C-reactive protein (CRP) and serum amy-
loid A (SAA) in bloodstream infections (BSI) caused by different pathogenic bacteria. Methods A total of
200 patients with BSI who were treated at Dongguan Qingxi Hospital from May 2021 to May 2023 were select-
ed as the study subjects. The patients were divide patients into three groups based on the results of pathogen de-
tection: Gram positive, Gram negative, and fungal groups. The levels of NLR, PCT, IL-6, CRP and SAA
were measured in each group. The diagnostic value of each indicator and the combination of these indicators in
BSI caused by different pathogenic bacteria was analyzed using the receiver operating characteristic (ROC)
curve. Results Among the 200 patients, 92 were infected with Gram-positive bacteria, 101 were infected
with Gram-negative bacteria and 7 were infected with fungi. There were statistically significant differences in
the levels of PCT, IL-6, CRP and SAA (P<0.05). The results of ROC curve analysis showed that the area un-
der the curve (AUC) values of SAA were the largest (0.997, 0.927 and 0.991). There was no statistically sig-
nificant difference in AUC compared to single diagnosis with SAA (P>0.05). Conclusion The levels of
PCT, IL-6, CRP and SAA vary in patients with BSI caused by different pathogenic bacteria. These levels can
be utilized to differentiate between BSI caued by different pathogenic bacteria. Among these markers, SAA
demonstrates the highest diagnostic efficacy.

[KEY WORDS] Bloodstream infection; Pathogenic bacteria; Neutrophil-to-lymphocyte ratio; Procal-

citonin; Interleukin-6; C-reactive protein
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%1 Z=ZANLR.PCT.IL-6.CRP.SAA 7KFELLEE (x+s)
Table 1 Comparison of NLR, PCT, IL-6, CRP and SAA levels among the three groups (x +s)
20931 n NLR PCT (pg/L) IL-6(pg/ mL) CRP(mg/L) SAA (mg/L)
B B R 4 92 11.88+3.03 5.7620.71 3490.39+872.72 78.11+20.85 122.86232.69
2 B 4L 101 11.71£5.72 9.33+1.04* 3870.23+959.60° 88.91+25.39° 31.078.55"
NEN: S| 7 9.02+2.43 5.29+0.57" 2760.61+£869.97* 70.69+16.45° 12.72+2.91*
Fii 1.266 410.801 7.581 6.312 342.181
PE 0.284 <0.001 <0.001 0.002 <0.001

T 52 PHPE B A HE 8, *P<0.05 5 5 4 22 BRI B 4 He g, "P<0.05 .
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Figure 1 ROC curves of NLR, PCT, IL-6, CRP, SAA,
and their combination for diagnosing early BSI caused by

Gram-positive bacteria
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Figure 2 ROC curves of NLR, PCT, IL-6, CRP, SAA, and
their combination for diagnosing early BSI caused by

Gram-negative bacteria
2.3.3 NLR.PCT.IL-6.CRP.SAA K BE4& X H
BSI K12 W& i
NLR .PCT.IL-6.CRP.SAA %I E & BSI # 17

%2 NLR.PCT.IL-6.CRP.SAA K Ex& %t FE = PHMEH BSI B2 BT 3L A€

Table 2 Diagnostic performance of NLR, PCT, IL-6, CRP, SAA, and their combination for early BSI caused by

Gram-positive bacteria

TR AUC 95% CI VAL 2R AL I A UK TS P{H

NLR 0.513 0.432~0.593 0.309 0.105 =9.16 0.457 0.648 0.757
PCT 0.781 0.718~0.837 7.851 0.679 <7.87 pg/L 0.957 0.722 <0.001
IL-6 0.610 0.539~0.678 2.741 0.280 <4144.82 pg/mL 0.826 0.454 0.006
CRP 0.618 0.547~0.686 2.963 0.229 <92.68 mg/L 0.794 0.435 0.003
SAA 0.997 0.976~1.000 212.960 0.978 >53.58 mg/L 0.978 1.000 <0.001
BA 0.998 0.995~1.000 321.559 0.978 0.978 1.000 <0.001

%3 NLR.PCT.IL-6.CRP.SAA R EX& X1 % = [A 14 E BSI #915 #i 204k
Table 3 Diagnostic performance of NLR, PCT, IL-6, CRP, SAA, and their combination for early BSI caused by

Gram-negative bacteria

FEHR AUC 95% CI ZA4 2R AL I L RS PR P

NLR 0.510 0.439~0.582 0.253 0.108 <9.16 0.654 0.455 0.801
PCT 0.791 0.728~0.845 8.186 0.672 >7.87 pg/L 0.743 0.929 <0.001
IL-6 0.627 0.556~0.694 3.195 0.284 >4144.82 pg/mL 0.465 0.818 0.001
CRP 0.621 0.549~0.688 3.037 0.253 >92.68 mg/L 0.455 0.798 0.002
SAA 0.927 0.882~0.959 16.770 0.909 <53.58 mg/L 1.000 0.909 <0.001
A 0.969 0.945~0.993 37.669 0.909 1.000 0.909 <0.001
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W, LI SAA 1) AUC {8 f¢ i , M 0.991, SR |
SRR 43 SR 1,000, 0.974, BE 4 5 1) AUC 18 8

1.000, 5 SAA . — 2 Wi ) AUC 273 L& i %5
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Table 4 Diagnostic performance of NLR, PCT, IL-6, CRP, SAA, and their combination for early BSI caused by fungi

b AUC 95% CI Z1g ZPEHRA I L U 5 2 PH

NLR 0.516 0.445~0.587 0.170 0.218 <13.36 1.000 0.218 0.865
PCT 0.586 0.514~0.655 0.640 0.250 <5.06 ng/L 0.571 0.679 0.522
IL-6 0.629 0.558~0.696 1.255 0.300 <3354.19 pg/mL 0.714 0.586 0.210
CRP 0.526 0.454~0.596 0.258 0.210 <91.32 mg/L 0.857 0.352 0.796
SAA 0.991 0.966~0.999 78.628 0.974 <15.94 mg/L 1.000 0.974 <0.001
A 1.000 1.000~1.000 1.000 1.000 1.000 <0.001
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Figure 3 ROC curves of NLR, PCT, 1L-6, CRP, SAA, and

their combination for diagnosing early BSI caused by fungi
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(1] Kern WV, Rieg S. Burden of bacterial bloodstream infection-

a brief update on epidemiology and significance of multidrug-

resistant pathogens [J ]. Clin Microbiol Infect, 2020, 26(2) :

151-157. (T#%3257)
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(2'=6.015.,11.295, P<0.05) ; Z [N & Logistic M Id43#7 /R , LDL-C . & i JRF§ . FGF21 . Sfrp5 .miRNA-21
J& CHD ##4T PCIARJT & A= ISR B2 (K 25 (P<0.05) ; ROC £k 43 T B 7% , FGF21 ., Sfrp5 . miRNA-21 =
A RIS R TR0 PCT AR J& & 21 TSR 19 AUC 43 3124 0.772,0.758 .0.763 ,0.905 (P<0.05) . £5if 1L
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The predictive value of serum FGF21, Sfrp5 and miRNA -21 for in-stent restenosis after
percutaneous coronary intervention in patients with coronary heart disease

PENG Hongjian', TIAN Xianggin®, JIA Guoli**

(1. Department of Cardiology, Shangshui People’s Hospital, Shangshui, Henan, China, 466100; 2. Henan
Key Laboratory of Medical Tissue Regeneration, Xinxiang Medical College, Xinxiang, Henan, China,
453000; 3. Department of Cardiology, Zhoukou Central Hospital , Zhoukou, Henan, China, 466000)

[ABSTRACT] Objective To investigate the predictive value of serum fibroblast growth factor 21
(FGF21), secreted frizzled protein 5 (Sfrp5) and microRNA-21 (miRNA-21) for in-stent restenosis (ISR) af-
ter percutaneous coronary intervention (PCI) in patients with coronary heart disease (CHD). Methods A to-
tal of 218 CHD patients who underwent PCI at Shangshui County People’s Hospital from January 2021 to Sep-
tember 2022 were selected as the CHD group, and 97 hospitalized patients without cardiovascular disease dur-
ing the same period were selected as the control group. The levels of FGF21, Sfrp5 and miRNA-21 were com-

pared between the two groups. The CHD group was followed up for 6 months after operation, and was divided
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into the ISR group (n=56) and the non-ISR group (n=162) based on whether ISR occurred or not. The aim
was to analyze the influencing factors of ISR after PCI in CHD patients, and to determine the predictive value
of FGF21, Sfrp5 and miRNA-21 for ISR. Results FGF21 and miRNA-21 levels were higher in the CHD group
compared to the control group, while the level of Sfrp5 was lower than that in the control group (r=11.196,
15.030, 13.685, P<0.05). Low density lipoprotein cholesterol (LDL-C), FGF21 and miRNA-21 in the ISR
group were higher than those in the non-ISR group, and the level of Sfrp5 was lower than that in the non-ISR
group, the differences were statistically significant (r=7.093, 7.216, 6.388, P<0.05). The rates of smoking and
diabetes mellitus in the ISR group were higher than those in the non-ISR group, the differences were statistically
significant (x’=6.015, 11.295, P<0.05). Multivariate logistic regression analysis showed that LDL-C, diabetes
mellitus, FGF21, Sfrp5 and miRNA-21 were the influencing factors for ISR after PCI in CHD patients (P<
0.05). The ROC curve analysis showed that the AUC for FGF21, Sfrp5 and miRNA-21 alone and combined de-
tection in predicting ISR after PCI were 0.772, 0.758, 0.763 and 0.905, respectively. Conclusion Serum
FGF21, Sfrp5 and miRNA-21 are abnormally expressed in CHD patients with ISR after PCI. The combined de-

tection of the three levels has a high application value in predicting ISR after PCI in CHD patients.
[KEY WORDS] FGF21; Sfrp5; miRNA-21; CHD; PCI; ISR
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min, 10 min, .04 :12.8 cm) 70 B )5, BUE JZ ML
i, I E T-80CHIIE PRk . R FH BRI o
PE W B E K I FGF21 K Sfrp5 7K SF- , i 751 £ 43 il
H (S A R A BR S W) B iR A= R
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FoA RS w3243k 5 R ) ABI7500 B 52 i 96 6 5
PCR 5 {46 ] miRNA-21 £k, U6 AN S, %
FH 274951 miRNA-21 ORI ik 5 R F il |
TEEAEF 0 S A BRZS w125 RS CS-6400 B4 H 3
A= AR A3 BT AR I 1t g i B [ I [ B (total choles-
terol, TC) . H il = & (triglyceride , TG ) . i %5 J& JI§
£ F I [& % (high-density lipoprotein-cholesterol ,
HDL-C) ik % &£ Ji§ 2 11 I8 [& B% (low - density lipo-
protein-cholesterol, LDL-C) |,
1.4 Gt #rik

iz ] SPSS 24.0 4t i1 2 F A4 #E 17 £l 70 A o
TR TR DL (v +s) Ron, ECR ¢ K256 5 THE05%
B n (%) R, IWECRH i s RIHZH R
Logistic [A] 55 1 43 #f CHD (& # 17 PC1 F AR5 A&
A= ISR 521 (K % 5 >k F ROC i 26 43 1t FGF21 .
Sfrp5 &% miRNA-21 %} CHD & #17 PC1 FAR 5 &4
ISR M T A 5 L)L P<0.05 N 22 A G825 X

2 #R

2.1 PA4LIE FGF21 ,Sfrp5 & miRNA-21 s

CHD %1 FGF21.miRNA -21 #J & T % Bé 4 |
Sfrp5 K AR T XF B 4L, 22 R A G it 28 X (P<
0.05), WK1,

x1 WA FGF21,Sfrp5 & miRNA-21 /K ELLE (x+5)
Table 1 Comparison of serum FGF21, Sfrp5 and miRNA-21

levels between 2 groups (X +s)

2 51 n  FGF21(ng/mL) Sfrp5(ng/mL) miRNA-21
CHD#H 218  151.21%17.93 16.37+3.94 1.40+0.41
YR 97 127.53+15.89 22.86+3.76 0.76+0.13

Ml 11.196 13.685 15.030

Pl <0.001 <0.001 <0.001

2.2 CHD 2 #17T PCIF-AJ5 %M ISR A& A 1) 5 A
EAiin

ISR 4 {1k %% i Jig 25 1 M [& % (LDL-C) \FGF21 ,
miRNA-21 K148 F J6 ISR 41, Sfrp5 /KK T8
ISR , 2R A Gt 5 L (P<0.05) , ISR 21 A
HIFBERIG LR E T RISR 4, Z R A G5 X
(P<0.05), WLFE2,
2.3 CHD & #17 PCI FAJ5 5200 ISR KA 2 [H
# Logistic [M135#7

45 /R, LDL-C .5 T BH R \FGF21 . Sfrp5
miRNA-21 J& CHD £ # 17 PCI TR J5 & 4 ISR 1Y
MR % (P<0.05), W33,

X2 CHDBEITPCIFAREHM ISR X ERBE RS
[(x+5),n(%)]
Table 2 Univariate analysis of influencing factors of ISR
after PCI in patients with CHD [ (x+5s),n(%) ]

- ISR 4 JGISR 41 )

i (n=56)  (n=162) XM P
() 63.42+5.74  62.14+5.43 1498 0.136
=5 B 33(58.93)  89(54.94)

0.269 0.604

& 23(41.07)  73(45.06)

BMI (kg/m®) 2341+2.17 22.96x2.28 1.289 0.199

CHD % 2 (4F) 7.95£1.84  7.64+1.62 1.192 0235

% A R 21(: :

A S s 21(37.50)  34(20.99) 6015 0014
7w 35(62.50) 128(79.01)

Joks =] Q9(rc .

R S JE 33(58.93) 84(51.85) 0838 0.360
w 23(41.07)  78(48.15)

N B =] ¢

B I IR o 27(48.21)  73(45.06) 0167 0.683
i 29(51.79)  89(45.94)

bR 2 31(55.3 49(60.2:

CRIRLES = (55.36) ‘( 5) 11,205 <0.001
17 25(44.64) 113(69.75)

WA EAE (mm) 3.1420.71  3.09£0.68 0469 0.640

ST (AS) 2.51£049  2.44+0.43 1.012 0.313

TC(mmol/L) 4.16x1.08  4.32+1.02 0.997 0.320

TG (mmol/L) 1732042 1.6520.46  0.570 0.569

HDL-C(mmol/L) 0.81+0.17  0.93+021 1.608 0.109

LDL-C(mmol/L) 2.06+0.51  2.44+049 6.774 <0.001

FGF21 (ng/mL) 164.79+17.59 146.52+16.27 7.093 <0.001
Sfrp5(ng/mL) 13.87+3.19 17.23+3.46 6.388 <0.001
miRNA-21 1.69+0.45 1.29+0.32  7.216 <0.001

2.4 FGF21 . Sfrp5 M miRNA-21 B A7 16 25 46
X CHD 81T PCIFARJG & A ISR 1 04/ {EL

ROC {45 2 87~ , FGF21 | Sfrp5 . miRNA-21
SEBES T A AUC 24 0.905 , & T B — 6]
(P<0.05), WLFE4 . E 1,

&3 CHD BETPCIFAREHMISRXENSZER
Logistic [ )3 43 17
Table 3 Multivariate Logistic regression analysis of ISR in
CHD patients after PCI

WE W BlE S.E i WadfiORMHE 95%Cl P{H

El:
PR Eﬁ:lo’ 0522 0.182 8226 1.685 1.179~2.408 0.004

El=1,
LDL-C SZPRfH 0.639 0.314 8916 1.895 1.246~2.882 0.003
FGF21 %:BRrfE 0.764 0.253 9.119 2.147 1.308~3.525 0.003
Sfrp5  SZBR{E —0.691 0.213 10.524 0.501 0.330~0.761 0.001

miRNA-21 SCFR{H 1.205 0.417 8.350 3.337 1.474~7.556 0.004

1.074 0.826 1.691 2.927 0.580~14.775 0.194

3 it

CHD J&—Fl 7 UL B O A5 s , HL 38 2R 2
TEAR B PR BE A 2 FEOOLE O WA FE AR IR (1)
&A™, PCLZ HHTIG IR NIGYT CHD W45 307
2, B GO R A I TA) S o I Y T A A
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%4 FGF21.Sfrp5 K miRNA-21 Byt % Bt & # Ml % CHD
BEITPCIFARIER £ ISR TN E
Table 4 The predictive value of single and combined
detection of FGF21, Sfrp5 and miRNA-21 for ISR after PCI
in CHD patients

= 4
febr A AUC ig;ﬁ; ﬁ%’;‘“? {{j’?
FGF21 160.61 0.7720.632 78.3 849 0.700~0.845 <0.05
Sfrps 1642 0.7580.617 824  79.3  0.690~0.827 <0.05

miRNA-21 1.38 0.7630.664 85.7 80.7 0.685~0.841 <0.05
1 & A6 U 0.9050.814 91.8 89.6 0.852~0.958 <0.05

95% CI Pl

LS
-- FGF21
-+ Sfrp5
- miRNA-21
Sy iall]
e

0 20 40 60 80 100
1R

B 1 ROC #i&
Figure 1 ROC curve

R H PCLRYT 234 Bl K OBE 18 B0 497 , S50t PN
A CRAE Y A, DT 5 | R I 45 B i A 5 9 I
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BAEARIEAARY . HAllEK L2 W ISR 9 £ hRiE
JrE R B ks AR B AR A, i
A2 ISR I, B3 B S R AR P I AL
FGF21 J& FGF [N 43 W W 8 iR 1) — b, A
JHF I v 490 7= A, BB 30 Ao 91 R A L i e
5 AU D) s R i A N R R A T 5, R R
PO RGP VER . IRELH S &
B, CHD & & FGF21 /K V-1 = , 5 AR W5 1
CHD 41 FGF21 = T % B4l 25 I —%, HJFE N AT BE
HTE CHD %k & JE i F2 v, FGF21 7K1 A i 4
P — AR LA BT T SfrpS &
B 7= A BB R g I R, G 32 58 1 B0 ) Wnes
T IO SR DR JRRE S AR IO ME AT . ASHIFSE 4
WK, CHD 4H 523 Sfrp5 /K PR TXF R4, 5 F
FRAEIHF IR A RS . SRR A ARR IR
Sfrp5 /K V-2 BHMLIAR A7 7 O M4 R GE i, B ik
CHD 3 Sfrp5 7KV F A K T AHE . miRNA
JE— PP AR 4D RNA F B, 2 5 22 A Bl B
i . miRNA-21 2 i & 1) miRNA 2 —, 5
5N A i BB A AR . ©A IR
JESZE, miRNA-21 /KF-7E CHD (&% 2 3 &

R, W] DI O WU 05 19 A W br s . AR AF
Y45 Frf CHD 2H miRNA-21 & TXF B4, 5 ik
WFFE 25 54T

AWFFE 45 F PR, LDL-C K4 0 bR 95 I J2-
CHD 517 PCI F ARG &4 ISR Mg A %, 5
BB AE IR R A AR . LR R AT BE Dl : LDL-C
IRV T 2 5 B0 A P B S5 A ST e IR, 51k
SAE L 5 A PRI B A T B A A A BV, 1 i
Ji 5 ZR IR ML B 1 U AR 5 A UL K
B A BN S, o e R 26 MG [ 52 ) B kO B 1
S A, ISR XU 5

ROC 28 25 5 3 W [ R 458 b 6 T 100 2 3
PCI AR5 %A ISR ¥4 B - I i FAME . 0 L
Kk , FGF21 J& —Fh HA R 5 =AY fe iy I8+, 7T
I 3o 38 S 1/2 B R I B YA S I, 4
O Tt 40 6 g I )5k BRI i YA+ 2 1) P
FH AR P 9 K 8 1 T B A LAAR 1) g 7 RO £ i
O i KOE A FGF21 25 W H 5 Ae e
AL, R B koo A A Ak K ISR UG 38 i
Sfrp5 EL A7 411 il Wnt {5 5 38 % (%) D) g , CHD &%
Sfrp5 7K V- R 2 B Wt {5 538 4% (54 336 4 384 i, 42
TS LA P B A ST S A TR R
% 4 ISR KU 34 hin . miRNA-21 ] D)3 i< # [
SPRY1 & A 3k I ¥ 1ML 45 ~F W L 40 Mg (vascular
smooth muscle cell, VSMC) [ ¥4 58 FliE 5% , 5 7K P
) miRNA-21 ik 7] g )z i 8 #4778 VSMC (1) 5
G AL, X ISR Ay R ELL R W, =
A I Y AUC K 0.905, &5 T 80—k, 568 =
H AR T LAAH B AR S, 98/ FiAt ISR & A 52
P21 100, T4 = % ISR (4 TR0 A% R o

Zi BRTR I FGF21 , Sfrp5 \miRNA-21 1£ 17
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TNF-« #i1d CXCL10/CXCR3 1 S & e k&5 N 4
i 3 ) AR A 4Bl

FRH REAT Lepd XBH FEE AR

[ ZE]1 BE 55 TNF-o 8T LS SW480 4l CXCL10/CXCR3 il 25 540 |- Bz ] J5t
f(EMT) BRI FHLE . g 555 S5 SWASO 4, 43 5l 3T TNF-a . siRNA-CXCR3 b BRAHME , 4
Y53 R X BRZH (NC 41) \TNF-o 4 (TNF-o 41 ) B TNF-o $ 3+ siRNA-CXCR3 JTERA] (TNF-ax +si-CX-
CR341), ifij Real-time PCR 41 4 4H 4 ift CXCL10.CXCR3 K | iz [A] J3 Ak A 56 2 5 Y mRNA ik
Western Blot il %% ZH 41 il CXCL10/CXCRS3 3 4 85 11 1 1 14 (0] i fbAH S 3R (1 38 28 1 i s i) 5 Sie 2 Ak D)
A L EMT [ Bz AR b A 45 AL 2 11 (E-cad) 5 EMT [8] AR P05 25 11 (Vimentin) AYAS TR B ;
S0P S GG 45 A AM A ) S B BB T 5 Transwell SEEHG I A ZHANMI R FERE ST S5 R TNF-a ZH 400 s i
FE[H CXCL10 ,CXCR3 ) mRNA /K15 F NC 41, 22 5 4i 1124 5 X (P<0.05) , TNF-a+si-CXCR3 41 4fiJfd
CXCR3 /KK T TNF-o 41 , 22 54 853157 75 X (P<0.05) ; TNF-a ZH 41l g 7 CXCL10,CXCR3 ., Vimentin 5
Fibronectin [ 25 1 #5515 T NC 41, E-cad (& A KT NC 41, Z 54 511275 X TNF-a+si-CXCR3
ZH 4l CXCR3. Vimentin 5 Fibronectin A& [ FRIEH AR T TNF-a 41, E-cad B 7K 5 T TNF-a 41 ; TNF-a
#H rf Vimentin [ 38355 5 T NC 21, E-cad (W 3RI5 &I T NC 4 , 22 5% A G114 72 L (P<0.05) , TNF-ou+si-
CXCR3 49 Vimentin 335 EAILF TNF-a 41, 22 57 H G442 L (P<0.05) , E-cad [ 155 5 F TNF-a 41 ;
TNF-a 4R i F NC 41, 2R A G5 X (P<0.05) , TNF-a+si-CXCR3 441 UT R AE HETF TNF-a
M, ZFH G L (P<0.05) . TNF-a AR ZERE T T NC A, 2R A 51T L (P<0.05) , TNF-o+
si-CXCR3 HAMMIZZ2RE /IR T TNF-a 4, 22 A 4127 L (P<0.05), Z5i&  TNF-a BB T S45 1 SW480
i A LRz Bk, R HGER (228K X — R T R S5 30H CXCL10/CXCR3 {5 il i ¢

[4iE] 45 ; SW480; CXCL10/CXCR3; TNF-a; |z [A]fifk

Molecule mechanisms of TNF -« promoting the epithelial mesenchymal transformation of
colon cancer cells through the CXCL10/CXCR3 signaling pathway

LI Yanmeng', XU Delong®, XIA Xiangfeng’, WU Xicai'*, LI Yuanyuan', LV Jie'

(1. Department of Laboratory Medicine , Rizhao People’s Hospital, Rizhao, Shandong, China, 276300; 2. Pe-
diatric Surgery, Rizhao Traditional Chinese Medicine Hospital , Rizhao, Shandong, China, 276800 ; 3. Imaging
Department, Rizhao Mental Health Center, Rizhao, Shandong, China, 276800)

[ABSTRACT] Objective To investigate the impact of TNF-« on epithelial mesenchymal transforma-
tion (EMT) and its molecular mechanism by regulating the expression of CXCL10/CXCR3 axis in colon can-
cer SW480 cells. Methods SW480 cells were cultured and treated with TNF-a and siRNA-CXCR3, respec-
tively. The mRNA expression levels of CXCL10 and CXCR3 were detected using real-time PCR. Western Blot
was performed to detect the expression levels of proteins involved in the CXCL10/CXCR3 pathway and EMT.
Immunohistochemistry was used to observe changes in the expression of the EMT epithelial marker E-cadherin

and the EMT interstitial marker vimentin. Transwell assay was conducted tp assess the migration and invasion
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abilities of cells in each group. Results The mRNA levels of CXCL10 and CXCR3 in the NF-a+si-CXCR3
group were higher than those in the NC group, and the difference was statistically significant (P<0.05). Addi-
tionally, the CXCR3 levels in the TNF-a+si-CXCR3 group were lower than those in the TNF-a group, and this
difference was also statistically significant (P<0.05). The protein expression levels of CXCL10,CXCR3, vimen-
tin and Fibronectin in the TNF-a group were higher than those in the NC group. However, the protein expression
levels of E-CAD were lower than those in the NC group, and the difference was statistically significant (P<0.05).
In the NF-a+si-CXCR3 group. The protein expression levels of CXCR3, vimentin and Fibronectin were lower
than those in the TNF-a group. The protein level of E-CAD was higher than that in the TNF-a group. The expres-
sion of vimentin in the TNF-a group was higher than that of the NC group, and the expression of E-cad was
lower than that of the NC group. The differences were statistically significant (P<0.05). The expression of vimen-
tin in the TNF-a+si-CXCR3 group was lower than that in the TNF-a group, and the difference was statistically sig-
nificant (P<0.05). The expression of E-CAD was higher than that of the TNF-a group. The migration ability of the
TNF-a group was higher than that of the NC group, and the difference was statistically significant (P<0.05). The
cell migration ability of the TNF-a+ si-CXCR3 group was lower than that of the TNF-a group, and the difference
was statistically significant(P<0.05). The invasive ability of cells in the TNF-a group was higher than that of the
NC group, and the difference was statistically significant (P<0.05). The cell invasion ability of the TNF-a+ si-
CXCR3 group was lower than that of the TNF-a group, and the difference was statistically significant (P<0.05).
Conclusion TNF-a could induce epithelialization of colon cancer SW480 cells and promote their migration and
invasion levels. This effect may be related to the activation of the CXCL10/CXCR3 signaling pathway.
[KEY WORDS] Colon cancer; SW480; CXCL10/CXCR3; TNF alpha; Epithelialization
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SW480 4 il Wy [ rh B BE L i 20 il 7 ; PCR 5|
Yy A T3 ®] A A ; TRIzol Reagent & RNA
PR & .CXCLI0 . CXCR3 Vimentin., Fibronectin
N E-cad $it 1K X — P W A 3% E Abcam 2y A ;
B-actin HLR W AL X h 2 & A Al HAH A
TNF-o 14 H b5t SGE M A 7] 5 siRNA- CXCR3 1
FFER R B A PR A
1.2 LA

4 Hf 15 SR A 1 7 [ SR R AT PR A F] (Ther-
moforma 3111) ; & H s &I KM 0 R G000 B 3
[ 1A 2R 2 7] (ChemiDoc ) ; Real-time PCR % [ 3¢
[E 1A 423 5] (CFX Connect ) ; 2¢ Y618 B i W H
H A< BURR e bk 25 41 (U-HGLGPS ) .
1.3 SCETk
1.3.1 AR 3R KA FE

W SWA4B0 JF AR A BR 20 I B T I A T XUt K
10% Ji 25 L7751 DMEM 5% 25 35 8 2 it 3% 75 10w ik
TR AR . S A4 T X H A A Rl P E 4N
TNF-o il 38 41 il J2 /i F siRNA- CXCRS3 %% 4 T 2k
AbFRA A o H b OE R R 5 A A0S NC 4
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TNE- o H] 34 (9 20 B 9 TNF-o 2H , {8 ] TNE- o 3]
I S siRNA- CXCR3 #% 44 1) 41 s 7 TNF-a+si-CX-
CR3 4.
1.3.2  SLHHOE i 50 (Real-time PCR) Kl 45
T 485 1Y) mRNA 7K

AL EE 4 i, 38 3o Trizol 32 57 &5 i £5 . RNA 11

I S 5% 8 cDNA, Fifi J5 Jin A SYBR Green 4 K} J
CXCLIO ., CXCR3 . Vimentin . Fibronectin. E-cad 5j
B-actin I NIFHIWIR A BE LI WIFFIILE L,
B J5 T PCR AX #4744, 58 WS ik ¥ A i
2. LLREBIM L T (CoE)is i 244 )5 i
HEAT AR E 55T o

®1 JEAERLETHESIMFS

Table 1 Primers sequence of upstream and downstream genes

% L5 IEL
CXCLI0 5'-AGCAAGGAAAGGTCTAAAAGATCTCC-3' 5'-GGCTTGACATATACTCCATGTAGGG -3’
CXCR3 5'-GCTCTGAGGACTGCACCATTG -3’ 5'-TGAAGTTTTAGTTTCCAAATGAGAAGGG -3’
Vimentin 5'-CGGGAGAAATTGCAGGAGGA-3' 5'-AAGGTCAAGACGTGCCAGAG-3'
Fibronectin 5'-ACAAACACTAATGTTAATTGCCCA -3’ 5'-GAACTCTAAGCTGGGTCTGCT-3'
E-cad 5'-TACACTGCCCAGGAGCCAGA -3’ 5'-TGGCACCAGTGTCCGGATTA-3’
P-actin 5'-TCAGGTCATCACTATCGGCAAT-3’ 5'-AAAGAAAGGGTGTAAAACGCA-3’

1.3.3 ¥ B i 56 (Western Blot) 6 ] 4% 371 5
PRIt H K

W 4 20 H B B B R B H . L Western Blot
2543 0 38 2ok HL K R SRR IS R AT A S U4 R
H , fL 45 CXCLI10 . CXCR3 . Vimentin . Fibronectin .
E-cad 5 B-actin EHRWE , 05 F 76 ML S #E
T 2900 E s A R R 45 2R Tmaged 4K
534
1.3.4 ALK SW480 H E-cad 5 Vimentin
A2 AR

WS 240 M BV, 50 S PO, I A, A
1h, [FIESIINA E-cad 5 Vimentin 344 (1:200,
CST)7E 4C T 55 3% SWA80 i 1 7% , B i sk 2
W, 5 (1:1 200, CST) 4k L1535 2 h, e (a2
WS FEDSC B B WA T R 25 B Rk
1.3.5 QIR

H 1EH SWAS0 4 i K 43 5l ff F TNF-o il 3
5 si-CXCR3 % 4L 4b B 1) SW480 21 g 322 F#h 7 6 fL
M 155 5%, o 5 AR B A b B ) 3 T Rk
Ve 2~3 U, BRI T (%) 40 A, B 46 6 G 1L 3R Y
B R R ak 22 15 5% |, 24 h J5 76 BB T LS 41 i AT
[

1.3.6 [ZZ&E5:

s Transwell /N = 19 = S A TG 1L 3 /Y
DMEM #5752 53145 5% 1 h {152 550K B S 55 25 3%
e, EEMAYM T AR, TR
HCE R o R A BT & A0 AT S g
o, IR ACE 5 min 5 0GR T LS4 A 41 TS

14 Geitopab e
U SPSS 22.0 ST HAFHEATRUR 44T 5 1t

GO Gee o) 2% IRALIRLR I ¢ 46050, 24 2 A 1

BRI T 22537 1 LA P<0.05 22 AT G138 3L

2 #R

2.1 RT-PCR Kl #H5¢ mRNA /K-

TNF-a 41 2 i v 38 f% % [ CXCLI0 . CXCR3
) mRNA /K5 F NC 4L, 2R A G4 (=
3.174, t,=11.253, P<0.05) ; TNF-a+si-CXCR3 2 4f
Jil  CXCR3 K FAK T TNF-o 41, 22 34 it
X (1=6.528, P<0.05), WK1,

6
4 CXCL10
CXCR3

—

mRNA 7k

4
3
2

-
- '3

0

NC#H TNF-a 41 TNF-a+si-CXCR3 41
1 - 5 NC 41 b4 ,°P<0.05; 5 TNF-a 41 He %5, "P<0.05.,
El1 KAMPIT CXCLIO S CXCR3 B mRNA 7Kk F
The mRNA levels of CXCLI10 and CXCR3 in each

group

Figure 1

2.2 Western Blot Kl A 5¢ 85 1 /K~F

Western Blot 4% M ff 75 , TNF-a #H 40 ffg +h
CXCL10(t=4.157) ., CXCR3 (t=5.380) . Vimentin (1=
4.414) 5 Fibronectin (1=9.625) 1) % 1 # ik & & T
NC 41, E-cad f & [R5 K T NC 4 (1=3.677) ,
% %R 43¢ X (P<0.05) ; TNF-a+si-CXCR3
AN M CXCR3 (1=12.571) | Vimentin (t=8.018) 5
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Fibronectin(t=7.906) )i H &5 =K T TNF-a 4 ,
E-cad(1=3.152) W& FH /K& T TNF-a 4, 27 A
Gt (P Y<0.05), WA 2,

CXCL10 3 CXCR3 2 Vimentin
a a
2
1
1 b
i

> 0 0
A B C A B C A B C

A B C
cxcLio [ @D @S |10 KD
CXCR3 | @R e |11 KD

Vimentin | # = @S @8 |53 KD

- e— 259 KD

[ CIIONS

S

Fibronectin 34 E-cad
Fibronectin

E-cad D e -2 KD !

b

a 2
a
1

b
-acti — e d P 0 0
B-actin == 12 KD A B C A B C

E:ANNCH; B~ TNF-a4l; C A TNF-a+si-CXCR3 4 ; 5 NC
41 L, °P<0.05; 5 TNF-a 41 Lb 42, "P<0.05.,
B2 BHMAF CXCLIO,CXCR3. Vimentin,Fibronectin
K E-cad WERAKFE
Figure 2 The protein levels of CXCL10, CXCR3, Vimentin,

Fibronectin and E-cad in each group

2.3 HIESSEKN SW480 H E-cad 5 Vimentin /K F-
1R o G 4 B /R, TNF-a 28 4 Vimentin

) RBmEmTNCY, 2R HLRITFE X (=
10.152, P<0.05), E-cad M) 5 BAK T NC 4, %
A Gt # = L (1=5.619, P<0.05) ; TNF-a+si-
CXCR3 4 Vimentin 1) &5 &K F TNF-a 41 , %
#ﬁfﬁﬁ*‘”ﬁxuzs 105, P<0.05) , E-cad )33k
= T INF-a 4, 2 5 A 4 it24 8 L (1=5.447, P<

0.05)0 W3,

NC 41 TNF-a 41
3 BRERXENEEAME E-cad 5 Vimentin 7k F
(DAPI, 200x)

Figure 3 The levels of E-cad and Vimentin in each group

Vimentin

E-cad

TNF-a+si-CXCR3 41

were detected by immunofluorescence (DAPI, 200X )

2.4 RJESCE 5 TransWell S5 56 K il 240 it i % M

RIEMHE

TNF-a 41 40l Y i S 5l = T NC 41, Hiit B8
AE 1 W I, 22 7 A i 5 X (1=4.690, P<
005) TNF-a+si-CXCR3 41 41l ffg i # £ & 1K T
TNF-a 41, HaF B ae ) W &R, ZR A% &
M (1=5.560, P<0.05), L5 2 5Kl 4, TNF-a 444

M RZERE I m T NCA, ZR A58 L (=
9.143, P<0.05) , TNF-a+si-CXCR3 41 41l 1 {3 22 fig
JHMET TINF-a 4, 2R A G142 L (1=6.7117, P<
0.05). WFE2 K5,

F2 FHF SW4S0 B E T B ML L

Table 2 Comparison of SW480 invasion and migration cells

after intervention

o 21 L £
KR S 56 Transwell 5256
X HRZH 147.36+8.55 20.961.69
TNF-a 41 532.87+26.54° 88.54+7.12°
TNE-a+si-CXCR3 41 165.73£10.44° 35.46+5.37°
F1{H 3.632 7.501
PAH <0.05 <0.05

W X IR R, 'P<0.055 5 TNF-o 41 H AR, P<0.05,

NC# TNF- 41

B4 RRLIEHNEHHABTZAKE (10x)

Figure 4 The cell migration level of each group was

TNF-a+si-CXCR3 41

detected by Wound healing assay (10x)

54, 2P
" By

o 5 a.’ﬂ'.“.:?: _"'
LT o R
o R WA e "é.‘\ \ et
NC 4H TNF-a 20 TNF-a+si-CXCR3 #H
B 5 TransWell SRIEH N Z AMAE KT (45504,
200x)

Figure 5 The cell invasion level of each group was detected

by Transwell assay (crystal violet, 200x)

3 itip
FEFRE |, 45 88 2 i N AR A S T i

AL W g Sy Y N R o 1 A S oy ) L R 1
= R BRI R A S TR . 2T
FEARW, 45 i L E TS AN R 3 2 R 3R 4
TR 5 SR B A e, e R i JRE S B R A 5 R il
45 e R ME LA 2R o AE Z AT E
IR B B R A R AR A KA T LA
A R T ARG BB S A s S
240 10 o e AL S LA R A R 1 e S B O
FEHIABIERA , EMT L2 87 908 eI e 3% e A= 4
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HEEENEY, PR HGERR, SRR L&
H S BRSO I 50T, B R 4 & A= EMT
JE TSN, A0 RE 2 (DR BT 9855 | 2R 25 b B2 4
B WS K5 25 ) E-cad , [ 25 [] J5 FE 41 B 5% 4k, 18] 5
b R F8 A5 A0 £F 4 1% 35 55 14 Fibronectin 5% E 2 H
Vimentin 323k "Y', HaT®8 F FiZ 28 J1 45 5355
BA TR R 2nmne. (H2EXT EMT S5if
SRR S A R [ 4 HIL AN T

FE I8 TOA R Ak TR -5 4 B A7 1A 2
1) 52 2% X 4% T 368 o 6T £ 92 WA 0L ) e O RT3k 36 £ i
JiIEg 1) & A R, DT S i g %) & A R e . H
(B B2, T g e 7% e 77 (R A A FH 1Y
AGFNGERETT 2k F g oA 58 R 2L R A5 5
Horp A R R E PR 2 1 2R R, S A JT
1 TGF-B 1 IL-6 T # iz 8 A Bl 796 40 B 10 5% 7% A
12281, TNF-o J2& M FH O S 0E 1) S 3 7,
Al G| 2R R 107 A BIFFE 3 B AR
7 12 1) TNF-ou fil 4 RE A% T 2R 285 S A R 2
KA E sz, BB 80uE B R T o &
EMT"" . TEATHFE 45 478 TNF-o FIIFLRE #5175
SW480 4 fits & A= EMT 52 = Hiat #2512 2868 ) .

CXCL10 5 CcXCL3 J& T CXC ZE#a b I+
HE Ak PR 2 48 B PR R0 H R 4 W RN E
BT, HA i . 75 5 HZIRE G )5 | it
A s AT A T A B 2R i EEHE Y [ B, A fig
oo B2 A5 P R A B R BT R 0 A M A
% F R EI s ) PR 40 BAZ Bl R AR A O 4 1
A B TR e TR AN P A S A IR i =
JeE VT T T I R B AR S M A e 2B SRR
CXCLI0 2 H S8 41 i 53 WA i 42 48 40 B IR 1, g f
T 1 55 43 WA R A3 UAME 5 HLE— B iR CXCR3
HAER SR aiigate e s . i —
D71, CXCLI0 B8 IE B o8 [ 43 2060 [ o0 38 A g
KRS . CXCR3 J&— M & 7415 25 1 1k
) GTP- 35 [ 2% 1 5 IR A2 A4, 38 2o 5 e AR Sk
5GP R GE T IS A T U i B S
A MR T A, LR M 2R M 3 g DR T R
LRSS I RPEORHE /R , CXCR3 78 U1 B8
S 28 g 9 5 22 Tl W AP g v AR B e

2 b Tk, BF 9% & I TNF-o ) 34 RE 05 5 S
SW480 4 g % & EMT 5 & ik B 51228 1,
HALH AT B85 I8 CXCRIO/CXCL3 15 5 18 I A
XK, AR G W e PRI TR AL T — A R

SE
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HETERE TGS [ ZLCTP.miR-107 J2 TRACP-5b
SR 1 ¥ e b vz e 18

REMSA AR T Fe

(# ZE] B&  strim T B8R HOR FR ik ( 1 CTP) (/) RNA-107 (miR-107) | P A
i T 4 W T g 5b (TRACP-5b ) K 78 il 4 B FE B2 P 2 Wi Rt . A3k BB 2020 4F 10 H 2 2022 4F 12
A T R e B2 6 1 e i SO s 8 122 9], AR 15 & A i e B o0 i e A6 4 58 ) AR e B
Hoathl, WHEBHBH FEFHBH T CTP . mR-107 , TRACP-5b /K- [0 # B ¥ 5% 4H 9 kA [543
g% 1 CTP .miR-107 . TRACP-5b /K~F-, L H H B A M #8 B L% H 1 CTP . miR-107 ,TRACP-5b 7K
o 2087 1 CTP . miR-107 , TRACP-5b XJ ifi i i B iz Wiak e, &R HIHB4 | CTP.miR-107.
TRACP-5b /K P35 FAEE B AL, 22 57 B A Gt 22 & L (P<0.05) , [ CTP .miR-107 , TRACP-5b /K
W M~IVge> 1 ~ T H>04%, 25 HA L4755 L (P<0.05) ., =3 AbLL FHER84H | CTP .miR-107 ,TRACP-5b
K T<2 MR A, 227 A S L (P<0.05) [ CTP.miR-107 . TRACP-5b Bt A2 Wikl B 5 R
U N 96.42% , F5 51N 93.93% , HETFE M 95.08% , 478 T Lk iR bR i —Ku Ay (P<0.05), it 1CTP,
miR-107 ;TRACP-5b 7K -5 Jififi B 4% 4% Jc A= HAG 4% DG, FLrh TRACP-5b A i - 5% 7% R B FR 5
JE R BE B v, =3 A R T AU e R R RS IS (AL

[Eg8iR] 1 B F AR HE AR BK 5 T8N RNA-107 5 LI A R IR Ve R 5b 5 e ; B %

The diagnostic value of osteolytic bone metabolism markers I CTP, miR-107 and TRACP-5b
detection in lung cancer bone metastasis

KANG Cuiwei', YAN Lipeng', LIU Ning', JIA Xiangbo **

(1. Department of Anesthesiology and Perioperative Medicine, Henan Provincial Key Medicine Laboratory of
Nursing, Henan Provincial People’s Hospital, Zhengzhou University People’s Hospital, Zhengzhou, Henan,
China, 450000; 2. Department of Thoracic Surgery, Henan Provincial People’s Hospital, Zhengzhou, Henan,
China, 450000)

[ABSTRACT] Objective To analyze the diagnostic value of serum type I collagen cross-linked car-
boxyl terminal peptide ( I CTP), miR-107 and tartrate-resistant acid phosphatase 5b (TRACP-5b) detection in
bone metastasis of lung cancer. Methods A total of 122 patients with advanced lung cancer treated at Henan
Provincial People’s Hospital from October 2020 to December 2022 were divided into two groups: the bone me-
tastasis group (58 cases) and the non-bone metastasis group (64 cases) based on the presence of bone metasta-
sis. The study consisted of four parts: Comparison of CTP, miR-107, and TRACP-5b levels between the bone
metastasis group and the non-bone metastasis group. Comparison of CTP, miR-107, and TRACP-5b levels
within the bone metastasis group. Comparison of the number of different bone metastasis group and the levels
of CTP, miR-107, and TRACP-5b were compared. Analysis of the diagnostic value of CTP, miR-107, and
TRACP-5b in bone metastasis of lung cancer. Results The levels of CTP, miR-107, and TRACP-5b in the

bone metastasis group | were higher than those in the non-bone metastasis group, and the differences were sta-
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tistically significant (P<0.05). The levels of I CTP, miR-107, and TRACP-5b: were higher in stages -1V
compared to stages | - I and 0, and the difference was statistically significant (P<0.05). The levels of CTP,

miR-107, and TRACP-5b were higher in the = 3 metastasis groups compared to the < 2 metastasis groups,

and the difference was statistically significant (P<0.05). The sensitivity, specificity, and accuracy of ICTP,
miR-107, and TRACP-5b in diagnosing bone metastasis of lung cancer were 96.42% , 93.93% and 95.08% re-
spectively, which were higher than those of the individual indercator, and the difference was statistically sig-
nificant (P<0.05). Conclusion The levels of CTP, miR-107, and TRACP-5b are closely associated with the

occurrence of lung cancer bone metastasis. TRACP-5b has the highest sensitivity, specificity, and accuracy in

detecting lung cancer bone metastasis. The combined detection of the three can effectively improve the diagnos-

tic value of lung cancer bone metastasis.
[KEY WORDS]

I 8 2 A BR R R BE T R W, B
Tl Ak & J , B P il AR 5 bR 24
Jiti i B B2 I AL T, By R A B RS, H L
OB B AR, D E s E L A
Kl W, 30% ~40% g J 2 BB BR AR, 1 4R
HAFRRLITR A0%"™ o TR B A% T BRI B0
JEE R TC AR, ARG B S T E T, RS
W B % 7% LA ZUE K AR SR 4 o L3
FRTFEAEA R P AR . R, SR
AR 2T Tl R A T B2 W B o &
B, O S UESE, IR B e R ] SOMLAAR B AR
ZAL, 1 BOA BB AR AR KR R i

T 789 Je Jit 52 Bk 8 56 R o JIK (Type T collagen cross-
linked carboxy-terminal peptide, I CTP) . Lyl A
PR iR P % iR [ 5b (Tartrate -resistant acid phospha-
tase 5b, TRACP-5b) ¥ J2: # WL A ¥ 1 1k B AR AR
Yo S35b, AR BE I , U RNA-107
(Micrornas -107,miR-107) 5 fitifig  FLIIE 5 2 50
JEER AR, X, AR SCEAE AT T CTP,
miR-107 , TRACP-5b #7515 5% 7 v 0912 W
P, BARE AT .

1 —HREE

1.1 RSk

PEHEL 2020 4F 10 A 2 2022 4F 12 A T H A
PR P& B 1% 3 1) o e S0 it s S 122 061 A AR
O&HRHEA A AR F R A2 e, A5 &
(A s 2z s Il 8 I R A2 7 16 7 (2018 Jit) ) 4H G
i 5 @R AE T H b B AR 5 B3 1A R FH X
B AC R R AT R 0 B 24 5 AR >18 % 5 HEBR
P - DI R TR 7 4 Q0L IE W 5 13K ;
QA I H A G I &

I CTP; miR-107; TRACP-5b; Lung cancer; Bone metastases

W ZEBRAETHEBE TN (BB
99mTc-MDP SPECT/CT 4= B i 148 12 Sk BH 1=
I PRAE IR BN B I BRI ) B R A
58 4, A B A4 04 ] . Hrh B A 40 4],
4 18 1, E A (64.3328.24) %, s 34191 /N4
JfiidiE 13 41 itk 2n A 11 ). JES R AL 42
B, 4 22 4], SEHA4E Y (65.01+8.37) %, &% 38 191
JINGH LIS 14451 SR 20 e 12 491 PRI DR
BHELEE, 2255 TG F B L (P>0.05) , A Al Hok .
Nz T R 3 (8 B R RS P UG A e 3
R F MR
1.2 ik

JIT A F 58 % 52 342 T Al I Bk O 3 mL , % 3R
¥ E 30 min, 2.0 (3 500 t/min , 15 min | 0242
10 cm) , BUIL Y , >R F &+ & K Cobas601 4= [ 3
o BE K E AL T CTP | il B G0 58 W B 3
7€ TRACP-5b , ¢ O & & PCR il %€ miR-107 ,
K H 2 Act 53 HF miR-107 fAHXT ik &, 1 CTP,
TRACP-5b {51 &k H LT3 W Rk A B
A, miR-107 50 &k 1 ifg il 3¢ AE 4 B B A PR
/NEEI 8
1.3 LS R

e e B A kAR TR 2098 1 CTP .miR-107
TRACP-5b 7KF-, X B B Al kAT 9,0 9% .
HEARFRIEW SRR TR R H N T
64, T4 Rkt ERE A H 6~20 4~ T 9% - fR k75
BH 204, AR WWEBYCE BAR; V9 s A
R R N T R =T5% , H LB E
% ., 2387 1 CTP .miR-107 .TRACP-5b X fiii i ‘B %
BRI, = F A2 W7 O B, L
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K SPSS2 1.0 Ge it 2 il A7 e it o bt L it
ORISR (x+5) 3R, WG (R ¢ K565 Z2 4 1)
K F R B T HECR RE L 0 (%) R, IR
2 K BILL P<0.05 R 2= R BA G L

2 #R

21 HHBAH EFHBEA | CTP.mR-107,
TRACP-5b 7K -

B4 [ CTP.miR-107 .TRACP-5b 7K ¥
mTARE BB, 22 7 A ST 2 L (P<0.05) .
W1,

®1 BEBAFEHEBA | CTP.miR-107, TRACP-5b
KFEE (x+5)
Table 1 Comparison of ICTP, miR-107 and TRACP-5b
levels between bone metastasis group and non bone metastasis

group (x+s)

[ cTP . TRACP-5b
21 5] n (pell) miR-107 (pe/mL)
P mal o4 4.67+1.68 10.5544.53  4.26+1.50
B 58  15.12+5.07 18.6625.81  7.99+3.69
18 15.578 8.640 7.177
P1E <0.001 <0.001 <0.001

22 HHEHBHARIMEAF Y 1 CTP, miR-107,
TRACP-5b /K

I CTP.miR-107 ,TRACP-5b /K- M-IV&> 1 ~
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Table 2 Comparison of levels of CTP, miR-107 and TRACP-
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(+s)
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Diagnostic value of serum HE4, ROMA value combined with CA724 detection in CA125-
negative ovarian cancer

LI Xiaohong', ZHAO Meisu®, LI Guofu'*

(1. Department of Gynecology, Linyi Cancer Hospital, Linyi, Shandong, China, 276000; 2. Department of
Gynecology, Zhaotong First People’s Hospital , Zhaotong, Yunnan, China, 657000 )

[ABSTRACT] Objective To analyze the diagnostic value of serum human epididymal protein 4
(HE4) , ovarian malignant tumor risk prediction model (ROMA ) value combined with carbohydrate antigen
CA724 (CA724) detection in carbohydrate antigen 125 (CA125) -negative ovarian cancer. Methods A total
of 159 patients with ovarian cancer who were treated at Linyi Cancer Hospital from January 2022 to June 2022
were selected as the study subjects. All patients were tested using serum CA125. The criteria for determining
negative and positive results were as follows: CA125 >35 U/mL was considered positive, while CA125 < 35
U/ mL was considered negative. The study included 84 cases of CA125-negative ovarian cancer and 75 cases of
CA125-positive ovarian cancer. The levels of serum CA724, HE4 and ROMA index were compared between
the two groups. The diagnostic efficacy of serum CA724, HE4 and ROMA index individually and combined,
in detecting the CA125-negative ovarian cancer group was analyzed. Additionally, the levels of serum CA724,

HE4 and ROMA index in different stages of the CA125-negative ovarian cancer group were compared. The cor-
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relation between serum CA724, HE4 levels and ROMA index was analyzed. Results

The serum levels of

CA724, HE4 and ROMA index in the CA125-positive group were lower than those in the CA125-negative

group, and the difference was statistically significant (P<0.05). The sensitivity, specificity and accuracy of

the combined diagnosis of CA724, HE4 and ROMA index in patients with CA125-negative ovarian cancer

were 92.73% , 89.66% and 91.67% , respectively, which were higher than those of the three tests alone (P<
0.05). The levels of serum CA724, HE4 and ROMA index in stage II-IV patients of the CA125-negative ovar-

ian cancer group were significantly higher than those in stage I -1l patients, and the difference was statistical-

ly significant (P<0.05). Pearson correlation analysis showed that, the serum CA724 and HE4 levels were posi-
tively correlated (r=0.932, P<0.001). Serum CA724 was positively correlated with the ROMA index (r=
0.749, P<0.001). Serum HE4 and the ROMA index were positively correlated (r=0.814, P<0.001). Conclu-

sion The Serum HE4, CA724, and ROMA values can be used as auxiliary examinations to diagnose patients

with CA125-negative ovarian cancer. These three indicators can also determine the staging of ovarian cance.

This provides an effective reference value for patient diagnosis and treatment.
[KEY WORDS] HE4; ROMA; CA724; CA125; Ovarian cancer
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HX(P<0.05), W#E1,
&1 5 CA7T24 HE4 KFFROMA fEH BB B &
i CA125 B4 5P S RIS BT 0 RE (%)
Table 1 Diagnostic efficacy of serum CA724, HE4 levels
and ROMA index alone and combined in detecting
CA125-negative ovarian cancer (%)
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Cég&":‘;;g 9273 89.66  91.61
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WM~IVH# 45  39.23+3.27 219.34+5.64 33.33+3.41
Zi: 2.118 8.814 18.091
PAE 0.038 <0.001 <0.001
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Relationship between preoperative fibrinogen, hemoglobin, and prothrombin time and
postoperative blood transfusion in hip replacement surgery

ZHANG Shengnan'*, XU Jiarui*, CHEN Chunxia', QIN Li'*

(1. Department of Blood Transfusion, West China Hospital, Sichuan University, Chengdu, China, 610041 ;
2. Pengshan People’s Hospital, Meishan City, Sichuan, China, 620860; 3. Department of Medical Imaging
Technology , West China Clinical College of Medicine, Sichuan University , Chengdu, China, 610041)

[ABSTRACT] Objective To analyze the relationship between preoperative fibrinogen, hemoglobin,
and prothrombin time and postoperative blood transfusion in hip replacement surgery. Methods A total of
284 patients who underwent hip replacement durgery at West China Hospital of Sichuan University from Janu-
ary 2015 to December 2018 were selected as the research subjects. Ther preoperative general clinical data, pre-
operative blood routine, coagulation function and other laboratory test results were collected for all patients.
Based on whether they received blod transfusion after surgery, the patients were divided into two groups: the
blood transfusion group (72 cases) and the non-blood transfusion group (212 cases). The general clinical data
and relevant laboratory indicators of two groups were compared, and statistically significant indicators were in-
cluded in a multi-factor binary regression logistic regression equation to analyze the risk factors affecting blood

transfusion after hip replacement. The receiver operating characteristic (ROC) curve was plotted to analyze the
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predictive value of preoperative fibrinogen, hemoglobin and prothrombin time individual and in combination
for postoperative blood transfusion. Results Statistically significant differences were found in age, BMI, hy-
pertension, osteoporosis, surgical duration, fibrinogen, hemoglobin, and prothrombin time between the trans-
fusion group and non transfusion group (P<0.05). Through logistic regression equation analysis, it was deter-
mined that an increase in preoperative surgical duration, a decrease in fibrinogen concentration, a desrease in
hemoglobin concentration and a prolonged prothrombin time were risk factors for blood transfusion after hip re-
placement (P<0.05). The combined predictive sensitivity and specificity of fibrinogen, hemoglobin and pro-
thrombin time were 90.27% and 84.34% , respectively. The AUC was 0.755 (P<0.05). Conclusion An in-
crease in preoperative surgical duration, a decrease in fibrinogen concentration, a decrease in hemoglobin con-
centration and a prolonged prothrombin time are all independent risk factors for postoperative blood transfusion

after total hip replacement surgery. These factors have significant predictive value for early detection of the

need for postoperative blood transfusion.

[KEY WORDS] Fibrinogen; Hemoglobin; Prothrombin time ; Hip replacement surgery
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Table 1 General information and laboratory indicators of

transfusion and non transfusion groups [n(%) , (x+s) ]
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Table 2 Logistic analysis of risk factors affecting blood transfusion after hip replacement surgery

PSS B1H SEfH Wald {8 OR Y 95% CI P

A% (<65 2=0,>65 & =1) 0.523 0.387 2.156 1.687 0.790~3.602 0.552
BMI(<28.0 kg/m’=0,=28.0 kg/m’*=1) 0.502 0.337 2.642 1.8652 0.853~3.198 0.418
L (T6=0,A=1) 0.673 0.445 3.554 1.961 0.819~4.689 0.336
BYrEias (Ji=0,4=1) 0.605 0.418 2.547 1.831 0.807~4.155 0.426
FAM K (<100 min=0, >100 min=1) 0.751 0.214 7.542 2.119 1.393~3.223 0.026
LY 35 R (=2g /L=0,<2 g/L=1) 0.542 0.223 8.597 1.719 1.111~2.662 0.014
ML (120 g/L=0,<120 g/L=1) 0.781 0.373 9.502 2.184 1.051~4.536 <0.001
VR IfiL T DRLEST R (<16 5=0,>16 s=1) 0.635 0.274 8.774 1.887 1.103~3.229 0.008
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Table 3 ROC curve analysis of the predictive value of fibrinogen, hemoglobin, and prothrombin time alone and in combination

for blood transfusion after hip replacement surgery

S i REE (%) PR (%) SE 8 AUC 95% CI PAE
LYk 62.63 59.88 0.043 0.376  0.291~0478  0.029
M2 46 14 65.06 60.96 0.048 0.392  0.301~0.511  0.026
6 1 il S R 1] 67.88 62.53 0.052 0.407  0.342~0.547  0.015
L 20 5 P D 2T 8 I e s T B A A U 90.27 84.34 0.077 0.755  0.631~0.809  <0.001
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The expression and clinical significance of serum ANGPTL2 and VASHI1 in patients with
multiple uterine fibroids

FANGH Fang, ZHANG Qian*, CHEN Peifang, LI Caihong, DUAN Xiaoyun

(Department of Obstetrics and Gynecology, Nanjing Tongren Hospital Affiliated to School of Medicine of
Southeast University , Nanjing, Jiangsu, China, 211102)

[ABSTRACT] Objective To analyze the expression levels of angiopoietin - like protein 2 (ANG-
PTL2) and vasohibin-1 (VASH1) in serum, and to explore their clinical significance in patients with multiple
uterine fibroids. Methods A total of 312 patients with multiple uterine fibroids who were treated at the Nan-
jing Tongren Hospital affiliated with the School of Medicine of Southeast University from January 2018 to Jan-
uary 2022 were included as study subjects (observation group), 312 healthy women who visited our hospital
for physical examinations were enrolled as controls (control group). Enzyme linked immunosorbent assay
(ELISA) was used to measure the levels of ANGPTL2 and VASHI1 in serum. Pearson correlation analysis was
conducted to examine the relationship between the levels of ANGPTL2 and VASHI in serum. Receiver operat-
ing characteristic (ROC) curve analysis was performed to assess the diagnostic value of serum ANGPTL2 and

VASHI levels for multiple uterine fibroids. Logistic regression was employed to identify the influencing factors
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The levels of ANGPTL2 and VASHI in the serum of the observation
group were significantly higher than those in the control group (=12.870, 9.935, P<0.05). Additionally, the

of multiple uterine fibroids. Results

levels of ANGPTL2 and VASHI in the serum were found to be associated with irregular vaginal bleeding,
number of fibroids, maximum fibroid diameter, and average fibroid volume, with statistically significant dif-
ference (P<0.05). However, there was no significant association between the levels of ANGPTL2 and SASH1
and age, menstrual status, menopause status, pregnancy history, abortion history, ER, PR and tumor loca-
tion (P>0.05). Pearson correlation analysis revealed a positive correlation between the levels of ANGPTL2
and VASHI in the serum of patients with multiple uterine fibroids (r=5.440, P<0.05). The ROC curve analy-
sis results showed that the area under the curve (AUC) of the combination of ANGPTL2 and VASHI in the di-
agnosis of multiple uterine fibroids, which was better than that of ANGPTL2 or VASHI alone (P<0.05). Lo-
gistic regression analysis demonstrated that ANGPTL2 and VASHI1 were significant influencing factors in the
occurrence of multiple uterine fibroids (P<0.05). Conclusion The levels of ANGPTL2 and VASH1 in the se-
rum of patients with multiple uterine fibroids are significantly elevated. The combined measurement of there

two markers can assist in the diagnosis of multiple uterine fibroids.
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Table 3 Relationship between serum ANGPTL2 and VASH] levels and clinical characteristics of patients (x +s)

H % n ANGPTL2 (ng/L) #/F {8 P{H VASHI (ng/L) v/F{H Py

A <50 192 56.80£17.05 19.79+6.17
R (E) * 0.119 0.906 * 0.996 0.320

=50 120 56.57+16.06 19.09+5.83

2505 K 23 55.87+16.: 19.36%5.

EER ﬂﬁ‘, 8 55.87+16.36 1505 0112 9.36+5.88 0.833 0.406

AFRE 74 59.41+17.67 20.03+6.55

EUEZS N S 131 55.81+16.50 19.41£5.89
0.811 0.418 0.274 0.784

F 181 57.36216.79 19.60+6.15

IR B 256 56.27+16.50 19.37+5.93
: . 0.996 0.320 0.942 0.347

g 56 58.72£17.45 20.21+6.54

HliWa &= 44 57.68+16.72 20.32+6.42
0.417 0.677 0.946 0.345

& 268 56.55+16.66 19.39+5.98
ER PR 177 55.23+16.37 1795 0.074 19.00+5.96 1730 0083

5123 135 58.65£17.06 e : 20.2026.14 : :

RR BH 182 55.32+16.42 19.07+5.98
1.745 0.082 1.557 0.120

A 130 58.60+17.02 20.15+6.12

S 3 A 00 14 3.92+17.14 21.88+6.43
338 A 0] 1 H 8 63.92+17 - 0.000 88+6 6.543 0.000

Ja 164 50.20£16.25 17.39£5.69

WU A () 2~3 197 54.34+16.34 17.83+5.88
4~5 98 59.48+17.02° 7.387 0.001 21.57+6.21° 27402  0.000

=6 17 68.21+18.48"° 27.29+6.91"

IR A= T 118 54.72+16.47 18.95+5.99
JULEE [ 105 56.83+16.65 1.844 0.160 19.34+6.05 1.720 0.181

FHREN 89 59.21£16.96 20.49+6.09
e RN E A% (em) <5 178 50.44+16.40 7.656 0.000 17.31+5.61 131 0.000

=5 134 65.04x17.03 22.46+6.61 ’ ’

V-2 LR AR FR (cm? <800 169 54.25+16.43 18.59+5.80
TN B (') K * 2835  0.005 = 2056 0.003

=300 143 59.62+16.95 20.62+6.32

5 2~3 MR AR L, *P<0.05 3 5 4~5 DS WUREEE AR 1L L PP<0.05

F4 IMiEH ANGPTL2 #1 VASHI K FEi2Hi s £ HEF =
ANJE & 9 ROC o4
Table 4 ROC analysis of serum ANGPTL2 and VASH1

expression levels in patients diagnosed with multiple uterine

fibroids
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Figure 1 ROC analysis
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Table 5 Logistic regression analysis of factors influencing the
occurrence of multiple uterine fibroids

P Bl S.EAL Wald ¥ OR{H  95%CI  P{Hi
ANGPTL2 1.010 0.256 15.559 2.745 1.662~4.534 0.000
VASHI1 1.035 0.248 17.404 2814 1.731~4.575 0.000
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Effects of ultra-pulse carbon dioxide fractional laser treatment on TGF-3, EGF and bFGF
levels changes in female depressed acne scars

WANG Haixia*, FENG Shike, LIU Wang, HE Hongyi

(Department of Dermatology , Zigong First People’s Hospital , Zigong, Sichuan, China, 643000)

[ABSTRACT] Objective to explore the effects of ultra-pulse carbon dioxide fractional laser treat-
ment on transforming growth facto - B (TGF - B) , epidermal growth factor (EGF) and basic fibro-
blast growth factor (bFGF) levels changes in female depressed acne scars. Methods A total of 104 female pa-
tients with depressed acne scars who received treatment at Zigong First People’s Hospital from April 2020 to
February 2022 were selected for this study. According to the treatment plan, they were divided into two
groups: a control group (n=51) receiving conventional surgical treatment and an observation group (n=53) re-
ceiving ultrapulse carbon dioxide fractional laser treatment. The study aimed to compare the clinical efficacy ,
skin conditions, and levels of vascular endothelial factor levels (TGF-f, EGF, and bFGF ), recurrence rates,
and adverse reaction rates between the two groups. Results The total clinical effective rate in the observation
group (84.91% ) was higher than that in the control group (62.75% ), and the difference was statistically signif-
icant (P<0.05). After treatment, the scores for violet, texture, pigmentation and pore in both groups de-
creased. The scores in the observation group were lower than those in the control group, and the difference was
statistically significant (P<0.05). After treatment, TGF-B and bFGF levels in the observation group were high-
er than those in the control group, EGF levels were lower than those in the control group, and the difference
was statistically significant (P<0.05). The recurrence rate in the observation group was lower than that in the
control group, and the difference was statistically significant (P<0.05). The total incidence of adverse reac-

tions in the observation group (19.61 %) was lower than that in the control group (5.66% ) , and the difference
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was statistically significant (P<0.05). Conclusion The application of super-pulsed carbon dioxide dot matrix

laser in the treatment of patients with depressed acne scars is effective. It can effectively improve the expres-

sion levels of TGF-3, EGF, and bFGF in scar tissue, and it also has better safety.
[KEY WORDS] Super pulsed carbon dioxide fractional laser; Depressed acne scars; TGF-3; EGF; bFGF
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1.2 ik

XTHRA . 7 L LT ARG, R 8 5 1 SE bR
1600 TR R A PR AR S IR B2
FARIEITIRIT

MRS T LU Ik v — AR s RO EIR YT, Rt
BEBA YR E 2 R 2R I FUE, PR R P
Ak 60 min, B[] 2 S48 T 7LE R 75% LBk T
THEE. MK Akt S FEROGIGE A SOGs RHE
TN A BR A, 508 E 9K 10 600 nm  GE
1 (20~50 mj) s AR SR Y (1.56% ) , 1% FR I
FEHEATHIA, LR RGBT 5 I X R AT
130, 58 TRYT T Sz B R R s EORk (B )
SN Ak SE H UK 424 BOR BB 30 min, [A]BSO6 THGA
7 X IR RN 3R B A 1 R Mise (RE AR A B TR
AR 2 /A, HLRIK 7 d, IR H 3 d N
ANRETHTAT, 7 d AR IR I R A Rkt i
1.3 LS R
1.3.1 PI4LIG RS Y3500 L

Zx 8 % Rz % IR A T (echelle devaluation cli-
nique des cicatrices dacne , ECCA) "' 743 R VF-A, J7
48 % =38 J7 i ECCA-14 97 J5 ECCA)/VA T Tl
ECCA, >90% S} I8 Al , 90% > 77 %1 15 L =60% H i
B, 60%>7 ZUHE KL =30% hH L, 30%> K ToRL, &
A ROR=FEA P AR+ W OE
1.3.2 PR R RAB XTI

TERBERITHISARIT G, R gh 35 E] visa Rl X
(Vg SR FE BT 8 A B B SEA T, X L Y
R B R AR B B ALFE
3100 43, AHE SIRITIT AR I
1.3.3  PRALIMAE N K 7K AE AT

TRIT AT SR YT BVZ0 55 5l R #R K I 5 mL
HEATE0 (3 500 t/min, 0142 9 cm, 15 min) B
T, 1 FH e e 1 214k 243 % TGF-B .EGF X bFGF
HEHEA TN AE . TGF-B IE#1H:9.8-36.2 ng/mL, EGF
1E %1 : 10~50 pg/mL, bFGF 1F# {8 : 2~10 pg/mL"™
1.3.4 P K RHERXT I

T B FIRIT AN G AT 112k 6 T,
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B 17 8 1 5 1] R 2022 4 8 H L GE 0 P4 R
HEREN
1.3.5 WIdIA RN & AT

ALHE K R B R | R BT
1.4 Gile#irik

K H SPSS 18.0 G it Ak ir g8 it b, 1 i
FERMEF (+5) 2%, WL TR BCHR (8 ] « K565 1 H 5
TR n(% )RR, R ¢ K505 DL P<0.05 2R
ZRAFGIHE .

2 HR

2.1 IRIRITRL
WL 21 I PR A A 3K (84.91% ) 15 T % HR 41

i, EGE /K LU R IRALIG, 22 52 A G it~ i L (P<
0.05). WF3,
24 HERRER

BEVT 6 AN, SR KN 5.67%(3/53)
XHIRA14 KN 21.56% (11/51) , MELL R & 3R H X}
MRAIG, 225 A Gei 8 X (5°=4.397,P<0.05) o
25 ANRNE

WLEELH AN BRI S R A 8 O BIREEAIR , 22 57
AEIF R L (P<0.05), WL 4,

F4 MATBREEERIE (1(%) ]

Table 4 Comparison of adverse reaction incidence between

the two groups [n(%) ]
B n BRI R GERBGR R BRAER

(62.75%) , 22 A Geit 7 L (P<0.05) . WK1, WAL 51 2(392) 1(1.96) 3(583) 4(7.84) 10(19.61)
. WA 53 0(0.00) 1(1.89) 1(1.89) 1(1.89) 3(5.66)

F1 WAIRKTRXIEE [(7(%) ] P! 4.623

Table 1 Comparison of clinical efficacy between the two PE 0.031

groups [n(%) ]

HA n AW BT AR TR SRR

XFHEZH 51 9(17.65) 23(45.10) 12(23.53) 7(13.73) 32(62.75)
WL 53 16(30.19) 29(54.72) 6(11.33) 2(3.77) 45(84.91)

3 it

U P R A A T 3 B el LB 3R TR TR

21 6.640 P SRR PR R S0 M R A 005 1 4
L 0.009 PR MICHIITHE | B PR MO %
22 JIEN W E TR, FLZ %k T, e B R

[ERGEIIEE 2 S N 7 I R (N
TR, HWE S0 5 AR B BALIT LT
XTHRAAAR, 22 A geit2e X (P<0.05) . W3k 2,
2.3 TGF-B.EGF }% bFGF /K

WAL 4136 J7 J5 TGF- B bFGF 7K ~F Lt X i 4]

BRI, i 2 RURH S ZORXTHER PR T

DA I PR L PR R I Ak~ 55 T BOkRIA
I M PR RS R, (7 A, BLW R — R 51
AR BER BT ORI S RO
I7 W LT TR T B R R ARk

F2 WMARKBRIEE (x+s,70)

Table 2 Comparison of skin conditions between the two groups (x s, points)

- . el R eV LAl
YT TR RYTHT TR YT T TR YT AT fIT)R
XL 51 5401542 47.89+5.28°  44.11%442  38.89£3.28'  49.385.66  4531x4.02°  69.38£8.66  57.31%7.02°
WZEH 53 5398534 33.36x4.01°  44.98x4.34  26.36+3.01°  49.94x525 3345415  69.24x825  33.45:8.15
i 0.124 15.992 1.022 20.503 0.528 14.936 0.082 16.122
P 0.901 <0.001 0.308 <0.001 0.598 <0.001 0.932 <0.001

R R RIS L, P<0.05,

%3 W4 TGF-B.EGF & bFGF /K F3F Lt (x+s)
Table 3 Comparison of TGF-3, EGF and bFGF levels between the two groups (x+s)

i . TGF-B (ng/mL) EGF(Pg/mL) bFGF(Pg/mL )
TRYTHT BT A VRITHT BT A VRIT T RITIE
X R LH 51 6.71+0.42 8.29+0.28" 6.41+1.89 8.54+1.26" 0.78+0.79 1.54+0.26
WL 53 6.78+0.34 10.86+0.41° 6.39+1.76 10.38+2.87° 0.7420.66 2.47+0.87°
tH 0.936 37.188 0.058 4.205 0.281 7.325
P{H 0.352 <0.001 0.956 <0.001 0.779 <0.001

0« [ RRY T ETS LA, *P<0.05,
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57 T T A R T T, SR A R L B OB VR 9T
55 FRMUEE , IFE R E LT
s ARG AR EOEIRIT IR K B R
W T K i AR A e R O R B R
SRR S, SCEAT R R BE A TT i 3/ (A 2 1
FE IR IT AR BOZIGYT O Tz T AR
FEIE VOB IR A R BRIGIT o AR SCHR I R B, Lg%
I R AT R T R AL . o i DR T
2 o K b AR A A5 PR O R O R B R 1Y
TR B A= 0 2 3550 o 0 B o 43 B B el A
Jok A 52 AL A5 LA By, 2 i o A R M D
Bl FBH B R A, A R M SR 2 T T g
R RS F N EAL

TGF-B 14 Bz IR 2205 # A BUR S Fre iy
AR DR, AT T 2R i D AR 1R A A 4
[F] B 3 ] AR 2 e A PR Bz R e | 1
Rz IR S R 2%, W TGF-BnRES 5 T
R FEE . TSRO REBE Stk
S3H 22 2 B TR, TGE-B 7K S Ay 78 4k 1T Ja) 322
S B R L, TGE-B /K5 Bz ik v iy Jise it 2
JE L2 1E F , TGF-B 7K - 11 15 28 a5 $2 7R 5 J2 Bk
A, EHIN I MELL] TGF-B 7K-F He X B 21
T, TR DR Ik o — AR AR R i B RO T A A
P O IR YT IX B TR, TGF-B R i 1k (i 15
52 55 11 T MR i T A4 400 i ) 348 A= A5 300 ) 3, ok
T 5 22 A0 5 e T 2 4 W 415 150 45 21 ol 36, 38
XoF M1 o P R s R S TR T A8 . A A SR Ak
i3 TR M AR i 55 0 ) DT R R A Ll
3% N ¥ J EGF 45 m R 8 B %K R, EGF /&2 —
Pl Z Dy fig 9 A R T, ZE AR AR SR X 22 b 41 21
4 R A 5 2 A 4> 2446, EGF g 8 19 FAIE iF 3=
B 240 L ) A R RS B, A8 52 R Ik A 2 g T A e I
/D B H 2% . bEGF AR Ry i R 5 U Ay 1 A8 A 4 1A
T, HFZAEYEER A &G 5 a8Us
2 AR A . FROIA IR B A 5 bFGF
HH5% , bEGF /K- T i $2 7R 25 Ff B Rz ok 45 3 1 ]
iR EEE N, AR RBIFIE 45 5 3= Wl ik v — 44k
¢ a5 B2 5 T 30 T B PR R TR 2 2 P
EGF \bFGF FiA7K -, 077 M FE M BE i iR
M ERAR T v o o5 — T, AR IR F 5% &5 SR 340 13 BH K
T ik S Al s R SO YA T I T TV 1
PR BB e R IR TIT T R EA AT

ZE A 19T B s i R AR B I
AR R S B ORI T AU v R0 R
JRZH 2 Y TGF-B . EGF . bFGF 2 ik /K, 4 41k
Rt

5% STk
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WG ss e DLE SIBRER & 155 ik AT ZPBHIARIE
JY TR L oa ko ae . 2 k8 e FSH.E2 5 LH
y @B RAl]

ILE X BHEE HaF

(¥ ZE] BW WHEEREETENUES RS T 5 sk EAT S AR IGYT Fx e U )
fig 2 kR AL U0 R (FSH) JiE 1% (B2) K (R AR i (LHD KE 52 . ik 3EICT 2020 4F 5
H 28 2021 4F 5 H H N R 2455 — B 2 B W4 19 116 1175 LIS S B4 M B SE /b 4 AR IER Y7 07 600
XA (n=56, LM) FIMER 20 (n=60, LM & F & sk LAT SCBHIBIAR ) o LU A R - AR IAFE A5 M R
(FSH.E2 &% LH) MEUife FEAUSRE R BAR, &R AT AR A T X REAL, EA 3 i
DFRT A, RJEHES B WD RE B S B A B i ) 3506 F % R, 25 A Ge it 24 L (P<0.05) s 2 AR
FSH .E2 J LH /Kl 2 5% gt 2# 2 XL (P>0.05) ; R J5 3 A FSH.LH ¥/ AR T+ i, HOWEL 4L 5,
E2 B ARATRAL, SR TEAIL, 22 54 Go i X (P<0.05) s (H 4L AR 5 6 H i FSH E2 % LH 7K L
AR TG X (P>0.05) s FRAL AR BT TE T 80 LU 22 R RS H 2473 X, R 6 A PEShRETE/>
BB R B et E P LAY, 22 R I GE i 3 L (P>0.05) 5 WLECEH T8 JILIRE 5% BE R (0.00% ) B k&
(10.71% ) 34 i AR T %k RE2H 727 LI 5% BA 28 (21.43% ) 2 % 28(3.33% ) , 22 A Bi it 78 X (P<0.05) o
it LM IS FH sk EAT S BH AR5 WU B35 IR SR Th e I N AT — g s, (Rl B R 2 R
BIZKF, BAESGEMEDRE R FRARR # UR IR B R 5 8 R DRCR AT

(&) MBS, TENIENEAR; FEINk AT CBHBA ; HhiEE

The effect of laparoscopic myomectomy combined with uterine artery ascending branch
occlusion on sexual function, recurrence, and FSH, E2, and LH levels in patients with
uterine fibroids

WANG Wenjun*, LIU Yan, YANG Mengxia, GUO Hongjun

(Department of Gynecology, the First Affiliated Hospital of Zhengzhou University , Zhengzhou, Henan, Chi-
na, 450000)

[ABSTRACT] Objective To study the effects of laparoscopic myomectomy combined with uterine ar-
tery ascending branch occlusion on sexual function, recurrence and follicle stimulating hormone (FSH) , estra-
diol (E2) and luteinizing hormone (LH) levels in patients with uterine fibroids. Methods A total of 116 pa-
tients with uterine fibroids admitted to the First Affiliated Hospital of Zhengzhou University from May 2020 to
May 2021 were selected as the research subjects. They were divided into two groups based on the treatment
plan: the control group (n=56, treated with LM) and the observation group (n=60, treated with LM com-
bined with uterine artery ascending branch occlusion) according to the treatment plan. The perioperative indica-
tors were compared between the two groups. Additionally, sex hormones (FSH, E2 and LH) , sexual func-
tion, uterine fibroid residual rate, and recurrence rate were also compared. Results The operation time of the
observation group was longer than that of the control group. However, the intraoperative blood loss was less in

the observation group compared to the control group. Additionally, the observation group had shorter postopera-

KRB . d o E AR A %) (LHGI2022036)
A 45 F0M K5 5 — W B B B da#t, W dr, #70 450000
*iB A . LR, E-mail : wangwj1186@126.com
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tive exhaust, gastrointestinal function repair and hospitalization time compared to the control group, with statis-
tically significant differences (P<0.05). Before the operation, there was no statistically significant difference in
the levels of FSH, E2 and LH between the two groups (P>0.05). However, at 3 months after the opration,
FSH and LH levels were higher than before the operation in both groups. The observation group had higher lev-
els of FSH, and LH, while E2 levels were lower in the observation group. Those differences were statistically
significant (P<0.05). At 6 months after operation, there was no significant difference in the levels of FSH, E2
and LH between the two groups (P>0.05). Before the operation, there was no statistically significant difference
in sexual function scores between the two groups. However, at 6 months after the operation, the sexual function
scores improved in both groups. There was no statistically significant difference between the two groups (P>
0.05). The residual rate of uterine fibroids in the observation group was 0.00% , while was significantly lower
than the control group’s rate of 21.43%. Additionally, the recurrence rate in the observation group was 10.71%,
significantly lower than the control group’s rate of 3.33%. These differences were statistically significant (P<
0.05). Conclusion LM combined with uterine artery ascending branch occlusion has a temporary impact on
ovarian function in patients with uterine fibroids. However, over time, ovarian function gradually returns to its

preoperative level. Furthermore, this procedure has shown better results in improving sexual function and reduc-

ing the residual rate and recurrence rate of uterine fibroids.

[KEY WORDS] Laparoscopy; LM; Uterine artery ascending branch occlusion; Sex hormone

TENE EE R TEREE ., RYEEE
WATIRE VR A ORI, FE R I 2 4 B2
S H BB WL B AR IR O
B R R, T3k 20%~40% " . A 4t % |
i A B P A A A IS 22 O B LR R L I
PRI, BEE G155 T, U 2y e A 78, e &
OGRS 17 A T E R R B R
I, FEARIZIIRE S R BT (B 1 Rk R H R
A I B R TR S LR S A2 W I SR IR
AR BAHERIMIKE L. 25 KT AR
T ENWUREIRYT 7 58 B AT & (L RE 4 /1B LR 14
oy 5 TCEMRIG  AUAT el D BUR A IR,
ARATSIH R H A R 3657 5 WUE i 1A 20
B, R TR B BEAA R/ U1 E /N K
ARG 2 4 e v A R TR I R 9k 32 T, (H 3%
FARTERIT R FER K H 2 & U8 B A7 A 1 38
Z 1k I PRIHE S5 R i, 0 BB TS AN R SE
PR 2RI 5 WU IR YT SOR BB U6 by, T
BT BRI RE . I T 5 E sh ik AT S
Wy AR B 5 T B T 5 WL 51 B (Laparoscopic
myomectomy , LM) y&3 97 7] {i AR o i i 12 9 /b, £
FIARJE AR . AR 53 A 116 47 E
VIR BB I R ORL , & 7R 70 BT I 8 15 WLIR A3
BRIEA T B s Ik EAT SCBHBARIGST 70 5 LR
HHEYIRE KR AR IR (Follicle-stimulat-
ing Hormone , FSH) . it —[i% (Estradiol2 , E2) & # {4
H: 1% (Luteinising Hormone , LH ) 7K 5211 .

1 ARSI

1.1 — R

VEHL 2020 4F 5 H & 2021 4F 5 H HRM K2 4—
B8 = e eI 1 116 19115 VIR ARHEIGR YT O 241
IR 2H (n=56, LM) FIWL2E4H (n=60, LM BX 5 1
Bk B AT BRI AR ) o 0 IR A 2 A i
(31.58+3.71) % , 1. . Z & WAk 38/18, g &t ~F- 1%
HAZ(5.74+1.22) cm, -5 2 (6.29+1.11) 4F
MBS AE IS (31.96+3.54) %, B £ Kk il Ky
4119, V- H 4% (5.41+1.13 ) em, 24195 72 4 (6.03+
LODAE . ML F AR IS e okt A A 2
K2 RWEZR LG E L (P>0.05), AW
5% O3 1 BE R S AR B2 b

PN : DS (FENUEZIE T E L 53
POBWtRE"™; @i 34 A WAREZ A F ARG
J7 s OTCA T AREEBAE ; @A 5 AIbe , IF 4%
FEA; QIR R H = . HEbRbRE: Q4T
Pl R OR QB I M R A QR T
WU AP T AT BB & @A I AMEFE 2% 2
PG s A IO RIS R G E IR AT .
12 ik

S EEEASS ] A e T HE3 27
RKNFTFAR, EHE 2SRRI 2L & 30°
s e 7, T BE T HERS . TR — BT
21 = I S

XTHRAH 32 LM, F AP BE 5 R J5 4b #1444 FR



© 354 - NTEW SR ARG 202442 A

e 2 I Mol Diagn Ther, February 2024, Vol. 16 No. 2

B s B T B WU AR AR AT , 2% S0k
WL ZH 42 52 LM (G5 98 A J5 b B[R] %) BE 2 ) 15t
G FE SNk EAT SRR, 75 sk S BB
TEMEEEE T, 55 FF R0 B Aot Ui 2 O R
B AT . FEIE R B R U5
Bk EAT A FLANBE W . YR AR €0 8 T ff
RS R AT s, RS TR LR A0 o
1.3 g
1.3.1 P B FAR BI85 L

CSRI P B TR s AR5
HEARH ARG B D BeK i A B R [
1.3.2 PR AT

RAT ARJG 3 H EAJG 6 A17112E Al
H KL 5 mL #4720 (3 500 t/min, #5042 9
cm, 15 min) , B EVE W, BT ACHRAE A o L BT
B ARk 2A & GCEEINAE L3 FSH B2 & LH /K-
1.3.3 WA MEIhE L

RHT AJF 6 A I T2 E A [ 1%l B2 55
N GRS CE PR P D REIPAN 5 30) P, (L 7
PR HEAR PEAT R SR EAR RO B R, AR
FETRE 5155 BUIE o
1.3.4 WAHTFENIERE R EREFRLE

TWABEARE 12 A1 2E AR 78 K
2, BEDTEUE Ty 2022 48 5 A L Geit B el
R R A RE,
1.4 Gil#Irik

K H SPSS 22.0 Ge it A4 43 #r , ik Bk

(xxs) s, AL 4G50 THECROR T n (%) 3R
IR KR DL P<0.05 R 2R G X

2 #R

2.1 WA BT AR LK

WREELH TF A ] X6 BB, AEAR rf s iy /D
TXF IR, ARG HER . B e e 8 S Bt ) 34y
TXRA, 22 A 802 L(P<0.05), W31,

x1 WABRFAREIERLER (xs)
Table 1 Comparison of perioperative indicators between the

two groups (T +s)

TR Ay REHFR RAEBIE EBE
g no W) I WS ZhEekE mhin
(min) (mL) (h) () (d)

Xt R4 56 70.63+2.11 106.94+7.21 18.54+2.55 20.59+3.17 5.89+1.35
WLEELH 60 73.11+2.08 87.26+6.88 15.47+2.13 18.08+2.83 4.09+1.19
P! 6.372 15.043 7.055 4.505 7.630
Pl <0.001 <0.001 <0.001 <0.001  <0.001

2.2 WAMHME LK

PIZIARTT FSH E2 M2 LH K-Vl 25 S 811
B (P>0.05); WIS 3 H FSH LH T, HLUAR
i B2 AR TR, EEA A, 22 98 501t
25 X (P<0.05) s (HPHAIA S 6 H BF FSH.E2 & LH 7K
Vi zE R TG R L(P>0.05) . ILER 2,
2.3 MWAHMEIIRE AL

PR AT HE DI eI 43 b 22 R B RS i &
SO ARG 6 A YD REVE S Y BOR AT el | (H LA 22
SEGIHE X (P>0.05), W3,

F2 MAMHEKFRE (x£5)

Table 2 Comparison of sex hormone levels between the two croups (x+s)

_ FSH(U/L) E2(pmol/L) LH(U/L)
=7 n o . . - 5 5 - 5 5
A H AFE3A  ARFE6H AR ARE3A  ARF6A A ARE3A  AR6A
XYL 56 5.84+1.21 6.85+2.11" 5.86+1.47°  76.98+3.88 62.74+3.01° 75.61+3.71°  5.08+1.33 5.89+1.52" 5.11+1.28"
s 60 6.01£1.17 7.93£2.46"  6.11£1.43" 77.17£3.81 54.71£2.43" 76.55£3.61° 5.13x1.30 6.82+1.74"  5.17+1.42°
tH 0.769 2.530 0.928 0.266 15.858 1.383 0.205 3.057 0.238
P{H 0.443 0.013 0.355 0.791 <0.001 0.169 0.838 0.003 0.812
T GRRIHAER, P<0.055 SR 3 H HAL, "P<0.05.
®3 MWAMIIBELE (x+s5,5)
Table 3 Comparison of sexual function between the two groups (x s, points)
- FEBK P FEAT 9 S AR LR MR
= n JLVIN S — N, M2 S — N, M2 . S, M2 S DRy A
AT A 6 H A AJ5 6 H A AJ5 6 H AT AJ5 6 H A AR 6 H

X HEZH 56 138.54+2.87 168.98+5.11° 141.71£3.55 171.59+4.85" 155.06+5.47 128.74+3.17" 134.87+3.17 162.49+3.51" 130.52+4.31 160.08+5.47"
MEZA 60 139.11£2.61 170.04+5.27" 140.86+3.48 172.53+4.71" 155.59+5.37 127.64+3.08' 135.04+3.14 163.43+3.66" 131.08+4.27 161.74+5.11"

t1H 1.120 1.110 1.302 1.059 0.526
PAH 0.0265 0.274 0.196 0.292 0.600

1.895 0.290 1.410 0.703 1.690
0.061 0.772 0.161 0.484 0.094

- SRR, P<0.05,
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2.4 PIHTENURIREA R ERFEILE

WMEH B WUR R B % B LR B EIRT
TR FE AR B R E R R, R A ST+
=X (P<0.05), W4,

x4 MATENEREXR . ELRLE (%) ]
Table 4 Comparison of residual and recurrence rates of

uterine fibroids between the two groups [1n(%) ]

2151 n HR A % 5K
X 2L 56 6(10.71) 12(21.43)
WL 60 0(0.00) 2(3.33)
AL 6.779 8.937
P{H 0.009 0.003
3 1T

AR B, L HEAUIARHE R R 5 T8
LIRS 9 o A 4 8 DI 2%, TR T HR B ™ o
AN BT MM B A B E TR R R
TR LM ERITT FENENA TR Z —,
Wil TR R A A LM AR I AR - 4 0
BNz EEIEESE" " . LM R HA G55
N AR FR RS D ok B 4 R R e AN B A
BEAEM OEY A - ERWAER . BAPR
R, % T ARG B Mg s B b A T I R

5 ) R 5 A P AR R, R T TR
FEF AR KA, 50T AR ) 2 S 83 i
s B, #% T A A F R Oy U Bl R
AR I R B AR AL AR R S PR T AR A
AT B BB ARG T R A0 A

BN AP i N RE R STTE Y EAESE SN NS
o MR AEfER L, FE KA BRI,
M b S AT$AE 909 1 IR 25 18, WA T & sl ik
T2 BHWIAR G , T8 Kokl 2Ll g D , 1 i —
SE R A A, TS 2 T 1k il A RECR, , TR ] 24
FEB PR M2 S RS , R AR R LR R e
AT RPN AT, fE kB E AT . 75—I7
THT 1% B 5 T RE A R R 8 hn K F LL 3 o AT A
LM A Bk EA7 S FHWAR 35 RS 3 1 FSH.
LH /K3 i, B2 A, (05 a7 R S bR i
AJ5 6 A} FSH E2 ) LH /K He A 22 S 64 1127
B SRR TE LM AR DSt 15 stk
A7 S BT A G 3 3 S0 O SR D e g e R R N, HL
BRI A GRS IR e . EH AN
T Bk AT S BB SR REAEBH W 1732 1 i,

LA S A% B B4 A7 78 Ao 15 10 98 7 #0830 ok HL At i A2 0
3l U ELBIIKAE I B B Bk i) BB S 6T
B RO A il B EE AR BRI AR B
AR OGP S, DL OB DI RE RS A /N o AR SCE
Xof FB I T RE T A e T A PR R RS
REH AR BTG 24T, B - F IR —8, 5
= AT ST R BE T ES IR 2. LA, X R
A5 WU 5% B8 26 ) S ke kAT BE Vi B 1 o3 B i
WA R E T E NI AR kR B EH
I, M an s, 7 s ik AT S BRI A B2 3h
Jik AT S WA AR L 50 B3 e 98 ) T A ) Y I
i, DRIE T LI 50 53 Iof A 5 0L BB 1) T T B, B
FRER T AR EE R AR T AR TR T SR
17 9 i ek 7 A A5 B o, O T A 1R o ke BE
02 VR RS o

25 LR LM G 5 sl ik A7 S BH W AR X
T B WU BB R 5 OR ST R A AT — e s
(ECIBZ SR VSV N 17/ G RN = R - B0l =194
R WU 5% W 2 5 2 k% B4, A A
FRERGWE

Sk
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1% B . CRP L5t Az J LI 8 10 25 5 A5 135 ™ H R
P S AR G &

BHHT KR Fih

Y

[ E] HH oMrils ¥ C SN & 1 (CRP) 542 JLIFE I 18 25 A 1E (NRDS ) ¥ 175 /™ o A i
B R, ik B 2019 4F 1 A & 2022 485 12 A g i1 I3 40 848 Be 1A 19 100 41 NRDS i JLAE
RTINS AR A A TR B I BL o R (n=48) (P (n=33) (A (n=19) ; 7EIRITJG R
PEBETT 28 d BRSO, B T2 AT R LA R TS RAFH (n=69) , B IE & & NS BIET- S RN
BURA R4 (n=31), HE &4 H I ML 40 T80 (RBC) (4313 (WBC) | Hh ok 41 it 3154
(NEU) ., i#f L A0 150 (LYM) i /AR 3187 (PLT) | A0 7 40 i 45 9k 5 40 g EE (B (NLR ) 5 CRP 7K F 5
K FH Pearson A P 43 BT 1L H KA S& 48 b L CRP /K- 5 S 545 500 26 5 5 3405 22 [ 2 Logistic [71H 43 #7
NRDS LT A R 152 00 [ 2 I 251 ROC il 26 43 B7 1 # #AH OC 48 4% . CRP 7K F-%F NRDS B LT 5
ANRPITMME. ER AR™EFRE NRDS £ LAY RBC KV, 25 L5 1125 L (F=0.129,
P>0.05) ; AN[A] ™ A4 NRDS £ JLAY WBC .NEU .LYM .PLT .NLR ,CRP /K- 45, 22 3 ¥ Hof G i 2
Y (F=5.885.32.335.9.157 ,14.183 .68.810 ,38.247, 1] P<0.05) ; Pearson AH & 23 #7 &l 7R , WBC \NEU ,
NLR . CRP 7KV 54 & 8 EUE 7UAH G LYM \PLT 5 %0 & 88U IEAH G (P<0.05) ; Tl J5 R 441 WBC.,
NEU ,NLR .CRP K FEIE T HE AR A, LYM . PLT ) 5H THEARA, 2R B8 X (=
3.359.7.063.7.545.9.613 ,4.471 ,4.596 , #J P<0.05) ; Z [H &K Logistic [l 4534 7~ , WBC 7KF-Ft 5 \NEU
KT JLYM ZKF-BEAIR  PLT 7K FF#AIC . NLR 7K P FF 5 B CRP /K- F 55 24 /& NRDS & LTS A B 11
7 A B & (P<0.05) s ROC I £k 43 H7 7 , WBC \NEU \LYM ,PLT \NLR , CRP 7K V- & & £ I 3 £
NRDS L HUR A K i 26 F i AU T 2 — K I (P<0.05) . #5138 NRDS & JLA1#E 1l WBC \NEU ,
LYM .PLT .NLR } CRP ik /KFJt i, WBC .NEU .LYM ,PLT .NLR . CRP 1] € i, "~ #EA NRDS ™ 5 f4
JE T T 0 B S A

[E@IA] HAdILFRENLEEAE; MM ; C RN ; HFRE

Relationship between blood routine examination, CRP and the severity and prognosis of
neonatal respiratory distress syndrome

CAI Jingjing*, ZHU Xinxin, LI Nan

(Department of Neonatology, Huainan Maternal and Child Health Hospital, Huainan, Anhui, China,
232000 )

[ABSTRACT] Objective To analyze the relationship between blood routine examination, C-reactive
protein (CRP) and the severity and prognosis of neonatal respiratory distress syndrome (NRDS). Methods
A total of 100 children with NRDS were admitted to Huainan Maternal and Child Health Hospital from January
2019 to December 2022 and were selected as study subjects. Based on their oxygenation index, the children
were divided into three groups: mild (n=48), moderate (n=33) and severe (n=19). After a 28-day follow-
up, the children who were cured were classified into the good prognosis group (n=69), while those who expe-

rienced recurrence, aggravation or death of the disease were classified into the poor prognosis group (n=31).
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The blood routine examination including red blood cell count (RBC), white blood cell count (WBC) , neutro-
phil count (NEU), lymphocyte count (LYM), platelet count (PLT), neutrophil to lymphocyte ratio (NLR )
and CRP levels were compared among all groups. Pearson correlation was used to analyze the relationship be-
tween the blood routine index, CRP level and oxygenation index. Multivariate logistic regression was used to
analyze the influencing factors of poor prognosis in children with NRDS. The ROC curve was drawn to ana-
lyze the value of blood routine indexes and CRP level in evaluating the poor prognosis of children with
NRDS. Results There was no significant difference in RBC levels among NRDS patients with different sever-
ity (F=0.129, P>0.05). The levels of WBC, NEU, LYM, PLT, NLR and CRP in children with different se-
verity of NRDS were statistically significant (F=5.885, 32.335, 9.157, 14.183, 68.810, 38.247, P<0.05).
Pearson correlation analysis showed that WBC, NEU, NLR and CRP levels were negatively correlated with
the oxygenation index, while LYM and PLT were positively correlated with the oxygenation index (P<0.05).
The levels of WBC, NEU, NLR and CRP in the good prognosis group were lower than those in the poor prog-
nosis group, and the LYM and PLT were higher than those in the poor prognosis group, with statistical signifi-
cance (7=3.359, 7.063, 7.545, 9.613, 4.471, 4.596, P<0.05). Multivariate logistic regression analysis showed
that an increased WBC level, increased NEU level, decreased LYM level, decreased PLT level, increased
NLR level and increased CRP level were all independent risk factors associated with a poor prognosis in chil-
dren with NRDS (P<0.05). The ROC curve analysis showed that the area under the curve (AUC) for WBC,
NEU, LYM, PLT, NLR and CRP levels and combined detection to evaluate the poor prognosis of NRDS chil-
dren, respectively. Combined detection was found to be superior to single detection (P<0.05). Conclusion
The expression levels of WBC, NEU, LYM, PLT, NLR and CRP in the peripheral blood of children with
NRDS are elevated. WBC, NEU, LYM, PLT, NLR and CRP may serve as auxiliary predictors for evaluating
the severity and prognosis of NRDS.
[KEY WORDS] NRDS; Blood routine examination; CRP; Severity ; Prognosis

B A JLIF I 38 25 & 1 (Neonatal respiratory
distress syndrome , NRDS ) J& 7£ it JL A= Ji5 fili 35 &
BN A B it 6 1y i R A 0BT AR LT 2 1 I P
Yok =, T 5 | S A 22 40 1Y — b ™ SR R
BepedR' o JRAE N AE NRDS (14 & A & i b A
B SE SR, RN R 255 R b K 40 i 5
N5 PN B At R 5, S B80T 2 T 9% PR ) o 5 i Dk
T HARE SN 23 I AR A R AR T i 2%
T 7% A 0 5 e i 15 o, 3 10 75 1 A 25 W SO i it
WEEET S ME HURIG IR L F AR 1A 2 05 =X
Z—, FI 4R 1120 (White blood cell count, WBC ) 2
I # FA A h I H Z —, 5 C W 8 1 (C-reactive
protein, CRP) 45 A & [ B HILAA 4 5 7K ~F- 1) F1L
P o BT TR B G R 4 bR A
NRDS J™ 5 Fi B 1) AH G845 /0 , FEELARAE FH i oA
WA o AT 5038 1 20 B I FLAH S F8 bR (CRP 5
NRDS % 15 " 8 72 B S TS () G &, IR 2GR Bt
HSEEI,

1 RS

1.1 x4
PEEL 2019 4F 1 H & 2022 4F 12 H HEFg i 10 %)

PRAEBEIA B9 100 1) NRDS HLVE M BFFE X4, H
H BB Pk 54 0], 2ot 46 9] 5 -1 H % (3.86+1.12) d;
SR (3.02+0.36) kg, ASHFST B R HUEE Befe P
Z A ARUER R . B A br i : DX 8T
Az LRI 8 25 G AR AR DG IZ Wb i s @8 LY
FIB B N2 Z SR A e R AR -
AFTEMHM™ Y ; @G TFAFAE S8 RO IS
3 ) HH T e e R Al 516 A W T 15 A I R
T @G I H I D RERR G © G I AELE
JUE AR YRR A o M 5 95 20 (Oxygenation
index, OI) ¥ NRDS & JL43 4 2 J& 2 (200 mmHg<
OI<300 mmHg) 48 4 . H* i 2H (100 mmHg<OI<200
mmHg) 33 ] . & & 41 (OI<100 mmHg) 19 fii] , OI=
BN LA S e /WA SRR BE T 53 L
1.2 I B I e A

1E A BE J5 R 4 Bt /5 NRDS #JL ) # ik 1 5
mL, B3 mL 4 0347 I H AR I, {36 FH 33 3
BS-760 CS 4 H 2l il 240 8 43 A (RN 38 Fi A )
BT L R A BR A W), A 7t H G455 21 40 i i
%7 (Red blood cell count, RBC) .WBC . F7 M4 %7 41 fit
i1 % (Neutrophil count, NEU) . #f I 40 g i1 %X
(Lymphocyte count, LYM) . Ifi. /N #iz 11 %X (Platelet
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count, PLT) , - 1153 v P 4 2 it 5 bk 228 &4 i L i
( Neutrophil to lymphocyte ratio, NLR) ; §t 2 mL
# Bk 2L 3 000 r/min (4°C, 248 10 em) #E47 B .0
10 min 43 &5 1ML , 1 )2 5 B A -80C kAR AT
Tk, DA AR b ik A T 1 375 B AS T ) CRP K-,
AH DA I 45 4 18 AR & (g Bl K A ) B A

RN DL i
1.3 HETE

TEIG YT 45 8 J5 %) NRDS £ L#EATRE VT , 45 4
BEDT 1R, I 4 F8 o AR Y E] % AR 00 15
R INEE BT EH B R, BT R
IR 2023 451 H o &5 on, B B4 8L
69 1, G AN KB ILA 31 6. W ] e X
NRDS f LG AF 720 i PR 2, G046 H i 51
NN (ISR S T (P = SO
1.4 GRite#irik

L) SPSS 23.0 G it At AT 8 s . 775
IEB AT R ERIL (3 +s) Fom, P4 21 18] 2%

MSEAEAS ¢ K9, 2 41 (8] oR H O 22 53 # 5 1 4R0sE
BELL n (%) Fom R H Y K ; R H Pearson #H Gk
S3ATT A% 2 18] B AH OG5 SR 2 I 2 Logistic [
P53 B i R 25 R 32 308 TAERRE (ROC) il
2 o3 M 1L A OC 8 FR . CRP K- X NRDS & L
TG A BB PEAS I E , DA P<0.05 2R 2 554 501t

PRV
2= '8N

2 #R
2.1 R ™ EFE NRDS BILHESTEES5 Lk
FEPR L

AN TR R BE 4H B9 RBC 7K b 25 S5 40112
B X (P>0.05) ; A [A] & B 41 i WBC. NEU,
NLR \CRP /K- tb 4, EE A >p >R 4,
2R W HEA G2 L (P<0.05) 5 A [F) F2 B 41
) O \LYM \PLT /K- b 5%, 8 B 4l < JE <%
A, 2R M HEA S8 X (P0.05) . I
*1.

F1 AEMERENRDS BILHESEHSEULIEIRILE (v+s)

Table 1 Comparison of oxygenation index and biochemical indexes in children with NRDS of different severity (x+s)

[SES R (n=48) FREZH (n=33) EHH (n=19) F{H PAE
OI(mmHg) 246.47+18.34 153.36+21.11 84.53+17.63 552.399 <0.001
RBC(x10"/L) 4.62+0.87 4.56+0.79 4.5120.86 0.129 0.879
WBC(x10”/L) 13.2622.13 14.33+2.26 15.21+2.34 5.885 0.004
NEU(x10°/L) 7.83+1.24 9.63+1.56 10.89+1.97 32.335 <0.001
LYM(X10%L) 5.33+1.21 4.64%1.17 4.02£1.13 9.157 <0.001
PLT(x10%/L) 276.34+12.63 263.49+14.37 258.67+16.79 14.183 <0.001
NLR 1.47+0.36 2.08+0.41 2.71£0.49 68.810 <0.001
CRP(mg/L) 2.49+0.46 3.01+0.51 3.63+0.54 38.247 <0.001

2.2 I AAHSCHE R .CRP 5 O Y AHIC

Pearson #f &% 43 # & 7% , WBC \NEU | NLR |
CRP /K F-5 Ol £ i A#H5&, LYM \PLT 5 OI £ IEAf
K (P<0.05), W2,

F2 MEHMEXIEHER.CRP 5 Ol X%
Table 2 Correlation of blood routine indexes, CRP and OI

i e P1H
WBC -0.643 <0.001
NEU -0.586 <0.001
LYM 0.614 <0.001
PLT 0.629 <0.001
NLR -0.568 <0.001
CRP -0.572 <0.001

&3 NRDSBILBMBRBERARSN [n(%), (xxs) ]

Table 3  Univariate analysis of prognosis in children with
NRDS [n(%), (x+s) ]

T A R4

2.3 NRDS £ LT H R Z 06
X520 NRDS B LTS A B IR &R #1475
¥7,WBC .NEU.LYM .PLT .NLR .CRP }}J & NRDS

S L4 2

LI 35(47.44) 19(57.14)
0.961  0.327

s 34(52.56) 12(42.86)
Hi%(d) 3.87£1.26 3.84x1.19 0112 00911
& (kg) 3.0120.33 3.0420.31 0428  0.669
WBC(x10"/L) 13.422.43 15.24+2.67  3.359  0.001
NEU (x10°/L) 8.33£1.36 10.51£1.57  7.063  <0.001
LYM(x10’/L) 5.19+1.18 411096 4471 <0.001
PLT(x10°/L) 274.46x17.49  257.63%15.61 4.596 <0.001
NLR 1.6120.56 2.56£0.63  7.545 <0.001
CRP(mg/L) 2.47+0.68 3.79£0.77 8613 <0.001

BILFUE AR E R, 25 8E 51758 X
(P<0.05), W3,
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2.4 NRDS #JLIUG AR HIZHZE Logistic [HIE5MT

DL NRDS LS A & A il J5 AS KBRS
PR BERE F AR i, (1T Logistic [B1053 4347 o
Z5 R WK, WBC /K F-Ft 5 (NEU 7K F-Ft 5 .LYM

IO FEAR \PLT 7K F- B AKX \NLR 7K - TF 5 & CRP 7K
ST 252 NRDS LTS A Bt 7 1G58 8 &
(P<0.05). WL7%4,

%4 NRDS BILFEARRME EE Logistic B35 #7

Table 4 Multivariate Logistic regression analysis of poor prognosis in children with NRDS

ES Tt (. B S.EfH Wald {i OR 1l 95%CI P
WBC(x10°/L) LA 0.721 0.242 8.876 2.056 1.280~3.305 0.003
NEU (X10’/L) AN 0.736 0.257 8.201 2.088 1.261~3.455 0.004
LYM(x10/L) LA 0.764 0.283 7.288 2.147 1.232~3.738 0.007
PLT(x10%L) LA 0.647 0.211 9.403 1.910 1.263~2.888 0.002

NLR FELEAR i 0.669 0.216 9.592 1.952 1.278~2.981 0.002

CRP(mg/L) LA 0.732 0.248 8.712 2.079 1.279~3.381 0.003

2.5 [l HAH & 4845 . CRP /KX NRDS # LT
Jei AN B (4 S0 441

WBC.NEU,LYM PLT .NLR,CRP /K- & I&
R PEAL NRDS LTS A R4 T A (AUC)
T BA—A5 (P<0.05) ., W25 & 1,

*®5 MEMEXIEFR.CRP/KFEST NRDS BILFHERR
BIF 1B
Table 5 Prognostic value of blood routine index and CRP
level for poor prognosis of children with NRDS

Itk

M FE X }Eg i g
FoRIE=L7N s AUC 95%CI HURE FERE PE
WBC 14.01  0.681 0.564~0.798 0.652 0.581 <0.001
NEU 0.60  0.872 0.782~0.962 0.855 0.839 <0.001
LYM 4.57 0.759 0.661~0.857 0.710  0.645 <0.001
PLT 264.55  0.754 0.657~0.851 0.667 0.613 <0.001
NLR 210  0.872 0.797~0.947 0.826 0.742 <0.001
CRP 39.160  0.898 0.834~0.962 0.841 0.839 <0.001
iRl 0.984 0.965~0.999 0.942 0.903 <0.001
— WBC
MEU
—LYM
PLT
— NLR
-« CRP
= BRA
- 5%
0.2
0 02 04 0.6 08 1.0
1R 5
B 1 ROC iz
Figure 1 ROC curve
A) A
3 itig
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I8 A Y WBC 2 Sz B BILAAR 58 5 S 1 5 He 93 )
RERIFEAR , ML B BT SR S N SRS S 2
Pl B0 R #4451 WBC .NEU K LYM % [H 7K
AR AL, Tl i NEU 5 LYM 112 %) NLR 32 5
JNE RV YIS . CRP J& T A4 S R
MR, 2 kA AN | A TR TR L A AR
i, 255 AN CRP KRG - F, HAK 5 R 4E
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Bl 5 s 1% N, 20k VR I E A 2R A R AR Y
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miRNA-21 .miRNA-27a K-, Z58R  WELH miRNA-223 . miRNA-21 . miRNA-27a 3% 3% 7K - [ X B 4H &
255 A Gu it 5 3 L (P<0.05) ; Logistic 2 K R 43 BT s , 8 A & i Bl R 9 L B miRNA-223>1.5
miRNA-21>6.0 . miRNA-27a>5.5 35 J& 5 W CHD 5& Jik 5 28 (% 4l 57 /& B I 3 (P<0.05 ) ; miRNA-223 |
miRNA-21 \miRNA-27a F2ik K- 2050 RS> ARG 2 0 U > Fa 8 B0 B0 , 26 A et L (p<
0.05) ; miRNA-223 \miRNA-21 \miRNA-27a F& ik /K- : = > > 3, 22 5 A4 i it 2% 5 L (P<0.05) o
i AESENKRZE CHD M3 miRNA-223 .miRNA-21 .miRNA-27a Rk KA [R], $27R8 DL 48 FR X5 340
CHD 8 5 58 JiikJs 28 28 1 BLAT — 2 i s PR (L

[X$E7 ] miRNA-223; miRNA-21; miRNA-27a; .00 5 e KR A

Relationship between miRNA-223, miRNA-21 and miRNA-27a and coronary artery lesions
in coronary heart disease

MA Yong', GAO Hui**, WANG Minggang®, ZHAO Bin’

(1. Department of General Medicine, Shangqiu, Henan, China, 476000; 2. Department of Cardiology,
Shangqiu, Henan, China, 476000; 3. Department of Laboratory Medicine, Shangqiu First People’s Hospital ,
Shangqiu, Henan, China, 476000)

[ABSTRACT] Objective To explore the relationship between miRNA-223, miRNA-21 and miRNA-27a
and coronary artery disease and coronary artery disease. Methods A total of 86 CHD patients were admitted
to our hospital from January 2021 to December 2022 and were selected as the observation group. Additionally,
70 healthy individuals undergoing physical examination in the hospital during the same period were selected as
the control group. The serum levels of miRNA-223, miRNA-21 and miRNA-27a were compared between the
two groups. Logistic regression was used to analyze the single and multiple factors affecting CHD coronary ar-
tery disease. The serum levels of miRNA-223, miRNA-21 and miRNA-27a were compared among different
types of CHD coronary artery disease. The levels of serum miRNA-223, miRNA-21, and miRNA-27a were com-
pared across different counts of CHD coronary artery disease. Results The expression levels of miRNA-223,
miRNA-21, and miRNA-27a were higher than those in the control group, and the difference was statistically
significant (P<0.05). Logistic multivariate analysis showed that hypertension, diabetes and miRNA-223>1.5,
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miRNA-21>6.0 and miRNA-27a>5.5 were independent risk factors for coronary disease in CHD (P<0.05). The

expression levels of miRNA-223, miRNA-21, and miRNA-27a were as follows: acute myocardial infarction >

unstable angina >stable angina, the difference was statistically significant (P<0.05). The expression levels of
miRNA-223, miRNA-21, and miRNA-27a were as follows: three >two >single mirNA-27A, the difference was
statistically significant (P<0.05). Conclusion The expression levels of miRNA-223, miRNA-21, and miRNA-

27a vary in CHD patients with different coronary artery lesions. This suggests that these indicators have clinical

value in determining the type of coronary artery lesions in CHD patients.
[KEY WORDS] MiRNA-223; MiRNA-21; MiRNA-27a; CHD;; Coronary artery disease
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Table 2 Relevant factors affecting coronary artery disease in CHD
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Gefitinib combined with intensity - modulated radiotherapy in the treatment of elderly
patients with advanced non-small cell lung cancer and its effect on the expression of serum
miR-224 and miR-195

LIU Xinju*, HE Chunyu, LIU Dongmei, QIU Rongliang

Henan Cancer Hospital (Zhengzhou University Affiliated Cancer Hospital ) , Radiotherapy Department, Zheng-
zhou, Henan, China, 450008

[ABSTRACT] Objective To investigate the effect of gefitinib combined with intensity-modulated ra-
diotherapy on elderly patients with advanced non-small cell lung cancer (NSCLC) and its effect on the expres-
sion of serum miR-224 and miR-195. Methods A total of 92 elderly patients with advanced NSCLC were ad-
mitted to Henan Cancer Hospital (Zhengzhou University Affiliated Cancer Hospital ) from February 2018 to
February 2020. These patients were randomly divided into a study group and a control group, with 46 cases in
each group. The control group received intensity-modulated radiation therapy , while the study group received a
combination of gefitinib and intensity-modulated radiation therapy. The efficacy, adverse reactions, 1-year, 2-
year, and 3-year survival rates after treatment, as well as serum tumor marker indicators (cytokeratin 19 frag-
ment antigen 21 -1 (CYFRA21-1) , squamous cell carcinoma antigen (SCC) , carcinoembryonic antigen
(CEA) ), immune function indicators (CD3*, CD4*, CD8", CD4*/CD8" ), miR-224, and miR-195 levels

were compared between the study group and the control group. Results After treatment, the disease control
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rate (DCR) in the study group was higher than that in the control group (¥*=5.392, P<0.05). After treatment,
the serum levels of CYFRA21-1, SCC, and CEA decreased in both the study group and control group, with

the gefitinib group showing lower levels than the control group (#=9.364, 9.391, 9.822, P<0.05). After treat-

ment, the serum levels of CD3*, CD4", and CD4"/CD8" increased in the study group, surpassing those in the
control group (7=4.667, 4.913, 2.923, P<0.05). Conversely, the serum miR-224 levels decreased in both the

study group and the control group after treatment, with the study group exhibiting lower levels than the control

group (t=4.378, P<0.05). However, the miR-195 level increased in the study group after treatment, and it

was higher than that in the control group (1=2.787, P<0.05). Lastly, the study group had higher 2-year and 3-

year survival rates after treatment compared to the control group (y°=4.142, 4.022, P<0.05). Conclusion

Combining gefitinib with intensity-modulated radiotherapy has shown potential in improving the treatment out-

comes for elderly patients with advanced NSCLC. This approach can enhance the therapeutic effect, regulate

the expression of miR-224 and miR-195, and ultimately extend the survival time of patients.
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Effects of terazosin hydrochloride combined with finasteride tablets on clinical efficacy,
urinary control function and inflammatory factors in patients with benign prostatic
hyperplasia

YANG Shuyuan', WANG Yin’, MA Lan', YU Meilin', LIAO Xianhua®*

(1. Department of Pharmacy, Chengdu Jinsha Hospital, Chengdu, Sichuan, China, 610000; 2. Department
of Pharmacy, Chengdu Women and Children Hospital, Chengdu, Sichuan, China, 610000; 3. Department of
Pharmacy, Shanghai Gaobo Cancer Hospital, Shanghai, China, 200120)

[ABSTRACT] Objective To analyze the effects of terazosin hydrochloride combined with finasteride
tablets on clinical efficacy, urinary control function and inflammatory factors in patients with benign prostatic
hyperplasia (BPH). Methods A total of 129 patients with benign prostatic hyperplasia were admitted to
Chengdu Jinsha Hospital from July 2019 to January 2023. They were divided into two groups based on their
treatment methods : a control group of 63 cases (finasteride tablets) and an observation group of 66 cases (tera-
zosin hydrochloride + finasteride tablets ). The overall efficacy rate, prostate volume, IPSS score, urinary con-
trol function, inflammatory factors [ interleukin-6 (IL-6), tumor necrosis factor-a (TNF-a) |, prostate-specif-
ic antigen (PSA), total prostate-specific antigen (tPSA) and adverse reactions were compared between the
two groups. Results The total curative effect rate and urinary control rate of the observation group were high-
er than those of the control group, and the differences were statistically significant (P<0.05). After treatment

the prostate volume, IPSS score, IL-6, TNF-a, PSA and tPSA levels in the observation group were lower
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than those in the control group, and the differences were statistically significant (P<0.05). There was no sig-

nificant difference in adverse reactions between the two groups (P>0.05). Conclusion Terazosin hydrochlo-

ride combined with finasteride tablets in the treatment of BPH patients has shown a high overall efficacy rate.

This treatment can significantly improve urinary control function, regulate inflammatory factors, and reduce

leveld of PSA and tPSA. The drug is considered safe and reliable.

[KEY WORDS] Terazosin hydrochloride ; Finasteride tablets; BPH; Inflammatory factor
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B B geE 5 IO g S5 G 5 W AR gE 250 G i, HE
RS UE  FEAT O G 5 255 7 %) S ek g 5 ok 1E
WO B ; B DI REAS 4 5 LAAE IR T R 51 AR AH O
FAR . AW C B B 2= e B2 0 S,
B T @A ZE T s B
1.2 Jiik

X HRA « 1R AE T A e - CRR A A% Ao 245 b Je 47
AR, FE 25 H20041152 5 1P, [ 2
5 H20050550) 5 mg/ik , 1 ¥K/d.

WEEELH AR TR B B 70 kL FIR [RD G IR A, 4
L S AL R QI | N < T R/ E I ES [P e
H20084527) , #14AH 7 & R BE AT AR 1 mg, HANRE
USROS = | B 1 s R B S i s
H2~10 mg/R, 1 R/d. PIHIIFFEERH 4 wo

P AT IR — 3 B 5 58, W ML B
1.3 LS R
1.3.1 ML RY TR LA

0 BRI R, T B AR FL<60% | [E PR 51
Jig JiE R 3F 43 (International prostate symptom score ,
IPSS) ¥ 73 <30% . 5 1 51 Bt 5 5 P 5t I (Total
prostate specific antigen, tPSA ) <4 wg/L; A5 : 5
YT LA, 15 MR R R <80% , {H >60% . IPSS
P 43 <60% , {H>30% . tPSA £ T[4, H>4 we/L;
TR IR IRE] FidARifE . BT RCR= AR+
Gy S
1.3.2  PIALHTH R AARTR (IPSS 1143 b4

FH 2 1 B 8 75 A 2 ji 81 AR L A AR AR AR A 2
9 0.52x e A A xE R fex B R AR, IPSS 4y 3t
3543, 0~7 /42 8~19 43 P 20~35 43 E JE , 15
oy S =IESN| (7 ST N T g
1.3.3 MAHEIRIEE K

FEPRFRUERD B HIRBBE <1 o SE4 i IR I
RARE, P R AR A B 1 R IR & IR R AE
RIg H R > B o IR =E & IR+E R
FIAE ) /nx100% ",
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1.3.4 WHRMHTFILK

BITHIGE 400 T R, 25 HEIR A B ik
I 3 mL, & .0 (3 500 r/min, 15 min, 2.0 242 10
cm) , HCILIE , FH TR IR B 75 2 B2 0 5 IL-6 . TNF-at
K. 4 -6 (Interleukin -6, 1L-6) 198 S5 58 [H
F--a(Tumor necrosis factor-a, TNF-o ) 7K 34 % FH
Mouse 7 1t 2] fifd A -5z 355 465, ok H b s FR R
ARG IRA A,
1.3.5 WL 5 4F 595 (Prostate specific anti-
gen,PSA) [(PSA

BRI TG SR, 25 MRS R ik i 3 mL,
JCE TC A S A A, T2 h NES0 (3 500 r/min,
15 min, #0248 9 cm)  BUMLYE , R4 H s &6
£ S BT ASCI 72 1L 3 tPSA, SR JH Tt 6 G 3 W o 56
Kl PSA 7K. (PSA BRI &k A i) Bl E
FABR AW PSA BLifIA ) Gk A SCEHERHE A TR
i s
1.3.6 UL RN

AR NSRS 2T BT,
1.4 Gt #rik

K A SPSS 22.0 K {4 % £ 4 47 Ge it 4 B o
THE R (x+£5) Fm , A 0] FL 3 ¢ A 56 5 114K
TERLLL n(%) R, R PR . BILLP<0.05 2
SEAGIFE X,

2 #R
2.1 PHHRIFRCR

WHZH He s, AR BIP slCR W s, 2 A Gt
25 Y (P<0.05), WFEI,

R FMASBBEERE 2(%)]
Table 1 Comparison of total curative rate between the two

groups [n(%) ]

HH  n TS B Tosk JER R
XTHEZH 63 31(49.20) 16(25.40) 16(25.40) 47(74.60)
WEEAH 66 35(53.03) 27(40.90)  4(6.07)  62(93.93)
Pl 9.199
PiE 0.002

2.2 PIAATHIRIAT IPSS PF-45 L #K

WLELZH 1T 5 IR AR TR IPSS PRI T B4, 2%
SAGIFE XL (P<0.05), W2,
2.3 WIdERIIBE LI

B P PRR i TR, 2R A G %5
M (P<0.05), WLZ&3,

®2 FARITIRRERFIPSS P BILLES (x£s)
Table 2 Comparison of prostate volume and IPSS score

between the two groups (x +s)

15 HIS AR R (mL) PSS #-43 (43)
JRIT I BIT A JRIT T BT R
YTHEZH 63 49.2248.65 43.50+7.36° 17.33£5.23 13.55+4.16"
MELH 66 48.77+8.50 37.2426.28' 16.84+5.14 8.2623.07°
1 0.297 5.204 0.536 8.243
PiE 0.766 <0.001 0.592 <0.001

W 5IRYTHITA L, *P<0.05,

x3 WMARBIEFITNBELLE [n(%) ]
Table 3 Comparison of urine control function between the

two groups [7(%) ]

2H 51 n  GEEEIR BREE BRXME BIRE
XTHRZH 63 27(42.86) 17(26.98) 19(30.16) 44(69.84)
WL 66 33(50.01) 27(40.90)  6(9.09)  60(90.91)

AL 9.156

PiE 0.002

2.4 PHRMERT LK

EVAITRT LS, B4 IL-6 \ TNF-a 7K F &, H.
WMEZA IL-6 .\ TNF-a /K P HAR, Z R A5 #E X
(P<0.05), WL#4,

x4 FWHARERFEE (v+s)
Table 4 Comparison of inflammatory factors between the

two groups (x+s)

N IL-6(ng/L) TNF-a(pg/L)
A n — e o
VRIT I RITIE TRYTH RITIE

XTHE4H 63 14.85+4.72 11.87+3.66" 442.11x101.34 314.51£72.60"
WL 66 14.28+4.65 10.34+3.26" 440.85+101.20 220.11+56.34"
t{H 0.690 2.509 0.070 8.272
P{H 0.490 0.013 0.943 <0.001

F SIRIT AT, *P<0.05,

2.5 P4l PSA tPSA /K- b5

G TT AT LS, M ZH PSA (tPSA 7K YRR,
HEL PSA ((PSA JK AR T X IR, 22 5 A Gt
N (P<0.05), W5,

®5 WZHPSA T PSAKERLE (x+s)
Table 5 Comparison of PSA and tPSA levels between the

two groups (X +s)

PSA (ng/mL) tPSA (ng/mL)
4 o0 = e g
IBIT T wIT R IRIT T wITE
WHEZH 63 9.61+3.77  5.60+2.05' 3.51%1.27  2.6620.89"
WL 66 9.15£6.62  3.08x1.14°  3.30+1.20  2.01x0.62°
tHE 0.481 8.630 0.965 4.831
P 0.630 <0.001 0.336 <0.001

H SIRITHIAH H, 4P<0.05,
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2.6 PHZLA R HEs
P A BSON LB 22 S T g8 ik o 3 3L (P>
0.05). W#*6.
*6 WHARKMILE (n(%)]
Table 6 Comparison of adverse reactions between the two

groups [1n(%) ]

2151 n kg zZ 3G BkA%
XHELH 63 2(3.17)  5(7.94) 2(3.17) 9(14.28)
WA 66 1(1.51) 2(3.03)  0(0.00) 3(4.54)

! 3.624

PAH 0.056

3 i

23697 & BPH 9 £ 23097 07, U o 52 4R
BEL¥ 1)\ Soc- i Ji Tl 0 5510 A ML A2 AR TR 45 ol
AR 22BN, o AR B So-i S I
70 % BPH B BAT W EROR o ERRRASF g
YRR G Ml e ol -V L RS2 MR BHLT 24, m] X i 5l i
PR oo 52 AR R ZI0 4 A 44 T, T A st % e 55 % i 51
JURSF- T8 AL, DR DR GE | JBS ERHL T, 2% i BPH JIT 51 kS
£ I IR TR A | PR Be JRAN RS HE PR TR o Il R
16 0/, ER PR RFH A R RE A BPH AR | R 12
B RAE S, (H A (] ] ) S B HH BB I
AREA RN AR MERE A I 8 T Soc i BRI
HFRZE A2, X T Socid A RA AN DIfE , ol i
A 977 1 S R e Al 2 S S ) o % R ) M R
K, AL TS R AN 2 ) | AR A P XU S
i, BEITA 2 46 /NS IR AR B A8 2 BPH P 1t 7
1 5 Y, B A L ATA FRHOR . — T
A S 22 AV ERIT ST R B, A PRI M )7 ] [ i
WA PR AR GE S F R AR XUBS: , 4 /NS IR AR, 384 0 g
RIRWIE o AU FEEE R L 7R R ER R A7 e
WE+ARARHENG (9765 7 58 ] k2 Blss BPH AR R
S BRAAFR TPSS 73, 34 10 1 Tk A 5 2 S 4% IR 2
AE, 5 10] FHAE 2 B W TE ML 2L P 48 2R i
PRIAYY BPH &M TR AUZERE . Sh RS g —
P PENE o SZAARBEITH , W] AREAR R IE B, st
HEPRRTHMERE R 5 AR R mT LA il S ) — 252
A AL I BT IR AR AR, 22 BPHUAEIR ; P 1K
FAEHT, AT DRI, S ein PRCR ™ o TR
PHZEAN RSO U 22 S JE e i 1 S SR s
R PRGSO 2 e A

WFFEAUE S, RAE K e & BPH & A4 /Y 32 2
PR TL-6 2 H B A R AR T, Al 42 9E Rif 51 g 1

AR . TNF-o 20K [ A% F R0, e 40
LU T 5 A0 L RE L TR N P R O B AE
o PE4RIE , TNF-o A FF2E 1T, nl 645 1 4 i 41
41, 0 AT BPH {5 45-4% . BPH Ryl 48
P N s A = VAT N 787 N 7 0 ]
21 1t 3 3 Ak P FH RS 0 PSA JinpR TR) 5 | o 4 4
Ao PSA JE AT FI AR I 57 A 53 6 77 A= 11 22 B T
MG, IEH D) RE 2 B AR A B 1 U
WAk, IR B IR A FRE S, PSA.
(PSA PRSI BRI AR AR &, B IR 4T
VLB ET S R V] BB AFAE I 28 o AR 45 AR SRR
FERL I R+ AR IR M B iR 7 T I BPH R E 1
K PSA S tPSA JK- o B35 3T R IR AE T - $h 1R
e i 55 A AR e B A VR FHBILSIAS ], Ji ok
ol SZARBHE ], AT A AR R IE B T, J5 R Sac ik
JEFC TV S 351, T 400 ) S o) LSS A A, 4 /N AT
FRREARER, P BRI R B P R VE L B R TR YT AL
R

25 LR SR FH R R AR v el g 6 Al I A g
FiRYT BPH B BT RCR &, 1] I 2 M R R
PRYJGE , W15 RPER 7, BRI PSA S tPSA UK, H
BN N T

S0k

(1] 5k, g/l £, 5% pYI47E R IR G IR Y
2 T Fpe B AN AR M g U o B A T ) e 2 A B 1 R
WFE [T ]. R R 25 A Al 2022,38(19) £ 2273-2277.

(2] AREW RIEER BRIR 55 . 42 0% LRI BT ar 25 3R0A
I X 18 P BEL ZE P il 9 S e PR 2 S A PR Kl T e
SZIRL LD ], SCRTBE BElf R AR S, 2021,18(6) :132-135.

(3] shd%, XIS . A g sl i B A AR HE R Y7 Rk 21 i 4
Az BRI DR IT 280 B0 T ) B e VDL LB S [ ] R 2 2
iR, 2020,26(10) : 2047-2051.

(4] BB SREM, M, 55 BUS0 AT R RS IR e
TRYT RAPERTE G A 19 Meta 23 BT[], A EPERLY, 2023,
32(9):29-35.

[5]  Zerafatjou N, Amirzargar M, Biglarkhani M, et al. Pumpkin
seed oil (Cucurbita pepo) versus tamsulosin for benign pros-
tatic hyperplasia symptom relief: a single-blind randomized
clinical trial[J]. BMC Urol, 2021,21(1):147.

(6]  BESBLL . TIFET I8 e e 0k 15 M A1 i 8 06 7 X 2 A T 27 it
SR I TR G2 e Dy RE O 520 (] [ 2 i A 2
L 2022,45(1) : 54-60.

(7] SKFRSE, EATHR, EN, 45 RAERTSIEIE A 6 K12 e M
(3], thaedh R | 2007,45(24) : 1704-1707.
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MCUS Bt 4 CYFRA21-1.TAP J& SCCA A AE £ 4
s AR 2 Wb g v H

XET FEF OSHE WHR

[ ZE] B8 WadESo B B (MCUS) A 40 /1 & 11 19 H BEBU R (CYFRA21-1) i
5 R 1 (TAP) K Bk 41 i i $1 R (SCCA) K il A B B @ AR i - g Wb i B e . ik I
2020 4F 8 J1 & 2022 4F 11 J B F AN 2= 268 — B IR 2 Be b4 73R 7 I &8 iR 137 B F 9 X 42 .
DL B 43 301 R 4 A v, 43 BT MCUS 43301 555 227 23 0 109 0C 3% 5 % BRIl v CYFRA21-1, SCCA 7K D) K
TAP BH 3235 5 0 BUREAE . MCUS 4331 19 ¢ & 5 207 1L 35 CYFRA21-1,SCCA 7KF- .\ TAP fHI: 3K 0 &
MCUS 4 6 &4 s B A I A2 A (B . 5 R MCUS 2 W7 8 5 o 2 o 0 A 28 A e R o
88.89% . il CYFRA21-1 SCCA K- : To >To MRAME> 1 400 T~V > 1 ~ 11 5] \MCUS 4310 T, >
T.>T, T, ZF BA G2 E L (P<0.05) ; AR ELE A A0 REEE  TNM 431 2L Je MCUS 43 1#) TAP
PR R I E , 22 % TG H %5 L (P>0.05) . [fl# CYFRA21-1,SCCA /K F- . TAP Pl 122351564 MCUS £
T o] £ A5 9 5 T 4 30T 0 DR 1) VA R B T 95.62% . 4518 MCUS KA 1M1 CYFRA21-1 . SCCA /K F-
K TAP ki U o] WA 12 W B 4598 AR 20301, mI R R YT B8 B i T SR04

[REIA] PSR BT MR A 19 B BEBU; IR S8 R A SRR b s S8

Application of MCUS combined with CYFRA21 -1, TAP and SCCA in preoperative
staging diagnosis of esophageal cancer

LIU Jie'*, LI Zeyu’, GAO Qian', JIA Lulu'

(1. Digestive Endoscopy Center, the First Affiliated Hospital of Zhengzhou University, Zhengzhou, Henan,
China, 450000; 2. Department of Gastroenterology, the First Affiliated Hospital of Zhengzhou University,
Zhengzhou,, Henan, China, 450000 )

[ABSTRACT] Objective To analyze the application value of mini-probe endoscopic ultrasonography
(MCUS) combined with cytokerantin-19-fragment (CYFRA21-1), tumor abnormal ptotein (TAP) and squa-
mous cell carcinoma antigen (SCCA) detection in the preoperative staging diagnosis of esophageal cancer.
Methods A total of 137 cases of esophageal cancer patients treated at our hospital from August 2020 to No-
vember 2022 were selected as the study subjects. Pathological stage was used as the gold standard to analyze
the relationship between MCUS stage and pathological stage. The serum CYFRA21-1, SCCA levels and the
TAP positive expression were compared with the pathological features and MCUS stage. Our goal was to deter-
mine the diagnostic value of serum CYFRA21-1, SCCA levels, and TAP positive expression combined with
MCUS stage in the pathological staging of esophageal cancer. Results The comprehensive accuracy rate of
MCUS in diagnosing the pathological stage of esophageal cancer was 88.89%. Serum CYFRA21-1 and SCCA
levels were as follows: Ts..» T, low differentiation >high differentiation and medium differentiation, Il ~IV>

I ~1I, MCUS stage T, T:T:, T., with statistical significance (P<0.05). There was no significant difference

KRB AT K E AR R R B (LHGJ202101002)
AL L AN KR — B EREALAL TS, 7 d, %M 450000

2. KM K FH— R ERIEARA, FTd, #50 450000
*EAEAEE %) F, E-mail : 15890610071@163.com
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in the positive rate of TAP among different pathological stages, differentiation degree, TNM stage and MCUS
stage (P>0.05). Serum CYFRA21-1, SCCA level, TAP positive expression, combined with MCUS examina-
tion, the accuracy of pathological staging of esophageal cancer was increased to 95.62%. Conclusion Com-

bining MCUS with serum CYFRA21-1, SCCA levels and TAP detection can accurately diagnose the preopera-

tive staging of esophageal cancer. This comprehensive approach provides a reliable basis for the clinical treat-

ment of esophageal cancer.
[KEY WORDS]

TR I PR WL BOE R I L &R
G W b e, GRS IR B 4 DR 22 U A
I E AT -BIE R IR T RO 25 . A OC
WEFEIN R IR 7 AT HER 1Y 52185 o0 S0 Al A iR 45
A BERIT TR AR E R Rk
#A 75 N %% (Mini-probe endoscopic ultrasonography ,
MCUS ) J& JE T 1% Gt 4 75 P9 B B s =k, 3ot
e ge W 5 A AR T ASAURT A 20 W58 3 il g
A8 TS 10 T 4 BRI R AR FE I
PR b g i s 0 AN AURT T T B2 W B A R OF
TE— s FERE b A W7 g 1) & e st A DA e DA iR
FUUE M A 19 A By JE (Cytokerantin-
19 - fragment, CYFRA21 - 1) . 8 IR 411 g J8 3¢ I
(Squamous cell carcinoma antigen, SCCA ) J& # UL
14 Jieb 962 L3 A AR A, T B A R T R DL AT
PEAL o Wi 5 % 8 H (Tumor abnormal ptotein,
TAP ) J2 /i J2 20 0 56 LA 23 06 i — FPois 2 11
L] ] T e g %) e HE DA K DA i R Y e
Fee ML, ASCEEMT MCUS Bk CYFRA21-1
TAP S SCCA il £ £ 8 Ji A i 43932 Wi o (9 17
B E.

1 —BRABEFIE

1.1 — ekt

PEHL 2020 4F 8 1 Z 2022 4F 11 H 18] T4 M
K2z o — it B BE #1716 97 i & 86 R 3 137 191
RFFEXT G . BRI : OB G B2
FRUE™ s @R AR FHFARIGIT AITIRIT#H s Bl
IRTERETE 3 5 HEBRARE : DA I AT F A A%
P s @ BB SR OB A Kt 15 T FAT
Ho@QREREFURERE . L 86, &
51 6] ; E 4 4F IS (55.74+5.38) % 5 Mga i o7 - I B
B9, P BLEAE 7061, T B A 48 1l ; 5 B4y
R Bl g 202 oy Y IR A R 117 191, IRAE S A B
B 12 B, /N0 A PN Gy W g 8 5 o B 2
Ay AT R 27 ], T, HR K 31 4, T ER 59 9],

MCUS ; CYFRA2I1-1; TAP; SCCA ; Esophageal cancer

T, B3 20 B 5 o0 fLF2 B - IR o0 4k 32 45 v o fk
60 1 , & 434k 45 5] ; TNM 431 . 1 ~ 11 1 76 #i
M~V 61 ] . ASHF5T 28 B B A B2 D1 2 L[]
Bo AR S5 MERE .
1.2 i
1.2.1 CYFRA21-1 ,SCCA £l

T ECHT B 5T %42 5 mL 23 I # bkl , B A R
A Y AE 258 R ACE 30 min, {5 L7 I 2 B O
HL HT12MM ( 5% 3 & 3 500 r/min , & 042 4 8
cm) #5.0 8 min, FEHUMIE , T ACIRAE . RHWEK
Bk ORI CYFRA21-1 GRF i 28 M 5%
W H ARG R FIRAE) o SR B2 kOG0T
SCCA #EATHZ M, X #%K F : Roche H fk.2% & A
E170 B 5, 12l 5] 55 4 4% 5 i Fi & Roche 23 A 42
M R F B S U AT .
1.2.2T AP ¥l

SRAR B E 3 mL IV, R SR B R T R
ML ARAS , R AE 9 Wl U5 AR R AR S
THEHL TAP K5I R GE kA T0Ee il . FHPE g
4 TAP kL, H R S B 25k 48 . BAE . TAP
R T ARIR RO AR B ECIR , B RS A
1.2.3 MCUS ¥i#t

v H Olympus XQ200 Hi ¥ 5 % 5 Fujinon SP-
501 MCUS, J# 3 47 K 2 15~20 Hz, Bk H#E M 2.6
cm, #E4T 360° 4 J7 A JiE % 49 4 , If- >R JH Sony UP-
8900 8 75 B AT ERAILHEA TR I o F8 3 FE A A Hir UL
T Hb P P (PG 22 R i 258 BROEAT A W) 5 [ 2
H61022214; #L4% 2 mL: 10 mg) 5~10 mg, g H R
AR RM, K SRS TR N B A S, 7 A R B
Ja , TEA TS IK 20~30 mL, B 2 /K8 75 2 H S0k
Sb o R RORAR S AN B R AL R AR A
PR IR E EAL N et e B, B R
MCUS EUZ 5 oR R 5 )2 451  FhIE2 FERENLZ (%6
PR 2 EAWUZ ARSI . M AR AR HE : &
IR A IR 3G TR TR BT BB IR ORI SRR 2
[l 75 52, ol Jih e 5 ] Pl 2 20 B 0 2k sl &
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MCUS Zr bR fE"™ : T« B 42 A0 6 B ok 2 55 F )2
R, B WUZ 6 585 5 To: MR R AL AR
i A LUZ T IR0 245 A 1 4L, Bk
(AL E 5 To: IRR AL G248 F o
1.2.4  JRHEA R E

To: MR AUR AL B R BB I R )2 To: b
RALEENUZ ;s To: MR AL HMIEE)Z T i
F A A i =
1.3 WMEHEhR

43 BT I3 CYFRA21-1 ., SCCA 7K F- . TAP FH
FIRBEA MCUS 3 30 845 9 s B4 43 1 i 2
(B AL 38 SRR R 5 B T ME A %, n AR 3 B4
B, a KR EIHME, b R AN, c R IIE,
d Fom B IPE, R =a/(a+c) , F 5 =d/(b+d) ,
HER I =(a+d)/n,
1.4 GRite#irik

K SPSS 21.0 Ge b HR A AT e 11434, 1T
TERLRH (R +s) 2R, PIZLIA] HUAER FH e 46506, 240
6] 2R I F R 50 5 TR RO BHE AT n (% )RR, IR H
CHEE s TP P<0.05 N 25 5 BA GiiteE i X,

2 HFR

MCUS 4338 5595 B 2220 W1 0 56 2
MCUS 2 Wr & 8 88 i B2 o0 W 00 27 A HERf 2R
h88.89% ., WK1,

ﬁ.’?
ggg

2.1

®1 AEEMCUS A SREZSHEHXER
Table 1 Relationship between MCUS stage and pathological

stage of esophageal carcinoma

2.2 [fiLi CYFRA21-1,SCCA /KLU Kz TAP fHYE
IR 59 BRARAE 1 0 R

I3 CYFRA21-1,SCCA /K- : Ty >To AKX 5>
> i M~V T~ 108, 274 50+
B (P<0.05) s AAPHEL A oA DL TNM
T TAP FHPE R i, 22 RG24 3 L (P>
0.05). &2,
2.3 MCUS %15 IfiL % CYFRA21-1 ,SCCA 7K,
TAP PHH: R IR Z (A1 A ¢ R

T, 5 T, 1 A4 1fiL 7 CYFRA21-1.SCCA 7K F I
B, 2298 FE L (P>0.05); T, TR T.5 T,
1 H 2 1Y 13 CYFRA21-1,SCCA /K F-TH s, 2% 5
HA G173 L (P<0.05) ; MCUS A A4 1#) TAP
PR L, 22 S g2 3 L (P>0.05) . W3R 3,

%3 MCUS 9 #1517 CYFRA21-1,SCCA 7K 3\ TAP
PRMERZEZERXER [(x£s),n(%) ]
Table 3 Relationship between MCUS staging and serum
CYFRA21-1, SCCA levels, and TAP positive expression
[(x=s),n(%)]

MCUS CYFRA21-1 SCCA TAP fHME:
Wil " (ng/mL) (pg/mL) (%)
T, 18 14.33+8.15 6.84+7.11 13(72.22)
T, 27 19.26+7.82 12.46+6.49 18(66.67)
T, 64 26.73+6.74" 20.53+5.84"  45(70.31)
T, 28 30.36+6.52™  27.77+527™  19(67.86)
F1{H 25.57 55.73 0.22
PA{E <0.001 <0.001 0.974
H 5 T, 'P<0.05; 5 To A HL 4, 'P<0.05; 5 T, #H L #8, P<
0.05,

2.4 1% CYFRA21-1.SCCA 7K F- . TAP BHYE L
A MCUS 7301 59 #2400 01 10 e 3

MCUS ks il RYE  CRESE R
MoT T T T A (%) (%) (%) 7E MCUS Wi T 73 3k B2 /Y 11 41 825 v A7
T 16 2 0 0 18 9412 88.89 88.89 8 15l MCUS & M T, ] , 743 W3R 19 6 9] B v
. 1 23 3 0 27 6970 85.18 s -
T, 0 8 55 1 64 9167 85.94 A 3 BIMCUS 5 T . 17§ CYFRA21-1,.SCCA
T. 0 0 2 26 28 929 9285 IR\ TAP FH 2K B A MCUS K 2 66 5 9 9
2 “ T e o
AT TS 60 27 HH2 I M T 34 5 35 05.62% . WL 4.
&2 IMiFCYFRA21-1,SCCA KF UK TAP PAMERIZ SHIBIFEMRER [(x+5),n(%) ]
Table 2 Relationship between serum CYFRA21-1, SCCA levels, and TAP positive expression with pathological features
[(Z+s),n(%)]
41 51 n  CYFRA21-1(ng/mL) f§  P{i SCCA(ng/mL) i P{H TAPMHM(%) xMHEH PE
g L4330 T > 17.819.13 8216 <0001  LLTIEBBL oo <0001 37(6?"79) 1457 0.227
Tss 79 29.1626.94 23.69+5.47 58(73.42)
e FHAME 105 20.33+8.81 <0.001  15.33+7.92 74(70.47)
IR sk 32 37.63+5.25 12735 <0.001  29.41%5.02 OATO <0001 (g562)  O02TH 0002
[~ 76 21.59+8.33 14.668.01 56(73.68)
A « .
TNM 41 M-V 6l 9 8347 16 4634 <0.001 93 5545 59 7374 <0.001 50(63.93) 1.513 0.219
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Table 4 Comparison of serum CYFRA21-1, SCCA levels, TAP positive expression combined with MCUS staging and
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The relationship between serum total bilirubin, AST, ALT, ALB levels and the efficacy of
blue light therapy in neonatal pathological jaundice

WANG Haiyun'*, CHANG Junming', ZHAO Jie', ZHU Ping', YANG Liu', ZHANG Weiye', XUE Yan',
GAO Hang', GONG Hui', WANG Yingyuan®

(1. Neonatal Intensive Care Unit of Nanyang Central Hospital, Nanyang, Henan, China, 473000; 2. Neona-
tal Intensive Care Unit of Henan Provincial Children’s Hospital, Zhengzhou, Henan, China, 450017)

[ABSTRACT] Objective To investigate the relationship between serum total bilirubin, aspartate ami-
notransferase (AST) , alanine aminotransferase (ALT), albumin (ALB) levels and the efficacy of blue light
therapy in newborns with pathological jaundice. Methods The medical records of 97 neonates diagnosed with
and treated for pathologic jaundice in the Neonatal Intensive Care Unit of Nanyang Central Hospital from June
2020 to December 2022 were collected retrospectively. The neonates were divided into two groups based on the
effectiveness of blue light therapy: an effective group (57 cases) and an ineffective group (40 cases). The
jaundice index, serum total bilirubin, AST, ALT and ALB levels were compared between the two groups.
The serum levels of bilirubin, AST, ALT and ALB, and their correlation with the effect of blue light therapy

were analyzed. Results Before treatment, the icterus index, serum total bilirubin, AST and ALT levels in
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the effective group were lower than those in the ineffective group, and the serum ALB level was higher than
that in the ineffective group (7=3.346, 3.635, 2.273, 2.167, 8.689, P<0.05). Through logistic multivariate

analysis, it was determined that changes in total bilirubin, AST and ALT levels are independent risk factors

that affect the severity of neonatal pathological jaundice. On the other hand, changes in ALB levels were found

to be an independent protective factor that affects the severity of pathological jaundice in newborns (P<0.05).

Spearman correlation analysis revealed that the levels of serum total bilirubin, AST, and ALT before treatment

are directly proportional to the severity of the condition. Conversely, the levels of ALB are inversely propor-

tional to the severity of the condition (P<0.05). Conclusion The lower the levels of serum total bilirubin,

AST, ALT in neonatal pathological jaundice before treatment, the higher the ALB levels. This suggests that

the milder the condition of the chilc, the more beneficial the effect of blue light treatment will be.
[KEY WORDS] Neonate; Pathologic jaundice ; Total bilirubin; AST; ALT; ALB; Blue light therapy
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Effects of Shakubactril valsartan sodium tablets combined with folic acid on blood
pressure, sdLDL-C levels, and plasma Hcy in patients with H-type hypertension

ZHANG Tianling', SUN Xiaolin', SUN Caili**

(1. Department of Clinical Laboratory, Zibo NO.1 Municipal Hospital, Zibo Key Laboratory of Molecular
Immunology of Laboratory Medicine, Zibo, Shandong, China, 255200; 2. Department of Pharmacy, Qingd-
a0 Municipal Hospital, Qingdao, Shandong, China, 266071)

[ABSTRACT] Objective To explore the effect of captopril, valsartan and folic acid treatment on
blood pressure, SDLDL-C (Small dense low-density lipoprotein cholesterol ) levels and plasma Hcy (Plasma
homocysteine) in patients with H-type hypertension. Methods A total of 176 patients with H-type hyperten-
sion who were treated at the hospital from October 2021 to September 2022 were selected as subjects. They
were divided into two groups using a randomized double-blind method. The control group received treatment
with savo and valtracortin sodium tablets. While the the research group received treatment with folic acid in ad-
dition to the control group. Results The overall clinical efficacy rate of the subjects in the research group was
92.05% , which was significantly higher than that in the control group ( ¥°=3.965, P<0.05). The systolic and di-
astolic blood pressure of the subjects in the study group were lower than those in the control group after treat-
ment, and the difference was statistically significant (t=6.007, 4.186, P<0.05). After treatment, the levels of
TC, TG, HDL-C, LDL-C, and sdLDL-C in the study group were lower than those in the control group, and
the difference was statistically significant (r=19.705, 19.105, 13.304, 13.466, 10.713, P<0.05). After treat-
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ment, the serum inflammatory markers IL-6 and TNF-a, as well as both hs-CRP and Hcy were superior to

those in the control group, and the difference was statistically significant(t=19.705 , 19.105, 13.304., 13.466,

10.713, P<0.05). Conclusion Shakubatroxobin sodium tablets combined with folic acid have shown positive

clinical effects in treating H-type hypertension. This treatment effectively reduces blood pressure , improves the

blood lipid levels, and reduces the serum inflammatory markers in patients, due to its high clinical value. It is

worth promoting this treatment widely.
[KEY WORDS]
sdLDL-C; Plasma Hcy
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The Predictive Value of Serum chemerin, Leptin and apoC III Levels for Adverse
Pregnancy Outcome in Patients with Gestational Diabetes Mellitus

FU Cuifang ', GUO Xiao ', SUN Yuting **, NING Chao ', BAI Xiaowei *

(1. Delivery Room, Xingtai Third Hospital, Xingtai, Hebei, China, 054000; 2. Department of Obstetrics
and Gynecology, Xingtai Central Hospital, Xingtai, Hebei, China, 054000; 3. Department of Gynecology,
Xingtai Third Hospital, Xingtai, Hebei, China, 054000 )

[ABSTRACT] Objective To analyze the predictive value of serum levels of chemerin, Leptin and
apoC Il on adverse pregnancy outcome of gestational diabetes mellitus patients. Methods One hundred and
thirty-one GDM patients admitted to the Third Hospital of Xingtai City from May 2020 to August 2022 were
collected (GDM group) , and another 126 pregnant women who underwent oral 75g glucose tolerance test in
our hospital during the same period were selected (control group).The levels of chemerin, leptin and apoC Il
between the GDM group and the control group were compared. Adverse pregnancy outcomes in the two groups
were analyzed, including abnormal amniotic fluid, premature delivery, cesarean section, intrauterine distress,
and delivery of macrosomia. The levels of chemerin, leptin and apoC Il in different pregnancy outcomes (di-
vided into normal pregnancy outcomes and adverse pregnancy outcomes) in the GDM group were compared ,

and multifactor logistic regression was used to analyze the risk factors affecting adverse pregnancy outcomes in
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GDM. ROC curve was plotted to analyze the predictive value of chemerin, leptin and apoCIll combined detec-
tion of GDM adverse pregnancy outcomes. Results Serum chemerin, leptin and apoC Il levels in GDM
group were significantly higher than those in control group, and the difference was statistically significant ( P<
0.05). The serum levels of chemerin, Leptin and apoC Il in GDM group were higher than those in normal
pregnancy group, and the difference was statistically significant (P<0.05). The results of multivariate Logistic
regression showed that the rising levels of chemerin, Leptin and ApoC Il were the risk factors for GDM ad-
verse pregnancy outcome (P<0.05). Multivariate Logistic regression showed that chemerin, leptin and
apoC Il levels increased as risk factors for adverse pregnancy outcomes with GDM (P<0.05). The sensitivity
and specificity of chemerin, leptin and apoC Il for GDM adverse pregnancy outcome were 91.29% and
89.22% , respectively. All the above indicators are higher than the single detection (P<0.05). Conclusion Se-
rum chemerin, leptin and ApoC iii are helpful to predict the risk of adverse pregnancy outcome in GDM pa-

tients, and joint monitoring of these factors can improve the predictive value of adverse pregnancy outcome in

GDM patients, which can provide basis for early intervention and treatment.
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Research progress on prognostic serological indicators of pulmonary tuberculosis
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[ABSTRACT]

cases of pulmonary tuberculosis has decreased compared to before, the mortality rate has increased. Therefore,

China is a large country with a high incidence of tuberculosis. Although the number of

it is important to assess the condition of patients with pulmonary tuberculosis early and adjust treatment options
accordingly in order to improve prognosis. In recent years, most clinical evaluations of patients with pulmo-
nary tuberculosis have been based on symptoms, sputum bacteria and lung CT scans. However, these indica-
tors change slowly and do not reflect changes in the patient’s condition in a timely manner. Therefore, our goal
is to identify convenient and quick indicators that can effectively evaluate the condition of patients with pulmo-
nary tuberculosis in clinical practice. This article aims to provide some valuable references for the clinical eval-
uation of the prognosis of patients with pulmonary tuberculosis.
[KEY WORDS] Tuberculosis; Prognosis; Serological indicators

IS 235 A% 2 PR 45 % 0 R AT TR SR g it 8 5 | e 1) 1
PEAR Qe o AR HH 5L T4 40 24 (Word Health
Organization, WHO ) & 3R 1) 2021 4 4= BR 45 1% it
3R, 2020 4E 2 EREE AL B ANEZYIE 1000 5
Bl , AR & N B Z B0 T B (R BB TSR A A
B, H G5 VR e — A Qe PR R AR ) FE T
JRPRHETESE A BRI, Xof Al 4 4% 8 3 TU 14 1
W43 T 3 3 X T R K B R IR Y T
2L TREUEE RSB TR, MGG AR AR, R H

VEH A5 1. B SLEA RS, 500, # 3L 563000

(I PARE DR | 98 1 A BRI 00 8 CT g e IR i s
o, BRI AR Gt 0 ki, I AN BE B I
B7 R RS AR o IR, TR — B A P
| RE VR S 45 A R 1 e e e TS 4
PR AT SE BT . AR 2 BT R, i
FEARRS T I TS WA M E R . AL
Xt il 45 4% B8 35 U DA B LT S R AR AR — 23
i B RE S I 45 A% 8 U B9 R W b 1 — 2 i =%
s o

2. M A ESLEAKFS G E M MG ERAFEFA, ST, 2450 562400

*BAEAE A B A, E-mail : 1444522659@qq.com



- 392 - BNTEWERIT el 20244E2 4 5164 4524 T Mol Diagn Ther, February 2024, Vol. 16  No. 2

1 R RERRRR

21 40 M L% K (erythrocyte sedimentation Rate ,
ESR) . C Jz )i % [1 (C-reactive protein, CRP) | [# %5
% J& (procalcitionin , PCT ) £ 4% 4t -4 UL i RAE
FN Y F8 b, 76 il 25 4% B8 s B9 PR A A iF
5% . H % # K ESR .CRP . PCT 7¢ fili 45 #% (B 4
FKIRBTHE, AR — e B L] DR s B
T, WA R IRITRCR AR B R T
ESR \CRP K iit, PCT /5 N ARG (O F5 4 , HoX T
Jiti &35 A% 7™ R 1 ) DT % 1 R OO0 A A LA A
o AT A

2 HpEEAEF

2 B DR 2 — 2 P A - R A B T A
NK 21 i . B 241 i 45 5 325 41 B o 0 ) 5L AT o 3 1
ZIHem/ N Z KB BT, AT 402 - AR
£ N B 7 RN 87 T S R e =S b S e SR AT
F SR A, A TR T SR A R R
FE SV o AR T A il 85 A 2 DL AN S 4 928 1oy 2
S A A S I A AR A R R A )
MER R . VP22 E 5T T &R A+ 5 I 45 4%
PG OCER , IF i A TR 24518

HAME A RAMEE L HETE &8 37 Fl, )
REA 2%, TEA M S e hle B 2R . o g
#-10 (interleukin-10, IL-10) f& — 1 A A Y HT 22 1A
F, T AR G RO, A i 9 i S e A SR
FWI RAKT 1 IL-10 flig5 A i 8 1E ™ &, Bt
SERIRITRCR 25 . (HA A HALBF SR R B, IL-10 7K
SRR, A RN T E T R E R
i it — 98 . 14 % -15 (interleukin-15, IL-15)
DU RT 2 A bk O 400 B 3 Ak, DT P AE BT 4 A% A S
FRRPIME o TR R BFAE R B, I 485 4% S8 3 1l v
[ IL-15 7K P8 57 , 25 4% 53 BT T B 7% 2K, FR
(99 17 K™ B, YR YT OIS B, 1 T i 45 4% AR
FrP IL-15 3 2 2k T 38 in it 45 A% S8 I TS KUK
XRE B A —E B E. THhERE 2%
BAYR PR P E 55 2 RV G 4 i
F', y-T4 & (interferon-vy, IFN-y ) /E b T4 &
Ay Ferp B AT T 40 A A5 1k, 1G58 T 20
P RIER EEPL G T Th A B 2R . oF
GERMAN  FRE il 45 4% 8 35 T, IFN-y>70.74 pg/
mL & 50 il 45 4% BB E AR Tk ST fE B P &R B

IEN-~y 7K V- g 6 B B8 8 g TS 2%, 55 Bl
FHCAE AR 2 TR IR L o
(tumor necrosis factor-o, TNF-o ) 1] J2& H 2 Ff 4 12
20 1 o3 0 B B A R RAE R R 20 i Y 5, A5 SRR
I, TNF-o 7EARE SNt A v i e 7, AR
HEAE L TEPUE R N, Ha] 5 5 W 2 i
RIS AZ B A K, 2 5 85 A2 I Y B
Ao AR R AR R BE SR WY TR R T I Bl i
ghE i B R R TNF-o B9 T 1% D0 ] BE BRI
it il 45 4% S8 B VR IT RCR I — TR s 28 b,
B 41 i 7% 25 #1 #] I F (migration inhibitory fac-
tor, MIF) 1, 52 {1 % 40 JifL 5 5, Al 75 2 Fh 40 g |- 7
A AL AR T WREL A N B AN LR . e AN
JH B TR, T W A0 M R S Y A AR T
MIF, i 44 J8 SC, Ay 4 il 5 s 4 B i) B 3, P A i il
SRR R o TR Sh PR a5 A% b A WS R
B USSR IT IR Y LT MIF 7K 755834 97 /i 2 3% 1%
I, e 2 mT B 2 A A /K-, T MIF T B K- ]
FBRIT RBCR ROV RPIRES o I B AR gk s
MBI 5T 45 Al 5 Z — 3, B0 MIF A 8k DAk i
LB IRITRCR S 4848 .

25 ik, 4 AR O — T a] PRE SRS Y
FE bR, TE VPG i 45 2% 8 3 09 TS 1 O b B
e (S — DA SE

3 E‘ERRATF

Bifi 25 B 5% B A W E ARk B 22 %) T AR O v
AR AR YR I R, — L85 1 5 1Rl O B
SRR R WK R . S100 85455
11 A9(S100 calcium-binding protein A9, S100A9)
E-MERESSE TGN FREN, £

FH AT S v PR 20 6 RBP4 0 1) 58 E FB A7 1)
AL, I BOAAE 1) & A B, 55 il 45 4% 1y il
IS A I B g 17 ) ™ B R R 2 DDA G i Y R
B, W5 S100A9 7K 1T B B A & B 45 4% 1 1A 7
BOE T TEA bR By BB R,
TE il 25 4% 5 & L K ST00A9 Hi % (< 21.70 pg/L)
IBIT I 30 KA e B2 25 P 5 3 S0 L
B34 =5 T 155 S100A9 £ (<21.70 pg/L) , JET HL B
I T & S100A9 &, PR 41I6 Y7 5 S100A9 7K -
BB YT HTFEAR , 368 S100A9 £ 82 18 0 1Al il 25
A E R R [ DR N0 W D =N O (=& TN = i g



BNTEW STl 20244E2 4 %5164 524 T Mol Diagn Ther, February 2024, Vol. 16  No. 2 - 393 -

(osteopontin , OPN ) & — Pt 4ff Jifd 4} 3 Jit & 11, 77 7%
TAKRKFEHHL D, ZTFRRGER IR T E W
EARZ —, W2 50 ERBER N, Y
SERL AT ROFE RS A S, 1 RIAT 03 T 40 A
I3 400 i 43 96 K i OPN, 5% Th 413 1) 41 fifd 4
RE R AR R DT HCAH 45 % 70 BOFF 1 1 AR
A B WG I 0 SR I 4 A AR LY
1Y) OPN 7KV 5 TR 1% sh Mk il 45 4% i &, B EE
B TR B IS AE & T s R4,
e B I YA OPN 7K -5 il 45 4% £8 38 1 3% sl v ™
R s G L% UIAH G . CD44 & —Fh iz 41
AT A0 M IR b 25 TR £ 1 8 T 1 A0 RS B 3
“F (leukocyte adhesion molecules, LAM) , (& ik T
ity P W5k 40 A, ] i R R M S A, TR 45 A
s Y 9 g R A B AR, b TNF-« AT 75
T CD44 1y FRIR ™ 375 B R (20 M A0 356 I 1 53
JE G5 3 ROMT T 42 28 G B 0 8] 1) 78 R R U8, T
5 il 5 W 0 i 1 R A Y CDAd 2R S5 4, S R 4
A, DTS 20 M 3 5 RS B GRS RN R 28
)25 A G 5 3E BRI AR A B 5T T 2R A
T, K- CDA4 il 5 4% 5538 R T 5 B 3 s TR
KA UL A K SE B CDA44 A B LA R ST 245
WA BT TR, %58 T PPA il 45 4% /8 3 B 15 A —
MR L,

4 ZK

Bifi 75 W 5% AN TR A, 22 38 T] e B AL 26 37 {4
A RE S I ES R B TS B DIAH G . TR AT ¥ 1 i R
41 il 3Z 421 (soluble myeloid cell trigger receptor -1,
sSTREM-1) & 7E-H BEA -1 F 3K 00 fil & 52 44, s
& 5fe KM A 5 A0 M R Y — b s I SZ AR, T
sTREM-1 J& TREM-1 [y ] 5 PEE X . sTREM-1 2
J 7 2 TR % ) — TR P FR A, 5 AR S I R
JE 3 UIAH G , TR M BEAE 1912 Wr e T Js 800 v
A—EWMME . TEME5 % B35 1, sSTREM-1 1
TR WAFAE—E M E Lo WFFRF> 36 Sl il
S5 A% H LTS ) sSTREM-1 /KB 5 TH i, O HL
KSR R B E AR TR .
5 PCT AHAL, 1% 48 bn s 0/F W] A Sy 50 Il 245 2% S8 %
JEE AR S UG E O IS AR — o T —Fh
Toll #£3Z {4 (Toll-like receptors , TLRs ) +& 4 22 21 iy
R A RPN S R 2 — , B B RS
PE 38 32 PR R A R AR AR DG 4 BT 7 AR

8 1 S P SO, PR IHG TR 6 R P i 92 B 0 v &
B HEEAEN , UGS 0 B TR R 23 0
TLRs {5538 # , 17 % 16 19 TLRs 23k — 2P g ik 48
JiE [ WY & A, Toll FE3Z & 2 (Toll like receptor 2,
TLR2) 5 J& Pt 45 1% 73 BOAT B 0 32 2 — 1
FWFFE R 45 8% A I Hh TLR2 ik 1Y
I R T DU U B ) A 3 B AT o 15 ™ R, TS
AR

5 INEERE

AR ST X il 245 A 1) TS L 24 8 b AT A
BEIA , 2545 DL AR U, X BB 48 AR X 1A il 45
P R B I T R B IR T RCR S TS S AR A
—ERE X, I HAEIG R L ESR .CRP ,PCT . 4 it A
TR WA 5 SRR R b, BE & A IE IR A,
% S100A9 ,OPN ,sTREM-1 %555 [ i \ Z A48 b
WZF T AMTRIETE, HAS 25 % iUs A A 5
FYIIEZR . PCT.sTREM-1 ] /E Ry P4k T it 45
¥ Z 136 bR, T MIF .CD44 7] VE NP6 7 308
(RIFEAR , BT 5 2, AN TR A 5 e AR B 1 5 i 41
55 BE W R IE B A S Y M AR . IS
A SN]SRl S5 4 B E B TR TR SR — e i S
WHAE, R PRIA Y7 Il 25 A% Al B 2 2k

S % 3k

[1]  World Health Organization. Global tuberculosis report 2021
[EB/OL ]. [2022-02-18]. https : /www.who.int/publications/i/
item/9789240037021.

(2] i, HS A . I Bl il 45 A 8 3 L3 R B C 2 0y 28, 1 L
UKL 5 HUR R T [T]. iTLEE 2, 2020,26(8) :
1260-1264.

[3]  5eBE, 23, T8 ,%5 . s-ChE PCT ,CRP 7 MiliZh 4% & Il
B2 W K BUS g R LT]L 43 T2 W 5IR 97 0
2021,13(5) : 786-789.

(4] R T RS 3R D S v P A 2R A ik & <2 A4 -1 K
It 25 A% 58 2 I PRI AR DG [T ). T B B2 2= 5T, 2020,
29(27) : 5148-5150.

[5] 2%, KA, 5Ki%DT . TGE-B IFN-v IL-10 5 Z 5B 434
7 il 45 A 7 A T 24 PR R A AR DG PERT [T, AR KA
AR (BRI, 2022,41(1) : 114-120.

[o] BBV, AR H , # e, 5 . 4500 A& IL-10 \ TNF-a
JIgE 3k Kl R EE X [1]. Sl BR324, 2019,
41(06) : 567-570.

(7] w5, W HaEs, =755, % . M7 PTX3 . IL-10 HBP Kl £
it 45 R 35 T e g I DR R SC LD ] e R R e s A L 2022,
21(6) :579-583.



304 - BNTEWERIT el 20244E2 4 5164 4524 T Mol Diagn Ther, February 2024, Vol. 16  No. 2
[8]  9RREF, 28, K, 5 . LG TL-15AAG /K7 5 il 45 1% [21] A BRTE . ME B WA 1 T 2006 I A A 0 32 W it 45
AT R S B A S [T ] T db B 2, 2022(1) : 141- % K ATAS s 83 U P AN E LT ], MARE 25 M,

145. 2021,19(23) : 142-144.

(9] BREIR, HPOF . T itk CLAH ML IR & Thi/Th2 2R 12 [22] XU, FFL00, 2285, % | 117 OPN  SIL-2R IL-2 /K ¥ X} 1%
D T 235 42 A6 8 g AR (B 43 e [T ). v [ S50 2 2, 2018, B it 285 A2 1 B TR A 1 LT )L v B SE TR ]
22(5):830-831. 2021,48(4) : 57-60.

[10] #0508, 45 . A il S A% A0 Blimp L IEN-y | (23] SRS, X, BT, 45 LA B 2 T CD44 TE i
TL-10 7K V- 15 FRE Fili 45 4% S8 35 T (9 AH DG M4 B (7). 5246 SR RN W FRIB KT AR BHLI R [T ] v s
SR EES:, 2021,39(2) : 259-262. SRR, 2019,35(2):213-219.

[11] FEHC. AN L IFN-y IL-10 7K B 2140 it 5. 9% 1) HE X 50 5E [24] Simonson AW, Umstead TM, Lawanprasert A, et al. Extra-
fili 25 4% H B BE T WG 1 AL [T ). bric e ye i S il cellular matrix-inspired inhalable aerogels for rapid clearance
K, 2020,27(7):1161-1165. of pulmonary tuberculosis [J]. Biomaterials, 2021, 273:

[12]  F3, ™BEhH . OPN IFN-ry  IL-10 A6 XJ 3 2l 1 il 235 2% o 120848.

i K 15 02 B I PR SCLT )L I R R 24 i, 2019, 24 [25] Chen C, Zhao S, Karnad A, et al. The biology and role of
(8) :1463-1465. CD44 in cancer progression: therapeutic implications [J]. J

(13]  wI3CHEE BRI, BRVE, 45 . A4 A% B8 3% IL-6 \IL-12 IL-23 Hematol Oncol, 2018, 11 : 64.

TNF-a  IFN-vy 3R 35 7K V- 1 I R & S4B [T, AR B B [26] BREHIL, RIS, B2, 45 . CDA44 Ko 5 4 fitw B - 7K S X
2014, 14(10) :4-6. I S il 45 A% 2 W B TR A A (AL LD ] b [ B 5 2 s

[14] Rk, teBm, TalE , 45 . 6 sh M s 4% B o s h ke 2021,43(5) : 513-515.

Sl TR y MR IR SE I - o KPR R S TR [27] Qin Q, Liang L, Xia Y. Diagnostic and prognostic predictive
KRMFELT]. IRIR AL e 2224, 2021,20(7) : 722-725. values of circulating STREM-1 in sepsis: A meta-analysis[J].

(15] W, SRIGEAT . 105 Sl PR 25 4 A0 25 1003 5 0k 240 2% 4 ) Infect Genet Evol,, 2021,96: 105074.

B Tk AR A B WG X & 5E [T ). I IR IRl 4 5, 2019, [28] FengJ-Y, Su W-I, Pan S-W, et al. Role of TREM-1 in pul-
24(3): 527-531. monary tuberculosis patients- analysis of serum soluble TREM-1

[16] Liu Q, Pan L, Han F, et al. Proteomic profiling for plasma levels[J]. Sci Rep, 2018,8:8223.
biomarkers of tuberculosis progression [J]. Mol Med Rep, [20]  ZR6I, A Qe XN, 55 . G285 42 038 I3 nl i M 2R 4 il
2018,18(2) : 1551-1559. fih 2 S AR-1 TR -y 5 A B RUK A5 e PR B AR G

[17] Gopal R, Monin L, Torres D, et al. SI00A8/A9 proteins me- PEWFSE[T]. BRI, 2021,45(19) : 2042-2043+2046.
diate neutrophilic inflammation and lung pathology during tu- [30] Vijay K. Toll-like receptors in immunity and inflammatory
berculosis [J]. Am J Respir Crit Care Med, 2013, 188(9) : diseases: Past, present, and future [J]. Int Immunopharma-
1137-1146. col, 2018,59:391-412.

(18] XU, 9% 52 £, whi 2%, 45 . shaS Ml m 3% S100 4545 & & [31] R, F e, 2530, 55 . ARG IRBUA A 25 %5 A549 i il
AO Xt T Ak A il 45 A2 FR 3 9 RS TS 1 B A (LT ] TLRs {55538 [ F1 AR A K 7238 052w [T ], o ] Gl 2 5
FFE BT, 2021,56(7) :729-732. i, 2021,37(6) : 718-724.

[19] Wang D, Tong X, Wang L, et al. The association between [32] (RI¥y, B FY BRIE . 45 #2858 U7 h TLRs {5538 # R ik
osteopontin and tuberculosis: A systematic review and meta- V5 BRI RO BRI WS M OCR [T]. bRid 52 7
analysis[J]. PLoS One, 2020, 15(12) : e0242702. Mr5if g, 2018,25(1) : 102-104+108.

[20] fEmim, TLIL3E, i IE07, 45 . s OB OPN 4 IL-17A 78 [33]  BRAEG,ATME 6, 42 A4 . 4hJE I TLR2ZmRNA | I3 IL-18
PRI R T SCLT ] AR B e J e 2 A, 2019, 29(24) T 18 2l 1V Il 45 4% AL 5 155 K 190U 405 o i i DR 3 SC LT ).
3701-3705. Y5 L, 2021,34(6) : 535-538+556.

(4% 390 )

[13] Metz M, Beghini M, Wolf P, et al. Leptin increases hepatic abetes Metab J, 2022,46(1) :3-14.
triglyceride export via a vagal mechanism in humans [ J ]. Cell [15]  skPF, T, 7530, AR & B2% 78 L 3E DKA 1B BT E
Metab, 2022, 34(11):1719-1731. R R [T ], PR BE 2 B R A4, 2021, 20

[14] Moon JH, Jang HC. Gestational Diabetes Mellitus : Diagnos- (11):1312-1315.

tic Approaches and Maternal-Offspring Complications[J ]. Di-



SFERKHE B(g KZERE

DAAN GENE

To share is to enjoy

(rFigHrSiarZE) T2009 £5 A€, EEHPLXREEE, (HE
REEE) ZEHBRABED, T HEREERMDAERN B ADHTEIEE R
IR FRITHDFEFNAERY, teXkBE—MUSFI2HSETERHA
FEAFTHAFEFZZUEARBAT, X UEEBESFTEFER. HESTEF
HiG. BESTEFUH. REFFEFHTADTRE., TEHEREEF
SFLEMS FRTHEXTEPHEMEBIEHR . WREEMPRFEZHEH
MRBRUAREAS FEEFIHRAR, FERCNFTEREFENIE, BAESH
ZREBEXRO RN, ERZSHMERERAEEDHNEREZ AT, T
2016 FHMxEA “PEMKZOCEHT” (PERBOEXSEITEHRT).

BErE “@BiE”, “B&F”, “GR7. "mIaER". “ERER". “GE".
“BhAR” W YR FEH, BEERSE. RE12H. RBRSTI2EH. EAS
T, FSHFi2E. A FRBRISH. BHUERA. BEREr. RS Fia
fre ERS FIRITERNE.

o dk: THMTRENGRLEES ML : http://yxyq.cbpt.cnki.net
5 4 # i : 020-32290789 £ 206 A & HRFE : jmdt@vip.163.com
e & &Eif: 020-32290789 % 201

i



