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[ ZE] KHEAESIYS RNA (LncRNA) & — 2 B PR 45 D BB (19 1< 3 R F 200 /A% 1 72 19 3E 4w 5
RNA 43Fo LncRNA BAY2- DI B8) 12, TEBR 10 4 A8 B M A5 P R GRS B B Iy s e W &
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T2 KR T 98 ILEF AR VT IR AN AL LneRNA BIVEFAILEL K R 2 K 515 28 S Hoph H St ii23R
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[EEIA]  KEEIEHID RNA; ZERGBM: ST 5 5 nZF 4ERE v 540 i

Research progress of LncRNA regulation of rheumatoid arthritis fibroblast-like synovial
cells

XU Jiao', CHEN Lifeng®, ZHANG Chuancheng®’, SHANG Guilian'*

(1. Department of Rheumatology, Tianyou Hospital Affiliated to Wuhan University of Science and Technology,
Wuhan, Hubei, China, 430064; 2. Department of Rheumatology, General Hospital of Central Theater Command,
Wuhan, Hubei, China, 430070; 3. School of Medicine, Wuhan University of Science and Technology, Wuhan,
Hubei, China, 430065)

[ABSTRACT] Long non-coding RNA (LncRNA) is a type of non-coding RNA molecule with a length
of more than 200 nucleotides with regulatory functions. LncRNA has a wide range of biological functions, and
plays a very important role in the occurrence and development of diseases and the process of maintaining the
homeostasis of the immune system, especially in autoimmune diseases. Fibroblast-like synovial cells are the
main effector cells of joint synovium. LncRNA is closely related to the continuous proliferation, migration,
invasion, apoptosis, inflammatory factors and the formation of pannus in rheumatoid arthritis fibroblast-like
synovial cells. If the mechanism of action of LncRNA in fibroblast-like synovial cells in rheumatoid arthritis can
be clarified, it will provide new ideas for the diagnosis and treatment of rheumatoid arthritis and other
autoimmune-related diseases.

[KEY WORDS | LncRNA; Rheumatoid arthritis; Fibroblast-like synovial cells
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E B A B RAF A4 (2020CFB595) s 3k EEFHFREALT AR
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A K -B A AR PR R A 5 R i AR
%2 1 TLR3 )34 RA-FLSs 7=/, fifoRi ok
HE A ¥ - o (Tumor necrosis factor-o, TNF-a ) F1 FH 4ff
Jitd 425 -1B (Interleukin-1B , IL-1B ) 3= E R Y5 T E W
20 L, 1 RA-FLSs $IA S J2& 77 2E TL-6 Ri 41 il -
W 44 Jfd 48 7% 3 3% 1+ (Granulocyte - macrophage

colony stimulating factor, GM - CSF) %5 (1 & % 3k
J, MLSs Fl FLSs Z [a]AH B4 H LA & 1L-8 . IL-6
H1 GM-CSF [} B I I S FI4E R RA SB35 RAEF
PREE P 7R - 3 3 i (= 314
A%, 40 DNA S AL | 240 8 148 16 A 3E 2 B RNA
BN 5 R ST R 1) & DDA G,
AT F 3 Ao 45 2T A R T A L T RAY
FF LT fi# LncRNA XF RA-FLSs f7E FH XTI RA
() A A % e B AL AR B B2 O RA IR YT 2
HEHT I SR

2 LncRNA H#EiR

LncRNA JE38 KR F 200 MR, A HA
A g% EE 71 19 RNA™ . {K 4l NONCODE 2021
Bl PEmT AL, B AT A SR R 4 B4 17957 F
13197 4~ LncRNA F R ° Tip H ok i 22 1958 1
LncRNA IEFEAN W8 & B, LncRNA 3 H AR Z | i
TCGE— W43 bR, S A W8 — A0 2K 07 2
R i H: 5 4B 30T 2 5 e 8 (R A B e R R4 WL R 5
Zst0l (DFELH W] LncRNAs » /25 5 2 i 3[R 22 ]
{18 5 DR [1] DX 7 % SR i > 5 @)1E U LneRNAs < FH 2R
P10 2t A5G 56 TR 1) 1 S B S5 ok, 91 TT fig 5 g
5 86 1 7 9 B oy 5k T S E S B X
LncRNAs : FH 85 11 J5T Gt it J5 R ARG IV 9 e SR B it
M3k ; @M & T LncRNAs : i 5 [H AM 5 2 18] A Y
T X SR s XL ] LncRNAs: WG S IR
SR IE SCRI R Sy ) S ik

LncRNA J& RNA A0 11 SRR =40, R
BN Ty L AL S i) “ W 7 AN LA A 4 T
fig. (HAT4FE kST K& B, LncRNA |12 2 5 DNA
HHSE Ak 20 B B 4 RE R B 4 R o S AR
2t AR GBS 4% 5 DNA RNA B [ . 4 (6 5
SGAE AR, 53 SR 5% 58 B sk e DA S R W st A%
K b X R R Gk R AR, — s
LncRNA i 7] LB % i HL A 5 2 A ) 2 T RE /N
BRUT AT UL, LneRNA AR S g e =L, 1
o [ 2 5 PR A G o), B kA L
IR E FHALE T O 5% 4 P9 RNA (Com-
petes for endogenous RNA , CeRNA) #Lifil] : LncRNAs
5 mRNA 354+ 454 miRNAs , M 1T f## % miRNAs %}
HUEE T mRNA F IR 6I1EH s Of55 90 F L -
VE R A5 5 o3 F B 08 1 A B R 0 5 5% D5 1



BB ST 4 20224611 ) #5144 5511481 J Mol Diagn Ther, November 2022, Vol. 14 No. 11 - 1829 -

ML 308 o 52 e 5 7 S AV 5 DNA B 45 4 1) 422 0 45
I DR A 2 S B @ ) LT : LneRNA 58 A
S54SR A K e 7 BN R LR 3 9 1 B3 4R
BLA T8 R BA 5, 2] 45 & B 1 s A 3k
I3 1R 224 S5 F 3R % 45 R T 1 FH s @miRNA Jin T
BLH : — 28 LncRNA , 40 R A& 3) & #H 5 LncRNA |
5 miRNA Jl T 40 5C i) LneRNA %5, v L 3o 33 55
miRNA i1 Tk & HEAE AT s OHABHLE] : A A
BT 3750 B Y (i 4 R B E B 4

3 RA-FLSs 89 LncRNA B HiA=H1 5]

3.1  LncRNA 5 RA-FLSs 458 Fl 48 9 1 )6 5

FLSs I3 58 F1 98 4 I W 7E RA 1Y A& s L]
FHVE . LncRNA NEATI v T4 a4k 11q13.1
B b A 6 DN SRS 5 2 R RIE I A R A
X, BWEGE KB, RA R A1 JE] I B AN % 40 i
(peripheral blood mononuclear cells, PBMCs) 1
NEATI 3235 5.3 L, H PBMCs K 5 i 7 438
i % 3% NEATI 3 1 94 5 MDM2/SIRT6 i & i
FLSs 34 5 9 5E S i 0 o 22 3 R A6 B 11
fiff (mitogen - activated protein kinases, MAPKs)
MAPK/ERK {7 % i #% 2 5 T RA & 4F [ i
RA-FLSs 158 %/ | Chen %" % ¥, /L Bk NEATI
Al f# miR-129 1 miR-204 1) 2 3K 38, 817 98 #55
MAPK/ERK 8 #4101 il FLSs 3 5 1 I8 R 5E . BF
T W%, LINC0O0152 7E RA-FLSs H ) 3 ik /K F
W & TR, 13k LINC00152 7] 3 i 06
Wnt/B-catenin {5 5 i % >k it #f RA-FLSs A3 54 .
I Ah, XL AE 8 H M1 (Forkhead box protein M1,
FOXM1 ) j& LINC00152 W) _L- Ui 45 PR, 76 5% 5ok
S BIGE T LINC00152 Y35, S 30 Wit 55 B3
I, M LINC00152 X A {E A CeRNA, il i miR-1270
iE 1A 8 T FOXMI1 B £ 35 . I, FOXM1/
LINC00152 J 15 ¥R 75 15 RA-FLSs H i 45 % 3%
5 RA HA EZIE FE L™, RP11-83J16.1
T— A KB LncRNA , 5 RA H 1) R AT FR
TG S AR e, i F 3K RP11-83716.1 W] i@ i
#4% URIL F1 B-catenin {5 53 % , fi£ i/ RA-FLSs /Y
W5 A2 28 RAR RT3 Wb, X $E 7R RP11-83J16.1
A BE & RA B H I — B WA I W I6 97 58
s g bR IAR , LneRNAs 76521 RA B 30 IS
B 5 K W B RE S R A5 A o S RAE .

3.2 LncRNA 5 RA-FLSs T# S5RZM X F

TE RA KBt fE v FLSs (YA & 1 T B s
HAZRZ8 Mk BT % e 7 1 o, S S0 I A I il 4%
S5 0T AR, DT 5 RS O 1 3B 2 R

LncRNA ZFAST #£ 2 Fh N9 h 5 8 R ik
f345 RA, ZFASI B A] #1141 RA-FLSs iT#% 222,
£ A il RA-FLSs 14 78 F1 58 P K 1 7= A=
AW K, ZFAST 7] HLHA4E T miR-27a, {#f
miR-27a [ 38 T, #ETT ] RA-FLSs 1748 2 oF
™', [6l#E, LncRNA SNHGI 7 RA-FLSs 3 ik
R 3E A R 2 R NE I 455 1 1 (polypyrimi-
dine tract - binding protein 1, PTBP1) 3k ## 7 RA -
FLSs M= 28 fsf s > . RIBE9Y & 3K, LncRNA
PICSAR 5 F JIk S5 IR 41 Jf g 26 DIAR OG5 fd
N HH B, RA BB 35 1 5 40 JifL RN 3 W PICSAR 3%
SN FEEn .V PICSAR I AR 37 g 6538 10 1 G
TR, 10 98 PICSAR 2% 35 W] i FLS Y34 54 |
T REMERKE TR #—2 KN,
PICSAR W] i 1 55 4+ 25 & miRNA-4701-5p fig #F 2
AR OG5 98 B2 2 240 P A i B2 A4 3 7 LA AR
{228 NIk, LncRNA PICSAR 7] fiE /& RA A4
P AE B B AR P BR 9, 8 RA B & 9 ML 42 f1E 87
A
3.3 LncRNA 5 RA-FLSs BT % £

P TR B TR A DL AN, i A0 A DL R
X} DNA #5473 19 55 — P MLl . RA-FLSs 1% 4 b {4
A EAET B, R NXTHE T
EAHT

RA /& # PBMCs K 1 5 4i il v ENST000006
19282 [ F= 3k W1 W14 & Y 3 FR 3K ENST000006
19282 AT FEARAR U8 T~ 2 1 RIfE R PR 7 1 ek K OF,
REPET-E ARG AT KT WAL
PR T g 38 3 FH T 28 R OC 1 R TR IT , ST IE 52
H Al 3@ ok F P ENST00000619282 1y 2% 35 3 fIE 17k
RA-FLSs 8 17 I 9t 5 R 5 S ™ Li 58 & 81,
LncRNA GAS5 78 RA fE 3 T JIEE 20 RN 4 i rp 3%
ik AR, PSR TA o] 58 3 4 GAS5 {2 i
RA-FLSs # Tk 6 18 5 A RE S v ™o b4, GASS
| T 5E ik B R caspase-3 Fll caspase-9 £ 3k
JF ¥ 1% PIBK/AKT 15 5 i % 75 = 40 M 0 1=
LncRNA PVTI J&— AN TA W9 i KU 67 550, 5
HA MR A G A AR DG EUESE, PVTT B A]
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B K RPCH MM T, BE AR PVTI
AL LR T RE AR RE N T AT R I 4 AR R
miR-543 1) SCUBE2 # [ 3 15 >£ 15 % RA-FLSs i
-9, BEAh, SCUBE2 i ] 3 ixf o 7 ¥ J5 i 45 A i
RIEPURIBAE R

4 BHESRE

ZE LR AN R B A RS R T,
FLSs 30 b8 #F A= 0 2447 S — B9 58 58 B
T- GERB R RARZR RSG5 | e 5 W kS A R
R IR, T S50 RA B 5 RT3
=R e g . FZ W5 EE S, LncRNAs 1E
EHARMEPEAEEEN, 25 7 2MAEY 5
FERLEAR , IF 5 A [R)5 95 1 s AL OC R % V1
LncRNAs %} RA-FLSs (1) 45 I A S B —J5 1 1
2 22 77 1 B 1) FH S ) 52 e 288 XU 56 45 4% 1Y)
KA KE . HAL,BR/DE LncRNAs 75 RA KR AL
il v B /R FH E % B B A1, K 2 40 LncRNAs 75 RA
K B AR T RAIL L AT A8 . B, SR AIESE
LncRNAs %} RA-FLSs [ 98 42 /E F X)) B RA &
BLHHL A AR5 BB 3 3, o JE RGBT R 11
THIT R R
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NGS panel 5545 I 2H SNP . [y fERIG B A il 5%
Sy ] R A

Fag AT ERA RE THT gaT

(# ZE] HBH L NGS panel 54 FF 4 SNP & H % IRIAHL ARG ML 20 B9 PERE . 3E DA
JUR B R AT b v T 9 002 BT R R 5 2 i R x5, SR FH NGSS panel 12 [ 47 ) 3505 X 38, SNP {37 5 3 1 47 3C
FER 7, illumina-Miseq “F- & I 7 ; R 0 5% 4 S P 40 SNP JBs A (CytoSNP-12, v2.1) #E4T 4238 /6  , iScan
WG, R 7 5 N B PGXCould - S TR B2t i, B8R WIRMAHIEE R S %0
HBA FE[H [iF 2 Mb yu Bl & HBB JE [ I F iiF 2 Mb {8 30453 2 4> DL E A 808 (R R A HBA 2
T IE 0~1 Mb S5 Bl ARG I 3 A5 8007 . FE HBA 3 T iE 1~2 Mb J5 N, B CNGBO030015 FEA i F 5 %
BIRFRAZHT BT 2541, NGS panel 7B FEA L3RR G R0 S BUEAZ Tl i i, B BEA T id i
T STR AL s IR 4] SEEL HBA Al HBB 3£ 1K 4 5K R SR I 7L, {H CytoSNP-12 (v2.1) Xt T
1 5K Z HBA RINEBUGTEHFI W AAAE NG . i Fxt s E R 2% 0, B X fEis %t HBB JE[H 3L
S AR W, (R XF HBA 3k D S0 W7, 05 R 5 IR 0 B R TP AR AE — 7 KUK o

[gEiR]  —ACIF; R4 SNP It 5 WEAAAR A FT SR R AN 5 it eI 2% 1t

Comparative study of NGS panel and whole genome SNP microarray in pre-implantation
genetic testing of thalassemia

LI Yuhua', HUANG Jie?, JI Xiaowei', FEI Jia', YU Ting**, HUANG Yining'*

(1. Peking Jabrehoo Med Tech Co., Ltd, Beijing, China, 102629; 2. National Institutes for Food and Drug
Control, Beijing, China, 100050 )

[ABSTRACT ] Objective To compare the performance of next generation sequence panel and genome
-wide SNP microarray in pre-implantation genetic testing of thalassemia. Methods Taking the national refer-
ence product for the diagnosis of preimplantation thalassemia as the object, NGS panel was used to target and
capture the SNP loci in the pathogenic region and the library was constructed, and sequenced on the illumina-
Miseq platform. At the same time, the whole genome SNP microarray (CytoSNP-12, v2.1) was used for hy-
bridization detection, then scanned by iSCAN platform. Finally, the informatics analysis was conducted on the
PGXCould platform of jabrehoo Company. Results The two kits obtained more than two informative loci in
the upstream within 2 Mb range of the HBA gene and in the upstream and downstream within 2 Mb range of
the HBB gene of the national reference product, but no effective sites were detected in the range of 0-1 Mb
downstream of HBA gene. In the range of 1-2 Mb downstream of the HBA gene, except for CNGB030015 sam-
ple, where both methods did not obtain effective loci, the number of effective loci obtained on other samples
by NGS panel was generally more than that obtained by chip method, and STR site was also detected in some
samples. Both reagents can achieve the construction of four haplotypes of HBA and HBB gene haplotypes in
4 families, but CytoSNP-12 (v2.1) has a risk in determining the pathogenicity of HBA gene in family No.l..
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Conclusion For the national reference of thalassemia, both reagents can determine the pathogenicity of HBB

gene, but for the pathogenicity judgment of HBA gene, the microarray method has certain risks in some families.
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genic disease testing ; Thalassemia

b rP BT I PR AR R DR R S B — R
MR , 3K A d5e ) Bl N 2 1Y
— e e AR I R s TR A 2k
TR RS R AR L X DL o B B R B
R UL Gt a- 3R 8 ) HBA JE D FN 4 i B-BK 2R
1) HBB PR 1% 5 748 A1 R 2 S B0 rh e 23 1M )
B o R SR AE AT 55 PR A6 I 2 R (Preim-
plantation Genetic Testing for Monogenic, PGT-M )
30 Ao AR I B0 S PR DX b Wi — 3 L s A
P, 455 K & D Z ] 4G 27 00 &R S B0R
FE DRG0, f g BRAC AR DL X 43 B0 FIE B IR
7, JRE K 1 T SO BE IR A IR IR RS A A BRI, R
o EA AR ) g 32 2R H PCR VA4 5 B0 5L 4 A
EA AR IOy Y HE R RS 2
S5 (v 5L A JBE 411 Callele dropout, ADO) 1§ 5% i ¢
A7 SRR N A A FE I By 5 R R12 . B el
oz 47 AR U & R, — A (Next generation
sequencing , NGS) Hl 3 K ;s i & & 4 W H T
PGT-M., AHFFEHXT—Ff NGS Hi %% panel Fl 42 2
2l{ SNP (single nucleotide polymorphism, SNP) s
J iR A A I B HEA T VAN, R VR IR R AT M
VB IR 0 32 B 3 L 1) i A RO S

1 #RERE

1.1 RBRHE AT AT 2 W E K 2 2%

5 £ 360027-201901 , Hi H E £ 5 25 5 G E BF
FEBE B TSR AL, 08 4 A P AT I SR &R 20 1
FEAC . Z25 T RURE 2R LN 42 i 8 57 1) 7k A Ak 20 i
F MK A A A A ZR 42 LY DNA 35 XS24 |
BEAS A (k) JeiiE & LA ARG R
1.2 FEH

DNA 5 # i£ % (Qubit 1X dsDNA HS Assay
Kit, 2 [£] ThermoFisher 2\ &) ) , 7% M2 2L 46 2% 2k (AM-
Pure XP B3k , Jb a0 {0 TLEE ST g A BR A W) )
SNP 05 i 1] & (Infinum Assay Kit, 3 [& illumina
ANED) L, BT IR 2 A M S B (Human
CytoSNP-12v2.1, 22 [ illumina 2% 7)) , B 40 fifg 4> ik
IR 20 3 34 32 7] £ (Discover - sc®Single Cell WGA

Next generation sequencing; Whole genome SNP microarray ; Preimplantation mono-

Kit, p st MEE A YRR IRA R, ZH 4"
14157 £ [ MultipSeq® Custom Panel , 3 75 22 FEA )
B (dbmt) AR 2| ], 5 B 38 3 ) &
(MiSeqTMDx Reagent Kit v3, 3¢ [ illumina A F] ) o
1.3 FEAUAR

SNP 5 B #3451 (#45 : iScan, 9% [ illumina /A
F] ), Life ECO JEP 4™ HE{X (#4%5-: TC-96/G/H(b) C,
FUM T H A W] | v I (5 Miseq, 3 [
Mumina A &) o
1.4 NGS panel S 4= FE 408 7ol G s 20 #r

TR T W6 A T S v v B 0 35 DR A 0 7
A &4« 3T NGS J5 7k A9 %% panel 3 F 4
FEHA SNP (e il il . SClkeh o2 A T IR G
LA TP DR 33 4% 2 A6 0 119 4 6 P 4SNP JEs
2R JE T illumina 23 &), HOE B 77 AL
HumanCyto-12 ,ASA its i \GSA s o 35l %F 3 3K
5 2 NGS panel f SNP v 535 B e /NG
FERBCRFEAT B3 HT , VAl NGS panel Fl4: 5 A
ZH SNP .t Fr i & A I 1 g
1.5 E Ik

E XS5 b 4 BRI A (5 3~5 -4
JHL) SR B A i 4 S A1 iR kT 2
By 4G, W)€ &5 5 gDNA FEAR AT 5 2Lk
W 4% B8 SNP i iR G Ui W 14 E D 3R 0 2
Z b T A RS 2% 22, ot A8 i 4 iScan
EREE N ERETRIN R €/

[i] B} A5 S ¢ B MultipSeq®Custom Panel 3C/E 44
AR AT SRR & R BR S 2V E 78
Miseq = il &2 ) A2 b 25 47 00 ¥ o B iScan F1
Miseq T HLEE T A% 2 5% 5~ /A 7] PGX Cloud =
V-5 BT RS S BT, i B HBA R HBB 3L Je | F
UiF 2 Mb 3 Bl S SRS IS AT R0 i Bl
2 %R
2.1 NGS 3T panel AR ZH SNP & s Al

Kk HBA B2 Fieoh  ira 2 AL S R fE B

BT SNP {37 55 % 5 3 KT NGS panel, L3 1.
ASA 1 GSA It 5 11 1) o7 5, e /)N 55 o ik DR 4
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(Minor allele frequency, MAF) 4 # 7£ 0-0.1, 5
NGS Hb i 33 1L panel } Cyto-12 its F AH He A A% o
ILET B 2,

*1 BERREBMIEHE

Table 1 Number of loci in target area

FEN RS N B FEAE FEIH T i
HBA NGS 104 2 192
Cyto-12 36 4 355
ASA 52 1 1278
GSA 59 4 1285
HBB NGS 103 3 109
Cyto-12 199 14 303
ASA 576 48 811
GSA 507 57 743
Cyto-12 ASA

001 0102 0203 0304 0405 001 0102 0203 0304 0405

T« Xl 2 8 07 s 1 B /NS0 B PRAE 36 (MAF) IXC (1], Y 3l 37 X
] N (5381 —80) .
B 1 HBAERELTHAIR MAFES
Figure 1 Distribution of MAF values of upstream and

downstream loci of HBA gene

Cyto-12 ASA
35 700
30 600

2 400

0
001 0102 0203 0304 0405 05006

GSA NGS i 1 77 1fiL panel

001 0102 0203 0304 0405 0506

001 0102 0203 0304 0405 0506

B2 HBBERE_L TR MAFED

Figure 2 Distribution of MAF values of upstream and

0102 0203 0304 0405 0506

downstream loci of HBB gene

2.2 HdE

ﬁl@mm#ﬁ@% i R, 4 DEAUIR
JETE R FEAS BT 45 S 80 ot a1, 02 30 X
o & (58.71% ~88.50% ) Fil SNP £y it} %% (0.595 9~
0.701 1), W2,
2.3 HBA B LR

2 P R AE HBA JE R LU 2 Mb i [ N 3545 2
ASUh A A 5 H B R AE LR R 0~1 Mb S [l
N RGN B %A 25 . 7E HBA BEIK i 1~2 Mb {5

x2 HIERESH
Table 2 Data quality parameters

o NGS panel SNP & 112
TEIE (%) 30X EiHHE (%) SNPAHIR
CNGB030011 99.18 97.75 0.996 9
CNGB030012 99.61 97.67 0.992 0
CNGB030014 99.18 97.71 0.996 5
CNGB030013° 97.61 88.50 0.701 1
CNGB030015 99.48 97.78 0.995 5
CNGB030016 98.67 97.37 0.990 1
CNGB030018 98.67 97.23 0.996 9
CNGB030017* 96.93 78.01 0.670 9
CNGB030019 95.34 93.28 0.996 3
CNGB030020 94.84 93.39 0.991 3
CNGB030328 94.89 93.36 0.990 1
CNGB030021° 91.33 65.33 0.666 1
CNGB030006 94.94 93.22 0.996 5
CNGB030007 95.08 93.27 0.990 5
CNGB030031 95.44 93.11 0.990 2
CNGB030032 94.94 93.35 0.989 3
CNGB030008 94.91 92.81 0.995 1
CNGB030009 95.54 93.46 0.988 7
CNGB030004 94.78 93.37 0.991 6
CNGB030010* 88.14 58.71 0.5959
“a" R B IR AR

FIN L B 45 KR B I FEART RN 5 X R A 3L
f s 4h , NGS #1754 panel 7 H B FEAS F AR5 1A %L
L EER Z T SNP .S L 7E 15 K&, NGS Hh
#3 panel 6 W 2| %5 R 3K 8 52 JF 41 (Short tandem
repeats, STR) {37 /.. W3 3,

&3 HBAEE SNPAXMLA
Table 3 SNP effective loci of HBA gene

B _EWLE g AT
?2 J 1-2Mb O0~1Mb MW 0~1Mb  1~-2Mb

277 B75 L TJ5 BI7 LTr 95 LIr B0 Wi BIv

e NGS 24 16 16 27 2 0 0 0 22 3+¢2)
SNPihH 27 28 22 14 0 0 O O 10 O
o NGS 14 16 24 13 2 0 0 0 20 8
SNPi#iH 25 31 40 11 0 0O O O 3 2
s NGS 18 12 8 20 0 0 0 0 0
SNPSH 27 15 16 18 0 0 0 0 2 0

TE 55 P8R STR A mi B

2.4 HBBH AL A4

WP 7 Bk Y fe 7 HBB LN | FiiF4% 2 Mb jL
RPN ARAS 2 DL B R . WK 4,
2.5 HRRIFGE R KRS

P15 45 % 21 NGS UG B+ 28 iy
HBA FI| HBB % Z B AR RIZE R LK 3 1K 4, BIRhIT
A HE I IR G R R 25 I 5 [ K 52 b P I B
PR S EE ER—3 HE TSNP HFE 1 5%
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R4 HBBEE SNP BRI
Table 4 SNP effective loci of HBB gene

P E P P W
1~2Mb 0~I1Mb W&  0~1Mb 1~2Mb

g TR
L7 97 47 B i B o By 47 B

. NGS 5 8 14 17 0 18 18 6 2
TSNPEHA 14 16 11 15 30 16 33 20
L NGS 2 9 27 30 2 16 5 4

ST SNPASKE 7 16 31 22 25 20 44 14
L, NGS 6 5 30 12 2% 31 0 6
TSNP 18 11 30 16 20 30 23 18

N = N = O
(=R

B3 1SKRAHBAERRRXRE
Figure 3 genealogical tree of HBA gene in family 1

B4 4SREHBBEBERZXRE
Figure 4 genealogical tree of HBB gene in family 4
F 977 HBA BRI i JOAT RUAL R, R AN BEHRBR
NG FE HBA B IR T i DX F 2 MR o L3R 5,
®5 BHAMEBER K

Table 5 Consistency of results for haplotype construction

&Y e VRS HBA —E HBB — 3k
1 NGS — —%
iy JoHEHER B U —3%
2 NGS —5 —3
N —F —F
3 NGS — —%
iy —3% —5
4 NGS —5 —3
i —F —F

FTE  FO 2R 55 07 WU G (0 1A, F1 3878 55 5
B e A, MO 7R 205 KU B (A, M1 Ros &
IS R N R Y

3 it

S FER YL SNP - RT NGS 34349 Sy v 3 8 Al
FR O R B HAE T R — 4k fL, FE ST
DAL e 00 14 [ B 25 o g AR R B A R R
T R G B T #2544 57 A (Preimplanation Genet-
ic Testing for aneuploidy , PGT-A) A il A 5 Ll
(149 AR Jif AL A T L35 PR 35t 1% 27 K I ( preimplantation
genetic testing for monogenic, PGT-M ) J&| {4 Lt 4T
1R R 3 N (68.4% vs 45.4% )" . NGS ¥ MK
WA 25 5, 4 5 R DU () TR BE S o3 B3 JE LA
SEIRR Z BRI Rl 5 E 2k 22 5 PCR L
] 434 %k A Dl e 4R Rl LA 3 3085 = T T
JE, e s e X e — e B PR S A 1)
L5149, HIGHERIR 25 ) PGT-A Rl 25 5 . HXTF
JE DR A R DR (Cang b [X) , NGS J7 15 R B X
TG, AR S B 7 0 45 o0 sl ) B3 4 D57, PRI
PEARDRER o3 BT 151 1 ST S %

AW E e 1 T AT R IR AR A T
FORE AR5 &, HoH NGS panel 76 T- A3 R 41 4
s g vl i 2 g /0N A5 67 B B 3K T 4F T 0.1 1Y
SNP i 5, Z2 bR & A 2 BA% IR X 1T ii# 100 bp
T Y GC % 2 KT 70%19 SNP 2 STR 7 s, o %F
XF SNP U 7 ik, B 1 3 FGE i (ASA (GSA |
Cyto-12) S5, B 25 (i s B 38 2, (H AV 53 MAF
{ERAS, g7 TR B HrifF o , KB o
(= K DA NSl 2 i B N e N R S|
G 18t AL 2F A 5 T Cyto-12 8 A v A5 MAF {45 H:
e B R, R R AR B, B AT SCHRARE Iz
FHT IR BAE AT 181 2= il F = BTz i

by R BT I 1 G 2 2 R AR R TR A, 5 AR
A EVIA BOH T %) NGS panel £ SNP 5 A it
FIE ATV . ARG 45 R KW, HBA &
PR 19 2 Mb S [N, AP 15 B4 e AR A 2 05 1Y A
AT L AR 35 DR PR RIS i 2 Mb v Rl S A R
B KRR D, 78 HBB FE A R i 2 Mb i [
N, NGS panel fil Cyto-12 ith F & 5 & ¥ 3k 15 /2 %
AR S . T HBA R R 5ET 16 5 Y4 (h
P, i br X 3 2 Sk e B AR DX, AR TR
MG BETT . % T kUt IREF BT o 32
T TR BT 2% 58 B ) RN ME B L PR W R 2R T
NGS panel 5[ #1511 55 AFHM A 75 i e H 250
B AR EE 60 bp 5 Fl N AN BEAFTE (F4% 1840 )
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. a
.’I,/a 3 e

BNP.MYO .CK-MB FlcTnlI2 5180 )y 558 0
hae K B H: MACE 1) &

KE RARt A

N

~ x

iz
S

\

[ E] BHH® HiEEK(BNP) WL HEH (MYO) LR EE IR 1.5 (CK-MB) ..U LIS 8
12 (cTnl2) 518 1.0 1 33 (CHF) 35 D I RE AL 1 2 RO M F7F (MACE) B /E X R, Ak
PEHL 2019 4F 1 H £ 2021 4F 12 H Jb 5 & i B B A 1Y 124 9] CHF (B 3& 1E M F 58 41, 55 38 Wm0 2R 4 7 feke
FRER K G JE & 110 & AT IR, AR P41 BNP . MYO ,CK-MB , cTnl2 .03 6 ; 23 A iF 58 4 BNP
MYO .CK-MB .cTnl2 5.0 fER R, BfiYi CHF 23 3 N, #1274 & 2 MACE 43 it MACE %1 (n=36)
FHE MACE 41 (n=88) , Jf Z [ 2 43§t CHF & # & £ MACE 1Y f& | F % , ROC [ £k 53/t BNP .MYO
CK-MB . cTnlI2 7K *F-XF CHF &3 & 4= MACE FUFI N . Z55R  SxT AL, fF52 48 BNP.MYO,
CK-MB . cTnl2 . 72 % W 4 AR W1 72 (LVESD) | 76 % &F 5K R 91 N 42 (LVEDD ) #4 T8 iy, 760 2 43 Il 73 450
(LVEF) T I%, 22 % ¥/ 45 i3 2% X (P<0.05) , Pearson %7 , BNP .MYO ,CK-MB . cTnlI2 5 LVEF ff1 4
%, 5 LVESD .LVEDD IEAH G (P<0.05) . £ HZE /341", BNP . MYO ,.CK-MB .cTnl2 j& CHF % &/
MACE [l 37 f& [ R 25 (P<0.05) . ROC [Hh14: @75, BNP . MYO .CK-MB . cTnl2 & DU B4 A6 I il 26 T T
B 0.744 .0.721 ,0.694 .0.751 ,0.887, Z5it BNP .MYO,CK-MB .cTnI2 7K-F5 CHF H & O IIRE kA
MACE % Y AH 56 , 164 K %o 700 & £ MACE 47 B 25 3L,

[REIA ] NI, WILLEE s WURRIBEE W] LR ; OIS 8 1 125 OIIRE ;. FZR RO A8 A

Correlation of BNP, MYO, CK-MB and ¢Tnl2 with cardiac function and occurrence of

MACE in patients with chronic heart failure
ZHANG Zhi, ZHAO Yunhua*, XU Caiyun, WANG Guoxing
(Department of Emergency, Beijing Friendship Hospital, Capital Medical University, Beijing, China, 100050)

[ABSTRACT ] Objective To investigate the relationship between brain natriuretic peptide (BNP) ,
myoglobin (MYO), creatine kinase isoenzyme (CK-MB) , cardiac troponin I 2 (¢Tnl2) and cardiac function
and recent major adverse cardiovascular events (MACE) in patients with chronic heart failure (CHF).
Methods A total of 124 CHF patients admitted to Beijing Friendship Hospital from January 2019 to December
2021 were selected, and 110 volunteers who underwent physical examination during the same period were
selected as the control group. BNP, MYO, CK-MB, c¢Tnl2 and cardiac function were compared between the
two groups. The relationship between BNP, MYO, CK-MB, cTnl2 and cardiac function was analyzed. CHF
patients were followed up for 3 months, and divided into the MACE group (n=36) and the non-MACE group
(n=88) according to the occurrence of MACE. The risk factors of MACE in CHF patients were analyzed by
multivariate analysis. The predictive value of BNP, MYO, CK-MB and cTnl2 levels on MACE in CHF patients
was analyzed by ROC curve. Results Compared with the control group, the BNP, MYO, CK-MB, cTnl2,
left ventricular end - systolic diameter (LVESD) , left ventricular end - diastolic diameter (LVEDD) and left
ventricular ejection fraction (LVEF) in the study group were higher, and the left ventricular ejection fraction
(LVEF) was lower, the differences were statistically significant (P<0.05). Pearson showed that BNP, MYO,

AeW A EBR A A F AT A A (81773931)
AEH 4 B AR B AR W A WA B BR.A 54, LT 100050
*iEAEEH AR 4, E-mail : zhaoyunhua0806@163.com
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CK-MB and cTnl2 in CHF patients were negatively correlated with LVEF, and positively correlated with
LVESD and LVEDD (P<0.05). Multivariate analysis showed that BNP, MYO, CK-MB and cTnl2 were
independent risk factors for MACE in CHF patients (P<0.05). The ROC curve showed that the area under the
curve of BNP, MYO, CK-MB, cTnl2 and their combined detection were 0.744, 0.721, 0.694, 0.751 and
0.887. Conclusion The levels of BNP, MYO, CK-MB and cTnl2 are closely related to cardiac function and
the occurrence of MACE in CHF patients. The combined detection of BNP, MYO, CK-MB and c¢Tnl2 is of

great significance in predicting the occurrence of MACE.
[KEY WORDS |

Cardiac function; Major adverse cardiovascular events

180> 71553 (chronic heart failure, CHF) $84F
SEAFAEIN O T IR & = % O USRS e
I SO0 ML 0 R T 2R B B, LA R W R
FHEGEREY . ARG L F5F (Major adverse car-
diovascular events, MACE )& CHF i % % Ul it ™ 5
FERAE , IR MR F T M EE RN R,
W, R ESE A AR A R8T T T 3 Y
IGYT 7 5 ST VEAG YA JE ORI R S o il i
SRR B — R 2 W DA T RS
P IR T8 52 o Bk BN IK (brain natriuretic pep-
tide, BNP) i 0> 25 LA A S35 , -0 25 07 g AL 5 BE K T
HB 2> il BNP (1) 43 W% . WLZL & M (myoglobin,
MYO) JILFR i 7] T (creatine kinase isoenzyme,
CK-MB) . .0 L AL %5 25 A 12 (cardiac troponin 1,
cTnl2) Z VTl O WA AZ P i R S dn . A
Sk BNP.MYO .CK-MB .cTnlI2 5 CHF #%.0Iifig
L MACE % AE R R TIRFT, BB AT o

1 ARSI

11—k

FEHL 2019 4E 1 H & 2021 4 12 H b 50 i 2
BEsif i 124 5] CHF &5 A WF o0 2, Horp 55 4k 84
], P 40 6], AR IS 43~75 %, SE 4R IR (58.73+
8.42) % JEFE 4~24 N H iR (10.22+3.65)
H o Jy B HCIR] IR A Tl R ARG () AR RS 110 42
TR, B 75 44, itk 35 44, AR IR 45~75 %, F-
PIAEIY (50.88+7.31) % o WAL B AR [A] Fo 5% 22
SEGIT X (P>0.05), IIARNEERIE
AU RIE . AR SERCHE RS,

TFF 55 209 A Hn o - D220 JIE 75 K A 12l
CHF; @CHF 24§ & (g0 i 52127 4R
B (2019 4F) )™ ; Q)CHF [ i PRGERE Bl 17 58 8L 58
B IR RAIFE . HEBRARE : Q20 JagiE &
MO &R @G IR R G g E ; OF

Brain natriuretic peptid; Myoglobin; Creatine kinase isoenzyme; Cardiac troponin I 2;

IE = R BB E IR s A I E AT )
e QM ER AR ; @B AT
1.2 Jrik
1.2.1 BoRMgE

SR HIARBE B i 14 18 2 22 AR BT L I IR
ORE, AL RE BE AR PR R IR s R
I BB A
1.2.2 (iR

WISELH 3 T ALl — I EL R IRl Ak
T S R RS I BB F# Ik Il 5 mL, 3 000 r/
min (0248 15 em) 2.0 10 min 2385 11375 J5 % H
iy B B 922 W% B 3 3% A6 I BNP . MYO . CK-MB,
cTnl2 7K, JAg e M7 S R -1 78 R Ao
fil R AT A [ R S B A FR A
1.2.3 LIIRETE bR

SR I A R R 6 2235 .00 JIE 7 1SR )
Fr A 52 30 i S O B L R S B 3 22 =
1fit 43~ %% (left ventricular ejection fraction, LVEF) | /¢
& 1K AR B N4 (left ventricular end-diastolic diam-
eter, LVEDD) | Z&.0> & W 4 A ] N 42 (left ventricu-
lar end-systolic dimension, LVESD) , i 2245l 3 4
O EBCE S ME . 248 T A4 i [ — 4 & 4F
B I BRI 58 R HRAE
1.2.4 i

CHF &34 i BeJa Y4552 3 4~ A I BE DT , B iR
1EIFE] R 2022 4E 3 A 31 H. PLiE s Ji2% 7 X
HATHEYT , BE1T CHF 845 i % 4= MACE 115 .
MACE & R0 B AR (D IRPESET AESGE
PO JUUASE B0 1B I 78 1 E A, R RR RS R
MACE ¥ CHF 454> 5 MACE 41 f19E MACE 4.
1.3 Sk

L SPSS 22.0 4t 127 4 %k B s i 47 43 A b
FAHECROR n (%) B AT 2 K, T ek
(x+s) 7N, ALE] L 34T t K255 . Pearson AH G
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43 BT BNP .MYO ,.CK-MB . cTnI2 /K V- 5 CHF & #
Lo TIBE A AH G 5 B K R S 22 [H 43 B s il CHF A&
R MACE Rl 8 2= R A2 08 TAE I
(receiver operating characteristic curve, ROC) 43 #t
BNP.MYO.CK-MB .cTnl2 7K %} CHF & &k 4+
MACE [ B AN A . DA P<0.05 2} 25 A8 Gi it 2%

2 R
2.1 4 BNP .MYO.CK-MB .cTnlI2 7K F 0> 3
REFE b5 LA

5% A, WFoE 410 BNP . MYO .CK-MB |
¢Tnl2 .LVESD .LVEDD % & ,LVEF F (£, % %
WA G2 X (P<0.05), WLE1,

&1 TABNP.MYO.CK-MB.cTnl2 /KPR IBEFRFRLLE (v2s)
Table 1 Comparison of BNP, MYO, CK-MB, c¢Tnl2 levels and cardiac function indexes between the two groups (x #s)

20 n BNP(ng/L) MYO(pg/mL) CK-MB(pg/L) cTnl2(ng/mL)  LVEF(%) LVESD(mm) LVEDD(mm)
Wistdl 124 263.12+22.66 50.11%9.36 5.62+1.36 0.27+0.09 60.42+9.32 40.116.84 48.357.36
YPHRZL 110 255.81+20.58 46.58+8.37 3.28+1.55 0.24+0.08 63.27+8.27 37.54+5.81 46.19+6.48

A 2,571 3.025 2.590 2.681 2.461 3.077 2.369

PE 0.011 0.003 0.010 0.008 0.015 0.002 0.019

2.2 BNP.MYO.CK-MB . cTnl2 /K 5.0 W g 48
FRAH SAE S A

Pearson /3 7% 75 , BNP .MYO ,CK-MB . cTnI2
5 LVEF & i #15¢, 5 LVESD .LVEDD & IF #f] 3¢
(P<0.05), WLFE2,

#z2 BNP.MYO.CK-MB,.cTnl2 7k 5.0 I BE 6 4R
HEMES
Table 2 Correlation analysis of BNP, MYO, CK-MB,

¢Tnl2 levels and cardiac function indexes

LVEF LVESD LVEDD

ri PIH i PIH ri PIH

BNP —0.627 <0.001 0.524  0.011 0.530  0.013

MYO  -0.578 <0.001 0.548  0.016 0.507  0.009

CK-MB -0.596 <0.001 0.527  0.012 0.534  0.014
cTnl2  -0.684 <0.001 0.558  0.022 0.579  0.030

2.3 CHF ## %4 MACE 1Y 5. K Z 43 Hr

124 1] CHF 55 36 1911 (29.03% ) & 4= MACE,
Horp AL TS 12 1 (9.68% ) , 0 A 2K H 14 1)
(11.29% ) 0> T3 0B FEABE 10 141 (8.06% ) o HLIH Z
I3 7%, BNP.MYO .CK-MB .cTnI2 . LVEF J& CHF
HBH & MACE [ 32 [ 2 (P<0.05) . W3 3,
2.4 CHF #3# & F MACE £ [H Z 53 #7

Z N & 1 7%, BNP . MYO ,CK-MB , cTnI2
JER I CHF B & MACE Hy a7 fG 16 [ & (P<
0.05), W4,
2.5 BNP . MYO.CK-MB cTnl2 #iilll CHF i # %
#: MACE W4 i

ROC il £k 43 ¥t & 7% , BNP . MYO, CK-MB ,
cTnl2 BEA R INAE TR CHF 3% % 4= MACE it
R SRR A T VO bR — i, R 5 AT 1,

EiEL 2N

#®3 CHFBEEEMACEMBEERSH [(x£s),n(%)]
Table 3 Univariate analysis of MACE in CHF patients
[(x£s),n(%)]

w MACE#4 dEMACE4 .

K]

M= IR =36) (n=gg) XM P
AR (%) 56.79+7.08  59.42+8.16 1.690 0.094
5] Boo22(61.22)  62(70.45) ,

1.021 0.312
. 14(38.89)  26(29.55)
155 IR A 5 16(44.44)  37(42.05)
J& 20(55.56)  51(57.95) 0.060° 0806
YR EE B 24(66.67)  45(51.14)
2497 0.114
J& 12(33.33)  43(48.86) o
SR (A~ H) 8.49+1.58 9.15+1.81  1.909 0.059
BNP(ng/L) 271.36+20.49 259.75+23.55 3.029 0.003
MYO (pg/mL) 53.16£8.56  48.86+9.69 2.317 0.022
CK-MB(pg/L) 6.11+1.22 5.42+1.42 2554 0.012
¢Tnl2(ng/mL) 0.36+0.12 0.23£0.08  7.048 <0.001
LVEF(%) 57.32+8.74  61.69+9.56 2.367 0.020
LVESD(mm) 40.02+6.41  40.15+£7.02 0.096 0.924
LVEDD(mm) 48.21+7.06  48.41+7.48 0.137 0.891

&4 CHF BEXREMACEMSREEN
Table 4 Multivariate analysis of MACE in CHF patients

SES BIi SEf{H Wald{i ORTH 95% CI  P1{H
BNP(ng/L)  0.036 0.010 12960 1.037 1.016~1.058 0.000
MYO(pg/mL) 1.533 0.551 7.741 4.632 1.573~13.640 0.005
CK-MB(pg/L) 1.041 0230 20485 2.832 1.804~4.446 0.000
cTnl2(ng/mL) 1.051 0216 23.675 2.861 1.874~4.367 0.000
LVEF(%) -0.125 0213 0.344 0.883 0.582~1.339 0.558

3 it

Il R 5E 2R W7, CHF S35 5 4F J 10 4F 4R A7
AR . PR, T4 AR T N i R R = AR
AR I R B2 VT 5 A A, XTI R 112
TERPEAS o3 17 B 1) 1 fe HL A S BEAE

A58 45 B W on, 5 X RALA EE , BF AT AL
BNP .MYO.CK-MB . cTnl2 . LVESD ,LVEDD }J 5
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#£5 BNP.MYO.CK-MB.cTnl2 il CHF && £ £
MACE WM&
Table 5 The value of BNP, MYO, CK-MB and cTnl2 in
predicting MACE in patients with CHF
Kfshs  REEWHE AUC  95% CI  HURE RS
BNP(ng/L) 265.56 0.744. 0.650~0.826 0.750 0.739
MYO(pg/mL) 51.01 0.721 0.636~0.818 0.722 0.716

CK-MB (pg/L) 5.77 0.694 0.630~0.810 0.694 0.693
¢Tnl2(ng/mL) 0.30 0.751 0.662~0.840 0.778 0.750

AR 0.887 0.850~0.985 0.889 0.852
1.0
c¢Tnl2
0.8 CK-MB
BNP
= 0.6 MYO
= [
B g4 BHR

0.2

0 02 04 06 08 10
1R

B 1 ROC HZ& 51T
Figure 1 ROC curve

5, LVEF I, S5 BEAEAF 58 AH4F . CHF B34 O
U o 2 (A8 A T BT I 38 B A= 0 1 4y
SN R 2 O JULI] S5 2 4 A K SE- | 2T 5 R0
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IR ELH B0 miR-22 . TGFBRI #6ik 5 — 4Efig i
A S R AR S B I AR 2 S

RA* X3 M’

[ ZE] H# W50 R E (IUA) 420 miR-22 b A K T B 324K 1 (TGFBRI) ik 5 =
HERE A SEUNA T IR R . Ak HEFE 2018 4F 1 A % 2020 4F 12 H T2 T K225 —Kt
JB S B 4252 TUA 43 BSR4 48 1] TUA FR A1 9 TUA 2, 54 191145 52 25 T B K 4 14 i B0 450 MR 2 SR 351 S b
WA, ARETHEAT =4k 58 18 75 A A A I 5 A BRARFR (V) LA H8 20 (VD | Il it 48 £ (L) | il %7 16 38
FEBCVED s RGN T2 N2, K miR-22 . TGF BRI W AHRT 335 K ; B TUA HR g ARG 2 £ 10 1
PRIEDL. BER  TUA A5 WIRA 2 miR-22 (AT F KK E K V VI FI, VFI ¥HILF X /84, TGFBRI
BRI ek K 8 T IR, 22 B A i L (P<0.05) o TUA 2 miR-22 5 TGFBRI HYMIRT 23k /K-
AR, miR-22 WA kK5 VO VILFL, VFL & [FAHC , TGFBRI B AHX 345 7KF5 V VI FI, VFI
A (P<0.05) . TUA 4P 8 BERG 4 B T 5 NI ZL 20 miR-22 IR 2Rk AP T B A % f
TGFBRI WA IR K i TR R 3, 25 A Geit 78 L (1=3.171,4.640, P<0.05) ;TUA 4 miR-22
Feh=rPBUR 1) 2 4F ERUTIRSES T miR-22 Fik<P $UR %, TGF BRI Faib=rP B 1 2 4E 2FUT
WRFRAET TGF BRI Fih<P BB , ER A4 L (1'=4.580.8.596,P<0.05), 5 TUA LU miR-22
K235 \TGFBRI {3635 S5 RGE N 757 N AR FRGs /N B i i e T 0 b AT IR TS AN AT K.

[EEIR]  BHERE; fUD RNA-22; B bAE KT B 22K 1; —4ERE s

Correlation and clinical significance of miR-22 and TGFBRI expression in intrauterine
adhesions and three-dimensional energy ultrasound parameters

ZHANG You'*, WANG Cong®, YANG Yan®

(Obstetric Ultrasound, the First Affiliated Hospital of Anhui University of Science and Technology , Huainan,
Anhui, China, 232007)

[ABSTRACT] Objective To study the correlation between the expression of miR-22, TGF- receptor 1
(TGFBRI) in intrauterine adhesions (IUA) and the three - dimensional energy ultrasound parameters and its
clinical significance. Methods 48 patients with IUA who underwent IUA separation in the First Affiliated
Hospital of Anhui University of Technology from January 2018 to December 2020 were selected as the IUA
group and 54 patients with tubal infertility who underwent hysteroscopy as the control group. Three-dimensional
energy ultrasound was performed before operation, and endometrial volume (V) , vascular index (VI), blood
flow index (FI) and vascular blood flow index (VFI) were detected. Endometrial tissues were collected after
operation and the relative expression level of miR-22 and TGF[iRI were detected. The pregnancy of IUA patients
2 years after operation was followed up. Results The relative expression level of miR-22 and V, VI, FI, VFI
in the IUA group were lower than those in the control group, the relative expression level of TGFBRI was
higher than that in the control group (P<0.05). The relative expression level of miR-22 and TGFBRI in the TUA
group was negatively correlated, and the relative expression level of miR-22 was positively correlated with V,
VI, FI and VFI, the relative expression level of TGFPRI1 was negatively correlated with V, VI, FI and VFIL
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The relative expression level of miR-22 in endometrium of patients with moderate and severe adhesion in the

IUA group was lower than that of patients with mild adhesion, the relative expression level of TGFSBRI was
higher than that of patients with mild adhesion (r=3.171, 4.640, P<0.05). In the IUA group, the 2 - year

cumulative pregnancy rate of patients with miR-22 expression = median was higher than that of patients with

miR - 22 expression <median, the 2-year cumulative pregnancy rate of patients with TGFBRI expression =
median was lower than that of patient with TGFBRI expression <median (x’=4.580, 8.596, P<0.05).

Conclusion The low expression of miR-22 and the high expression of TGFSRI in IUA tissue were associated

with aggravated adhesion, decreased endometrial volume and blood perfusion, and poor pregnancy prognosis.

[KEY WORDS ]

Three dimensional energy ultrasound
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2D BT ARAGAEATIAS 1T sh f 2 3 5 PN A
it F ORGP & AR TUAY . A3 o TR
J& TUA KA R JE i H 2R W) Ak, f AL AR K A
F B (transforming growth factor-B, TGF-B ) J& i
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Intrauterine adhesion; MicroRNA - 22; Transforming growth factor (3 receptor 1;
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1.2.1  miR-22 . TGFBRI1 ik /K- Hy k6]

HUTUA 2H RN X BEZH 0 5 N2 20, SR s
RNA $2 a7 & $2 B 210 1) RNA |, SR R 5%
R &6 RNA JFE 5% cDNA R 9 e m
MR FH) &%t cDNA H1() miR-22 . TGFBRI #1774 %
FEHE PCRAGIN . A S AR R AN R :cDNA 1 L,
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SR HH = 4 223 8 7S SO0 PR 4 AR AT 4

AE TR M5 R AE RS IK 3~9 MHz, 15 6474 L

%1 miR-22.TGFBRI . B-actin Wi ¥ F 5 iR N B FEF

Table 1 Primer sequence and annealing temperature of miR-22, TGFBRI , B-actin

FEN LWL (5T —3) T (5T — 3" 1B JGREE(T)
miR-22 TAGCAATAGTCTAGTTAGC TAGCTATAGCTAGCTAGCT 60
TGFBRI CATAGCTAGCGATCGTATG TAGCTAGTAGTCGATGCTA 58
B-actin TAGGCGTAGCTAGCTGATG TATGGATCGTAGCTATAGC 58
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R2 IUABGSXERAE miR-22,TGF BRI FiksK FHILLEL Goxs)
Table 2 Comparison of miR-22 and TGFf3RI expression

levels between IUA group and control group (x+s)

2H n miR-22 TGFPBRI
IUA 41 48 0.66+0.17 1.29+0.25
popicEil 54 1.00+0.22 1.000.28

18 5.489 8.653

PiE 0.000 0.000
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TUA 20 J5) 30 40 21 b miR-22 ) AR X 26 35 7K SF
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ERp
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15k

B 1 IUA 4 miR-22,TGFBRI FiEK EHIHEE M
Figure 1 Correlation of miR-22 and TGFf3RI expression
level in IUA group

#3 IWWAADARETEREEE miR-22 . TGFBRI ik
KFERIELE (x+s)
Table 3 Comparison of miR-22 and TGFfRI expression

levels among patients with different severity (x+s)

J R n miR-22 TGFfRI

R 26 0.75+0.22 1.10+0.24

LRICiNE S 22 0.55+0.19 1.52+0.32
tH 3.171 4.640
P 0.003 0.000

2.4 TUA 2 5% RE 2 = e RE i i 28000 L

TUA B H T E N = 4ERe 88 S50V .
VI.FI, VFI $J IR T XTI, 252 A i 22 3 L (P<
0.05), WK 2. %4,

A B
TE A TR KB 7R T BRI S 22 R S T, 2 AR
G101 75 25 42 1 50 W BE 5 B oA =28 AR 00 s < T O A T
e BIEIR A KM, FEA L 22 26 Bl el IE I AE AT
B2 ERtEpBEEE

Figure 2 ultrasonic image of intrauterine adhesion

F4 WWAHSHRBRA=-SHpEEBFSHALER (vs)
Table 4 Comparison of three-dimensional energy ultrasonic

parameters between IUA group and control group (x+s)

Y n Viem®) VI(%) FI VFI
IUAZH 48 3.41x0.62 3.74x0.89 23.09#4.51  1.16%0.25
WHHEZH 54 4.49+0.77 4713094  26.65+6.44  1.49+0.31

HA 7.739 5.333 3.195 5.870

P{E 0.000 0.000 0.000 0.000

2.5 IUA %0 miR-22 . TGFBRI 31k /K V-5 = 4ifiE
T S AR DG

TUA 4 5835 JRy #8412 b miR-22 I A X 2R 18 7K
V-5 V VI.FL.VFI &2 1EA5¢, TGFBRI WA X 3Rk
K5V VILFI . VFI £ iM%, W5,
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£5 TUAAHmiR-22,TGFPRI RiFxKEE=ZHhetEBHBE
SHRMEXE
Table 5 Correlation between miR-22, TGFvRI expression

level and three-dimensional energy ultrasonic parameters in

IUA group
e miR-22 TGFPRI1
fabr
r{H PfE r{H PiE
v 0.3951 <0.05 —-0.4092 <0.05
VI 0.4475 <0.05 -0.3751 <0.05
FI 0.3075 <0.05 —-0.3332 <0.05
VFI 0.3416 <0.05 —-0.3848 <0.05
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100 miR-22 Fik=rp 4L 100 TGFPRI Feik<rp i
~ miR-22 F3K < L EL ~ TGFPRI Feik=h (i %L
S 15 E s
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Figure 3 K-M curve
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Quality analysis of anti-A and anti-B blood typing reagents
HU Zebin, YU Ting, SUN Binyu, BO Shuying, QU Shoufang*, HUANG Jie*
(National Institute for Food and Drug Control, Beijing, China, 100050)

[ABSTRACT ] Objective To evaluate the product quality of anti-A and anti-B blood typing reagents
of blood screening diagnostic reagents managed in accordance with the batch issuance of biological products.
Methods According to the requirements of the Chinese Pharmacopoeia, check the appearance, specificity, af-
finity, titer, cold agglutinin and unexpected antibody, stability as the performance indexes of the anti-A and
anti-B blood group typing reagents. Results The quality of 336 batches of anti-A and anti-B blood group typ-
ing reagents produced from 4 enterprises all met the requirements of the Chinese Pharmacopoeia. Anti-A reagents
are transparent blue liquids, and anti-B reagents are transparent yellow liquids.Anti-A reagent agglutinates with
A, and A.B red blood cells but does not agglutinate with O and B type red blood cells. Anti-B reagent aggluti-
nates with B red blood cells and does not agglutinate with A, and O red blood cells. The time for anti-A reagent
to agglutinate with A1, A2, and A2B erythrocytes is < 15s, <30s, <45 s, respectively, and the time for anti-
B reagent to agglutinate with B erythrocytes is < 15 s, and the agglutination time is less than 3 min. All reach
more than 1 mm®. The agglutination titers of anti-A reagents and A1, A2, and A2B red blood cells are not lower
than the simultaneous determination results of national reference products, and the agglutination titers of anti-B
reagents and B-type red blood cells are not lower than the simultaneous determination results of national refer-

ence materials. Anti-A reagent and 10 cases of unrelated type O red blood cells and 3 cases of type B red blood
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cells did not show agglutination reaction or hemolysis under the three reaction conditions of 4C, 18-25C and

377C. Anti-B reagent and 10 cases of unrelated type O red blood cells and 3 cases of type A red blood cells did

not show agglutination reaction or hemolysis under the three reaction conditions of 4 C, 18-25C and 37C.

Conclusion The quality inspection of all items in each batch of anti-A and anti-B blood typing reagents is an

important technical support for guaranteeing the batch issuance of blood screening diagnostic reagents, which

helps to sort out the quality risks of this variety and provide a scientific basis for supervision.
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Table 2  Titer results of anti-A and anti-B blood typing reagents
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JI G PRYT 350 — 2 Rk

[REIA] THRRFWEF 1; wiaIESE; TR st

Effect of serum interferon regulatory factor 1 on curative effect of newly treated patients
with pulmonary tuberculosis

BAI Xi*, WANG Ping, DING Chengzhi, BAI Fengxi

(Ward 1, Department of Tuberculosis, Henan Provincial Chest Hospital, Zhengzhou, Henan, China, 450000 )

[ABSTRACT ] Objective To investigate the relationship between serum interferon regulatory factor 1
(IRF-1) level and T lymphocyte immune function and short-term efficacy in newly treated pulmonary tubercu-
losis patients. Methods From January 2018 to January 2021, patients with newly diagnosed pulmonary tuber-
culosis were consecutively admitted to the Henan Provincial Chest Hospital as the research object. The serum
IRF-1 level was detected by enzyme-linked immunosorbent assay. According to the IRF-1 detection results,
the patients were divided into high IRF-1 group and low IRF-1 group. The levels of CD4", CD8", Th17 and
Treg cells in peripheral blood were detected by flow cytometry. All patients were evaluated for clinical efficacy
after 6 months of standard treatment. The disappearance of clinical symptoms, negative sputum smear, disap-
pearance of pulmonary infiltrates and clinical cure were counted. Results There was no significant difference
in gender, age, household registration, body mass index, diabetes mellitus and hemoptysis in newly treated
pulmonary tuberculosis patients with high IRF-1 group and low IRF-1 group (P>0.05). The levels of CD4",
CD4'/CD8" and Treg in the high IRF-1 group were lower than those in the low IRF-1 group, and the levels of
CD8" and Th17 were higher than those in the high IRF-1 group, and the differences were statistically signifi-
cant (1=6.359, 6.129, 4.881, 3.692, 4.800, 5.829, P<0.05). The disappearance rate of clinical symptoms ,
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negative rate of sputum smear and pulmonary infiltrates after 6 months of standard anti-tuberculosis treatment

in the high IRF-1 group were lower than those in the low IRF-1 group, with statistical differences ( y*=6.571,

6.154, 4.453, P<0.05). There was no significant difference in the clinical cure rate between the two groups

(x=1.313, P>0.05). The results of ROC analysis showed that the IRF-1 level before the start of treatment

predicted the disappearance of clinical symptoms, sputum smear negative and disappearance of pulmonary

infiltrates in patients with pulmonary tuberculosis at 6 months of treatment. The areas under the curve were
0.731, 0.792 and 0.775, respectively. The cutoff values are 54.34, 56.73 and 53.86, respectively. Conclusion

The serum IRF-1 level can reflect the T cell immune function of newly treated pulmonary tuberculosis patients,

and it has a certain correlation with the clinical efficacy of patients after regular treatment for 6 months.

[KEY WORDS ]
Short-term efficacy
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Table 1 Comparison of general information between the two groups [n(%), (x+s) ]
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x2 FHEMMEREINEEN IRF-1KFLLE (vs)
Table 2 Comparison of cellular immune function and IRF-1 levels between the two groups (x+s)
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Table 3 Comparison of clinical outcomes between the two
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Table 4 Predictive efficacy of IRF-1 level before starting
treatment on different clinical outcomes of 6-month
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Correlation between ApoA , Hey, NT-proBNP and cardiac function in CHF patients and
their prognostic value

QIU Xiuying*, LI Xin, YANG Jinyue, LI Huali

(Department of Cardiovascular Medicine, Beijing Shijitan Hospital, Capital Medical University, Beijing,
China, 100038)

[ABSTRACT] Objective To explore the correlation between apolipoprotein A (ApoA), homocysteine
(Hcy), N-terminal pro-B-type natriuretic peptide (NT-proBNP) and cardiac function in patients with chronic
heart failure (CHF) and their prognostic value. Methods A total of 102 patients with CHF in Beijing Shijitan
Hospital Affiliated to Capital Medical University were enrolled as the study group between March 2020 and
December 2021. According to the standard of New York Heart Association cardiac function grading, they were
divided into grade I group (n=42), grade lll group (n=38) and grade IV group (n=22). A total of 65 healthy
controls during the same period were enrolled as the control group. According to the results of 6-month follow-
up, patients in the study group were divided into the poor prognosis group (n=31) and the good prognosis
group (n=71). The levels of serum ApoA, Hcy and NT-proBNP in all objects were detected and compared. The
correlation between the three indicators and cardiac function was analyzed, and their prognostic value was

determined. Results The level of serum ApoA in the study group was lower than that in the control group,
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while the levels of Hcy and NT-proBNP were higher than those in the control group (P<0.05). The levels of

serum ApoA and LVEF were the highest in grade Il group, followed by grade Il group and grade IV group (P<
0.05) , while the levels of serum Hcy, NT-proBNP, LVEDD and LVPW were on the contrary (P<0.05).
Spearman correlation analysis showed that serum ApoA was positively correlated with LVEF, while negatively
correlated with LVEDD and LVPW. Hcy and NT - proBNP were negatively correlated with LVEF, while
positively correlated with LVEDD and LVPW (P<0.05). The level of serum ApoA in the poor prognosis group

was lower than that in the good prognosis group, while the levels of Hcy and NT-proBNP were higher than

those in the good prognosis group (P<0.05). The ROC curves analysis showed that the AUC of serum ApoA

combined with Hey and NT-proBNP for predicting prognosis of CHF was 0.861, which was higher than that of
the single inicator (0.741, 0.734, 0.746) (P<0.05). Conclusion The level of serum ApoA decreases, while

the levels of Hcy and NT-proBNP increase in CHF patients, and the three were correlated with cardiac function.

The combined detection has a good predictive value for the prognosis of CHF patients.

[KEY WORDS |

natriuretic peptide; Cardiac function
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Table 1 Comparison of serum ApoA, Hcy, NT-proBNP

levels between two groups (x+s)
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AN).L DIk 43 9% CHF M4 LVEF L4, IV 4
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i) /0> I} fiE 4> 9% CHF H: # LVEDD .LVPW [ #¢ ,
VA>ITH>T A, 2584 50w E X (P<
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*3 AREDINEESD % CHF BE D IEEIEIRLLE (vs)

Table 3 Comparison of cardiac function indexes in

CHF patients with different cardiac function grades (x+s)

21 5 n LVEF(%) LVEDD(mm) LVPW(mm)
V4H 22 43.81+4.43" 63.56+5.82" 11.05+1.47%
M4 38  47.62+6.11° 59.27+5.15° 9.87+1.25°
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P1E <0.001 <0.001 <0.001
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Table 2 Comparison of serum ApoA, Hcy, NT-proBNP
levels in CHF patients with different cardiac function
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20 n  ApoA(g/L) Hcy(pmol/L) NT-proBNP(ng/L)
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Table 5 Comparison of serum ApoA, Hcy, NT-proBNP

levels in CHF patients with different prognosis (x+s)

2051 n  ApoA(g/L) Hcy(umol/L) NT-proBNP(ng/L)

FRARL4 31 047011  31.66+4.06 532.52+68.49
WG B4 71 0.60+0.14  25.67+4.92 471.25+53.41
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Table 6 Predictive value

R URE

{2 6 bl
Eizzan AUC  95% CI WA (%) (%)

ApoA 0.741 0.645~0.823  0.53 g/L 80.65 61.97
Hcy 0.734  0.637~0.816 28.93 pmol/L  73.24 67.74
NT-proBNP 0.746 0.650~0.827 487.86 ng/L  64.79 77.42

=HW4S 0861 0.782~0.922 80.28  83.87
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ApoA
80 Hey
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j_;; 60 ApoA Hey \NT-proBNP B4
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Figure 1 ROC curve
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[ ZE] B8 FIHCBEIE S5 RNA (LncRNA) MALATI 78 /N0 [ fiti i (NSCLC) i i 7% &%
ML AR RE O, I AN (E . o3k 4 2019 4 6 A F 2021 4F 9 A B il K E o B Be ik
YA 1Y 100 i NSCLC S EAE MG G, Hoh & AR % 7% Fa 38 3401 (e A 41 ) 5 2 & AE i 7% - 3 66 B
(AERGEE RS L) | 3546 TRV A A A B A ARG N 52 50 44 4 S ) B2 5 SR FH SEEI 58 % 2 B PCR i (RT-qPCR) £
W IML7% LncRNA MALATI 363k /K- ,ROC M43 BT L7 LncRNA MALATI %t NSCLC B34 & /L 56 5 1
DA 5 Cox [ A A /3 BT 520 NSCLC [ B MR Gl N . SR IR A7 W s Rk
AR 95 TNM 43 W8 M+IV XA EGR 278 M B F Ll B & @ TAEM B A, 2R A HIT¥HEX
(£=4.508.4.456 . 3.862 .5.058, P=0.034.,0.035.0.049 . 0.025) , 5 % ¥ 5 35 5 i # 20 5 35 4505 1k ) hiogs
HAZ TGI8 L (P>0.05) ; 50 A LW, IifE A2 41 55 AR M 7% 41 58 35 M3 LncRNA MALATI 3%
K BET R, B R SIEE L (1=30.912, .21.718, 34 P<0.001) ; SAEMGE RS20 LA, G R 40 i %
i LncRNA MALATI R ik K 3 T, 25 58 41t 2% & X (1=13.261, P<0.001) ; Ifil 3 LncRNA
MALATI #Ujll NSCLC 35 & A= i B 1) it 261 T AR R 0.879(95% CI:0.826~0.921, P<0.001) , W7y
2.28, U Ky 0.84, K¢ 5FPEN 0.83, Cox 2 A ZE BUH M 7R | 55 BRI KL A6\ TNM 43 3 T+ 1V #5
EGR %%7% . LncRNA MALAT1=2.28 J&5% i NSCLC 8% & A I A2 1 fE b R K (P<0.05) . 4518 LncRNA
MALATI 323k 7K V-7 NSCLC %% #% (35 3 o F s, 2 52 0 NSCLC S35 & 2 M % 7% 1 fa i IR 3%, 7T e
JCH TR NSCLC 58 2 2B i B 1) il Bhbs 5400 o

[ ] KEEIEZAY RNA MALATI ; 6/ ; Ii%E % ; T

Predictive value of LncRNA MALATI for brain metastases in patients with non-small cell
lung cancer

YU Cenming, SHI Youmeng, LIU Yi, TAI Guomei*

(Department of Radiotherapy, Cancer Hospital Affiliated to Nantong University, Nantong, Jiangsu, China,
226361)

[ABSTRACT ] Objective To investigate the expression of long non-coding RNA (LncRNA) MALATI
in the serum of patients with non-small cell lung cancer (NSCLC) with brain metastases, and to analyze its
predictive value. Methods A total of 100 NSCLC patients admitted to Nantong University Affiliated Cancer
Hospital from June 2019 to September 2021 were taken as observation objects, including 34 patients with brain
metastasis (brain metastasis group) and 66 patients without brain metastasis (non-brain metastasis group) , and
50 cases of healthy physical examination persons in our hospital were taken as the control group. Real -time
quantitative PCR (RT-qPCR) was performed to detect serum LncRNA MALATI expression level, and the ROC
curves were performed to analyze the predictive value of serum LncRNA MALATI for brain metastases in
NSCLC patients; and Cox regression model was implemented to analyze the risk factors affecting the

development of brain metastases in NSCLC patients. Results The proportion of patients with smoking history,

KA A . dd WA RE R 2HHR4 (MB2021040)
Ve B4 il K B A 95 B Rk 77 A, i 35, dh il 226361
*BAZAEE SR EAHE, E-mail : guomeitai@163.com
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pathological type of adenocarcinoma, TNM stage of Il +IV and EGR mutation in the brain metastasis group was
obviously higher than that in the non-brain metastasis group, the difference was statistically significant (y’=
4.508, 4.456, 3.862, 5.058, P=0.034, 0.035, 0.049, 0.025), while the age, gender and tumor diameter were
not statistically significant between the brain metastasis and non-brain metastasis groups (P>0.05). Compared
with the control group, the expression level of serum LncRNA MALATI in the brain metastasis group and non-
brain metastasis group was obviously higher, the difference was statistically significant (+=30.912, 21.718, P<
0.001). Compared with the non-brain metastasis group, the expression level of serum LncRNA MALATI in the
brain metastasis group was obviously higher, the difference was statistically significant (=13.261, P<0.001).
The area under the curve of serum LncRNA MALATI for predicting brain metastasis in NSCLC patients was 0.879
(95% CI:0.826-0.921, P<0.001), the cutoff value was 2.28, the sensitivity was 0.84, and the specificity was
0.83. Cox multivariate regression analysis showed that the pathological type of adenocarcinoma, TNM stage of
IM+1V, EGR mutation, and LncRNA MALAT1=2.28 were the risk factors for brain metastasis in NSCLC patients
(P<0.05). Conclusion The expression level of LncRNA MALATI is elevated in the serum of patients with

NSCLC brain metastases, which is a risk factor affecting the occurrence of brain metastases in patients with

NSCLC, and may become an auxiliary marker for predicting brain metastases in patients with NSCLC.
[KEY WORDS] Long non-coding RNA MALATI; Non-small cell lung cancer; Brain metastasis;

Prediction
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L3, 41 18] He B R FH LSD-1 ¥6: 56 5 809 R
n(%)3R , 1A AT R 5k % ROC il 241
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Table 1 Comparison of clinical data of NSCLC patients
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®2 XRAERERSIEMER NSCLC BE %
LncRNA MALATI RiEKFELE (x+5)
Table 2 Comparison of serum LncRNA MALAT] expression
levels in control group, brain metastases and

non-brain metastases NSCLC patients (x +s)

2151 n LncRNA MALATI
X HE 4] 50 1.01+0.15
|y A 66 1.97+0.32"
i 7% 21 34 2.63+0.51"
F1a 254.276
PAE 0.000

T 5 LA, P 19<0.05; HARR R RE 4H L # L *P<0.05,
2.3 [l LncRNA MALATI %I NSCLC 3% % 4= il
RS B I AN
IiL¥E LncRNA MALATI Tiiill NSCLC ##4 & 4

Hiki % # 1y it 26 8 1 FLR 0.879 (95% CI: 0.826~
0.921, P<0.001) , i Bi{E 4 2.28, FURE M 0.84, 45
SN 083, WE 1,

1.0

0.8

0.6

HURRE
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1 FlHE

Figure 1 Predictive value

2.4 520 NSCLC 35 KA k% #% Cox [1H 734t

LA NSCLC i # J& & & A= i 5% %%y R A% &
(JE=1,15=0) % 1 27 mEH A Cox [l
SRS | AR, W R s (=1, JC=0) s LS AU (i
FE=1, 8855=0) ' TNM 70 B CI+1V =1, 1 +11 =
0) \EGR %27 (j£=1,7=0) ,LncRNA MALATI (=
2.28=1, <2.28=0) Cox £ K & [nl 19 73 #7 , 45 R .
7, 9 BESEH Sh B TNM 4348 TT+1V 38 . EGR 22
A% LncRNA MALAT1=2.28 & 5l NSCLC # % k
ARk I fE B 2R (P<0.05) . L3 3.
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®3 FMINSCLC BE XK ERFEH Cox EIAS
Table 3 Cox regression analysis of brain metastases
affecting NSCLC patients

FAISES BAE SEAH wald {5 HR1 95% CI  P{H

U EES 0.619 0.421 2.165 1.858 0.776~4.451 0.141
g BRI AU 1.065 0.320 11.070 2.900 1.675~5.021 0.000
TNM 7338 0.973 0.353 7.598  2.646 1.894~3.697 0.005
EGR %&7% 0.930 0.372 6.258 2.536 1.375~4.678 0.012

LncRNA MALATI 0.863 0.305 8.012  2.371 1.269~4.431 0.004.

3 itig

KA MiFE RS NSCLC S fs 42, Sk 4
i 2t % %) i s PR 28 % T i AR TS LA R
X WFFEF W], LncRNA Y 5 26 15 5 Bl (18 %
He BERSERYIAA Y LncRNA A 7EA MR I ZHS 0 e
TE IR, WA IR R 0T 55 B2 W S AN AR
Y™, LncRNA MALATI S5%8IRS% e Silish ks
JE BT R PUEBRG M RERE | iR 45 22 s 11 & 2E
KIEEYIM LY WFFEUESL , LncRNA MALATI 1E
NSCLC 4ff fifg i & ik K ~F F+ &, # #] LncRNA
MALATI %35 v 5 P45 miR-125a-5p f H AR HEA
Rab25 Fik , 300l it 20 B A 38 5, AR 4 B o s
BIE T 2588 S0 Bl A0 R, ) LncRNA
MALATI &35 vt 845 miR-205 &3k , 1 il 40
JELA S 58 5 3 A, 340 v H00 s A A e 98 /) B e 1 2
K A SE A NSCLC 3% 13 ' LncRNA
MALATI 3K, 858 Won e A A S5 AR I R 4 &
FMLTE LncRNA MALAT 357K 38 i T4 R4
ELINE RS 2H #3137 LncRNA MALATI 323k 7K
T AR 4, #E8 LncRNA MALATI 53385
NSCLC /& # & A i 7% % 45 ¢, vl A& & Sk i
NSCLC & & MR rbrEY . CAIRGE DR,
SR JE Il LncRNA MALATI %} NSCLC A — & 2 Wi ffr
{8, L3 o LncRNA MALATI K252 Wi RE s T
%, ELAE i e vh 2 Wil Re U T e o A
gyt ROC M3 & B, ML LncRNA MALATI
T NSCLC f8 35 A A i &% # 10 1t 21 T £
0.879, BT E K 2.28, HUBE K 0.84, FESPE R 0.83,
PEIR K 103 LncRNA MALATI1 /K-F-7E i PR _E X
NSCLC #& &M s A — etk S5 .

Jii i 955 J2: NSCLC £ & A ki 7 7% 19 16 1
s R DR E RO B R AR B
RetEER, ORI Bon , IR AE TP b & R %
MR . EGFR K78 /& NSCLC & &

ki i B8 1) o5 — > FE I PR &, EGFR 76 18 ¥ 3 b g
SR AR B 5 oAb B et R v & 5 EEEVE T, NSCLC
B R 4 2UfE7E EGFR 28748, HZ W T4k
W sl R R BT A RS B AR P
W)W b 4 L 5 NSCLC f# L ki A
K ARAFGE L Cox Z2 & A Hral S R R
PRI A g TNM 730 01 T+ IV 1 EGR 5848 J25%
el NSCLC 8 % A B B i fa b N 3R, 5 UEHGE
ZERIAL . ARFFEL Cox [MIAHTIL R , LncRNA
MALATI=2.28 50 NSCLC % kA0 % 7% i 16
W6 R 2, D0 AT RE Y B PR & LncRNA MALATI
PR il A RS B SR AT O

Zi b fr ik , NSCLC & A4 Wi 5 7 5 3 1 7%
LncRNA MALATI FRik/KF-F+ i, &5 NSCLC i
A R (R AR PR 2, AT RE AR N NSCLC
R R T 2 7% 1 Al B bR AR A, BT — 2 I R
M E.

2% 3k
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AR5 B BT B A 7T CHD J§ T2DM I iiF . Hey fe
TR EE P 550

FHEmM' RFT LEW' T OKRWHES BEG MHK

(8 ZE] BH HIAHERIEIRE S AT %0009 (CHD ) H 2 U PR (T2DM ) MR | [F 2420
SR (Hey) K A BE RO . F35E  TAIBUPEZEH 2020 4F 9 H % 2021 4E 9 H 404 45 A\ R B B 0A 1
24 CHD 45 JF T2DM M35 162 4], 4% B I3 B0} i iE I7 390 52 19 AS [m] 43 S W 5 4 (o 390 4 B 67 ER ALY
n=81) FX} BEZH (IR B B &7 ARATT , n=81) o X LT ALIMAG Hey MRS BE 4 7 55 R I b 2
AR, R 1BI7)E 44 HDL-C } Omentin-1 /K b F} . TC . TG .LDL-C . Hcy . Ifi. 3% K B . 4> ifiL kY
J& \IL-6 . TNF-a hs-CRP 7K - \NF-«kB 7K V- 7KV & B A, AR SE 2 e W ., 22 R 39 A e i % 3 L (p<
0.05) . JAY7J5 ,FPG.2h PG /KF T [, 2 R G245 L (P<0.05) ; AR Y7 1T 16 Y7 J§ FPG . 2h PG 7K
T R G2 E L(P>0.05) . WA RN L 2E R TG4 E X (P>0.05), &5 &4F CHD
4 I T2DM 5 38 R HC i 791 kit 7 £ Al T 36 g RN 4 205 SR B o, BB B A Ak 3 A LT L Hey | IURS B
NF-«B Omentin-1 F IfiUFE K | 98085 5 1 S R, FL28 4 i ml

[XiE]  HEPAAMTT ; Omentin-1; Hey; J&.0005 ; NF-kB; 2 BB R

Effects of different doses of rosuvastatin on blood lipids, Hcy and blood viscosity in CHD
patients with T2DM

LI Xiuli', ZHAO Fang®, SHI Meili', YU Shan', ZHANG Limin’, LU Kang', LIU Weilin'*

(1. the Second Department of Cardiology, the Eighth People’s Hospital of Hebei Province, Shijiazhuang,
Hebei, China, 050011; 2. Department of Respiratory and Nephrology, the Eighth People’s Hospital of Hebei
Province, Shijiazhuang, Hebei, China, 050011; 3. Department of Endoscopy Room, the Eighth People’ s
Hospital of Hebei Province, Shijiazhuang, Hebei, China, 050011 ; 4. Department of Laboratory Medicine, the
Eighth People’s Hospital of Hebei Province, Shijiazhuang, Hebei, China, 050011)

[ABSTRACT] Objective To explore the effect of different doses of rosuvastatin on blood lipid,
homocysteine (Hcy) and blood viscosity in patients with coronary heart disease (CHD) and type 2 diabetes
mellitus (T2DM). Methods 162 elderly patients with CHD complicated with T2DM who were admitted to the
Eighth People ’ s Hospital of Hebei Province from September 2020 to September 2021 were retrospectively
selected, and according to the the medical records of different doses of treatment, they were divided into the
study group (high-dose rosuvastatin, n=81) and the control group (low-dose rosuvastatin, n=81). Blood lipids,
Hcy, blood viscosity, inflammatory factors, regulatory factors and adverse reactions were compared between the
two groups. Results  After treatment, the levels of HDL-C and Omentin-1 increased, TC, TG, LDL-C, Hcy,
plasma viscosity, whole blood viscosity, IL-6, TNF-a, Hs-CRP and NF-«B levels decreased in tow groups. The
decrease was the most obvious in the study group, and the difference was statistically significant (P<0.05). After

treatment, the levels of FPG and 2h PG decreased, and the differences were statistically significant (P<0.05).
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There was no significant difference in the FPG and 2h PG levels between the two groups before and after

treatment (P>0.05). There was no difference in adverse reactions between the two groups (P>0.05).

Conclusion High-dose rosuvastatin has better lipid-lowering and anti-inflammatory effects in elderly patients

with CHD complicated with T2DM, and can more effectively improve the levels of blood lipid, Hcy, blood

viscosity, NF-kB, omentin-1 and blood glucose, reduce the inflammatory response, and the safety is acceptable.
[KEY WORDS ] Rosuvastatin; Omentin-1; Hcy; Coronary heart disease; NF-kB; Type 2 diabetes

CHD (Coronary Heart Disease , CHD) J& T 1§ ¥+
RGI R Ty W) — 8 28, LB AZ K,
LR SR T SRR B0 ki 4 L B ks R A AR, DA
T RS S ) BHL ZE BCE B AR IR L, By 3 B0 WLk
B R IRIE  HRE TR ), SO B
FEAE AL [ JBE 5 RARPL Z MIAAAE — € 8RR, T T
T2DM £ IV B 5 A v VA 32 T o e, T e vk
JEE 1008 25 52 el et R B0 Jok A i O, K e DA AT 2 &)
IR GRS IKF LR . Ak, TR =%
i B, CHD & J1 T2DM (Type 2 diabetes mellitus,
T2DM ) (8 #9 1F i#E— 2D A S falr PR R, PRI 2 G E

BACH 5 MG ARG YT R B AR B & A AT T
J& T R W H T 1 —Fh s s R 254, T A7
R R A R G O, (RS R G T S AT A A
THRIT M ICSE —n i, AL, A5 B 78
53 B AN ) 351 3t B &7 H A 7T 36 97 % 22 4F CHD & Jf
T2DM f& 45 Ifil A . [A] 24 > bt 24 FR (Homocysteine
Hey ) J RS BE 7K 15200

1 #ABEFEE

1.1 FEARTER

[F] JB 4 € B 2020 4F 0 H 2 2021 459 A W dt
A NN R B BRI % 4 CHD & Jf T2DM &
162 1], % B Dy 50k IR T R AN TR 43
fF 5 20 (i 00 2 B 27 AR AL 7T, n=81) FXT JR 2 (fi%
FEEEARAMTT , n=81) . 2N AbRUE : B3 £ CHD
A1 T2DM [ W 5 B 515 2 SR = A 2 ]
WIS W A5 =60 %/ ; I PRITRL 563 To ikl o HERR
FEAT < MV R G A A s AEAE AR MR, A A ™
R ARYGRITRET 1A H NHET A CIR YT 5 HiAth
HKAVHE IR s A A B UIRE 0 o gl — MRt
iR ILGIFFE X (P>0.05), W1,
1.2 ik

WL S 7 LUH BLIAYT , BIZS s P I /M
ERIR B IR SCRE SO BRI AR . X IR H T At
1T CHIE T 28« Bl Hr A1 e 250 28 &), it i S5
120160025 ) >R FGRI &, A il /K A, 10 mg/ik,

®1 WMABREXHFBILE (vxs)

Table 1 Comparison of basic data between the two groups

(x+s)

215 WFIE 41 (n=81) X4 (n=81) x/t{d P&
AR (2) 75.63+4.28 74.35+4.13 1937 0.055
HE (B ) 47/34 42/39 0.623  0.430
CHD Ji 2 (4F) 12.97+3.26 13.56+3.87  1.049 0.296
Wi IR A (4F) 6.24+1.39 6.89+1.48 1.463  0.146

WL 1(%)  10.25+1.35 9.87+1.29 1.832  0.069

1R/, WS T DU il i BT Ay T, s ik
TR, 20 mg/ik 1 R/, BESLIRYT 3M.
1.3 Kl

WAEIRYT T e WA B L F kA E I 5 mL, T
PLES 0 (3 500 r/min, 5 min, B0 2FE £ 8 cm) B
W o A IH [& [ (Total cholesterol, TC) . H il = Bif
(Triglyceride, TG) . f= % J& J5 & A JH [& B (High
density lipoprotein cholesterol, HDL-C) . i % J& Jig
#5 H B [& P (Low density lipoprotein cholesterol ,
LDL-C) ) Hey W 4 H 2l AE A6 20 B AN 2 5 i 2
R RE 4IRS B2 07 T A 0Nl B I 32000 5 5 A7
% -6 (Interleukin-6, IL-6 ) . i 983 2R K F-- o (Tumor
necrosis factor, TNF-«) | N I #E #% K 7~ (Neuclear
factor-«B, NF-kB) S Ifil 3¢ ¥ [l 5 -1 (Omentin-1) iz
JH TR B 5 W B 32000 2, B B C- W A 1 (hyper-
sensitive C-reactive protein, hs-CRP) Jvj FH 4 J& L it
PN 5E 5 55 i 1L (Fasting blood glucose , FPG) &
J& 2h I F¥% (Postprandial 2h blood glucose , 2h PG )iz
A AR i a0
1.4 4 ROV

G R 2 WU ROHEAR R o
1.5 Guitorik

PLSPSS 22.0 e it 8 F AT e it 0 i, it 5L
Pt (2 +s)FR A7 e K AR T n (%)
AT R DL P<0.05, N 22 FAEAEG T3 L

2 #ZR

2.1 W41 TC.TG .HDL-C .LDL-C /K- 4%
IR JT J5 45 41 TC . TG . LDL-C 7K F- ¥ F B% |
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HDL-C /K ETFF, A LIWF R e o B &, 2 X (P<0.05), W3,

SWA SR = X (P<0.05), WLFE 2, 2.3 M4 IL-6 . TNF-a .hs-CRP 7K F M 55
2.2  WitH Hey | I3RS BE K 4 ikl B b 45 VBIP )G, BF5E 44 1L-6 .\ TNF-a . hs-CRP 7K ik

)7 )5 45 4 Hey MURG B2 Je R 23T TP IR, 22 7 9 A it 8 L (P<0.05) o L
W&, P LIBE S dl i o B3, 2RISR SR K4

%2 WHTC.TG.HDL-C.LDL-C KFLb% [ (x+s), mmol/L ]
Table 2 Comparison of the levels of TC, TG, HDL-C and LDL-C between the two groups [ (x+s) ,mmol/L ]

151 u TC TG HDL-C LDL-C
WITH TR WRE wdre  oril  wnE e v
WAl 81 5.81+0.74 3.07x0.50" 3.25+0.63 1.71+0.48" 0.87+0.15 1.27+0.22° 3.84+0.72 2.53+0.41"
X AR ZH 81 5.63x0.71 4.12+0.63" 3.10+0.57 2.29+0.52* 0.91+0.16 1.10£0.18° 3.65+0.68 2.83+0.47"
1fH 1.580 11.749 1.589 7.376 1.641 5.383 1.727 7.504
P{H 0.116 <0.001 0.114 <0.001 0.103 <0.001 0.086 <0.001

5 EAHIRYT TR, P<0.05,

®3 WHHcy MRHEREMEELE (vs)

Table 3 Comparison of Hcy, plasma viscosity and whole blood viscosity between the two groups (x +s)

o . Hcy (ng/mL) 1L K % (mpals ) 210K 4 (mpals)
TRYTHT BT A TRITHT RITIE VYT HT BT IR
WA 81 21.18+4.62 15.26+3.15" 2.53+0.51 1.45%0.33" 4.89+1.07 3.25+0.48"
X BRZH 31 20.35+4.78 17.42+3.81° 2.38+0.49 1.86+0.41° 4.73x1.12 3.89+0.57"
t{H 1.124 3.932 1.909 7.011 0.930 7.730
P{E 0.267 <0.001 0.058 <0.001 0.354 <0.001

U - 5 R 4LR7 R ELAE, P<0.05,

%4 EEMAEIL-6.TNF-a hs-CRP 7K [ (x+s),ng/L]
Table 4 Comparison of the levels of IL-6, TNF-a and hs-CRP between the two groups [(x+s) ,ng/L]

a1l . _ IL-6 ‘ _ TNF-a ‘ - hs-CRP ‘
VRIT I RIT A YT RIT A NEEARI] RIT A
Tl 81 32.68+6.49 14.3424.27* 64.28+6.25 32.64+4.81* 7.26+1.38 2.63+0.80"
X} R 2 81 30.57+6.63 21.67+5.38" 62.56+5.80 43.62+5.23" 6.97+1.41 3.75+0.93"
1 1.077 9.605 1.816 13.907 1.323 8.217
Pl 0.283 <0.001 0.071 <0.001 0.188 <0.001

T SRR R, P<0.05,

2.4 Wizl NF-kB ,Omentin-1 7KF 4% 2.5 W%l FPG .2h PG /K- A5
1BIT A, P4l NF-«B /K F T F% . Omentin-1 7K GI7 I , P4l FPG .2h PG /K E TR, 2 A 5
BT, DR RO W, E R A SE i E X (P<0.05) s TALIR YT T IR YT JE FPG. 2h
=X (P<0.05), WS, PG /K I 22 S oge i 27 L(P>0.05) . WLk 6.
R 5 WiZH NF-kB.Omentin-1 7K F L [ (x+s),ng/mL ] R 6 WHFPG.2h PG KFLLE [ (x+s), mmol/L ]
Table 5 Comparison of the levels of NF-kB and Omentin-1 Table 6 Comparison of the levels of FPG and 2h PG the
between the two groups [(xxs), ng/mL] two groups [(x+s), mmol/L ]
NF-kB (0] tin-1 .
L R AL s an e R —
TRYT BT A MED AR WA YBIT EAE] bE AR WBIT e
W4 81 22.57+3.76 12.78+3.14° 19.93+5.42 26.48+6.83" Wigs4 81 9.82+147 7.21+1.12° 14.49+2.08 11.29+1.47"
XPHRZH 81 21.49+3.68 16.39£3.42' 20.79%£5.51 22.69+6.27" YPHRZL 81 9.56x1.43 6.89+1.08' 14.12+2.03 10.82+1.72*
5 1.847 6.998 1.001 3.679 1 1.141 1.851 1.146 1.870
P1E 0.067 <0.001 0.318 <0.001 P 0.256 0.066 0.254 0.063

1 S G RT EE, *P<0.05, 1 5 IR AT L, ©P<0.05,
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2.6 AR
PN B N He 3 22 S oG i h 2% 7 L (P>
0.05), W7,

®1 MAFRRRMEILE (n(%) ]
Table 6 Comparison of adverse reactions between the two
groups [1n(%) |
gkl n 3z Wi

HEAR #it

Wrogdl 81 2(247)  3(3.70) 2(2.47) 7(8.64)
X4 81 1(1.23)  2(247) 1(1.23) 4(4.94)
Ve 0.878
P1a 0.349
3 itig

VLA SR CHD 1Y % A 2R S B W kg ka3, mi v
i CHD & £ | & J b A vh e oy ™ o () s i [R 3%
Sl bk o R R Ak 2R 7 5 LRSI PR L, WIS
7K, CHD 4 7 T2DM 8 2500 i 1ML 78 9 95 119 2 26 XL
I6: I 8 7 T B4l CHD SR,

WEFEHE L B AT S o5 2 Bl Dk ks A s Ak 1y
AR LA, 2] TR A Qi A A T sl bk A A AL
() EERRAE SR ™ T T 225 Bk D\ R 2 1 PR BB
BEfE—REW B sh ko RERE AL Y 25, LR W2 0
FENe SPTRIEA™ . Imdr My T & T8 B —Fh
TG, BABAERBERRVERT, REA R 1 il /)N
M R A 50 = A, FF It AR IR PN
B, Cho %M HFFE 48 i, X F4 I T2DM 11
CHD B M5 , AR & A A&7 AT T8I0 7 S50k
FIEZES . AW w4697 )5 TC . TG .LDL-C
IKEA % B A \HDL-C 7K P48 %) BB 26 35, g 7]
UL, v 70 () B AR T T 2 AR B 3 1) ) R
WX SRR Serik 25 RS LS AL, Hey &6
(1) —FhJE 05 75 ZFE IR , A OCHIE ST G H , Hey /K P
T2DM B 3 5 AR By ke s 1) ™ 25 A B A AE — A K
Z . Bubnova %" ifF5E R ], CHD & Jf T2DM [ 3
AR 9 3L A A I YRR B 52 BHL 35068 1 40 e ) £ 2R
B /N KRG B o ASBIFSE b DF SR ALIR YT IS Hey
I 25 B R 4 i A RIS TE S 1w 7 i 1Y)
Ty S AR T T AT AT RL A B S Hey Bkt BE 7K, i
AR M AR AT 1Y R A O

Ak Z 5T 45 33 B 7R, CHD & Jf T2DM
MR R EIERE T, B S S AR R 1 R
PSR, T 4 14 5 0T A a0 A 2 17 e s i
DIReZ W AH GRS R AR5 T 167 5 i
Y4 IL-6 . TNF-o .hs-CRP /K VA T B4, gk —

HUESE T 0 o A B A AT T X DR AL A M S
o7 B 35S BH S AR TR i B B AR AT T o 3 AR A
FF9E 7, NF-kB . Omentin-1 2 5 CHD 4 3t
T2DM [ KA R SRt RE ™ AR5 iRI7 e ,
2H NF-kB 7K V- F 4 .Omentin-1 /K F- T}, 3 LLAFSE
H o B U R R B B AT AT T T A RO
3 ## NF-kB . Omentin-1 /K V-, ABFFEE5F T
PO IME 7K, 4558 WoR 3397 )5 P4 FPG . 2h PG
IR TR, 3 U BH B EF AT T PTG 200 8 19 I
B, X 0] B8 5 B EF AL TT A 5 BRI R TR T BE , BE
AR MR R B AA BEYIOCR . HALIRYT
HI IAYT 5 FPG.2h PG /K- 3 22 S+ B4 124
S, U BH T B XS 0 3 A AR AT T R R — e R A
PEo BEAN, LR KR X oK L o 3 22 5, i —
A1 B R R R A T AR T e A i T

Zi LA 24 CHD & Jf T2DM & R U
7RI £ By AT RIS BT 98 SO T A, B O A AK
e B4 1A (Hey | RS B2 \NF-kB . Omentin-1 ¢
1R N A 2 ) A B 7 d 4 11 S

Sk

(1] AR, B, SR PHUE . Sn&F Aot i1 4 Bva 7 0 2 AUBE IR
I I e Lo SR LI S A bR SO D RE RS R [0 . AR
PR 220k, 2022,24(1) : 75-77.

(2] MR, 25, 4L A BT HRALT 0k 2 RO ARR 13 15 Lo
9 N PCIARJF LI sLox-1 . hs-CRP TNF-a ZKF-Ry520 [T]. o
PG RS A DI LB 2%, 2019,17(15) :2254-2258.

[3]  Wang G, Gong D, Liu Q, et al. Effect of different dosage of
rosuvastatin on blood lipid in patients with coronary heart dis-
ease intervention therapy [J]. J Cardiovasc Surg (Electronic
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The value of combined detection of serum HbAlc, NT-proBNP and c¢Tnl in predicting in-
stent restenosis after coronary heart disease complicated with diabetes mellitus after PCI
YANG Qing*, LV Shuzhi, WEI Xuefeng

( Department of Cardiovascular Medicine , Nanyang Second People’s Hospital , Nanyang , Henan, China,
473000)

[ABSTRACT] Objective To investigate the effect of combined detection of glycosylated hemoglobin
(HbAlc), amino-terminal pro-brain natriuretic peptide (NT-proBNP) and cardiac troponin I (¢Tnl) on in-stent
restenosis after percutaneous coronary intervention (PCI) for coronary heart disease complicated with diabetes
mellitus (ISR) predictive value. Methods A total of 256 patients with coronary heart disease and diabetes who
were diagnosed by the Department of Cardiology of Nanyang Second People’s Hospital and treated by PCI from
January 2019 to December 2021 were selected and divided into the ISR group (n=45) and the non-ISR group
(n=211). Serum HbAlc, NT-proBNP, and cTnl levels were detected, and serum HbAlc, NT-proBNP, and
cTnl levels in patients with different conditions were compared. Logistic regression analysis was performed with
serum HbAlc, NT-proBNP, and cTnl levels as independent variables, and receiver operating (ROC) curve

was used to analyze the predictive value of the three alone and combined detection on ISR after PCI. Results
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The levels of serum HbAlc, NT-proBNP and cTnl in the ISR group were higher than those in the non-ISR
group, and the difference was statistically significant (=6.678, 3.220, 5.268, P<0.05). The levels of serum
HbAlc, NT-proBNP and cTnl in the mild degree of diabetes were lower than those in the severe degree (=
8.852, 2.900, 4.508, P<0.05). Serum HbAlc, NT-proBNP, and cTnl levels in the severity of coronary artery
disease were: mild < moderate < severe, and the difference was statistically significant (r=22.501, 8.875,
30.881, P<0.05). Logistic regression analysis showed that serum HbAlc, NT-proBNP and cTnl levels were
important influencing factors of ISR after PCI (P<0.05). The AUCs of serum HbAlc, NT-proBNP, and cTnl for
predicting ISR after CPI were 0.814, 0.851, and 0.863, respectively. The AUC of the three combined detection
for predicting ISR after CPI was 0.925, which was better than the three alone. Conclusion Serum HbAlc, NT-
proBNP, and cTnl have a certain relationship with the condition of patients with coronary heart disease and
diabetes. The combined detection of the three has high predictive value and can be widely used in clinical practice.

[KEY WORDS |

intervention; Glycosylated hemoglobin; Amino-terminal brain natriuretic peptide precursor; Cardiac troponin I

Coronary heart disease complicated with diabetes mellitus; Percutaneous coronary
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K-, H PCT R S5 ISR SRl ™ . &K
it fi%i £ B 71T 74 (Nterminal pro B type natriuretic pep-
tide, NT-proBNP )& H Fij 5 52 190 NE D g A Py bs
EW, O WUILES & 1 1 (Cardiac Troponin I, cTnl) A
O U3 bR 9, Y% PCT AR J5 ISR BAT —E 1Y
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FALR) 2 BUBEPRIGAH DS WbRE s @Ak Bl ik
W AR 2D 1 IER B PKRAE =50% ; DA 40~75
%Ol veRt ek . HERRbRE : O S0 PCLIR
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il 28 A B 5 HbAlc \NT-proBNP ., cTnl 7K 3F- % PCI
A JE ISR By TN 2% B L JF 3158 ROC 1 48 T T A1
(AUC) | #5818 LA K X 1 A 52 B0 R FN e S5 B
DL P<0.05 B 227 A Gt Lo

2 HR

2.1 PI4LIG R %R 2 1L 7% HbAlc . NT-proBNP
cTnl /K- L

PHAL AR R0 BMI, S HRANE0 S B A%
568 o 95 o T2 LA BOHE DR s 72 LE 8 2% S o i
= X(P>0.05) ;ISR £/ Ifi. 7 HbAlc .NT-proBNP
cTnl /K FH = F ISR 4, Z 3 A 4122 X (P<
0.05), WLF#E1,

#1 WAIGKZE LRI 7E HbAlc NT-proBNP . cTnl 7k F
P [(x£5), n(%) ]
Table 1 Comparison of clinical data and serum HbAlc,
NT-proBNP and cTnl levels between the two groups
[(x£s), n(%)]

_ ISR 4 ISR 4 .

b (3:45) ﬂ(izsm%l xifi P
Y (%) 61.42+6.23  60.79+6.45  0.565 0.573

o % 26(57.78)  73(60.33)
e 4 19(4222)  48(3067) 089 0700
BMI (kg/m?) 22.49+2.40  22.37+2.46 0281 0.779
KIAH(A) 2.02+0.29 2.01+0.31  0.188 0.851
T (mm) 2.91+0.55 2.87+0.61 0385 0.701
JEE Lo R (4F) 8.16+1.11 797120 0919 0.359
BH R R (4F) 10.61£3.01  10.54+2.98  0.134 0.893
HbAlc(%) 6.50+1.07 541+0.88  6.678 <0.001
NT-proBNP(ng/L)  841.12+157.95 751.48+159.96 3.220  0.002
cTnl(wg/L) 9.54+1.61 6.95£1.77 5268 <0.001

2.2 [w]HE PR e 1 A e ks A 7 R
B Y I HbAlc .NT-proBNP . cTnl /K- Fb#5

W PR FE H 1M HbAle NT-proBNP . cTnl
KB TRERE, ZRA5iH 7 X (P<
0.05 ) 5 A [ 36 Jiik i 72 7™ B 7 B B 35 1Y ILTE HbALe
NT-proBNP ., c¢Tnl 7K V- 34 2 H JiE 8 55 <H e 34 <
PR ZRASIEE X (P<0.05), W3R 2,
2.3 O A IR I PCI RS ISR KA1
Logistic [ 553 4fr 45 5

DL PCI AR J5 & 15 & A ISR AE N R ZF B (75=0; &
=1), LLIfL7E HbAlc NT-proBNP . cTnl /K-AE R A AE
(I3 HbAlc NT-proBNP . cTnl /KLU 2 3%
SERE A < =0;>F P =1) , Logistic [1]
I3 4E 5 B R 1L HbAle NT-proBNP . cTnl 7/KF-
J& PCIARJG ISR By ST fiafr K 3R (P<0.05) . W3R 3,

®2 AEBRFRFREEE.SHRRECEREREN
3% HbAlc NT-proBNP, cTnl 7K FEHIELEE (v +5s)

Table 2 Comparison of serum HbAlc, NT-proBNP and

cTnl levels in patients with different degrees of diabetes .

different severity of coronary artery disease (x+s)

- HbAlc NT-proBNP cTnl
P B
e (@  (gl)  (pgl)

e s B (n=146) 5.61+0.74  767.82+160.01 8.05+1.81
R R (n=110) 6.47+0.87 827.49+166.83 9.11+1.93
tHH 8.852 2.900 4.508
P1E <0.001 0.004 <0.001

I (n=176) 5.45+0.81 751.55+149.76 7.01x1.79

I (n=51) 6.01+0.99° 799.07+124.69* 8.24+1.68"

FFE(n=29) 6.51x1.07" 864.07+115.26" 9.5%+1.62"

FAH 22.501 8.875 30.881

PiE <0.001 <0.001 <0.001

1 22 LSD-t ke, AR BEAH LA, *P<0.05, 5 HPEEZH LA, °P<0.05
%3 Logistic [EJ34#7 PCI R J5 ISR B &M [H =

Table 3 Logistic regression analysis of the influencing
factors of ISR after PCI

ek Ik AL

JEERRE

WA ZE  BE SEME Wald ¥{5 OR{E  95% CI  P{H
HbAlc  0.781 0262  8.886  2.184 1.307~3.649 0.003

NT-proBNP 0.661 0.228 8.405
cTnl 1.680 0.518  10.519

1.937 1.239~3.028 0.004
5.366 1.944~14.810 0.001

2.4 [fil7F HbAlc .NT-proBNP  cTnl /K- %} PCI A
J ISR 4 T AN (i

ROC £/ #7 i8.7R | 1L HbAlc NT-proBNP
DL K eTnl LA e = 35 Bk A2 Wi %t i 1 AUC 43 51 K
0.814.0.851 ,0.863 .0.925 , 1446 I 1 18 & T =
HHMXF PCIARJS ISR B A . WL 4 F 1.

£ 4 & HbAlc NT-proBNP IR cTnl /K E R BEE
KT PCI ARG ISR B HLMNME
Table 4 Serum HbAlc, NT-proBNP and cTnl levels and
their predictive value for ISR after PCI

e b e FLqE 2 BURE FRR A

BEC (%) (%) AUC H%d

HbAlc 557  0.565 80.03 7648 0.814 0.622~0.829
NT-proBNP 919.00 0.627 82.63 80.04 0.851 1.979~2.403

¢Tnl 7.711 0.696 84.17 8545 0.863 0.640~0.969
i il 0.823 90.02 9231 0.925 0.808~0.997
100
HbAlc
80 HT-proBNP
cTnl
g 60 Jiieg oail]
# 40
20
0 20 40 60 80 100
-4 5
B 1 ROC fizk

Figure 1 ROC curve
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(# Z] BH bz (H bAle) JR A P/ ELE (UACR) 5 2 BUBE RS (T2DM) Jif
B RBURIER AR . Fik EE20184F 5 H 2 2022 4F 3 H 2680048 e R T 5 R X3 R BHOG B BE 1 B lic i
1 116 {4l T2DM F & VE Ry B, 57 356 AR e ) ARG A 2 50 44 VB Rkt AL, H 44 HbA e \UACR |
5 15 2 BURMEFE $ (IST) , 34 HbAlc \UACR ISI Xf T2DM ({12 Wi/ ; 7341 HbAlc \UACR . ISI X % R Js
B & A= RV R 52, 737 HbALe \UACR 5 2 BUBE RS - 55 ISTAAH G . 455R W%¢4H HbAle .UACR
AKOF-pes Tt BR2H, ISUIE T4 BE 4, 24 59 G275 X (P<0.05) ;HbAlc \UACR ISTEX 42 T2DM ) AUC
4 0.922; T2DM 4 HbAlc \UACR 5 ISI 2 fi A5 £ (P<0.05) ; HbAlc \UACR | ISI =5 K- £ B B s
995 K8 XIS 20 1) SR AP K S B Y 3,156 1% . 5.647 175 .0.238 4% (P<0.05) . #Z5iE  T2DM H#% HbAlc ,UACR
B T, S AU S UG OE R, IR G RANAT B T2 T2DM, B s B & A KU

[SEs@im] 2 RUREPR ; 15 2 BB ; HbAlc; UACR

Relationship between HbAlc, UACR and insulin sensitivity in type 2 diabetes

HE Xiuli*, LI Lei, YAO Yao

(Department of Endocrinology, Huainan Sunshine Xinkang Hospital, Tianjia-an District, Huainan, Anhui,
China, 232007)

[ABSTRACT] Objective To investigate the relationship between glycated hemoglobin (HbAlc) ,
urinary albumin/creatinine ratio (UACR) and insulin sensitivity in type 2 diabetes mellitus (T2DM).
Methods 116 patients with T2DM admitted to Huainan Subshine Xinkang Hospital in Tianjiaan District,
Huainan City, Anhui Province, from May 2018 to March 2022 were selected as the observation group, and
another 50 healthy individuals from the same period of physical examination in our hospital were selected as the
control group. The HbAlc, UACR, and insulin sensitivity index (ISI) of the two groups were compared, and
the diagnostic value of HbAlc, UACR, and ISI in T2DM was evaluated; the effects of HbAlc, UACR, and
ISI on the risk of diabetic nephropathy were analyzed. The correlation between HbAlc, UACR and ISI in
patients with type 2 diabetes was analyzed. Results HbAlc and UACR levels in the observation group were
higher than those in the control group, and ISI was lower than that in the control group (P<0.05). The AUC for
the combined diagnosis of T2DM with HbAlc, UACR, and ISI was 0.922, which was significantly higher than
the diagnostic value of each indicator alone. HbAlc, UACR, and ISI were negatively correlated in patients with
T2DM (P<0.05). The risk of diabetic nephropathy in patients with high levels of HbAlc, UACR, and ISI was
3.156 times, 5.647 times, and 0.238 times that of patients with low levels, respectively (P<0.05).
Conclusion HbAlc and UACR are significantly increased in T2DM patients and negatively correlated with
insulin sensitivity. The combined detection of the three factors is helpful for the diagnosis of T2DM and predicts
the risk of diabetic nephropathy.

[KEY WORDS] Type 2 diabetes mellitus; Insulin sensitivity; HbAlc; UACR
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2 HUBE PR 9% (Type 2 diabetes mellitus, T2DM )
Rl R WL P A A R AR e | IR AE R, A2 B
6 7 s R B A5 A0 i A8 A D 2R 52 ), 0 R R
YR SR IR PN R R Y S
1, T2DM ERHLEN 5 8 i T4 ¢,
FHOCHFZE 45 11, T2DM B2 24 50% 8 5 B 41 i 2
REFE %, R 0 s A I A7 7 56 5 B 40 L o e
e mrae Y, LI 41 2 H (Glycosylated hemo-
globin Alc,HbAlc) A X B T2DM f 2 3T 1 il B 7K
AR , HbAle AN T2 lm R i &8 TAE B A
L S, [l S5 PR I A 6 R AT, HAR
] ST X5 DR s 8 25 I TS B 4 5 e AL
NP PRAMCE & 5 ILET H{E (Urinary microal-
bumin creatinine ratio, UACR ) Sk % 5% 15 4 77 i
£ 512 W B BDE PR e 1 T SR AR . BF ST AR
76 T2DM 35 H, UACR A& 11 5 9 1 4
TEPESCAE , (Rl 2 5P iR 1 A2 | 5 2 R0 I &
KAEXRZEY . AW T HbAle \UACR 5
2 RUBE PRI IR & R BURME C R BT EERIR T 4
WS, S50,

1 AHESHE

1.1 IR R

VEHL 2018 4F 5 H & 2022 4F 3 H W PG H B
B Bt (5 T B B B e ) PN 43 W B ICTA 7Y 116 )
T2DM B EAE ML, HI75 & T2DM M 12 Wiks
WET JNAE R R AR5, ELIG RS RHE 20 52 3 HEBR
B I MR B e e RGP B O A R
BLNE AR DI RE AT AE AR R s N B . Y ik
BRUAS B [T I A fi B 25 50 44 1 kit R4

BT 74 6], 4 42 ], 4F-JE 20~67 (43.50+
9.82) % , 1K 5 1 5 %1 21~28(24.50+2.06 ) kg/m?; ¥f
W T 32 44, 20 18 44, 4 1% 20~70(45.02+10.67)
&R RS R 20~28(23.98+1.79) kg/m?®, ) 41 4F
I RIS UNDIN TR R G A A SN RS o ES a e
B (P>0.05) . AWFITAEREE AP 14
At
1.2 Jiik

2R S RS T AR 5 mL SR K O
Db T 82 A R A IR A ) A A R 2O A i
P & 2 HbALe K7, 55 i B2 S A= W He R A
B2 ) B it Ab 2 e o i 70 8 DN s T i R
(Fasting insulin, FINS) , & ft i 15 I 22 25 15 i b

(Fasting blood glucose , FPG ) 7K -, 1154 il & 2 ¢
JEHE %4 (Insulin sensitivity index , IST) PFAf i i K L
B 1SI=1/(FINSXFPG ) , R H N AR IE A 5045 , 4
B B BCHL [ 4R X % B IST=-1n (FINSXFPG) , Wit 4E
2 mL 2R, A1 A YRk A BR S F A
MR PR 72 700 0 O PR LI 7K, LI &7 35 A= P Ft
oA BRZA wl R G g B v 3 5] 0 2 PR el 14
K, 71 UACR,
1.3 WEAER

(D P 1 HbAlc, UACR. ISI [ % ; @ HbAlc,
UACR .ISI %} T2DM 2 Wi it {8 ; @ HbA1c .UACR
5 ISTAH G s @ W i B iy, [ 125 BT, &%
HAR PR 2 Sl PRI 2 43 2 T A8 I B 2 AL R A
e AR DR B OS5 B 93 4 Rl (2021 4R ) Hh b Ik
995 55 95 A A2 WA o R R S R A PR
B 95 , 43 HF HbAlc , UACR . ISI % B bR 9 5 ik & A=
JRUB: A5 )
1.4 GiteFrik

G225 SPSS 22.0 2 FEEUHE | 1%
BER (o £5) 2R AT e K565 THECRBER H n(%)
Fn AT K5 5 AH MR ] Pearson AH 56 78 BB
HU AT 5 PO A R FH 32 308 T AVERR1E (Receiver
operating characteristic, ROC) [l £& 73 #7 ; i FR 95 '
I K299 TG I P SR ) RR A6 . L) P<0.05 234
SRR o=

2 FHR

2.1 ¥4 HbAlc .UACR .ISI H.5¢
W L4 HbAlc .UACR 7K F &5 T %t BB 4H , IST{I%
FTXR , 2R A5 22 R L (P<0.05), WWE 1,

®1 PHHLALc,UACR.ISI L (x£s)
Table 1 Comparison of HbAlc, UACR and ISI between

the two groups (x+s)

21531 n HbAlc(%)  UACR(mg/g) ISI
WEH 116 8.59+1.74 14.28+425  —5.52+0.48
Xt iR 4 50 4.62+1.14 42.39+9.41 —4.74+0.29

tHH 14.808 26.565 10.671

PiE <0.001 <0.001 <0.001

2.2 HbAlc.UACR .ISI X T2DM W2 Wi i (i

224l ROC Hh £k, 45 7% , HbAlc \UACR . ISI
12K T2DM [ AUC 4351 4 0.828.,0.815,0.813, K
A2 W AUC Sy 0.922, 3455 bn B2 W (5 B 1
P, WE2 E1,
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%2 HbAlc,UACR.ISI Xt T2DM KIS B #1E
Table 2  diagnostic value of HbAlc, UACR and ISIin T2DM

WU R

i
fhF AUC  oswcr ML T T P

HbAlc 0.828 0.762~0.883  5.67% 67.83  72.00 <0.001
UACR 0.815 0.748~0.871 36.49 mg/g 80.17  74.00 <0.001
ISI 0.831 0.765~0.885  —4.99 7241  86.00 <0.001

A2 W 0922 0.870~0.958 87.93  86.00 <0.001
100
HbAlc
80 UACR
— IS1
¥ w0 Wt i
=y
g,g
® 40
20
0 20 40 60 80 100
100-455 5 1 (%)
E 1 ROC Hi%k

Figure 1 ROC curve

2.3 HbAlc.UACR 5 ISI #H61

Spearman H ¢ 4 43 #7 7] A1, T2DM i &
HbAlc, UACR 5 ISI &£ i #] 56 3¢ & (r=0.669
0.723,P<0.05), WK 2,

15 r=-0.669 P<0.0001 25 y=-0.723 P<0.0001
= ~ 20
Q\Q o0
E 10 Eﬂ 15
z 2
= 5 o 10
=
25
0 0
75 <10 -65 6.0 -55 -50 -4.5 75 <70 65 -6.0 -55 -50 -4.5
ISI 1S

B2 HbAlc,UACR 5ISIHH% 14
Figure 2 Correlation between HbAlc, UACR and ISI

2.4 HbAlc UACR IST XFHH IR B9 & A fE 6 B
)5 1]

Biti 375 7] 260, 116 6] T2DM H 3% v 18 1] 33 2
BRI 9% . LA T2DM 4 HbAlc ,UACR ISI ¥
BIE R F 53 M AR 5 & K B35 . HbAlc,
UACR | ISI /5 7K - 8 35 W5 DR s B s 2 g DRSS 2 A1
IKF 5B E 1Y 3.156 115 (95%CI: 1.105~9.016) | 5.647
£5(95%CI: 1.361~23.428) ,0.238 5 (95%CI : 0.073~
0.777) (P<0.05) ., W23,

T2DM 3= 28 A PR A 2 JR 5 28 40 Wb D) e I8 55
50 5 R AHRBTHERG n, 4 A B e IR A T Sl
JBE I B A At % 5 5 R T e A 9/ TE R T R A IR
5 B A g e, HBEE RS B AT fes L s,
T2DM & 5 1 A Wil ' PRk, Bk B
T2DM, 1E B PFAl £8 35 1 5 D, BEF% A B 20
TRIT 7 58 I A 2% s ek /D W PR 0 4 O R IE Y B
B, X B I R T ELA B

H AT I8 A6 2 T2DM 2 Wt & E A8 b5, H 5
ZHAE Z %12 Rie R85 . HbAlc fE
poRiIEAR: ) RNk RS AN g S KR 7/ R 1
MR Z K 3L 25 2~3 A A 1 UK, % 5 L
PRI OB ELA e BE R REE T AR S o g 4
HbAlc 7K F B 4 & T % B 41, H HbAlc i2 W
T2DM #J AUC {E7E 0.7 A I, 5EEAEIF 5T 45 R —
0, W HbAlc il fE M il FR2 Wi T2DM 1Y 4= 9 2%
bRz —o IEAER, KEWFFUESE , AR 2R
A7 78 S IR AL 4 B 1048 P9 2 32 50IR 28 i
L4 P R 383405 7E T2DM % A & 8 vh ok 5 B B4R
o ABF5E HIgE2H UACR /KB i T BR 2
7% T2DM M H177E UACR FHE5 ¥4 ROC ik 3%
B UACR £ Wi T2DM i AUC { Ky 0.815, Al
T2DM 2 Wit§h5rZ —. UACR MR 8 -5 LB
FUAEL, BR T IR 1A 1 55 U HE Hh et PRS2 A TR R R 52
e T 9 35, 0 22 4 H P A= JULIETHE k2380 X 1 | ik
D2 HAE T — 2 R PR IE TP 5, 8 o ali R
F AR 0 BN i RS, FLARR S T

T2DM 3 3 %2 5 [ 5 A0 ik = 5 5 =
HRPUA G, RS B 41 P RE R 5 R 5 R kPt
s SH E R A — S R
7~ , T2DM & 35 HbAlc /KF- 5 ISI 2 AR G R,
$2 75 Fifi T2DM H 3% HbAlc /K F Th i, i 5 K U
PEREZ TR, T2DM i AR ok e v, ZE A 2 0% A

=3 HbAIc . UACR.ISIXMHERF SRR EBEERNZ (n(%)]

Table 3 the influence of HbAlc, UACR and ISI on the risk of diabetes nephropathy (n(%)]
a1l . HbAlc UACR ISI
mAKFE(n=61)  EAKF-(n=55) FAKF(n=68)  R/KF(n=48) K (n=53) KA (n=63 )

K 18 14(77.78) 4(22.22) 16(88.89) 2(11.11) 3(16.67) 15(83.33)

kA 98 47(47.96) 51(52.04) 52(53.06) 46(46.94) 50(51.02) 48(48.98)
RR(95% CI)H 3.156(1.105~9.016) 5.647(1.361~23.428) 0.238(0.073~0.777)
U1l 2.140 2.607 -2.472
P 0.032 0.009 0.013
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Diagnostic value of GGT, BNP and eGFR detection in hypertensive patients in early
renal damage

LI Huali*, WANG Xu, ZI Xiao, YANG Jinyue

(The First Ward, Department of Cardiovascular Medicine, Beijing Shijitan Hospital, Capital Medical University ,
Beijing, China, 100038)

[ABSTRACT] Objective To analyze the diagnostic value of r- glutamyltransferase (GGT) , brain
natriuretic peptide (BNP) and glomerular filtration rate (eGFR) detection in hypertensive patients in the early
stage of renal damage. Methods 113 hypertensive patients admitted to Beijing Shijitan Hospital Affiliated to
Capital Medical University from February 2019 to May 2021 were collected as the study group, including 29
cases of hypertension grade 1, 63 cases of grade 2, and 21 cases of grade 3; there were 41 patients with renal
impairment and 72 patients without renal impairment. In addition, 89 healthy people who received physical
examination in our hospital during the same period were selected as the control group. (D) The expression of
eGFR, GGT and BNP in different populations were compared. @ The expression of eGFR, GGT and BNP in
patients with different hypertension grades were analyzed. (3) The expression of eGFR, GGT and BNP in
patients with renal impairment and without renal impairment were compared. 4 The ROC curve was drawn to
analyze the diagnostic value of eGFR, GGT and BNP for early renal damage in hypertensive patients. Results
The eGFR in the study group was significantly lower than that in the control group, and the expression levels of
GGT and BNP were significantly higher than those in the control group, the differences were statistically
significant (P<0.05). The expression of eGFR in patients with different hypertension grades was grade | > grade
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Il > grade Ill , the expression of GGT and BNP was grade | <grade II <grade Il , the expression level was

significantly higher than that in the control group, the differences were statistically significant (P<0.05). The

eGFR in the early renal damage group was significantly lower than that in the non-renal damage group, the

expression levels of GGT and BNP in the renal damage group were significantly higher than those in the non-renal

damage group, and the differences were statistically significant (P<0.05). The combined detection of eGFR,
GGT, and BNP had an ACU of 0.848 (95% CI: 0.776-0.920) to assess early renal damage in hypertensive patients,
which was significantly higher than that of the three alone (P<0.05). Conclusion The levels of eGFR, GGT,

and BNP can be used as important reference indicators for the evaluation of early renal damage in patients with

hypertension, and combined detection can improve the diagnostic accuracy of early renal damage in patients.
[KEY WORDS ] Hypertension; eGFR; GGT; BNP; Early renal damage
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Table 4 Diagnostic value of eGFR, GGT and BNP for early

renal damage in hypertensive patients

T A 7 AUC  95% CI  fUE Few% PH
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eGFR+GGT+BNP 0.848 0.776~0.920 0.805 0.750 <0.001
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Relationship between the changes of serum thyroid hormone and T lymphocytes and the

stage and type of disease in patients with vitiligo

WANG Chunlei', LI Yinxi', YU Shengbin', ZENG Ying**

(1. Department of Dermatology , Xinzhou District People’s Hospital, Wuhan , Hubei, China, 430400 ;
2. Department of Dermatology, Wuhan Children’s Hospital Affiliated to Tongji Medical College, Huazhong
University of Science and Technology, Wuhan, Hubei, China, 430015)

[ABSTRACT] Objective To investigate the changes and significance of serum thyroid hormone and
peripheral blood T lymphocyte levels in patients with vitiligo. Methods A total of 90 patients with vitiligo
(Vitiligo group) and 90 healthy volunteers (healthy group) diagnosed in Xinzhou District People’s Hospital of
Wuhan City were selected, and the serum levels of thyrotropin (TSH) and triiodothyronine (T3), thyroid hor-
mone (T4), free three-point thyroxine (FT3), free thyroxine (FT4), peripheral blood T lymphocytes (CD3+,
CD4+, CD8+) expression levels were detected. Stratified analysis was performed according to disease stage and
disease type. Results The expression levels of serum TSH, FT3, FT4 and peripheral blood CD8+ T lympho-
cytes in the vitiligo group were higher than those in the healthy group, and the difference was statistically signifi-
cant (P<0.05). The peripheral blood CD4+ T Iymphocytes and CD4+/CD8+ ratio in the vitiligo group were low-

er than those in the healthy group, and the difference was statistically significant (P<0.05). There was no statisti-
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cal difference in the expression levels of serum TSH, FT3, FT4, T3, T4 and peripheral blood CD3+ T lympho-
cytes between the advanced and stable vitiligo groups. The peripheral blood CD4+ T lymphocytes and CD4 +/

CD8+ ratio of patients with advanced vitiligo were lower than those of patients with stable period, and the differ-

ence was statistically significant (P<0.05). The expression level of CD8+ T lymphocytes in peripheral blood of pa-

tients with advanced vitiligo was higher than that of patients with stable period patients, the difference was statisti-
cally significant (P<0.05). There was no significant difference in FT3, FT4, T3, T4, peripheral blood CD3+,
CD4+, CD8+, CD4+/CD8+ between the vitiligo group and the vulgar type (P>0.05). The CD4+, CD4+/CD8+ in
peripheral blood of patients with vitiligo was significantly negatively correlated with the VIDA score of the pa-

tients (P<0.05), and the peripheral blood CD8+ was significantly positively correlated with the VIDA score (P<

0.05). Conclusion Vitiligo patients have a certain degree of immune dysfunction and thyroid dysfunction. T lym-

phocytes in peripheral blood are related to disease stages, and serum TSH is related to disease classification.
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2.3 AIA] 3 B g XU I IR BRI A
JE I T 5k B 40 He g

7 B A P KU AR 1 LT TSH & 1 5 7
BH ZEFAH IR L (P<0.05) ;77 B AU A
B E S T WM B H FT3 . FT4,. T3, T4, 41 JH 1.
CD3+ .CD4+ .CD8+ .CD4+/CD8+ L 4% , 2% R34 T0 4%
P L(P>0.05), W3,
2.4 I AR BR R AN I T b LA L
JAURR 0 5 R B T DG 3R

P XL 4H 5B 3 Y LY TSH . FT3 . FT4. T3 . T4 .
A1 JE 1L CD3+/K -5 5 1) VIDA F43- 76 B i 14 A1
KM (P>0.05) 5 5 XU R 3 19 A1 A i CDA4+ |
CDA+/CD8+ill 7 {H 5 & VIDA 1157 1t It 2% 11 AH
X (P<0.05) , 7 & 1. CD8+5 VIDA 143 & i 3% 1F
X (P<0.05), W4,
3 iTig

1 XURR PR R A BB e
o AR LI, AR B B 5tk BRI
HAMLRZBRIERT, FRBEMEES ST R
ik - i T - B ER B 1 B L R, R DR R 1)
RIETIRERIMFE R . ARWFFREE R B, A AL
Y I0LTH TSH  FT3 FT4 525 T B4, 26 0 %
U ) 00 5 s R IR IS R A G ARk

®1 BERNAMBRANDEFKRRE.THEHEBILE (x+5)

Table 1 Comparison of serum thyroid hormones and T lymphocytes between vitiligo group and healthy group (x+s)

2H 51 n  TSH(mIU/L) T3(ng/mL) T4(wg/dL) FT3(pmol/L)FT4(pmol/L) CD3+(%) CD4+(%) CD8+(%) CD4+/CD8+
FREXEE 90 1.7420.66 1.4620.30 9.26+3.18  544+0.86 15.40%2.11 66.74+6.21 36.84+3.81 26.11+2.85 1.41%0.25
R 90 1.28+0.40 1.3820.33  8.67+2.90 4.87+0.61 13.39£1.85 67.38+£5.90 40.02+4.01 23.40+2.70 1.71+0.28

A 5.655 1.702 1.301 5.129 6.795 -0.709 -5.454 6.549 -7.582
PAi 0.000 0.091 0.195 0.000 0.000 0.479 0.000 0.000 0.000

x2 TESBHBEBREEMERRBEME THEARBILE (vxs5)
Table 2 Comparison of Serum Thyroid Hormone and T Lymphocytes in Vitiligo Patients with Different Stages (x +s)

8 n TSH(mIU/L) T3(ng/mL) T4(wg/dL) FT3(pmol/L) FT4(pmol/L) CD3+(%) CD4+(%) CD8+(%) CD4+/CD8+
JEREW 50 1.78x0.61 1.47+0.28  9.40+3.09 5.52+0.82 15.6241.95  66.3625.90 35.62+3.45 27.08+2.76  1.31+0.24
FaEW 40 1.69+0.65 1.4420.26  9.09+2.75 5.34+0.80 15.13£2.06  67.22+6.04 38.37+3.11 24.90+2.44  1.54+0.21
tH{H 0.676 0.521 0.496 1.046 1.155 -0.680 -3.924 3.918 -4.772
P 0.501 0.604 0.621 0.298 0.251 0.498 0.000 0.000 0.000

x3 TESEMBEBREEMFERREME . THEABILE (v2s5)
Table 3 Comparison of Serum Thyroid Hormone and T Lymphocytes in Vitiligo Patients with Different Types (x +s)

43 n TSH(mIUL) T3(ng/mL) T4(ug/dL) FT3(pmol/L) FT4(pmol/L) CD3+(%) CD4+(%) CD8+(%) CD4+/CD8+

TEM 18 2.00£042  1.50:0.24 9.38+2.83  5.60£0.61  15.60+1.88  66.58x4.98 36.20+3.32 26.89+2.60  1.34+0.22

FHM 72 1.68£0.63  1.45:0.28 9.23+3.12  540+0.83  15.35£2.09 66.786.13 37.00£3.76 25.92+2.71  1.430.24
HH 2,040 0.696 0.186 0.958 0.463 -0.128 -0.825 1.369 ~1.446

P 0.044 0.488 0.853 0.341 0.645 0.898 0.412 0.175 0.152
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x4 BEXUSWER

Table 4 Correlation analysis results

FEbR TSH T3 T4 FT3 FT4 CD3+ CD4+ CD8+ CD4+/CD8+
VIDA P-4 r{d 0.109 0.08 0.074 0.133 0.108 0.081 -0.397 0.481 -0.503
P1H 0.336 0.382 0.385 0.314 0.337 0.382 0.041 0.023 0.006
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(# E] BM HiTREHEDBRIE (SLE) 5 ML7E Mg RS T - (TNF-o) 2155 T itk 41
MOAFRER KRR, FiE  EBUEZ TS — NRER 2019 4E 1 A F 2022 4F 1 A WG9 94 1] SLE ¥ (IR
4 ) K TR AE i P ST R A9 60 44 (i B ARG 4 (o BB ZE) A R R 58 % 2, M4 SLE 7% 30 1445 % (SLEDAI)
PEAKEFFE 240 50 R 16 s 20 (53 (51)) R 3% Sh AL (41 1), K A 7303 A9 40 & I T 3k B 40 i I B (CD,*
CD,".CD:") .CD,'/CDy" B IfiLi#f TNF-a0 3k K-, A3 B AS [F] 20 51 1 iR 4845338 K-, K A Spearman #H 5G4
J3 T I3 TNF-o 32 15K F- 5 CD,* .CD,* .CD," .CD,"/CD, A 1k . 58 MR 4L1% CD,*.CD," .CD,"/
CD, & T-XF IR 4, CD," \ TNF-« 1 T X BRAL, 22 5776 Gi 2438 X (P<0.05) . SLE & PG sh 4l CD," .
CD.".CD,'/CD;Mi THE 1% 821, CDy" \TNF-o i TARIG B4, 22 5% A G T2 1 L (P<0.05) o AR 2 i
TNF-a 7K F- 5 CD," .CD," .CD,"/CD:" 2 A 5¢ , r {H 4351 2-0.586 . —0.611 . —0.656 (P<0.05) , 5 CD,' it IE4H
X, r 68 0.564 (P<0.05) . TNF-o PFAl SLE 9 1% /™ B 2 B I £ N AL (AUC) 2y 0.758, fe R A3l 4.35
(pg/mL) , INHE W UREE Hy 81.13% , B TPk K 65.85% . 4518 SLE B 774 TNF-o [z T bk I 40 o W7 7
FARFH  AEBIRIE S R T O B, H SLE #E 1 TNF-a 357K F 5 T ik EL 40 K756 R 5%
1, 38 5 4G I TNF-o 7K, 4878 Hi 5 SLE H3% 1505 0% 2 B B A ek

[R8BiE] REMELIRAE; MIREIRSEHE F-o; THEGNHERE; CD,"; CD,'; CDy

Relationship between TNF-« expression and T lymphocyte subsets in patients with systemic
lupus erythematosus

ZHANG Zhongyuan', LIU Shanshan', WANG Kai', TIAN Yian', CHEN Caiyun®, LI Ju'*

(1. Department of Immunology and Rheumatology, the First Affiliated Huai’an Hospital of Nanjing Medical
University, Huai’an , Jiangsu, China, 223300; 2. Department of Clinical Laboratory, the First Affiliated Huai’an
Hospital of Nanjing Medical University , Huai’an, Jiangsu, China, 223300)

[ABSTRACT ] Objective To investigate the relationship between serum tumor necrosis factor - o
(TNF - ) expression and T lymphocyte subsets in patients with systemic lupus erythematosus (SLE).
Methods A total of 94 patients (SLE group) admitted to Huai’an First People’ Hospital from January 2019 to
January 2022 and 60 healthy subjects with matched age and sex in the same period (control group) were
selected as subjects. According to SLE activity index (SLEDAI) score, the SLE group was divided into the
active group (n=53) and the stable group (n=41). Peripheral blood T lymphocyte subsets (CD3*, CD4",
CD8"), CD4'/CD8" and serum TNF-a expression levels in all subjects were detected, and the expression levels
of these indicators in different groups were analyzed. The correlation between serum TNF-a expression level and
CD3", CD4", CD8", CD4'/CD8" was analyzed by Spearman correlation. Results CD3", CD4" and CD4"/CD8"
in the SLE group were lower than those in the control group, while CD8" and TNF- « in the SLE group were
higher than those in the control group. CD3", CD4" and CD4"/CD8" in the active group were lower than those in
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the stable group, while CD8" and TNF-« in the active group were higher than those in the stable group. TNF-«
was negatively correlated with CD3*, CD4" and CD4*/CD8" (r=0.586, —0.611, —0.656) , and TNF-a was
positively correlated with CD8" (7=0.564). The area under the curve (AUC) of SLE evaluated by TNF-a was
0.758, and the best cut-off point was 4.35 (pg/mL). The diagnostic sensitivity and specificity were 81.13% and

65.85% , respectively. Conclusion

there is abnormal expression of TNF-a and T lymphocyte subsets in

patients with SLE, especially in patients with active disease, and the expression level of TNF-« in SLE patients

is closely related to the level of T lymphocyte subsets. The disease severity of SLE patients can be evaluated by

detecting the level of TNF-a.
[KEY WORDS ]
CD3"; CD4"; CD8*

ARG MELBERHE (systemic lupus erythematosus,
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e FEONFFIERY B S et s, Holm KRR A 2%,
MELIVA AL, S T Hh A R R B 1 6 A B ik 4
FRTE A AT R PR RN R PR R i
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CDy" . TNF-a 15 FX B2, 2R AH G T2 L (P<
0.05), W1,

®1 REASHRAZERLLE (x£5)
Table 1 Comparison of each index between the SLE group

and the control group (x#s)

4% n CD(%) CD/(%) CD;(%) CD/,/CDy (EE/EE)

XHEZL 60 73.0246.71 43.96+6.22 32.51+5.57 1.41+0.43 1.45+0.13
I 94 62.56+5.04 31.02+4.62 37.62+5.17 0.96+0.22 4.53+1.09
t{H 10.354 14.769 —5.804 9.440  —27.735
P1H <0.001 <0.001 <0.001 <0.001  <0.001

2.2 TESNA AR S A AR L

% sh 41 /) CD,* . CD," . CD,"/CD; Ik T 3F 1% 3
41 ,CD;" \TNF-a 5 TR sh4dl , 2R AR5
X (P<0.05), WF2,

®2 EHAESEBFHARERPELER (x+5)
Table 2 Comparison of the indicators of active vs inactive

groups (x+s)

TNF-a

Y n CDs' (%) CD/ (%) CD; (%) CD,/CD; (pg/mL)

N4 5359.26+2.99 27.92+3.04 40.79+4.16 0.89+0.10 4.95+0.95
AETE BI4H 41 66.83+3.80 35.02+2.92 33.52+3.01 1.05+0.13 3.99+1.02
tE -10.828 -11.407  9.442  -14.090 4.714
PAH <0.001  <0.001  <0.001  <0.001 <0.001
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2.4 TNF-o %f SLE %5 B PEAL M
¥ # TNF- « ¥ fli SLE %% 55 ™ & 2 & 1Y
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Figure 1 ROC curve
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FUEAR T 5P B S B R IS R TR 7 4 STEMI B
BT SO ES

BAE BESY EE

(8 ZE] BRSNS T 550 5 s 5 # KA #4277 X ST B s 200 LR E (STEMI)
BEITR ik HEH2020 4 1 & 20224 2 A T B AR ERE 2097 1) 78 4] STEMI B # A
WHEFE R4, BEMLECF 22050 41, WLBELH Je 3 BR4H (n=39) o W ML 7 R B S AR T VA )7 X IR 4R, 3 41
D7 SRR A A B 15 S I KA AR R T LR A . B I T R I R RE TR B3 5 B L0 D BB TR YT AR
LR IRYT)E 30 d.60 d, BE L B | R I R R NS A6 40 € I A E] (TT) L (PT) J2 (APTT) \D- R {4
(D-D) | IfiL 3% £T 45 35 11 B (FIB ) /K -, WL 41 K % R4 ¥ 85036 7 RT3 1, ELWLER AR T HA 4, 22 S 4%
TR L (P<0.05) ; WAL TE B R IGAL T X IR 4, PCLJS 2 hST B 584 [l ¥4 3 & T % IR 41, W8 2H PCI
J& cTRC AL TR, 22 54 G it 5 L (P<0.05) ; J6Y7 )5 30 d.60 d, 720 = &7 ik K HA P 4% (LVEDD ) /K
-, SR ZH K BB A 3 BB T TR, ELR SR AR T 5% IR 4, 220 5 143 KX (LVEFR) K, Mg 4H K xet
PR BIRYT RO o, LS ZH o T BRA, 25 S G243 L (P<0.05) o £5i8 A Ji i S 01 e Bk s e
JRYT STEMI JEAE, ) A5 500 5 B L D B , 2l I PRAE AR A 117 42 0 D B, B SA% B iy 7 80 £

[EiR] SUMAR TS B psEmis; FIEIKERE ; ST Bota s BLO IURESE ; 3% O AR &)

Observation of curative effect of early intravenous thrombolysis with clopidogrel and
ticagrelor in patients with STEMI

PANG Ting'*, QIANG Zerui’, WANG Hu’

(1. Department of Pharmacy , Yingshang County People’s Hospital , Fuyang , Anhui, China, 236208 ;
2. Department of Cardiovascular Medicine, Yingshang People’s Hospital, Fuyang, Anhui, China, 236208;
3. Department of Tumor Surgery, the First Affiliated Hospital of Bengbu Medical College, Bengbu, Anhui,
China, 233300)

[ABSTRACT] Objective To investigate the efficacy of early intravenous thrombolysis with clopido-
grel and ticagrelor in patients with ST-segment elevation myocardial infarction (STEMI). Methods A total
of 78 STEMI patients who received treatment in Yingshang County People’s Hospital from January 2020 to
February 2022 were selected as the subjects of this study and were randomly divided into the observation group
and the control group (n=39). The conventional regimen combined with clopidogrel was used in the control
group, and the conventional regimen combined with ticagrelor early intravenous thrombolysis in the observa-
tion group. The coagulation function, improvement of clinical symptoms, treatment effect of cardiac function
and adverse cardiovascular events were compared. Results The levels of thrombin, prothrombin, activated
partial thrombin time (TT), (Prothrombin time, PT) and (activated partial thromboplastin time, APTT) ,
D-dimer (D-dimer) at 30 and 60 days after treatment dimer, D-D) and plasma fibrinogen (FIB) in both the

observation group and the control group were higher than those before treatment, and the observation group
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was lower than the control group, and the difference was statistically significant (P<0.05). The no-reflow phe-
nomenon in the observation group was lower than that in the control group, the complete fall rate of ST segment
2 h after PCI was higher than that in the control group, and the ¢TFC in the observation group after PCI was low-
er than that in the control group, with statistical significance (P<0.05). 30 d and 60 d after treatment, the levels
of left ventricular end-diastolic diameter (LVEDD) in the observation group and the control group were lower
than those before treatment, and the observation group was lower than the control group, and the levels of left
ventricular ejection fraction (LVEF) in the observation group and Compared with before treatment, the control
group increased, and the observation group was higher than the control group, the difference was statistically sig-
nificant (P<0.05). Conclusion Early intravenous thrombolysis of ticagrelor in the treatment of STEMI patients

can effectively regulate blood coagulation function, improve clinical symptoms and improve cardiac function,

and prevent the occurrence of adverse cardiovascular events, which is more effective than clopidogrel.

[KEY WORDS ]

cardial infarction; Serum myocardial markers

ST Bt 4A i1 A0 IAEZE (ST elevation myocardi-
al infarction, STEMI) & —Ff LL e AR 2y ok o # £ £k,
B A TN TR B HR 2 Bl N K 5 1 L Ak kA
FEVE MR A A B, LA L™ HE e i B 28 e 1
PEIR B R 5 9 45 Jmy )00 LA S0, LA R S 1
BOCA I R AR R EET, I RS
T STEMI W36 Y7 , 3 B3 o 28 Bk AR 2l ke AR
(Percutaneous coronary intervention, PCI) Ak &2 .(»
JUL AR89/ 0 LA AL 915 ] L ol 560 Ty e B
ER , Y IEBS . (HFEARDRES, HTE2RER
e, 2 S B0 22 B s IR 4 A il A, R ) R
A ] S FR, 4 rey it ot 5 9 XU, PRI e A 28 A 4
/N T AR B AR BRI X, kA%
B o IR BITANR 2580 , 7E PCLLEE H 3 R H
W, H 2 50 &) DEARER G W, oA — o B ek
0 100 R MRS TR B P 5% I A8 P B2 A = A A
VER L BRTHTIE o E Simid SR AL I/ MR 259,
FARE il HACR , BORSCEP 5255 , /M
it B Ve FH T R A, T AR AN RO Il A =
P ARSI AR TR 5 B v A e ik
AR YT X STEMI S 27 AS0M A A LT O WLAR 7
) .D-D ZRAKFEFR N, ARIE LT

1 BREFE

1.1 — R

PEHL 2020 4F 1 H % 2022 4E 2 H T8 FH AR
P B 12 52 VA 97 1 78 5] STEMI 55 3 Sk 2R YR BF 5% %of
% BEHLBUT A4, BRG] B W B4 (n=39)
BT L B 4y B Sk 22 9] 17 B AR RS -3
(63.56%3.56) % ; KR B A F 1 (7.85+1.15) h; Xf

Clopidogrel ; Ticagrelor; Early intravenous thrombolysis; ST-segment elevation myo-

A5 L B 5ok 18 B L 21 5 4F % SF 3
(64.15+3.09) % ; &k £ 2 1IEF 14 (7.76+1.09) h,
PR 20 () R 2 W RL L 40 25 7 A SE i 2 i L (P>
0.05) . ABFRIEARBEACHZ 5 SRR

PABRUE : OFF A (ETE ST B dh i A0 LR
FEZ W MR TT 4R m ) AR G2 WA i s @ ki &
#I2<12 h; QAR 2 s 2 D) [ ST
B =1 mm; @E R AW QKR A, H&E
) 345 5 HEBR A o . D25 H 24528 5 @ & AT B
REREAT ; DA I M~V NYHA 4325 A4 0 1 3535
5 P BEEE M D) RE AT ; QR Bt 1P i A
1.2 ik

HHRGIT AL AR, DL 0.1 gk, 1 k/d
{14 551) £ B AT F Bl ) DA v e (A= & I
B2 Mb A BR 2N F) U SCS /4 P R
25T H20065051, A% : 100 mgx30 s) FRIATT o

X HEZ - 8 BT SR A i R L AU A B R IR
¥7 : LA 300 mg 1 faf (19070 4h 751 & TR FT 3 d, XA
TE IR B IR A S MEAS 75 7 (2B % FaaFE (B
254 PR 7], 120180029, HLAS 75 mgx7 s) I IRIA
I, TH 2 d )5, HLL 75 mg/ik , 1 YR/d Y] 2 KA
RIFRFFEL IR YT, W E] T LA B & VS A% %5 R fl
BAy7 , 697 60 d,60 d i, IR B 2 A

WS - B T 58 BRGS0 i
FERYT : LA 180 mg i faf (400 Ui 1) & TR H1 3 d, X
SR T R A B i (A7) 58 BT R 5 I o
5 EH 25 T 120171077, FRAK 90 mgx 14 s/)
FARIGYY , T4 2 d &, ¥ L 90 mg/ik , 2 ¥k/d 151
i MO T RSV IR YT, R T LLRT R VS AR
R BRI, HARYT 60 d,60 d i L IR BEAE A .
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1.3 WEEHEDR

BEMIIAE : BEIRIT G R A, TIRITH
JiRIT A 30 .60 d, X PIZH AR FF R 10 mL 25 15 3T
K IR AR , IR W, 2 i ABCsER o e
LSO AL B (B EHE] 15 min, 203 3 000 1/
min, B0 10 em ), BLOARE A IO IS
AR LR MG REA  BCH A — A, I JR 1 )
AEASES, X D-— (K (D dimer, D-D) - DB S 28 T
Mgk s G &) %K i PIne E RH A FR A
F) ) KR DML TR | B 00 T i S T A R 43 5 L T ST (1]
(thrombintime, TT) . (Prothrombin time, PT) ;% (acti-
vated partial thromboplastin time, APTT) . [fil 3 £F 4
£ 1 5 (fibrinogen, FIB) 7~ LA 11 8 i 5 45 77 =20k 56
R A, AR 4% BRI U I A 7 5 @Il AE R
W X 4L PCTR AL IE TIMI I i st
%1 (corrected TIMI frame counted, cTFC) J LAic 5% ;
T TGRS TIMI 73 20<1 90T LAE 75 P2 A8
# PCILHT . J5 2 hST Bedh s HiE L 12 REGOHE T
DA, JF T3 2 hST Bot & Il % QU I RETRY T AL
FTFRITHTEIRITIE 30 .60 d, EHA 20 SR ik R
W PN 42 (Left ventricular end-diastolic area, LVEDD) .
70 3 1ML 43 % (Left ventricular ejection fraction,
LVEF) ¥ LA CFIH O IER G A (7 4 6 [, AU
iE33) , F A F A i A AR B kA T o
1.4 Gutsomik

J7 1 SPSS 20.0 &K A 73 A & dhs , 148 BERE LA
(% +s) o, PR H ¢ K565 T EC7ERH n(% )
T, H R . P<0.05 NESAGITFE XL,
2 H#HR

&1 D) RE 53 AT

1GJ7 AT, D-D \PT .FIB,TT ,APTT /K-, P4l
P 22 e ge it 2 & L(P>0.05) , 1R Y7 5 30 d.

60 d, M4 4% 16 b K B BOAR YT 6 o, WAL 2L A
TRHRA, 225 A Geit w3 L (P<0.05) . W1,

2.1

K1 BRMINEEDHT (xxs)
Table 1  Analysis of coagulation function (x +s)
WiH WA (n=39) XTHR4(n=39) fH PIH
D-D(g/L)
YRIT T 130.25¢15.35  132.32+15.55 0.592  0.556
VEITIE 30d 136.69+15.36°  144.69+15.11° 2.319 0.023
BIFJE 60 d 141.554¢15.39°  150.56£16.25" 2.514 0.014
PT(s)
YRYT T 11.14+1.36 11.26+1.41  0.383  0.703
BIF)E 30d 12.25+2.01° 13.20£2.10°  2.234 0.028
BIr)E 60 d 14.53+2.10" 15.82+2.24* 2,624 0.011
FIB(g/L)
VRITHT 3.5620.51 3.60£0.52  0.343 0.733
VRITIE 30d 4.12+0.62* 4.43£0.69°  2.087 0.040
WRITIE 60 d 4.62+0.72° 5.01+0.81°  2.247 0.028
TT(s)
by a() 6.25+1.02 6.31x1.05  0.256 0.799
WHIFJE 30d 12.11£2.01° 11.21£1.52*  2.230  0.029
BIT)E 60 d 16.32+2.32" 15.1522.15*  2.310 0.024
APTT(s)
VRITHT 26.58+4.10 27.01%4.32 0451 0.653
HIFE 30d 29.56+3.52° 31.15#3.25°  2.073 0.042
VRITIE 60 d 33.25+5.10° 35.89+5.01°  2.306 0.024

5 NI, P<0.05,

*F2 EREREEBFRSW (n(%) ]
Table 2 Analysis of the improvement of clinical symptoms
[(n(%) ]
5] " =R PCLJ5 PCIJ5 2hST Bt
= M cTFC (1w7) SE4 )%
ML 39 5(12.82) 23.03+3.01 33(84.62)
X HE2H 39 13(33.33) 26.89+3.54 25(64.10)
ty H 4.622 5.188 4.303
P 0.032 <0.001 0.038
2.2 I ARSE R A LA AT

WL 2H T 52 I B G AR T %o iR 4
Beoe 4 lnl v im0 i

,PCI J5 2 hST
AR ZH , W54 PCI )5 ¢TFC fi%

TR, ZE A G L (P<0.05) . WK 2,

2.3

OIIRETR

TR

JAYTHT, LVEDD M LVEF /K-, i 4 b, 2%

S Gt B X (P>0.05) , A YT S5 30 d.60 d,
LVEDD 7K -, P41 4 536 97 T B A%, HOUL SR 411G
TXFREZH  LVEF K, B R TR, HOWERA
TR IRAL, 22 A S F R X (P<0.05) . WL 3.

x3 DBEBITRRDW (v2s)
Table 3 Analysis of the effect of cardiac function treatment (x +s)
. LVEDD (mm) LVEF(%)
e n > VN >, > >, FRVIN > >,

YR IT HIT IR 30 d VAITIE 60 d TR YT H HITIE 30 d 1HIT A 60 d
pUE 24| 39 72.36+10.25 61.65+8.65 55.85+8.52" 50.36+3.65 56.54+5.15 62.69+4.58"
Xof B 4] 39 71.58+10.93 66.21+£8.57 60.45+8.11* 49.98+3.78 53.69+5.11 59.89+5.25"

A 0.325 2.339 2.442 0.452 2.453 2.510
PAH 0.746 0.022 0.017 0.653 0.016 0.014

W 5 NBITHTELER , *P<0.05,
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RDW .NLR Bz HCT %} Bt pr B prisgiay v H i
) B A

AN BT T IR

(# E] BH ST 90 oAm 58 )% (RDW) | b Hkr 40 A bk B 20 B b (B (NLR ) Sz 21 40 By = 2
(HCT) XFHEMEBME: Dy Bibise 1A 7 (S A BN . 3% $EEC20154F 1 A £ 2017 4F 1 A T4
11150 ZE B2 B R AT UL IR YT 1) 86 B MR B B FR 3, LU 5 11 1t 2t I (n=39) oA M I 4 (n=47) o
XL 20 RDW (NLR S HCT 7K, FHR 0 52 i B B PUEETR T v & A8 i 35 4R 4 0l 57 16 56 2R ) RDW
NLR HCT 0%t i S E g i, 4558 i ifi2H NLR .RDW K HCT /KSEH I s TR I 2H , 25 5
WA G5 L (P<0.05) . Sl E S b s /S DhRgfetn % NLR F+ .RDW FHm JHCT Fi A #200
AR 5 B B BT BRI AT R v A A R kST AR TR R (P<0.05) . NLR .RDW 2 HCT J = H Bk
AR RCC 2k F 1 5 9 £ 0.757.0.746,0.811,0.928, - 48 b5 il £k F 1 X LB A 46 fi K (P<0.05) o
g% PuEERYT I AR P R I A A BRI 5 8 AR S NLR \RDW B HCT /K V-84 B 88 i T oA A s i 1) £
F I R AT 3 Ak B R s NLR \RDW & HCT AR, LA S HTsEAY T 1% 21k .

[£#2iRA] RDW; NLR; HCT; JESRMEE 57 80 s Hrseinyy s HumlH i F

Predictive value of RDW, NLR and HCT for bleeding events in patients with non-valvular
atrial fibrillation treated with anticoagulation

LI Jiechong*, HAN Yawei, LUO Yubao

(Department of Emergency, Tangshan Hongci Hospital, Tangshan, Hebei, China, 063000)

[ABSTRACT] Objective To explore the predictive value of red blood cell distribution width (RDW),
neutrophil to lymphocyte ratio (NLR) and hematocrit (HCT) in the anticoagulation treatment of patients with
non - valvular atrial fibrillation. Methods 86 patients with non - valvular atrial fibrillation who underwent
anticoagulation therapy in Tangshan Hongci Hospital from January 2015 to January 2017 were selected, and.
they were divided into the bleeding group (n=39) and the non-bleeding group (n=47) according to whether
they were bleeding. The levels of RDW, NLR, and HCT in the two groups were compared, and independent
risk factors that affected patients’ bleeding events during anticoagulation therapy and the predictive value of
RDW, NLR, HCT detection for bleeding events of patients were discussed. Results The levels of NLR,
RDW and HCT in the bleeding group were significantly higher than those in the non-bleeding group, and the
differences were all statistically significant (P<0.05). History of hypertension, history of stroke, abnormal liver/
kidney function, the increasing of NLR, RDW, and HCT were independent risk factors that affect bleeding
events during anticoagulation treatment in patients with non-valvular atrial fibrillation (P<0.05). The area under
the RCC curve of NLR, RDW, HCT and their combined detection were: 0.757, 0.746, 0.811, 0.928, and the
area under the curve of combined detection was the largest (P<0.05). Conclusion The levels of NLR, RDW
and HCT in patients with non-valvular atrial fibrillation who had bleeding during anticoagulation therapy were
significantly higher than those in patients without bleeding. Clinically, the safety of anticoagulation therapy can
be improved by strengthening the combined detection of NLR, RDW and HCT in patients with atrial fibrillation.

[KEY WORDS] RDW; NLR; HCT; Non-valvular atrial fibrillation; Anticoagulant therapy;

Prediction of bleeding events
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Table 1 Comparison of baseline data of the two groups of
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#*2 WZHNLR.RDW K HCT KFLLE (vxs)
Table 2 Comparison of NLR, RDW and HCT levels in two

groups (x+s)
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2T AR LIS R i K (P<0.05) . W4 B 1,

x4 WAMMNE

Table 4 Predictive value
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Figure 1 ROC curve
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Table 3 Single and multivariate analysis of the influence of anticoagulation therapy on bleeding in patients with non-valvular

atrial fibrillation

i LS EASE ST

) OR{H 95% CI P1E OR1H 95% CI Pl
A (B ) (265 % vs <65 %) 1.225 0.713~1.513 0.624
PEBICB vs %) 1.658 0.892~1.081 0.687
R L S (FF vs T6) 1.716 1.236~1.997 0.010 1.621 1.364~1.885 0.023
R (A vs I0) 1.568 1.354~1.685 0.034 1.328 1.234~1.785 0.031
HEFE DI REF AT 5 H (O vs A7) 1.765 1.212~1.835 0.023 1.758 1.368~1.854 0.038
NLR (5% Tt vs 1IEH ) 1.548 1.587~1.884 0.023 1.558 1.369~1.732 0.015
RDW (5% Tt vs 1IEH ) 1.558 1.352~1.884 0.017 1.524 1.265~1.896 0.026
HCT (5% TH& vs IEH) 1.285 1.234~1.579 0.011 1.547 1.325~1.887 0.025
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MASP /KK T IE# 40, 22 54 G2 L (F=16.145, P<0.05) , 441 RSTV .RMTV /K L% F T 58
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Distribution characteristics and clinical significance of VEGF, FGF2 and ER in internal
hemorrhoid mucosa before operation

CHEN Mengjun'*, LIANG Yonggiang®, YUAN Yanwen'

[ 1. Department of Gastroenterology, Affiliated Dongguan Hospital, Southern Medical University (Dongguan
People’s Hospital ) , Dongguan, Guangdong, China, 523000; 2.Department of Proctology, Affiliated Dong-
guan Hospital, Southern Medical University (Dongguan People’s Hospital ), Dongguan, Guangdong, China,
523000 |

[ABSTRACT] Objective To characterize the distribution and analyze the clinical significance of
vascular endothelial growth factor (VEGF) , basic fibroblast growth factor (FGF2) and estrogen receptor (ER)
in preoperative internal hemorrhoidal mucosa. Methods A total of 96 patients with Ill- and IV indexed internal
hemorrhoids who were admitted to the Dongwen People’s Hospital from October 2019 to November 2021 were
selected as the study subjects, the Il indexed internal hemorrhoids were the Ill degree group (n=50) , the IV
indexed internal hemorrhoids were the IV degree group (n=46), and 35 non hemorrhoids patients with normal

anal pads during the same period were selected as the normal control group. Histopathological changes were
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observed by HE staining preoperatively, and the resting blood pressure (RASP) , anal canal systolic pressure
(MASP) , and anal canal pressure in each group were measured. Rectal perceptual threshold (RSTV) , rectal
maximum volume threshold (RMTV) , and the expression levels of VEGF, FGF2, and ER in anal pads and
internal hemorrhoidal mucosa of normal group were detected and compared by immunohistochemistry. Results
In the normal group, the mucosa of the anal cushion tissue was covered with intact epithelium, and no vascular
dilatation was seen, while the mucosal layer of the internal hemorrhoid tissue was obviously destroyed by the
covering epithelium, with vascular dilatation and thickening of the blood vessel wall. The expression levels of
VEGF, FGF2 and ER in the internal hemorrhoids Il degree group versus the IV degree group were higher than
those in the normal group (F=636.745,430.832,288.301, P<0.05). The expression levels of VEGF, FGF2 and
ER in the IV degree group were higher than those in the Il degree group (1=11.502,9.041,13.484, P<0.05). The
internal hemorrhoids grade Il vs. grade IV group had higher RASP level than that in the normal group. The grade
IV group was higher than the grade lll group (F=169.60, P<0.05). The masp level was lower than that in the
normal group, the grade IV group was lower than the grade Il group (F=16.145, P<0.05). There was no
significant difference in the level of RSTV and RMTYV between groups (P>0.05). VEGF and FGF2 expression
levels were positively correlated with RASP and negatively correlated with MASP (P<0.05). There was no
significant correlation between ER expression levels and either RASP or MASP (P>0.05). Conclusion VEGF,

FGF2 and ER play an important role in the formation and development of microvessels in internal hemorrhoid

cushion, and VEGF, FGF2 are correlated with clinical manifestations of patients.
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Internal hemorrhoidal mucosa
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IIARZER LY R ()1 4k A A R A
FR/AF] ), VEGF ER Bk (5[ ¥k 5 A 7)) , FGF2 $it
& (ABclonal A F]) , FHU A G EEREE 1 1gG Pih (18
2R 7T N F]) , DAB i (Fa M B AR Rk FR
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A 7)) 5 18596WOWEE A= ) i 1w 8% (1% 5] Leica 23
), HS-S7220-B ML 341 85U R HL (7 ZRAE AR BL
AIRAFD) , B b Yiness il & 4865 5 71 #fig g i
. Medtronic-Synectic /A ] ) o
122 HIURH-F A

JIT A AR A Y s BRE L O IS AT
JR KAy P AR b 3 AR A 43 B S R AT AT
%, KAL) 7 WL T 22 U1 v, 72k 1 HE
Jetn, TAY RIMEE T EE,
1.2.3  Spedi ek

K FH A 5 2 Ak 125 6 I 4% 4 VEGF | FGF2
ER ik 5010 . ¥l 8UA 8 & T 65T
90 min J7 #EAT RS B K 3 UK IMA LL A T
37°C A4 3 M v & 14 30 min J5 il A — 3T, VEGF .
FGF2 . ER ¥ &, {18 4T 1, B A 90 e e
FE PR 1 1gG HUR IR % % & 20 min, i 1] PBS ¥
#HATUE R 2 min, 2EPE 3 W, DG, T A DAB (4
MEBEEGHARY R, BT W, AR
Je FHZEAR K240, 1 min, A 95 AR R 047 40 i A%
Jetd, 1 min, ZE K 0P R 25 6, R S BEIBK
THIRE W R S R, A R T AT 0
G¢, Hor s 8 0] Ry BH R 35 R BUR 43 B 14
HEAT K BE (10D ) B £
1.2.4 il RAFAEAS I

K 1B W D REAG I 28 58 5% s ) 4 g 0 B
AT4% & B (anal canal resting pressure , RASP) | AT
& W45 JE (anal canal resting pressure , MASP) | H i
JEH R {H (rectal perceptual thresholds,RSTV) \ B[
% K& B B {H (rectal maximum volume threshold,
RMTV ) #4746
1.3 Gitsorik

AHE5E R H SPSS 21.0 AT b 3
TRV (x £5) 2o, PR LR H e R g6, Z2 40 1)
P F AL, 3F— 20 1 7 LG el 1) SNK - A 360 5
TR n(%) 32, e 2 K5 5 R FH Pearson
FHOCHE BT ik AT AR G 20 AT 5 P<0.05 D 22 57 BLATY

gt L
2 #R

2.1 JEHIZH SRR

1E H 2H I T A 2 6 e 7 1 b e R
sy sEsk IO HA I DL R LA B A | Trietz JIL
F Y R H VAT HES B A5 R B, 554 £ 4

Z., WE 1A, WREAAFRZEWEEN T2
TSR BB IR | BE RS R B R AN AT
FME DL S RE AR )= mORT UL AR R i 2 2T I
B I AR sk T v O 0l T 5K H AR 22, Rl L
BT A BT e BB TH 0 1A, Trietz HLHES 25
BLELAN , 27 i = S LEF AEA7 Wi sl e ik, L
K 1B,

A B
TE: A IE R ILHRA SR 2RI A B N R L8R 2
LS 20
B ARRFEFEE(HE L,%100)

Figure 1 Histopathological examination (HE, X100)

22 IEWHANLE S 5K R FE R N R R AL
VEGF .FGF2 2 ER G {638 9 [ 23R 7K1 L #K
EJIER A A, YRR RO P e 2 b L

A WL AR LYY A5, T 2H T 220 5 N A B
A DEFEAIE. NENEASNVEH
VEGF .FGF2 J% ER 3Rk 7K -1 8 T 1E 20 i 3Rk
KA, 225 A g5 E L (P<0.05) 5 IVEHAR
VEGF .FGF2 } ER Fik/K- Vi T A, 2 7 A5
THEE X (P<0.05), W#E 1,

*1 EFARRS5AREREENESESERFE VEGE,

FGF2 & ER RiAKFLLE (v £s)
Table 1 Comparison of mucosal VEGF, FGF2 and ER

expression levels between anal pads from normal subjects and

patients with internal hemorrhoids of various degrees (x+s)

2H 51 n VEGF FGF2 ER
EHAH 35 25.55+5.62 50.19+8.69 15.83+4.42
MAEZ4 50  83.71%8.56°  99.87#9.76°  31.516.22°
IVEEZH 46 112.74£1546" 121.43+13.45"  52.468.87"

FA4 636.745 430.832 288.301

P 0.000 0.000 0.000

o SIE R AT RS, P<0.05 5 5 YRR I HR 3 3, °P<0.05,

2.3 S AImRFFEE L

PREILJE 4 5 IV 4] RASP /K- TiF 4
IVEEA & TN EH, 274050125 L (P<0.05);
MASP /KR FIEH 4L, IV EACFIEY, 25
G255 L (P<0.05) 545 40 RSTV . RMTV /K F
2R G242 L (P>0.05) . W2,
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*®2 £KHRASP.MASP.RSTV.RMTV K FELLE (x+s)

Table 2 Comparison of rasp, masp, rstv, and rmtv levels in each group (x+s)

21 n RASP(mmHg) MASP(mmHg) RSTV(mL) RMTV (mL)
EHA 35 31.56+10.42 162.44%17.85 56.74%16.96 218.58+36.42
M EE4H 50 64.74%11.14¢ 144.86%33.86* 61.52+17.78 216.53+34.66
VR 46 78.79+12.85" 125.83+29.76" 63.92+16.98 214.60+37.17

F1H 169.60 16.145 1.740 0.122

P 0.000 0.000 0.180 0.885

T HIE R T A, *P<0.05; 5 9 R I A8 3 HL 4, "P<0.05.,

2.4 HHNFFFE VEGF .FGF2 & ER % ik K F
5 RASP MASP [ &

VEGF .FGF2 % ik /K-F 5 RASP £ IEM . 5
MASP & 1 ] (P<0.05) ; ER 347K F- 5 RASP .,
MASP Y10 i & ek (P>0.05) . W3R 3.

*®3 HBENBERE VEGF.FGF2 K ER FRik7KF
5 RASP.MASP B8 %1%
Table 3 Correlation of VEGF, FGF2 and ER expression
levels with rasp and masp in internal hemorrhoidal mucosa

of patients

- RASP MASP
FEhR
r i P1H r i P1H
VEGF 0.428 0.000 -0.314 0.000
FGF2 0.312 0.000 -0.258 0.001
ER 0.131 0.431 —0.124 0.542
3 itig

WG, NIRRT Lt —2B 0 9 T 2V
27, Rl DL RSN AR A TIRYY L B
PRI T B AT Jd 2 A B2 L R AT TR P i 2
1, M2 IV 9 R 9 e A7 S BIIR YT O 152 TR
% o ML 0 AR A R PN PR R AR LA 1Y
Z—" HETH T AU Eur s pLE Bk e
SR W R 2 B R

ASBIFFE RS TE LA K PN R 28 2 Ui B
SIS LH, SOR BoR IR A R IR SR BZ
PO A LR R R A) e, JOI A0 i DL
I A Trietz WLEF4E R 5 HAFATHES T 54
AL, SR LT YL o RF A AR R B SR Y
B BRSO BER (BRI L S B AN
5] B DL R B Y = ] WL R AE ¥ , 2R
AL A TR A, A YT sk HAGR 2, AT
DML J T A B i AR TH A I A, Trietz AILHE
FUZERLGLAL , £F B = 5, WLEF 24 A W 28wl Ag
Yo IER TR AL 5 DI RERY R B, AL L S
21 i 45 1 A AL A0 L TR A TR 48, 10 B B0 T

R TSR A 20, B R A 9, Trietz JULAG [ 2 5 S #5405
FHIE 200 IR, 5 DX 145 32 2 09 29 AR, T 5
TS T 40 70 i A G 2 S B e

[F] s, A< B 98 %65 N 7RG i VEGF . FGF2 & ER
FEAR TG 53 A0 1 OLIEAT 0 A, 45 R R, VEGF
FGF2 5 ER 7 PN 57 266 5 10078 P4 Bz 40 it vp 5t w3 3k
JRAS , #MH VEGF \FGF2 5 ER [ 335 5 P RF 41
WIm 4 24 A 56 . VEGF B 8 54 1M 45 2 i
PRI AR, 5 9 R A HA e 225y 2R diL
PATAERD, Y80l 45 8B vk fe ok 40 AT A 2
FGF2 f{. 3 FGF K% M R AL 01, REMS AE IR AMA S
PN B2 AR i 52 2 ¢ A AR LR AL 1 A Nl 4
ARG S Z [ B A B AR, REE AR IR A S
SR B LA N . VEGF Fll FGF-2 J& fic ik
FA) I 67 A ARG 70 I 35 B A i A v A Rz 4
()3 B I A8 LA™ A= AR e B i A ™ o R i 25 [
P 2R, e 3R T I A B T TR RAS T T2 )
JETE, ER S ME I EE 100 40 i 2 A, 3] 3 2o 4 0E I
A FR G, VRO T UL R G L i 5 5K ) RN
WA A AR N R A R AR v A PN R 4
i 3 5, TR A A AR B, T S R T
(14 I A5 34 A T B A i sk ke SR I O [ B 4%
ot 98 5 DR 1~ DA BE S Y, 36 Ry 408 1 98 i 40 it 14
B, Fh T Uf A AR e ks, DR G R R AR N L R
A1, W55 o VEGF .FGF2 ik /K 5 RASP £
IEAHC . 5 MASP & i #H¢ , 7] BB 5 VEGF .FGF2
P YRR R 2 2 b ) 18 28 S BRI I A o
A=, N 5 B0 # RASP 4 F+ 55 . MASP 1 %
IR T AR T RE SR YRR I RRE AR 8 & A 5 R
JRHLE Z—

2% | Frik , VEGF . FGF2 K ER 7 PN 55 #4191
M4 A S & e A 2 A/EH , VEGF \FGF2 5
SR R AL AEAH A, Rl PR 436 7 $ Ak 5

BRI .
(T#:% 1904 )
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. a
.’I,/a 3 e

R TR R NK T 2 D DD R 9 TP H e
MEsdk A RKaTF FHRFP Sgagt

[ Z] BR  EBEEA = RN [ R R (NK cell) RSN R ThRE. ik B
20 i [ 2019 4F 2 2021 4F T A I K 2% B 55 = B Be sk 12 0 J& i, AR 275 4 18 NK 28 Jf (R0 410 |
TEREFREE 14 KA 10:1 .20 1 R He 435 K562 4R M (RN ) VR 4 36559, HAE 1h .2 h 3 h 4 h HE 44
P 1) 2 JBURE | 43 311 5% FH CESE/PI XY 45,72 F1 CFSE/Annexin-V/ 7-AAD = € 2 #EA T Hi 2 YL @, #:00 K562 41 i
AT, R AEARIRE L SEI A, W g (7 TA AR REAS I ) NK 40 AR08 LE 20 : 1 R ATl fig i 2 &
TR 10:1, 22 %A Ge it 5 L (P<0.05) , 7 4 4B ] 55 SE 96 20 b, RO 4 B AL 35 5% 4 h i) NK 28 B R
BioiRe sk Hob, =@ PG I AN M R G DI RE B = T RLETE , Z R A S EE L (P<0.05) . it
ST Yk OB T L BOE RS A I NK AR A S BE, 45 R o n]

[SEfim] Wak; =6k, NKAME; A hvine

Comparison of two-color method and three-color method to detect the killing function of
NK cell

CHEN Xiaoyan, YANG Li, CAI Huining, LI Cuiping, LU Jianxi*

(The Third Affiliated Hospital Of Sun Yat - sen University, Biological Treatment Center, Guangzhou,
Guangdong, China, 510000)

[ABSTRACT] Objective To compare the killing function of natural killer cells (NK cells) in vitro by
two-color method and three-color method. Methods Peripheral of 20 blood donors in our hospital from 2019 to
2021was selected to induce and expand NK cells (effector cells) in vitro. On the 14th day of culture, NK cells
(effector cells) were mixed and co cultured with K562 cells (target cells) according to the efficiency target ratio
of 10:1 and 20: 1, and samples were taken in four time groups of 1 h, 2 h, 3 h and 4 h. CFSE / PI two-color
method and CFSE / annexin-V / 7- AAD three-color method were used to detect the apoptosis of K562 cells.
Results In the experimental groups with different effect target ratio, both staining methods can detect that the
killing function of NK cells in the effect target ratio of 20: 1 is significantly higher than that in the effect target
ratio of 10: 1 (P<0.05). In the experimental groups at four time points, the killing function of NK cells is the
strongest when the effect target cells are co cultured for 4H. Among them, the cell killing function detected by
the three color method is significantly higher than that by the two - color method, and the difference is
statistically significant (P<0.05). Conclusion Under the experimental conditions of effect target ratio of 20: 1
and killing time of 3 hours, trichromatic fluorescence staining method can detect NK cell injury function more
sensitively and specifically than bichromatic method, and the result is more reliable.

[KEY WORDS | Two color method; Trichromatic method; NK cells; Killing function

[ 4% 2 U3 41 ( Natural Killer cell, NK cell) & e 4L , S AMAHE B0 8 1575 25 I8 e 1 26— it
FLAT % 5 4 U 21 2 4 1K (major histocompati-  BiZE ™, NK ANNSTE L5 i 4 AN T Ak
bility complex, MHC) A BB A B 5 026 RAE BT, 14 360 20 B 946 000 G 26 46 11 AR & (30 A, NK

AR A S A KNS EE 2 B AR 614790 B (2021TDB22)
VEZ i P RFEWES ZERAY G P, 7 &, 7 M 510000
*BAZVE A S, E-mail : 1390619968@qq.com



- 1900 - AT SWISIARITZRAR 20224E11H 45144 451181 T Mol Diagn Ther, November 2022, Vol. 14 No. 11

41 A A 5 1 O % R T T R L A AL e
R BTG AN Fa g o B AT B AR . NK
2 T A4 B e R V6 T AR B R, T PEA
NK 41635 P A 3 3ok 2 3 e A ) A S i s 44
SNBSS B IR NK 400 59 Z 05 5hRE

ARHIE 5T 2R FH i 2 A0 R 5325 166 75 107 FH CFSE
5 Annexin-V/7-AAD = {0, %5¢ Yt Y (4 7% Fl CFSE 5
PLORUAA, 25 5t G (0,3 45 AN [R) 2580 L LA B AS R i
] B NK 20 % K562 40 i 5 2345 S BE

1 HESHE

1.1 FEAORIR

K562 [ 11575 41 B bk Ry A 52 56 2 (A7 B A3 Ab
JE M FEAH 2019 45 2 2021 4 H 1L KA R 5
BN e P e 7 RN S
20 25, FIAEIR (59+8) %, ABFSE IR A Be /G B 22
R, SR B S R E .
1.2 FEEGIR S

ALYS505NK-AC 1 77 #i Hl ALYS505NK - EX
B IR A H AL CSTIZA A, RPMI1640 15 37 A
3 2 1L i FBS 14 [ 2% [ Gibeo 23 A , DMSO g
75 [ Sigma 23 ), #5 F€ {1 W H 3& F Roche /A ] ,
rhiL-2 F 20 A F 40 222 W [ I AR SR 25000, ik
EXL 201 Jifa 4G 38 57 67 CDAS/CD56/CD19/CD3 T [ 36
[E] Bechman Coulter 2\ &) , CFSE 4 H 2% [E Thermo
Fisher Scientific 2 &) , PE-Annexin-V/7-AAD 2¢6
U8 TG I 3R & 0 i iz [ BD 23 |, P TR
F f& [F Sigma 2 7, PBS 2% i 3 H 3¢ & Gibco
/N F], Centrifuge 5702R 5L H 72 [ Eppendorf
/v ], Sorvall ST16R Centrifuge 25 .0 HLIW 1 35
Thermo Scientific 2y A , CU600 Y H, $A [ iz 7K 46 11
F " [E Bluepard , — %8 b6k 35 7% 46 2401 W F 56 [
Thermo Scientific 23 7] , CytoFLEX it 2 41 i 43 #14%
I H 2 [E Bechman Coulter 23 7] .
1.3 Ik

NK 2 i % K562 48 i i A3 il 43 2 25, 435
K FH 2 Rl TR e {5 )7 35 , A 41 : CFSE/Annexin-V/7-
AAD =50 ;B 41 : CFSE/PI WAz e,
1.3.1 RO 4 A (NK ZH ) ) 25

JH 2= A0 B e A SR B 1Y A0 I, O %R
BB 0k o B S B 4 i (PBMC) |,
ALYS505NK-AC 37 77 i 55 2 40, 8 4% 248 it 2 B
A (1~3)x10°/mL, JITA Fl 5 FH 6 € 7T B 9% 4 i 8%

FEMH, T 37C 5% CO Wi At 7% . M3 dH
ALYS505NK-EX 5 52 A T#MRE . IBEREF7 14 d
(A 240 B, P 7k O 240 i A 3K 5R) & CD45/CD56/
CD19/CD3 7 i 24 41 L A 1 22 NK 4 jd (CD3-
CD56 ") & &, JH & 10%FBS 1) RPMI1640 % 75 5L &
R, A AR B A 110°/mL . 2%10° /mL .,
1.3.2  H040H (K562 400 i1

K562 41 i1 3 52 T & 10%FBS 1) RPMI1640 3
FEWh, BT 37°C, 5% CO Wi e M 3%, AbE 3 d
e . WEEAE RO R 419 K562 41, F PBS 2%
R BER TR, FH 2 0.1%FBS 114 PBS H & 21 i1, Jf:
PR A B 4L, AU 4 A, F55
21 ) 40 B e 5 470k 110%mL, {E A 201 B 4H 1K)
R A A B A SO YR CFSE X ¥ 4 i 1 7
FRic, 37CHOE , K 20 min; HILA 5 AR TS 1Y
5 10%FBS f RPMI1640 5 75 55, vKIA 5 min, 4 11
JNE 5 PBS VR IK , & 10%FBS 1) RPMI1640
1 7 S R 2 B R L AT T & 1}10%mL
1.3.3  RU-HE40 AL b 77

5507 240 O 2 FEZH O 8 2% 10%/mL  1%10°/mL, 5
B iC g A I A4 e FR AR L 102 1,200 1 435I A
24 FLICE B IR, AR FLIE 3 B AL, IR BT B AL
SUINFE 20 M, FH A I AR A0 i 1 2 TR Al
i35 S A Y RSO, A M R A L R AR AT =R
1 600 r/min, .0 3 min (.02 13.9 cm) , DA#
M B354 M, 37°C 5% CO5 540 E .
1.3.4 i G IRH TR I T & I 5E NK 4 X
K562 4 il (1) A 155 D1 g

S IHCT h 2 h 3 h.4 h PUAS I ] g i 3 b
AN ARG T, H PBS 2% whii ok 74 W6 s
A, A4HMEINA Annexin-V 1 7-AAD £%
5 pLAnic 40, B ZH 40 MO A PL5 WL Fric 4l ,
RA), IR BOEHEE 15 min, ST A 500 pL 28 i
W, E i, 2 200 r/min, &0 3 min (&0 42 13.9
cm), PR 1 IR)E, IMA 200 nL ZZwpik 2. H
CytoFLEX it =X 40 ifd {3 i 47 46 I , CytExpert 3K HX
o3 A

THE A AR5 (%) =(FE 4 JfL 58 T
AU A & IET- %) /(100-#E 40 i [/ K SET-
) x100%
1.3.5 Zuif2ehba

X ] Excel .Prism 6 #l1 IBM SPSS Statistics 25.0
ST AT B AL B 5 T TR R (R xs) 3R
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7~ , fii Ff] Shapiro-Wilk J5 32 K 36 B0 98 J2& 75 A A 1E
A, H Levene’s Jr i K B 55040 10 Ty 22 )2 5 25 5%,
X RS IR 25 b AT = R Ry 224007, A P e G R
At K WA T — 25 PR EL K s A P<0.05 R 25 5%
At E L

2 #R

2.1 NK 4 sseas R

W) 4f 5 3R B NK 4 i 5 PBMC 189 L B4 R
(6.15£7.29) % , 1532 255 14 K, NK 4 i Lt (9] 4 =
(48.83+27.28) %,
2.2 CFSE pric#E 20 fu 2

CFSE 4 GE X%} % i 4 1x107/mL (%) #0840 i k45
A RBRIC , R EE 20 M bR IC AR A58 99% DL
UL 1.
2.3 NK 41/l (CD3-CD56+ ) %41 il (K562 ) i) 3%
iy

CFSE/PI Xt vk B & H 1) 40 M , 73 i CFSE

C-a

D-a

1 AL CFSEARCRIERABET
Figure 1 Changes of fluorescence intensity of target cells
labeled with CFSE

PHAE 0 20 i (& 2 Th B I P2) , 76 T] P2 4y
Bro| o dn e (& 2 o 7 1B Q2) . #F CFSE™ 4
Jitg 7 f , CESE'PI iy 1F. 7 %0 41 Jfl , CFSE'PI" N &
AT TR RGN M . NK 20 A X #E 40 i A% 10 o Bk
R, 2 AR O T AR R, DAL 2 W B R
AL 101 880 20 1, NK 40 i % 45 40 48 g
I g B 5 [ 25 6 8% 3% i 1) B, NK 40 i R 15
A 2 i 1) i R

CFSE/Annexin-V/7-AAD = {1 BBl & H 19 40

A-b A-c
B-b B-c
C-b C-c
D-b D-c

TE:A-a, /NS HY0: 1B LE s A-b, T/NRJS Y 10: 1 RCHEEE 3 A-c, 1/ IS Y 202 1 ALEELE ; B-a, 2 /NS A 02 1 85CE LE
B-b, 2 /NI JF 9 10 1 G 5 B-c, 2 /NI 19 20 1 CHE L 5 C-a, 3/NEFE 19 02 1L HE 5 C-b, 3 /NI 1Y 10: 1 ZLHE LE 5
C-c,3/NIJE 9 20: 1L 5 D-a, 4 /NS 9 0: 188 LY 5 D-b, 4 /NS JE 9 102 1 RCH EE 5 D-c:4 /NI 9 200 1 80 G
B2 CFSE/PI W &%l NK 40Xt K562 40 i 3% 5 Th Bk
Figure 2 CFSE/PI to detect the killing function of NK cells on K562 cells
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M, 5311 CFSE FH M i 4t it (&1 3 vh B 5 B P2) , 7E
P2 Ff o3 A B 300 4 R e s 300 O T A i (TR 3
T F TS B . CFSE W] A %4 b B 550 07 41 i
R 20 B X 43 FF , CFSE" A $18 41 i , £ CFSE' 4
ffL #E 1, Annexin-V Ml 7-AAD B 5 ic 4 #E 41
fifd 43 & Annexin-V'7-AAD" | Annexin-V 7-AAD" |
Annexin-V*'7-AAD" ., Annexin-V*7-AAD 4 |~ 2H 1,

A-a

D-b

H. " CFSE" Annexin-V 7-AAD iy 1F & # 41 g |
CFSE*Annexin-V*7-AAD & 1 1 98 1= 19 4 21 Jitg ,
CFSE'Annexin-V*7-AAD "y Fh i 31 T AU #E 40
NK 20 it % 20 6 % 495 ) g B e, 8 200 it O 7 {0
A, IR 3 m] i, Bl 25 R L R 100 1 86 ol
20 : 1, NK 40 A 28 45 #5200 A Ty 6 Aot ; Bl L35
TR )RR NK 20 3% 495 408 400 it 2 R B o

A-b A-c
B-b B-c
Cb Cc
D-b D-c

o A-a, T/NEHE 8 0:1 2 A-b, 1N IR AY 10: 1 R HE s A-c, 1 /NI 9 2001 Z0HR EE 5 B-a, 2 /ISR A 02 T ZCHELE 5 B-b, 2 /N
B9 10: 1RCH LG 5 B-c, 2 /NI JE Y 200 TRLHE LG s C-a, 3 /NISJE HY 0: 1R EL 5 C-b, 3 /NI JE 9 10: 1R L 5 C-c, 3 /NI J5 19 200 1 ZUHT LE
D-a, 4/NEHE I 0: TG H s D-b, 4 /NSF IS 19 10: 1803 1 3 D-c, 4 /NI 19 200 120 H
B 3 CFSE/Annexin-V/ 7-AAD =%l NK Xt K562 41 M A28 i S 1E A
Figure 3 CFSE/Annexin-V/ 7-AAD to detect the killing function of NK cells on K562 cells

NK 4 i %5 K562 1 1M 955 20 i B 1 4% 405 25
7 R Ty 3 B 25 S MR R 2 R0OHE L A L R 3R
[ 520 , 22 HAE AN B 5 (F=0.039, P=0.990 ) , 22 5%
TGt L (P>0.05), WK 1. 7E 4 4B [a] 45
ST AR EE R 10:1.20: 1 B, NK 40 M0 58455 5D
AE (%) WIE LA, = (0 ik NK 41 A 05 2h e i 5
TR, 27 A G2 L (P<0.05) . L3 2,
TE 4B R] A, S5CHE 40 ff AL 1% 5% 4 h B NK 20 Mg %
15 Dy i Fi 5tk 5 76 AN R RCHE LS00 4, PR e (8 ) vk
HBAG I L AE AR L 200 1 B, NK R 0 fig i 25
TR 10:1, WK 4,

xR WA ETTERN NK 45033 $E40 A 7E A [ 048
EERAREANRGHRO=ARTESN
Table 1 Three-way ANOVA of two staining methods were
used to detect the killing effect of NK cells on target cells in

different effect target ratio and different time groups

Yt )ik Bt JLiEEEeNE oFE P
XU =k 87.087  <0.001
WP/ =3k 10:1/20:1 0261  0.610
Xk =tk 1h/2h/3h/4h 0152 0928
WML/ = 10:1/20:1 1h/2h/3h/4h 0039  0.990

Y/F A 4.920 7.599
P1H 0.027 <0.001
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£2 WHEEFHEGN NK AT 20:1F010:1 B0 T EMAMA R G IEE (n=20,x+s)
Table 2 The killing function of NK cells to target cells was detected by two staining methods at 20:1 and 10: 1 target ratios

(n=20,x+s)
, . N ]2 (h)
Pett g7k L
1 2 3 4
CESE/PI 10:1 31.71+12.89 34.88+11.10 41.50+11.34 44.79+13.28
20:1 36.53+14.39 39.76x13.20 47.72+14.13 53.93+12.35
. 10:1 53.53+28.84" 59.08+25.62° 63.41£25.30° 66.74+21.64"
CFSE/Annexin-V/7-AAD N N N N
20:1 57.15%£29.52 63.07+26.82 67.21+25.62 71.01+£23.98
F1a 27.577 30.647 30.647 13.914
Pl <0.001 <0.001 <0.001 <0.001

1 : 5 CFSE/PI Y {6 7 W00 F oA 1001 41 HL#R,*P<0.05 5 5 CFSE/PT Y 8 5 i HE ol 2021 41 L A%, "P<0.05,

CFSE/Annexin-V/7-AAD

CFSE/PI
100 ﬁ”h'm 100
11 80 2h 11 80
E 40 i: Z 60
% 40 :‘E 40
2 20 = 20
0 0

10:1 20:1 10:1 20:1

A H I B 8 L

I 1]

1h 80 = CFSE/PL 10: 1
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Correlation of BNP, Mb and CK-MB levels with left ventricular remodeling and short-
term prognosis after emergency PCI in acute myocardial infarction
YANG Jinyue*, ZI Xiao, LI Huali, YANG Li

(Department of Cardiovascular Medicine, Beijing Shijitan Hospital, Capital Medical University, Beijing,
China, 100038)

[ABSTRACT] Objective To investigate the correlation between the levels of brain natriuretic peptide
(BNP) , myoglobin (Mb) and Creatine kinase-MB (CK-MB) with left ventricular remodeling and short-term
prognosis after emergency percutaneous coronary intervention (PCI) in acute myocardial infarction. Methods
118 patients with acute myocardial infarction who underwent emergency PCI in Beijing Shijitan Hospital
affiliated to Capital Medical University from January 2019 to May 2021 were selected as the study group, and
96 patients with acute myocardial infarction without PCI who were treated during the same period were selected
as the control group. According to the prognosis of the patients in the study group during the follow-up period,
they were divided into the poor prognosis group and the good prognosis group, the levels of BNP, Mb and CK-

MB in each group were compared. The left ventricular mass index (LVMI) , the Left ventricular mass index
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(LVEDD) before and after treatment in patients with acute myocardial infarction were compared ; the level of
left ventricular ejection fraction (LVEF) was calculated; and the correlation between BNP, Mb and CK-MB
and left ventricular remodeling after emergency PCI in acute myocardial infarction was analyzed. Results
There was no difference in the levels of BNP, Mb and CK-MB between the two groups at admission (P>0.05).
At 24 and 72 hours after admission, the levels of BNP, Mb and CK-MB in the study group were significantly
lower than those in the control group (.,= 77.030, 47.928, 30.673, P<0.001; t=»,= 58.553, 55.039, 35.442,
P<0.001). The levels of LVMI and LVEDD in patients with acute myocardial infarction treated by PCI were
lower than those before treatment, and the level of LVEF was higher than that before treatment, the difference
was statistically significant (r=19.500, 18.599, 11.212, P<0.001). Spearman correlation analysis showed that
BNP, Mb and CK-MB were positively correlated with LVMI and LVEDD after acute myocardial infarction
after emergency PCI (P<0.05). BNP, Mb and CK - MB were negatively correlated with LVEF after acute
myocardial infarction after emergency PCI (P<0.05). All PCI - treated patients completed the follow - up
successfully, 33 patients had poor prognosis and 85 patients had good prognosis during the follow-up period.
The levels of BNP, Mb and CK-MB in the poor prognosis group were significantly higher than those in the good
prognosis group, the difference was statistically significant (r=45.115, 8.811, 16.206, P<0.001). Conclusion
BNP, Mb and CK-MB are abnormally expressed in patients with acute myocardial infarction, which may be

closely related to left ventricular remodeling after acute myocardial infarction after emergency PCI. Detection of

BNP, Mb and CK-MB levels can help to evaluate the short-term prognosis of patients.

[KEY WORDS ]

ventricular remodeling

BNP; Mb; Short-term prognosis;
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Correlation and clinical significance of miR-let-7d-5p and HMGA1 expression in high-risk
HPYV positive cervical cancer

ZHAO Lina'*, YAN Lijun', FAN Lijun’

(1. Clinical Laboratory, Shanxi Cancer Hospital, Chinese Academy of Medical Sciences Cancer Hospital
Shanxi Hospital , Shanxi Medical University Affiliated Cancer Hospital , Taiyuan, Shanxi, China, 034000 ;
2. Clinical Laboratory, Xinzhou People’s Hospital, Xinzhou Hospital Affiliated to Shanxi Medical University,
Tenth Clinical Medical College, Xinzhou, Shanxi, China, 034099 )

[ABSTRACT] Objective To investigate the correlation and clinical significance of mictoRNA (miR )-
let-7d-5p and high mobility group protein A1 (HMGAI) expression in high-risk human papillomavirus (HPV) -
positive cervical cancer. Methods 104 patients with cervical cancer who underwent radical surgery in our hos-
pital from April 2020 to April 2021 were selected as the research objects. The infection of high-risk HPV
(HPV16 and HPV18) in cervical cancer tissues and the expression levels of mir-let-7d-5p and HMGAI in cervi-
cal cancer tissues and adjacent tissues were detected. The progression free survival rate and overall survival rate

of cervical cancer patients were followed up. Results The expression level of miR-let-7d-5p in cervical cancer
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was lower than that in adjacent tissues, and the expression level of HMGA1 was higher than that in adjacent tis-
sues (r=11.627/10.278, P<0.05). The expression level of miR-let-7d-5p in high-risk HPV positive cervical can-
cer tissues was lower than that in high-risk HPV negative cervical cancer tissues, and the expression level of
HMGAI was higher than that in high-risk HPV negative cervical cancer tissues (7=2.543.3.189, P<0.05). The
expression level of miR-let-7d-5p in high-risk HPV positive cervical cancer was negatively correlated with the
relative mRNA expression level of HMGA1 (P<0.05). The expression level of miR-let-7d-5p in FIGO stage I
A high-risk HPV positive cervical cancer was lower than that in FIGO stage I high-risk HPV positive cervical
cancer, and the relative mRNA expression level of HMGAI was higher than that in FIGO stage [ high-risk
HPV positive cervical cancer (P<0.05). The cumulative progression free survival rate of patients with miR-let-
7d-5p expression = median in high-risk HPV positive cervical cancer was higher than that of patients with miR-
let-7d-5p expression < median, and the cumulative progression free survival rate of patients with HMGAI ex-
pression = median in high-risk HPV positive cervical cancer was lower than that of patients with HMGAI ex-
pression < median (P<0.05). Conclusion The expression of miR-let-7d-5p decreased and the expression of

HMGAI increased in cervical cancer infected with high-risk HPV. The above expression changes are related to

the progression of FIGO stage and the reduction of progression free survival rate.
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croRNA, miR) & — K EA T Z Y2 EH B AE 9w

/N7 RNA i T3 28 n] BB i U2 miR 23k
(14 77 2tk — 2 5 R T i 56 R 3Rk iy A2 4k, ki

SFECEMEMIE N E A KRS miR-let-7d-5p E—
Foft ELAT SR8 VE FH G miR |, 78 22 Bl o 19 % 28 %
JEE 3o A H R o ) 41 ) R A RS % 2R A1 (High
mobility group protein Al, HMGAI ) 5% ik 1) J7 XA
il 0 M Ry 3G 5 BB R 2R . KNS R EE
HPV 16 BH 1 1) 5 5500 40 M W %8 T miR-let-7d-5p
M AE 2R T, 45 3R S8 HPV 16 FH P ) 5 25006 2
M H miR-let-7d-5p 1) 3% 35 K- i 25 FRAIG , i i
miR-let-7d-5p . 25 37 96 240 JE (%) 8 T - 100 461 e 2
ML IERE (=28, X —45 R KW miR-let-7d-5p 1)
RFIA A RES S5 G HPV JRL S 80 S0 & 4F
RIER ISR AR 0 Hr i fa A HPV A2 a5
St o miR-let-7d-5p . HMGAI 3235 (R AH 61 Rz If TR
B, BTEAHAGNR G HPV s 5 308 3
It B R R I A W2 ML R AR 4R

1 XN&5FHE

1.1 W%
FEFE 2020 4F 4 H & 2021 4F 4 F WHE7E 1L P64
JibJed = e 42 52 AR PE T AR 1 114 618 3598 58 4 1

Cervical cancer; High risk human papillomavirus ; MicroRNA-let-7d-5p ; High mobili-

R FE XTG4 AR -5 (52.83+9.21) &, FIGO 43+ 1]
I 148 441 11 A 191 66 4] , 9 79 5] . ftdes 18 1491 | i
368 17 11 . AR J5 B8 HUEy 300 4 SR 98 55 41 2 (BE
B kR 2 =5 em) , I T 5 fG B HPV A I K & [
i‘éiﬂ’i‘i)ﬂJ PAFRUE: DS IE R, 2R 5 B
LW s FiE; Q2 B FIGO /3 1 ~ 1T A
H;E @#%ﬂ% HUZH ZUREAS 5 @) R g 20 5 6} 5
HeBR AR e : O ARFTHEZ Wby s @6 I 208
@%\ﬁaﬁ%éf%%;@ﬂ%ﬁﬁ CAth A B yeg s
g A BRE AEKEBEEAERE . AR5
IR BE e B2 O3 ikt
1.2 Wk
1.2.1  &fEH HPV AT
BUE S 4120, >R 26 [ 4 DNA $2 07 &
TP EUEL R 4H DNA X1 HPVI6 R K K HPVIS
JE R B R S S W, 4 i 4T PCR RN, &
J¥:957C 5 min Ji 95C 1 min.55C 30 5,72C 30 s,
HE 40 WG 15 5] PCR =¥ o 7F 2% Bt B W8 58 i
H1Xf PCR 7™ W) 47 ML K, 78 52 40 Bk IS AR Y
(WD-9413A, ¥/ 2 B VR A ] i 5245 21 1A
&, HPV16 B A () PCR =YK £ 0 152 bp .HPV18
FLHH) PCR 7= 4K 4 471 bp,
1.2.2  miR-let-7d-5p \ HMGAI F235 B K6
ey 2088 21 20, 2R FH B RNA H B 57) & 2
RNA, R 5% 58050 806 RNA S 550k ¢DNA,
F P f PCRIRAFI &% cDNA iy H g B A



SFEW SR 24E 2022411 H %5144 %5114 T Mol Diagn Ther, November 2022, Vol. 14 No. 11 - 1911 -

miR-let-7d-5p .\ HMGAI Jx NI H U6 W1 %J” b

SR ZR A cDNA 1 wL 357 & P [ b TR A3

10 pL, EFIESI945 0.6 nL EEF/K 7.8 HL;

KR P A 2 95C 1A% M 3 min J5 95T 15 s | ¥

SR KR EE (miR - let-7d - 5p 60°C . HMGAI

62 0C . B-actin 58.0°C)25s.72C 30 s, HE 40 K5
5% 31 PCR [ I 19 95 0 il 26 X 96 24 [ {E (Cycle

threshold, Ct), Ll U6 NS Fi IR 25

HMGAI ) mRNA kK,

1.2.3 TS MRED)

FKHHIER; 128 12% 5 X#HTREVT ,
BET IR 2 202245 3 A 31 B, B N A OIE R E
KA R A AT 0G0, o A 2
AR BB,

1.3 Geilsaba

& SPSS 22.0 # A4 %t Bdls i A7 GE 1 A B
THE TR (3 £5) Fom 4[] FL AR FH 8l ST R AR
R0 | 22 [R) LA R B 2R T 22 43 BT, AH DG
53 M1 2R Fl Pearson £ 56 5 7l J5 >Rk K-M i 6 %7
ZH 1] He 5 K FH log rank K556 . P<0.05 H £ 38 4
NEI-9'@

2 H#HR

2.1 ‘EHUEH L A HPV ) PCR K 4%
B AR 2t HPVI6 K HPVIS H:H PCR 7=
W 09 B B bl e B HL Uk K UL I 1, HPVI6 FE A Y

PCR 77 ¥ K £ 24 152 bp . HPVI18 3 [H ) PCR /=¥
KN 471 bp., B FUEE A 4 5 fa R HPV FH P
99 5] . B 15 441, =5 16 A HPV &Y% K 86.74%
2 000 bp
1 000 bp
750 bp
500 bp
250 bp
100 bp
HPVI8 }EH HPVI6 3
B1 STEHLT HPVI6 B HPVIS EE PCR F=HIHy
MR Ak E

Figure 1 Agarose gel electrophoresis of HPVI6 and HPV18

gene PCR products in cervical cancer
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Table1l Comparison of miR-let-7d-5p and HMGAI expression

levels between cervical cancer and adjacent tissues (x +s)

H4 n miR-let-7d-p HMGAI
E'T HEH L 114 0.72+0.19 1.350.31
Ji o 2 114 1.00+0.17 1.00+0.19
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P{H 0.000 0.000
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Table 2 Comparison of miR-let-7d-5p and HMGAI
expression levels in high-risk HPV positive and negative

cervical cancer (x+s)

= f6. % HPV n miR-let-7d-5p HMGAI
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X 2.543 3.189
P{H 0.012 0.002
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Figure 2 Scatter plot of the correlation between the
expression levels of miR-let-7d-5p and HMGAI in high-risk

HPV positive cervical cancer
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Table 3 Relationship between the expression levels of miR-

let-7d-5p , HMGAI and clinicopathological features in high-

risk HPV positive cervical cancer (x+s)
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=55 % 51 0.74+0.25 1.38+0.36
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Figure 3 K-M curve of miR-let-7d-5p and HMGAI
expression levels and progression free survival in high-risk

HPV positive cervical cancer
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Figure 4 K-M curve of miR-let-7d-5p and HMGAI
expression levels and overall survival in high-risk HPV

positive cervical cancer
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WA 22 F A it L (P<0.05) . 3 # IL-17 ,IL-23 ,Eotaxin-2 /K WAL R <P B4 < T 4, 2%
ST FE X (P<0.05) . £ Pearson FLZkAH 543 #7178 < IL-17 . IL-23 , Eotaxin-2 7K °F- 5 ABSIS 7143
HIEAISE(P<0.05) . A IL-17 . IL-23 ,Eotaxin-2 R (0.923) 51 (0.943) . AUC (0.998) 4 T .
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Application of detection of IL-17, IL-23 and Eotaxin-2 levels in evaluation of bullous
pemphigoid

YANG Beibei'"**, ZHENG Xiaoju', HAN Yiming’

(1. Xinyang Vocational and Technical College, Xinyang, Henan, China, 464000; 2. Department of Pathology,
the Affiliated Hospital of Xinyang Vocational and Technical College , Xinyang, Henan, China, 464000 ;
3. Department of Dermatology, the Affiliated Hospital of Xinyang Vocational and Technical College, Xinyang,
Henan, China, 464000)

[ABSTRACT] Objective To explore the application of interleukin-17 (IL-17), interleukin-23 (IL-23)
and eosinophil chemotactic factor (Eotaxin-2) levels detection in the disease evaluation of bullous pemphigoid.
Methods The 104 patients with bullous pemphigoid treated in the Affiliated Hospital of Xinyang Vocational
and Technical College from March 2014 to March 2020 were selected as the observation group (40 mild cases,
33 moderate cases, and 31 severe cases) ; 110 healthy people who had physical examination in our hospital
during the same period were selected as the control group. The levels of IL-17, IL-23, and Eotaxin-2 between
the groups were compared, and the correlation between the three and the ABSIS score was analyzed by Pearson
linear correlation. The ROC curves were drawn to analyze the diagnostic value of IL-17, IL-23, Eotaxin-2 levels
and the three combined detection of patients with bullous pemphigoid. Results The levels of IL-17, IL-23 and

Eotaxin-2 in the observation group were significantly higher than those in the control group, and the differences

A AR B A d HAHRAA R B (162102310035)
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were statistically significant (P<0.05). Comparison of the levels of IL-17, IL-23, and Eotaxin-2 in the three

groups: mild group < moderate group < severe group, and the differences were statistically significant (P<

0.05). Pearson linear correlation analysis showed that the levels of IL-17, IL-23, and Eotaxin-2 were positively
correlated with the ABSIS score (P<0.05). The sensitivity (0.923), specificity (0.943), and AUC (0.998) of
combined IL-17, IL-23, and Eotaxin -2 were higher than those of single indicator detection (P<0.05).

Conclusion IL-17, IL-23, and Eotaxin-2 are closely related to the progression of bullous pemphigoid, and the

combined detection of the three can provide a better theoretical basis for clinical diagnosis of the disease,

judging the condition and the evaluating the prognosis.
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PLR # 5 ercp A J5 I & 2P HAE IR 28 52 TE M1 56 (P<0.05) 5 —JT Logistic [71 )7 73 M 45 5 %, NLR THE
PLR T} & B ercp AR J5 I & 2k 550 IR 28 1) ik 57 FE 6 A1 36 (P<0.05) ; NLR \PLR L) K2 9 35 5k A5 i)
ercp AR5 I & Stk FAEBEAR A& 11 ROC ik T A4 510 0.751 .0.665.0.808, 4518 ercp RJ5 & &tk
T AR 28 £ NLR 5 PLR AY/KF 35 8 3 T, HLFE7KFE 25 erep AR I A 2ob: FAE IRAR 26 522 IEAH
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R I R R 2 HLA A v 1 TR AN

[SRBIR] A Pkr 20 0 5 7k E 40 AL 5 it /N AR S5 45 0 2 40 B LU A 5 20 PR 48 36 17 IR R A s
ercp; AJ5 I & SPETAE AR R

Relationship between NLR and PLR on acute severe pancreatitis after ercp surgery
ZHANG Qiangian*, WANG Guizhou, LU Qifeng, WANG Shuangping, ZHOU Yabai
(Department of Gastroenterology, Fuyang People’s Hospital of Anhui, Fuyang, Anhui, China, 236000)

[ABSTRACT] Objective To investigate the relationship of neutrophil to lymphocyte ratio (NLR) and
platelet count to lymphocyte ratio (PLR) to acute severe pancreatitis after ercp surgery. Methods A
retrospective analysis of 103 patients with acute pancreatitis after ERCP surgery in the Department of
Gastroenterology, Fuyang People’s Hospital from October 2019 to January 2021 was retrospective, and the
patients were divided into the mild to moderate (MAP/MSAP) groups according to the severity of the disease.
(n=85) and the severe (SAP) group (n=18). The neutrophil-to-lymphocyte ratio (NLR) and platelet count-to-
lymphocyte ratio (PLR) were compared between the MAP/MSAP group and the SAP group. Spearman analysis
was used to analyze the correlation between disease severity and NLR and PLR in each group. The receiver
operating characteristic curve (ROC) curve and binary logistic regression analysis were used to explore the
effect of NLR and PLR on ercp surgery and predict the value of subsequent acute severe pancreatitis. Results
The NLR and PLR in the MAP/MSAP group were lower than those in the SAP group (r=8.400, 9.698, P<
0.05). According to Spearman correlation analysis, the NLR and PLR in the patients were positively correlated
with acute severe pancreatitis after ercp surgery (P<0.05). Logistic regression analysis showed that increased

NLR and PLR were independent risk factors for acute severe pancreatitis after ercp surgery (P<0.05). The areas
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under the ROC curve of NLR, PLR and their combination predicting acute severe pancreatitis after ercp were

0.751, 0.665, and 0.808, respectively. Conclusion The levels of NLR and PLR in patients with acute severe

pancreatitis after ercp were significantly increased, and the expression levels were positively correlated with acute

and severe pancreatitis after ercp. Both NLR and PLR could predict the incidence of severe acute pancreatitis after

ercp, and the combination of NLR and PLR has a high predictive value for acute severe pancreatitis after ercp,and

the combination of NLR and PLR has a high predictive value for acute severe pancreatitis after ercp.
[KEY WORDS | NLR; PLR; Ercp; Postoperative severe acute pancreatitis
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FH L F2 BRI A 8 R ey 8 4 E e g > H PR
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ARG G, S S e e a1 s 240 L A50RI ARG bk T2 4
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AL /N A T %55 bk EL 20 Y EE (B (platelet-1ympho-
cyte ratio, PLR ) ¥4 7 =y IR AE PR 2 v B AR R
(Hyperlipidemic acute pancreatitis, HLAP) f* i2 W
DL RCVEAS E B E . AR B TR
7 20 Y55 6K B 40 LA 0t /D Al S 6 B 4 i
FEAE X ercp AR S5 I & 2Pk 0E AR 8 1) e &R LA KL
NLR F1 PLR X} ercp A J5 I & 20 55 0E J AR 48 1% il
AN, A1l PR 3 NLR Fil PLR B ercp A J5 I
A I IR R 4% B BRI AR

1 BREFE

1.1 — ek

VEHCRLFH T A R EBE AL N R 2019 4 10 A 2
2021 4% 1 H 5818 ercp TR 1Y 103 i S8 FAE A BTN
RIAT OB AR ™ B AR B R o i b
(MAP/MSAP) 4 (n=85) M H 4 (SAP) 4 (n=18) .
BRE 2 PR R 98 (mild acute pancreatitis, MAP)/HH 8
JiE 2P JHR R R (moderately severe acute pancreatitis,
MSAP) 4 85 Bl i, 514 36 1], 21t 49 ], SF-344F
1% (65.96+19.39) % ; HAE 2 M [ IR 42 (severe acute

pancreatitis, SAP)2H 18 {5l 35, T3P o 9l , L 9 ],
IR (56.67x17.74) % o A BRI FIAERE HEEL
ZERTGAE L (P>0.05) , AT F

IHAFRIE : OTEARBEIEAT ercp FAR ; QFF & 2
PR AR RICWAR e 2 Wibn iy« L IE AR
S 5 1Y E R A (580 1R U v B v,
W B T IE H L BRI =A% s &M B 1R 25 K
o, HE R B R S AP A, DL E =5
A MIE A a2 B A AP, @G IF HiA
JUE 25 2 fi B 15 5 () £85I IR 9% B} 58 3% 5 D AR T
WMLV VE ¥ B 7K 1E K @ R 8 ¥ s IF
FMEZ 5ARRMR .. HbRbrE: O AR T2
A AP; Q) 1 R IR Y s @ TCIk I 32 N BE A £
PLEFAR; @IMGE G A B3 . ARSI 28 1 B (R 28
Z it
1.2 ik
1.2 SRR R 7 b

K HEIT R Atlanta 43 2% (revised Atlanta clas-
sification, RAC) "' X AP [ # #F 47 )™ & F2 B 1 43
G, FLoy RbR ey OFRAE 201 R IE % % (mild
acute pancreatitis, MAP) f8 3% FE R WA ' E
I RE R AT LA K Jm BB B 4 B O AhE | Ho JE AR,
—MERETE 1~2 AR , 5 AP 19 80%~85% ; @
HE 2P AR R (moderately severe acute pancreati-
tis, MSAP) f # T ¥ B A A (<48 h) B #
T fiE B b5 A0 (B0 Jmy 01 K 0E , bR R IR 1 O A0 (IR
FEA LA FF IR ), 5 AL R BAR ; BT AE 2P A
& (severe acute pancreatitis, SAP) H & H A Ff 2k
(>48 h) &5 B DI RE i FLRS AL 245 o, £ 5 AP
) 5%~10% . 12 Wi & B 2 BAT DI RE R 05 A bR o
R Marshall W53 RGE5 fELE 4 DI Re R a1

BT E1E93=2 57

1.2.2 NLR.PLR /KP4 )

TR ABE 24 h PRAE RS R #Ik ML 5 mL,
I3 000 t/min Z5PFHFEAT B0 15 min, 802420
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10 cm, 43 B IML3E L& . SR A BC-6900 4 F g IfiL
WA HTA (A5 . BC-6900, ) % : mindray 23 /] ) #£47
4 1040 M350, NLR {E=40 & i Pk 240 At 45k
AR TTELC, PLR (=10 M 450k e 4 F4k
1.3 Gtk

K SPSS 21.0 Ge it 24 4k b BEECHE | 113 9%
B () FoR , H e R TR Ge i, TR0k
n(%) R, H kit E gt . R Spearman
A OC 43 T 45 21 B 3 0 ™ B 2 £ 5 NLR #il PLR
Z I A AH M . R 2 A & Logistic 715 43 4
ercp R 5 I e Sk HRE R R AR 1 A ST FE I R R
H 2z ROC fl £ 31155 ROC i £ F 1fii £ (Area
Under Curve , AUC) FIE KT DL S =X 0 Y 72 fE
RS, P<0.05 NERAGIFE L,

2 HR

2.1 MAP/MSAP 411 SAP 41 NLR il PLR %
H# MAP/MSAP 2H 1 SAP 2 /i) NLR 1 PLR 1]
M1, MAP/MSAP 41 Hl SAP 41/ NLR V45, 2R H 4
T# 7 L (P<0.05) ,MAP/MSAP 41 il SAP 4H i) PLR
AT AL, 22 RA SR L (P<0.05) . Wk 1,

&1 MAP/MSAPHFNEAELHZ B NLR #1 PLR HIELEL (x+s)
Table 1 Comparison of NLR and PLR between mild to

moderate group and severe group (x=s)

n NLR PLR
MAP/MSAP 41 85 6.61%1.55 180.03+42.65
Gignatl 18 10.97£3.45 312.94+87.11
t1H 8.400 9.698
PiE <0.001 <0.001

2.2 NLR Fl PLR X} ercp A J5& - %& 2% 7 4iE JBE IR

2% Spearman AH 43 Ar, FR 5 B9 NLR 5 [ 35
ercp AN J5 I &k S P FTAE R AR R 2 IEAH 5 (r=0.233,
P<0.01), &) PLR 5 £ % ercp K5I K 2 tEE
iE AR 498 52 IEAH G (7=0.256, P<0.05) .
2.3 43HT ercp RJ5 I K 2PEEE IR R AT fE
SArS

PLSE Y ercp T AR M E & 16 & AR LA 2R IR
R Ry R AR 1 (R & AE IR SRR R =05 KA
SiE 2 PE R & =1) , LA NLR Fl PLR 1F ly [ 78 &
Z K% Logistic 1711543 #7145 5 2 7%, NLR fl PLR J&
56 W ercp F- AR Y B A & A FEAE S TR AR m A ST
fERHE. k2,

K2 EMeacpFANEBELEEEIERBRNESES
Logistic B )34 #7
Table 2 Multivariate logistic regression analysis of severe

acute pancreatitis in patients who completed ercp surgery

A BIE FRER Wald 25 OR{HE 95% CI P1H

NLR 0.420 0.163 6.639 1.522
PLR 0.006 0.002 9.000 1.006

1.106~2.095  0.010
1.002~1.010  0.003

2.4 NLR FI PLR X} ercp /N J& I & S 4 i i
R 2w E B

2221l NLR Fl PLR 1287 ercp A J5 I & @M B 4E
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DA K NLR B¢4A PLR %f . AUC 435124 0.751.,0.665
0.808, X [ (1) 24 & 45 % 4 il Sk 0286 0.359,
0.603. NLR Al PLE B A2 Wi {5 T NLR ,PLR
PSS ercp RJFIF K& AP FIZWiME. W 3. & 1,

%3 NLR.PLR UK FHEHEBEE ercp REHZ 2
BERERRRRANZHT N E
Table 3 Diagnostic value of NLR, PLR and their

combination in acute severe pancreatitis after ercp

e br I A 2848 BCUR S K 55 AUC 95% CT

NLR 11.004  0.286 0.741 0.299 0.751 0.641~0.799

PLR 210.063 0.359 0.650 0.337 0.665 0.572~0.771
NLR % 3f PLR 0.603  0.887 0.339 0.808 0.749~0.890
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Figure 1 ROC curve
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FEIE T I 18] 2 A& i 1 48 h N R SRR R
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WRIEE T 2O & AR e i Pr i TNF-o IL-6 K2 Wit/
B-catenin {5 5K F-1 55 M

XN ERE T ET

(7 ZE] BW  RITRMRBCE R BANRBO & NE 5B I B3 Wht/B-catenin 155 335 K- (5%
M, Foik  HEEE 2018 4F 1 H 2 2020 47 12 H vh E v R 22 B B2 0 B BEUCis 9 80 BiliE B B T &4 B A
Fiz BRIy 2 o R %o B2 R A A5 JRR TS ) FIDURER A (4 JRREC A& B S A NRR IS ) , 4L ¥ 40 B, ER 4
PIZH S8 BREE IS Wht/B-catenin {55 3R 5 KF Kl AR G INFI TN REVE oy SN e br . SR WIARREF
H Wt | B-catenin  Tcf-4 Fik /K V22 3 G145 L (1=0.784..0.000 ,—1.372, P #J>0.05) , JK 5 i1 4516
Fraf ue Tt e, AR AT X IR, 22 5 A ST 2% X (1=14.322 11,662 ,14.487, P $4<0.05) . A
il TNF-a . IL-6 . MDA ,SOD 7K 24 5% To 48 11447 X (1=0.108.0.141,0.359 .0.130, P #4>0.05) . RJ5 3 d #§
ZH TNF-o \ IL-6 /K, 2 R TG0 53 X (1=0.544 . -0.147, P 1J>0.05) , WLZE 20 MDA 7K -1 T X% B 40
SOD /K- TR IALH , 22 AT BT 27 5 X (1=16.371 .-6.661 , P $#]<0.05) , AT 1 d M4 MMSE ¥4 25 5%
ToG it X (1=0.434, P>0.05) , R J5 1 d.3 d.7 d WEH MMSE P43 T X IR 4H , 22 5 H G124 X
(r=-9.098,-9.348 . —11.482, P #J<0.05) . £5it LRRECAS W BN EEA By Tl &2 R g5 r o
Wnt/B-catenin {55 3315 S R AC R R %, %k HAA B Dy BEB 40 2 BE A%, BT m] 47,

[RBIR] 2 BRREE; EEINKREE; RS, BET; Wa/B-catenin {55

Effects of anesthesia on TNF-«, IL-6 and Wnt/$3-catenin signallevels in elderly patients
with tibial fracture

LIU Guosheng, JIA Ruo*

(Department of Anesthesiology, Wangjing Hospital, China Academy of Chinese Medical Sciences, Beijing,
China, 100102)

[ABSTRACT] Objective To explore the effect of general anesthesia combined with epidural
anesthesia on the expression of Wnt/f3-catenin signal in elderly patients with tibial fracture. Methods Eighty
elderly patients with tibial fracture who were admitted to our hospital from January 2018 to December 2020 were
divided into a control group (static inhalation combined with anesthesia) and an observation group (general
anesthesia combined with epidural anesthesia) according to the anesthesia method, 40 cases in each group. The
signal expression levels of Wnt/p- catenin after anesthesia were compared between the two groups, and the
postoperative cognitive function score and stress index were detected. Results There was no significant
difference in the expression levels of Wnt, B-catenin and Tcf-4 before anesthesia between the two groups (=
0.784, 0.000, —1.372, P>0.05) , and each indicator in the two groups was significantly increased after
anesthesia, which was lower in the observation group than in the control group (r=14.322, 11.662, 14.487, P>
0.05). There was no significant difference in levels of TNF-«, IL-6, MDA and SOD before operation between
the two groups (#=0.108, 0.141, 0.359, 0.130, P>0.05). There was no significant difference in levels of TNF-
a and IL-6 of the two groups 3 d after operation (1=0.544, —0.147, P>0.05). The level of MDA in the

observation group was lower than that in the control group, while the SOD level was higher than that in the
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control group, and the difference was statistically significant (#=16.371, —6.661, P>0.05). The difference in

MMSE scores between the two groups was not statistically significant 1 d before operation (1=0.434, P>0.05),

while the MMSE scores in the observation group were higher than those in the control group 1 d, 3 d and 7 d

after operation (r=—9.098, —9.348, — 11.482, P>0.05). Conclusion

General anesthesia combined with

epidural anesthesia is effective and feasible in inhibiting oxidative stress in elderly patients with tibial fracture

and impairing their cognitive function to a lesser extent.
[KEY WORDS ]

B-catenin signal

& BB T AR WO N E T A R BERY
B S R YT A B th G DI RERE A, X AR K
HRJg R E KoM a3 nd, 2EREs
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S 7K V-5 PIAH G, A A 5052 B JRR T 17 I R L
RN RSB g o 2 AR A I R, 2 4
B AT R RR T XU R X 5 i L RR e ) 3 BOHR
JE AN BE T B, 52 e A 0 o SR JE R A .
AW FE AR AS ] bR e 7 2000 28 48 e B B 3 i
Wht/B-catenin {5 5 28 /KR s2 0, SRHGE AT S

1 M&E5FE

1.1 x5

PEFE 2018 4F 1 A 3 2020 4F 12 A thErh ERM#
B 2R 5 I BE TR 1 80 Bl iR B T B A R N IESY
4 WARRE : DAEIR>60 % ; Q845 a0
PR g e 2 0 Sl e IR B J Prig W™ IF
LB RIS ; QB H R KRB MIRAT 5T
HiY Gt A S 5. HiBbnik: OFfFET
REQIEE  QF A EE EERE; O/ IR
T BRI B2 DG ISk S8 M RAE#H . He I
R LA 5 L IR R AERY 80 BiIJIR B-H P AT
B I3 hoxt REZH (RS2 5 R ) FIIR ¢ 2 (4 JRRIBE
B E RSN ) | AELH 40 i), X RRZH . BBk 21 1], £
PE19 4], SERIAER (68.62+1.05) %, BT 5 N« 32838
F 21 B as MG 12 ) AR 5 ] HAR 2
B s W EL A« 55 18 i, Lo b 22 i, SF- AR i
(69.04+1.10) % , B JE A« 3838 =l 19 ] | =5 25 BA
15 13 5 R AT o ) HAh 2 451 AR BT

General anesthesia ; Epidural anesthesia ; Tibial fracture ; Old age fracture ; Wnt/

B A AR MR S A BB R 25 S R Ge AR
X(P>0.05) , AR LB B ZE b1 2t E AT o
12 FHik

WAL R EARATY LIS 8 h 281Kk (12 h 251,
AT AR E 5 3% 20 H WP AW I LA 0 R
I FE ol A ER RIS L L TT i FEL XU 4 48, A AR
T HRIDKGE BEA TR, BARA R

X} R RS T, # KA T 0.05 mg/kg PK
B (0.8 mg/kg I BT i R B L3 pg/kg SR K JE
1.5 mg/kg WIHB G ATEE , IR IEA 4 mg/
(kg-h)NIAM 4 mg/(kg-h) -+ AL FUEE T ZATHR
P4 1535 BIS 1 40~60 , AR 38 B 2R A4 A
INZF R JE BB i e . QWSS - RS 5
DK AEE 0.05 mg/kg KK 0.8 mg/kg T X BT
e 3 welkg 25 KJE 1.5 mg/kg N IA W3 f5 78
2~3 [ A AN 2 E ) Sk g R4 A 3 em,
FEMME T A 4 mg/(kg-h) NIAE 4 mg/(kg-h)+
W AL R T /AT IRIR4E KR, -7 BIS 7E 40~60,
AR AR RS G BB 0 2% K e BB i e %
ARIGFFZEL T 3 min 5 mg/L F R [A (5 mL/h) .
1.3 HETEs

O F 120 50 & 16 B I 5% 5% O cDNA I (- 7 15
Ho AW Wnt (7 : TGGATACGTTTCCTTATA-
AG; T i : GAAATGGACCCACCCCTTC) . S -
catenin( I}t : CCTCCACATCCTCCCTTCC ; F % :
GTCGCAGAGACTGATCAACCTC) . Tcf-4 ( 11 :
AGTCAACGGATTTGGTC; F{if : AACACTTCCC-
GTCGATCAATCG ) JE: [ 5[ ¥ J5 4L PCR =4 , HL
Horr 64 WL HL K AL PR IS S0 IR 1T B 3 A .
JR I e WA S8 3 A1 J) i B A A, R Wnae
B-catenin \ Tcf-4 T80, ¥ BE N =X H A 5L R L ok &5
OD f{H/B-catenin P23 H HL Ik 454 OD {11538 H:
XTI RR R, WK1, @FRERTT ARG 3dWHA
HF 3 mL # K I, 3 000 r/min B0 5min (&5 .02
12:15 em) J5 43 BSILIH , R FH ELISA {25300 7 i g I8
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BE. T - o (Tumor necrosis factor-o, TNF-a) . [ ZH
Jfi 4t % -6 (Interleukin-6, IL-6) , B AR 15 H 2 % o (5
2 A Ak B T TN ¥ (Malondialdehyde,
MDA) f # % 1k ¥ I 4k i 7K F (Superoxidedis-
mutase,SOD) ., @7 T ARAT1d AR/F1d.3d.7d
K FH MMES 5 R 1TAL AL E INFI DI 6E L 1% i 0T
SHVE R 0~30 43, 44 BT 53 PR A D e R AS 53
BRI (24~3047) P EE(19~23 43 ) (FEJE(0~1843)

M1 2 3456789 NPM
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2000
1 000

1 PB-catenin NS EEBIKkET
Figure 1 Electrophoretic bands of S-catenin internal

reference gene
1.4 Stk
K SPSS 23.0 FAFHEA TR /AT s TR BORER
G £5) 3R, P ELBER ] 48 THEGOR IR R
78T K55 DL P<0.05 HESA SRR L.

2 #HR

2.1 I Wnt/B-catenin {55 F kK F- L

A ZH BRI AT Wt | B-catenin |, Tef-4 3¢5 KF-24
SIRG T E L (P>0.05) , JFR I 5 P41 45 18 br 2
B THE, HOWERAE X R, 2R A G2 E
M(P<0.05), WF1,

R1 THE Wnt/B-catenin 5 SRIEKFELLE (x+s)

Table 1 Comparison of Wnt/p-catenin signal expression
levels between the two groups (x+s)
Wnt B-catenin Tcf-4

n . ) . N AN )

JRIERIT PRBER ORRBEAT RS R RIS
XFHRZH 40 2.9+0.7 6.4£1.0° 2.9+0.5 7.7£1.4° 3.5+0.7 9.4+1.2°
WELL] 40 2.820.4 3.5£0.8" 2.9+0.8 4.3x1.2" 3.7+0.6 5.0%1.5

t{l 0.784  14.322 0.000 11.662 -1.372 14.487
P{H 0.435 <0.001 1.000 <0.001 0.174  <0.001

W - SAG RIS F A, P<0.05,

45

2.2 LN N AR bR LR

W20 AR Hf TNF-a \IL-6 MDA , SOD /K- b 54,
ZERTLEFE X (P>0.05), RJ5 3 d M4 TNF-a .
IL-6 7K #8225 R G124 L (P>0.05) , W%
2] MDA 7KK T 5% B 41, SOD /K - T X BE 4
ZEFAEGIFRE L (P<0.05), WLk 2,
2.3 P4LINHIYIRETTE o3 LA

ARHI1 d P4 MMSE 14> 22 7 LG8 1125 5 X
(P>0.05), KJ51d.3d.7dWE4] MMSE P-4 =
TR, 2R A G L (P<0.05) . L3 3,

x3 WHEINNMINEEED LB (47, x+s)

Table 3 Comparison of cognitive function scores between the

two groups (point,x £s)

A% o Rut1d RJG1d ARG 3d ARG 7d
XHEZH 40 35.38+2.04 21.39+2.24 24.55+2.61 29.08+2.17
WEEH 40 35.19+1.87 26.06+2.35 29.27+1.84 34.69+2.20
t{H 0.434 -9.098 -9.348 -11.482
P{H 0.665 <0.001 <0.001 <0.001
3 it

JE B TR AR R I R R LS P T
—, ] EUR B0 XS, TR BE
P HRAIT I o A Tl B W& F R
e OBl RS S SR AE , BT ARAR B 24 B LA
MR R AR A, 28 AR F8 B B D) RE S N e 11K
TARREE N2 X PR 2 AE RO R
A B AT RE T A B RO B K R L
SFUE IR I, T AR TS SO e D RE TR
P AL PN B I5E B W A B A [ B AR LR 4 AL
IO Y A AT ) T LA R L AT o, 45 36
Bifaas o P, i R B AR 3 28 3 A e 1 2 R
eI I BRI T 3, R KR JEE AR RR I R
XU EY I , DL HA 5 A A

EAR B MBS TR RE ) 2 TEIRIE 25 )
KPR T, A S BAE KR I3, &
Hob MmN . AWFFEEEFE SOD MDA 1E &

®2 MANHRIERER (x+5)

Table 2 Comparison of stress response indicators between the two groups (x +s)

il . TNF-a(pg/mL) IL-6(pg/mL) MDA (ng/mL) SOD (pg/mL )
E N KRG 3d AT ARJG3d Ni) ARG 3d AT ARG 3d
XPHEZH 40 23.01x2.14  24.28+2.37 66.28+5.73  65.90+7.55 18.93+2.04  13.26+1.75° 60.45+7.01  76.32+9.14°
WELH 40 22.96+1.98  23.95+3.02 66.09+628  66.16+8.24 18.77¢1.95  8.03+1.01° 60.26£5.99  89.61+8.70°
A 0.108 0.544 0.141 -0.147 0.359 16.371 0.130 —6.661
Pid 0.914 0.588 0.888 0.884 0.721 <0.001 0.897 <0.001

H SARUR AT A, P<0.05,
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WA AR KW REA A

(# ZE] B8 0 D-ZREK JRIR (UA)BCG #MA C3 . C4 7K P X AR IIARAE (LLD ) H 2 A 14
FE(MCD BTN, FiE  FEI20184F 4 H % 2021 4F 3 H TILREZ 45 = A R EE RS MR 12 19
LLD 52 96 BI/E A58 X 4, Kol i 5 D- R 1K \UA FI#MA C3.C4 7KF, BT 1 AR ARG 2 & 1A
MCI, #8534 MCLZ (n=51) Fl4E MCI 41 (n=45) o %W 2H 8 5 11 PR B8 S D- Rk \UA FiIghA C3
C4 K F-HEAT b, R 22 TR & logistic [B1H 43 H70 1E LLD 3% MCI 23l ST fa B PR 2, 2l 52308 TAERE
PEIZ (ROC) 23T D- B AR \UA G HMA C3 . C4 /KX LLC 3% MCL TR AE. S558R  MCI 4140
JE R ] D- R AR (UA K& FHE MCLAL, Z 80H 4F R BEIR AT . MMSE 3143 fMA& C3 . C4 7K -3
K THEMCI 4, 2 R B A G55 L (4=7.218 .1=2.354.2.112 .2.573 . 2.653 .8.176.3.188 ,2.641 , P<0.05)
ZH & Logistics A 455 n 52 U H R A D- ZJ 4Kk (UA #MA C3.C4 7K F- LLD 3% & A MCL ST
S 2 (P<0.05) ; ROC 455 R, D- Rk \UA FIfMA C3 . CA /K- Je 4 TiA bREE A #h 42T
(AUC) 435120 0.663 ,0.834.,0.672,0.678 ,0.904., B & 43771 24 0.711,0.778,0.759 ,0.533 ,0.733 , $§ 5P 4
R 0.706 .0.765.0.569 ,0.824,0.902 (P<0.05) . £5it D- R {Kk UA Fi4MA C3.C4 5 LLD ¥ &kt
MCIAEAEB I E &, D- ZBAK  FRIRIE & #MAE C3 . C4 /KX LLD 53 MCI A B4 A

[EIA] D-ZZAK; IR ; #MA C3.Ca; BAFIIABSE ; IANHI 5%

Predictive value of D-dimer, uric acid combined with complement C3 and C4 levels on
cognitive impairment in elderly patients with depression

YANG Shugian', ZHANG Zhiyan'*, ZHANG Li', ZHENG Haiyan', HANG Cheng®

(1. Department of Geriatric Psychiatry, Huai’an Third People’s Hospital, Huai’an, Jiangsu, China, 223001 ;
2. Department of Sleep Medicine, Huai’an Sleep Medicine Center, Huai’an, Jiangsu, China, 223001)

[ABSTRACT] Objective To analyze the predictive value of D-dimer, uric acid (UA) combined with
complement C3 and C4 levels on cognitive impairment (MCI) in elderly patients with major depressive disorder
(LLD). Methods A total of 96 patients with LLD treated in the Department of Psychiatry, The Third People’s
Hospital of Huai’an, Jiangsu from April 2018 to March 2021 were selected as the research objects. And D-dimer,
UA and complement C3 and C4 levels were measured and followed for 1 year, and the patients were divided into
MCI (n=51) and non MCI (n=45) groups according to whether they had MCI or not. Clinical data and levels of
D-dimer, UA and complement C3 and C4 were compared between the two groups, independent risk factors for
MClI in LLC patients were screened by multivariate logistic regression analysis, and receiver operating characteris-
tic curve (ROC) were drawn to analyze the predictive efficacy of D-dimer, UA combined with complement C3
and C4 levels for MCI in LLC patients. Results The proportion of patients living alone, D-dimer, and UA levels
in the MCI group were higher than those in the non MCI group, and the years of education, sleep duration,

MMSE scores, and complement C3 and C4 levels were lower than those in in the non MCI group, with significant
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differences (’=7.218, r=2.354, 2.112, 2.573, 2.653, 8.176, 3.188, 2.641, P<0.05). Multivariate logistic regres-

sion results showed that the years of education and levels of D-dimer, UA, complement C3 and C4 were indepen-

dent influencing factors (P<0.05) for the occurrence of MCI in LLD patients. The results of ROC curve showed

that the area under the joint curve (AUC) of D-dimer, UA and complement C3 and C4 levels and four indicators
were 0.663, 0.834, 0.672, 0.678, 0.904, respectively, with the sensitivities of 0.711, 0.778, 0.759, 0.533,
0.733, and the specificities of 0.706, 0.765, 0.569, 0.824, 0.902, respectively (P<0.05). Conclusion D-di-

mer, UA and complement C3 and C4 are closely related to the occurrence of MCI in LLD patients. The levels of

D-dimer, uric acid combined with complement C3 and C4 have good predictive value for MCI in LLD patients.
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MR WA D) REIE H o
1.2 Wk

MLYEFE bR AN - 30T 3 d 5B E 25 FEHE
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A B 5% $ 48 1 107 ] SPSS 21.0 #E47 82 140 #7
THEGERHH (v £5) T, I ¢ K56 5 TR
n(%) 3R, WA K s >k HI 2 P &R Logistics [7]
IH AT i AT 22 243 AT , 2 1 2 il ROC il 2646 56
T AL e ; P<0.05 FHA G IT2F = L,

2 HR

21 PAIIEA OB AR

MCI 2130 J& % e ) D- 34K UA KK
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MMSE P43 #MA C3 ., C4 7K I T3 MCT 4,
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®1 BMWLLC BEMCIREERNN (%), (x+s)]
Table 1 Impact of MCI in LLC patients on univariate

analysis [n(%), (x+s) ]

MCI 41 E MCI4H

= (n=51) (nma3) KNP
M5 (B ) 23/28 19/26 0.080 0.777
R (4) 69.52+4.43  70.43%3.69  1.085 0.281
2 0 S 34(66.67) 20(64.44)  0.052 0.819
ARG 32(62.75) 27(60.00)  0.076 0.783
o 31(60.78) 15(33.33)  7.218 0.007
ZHE TR 12424311 13.78x246 2354  0.021
Wi 455 (mmHg ) 122.1629.77  123.58+8.14  0.768 0.445
&7k i (mmHg ) 7546642  73.87x6.06  1.243 0217
REHIR A4 (h/d) 4.51+1.65 5.26+1.83 2112 0.037
BMI (kg/m?) 23.05+3.69  24.14+¥2.87  1.600 0.113
BT 0.344  0.952

SSRI 18(35.29) 15(33.33)

SNRI 15(29.41) 12(26.67)

SSRI+KEF  10(19.61) 9(20.00)

SNRI+KEF-  8(15.69) 9(20.00)
HAMD P43 (43) 19.21+4.63  20.58+5.25  1.359 0.178
MMSE #£:45 (43) 9.97+1.04 10.54+1.12 2573 0.012
D-TB{R(pgmL)  247+0.64 2142057  2.653  0.009
UA (wmol/L) 207.58+27.33 252.47+26.66 8.176  0.000
*MA C3(g/L) 0.68+0.21 0.82£0.22  3.188 0.002
*MA Cca(g/L) 0.18+0.06 0.21+0.05  2.641 0.010

2.2 LLD ##& &4 MCI £ [H % Logistics [F1J3 504

KRR BA S8 L HENAZH
% Logistics [71 443 #r v, ARl =0 il fE =1, HAx
R BUR A, 255 BR Z BB R D- Rk
UA #MA& C3 . C4 /K- LLD ## & A MCI il 37
IR R (P<0.05), L2,

%2 LLD B&H XX MCI % E X Logistics B34 #7
Table 2 Multivariate logistic regression analysis of
MCI occurrence in LLD patients

A AS BIE S.EAHword{iORMH 95% CI P{i

hfE 0.214 0.133 2.589 1.239 0.700~5.086 0.108
ZHHFFER  -0.821 0411 3.990 0440 0.197~0.985 0.046

R A S -0.117 0.107 2.736 0.838 0.679~1.033 0.098
MMSE 43 (43) —1.471 0.776 3.593 0.230 0.050~1.051 0.058
D- K (ug/mL) 0.405 0201 4.060 1.499 0.997~2.254 0.044

UA(pmol/L)  1.447 0.726 3.972 4.250 1.024~17.6390.046
FMAC3(g/L)  —0.397 0.183 4.706 0.672 0.470~0.962 0.030
#MACA(g/L)  -1.186 0467 6.450 0.305 0.122~0.763 0.011

i i 2.247 1.024 4.818 9.459 0.028

2.3 D- R JRMAEMAE C3 . C4 KX LLC &
# MCI R HI ROC i £k

ROC fh 42 45 R 7R , D- R PR W Fkb A
C3., C4 7KF 4 T 45 bR 15 #l 21 1 L (AUC) o
0.904., T S 0.733, K¢ 51 0.902, 5 Fitil 2k
AE AUC KT IR AE (P<0.005) . W& 3. &1,

®3 D-ZRKFREEFAME C3.CAKFR LLC BFE
MCI B3l ROC B £k
Table 3 ROC curves of D-dimer, uric acid and complement
C3 and C4 levels for the prediction of MCI in LLC patients

i AUC fRifEiR BUsUE feitE 9%l PE

D-Z®IE& 0663 0.056 0711  0.706

UA 0.834 0.040 0.778  0.765
*MAC3 0672 0055 0.756  0.569
*MEC4 0678 0055 0533  0.824
AR 0904 0.029 0733 0.902

0.553~0.773 0.006
0.755~0.912 0.000
0.565~0.779 0.004
0.569~0.786 0.003
0.846~0.961 0.000
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Figure 1 ROC curves
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WiEh' k& EwT
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T (TgAb)BEA 15 MHz (55508 75 7EAT A HUR IR 28 (HT) 75 5 T 12 W HUIR R 7L SR (PTC ) 583 b iy 17
M. AiE WLE 2018 4F 10 J % 2021 4 10 A % 2 51 TABEREICE 1 PTC & 3F HT &% 104 41 CU
FRUL) , BEHUARBE R HHICIA 1 HR R B MR # o1 B AR A B4 . XF L 4] TSH . Cyfra 21-1 . TgAb ik
I B i 5B RS A AR 2% 5%+, 43 B TSH . Cyfra 21-1 . TgAb 3£ 4 15 MHz = 4518 75 % PTC 4 HT B2 Wy
fH. &% WELH TSH . Cyfra 21-1 TgAb KKK V-1 m X5 BUAL, 22 5 XA Gt 4 2 L (P<0.05) . WLEE
YR SR PR AE R TP I JE AR S5 =1 AR RS Ak L i oA o 1T~ 2%
A7 EL R T R AL, 22 A SR L(P<0.05) . 4k#iE ROC BHZE AT %1, TSH . Cyfra 21-1 \ TgAb A 1
AR 75 A X PTC 4 I HT 12 WUt 52 fVRR 5= B2 43 51 O 78.40% . 72.90% , AUC=0.804(95% CI: 0.707~
0.898) , & T IU B2 M (P<0.05) . 538 IiL7% TSH . Cyfra 21-1 . TgAb B4 15 MHz & 4 # 75 % PTC
B HT 2 Wi me £E , i R 2 W B —E S5 M i

[543 ] TSH; Cyfra 21-1; TgAb; i ; HT; PTC

Application of serum TSH, Cyfra 21-1, TgAb combined with 15 MHz high-frequency
ultrasound in the diagnosis of PTC patients under the background of HT

YANG Haitao'*, KANG Lei*, LI Xiaoxue'

(1. Department of Ultrasound, Qinhuangdao Workers’ Hospital, Qinhuangdao, Hebei, China, 066200

2. Department of Ultrasound, the Second Hospital of Qinhuangdao, Qinhuangdao, Hebei, China, 066600)

[ABSTRACT] Objective To analyze the application value of serum thyroid stimulating hormone
(TSH), cellular albumin 19 fragment (Cyfra21-1), thyroglobulin antibodies (TgAb) combined with 15 MHz
high - frequency ultrasonography in the diagnostic value of Papillary thyroid carcinoma (PTC) patients under
Hashimoto thyroiditis (HT). Methods 104 patients with PTC combined with HT admitted to Qinhuangdao
Workers’ Hospital from October 2018 to October 2021 were collected (observation group) , and 91 patients
with benign thyroid disease admitted to our hospital during the same period were selected as the control group.
The expression levels of TSH, Cyfra 21-1 and TgAb and the differences of high-frequency ultrasound signs
were compared between the two groups, and the diagnostic value of TSH, Cyfra 21-1 and TgAb combined with
15 MHz high-frequency ultrasound for PTC complicated with HT was analyzed. Results The expression levels
of TSH, Cyfra 21-1 and TgAb in the observation group were higher than those in the control group, the
differences were statistically significant (P<0.05). The proportion of high frequency ultrasound signs of
borderlessness, irregular shape, nodular aspect ratio =1, internal low echo, microcalcification, and blood flow

distribution grade II - Il in the observation group was significantly higher than that in the control group, the
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differences were statistically significant (P<0.05). According to the ROC curve, the sensitivity and specificity

of TSH, Cyfra 21-1 and TgAb combined with high frequency ultrasound for the diagnosis of PTC complicated
with HT were 78.40% and 72.90% , respectively, AUC=0.804 (95% CI: 0.707-0.898) , which were higher than
those of the four separate diagnoses (P<0.05). Conclusion Serum TSH, Cyfra 21-1 and TgAb combined with

15 MHz high-frequency ultrasound has good diagnostic efficacy for PTC combined with HT, and has a certain

reference value for early clinical diagnosis.

[KEY WORDS | TSH; Cyfra21-1; TgAb; High frequency ultrasound; HT; PTC

Fr 7 HUAR I 4% (Hashimoto thyroiditis , HT) 4l
PRAVE UL B B S PR i R ok oy H 5 H
IR AR FL MR IEE (Papillary thyroid carcinoma, PTC) 2
[ AF7E — MK R o T 4F ok PTC Kk 3 34 4F 3
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B 3 000 r/min) 3R ML R AEA . SR A AL A
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Table 3  The diagnostic value of combined detection for
PTC combined with HT
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KT SPSS 20.0 G A HEATGE o0, 3k Cyfra2l-1 0690 0.583~0.797 0.685 0.611 <0.001

WRIRH (zxs) TR AT B 5 i E0R B TgAb 0.620 0.507~0.732  0.651  0.597 0.043

T, ‘ SR , &l 0612 0.503~0.729 0.619 0587 0.04

n (%) 37 IR ¢ 408 s RS 0 H TARRHE e 06 oo
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Table 1 Comparison of the expression levels of TSH,

Cyfra 21-1 and TgAb between the 2 groups (x+s)
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Table 2 Comparison of high-frequency ultrasound signs between the 2 groups [1(%) ]
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Relationship between the levels of circulating miR-361-5p, miR-223 and miR-146a and
the short-term prognosis of patients with ACS after coronary intervention

QIU Xunwu*, LI Zhaoqi, XIAO Shaowu

(Department of Cardiovascular Medicine, Wenchang People’s Hospital, Wenchang, Hainan, China, 571300)

[ABSTRACT ] Objective To investigate the relationship between the levels of circulating miR-361-5p,
miR -223 and miR - 146a and the short-term prognosis of patients with acute coronary syndrome (ACS) after
coronary intervention. Methods The clinical data of 196 patients with ACS who underwent coronary
intervention in the Department of Cardiovascular Medicine, Wenchang People’s Hospital from December 2020
to December 2021 were retrospectively reviewed. All ACS patients were followed up for 6 months after
discharge, with the occurrence of (major adverse cardiac events) MACE as the endpoint. ACS patients were
divided into the MACE group (n=29) and the non-MACE group (n=167) according to whether MACE occurred
during the follow-up period. The clinical data of the two groups were compared, and the statistically significant
factors were analyzed by Logistic regression and the ROC curve was drawn to evaluate the efficacy of miR-361-
5p, miR-223 and miR-146a in predicting the occurrence of MACE in ACS patients. Results There were 29
cases (14.79% ) of 196 ACS patients with MACE. Univariate results showed that there were significant
differences in age, Cr, Tn I, BNP, miR-361-5p, miR-223 and miR-146a levels between the two groups (P<
0.05). Logistic regression analysis showed that miR-223 was a protective factor affecting the short-term prognosis
of patients with ACS after coronary intervention (P<0.05), and miR-361-5p and miR-146a were independent risk
factors affecting the short-term prognosis of patients with ACS after coronary intervention (P<0.05). The areas
under the curve (AUC) of circulating miR-361-5p, miR-223 and miR- 146a for predicting MACE in ACS patients
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were 0.763, 0.701, and 0.794, respectively (P<0.05). Conclusion The levels of circulating miR-361-5p, miR-
223 and miR-146a are closely related to ACS and have high diagnostic value in predicting the prognosis of ACS.
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Correlation of serum pNF-H, OXA, melatonin and cognitive function after hip arthroplasty
under general anesthesia

LIU Po*, KONG Junhua, LIU Panpan

(Department of Anesthesiology, Zhengzhou Orthopaedic Hospital, Zhengzhou, Henan, China, 450052)

[ABSTRACT ] Objective To investigate the correlation analysis of serum pNF-H, OXA, melatonin
and cognitive function after hip arthroplasty under general anesthesia. Methods From January 2017 to
December 2021, 186 patients with elective hip replacement under general anesthesia in Zhengzhou Orthopaedic
Hospital were selected as the observation group, and 60 healthy volunteers who underwent health examinations
during the same period were selected as the normal control group. The serum levels of pNF-H, OXA and
melatonin were detected in all subjects, and the Montreal Cognitive Assessment Scale (MoCA) was used to
evaluate the postoperative cognitive function of the observation group. A total of 56 cases in the cognitive
dysfunction group were enrolled, and the relationship between serum pNF-H, OXA, melatonin and cognitive
function after hip arthroplasty under general anesthesia was analyzed. Results The levels of serum pNF-H and
melatonin in the observation group were lower than those in the normal control group (r=15.353.12.440, P<

0.05), while the serum OXA levels in the observation group were higher than those in the normal control group
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(1=3.946, P<0.05). The postoperative serum levels of pNF-H and melatonin in the normal cognitive function
group were lower than those in the cognitive dysfunction group (#=9.539, 14.051, P<0.05). The OXA level and
MoCA score were higher than those in the cognitive dysfunction group (t=4.481, 27.935, P<0.05). The results
of Pearson correlation analysis showed that serum pNF-H and melatonin levels were negatively correlated with
MoCA score (r=—0.003, —0.016, P<0.05). Serum OXA level was positively correlated with MoCA score (r=
0.009, P<0.05). Logistic regression analysis showed that serum pNF-H and melatonin levels decreased and OXA
levels increased were independent influencing factors of cognitive dysfunction in patients with hip arthroplasty
after general anesthesia (P<0.05). The results of the ROC curve showed that the best cut-off value of serum
melatonin for predicting the concurrent cognitive dysfunction in patients after general anesthesia hip replacement
was 0.773, the sensitivity was 0.804, the specificity was 0.969, and the area under the curve was 0.898. The
diagnostic efficacy of cognitive impairment in patients after hip replacement anesthesia is the highest.
Conclusion pNF-H, OXA and melatonin are related to cognitive function after hip arthroplasty under general

anesthesia, and have certain predictive value for cognitive function after hip arthroplasty under general anesthesia.

[KEY WORDS] Serum pNF-H; OXA; Melatonin; General anesthesia for hip replacement; Cognitive

function
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2 #R

2.1 W4T pNE-H . OXA Hl M £ h i

N 2 1M T pNF-H 48 2 2 /K - K F I %
TR A, I3 OXA & FTIEH X4, 25 A 51t
X (P<0.05), W#E1,

1 WAME pNF-H.OXA EBRIEK (v+s)
Table 1 Comparison of serum pNF-H, OXA and melatonin

between two groups (x+s)

o 1fiL %% pNE-H 17 OXA ARE
20 5 n
(ng/mL) (pg/mL) (pg/mL)
IEHF IR 186 0.12+0.08 330.19+30.40  1.29+0.28
WLEEH 60 0.45+0.16 208.39+59.92  2.95+1.02
tHH 15.353 3.946 12.440
P{H 0.000 0.000 0.000

2.2 AJRHECT B S BE I RN DI RERE AT
) LR R 40

INFI DI REIE # 41 RS L% pNF-H R 2
KL TN AT REFR A4 , OXA 7K-F .\ MoCA 143
mTINAI DI RE R 4L, 22 5 A i 2E i L (P<
0.05), W2,
2.3 IfiL¥E pNF-H,OXA 4 B2 K 5 MoCA P-4 1
FHIEE

Pearson AH 5¢ 14 43 A 45 S 27, 1L IS pNF-H |
AR M 2% 7K SF 5 MoCA 343 5 1 41 5 (r=-0.003 |
-0.016, P<0.05) , Ifil 7§ OXA 7KF- 5 MoCA P43 5
TEARE (7.=0.009, P<0.05) .
2.4 AJRHESCT B AR S BE I R H DI RE B A
(EASE T

Logistic [FIIH53#T 7R, 117 pNF-H 4R 22 2 /K-
T BE (OXA KT i 2 A IR OC T B R 5 B It
FANAIDIRERRT AT RN & (P<0.05) . W& 3.
2.5 IfiLi pNF-H,OXA | A J& 28 % 42 R 5 OC 15 &
B R 5 B I LA D BE R RS A2 B 1

22441 ROC 1 2k [ 45 5L /s, I 375 iR 22 38 )
S RREEOCT B 5 BE I R I T RE RS Y
FERRBTE R 0.773 , BUREE A 0.804, FE 5 0.969,
£ T T AR 0.808 , X 4 bR G T B i R 5 B E
FERINA DI BE RIS WAL RR R, WL 4 & 1,

R2 EMBPRPTEBRARBEEEZFFLINNINEEREFTH
BERSH [(vxs),n(%) ]
Table 2 Univariate analysis of cognitive impairment in
patients with hip arthroplasty under general anesthesia
[(x£s),n(%)]

NHITIRE AR
2151 EH A Befddl oM PAY
(n=130) (n=56)

A 58.75+5.12  60.01x5.85 1473 0.142
451

% 73(56.15)  29(51.78)  0.302  0.582

& 57(43.85)  27(48.22)
bR

I 31(23.84)  14(25.01) 0311 0.855

FuLsl 52(40.00)  20(35.71)

[ 3 47(36.16)  22(39.28)
A7 W S B 63(52.30)  31(55.35)  0.146  0.702
AR 60(46.15)  21(37.50) 1.192 0.274
A I A 78(60.00)  33(58.92)  0.019 0.890
0 R s 25(19.23)  8(14.28)  0.656 0417
BRI R 56(43.07)  25(44.64) 0.039 0.843
BMI 24.73+1.24  25.06x2.15 1.316 0.189
FARB ] 05.82+7.37  97.28+6.89 1.263  0.208
[EE i

Al 64(49.23)  32(57.14) 1.240 0.265

KA 66(50.76)  23(42.86)
1% pNE-H(ng/mL)  0.39+0.10  0.60£0.20  9.539 <0.001
OXA (pg/mL) 310.59+60.48 270.08+47.82 4.481 <0.001
FR B E (pg/mL) 2.47+0.40 4.07£1.15 14.051 <0.001
MoCA 45 27.70£1.34  20.12+2.33  27.935 <0.001

R3 ERBRTERRFEEEFHFLIANNNEEREFH
EASE Sk
Table 3 Multivariate analysis of cognitive impairment in
patients after general anesthesia for hip arthroplasty
ES B S-Effi Wald{i OR{H 95%CI PAH
AR 0373  0.157 5.644 1452 1.067~1.975 0.017

M7 pNFH 0498 0.250  3.968  1.645 1.008~2.685 0.046
OXA 0.218 0.102  4.567 1.243 1.018~1.518 0.032

&4 I pNF-H.OXA REZMEHRBMAXTERARF
BEHRINAINEERFIIZETNE
Table 4 The diagnostic value of serum pNF-H, OXA and
melatonin in patients with cognitive impairment after general
anesthesia for hip arthroplasty
HZE  AUG IRAE#liE GURE e 5% Il PE
BEZ 0898 0773 0.804 0.969 0.835~0.960 <0.001

IfiL 7% pNFH 0.877 0.686 0.766 0.9 0.813~0.941 <0.001
OXA 0294  0.015 1.000 0.015 0.217~0.371 <0.001
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Figure 1 ROC curve
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Analysis of clinical characteristics and related factors in patients with rheumatoid arthritis
and osteoarthritis

WEI Zhujie, WANG Tao, LI Zhijun*

(Department of Rheumatology and Immunization, the First Affiliated Hospital of Bengbu Medical College,
Bengbu, Anhui, China, 233004.)

[ABSTRACT] Objective To explore the clinical characteristics and related factors of patients with
rheumatoid arthritis (RA) combined with osteoarthritis (OA) , and to provide a reference for clinical diagnosis
and treatment. Methods A survey of 213 patients who met the diagnostic criteria for RA in our hospital in re-
cent years was investigated, and 104 patients who only met the diagnostic criteria for RA were selected as the
control group; 109 patients who met both the diagnostic criteria for RA and OA were selected as the observation
group. The basic data, clinical manifestations and erythrocyte sedimentation rate (ESR), serum C reactive pro-
tein (CRP) , rheumatoid factor (RF) , anti-cyclic citrullinated polypeptide (CCP) antibody and imaging results
of the two groups of patients on admission were collected. The clinical characteristics and the factors related to
the occurrence and development of the two groups were analyzed. Results The age, BMI index and disease du-
ration in the control group were lower than those in the observed group, the difference was statistically signifi-
cant (P<0.05). The number of morning stiffness in the observation group was less than that in the control
group, the number of cases of joint movement disorders, asymmetric joint symptoms and the number of large

joints of the lower extremities were more than those in the control group, and the high-resolution CT of the lung

AR B A T A ESA AR R B (2020WR03013)
Ve a3k B F IR G — R B RRUR %8 A, S, 335 233004
*EAEEH  EEE, E-mail : lizhijundr@126.com
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showed less interstitial lung lesions than the control group, and CRP > 10 mg/L, ESR > 20 mm/h and the posi-

tive rate of RF and anti-CCP antibody were lower than those in the control group, osteoporosis was more than

that in the control group, and the patients with intervertebral disc herniation and diabetes were more in the ob-

servation group, and the differences were statistically significant (P<0.05). Multivariate Logistic regression

analysis showed that age > 60 years old, BMI = 24 kg/m’, disease duration > 4 years, drinking = 2 times/

week , diabetes and allergy history were risk factors for RA complicated with OA (P <0.05). Conclusion RA

complicated with OA is more common in the elderly and has a longer course of disease. The morning stiffness

is short, and asymmetric joint symptoms and joint dysfunction are more common. The positive rates of serum

RF and anti-CCP antibodies are low. Combined with osteoporosis (OP) , Disc herniation and diabetes are more

common. Advanced age, high BMI, long course of disease, drinking habits, diabetes and allergy history are

the risk factors for RA complicated with OA.
[KEY WORDS |
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ESR; HL CCP HuiA& il & : i F BIO-FLASH 4= [ 8lj{k
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BAT Y fr . 52 0 RA G JF OA fa o N % 3@ &
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Table 1 Comparison of general data [n(%), (x+s) ]
STHEZE (n=104) WL (n=109) t{i P14
5 3: 5(22.
P ] 5 17(16.35) 25(22.94) 146 0297
& 87(83.65) 84(77.06)
() 52.09+10.29 70.39+7.31  4.35 0.038
BMI (kg/m®) 20.65+2.82 26.39£3.70  4.02 0.046
SRR (4F) 6.17+7.81 12.13+10.33  5.81 0.017
FEBERFIE () 11.2623.88 13.12+5.22  6.56 0.011
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2.2 lmIRIER F A

WER 2 R B AU T B, 56T G sh e R
X O 4 i AR B T BROR OGT1T 2 B A Z TR R
4, i =5 43 B CT 7 () Jo 2 it s 722 ¢ 3L /0 - %
4 , CRP>10 mg/L .ESR>20 mm/h I RF .4/t CCP #i
PR PR MR AT AL, B BB A 22 T X IR A, &)
HE (5] 25 5 3 9E SOME AR IR OISR LR 2, 22 7 3
HET#E L (P<0.05), W2,

#*2 WAEKRERLEER (2(%)]
Table 2 Comparison of clinlcal symptom [7(%) |

_ 44 o 2 )
#tr o R P2
Jefi 63(57.80)  87(83.65) 17.08 <0.001
I Bl 79(72.48)  52(50.00) 11.36  0.001
AKX BRI AT E R 55(50.46) 22(21.15) 19.80 <0.001
BN 41(37.61)  54(51.92) 441  0.036
%S 28(25.69)  44(42.31) 657  0.010
R 30(27.52)  32(30.77) 027  0.602
TR 67(61.48) 37(35.58) 14.28 <0.001
FATHN I
SR A5 7(6.42) 13(12.50) 231 0.128
(] J5 P i 2 7(6.42) 20(19.23) 7.89  0.005
i 45(41.28)  43(41.35) <0.01 0.993
S E R
RF [A 71(65.13)  83(79.81) 572  0.017
CRP>10 mg/L 56(51.38)  88(84.62) 26.85 <0.001
ESR>20 mm/h 53(48.62)  88(84.62) 30.81 <0.001
Bt CCP Bk B 65(59.63)  77(74.04) 497  0.026
B B
o E 4(3.67) 33(31.73) 29.20 <0.001
B 16(14.68)  35(33.65) 10.52  0.001
BTG 76(69.72)  35(33.65) 27.75 <0.001
TR 13(11.93) 1(0.97) 1042  0.001
B IAE
M [R] 228 HE 25(22.94) 6(5.77) 12,61 <0.001
TN 15(13.76) 7(6.73) 284 0.092
=R INES 11(10.09) 4(3.85) 317 0.075
i R 35(32.11) 6(5.77)  23.76  <0.001
1o G IR 13(11.93) 7(6.73) 1.69  0.194
i 8 e 5(4.59) 2(1.92) 1.19 0276

2.3 HMHXHEES
2.3.1 RA B I OA HE T

PR R AT MR AR 2T RS R RA A
I OA I ZE (P>0.05) . TMAFEIE>60 & JifE>4 4F |
BMI=24 kg/m® A3 I > 150 W8 R s B it B o 25 1A
X RA 571 OA Rk A 520 (P<0.05) . IL3k 3,
2.3.2 Logistic Z N &/ Hr

i it Logistic 2 K& [IH 437 : 4 3 >60 4
BMI=24 kg/m’® i F >4 4 TR =2 R/ W5 PR 9

®3 BERSHTRABRZEEIMNEXERE (%))
Table 3 Univariate analysis of related factors between the

two groups [1(%) |
X 2H

WL

2 .
W= (n=109) (n=104) a PR
5 ] 25(22.94 17(16.35
e Hik ( ) (1635) 1 160 0227
Tt 84(77.06)  87(83.65)
3 = . : X
A (%) 60 9(826)  83(79.81) 11044 <0001
>60  100(91.74) 21(20.19)
BMI(kg/m®) <24 20(18.35)  92(88.46)
104.929  <0.001
=24 89(81.65)  12(11.54)
R < . .
R (4F) 4 27(24.77)  60(57.69) 93873 <0.001
>4 82(75.23)  44(42.31)
W (32 /K ) =10 33(30.28)  24(23.08
WA (ZZ/IR) ( ) ( ) 1407 0.236
<10 76(69.72)  80(76.92)
/7/"" ‘/_’ H 2 N .‘r
R (R =2 50(45.87) 17(16.35) 91518 <0001
<2 59(54.13)  87(83.65)
B PR 35(32.11 6(5.77
BRI fi ( ) (5.77) 23.757  <0.001
W 74(67.89)  98(94.23)
ul 4 . 3.
puR Ll H 6(42.20) 14(]5%6) 91796 <0.001
Jc 63(57.80)  90(86.54)

Keat s o RA & IF OA K 1) & s [ &R (P<
0.05), W4,
Fz 4 Logistic B35 #7

Table 4 Logistic regression analysis

HE Bl SE %& OR i

AP 3.580  0.635  31.977 36.183 10.432~125.536 <0.001
BMI 3.167 0.587 29.134 23.726 7.514~74.921 <0.001
JFE 1.507 0572 6.931 4.512  1.470~13.853  0.008
Rl 1416 0616 5276 4121 1.231~13.794  0.022
BEPRAR 2101 0.840 6256  8.177  1.576~42.429  0.012
A 1534 0654 5496 4636 1.286~16.714  0.019
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SCH H.% i Hey . D-D . Fib . PAIL-1 fl t-PA /K °F- Szl

EE AT aFE

[ Z] B BT W06 PR R A8 R AT (SCH) i 2 1 775 7] 12 B 402 (Hey) \D- Bk
(D-D) 27455 11 5 (Fib ) | £F 15 B F 0 P03 i 50-1 (PAL-1) 21 2R 27 5 il JFUOS 1 (-PA) K K Ilfs
B, AiE EE20184F 6 J1 & 2021 4 6 H L HAE S E S — NREEBE 104 61 SCH 835 (4 36
B A2 68 41]) , 55 LARI] 50 44 fH A AG 5 ok ot RE A, A6 0 A2 5% 42 1l 335 i FF IR IR 3 3% (TSH) A Hey
D-D.Fib .PAI-1.t-PA 7K, BT 14F, IPA HAR TG . 855R  TSH.Hcy (Fib PAI-1 /K- 5 B> B2 4]
SXFHRLL, t-PA K F R <P AL <X IR, 22 539 Gei 2478 L (P<0.05) . IfiL¥E TSH 5 Hey \Fib PAI-1
PIRIEMIE(P<0.05), 5 -PA 2 HAHIE(P<0.05) . HEH ARG AR 52.78% , TR A1 26.47% , 2%
S G FE L (P<0.05) . HARTUG A B 2H 117 Hey \Fib PAI-1 K FE & T RIGH , ZR AL E X
(P<0.05), IfiL% Hey \Fib PAI-1 FUill [ 48 W5 A K A9 ROC £k T A4 58 0.946.,0.927.0.860, 45k
SCH /& IliL7% Hey Fib \PAI-1 /K5 B E P EARRE | HAR UG A 5%,

[RBR] Wl R AR BRI AR WR AE 5 [ e 2R 5 4F 48 5 27 V5 i I 0 A 4 ol 570 - 15
RSl

Levels of serum Hcy, D-D, Fib, PAI-1 and t-PA in SCH patients and their clinical
significance

WANG Ying', ZHOU Fei', YI Zhihui**

(1. Department of Laboratory Medicine, the Second People’s Hospital of Mengcheng County, Bozhou, Anhui,
China, 233500; 2. Department of Laboratory Medicine, Bozhou Hospital of Traditional Chinese Medicine,
Bozhou, Anhui, China, 236800)

[ABSTRACT] Objective To investigate clinical significance of serum homocysteine (Hcy), D-dimer
(D-D), fibrinogen (Fib), plasminogen activator inhibitor- 1 (PAI-1) and tissue plasminogen activator (t-PA)
in patients with subclinical hypothyroidism (SCH). Methods 104 patients with SCH in the Second People’s
Hospital of Mengcheng County were selected between June 2018 and June 2021, including 36 cases in the
severe group and 68 cases in the mild group, and another 50 healthy subjects with physical examination during
the same period were selected as the control group. Serum levels of thyroid stimulating hormone (TSH) and
Hcy, D-D, Fib, PAI-1 and t-PA were detected among all study subjects, and the natural prognosis was
evaluated at 1 year of follow-up. Results The levels of TSH, Hcy, Fib and PAI-1: severe group > mild
group > control group while t-PA level: severe group < mild group < control group (P<0.05). Serum TSH was
positively correlated with Hey, Fib, and PAI-1 (P<0.05), and was negatively correlated with t-PA (P<0.05).
The natural prognosis of the severe group was 52.78%, which was higher than that of the mild group (26.47%),
and the difference was statistically significant (P<0.05). The levels of serum Hcy, Fib and PAI-1 in the poor

natural prognosis group were higher than those in the good group (P<0.05). The areas under the ROC curves of
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serum Hcy, Fib, and PAI-1 for predicting poor natural prognosis were 0.946, 0.927, and 0.860 respectively.

Conclusion Serum Hcy, Fib and PAI-1 levels in patients with SCH are related to the severity and natural

prognosis of patients.
[KEY WORDS |

inhibitor-1; Natural prognosis

T ks R H AR 2 RE sl 12 iE (subclinical hypo-
thyroidism, SCH) 2}y UL 1 N 43 Wb 95 95 , 1% 2K A
IR U S = R HE R R )R 2 R (free triiodothyro-
nine, FT3) . Ji# & H IR JIE & (free thyroxine, FT4)
Rz i 45 S OE H A2 IR R 3 &K (Thyroid-stimu-
lating hormone , TSH) 5+ % Jt /&' . SCH i &% —
e T i AU PR Dl Ik AR IR (H B 2 IR (] SEE G, DR
o3 B8 R R AT B R R, R 91 R I K
P2 ERR R 22 i E 7, SCH 5 B8 g At 3
FIRNI |7 % = G A S B SN =) | B ) R = 2
B A K L7 9 g XU, L 308 000 00 8 T T B
SR A 282 B 42 BR (homocysteine , Hey )
I 5 S o0 00 A5 % 0 A A 37 R e PR 3R, G AT e X
SCH K4 R JEW A fE AR . D- R iK
(D-Dimer, D-D) . £f 4 #& 11 i (fibrinogen, Fib) .
2T 5 T S 93 0 A0 i) 57) -1 ( plasminogenactivatorin-
hibitor-1, PAI-1) \ ZH ZUR1 2] %5 g 5L 0 4) (tissue-
type plasminogen activator ) 23] J& & UL&E Il - 2F 7% 45
B, 3 SE 48 bR S 8 AR 40 5 AL Il A% T BBk I %5
YIAROG e, BT UL B 5, A5 38 o o A
SCH f& # IfiL i Hey . D-D ., Fib . PAI-1 . t-PA 7/K°F-
A R 5 ARG K FR , B 1R NIZIE B T 4
PR . BiRE T

1 BREFE

11—k

PEHL 2018 4F 6 H & 2021 4F 6 H W 0] T 4804
SRS TN R Be 28 il R AR RS A Y SCH. AR 3
104 1] , 44 Ak : DFF 4 2017 RN FUIR IR Zh BE
OB AEI2IATEEE) T R SCH 2 Witk ; @w)i2 , L H
ARIRZEHRTT s DA 18~65 % ; @IfLBE | 1L % AT
B DIREE R s ORl GAHTRAF; @B AR R R
HBARREVIEL A o HEBRbRE : QREA FF 0k B 9dis
QG T HARIREE T HARIRR 507 HR IR S5
s QHARIRTFAR AR TR @G I T B -2
RPN BB | S KSR R AL | % Ao 25 HoAth
ST B0 s QIR IRIA ™ )5 otk s @ FMRAR

Subclinical hypothyroidism; Homocysteine; Fibrinogen;

Plasminogen activator

Ji 5 QO WA {8 FH 52 e B ER R ) g 6 1l g g

259, 104 4 % (SCH 41 ) v 5 46 19, & 58 ],
AES 24~63 &, F- 1 (41.72+12.38) &, Horh i pir
SCH (TSH<10 mIU/L) 68 i , & J& SCH (TSH=10
mIU/L) "'36 1] . 53 #0510 50 24 filt B 1A A 25 oy
PR, 522 44, A 28 4, AR IR 25~60 %, S H
(40.35+9.27) %/ . SCH 41 5 %t B8 4 FL 28 Vi R} L 3%
%R TE 5 L (P>0.05) , A58 4 BE B Ae 31
Z ot 2 E O F AN R E .

1.2 ik

1.21 A&

T B E YT AR H G B4R S H )
KAETH 225 I bk 5 mL, Z2%5 3 3 000 rpm | B
D210 em B0 10 min, 43 55 L35 J5 4035 , 6617
F=80THKH & H, Kl fif T 37C/KIBFE I
1.2.2 I3 FOR R A

TEHE DXI800 % 4> H g fb 2% K A (S DL 5
20w kA AR KOt K I FT3 \FT4 . TSH /K
LR G o S E DL e & A wl e &L B E D
BRS UL 45 —3
1.2.3 [fiL{#% Hcy .D-D \Fib ,PAI-1 .t-PA £l

TE#E DXC800 4> A 3l A= Ak 7 A A (3 = Dl e
S ), R G P BRI Hey 7K F , SR g I
B E W [ 56 32 46 T PAT-1 . t-PA 7K, i1 &3
W 1 At s B SR A= P AR A BRZA B 5 358 %308 B
A4z C2000-A B4 [ Bl EE 153 B AL CBRII I B
AW BT L R A BR 2 WD A5 D-D L Fib K,
R & LY E RN &, BIEL TR 51U
W45 —3k.

1.2.4  Ffiijs

BERINHANEEE VK, T#HARTUGTE
OGO IEE CEERRE O RERE
JE R L S KO AR R AL O IS s HL R R
R RE W L Bh DK oK R AL 0 I B R A
FAARTIE AR CORRYL), Hox il AR B R4F
(BRI ). HpEDT 1A, ik w A 2022 4F 6 A 30
H DR 38 TR ok 9
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1.3 Gif#ontr %1 =AM FT3.FT4. TSHKFELLE (T+s)

Fi JH SPSS 24.0 SEHHHAFIEATSETH 34T 1t
WRAASIESDMAI R (x+s) T, ZAHILE

Table 1 Comparison of levels of serum FT3, FT4 and TSH

among the three groups (x +s)

SR ] B K 2207 2240 0T L 20 9 T T LS AT LSD-t Ky 29 n  FT3(pmol/L) FT4(pmol/L) TSH(mIU/L)
. s HEH 36 3.42+0.38 15.82+2.91 15.14%3.06®
A | 25 4 A AT L Rl U
B 5 P4 Iiﬂ P A A SRR AR ¢ g T ACBER BREH 68 3.55+0.43 16.15+3.26 7.25+2.28"
n (% )R A7 1 R s AH O VE 43 R HH Pearson XAl 50 3.61£0.52 16.52+2.48 216045
537 125 5 TR 000 3 3o 222 11 3208 % TR FiE 1894 0.604 383,020
P1E 0.154 0.548 <0.001

Ith £k (Receiver operator characteristic curve , ROC |if|
22) M. LA P<0.05 N 2ZERA G FE X,

2 H#HR

S IR LR, P<0.05 5 52 UL HE#R , °P<0.05,

2.2 =4IMli# Hey .D-D Fib PAI-1 .t-PA /K HL%

A IE D-DKF I ZEF LRI E

2.1 =y IR IR K b X (P>0.05) , Hey . Fib . PAI-1 /K - ; & & 40 > 4%
=4I FT3 . FT4 K A E R LSRR > XA, -PA K. 5 4 <48 5 4 <X)
(P>0.05) , TSH /K- & JF 21 > 5% JF 2 > % R4, M, 2R HA5IT2%E X (P005) ., W

EREGIFE L (P<0.05), WFEK1,

%20

*2 =48I Hey D-D.Fib.PAI-1.t-PA 7K ELER (x+s)
Table 2 Comparison of serum Hcy, D-D, Fib, PAI-1 and t-PA levels among the three groups (x+s)

4151 n Hey (pumol/L) D-D(mg/L) Fib(g/L) PAI-1(KU/L) t-PA(KU/L)
WA 36 14.77+3.02° 0.48+0.22 3.54+0.48" 37.8549.42" 5.06+1.39"
RN 68 12.28+2.25° 0.45+0.24 2.93+0.54° 25.99+7.18° 5.83+1.48"
Xif HR 20 50 8.91+2.28 0.39+0.15 2.69+0.52 22.26+5.35 6.44+1.62

F1H 62.068 2.138 28.890 51.051 8.274

P{H <0.001 0.121 <0.001 <0.001 <0.001

T S X IR AR, "P<0.05 5 52 BE A HU#R , °P<0.05 .,

2.3 BEHARME M E S Hey .D-D . Fib . PAI-1 |
t-PA FH &

Pearson FH & HE 53 Hr 7R |, L3 TSH 5 Hey .
Fib . PAI-1 #J 5 1EAH9¢ (P<0.05) , 5 t-PA 2 fiAi %
(P<0.05) , 5 D-D W FCHA i AH &1 (P>0.05) ; FT3
FT4 5 Hey .D-D . Fib . PAI-1 . t-PA 2] JCHA i AH
(P>0.05), WL#%3,

*®3 BEFRBRHMES HeyD-D Fib,PAI-1,t-PA 1K1
Table 3 Correlation between thyroid hormones and Hcy,
D-D, Fib, PAI-1 and t-PA in patients

AN[FIFREE R SR TS G O b3t
BEDT 1 AN, 14 52 R e Dy B R 13 5% R
U, 8 K Bl ks RERE AL, 2 1) e A 0 IS R
IR AR AN . Hop E 4 19 61 (52.78% )
WG AR, B4 18 #1(26.47% ) FilJ5 A K, Fbig
Z GG FE L (4=7.108,P=0.008) , WL 4.,
25 RIFHAS5ARAIME Hey .D-D \Fib \PAI-1 .
t-PA K- L

H ARG A B ZH 137 Hey JFib PAI-1 /K45 i 2%
BT R, 2R A 5018 L (P<0.05) ,HF4L D-D .,

2.4

t-PA K U 2 SR TS 2R L (P>0.05) . WLER 5,

&b Hcy D-D Fib PAI-1 t-PA

FT3 0128 0102 0071  0.106 0.124 2.6 IfiL{f Hey .D-D . Fib PAI-1 . t-PA /K3 %} i 5

FT4 -0.105  0.133  —0.092 0.095 0.117 .

TSH 0.402°  0.185 0.338° 0.285° -0.214° I

¥ :*P<0.01,°P<0.05., 1L Hey \Fib \PAI-1 X} SCH i # H 2R Hi 5 A~
T4 AEARBREEEEATEBLR (n(%)]
Table 4 Natural prognosis of patients with different degrees [n(% ) ]

4151 n EORIEE FONRRE AR ol E L FH Sk EEEfE D MEYER BUSARAI
EEH 36 4(11.11)  7(1944)  6(16.67) 10(27.78) 7(19.44) 2(5.56) 19(52.78)
BREH 68  31(45.59) 19(27.94)  14(20.59)  3(4.41) 1(1.47) 0(0.00) 18(26.47)

it 104 34(32.69) 7(6.73)  25(24.04) 14(1346) 13(12.50) 8(7.69) 2(1.92) 37(35.58)
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x5 REFAHASARAME Hey.D-D Fib,PAI-1.t-PA
KFEELE: (7 +s)
Table 5 Comparison of levels of serum Hey, D-D, Fib,
PAI-1 and t-PA between the good group and the poor

group ( ¥ +s)

Hcy D-D Fib PAI-1 t-PA

A5 n (pmolL) (mgL) (gL)  (KUL)  (KU/L)

AR 37 17.38+2.43 0.47+0.20 3.78+0.49 38.33+8.82 5.29+1.35
K UF4 67 10.80£3.25 0.45+0.26 2.79+0.45 25.55+7.72 5.71+1.56
t1H 10.765 0.499 10.320 7.686 1.392
P{H <0.001 0.619 <0.001 <0.001 0.167

KL A % WA i, ROC i £ F 10 A2 43 91 ok
0.946.0.927 .0.860, WA 1.% 6.

1.0
LS/
0.8 Hcey

D-D
06 Fib
® PAI-1
E o4 PA
BHL

0.2

0 02 04 06 08 10
1-4E5E

Bl ROC #hs
Figure 1 ROC curves

3 it

Hey by 8 2 1 AR 5 v fal = 4, FLAC I 5 22 4
4 B6 MRS 5 | SCH B MUAM I # R T
K, — 7 25 5 15 R 43 Wb o /b | M T W AN R
154t = Bo MR AF AN 2, ) — T TH K R i
o T 1 A8 AR 52 il 2 2202 6 L, DA 3 A Hey A%
FAZ B, 51 I Hey HERR™ . AR S0 & 31 SCH
A LT Hey K7 B B T+, HEE 415 &, Hey
5 TSH K15 5 IEAH G, $27R Hey 55 SCH i i F2 B2
H Ko FEEETE A Bos A I SCH Y I B 1
i 45 E. 8 5 Hey IfUSE Eb 49 BA S Tt 8, SRR AR A
FEAE R . Hey KVl =5, AT $2 78 SCH % 17 8% 5
AR B R O A XU B e AR AR TG AN
R A1 Hey B B85, LT SCH H AR TS AN R
i) ROC M1k T i f K 0.946, 45755 Hey 7]/ SCH
BE TS TR PR . AT 25 R38R , B L SCH
A B R, e HO2 B = Hey MUAE AT, 02
B AT B A 24 36 B6 R 55 o H LA REAIS Hey 7K F,
TR T

F 6 [MiE Hey D-D. Fib PAI-1.t-PA /K EX F/E A R B Bl (&
Table 6 Predictive value of serum Hey, D-D, Fib, PAI-1 and t-PA levels on poor prognosis

EiZan T 71PN 95% CI I A TR LS5y
Hey (wmol/L) 0.946 0.019 0.909~0.984 13.39 0.946 0.821
D-D(mg/L) 0.544 0.057 0.432~0.657
Fib(g/L) 0.927 0.024 0.879~0.975 3.38 0.811 0.910
PAI-1(kU/L) 0.860 0.037 0.788~0.932 29.32 0.838 0.746
t-PA(KU/L) 0.583 0.057 0.471~0.694.

Fib g JHEEA B —Fh 2 i AH A 1, B eI
TIRE ; tPA B LA R Y , PAL-1 Z24FA R
ES 0 11 1 S R e <) PO 8 €24 £ S o IR
SroiRerh N EZIMA . ABFS A IR, SCH A4 Fib.,
PAI-1 7KF-FHE , (PA B, H 5 TSH KA A,
PR SCH B A AEBE M -2T A RS A . i Thibord
20 Janovsky 2 HRIE AT, SCH H 4 TR FR AR /01
FHXTASJE AU [, AT B 55 H 178
W4 B RGEVEE A, e AMRERIRES . R
PEEHLIAREE DI RE , Fib nl A2 T8, 38 il S B0
FACHHZE AL 5 & Hh =8 | S A R AR KRl
Hahn PAL-1 351 & PAL-1 mRNA 3k , [RIF 145 9 1z
tPA BRI /L | B 23K PATL-1 AR Byt o] 0 tPA 1%
Ve, e R BRI TR R Ao 45
Reo ARCARTEA KA Fib PAI-1 B & & T
RAF4, —35 W SCH H AR TS A K ROC T

T A3 1 R 0.927.,0.860), J& #1 H 55 4 () T 44
van Dijk 25" HF 5248 Y, L9 P Fib 2858 10 B F
Jei » RERE IR P B2 200 JI0 7 21 41 i 2 v %) W2 6, i EL Fib
AR Bt ] A 0l B RE TR, B Fib T vl AR B il A K
Sl KoK R A AL B, 38 00 11045995 KU . Khoukaz
SERGE oK PAL-1 R IA AT A5 N R A0 i T fig
ZEAL R T WLAE B RS A 2 R TR A
M5 koAb RE . bR 4238 SR AR S0 2
Ho AW B, AEFEE SCH 4 Fib PAI-1,
tPA b A — 5, H A T = sk IR B
Al g5 H 3 SCH HUAR BRISER AR BB = A G
25 ik, SCH 4 1.3 Hey (Fib \PAI-1 /K-
3 T i, 17T e-PA 7K B I BEAIG , HL 55 01 )™ s
JE4 5%, Hodh Hey (Fib \PAI-1 X%t H SR 15 A — & il
DA, vT Rl AR X T e it — e 5%
(F#% 1958 W)
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IML{E CN-1.B2-MG 5 2 TUHE b p5 S Do i s 28 1)
533

WX A miEk FHHm teE

(# E] B HFITiENUKEE-1(CN-1) (07 B2 flEk & [ (B2-MG) 5 2 RUFE IR (T2DM) i
MBS AE (DMAP)E R . FiE 40T 2019 4F 3 1 % 2022 4F 4 J SV E A RBEBE 9 4 i BHIGE 19
2 BB FR I 3 08 1], AR J& 75 5 JF DAMP 43 X} B 241 (R4 JF DAMP, n=64) fIWLEE 41 (4 I DAMP,
n=34) . ¥R E /3 H T2DM I % DMAP (952 K £ ; 5% il spearman 43 #7243 #7 IfiL#& CN-1 |
B2-MG 5 2 HHH R 5 5 2 B 38 9 728 19 A S M 5 28 0T Logistic [811H 43 A7 1L 7 CN-1.,B2-MG /K5
T2DM F % DMAP ()56 & , H:- 3 T2 84 TARRHE (ROC) #h £k 43 H7 1ML 3 CN-1 . B2-MG 7K - 144 T2DM
£ DMAP (N2 . &R LRI, WELL Y FPG . TC . TG .CN-1,B2-MG 7KF-3 & T %1 I§
20, HOEE L ()5 R 5 0 B AL i, 25 528 S22 B X (1=12.579,2.701, 2,159, 3.944, 7.245, 2.598, P<
0.05) ; Z& Spearman 543 M7 , B AU 1LV CN-1. B2-MG /K F 3 5 T2DM & DMAP £ iF 4 3¢ (p<
0.05) ; — 7T Logistic [M1H 43 HT 45 8 W7, i . FPG /K F | IiL{E CN-1 7K . f2-MG . TC . TG /KF- > DMAP
3 57 520 R 2 (P<0.05) ; ROC 2843 #7 .75 , CN-1 ., B2-MG 2 Bt DMAP 14 it 28 F i FL (AUC) 43 51 32
0.742.0.800 , Wi #1412 W DMAP 1 AUC K 0.905 , 2 Wi (8 &5 T W5 3 52 W7 (P<0.05) . 518 G
CN-1.B2-MG J& DAMP [l 57 52 i R 2K, W5 B A 12 181 T2DM 23 1) DMAP HAT 8 = 2 Wik B .

[REIA]  MTENUKEE-1; 075 B2 MERE 15 2 RUBEFR G ; Sl Bk 7E

Relationship between serum CN-1, 32-MG and microangiopathy in patients with type 2
diabetes mellitus

HU Wenxiu', XU Runhe', XU Shanshan', YE Qibao**

(1. Department of Nephroendocrinology, Lujiang County People’s Hospital of Hefei, Hefei, Anhui, China,
231500; 2. Department of Endocrinology, the Third Affiliated Hospital of Anhui Medical University/Binhu
District, the First People’s Hospital of Hefei, Hefei, Anhui, China, 230061)

[ABSTRACT] Objective To explore the relationship between serum carnosinase-1 (CN-1), serum B2
microglobulin (B2-MG) and microangiopathy (DMAP) in patients with type 2 diabetes mellitus (T2DM).
Methods A total of 98 patients with type 2 diabetes who were admitted to the Endocrinology Department of
Lujiang County People’s Hospital from March 2019 to April 2022 were analyzed and divided into the control
group (without DAMP, n=64) and the observation group (with DAMP, n=34). Univariate analysis was used
to analyze the influencing factors of T2DM patients complicated with DMAP; Spearman analysis was used to
analyze the correlation between serum CN-1, $2-MG and microangiopathy in patients with type 2 diabetes.
Binary Logistic regression was used to analyze serum CN-1, 32-MG The relationship between serum CN-1 and
B2-MG levels and T2DM complicated with DMAP was analyzed, and the diagnostic value of DMAP in T2DM

patients was evaluated based on the receiver operating characteristic (ROC) curve analysis of serum CN-1 and 8
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2-MG levels. Results Through univariate analysis, the levels of FPG, TC, TG, CN-1, and 32-MG in the
observation group were higher than those in the control group, and the course of disease in the observation
group was shorter than that in the control group, and the difference was statistically significant (r=12.579,
2.701, 2.159, 3.944, 7.245, 2.598, P<0.05). According to Spearman correlation analysis, serum CN-1 and
B2-MG levels of patients were positively correlated with DMAP in patients with T2DM (P<0.05). Binary
Logistic regression analysis showed that, the course of disease, FPG level, serum CN-1 level, f2-MG, TC, TG
levels were independent influencing factors of DMAP (P<0.05). The ROC curve analysis showed that the areas
under the curve (AUC) of CN-1 and B2-MG in the diagnosis of DMAP were 0.742 and 0.800, respectively, and
the AUC of the combined diagnosis of DMAP was 0.905, and the diagnostic value was higher than that of the
two alone (P<0.05). Conclusion Serum CN-1 and B2-MG are independent influencing factors of DAMP, and

the combination of the two has high diagnostic efficiency in diagnosing DMAP in patients with T2DM.

[KEY WORDS ] Serum carnosinase-1; Serum 32 microglobulin; Type2 diabetes; Microangiopathy
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Table 1  Univariate analysis of the influence of T2DM
patients complicated with DAMP [n(% ), (x+s) ]
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Table 2 Multivariate logistic regression analysis of
DMAP in T2DM patients
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TG 0709 0.312 5164  2.032

i CN-1.B2-MG VA J P35 8K 512 B ) i /) AUC
S 0.742, 0.800, 0.905, FH X N (1) 29 5 R BN
0.429,0.601.,0.774, BXA 2 W 09 o {8 & T CN-1,
B2-MG Hil X T2DM £ # I & DMAP 2 Wi i (A
(P<0.05), W3 K1,

3 it

T2DM J& — R LU M = 1085 Ry REAE 1 — 2 A
W, R SRR 4 5 2 B e R Y
J&& , T2DM 1] L5 AS [F) R B 1) 4 B B 40 D sE B
Mk F w5 & — RN E SRR, B2
A5 W5 PR 975 JE] [ #if 28995 2% (diabetic peripheral neurop-
athy,DPN) DN, 1 DR 4 bR 5 i 1L 555 28 4 Dk
i IR A A L © AR B T S B EE R T A )
L H A Al A 9 AR 3 24 45 DR.ODN %, 7E
T2DM & # ' DR 1Y & %5 % 4 24.61% , DN 2}

95% CI P{H
1.173~51.338  0.034
1.134~25.288  0.034
1.019~3.188  0.043
1.209~4.123  0.010
1.163~1.770  0.001
1.102~3.745  0.023




BNTEWiERITE 20224E 11 45144 45118 T Mol Diagn Ther, November 2022, Vol. 14 No. 11 - 1953 -

#®3 I CN-1.82-MG K FE LUK B &1l T2DM £FH
¥ & DMAP K2 B ME
Table 3 Serum CN-1, 32-MG levels and the diagnostic
value of combined detection in patients with T2DM
complicated by DMAP
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Figure 1 ROC curve
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Prediction of serum AMH, 3-HCG combined with FORT in pregnancy outcomes of in
vitro fertilization embryo transfer in elderly infertile women

ZHANG Shuzhen, WANG Lei*, ZHANG Jing

(Department of Reproductive Medicine, Hengshui People’s Hospital, Hengshui, Hebei, China, 053000)

[ABSTRACT] Objective To analyze the predictive value of serum anti-Miillerian hormone (AMH) ,
human chorionic gonadotropin (3-HCG) combined with follicle output rate (FORT) in pregnancy outcomes of
in vitro fertilization embryo transfer (IVF-ET) in elderly infertile women. Methods 114 infertile women who
underwent IVF-ET in our hospital from March 2021 to March 2022 were collected, and were divided into
subgroups according to the number of oocytes retrieved: 38 cases in the low response group (the number of
oocytes retrieved <3), 49 cases in the normal response group (the number of oocytes retrieved 4-15), and 27
cases in the high response group (the number of oocytes retrieved =16). The values of AMH, B-HCG and
FORT in patients with different ovarian responses were compared; the general data of patients with different
pregnancy outcomes were collected, and the related factors affecting pregnancy outcome were analyzed; the
predictive value of serum AMH, B-HCG combined with FORT on pregnancy outcome of patients was analyzed.
Results The values of AMH, B-HCG and FORT in the women with different ovarian responses were all that

the high response group > the normal response group > the low response group, and the differences were
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statistically significant (P<0.05). The number of transferred embryos, LH/FSH, AMH, B-HCG, and FORT in

the abnormal pregnancy group were lower than those in the normal pregnancy group, and the age and Gn dosage

were higher than those in the normal pregnancy group, and the differences were statistically significant (P<

0.05). There was no significant difference in the duration of infertility, infertility type, the number of antral

follicles, fertilization rate, number of high-quality embryos, and total number of eggs retrieved between the two

groups (P>0.05). Logistic regression analysis showed that age, LH/FSH, Gn dosage, number of transferred
embryos, LH/FSH, AMH, B-HCG, and FORT were the related factors affecting pregnancy outcome (P<0.05).
The ROC results showed that the ACU of the combined detection of AMH, B-HCG and FORT to predict
pregnancy outcome was 0.798 (95% CI: 0.648-0.898) , which was significantly higher than the three diagnoses
alone (P<0.05). Conclusion AMH, B-HCG and FORT can be used as important reference indicators for the

prediction of IVF-ET pregnancy outcome in elderly infertile women. The combination of the three has better

predictive performance and can provide reference for preventing and reducing adverse pregnancy outcomes.
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) HH G2 bR ; @ TS HT 77 (GnRH-A)
T3 AT HEATHRE IR HE I B AR T @A B E
B A 2 8 U B S 5E 8, A UL AE -, T BN B 4
i T E NSRS A . HEER AR i D5 IF
FEAEC TS R R s @1 6 M H A
HE I TR Y AT A S 0 B 5 ) RE e L
s OFFTEN 43 AR BE I R 58550 ; DA
B D DR AN 2 0 B G 52 TR) A 1 GRS AN 220 o AS B
RABEFRIE G SftfE@ T, 2O EE
G R A
1.2 Jik
1.2 GEIRGS /AL

TE & 22 GnRH-A J7 Z1A97 , WIUE H 2R3 48
J5 R 14 d (5P 3 S8 | B AR e 4 SR . R 14 d
1 J5 I R 3 R Y hCG, X JR 3 2 75 4 OR A5 A
AW, G R 25 )R PEAG IR IR AERS S 28 d
BE PTG, B W] e N R 2R
WRRE GG LB AN TGS IR AR IE R LR - MR
& 1R B N T B I 4 (] ) O S SR 5
W28 4 H B AME A 175 B AN ) I AR IR 5 0
T8 12 JE Rk SR o IR R 78 4], AR IE
IR 36 WO TR 4 IR IR 3R TR IR AR A I R
BERHULTE « 4RIy ORI R AN 2R A (R P4k
RAME) R IR B R VR IG B AR N S
A% N PR 20 2 B 3 3R (recombinanthuman
follicle stimulating hormone , Gn ) F & . & 1A 4
& 2273 Ay P 36 ) 38 & (luteinizing hormone/basic
follicle stimulating hormone, LH/FSH ) 45,
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1.2.2 AMH .B-HCG .FORT £l

TE A AR A 2 A 1~3 d INTE B 2 RS
B K O 5 mL, B0 (B HLEAR 10 em,
¥ 3 3 000 r/min, B [A] 10 min) J5 3k B I 75 W FF
Ko AMH R Ak 2% & G vk dE Ak i, 3k 5510 K AY
2% ¥4 °4 Beckman Coulter 23 ] #2£/it ; B-HCG fifi FH
FHORE 7 il B 43 A7 78 S AT R, 3500 B AN 2% 35k
2 [ B 2\ R4 ik . FORT :id 5% HCG H =16
mm BP0 %%, 3715 FORT {H=(HCG H XUl 5} &
16~22 mm HF 5P Fi 5P 36 %5 5 4 HE 50 Aij 552 0N v £y
HAor) .
1.3 Stk

K H SPSS 22.0 #4443 #r , 11 & 9% kR H
(x+s) R, QLR e K50, Z 4N F R ;3T
BUGRH n (%) 3k, 3R 2856 5 K Logistic
(] 51 X6F 52 1) R 38 R AT 430407 5 2 1 32 33 AR RRAE
(ROC) th 43 #r AMH . B-HCG B£ 4 FORT Xf fi &
U R 245 Jmy 15000 A A, 3 55 ARG I il 26 T il AR
(AUC) VA P<0.05 hZEFA G2 E XL

2 HR

b1 57 )W A A AMH . B-HCG . FORT {i H.#%¢
bP L 5z W AS ] % H AMH . B-HCG . FORT i1
R e RN > TE H RO >R R A, 25 F A e
P L (P<0.05), WE 1,

®1 WERNAEZ AMH,B-HCG.FORT ELLE (x=s)
Table 1 Comparison of AMH, 3-HCG and FORT values

in patients with different ovarian responses (x =s)

2.1

21 51 n  AMH(ng/mL)  B-HCG(IU/L) FORT
R % 38 1.16+0.78 1 965.66£179.64  0.91+0.13
IEH R 49 4.39+0.44" 2188.59+182.57*  1.15x0.19"
ERM 27 5.56£0.97" 2 564.85+188.68" 1.670.11"

F14 355.62 84.84 192.65

P{H <0.001 <0.001 <0.001

T SN AL, *P<0.05; 5 1EH IOV 4 He &, 'P<0.05.,

2.2 RN[AUEHRES Jry B — MR T

A 1IF F 4 Uk 2 F% 4 IR i 4% . LH/FSH , AMH |
B-HCG .FORT #IX F1E 7 4L UR4L , - % .Gn F i
PiEm TIEEEIRA, 25 ASRIFEE X (P<
0.05) , TR TEANZIR AR AN ZEIE 32 hE5 R AL iR
i AR SN e 22 R G (P>
0.05). WL#E2,

R2 AEFRE[BBE —MRABLR (x+5)
Table 2 Comparison of general data of patients with

different pregnancy outcomes (x+s)

g ian = g ian =

A v v L
PR (R ) 40.59+2.84 38.15+2.55  4.399 <0.001
AR TRE (4F) 6.11x1.24 5.78+1.58  1.122 0.263
(ngﬁ%tm 49/29 21/15 0.209 0.647
ZAEHE(%) 81.57+13.94 80.85£13.45 0.259 0.796
TG E (4 55.36+12.49 54.88+12.60 0.190 0.849
AR IGEE () 1.89+0.53 1.34+0.15  6.101 <0.001
RINEAE(A)  10.69+2.84 0.85+2.77 1479 0.141
Gn H#(U) 1 988.54%345.69 2 214.58+345.87 3.244  0.001
LH/FSH 1.87+0.64 1.33£0.16  4.980 <0.001
AMH (ng/mL) 4.18+0.37 2.3240.55  21.253 <0.001
B-HCG(IU/L)  2563.29+187.44 1 423.62+180.64 30.517 <0.001
FORT 1.55+0.28 0.42+0.11  3.512  0.001
2.3 RN R AR UR S, R A S R R o

Z¥ k2 PGt A B HEERA KM
Logistic [a] 5 458 %Y 43 4y v % B, 4F % . LH/FSH .
Gn HI & % # iR i %4 . LH/FSH . AMH . 8 -HCG .
FORT >}y 5 i 4F Wik 45 J=) 19 #H ¢ T & (P<0.05) .
W3,

2.4 AMH B-HCG X4 FORT X} (i (YR 45 Jm 1
A

ROC %5 /R , AMH | B-HCG . FORT Bt & £
W XF 4 UR 45 5 B ACU N 0.798 (95% CI
0.648~0.898 ) W] ! i T = & LM 2 Wi (P<0.05) .
a4 K1,

x3 ¥)LEEMEXRNEERRSHT
Table 3 Analysis of environmental factors affecting children’s myopia
P REF X it {1 BIHZE FRER Wald 25 OR(95% CDf P
X=1(ZM=0) AR 0=<39 % ;1==39 % 0.615 0.216 5.603 1.849(1.211~2.824)  0.002
X=1(ZH8=0) FHIHE 0=<1.34(1>) ; 1==1.34(1>) 0.441 0.185 10481 1.554(1.081~2.233) <0.001
X:=1(Z1=0) Gn & 0=<2 014.58(U) ;1==2 014.58(U) 0.459 0.177 9.689 1.582(1.118~2.238)  <0.001
X=1(£M=0)  LH/FSH 0=<1.87;1==39 ¥ 0.672 0.246 4.268 1.958(1.209~3.171)  0.035
X:=1(Z1=0) AMH 0=<2.92(ng/mL) ; 1==2.92(ng/mL) 0.601 0.240 5.887 1.823(1.139~2.919)  0.012
X=1(ZH8=0) B-HCG  0=<1423.62(TU/L);1==1423.62(IU/L)  0.552 0.216 7.493 1.736(1.137~2.652)  0.001
X:(£8=0) FORT 0=<0.42;1==0.42 0.474 0.155 8.117 1.606(1.185~2.176)  <0.001
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%4 AMH.B-HCG Bt & FORT 3t & iR & BN MME
Table 4 The predictive value of AMH, B-HCG combined

with FORT on pregnancy outcome in patients

T A 7 AUC  95% CI  #U)% ¥Rty PIy
AMH 0.724 0.617~0.830 0.760 0.694 <0.001
B-HCG 0.674 0.564~0.783 0.659 0.611 0.003
FORT 0.712  0.604~0.821 0.741 0.688 <0.001

AMH+B-HCG+FORT 0.798 0.648~0.898 0.812 0.755 <0.001

1.0
S/
0.8 B-HCG
FORT
=06 AMH
AMH+B-HCG+FORT
04 £%%

1- iUk

0.2

0 02 04 06 08 10
1-J 5

B 1 ROC HiZkE
Figure 1 ROC curve

3 it

TE G PR % B AMH AT Sz e 56 Ak 114 99 30 4= K
R R AT B T P (T TR G 7 N2 v = 9 L 2 A
M), G RS (AR RS E ™ o A ST R 2o b iy
AMH 7KV 5 HORZE 2 [ fE A2 UV & |, N 43 WA
RZa A I HLR S 5 LT AMH K77 78 A %
P I St S HADASZE 5 AMH Z i ] JC I (A
KM, B-HCG Ml R H FHVTAS 1 % 52 I 1 A5 5504
b, DAAEWFZE 4G Y, IEF IR 5 22 10 ML B-HCG i
BETE10~20 d AT I , A7 4R Uik E L B-HCG £%
38 ) B TE W SR UR IR 2 d 2241 AR R FP s &
B, 1ML 3 B-HCG A 1 XHE IR R 2 Wit (i s,
TREAS AR ] SRR S T S R AS R 45 Sl A i A 4
fEHEBE™ . FORT APl AT AN 58 A A T 52 Uit 4
I, AR R 52 O3 X6t 24499 1 12 07 4 T 5 4 , FORT
W AN2352 3 FSH AER  AFC 2577 THi 520 , AT il <7
PG R R e . DU SE R,
FORT R {E o fiiy e H 28 R 55 A A £ 3 O S e
WLV RE (AL H5 45 , B %5 FORT (R34, H 3% 35 o
B R B, IR AR AR RL R I PR AT UR I
P W B LE SR —E S M EN

AW FT S5 F BN, 114 3% IVF-ET 1677
H0F W TR % R 68.42% , 5 DL AT BF 5 45 R 4%
P TR IR & B, IVE-ET 1497 1 F v ) & 7
1 5 4T R 25 )R 2 [ AF A B AR | o e s {1 2 g
Il S EOR R IRSS J/ A A ARWFSE 53 B AN [
b 5L 5 8 # AMH . B-HCG \FORT i, 45 3R iR
5 U 4H T AMH . B-HCG .FORT {8 B i 5 T 1E 4

SN2 AR N2, 3 Bl 2 B0 55 O R, =3
(B A S 3880, = 2% 7T BE 5 R U0 S S P =2 [l A7
FEBR R, 1T Ry B 55 S oy Pk AR 2% i HEAS
[T UR 2 Jry £ A — Rk nl 0, AR I B A IR B AT
R %% . LH/FSH ,AMH , 3-HCG ,FORT ¥k F1E %
UEURAL, AF Y Gn FH 34 T OE & 4 Uk 41, Ui W
3k 1F % I 4% 5 % h AMH | B-HCG .FORT S 1]
B, A EFEACE R E W T IR &

i — 2 £& Logistic [\ 5 43 #7 7] &1, AMH |
B -HCG .FORT 5 4E %  F& 48 i i 4 . LH/FSH {8
S0 R R 2 A0 IVE-ET 897 5 St I IR 45 )R
ARSI R 2, 5 LATERF ST 45 SR AR AT . FEAR
58 s % 30, 4 Lt AMH . B-HCG . FORT Ff 46
M, AMH . B-HCG .FORT = # B4 % B & A B4
1% 2% J5 TR0 A1 B8 5, ROC g Wy ith 28 °F T AR
W PR = BCA T A IS AT RS A .

25 | FriR , AMH , B-HCG ., FORT A] { hy 5 #%
ANZaAeVE TVE-ET LIRSS Je i () 5 22 5 % 45 5
=BRGP K RE A, R R B A R AR AN B4R
RS SRS
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HH 7k JE B 16 97 3F RMPP B8 L &6 i i )8 1 B 1 .
STREM-1 }2 TNF-o [{J55

'™ k3’ ALK BF°

[ =] Br ST HIRJEIRIRIT X HETA P 98 3 Al 96 (RMPP) £ LISE 1L 63 15 85 11 Lol i
PEBE 2 A0 fih % 32 R 1 (STREM-1) K IRSEIH F-a (TNF-o) (U520 . F73% B 2019 4F 1 H % 2022
AR 1 H M) BN R EE B GA (9 RMPP L 105 491, 422 B8R L Wi A 3697 5 AR 40 R 9T 41
(FH e e B4 Bl 7 8 22 17 DU P ¥ n=54) MG HE AL (P[4 85 28, n=51) o X HC 2RI A7 0 456 ot Jk 0 1
A STREM-1 R M F[ A &-5(IL-5) INF-a .C- W HEH (CRP) | AR RN . &R R4 8f
B (96.30% ) B 15 T X BE 4 (80.39% ) , 22 545 G 24 8 L (P<0.05) o A7 5 , W 2E B8 10 i 35 26 1
STREM-1 7K -5 R [ , HAF 5% 20 B 1 it 0 15 26 1 L STREM-1 KA T 0 B2, 22 55 B i it X (P<
0.05) s IGI7)E, B4 IL-5 TNF-ao ,CRP 7K F-3 B, HAF5E 4 IL-5 . TNF-ao . CRP KA T X R4, 22 5+
YIB Gt 245 L (P<0.05) o BFFEAHAN KN RN 14.84% , X B AN RS R 7.84% , A AS B2 HE
BESTEIFE L (P>0.05), i H ke RGBT kIR YT RMPP B JLREA 20 &
4 VR ML IR 5T B L STREM-1 ZKSF D88 RAE SN, e 4Pk AT (B A 1 .

[X88iR] WikJe e, BareE & ; B EES & )P 7% sTREM-1; RMPP

Effects of methylprednisolone treatment on thromboplastin, sSTREM-1 and TNF -« in
children with RMPP

FU Junjian'*, SHI Yan', ZHOU Chun', XUE Yong®

(1. Department of Pediatrics, Jianhu People’s Hospital, Yancheng, Jiangsu, China, 224700; 2. Department of
Clinical Laboratory, Jianhu People’s Hospital, Yancheng, Jiangsu, China, 224700)

[ABSTRACT] Objective To investigate the effect of methylprednisolone treatment on thromboplastin,
soluble myeloid cell trigger receptor 1 (STREM-1) and tumor necrosis factor-o« (TNF-a) in children with
refractory Mycoplasma pneumoniae pneumonia (RMPP). Methods 105 children with RMPP admitted to
Jianhu County People ’ s Hospital from January 2019 to January 2022 were selected, and according to the
difference in treatment, they were divided into the study group (methylprednisolone combined with
azithromycin sequential, n=54) and the control group (azithromycin, n=51). The clinical efficacy, thrombin
regulatory protein, STREM -1, inflammatory factors and adverse reactions were compared between the two
groups. Results The total effective rate in the study group (96.30% ) was significantly higher than that in the
control group (80.39% ) , the difference was statistically significant (P<0.05). After treatment, the levels of
thrombin regulatory protein and STREM-1 in the two groups decreased, and the levels of thrombin regulatory
protein and STREM -1 in the study group were lower than those in the control group, the difference was
statistically significant (P<0.05). After treatment, the levels of IL-5, TNF-a and C-reactive protein (CRP) in
the two groups decreased, and the levels of IL-5, TNF-a and CRP in the study group were lower than those in
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the control group, the difference was statistically significant (P<0.05). There was no difference in adverse reactions

between the two groups (P>0.05). Conclusion The sequential therapy of methylprednisolone combined with

azithromycin can effectively improve the levels of thrombin regulatory protein and STREM - 1 in children with

RMPP, and reduce the body’s inflammatory response, the safety is acceptable, worthy of clinical application.

[KEY WORDS ]
therapy; sTREM-1; RMPP

it 9 S S AR it 28 Sk JLBE S UWLs L 22 B, 2 B
Tl 5 S R AR GL BT B, DL 5~15 % K e o R
WL KIAWERZE R R RPUAER NIRRT
Jiti & 32 ARl R R IR YT M B, H 28R
HHVIE S P AR BA AR . AR, BT g AR
B 1 98 07 95 55 S0 A 1 3 ) B0, B R
g th B AN A R IR — 0 R RO AR
P Jili 8 57 JEAA il & (Refractory mycoplasma pneu-
moniae pneumonia, RMPP) , 3X {# £5 Il IR ) 36 J7 ME
BEE— DB It B A A R R Y I R IE T
RMPP 1% F1 259 , (5 5 th B 2515 00, HLik o0 18
JUIFRUR A . Wik e e J2 N TG L) — R i asohi
B R, AEBRMPIRIEN . HiE T4
B2 5 IR e B G BB ITRCRA A R,
I, A BIF 5 8 B U Je R I W) 7 45 R 7 BT A
XF RMPP (& L ATIBYT , 4 H Uk Je 5 B &7
B F T BT k6 RMPP B L I B 8 45 8 AT
VPR E 22 410 MU fish % 32 18 1 (Soluble triggering recep-
tor expressed on myeloid cell-1,sSTREM-1) & i fgi IR
HE A F-- o (Tumor necrosis factor, TNF-a) ) 52 0 ,
U A s ARG T PR 2 2% IR 45 SRARE 4 F

1 ABSHE

1.1 FARTER

JPEHL 2019 4F 1 H & 2022 45 1 H @& B AR E
e i iA  RMPP L 105 1], $2 B L Wb Ak 4%
AT T AR o i g 4l (R 3k e e Bk A BT 25
R BT IRIRIT  n=54) FIXt B2 (P25 55 R IR YT,
n=51). AbRHE: OB EH A OLEM R 5
B 2 V8 BE 45 51200 & R AR (2017 4Rl ) )
H T RMPP (2 Wil s @I 285050 = K sg AR
KA NL ; QRIS ERI BT A RIRYT 7d 88K
DI IR GER L . HEBR bR : OFFTE 25 W3 Ul
L ;s QRRAE A7 AR e s SR sk D BE & B AN 24
QB I A BRI DFEC VB D6
ANEH s OFFFE ARG AR o PR AL — % 7R

Methylprednisolone; Azithromycin; Thrombin regulatory protein;

Sequential

WA ZE R G # L (P>0.05), WR1, AW
FLBE R S B ZR D ot i, 2L
ANELE AR

R1 FWHEERIBLER (vxs)

Table 1 Comparison of basic data between the two groups

(x£s)

2H 51 no PRI () HERICRL) e (d)
W4 54 6.42+1.35 31/23 10.35+1.76
YR 51 5.93+1.28 35/16 9.74+1.53

2ItE 1.906 1.414 1.891

P{H 0.059 0.234 0.062

1.2 FHik

P4 T LLIE AR R R HEREK
fiff T A A5 FIR YT o

Xof B2 T D) ) 25 85 2R 9T« A R CRE A
b s AR i 25 5 A DR BH S — T 2547 PR F [ 254
F H20000426) , 5 1 10 mg/kg, Qd, 3% 2L # ik i
W5 d, 4525 4 d; 5T VAR 45 8 2 TR CRlE
Al ¥ B ) 25 BR A W 1R 25 7 H10960112)
210 mg/kg, Qd, iELL MR 3 d, FH4525 4 do LA
14 d M IAYFRE, L2 2 7 R

WF 58 27 DL Ik e TR Bk A Bl 25 8 =y 517
PARIT EX AL R L, T LU IR e T (Rl
PEA A REE S 25 A R A, B2y 7
H20103047) , Fl#% :2 mg/kg, Qd, ELEFH KR T 5 d.
1.3 il

WCAETARY T T G M4 B LR S I ER K I 5 mL,
F LLES O (3 000 t/min, 10 min, .0 242 8 cm) B
I3 o8 PR it 20 e 8 TR B ) G s i+
TEAEY) TR BR A W) )l & i 6 o 15 &
STREM-1 . |14 % -5 (Interleukin-5, IL-5) . TNF-a,
il FH O 2 Ll vk ORI 4S8 o 38 [ 12 2R 4 DL e
2N E R PR Array360 2 88 ) I E C- [ W & H
( C-reactive protein, CRP) ,
1.4 GRS

SR I AR IR O, AR A2 E R IR X
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LI AT I TR B 52 H 2% 5 A A% B Il RRE IR 22
i, AR BEAIR B2, F s X 2 52 A i i 348 9] 5 38 >
TG TR BAFREIR RAER WL ks . A
B =] (BRI B0 + BB ]x100%
1.5 Gil#rik

K H SPSS 22.0 Ge it A4 AT S 1T B, T A
B R (x+s) R, PR FLBAT e R 560 AR
PR n(%) 2R A7 ¥ fale; LLP <0.05 H2E 7 A
Gt L

2 #R
2.1 PHAHImIRIT AL g

T 5% 40 205 %% (96.30% ) B 12 25 F %F BR 41
(80.39%) , 2 FAH G5 XL (P<0.05), W2,

F2 WMAMRKTHEE [2(%) ]
Table 2 Comparison of the clinical efficacy of the two

groups [n(%) ]

215 n T ZER4 Jesk BARCE
WFogdl 54 32(59.26) 20(37.04) 2(3.70)  52(96.30)
X4l 51 24(47.06) 17(33.33) 10(19.61) 41(80.39)

71 6.554

P1E 0.010

2.2 PHHEEIM AT H STREM-1 7K AR
IRYT IS PILLEE I f 5 15 8 1 STREM-1 7K -

TR, HBFFEZHEE B 9 8L STREM-1 KPR T

XTHRZ, 22 A SRR L (P<0.05), W33,

®3 WARMEATER.STREM-1 KFLLE (v+s)
Table 3 Comparison of thrombin regulatory protein and

STREM-1 levels between the two groups (x=s)

g1 B 1L/ 9% 75 2 11 (ng/mL) STREM-1 (ng/L)
RITHT BTG SERARi] BTG
W4 54  21.35£548 9.53+2.87°  60.53%£5.64 35.29+4.41°
SFHEZ] 51 20.14%5.32  15.64+3.49° 58724543 39.72+4.86"
) 1.147 9.821 1.674 4.896
Pl 0.254 <0.001 0.097 <0.001

W 5 EABIT TR, P<0.05,

2.3 W4l IL-5 . TNF-a.CRP /K L%

JAYF IS, Pi4H IL-5 . TNF-a.CRP /K F- 2 R R,
HAFFE4 IL-5 . TNF-o. .CRP /K VAKX B4 , 2% 5
YA G2 X (P<0.05), W4,

2.4 WA R A

WIS A KR N 14.84% , % B0 AN KL
Nk 7.84% , AN KRN LA 25 S g 2e
M (P>0.05), WF&5,

x5 FAHAFRRRMIEE [n(%)]

Table 5 Comparison of adverse reactions between the two

groups [n(%) ]

215 n JEYE IR SkAE it
ol 54 2(3.70) 5(926) 1(1.85) 8(14.81)
X R ZH 51 1(1.96) 2(3.92) 1(1.96) 4(7.84)
71a 1.259
P1H 0.262
3 itig

RMPP &% R Z I R RN & A ZK <
& I PRIME , S SR TR MR R A A
LA IR HA R AME R, 51 B EORE T BT
Il /R I 5¢F RMPP [ & g Ll i K 58 208 48, %
S ILERERGE KT ANNBMRER KT A
XK, WORYT EZ UL 20

Bl 7 B N MR IA I RMPP 1 1E 1) — 2824
Yy, FLELA B P RAE R, R B A= P R B s
P A, 38 Ao BH s I o 7 KA S R, X el 2
Wy B — o A VE R, BORT A R K R
PO AP A R G I e D R T 24 1
A3 a8, ANCR FH BT 47 25 206 7 SR B 8 55 , ik
WA A R TR e A A GE R A
e RAE DR, DR e 1 S ™, AR 45 S o, WF
TR HOF(96.30% ) B I 5 X R4 (80.39% ) ,
A DL R e e R BT AT B 2T BT IR YT T B T
llfi RIG 97 RMPP f8 & IR YT BOR | 5 W A 45 6 7l
IR IE 2 S F Ik e R R BT A B R AT A AL

®4 PAHAIL-5.TNF-a,CRP KELLE (v+5)
Table 4 Comparison of the levels of IL-5, TNF-a and CRP between the two groups (x +s)

. . IL-5(ng/L) TNF-a(ng/L) CRP(mg/L)
FEp () AT IR EPRE() BT R NEpE() BT IR
kg4l 54 153.26+21.74 01.28+7.69" 18.32+3.25 4.28+1.31° 20.12+3.18 0.2622.34
X HR R 51 148.56+20.93 105.33+9.64* 17.63+3.17 6.54+1.58" 19.35+3.27 12.58+3.61°
tHE 1.127 8.279 1.100 7.997 1.223 5.623
Pl 0.262 <0.001 0.274 <0.001 0.224 <0.001

SRR T, P<0.05,
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K (89.33% ) W E M T W A& RIRIT A SR
(76.00% ) — 3, (AA SCHh ER G678 35 I KA 4L
FWE S TR M5, AT Re S0 1k A
Koo TEF XS R GIR T T RCE A SR R A b R, B R
JO T 2 — ol 24 [ Pl iz B 2%, LA B 3 AR
SEMPR DI AE G /B R T8 RAE R
JUT 3 B FA) R B A0, (2 E b B 21 B 132 5y, TR il
RESDHle AR 1 — 25 & e A dE il L T e APk 2
VR AR I RE IR o OB Y U JE e Bk B 2
R BT IRIRIT , AT R R 25 W B A
U R T TIRIT AR .

WEFEHE NG g 1 28 3 B 175 e 11 90E S
OS2 1 it RMPP [ 5 2L J5 PR 22— R Rk
() S AE R 725 5 RS LA BE A 1 407 , BP0 v
HE R A, Bh0H EE i mE Y R S R e,
STREM-1 J& AN SEAE SN 14 A 0 A0 LA A
AL PR AN S A AR A 1, T fish e RAE A
AR, XS R T I 3k B IVE F , M
S RN R AE G R B M SR AR AR
STREM-1 7K F-_L 8 s 480 ™ s Ak . AR
RN IRIT R , PRALEE ML EEE 5 8 STREM-1
AKX F [, EHLAFSY 86 1 i 15 2 sTREM-1
IKPART X B, ik 13 BH R 3 e R Ik & Bl A1 4 7
BT ERIRYT v A ROSGE PR I BRI R
RN o it i — AT A B IR I L A5 AL IL-5,
TNF-a,CRP /K3 F [, HAF5E 4 IL-5. TNF-a
CRP KA T BT GIESE T R e Jp Bk & BT 43 85
RIF DT BRI A A T4 RMPP B #E DA R %
PERN o 3X 0] e T H ke e X e e i
S5 RO O ST T 2 S R = G 4o e
PE LAY 22 T g i 2 S, B R e
AR E A RO R A TLR,

g Bk, ke Rk A B A R R Y BT I
IRT I H T RMPP BB LSRR B DT, BE A 038 /B
VR LB T 2 1 STREM-1 7K, B MUK 48 i
FN , HAZ G mT (A G R A o

S K
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RPN DX i 2178 A E 995 A5 B 26 PR R 55 i % 2 A AIE
il

Bk XEFHT M

(8 E] BH SV EMEZEHMIXINLEA EHb E) R i & R 5 K R4 A5 IR 27 4
Tt AiE WL 2014 4F 4 1 2 2021 45 10 J1 A8 BT o0 N B B Be A 2N T 56— 10 40 DR Ak B E A7 b %%
LD A AR AR 114 902 f51], BEFE 246 12 9 Hb E 19 546 0113 F 1 0TS0 42 i F i 20 B 2 A A
Fl4x H S B A04E F UK ORI Hb E 95 88 5 19 IR #3845 , >R F PCR- 1 U586 44 58 B AR AN T i 24 a8 FE ARG
I -1 B-H P AT I (T FR T ) FE N . S5 R BN & X B Hb E SR 0 & 42 R 0.475% , 646 1
15 A LRI, Hoh D Hb E 244 7405 22, 15 84.80% . Hb E 244 1 58 % S 12 0/ N A0 ARG €6 5 M4
B o - AT R BT, AT o - b AT R AU RE B 22 A . — 41 Hb Bk B Z 0] 1 I 2% S8
M R 45 2H R S 2T AR R (MCV) 5 Hb E 22 B3 Geit24 2 L (P<0.05) . Hi 44 Hb E i
HI R IR EAR R D, H Hb B S &9 o BRER S 28 M3 2 i/ . &3 Hb HT, 34536
PR BESTINL , VKA % Hb H,Hb Ay &2/ T 3.5% ,Hb B & 7E 10% 754 . &IF BRI A E
JEFLUL, Hb Ao 4K TF 5%, Hb E B i1 50% 4547, 96 0T o- MBI R BT W 2 . 4518 EEMN & ZHIX
N Hb E i A& AR 380 ARS8 BT B i 2 A= siris Wi LA Bas AL 3 iR (G R S5 9kt

(ki) MmLBEE E; HrbiEsim; JEE R ml=# 5k

Analysis of genotype and hematological characteristics of patients with hemoglobin E
disease in Huizhou area

GUAN Lingyan', WU Zhiyong®, QIU Peimian**

(1. Medical College of Jiaying University, Meizhou, Guangdong, China, 514031; 2. Department of Medical
Genetics and Prenatal Diagnosis, Huizhou First Maternal and Child Health Care Hospital, Huizhou,
Guangdong, China, 516007; 3. Department of Clinical Laboratory, Huizhou Municipal Central Hospital,
Huizhou, Guangdong, China, 516008)

[ABSTRACT] Objective To analyze the incidence, genotype distribution and hematological
characteristics of the patients with hemoglobin (Hb) E disease in Huizhou Hakka area. Methods A total of
114 902 samples were detected for thalassemia in Huizhou Municipal Central Hospital and Huizhou First
Maternal and Child Health Care Hospital during the period from April 2014 through October 2021, and 546
patients with confirmed Hb E were selected as the study subjects. The hematological parameters of Hb E patients
were performed by blood cell counters and automatic capillary electrophoresis, while PCR-flow fluorescence
hybridization technique and diversion hybridization technique were used for the detection of o - and 3 -
thalassemia (thal). Results The incidence of Hb E was 0.475% in Huizhou Hakka area, and a total of 15
genotypes were detected, among which heterozygous Hb E was the most distribution, accounting for 84.80%.
The results showed that heterozygous Hb E patients had slight microcytic hypochromic anemia, alleviated the

hematological phenotype when combined with a’-thal, whereas they could not be alleviated in combination with

Y EAn ERFREFE, T &, H0 514031
2. &M T E — A R IR E iR S AT A, TR, &M 516007
3.EMT PO ARERSERA, R, &N 516008

*iBAZ A BRAR LR, E-mail : 873065789@qq.com

it

=3



- 1964 - A TWISIARITRAR 20224E 11 45144 451181 T Mol Diagn Ther, November 2022, Vol. 14 No. 11

o’ - thal. Comparison and analysis of hematological parameters in three groups of Hb E patients showed
significant differences in MCV and Hb E (P<0.05). Among them, the original data distribution of Hb E value

in each group was the most concentrated and the Hb E content of patients decreased with the increase of the

number of a-globin gene variants when Hb E combined with a-thal. When Hb E patients coexisted with Hb H

disease, they all showed mild anemia, with no abnormal Hb H was detected on electrophoresis, Hb A, content

was less than 3.5% , and Hb E content was about 10%. Patients with compound heterozygotes for Hb E and 3

28

presented mild to moderate anemia, with Hb A, content greater than 5% and Hb E content about 50% |,

nevertheless, they could be alleviated with concomitant a-thal. Conclusion The incidence of Hb E is high in

Huizhou Hakka area. This study is helpful to provide clinical references for disease screening and prenatal

diagnosis, and genetic counseling.
[KEY WORDS |

IML£T 85, s S B A 8% Ve 1 3 il M i, i
S N R WL F B IR BRI 2 — , 43 5 I
21 % 1 (Hemoglobin , Hb ) 1 b ¥ 27 1fiL ( ] #% Hb
FOWNRIE, 4% Ho M F e h FRRE A 3L H
KA, BT S BORE AIREE 771450 S5m0
5 UK R A IREE S RN 2 EUE AN R S
B o 2T AR L E oA — A B - b I SR I A Y I
LA, R A ] TR AR B ™ AR AR, R T
BT -M1FE 2 ML A E kA7 16 B S (1) Hb el 1 22
S, 7 7R R R ] e O b DX R DL R
ML A E 6 RS0 TR0 I R I 2= FR 1R 5
F PR R BIF 5 BRI A BRI B A A DL 56 T M
Hby DX 2T 1B 998 IR SRR A TR AR 0B . ASBiE
% 30 1 AR B 2 b X218 B e R Y
JE PR RY 5 10 2 R AT, A 9% 9 T A A I IZ T LA
S tim IR 2% %Ok

1 BREFE

11—k

W BE 2014 4F 4 H 2 2021 4F 10 H 76 2 M 7 H
O N R B e 1 R T 55— 10T &0y DR (e B 2E A 7 1 52
R B ARAR T 114 902 1 98 ABRIE - BE R 2K
MIAR2 4 Hb B e 546 B B 1E NI sExt 4 . H
o 5 246 1], - 4E IR (28.96+8.52) % 5 4 300 1],
AR (26.72£6.57) % o HEBR AR E « HEBR 4 i
<2 ZNEE . RIFRFE R REEE T )ER,
Ji A iR i R 8 Y 2 8 i R 4 .
1.2 a5

H 7 7 75 32 HE /A 7 XE-5000 I 4023 Hr 4, v
Sebia 2 H] Capillarys 2 4> [ 7)) & 405 HL KX,
TP 3 2 5 TR B0y A5 R 2 ) Smart32 HU A% iR 412 B
1%, 26 [ BIO-RAD /A ] S1000 PCR ¥4 4% , 2 [H

Hemoglobin E; Thalassemia; Genotype; Hematological characteristics

Luminex /3 A Magpix 2 YJ GE A 207 0 kil 5=
Ge, ) NI B2 P FRZY 7] HB-2012A B %
PR 53 2 A8 A o I R B Rk 3 2 o AN A G
£ A 5L 4 DNA $2 UK & 4l b 23 i (/B
AU ) 5 PRUASE 0 32X 50) 50 29 ) 1 ) M 3k o2 B L ey
PR F) 5 oo R B -t H TR B 1L A R A D0 4k 7] 5 ) 1
IS B 25 R A BR A F .
1.3 hik
1.3.1 FEACRSE

KAEFRRE A R IR0 P 4 (2 mL/AE ) , — 45 LA
EDTA-K. it , F T 1005 #5347 Rt 33 5 P 70
—& L ACD Lt , HI T L3 FH HL Ik 73 AT
1.3.2 LR34

£ 11 XE-50000 1fil. 28 il 43 A7 {4 I 21 4 i
B, B BILEE AR bR 0 1ML 4T 2 14 (hemoglobin, Hb) |
P-4 21 21 i A F2 (mean corpuscular volume , MCV)
1 ¥4 21 40 Y 1 21 &5 H & & (mean corpuscular
hemoglobin, MCH ) ; fifi | Capillarys 2 % 4= H 3 &
YA HL KA A3 BT I 21 8 1 48 03 M B i, E AR
F8 bR M 1ML ZL 25 1 A, (hemoglobin A,, Hb A,) | IML4L
# 1 F (hemoglobin F, Hb F) fl 5% & [M. 4L %5 1 E
(hemoglobin E,Hb E) .
1.3.3 DNA #H

{5 1 Smart32 74 A% R i B BE & 1 1] 42 55 A
41 DNA #2 B & fe i 2 1l DNA
1.3.4 R 3

BRI 42 1. DNA i 13 P 3% 1 (/B 7Y ) B
PRI A 85 -1 B -3t ot B 1 35 PRI ARG: 0 3 5]
&, R PCR-IE O 22 58 R 5 i 448
FR AT Hb BT S A 3, A D0 [ NCE LAY 3 s
JeA o H AT (-5 a7 -at?) 13 AR BT o
# (o a®a o) P 17 F g HLZE [ CD14-15,
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CD17.CD26(BE) .CD27-28 .CD31 .CD41-42 .CD43, X1 EMNEZRMXH ERHNAERRERESH
CD71-72.-28 .-29 -30.-32.1VS- 1 -1.IVS-1 -5. Table 1 The incidence and genotype distribution of Hb E
IVS- Il -654 . Initiation codon , Cap+40-43 ] , H.{& 5L disease in Huizhou Hakka area
_n NS ~ N =) n HL A R (% / o
S A5 R R0 5 0 B 1 L e
R ac/a, B B 463 0.403 84.80
TR -, BY B 17 0.015 311
1.35 it -a'*faq, B B 5 0.004 0.92
- b e e g - “alac, B BN 3 0.003 0.55
K H SPSS 20.0 B HEAT i i 25 40 7 5 1 Salao, B B ) 0,000 o
FORFLA (x £5) KR, SR BRI R 07 22 434 5 114K e, B B 1 0.001 0.18
VERLR M n 3 (% ) 275 5 P<0.05 4 2 5247 B2 -2 e Bl ! e ol
e S, B/ Y 43 0.037 7.88
= Lo, B/ BN 1 0.001 0.18
S B BY 1 0.001 0.18
2 #HR ac/aa, B/ B 4 0.003 0.73
aa/aa, B/ B 1 0.001 0.18
2.1 FINEZMIX Hb E A & AR K I R R4 A aafaa, BY BT 1 0.001 0.18
TE 114 902 {5l 41 J&] 1 1 2% 35k PR RGBS v | 3 0‘5 e, B:j B f gggi 3?;
Ko it Hb B 546 9, A BE % 4 % 4 0.475% (546/ o
114 902) o BFFE A4S HY 15 FlRE A BL, Horb L Hb

E &G Torfa £, i 84.80% , Hb E & Jf SEA A4
HETRZ,5788%., W#FE1,
2.2 [MRZFARAE

2.2.2 pEE AL Hb E i 5 00 MR AR
Hb E &I Hb H , ¥R B M 42 B2 2% 1ML, R K
H 5% % Hb H,Hb A, % /N T 3.5% ,Hb E % & 1F

2.2.1 #A1 Hb E & LR~ S5 10% 747, Hb EE A B> RM ik EF M,
R AR KRSy 3 Al 4 N ac/aa, Hb A, &% =¥ KT 5% ,Hb E & & 1E 50% 22 45, 1M

B BN .alaa, B BN AN alaa, BY BN, H
535 il 427 Hb E Jjg H 3 35 2 3R /N0 AR € 26k
FLlL, Hb E 75 b5 A a-BR 8 3R H R AR5
OB AT N

Hb E & & B & JH o-Hu 30 W 38 B0 M 6 B %% 1L
Hb E /E% BCD41—42 5 Hb E /E% BIVS—H—()54 i@%}ﬂyg
FEAB-HAT,Hb FIH B T, S KT 50%., 11
5] v L 7Y Hb E 35 £ 5 I LR 2= e I s S UL 3% 3 6

F2 535 PRBEH ERBEFNMRFESH (v+s)
Table 2 The hematological parameters of 535 patients with mild Hb E disease (x +s)

HE R A n Hb(g/L) MCV (fL) MCH (pg) Hb A.(%) Hb E(%)
aa/aa, B BN 463 129.53 +17.82 76.91+4.42 25.37+1.68 3.42+0.39 24.17+2.85
oo, BB 28 127.09 £20.56 79.84+5.73 26.15+2.23 3.63+0.42 22.42+2.28
o'Jaa, B BN 44 123.46+19.91 69.52+5.93 22.05+2.11 3.66+0.42 16.18+2.03

o ofoo: 1A a- SR R R AR T8 s ol o : 20> o-BREE SRR R AR R AR
%3 116 E=E Hb E % B& B9 I H4FE
Table 3 The hematological characteristics of 11 patients with intermediate or major Hb E disease

FEpIAY P R (%) Hb(g/L) MCV (fL) MCH (pg) Hb A,(%) Hb F(%) Hb E(%)
ST, BF BN ks 3 102.0 47.9 15.9 2.4 8.6 10.2
St BE BN s 28 94.0 49.7 16.3 3.4 10.7
ac/aa, BY B ’s 20 109.0 59.9 20.1 6.4 16.9 53.7
aa/aa, B/ B % 3 96.0 54.4 17.8 5.2 29.0 50.6
aa/aa, B/ B & 23 93.0 63.7 22.4 54 25.8 48.2
aa/aa, B B* & 27 85.0 63.3 19.9 5.9 24.4 48.2

aa/aa, B/ BN s 22 90.0 64.1 20.8 70.2 29.8
ao/oc, BY BV W 3 77.0 59.1 19.7 57.7 42.3
-o¥aa, B B E 33 115.0 58.7 18.4 7.9 1.8 59.2
- o, BY B 5 30 126.0 6l.1 19.8 7.3 13.3 52.8
Moo, BY B i@ 20 102.0 61.7 18.2 8.1 12.1 51.9
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2.3 41 Hb BB E Z A IR S5
KHBHER T 20 xR 290 3 3 H

U BB 1Y IR 2 2 B AT T L g, 45 4 )

B Hb 22 S LG it % & XL (P>0.05) . W% 4.

HAKEMBEASHILBKPOHELELE 1, %
B MCV 5 Hb E 2 % A Git 22 & L (P<
0.05) ., Hd, %40 Ho E & & i )5 16 804 o A
wET,

F4 3HEHERBEZEHMNEFSHLRIHT

Table 4 Comparison and analysis of hematological parameters in three groups of Hb E patients

e 41501 451 2 Hb(g/L) MCV (fL) MCH (pg) Hb A.(%) Hb E(%)
P1H ac/ac, BY B ofac, B/ 0.775 3 0.003 6 0.059 7 0.030 0 0.005 2
aalaa, B BY a’ace, BE/BN 0.091 6 <0.000 1 <0.000 1 0.000 6 <0.000 1
ofaa, B/ BN a’/aa, BY/RY 0.694 8 <0.000 1 <0.000 1 0.929 2 <0.000 1
FH 2.34 58.77 77.04 9.65 162.20
A — B RN 0.475% , 8 T 1 A A5 HLIX (0.398% )
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Figure 1 Comparison and analysis of hematological

parameters in three groups of Hb E patients
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LA S e 1 B SR B AR RS L <P <m S, 25 S A S L(P<0.05) 5 Cys C \PAI-1
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Correlation of Cys C, PAI-1 and early diagnosis and severity of acute myocardial
infarction

LI Shuai', JIN Ailian*, LIU Qing', SU Jiankang', HE Xing', LI Shengli', YAN Mingguang®

(1. Cardiac Intensive Care Unit, Shangqiu First People ’ s Hospital of Henan Province, Shangqiu, Henan,
China, 476000; 2. Department of Clinical Laboratory, Shangqiu First People’s Hospital of Henan Province,
Shangqiu, Henan, China, 476000)

[ABSTRACT] Objective To investigate the value of Cys C and PAI-1 in the early diagnosis of acute
myocardial infarction and their correlation with the severity of the disease. Methods From August 2020 to
December 2021, 152 cases of acute myocardial infarction (AMI) admitted to the Department of Cardiology,
Shanggiu First People’s Hospital were selected as the observation group, and 152 healthy subjects during the
same period were selected as the control group. According to the evaluation criteria of disease risk, the patients
in the observation group were divided into the low-risk group (n=82), the intermediate-risk group (n=48) and
the high-risk group (n=22). The levels of Cys C and PAI-1 in the observation group and the control group were
compared. The levels of Cys C and PAI-1 in the low-risk group, intermediate-risk group and high-risk group
were compared. Spearman analysis was used to analyze the correlation between Cys C, PAI-1 and the severity
of AMI. Multivariate Logistic regression was used to analyze the independent risk factors of AMI, and the

receiver operating (ROC) curve was used to analyze the value of Cys C and PAI-1 in the early diagnosis of

EATR B T E A E AN £ %R B (LHGJ20200931)
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*EAZVEH AR, E-mail : 496683350@gq.com



BB ST 4 20224611 ) #5144 5511481 J Mol Diagn Ther, November 2022, Vol. 14 No. 11 - 1969 -

AMI. Results

The levels of Cys C and PAI-1 in the observation group were significantly higher than those

in the control group (7=9.649, 22.649, P<0.05). The proportion of patients with smoking history and

hypertension: low-risk group < intermediate-risk group < high-risk group (F=26.227, 81.652, P<0.05). Cys C
and PAI-1 levels were positively correlated with the severity of AMI (r=0.527, 0.601, P<0.05). Cys C and PAI-1
were independent risk factors for AMI (P<0.05), and the AUCs of Cys C, PAI-1 and their combined detection
were 0.721, 0.782, and 0.912. Conclusion The levels of Cys C and PAI-1 have a certain correlation with the

disease severity of AMI, and Cys C and PAI-1 have diagnostic value in the early diagnosis of AMI, and the

diagnostic value of combined detection is higher than that of single detection.
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Table 1 Expression of serum Cys C and PAI-1 in different
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Table 3 Multivariate logistic regression analysis on the

severity of illness in AMI patients

Ei=g M (n=152) WML (n=152) f P14 WA Z  BIEH SEfH Wald {5 ORfH  95%ClI  PfH
Cys C(mg/L) 1.07+0.22 0.87+0.13 9.649 <0.001 WAHS 1461 0.467 9.787 4.310 1.726~10.765 0.002

PAI-1(pg-mL™)  71.57+4.33 83.61+4.92  22.649 <0.001
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Table 2 Univariate analysis of the severity of illness in
patients with AMI [n(%), (x+s) ]

el eEfadl

. fRfE .
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i (n=2) (n=48) (n=p2) XM PHH
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FIILE % ga(5122) 19(3058) 5(22.73)

Cys C(mg/L) 0.92+0.11 1.06+0.16" 1.14+0.22" 26.227 <0.001
PAI-1(pg-mL™") 76.95+4.51 83.44+5.02° 91.03£5.67* 81.652 <0.001

0 SR A, P<0.05, 5 i E ] ek, P<0.05,
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Table 4 Serum Cys C, PAI-1 levels and the diagnostic
value of combined detection for AMI
fitn ImAME 2SR E BUBUE FEREE AUC 95% CI
Cys C 1.10 0.472 0.713  0.759 0.772 0.701~0.828
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AR 0.786  0.901 0.885 0.911 0.887~0.994

0.8 CysC
PAI-1
B 0.6 S vl
1=
E g4
0.2
0 02 04 06 08 10
1-55 5%
B 1 ROC iz
Figure 1 ROC curve
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Effect of intra-aortic balloon counter pulsation on cardiac function and hemodynamics in
elderly critically ill patients with cardiovascular disease

OU Yanglin*, MEI Yingchen, ZHANG Xin

(CCU, Beijing Jishuitan Hospital, Beijing, China, 100096)

[ABSTRACT] Objective To explore the effect of intra-aortic balloon counter pulsation (IABP) on car-
diac function and hemodynamics in elderly critically ill patients with cardiovascular disease. Methods A total of
86 elderly patients with critical cardiovascular disease who were treated at Beijing Jishuitan Hospital from January
2019 to January 2022 were selected as the research objects. Using a random number table strategy, all patients
were divided into a control group and a test group, with 43 patients in each group. The control group adopts con-
ventional treatment methods, and the experimental group uses IABP based on the control group treatment meth-
ods. The cardiac function indexes [left ventricular ejection fraction (LVEF), left ventricular end-diastolic volume
(LVEDV), left ventricular end-systolic volume (LVESV), peripheral vascular resistance (SVR) ], and hemody-
namic levels were compared between the two groups before and after treatment. [Pulmonary arterial pressure

(mPAP), pulmonary capillary wedge pressure (PCWP), right atrial pressure (RAP), cardiac output (CO) ]. The
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*iBAZAE S Bk, E-mail : ouyang19880504@163.com



TSR AR

2022411 H  2F 144 5111 J Mol Diagn Ther, November 2022, Vol. 14  No.

11

+ 1973 -

complications during the treatment and the death 28 days after treatment were compared between the two groups.
Result  After treatment, LVEF and CO increased in both groups (r=—7.070, —10.841, —3.407, —12.234, P<
0.05). LVEDV, LVESV, SVR, mPAP, PCWP, RAP in both groups were decreased (1=3.031, 5.974, 7.513,
12.504, 5.902, 8.949, 8.923, 17.370, 11.643, 21.657, 9.920, 23.003, P<0.05). After treatment, LVEF and CO
in the test group were higher than those in the control group (r=—4.032, —8.220, P<0.05). LVEDV, LVESV,
SVR, mPAP, PCWP, RAP in the test group were lower than those in the control group (1=2.787, 6.981, 3.131,
7.925, 14.708, 20.053, P<0.05). The incidence of complications in the test group was lower than that in the con-
trol group, with a statistically significant difference ( y*=4.468, P<0.05). There was no significant difference in
mortality data between the two groups 28 days after treatment ( ¥*=1.229, P>0.05). The mean survival time of the
control group was 24.22 days, and the mean survival time of the observation group was 26.97 days. There was no
significant difference between the two groups (¥*=1.518,P>0.05). Conclusion The application of IABP technol-

ogy in the treatment of elderly patients with severe cardiovascular disease can effectively improve the cardiac func-

tion and hemodynamic level of patients, reduce the complications of patients, and improve the prognosis.

[KEY WORDS |

namics; Coronary artery
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1l 2HEBIEREMEEE [(v+s),n(%) ]
Table 1 Comparison of general clinical data between the two groups [ (x+s),n(%) ]
PIR T
NS pramsl| L 3
a4l n ?;ﬁ; ﬁ,ﬁ) 1?@;;{ arrzt AMAEST Br miREA NEE SMEEAE ST EE i
ATREC AL R O NUESE O NLEESE DR ONUEERE 7
XHRZH 43 73.13x10.93  28/15 24.25+4.62 10(23.26) 8(18.60) 8(18.60)  5(11.63) 10(23.26) 2(4.65)
R0 43 72471120  26/17 24.17+3.77 11(25.58) 7(16.28) 5(11.63)  6(13.95) 11(25.58) 3(6.98)
1M 0.277 0.199 0.088 1.145
P{H 0.783 0.655 0.930 0.980
o ARG B AR G S BR A B0 A OC S Bt 1T 1.4 Sit2Erik

B, N B L B 7 2, =, AN EAE B B
AT W, O X R A A R 1 A
BRAEMAOLE, 5 B 0 B BN 38 W 45 7 — I
FE R OIE o FE St TABP ¥ 7 ok B2 A (R KT Y 2
A 2R R AR 3 A W o 245 I 4 A PR 2 )
25 i 7 H22021911, 2 mL: 12 500 {7 ) , 7 JF 45
Tl 7E 2~4 mL/h, 58 BCER 2% 1) vh Uk B i 3 i 0% A
BRI B [R5 6 AE 200 s A2 A, PR FFER 4 A I
W o TE B LI 3 71 2 € 24 h J5 5 1kl
IABP,

PR 2 BB IR YT RICR X B ) 3435 e S
SEHEIR YT IS 24 he
1.3 WEHEIR

OXF L IGS9O DI Re e b . A
0 Bl B A0 & O I 3 %4 (Teft ventricular
ejection fraction, LVEF) | /& /0> & &7 7k K ] 25 F1
(left ventricular end diastolic volume , LVEDV) | /=
L B AR N2 F (left ventricular end systolic vol-
ume, LVESV) | ) Ji{ ifiL % BH. 77 (peripheral vascular
resistance , SVR) o @)X} b P2 ¥4 /i J& 14 1L 378 2
F12# K o TR B8 E I IR 55 A6 it 3 ik % (pulmo-
nary artery pressure, mPAP) | fiifi & 4ff Il % #2 & (pul-
monary capillary wedge pressure, PCWP) | f5 5 &
(right atrial pressure, RAP) | .[> 4 it # (cardiac out-
put, CO) ., @XF kb W 4 3A 97 o #2 v 1) I & 5E 1
Bl @XFHEPILHIRYT IS 28 d IIBET-IE T

K1 SPSS 24.0 # B Ge it 3 A, IS 4 A i
FERMI Ge ) 775 R K030 3 RO R
n(%)%mn, R K%, 417 53 B % F Kaplan-
Meier ¥ 3017115, 37| FH Log-rank £ 55, UL P<
0.05 NZEFA G Lo

2 R

2.1 RITHTIG O I RE R AR X L4 2R

VYT IS, W41 LVEF 3 36 5 B4
LVEDV .LVESV .SVR #JF#MIX, 2 7 A Gt E X
(P<0.05) . JAI7 )5 , iR I 41 A9 LVEF & T X a4,
R4 ) LVEDV \LVESV . SVR #JiX T B2 , 2%
A G L (P<0.05), W2,
2.2 IRITHTIG WL 20 124 KX g R

RIT IR, ALY CO 34 &, P 41 A9 mPAP |
PCWP . RAP ¥J [ (% (P<0.05) . 1GI7 )5 , ik i 41
1) CO & T % M4, ik 55 2 Y mPAP . PCWP |
RAP YL F XTI 4L, 2 5 A G it % B X (P<
0.05), W33,
2.3 IR RE B A E T S H

R AE IR YT R b i I AORE & A AT X
WA, 2R A G L (P<0.05), L34,
2.4 WLIRITIGE 28 d INBE TSI L 45

IRIT)E 28 d, PRALIAET - R 25 S LS 2#
= X [23.26%(10/43)vs. 13.95%(6/43) ] (1=1.229,
P>0.05) o Xf B AL By A= A7 B o] ¥ 50 24.22 d,

F2 AITAIEHOIIREIEIRXT LA R (v +5)
Table 2 Comparison results of cardiac function indexes between the two groups before and after treatment (x +s)
. LVEF(%) LVEDV (mL) LVESV (mL) SVR (kPa-s)
T {bigk Ragill ifra T HIra bagill fra

PUPLEE| 43 31.02+4.03  38.25%5.36" 145.36+17.44 134.78+14.83" 75.63+8.32  63.21+6.95"  156.72+17.24 134.61£17.50°
i 2 43 30.92+4.33  43.22+6.05" 146.72+16.14 125.03+17.50" 76.11£9.89  52.08+7.81" 157.04+18.84 123.28+16.03"

t{H 0.111 —4.032 -0.375 2.787 —-0.244 6.981 —-0.082 3.131

P1E 0.912 0.000 0.708 0.007 0.808 0.000 0.935 0.002

T SRR AT AL, 'P<0.05.
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Table 3 2 Comparison results of hemodynamic levels before and after treatment in groups (x +s)

g1 . mPAP (kPa) PCWP(kPa) RAP(kPa) CO(L/min)
YRIT BRI A TRYT I I A YAIT I BIT A YRIT I RIT IR
XHIEZH 43 5.63+0.68 4.35+0.65° 4.35+0.61 3.11x0.34° 3.56+0.43 2.74+0.33° 3.96+0.59 4.42+0.66"
IeH 43 5.81x0.81 3.44+0.38" 4.3420.61 2.15+0.26° 3.58+0.54 1.5620.20° 3.95+0.51 5.72+0.80"
tH -1.116 7.925 0.076 14.708 -0.190 20.053 0.084 -8.220
P{H 0.268 0.000 0.940 0.000 0.850 0.000 0.933 0.000

5 FAIRIT TR, *P<0.05,

R4 BITIRPHALEBRMNEEER (%) ]
Table 4 Comparison results of complications during

treatment in groups [1n(%) |
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P 0.035
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Figure 1  Survival curves
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Clinical characteristics and prognosis of glycopeptide in the treatment of methicillin
sensitive Staphylococcus aureus bloodstream infection

SU Jianwei', ZHONG Wanping', HANG Guobin®, ZHOU Mougqing®, WANG Yanhong'*

(1. Department of Clinical Pharmacy, Dongguan Tungwah Hospital, Dongguan, Guangdong, China, 523110;
2. Department of Infection Management, Dongguan Tungwah Hospital, Dongguan, Guangdong, China, 523110)

[ABSTRACT] Objective To investigate the clinical characteristics, outcomes and risk factors of mor-
tality of glycopeptide in the treatment of methicillin-susceptible Staphylococcus aureus (MSSA ) bloodstream in-
fection. Methods A retrospective study was carried out on adult hospitalized patients of Dongguan Tungwah
Hospital with MSSA bloodstream infection from January 2017 to February 2022. The clinical and relevant labo-
ratory data of patients treated with glycopeptides and non-glycopeptides were compared, and the risk factors pre-
dicting the mortality were analyzed by multivariate logistic regression. Results A total of 101 patients with
MSSA bloodstream infection were included, including 30(29.7% ) with glycopeptide treatment and 71(70.3% )
without glycopeptides treatment. The glycopeptides group was significantly higher than the non-glycopeptides
group in the rates of mechanical ventilation (%°=7.051, P=0.008) , deep vein catheterization (’=4.488, P=
0.034) , ICU admission (y*=11.634, P=0.001), septic shock (3’=4.668, P=0.031), length of anti-infective
(+=3.167, P=0.002) and cost of antibiotics (#=5.039, P=0.000) , but the mortality rate and days of hospital

stay were not significantly different. Multivariate logistic regression analysis showed that Pitt score (OR=2.125,
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95% CT: 1.164~3.882, P=0.014) was an independent risk factor for the death of patients with MSSA blood-

stream infection. Conclusion There is no significant difference in mortality between glycopeptides and non-

glycopeptides treatment in patients with MSSA bloodstream infection, but glycopeptide drugs could increase the

course of anti-infection and the cost of antibiotics. In clinical practice, the guidelines and the specific conditions

of the patients, especially the Pitt score, should be combined with the rational use of antibiotics, and the correct

treatment should be given early.
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glycopeptides in treatment of MSSA bloodstream infection
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Effects of limited internal fixation combined with miniature external fixator on OPG,
CRP and RANK in patients with fractures

LIANG Lixia'™, WU Jin*, ZHANG Li'

(1. Department of Operating Room , Shangqiu Municipal Hospital , Shangqiu, Henan, China, 476100 ;

2. Department of Orthopedics, Shangqiu Municipal Hospital, Shangqiu, Henan, China, 476100)

[ABSTRACT] Objective To study the effects of limited internal fixation combined with miniature
external fixator on osteoprotegerin (OPG), C-reaction protein (CRP), and receptor activator of NF-kB Ligand
(RANK) in fracture patients. Methods 98 fracture patients admitted to Shangqgiu Municipal Hospital from
October 2018 to May 2021 were selected, according to different treatment methods, they are divided into the
internal fixation group (internal fixation treatment, n=51) and the internal and external fixation group (limited
internal fixation combined with micro-external fixator treatment, n=47). The joint functions (using Harris hip
function score method to determine) , perioperative conditions, OPG, CRP, RANK levels before and after
treatment, and complications between the two groups are compared. Results The total effective rate of the
internal and external fixation group (94.12% ) was higher than that of the internal fixation group (78.72%), and
the difference was statistically significant (P<0.05). The intraoperative blood loss in the internal and external
fixation group was less than that in the internal fixation group, and the operation time, postoperative weight-
bearing time and hospital stay in the study group were shorter than those in the internal fixation, and the
difference was statistically significant (P<0.05). After treatment, the RANK, CRP in the internal and external

fixation group was lower than thode in the internal fixation group, and the OPG was higher than that in the
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internal fixation group, and the difference was statistically significant (P<0.05). The complication rate of the

internal and external fixation group (5.88% ) was significantly lower than that of the internal fixation group

(19.15% ), and the difference was statistically significant (P<0.05). Conclusion The limited internal fixation

combined with the miniature external fixator has a significant effect in the treatment of fractures, and can

promote the postoperative recovery of the patients’joint function with high safety.
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Construction and validation of risk prediction model for positive HPV infection based on
vaginal pathogenic microbial characteristics and multi-indicator features

GUO Aixia'*, CHEN Yu’, LIN Xianzhi'

(1. Department of Obstetrics and Gynecology, Huai’an First People’s Hospital Affiliated to Nanjing Medical
University, Huai’an, Jiangsu, China, 223300; 2. Institute of Genetics of Eugenics and Health Care Medicine,
Wuxi Maternal and Child Health Hospital, Wuxi, Jiangsu, China, 214002)

[ABSTRACT] Objective To investigate the construction and validation of a risk prediction model
for positive human papillomavirus (HPV) infection based on vaginal pathogenic microbial characteristics and
multi - indicator features. Methods 316 female patients with positive HPV infection from January 2019 to
December 2021 at the First People’s Hospital of Nanjing Medical University Huai’an were selected as the study
group, and 316 healthy women were included as the control group during the same period according to the 1:1
allocation principle. Demographic and laboratory indicators, vaginal pathogenic microbial characteristics,
logistic regression equation influencing factors of positive HPV infection, risk prediction model and scoring
criteria were constructed for both groups. Results Sexual partners, cleanliness, pH, hydrogen peroxide
(H,0.) , transforming growth factor-B1 (TGF-B1), and interleukin-17 (IL-17) were risk factors for positive
HPV infection (P<0.05). The subject operating characteristic curve (ROC) showed that the logistic regression
model predicted an AUC of 0.915 for positive HPV infection, and the sensitivity and the specificity was 80.00%
and 91.33% respectively. Referring to the 3 value of the logistic regression model and its variable types, a
scoring standard for the risk of positive HPV infection was established, and the risk of HPV infection was
divided into low risk (1-9), medium risk (10-20), and high risk (21-27 points). Conclusion The risk prediction
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model for positive HPV infection based on cleanliness, flora density, flora diversity, pH, H.O., TGF-31, IL-17

has good predictive performance. The scoring criteria established by the model can provide a reference for the

occurrence of positive HPV infection and guide subsequent treatment.
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characteristics; Risk prediction model
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ROC {1Zk43#H7 27~ , Logistic [FIFARAI RN HPV
YL B B AUC 4 0.915 (95%CI : 0.890~0.936) ,
T R AEE R 80.00% , FE 57 M 91.33% . WL 1,

Logistic
100 ¢
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1 ROC #h%
Figure 1 ROC curve

2.4 5 UG TE 3 b o o e

Z:7% 2.3 N B9 Logistic [FIHAE L B {5 &
HAR R R w57 HPV B PH M & A KU B 1 4
B, $ HPV B & A KU 43 IR RUR: (1~9)
AU (10~20) | U (21~27 43) o ILEE 4.

F4 HPV RBREMMRERKE TSR EREE

Table 4 construction of risk scoring standard for HPV infection

I PRAFFAIE R PR LRIy Js¥i

LR A~ 1 1 1

24 1 2 2
T B EH 1 1 1

S 1 2 2
pH {H <4.5 1 1 1

>4.5 1 2 2
H.0, 1EH 2 1 2

S 2 2 4
TGF-B1 <V 2 1 2

>H(H 2 2 4
IL-17 <V 2 1 2

>V 2 2 4
3 itig

B2 1 R X HPV B AH SIS AN BITRA | i
2 R Ny LR A 50 SR U A AE 2 D) G
R RIEA TR A0TE fEE DNA SRS AL, 5
& HPV YL 35 HPV MELL A IRTE B, 5 80 Sy
SRR, S A R B, AR PR R , [3E
WESHBAL TS PR, — B LR A e T
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M4, 5455 o UL AH Lo
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FH G A S A4 PR S8 A8 A mT AR B 1 =) 3
GBE T, W IR P38 S A 35 -, 53 HPV R5 42 8%
YLl Treg 4N . Th17 2034y T 7k B 40 i 37 4
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25 LTk T PTE R A W RIE S 248w

RPAIE A4 A HPV JE% % BH A 1) XU TAOASE A HAT R 4
S 8 A HE B e o A B ST (3T 53 B v AT
N HPV BRI R R IS5 48 T 2R )T .
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GAS . B 5 g AR 228 Y W Ry eids e 5l ]
WA 1 B AEHIDC TR B

LHH IHPF RXE

(8 E] Br HTEBEGAS) HEABFT (PG1) HEABR I (PG I EZESEE % (AG)
FEF GRS S R T VR FF TR (HP) YL ADCHE . Frik 1RHCT 2019 4 4 H % 202245 5 H F1EM
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R HIZ I E Logistic [M1H /3472840 1 B 2 B WA T TIEAF BRIE Y 2 IR 2R, R4 3218038 TR (ROC) 4]
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A R TR R, PG T Rk AR TR B, 25 58 Go it 478 X (1=34.543,7.048,26.027, P<0.05) ; 4
Spearman FH5CA3HT , AG FR 1) GAS PG 11 F3h7K V- 15 Wy | THRAT PR B 52 1EAH DG (P<0.05) , 111 PG T #&3A7K
S5 1 B TR R 5 60 HH 96 (P<0.05) s Logistic [F1H 407 7w, GAS \PG T PG I /K214 AG & 4T
SR TR B A A ST 2 PR 22 (P<0.05) o ROC AT 45 R 7R, GAS PG | \PG 1T LS IS A i T AG
FRE R TIBAT R 2 T TR AR 0.821.,0.810.0.812.0.904, 41t GAS.PG 1 PG II L) K4 K %)
T AG FB Y A T VR R ELA B AN, AT LUK AG SR TUI A | SR A B S Ak Ak
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Expression of GAS and pepsinogen in atrophic gastritis and their correlation with
Helicobacter pylori infection

GE Jingjing*, WANG Bangping, CAI Dabang

(Department of Gastroenterology , Suzhou First People’s Hospital, Suzhou, Anhui, China, 234000)

[ABSTRACT] Objective To investigate the expressions of gastrin (GAS) , pepsinogen I (PG I )
and pepsinogen I (PG II ) in patients with atrophic gastritis (AG) and their correlation with Helicobacter pylori
(HP) infection. Methods A total of 98 AG patients who were admitted to the Department of Gastroenterology ,
Suzhou First People’s Hospital from April 2019 to May 2022 were selected as the observation group, and 98
normal people who had undergone physical examination with the hospital during the same period and had
normal results were selected as the control group. The expression levels of GAS, PG I and PG Il in the
observation group and the control group were compared. The observation group was divided into an infection
group (n=42) and an uninfected group (n=56) according to whether they had HP infection. The clinical data of
the two groups and the expression levels of GAS, PG I, and PG Il were compared. Spearman analysis was used
to analyze the correlation between GAS, PG I, and PG II in the two groups and HP infection in patients with
atrophic gastritis. Multivariate Logistic regression was used to analyze the influencing factors of HP infection in
patients with atrophic gastritis, and the receiver operating (ROC) curve was drawn to judge the predictive value
of GAS, PG I , and PG II on HP infection in patients with atrophic gastritis. Results The levels of GAS and
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PG Il in the infected group were significantly higher than those in the uninfected group, and the expression level

of PG I was lower than that in the uninfected group, and the difference was statistically significant (r=34.543,

7.048, 26.027, P<0.05). Spearman correlation analysis showed that the expression levels of GAS and PG II in

AG patients were positively correlated with HP infection, while the expression level of PG I was negatively

correlated with HP infection (P<0.05). Logistic regression analysis showed that GAS, PG I , and PG Il levels

were all independent influencing factors of HP infection in AG patients (P<0.05). The results of ROC curve

analysis showed that the areas under the curve of GAS, PG I , PG Il and combined detection for predicting HP
infection in AG patients were 0.821, 0.810, 0.812, and 0.904. Conclusion GAS, PG 1 , PG Il and combined

detection have high value in predicting Helicobacter pylori infection in AG patients, and can provide a basis for

predicting Helicobacter pylori infection in AG patients.
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FBAE B Hp MO AHCHE SR Z2 [ 5 Logistic 711543
B AG (B B Hp WIS fEf N 2, IR 210
TAE(ROC) k73T GAS PG [ PG I 7EFii AG £
L Hp IME . P<0.05 HESA G5 L,

2 HR

2.1 W4l GAS PG I PGl #ik/KF i

WEZLH F ) GAS (PG 1T F ik /KK T4 IR 4,
PG [ Fik/K VB EMM T4, 25 /G %5
M (P<0.05), W1,

1 WHEGAS.PGI PG RIEKFLLE (x+s)
Table 1 Comparison of the expression levels of GAS, PG |

and PG Il between the two groups (x+s)

&8s n GAS(ng/L) PG (pg/L) PG I (pg/lL)
WEL4 98 138.09+10.64 64.40+11.49 14.48+3.25
XFHRZH 98 89.76+8.93 112.63+16.01 10.84+1.33

i 34.443 24.228 10.261

P <0.001 <0.001 <0.001

2.2 FUWn AG BB IR AT TR T TR Y R R B

PO M A5 R R PEAL B ARG PR | B
AR ERR LK ZEF LG IH#E L (P>0.05),
KK 2 \GAS PG 1 PG Il 76 P 2 ] o 3 22 7
HA G2 X (P<0.05), W2,

R2 BMWAGBEHp BRWBERRSM (v2s), n(%) ]
Table 2 Univariate analysis of Hp infection in AG patients

[(x£s), n(%)]

. JRR YL 2 He IR YL 2]
1Y Ming = RIS E 2 ks ge
s (n=42) (n=56) XM P
>50 % 23(54.76)  26(46.43)
A ) 0.667 0.414
i <50 % 19(45.24)  30(53.57) ’
5 22(52.38)  31(55.36)
! 0.086 0.770
K & 20(47.62)  25(44.64)
[UREY TR 10(23.81 10(17.
WA MRS A 10(23.81) 0(17.86) 0524 0460
T 32(76.19)  46(82.14)
LIS 8(19.05 6(10.71
L%ﬁﬁ ( ) ( ) 1.361 0.243
J& 34(81.95)  50(89.29)
BILE A 21.4: 14.29
mIE A 9(21.43) 8( ) 0851 0.355
T 33(78.57)  48(85.71)
IR 2 37(88.10 32(51.14
K s 2 ( ) ( ) 11,036 0.001
w 5(11.90)  24(48.86)
GAS(ng/L) 142.71+16.23 134.63+12.79 2.757 0.007
PG I (wg/L) 53.62+1.31 72.49+12.87 9.453 <0.001
PGII (wg/L) 15.26+2.27  13.89+2.38 2.876 0.005

2.3 GAS.PGI .PGIl 5 AG B & YL 1y [ TIR AT
PR A G S

2¢ Sprarman AH 3¢ P 73 B , 45 R B8, GAS .
PG 11 F£ik/K 5 AG B HAT TIRAT R IR e 2 IE A

*(r=0.813,0.775,P<0.05) ,PG | Fik/KF-5 AG H
A TR TR R B B O (r=—0.860, P<0.05) .
2.4 2N AG HBE YL E TR AT R 2 &R
Logistic [81JH53-#r
DL AG 3 2 s Hp 1 P i (5=0, 2

=1), Ik 8 \GAS PG I PG Il 1K [ A4 &
#4172 N &K Logistic [F1JH53#7 . Logistic 2154347
ZE R IR ,GAS PG [ PGl N AG H &Y% Hp 1)
M7 R (P<0.05), W# 3.

Fx3 =M AG #E%#E Hp BEH Logistic & B E 77

Table 3 Logistic multivariate analysis of Hp infection in

AG patients

7D Bt SE{E Wald{i ORfH 95%Cl  PiA
KGNS 0.784 0.614 1.630 2190 0.657~7.297 0.202
GAS(ng/L) 1921 0941 4.167 6.828 1.080~43.179 0.041
PG 1 (pg/L) =2.001 0.603 11.012 0.135 0.041~0.441 0.001
PGII (wg/L) 2559 0916 7.805 12.923 2.146~77.817 0.005

25 GAS.PG1 .PGII X} AG i # B YL by | IR FT
A T A
ROC M /3 #r 7~ ,GAS . PG I .PGIl =%
1565 FUI () (B w5 T =38 BB A DU X AG HR 5 Jak
Yy Hp 0N (E . WL 4 &1,
#4 GAS.PG1 .PGI X AG B&E B Hp BT &
Table 4 Predictive value of GAS, PG I and PGII on Hp

infection in AG patients

b PR L |
EEL7] WFE gy U $FRSEIE AUC
GAS(ng/L) 136.77 0579 0.796 0.783 0.821 0.746~0.879
PGI (pg/ll) 86.09 0461 0.702 0.759 0.810 0.778~0.858
PGII (pg/l) 1403 0.600 0.789 0.801 0.812 0.746~0.894

95% CI

=HIE 0.831 0.956 0.875 0.904 0.874~0.963
1.0
GAS
08 PG [
M PGI
%ﬁ; 0.6 SR
B

0.4
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0 02 04 06 08 10
145k

B 1 ROC #hzk
Figure 1 ROC curve
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