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Recent advances on the role of miR-29 gene cluster incardiovascular and cerebrovascular
diseases

GU Xixi, WEI Yesheng*

(Department of Medical Laboratory, the Affiliated Hospital of Guilin Medical University, Guilin, Guangxi,
China, 541001)

[ABSTRACT] MicroRNA ( miRNA) is a type of single-stranded non-coding small RNA with a length
of 20-24 nucleotides, which participates in the regulation of post-transcriptional gene expression in animals and
plants. The miR-29 gene cluster is a kind of miRNA with rich functions that has been paid more attention in re-
cent years. It can participate in the occurrence of cardiovascular and cerebrovascular diseases by regulating dif-
ferent signal pathways. Understanding the relationship between the miR-29 gene cluster and the pathogenesis of
cardio-cerebrovascular diseases will help to discover therapeutic targets for cardio-cerebrovascular diseases in-
cluding atherosclerosis, myocardial infarction, and stroke. This article focuses on the molecular regulation
mechanism and potential targets of miR-29 gene cluster in cardio-cerebrovascular diseases and provides theoret-
ical support for cognition of the occurrence and development process and prevention of cardiovascular and cere-
brovascular diseases.

[KEY WORDS] miR-29; Gene cluster; Cardio-cerebrovascular diseases
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NA BEH 280 T8 B g B R N & 1 X, &
RNA R4 1 5 RNA RA 0 M55 B s &
SJe 25 ) 1) JEAR B SR AR 1 T2 B W A% R 8 Drrosha
F1 RNA 2% 4 %5 1 DGCR8(Digeorge syndrome criti-
cal region gene 8, DGCRS8) Zb Bl '™, H AR B & Je ok
¥, it — 2 BT A miRNA (precursor mRNA , pre-
miRNA) , #3211 Exp-5 ¥ pre-miRNA %435 1}
¥ , 1 RNA [ Dicer # pre-miRNA ¥4 1t Ay 5L #4 A
WAE miRNA ™ Bl J5 SUEE miRNA i g , — 2k 4%
Y5 Argonaute 5 145 AT B TR S 40 L fe ¢
T SR I 7K %o 0 35 PR R FE R P A
1.2 miR-29 JERI% i 41 Al B VR 4

miR-29 £ [H 7% , Bl miR-(29a,29b . 29¢ ) J&—Ff
BRI DI REZ /N3 F RNA,  miR-29a Fll
miR-29b-1 gt F A 75 YL Ak g32 I, miR-29b2
Fl miR-29¢ A 7E 1 5 YL o {K q23 ', miR-29
FIGE AT — K Tt (FDF S, X e AT
TR BE T REAR E 1 IR 45 — SE AR DL () 0 e S
ARG B R A A L IRE I T 31, CRE R L
AR TIEE™

miR-29 KK S 5 AN E 5 1k R 1
FET T4 A i A RN G e A T A AR AT
FEAN M AE B TP R R EAE . ERIER
i, miR-29b i iof {1 il T bet #1 Eomes P >3 [A]
7 A TR 2R Ol R [ A G 8 7 2 R 3 I Y
A 53k, miR-29a/b K VR 4 B T 4
TR 7B T, miR-29a &35 F# 1K 23 0k 20 B 41 ffd i) 384
FIE (71 % N D RRE O O W N W1 O (R R s
TE40 L8 T, 59 miR-29b 78 KMCH JH 4% 41 ifg
U e A0 P i e 3k, mTOR BT R T8 1 Mel-1
B 2k, PRl A0 B R 7= . miR-29¢ i i #1 |
U c-jun 3 PR (14 3 2K 5 0 D IS AT ) 44 A
PT-ARZE, AT AR T, Kole %%
P, 7E R 22 98, miR-29 HE 40 H1JH T A 06 K
BH3 2R3k, RHEPLIHT-VE L fE Al i ok
miR - 29a i & #4 4 #E JE [ COLIAT . COL5A3 .
COLAA2 23K PR 7E B 20 i 7k vh & 4% 3 B34
H L 1 7E miR-29 3k 31 06 {F I 5 S 2 AR
T3 Ak, miR-29 7E R 78 B9 10 18 5 4 FH AL 32 7 Bk
NAT R B, G0 & ¥ 0 45 B 27 A6 bk EL 4l
Mg 0l g AR AR . B T LR BR
A, miR-29 J& PR A O Jii 10 45 95 995 7 T8 7 08 425 A
FHARLZ B R o

2 miR-29 7O ERRA £ % R FHIER

2.1 miR-29 53 ksl FEmEfb

o ik oks B4 1k (atherosclerosis,, AS ) J2& i I P40
I 100259 0 o DL R DL o L R I Pl I AP
IS B 10 O [ ) T v 5 L, R B Ay PN Rz 4 o ) o
15 EL AR AL SAE Ay SO R BB =

0785 S T AULZ00 BELRT PN B A0 ) 53 175 & AS
RS 2 . Lee 5 I H MMT 74 1ESC IL-3 H
A A2 B I T UL M 3 5 A R S A P
IRANSZER B IE T miR-29 3 33 # [5] Mcl-1 Al MMP2
AHOCAF 538 6, W58 1 3R -3 5 5 10 40 i G A
T WF5E miR-29 787 A= N AT ZEAE L AT
AN R BRI B R S A A8 | 38 3 R R A
PR 1% 136 A5 DK miR-29b 5% Yt 3] 1fi 45 40 21, miR-29b
FEI R PO BT A IR B AE L DA 25 SR AR
7 miR-29b X} AS B E G B BA SRR . SR,
Peng %5 44 A 83 151 2 TR FR I £ 31 A B 5 %
%, % Fl TagMan gRT-PCR ¥ & JR I I35 H 11
miR-29a . miR-29b 1 miR-29¢ /K, 3143 Hr 5 5 5
ik PR - H R JEE B 19 G R, & B miR-29b 55 35 5 ik P -
PP E W 2 AH G, X K U] miR-29b 7] BESEME IR
FUAS BV TE ST Ao S A0S | kS Y Kz 4
JH$53 475 RN B 2 SN I T AS B R B . FE— TR
T miR-29 2 75 52 A 3 Jik it A5 45 Ak 7 2 5 1S Ab
PRS2 0T 0T SR /N R P AS B,
1EH AR /NRAHEE , AS 2H %) miR-29¢ A B = i 3
KK, #E— 2B BF 5T miR-29¢ 5 7] Jai4% 48 9E K2 1Y
DUBRAF BRI Y A 2 #HOC 2K 1 (silent mating type
information regulation 2 homolog-1, SIRT1) BY1EF ,
5t miR-29c¢ I LA AL PR AR 2% B BR 2 1R AS A%
RIA i , %% ¢ %€ PCR (Real Time-PCR, RT-PCR )
R SIRTT ) mRNA ZKFAR AN (H G g NI 45
RN /R HAR 1 3RIAZKOF B 2 B AIR, 3X TR miR-29
RETE B J5 /K T4 S R 3R 0k G AS & SR 72
SR AC R A RAE S o R T WFFE A N miR-29 /&
15 235 W 0 Jik ok AR A AL BEBRIE B, Ullrich 25 45 f
PR JE 25 AS 1 3 417N RS AL 73 0 Je 3 S — kR
FiLEh 7K (LNA X} B8 1 LNA-miR-29 (miR - 29 I i
Y1), B4k 14 5 &, LNA-miR-29 Hf1 T 5 5h ik
T miR-29 WY, FF /0 T 32 B0 KR RN Sk B
kB AR AL . 5 LNA X FEZHAH HE , LNA-miR-29
H A IRBE AR B B/ X AR |, 7E 3l ik ok A hi
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b 3 kR rp AR miR-20 JE A A 22k , RE(dT 41 i
AP miR-29 BB PR 65K F R, A8 i 41 2 B
TR AS RERE

[ 2Z A1, Pereira 4520 %5 A [R) 5B 457 H LAY AS
AT Meta 4387 , & BLAEAS [R5 057 A7 768 UL miRNA
% (miR-21 . miR-30 . miR-126 Fl miR-221-3p ) Fll 4
S PE 2 35 1 miRNA (miR - 27b . miR - 29 1 miR -
130) . HHT RIS 2B, 4k & T AS 19 i & sl ik 5
# P (1 ( Elastin, ELN) f1%% 5% [T SMAD3 AY74%
S O, I B 3 B DK R 2 A ke 2k R DT 2R Y i
RUREAE" . ELN mRNA [ %€ 152 SMAD3 /- 7
) miR-29b 445 . #E— 2L 0F5E & B, A miR-29b
7K PRI ELN () 383K, 3% 138 B miR-29 7] fig
AT A0 ELN B 2R3K o i 3= 20 Bk i & s 1o
FE, L EATAL, BT miR-29 ¥R3E R A 2 REE
miR-29 Z 5 A 53 78 AN [R) A 8437 308 e 1 42 A ) 1)
R REAFIMVER
2.2 miR-29 5.0 JLAESE

M 1990-2013 4%, rf (5] PG LS 99 FE T 1N
B Z UGN T 46% , 43591 2 5 [ R KK 3 A5
4452 BEE N ERRALR IR (60 £ LI >
16% ) , 0> WU FEAE T 3 [l & 8 R R T2 3
VT3 A . B R ST T A AR AR AR R T O WL BE | ik
0P 3 5 49 e 3 0 WL B a0 JIL 40 Jif 5
ToAREAE T AR . A ST R B, - 6L o T 4 M oh
WAMA ) miRNA X0 BEA T3P VE T, 43 25 HL AR A
K INA 57K P19 miR-29 Fil miR-24", Wang & [4]
BA R 51 > R AE W A i B miR-29 2 5
TGF-B 15 il i T izl B AL A 4e ik e . 5
Wang 1A —Z00L5 )& , Zhang 45 & ¥ miR-29b
() 3k 22 35 e o I 45 oK RS S .0 LA 4k,
FE 5 1A R, A L0 IE Y miR-29b 7K R RH
WritE A7 MO IR T 44, I 2l O D BB FREAG:, 3kt fA
BT miR-29 750 B R ST I T o AR
Chen % 5%t LU 20 5] e 25 M0 ILSR 1 10 451 % BEZH
) JE R B A B i 4 L IR R RIBH e kB T
119 B L I8 19 JE DRLFT 80 Fb T 9 19 JE A, miR-29 J2&
Horp— RN R0 22 5 R IR B . FIEE, 22N LG
JULASE HE AR L oh | RT-PCR E 520 WL 46 J5] PRl X Jk
miR - 29 & ik W >, w0 R JE [ COLIAL,
COLIA2 ,COL3AI #1 FBNI iR, 3f i — & F XL 5%
S E AT IIE T miR-29 P45 19 #E mRNA i,
AR TN FRE R, e — I iaE S

£ T I miR-29 17K B A7 -4 4EH , Chen 5 &
AR WAL , LncRNA HULC 3 35 5 miR-29b
A EE R, I ik, AR B i A R R, R
HUVEC 4 }f 42 32 i S5 T 9 RAE B . DA 1 ax
SegE BRI, miR-29 H AT W /E A, miR-29b {E
O WU BE I 7 S 5 5 2 — 20 1) S 00 e
Z I R B0 R B0 IE .
2.3 miR-29 5 A

G 2 H 2 Ife PR A L ) G LA 2 — L3R
SPEPEA PR . A M2 th BT BRI G
1L 4 HB 2 I 5405 LA R I 82 5 Wi 2 G 35 9R
(). BIF9E 2 W, miR-29 78 22 Ff fii I 95908 1 Al 245
AR ATPEBR TPl & B, AT JR v R ECRE Y S
JBE JBgeR o A A e, 3 3R W] miR-29 7 ik N AR A
HAT 2 mi g mE~ .

BV I 0T 4 M A i 9 AR S T B R T AE
L e S zoc it F A ae |- A
2535 JFVE F A R JH 15 7K FNES Ik . Kobayashi
S0 Y I L TR A0 B 1 miR-29 # 5 2 5 48 i
5EE S A E R K T S B i 40 40
miR-29 FE LR 28 TCTE R 20 20 it 2t R v a2
8 T R M g L I AP sl P 3 A A XU
Ouyang 573 £ W SE R Bl 734 & P, miR-29a [
BEINR R BH3 2R 2k, 98D AN T 5% A i e
At FER, K 2 Dk BH ZE 5 R ik 2, oy
T T fi# miR-29 7F Sk S il A 4 H B9 VR, Khan-
na * FHZE A AR i KUS R (14 i 4148, A i) 5]
miR-29b Y HEFPE 22 F miR-29b §% G A 41 it il
FLFak LR, A0 AR AEBE 1S58, I T miR-29b
VA A 2 A0 M AT PR ) E B | LA R A7 1)
TR T R R A 0 ) — A G S A

3 miR-20 Hitigrit s p{EH

miR-29 J& T & PLAY miRNA , Ho A 14 78
REHE . miR-29 S5 FiRpmsh, o K, 78
SR R, miR-29-3p #L 3] NOTCH2 i il .o
JUL A A 354 58, B2 AT Oed 0096 £8 5 19 miR-29-3p /K-,
REAE 1 O JUL 20 38 5, A 50005 18 95 AL RN TS 73
Jr PR LA, Sun SENE B B A R IR R
B miR-29b 3 1A, 2 % 3R B S M A DU 2w
miR-29b B ##[5] CTRP6 mRNA , H 477 miR-29b
AT HE TN CTRPG 133k , DT 4w 48 i 3% 5 F1iF 7%
fiE 7 5 M i A Bk 2K -2 B9 IA , Ve R Il 41 e
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N EZ DI RERRERT . 2 5T OIS IS 760 3 T fiE
AN L ) 38 e [ A A R IR R S ol
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O JULAE J5E o0 ) T8 3 ) 5 A8 4T ¢, miR-29 w] BEAE
O JER A R TR AR O T AR IR TR R . DL B R
7R, miR-29 SO il L B PR AR IR T (AR
RAWFFEEAT AL o

4 RE

ZE Lk, miR-20 2[NS 5 sh ko FeaifL |
S JILARE B0 0 ik 2 o 50 i 11055795 95 1 & S AL i 3
T AR A [ ) 0 R R R R s i fE R . el
F miR-29 I H#HES 5 0L HEZ 055, B
T miR-29 JERFER FH TGRSR, RA T miR-29
i PRI 55 00 i 00 7B 5 2 1 AT WL 2 T TR I
PRI ARG . DR, 75 20— 25 A9 miR-29 FE [
850 I I 265 0 25 A R 9 s AR R AE DG, o0
I A5 95 ) FHEI FZ R R AT i LB 5 5 1) o
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FEICHLE FFAS R AE SRR T ¢ 235 X i il

TiE G I RAT wmTFSC

(# ZE] BH EIARIERASREN(DMD)RAEKMERS% 5., Hik W DMD %
AR R L B G A LT , Xk 2R I Y 46 03 40 M 22 T 1 BEAE 2 BT i, #E4T 2R 4 DNA $2IB0F 703
il 2 R E K 2% 8 ZX S % R T 8 R AR 7 (NGS ) 1270 il 2 Fift 2 8 22 e (O ME R BT 7 48 150
(MLPA) X3 2 % S AT T 9000F o 3 i3 NGS F1l MLPA 35 55 K % 35 2 2% S L0 2 2% S i 3 21
il 7 NGS ) %t 5 S Rl 3 R IR e 2 5 EAT R I DIDE M AR e . R 4 IR ERA
MLPA 3251 f) A6 I 25 SR — 25, 8 58 52 96 %8 SR I NGS 4500 (0 A6 0 45 SR A — 30, %) T R A2 A7 B A
W22 iy, R — AR 2547 TIP3 1E . NGS Fl MLPA #% F 25 5 P AG I 25 5 24— 2, [ 52 vl 3
YO BRI 45 28 5 8 LR AF ARG I 25 R — 2. 8838 I MBS R DA 3 20 RGP a0 # L o
LT DMD FEAERT N E 5 2 i 1% 2% i il T DMD JE DN 578 6 a0 3 69 PR RE DAY o

[Re@im] HIRIEFRAREN; HEZS% 0 AUNTFE; 2 EEEMRBIERE 1

Development of national reference material for Duchenne muscular dystrophy gene
mutation detection

YU Ting, SUN Nan, SUN Jing, HUANG Jie*, QU Shoufang*

(National Institutes for Food and Drug Control, Beijing, China, 100050)

[ABSTRACT] Objective To establish a national reference for the detection of Duchenne muscular
dystrophy (DMD) gene mutation. Methods Serum samples from children with DMD gene mutation and their
families were collected, and 46 successfully established cell lines were expanded and multiplied to the required
amount. Genomic DNA was extracted and aliquoted to prepare national reference materials. The candidate
reference was validated with 8 next- generation sequencing (NGS) kits and 2 multiplex ligation dependent
probe amplification (MLPA) kits from 8 manufacturers. The candidate reference was detected by the NGS kit
and MLPA kit to evaluate the homogeneity. The stability of the candidate reference was evaluated by the NGS
kit after repeated freezing and thawing three times. Results The results of four laboratories using MLPA kits
were consistent, and the results of eight laboratories using NGS kits were basically the same. For the candidate
reference with controversial mutation site information, the first-generation sequencing was used for sequencing
verification. The homogeneity test results of NGS and MLPA were consistent, and the stability results were
consistent with the results of conventional preservation. Conclusion Through collaborative verification,
homogeneity and stability analysis, the national reference for DMD gene mutation detection was successfully
established, which can be used for performance evaluation of DMD gene mutation detection Kits.

[KEY WORDS] Duchenne muscular dystrophy gene mutation; DMD ; National reference material ;

Next generation sequencing ; Multiplex ligation dependent probe amplification
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ft G WL 38 A R (Duchenne muscular dystro-
phy, DMD ) &t L& 37 A R 25 1 (dystrophin ) 4 [
G P B X- i SRR PR L e, 2 — A Y 3K
TEPER LN . DMD HH 27 20 2% 5t
RRLR SRR NIE - R GRS N | o i W= 18D
Bio I, XF DMD 83 R HEA7 2 W, L
= WU G JLAT TS W, AR bR, HA
DMD 2 [K 5 A5 6y I i 51) 0 349 oK HUAS: B 7 Al
R, ZAE 5 = R AL i ECE SO TR, £
FN FETEIT JE DMD ) & B b IR
R, DU G R ABE e . 27 DMD [
SRR [ 58 27 i ] Ry ik N G RE VAN 2
LA BTN FBe o 2019 AL b [ & i 245 R
FEMFFEBE CTFRAEE) FF R T DMD 5 X 5 728 Kl [
FZ2% G TAE . SRS,

1 HESHE

1.1 FEAR

AP JE AR B Al KA B 5 — BE B L iR
FRFEIREER A N AT I L LB BRI b
AHIE G 14 i R R AT 5L WSO I PR I A 1 R AR 3
AT T EBEACBEZE 0 &b, DA BLS R g 1
AR, &8 TSR E .
1.2 &5

2 IO E 5 B (MLPA) A I 3K
F £ (TR DL ) , SALSA MLPA £33l i 71 (MRC -
Holland) ; —fRll J* #: (next generation sequencing,
NGS) F I £ : O TR 33« S5 DURE ARS8
TR AE QAT 396 A G2 10 75 « A6 5T DL B AR
EEH AR RN BRGER— s GRE )il 712« 1R
Yt s DB EHEH R E R ETTE KRR
1.3 KA

ABI 3730XL . ABI SeqStudio /2 ABI 3730X 4t
AT (FE B K) ; DA8B600 Ton Proton 15 i 12t Il
AL (3k 22 3 H ) |, NovaSeq 6000 i [ ] % 42 K
Miseq & I 7 4% (55 [H , Tlumina 23 7] ) , Bioelec-
tronSeq 4000 & A 7 A (1 38 4= ) ) , MGISEQ-
2000 PE100 5 PRI A (2 R 1) .
1.4 Ik
1.4 FEARTRE MRS

R A5 [ P A1 SCHRAGE 19 5 W DMD 2875 B
S AT, SR 4E DMD LR Ho R 24N i
(AF 10 mL) , —70CLL FIRAF

1.4.2 HEZES% &

K A1 JE I ST DMD 3 PR 5% A5 (14 7K A Ak 4
il 25, $EAT Y 1% K DNA 452 5, 5 & 450y FE A 15
EFEE 25 ng/luL A
1.4.3 ERS%SEAE K20 Fae s

AT F KA T 10 RGN XF S % it 47
DMD FEHZAZN S IRIE . ARREIEL LA R R
5B A%t DMD SRR EARGEE . £
BAA AR A 3R] U B A 3K 9L 56 = SOP HEA T A
B3R : ONGS B4 FA H 7R IR B A 0
FE 1 URRIAT s MLPA 2857 ¢ 1R T e J8 RS ) R o i
AAAE 1R @¥E)PE . NGS 7] Fil MLPA 7] 44
M 5E 3 WK Qa5 M . MLPA 125 & 5 5 1l 3 Ik
Je HREAR

2 FR

21 BFE AR

R 46 A, B E 16 M E R K3 7
M7 A HBILEEAR . FEAS DMD LR 98728 {5 B AL 45 -
AR TR S H AT DR S S AR B N G HL A
UL 2.2 BREZE AR
2.2 EFZEE

B F 45 52 UL 22 1, MLPA 78 28 500 A6 ) 25 52—
2, NGS e 7K I A 45 51, K — 2k, 3040 4%
RIS
2.3 ZHE S LR e A R

By PESE G NGS 355 AT MLPA 57045 [
FESER—E0G RE SR b, MLPA 35 5 I &2 R
il 3 YR BIREAS , 45 5 TE W AT AR A I 45 SR — 38

3 it

H X DMD 195 T2 Wi ik, B0 45 AW
Fip A R A0 I file 2 A A2 28 A B R T, DA
KA/ INGE A BRI o R T B R A % A2 Ay A
FEAH L H PCRY | R F A 38 B &
MLPA "4 . Z 8 PCR ¥ £ T e iE & 19 %
ARG, N5 FR FLA R 53 1A T B0 2 AR A7 A5 Y
R s MLPA AE b — b i il a2 B X 75 00 A2 i v 4
¥ A HEAT R 1 R B4 BT R, AR DMD
S AR AN T A R S R ER A RAR I REAG S HE
WA, Az, AR MLPA TE 20 B
2 H 52 B PCR 45 7 1% s NGS 5 A B Al A6 i) 2] e 2
U S A0, nl PR R I 58 AR R B 58
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Table 1 The summary of validation results for the candidate reference of detection of DMD
%g‘ 4% MLPA 25 9 14 8% NGS il 1 4 %k
1 BIRAG h#5 DR S 2 Z A6 H NM_000109 : ¢.7669C>T 5 6 ZE 4% H NM_004006 : ¢.7693C>T — 3
2 ARG 5 DR S PR A B 9878 —5
3 YA K 5 DL S+ 2 2K 1 NM_004006.2 : c.412_413delAA ; 6 5 A K 1 3o 5878 AN—E
4 Yok H 544540 i T4l A ik 7B AN BT 54 60 5 1 ZAA K H NM_004006.2 : ¢.7095+1A>C -
5 ARG 45 DR S 2 5K Y NM_000109 ; ¢.7315C>T ; 6 %Kt NM_004006 : ¢.7339C>T — 3
6 AR DB S R M o 2278 —5
7 YA Kt #5 D10 5 YR A Hh o 28 AR —
8 IR 45-47 S HM T Al Gk TR AN T 4547 Bk —5
9 YR 45-47 AN Ui G T RK AN T 4547 SR —5
10 ¥k 2 B4 e FER 1 ZRKEHERRAE ;6 R T2 EE A—E
11 YKL 46-52 5 b T ali Gk 7 KA BT 46-52 Bk —5
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H % 2020 4 10 A ARBEWCIH Y 85 it AR S & Az Il ek e s 5 VR M WA X 52, 9 ARG 2 . 55 48 100 1]
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sCD163 5 PCT /K-, PR UL A AR DU G IRIT SR . G5 R RYLA AB 3 LA o I 7 96 9], H v
22 PR 72 KR (75.00% ) , 422 PR TR 22 ¥R (22.92% ), BLIE 2 £k (2.08% ) o L4 5 LT STREM-1
sCD163 .PCT /K- 2 5 TR A, 22 55 A Ge it 22 2 X (P<0.05) ; 1L i sSTREM-1.,sCD163 .PCT 7K*F-12
T it 38 R e 4y T 2R T AR 1R 0.775.0.697 ,0.869 , 24 5 fH M 34.80 pg/mL ., 121.06 pg/mL . 1.30 ng/mL
N VB RO, 5 4H FB 3 17 sSTREM-1.,sCD163 \PCT /K V- i Z % THEIrh B3, 2 R B Gt
L (P<0.05) ; I 7 STREM-1.,sCD163 . PCT 7K F- 75l Jili 8 Jak e ¥4 97 550 R 1 il 48 F 1 AR 0.681.,0.734
0.735; 4R (H ) 50.75 pg/mL 112.43 pg/mL . 2.37 ng/mL I 295 F5 8RR . 518 s A5 s e 28
HAEAT M STREM-1.sCD163 \PCT 7KF- 1 BH I i , H LK 55 53 187 RO AH 56 I R i LA R
IR YL S WT 7 AT R PR A

(SR i s ik s mIVA M REAE 240 fih & 22 1A-1 5 T3P I 41 (L ARV I R A2 A4 BRAS R R

Relationship between plasma levels of STREM-1, sCD163 and PCT in patients with lung
infection after lung cancer surgery and curative effect
WU Xiaowei, YAN Jiagao, LI Tao, LU Shengshan*

(Department of General Thoracic Surgery, Wannan Rehabilitation Hospital, Wuhu Fifth People’s Hospital ,
Wuhu, Anhui, China, 241000)

[ABSTRACT] Objective To explore the changes in levels of plasma soluble triggering receptor ex-
pressed on myeloid cells-1(STREM-1) , soluble hemoglobin scavenger receptor (sCD163) and procalcitonin
(PCT) in lung infection patients after lung cancer surgery and their relationship with the curative effect. Meth-
ods A total of 85 patients with lung infection after lung cancer surgery (infection group) admitted to our hos-
pital from October 2016 to October 2020 were selected. Another 100 patients without lung infection were in-
cluded in the non-infection group. The plasma levels of STREM-1, sCD163 and PCT in both groups were mea-
sured. The effects of anti-infection treatment in infection group were evaluated. Results A total of 96 patho-
genic bacteria were detected in patients in the infection group, including 72 gram-positive bacteria (75.00% ) ,
22 gram-negative bacteria (22.92% ) , and 2 fungi (2.08% ).The serum levels of STREM-1, sCD163 and PCT
in the infected group were significantly higher than those in the non-infected group, and the difference was sta-
tistically significant (P<0.05). The area under the curve (AUC) of serum STREM-1, sCD163 and PCT for the
diagnosis of lung infection were 0.775, 0.697 and 0.869, respectively. When their cut-off values were 34.80
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pg/mL, 121.06 pg/mL and 1.30 ng/mL, the Youden index was the greatest. The levels of serum sTREM-1,

sCD163 and PCT in the improved group were significantly lower than those in the non-improved group (P<
0.05). The AUC values of serum sTREM-1, sCD163 and PCT for predicting curative effect on lung infection
were 0.681, 0.734 and 0.735, respectively. When their cut-off values were 50.75 pg/mL, 112.43 pg/mL and
2.37 ng/mL, the Youden index was the largest. Conclusion The levels of serum STREM-1, sCD163 and PCT

are significantly increased in patients with lung infection after lung cancer surgery, and their levels are related to

the curative effect. Clinically, they can be used as indicators for the diagnosis of lung infection and the predic-

tion of curative effect.

[KEY WORDS] Lung cancer; Lung infection; Soluble triggering receptor expressed on myeloid cells-1;

Soluble hemoglobin scavenger receptor; Procalcitonin
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Table 1 Comparison of general information between the two groups [n(%), (x+s) ]

gl no B ERE)

g FI A A AR figg ) o5 A3 AR5 FREm ]
/DM AN % £ hael R (d)

YL 85 52/33 59.63+9.63 77(90.59) 8(9.41)
JEIEEGLZH 100 66/34  59.74+10.27 89(89.00) 11(11.00)

1/t 0.463 0.074 0.126
P 0.495 0.941 0.723

45(52.94) 40(47.06)  3(3.53) 82(96.47) 2.94+0.66

52(52.00) 48(48.00) 5(5.00) 95(95.00) 3.01+0.86
0.016 0.240 0.613
0.898 0.624 0.541
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Table 2 distribution of pathogens in infection group
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Table 3 Comparison of serum sTREM-1, scd163 and PCT
levels between 2 groups (x+s)

STREM-1 sCD163 PCT
(pg/mL) (pg/mL) (ng/mL)
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Table 4  value analysis of serum sSTREM-1, scd163 and

PCT levels in diagnosis of pulmonary infection
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sebi AUC M (i *gﬁ SUE BRIE 95%CT P
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(pg/mL)
sCD163 0.697 121.06 0.359 0.830 0.529 0.620~0.774 <0.001
(pg/mL)
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0.869 1.30 0.723 0970 0.753 0.810~0.927 <0.001
(ng/mL)
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Figure 1 ROC curve
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Table 5 Comparison of serum sSTREM-1, scd163 and PCT
levels between 2 groups (x +s)

4]  n STREM-1(pg/mL) sCD163(pg/mL) PCT(ng/mL)

e 57 44.15£8.52 103.52+27.41 1.52+0.34
KAl 28 55.12+10.28 129.52+33.82  2.77+0.65
i 5.207 3.800 11.669
PiE <0.001 <0.001 <0.001
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IR Y7 R B T A5 R A
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JUIRIT SR BT RN 0.681.0.734.,0.735 ;24
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&6 & sSTREM-1.sCD163PCT 7Kk - 3 ifi &B B 438 7 BRI B BLR 2 47
Table 6 the predictive effect of serum sTREM-1, scd163 and PCT levels on the treatment effect of pulmonary infection

B AUC ABFEEL S R Fe5 95%CI PAH
STREM-1(pg/mL) 0.681 0.344 50.75 0.607 0.737 0.564~0.799 0.007
sCD163(pg/mL) 0.734 0.508 112.43 0.923 0.579 0.626~0.841 <0.001
PCT(ng/mL) 0.735 0.539 2.37 0.714 0.825 0.604~0.866  <0.001

[T

0.8 r — sTREM-1

— sCD163
PCT

06 | ]
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Figure 2 ROC curve
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The diagnostic value of SCC-Ag, CEA, Epstein-Barr VCA-Ig A in the diagnosis of sinus
cancer and its relationship with chemotherapy response

HU Hao'*, NIE Li*, WU Jun’

(1. Otorhinolaryngology, Sixian People’s Hospital, Suzhou, Anhui, China, 234300; 2. Oncology Depart-
ment, Sixian People’s Hospital, Suzhou, Anhui, China, 234300; 3. The First Affiliated Hospital of Bengbu
Medical College, ENT & HN Surgery Department, Bengbu, Anhui, China, 233004)

[ABSTRACT] Objective To investigate the diagnostic value of squamous cell carcinoma antigen
(SCC-Ag), carcinoembryonic antigen (CEA ), and Epstein-Barr viral capsid antigen immunoglobulin A (EBV-
CA-IgA) in the diagnosis of sinus cancer and the relationship with chemotherapy response. Methods A total
of 120 patients with sinus cancer (sinus cancer group) , 45 patients with sinusitis (sinusitis group) and 45
healthy people (control group) during the same period were selected. The general information, SCC-Ag, CEA,
and EVCCA-IgA levels of the 3 groups were compared. The influencing factors of sinus cancer were analyzed,
and The diagnostic value of SCC-Ag, CEA, EBVCA-IgA for sinus cancer and the relationship with chemothera-
py response were evaluated. Results Comparison of SCC-Ag, CEA, EBVCA-IgA among the three groups:
the sinus cancer group>the sinusitis group>the control group (P<0.05). SCC-Ag, CEA, EBBCA-IgA are impor-
tant factors in the occurrence of sinus cancer (P<0.05). SCC-Ag, CEA, EBBCA-IgA combined diagnosis of si-
nus cancer AUC is greater than that of the single diagnosis of the above indicators. SCC-Ag, CEA, EBBCA-
IgA were negatively correlated with the chemotherapy response of patients with sinus cancer (P<0.05). Conclu-
sion SCC-Ag, CEA, EBVCA-IgA combined detection can be used as an important means for the diagnosis of
sinus cancer and the observation of chemotherapy response.

[KEY WORDS] Squamous cell carcinoma antigen; Carcinoembryonic antigen; Epstein-Barr virus shell

antigen immunoglobulin A antibody; Sinus cancer; Chemotherapy reactivity
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F1 3ARKRBRISLE [(x+5),n(%)]
Table 1 Comparison of clinical data of 3 groups

[(xxs),n(%)]

e mETEmAl BSR4l
Sk (n=120)  (n=45) (n=45) Flyfd PH

FIRCE)  47.58£13.29 44.96£12.87 43.88£14.05 1.510  0.223
51

5 68(56.67) 22(48.89) 25(55.56)

& 52(43.33) 23(51.11) 20(44.44) 0814 0.666
NGRS

(kg/m®)

e 8(6.67)  3(667)  2(4.44)
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A E 65(54.17) 18(40.00) 20(44.44) 3.114 0.211
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(pg/l)
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Table 2 Comparison of various indexes in patients with

different pathological characteristics (x +s)
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I PR 531
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I 359 55 1.59+0.35" 7.01+1.89"  1.47+0.38"
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Table 3 logistic regression equation analysis of influencing
factors of sinus carcinoma
WA ZE B SE{H Wald/y’ OR{H  95%CI PE

SCC-Ag 0.931 0.244 14.549 2.536 2.458~2.617 <0.001
CEA 0.343 0.104 10.853 1.409 1.056~1.879 <0.001
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Figure 1 the diagnostic value of SCC Ag, CEA, EB virus

VCA IgA in nasal sinus carcinoma
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Table 4 Changes of SCC Ag, CEA and VCA IgA in chemotherapy course (x+s)
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Figure 2 Relationship between SCC-Ag .CEA ,VCA IgA

and chemotherapeutic response
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Application of next- generation sequencing in preimplantation genetic testing of Meckel
syndrome
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[ABSTRACT] Objective To explore the application value and advantage of next generation
sequencing (NGS) in preimplantation genetic testing (PGT) of Meckel syndrome. Methods A family with
Meckel syndrome was selected, and the mutation of MKSI gene in family members was investigated by Sanger
sequencing. The coding region of MKSI gene was selected as the target region, and 200 single nucleotide
polymorphisms (SNPs) were selected as the genetic linkage markers in the upstream and downstream 2M
regions of the gene. After multiple PCR and NGS, the effective SNPs were selected to construct SNP haplotypes
of family members and risk chromosomes carrying mutations in MKSI gene were identified. Direct sequencing
of MKS1 gene mutations in embryos and construction of SNP haplotypes of embryo by NGS were used for PGT.
Low - depth chromosome aneuploidy screening was carried out in the embryos without mutation and

heterozygosity. Results Using NGS to directly sequence the genetic mutation sites of embryos and construct
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SNP haplotypes, the results showed that 3 of the 6 embryos biopsied had no mutations, 2 were heterozygous

carriers, and 1 was pathogenic. The screening results of chromosomal aneuploidy of 5 undetected mutant and

heterozygous embryos showed that 4 of them were balanced euploid embryos. Conclusion Applying NGS to

PGT in a family with Meckel syndrome can block the risk of recurrence of this monogenic disease in the family,

and can also avoid the problem of miscarriage caused by the selection of aneuploid embryos.

[KEY WORDS] Next generation sequencing; Meckel syndrome; MKSI gene; Preimplantation genetic

testing
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FL I 98 T AR VB H & i JY 7 Jii PBMC i BIRCS .
RunX2 mRNA Z8{L e S H ARG &

EERRIYORM OER IR UK

(# Z] BW HEILIE T ARVIBR S E BUTHTG S8 51 4 i (PBMC) ' BIRCS . RunX2
mRNA B M SFSMMER. FiE PRI (e s — o BB 4MRE 2017 4 3 J %2 20184F 3 1 84
BRI BB VE AR A, 35T FUIE R RARIE ARSI TR IRYT , J) e 2 M R e A 2 42 191 S o AL
WELH THOTHT T 2 ARG BUFRHUREINL 5 mL, X FRZH B H2R AR T2 H0EE 1L 5 mL, 145 PMBC, #5:1)
PMBC ' BIRC5 . RunX2 mRNA FXT £ ikt , 43 SREAFER CR JFITEAE 0T, SR WEAUK
¥7J5 PBMC "' BIRC5 .RunX2 mRNA AN Fi5 B AREAR, FUBTHT JIOT 53400 TR, 22 R A et
X (P<0.05) ; IFHT il S7 5 PBMC Hh BIRC5 . RunX2 323k 5 34 2 1F AH ¢ (P<0.05) ; Ji 7 Hi 5 PBMC th
BIRCS5 . RunX2 mRNA FIXT 363kt 5 P4 AL FR BE R EL 45 55 8% 35 HH G (P<0.05) 5 BifiT 3 4F, 17 3
i, 81 B LA B 3 AFAEAFR N 79.01%(64/81) ; YT Wi T J5 PBMC 1 BIRC5S .RunX2 mRNA 53235 /8
H 3 RIETARFEA Y E A G L (P<0.05) . i FUIMEN AV ARG BT IR b
JAlifi. PBMC H BIRC5 \RunX2 mRNA FRIKFEAL, 5 A& U A, A SR B U U5 LR ibr )

(@A) FUBIE; BOT; T HEF 5 ZOosaHT; sk

Changes of PBMC and BIRC5 and RunX2 mRNA in patients with breast cancer before
and after radiotherapy and their relationship with prognosis

FENG Ruigang* , ZHANG Fan, WANG Peng, WANG Yi, LI Kaimin

(Department of General Surgery, Baoding Second Central Hospital of Hebei, Baoding, Hebei, China, 072750)

[ABSTRACT] Objective To investigate the changes of BIRC5 and RunX2 mRNA in peripheral blood
mononuclear cells (PBMC) before and after radiotherapy for patients with breast cancer and their relationship
with prognosis. Methods 84 cases of breast cancer from March 2017 to March 2018 in our hospital were se-
lected as the observation group. All patients were treated with radiotherapy after modified radical mastectomy.
Another 42 healthy persons were selected as control group. The observation group took 5 ml heparin anticoagu-
lant before and after 2 courses of radiotherapy, and the control group directly collected 5 ml heparin anticoagu-
lant to prepare PMBC. The relative expression levels of BIRC5 and Runx2 mRNA in PMBC were detected,
and the relationship between them and pathological characteristics was analyzed. Results the relative expres-
sion levels of BIRC5 and Runx2 mRNA in PBMC of the observation group were decreased after radiotherapy ,
and were higher than those of the control group before and after radiotherapy (P<0.05) ; The expression levels
of BIRC5 and Runx2 in PBMC were positively correlated before and after radiotherapy (P<0.05) ; The relative
expression of BIRCS5 and Runx2 mRNA in PBMC before and after radiotherapy was significantly correlated
with clinical stage, differentiation degree and lymph node metastasis (P<0.05) ; Follow up for 3 years, miss-
ing 3 cases, 81 cases of breast cancer patients 3 year survival rate was 79.01% (64/81) ; The 3-year survival

rate of patients with high expression of BIRC5 and Runx2 mRNA in PBMC before and after radiotherapy was

AR A AR TAH B A B (19512F033)
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- 1224 - NTEWiER T 2021458 4 5134 4581 T Mol Diagn Ther, August 2021, Vol. 13 No. 8

lower than that of patients with low expression of BIRC5 and Runx2 mRNA (P<0.05).

[KEY WORDS] Breast cancer; Radiotherapy; Baculoviral IAP repeatcontaining 5; Core binding fac-

tor-o.; Dynamic changes
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repeatcontaining 5, BIRCS) #{ I\ K J& 12 4 & B i o
P TR R Ok B 2 5T IE S, BIRCS fE 2
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RunX2) &2 5 B #fi a5 T4 i e fig k&
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Figure 1 Histopathological characteristics (HE, x200)

2.2 BT AT G 5 X 41 PBMC H BIRCS .
RunX2 FX}Fika H s

WL 5E 40 i 97 T L J5 PBMC H' BIRC5 . RunX2
mRNA FI X} ik & 5 TxF R4, 238 Gt
S (P<0.05) ; W %5 21 7 97 J5 PBMC ' BIRC5 .
RunX2 mRNA FXt Rk |8 THUTRI, 27 A5
PR L (P<0.05), W1,
2.3 JiUTHIG PBMC " BIRC5 RunX2 FG KA

HCIF R BT JF PBMC P BIRCS . RunX2 %% ik
R IEA O (r=0.647 .0.558, P<0.05)
2.4 T HIJG PBMC ' BIRC5 .RunX2 ik & 5
e AR BRARHAIE 114 G 3R

T R Jii PBMC 1 BIRC5 . RunX2 mRNA A%
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®1 UEARSTHEIESXIRA PBMC H BIRC5 . RunX2
mRNA X RIABLLE (x+5)
Table 1 Comparison of the relative expression of BIRC5
and RunX2 mRNA in the PBMC of the observation group

before and after radiotherapy and the control group (x+s)

215 n BIRC5 mRNA  RunX2 mRNA
Wl J:ﬁlﬁ" i 84 4.06+0.67° 0.84+0.10°
) idE 84 2.13+0.49° 0.63+0.07°
bapiliEil 42 1.70+0.22" 0.40%0.03"
FIH 388.019 456.954
P1E <0.001 <0.001

T S SR TR HUER , P<0.05 5 5 WA T Y I HL#E L °P<0.05
FkE SR Rk M H AR T BA M (P>
0.05) ; iI7 HT S5 PBMC ' BIRC5 . RunX2 mRNA #H
X FRGB RS IEIR W AR R R A R
XK (P<0.05), WL#*2.3,

*F2 AEIGKREESEERSERBITENE PBMC # BIRCS,
RunX2 mRNA fAXI RIZELLE (v +s)

Table 2 Comparison of the relative expression of BIRC5
and RunX2 mRNA in PBMC of patients with different

clinicopathological characteristics before and after

radiotherapy (x+s)

GRS n — BIIi(:S mI‘RNA ‘ Ruri(z ml‘{NA
BOTHT O OBOTRE OBUTHET BOTE
A
<60 % 35 4.10£0.73 2.11+0.39 0.82+0.09 0.61+0.07
=60 % 49 4.03£0.68 2.14+0.36 0.85+0.11 0.63+0.09
i 0.451 0.364 1.327 1.072
Pt 0.653 0.717 0.188 0.287
SRR R B A%
<5cm 24 4.04£0.69 2.10+0.28 0.830.08 0.61+0.09
=5cm 60 4.07£0.65 2.14+0.35 0.84+0.10 0.64+0.12
tHH 0.188 0.499 0.437 1.105
PAE 0.852 0.619 0.664 0.272
I PR 43 1
11 33 3.52+0.40 1.66+0.28 0.78+0.08 0.56+0.07
11 4] 51 4.41+0.82 2.4320.62 0.88+0.10 0.68+0.09
1l 5.796 6.696 4.828 6.489
PAE <0.001  <0.001  <0.001  <0.001
il %idis
sk 46 3.63+0.44 1.7420.35 0.77+0.06 0.52+0.05
&AL RAE 38 4.58+0.73 2.60£0.60 0.92+0.09 0.76:0.06
1l 7.360 8.186 9119  20.001
PAE <0.001  <0.001  <0.001  <0.001
SR
I 26 3.65£0.39 1.80£0.22 0.80£0.05 0.57+0.04
H 58 4.24+0.57 2.28+0.43 0.8620.06 0.66+0.07
tH 4.791 5.373 4.449 6.111
P <0.001  <0.001  <0.001  <0.001

2.5 S3AEEER

Bt 3 4, 215 3 0, 81 ML R o 5 3 4R AR
%K 79.01%(64/81) .

%3 MITHIE PBMC H BIRC5,RunX2 mRNA 133 &%k
E5IERFIEHFENER
Table 3 The relationship between the relative expression of
BIRCS5 and RunX2 mRNA in PBMC before and after
radiotherapy and clinicopathological characteristics
BIRC5 mRNA RunX2 mRNA
BUYHET  OROTIE MUY RUTE
IRs 8 r{E 0.759 0.761 0.713 0.774
P{A <0001  <0.001  <0.001  <0.001
SMERREE 0 -0683 0705 -0.625  —0.661
P <0.001 <0.001 <0.001 <0.001

NS 2 A [ 0.722 0.699 0.820 0.769
P  <0.001  <0.001  <0.001  <0.001
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P L (P<0.05), WA 2,

3 it

Ay FEL 0 T T sk R WS AT AR AR IR T
& H T IG R AT IR G 7 i B o FLIRIE A L
I B LA AE AN BT R 5 T E T O Y Ak % U Y
W, T3S AR A TR AT R BSR4, . R,
PRZ T TR | W0 Ke YAk 2L R R AR S Y Y ARk
TG A Y 2F e bn HoA G R

RunX2 J& runt LR K% , J& 55 57 1B 1k
SRR T, 2 58 6 R ST 40 i 44, EB0IE
B 5 5 B RR kA R R DA OG A s i
Jo LG5 T A A A b A AR R FLAR
RunX2 # ik i i i I 8L 2 — | I AR 9T o
RunX2 78 FLARIRE & AE A Je vl g 7 B B R
B A3 o e A AR ARG I L R R 5 41 4
RunX2 FikMEM, BN, ZLHE 41 200 RunX2 /& B
FihH 62.50% W 1 = TS5 4181 25.00% . MEFER
Z & (ER) & FLAR A A A 4 A Ak iy s LR R 7
H R Ik 2 LR T RO TS AW Y E RS R
ARSI R, FLIR 202 RunX %1k 5 ER &
IRARSE, BE—4 /R T RunX2 WFFLIRIE & AF & Ry
FEAVEA . BIRCS S T-#Ii 85 FH (IAP) Z % th 45
P R B B U TR Bk 1 B 4> T BIRCS 3
DAY & — M RIRIGTE TAP B F 51, A1 o fig



- 1226 - NTEWiER T 2021458 4 5134 4581 T Mol Diagn Ther, August 2021, Vol. 13 No. 8
AE BT eR A HAE 5T R B AT 5 BT R B PEARSI T R
1.0{ —¢ - 1.0 - 10{ — - - 1.0 - -
L 08 _\_“—ﬂﬁ o L 08 \_L‘——H o o 08 e
T oo T oo § 0.6
g 0.4 S 0.4 X 04
B B B
02 02 02
A
RNA fi
0 2 2 36 0 2 2 36 0 2 2 36 0 12 2 36
W () i (1) T () W ()

2 HEFHIE PBMC H BIRC5 RunX2 mRNA XM RIEERE 3 FEFER
Figure2  3-year survival rate of patients with relative expression of BIRC5 and RunX2 mRNA in PBMC before and after radiotherapy
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SETDBI1 TE 53 5E PN S8 G Na BN eH b (1 36 ik Be
|97 =94

IEBR OAH FA

(# ZE] BH HTRIEMMR(IBD) B H MRS h 4 & A F 3L 10EF 1 (SETDB1) i 223k I It
IIRE L. Ak R Q-PCR, Western Blotting & fty 41 {b 11 7 A 2016 4F 9 A 2 2020 47 9 F 44
N EE BI04 149 100 151 IBD H 2, Hivh 50 {51 52 % JE56 (CD) , 50 il HE 25 1 %6 (UC) K 50 151 1 %k R 28
JAREAL 20 SETDBI (33K , I orAT e 5 (B BTG s B A . 458 SETDBI [ mRNA 7 CD J¢
UC £ F B IR A 2R AS A A X 8 3R I T IE 3 % TR 4H , 2 A 4 2¢ 3 L (P<0.05) ; Western Blotting
K 2 7% , SETDB1 {45 F17E CD M UC & AR A bR A A e ik BT IE 3 X R4, 22 52 G i)
27 X (P<0.05) ; SETDBI 7 CD 2 UC 83 WA Zh I 41 SR AR 5 (14 A6 255 122 19 TOD PE43BA 1K 15 7 %)
IR, 25 54 Gt it27 75 X (P<0.05) . SETDBI mRNA 2£ik/K -5 CD K UC #5915 5h )% CDATL T4y &
Mayo ¥4 2 FAHE S F (r=—0.573 .r=—0.656, P<0.001 ), #51& SETDBI1 AJ 2 5 IBD & 4= K &2

[kgim]  RAEMEWNG; A8 A PR ; SETDB1

Expression and clinical significance of SETDB1 in the intestinal mucosa of patients with
inflammatory bowel disease

WANG Huiling*, ZHAO Jing, LI Gang

(Department of Clinical Laboratory of Henan Provincial People’s Hospital, Clinical Laboratory of People’s
Hospital of Zhengzhou University, and Clinical Laboratory of People’s Hospital of Henan University, Zheng-
zhou, Henan, China, 450000 )

[ABSTRACT] Objective To investigate the expression and clinical significance of histone methylase
SETDBI in the intestinal mucosa of patients with inflammatory bowel disease. Methods Q-PCR, Western
Blot and immunohistochemistry methods were used to detect the expression of SETDBI in the intestinal muco-
sal tissues of 100 patients with IBD [50 cases of Crohn’s disease (CD), 50 cases of ulcerative colitis (UC) ]
and 50 normal controls in Henan Provincial People’s Hospital from September 2016 to September 2020. The cor-
relation between the expression of SETDBI1 and disease activity of the patients was analyzed. Results The
mRNA expression of SETDBI in the intestinal mucosal tissue samples of patients with CD and UC were lower
than that in the normal control group, and the difference was statistically significant (P<0.05). The western
blotting results showed that the protein expression of SETDBI in the intestinal mucosal tissues of patients with
CD and UC were lower than that of the normal control group, with statistical significance (P<0.05). The IOD
score of SETDBI in the intestinal mucosal tissues of patients with CD and UC was significantly lower than that
of the normal control group, and the difference was statistically significant (P<0.05). The mRNA expression of
SEDBlwas negatively correlated with CDAI score and Mayo score of disease activity in patients with CD and
UC (r=-0.573 .r=-0.656, P<0.001). Conclusion SETDBI could be involved in the pathogenesis of IBD.

[KEY WORDS ] Inflammatory bowel disease ; Histone methyltransferase ; SETDB1
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The clinical value of serum PAPP-A, MMP-9 and umbilical artery S/D value in the third
trimester of pregnancy in predicting FGR

XIE Ning', LI Hongyan®, LI Li '*

(1. Department of Obstetrics, The Affiliated Hospital of Jining Medical College, Jining, Shandong, China,
272100; 2. Department of Obstetrics, The People’s Hospital of Zoucheng City, Zoucheng, Shandong, Chi-
na, 273500)

[ABSTRACT] Objective To analyze the clinical value of serum pregnancy-associated plasma protein
A (PAPP-A) , matrix metalloproteinases-9 (MMP-9), the peak systolic velocity/end diastolic velocity (S/D)
value of the umbilical artery in the third trimester of pregnancy in predicting fetal growth restriction (FGR).
Methods The 132 pregnant women in the third trimester of pregnancy admitted to this hospital from October
2019 to October 2020 were selected. According to the examination, 37 pregnant women with FGR were select-
ed as the growth restriction group, and 95 normal pregnant women were selected as the control group. The dif-
ferences in serum PAPP-A, MMP-9, and S/D values of umbilical artery in the third trimester of pregnancy
were compared between the two groups. Logistic regression was used to analyze the factors affecting FGR. The
ROC was used to analyze the predictive value of serum PAPP-A, MMP-9, and S/D values of umbilical artery
in the third trimester of pregnancy for FGR. Results The levels of serum PAPP-A and MMP-9 in the growth
restriction group were significantly lower than those in the control group, and the S/D value was higher than

that in the control group. The differences were statistically significant (P<0.05). The logistic analysis showed
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that hypoproteinemia, oligohydramnios, placental abnormalities, pregnancy infections, and abnormal expres-
sion of serum PAPP-A, MMP-9, and S/D values were independent risk factors affecting FGR (P<0.05). The
ROC curve results showed that the areas under the ROC curve of serum PAPP-A, MMP-9, and S/D of umbili-
cal artery in the third trimester of pregnancy were 0.780, 0.688, and 0.784, respectively. The area under the

ROC curve of the combined indicators was 0.938, and the combined detection had the best predictive value
(P<0.05). Conclusion Serum PAPP-A, MMP-9, and S/D of umbilical artery in the third trimester of preg-

nancy are abnormally expressed in patients with FGR. Monitoring the levels of those indicators can improve the

predictive value for FGR and the quality of newborns and reduce mortality.
[KEY WORDS] FGR; PAPP-A; MMP-9; S/D value of umbilical artery in late pregnancy
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Z IR 45.470 <0.001
el 37 26(70.27) 11(11.58)
g 95 11(70.27) 84(88.42)
PAPP-A 10.900 <0.001
EH 51 6(16.22) 45(47.37)
S 81 31(83.78) 50(52.63)
MMP-9 13.262 <0.001
1EH 62 8(21.62) 54(56.84)
SEH 70 29(78.38) 41(43.16)
S/D{H 47.769 <0.001
IEH 77 4(10.81) 73(76.84)
SEH 55 33(89.19) 22(23.16)

FI, PAPP-A 5 5 [C L5 G AE T A7 S AN KU IR DI AH
K, MMP-9 J& T I BB, R 78 4 WR A0 301 1 i
BRI, R 02 % R A L AR i )L o

x3 BMRIILENERZROSEARST

Table 3  Analysis of multiple factors affecting intrauterine growth restriction

FALSES DIEES4 bR Wald 18 OR 4 95%CI P{E

AARE A IMLE (S84 . 6) 0.761 0.111 9.531 2.14 1.72~2.66 0.013
TEAEFK D (S04 6) 0.756 0.194 9.239 2.13 1.46~3.12 0.011
RN R (S 4. 0) 0.836 0.133 9.135 2.31 1.78~2.99 0.016
1B R (S R ) 0.915 0.205 10.375 2.49 1.67~3.73 0.005
PAPP-A Rk T4 (S B4 1EH) 0.923 0.191 12.453 2.52 1.73~3.66 <0.001
MMP-9 #3555 (S84 . IEH) 0.761 0.156 12.416 2.14 1.58~2.91 <0.001
S/DAFEIE S (S R4 W) 0.832 0.136 12.139 2.30 1.76~3.00 0.004
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&4 MiE PAPP-A MMP-9. ST 4 5 #A ffF 3 Bk S/D & XA
ILEREKZ RO M E
Table 4 predictive value of serum PAPP-A, MMP-9 and
umbilical artery s/D value in late pregnancy
for fetal intrauterine growth restriction

BN T BURIE $RRE ABREC AUC 95%C1 PIH
PAPP-A  0.882 0.833 0.715  0.780 0.614~0.945 <0.001
MMP-9  0.855 0.878 0.733  0.688 0.487~0.889 <0.001

SDH 0838 0841  0.679 0.784 0.616~0.952 <0.001
=HBEA 0998 0889 0.887  0.938 0.842~1.000 <0.001

1.0 T |
LI
—lr | papPA
0.8 — —MMP-9
S/D fi
0.6 - CHERG
# AL
o4
0.2
0 02 04 06 08 10
14554k

1 ROC g%k
Figure 1 ROC curve

JIF 5 s MMP-9 43 Wk /0 25 5 35075 L2 20 K o
IR, NG B R B 1 AN RS2, e
R ILAE K AT ™ Shen Z5 " 78 sh ¥ L1 i iF
8RB, i BE MMP-9 (/N RA Al 22 &, (H iR UK
/N AP K AZ BB O o SR, AH A B X
FGR HF IfiL K JF 4 1L - MMP-9 /K 31T 815% , & 3R
MMP-9 7K - 76 B 1l K i 7 i B 8 B IS, 5 %
MMP-9 J /b W] B 42 52 ) R e 3 fik A= 2, B i it 8%
M WD 958 & S, S ELFGR™ . BT JR i 4%
FER S 6L E 3% SS9 ARG 8 | W
Bk S/D AE B BM I R - BBl AR L e s 9 T B A
I F-BE Wi i sl bk S/D A8 7K 78 4k AT 1 4 S
JiE JLIG 28 1t YR 08 B BH ) B9 KN B i i 4e 5 . AR
WFEFEXT FGR & AT 3, AR K Z BR AL E
PAPP-A \MMP-9 /K- B A FXF BR 4L, S/D {H i T
XTHR4H . U] PAPP-A MMP-9 /K V-5 S/D £ 5
FGRJHIE VLR , % FGR &k FH HAT 24 Bh N (EL .

“h B 5 0 FGR 1) & 5 PRI &, Logistic [211H 43
BT A ARER FIILE A7 K D> ARG 3 58
2R |1 PAPP-A . MMP-9 . S/D i % ik &
WO NG )L E WA K AZ RS fE R = . A
Kep F A KK PAPP-A 23 (i Jil 5 E e KA
TR, MBS ZHEARFNTFSRELTLRAE
I, W& PAPP-A /KX FIWT G £ DI RE X G LA &
HATEMERH", W55 n, 24 FOR R EE S
53 W MMP-9 7K -3l /b | 8 5% 48 M6 2 9 IR 4 i
1RZBRE S REAR, e ma i St , T 51 R IR L L &R

g, Ah , FGR LAMEIIE I ol AR s 3k e L PRl
GO R T LUE BB A I AR TC A AR B
JUANEIER AR AL, RS S/D (B AT ¥k 4 B #EAS /2 2
b, B R % B FGR A2 4015 L, IT- 42 =5 FGR 19112
R BT, AR 20X L iRIKF- 5 FGR 1Y
T E Y 5C R THESY , &3 PAPP-A \MMP-9,
LT W W 5% ) ik S/D B 396 A5 R ) T A (L e 4 L iE
SR A —FR BRI AT AR T FGR (14 880 FB .

25 FRTIR, L% PAPP-A . MMP-9 | & i 6 1A 1%
ik S/D {H7E FGR &2 58 Rk R, W 1R
IRV BT TE X FGR B F0000 4 6, LA &8 A= L5
i, BRIRIE T,

2% 3Lk

(1] D75, By . MU G A4 1K K 5K 5 7 G L
AR ZBRAY S T]. 2 T2 W 567 448, 2020, 12
(9):68-70, 75.

(2] B &, FRsE, IR, 5. I PAPP-A K115 1 Uk
UPRE DR , 5 BB LB A AR I SZ IR AR SR [T ],
F 92 EE T, 2019, 46(9) :39-42.

[3] Wang Q, Lin X, Sun X. Value of Multi Vessel and Multi Pa-
rameter Comprehensive Evaluation in Fetal Growth Restriction
[J].7 Med Res, 2020, 15(3):185-187.

[4]  Stampalija T, Thornton J, Marlow N, et al. Fetal cerebral
Doppler changes and outcome in late preterm fetal growth re-
striction: prospective cohort study [J]. Ultras Obstetr Gyne-
col, 2020, 56(2):412-414.

[5] Kucukbas GN, Kara O, Yiice D, et al. Maternal plasma en-
docan levels in intrauterine growth restriction [J]. J Maternal-
Fetal Neonatal Med, 2020,10(4) :1-6.

(o] =, fLIbte, Bodl . o B IM )L 9 i, st AR
A, 2018.

[7]  Crockart IC, Brink LT, Plessis CD, et al. Classification of
intrauterine growth restriction at 34-38 weeks gestation with
machine learning models [J]. Inform Med Unlock, 2021, 23
(2):533.

[8]  Sukhwani M, E Antolin, Herrero B, et al. Management and
perinatal outcome of selective intrauterine growth restriction
in monochorionic pregnancies [J]. J Maternal - Fetal Neonatal
Med, 2019,14(2):141.

[9]  Vasudeva A, Mundkur A, Paladugu S, et al. Performance of
Fetal Renal Artery Doppler Compared with Umbilical Artery
Doppler in Mild and Moderate Fetal Growth Restriction: An
Observational Study in a Tertiary Care Hospital [J |. Internat J
Infertil Fetal Med, 2021, 11(1):1-4.

[10] Akls A, Mgt B, Agecm A, et al. Perinatal outcomes after in-
trauterine growth restriction and intermittently elevated umbili-
cal artery Doppler[J]. Am J Obstetr Gynecol MFM, 2019, 1
(1):64-73.

(F#:% 1238 1)



NTEWi SR T 2021458 A ¥5134% 4581 T Mol Diagn Ther, August 2021, Vol. 13 No. 8

1235 -
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e MR ERP HRA
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(7 ZE] BM 0TS BB CREERE M8 8RB Btk NFL 98 0 7 (HPV ) R GL 1 1l
KR A . Fiik Geit 2018 4F 12 A £ 2019 4F 12 A 31 H M AR EE B fi e B AR EE BBl A4k
FE R EARRAITE 7R R IREREEAT A FL SRR B (HPV ) B PR 3 BUAG I 1) 2o PR R 3, 2R FH PCR- 2
[f1) 45 2% A8 925 0 SR A AR 7R HE AT A FL 3K IR 75 (HPV ) A% R 28 b 5 (R4 UK , 40 B H HR 1K R T EL 1)
HPV B K 4N R s ol . 858 H BRI X K& E B i A KA HPV B YL Rl 23.00% (492/2
139), Hirh <25 % 26~35 % 36~45 % . 46~55 % F1=56 % 2 Pt HPV JE& Y 1) FHAE K 23 51 A 32.60% (45/
138) .23.47% (153/652) .22.16% (127/573) .19.43% (103/530) .26.02% (64/246 ) , A= [F) 4 i B IR L 458, 22
S Gt L (f=12.574, P =0.014) ; 3L 45 ) 703 ¥k HPV 5% 7% , H b HPV & /@ W B A M 527 B
(74.96% ) ,16 W71 96 ¥k (13.66% ) , 52 W 74 ¥k (10.53% ) , 58 W1 51 #k (7.25% ) A JE H = . HPV K fE ¥
HUFEAG H 176 Bk (25.04% ) , 11 TS 33 $k(4.69% ) , 61 T 28 ¥k (3.98% ) , 42 T 22 ¥k (3.13% ) fE il = ;
JIFAT A B b R B B — RO AR 2 TR O R R, DU S R D b B N B D SR i 1 T
BE L YOG B BN E W RS b, 4518 H IR RS B HPV B LAl & 5
WAL 16 W ARG 3 K8 EZ L 11 WANEYON F . <25 % =56 % I 5 A BE .

[%giR] AFLKBEREE; BGA HPV; HPV LAY, PCR-JZ [ £ 2448

Analysis of HPV infection and classification in 2 139 women in Rizhao and Juxian County
LIANG Jiahua', MEN Qingjuan', WANG Xiaoping®, MOU Zongling**

(1. Laboratory of Juxian People’s Hospital, Rizhao, Shandong, China, 276599; 2. Laboratory of Rizhao Peo-
ple’s Hospital, Rizhao, Shandong, China, 276800; 3. Department of Public Health, Rizhao People’s Hospi-
tal, Rizhao, Shandong, China, 276800 )

[ABSTRACT] Objective To analyze the human papillomavirus (HPV ) infection of women in Ri-
zhao People’s Hospital and Juxian People’s Hospital of Shandong Province. Methods Statistics of female pa-
tients who went to the Department of Gynecology, Reproductive Medicine, Gynecology Treatment Room,
Obstetrics, and Dermatology Department of Juxian People’s Hospital from December 2018 to December 2019
for human papillomavirus (HPV) genotyping testing was performed. PCR -reverse dot-blotting method was
used to detect the 28 types of human papillomavirus (HPV ) nucleic acid genotyping on the specimens collect-
ed by doctors, and then the HPV infection and the distribution of each subtype in Juxian area were analyzed.
Results The HPV infection rate among all patient in Juxian County was 23.00% (492/2139) , among which
the positive rates of HPV infection in women < 25 years old, 26-35 years old, 36-45 years old, 46-55 years
old, and =56 years old were 32.60% (45/138), 23.47% (153/652), 22.16% (127/573), 19.43% (103/530) ,
26.02% (64/246) , respectively. There were differences in infection in different age groups (P=0.014). A total

L EBARERERA, LA, B 8276599
2. BB ARKERAERF, LR, B & 276800
3.EBTARERAETAF, 0K, B 276800
*BAEAEHE A F S, E-mail : rzsmzl@126.com
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of 703 strains of HPV were detected, of which 527 strains (74.96% ) were detected for HPV high-risk sub-
types, 96 strains (13.66% ) for 16-subtype, 74 strains for 52-subtype (10.53% ), and 51 strains for 58-subtype
(7.25%) , ranked in the top three. A total of 176 HPV low-risk subtypes were detected (25.04% ), 11-subtype
33 (4.69% ), 61-subtype 28 (3.98% ) , 42-subtype 22 (3.13% ), ranked the top three. In all age group, the
number of patients with single infection is higher, followed by double infections, with the least number of in-
fections with quadruple or more infections. Patients with high-risk subtypes are the most, followed by mixed in-
fections, and those with low-risk subtypes are the least. Conclusion In Juxian area, HPV infection is mainly

caused by 16-subtype of simple high-risk subtype, and 11-subtype of low-risk HPV infections are the main

one. People < 25 years old and = 56 years old are susceptible.

[KEY WORDS] Human papilloma virus; High-risk type HPV; Subtype HPV; PCR-reverse dot hy-

bridization

B SR 2 20 L PR R L A R R B R
i , AN FL 3k J83 9% 5 (Human papillomavirus HPV ) 5
BN A R BB B Tk PCR
T3 ¥ ) T e S R S0 P ) B A AATTR
AN HPV BIAR R BIR A, I 0 L 21y X &
BEAT B S0 I A o T A M X R 5 AR TR AKF
AYANTR], REAHb DX GL t A B 22 5, I A DG SCRik
il , HPV B YL B B B f b sl e ' H BRIk X
JE BA T H R SRR (H X T HPV JE L 1y
WATIRF A TR D, T g At X HPV &L 15 1
XTI B 36 SRE B R ORI — e B
S WA SC F R FH PCR- 2 [0] 5, 2% A2 72 K I A4S 3
DX 2 P AT KNSR T i B R B, B A i
PR'EY 5098 T B Fa T B R 2R3

1 BREFE

1.1 RS

PEHL 2018 412 H £ 20194212 H 31 H¥H
MR AN R BERE 8 BN R E BT AT L
SR A BRI L M R A 2 139 ] (AL 4E k&2
) NIRRT G . AR (45.22+11.28) , Hrp
<25 % 138 4], 26~35 % 652 fii] , 36~45 % 573 ],
46~55 % 530 ] ,=56 % 246 ] , H1 %l 2 Ui 5% B
NCES S5 T 200 R A B I R GE A3 I, AR RE Y R
RN ACUKF R A . A& IEw a4, 72 ]
2R 5 10~18 K Ay s A G A8 I [E], K A5 | 3 K
N AN AT B3 P 245 9 5B gk, 24 /N EE T
AT o
1.2 HPV J:[H 43 RG]

K N FL Sk 98 s 25 il K 3k PR 43 030 50)
(PCR- S [n] g5 22 58 s, M RS A= 9 5 R AT BR 2
AR 28 Ff HPV MV 7Y, 445 18 F 5 /& HPV W Al

F1 10 FICAE HPV IE A, 15 R U 2 KUK HPV Y
#):16.18.31.33.35.39.45.51 52,56 .58 .59 .66 ,
68.82, 3 Fli/b UL KUK HPV #4351 : 26,53 11 73
10 A IE KBS HPV 511 6., 11,40 .42 .43 .44, 54,
61.81 F183, % MR UL 43 ik 2L JR kAT HPV
TR TR BRI, PCR- I 1) i A8 58 5520 TR 145
1.3 Giitghbr

K SPSS 21.0 Gt AR AF BEAT 8l 7304 5 T4
PR n (%) F1 R o7 B Sl AT 4L 1] 1L, 2
2 5] %5 % FH Bonferroni 515 1E A 1 7K #E 5 P<0.05
hEFAGIFE L

2 HR

2.1 BAMERR B HPV B YL R O L8R
Jir A5 6z A b HPV 8L 0l 23.00% (492/2
139) , <25 % JE G Bk B A4 1 LE e i, HLR =56
% AN FAFE S BUBH N 0 LU BL, 22 A STt i X
(P<0.05), W1,
1 BNEREHPV BREEFRILE (n(%)]
Table 1 Comparison of HPV infection rates in various age

groups [1n(%) ]

A B n HPV [t HPV 1
<25% 138 45(32.60) 93(67.40)
26~35 % 652 153(23.47) 499(76.53)
36~45 % 573 127(22.16) 446(77.84)
46~55 % 530 103(19.43) 427(80.57)
=56 % 246 64(26.02) 182(73.98)
71 12.574
P 0.014

2.2 HPV [HE & WAL 3 A7 KA Bl L

1 492 5l HPV PHAE BB 35 bR A o LK 1 703 #%
HPV #5852 HPV 5 £ 0 A B (5 5 BH P Al
Lt 1Y 74.96% (527/703) , B =3 f4 43 51 /2 16 ¥ 7Y
96 £ (13.66% ) , 52 .71 74 £ (10.53% ) , 58 .7 51
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PE(7.25% ) . HPV I fi W7 AR e 1 38 176 B,
25.04% , For aT = A7 1 4 B & 11 3 B 33 fk
(4.69% ) , 61 V. 1Y 28 £k (3.98% ) , 42 . 7Y 22 f4k
(3.13%) . 46 KZHEHPV YL B35 Dl fia A )
16 WAL 52 WA 58 R, L2,

Fx2 AMEETESHEHARL (1(%)]
Table 2 Distribution and composition ratio of HPV-positive

patients [1n(%) ]

He [R5 1%k
R fE 1 527(74.96)
HPV16 96(13.66)
HPV52 74(10.53)
HPV58 51(7.25)
HPV51 45(6.40)
HPV53 38(5.41)
HPV35 36(5.12)
HPV66 28(3.98)
HPV56 27(3.84)
HPV31 27(3.84)
HPV39 23(3.27)
HPV59 22(3.13)
HPV18 18(2.56)
HPV33 17(2.42)
HPV68 13(1.85)
HPV45 4(0.57)
HPV82 4(0.57)
HPV73 3(0.43)
HPV26 1(0.14)
1% f& 7% 176(25.04)
HPV11 33(4.69)
HPV61 28(3.98)
HPV42 22(3.13)
HPV54 21(2.99)
HPV6 20(2.84)
HPV40 15(2.13)
HPV44 13(1.85)
HPV43 12(1.71)
HPV81 7(0.99)
HPV83 5(0.71)
it 703(100.00)

x3 TEFRREELR—RBERZERRENH (n(%)]
Table 3  Analysis of single infection and multiple infections

in patients of different ages [1n(%) ]

Oy <25%  26~35% 36~45% 46~55%  =56%
BT (n=45)  (n=153)  (n=127)  (n=103)  (n=64)

3

C

P—JYL 21(46.67) 93(60.78) 79(62.20) 66(64.08) 39(60.94)
WE IR 13(28.89) 37(24.18) 31(24.41) 23(22.33) 15(23.44)
SHEYE 8(17.17) 15(9.81) 12(9.45) 10(9.71) 7(10.94)

DU

BL 3(6.67) 8(5.23) 5(3.94) 4(3.83) 3(4.68)

x4 TEFRREEFBREEEREESN (%) ]
Table 4 Analysis of the risk of infection in patients of
different ages [n(%) |

2.3 HPV BYLTELS MW B A 1
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fE fE A R B 2, OO TR G gy, BRI AE T
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AL 2.73 5.79 8.39 2.51 3.88
PAH 0.0271  0.0190  0.0253 00146  0.0421
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JREG b RIS . F53% 2018 4F 8 A 2 2021 4F 3 A WA 5 11 48 451 g BE A 25 (Xt FR4) .96 4]
i B DR % b Hz 98 B (OLER4E) i R 6K}, 3#E4T OPN  .MUCT .DACH2 ¥l , LLAS P20 iR 48R 25 5, &
ROC 143§ OPN \MUC7 .DACH2 Fi il 5% Jot /K 1% b Bz 98 VB M AR FE RN A . 455 WR%¢4H OPN,
MUC7 .DACH2 /& T %I 2H |, 22 73 4o 24 X (P<0.05) , 4 ROC £ #r , OPN \MUC7 .DACH2 ¥ =
T A 5 L0 SR BB B PR 1 B RS B9 AUC 43312 0.931.,0.911,0.911.,0.985, =544 5l % OPN \MUC7 .
DACH?2 5 TRl i 3 (P<0.05) , 48 Spearman 72 73 AT, 7 B4 4% 5 OPN \MUC7 .DACH2 & 1F AH 3Pk
(P<0.05), % ROC 434, OPN \MUC7 .DACH2 K = 15 B4 -F S0 35103000 165 JD SR 6= Bz g 1) AUC 435311 Ay
0.933.0.88.0.917.0.980., £t JR DACH2 .OPN MUCT7 &5 T eIk I fis koA kSR ek 2, ]
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The diagnostic value of urine DACH2, OPN, MUCT7 for bladder urothelial carcinoma
CHEN Kaixun, SUN Pengyao, HOU Changxia*

(The First Department of Oncology, 901st Hospital of the Joint Logistic Support Force of the People’ s
Liberation Army, Hefei, Anhui, China, 230031 )

[ABSTRACT] Objective To explore the diagnostic value of urine DACH2, OPN, MUC?7 for bladder
urothelial carcinoma. Methods A retrospective analysis of the clinical data of 48 healthy subjects (control
group) and 96 patients with bladder urothelial carcinoma (observation group) selected from August 2018 to
March 2021 were tested for OPN, MUC7, and DACH2. Comparing the differences of the above indicators
between the two groups, analyzing the effectiveness of OPN, MUC7 and DACH2 in predicting the severity of
bladder urothelial cancer and disease severity by ROC curve. Results OPN, MUC7, and DACH2 in the
observation group were higher than those in the control group, and the difference was statistically significant (P<
0.05). After ROC curve analysis, the AUC of OPN, MUC7, DACH2 and the three combined early prediction of
bladder urothelial carcinoma were 0.931, respectively. 0.911, 0.911, 0.985. OPN, MUC7, and DACH2 in
patients with high-grade cancer were higher than those in patients with low-grade cancer (P<0.05). According to
the analysis of Spearman method, the pathological grade was positively correlated with OPN, MUC7, and
DACH2. According to ROC curve analysis, OPN, MUC7, DACH2 and three The AUC of the combination of
items for early prediction of bladder urothelial carcinoma was 0.933, 0.88, 0.917, 0.980, respectively.
Conclusion Urine DACH2, OPN, MUCT are involved in the whole process of the occurrence and development
of bladder urothelial carcinoma, and can be used as reference indicators to determine the pathological grade.

[KEY WORDS] Urine DACH2; OPN; MUC7; Bladder urothelial carcinoma Diagnosis
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Table 1 Comparison of 2 groups of laboratory indicators (x+s)

4% n  OPN(ng/mL) MUC7(ng/mL) DACH2(ng/mL)

WL 96 70.46%4.15 15.16+3.68 7.46+1.16
XHHRZH 48 34.15+3.62 10.22+1.19 2.13+0.25
t{H 51.577 9.053 31.419
PAi <0.001 <0.001 <0.001

2.2 ROC M/t

2 ROC £k 43 #1 , OPN \MUC7 .DACH2 - 1]
TR B JOE R % b Bz 988 1) AUC 435124 0.931.,0.911
0.911, ¥ OPN ,MUC7 .DACH2 4} A Logistic [ 7
A3 B, AR 1] U9 45 5 b i [l R BOE LA =
K G2 W i) 008 11 55 A 5 = T &5 =OPN +
(-1.026) / ( =0.134)*MUC7+ (=0.103) / (—0.134)
*DACH2, £t SPSS22.0 48 1145 H B A %t s b — 2
AT IR, IGO0 R e PR B b R g 1
AUC 40985, L2,
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Table 2 Analysis of three indicators to predict the AUC value of bladder urothelial carcinoma

| AUC bR 95%CI PPEFEEL FURE R Cut-off PAi
OPN 0.931 0.032 0.869~0.993 0.927 0.969 0.958 51.240 0.000
MUC7 0.911 0.025 0.862~0.960 0.813 0.896 0.917 11.335 0.000
DACH2 0.911 0.037 0.839~0.983 0.906 0.969 0.937 3.780 0.000
IR 0.985 0.007 0.971~1.000 0.865 0.990 0.875 135.006 0.000

WAl AUC JebnifEiR , R Z K 3% AUC 22 5.
I =I5 A 5 OPN 9 AUC 8 : 2=(0.985-0.931)/
(0.007%0.007+0.032%0.032)~(0.5)=1.648, P {6 =[1-
NORMSDIST(1.016) ]#2=0.098; =ik &5 MUC7
) AUC It % . Z=2.850, P=0.004; = Wi It & 5
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Figure 1 ROC curve
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Table 3 Comparison of OPN, MUC7 and DACH2 indexes
of different pathological grades in observation group (x =s)
415 n OPN(ng/mL) MUC7(ng/mL) DACH2(ng/mL)

Y A1 75.65+3.26 16.98+2.87 8.95+1.11
RS 55  64.13+3.18 13.63+1.22 6.65+1.13
t1H - 17.370 7.776 9.939
PiE - <0.001 <0.001 <0.001

2.4 SpATHEOCHE

2% Spearman V£ 4 #7 , 7 H 72 % 5 OPN,
MUC7 . DACH2 & 1F #f 5% ¥ (r=0.853 ; P<0.001) .
(r=0.652; P<0.001) . (r=0.714; P<0.001) .
2.5 ROC [

2 ROC i £ 43 #r , OPN \MUC7 . DACH2 1]

U 1B IOk DR i b bz g o 3 43 9 ™ HE R FE ) AUC
43514 0.933.,0.88.,0.917, ¥ OPN . MUC7 . DACH2
0 AN Logistic 18] 15 43 A1 , AR 4ig [n] 09 25 5 vp 19 [l 15
REE A ST G2 B BUE R A =
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— A AT R, IG5 g 7 B R
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[1-NORMSDIST (1.016) ]#2=0.192; = 3l & 5
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Figure 2 ROC curve

3 it

15 IDE 9o e SRV Jo e T SRS DU A A DR AR
G0 H UL R TR B I e B A o 4 B D g
TR 90% , AT TG 28 o 1 HE R DR 2 e
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Table 4 Analysis of the AUC value of the three indicators to predict the severity

it H AUC bR 95%CI PEFREL TR S5k Cut-off PAi
OPN 0.933 0.036 0.863~1.000 0.915 0.964 0.951 70.375 0.000
MUC7 0.880 0.042 0.799~0.962 0.745 0.891 0.854 14.790 0.000
DACH2 0.917 0.030 0.859~0.975 0.763 0.909 0.854 8.025 0.000
SIS 0.980 0.018 0.945~1.000 0.964 0.964 1.000 67.763 0.000
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PTFE I 1 (BAG-1) K6 76 15 359 AF /1N 20 B B9 (NSCILC ) HR 325 525 Ak 7 BURE M TS 1A b i R AN (o
ik I 2018 4F 3 A & 2019 4F 5 AR WA 19 80 511G 4 ( A ANV HH )NSCLC s & 1 iggdd . W
WA NPT IR T RIT &5 5, AT = I8 b 3k N 2 8 M 5428 25 W Sk 0 e et . B U
24F DB E TGN . 2% ROC 43 H1HE & =I5 45 AR A6 0 4 28 2 FUS RO T (8. S8R 80 il
NSCLC [ #3697 4 85, 52 22 (CR) 1 1 (1.25% ) , 54> 28 % (PR) 27 # (33.75% ) , & 7 (SD) 33 44l
(41.25% ) , ¥ & (PD) 19 i (23.75% ) , B A 5L R N 35.00% (28/80) . ERCCI ,BRCAI & BAG-1 i j CC
CT.TT JL R BIAb Y7 7 8 L 25 5 B Ge v 38 L (P<0.05) . 80 il 1 NSCLC i # 2 FFAE {7 %
22.50% (18/80) , ERCCI } BAG-1 5% JI & . BRCAI 5 F&AK 19 1 4] NSCLC M % 76 T- % & (P<
0.05) . ROC #5858 i /R = # A T 75 R AU RS L AUC 43910 90.70% .92.50% .0.994 , & 2 = F
BAGIR A — I (P<0.05), %51 ERCCI .BRCAI } BAG-1 51 NSCLC 1by7 Ukl 5 AH G, B4
= H A B I RN B3 e MR IR YT %, I B TS .
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Application of ERCC1, BRCAI and BAG-1 detection in the evaluation of the sensitivity

and prognosis of platinum-based chemotherapy in advanced NSCLC

LIU Qi*, ZHOU Zhengtao, FENG Zhengfu, NIE Wanyu

(Qingyuan People’s Hospital, The Sixth Affiliated Hospital of Guangzhou Medical University, Qingyuan,
Guangdong, China, 511518)

[ABSTRACT] Objective To explore the application value of excision repair cross complementation
group 1 (ERCC1) , breast cancer susceptibility gene 1 (BRCAI ), and Bcl-2 associated athanogene 1 (BAG-1)
detection in the evaluation of platinum-based chemotherapy sensitivity and prognosis of patients with advanced
nonsmall-cell lung cancer (NSCLC ). Methods 80 patients with advanced NSCLC (stage IIT and IV ) admit-
ted to this hospital from March 2018 to May 2019 were selected as the observation group. After platinum-based
chemotherapy in patients with advanced NSCLC, the results of chemotherapy were analyzed, and the correla-
tion between the gene polymorphisms of the three indicators and platinum-based drug allergy was analyzed.
The patients were followed up for 2 years and the prognosis of the patients was recorded.The ROC was
drawn to analyze the predictive value of the combined detection of three indicators for the prognosis of pa-
tients. Results After 4 weeks of treatment in 80 patients with NSCLC, 1 case had a complete remission
(CR) (1.25% ), a partial remission (PR) 27 cases (33.75% ), a stable (SD) 33 cases (41.25% ), and a pro-
gressive (PD) 19 cases (23.75% ) , the total effective rate is 35.00% (28/80).There was a statistically signifi-
cant difference in the efficacy of ERCC1, BRCAI and BAG-1 sites CC, CT, TT genotype chemotherapy (P<
0.05). The 2-year survival rate of 80 patients with advanced NSCLC was 22.50% (18/80). The mortality of ad-

AR B R AR B (180524111900159)
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vanced NSCLC patients with abnormally elevated ERCCI and BAG-1 and abnormally decreased BRCAI was
higher, and the difference was statistically significant (P<0.05). ROC results showed that the sensitivity and

specificity of the combined examination in predicting prognosis were 90.70 and 92.50, respectively, which
were significantly higher than those of ERCCI, BRCAI and BAG-1 single examination (P<0.05). Conclu-
sion ERCCI, BRCAI, and BAG-1 are related to the sensitivity and prognosis of advanced NSCLC chemo-

therapy. The combined detection of the three can help clinically develop individualized treatment plans for pa-

tients to improve patient prognosis.

[KEY WORDS] ERCCI; BRCAI; BAG-1; Advanced NSCLC; Platinum-based chemotherapy sensi-

tivity
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RGNS, ™ REAR 4 DI REAR 4 Pl RE
sSFIREA 4 JEE M, HEBRbRE . O—Z1L
7 EIATE 4 JE LR s @B P EAS B RO A BE 58 Ak
I7 5 TG ] I o kL B KRS BEVEAR ; DA I UE IR
Sl LA IO L, R AR A ) A R P B B R, B

I8 R W T R R TOUH A A R e Y AR
o Hd 5 e2 4, 2 18 B, V- 4FE I (64.77+5.54)
%o ARG ERECHZE st 2
AN HFECEE N ESR.

1.2 Jiik

121 fIr %

WL 20 >R FH 22 VG A 8+ 0 7 by, b £
PO FE 75 mg/m® 56 1 K, 4A 75 mg/m® 55 1 K,
FRKIE T B 21 d EE . BRAE R B kR A
REN 32 AN B BN MR8 3 ORI 93 38 T 45 LR 1
AN AT 2 UEAT A AR
1.2.2 ERCCI .BRCAI J; BAG-1 ¥ )73

KB A5 B BE X s - BRI B 2 A
P4 (Polymerase Chain reaction - restriction fragment
length polymorphism , PCR-RFLP ) i G | 4% 5 [K] {37
AL R QIAGEN i 7] £ H B s 3 4h &
Fi bk i H 2 P 41 DNAL MR 8% ERCCI . BRCAT
BAG-1 £ [X SNP {7 j5 7€ NCBI & 4% 51 #) |3 %1,
ERCCI: %5 % 5 -GCAGAG-CTCACCTGAG-
GAAC-3', NiiF514 5'-GAGG-TGCAAGAAGAG-
GTGGA - 3’ , BRCAI: L ¥if 51 ¥ 5 - CCCATT
TTCCTCCCGCA-3', T 514 5'-GGACCTTGGT-
GGTTTCT TCCA-3', BAG-1: Fii#5|%) 5'-CAGG-
TAGTGTAGGA - GCGTGGTG-3' , Flif 51 ¥ 5’ -
CACCCAGAGG-TCCAAACAGC-3', PCR % Jj %%
4::94°C 2 min;92C 60 S,56C 30 S, 72T 30 5,35
G ¥ 5 e 5 72C 4E i 10 min, 1B KR BN
55C. 4+ %%t ERCCI .BRCAI } BAG-1 i1t CC
A CT H TT BIAG I . ERCCI 3% 3k & 7F 28.6 LU
LR SR TR P BRCAT ik 1F 80.6 LIF,
R SR AR BAG-1 ik & 7F 223 LU L, MK
ST
1.3 s

TI7 45 s, B 2 20 5B 3 T GR Bt U, Bt 15
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B IA)Sh 2 4F, BEDT#EUE BT 2021 45 5 H o 28 1 4R 4
2D A BEVT 10,55 2 485 4~0 D BEDT 1 IR, Bl
Vidrik o - 12 BEys A bk BT 808 T TREDT
1.4 WEZHEIR
1.4 BRPESOW PP b i

#% NCI-CTC3. 0(National Cancer Institute-Com-
mon Toxicity Cri teria) FRyfEPEN B2 EI S o B Al
SN AL A A /R £EAR A RE I
1.4.2 rAITRL

ST 250 - AR A S AR il 98 o7 280 M A 1 (re-
sponse evaluation criteria in solid tumors, RECIST) ™
A 35 W97 &5 R 58 4 2% % (complete response,
CR) . #47 2% fi# (partial response, PR) ,f& && (stable
di sease, SD) Flit & (progressive disease, PD), £
% =(CR+PR)/ B %(x100% . Jo#k=(SD+PD)/ %,
15 %rx100% .
1.5 GiitrgiR

K SPSS 22.0 #AF AT G o0 B o THECEE
B (%) 2R, R K5 it RORHDL (+s)
o, R ] e KB R FH £ 9T Logistic [11 1773 #r 52
i 4] NSCLC #35 SNP i ;5 2 A8 P 5128259
BIORAE 1 G HEE 5 R H ROC i 4k 73 M Bk & ER-
CCI1 .BRCAI } BAG-1 Kl % B 3 NSCLC i # 2
AT 1 T A 1B 5 DL P<0.05 Ry 25 5 A G2

2 HR

2.1 fbyrdh

80 fil NSCLC & & A J7 4 Al J5 , CR 1 f
(1.25% ) , PR 27 1 (33.75% ) , SD 33 4] (41.25% ) ,
PD 19 4 (23.75% ) , A RO K 35.00%(28/80) o
2.2 ERCCI .BRCAI J% BAG-1 3 LM 5412
24 3k B ) SR

ERCCI .BRCAI }% BAG-1 i j5 CC .CT.TT %t
RIS 7 8 LA 25 S A Ge 22 B L (P<0.05) 6
W&,

%1 ERCCI.BRCAI & BAG-1 EE EHES5HELHY
THEMERI KB (n(%) ]
Table 1  Association of ERCCI, BRCAI and BAG-1 gene
polymorphisms with platinum allergy [n(%) |

bR SNl (oS PR gt P
ERCCI CcC 17(60.71) 32(61.54)
CT 9(32.14) 16(30.77)  8.954  0.003
TT 2(7.14) 4(7.69)
BRCAI cC 19(67.86) 33(63.46)
CT 8(28.57) 16(30.77)  10.549 <0.001
TT 1(3.56) 3(5.77)
BAG-1 cC 20(71.43) 36(69.23)
CT 7(25.00) 15(28.85) 8.045  0.005
TT 1(3.56) 1(1.92)

2.3 Tfi)g

XF 80 11 B 1) NSCLC f3& Fifi i 2 4F , [1] 15 K
100% , “F- Y BE7 it 1] (1.32+0.17)4F . Bl 45 5
715 : 80 il 1 NSCLC % 2 4R 1750 22.50% (18/
80),ERCCI } BAG-1 5% T+ \BRCAI 1 AR )
eI NSCLC [ H SET - 15 (P<0.05) . L& 2,
2.4 Ht{4 ERCCI,BRCAI N BAG-1 ;i % i 1]
NSCLC &5 fiil J5 7l (L

14 (ERCCI .BRCAI }: BAG-1) ¥ 7 f5 FF
¥ S RE AUC 435124 90.70% . 92.50% . 0.994., il %
TSR B — A6 (P<0.05) . W23 KA 1,

3 it

NSCLC ) &A= et BA it 27 Bl , 2o 5k
PRLSRTG  A10 g O R R 0 B R R RR e M 2 A
R ZLEBSH5ALRY . AT TE
NSCLC A 77 ™ 5 7 K R AT §t . NSCLC
FErl K N R AL T 5% % B8, ERCC1 \BRCAI \BAG-1
B 580 SRR M U A OC . BT UL L
WFoE 25 3, A SCH ERCCI .BRCAI \BAG-1 ik i
HATHFSE , 45 5 NSCLC H 3 MA AL IG JT 42 it
5%,

AHF5EH, 80 i NSCLC #1677 4 A5, &
HRCFE N 35.00%(28/80) o il 13 >k H] PCR-RFLP £

®2 BEHINSCLC B& R ERCCIBRCAI & BAG-1 RIFWMTFETER [n(%)]
Table 2 prognosis of different ERCCI, BRCAI and BAG-1 expression in NSCLC patients [1n(%) ]

‘ ERCCI BRCAI BAG-1
ﬂiﬁ’{k%& n [T JONEN B Al Al == (S Al g2 >
SEH T 1B A SEE AL IEH ek ST 1B A
JAcyea 18 8(44.44) 10(55.56) 2(11.11) 16(88.89) 4(22.22) 14(77.78)
VA 62 60(96.77) 2(3.23) 54(87.10) 8(12.90) 55(88.71) 7(11.29)
Pt} 29.961 38.355 31.854
P{H <0.001 <0.001 <0.001
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&3 BXH ERCCI.BRCAI B BAG-1 13t B #A NSCLC BETEHMMNE
Table 3 prognostic value of combined detection of ERCCI, BRCA1 and BAG-I in patients with advanced NSCLC

T8 b Cut-off RAYE FESE AUC 95%CI PAEE(%) P{H
ERCCI 25.12 0.835 0.897 0.950 0.898~1.000 1.772 <0.001
BRCAI 24.65 0.841 0.865 0.908 0.822~0.994 1.700 <0.001
BAG-1 23.14 0.796 0.825 0.813 0.690~0.936 1.610 <0.001

SH AR 24.89 0.907 0.925 0.994 0.000~1.000 1.821 <0.001
W= i BRCAI+BAG-1 KM RIGE K EHIAE 90% LA L, ik
= 1
i B ‘éﬁ‘%A R TR R, AT UL, = IS PR S A
i 06 - gg,é.gt‘”

0 02 04 06 08 10
1S

1 ROC g%k
Figure 1 ROC curve

I ERCC1 .BRCAI }: BAG-1 #i £% B& [ 37 5 1 %2
Ak, R =3 CC.CT.TT It K M > [0 2% 5 4 55
TheE R X, #E A CC AU IR YT T sl AE . ml L
ERCCI .BRCAI } BAG-1 T fig J 5% W 4A 2K 25 ) L
T 22 F A BRI, o mT LHEN ERCCI . BRCAI K
BAG-1 37 35,19 Z2 25 W] VB A T30 6 19 NSCLC &
AT SU AAF A I — T FE 2238 b , 5 Hurtado
A B VR A R — B

A BF5E & I, ERCCI ¢ BAG-1 %% T+ .
BRCAI St FEAR A6 5] NSCLC TR 5
n] W ERCCI . BRCAI } BAG-1 3% ik & 5 i 1Y)
NSCLC B #H HlJ5 % VA . ERCCI EAL T 1544
ik, ERCCI 4mi1y 35 11 B 7 DNA S VIR & &2
VL T 240 52 2 AR v R R AR L A SR
65t ERCC1 3235 5 T+ 55 23 Il An 28 0 4=
BRCAT 230 L A, 76 56 RAE &2 7 It ) A 3 3 o
FM, BRCAI 25 T %47 IR 55 UNME &2 F [A] I
MBS, W98 & I8 BRCAI ikt b JH 41 w40
KLY S THRA 25, BAG-1 7] 551
T8 AR A SO R 2 A BT, T 1995 4R
BRI 4 . Wiggins 5 RIS KB,
BAG-1 W 5 bel-2 W IR A4, IR T 40 f 9 T
(IRE 1, TR FLMRE M i S W s v 3
PR RGBSR E G, H S5 B &H W5 M. ERCCI .
BRCAI J¢ BAG-1 ik 5% , ¥ 2352 NSCLC &
ARI7 25t 24 , 32 55 NSCLC %412 25 Wy 4k 7 0%
P, AT R, S U o

2z 1l ROC [l £ it — 2L 43 ¥ & 3 ERCCI +

TR m I R X I NSCLC 35 U PPAR 888

4% ik, RCC1. BRCAI } BAG-1 55 i ¥
NSCLC B by U B BA MG A =
FRLIN A7 B I R A AR i E A AR TR
e IR BUR

&% 3Lk
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SN A MRS AR bR TENE & S W e A TR
R INE! )99

MR LR’

(# ZE] B WEEBHCI bR e I8 S Hr e o e By i Asfb. ik 2EH2018 4F
7 H F 2019 4F 12 J AE AR BEAT dE 45 1 37 A O & e i ol 1) AR 3R 60 1), FHBE LA TR IE 40k 2
41, %F B 30 25 T WS PR A AT s BT A1 30 45 TR F) 47 AT o ELA 2 AT 4% | il @ A5 T
4 BRI 2 (iPTH) I %5 1% g 25 14 H 8] B (LDL-C ) /K - FR PR A sh vk )y . &R P AN AT
st [ %) IS I B SR B LIPTH /KT L, 25 S8 Se it 2438 L (P<0.05) , 367 B, P 41 145 | LA |
FERE AL IPTH AKCSEALE] L, 22 55 8T 2 X (P>0.05) 3R 4.8 JE 5 , W o8 4L 14 | i B 405 s ofe
U APTH /K V- SAIC T % BREH , 22 A Be 24 1 SL(P<0.05) o % HRZH 2H PN A [a] I 7] 25 LDL-C B¢ iR &k vk
FEACE R, 22 F TG 125 L (P>0.05) , fF 55 2H 20 I AS [R5 [) 550 LDL-C iR S 26 ok B2 /K7 L, 22 57
B Gt L (P<0.05) ,JAYTHT AT 4 G, Wi2H LDL-C Bk R S 2h Wk B /K 720 1a) e, 25 R o8
H X (P>0.05) 3697 8 B G , i 41 LDL-C Ik T XF B 41, 22 5578 Goit2¢ 2 L (P<0.05) , Bk ER A Eh W & T
R, 2 R A ST F R X (P<0.05) . 8518 A AERL IS FH 307 I8 G5 A i ALAE , B 21 IE A5 A% i
2L, H9Y LDL-C SRR SRk .

[SE@IA]  FI4EPi; ERGENT; mek e ek, FRZREE

Changes and significance of dynamic monitoring of calcium and phosphorus metabolism
indicators in the treatment of patients with peritoneal dialysis and hyperphosphatemia

HU Tianxiao'*, MA Xin®

(1. The First Department of Nephrology , Handan Central Hospital , Handan , Hebei, China, 056001 ;

2. Department of Pharmacy , Handan Central Hospital , Handan, Hebei, China, 056001 )

[ABSTRACT] Objective To observe the changes of calcium and phosphorus metabolism indexes in
the treatment of patients with peritoneal dialysis hyperphosphatemia. Methods From July 2018 to December
2019, a total of 60 patients with hyperphosphatemia undergoing maintenance peritoneal dialysis in our hospital
were selected and divided into two groups by random number table. 30 cases in the control group were treated
with calcium acetate; 30 patients in the study group were treated with sevelamer carbonate. The blood calcium,
blood phosphorus, calcium-phosphorus product, intact parathyroid hormone (iPTH) expression level, low-den-
sity lipoprotein cholesterol (LDL-C), and bicarbonate concentration were compared between the two groups.
Results There was a statistically significant difference in blood calcium, blood phosphorus, calcium-phospho-
rus product, and iPTH levels at different time points between the two groups (P<0.05). Before treatment, there
was no significant between the two groups of blood calcium, blood phosphorus, calcium-phosphorus product,

and iPTH levels (P > 0.05). After 4 weeks of treatment and 8 weeks of treatment, the study group’s blood calci-

AERB Ay BRI X] (20191839)

A A 1L IR P s B R R — A, Ak, #RER 056001
2. HRIR T P o [R B 26 540, AT 4k HRER 056001

*BAEAEE 3 K%, E-mial : hix89860@163.com



- 1248 - NTEWiER T 2021458 4 5134 4581 T Mol Diagn Ther, August 2021, Vol. 13 No. 8

um, blood phosphorus, calcium-phosphorus product, and iPTH levels were lower than those of the control

group, the difference was statistically significant (P<0.05). There was no significant difference in LDL-C and

bicarbonate concentration levels at different time points in the control group (P>0.05). There was statistically

significant difference in LDL-C and bicarbonate concentration levels at different time points in the study group

(P<0.05). Before treatment and after 4 weeks of treatment, there was no significant difference in LDL-C and

bicarbonate levels between the two groups (P>0.05). After 8 weeks of treatment, the LDL-C of the study

group was lower than that of the control group, the difference was statistically significant (P<0.05), the bicar-

bonate concentration was higher than that of the control group, the difference was statistically significant (P<

0.05). Conclusion Sevelamer is suitable for the treatment of peritoneal dialysis hyperphosphatemia, can cor-

rect calcium and phosphorus metabolism disorders, and regulate the concentration of LDL-C and bicarbonate.

[KEY WORDS] Sevelamer; Peritoneal dialysis; Hyperphosphatemia; Blood phosphorus; Parathyroid

hormone

vy A AL A ST W o S8 A B9
E o AR LA AT AS B R ), K i i
P ODRES E R L i A AT S SF X IR E TR Y
FEAE AR o PRI, o e B E AN AT 1) A AL
P, T L PSS 5 702 IR e mi s o %
GEWREE G0 (LSRR BRIRES ) & 45, s Bk |
BRI ) R ELO LA E5 AL, W5 22 e KA,
AR CEIVE it AR R R AR AS A
5 HEREES SRR, B AN S 5 ) AT
HA s RIBREE S 77, sl i T A,
AT MBS 2Bl [ ARG T R 4ERT AR T
1o WA LAEE AR SR SR , IR A 2 SR R A v W o
AR T A MBI, M DS R 4ET
BRRIE T S35 A s W ILAE O I 0 o DRI , A AT
FURL I AERL UG 0T RS AT v WA ILAE S8 A5 AR
HEARATZ IR s an k.

1 lAERETIE

1.1 I RBE R

PEH 2018 4F 7 H & 2019 45 12 H fE AR B 474
FE M I B2 A I & R Wl IMLAE 1) AR 60 1971, {6 FH i
LB 2R IE i 2 41, B2 1 30 i . A0 A BRIt
OBAT F W INAE ; @3 AR ; YEFFM:IE B AT 2
3 @INAIDIREIE W AE )1 1EH ; B
HHEARN G HE & B R E . HEBRbrfE: ©
A BHEFARS SRAEEH D RERET ; QFF fERIR
A AE R SRS 2528 T ; 3 W A B
o @BATRS Pl s O EE NI REF % . &
a1 N BA AT, B A IR A g R AT ) o
1.2 ik

XF R4 : 25 T IR A5 (0.667 g, [E 25 ifE T

H20103013 , ¥ R A = 25 BR A R iR 7 . HR,
0.667 g/, 3 /o AL ILH | L85 7K P-4 s 1 AR5
i, BEERES 11 AR L FR 1.334 ¢/, 3 IR/d.

ST AL 25 T R IR &l 4EH1 103 (0.8 g, [ 24 1fE
J20130160 , P& 4E (BT HI 254G BR A FDIRIT . &
o IR, B AR R 0.8 g/tk L 3 kA, DI #E<1.13
mmol/L i, 17 Rk iR =) 4 7 i =1.6 o/ 1Y R B 5
TAE 2 I/ 0.8 g/ik ; E IRER R &) 4E R4} 0.8 g/
W EATIRZ . QIMBEHE 1.13~1.78 mmol/L,
ARk w) AL 1R & . DI #%>1.78 mmol/L
W, BT ETE 2 A IR 0.8 g/ IR TERLFIN . ™
M LR 25, AT R IR 25 7 % JTRE 8 A,
1.3 Giile#abs

B 43 H7 (8 SPSS 23.0; i1 %R (x +5)
PR, PIALIE) LU EAT ¢ K 5, 22 41 A) He AR HH O 22
IR T BUR R LA n (%) Fom AT 2 K5, DL P<
0.05 B ZEF AL FE L

2 #R

2.1 PRLIRIRBOR L #L

WAL I R 98 Rt LL 8, 22 S o it 24 3 L (P>
0.05), &1,
2.2 A5 . M@k ES AR A B RS IR R
(intact parathyroid hormone ,iPTH ) 7K L %5

TR 2 20 PN A (] B[] 50 A I 45 I | s afe
M ViPTH K F L &, 22 7 A g2 i % 8 X (P<
0.05) , ¥R Y7 1T, P 4L I A% | if % 4% ofe A L iPTH
K2R A, 25 S o g it 2 L (P>0.05) LR
ST 4.8 JB J5 , F 5% 4H I A | ol B | 4 W 3R AR L iPTH
KEHAML TR RA, 2R AHRiH¥E X (P<
0.05), W2,
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F1 MARKBFBLLE [n(%), (xzs) ]
Table 1 Comparison of clinical data between the two groups
[n(%),(x+s5)]
X HE2H WA

v (n=30)  (nz30) 71APMA
5 B 18(60) 21(70)  0.659 0.417
@ 12(40) 9(30)
() 58.5748.15 57.14+8.29 0.674 0.503
PR EL (kg-m™) 22.75+2.43  23.42+2.18 1.124 0.266
UM AT 1) () 33.27+20.18 35.42+18.34 0.432 0.667
R BNERE R 15(50) 13(43)  1.460 0.692
mE S 9(30) 11(37)
R 9 4(13) 5(17)
2 2(7) 1(3)

2.3 fIR% B R & H IR [E B (low density lipoprotein-
C,LDL-C) MR FEh Uk BE b

Xof HR 2H 21 A A [m] B 8] 55 LDL-C Bk 2 &0k vk
JEK A, 2R G2 B X (P>0.05) , BF5E
ZH 4 N AS ) I ] f5 LDL-C B B2 S0 Eh Wk B2 7K OF 1
B, 22 RAGFE X (P<0.05) AT T GAYT 4 1
J& , W4l LDL-C ik 2 & Eh Wk FE K P-4 ) L3, 22
SG I E L (P>0.05) ,iR97 8 il )G , W5t 4
LDL-C IR T RRAR , 22 5 A Goit 2% 5 L (P<0.05)
WRIR SRR B 3 TR, 2R A G2 L (P<
0.05), W3,

F2 M5, M5 $5REFEFRIPTH K FELLEL (vxs)

Table 2 Comparison of blood calcium, blood phosphorus, calcium and phosphorus product, and iPTH levels (x+s)

2H 3 n i i) 145 (mmol - L™) 1fiL % (mmol - L) 5 1k e A iPTH(pg-mL™)
X R4 30 JRIT R 1.76x0.14 2.39+0.13 4.21+0.36 570.74+158.45
AT 4 5 2.04+0.19 2.25+0.16 4.59+0.21 482.12+144.24
IT 8 i) 2.25+0.23 2.09+0.27 4.70+0.19 412.78+102.63

F1H 50.083 17.574 28.356 9.996

P1E 0.000 0.000 0.000 0.000
oISkl 30 bEpagin] 1.82+0.11 2.41+0.15 4.39+0.42 595.67+150.69
RIT ARG 1.850.15" 2.11+0.19° 3.96+0.31° 390.75+121.13"
BT 8 G 1.91+0.13 1.88+0.24° 3.59+0.11° 331.13+106.98"

F{E 3.670 54.707 50.692 35.493

P{E 0.030 0.000 0.000 0.000

T 50 RR A 3 *P<0.05

#x3 LDL-C.REASEIRELLE (v+s)
Table 3 Comparison of LDL-C and bicarbonate
concentration (x+s)
N LDL-C iR Ak
ik :
40 n 1] (mmol-L") (mmol-L™")

popisEil 30 YRIT I 2.3420.55 16.63+1.74
WY A A G 2.28+0.47 17.05+1.97
BIT 8 A e 2.14+0.42 17.43+2.08

F1a 1.355 1.283
PiE 0.263 0.282
oI 30 TRYTHT 2.36+0.51 16.48+1.67

BT ARG 2.09+0.43 17.78+2.06

RIT 8 A 1.72+0.32"  19.65+2.82"
Fid 16.973 15.251
P1H 0.000 0.000

T 50 RR A 3 *P<0.05,

3 it

iPTH H HRR IR 2338 , 2550 P 3 19 4 L i £ QB
S, RN BB T R, 2 H i
M WA 2 A LR, A A O WAL ) 8 DU 2 R
P X IR A i O ML R R UL, D RE S
B HERERE ) 2, AN R DL I P, A

B A QTSP 2 1 ML 1 BRI O 1Rl HET
H 4 L 7K - o SR s F i R A e iR A IR
MERE 2SS O KEMIHGE"" s 5 7E
Bl 42 ) v Wl A R M B b o B R D 4 T 1
JB TR AR kM R AT, BB A A e
3,38 F TR T B ILAE | 4 1 B 7K S AL ) AT R
AT A M, 7 P TR, SRS S
HE T B AR R, PR M kAR . ASHIF ST 25 5%
e U F) AR IE FHF36 97 R T e i IUE , e 2
IEEE R SR AL , T A, A Bl S R
iPTH /Ko RAEHCEE " SCREAR TSR AT o A5
Fh Xof B ZH A [ s ) 45 7K S 240 v TR 5 2 7T e
1 X B2 25 T RS IR A5 AT HR TS B e il
MWFIE AL 25 T R AE R YT A8 B 15 85 4
GE, SUEMLS AR D2 HERE T, Hit,
R RO T 255 Ko ML 495 7K ST S i DU R ot e,
PHESRIREA N , B w) 4E R TIa r e vk s
U5 I W INRE S8 BB R A2 7 AL, BERRAIK iPTH
K. AW —8 BARMERBLE A B
B, A W0 0] BB bR T R R A R B AOR B LR
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BTy 3 B i T LA, 2 AT (8] 2 5 i PR AR 55 R D BE
VEFT HURSZ IR 2 i Jr il e

L5 AEL T Pt 5 2 5 W A R S g 8
W, W P O VR AE T KRS, o T 8 A o
i35 A8 R REA IR A 5 4, AN v i LDL-C K
o i AN FERRIR S A, — e TR L RERT IR
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Study on the mechanism of lignan-1 inducing apoptosis of gastric cancer cells by inhibit-
ing DNA topoisomerase I
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[ABSTRACT] Objective To explore the anti-tumor activity of burdock seed derivative lignan- 1
(Mzs-1) in vitro, and analyze its mechanism of inducing apoptosis of gastric cancer cells to provide clinical
reference. Methods The inhibition of Mzs-1 on the proliferation of human gastric cancer cell line SGC-7901
was determined by CCK-8 method. The 50% concentration of inhibition (IC50) of MZS-1 was calculated, and
the effect of MZS-1 on apoptosis and cell cycle of SGC-7901 cells was observed. The effect of Mzs-1 on DNA
topoisomerase I (Topo 1) activity and Topo I protein expression in SGC-7901 cells was analyzed. Results
MZS-1 can inhibit the proliferation of human gastric cancer cell line SGC-7901 in a time-concentration depen-
dent manner. The IC50 value of MZS-1 against SGC-7901 was 38.56 pg/mL. After treatment with MZS-1 for
48 h, the ratio of apoptotic cells and G2/M phase cells increased with the increase of drug concentration.
MZS-1 inhibits the activity of TOPO I and down-regulates the expression of TOPO I protein in SGC-7901 cells
in a concentration-dependent manner. Conclusion Mzs-1 has the anti-proliferation effect of human gastric
cancer cell line SGC-7901, and induces cell apoptosis by blocking SGC-7901 cell cycle in G2/M phase. The
mechanism of action may be related to Mzs-1’s inhibition of Topo I activity in SGC-7901 cells and down-regu-
lation of Topo I protein expression.
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Figure 1 The inhibitory effect of Mzs-1 on the proliferation

of SGC-7901 cells
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Table 1 The effect of Mzs-1 on the early apoptosis rate of
SGC-7901 cells (x+s)

25 n o ¥ (wgml)  BIPET-R(%)
B ERopiEE 3 0 1.10+0.18
Mzs-1 3 10 2.23+0.08"
20 10.60+0.20°
40 11.90+0.20°
80 18.37+0.57*
HCPT BHPEXTIRZH 3 10 18.19+0.63
F1a 1198.004
P <0.001

525 IR AL L, *P<0.05,
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Figure 2 The effect of Mzs-1 on SGC-7901 cell cycle

changes

2.4  Mzs-1 %f DNA Topol i M [ 5% i

5 Hin A pBR322 DNA Pk #H e, il A Topol
() 1 12 i pBR322 DNA % fi#t i€ 4 #2 it / DNA ;
HCPT PHAEXT HEZHLFE MR FE R 10 pug/mL B 58 2= 4 il

F2 Mzs-13F SGC-7901G/M ER 4R A L BB R0 (x =)
Table 2 The effect of mzs-1 on the proportion of SGC-7901
cells in Go/M phase (x+s)

2454 n PHIE (ugmL)  G2M (%)
25 A R4 3 0 8.30+2.19
Mzs-1 3 10 11.58+0.93"
20 13.67+1.07°
40 15.56+0.83"
80 46.740.40°
HCPT [HPEXT IR 3 10 46.60+0.65
F1a 1508.620
P{H <0.001
X BB AL R, P<0.05,

Topol X} pBR322 DNA ¥ f# e VE A ; A Mzs-1 1
VK Bt % 25 1R FE 1A T, HE IR 5E DNA(SC)# £ |
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pBR322 DNA+10,20,40,80 wg/mL Mzs-1,
3 Mzs-1 3 DNA Topol i& % B 2 i
Figure 3 The effect of Mzs-1 on DNA Topol activity
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Table 3 The effect of Mzs-1 on the relative expression of

Topol protein in SGC-7901 cells (x +s,n=3)

251 iU FE (we/mL) R FE(E E (Topol/B-actin)

25 ) IR 4 0 1.10+0.07

Mzs-1 10 0.88+0.12

20 0.71%0.10°

40 0.48+0.04°

80 0.37+0.05°

HCPT FHEXT 2 10 0..24+0.06
F1& 51.762
Py <0.001

X RAIA H,*P<0.05,
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Expression and clinical significance of Cyclin D1, PSTAT3 and OPN protein in pancreatic
ductal adenocarcinoma

LIU Yan*, ZHANG Man, LI Chenglong

[ The Affiliated Hospital of Sichuan Nursing Vocational College (The Third People’s Hospital of Sichuan
Province ), Chengdu, Sichuan, China, 610000 ]

[ABSTRACT] Objective To analyze the clinical significance of Cyclin D1, PSTAT3 and OPN
protein in patients with pancreatic ductal adenocarcinoma. Methods 76 patients with pancreatic ductal
adenocarcinoma admitted to this hospital from March 2015 to March 2017 were selected as the PDAC group. In
addition, 30 incidental normal pancreatic tissues taken from the liver were taken as the control group. The
expressions of Cyclin D1, PSTAT3 and OPN protein in different tissues were compared. The relationships
between its expressions, the pathological parameters of PDAC and prognosis were analyzed. Results The
positive rates of Cyclin D1, PSTAT3 and OPN protein in the PDAC group were higher than those in the control
group, and the differences were statistically significant (P<0.05). The positive rates of Cyclin D1, PSTAT3
and OPN protein in patients with clinical stage Il + IV , lymphatic metastasis and nerve infiltration were
significantly higher than those in patients with clinical stage I +II (P<0.05). Nerve infiltration, lymphatic
metastasis, Cyclin D1, positive PSTAT3 and OPN protein are independent risk factors that affect the prognostic
survival of PDAC patients (P<0.05). The average survival time of Cyclin D1 negative, PSTAT3 negative and
OPN protein negative group was longer than that of each protein positive group, and the difference was

statistically significant (P<0.05). Conclusion The high expression of Cyclin D1, PSTAT3 and OPN protein is
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closely related to the progression and prognosis of PDAC, and can be used as molecular markers for predicting

patient survival and potential targets for tumor therapy.

[KEY WORDS] Immunohistochemistry ; Cyclin D1; PSTAT3; OPN protein; Pancreatic cancer

Ji B 5 4 IR 9% (pancreatic ductal adenocacino-
ma, PDAC ) & —Ff = SR U T JB I 48 1 H2 1%
PEME BN . R T 5 A SO
F 3 (signal transducer and activator of transcrip-
tion 3, STAT3 ) J& 15 5 7% ¢ Rl %% S T A+ (sig-
nal transducer and activator of transcription, STAT )
FE Y H B R 5L, HAE Tyr705 57 85 85 38005 5 Al
JE i PSTATS3 (phosphorylated STAT3) '*', #ff 5%
R, AL Y STAT3 REAR {1 41 Jif & A W e ek,
TERR B AR B, DRI STATS3 B0 N J2& — P
FE T, 4 i JE 3 2 D1 (CyclinD1) J& STAT3
FoH PR TN — RN, 7w R
AL GT 240 A SR S91 00 A 7 AR RE e . B W 3R T (osteo-
pontin , OPN ) YE 2y — 6 B A1 OC & (A, 78 i 8
KA KR o R R E AR . A SR AR
Cyclin D1, PSTAT3 #l1 OPN % [ 7E PDAC f #
A R AAE B, $RT AR PDAC T Y I IR 3 S,
BARE T .

1 BREFE

1.1 —Bgek

PEHL 2015 4F 3 F 2 2017 4F 3 A AR BRI 75
%] PDAC & H AR N FERT 5 (PDAC ) . Hh 5
4541, 2 30 19, V- AEI% (49.19+2.14) % | 1l K43
W 1 323 41, 103 20 7], IHA 19 451, IV 3 13 il
AU 2= 90 AR (GL9) 23 41, h 4k
Wges (G2 94) 30 B ARSI (G3 g 22 4], ZhA
bt : QT A A WG % B2 Wik 3 |,
124 PDAC™ s @ AL HiT A2 50T B ARST s SR
HAR<S em; @I IR 58k} 78 38 T ik 2% 5 HEBR bR ifE
OB I MBI 5 Q)™ FORG Fi 9 B Bl R 5 0
BCA AT s OFFLERRHRAR I LM HAth i A 1 %
PEMIRE s DG IF WL S sie R A5 4 H8VR " . 5
HNEL 30 54 [ LT EOE IR R ) T JH AR 2 4
AR I R R R %o BR AL, 53 19 1], 42 11 1] 5 K34
A (48.26+2.01) %7 s L PR AT I8 25— JRO0E R EE
BRI L (P>0.05), AW 4 ERE
SEARHRZE D ot T, 2 s R 2 B N
Eh=S v

1.2 Wk

W S BT A BRI R BB, LKA Cyclin D1,
PSTAT3 Fll OPN ZE [1 7£ PDAC 2H 40} 1F & fif B 41
AR 23K ; 43T Cyclin D1, PSTATS3 F1 OPN # [
TE PDAC i 35 25 B S B AR G e s T iR
HAEBE T B Y AE R BB T 0L
1.3 Ky ik
1.3.1  EZH

B bt N £ 7 P& phospho-STAT3 (Tyr705)
3 [ Upstate 24 7 7= i, BT A #47C Cyclin D1
(DCS-6) 4 F 7+ 2 ) DAKO 2 &), Byt A B4
OPN “}y 5 [ Santa Cruz 2> 7 7= fh o BRAE ™ K5 42 1R
AU BT .
1.3.2 ZiRHE

I W Cyclin D1 . PSTAT3 F1 OPN Z& [ BH ¥
R B o < Bk U0 R AR B8 20 30l AR A B8 2 i A%
Rt AT ER Xk U R P S A O AN
%%, M3 HlE Wachters 45 19 b E 73 BT 50 9% 4 4L .
PSTAT3 FH 4 4% 4 % v T 41 Me #% I, Cyclin D1,
OPN FH P %% 2 L T M A e | o >R Volm
XUPF o335 AT R FE G B34 51 I g IX, BB 5
ARG B LT (x400) - $2 P40 M A 70 % (A {E)
PEAY : <25% M 1 43, 25%~50% H 2 43, >50% H 3
oy YR B (BAE ) P4« AN 00 0 4 TR FR
B o BRE A 257 AR E R 3 5. LAY
0 BH PR 40 250 e 605 B A B 4 2R B ME (—) -
045, 59 FHME (+) : 1~2 53, HEEBHM: (++) : 3~4. 41,
588 BH P (+4++) : 5~6 43 5 BIFP T 43 10 3fe B2 43 461 1)
TAUAR 55, AU 55RO S8 B3, LA 34 B
1.4 FEUITTE:

RN e NS A I R el o A N
I BE T 45 5, S B 3 47, Ak F 2020 4F 3 J 31
H. B BEDI I [ 5346 78 10 2 36 > H 7 ¥kl
Vil B 8 (29.67£3.11) 4 H o X £ & bl 17 1) )7 28
FECRHBE KB E A . BAELERE (Over-
all Survival,0S ) F/R B H N FARZIET- AT K .
1.5 Giitseorik

K 11 SPSS 18.0 A #EA TS 114017 , THEHERE
Phn(%) 3R, R @ K THETERER ] (R £5) %



NTEWi SR T 2021458 A ¥5134% 4581 T Mol Diagn Ther, August 2021, Vol. 13 No. 8 - 1257 -
7R 3 R £ JG Logistic [F15 4387 52 i PDAC £ 35 il PDAC 4 Cyclin D1,PSTAT3 F1 OPN %5 4 FH

JEAEAFR SR N R, 231 Kaplan-Meier AEfF MM PR & TX A, 2 R0 5% 8 X (P<
%% Cyclin D1 ,PSTAT3 #l OPN & (X /B # i /54= 0.05), WEk1.[& 10

TEIREI 5 L)L P<0.05 M 22 534 Gi it 2475 2.2 N[a I A% LR AE £2 % Cyclin D1, PSTAT3
> mm 0 OPN 28 1 43k AR
=A

e R 2340 I+ IV A7 94 L e o 2232 1 ) A
2.1 Cyclin D1 .PSTAT3 fl OPN ZE 1 7E PDAC 40 # Cyclin D1 ,PSTAT3 Fl OPN %5 [ [HPE R ik
L ROE R R A L iy Rk FHE(P<0.05), W2,
%1 Cyclin D1.PSTAT3 1 OPN E B 7 PDAC BA R EEBEEAAHHRIELE (n(%)]
Table 1 Expression comparison of cyclin D1, PSTAT3 and OPN proteins in PDAC tissues and normal pancreatic tissues [1(%) |
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Figure 1 Immunohistochemical staining of Cyclin D1, PSTAT3 and OPN protein (SP, % 500)
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Table 3 Univariate and multivariate analysis of prognostic factors in patients with PDA
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The value of CRP/Lac, 3-HBA and AMS in diagnosis and evaluation of diabetic ketoacidosis
PAN Yanli, WANG Sihu*, HUANG Daxiang

(Department of Endocrinology, Anqing Hospital Affiliated to Anhui Medical University, Anging, Anhui,
China, 246003)

[ABSTRACT] Objective To investigate the value of C-reactive protein (CRP )/lactic acid (Lac), B-
hydroxybutyric acid (-HBA) and amylase (AMS) in the diagnosis and condition assessment of diabetic keto-
acidosis (DKA). Methods 260 diabetic patients without DKA (non-DKA group) and 100 patients with
DKA (DKA group) who were admitted to our hospital from January 2018 to December 2020 were selected,
and 40 healthy physical examination subjects during the same period were selected as the control group. The
levels of CRP, Lac, CRP/Lac, B-HBA, and AMS in 3 groups and patients with different degrees of DKA
were compared. Spearman, multivariate logistic regression equation, receiver operating characteristic curve
(ROC) and area under ROC (AUC) were used to process and analyze the data. Results FPG, HbAlc,
CRP, CRP/Lac, B-HBA, AMS in the DKA group were higher than those in non-DKA and the control group
(P<0.05). FPG, HbAlc, CRP, Lac, CRP/Lac, B-HBA in the non-DKA group were higher than those in the
control group (P<0.05). CRP, CRP/Lac, B-HBA, AMS: severe > moderate > mild (P<0.05). There was no
statistically significant difference in Lac between patients with different disease levels (P>0.05), CRP, CRP/
Lac, B-HBA, AMS were positively correlated with the severity of the disease (P<0.05). After controlling
FPG and HbAlc, CRP/Lac, B-HBA and AMS were still related to DKA ( P<0.05). The AUC of CRP/Lac,

AERA ZHAEBHFFRAXAFAILAR (LA )(KI2017A174)
Ve B4 B B A K F W % R BN ik, &, & K 246003
*i@AEAEH 2 W R, E-mail : sihuwang@sina.com



NTEWi SR T 2021458 A ¥5134% 4581 T Mol Diagn Ther, August 2021, Vol. 13 No. 8 - 1261 -

B-HBA, and AMS in the diagnosis of DKA were 0.827, 0.833, 0.737, and the AUC of CRP/Lac+p-HBA+
AMS in the diagnosis of DKA was 0.928. Conclusion CRP/Lac, 3-HBA, and AMS in DKA patients are ele-
vated, which is helpful for the diagnosis of DKA and the evaluation of the severity of the disease.

[KEY WORDS] CRP/Lac; B-HBA; AMS; Diabetic ketoacidosis; Severity of illness

Wi PR %5 B 5E 8 T 7 (Diabetic ketoacidosis,
DKA ) W5 JRIE —Fh S I & AE , FT3 InisizK i 4
S SET AR, PRI R 2 WAL R e
PR EK", BTG R b sk
I pH & | 1l 3% A %05 3% 545 % DKA T2 Wi Fli
T VPART , Al 2t 5 B, PR Ao B fp i ) vk A
B L, C v 4 I (C-reactive protein, CRP) J&
—Fh 2P AR 1, 7E DKA FKOETH e, LR
(Lactic acid, Lac) 1] Jz BEALIATE A DI BE , 5 R AE 45
PR ES 2 5 U (E 7E DKA B R BN T, T e
T RAE S i CRP/Lac 75 DKA 7401, B-#2
TR (B-hydroxybutyric acid, B-HBA ) J& il {4 i% 3=
WY, % DKA I B-HBA A FF o 1L 3E H) il
(Amylase, AMS ) & —FH AL , FTEEGE R 73 P B
A, O AR LR (B2 5 DKA A A
HIAR S AW HR 1T CRP/Lac . B-HBA . AMS 754
PRI ERAE R 3212 W A I EAG Th AN (B, B eI
JRi21H DKA LM S % it s o

1 X&RMAE

1.1 R4

YR 2018 4F 1 H % 2020 4F 12 H A B dib 1Y
260 151 JC DKA 1) 8% IR 9 £ 45 (JC DKA 2H) . 100 4]
DKA £ # (DKA #H) , Jf-3% B [A] 19 40 {5 {gt B 14 A
FAE R XTI . N ABRAE D2 B R R E 12
Wr 22 (rhE 2 BUBE R B TGS B (2013 4F R )™
(QDKA 2 Wi 2% (h B & B &2 W 51697 18
). @A BRELAIENE. HErir e OF
VEA Il IAE s QA EHEE s @O0 F e EA
EH @A FARLE OB R S
1.2 ik
1.2.1 PoRhlksE

WCAR R B AR 1 ) AR O R A e R
NS N SR Ry
1.2.2 KR hRR

X HRZH T A BE it 9 6 T2 i), SR AR AN i
O AL, 17 FH 6 260 1 4R Ak il 2 Ao i 25 I 1l A ( Fasting
Blood Glucose , FBG ) , i FH = SR AH €6 372 0 <

Ak 1ML 21 #5 1 (Glycated Hemoglobin Alc, HbAlc) ,
) & I T b 5T LR AR P BRIy A BR 2 F 5
FAb 2 R 6 % 43 A ik K I CRP K-, 3557 &1 1
T oD PR AL YR B FR S w5 1 H i £ 3 4G
W Lac, 12057 65 08 T b 50 R 782 2 2k A0 A A BR 2
A 5 A PRI AN B-HBA 7KK, 057 & 04 1
U T i R B A= 0 JRE A A BIR 2 ) 5 R P Tl R e 92 W%
BRI AMS 7KF- i) 6 ) T {5 IR AE Pt
HABRAF
1.2.3 DKAJHIEITAE

B . I H¥>13.9 mmol/L, 3 ik Ifil. pH {H 7.25~
7.30, IfiL i HCO3™ 15~18 mmol/L, J& i FH 4 , ifi. B
PHAME: , 38 A 8508 3 Fe T A8, B B T[] BR>10, 4 b
RZSVE B 5 o BE L BE>13.9 mmol/L, 3 ik IfiL pH {E
7.00~<7.25, Ifil. i HCO3™ 10~<15 mmol/L, S fi fH
PR, IR BRIV 128G 2508 0% Fe mT AR, B B 1 [ >
12, G PR A T /W B 5 T < IfLME >13.9 mmol/L,
Bk Il pH {H>7.00, Ifil 7% HCO3 >10 mmol/L , bR il
B, i PR BH A | il 2 A 2802 3% R AT A%, B 2 £ ]
BR>12, A5 MRS AR Bk
1.3 GLileFrik

B K F SPSS 22.0 4bBf 1R Ll (R +5)
FR , Z AR LI LSRR 2 5 25500, R LAt DA
LSD-t & 56, iR H n (%) Fom , H 2 K56, B
H Spearman Z3Hr &5 b8 SIRTE R E LR, RHZ
Kl & Logistic [8] )5 J5 2 43 #r DKA A OG5 A &
K2 TAEFRE 4 (ROC) J2 ROC T I
(AUC) 43 M 45 48 #1122 B DKA #h{H ., LA P<0.05 A
ERHGIFE L,

2 #HR

2.1 BHEELTOR SRR L

[ AF A P ) A BT A R R
W AR SR A TR LR, 25 R ST AR (P>
0.05) ; DKA 21 FBG .HbAlc . CRP.CRP/Lac .B-HBA .
AMS 75 T JC DKA 41 X 41 (P<0.05) , & DKA 41
FBG . HbAlc.CRP, Lac,CRP/Lac.B-HBA /& F X}
MRZH (P<0.05), W1,
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F1 3HEHEZFR BERILE [(x£5),n(%) ]

Table 1 Comparison of baseline data and indicators of 3 groups [ (x+s),n(%) ]

okt DKA 41(n=100) JG DKA 41 (n=260) X A4 (n=40) t/F/ (i P
(L) 57.16+10.33 54.82+11.08 55.89+12.27 1.654 0.193
SR 48/52 136/124 21/19 0.564 0.754
AT £ (kg/m?) 23.46+1.72 23.89+1.90 24.13+1.88 2.617 0.074
gt (4F) 7.89+2.34 7.56+2.20 - 1.252 0.211
lvelild 95(95.00) 255(98.08) 39(97.50) 2.567 0.277
W2 0 s 45(45.00) 132(50.77) 18(45.00) 1.212 0.545
FBG (mmol/L) 19.89+5.22 12.58+3.60° 5.12+0.47% 232516 <0.001
HbAlc(%) 11.26+2.67 8.26+1.54° 5.04+0.41" 185.766 <0.001
GIFER

= g IAE 18(18.00) 41(15.77) - 0.125 0.724
A WS 3(3.00) 9(3.46) - 0.012 0.913
PN 6(6.00) 20(7.69) - 0.108 0.743
&y 19(19.00) 39(15.00) - 0.585 0.445
CRP(mg/L) 18.23+5.11 10.02+3.15" 3.22+1.18" 298.608 <0.001
Lac(mmol/L) 1.32+0.40 1.25+0.39 0.52+0.19° 72.101 <0.001
CRP/Lac 13.81£2.59 8.02+1.40° 6.19+1.24% 458.783 <0.001
B-HBA (mmol/L ) 0.70+0.20 0.36+0.11° 0.18+0.05" 305.294 <0.001
AMS (U/L) 118.48+35.67 75.03+24.28" 70.51%20.33" 098.491 <0.001

=" FROR T IOR 5 DKA 4L L, *P<0.05; 508 DKA 41 b4, "P<0.05,

2.2 R[RRIE R BH AR KO LU

A [7) 95 175 72 F M %% CRP . CRP/Lac . B-HBA .
AMS JKF A RS TR EES TR, 22 R A Si it
0 L(P<0.05) 5 ANA) 5 1% 72 B2 A8 4 Lac HL#L, 22
SR X (P>0.05), W2,

2.3 Kt 5mIERE R

Spearman #5178 , CRP(r=0.833,P<0.001) ,
CRP/Lac (r=0.839, P<0.001) . B - HBA (r=0.661, P<
0.001) .AMS (r=0.628, P<0.001 ) 55 1#5 T i 122 1F AH
K s Lac S tE R EE JOA OGP (r.=0.158, P=0.117)

£2 FRARBERESREZIEFATELE (5

Table 2 Comparison of the levels of various indicators in patients with different disease levels (x+s)

203 n CRP(mg/L) Lac (mmol/L ) CRP/Lac B-HBA (mmol/L) AMS(U/L)
xRy 43 11.64+5.41" 1.35+0.35 9.70+2.16" 0.50+0.15° 96.48+26.59"
g 39 19.18+5.84° 1.38+0.40 13.904.09* 0.79+0.22" 120.04+37.18°
Eifiy 18 31.9146.55 1.48+0.43 21.56+6.82 0.98+0.30 167.66+41.17
FAi 78.551 0.729 53.705 38.752 28.148
FiA <0.001 0.485 <0.001 <0.001 <0.001

T 5 LU, °P<0.05; 5 P BE LB, °P<0.05,

2.4 ZHESW

DL DKA A5 R AR & W E : 0= & A, 1=
&4 ;L CRP.Lac ,CRP/Lac.B-HBA  AMS 1 [K 48
i IR EVE 7432 , DKA 4 FIJC DKA 41 CRP,
Lac.CRP/Lac.3-HBA . AMS #K¥X }y 12.30 mg/L.1.27
mmol/L.9.63.0.45 mmol/L.87.10 U/L, W&{& : 1=K T
YIE, 1=/ T3E; W 2 &K Logistic [711H 75 #2453
Mr, 45 3% Bow , ¥ FBG \HbAlc #51il J5 , CRP/Lac
B-HBA . AMS 135 DKA &K (P<0.05), W3 3.
2.5 #515FRi2H DKA A

R4l 22 H £ Logistic [0119 75 F2 44745 5, BEHL
CRP/Lac .B-HBA . AMS Xf DKA #1727 ; L DKA

# 3 DKA & EZ Logistic BIJAF RS
Table 3 Multi-factor Logistic regression equation analysis
of DKA

HWFE  BE SE{H Wald y OR{L  95%CI Pl
CRP 0.182 0311 0.343  1.200 0.564~2.552  0.614
Lac 0.174 0365 0.228 1.191 0.718~1.974  0.805
CRP/Lac  0.422 0.126 11.193 1.524 1.258~1.847 <0.001
B-HBA 1.218 0.349 12.172 3.379 3.156~3.618 <0.001
AMS 0.646 0.169 14.612 1.908 1.035~3.517 <0.001

2H g BHPEREAS , LATC DKA 2 h B HEREAS |, 25 %%
feRiZ2 W DKA ) ROC £k , 45 5 i/ , CRP/Lac+
B-HBA+AMS i2Hi DKA ) AUC & 0.928(P<0.05) .
M4 K2,
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F4 ROCHMER
Table 4 ROC analysis results

mAr e =
¥8br AUC  95%CI cut-off {4 ﬁ%}‘f;f;x *(f%x P

CRP/Lac 0.827 0.784~0.865 >11.93 61.00 89.23 <0.001
B-HBA 0.833 0.791~0.870 >0.54 mmol/L 72.00 83.08 <0.001
AMS 0.737 0.688~0.781 >102.97 U/L 56.00 83.46 <0.001
B4 0.928 0.896~0.952 80.00 93.85 <0.001

HURE (%)

0 20 40 60 80 100
HFSIE(%)

B2 &i5tRi2HE DKA fM1E
Figure 2 Diagnostic value of DKA by indicators

CRP 7] [z BAILAAR R AE IR, 576 DKA
HHIHL, & DKA 3 CRP K5, &K &
SEGIT IR R R CRP 7K 32 B R FRAR
Lac H U T 2020 -85 LA, 208 B A O 20 A3
FEY, AR BRI A A SUA T, CRP/
Lac 1] 4 1fj S ALK R Hh 32 R8T RO0E RN R 1
AHF5E 27~ , DKA % CRP/Lac & T JG DKA i
# ¥ FBG .HbAlc ¥l J5 , CRP/Lac 1/} 5 DKA &
ARG . — T I DKA B 3 14 R, &
3 T R ALh 258 g K- 0 A U 0 R I R
Al 5] 9 0 R, 5 20 CRP F i H CRP/Lac 5
DKA J5 1% 2 B2 52 IE A5G , BB CRP/Lac i 5 , $27m
FEFE 15 A™ R, I PR b B 5 X CRP/Lac 5
KB E LA R T A B, LI BE T 5519 .

1ML 22 W DKA S % 2 — L Bl IR
22 % FH DR T A AGE I, 5% 505 v RS £ 4 (EL {2 B
PR RS2, v NG SR LB KA
B-HBA J& i {4 (1) 32 22 il 43, SR AR AN it 45 I A A
RIE S , B GURE R e . AP RS
REAEFRIE ' —2, UESE B-HBA A J T DKA B2 Wr
FIVEAL . DKA B, PR VR RS 5 , JE 5 2= AR H]
U955 , AR 17 20023 53 Mk Ay it 5 R D7 PR HE A IR, 7
e 53 ) L 7 AR 4G B-HBA 7E N I Z R
WY, T2 B-HBA T+, 5 R AE AR i iR
B, T DKA I HE R A, A SR VERT,
27 1y FH A58 4 =X it R ASCAS I B -HBA, L 5 3%t
DKA FPHEHS W, 7 0 1 R A 15 & v FH IS, bR i

R R 1 Ay £ ), (LR 742 2 PR B AT BE A7 78 1 1 FH
PERG L, A1

AMS FEAATE T AR Z N, A FARAS T A1
JE A, & S TR AR I AMS MR iR 2
Jit OB HE O af AMS BH S T e R A
38 , AMS THiE ) DKA B, A B e
fi v, 75 BRI TCU WE s s 1 vl BE k38 i, 9
5 B ARG Z AL, R I R A R
AR IN , AMS FHET I e A RAR R . B H K
I R 2895t & 30, FEAEBCK L 5] DKA 35 76 i
9% 24 h N AMS & TIEH(E IR, P22 3~5d. B
B HESE & BE, DKA B3 AMS FHE B4R R
28.5% , JMIESE AMS JHE 7E DKA )iz kA, W]
DX DAE O IR R A R SRR, FE A AMS
T i B AT 20 0 R A5 R M TR R AR ok A 1R
AR, R A iR 2 YT AL 3 EOR BT
J5io [RIBT AMS 5 DKA Ji I F2 B 52 IEAHOC , AN RE
iy DKA 2 Wi K4 , i A BT DKA &S
PTG

zi I ,DKA ¥ CRP/Lac .B-HBA .AMS T},
IS5 5 R A C A R 2 W DKA 140 I
PR, MG R2TE DKA SR IE R E R (5 H

&% 3Lk
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Mi% PCT.al-AT. HMGB1 7K % 38 A JLAN & P il
RSN

Mk AR R

[# Z] BH BTSRRI (PCT) ol -HUHRE FEF (al-AT) | SiEB RS 1 B(HMGB1)7K
SEXEETAE LA IR S TSN . ik BEBUAREE 20194 7 A 2 2020 4 8 A 120 Filsdu M 4 8L
JLEN NSRRI 98 20, KRR I 855 72 A5 B 2 R PRI 45 SR 43 R A R R Il R 4 (n=52 f81)) 5 A Al i A 4 21
(n=68 141]) , AEAMBA 1l 2 2 AL FEIREE PN A 2 (n=29 151]) A1 S JEAA Il R 4H (n=39 1)) , 3 356 L 50 BRSPS
TR (KRB A LV R {d Xt BELH A6 II44 40 I35 PCT ol -AT, HMGB1 7K, R 328 TAEITZ (ROC) 1T
M = IR AR SR S A T A JLAN TR PRI 22 () S IS (. 455 i PCT.al-AT . HMGB1 /K F-:
211 1 i 28 2E > 41 B s 4 2EL >R ot HR A, 22 39 BEi T3 L (P<0.05) . PCT.al-AT, HMGB1 A2 W40 i
PRl 5 ROC fhZE T AR 0.945, 5 T 52 M E (P<0.05) . PCT.al-AT. HMGB 1 B4 K I 4 51 20 14
L AR Ml 2 ROC MIZE T AL 0.908, @ T A2 WHE (P<0.05) . Z5i8 LR 58 A= LIl 75
PCT.al-AT. HMGB1 /KF-Ft i , EARF T AR ARG MER R | A0 B IR il 48 Tk 3ot o bl 3, =46
I PR T £ P R P = A R 9 S8 LA A s PP A A [

[EEER] Bl A% ; RS EE; al-BURE AE; SEBRKENB

Value of serum PCT, «1-AT and HMGBI levels in the differential diagnosis of neonatal
bacterial pneumonia

ZHU Tihong, ZHAO Yong, XU Yufeng*

(Department of Pediatrics, Huaibei People’s Hospital, Huaibei, Anhui, China, 235000)

[ABSTRACT] Objective To explore the value of serum procalcitonin (PCT), al-antitrypsin (al-
AT) and high mobility group box protein (HMGBI1) levels in the differential diagnosis of neonatal bacterial
pneumonia. Methods A total of 120 neonates with infectious pneumonia in the hospital were included in the
infectious pneumonia group between July 2019 and August 2020. According to detection results of blood cul-
ture, sputum culture and virological indicators, they were divided into the bacterial pneumonia group (n=52)
and the non-bacterial pneumonia group (n=68). The patients in the non-bacterial pneumonia group were divid-
ed into the viral pneumonia group (n=29) and the Mycoplasma pneumonia group (1n=39). Another 50 healthy
neonates undergoing congenital disease screening were enrolled as the healthy control group. The levels of se-
rum PCT, al-AT and HMGBI in each group were detected. The value of the three indicators alone or combi-
nation in the differential diagnosis of neonatal bacterial pneumonia was evaluated by the receiver operator char-
acteristic (ROC) curves. Results Serum PCT, a1-AT, HMGBI levels: the bacterial pneumonia group > the
non-bacterial pneumonia group > the healthy control group, the differences were statistically significant (P<
0.05).The area under the ROC curve for the combined diagnosis of bacterial pneumonia by PCT, al-AT, and
HMGBI was 0.945, which was higher than the diagnostic value of single detection (P<0.05). The area under
the ROC curve of PCT, al-AT, and HMGBI combined detection to distinguish bacterial and non-bacterial
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Ve 4 e b TARE R UFR, S, i 9k 235000
*AASAEHE I 2% E-mail 626424123@qq.com



NTEWi SR T 2021458 A ¥5134% 4581 T Mol Diagn Ther, August 2021, Vol. 13 No. 8

+ 1265 -

pneumonia was 0.908, which was higher than the diagnostic value of single detection (P<0.05). Conclusion
Serum PCT, al-AT, and HMGBI levels of newborns with infectious pneumonia are elevated, and compared
with non-bacterial infectious pneumonia, bacterial infectious pneumonia has a more significant increase trend.

The combined application of the three has a high evaluation value for the identification of bacterial infectivity

and non-bacterial infectivity.

[KEY WORDS] Neonate; Bacterial pneumonia; Procalcitonin; al-antitrypsin; High mobility group

box protein

M e I AR AN () S 2B LG 48 AT 43 R 4 TR
PR 58 g B P M A8 LA B S T A il 48 5, A [) Jeke e
KNG IT Tk RO RSB R KR ES, HI
T R A A W 0 K IR T 25 W A Bk B AL
AEESEZME" . WETEI R AR ST R
B J T8 Az LIRS M s 1 r, AR i 48 it A0 5
A3 B4 B SORE N ZR A AE I E LT . 4
AP il 98 16 DR 2R BAS S A8 | PR Jh R I DR 8 2 51
WA R, PR 4 B P A v R
Yo R GRS A AR SEIE AL I B R
% JF (Procalcitonin, PCT) ¢ J& A H ¥ &0 Th & 2
al-Hi B 1 (o l-antitrypsin, a1-AT) & 1.3¢ H %
G e o (15 B IS 7 - A o D e 7
DL R A g e R . MR R
1 B (High Mobility Group Box protein, HMGB1) %
52 B R, AT A AR SR AE )N AR
SRS L3 20 T M i 8 5 1 40 B i 48 B A Lt
I PCT .al-AT . HMGB1 /K-, 73BT = 48 b 7E B
A LB PR I A 0 S SN E , B 7 e 012
Wittt ST,

1 BREFE

1.1 —RBeR

PEHUA B 2019 4F 7 H 2 2020 4F 8 A 120 141 J&%
PePEl 288 AR L, AR B I 68 15 35 U 75 2 F8 bk
S5 5L, 79 40 DA Pl % 4 (n=52 ) 5 = 20 TR 14
Jiti 58 28 (n=68 171 ) , I 4H &1 14 il 4 20 S 43 Ay o 2
Jifi #& 21 (n=29 5] ) F1 3 s A4 fii 58 2H (n=39 f41] ) . 2]

ANRHE - OFF A AR 558 LBRE 22 ) SR 4 il %%
Wb HE s QN FASIIIESE ; @ H #<28 d. HER
Pt : O A T2 W P AE R AR QG A I
PR GL PR RS , ANV RS HAL RS WK RS
JEYL s B I 7™ HE A BE I T m0 il LA B s DA
It AL AR B | e KAEWHE | e KAk e s
5 OB T HABIE IR , Qnfiti 45 4% SR i
S5 5 © T 19 {6l FH O 22 0 ) 390 e R 24 s R SRR
IT o 53 BEHL 50 AR S KA 0 25 1) e i 2 L
NGRS IR, A4 — R A 22 RS2
X (P>0.05), WK1, AR EREFCHZ 5
S, I H W A B R
1.2 Hik

i1 HURT A BF 98X 42 4 mL Ah R #E Kl , 3 000
rpm 5.0 10 min, 43 &5 ML, TARE T RAF. M5
PCT £ SR FH Ho 98 26 S 2 13, 3 3k v [ 2F W Ay
HLIR /N F] Minividas 4> H 8l 228 98 64 AT UK
ol -AT & f K SR F e e 7 180, R0 i 1l AR
Yyl S F ST PRt . HMGBI & 1 46 I 5% FH it 6
B 58 W B2 | 38 5 75 [ eppendorf 2 ) il A U H:
[ESSEwilk=x Sl
1.3 Geit#rik

K H SPSS 22.0 #AF AT ST 50 B, HECS R
Hn(%)Fm 47 2 K5, TF PR R (x2s) 8
N A IE) HE AR o R 56, Z2 4 [R) F R F R
22 TAERHIE #h 4k (ROC #h %) HEAT12 W7 56
SIPEAL RCBE AT BT, L P<0.05 R 2% 5 BB Gt 2

Tl —BEBIE (n(%), (x+s)]
Table 1 General data [n(%), (x+s) ]

15 . - ) . Wkl () A R ) H B (d)
2 P 1 i 98 4L 52 30(57.69) 22(42.31) 37.41+1.23 3214.99+410.15 15.75+2.97
I B i 4 24 29 18(62.07) 11(37.93) 37.34+1.17 3309.75+387.45 15.81+2.46
AR i 9 2 39 24(61.54) 15(38.46) 37.80+1.19 3198.83+409.81 15.49+2.18
i 3 ol HE 2 50 29(58.00) 21(42.00) 37.92+1.29 3277.59+310.95 15.80%2.99
1 /F1E 0.263 0.108 0.314 0.177
P1H 0.967 0.914 0.754 0.838




- 1266 - NTEWiER T 2021458 4 5134 4581 T Mol Diagn Ther, August 2021, Vol. 13 No. 8

2 HR

2.1 AFZHMEILPCT .al-AT, HMGB1 /K Ho Ak
I3 PCT . a1-AT . HMGB1 7K : 4 B fiti 48 26
> 2 TR Il A8 4 > g R X R4, 22 R A it i X
(P<0.05), W#%2,
x2 AEEFEILPCT. .al-AT.HMGB1 7KFELLES (x+s)
Table 2 Comparison of PCT, a1-AT and HMGBI levels

among different groups (x =s)

3 PCT al-AT HMGB1
- (ng/mL) (g/L) (ng/mL)
TR P il 9% 41 52  9.81x1.68° 4.52+0.43% 18.59+1.83*
Al 20 TR 1 il 46 21

SRTEPEMIZZH 20 1.1520.11°  3.54+0.34"  15.03+1.94"
LIRS 390 1.09+0.13°  3.37+0.38"  14.29+1.22"

R X IR 20 50  0.22+0.02  1.95x0.17  10.36+1.07
FiH 989.514 613.881 294.803
P1E <0.001 <0.001 <0.001

T SRR B LA, P<0.05 s S AR AR B PR 28 41 LA, "P<0.05
2.2 [fil% PCT.al-AT. HMGBI 12 W 40 1 4 iifi ¢
MRESH BT

PCT.al-AT. HMGBI1 B4 12 W 41 5 2 fili %
ROC 1 2k 7 T 2y 0.945, 5 T 5ok 46 0 32 W 1
(P<0.05), WLFE3 K1,

£3 ROC HZiSHT
Table 3 ROC curve
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Changes of PDW, BNP and LDH in patients with COPD combined with PH and their
clinical significance

HAN Jing*, LIU Xiaoyu, WENG Jun, LIU Yungiu

(Department of Respiratory Medicine , Kailuan General Hospital, Tangshan, Hebei, China, 063000)

[ABSTRACT] Objective To analyze the change in platelet distribution width (PDW ), B-type brain
natriuretic peptide (BNP) and lactate dehydrogenase (LDH) in patients with chronic obstructive pulmonary
disease (COPD) combined with pulmonary hypertension (PH) and its clinical significance. Methods The 79
patients with COPD treated in this hospital from January 2019 to December 2020 were selected as the observa-
tion group [41 COPD cases with PH (group A ), 38 cases with simple COPD (group B) ]. In addition, 79 cas-
es who had healthy physical examination during the same period were selected as the control group. The levels
of PDW, BNP and LDH in different groups were compared. Pearson was used to analyze the correlation be-
tween the levels of PDW, BNP and LDH and pulmonary artery pressure. The ROC curve was drawn to study
the diagnostic value of PDW, BNP and LDH for COPD patients with PH. Results PDW, BNP, and LDH in
the observation group were significantly higher than those in the control group (P<0.05). The levels of PDW,
BNP and LDH in the COPD combined with PH group were significantly higher than those in the COPD group
alone (P<0.05). According to echocardiography, among 41 COPD patients with PH, 18 had mild pulmonary
hypertension, 14 had moderate pulmonary hypertension, and 9 had severe pulmonary hypertension. With the

aggravation of pulmonary hypertension, the levels of PDW, BNP, and LDH showed a significant upward
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trend (P<0.05). Pearson analysis showed that PDW, BNP, and LDH were positively correlated with pulmo-
nary artery pressure (P<0.05). The ROC results showed that the AUCs of PDW, BNP and LDH alone were
0.801, 0.772, 0.766, respectively, and the AUC of combined diagnosis was 0.823. The combined diagnosis
was significantly higher than the single diagnosis (P<0.05). Conclusion The levels of PDW, BNP, and

LDH are significantly increased in COPD patients with PH, and their level changes are closely related to the

disease severity and prognosis of the patients.

[KEY WORDS] PDW; BNP; LDH; Chronic obstructive pulmonary disease with pulmonary hyperten-

sion
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Prediction of detection of mir-34, VEGF -C and sIL-2R in lymph node metastasis of
breast cancer

HE Shanshan*, LUO Jianmei, LIU Xian, SONG Xutong

(Department of General Surgery, Qionglai Medical Center Hospital, Chengdu, Sichuan, China, 611530)

[ABSTRACT] Objective To explore the relationship between the levels of serum microRNA (mi-
croRNA, miR34), vascular endothelial growth factor C (VEGF-C) and soluble interleukin-2 receptor (sIL-
2R) and lymph node metastasis of breast cancer. Methods The 97 patients with breast cancer who were treat-
ed in this hospital from March 2015 to March 2019 were selected. According to the presence or absence of
lymph node metastasis, they were divided into 40 cases in the lymph node metastasis group and 57 cases in
the non-lymph node metastasis group. 97 healthy patients who underwent physical examination in this hospital
during the same period were selected as the control group. The levels of miR-34, VEGF-C, and sIL-2R in dif-
ferent groups were compared, the ROC curves were drawn, and the AUC, sensitivity, and specificity of the
three single detection and combined detection in predicting lymph node metastasis of breast cancer were ana-
lyzed. Results The levels of miR-34 among the three groups were as follows: the control group > the non-
lymphatic metastasis group > the lymph node metastasis group, the difference was statistically significant (P<

0.05). The levels of VEGF-C and sIL-2R among the three groups were as follows: the lymph node metastasis

AR W)l E AR AT RTS8 AR B (16F)4715)
Ve B4 SRk T B ST P8 B IR S — % R (AFAZ SLAZSMAE) , w )il Ak 611530
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group > the non-lymph node metastasis group > the control group, the difference was statistically significant
(P<0.05). The pathological grade of patients with low and moderately differentiated miR-34 was lower than
that of well-differentiated patients, and VEGF-C and sIL-2R were higher than those of well-differentiated pa-
tients. The differences were statistically significant (P<0.05). The miR-34 of patients at stage I ~ Il in TNM
stage was higher than that at stage Ill~VI, and the VEGF-C and sIL-2R were lower than those of stage Il ~ VI.
The differences were statistically significant (P<0.05). The miR-34 of patients with lymphatic vascular space
infiltration was lower than that of patients without lymphatic vascular space infiltration, and VEGF-C and sIL-2R
were higher than those without lymphatic vascular space infiltration. The differences were statistically signifi-
cant (P<0.05). The sensitivity and specificity of the combined detection of miR-34, VEGF-C, and sIL-2R
were 93.65% and 94.23% , respectively, which were significantly higher than those of the single miR-34,
VEGF-C, and sIL-2R detection. Conclusion miR-34, VEGF-C, and sIL-2R are related to the lymph node

metastasis of breast cancer, and the combined detection of the three has a significant effect on the assessment

of breast cancer and the prediction of lymph node metastasis.

[KEY WORDS] miR-34; VEGF-C; sIL-2R; Breast cancer; Lymph node metastasis
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Table 1 Comparison of general data of 2 groups (x +s)

4151 n () *f{‘fi @% R
J (H/75)

WA R4H 40 53.37+4.35 54.30+3.89 4.43+0.55 5/35
TGRS A 57 53.45+4.39 54.39+3.92 4.32+0.50  7/50

Xt HE A 97 53.22+4.11 53.12+3.75 8/89

Fly & 0.060 1.440 1.810  0.893

P 0.946 0.240 0.168  0.640
1.2 F¥k

1.2.1  miR-34 ¥ J5 1%

K FH 52 292 5% 5 i PCR K61 4% 40 miR-34
AXF ik i . RNA $2EURA ] Trizol W A £ 49 T
B OKRE) BT ., RT-PCR B ¥ )EH I F .
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ACC TTA ACG CGT TAA TG3' ., PCR Jz i & %
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E 5 A 519145 1 wl, 50XROX 44k 11 0.5
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95 2 min;95C 15 5,60 15 s, 72C 15 s, 3 40 4~
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Table 2 Comparison of miR-34, VEGF-C and sIL-2R

levels among groups (x+s)
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Table 4 predictive value of combined detection of miR-34,

VEGF-C and sIL-2R in lymph node metastasis of breast cancer
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=HA
iRl
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Table 3 Comparison of miR-34, VEGF-C and sIL-2R levels in different pathological characteristics groups (x+s)
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Relationship between the expression of LAPTM4B and its invasion, metastasis and prog-
nosis in patients with pancreatic cancer

ZHANG Chunfeng', WU Yungaowa®, ZHAO Lijuan', ZHANG Hui'*

(1. Department of Gestroenterology , Inner Mongolia People * s Hospital, Hohhot , Inner Mongolia, China,
010017; 2. Department of Medical Oncology, Inner Mongolia People’s Hospital, Hohhot, Inner Mongolia,
China, 010017)

[ABSTRACT] Objective To explore the expression of lysosome-associated transmembrane protein
4B (LAPTM4B) in pancreatic cancer tissues, and analyze the effect of LAPTM4B expression on the invasion
and metastasis of cancer cells. Methods The 96 patients with pancreatic cancer admitted to this hospital from
January 2015 to January 2019 were selected. Immunohistochemical staining was used to detect the expression
of LAPTM4B in pancreatic cancer tissues and adjacent normal tissues and to detect the relationship between
staging and pathological features. Kaplan-Meier survival curve was used to analyze the effect of LAPTM4B ex-
pression on the prognosis survival of patients with pancreatic cancer. The tarone method was used for testing,
and the logistic regression analysis was used to analyze the relevant factors affecting the prognosis of patients.
Results The positive expression rate of LAPTM4B in the observation group was 76.04% , which was signifi-
cantly higher than 54.17% in the control group. The difference was statistically significant (P<0.05). The ex-
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pression of LAPTM4B was related to TNM staging, lymph node metastasis, and degree of differentiation. The
positive expression rate of LAPTM4B in pancreatic cancer patients with TNM stages Ill-VI, lymph node metas-
tasis, and moderate-to-low differentiation was higher (P<0.05). The 1-year survival rate of 96 patients with
pancreatic cancer was 20.83% (47/96) , and the mortality of pancreatic cancer patients with positive expression
of LAPTM4B was higher (P<0.05). The half survival time of LAPTMA4B negative and positive expression was
(8.30+0.73) months and (6.82+0.51) months, respectively. Survival analysis showed that the survival time of
patients with positive LAPTM4B expression was significantly shorter than that of patients with negative
LAPTM4B expression, and the difference in Keplan-meier survival curve was statistically significant (P<
0.05). TNM staging of Il to VI, lymph node metastasis, moderate to low differentiation, and positive
LAPTM4B expression were independent risk factors affecting the prognosis survival of patients with pancreatic
cancer (P<0.05). Conclusion LAPTM4B plays an important role in the invasion and metastasis of pancreatic

cancer, is closely related to the prognosis of pancreatic cancer patients, and can be used as an important detec-

tion marker for evaluating the prognosis of pancreatic cancer patients.

[KEY WORDS] LAPTM4B; Pancreatic cancer; Cell invasion; Cell metastasis
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Table 4 univariate and multivariate analysis of prognostic factors in patients with pancreatic cancer
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OR Y 95%CI Py ORH 95%CI P
A% (=65 % vs < 65) 1.256 0.365~1.342 0.458
PRI vs 22) 1.335 0.314~1.336 0.487
TNM(M~VI3H vs T ~T31) 1.369 1.112~1.658 0.023 1.425 1.187~1.669 0.030
W ELEE R (2 vs 15) 1.452 1.264~1.889 0.011 1.325 1.127~1.754 0.015
AR RE (R IR0 vs R 23 fk) 1.365 1.125~1.724 0.017 1.425 1.251~1.785 0.022
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AL (A vs TT) 1.452 1.251~1.665 0.754 1.333 0.254~1.458 0.435
LAPTM4B (FHM:FR A vs BIMERE) 1.589 1.354~1.885 0.014 1.348 1.147~1.781 0.027
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Relationship between serum Lp-PLA2 and LDL-C/HDL-C ratio and stability of carotid
atherosclerotic plaque in ACI patients

JIN Jiwei*, GE Binglei, YANG Feng, CHEN Yonghong

(Department of Laboratory Medicine, The People’s Hospital of Xuancheng, Xuancheng, Anhui, China,
242000)

[ABSTRACT] Objective To analyze the relationship between serum lipoprotein-related phospholi-
pase A2 (Lp-PLA2) and low -density lipoprotein cholesterol (LDL-C )/high-density lipoprotein cholesterol
(HDL-C) ratio and the stability of carotid atherosclerotic plaques in patients with acute cerebral infarction
(ACI). Methods The clinical data of 124 patients with ACI in the hospital from March 2018 to January 2020
were collected. According to the ultrasound examination, the patients were divided into the non-plaque group,
the stable plaque group and the unstable plaque group. The differences in baseline data and serum Lp-PLA2
and LDL-C/HDL-C ratio after admission were compared among the three groups. The relationship between se-
rum Lp-PLA2 and LDL-C/HDL-C ratio after admission and plaque stability of patients with ACI was evaluat-
ed. Results There were no statistically significant differences among the three groups in terms of gender,
age, past history, creatinine and other biochemical indicators (P>0.05). The infarct volume, IMT, serum Lp-
PLA2 and LDL-C/HDL-C ratio in the three groups were shown as: the unstable plaque group >the stable
plaque group >the non-plaque group (P<0.05). Pearson correlation analysis showed that serum Lp-PLA2 and

LDL-C/HDL-C ratio of patients with ACI were significantly positively correlated with infarct volume and IMT
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(P<0.05). ROC curve analysis showed that the serum Lp-PLA2 and LDL-C/HDL-C ratio had high diagnostic
value for carotid artery unstable plaques in ACI (P<0.05) , and their cut-off values were 116.48 ng/mL and

3.67 respectively, and the diagnostic value of the two combined detection was higher than that of single detec-
tion, and the AUC value was up to 0.931. Conclusion Serum Lp-PLA2 and LDL-C/HDL-C ratio are related

to the formation and stability of carotid atherosclerotic plaques in patients with ACI, and they play a positive

role in guiding clinical diagnosis and treatment.

[KEY WORDS] Acute cerebral infarction; Carotid atherosclerotic plaques; Stability; Lp-PLA2; LDL-

C/HDL-C
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I']-F, ACUSON Juniper) , £ 3k 41 %% 4~12 MHz, £
WP MO, it Sk 2% 585 20038 , 8 S b Z00RR 5 1) Sk )
ol FHE SR B bk | o SRR S 85N B ik L Ak B
ik, W 3 W, BOCHP- 24046 Sk 351 8 fok v SR B (inti-
ma-media thickness, IMT) , IMT=1.2 mm B RTE
B WRERBEHIE A | ] R AT A5 RE O PR 1
JE N B BE B] 7 A4 5)  J F BE e B R AT
AEACEAEGAL BBy [ 3 R S 7 [l AR R e
52 1 B BE ] T Ry R e BRI s FE IR A L L7 | P
T 34 252 Y Vi T 248 W Tl 7 ) 2k B S BRE R P I SR
FII 2R AN G B 5% BE TR A B AR
RS M AT TCEE R S BEHURE 4 o Te B A
(n=29) . Fa 5 BEHe 20 (n=42) I A Fa g BE B4 (n=
53) . HE ABLEAT kB CT kx4, LA Pullicino 24
KRR, B AR (em®) =K A2 x i
BExXTHICIZ A2 BETEABER H i R ES
i A1 JE Ik 1M 5 mL, 28 1 500 r/min £5.C> 10 min, B
I ZTE R SR FH AT AR e 0 il 366 092 W o v (k)
i 3¢ [ Biosite Incorporated 2 &) 4= 7= ) K I 1fiL 7
Lp-PLA2 7K R 4 B sl A AL o A A (A i 52
DL & PR IR R A 7 ) K I IH 7 P2 (tottal choles-
terol, TC) . T i =i (triglyceride, TG) .LDL-C,
HDL-C KR %= WU %Ak $5 br , If 115 LDL-C/
HDL-C,
1.3 S®itFFE

IV 4] SPSS 21.0 F AR AT S 12 53 M 5 it E
B (x£5) FoR, ZA MR B ERE T 2000, W
P 3R T LSD-1 K6 55 5 TR BT RH L n (%) 367,
K H 7 K 56 5 AH G R Pearson AH G M43 H7 5 ok
52 10& TAERAE #h 2 ( ROC) AR 2 Wi, T
B R R LL P<0.05 NA G E X,
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0.05) IMT ¥ 5 1 3 EAHSC (r=0.471, P<0.05) .
2 LB -

2.1 3L TTRL

Fo A 3 2l 0 AR S LT C R BE PR L I
JE AR S PRI s % TC TG R 2 LEF K He s
Z R IG B L (P>0.05) . 3 A FELEAF
JIMT L3sE : ANFROE BEH 4] > A8 BEHR 2 > T B
W, ZRWARI2EE X (P<0.05), W3R,

F1 SHEZEAMIER (n(%),(x+s)]

Table 1 Comparison of baseline data among the 3 groups
(n(%), (xxs)]

N SFAGERE AR B gl
AR U B Cna) AP P
B 32/21 25/17 17/12  0.025 0.988
AW () 60.36+£9.48 59.46+9.17 58.44+10.02 0.390 0.678
SR ] 27(50.94) 20(47.62) 13(30.95) 0296 0.863
Wl PRI 16(30.19) 9(21.43) 5(11.90) 1978 0.372
e I 32(60.38) 22(52.38) 12(28.57) 2.736 0.255
R 8 sk 16(30.19) 13(30.95) 11(26.19) 0.564 0.754
R 14(26.42) 9(21.43) 5(11.90) 0.951 0.622
TC(mmol/L) 5.12+1.02 5.0120.95 4.85+0.91 0.726 0.486
TG(mmol/L) 1.78+0.39 1.72+0.33 1.66+0.35 1.066 0.348
JRZ (mmol/L) 5.41+0.96 5.29+0.95 5.15+0.80 0.728 0.485
JLEF (mmol/L) 66.95£12.49 64.22+11.97 65.05+12.07 0.621 0.539
I RSREN AN

(cm®)

IMT(mm)  1.48+0.25 1.36£0.19° 0.91+0.11" 74.891 <0.001

TE - AT BEeAE UL, *P<0.05; 5 R3 e B LU 45, "P<0.05.

10.25+1.95 7.36+1.75" 5.15+1.33" 84.430 <0.001

2.2 34 ABEJT I Lp-PLA2 M LDL-C/HDL-C
FbAH H R

3 4H 1L ¥4 Lp-PLA2 2 LDL-C/HDL-C e {f Lt
B AR BEHR A > R0 E BEH A > TCRE B A, 22 71
Bt L(P<0.05), WLF2,

£2 3HENEFEME Lp-PLA2 % LDL-C/HDL-C tb &
PEEE (x+s)
Table 2 Comparison of serum Lp-PLA2 and LDL-C/

HDL-C ratio among the three groups after admission (x +s)

2 n Lp-PLA2(ng/mL)  LDL-C/HDL-C
AR B2 53 153.02+37.89 4.87+0.93
T B 42 112.79+24.13" 3.65+0.73°
ToBE 20 29 94.49+22.06™ 2.67+0.61°
F18 40.346 47.945
P <0.001 <0.001

T ARG E BEA LA, *P<0.05 ; S5 Ha 8 BEYLA iR, °P<0.05

2.3 ACI 4 Il Lp-PLA2 & LDL-C/HDL-C Lt
{5 S AEAELERFR IMT (A S 20

Pearson AHIH43HT it , ACT R 117 Lp-PLA2
J LDL-C/HDL-C G151 8RR (r=0.458, P<

2.4 i3 Lp-PLA2 .LDL-C/HDL-C {8 M HIge&
R IXT ACT 35 81 ik AN F o BESR 2 W A {8 3 A
ROC [ £ 43 #r . 7~ , IfiL ¥ Lp-PLA2 LDL-C/
HDL-C [ AEF% ACT 3 8 ik AN Fe e BEH LA 5 5
LW E (P<0.05) , HARWT{E 7%} 116.48 ng/mL |
3.67, H 2 WA 4 2 W {E = T B — 0, AUC
HF350.931, WE3 E1,
%3 Imi% Lp-PLA2.LDL-C/HDL-C Lt &K HEX &+
Xt ACT 313N Bk A< $2 7E BEBR 1912 W 118
Table 3 Diagnostic value of serum Lp-PLA2, LDL-C/

HDL-C ratio and their combined detection on carotid artery

unstable plaques in ACI

fity HE U RERE AUC 95%CI
Lp-PLA2 116.48 ng/mL 0.868 0.732 0.854 0.785~0.924
LDL-C/HDL-C 3.67 0.923 0.761 0.904 0.852~0.956
PR A 0.793  0.930 0.931 0.885~0.977
1o e L
T - Lp-PLA2
0.8 i 5 2 =l = LDL-C/HDL-C
I 2 A
w 00 :I‘," — &%
& i
B 04
024
0 lifZ ()j4 li?b (;8 1.0
145 5t
B 1 ROC #iZk

Figure 1 ROC curves
3 it

A FE K B, ASFe g B b 20 A A0 e R A i
o TR e BEH A R TR AL, A E BRI 5 T
TCBEHLAL , B 7R 30 3 ok o3 AF B B O ol 5 A 48 B ™
#i, DB AR e A o, HIRZGS R 5
S bk o8 AR BiE e 71 a7 16 R I gl ot PR B v, B
FEFEVE B ) 47 561, HANR 8 BESR 4L IMT
TR BB 2 T TCBEHL A, B BEER 4 IMT & T
TG BE YL A1, U0 B B He S e o B 25 IMT 34 )R
JUEE

I SCHRAR I , Lp-PLA2 R 5 58 BAKY W 40 i £
Y R AE I, 0 B ik o AR B Ak 3 R O K i
ox-LDL, {ifl Ak B oK 7 T i L A8 P B2 45
Jl L 51 o R BE B 2 AR AT A R R
Lp-PLA2 W] 82 15 351 5y Jik ok A R 1) T 18 % e 284
PR M A S ACTE I R B — B
F o FXNES BT B MW Lp-PLA2 7K F-REfl Bl
Wi ACT £8 25 251 3 ok ol A Rl AL 2 B A 0, ™ B R B
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Kuczia 5" WF5846 i, Lp-PLA2 A /-S4t X 3=
I, AR A TR e s L o 4 J A P, 1 27 AR R e
Ji o A, M B 5 i . AR A5 R UL,
Lp-PLA2 [FHEF AT 85 3504 A BEH i 24 XU T
R I 7 Lp-PLA2 55 % A K 25 s ik ok A B ot
AHEEE Y,

LDL-C A i 1 2y Jok 1 A7 RE IR 1 s 1) P9 3 B 0t
L 3980 I A5 A S P AR Ak SRR T 3K Bk oA A
Ak, HDL-C W2 5 R [E B0 3356 o) 558, K 45T
S RERE L] . LDL-C/HDL-C A /2 A 3
ok ke A Bl AL A R 1 EE B AR AR ST A R AR
LDL-C/HDL-C AR PEAR 251 0 [k s A BEHRIE 1 S
FUEME A EEE L, BTG TR, BEER
ZH UL A R e LR E M Y S 2R & IR A
3 (R BB Bt Sy i 15t , T M A T 52 ACTL, Bl
PR 5 BEREARBE B et , S ACT W & 2E &
L, S5ARSCAE AT . Bk 2 TR BRI A R I X
ACI 8l ik AFa 8 BESCZ Wi (B i s, L ud R
Wi 13 Lp-PLA2 . LDL-C/HDL-C {8 A %
P, T TR0 AR AR

Zi EFTR ,, Lp-PLA2 % LDL-C \HDL-C W] fig 13
Z 5 ACI 5 8 Jik o8 A5 B 10 B B 19 T2 i K il 54 et
T2, B Wi 1fiL 3% Lp-PLA2 &2 LDL-C/HDL-C A
X6 G R ISYT A BURAEH
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ERCC1.PAK. . HDAC1ZEHATENSCLC ISR MImAE S
B E REHR? ENER OBERY™

(# ZE] B® B R irmy) kg 8 28 a4 1(ERCCL) (P21 1 fLi# i (PAK)
Je R 25 O LR 1 (HDACT) 2 AR E /MR Il (NSCLC) JE iRk G IR E L. Ak A
2015 4E 1 H % 2017 4E 6 H TA B 8252 T ARIGI7 I 62 1] NSCLC 535, 85 A v by MR i) 98 2H 21 g ds 41 41
20 WG 52 0E B AL AU R 52 1E 3 41404, K ERCC1 . PAK &% HDAC1 %& IR F2ik K. W T A B 1
Il PRI BRAEAE \ERCC1 \PAK J2 HDAC1 & [ 3R 0L B 05 1 L ilE A i 5 . >R ROC £ 5% ERCC1 .
PAK & HDAC1 # 1%} NSCLC B E TG AEAE 052, 58 414141 ERCC1 .PAK J HDACT & [ FH %
RFGGR R TR IR W AU, 2 78 501247 L (P<0.05) . ERCC1 .PAK } HDACI % H = Rk # Ik
RO SRR B SOk 25 R W Bl e TR R GA T, Z R A 4172 E L (P<0.05) . 62 ] NSCLC %
3AEAAEE N 19.35%(12/62) ,ERCC1 . PAK K HDAC1 H R kI TR m TIRE LT, LRASI¥E XL
(P<0.05) . ERCC1.PAK J¢ HDAC1 # 1 J = FH WA M4 mA 4500 0.786.0.770.,0.748 ,0.973, LA &
Kol % K (P<0.05), #4518 ERCC1.PAK K HDACI 7 F17E NSCLC 4 41 5 S i 2682, IR R T4
AT L W L AR AR AW NSCLC B Bamalt RG0S iPAl B Tls & R it 5%

[X%3A] ERCCI; PAK; HDACI; JE/INHfL it

Expression and clinical significance of ERCC1, PAK and HDACI1 protein in patients with
NSCLC

KONG Yougian', SONG Aiying®, WANG Xiaoyu', TANG Yin**

(1. Heilongjiang University of Chinese Medicine, Harbin, Heilongjiang, China, 150040; 2. Department of
Oncology, The First Affiliated Hospital, Heilongjiang University of Chinese Medicine, Harbin, Heilongji-
ang, China, 150040)

[ABSTRACT] Objective To explore the expression and clinical significance of immunohistochemi-
cal detection of nucleotide excision repair cross - complementation group 1 (ERCCI1) , P21 activated kinase
(PAK) and histone deacetylase 1 (HDAC1) protein in patients with non-small cell lung cancer (NSCLC).
Methods 62 patients with NSCLC who underwent surgical treatment in this hospital from January 2015 to
June 2017 were included. The cancer tissue removed during the operation was used as the cancer tissue group,
and the adjacent normal tissues were used as the adjacent normal tissue group. The expression levels of ER-
CCl, PAK and HDACI protein were detected. The clinicopathological characteristics, ERCC1, PAK and
HDACT protein expression and prognosis of all patients were recorded. The ROC curve was used to study the
effect of ERCC1, PAK and HDACI protein on the prognostic survival of patients with NSCLC. Results The
positive rates of ERCC1, PAK and HDACI protein expression in the cancer tissue group were significantly
higher than those in the adjacent normal tissue group, and the difference was statistically significant (P<0.05).
The clinical stage, degree of tissue differentiation and lymph node metastasis of patients with high expression

of ERCC1, PAK and HDACI protein were significantly higher than those of patients with low expression, and

R AT A . 2 ALY P ESEREAH R R B (ZHY2020-105)
A1 BRIL P EH KRS, BRI, A RIE 150040

2. BRI PEHRFRE S — ERMBA, LRIT, b RE 150040
*iBAEVEHE . JE R, E-mail : heartrate@163.com
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the difference was statistically significant (P<0.05). The 3 - year survival rate of 62 NSCLC patients was
19.35% (12/62) , and those with high expression of ERCC1, PAK and HDACI had higher mortality, and the
difference was statistically significant (P<0.05). The areas under the curves of ERCC1, PAK and HDACI pro-
tein and their combined detection were 0.786, 0.770, 0.748, 0.973, respectively, and the combined detection
was the largest (P<0.05). Conclusion ERCCI1, PAK, and HDACI proteins are abnormally expressed in

NSCLC cancer tissues. Clinicians can monitor these three indicators to judge the disease progression of NSCLC

patients, and provide references for assessing the prognosis and development of patients.
[KEY WORDS] ERCCI1; PAK; HDAC1; Non-small cell lung cancer

AE /N 41 Bfd fifi %% (non - small cell lung cancer,
NSCLC) 4y 38 [ & 9 5 U T 38 i e AR g
R IAERAGER SMBEFAR Ji7 A7 5 B2
F B R B ER o3 Fe 3 2 B ATH A T s e
B, SCR2 W NSCLC 9 i HE g S B R BRI 7
Ji R PR EIZRISIT RO . RYIRIEE AL
X H %M 1 (excision repair cross -complementation
group 1, ERCC 1) % [H 75 Z2 Ff [if 968 4 fifw 1) 52 w5y 3R 38
AR, X iR DNA A9 G B L A 3 24
i K& BH P21 15 AL i (p21-activated kinase , PAK)
S KA R R AEA T AL O
AL 1 ( histone deacetylasel, HDAC1) 1] #1]1 ] i J&3
20 i 3 G, 35 IR A M T A A R R
AW 52 85 23 B 4 B 41 4K K I ERCCL, PAK &
HDAC1 # H YA MG R Lo BURE T .

1 ARSI

1.1 — ekt

PEHUA B 2015 4F 1 H & 2017 4F 6 H WA 62
il NSCLC & o 4B . 96 27 1], Btdes 21 191, B
95 14 41 . 53 36 B, < 26 B, I AE IS (51.31+
6.65)% o ARRE: QA BE 7 A NSCLC #LiE
RIS B s QARG AR 32 3 BhiR Y7 s @B H B %
PRI 5 HEBR AR ME - OB IR VB O EE &8 &
YR ; QA M E ML TEE AT BE A
OMRMIEE R . ARIFIT L BE R 210 B2 0 241t
AL, 2 B A R 15
1.2 FEAR4E K ERCC1.PAK K HDAC1 % 4 %
IRTKF A

WA T U BCR JRE A SV R BV K R o
EH LA (FEE G 5 em) VE I8 57 15 H 41484
¥l ERCC1 . PAK & HDACI % [1'°': SP ¥, 47 il
YIR FRA R 2 pwm, BEEE 60°C, —H 2RIl 129 3
Ko 3WETF/KPEWGUREE Y A, BEfREE 5% vh
W (PBST) ¥k 3 WK o PN IRk ok 40 £k 400 Tl L 0B 591 v

i, ZRPEE 15 min, k. —PT(GPCR124 £ 7
BEHLARYE R 1:100) 0, ZIRWEE 1 h, vk, B
MR EEAR E BT/ B/ 1gG RA YN, 2R E 30
min, % B8 20 R FH @ 2 £k 2% vp K (phosphate buff-
ered saline, PBS) 108 — ¥t ; i n i £ Hi 2 — bt
(eBioscience) & WEF 30 min, 2 LB AT
o, IRANG I Y B BEVEORS WK A IS A
1.3 I PG BRARAE J2 Bifi 5

POp Sl e i | IR B N ey 7 R 2 N R B o
T (ERCC1.PAK K HDACI & [ #3515 i S H:
TG GO IE 5% . SRR 7 & ERCC1 |
PAK J HDAC1 & [ : BE AL £ &5 U1 - 5 4~ H1
B | AR Y € R U AL v 4 0 L 481 43 2 0
SRR A IR E A, <25% 5 2 4r AR
25%~50% ; 3 43 M EEHE (0, >50% o PE I N PES) -
BT (=), 55 BH P (+) , & BHPE (++) |, 58 PH M
(+++) o ARFEBARE R IR FHME (=, +) , =%
DR A S BHE AR BH A (4, +4+4) o BITE BE
bt 3 47, Bl #R Ak H 3R 20204 6 H 30 H .
1.4 GiteFik

PLGETTHERAE SPSS 22.0 20 #F, THECR B n(% )
TR R 2 KB, SR A ROC il 60 58 ERCC1
PAK J HDACI1 % [ X B3 Wi J5 A= A i 52 ), LA
P<0.05 hZERA G E L.

2 FR

2.1 Wizl ERCC1.PAK } HDAC1 FAZER 1 00 A
Jif 40 4140 ERCC1 . PAK } HDACI & [ FH 1
RERDE R TRHEFHRA, ZRA51%
BN (P<0.05), W1 K1,
2.2 A [E) I AR 9 B4R AE NSCLC % H ERCCI |
PAK & HDAC1 # [ #&iA 00 K
ERCC1 .PAK }2 HDAC1 % [1 &5 225 % I R 4%
] AL AR B Rk R 25 A B T S v TR Rk
T ESAGIFE L (P<0.05), L#E2,
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%1 WHERCCI.PAK K HDAC1 EAREERLE (n(%)]
Table 1 Comparison of ERCC1, Pak and HDAC] protein expression between 2 groups [7(%) |

o . ERCC1 #E M PAK %11 HDAC1 #H H
- e o = v = 37 ¥ -+ EmEIRX - 4+ EEIRX
RS IEWHMA 62 37 13 7 5 12(19.35) 20 23 6 4 10(16.12) 27 20 7 8 15(24.19)
ek 62 7 6 20 29  49(79.03) 10 7 23 22 45(72.58) 7 8 21 26  47(75.80)
Pt} 44.173 40.026 33.032
PiE <0.001 <0.001 <0.001

o

A PAK 5 HFAPERIE

- & 5 . » 3 ." 3 . b Poar 2% 5 oS> “ - o .
1A ERCCI [ 33k ; B 2 ERCC1 B 1EFei5; C Jy HDACI % M BH 235 ; D N HDAC & 1M1 %3k ; E b PAK 2 1 B335 F

1 NSCLCEALREZHANLLEEE (SP,x500)

Figure 1 immunohistochemical staining of cancer tissue of NSCLC (SP, x 500)

®2 FEIGFKFIESFE NSCLC 2% H ERCC1.PAK & HDAC1 EARIKIERLE [n(%)
Table 2 Comparison of ERCC1, Pak and HDACI] protein expression in NSCLC patients with different clinicopathological

characteristics [1(%) ]

- ERCC1 &1 PAK 1 HDAC1 & [
WARRFE ey mEE MRk O PR gk Rk O PR mgs iRk O P
(n=49) (n=13) (n=45) (n=17) (n=47) (n=15)
A =60 35  29(59.18) 6(46.15) 25(55.56) 9(52.94) 25(53.19) 10(66.67)
(%) <60 27 20(40.82) 7(53.85) 0.710- 0400 20(44.44) 8(47.06) 0034 0.854 22(46.81) 5(33.33) 08400359
T 5 36 30(61.22) 6(46.15) 25(55.56) 11(64.71) 29(61.70) 7(46.67)
(1) b's 26 19(38.78) 7(53.85) 0958 0528 20(44.44) 6(35.29) 0424 0.515 18(38.30) 8(53.33) 10560304
it R I-1I4 21 9(18.37) 12(92.31) 5(11.11) 16(94.12) 7(14.89) 14(93.33)
S M~V 41 40(81.63) 1(7.69) 25.078<0.001 40(88.89) 1(5.88) 37:955 <0.001 40(85.11) 1(6.67) 31.236 <0.001
UMLK 43 40(81.63) 3(23.08) 39(86.67) 4(23.53) _. 42(89.36) 1(6.67)
BE Emde 190 9(18.37) 10(76.92) 16:575<0.001 6(13.33) 13(76.47) 23.142 <0.001 5(10.64) 14(93.33) 36.580 <0.001
Nk s 29 27(55.10) 2(15.38) 28(62.22) 1(5.88) 27(57.45) 2(13.33)
R & 33 22(44.90) 11(824.62) >0 OO 1705776y 16(0a12) 732 <000 o049 55) 13(86.67) 3888 <0001
41 ] 27 21(42.86) 6(46.15) 18(40.00) 9(52.94) 22(46.81) 5(33.33)
i 1 Ji g 21 16(32.65) 5(38.46) 0.505 0.777 15(33.33) 6(35.29) 1.702 0427 15(31.91) 6(40.00) 0.840 0.657
Wil i i 9 14 12(24.49) 2(15.38) 12(26.67) 2(11.76) 10(21.28) 4(26.67)

2.3 NSCLC ## ERCC1.PAK J HDAC1 % 1 %
IR IR 15

62 fj) NSCLC & 3 4447 %K M 19.35% (12/
62) ,ERCC1.PAK }: HDAC1 &L BT HEm T
RFRE , ZRA5IFE X (P<0.05), W33,

&3 NSCLC #% ERCC1.PAK K HDAC1 EBRIEH
wEER [(n(%)]
Table 3 prognosis of ERCC1, Pak and HDACI protein
expression in NSCLC patients [ 7(%)

2.4 ERCCI.PAK } HDACI 7 4 %} NSCLC ##
T FE T A TR A
ERCC1 .PAK } HDAC1 & H M = # B A i &
T HE AN 0.786.,0.770 ,0.748 ,0.973 , 4% 45 h5 i
T AR AR R I B R (P<0.05) . WLk 4 Bl 1,
%4 ERCC1.PAK K HDAC1 ZAXt NSCLC B&Fi/g
JET R TN (&
Table 4 the predictive value of ERCC1, Pak and HDACI1
protein in the prognosis of NSCLC patients

. ERCC1 PAK HDAC1
TRk Rk mRk Rk maak Rk
HAE 2(16.67) 10(83.33) 3(25.00) 9(75.00) 4(33.33) 8(66.67)
BET-47(94.00) 3(6.00) 42(84.00) 8(16.00) 43(86.00) 7(14.00)
718 34.925 16.927 14.635
P{H <0.001 <0.001 <0.001

wlElE  REE MRE AUC 95%CI PAH

ERCC1 0.621 0.624  0.786  0.603~0.969 <0.001
PAK 0.713 7.721  0.770 0.579~0.962 <0.001
HDAC1 0.746 0.752  0.748 0.546~0.950 <0.001

SFBAKI 0894 0.898  0.973  0.000~1.000 <0.001
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XO/XOR .GSH-Px . miR-133b fEAMES /DERE RS 1)
REfA SIS 5 By & 5

F¥ ANART Em

(# ZE] BRI A 55 o s S TR AT LL (A (XO/XOR) 4 e H ki 401k 4 il
(GSH-Px) .f#/)» RNA-133b(miR-133b) £ 2 M B /R B 4 (AGN) B T REI i Wi B R L. ik i
I 2018 4F 12 H 2 2020 4F 12 H ZRBEUIA 9 120 1] AGN 2. (AGN 41) Kz 35 il e AR BRZH) , L g
2 XO/XOR ,GSH-Px .miR-133b /K3, 2K f] Pearson , Logistic [F1J7 5 #% 28 # TARHRE 2k (ROC) K ROC
T (AUC) X B dE AT AL BE 00T, 258 AGN 41 XO/XOR . miR-133b 75 T XF 41, GSH-Px ik T it
M, A G L (P<0.05) ;4 3 2H 1L ULET .eGFR . XO/XOR .miR-133b & T-ICH# 4, GSH-Px ik T
TePE L, 22 54 BT 5 X (P<0.05) ; XO/XOR . miR-133b 5 IfiL JLEF 2 iF4H ), 5 eGFR £ i AH 56 (P<
0.05) ; GSH-Px 5 Ifit LA 5 5 AH ¢, 5 eGFR £ 1EAH X (P<0.05) ; XO/XOR .GSH-Px . miR-133b 3 5 ' Ty R
FEHH K (P<0.05) ; XO/XOR . GSH-Px . miR-133b 12 i AGN & T HEFH 2 1) AUC #K K H 0.774.,0.836.,0.833,
XO/XOR+GSH-Px+miR-133b 2 Wi AGN F HJHERIE ) AUC 4 0.972(P<0.05), £t AGN K 'FIfgiE
87 XO/XOR .miR-133b 5 , GSH-Px FEAIK , AU ATE 12 W AGN B D et & 1 L brak W), 800 AGN
T B Dy REAS 3 BMLHIRIB 1A S T 0T ) S i o

[%$237] XO/XOR; GSH-Px; miR-133b; 2 VE'E/INER'E & ; B ShfiEdt®

Diagnostic value and significance of XO/XOR, GSH-Px, miR-133b in renal impairment
of acute glomerulonephritis

LI Sha, HU Mingliang*, WANG Li

(Department of Nephrology, Longhua District People’s Hospital , Shenzhen, Guangdong, China, 518110)

[ABSTRACT] Objective To investigate the diagnostic value and significance of the ratio of xanthine
oxidase to xanthine oxidoreductase (XO/XOR ), glutathione peroxidase (GSH-Px), micro RNA-133b (miR-
133b) in renal impairment of acute glomerulonephritis (AGN ). Methods From December 2018 to December
2020, 120 AGN patients (AGN group) and 35 healthy people (control group) admitted to our hospital were
selected. The levels of XO/XOR, GSH-Px, and miR-133b in the two groups and in patients with or without
renal impairment were compared. Pearson, Logistic regression equation, receiver operating characteristic
curve (ROC) and area under ROC (AUC) were used to process and analyze the data. Results XO/XOR and
miR-133b in the AGN group were higher than those in the control group, and GSH-Px was lower than that in
the control group (P<0.05). The blood creatinine, eGFR, XO/XOR and miR-133b in the impaired group were
higher than those in the non-impaired group, and GSH-Px was lower than that of the non-damaged group (P<
0.05). XO/XOR and miR-133b were positively correlated with serum creatinine and negatively correlated with
eGFR (P<0.05). GSH-Px was negatively correlated with serum creatinine and positively correlated with eGFR
(P<0.05). XO/XOR, GSH-Px, miR-133b were all related to renal impairment (P<0.05). The AUC of renal
impairment diagnosed by XO/XOR, GSH-PX and miR-133b was 0.774,, 0.836 and 0.833 respectively, and the

BB R T a2 4] A7 sk BT A B (201612833)
Y B ds ORI T RERARERE WA, 7 &, R 518110
*BASHEF AP S, E-mail : 179343805@qq.com
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AUC of renal impairment diagnosed by XO/XOR + GSH-PX + miR-133b was 0.972 (P<0.05). Conclusion
The XO/XOR, miR-133b increase and GSH-Px decrease in patients with AGN and renal dysfunction can not

only be used as a biomarker for the diagnosis of AGN renal dysfunction, but also provide new ideas for the

mechanism and prevention of AGN and renal dysfunction.

[KEY WORDS] XO/XOR; GSH-Px; miR-133b; Acute glomerulonephritis ; Renal impairment

2P /N ER'E % (Acute glomerulonephritis,
AGN ) & DL B 40 1048 N3 A= P B /INER B 98 %2
g BRI B VR, 2 0T AR A ZH B I
PEEERR B 5 4, R AT [ B (3R T
R S B vl U R A A DALY AGN
B DRI E TR R, IS AL
8 J5 i (Xanthine oxidoreductase, XOR ) 5= 24t {k 122
S ok ik A A i S 17, LA 8 IR R4 4 fK i (Xanthine oxi-
dase, XO) . B LIS S fLJIit ZUfiff (Xanthine dehydroge-
nase, XDH) PiFJE A7 7E , Horh XDH o] iy 5%
8 AR Rid IR A, XO I S B A, L
XO/XOR A] JZ s PR A U L o FoE 38, 18
B S 5 0 3 R B XO/XOR 7K T, 5 B
B BMEH KIS E /LB (Glutathione peroxi-
dase, GSH-Px) /& 5 il B 1 F A6 7 H 564 0
PR ALz — , 5 5 R B /N R g £ i () o
Yk 5", /N RNA-133b (microRNA-133b,
miR-133b) 7EMH /RS B S FRaA i THER AR, 5
BBk RA . HAETET XO/XOR .GSH-Px
miR-133b 7E AGN USRS E D AWFFEX T
W, BEENIGIKIZIA AGN FUIae# %, i KFRE
UEE R E TSRS ST,

1 FRFAE

1.1 — R

PEHL 2018 4F 12 A & 2020 4F 12 A A BEUsia iy
120 5] AGN .35 (AGN 41) J 35 5l fdt Fie A HE (O R
) NVE NGNS LA TRIBEVERF 5T , AN B 98 248 5 B
(L AR S B U AN BB B S N O
5%, BB B MG R E R, Hhmsgd 4 94, 5
710, AF 8 - 14 (47.50+9.16) % 5 % BB 2H 22 10 4],
250, AR (45.96+7.89) %, 4 HLLL WEk}
b2 g it22m L(P>0.05) .

PAARHE : O AT A AGN 2 Wibr i
QKT TC N P B B s DAL 3 A R A E
AR A o HEBRARE : 20O i i 5 # 5
Qe OB M RE T 5 & ; OF 25l

;O H B RREBRE ; © ARz A1
BITE QG IEEEMREEE .
1.2 ik
121 BHIResiEM2

PEA AN T) 2 3 A i bR S A e S A 0
D PRAE I PRARE RARAE, B /N 3K U8 2ok 2 AR, 1l UL
I IR AR T
1.2.2  BERpicEE

WSO W N G R AR i) A I o R B
R UG s R S R ALRE A PR L L
1119565 o7 PR - R T
1.2.3 A FabrAa il J S8 5 ik

WAL T2, X IR T ABEH R, REZS
JEF K UL 5 mL, SR FH @ R 2 A K 58 XO i
P | R FH B R S0 3 D i A XOR 3 4 i
FEw T Fig R YR A R AL R XO/
XOR ; 5% F Fb @6 7 46 ) GSH-Px , 357 & T 1V
FEMAEDREARA R R YOUERERE
il 5t 2 1 7% M TagMan 58817240 miR-133b, 1205
&0 FHON 1 H R A PR A, miR-133b L5
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PRI AFIRT 2 38 F =272 25 >R FH il 26 A Y0 o JUL I 7K F-
) & T VLR R A B R AT BR S F] L 1A
o3 B E /N R E I 3R (eGFR ) =186 IfiL JJL i —
1154 X4 1% —0.203, % P & /N Bk g 3 % (eGFR) =
186X M ALEF—1.154x4F 3 -0.203%0.742
1.3 GLiteFrik

B b HER HGe 1T F SPSS 22.0, T BT K}
Ph(x£5) R, A [A] LEAA T A ST FEAS ¢ R 36 5 114K
TR n(%) 27 2 K56, >R FH Pearson 43 M1 4548
b5 B DO BEF8 b5 A M, SR FH Logistic [\115 75 #243
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2 HR

21 MAHAFEPR AL
AGN 2 XO/XOR ,miR-133b /& T X} 2 , GSH-
PxfICFXTIELL, 22 A G X (P<0.05). W& 1,
F1 FHBERLEE (v+s)

Table 1 Comparison of indicators between 2 groups (x +s)

415 n XO/XOR GSH-Px(U/L)  miR-133b
AGN 41 120 0.85+0.30 89.65+25.80 5.35%1.65
X HEZH 35 0.57x0.18 125.66+20.64 1.24+0.39

t{H 5.246 7.575 14.567

P{H <0.001 <0.001 <0.001

22 ALV IIREM F B HFELIUR AR LB
AP A TR AR AR R R e
B I s IR s R LAE B PR TR
I e L A LA, 28 S RGeS (P>0.05) 5
A 15135 4 i LT .eGFR . XO/XOR .miR-133b 5 FJC
WA, GSH-Px LTI HEH (P<0.05). WLFEK 2.
x2 AEBYRREBEELRAN . BIERILER
[(xxs),n(%)]
Table 2 Comparison of baseline data and indicators of

patients with or without renal impairment
[(ixs),n(%)]

G T L
AEI () 48.52+12.54 45.97+10.65 1.157 0.249
S (B 41/31 30/18 0.368  0.544
A £ (keg/m®)
f9s 6(8.33) 4(8.33)
I 49(68.06)  30(62.50)
AN 10(13.89) 9(18.75) 0579 0.901
A 7(9.72) 5(10.42)
e (d) 8.52+2.63 9.21+£2.84 1364 0.175
AR S 68(94.44)  42(87.50) 1.023 0.312
R 8 35(48.61)  22(45.83) 0.089 0.765
R/
i I LAE 6(8.33) 7(14.58)  0.608 0.436
BRI 11(15.28) 4(8.33) 1270 0.260
e 3(4.17) 1(2.08) 0011 0917
PN 7(9.72) 2(4.17)  0.606 0.436

ILALET (wmol/L)  286.88+92.57 102.26+20.26 13.584 <0.001
eGFR (mL/min) 64.88+12.05 92.25+18.97 9.670 <0.001

XO/XOR 0.96+0.29 0.69+£0.22 5481 <0.001
GSH-Px(U/L) 71.14+£21.95 117.42+£32.26 9.358 <0.001
miR-133b 6.39+2.11 3.79+¢1.05  7.902 <0.001

2.3 KRR B UIREFR bk et

K H Pearson #1774 & 14 43 B 45 SR R, XO/
XOR .miR-133b 5 Ifi LAF £ IEAHSC, 5 eGFR £t
9 (P<0.05) ; GSH-Px 5 I ILEF & A6, 5
eGFR £ IFAH2¢(P<0.05), L33,

®3 BistREBREIEREXME

Table 3 Correlation between each index and renal function

index
sk 1 LT eGFR
r i PAH rfi P
XO/XOR 0.633 <0.001 -0.485 <0.001
GSH-Px -0.567 <0.001 0.489 <0.001
miR-133b 0.702 <0.001 -0.527 <0.001

2.4 EIIREIE RN N ZR 1) Logistic [B1JH 757270
LI AGN B D g4t 3 1 00 0 22 4 (0=T5 , 1=
), 44 A XO/XOR ,GSH-Px . miR-133b {4y [ 4%
i (T EHERE R 1, 5 TYERE R 2), 25
275 , XO/XOR ,GSH-Px .miR-133b ¥ 5 ¥ Ty g it
EHE(P<0.05), W4,
x4 BYRRELMERR Logistic BAFE5H
Table 4 Logistic regression equation analysis of factors

affecting renal function damage

WWNZE  BIE SEMH Wald ¥ OR{HE  95%CI P8

XO/XOR  0.347 0.112 9.592 1415 1.269~1.577 <0.001
GSH-Px  —-0.604 0.179 11.377 0.547 0.365~0.819 <0.001
miR-133b  0.577 0.149 14.978 1.780 1.189~2.665 <0.001

T A T e 3 XO/XOR . GSH-Px . miR-133b 2 43 %
4 0.85.89.65 U/L .5.35,
2.5 KIabrrizWriE

ROC 43 45 5 7R , XO/XOR+GSH-Px+miR-
133b 2 Mr AGN 5 T fig 44 3 (1) AUC 4 0.972 (P<
0.05), W&Es5 K1,

&5 ROCHMLER
Table 5 ROC analysis results

WRIE BRE |,

e
TBFrR  AUC  95%CI cut-off {& %) (%)

XO/XOR 0.774 0.689~0.846 >0.95 56.94  89.58 <0.001
GSH-Px 0.836 0.758~0.898 <101.68 U/L 91.67 66.67 <0.001
miR-133b 0.833 0.754~0.895 >5.79 63.89 93.75 <0.001

B4 0.972 0.925~0.994 87.50 95.83 <0.001
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Figure 1 ROC curve
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CD64.CHE e sCD14 TEIH 5 1M 8 r AR & Gy
Ak Je 3 X

HHE BRET NE KR REAT

[# ZE] BH 5% CDod HGRMARNG (CHE) & T A ANAE AL BT R -14.(sCD14) 78 )5 5 - 6]
PARFBY PR RB R E L, ik EBEREE 2019 4 6 1 & 2020 45 6 15034 59 105 4 %17 18] B i
BRI JGRA R ARG MBI (n=22) 5 ARIBGH (n=83) . [LEWIZ CD64 $641 .CHE X sCD14 7K
S, AT RS M B T BT AR SR B 1 fE B P 2, i 32 1E TARRAIE 2k (ROC) , i1 L3k 77K
WA R TR BT R E ARG RGN E. &R 105 BEHE b, 22 BIAR )G & A EY (20.95%) , 83 1]
ARG R LB (79.05%) o JEYA CD64 1541 .CHE J% sCD14 7K -1 35 i T R, 2% 5 R G it
H X (P<0.05), ZJT Logistic 115531775 CD6A #8450 (F+5) (CHE(FF 1) K& sCD14 (T =i ) 2 5% 0w B - 7
)BT A S5 Y A ST fE R P &R (P<0.05) . ROC HIZR 43 Hr4s S iR, CD64 #541 .CHE & sCD14. H4fi 6 ]
FI IR R 1A (AUC) 439114 0.631.0.618.,0.734, BIIL T = H G K1 0.761 (P<0.05) . 51 CDo4 154K,
CHE X sCD14 £ &AM 7 F M B HrR J5 B b 22 58 35K 0GR w] A7 8 A J5 B 1 0

[KEIA]  CDo4 550 MUBRER I ; nTvPE AN e P-4 BEE S F a3 ARG

The expression and significance of CD64, CHE and sCD14 in the postoperative infection
of patients with intertrochanteric fracture

XU Meixin', SUN Xingxia®, LIU Yang', CHANG Liang', CAO Xuedan'*

(1. Department of Orthopedics, the First Affiliated Hospital of Heilongjiang University of Traditional Chinese
Medicine, Harbin, Heilongjiang, China, 150040; 2. Department of Community Medicine, the Fourth Affili-
ated Hospital of Harbin Medical University , Harbin, Heilongjiang, China, 150040)

[ABSTRACT] Objective To explore the expression and significance of CD64, cholinesterase
(CHE) and soluble cluster of differentiation antigen-14 (sCD14) in the postoperative infection of patients with
intertrochanteric fracture. Methods The 105 patients with intertrochanteric fractures admitted in this hospital
from June 2019 to June 2020 were selected. The patients were divided into the infected group and the non-in-
fected group according to whether infection occurred after operation. The CD64 index, CHE and sCD14 levels
between the two groups were compared. The risk factors affecting postoperative infection of patients with inter-
trochanteric fracture were analyzed. The receiver operating characteristic curve (ROC) was drawn to analyze
the value of the above factors in the diagnosis of postoperative infection in elderly patients with intertrochanter-
ic fractures. Results of the 105 patients, 22 cases developed infections after surgery (20.95% ), 83 cases did
not develop infections after surgery (79.05% ). The CD64 index, CHE and sCD14 levels of the infected group
were significantly higher than those of the non-infected group, and the difference was statistically significant
(P<0.05). Multivariate logistic regression analysis showed that CD64 index (increased) , CHE (increased)

and sCD14 (increased) were independent risk factors affecting postoperative infection of patients with intertro-
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chanteric fractures (P<0.05). The results of ROC curve analysis showed that the areas under the curve (AUC)
of the CD64 index, CHE, and sCDI14 detection alone were 0.631, 0.618, and 0.734, respectively, which
were all lower than the combined detection of the three at 0.761 (P<0.05). Conclusion The CD64 index,

CHE, and sCD14 are abnormally expressed in elderly patients with postoperative infection of intertrochanteric

fractures. The combined detection can effectively predict postoperative infection.

[KEY WORDS] CD64 index; Cholinesterase; Soluble leukocyte differentiation antigen-14; Femoral

intertrochanteric fracture ; Postoperative infection
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Table 1 Comparison of clinical data between 2 groups
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T, BT -T0CIRRIRAE o R 26 E 22 B2\ w] H 5K
ik Jila 0 5 4, 8 FH Biocheck #4611 CHE ., % 1] il
I B 93 % FFE 2 A T sCD14 7K -, 46 TS 2 A Fifg st
¥\ H] CDE68 %14 H 2l 4 H1A3 Se Ho i 5 4k 511
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£2 WHCDOAHEH . CHE K sCD14 7K FLLER (v +5)
Table 2 Comparison of CD64 index, Che and sCD14 levels

between 2 groups (x+s)

CD64 5451 CHE sCD14
215 n (%) (U/L) (pg/mL)

YL 22 3.76x£0.65  4849.09+1834.54  4.08+0.21

KB 83 1.12+0.07  3554.28+1012.51  1.66+0.28
i 36.689 4.405 37.766
PiE <0.001 <0.001 <0.001
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Table 3 Analysis of single factor affecting postoperative

infection of femoral intertrochanteric fractures [7(%) ]
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Table 4 the value of CD64 index, Che and sCD14 levels in
the diagnosis of postoperative infection in elderly
patients with intertrochanteric fracture
WA BURE RERE AUC 95%CI PiE
CDO4FEEL  0.621  0.717  0.631  0.482~0.779 <0.001
CHE 0.608 0.665 0.618 0.468~0.769 <0.001

sCD14 0721  0.736  0.734  0.606~0.862 <0.001
=HEA 0.823  0.852  0.761 0.640~0.883 <0.001
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Table 4 Analysis of multiple factors affecting postoperative infection of femoral intertrochanteric fractures

i [EVEEY ' FRifEis OR{H 95%CI Wald 3 {8 P
AR ENR 2 vs &) 0.578 0.214 1.782 1.172~2.711 8.325 <0.001
AR A IHAE 2 vs ) 0.572 0.239 1.772 1.109~2.820 10.025 <0.001
AJG DIRE#H A CH vs T8) 0.606 0.212 1.833 1.210~2.777 12.112 <0.001
CDO64 F5 5L (T vs FEAIK) 0.524 0.225 1.689 1.087~2.625 7.487 <0.001
CHE (T} vs F#AIK) 0.512 0.212 1.669 1.101~2.528 9.115 <0.001
sCD14. (T} vs [#A4%) 0.563 0.254 1.756 1.067~2.889 8.563 <0.001
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TR 7R A ) A A% P 2 S R IORES , HL S A 1] R AR SR G T AT S, LI IR B0 v R S R A A R) 4
AR AR AR B 1) W] SRR

[X$EiE] RREEEAR-13; BEEREEN-2; Pl6; B AR M R & 564%

The expression and clinical significance of MMP-13, BMP-2 and P16 in nucleus pulposus
of degenerative lumbar intervertebral disc

ZHANG Peigen*, ZHANG Wen, XIE Di, WANG Jin

(Department of Spine Surgery, Mianyang 404 Hospital, Mianyang, Sichuan, China, 621000)

[ABSTRACT] Objective To analyze the expression and clinical significance of matrix metallopro-
teinase-13 (MMP-13) , bone morphogenetic protein-2 (BMP-2) and P16 in nucleus pulposus of degenerative
lumbar intervertebral disc. Methods The nucleus pulposus tissues of 90 patients with lumbar disc herniation
treated with surgery in this hospital from August 2017 to August 2020 were selected as the research object. At
the same time, 50 patients treated with anterior or posterior lumbar interbody fusion in this hospital were in-
cluded as the control group, whose normal intervertebral disc tissues were confirmed by pathology and MRI.
The differences in the expression levels of MMP-13, BMP-2 and P16 and the corresponding average gray val-
ues between the two groups were compared. Pearson correlation analysis was used to analyze the correlation be-
tween the levels of MMP-13, BMP-2 and P16 in the nucleus pulposus of degenerative lumbar intervertebral
disc and the grade of degeneration of the intervertebral disc. Results The positive expression rates of MMP-
13, BMP-2 and P16 in the study group were significantly higher than those in the control group, and the differ-
ences were statistically significant (P<0.05). The average gray value levels of MMP-13, BMP-2 and P16 in
the study group were significantly lower than those in the control group, and the difference was statistically sig-
nificant (P<0.05). Pearson correlation coefficient analysis showed that the expression levels of MMP-13, BMP-2

and P16 in the nucleus pulposus of degenerative lumbar discs were positively correlated with the grade of de-
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generation (P<0.05). Conclusion The levels of MMP-13, BMP-2 and P16 are abnormally expressed in nucle-

us pulposus of degenerative lumbar intervertebral disc, and are significantly related to the grade of degenera-

tion. Their expression can be used as a reliable basis for evaluating the degree of intervertebral disc degeneration.

[KEY WORDS] Matrix metalloproteinase-13; Bone morphogenetic protein-2; P16; Nucleus pulposus

of degenerative lumbar intervertebral disc
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1 EEALEERE (SP,x500)

Figure 1 Degenerated lumbar intervertebral disc nucleus pulposus (SP,x500)
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-, 23 BT PPAR-y \MMP-3 J Bcl6 5 RA f8 39 115 116 2R B B 1 IS 9 g BRIP40 AR DG 1 . R T4l
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IKF K Bel6 BH Pk 23k ¢ 5 G 2 BE 41> s gh B AL >R Bh AL, 25 R BOA GiiT 2R B L (P<0.05) o
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Correlation of PPAR-vy, MMP-3 and Bcl6 level changes with RA disease activity and
pathological score

ZHUANG Jianyang ', LIU Xuemei ', DAI Siming', WANG Yanli ', LI Heng **

(1. Department of Rheumatology and Immunology, the First Affiliated Hospital of Harbin Medical University ,
Harbin, Heilongliang, China, 150001; 2. Department of Orthopedics, 958 Hospital of Chinese People s
Liberation Army, Chongqing, China, 400020)

[ABSTRACT] Objective To explore the expression of peroxisome proliferator-activated receptor--y
(PPAR-v) , matrix metalloprotein-3 (MMP-3) and B cell lymphoma (Bcl) 6 in patients with rheumatoid
arthritis (RA) and to analyze the value of the above indicators in the diagnosis of RA and in the evaluation of
disease activity. Methods The clinical data of 102 RA patients admitted to this hospital from August 2019 to
August 2020 were selected as the study group. According to the disease activity score 28 (DAS28) of RA
patients, the group was further divided into the low activity group, the medium activity group, and the high
activity group.102 healthy people who had examined in this hospital during the same period were selected as
the control group. The expression levels of PPAR-y, MMP-3 and Bcl6 in different groups were compared. The
correlations between the expression levels of PPAR-y, MMP-3 and Bcl6, the degree of disease activity in RA
patients and the pathological score of synovitis were analyzed. Results The levels of PPAR-vy and MMP-3
and the positive expression rate of Bcl6 in the study group were significantly higher than those in the control

group, and the difference was statistically significant (P<0.05). The levels of PPAR-vy, MMP-3 and the
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positive expression rate of Bcl6 were as follows: the high activity group > the medium activity group > the low

activity group, and the difference was statistically significant (P<0.05). Spearman correlation analysis showed

that PPAR-vy, MMP-3 and Bcl6 were positively correlated with the activity level of RA patients and the
pathological score of synovitis (P<0.05). Conclusion The levels of PPAR-y, MMP-3 and Bcl6 can be used

to judge the disease activity of RA and the pathological state of the synovium, and can be used as an auxiliary

examination for clinical diagnosis of RA and assessment of the disease.
[KEY WORDS] PPAR-v; MMP-3; Bcl6; Rheumatoid arthritis ; Pathology score of synovitis

J AR 565 98 (Rheumatoid Arthritis, RA ) 2
— i B0 OG22 R 2 R G R GE PR
e RAJRIERFLERT ], 5y [ 5 BAT , 7™ B 52
BEPFOCIE S TIGE . AR MEE A F R,
RA %0 B RWT BT o i R S R iR
RA R K iR (367 J5 UG B80T, (R85 0 -
WIS R 2 W B R KE . T oK BEA RA 2
W 1 A 0 Bt T SRR 1 AR I ) L [
P A0 22 2 O ) A o A A AR 1 B
k. 5% & -y (peroxisome proliferator-activated recep-
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Table 1 Comparison of general data between 2 groups
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5 (n) AR (NDIEiEA
) i (%) (kg/nt)
WFE4H 102 29(28.43) 73(71.57) 48.42+11.32 23.53+3.14
XHEZH 102 31(30.39) 71(69.61) 46.03£13.17  24.26+2.33
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T AV IS A AR AR U R 4 27, R I S s 4l 80k
YL KN Belo Ak , KGN 7™ ks e A 1l FH U H 45
PEAT . Bel6 FHYEFIERRUE": d1 2 44 LA i B %
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K1 SPSS 22.0 A AT S 140 Hr , i Bk
FH (x+s)Fom, AL LLBCR H K30, Z 41 L
BER ] F RS THECRORER ] n (%) R0, R K
¥ ;R Spearman /3 At PPAR-y . MMP-3 J% Bcl6 5
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Table 3 Comparison of expression levels of PPAR - vy,
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WEIEFNEH 28 41.34224.55° 83.58+25.27°  27(96.43)
F1a 11.25 18.01 10.445
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#4 PPAR-y.MMP-3 % Bcl6 5 RA BERFIEEHNRER

BIRRFEIF S E XM
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1y 13.303 18.464 145.714
P1E <0.001 <0.001 <0.001
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E1 Belo REANIE (SP,x400)
Figure 1 BCL6 immunohistochemical staining (SP, x400)
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W2 s 5% 125 L83 % AR 3G 97 A A IFN-vy . ALD.
COS B35

B A B8 BER REW KEHNC HE

(# ZE] B& S EEETENUESIBRAR BT B E M vy TR (IPN-y) (2 B (ALD) |
JJREE(COS) /K- . ik HEHL 2019 47 11 A Z 2020 4 11 A AR BRI 78 4] T 5 WU B, 1R
P E B ATERETF AR I, AP IS (=40, BN & WU BIERA ) XIE 4 (n=38, (£ 5 T
LI SR A ) , P AL PRYT AL TF-AR TG AR R v i et AR i ) AR5 3 U HESU ] IR A a]) |
N3 7K (IFN-y ,ALD .COS ) B HL 0y i [ M 2 (E2) 2 U i Al 35 ( FSH ) fe A 2 (LH ) |,
IFEAE. R TR ALK EA RCR I 85 T X B 4L (87.50% vs 63.16% ) , 2% 554 48 1124 2 L (P<
0.05) o BFFEA T AT ] A5 R HE T ] B SR Y7 I ] E B AR T X6 B2, ELAR v il ol /0 7% BR
A, 2R A G ERE X (P<0.05) . 1GI7G 5541 IFN-y . ALD .COS /K- T-X} JR 41, 22 5 44 Giit#
B L(P<0.05) . YAITIE , W52 E2 BCRTIEAR , FSH . LH 8T TH i, AWFST 4l B, 22 R A Gi it 78 L (P<
0.05) o WFFELH I RAE K A 28] AR T IR ZH (7.50% vs 23.68% ) , Z A G117 E X (P<0.05), &8  *f
B WU R R IS 5 1 5 WUIRE SR AR A 7 e R T R0 , I A3 2L AIK IFN-y . ALD J¢ COS /K-, f
BRI RE , IR A A v i 46 TR R AR e T e A

[(8iE] FENUE; BEEST FEIUEMERA L5 ENE SR A

The effect of laparoscopic myomectomy on the levels of IFN-y, ALD and COS in patients

with Uterine fibroids

DU Xiaoli '*, ZHANG Dan *, LI Hua *, GUO Xuejiao *, ZHANG Dongming *, JIA Xibei >, GAO Jianhong *
(1. Department of Obstetrics and Gynecology, Langfang People * s Hospital, Langfang, Hebei, China,
065000; 2. Department of Gynecology, Langfang People’s Hospital, Langfang, Hebei, China, 065000; 3. De-
partment of Obstetrics and Gynecology, Gu’an Hospital of Traditional Chinese Medicine, Langfang, Hebei,
China, 065500; 4. 61267 Army Health Team, Beijing, China, 101149; 5. Department of Clinical Medicine,
Kanazawa University, Kanazawa, Japan, 920-0000)

[ABSTRACT] Objective To analyze the effect of laparoscopic myomectomy treatment on the levels
of serum interferon-y (IFN-vy), dopamine (ALD) and cortisol (COS). Methods 78 patients with uterine fi-
broids admitted to this hospital from November 2019 to November 2020 were selected. According to the pa-
tient’s wishes, the operation method was selected by himself. The patients were divided into a study group (n=
40, laparoscopic myomectomy ) and a control group (n=38, traditional myomectomy ). The clinical efficacy,
surgical indicators (intraoperative blood loss, operation time, first exhaust time after surgery, total treatment
time) , stress levels (IFN-'y, ALD, COS), ovarian function [estradiol (E2) , follicle- stimulating hormone
(FSH) , luteotropic hormone (LH) ], complications between the two groups were compared. Results The to-

tal clinical effective rate of the study group was significantly higher than that of the control group (87.50% vs
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63.16% ) , and the differences were statistically significant (P<0.05). The operation time, first postoperative
exhausting time and total treatment time of the study group were shorter than those of the control group. The
first exhaust time after operation was earlier than that of the control group, and intraoperative blood loss was
less than that of the control group. The differences were statistically significant (P<0.05). After treatment, the
levels of IFN-vy, ALD, and COS in the study group were significantly lower than those in the control group.
The differences were statistically significant (P<0.05). After treatment, E2 level of the two groups was lower
than before, and FSH and LH were higher than before, especially in the study group, and the difference was
statistically significant (P<0.05). The incidence of complications in the study group was significantly lower
than that in the control group (7.50% vs 23.68% ) , and the difference was statistically significant (P<0.05).
Conclusion Laparoscopic myomectomy has a good clinical effect in the treatment of patients with uterine fi-

broids. It can effectively reduce IFN-y, ALD and COS levels, protect ovarian function, reduce intraoperative

blood loss, shorten operation and hospitalization time, and have high safety.

[KEY WORDS] Uterine fibroids ; Laparoscopic myomectomy ; Traditional myomectomy
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TP, ARBEFER 5 LA FFAR 07
BRI UM B WG RIATT SOREE T 7007, LA
TG RFG AR XoF £ 3 (A5 4GB AT

1 BREFE

1.1 — R
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OA RS B H I AEIFEZ G RE S, B4
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BRALAE) Kt IR RS 2R (10 U) TS 2
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WFFE 4L B R A 07, B CO. R T 4+
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REVE S 3 1A 5 12 (10 U) T LR 3007, LA k4
W T B PLIT X 5 NS BT A B I B AL
oI o RS 5, XA AL HEAT RS R DAL I I
IR, 32 SR EE A S FARAN T
1.3 WEFE R
1.3.1  IRRITRL

R B HBAS A 45 R H LB BRI . IR
B T BnTE K, A &k E 2 IEH ; AL
B N 2R FE WM S48/, A 2 E IER
IR IT R IE RN ST B B T LR I PR

=

K1 FHEERTBLER (ozs)

Table 1 Comparison of general data between 2 groups (x+s)

o °H e RENER L% LI AR
415 " R )  WEOD e N5 S 4
IF5T 20 40 35.53+4.71 25/15 17.95+3.81 3.94+1.62 17/23 21/19
Xof 2] 38 35.47+4.13 22/16 17.87+3.65 3.97+1.66 19/19 20/18
2l 0.139 0.173 0.094 0.080 0.441 0.000
P 0.889 0.678 0.924 0.935 0.507 0.991
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2.1 PRI IRYT A L3

AF 58 4 PR S A RIOR B I s X R4, 5 57
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Table 2 Comparison of clinical efficacy between 2 groups

[n(%)]

40 n JAM B L T BARCE

W54 40 20(50.00) 15(37.50) 4(10.00) 1(2.50) 35(87.50)
XTHEZ 38 14(36.84) 10(26.32) 9(23.68) 5(13.16) 24(63.16)

P! 6.267
P1E 0.012

®3 WAFRIERILE (vxs)

Table 3 Comparison of operation indexes between 2 groups

(x+s)
s FARET A RIGE RS MIa7
A (min) (mL) A1) (h) (d)

W94 40 75.42+11.01 207.71£18.14  15.73+4.25 4.81+1.33
XTHRZH 38 98.63+12.83 351.23+21.05  26.31+6.19 7.45+2.27
t{H 8.587 32.306 8.838 6.305
PiH <0.001 <0.001 <0.001 <0.001

TR, 25502 X (P<0.05), W4,
2.4 VUL BPEIAE i

I JE , P B BRI, FSH ., LH % /i F+
L, RN AE SR L (P<0.05), WLES,
2.5 WHIHEIAE LI

W IT I K9 & A R A T R, 22 5% B
At X (P<0.05), W6,
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UM 119 % Jis HIL A it A WAy, AT 5% s SR
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Table 4 Comparison of stress levels between two groups (x +s)

1 . IFN-vy(g/L) ALD(ng/L) COS(ng/L)

B AR HT VA AR HT VA AR HT P NE
WF5T 4L 40 41.06+2.83 15.26%5.31° 274.51+20.06 231.52+15.84° 19.84+2.61 10.67+1.52°
XF IR 4 38 41.26+2.37 28.16+6.08" 275.33+19.84 254.02+15.37° 19.34+2.71 15.41+1.38°

tE 0.337 9.994 0.181 6.361 0.830 14.395

P 0.736 <0.001 0.856 <0.001 0.409 <0.001

- SRR T A, 4P<0.05,

R5 FWAHAIEINEELLE (vxs)

Table 5 Comparison of ovarian function between two groups (x +s)

a1l . E.(pmol/L) FSH(U/L) LH(U/L)

) ENill N ENill N ARHif N
WrsE 4l 40 291.52+11.06 265.34+11.82" 17.56=1.38 19.52+1.71° 18.62+1.42 21.03+1.71¢
X R H 38 290.33+12.11 232.06x12.55" 17.42+1.41 23.06+1.08" 18.54+1.61 26.05+1.45°

i 0.453 12.060 0.443 10.865 0.233 13.948

PiH 0.651 <0.001 0.658 <0.001 0.816 <0.001

1 5 A IRYT R LR L *P<0.05.
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AMI 4 PCI AR LT MMP-8.sST2 . Myo /K 4%
e Jellm AR 2 X
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ABE 2018 4F 2 H & 2020 4 8 H WA M 105 i AMT BE/E NWME A, A e Y3 T PCTIRYT , 55 e BUR]
FAR B ARG Y 50 5] i e s S 2 A g o R AL, b kot BB 4 RN 6 4 (PCT R R AR S 3 d) #E4T 1L 7 MMP-8
$ST2 . Myo /K FAGIM , b 45 9 21 1 W8 20 PCT R i J 1L 7 MMP-8 ., sST2 \Myo /K V-, #R 4% AMI B3 4 B
S A5 A2k F A RO U8 S (MACE ) #4 H55 y A AR 5 R A, LU A Il MMP-8 . sST2
Myo 7K, K FH 3238 % TAE M1 £E (ROC) 43 B 1L T MMP-8.sST2 . Myo 7K ¥X%F PCI A JF MACE % A& i Tt
Birfl., &R WELH PCIARF] ML E MMP-8.sST2  Myo 7K V21 2 T-%F B4, 25 B G 3t 2 2% L (P<
0.05) o WLEL 4 PCI A J5 1L 75 MMP-8.sST2 , Myo 7K ¥ M1 T AR 7, 22 R ¥4 48] 4 2 L (P<0.05) .
MACE 41 PCI AR Fif IfiLif MMP-8 .sST2 .Myo 7K F-3J 5 FJC MACE 41, 22 5 ¥4 4t 112% & 3L (P<0.05) . PCI
AR I 7 MMP-8 ,sST2 . Myo Bk & il X} PCI A J5 il MACE [ USRS 92.59% , 1 35 T s b2
(P<0.05). £ PCIARJG, AMI 2 IfiL 7 MMP-8.,sST2 Myo 7K ¥ % A= W 8 B A, i PR L 3] kA6 = Fif
M35 KR4k, AT 2 55 % MACE % A= B F0 A0

(k@A) SO NBESE ; 25 RSk ATRYTY s AR E I 8; nTi ML i K 25 L
A EEAROMAE

Changes of serum MMP-8, sST2 and Myo levels in AMI patients before and after PCI
and their clinical significance

CHENG Yong '*, WANG Na®, JIA Guoli®, YANG Junzhen ', LEINa', YANG Yang '

(1. Department of Internal Medicine, Zhoukou Second People’s Hospital, Zhoukou, Henan, China, 466000 ;
2. Department of Cardiology, Zhoukou Central Hospital, Zhoukou, Henan, China, 466000 )

[ABSTRACT] Objective To analyze the changes and clinical significance of serum matrix metallo-
proteinase-8 (MMP-8) , soluble suppression of tumorigenicity 2 (sST2) and myoglobin (Myo) in patients
with acute myocardial infarction (AMI) before and after percutaneous coronary intervention (PCI). Meth-
ods A total of 105 patients with AMI treated by PCI (the observation group) and 50 healthy volunteers (the
control group) were enrolled in this study from February 2018 to August 2020. The levels of serum MMP-8,
sST2 and Myo in the control group and the observation group before PCI and at 3-day after PCI were detected.
The levels of serum MMP-8, sST2 and Myo were compared between the two groups, and the levels in the ob-
servation group were compared before and after PCI. According to presence or absence of major adverse cardio-
vascular events (MACE) during hospitalization, patients with AMI were divided into the MACE group and
the non-MACE group. The levels of serum MMP-8, sST2 and Myo were compared between the two groups.
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The predictive value of serum MMP-8, sST2 and Myo for MACE after PCI was analyzed by the receiver oper-
ator characteristic (ROC) curves. Results The levels of serum MMP-8, sST2 and Myo in the observation
group before PCI were significantly higher than those in the control group, and the differences were statistical-
ly significant (P<0.05). After PCI, the levels of serum MMP-8, sST2 and Myo in the observation group were
significantly lower than those before PCI, and the differences were statistically significant (P<0.05). Before
PCI, the levels of serum MMP-8, sST2 and Myo in the MACE group were significantly higher than those in
the non-MACE group, and the differences were statistically significant (P<0.05). The sensitivity of combined
detection of serum MMP-8, sST2, and Myo before PCI to predict MACE after PCI was 92.59% , which was
significantly better than the diagnosis alone (P<0.05). Conclusion After PCI, the serum levels of MMP-8,

sST2 and Myo in AMI patients are significantly reduced. The clinical detection of the three serum levels at the

same time can improve the predictive value of the occurrence of MACE.

[KEY WORDS] Acute myocardial infarction; Percutaneous coronary intervention; Matrix metallopro-

teinase-8; Soluble suppression of tumorigenicity 2; Myoglobin; Major adverse cardiovascular event
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AMI) JyC A FFR WP , 3228 e R 3l Bk ok ft
TS, BFEFET 3, C BN 2RO AR BT IR
00 BETIRRIGTT AMIELEE 259367 (i
Wl o FIFRSE) SRR KA A (percutane-
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AN TR HR 3 s ) e fR Bh kA A4 IR
IR TY 5K BIE S FE R AR B K, AR
S . PCITE AMLEFRUA TR Z (H2
IRIT G B Ty R AN RO S F 4 (Major Ad-
verse Cardiovascular Events, MACE) , 4 il S 57697
JEAET RS . 3 4 & 35 1§ 8 (matrix metallo-
proteinase 8, MMP-8) A [H] 5T i J5i g , 322245 T itk
LA TEAILAR JRE S FEC T 2 BT A I
W AT AL 24# 2% 2(Soluble suppression of
tumorigenicity-2, sST2) 75U LUK A2 5K s 7] il
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morigenicity-2, ST2L) , 4kl $2 i ST2L/[1 4 % - 33
(interleukin 33, 1L-33) (.CHELRAPPET . ILALER A
(Myoglobin, Myo) F 2477 E 70 ILARME H , J&—Fh
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)R AR T UG 3 1 A5 5 FLO R AR . AR
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AR S R S RGBT
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IEfl B DIREAN 4 QFETE 28 M B PR
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(ROC) 43 #r PCI AR I3 MMP-8 ,sST2 . Myo 7K
X} PCI AR J5 MACE & A i #till 4 8 , A P<0.05 A
ZRBEGIFE L

2 #R
21 W% PCI A |5 X} B 4H 1 7 MMP-8,
sST2 .Myo /K- b #5

WM< 2H PCI A Hi IfiL 7 MMP-8.sST2  Myo 7K 3F-
E IR, 22 A GE R L (P<0.05) . WK1,

F1 MEAHPCIAB 53t 4 M iF MMP-8.sST2,Myo
KELE (x+5)
Table 1 Comparison of serum MMP-8, sST2 and Myo
levels between the observation group before PCI and the

control group (x+s)

MMP-8 sST2 Myo

43 " (ng/mL) (pg/l) ( ;Lg};L)
WELLH PCIARTT 105 61.92+49.35 28.43+6.49 177.92+38.25
papiliEil 50 27.23+549 9.17+2.73  54.23+11.16

t{E 24.291 20.126 22.382

P1E <0.001 <0.001 <0.001

2.2 WMEEH PCIARHI 5 AR N MM i MMP-8.sST2,
Myo 7K L3

MELL PCIA S5 Il 7 MMP-8,sST2 . Myo /K F
PR FARTT, ZRA G X (P<0.05), W2,

Fz2 WZEZAPCIARH5AKJFME MMP-8.sST2,Myo 7K
FEE (vxs)

Table 2 Comparison of serum MMP-8, sST2 and Myo
levels in the observation group before and after PCI (x +s)
MMP-8 sST2 Myo
(ng/mL) (pg/L) (pg/L)
WELL PCLARHT 105 61.9249.35 28.43+6.49 177.92+38.25
WL PCI ARG 105 45.33+£7.08  19.52+4.81  116.23+25.44

t1H 14.495 11.302 13.760
P{H <0.001 <0.001 <0.001

2.3 MACE4 5 MACE 4 PCUARR( IfiLi% MMP-8 ,
sST2 .Myo /K- Lb #5

G215 I & MACE Xf WAL BEA 74040, 43 N
MACE 4 27 {5l #19C MACE #H 78 fi] . MACE 4H PCI
AR I3 MMP-8 ,sST2 . Myo 7K -7 FJ& MACE
W, ZF AR L (P<0.05), WK 3,
2.4 WAL PCI AR I ¥ MMP-8.sST2 . Myo 7K
F-XF MACE A9 T30 4 {53 A

PCI A Hi IfiL.75 MMP-8 . sST2 , Myo ¢ A K 1 %:f
PCI A J5 i1l MACE F9 U8 4 92.59% , i 35 116
T RIS (P<0.05), W4 1,

%3 MACE 45 % MACE 4 PCI KRB 17§ MMP-8.
$ST2 Myo 7K FLb % (x+s)
Table 3 Comparison of serum MMP-8, sST2 and Myo
levels between MACE group and non-MACE group before

PCI (x+s)
MMP-8 sST2 Myo
Q =]
A Geml) () (gL

MACE#H 27 7257692  33.70x4.81  204.51+29.42
JEMACE#H 78 58.23+841  26.61+5.13  168.72+32.18
i 7.968 6.286 5.087
P1H <0.001 <0.001 <0.001

Fz4 ML PCIARIME MMP-8.sST2,Myo 7K F Xf
MACE H#l &

Table 4 The predictive value of serum MMP-8, sST2 and

Myo levels for MACE in the observation group before PCI

HUREE $h R E P

e
85 AUC Cut-off 95%CI (%) (%)

MMP-8 0.769 68.14 0.665~0.873 81.48 5897 <0.001
sST2  0.740 31.55 0.633~0.847 66.67 71.79 <0.001
Myo  0.729 187.29 0.610~0.847 77.78  62.82  0.001

=Tk4E 0.898 0.835~0.961 92,59 7821 <0.001

0 20 40 60 80 100
HESE (%)

1 ROC HiZ &
Figure 1 ROC curve

3 it
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ik 55 B A BXE Bk (1 P B 200 i AT I 4 i 45 e R
I, PR PN R AR I 200 P ) L 0 B B A e ]
Z B Z2Fh 9 i P74, 4k A RO 43 MMP-8,
R IS WS 5 B B ks RERE A R e
ST2 4 IL-1 SZZAR KR 51, AT 361K ST2L 1 sST2
Fl SRR 7, ST2L 5 IL-33 45 & 5 Befs 48
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PON1 . CD39/ATP §iixt & vk v Skk b 2 Hi s 1 Fl
g e

REeak ' B AR HEHS FE & sga”

[ ZE] BB BITAEREE 1 (PONT) .CD39/ =MW i tE (ATP)Jh7E 2 M 5 B vh 35 (APP) &
HHAKEARE, FE M BN BUS B, ik EEURBE APP B3 82 i, R4 90 d /5 43 M A= A7 4 (64
) SHFETA (18 5] ) , 46 I P 4H 1L 2% PONT 3% 1 . CD39 40 M Lo 491 | 1fiL3 ATP 7K, I3 B el R 75 3
R LT A PONTIGHE MW ATP /KR T A4, CD39 4t Lu il s TA 4, 2 A g4 X
(P<0.05) ; Ifil. 2% PON1 3% 14 | IfiL ¥ ATP /K F 5 v 3 57 & (r=—0.698 . —0.741) . "1 5 &2 & (r=—0.749 , -
0.725) F 1A 56, CD39 4 L 4 5 v 8 50 o L Fh B AR B 22 IE A 2K (7.=0.665 .0.708, P<0.05) ; Ifil 3% PON1 1%
P .CD39 41 Lk A5 1 75 ATP 7K F- /& APP T (1 55 22 5% i X 22 (P<0.05) 5 Il 3% PON1 i 1 .CD39 41 ffi Lt
il i iE ATP /K F-T0 APP Fis 19 AUC 345>0.7, £ PRI & TR 1) AUC fe ok, 24 0.920 , HAT 55 T A%
fiE. 45t IM2K PON1 1G4 .CD39 4l b il | if 3% ATP RI/E A TN APP &85 TS (W FR 54

[KEiA] Ava M, SRR 1 ; CD39/ =B iR iRt

The predictive value of PON1, CD39/ATP axis on the prognosis of acute paraquat poisoning
ZHANG Xiaobo', LV Xiaodan®, ZHOU Qin, LIN Yuanzhen, LI Zhe,LIU Da, LV Liwen*

(1. Department of Emergency, the People’s Hospital of Guangxi Zhuang Autonomous Region, Nanning, Chi-
na, 530021; 2. Department of Clinical Laboratory, the First Affiliated Hospital of Guangxi Medical Universi-
ty, Nanning, Guangxi, China, 530000; 3. Medical Record Room, Guangxi Zhuang Autonomous Region Peo-
ple’s Hospital, Nanning, Guangxi, China, 530021; 4. Department of Respiratory Medicine, Guangxi People’s
Hospital, Nanning, Guangxi, China, 530021; 5. Department of Emergency, The Second Affiliated Hospital of
Guangxi Medical University, Nanning, Guangxi, China, 530021)

[ABSTRACT] Objective To explore the level changes of paraoxyphospholipase 1 (PON1) and
CD39/adenosine triphosphate (ATP) axis in patients with acute paraquat poisoning (APP), and analyze their
prognostic value. Methods Eighty-two APP patients in our hospital were selected and divided into the surviv-
al group (64 cases) and the death group (18 cases) according to the 90-day prognosis. The plasma PON1 activ-
ity, CD39 cell ratio, and serum ATP level were detected in the two groups, and their clinical significance was
analyzed. Results The plasma PONI activity and serum ATP level of the death group were lower than those
of the survival group, and the proportion of CD39 cells was higher than that of the survival group. The differ-
ence was statistically significant (P<0.05). Plasma PON1 activity , serum ATP level and poisoning dose (r=—
0.698, —0.741) , the degree of poisoning (r=—0.749, —0.725) were negatively correlated, the proportion of
CD39 cells was positively correlated with the dose of poisoning and the degree of poisoning (r=0.665, 0.708,
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P<0.05). Plasma PON1 activity, the proportion of CD39 cells, and serum ATP level are important factors in
the prognosis of APP (P<0.05). The AUC of plasma PON1 activity, CD39 cell ratio, and serum ATP level predicts

APP prognosis >0.7, and the combination of each indicator is the largest, which is 0.920. Conclusion Plasma

PONT1 activity, CD39 cell ratio, and serum ATP can be used as markers to predict the prognosis of APP patients.
[KEY WORDS] Acute paraquat poisoning ; Paraoxonase-1; CD39/ATP axis

R TIERNEESENGTSENS S 2 TGP
200 A H AT H 5 (Acute paraquat poisoning,
APP)" APP i i 75 A= W A A 7 A AR T S 1
BHUARE A IE JFORAS AT , B 25 R AN 4 A A Ak
PG MIAE T, ™ o 2 A A i R, R M 2s T
ARCBER™ . LA BoR , B B |
FITIS , A] ilm R PSR AR T A b o X ik
NG Titi 1 (Paraoxonase-1, PONT1 ) 42— Fl 5E /K 5 A HL
WA 24 % S W 1Y AT T, AR DCAIF 8 T 5 38 o A
VAT B TR WA FLE T B AR A ™ E R
JERHUEY . A, CD39/ = 8 2 i # ( Adenosine
triphosphate , ATP ) 4ili 9 i1 55 5 A AL 8 v 8205 1% &
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A, Ik ROC 1 473 B H 5000 F6Us # 8

1 ARSI
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B TC A A IR AR 3 5 RS P 3 s B Mg
B @A G tEpsm SRR B E O i
FA ™ O i AU 00 T ) BE P A 5 (© IV
RGN R O IR FLI oM
1.2 Hik

S E FR AR A - BT AT AR T B S o7 B
RSN FE KM 6 mL, B 2 mL IMVEARAS , 25040
FRER ISR, >R FH 3 2389200 2 1l 3% PONT % 14 , 15
& [ BB RR A YR A BR A R AR H AL
71708 AL . B2 mL ML bRAS , R L
A (B A FR A 7] A 72 1) NovoCyte D2061R
T3 2 40 M ARG I CD39 4 i L 45 . B 2 mL 1l 3
FRAS , 850 b BRESIALTE | >R FH K A J28 W P2 0 2
I3 ATP 7K, 350 G A bt B SR AT IR
ol TPEERREETEAL R P B CE R
1.3 Geitorik

B b B SR F SPSS 22.0 %14 5 HHECE R n
()R R KR THE TR DA (v 25 Fi IR, 2
2 A) b A SR FH B R 28 O 25 40 A, 4L TA) b AR
MSEAEAS ¢ K95 5 AH OCHE 73 A7 >R ) Spearman #HC 5
BOBARL 5 1% 52 e R 3 SR COXC [ml 5 43 #r , T
TG e 43 A1 % Z 3R 3 TAEHRE (ROC) £k, LU
P<0.05 A ZERAGIE L.

2 R
2.1 WidH Ifi 3% PON1 75 P . CD39 4 ffd e 9] | ifi 5
ATP /K- Ho 8¢

FET- 4 1L 3¢ PONI 7% 14 | I3 ATP 7K -4 A=
A%, CD39 i L 3 A= A7 v, 2 5 A 4e it
FE N (P<0.05), W2,

F1 WHE—EERLER (n(%), (x+s)]

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

23] ik P31 AE I BMI hEREESLZETE] PR R
(B1&) (%) (kg/m?) (h) (mL) 2T rhir T
ARy 64 29/35 43.65+8.17  23.71+2.49 8.85+2.90 8.52+3.57 23(35.94) 25(29.06) 16(25.00)
T4 18 7/11 46.17+6.91  24.26+2.37 11.34+2.71 12.37£4.25  2(11.11)  6(33.33)  10(55.56)
Pal k] 0.235 1.193 0.836 3.263 3.874 2.480
P 0.628 0.237 0.406 0.002 <0.001 0.013
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*®2 WAMR PONI F . CD39 4HRLL B M7 ATP
KFELE (x+5)
Table 2 Comparison of plasma PON1 activity, CD39 cell

ratio, and serum ATP level between 2 groups (x+s)

3% PON1 i& 1 CD39 40ft L iy ATP

ALl (UlmL) (%) (ng/L)
rodl 18 54.39+18.06 36.13+12.02 10.37+3.41
HAFH 64 82.52+27.31 23.67+7.85 17.55+5.82

18 4.115 5.247 4.985

P1E <0.001 <0.001 <0.001

2.2 AN[AHIE H A 1M 2K PONT 15 M .CD39 41 it Lt
] 1fiL7F ATP 7K

8 ) >50 mL AR CH I3 PONT i M | Il 7
ATP 7K K F b 3 57 <50 mL %, CD39 41l ifl
ol Tl <s0 mL ¥, 2R G S E
S (P<0.05) ; I3 PON1 % ¥ | IfiL3% ATP 7K - Fifi
TR B 52 AR KA 34, CD39 4 i b 191 L T v
POERABITFE L (P<0.05), WLE3,

£3 A EYFIEEZ M PONI iF M. CD39 AL
& ATP KL &R (x+s)
Table 3 Comparison of plasma PONI1 activity, CD39 cell
ratio, and serum ATP level in patients with different
conditions (x+s)
wols gL IM3% PON1 ~ CD39 4l Il 7% ATP
s (UML) (%) (ng/L)
<10 50 8647x20.51 23.14+626 18.77+5.18
>10 32 60.54%26.09 31.52+10.20 11.60+3.63
18 5.016 4.616 6.824
P{H <0.001 <0.001 <0.001
ZAEE 25 92.16+15.06  20.06x4.17  23.93+8.72
P 31 78.13%12.79  24.78+6.08  15.04+5.38
FREERRE EJE 260 59.03x20.13  34.46+829  9.43+4.29
F1H 27.283 33.788 34.108
P{H <0.001 <0.001 <0.001

2.3 [fiL% PONI 7 14 . CD39 4il il b 5] . IfiL 75 ATP
KFEhERE P ERENXR

AR S3BT , 113% PONT 5% 4 | 1L 7% ATP /K-
SrhagflaE PR R AUEC, CD39 41 L 1] 5
W PR R IEAOE(P<0.05) . WK 4.
2.4 APP TiJr A5 R &

DL APP il J5 1 R A AR 5t (A 47=0, 38 T1-=1) , 7F
P v 3 RS I E) R R S A
K25, LLABE I I 2% PONT 3% 14 . CD39 41 iy Lt
B MLTE ATP KA R PR AR & (LLFT A B3 - ME
R <PHE=1,>F¥{H=2) ,COX PIH4Hr, A
B I iM% PONT 1% 14 .CD39 2 it L 1] | 1fi i ATP 7K
V02 APP il J5 (Y FE 25200 R 2R (P<0.05) . WL 5.

F4 M3 PON1EME.CD39 HAELL B, & ATP /K F 5
HEFEFESERENXER
Table 4 The relationship between plasma PON1 activity,
CD39 cell ratio, serum ATP level and poisoning dose and

degree of poisoning

Wi PR R R
) rfi P{H r i P1{H
1L % PONT 75 4 -0.698  <0.001 -0.749  <0.001
CD39 4l it EL il 0.665 <0.001 0.708 <0.001
ML ATP -0.741  <0.001 -0.725  <0.001

R5 APPHUEHIHMER
Table 5 Factors affecting the prognosis of APP

ARt BIH SE{Wald »*ffi HR ~ 95%CI P

1% PONT 35 #4-1.181 0.313  14.243 0.307 0.117~0.805 <0.001
CD39 il Fe il 1.651 0.467 12499 5.212 3.296~8.243 <0.001
L7 ATP - —1.257 0.309  16.557 0.284 0.108~0.749 <0.001

2.5 [fiL3% PON1 7§ ¥ . CD39 41 Jiig Lk %l | IfiL i ATP
RPN A

DLA AR B PEREAS  SET- 4 BHPERE AR, 4
il ROC 2k, 45 5 iR, il 3% PON1 {514 . CD39 4]
i He A7 | L ATP = 3 B A TN 15 5 1Y AUC
0.920, fz 3 10 I BIR E h 94.44% |, R RN
78.12% ., WEI1.% 6,

100 F

80

TURE (%)

i e CD39 4112 He 151
20 — I3 PONI ifi
--=- IlLi¥ ATP

. e

. . L L .
0 20 40 00 80 100
FFSRIE (%)

1 ROC #iZk
Figure 1 ROC curve

3 it

APP B HE P BT w0 B RE S, IR 22k
AT AR | ey 40 o 50 O R T S R A I
BT — % I R, (R R UG R EAR T
Sk B 22 AT ST B, APP T AR G R R
%, RWIPE Y £ TS 5 B S S0 KR B A

APP KAz J5 AT 5 AL 7™ A= 50 48 Ak R 3K
o S8 V- IR 45 — R 51484k . PONT & —Fl 41 &
R R Y, Sh #0598 & 3, PONT HA Bt
AL K KA MLBE 2R T, A LR P B KRR
M Bz 2 At B X B HA PR E R . B A G
BB PONT H A 14558 ChE A9 36 74 1 £ kAR A
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&6 I3 PONI &M .CD39 48Aa tL B, I iE ATP 7k 3¢ F & Tt il 4 (&
Table 6 The prognostic value of plasma PON1 activity, CD39 cell ratio, and serum ATP level

sz AUC 95%CI 7 R U (%) FERE (%) P
3% PONT 154 0.786 0.682~0.869 5.079 <63.78 U/mL 72.22 76.56 <0.001
CD39 4 fifg Lt £l 0.835 0.737~0.908 6.442 >26.67% 88.89 68.75 <0.001
1fiL 7 ATP 0.830 0.731~0.904 6.773 <14.22 ng/L 83.33 71.87 <0.001
A 0.920 0.839~0.969 11.104 94.44 78.12 <0.001
K A VR, AT G2 A A ALBE rh BRRE AR, BURES S 3k

& R ROIE A WL b fE e fiopr iz te . AP kR,
TS M FET APP S35 A B 1Y I3 PONT i 74 B
WAL T WG BB, #2758 PON1 7] 82 5 APP
5 HE R . APP B3 A BET I 3% PONT 3 4 &
i, HEB4 35 ChE A9 376 4 A1 2 Bk IR B %) 7K Aot i) V6
Bl = 955 , DA A AT 2 AR T RRAIG, Bl dE vy
J R TS X WL ZH 2R 88 B A 40 i =, A
N AL AR . CD39/ATP Ml iiE 55 5 4 9 [
N B A e R DA O, ARSI K B, TS
RAET APP L E A BERT YIS ATP ZKF- B RAK T
FiUG A A7 2, T CD39 40 M0 L 2 T 1l A2k
18 8 CD39/ATP il 25 fL 1T fiE 2 5 APP Hil
Ja#EIH . ATP R—FP N IR GRS 5, vl IS 41
KRN, R BRI 2 18 . H 4
RIS HIER AT, N E RAE ™, CD39 &5
TR TR 2 R 240 b 55 A4 e R 1T 1) B A A% T R K fi
Bt , A KA ATP PR, AN i 16 B {5 5 ATP
PR 2 % . APP &I, ML N 2E 2 i B
3G, A 9 E SO, HILAA K i BT CD39 4
Ji9, R R E R B ™ B, CD39 40 i B i ok, X
ATP W) 7K ffAE A o A 5338 a4 1% 534t
K I IK PONT 1 1 | M3 ATP /KF-5 s 7l &
Hh B AR 5 1R G, CD39 41 it L 431 5 rp 25 50
PR R IEMKE, 5 BRI AR IEL T
PON1 .CD39/ATP #l1 5 APP J [ 15 B %5 W AH G

UEAN A5 & A BERT 12K PONT {14 .CD39
AL LA L IF ATP ZK-FAT5 2 APP TS Y 52 252 0]
R, PIARSEI O R R R AR it
FEAR B EEHI<20 mL, SAR S BT SR

ZE B, I 3% PONT 3% M . CD39 41 ifd kb 1]
L35 ATP /K5 APP 50 1% S G % VA ¢,
TG 25 48 A5 T Ry I R T APP A8 25 T $ it
—E 2%, (HAMRAFTEREAR DA A
Wi 2 T HE— 2 BRI
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CD47.8-OHDG . Adropin 5 1 %} 2 P v 1 1. 90 d 1%
A B % B AL

HEAT W kR HEH

o

[ E] BB 3T CD47.8-F I L1 (8-OHDG) . Adropin 2 1% 2 M fiki i 1fi. 90 d Ilfi FAR 74
SR E . ik SRR BE 90 B S i H i 8 ARE 90 d I R 1015 43 U R 4r4 (21 6i)) 57
Ji AN 4169 #]) , 538 CD47.8-OHDG , Adropin & I UM 90 d I R HUS N E. Z5R  HUS A R AL b
& CDA7 | 1lIL3% 8-OHDG /K- T KL IT-4H , Adropin 25 KR T-HUG BG4 , 22 S G Gt 2F i L (P<
0.05) ; MMM CDAT 1L 8-OHDG 5 Hi IfiL i A2 TR R A 28 &2 1EAH G, Adropin 2 5 H 1L
ML TIRE B R AN 2 2 T 56 (P<0.05) 5 8 HoAth PR R 4% J5 |, 1 i i CDA7 | 1ML 8-OHDG
Adropin £ 1155 90 d I R R 238 4156 (P<0.05) 5 = A 90 d I R R 1Y AUC 24 0.950,95%CI :
0.883~0.985 , FJE & K 95.24% , ¥ 5 5 4 85.51% , P T BB 0 (P<0.05) . &5 Ik CD47 | I 7
8-OHDG . Adropin £ 1 BB 2 W At 1 1R IR 0 , B0 RS0 W 448 Ay Foum) et S0 1 fs 1) e B A2

(&) 2dmbm; CD47; 8- FEML A S 1T ; Adropin & [1; GRS

Predictive value of CD47, 8-OHDG and adropin protein on the clinical prognosis of acute
cerebral hemorrhage at 90 days

GOU Zhiyong*, TAN Hua, ZHU Li, JIANG Zhengfang

(Department of Neurosurgery , Sichuan Mianyang 404 Hospital, Mianyang, Sichuan, China, 621000)

[ABSTRACT] Objective To explore the predictive value of CD47, 8-hydroxydeoxyguanosine (8-
OHDG) and adropin protein on the clinical prognosis of acute cerebral hemorrhage at 90 days. Methods
Ninety patients with acute cerebral hemorrhage in our hospital were selected and divided into a good prognosis
group (21 cases) and a poor prognosis group (69 cases) according to the 90-day clinical prognosis. The value
of CD47, 8-OHDG and adropin protein in predicting the clinical prognosis of 90 days was analyzed. Results
The levels of hematoma fluid CD47 and serum 8-OHDG in the poor prognosis group were higher than those in
the good prognosis group, and the adropin protein level was lower than that in the good prognosis group (P<
0.05). Hematoma fluid CD47 and serum 8-OHDG were positively correlated with bleeding volume, nerve
function damage, and penetration into the ventricle, and adropin protein was negatively correlated with bleed-
ing volume, nerve function damage, and penetration into the ventricle (P<0.05). After controlling for other
factors, CD47 in hematoma fluid, serum 8-OHDG, and adropin protein were still significantly related to the
90-day clinical prognosis (P<0.05). The AUC of the three combined predictions of the 90-day clinical progno-
sis was 0.950, 95% CI was 0.883-0.985, the sensitivity was 95.24% , and the specificity was 85.51% , which
was better than the individual prediction (P<0.05). Conclusion Hematoma fluid CD47, serum 8-OHDG,
and adropin protein can effectively reflect the condition of acute cerebral hemorrhage , and combined detection
is an important way to predict short-term prognosis.

[KEY WORDS] Acute cerebral hemorrhage; CD47; 8-hydroxydeoxyguanosine; Adropin protein;

Clinical prognosis
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AU S R T R R LR A T A —
2 5 FI A I A T ) 20%~30% , HLA 85 R % | e B
B R AL TS LB f PR A 22, CDAT
SEEGREMCER, BEA P RIESE 2 5 Rkt
P e o 2F BRpS BEAE FE L 8-SR AR 4 5 1 (8-hy-
droxydeoxyguanosine , 3-OHDG ) J& T DNA %A 1k i/
B, AT B S S A e R TE A R
i A KA ke T R R B EAE Y . Adropin
BRI R RER T RE P,
T O T I AR e A 2 i I A
WYV B H AT T =& 5 2P Ay
KA ARFRAE . A, A58 224K 5 CDAT .
8-OHDG . Adropin &5 [ 7E 2 Pk i th i 2 25 v ik
AR AR, I B LT TS ) BO R EL, 5 AE IR
Je BL A8 B R B AR OGRS . S A

1 ABESHE

1.1 —Bgek

PEHUA BE 2017 4F 7 H 2 2020 4F 1 H 90 i) &b
i 3 1 AR, AR 90 d I R TS 43 A Bl R A4
(21 ) 5 WA R4 (69 6) . His RF415 12
], Ze o 1], AE IS4 (62.57+4.18) %, i L < /v
i 2 5], rheg a7 ], R i 12 ], R 2e D RE
BRE L R EE 39, RE 4, TR 14, o
A 146, BUG A RALE 30 6, 22 30 4, 4F i
F34(61.95+3.78) & |, Hh i1 - /NaE Al 31 451, rh i
I 33 1], Aok i 5 ], S D R BRI R L R
28 {5, P EE 32 451, 5 o 5], o A = 16 491

Y AFRE : D% 5 MRI 5% CT K62 7 UL 4 1fi.
Wkt , IH2E A I ACRE R AR A2 R i 1l 5 @349 4 3
JRT DX ML 5 DR B YR R 5 29 L% 1 i it ok AR 4
fiIE s R E LRIBHFG BT FG R 1o HERRbR
Y OBEAEA I 1 52 & QARG RE | fse
PN RN BN OB T L R
12 ik

P2 A Bt J 35 25 7 s ) i s i, A1 st oy
JE VB IR SR RINA YT PR YR i 2 S
ik 25 A5 1 e 15 BNk 3 PR AR VAT T
1.2 kT ik

AR R SN M 5 mL, T A B R4 i i 5
mL, ¥ T HEIEHEE 2 h 51704 F], 3 000 r/min,
5 min, BT, P47 T—80°CHE IR VAR I , A o
SR FH T 3G 93 T BRF 3 A6 0 I i Y CDAT L L Y

Adropin £ [ 7K F, 4k 5 & O 50 5 1k K DU il 3
8-OHDG /K ~F-, ik & W H A2 LB TRRA R
A, Sy R & B R
1.2.2 Il PRAFAE ] W 7 12

B &R 22 AR A K T A, <30
mL /i I, 30~50 mL JhyHr s HE I, >50 mL oA
Kot I 5 A 28 D i e 400 R oR T 36 1 [ 57 18
He BF 5% i 25 v i 2% (National Institutes of Health
Stroke Scale , NIHSS) "' P73 AT | 1~4 43 0 6 & 46
13, 5~20 43R EEG A, >20 43 R FE A .
1.2.3 FiEHE Tk

K A& $ 3 B 7l J5 (Glasgow Outcome Score,
GOS) -7 I E 90 d i IR TS , 1~3 7324 TS A
K, 4~5 70 A TR R
1.3 GeileEorik

K Geit2#8 SPSS 22.0 4b FRECHE , i1 ¥%
B (£ $5IR , Z 40 0] LR H SRR 7 227040,
VA2 [B] LR R ST FEAS ¢ 4 55 5 TP R n( %)
Fon, PRI AR AR S 90 d I R T R ¢ F R H
Z2 T A B 43 B 5 AH OGP R ] Spearman/Pearson
FHIG ZR BRI Ar s TR R T 32108 TARFRE
(ROC) Ik 53HT. P<0.05 T2 H A i1 3L,

2 #R

2.1 P4 I R CDAT | IfiL i 8-OHDG . Adropin £
FIKF- 8

WG A K41 1l il CDAT | IfiL 75 8-OHDG 7K
T IS R 474, Adropin 2 KPR T 1A R4
H, =R AGIFEL(P<0.05), WE1,

Fz1 MWHAMAME CDA7. MiE 8-OHDG . Adropin & H
KFEEEE (x+s)

Table 1 Comparison of CD47 in hematoma fluid, 8-OHdG

and adropin in serum between 2 groups (x +s)

CD47 8-OHDG  Adropin % [
(pg/mL) (pg/mL) (pg/mL)
PG ARA 21 1723424185  57.43+16.06  1.30+0.32
WG RIF4H 69  126.19+30.37  42.61+13.24  2.4420.80

t{H 5.556 4.269 6.357
PAH <0.001 <0.001 <0.001

2H 51 n

2.2 A [A)I IR AR BB i Y CDAT | Il I
8-OHDG . Adropin %5 [ /K~F-

AN 6] A PR )R I R CDAT | I Y
8-OHDG ., Adropin & /K V- LL#, 2R TG IT2EE
X (P>0.05) ; Ifil il & CDA47 . Ifil 7 8-OHDG 7K - ifi
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P i P T AR A0 e R I L A T v A
Adropin 35 7KV 2B 87 T B (P<0.05) , A
Jigi 2 f8 3 1A ¥ CDAT | 1ML 8-OHDG /K- #5 T A
WA % B35, Adropin & H 7K AR F ARG %=
B (P<0.05), W2,
R2 ANEIEREESE MR CDA7, % 8-OHDG.
Adropin EHKFELE (v +s)
Table 2 Comparison of CD47, 8-OHdG and adropin protein
levels in hematoma fluid of patients with different clinical

characteristics (x+s)

" CD47 8-OHDG  Adropin A
L b (pg/mL) (pg/mL) (pg/mL)

AR
<60 % 36(40.00) 134.22+31.10 45.48+5.51  2.1320.52
=60 % 54(60.00) 138.79+36.52 46.46+6.22  2.20+0.48
tH 0.616 0.766 0.656
P 0.539 0.446 0.514
1 5]
5 51(56.67) 135.73+28.94 46.65+5.18  2.19+0.50
& 39(43.33) 138.57+30.64 45.31%6.35 2.14+0.43
18 0.450 1.102 0.499
Pl 0.654 0.273 0.619
H Ifi
NI 33(36.67) 120.14+22.15 40.87+5.53  2.42+0.34

iR 40(44.44) 138.20£26.08 47.10+6.02  2.18+0.26
Fimli 17(18.89) 166.69+33.79 53.74£7.48  1.6620.22

F1H 17.562 25.604 39.696
PAE <0.001 <0.001 <0.001
P2 D) Re 1 78 1
(=35 31(34.44) 117.52+23.84 41.23+5.03  2.47+0.30
o 36(40.00) 137.85+27.11 46.18+5.78  2.26+0.23
Y 23(25.56) 161.77+35.16 52.42+7.24  1.62+0.18
F1{4 16.103 23.349 82.954
P1E <0.001 <0.001 <0.001
PR LN

KA Z 60(66.67) 122.48+38.14 41.39+7.28  2.36+0.55
WAMIE  30(33.33) 165.92+43.29 55.43+10.66 1.79+0.37
tHE 4.868 7.350 5.120
P{i <0.001 <0.001 <0.001

2.3 MLk CD47 . IfiL# 8-OHDG | Adropin & 15
e R 4FEAH 1

AH 5 43, il ik & CDA7 | IfiL % 8-OHDG |
Adropin £ 15 2P i H i 2 B4R Y 1 51 G B
AH I (P>0.05) 5 ML ¥ CDA47 . 1L 8-OHDG 5
R A PR T RE PR A R B A 5 B O A O
Adropin 5 1 5 ) i 5 P2 D RE B0 R EE CBEA
i %8 S A6 (P<0.05) . WL# 3.

2.4 IfiLfR CDA7 | IfiL7% 8-OHDG . Adropin 2 5
90 d IIfi R T 1 K &

Z U2 MR BLH 4B, FF S 1l A2 D) RE B A
FREE A0 2 A5 FL A PRI R S il ik CDAT
1L 7% 8-OHDG . Adropin & H 15 5 90 d IIfi JK i 5
(GOS PF47) i EAHIE (P<0.05) . WK 4,

£ 3 IMAREK CD47. 1% 8-OHDG. Adropin & B 5l K 4%
fEFB K1
Table 3 Correlation between CD47 in hematoma fluid,

8-OHdG and adropin in serum and clinical features

1ML CD47  1fiL 3% 8-OHDG  Adropin & H

miH

ffi P o P o PME
A 0.142 0.867 0.165 0.821 0.139 0.880
451 0.138 0.878 0.158 0.839 0.144 0.871
4 I 0.712 <0.001 0.730 <0.001 —0.711 <0.001

MZ I REBIFREE 0.803 <0.001 0.795 <0.001 —0.805 <0.001
[N 0.694 <0.001 0.738 <0.001 —0.704 <0.001

£4 IMPhE CD47, 1% 8-OHDG ., Adropin EA 590 d
[SESIVEUESES
Table 4 the relationship between hematoma fluid CD47,

serum 8-OHdG, adropin protein and 90 day clinical prognosis

o WA b REHRK
AZRE T im0 P

W -5.417

CD47 0.802 0.064 0.813 12531 <0.001
8-OHDG 0.683 0.048 0.701 14.220  <0.001
Adropin &[4 -0.624  0.055 -0.657  -11.345 <0.001
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Figure 1 ROC curve

20

3 it

YEGLt, SRR i 8 3 A i E A )
FE PR A 19 & A 38 3K 30% , ™ TSR S8 35 LB A7 o
L HHEARTRRES ™ o Pt , SRR A S8 AR SR PPAG
o T A i A P i A ) TR L

CDA7 J& T e bR E 5k, 2 Sl A J
T e R R R . ARBETESE A R, CDAT FE 2
L6 3 TR R (19 1D e R DRSS v S A Wi 1 2
DI BE G AD T B I 2 45 1 PR A k5 R G o



- 1320 - NTEWiER T 2021458 4 5134 4581 T Mol Diagn Ther, August 2021, Vol. 13 No. 8

S5 A T B MR IE % R R E T . CDAT #E 2tk
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K& L BWH i
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LAERE B FUE AR BEE K LA B (DVT) B B2 W B, & EE20154E 1 A % 2020451 AA
BEWCIA 1Y 102 Bl AT B FiE Ir FAR B4R E  RIEAR)G 227G &L DVT 43 DVT 41 (n=24) . JCDVT 41
(n=78) , HL B W £H KL 2k e kL AR 3% B ik 2 14 IR [ 85 (LDL-C) | 5 %% & ik 4 14 IR [# B (HDL-C ) | J IR [ B
(TC) . =Mt H ¥ (TG) \.TG/HDL-C . TM /K-, 7347 L3R 48 b5 55 Caprini I #2 KUK P 2 i 256 & DA #5464
L5 DVT 5 B 6 R TEN &8 b7 12 W DVT M8, FF [h# AN 5] TG/HDL-C . TM 7K F- & #% DVT &£,
%R DVT 4 TG.TG/HDL-C.TM & T J& DVT 44 , HDL-C {& T & DVT 41 , 22 % A G i1 ¢ & L (P<
0.05), TG.TG/HDL-C.TM 5 Caprini il XU [F K 15 1743 2 1EAH 3¢ , HDL-C 5 Caprini I8 XU PR 28
R 2 AAHIE (P<0.05) o FEME IR A i il #2415 , TG/HDL-C . TM 175 55 Caprini Il #2 JRURS: [H 25 4
FAT43H1 6 (P<0.05) . TG/HDL-C BE4 TM i2 I DVT 19 AUC #¢ K, 4 0.883(P<0.05) . TG/HDL-C.TM
i fEBE DVT B R m PG (P<0.05) . 4518 TG/HDL-C . TM T & il BE 4 = 2 4F g g r Rk
J& DVT Sy JBbk A KD 1 iR H8 b7 Bh T4 = B 4E I B S8 PR 5 DVT 2 Wialae
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The relationship between TG/HDL-C, TM and the susceptibility of postoperative DVT of
elderly patients with femoral neck fractures and their diagnostic value
JIAO Yi, YANG Zhitao*, LUO Lun, CHENG Huanyu

[ Department of Orthopedics, Fuyang Women and Children’s Hospital (Fuyang Sixth People’s Hospital ) , Fuy-
ang, Anhui, China, 236000 ]

[ABSTRACT] Objective To investigate the expression of triacylglycerol to high-density lipoprotein
cholesterol ratio (TG/HDL - C) and thrombomodulin (TM) in elderly patients with deep vein thrombosis
(DVT) after femoral neck fracture surgery, and to analyze the diagnostic value of the combination of the two
for postoperative DVT, and provide scientific guidance for clinical prevention and treatment. Methods A to-
tal of 102 elderly patients undergoing femoral neck fracture surgery admitted to our hospital from January 2015
to January 2020 were selected. According to whether DVT occurred after operation, they were divided into the
DVT group (n=24) and the no DVT group (n=78). The baseline data, low -density lipoprotein cholesterol
(LDL-C), high-density lipoprotein cholesterol (HDL-C), total cholesterol (TC), triacylglycerol (TG), TG/
HDL-C, and TM levels were compared between the two groups. The relationship between the above indicators
and the Caprini Thrombosis Risk Factor Scale and the relationship between each indicator and DVT susceptibil-
ity were analyzed. The value of each indicator in diagnosing DVT was evaluated, and the incidence of DVT in
patients with different TG/HDL-C and TM levels was compared. Results The TG, TG/HDL-C and TM in the
DVT group were higher than those in the no DVT group, and HDL-C was lower than the no DVT group (P<
0.05). TG, TG/HDL-C, TM were positively correlated with the Caprini Thrombosis Risk Factor Scale score ,

AR B - HE A R B (AHW]20215063 )
A S B Fa T e b )L E R (B FE T S ARE ) B A, 28, £ Fa 236000
*BAZVEH M6 A, E-mail : fuyangyzt@sina.com
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and HDL-C was negatively correlated with the Caprini Thrombosis Risk Factor Scale score (P<0.05). After di-

abetes and intraoperative blood transfusion were controlled, TG/HDL-C and TM were still correlated with the
Caprini Thrombosis Risk Factor Scale score (P<0.05). The AUC of TG/HDL-C combined with TM in the di-
agnosis of DVT was the largest, which was 0.883 (P<0.05). The incidence of DVT in high-risk patients with
TG/HDL-C and TM was higher than that in low-risk patients (P<0.05). Conclusion Elevated TG/HDL-C

and TM may increase the susceptibility of elderly patients with femoral neck fracture surgery to DVT. Com-

bined detection of the above indicators will help improve the diagnostic efficiency of elderly patients with femo-

ral neck fracture surgery.

[KEY WORDS] Triacylglycerol; High - density lipoprotein cholesterol; Thrombomodulin; Elderly ;

Femoral neck fracture surgery ; Deep vein thrombosis

FARERITIRE SE I FE T B B R
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Caprini Ifil 14 XU P 2= 1 R 1753 5 0 DVT 4 L3,
ZERAEGIFRE L (P<0.05), W1,
K1 FWAERZEBXL [(vxs),n(%)]

Table 1 Comparison of baseline data between 2 groups
[(xs),n(%) ]

B 4] 4] ,

I T
Y () 72.46+5.06 70.99+5.23 1213 0.228
5 (B2 13/11 34/44 0.826  0.363
M5 LR 4 (kg/m?) 24.07£1.83 23.89+2.15 0371 0.712
PRI 22(91.67) 72(92.31) 0.110 0.740
W S 11(45.83)  30(38.46) 0415 0.520
Garden 73 %!
I} 5(20.83) 12(15.38) 0420 0.674
| 11(45.83) 38(48.72)
v 8(33.33)  28(35.90)
Z A0 SR
283 F 13(54.17) 46(58.97) 0.240 0.887
ER eI 7(29.17)  19(24.36)
(LN 4(16.67) 13(16.67)
WG £ 5 s
BRI 8(33.33)  7(897)  6.849 0.009
SRR 2(8.33) 9(11.54) 0.004 0.947
=5 1R 3(12.50)  6(7.69)  0.099 0.753
JRIEET5 30
£ 15(62.50)  42(53.85) 0.558 0.455
JEERGE I A5 IR e 9(37.50)  36(46.15)
B 5
ZEA] 14(58.33)  40(51.28) 0.366 0.545
pal| 10(41.67)  38(48.72)
FARITHX
MG EZ A EIEET  6(20.00)  15(18.07) 5272 0.153
AT 11(36.67)  37(44.58)
N T i3k B 7(23.33)  26(31.33)
A i 6(20.00)  5(6.02)
F- A Bsf 6] (min ) 98.68+24.68 91.57+22.06 1.343 0.183
&?%‘{é‘gf%gfz\) 8.3422.20  6.11+1.05 6.664 <0.001

2.2 WA ALIEbR LI
W4 LDL-C \TC [b#5, ZF L8t E L (P>
0.05) ; DVT 41 TG . TG/HDL-C.TM & T JC DVT

20 ,HDL-C X T L DVT 41, Z 7 A G it = L (P<
0.05), W32,
2.3 #4555 Caprini A& X HEEE LR

K H Pearson #4740 43 Hr , 45 R o, TG
(r=0.586,P<0.001) .TG/HDL-C(r=0.720,P<0.001) .
TM (r=0.578, P<0.001 ) 5 Caprini Ifi.#& XU [ & &
TP 2 IEAH K, HDL-C 5 Caprini Ifil #8 XU R %
BRI B AAHE (7=-0.619, P<0.001) .
2.4 AT

FEBE PRI A I 4% 615 , TG/HDL-C . TM 1/}
55 Caprini I8 XU R 2R 5 AH 6 (P<0.05) . WLER 3,

x3 REXESH

Table 3 partial correlation analysis

o WA b AR
BEEE T me (g (0 PHE

W 6.852

TG 1.036 0.876 1.007 1.183  0.614
HDL-C -1.259 0.914 -1.139 1.377  0.509
TGHDL-C  5.647 0.277 5.352 20.386  <0.001
™ 7.008 0.358 6.876 19.575  <0.001

2.5 fEIRZWIDVT 1 ROC
Jof FE AR SR 43 BT % H A9 TG/HDL-C \ TM {E
REEAE , UL DVT 48 FHYEREAS, LIJC DVT 4 1]
PEREAS , ¥ E TG/HDL-C . TM 12 B DVT i) ROC 5
Al 2554 7R TG/HDL-C B4 TM 2 DVT [ AUC
4 0.883, L FH—K (P<0.05), W34 K 2,
2.6 A TG/HDL-C . TM /K% DVT k4%
M 4l ROC 43 BT cut-off i , ¥ 5 & 43 b TG/
HDL-C & f& (>1.15) K f& (<1.15) . TM & f&
(>8.66 TU/mL ) FIi & (<8.66 TU/mL) , 45 R,
TG/HDL-C . TM & f& £ 3% DVT & AR & T fa i
H(P<0.05), W5,

F2 WMHEMIERILE (vxs)

Table 2 Comparison of biochemical indexes between 2 groups (x +s)

2H 51 n LDL-C(mmol/L) TC (mmol/L) TG (mmol/L) HDL-C (mmol/L) TG/HDL-C  TM(IU/mL)
DVT 41 24 2.23+0.29 3.65+0.33 1.26+0.27 0.92+0.25 1.370.31 0.11+1.94
JCDVT 41 78 2.15+0.26 3.72+0.40 1.05+0.24 1.27+0.28 0.83+0.22 7.39+1.86
tHE 1.283 0.779 3.639 5.485 9.494 3.922
P1H 0.203 0.438 <0.001 <0.001 <0.001 <0.001
R4 ROCHITER
Table 4 ROC analysis results
A2 AUC 95%ClI cut-off {f UL (%) HERIE (%) R (%) PfE
TG/HDL-C 0.804 0.714~0.876 >1.15 66.67 84.62 80.39 <0.001
™ 0.752 0.657~0.832 >8.66 IU/mL 70.83 70.51 70.59 <0.001
BA 0.883 0.804~0.938 72.65 89.74 86.27 <0.001




- 1324 - NTEWiER T 2021458 4 5134 4581 T Mol Diagn Ther, August 2021, Vol. 13 No. 8

HUBE (&)

--- TG/HDL-C

0 20 40 60 80 100
FE5EHE (%)

B2 &JIEIRIZE DVTHIROC
Figure 2 roc of DVT diagnosed by each index
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Table 5 The incidence of DVT in patients with different TG/
HDL-C and TM levels [n(%) ]
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[ ZE] B® S0 miE AN £-33(1L-33) F W40 R 3h 106 K7 (MIF) X # g5 12 & A
(PLTP) K P AL 53 A L RE M Z B AR (BPD) KR, ik #EH2017 4 5 A % 2020 4 5 A A
B BT Az JLRHICA 1 141 B L (IR s < 32 J8) AR 4l & 5 H 45 BPD 43 4 BPD 41 (n=63) 1 BPD 41
(n=78) ., LHIE BPD £ 51 BPD 40 ) Ko A [R5 1% BPD LML A IL-33 \MIF . PLTP /K EA8 4k, 43#T IL-33
MIF % PLTP %I BPD Wi, £3R BPD 4LfiLE ' IL-33 \MIF 7/K-F W & /5 Tt BPD 41, PLTP 7K~ ]
WAKT BPD 41, 22 94 G it 247 L (P<0.05) . 78 il LR AR BE 22 f5i], vh B8 37 451, 8% 19 ], R [l
1% 2B BPD LML # IL-33 \MIF Rk K Rl <R BEAL<TE FE4L, PLTP kKK SR BE A >H B4
SHEFEMH, 225 WA G H¥ 75 L (P<0.05). ROC £ 45 5 7%, IL-33 \MIF & PLTP Hph G2 Il BPD Hif
ACU 43714 0.726 .0.661 .0.725 , BE A2 Wik 0.783 , B 5 &5 T B iz (P<0.05) . 538 I3 IL-33 \MIF
J PLTP /K PARAL 58 45 L BPD & AE Kk e 2 [RIAF 7R 25 U1K 3, HoK SEAR Ak mT Ay FB 3 9 15 7™ o R B Ak
RS

[X$iA] 1IL-33; MIF; PLTP; #id: LZSEMEAEAR

The relationship between IL.-33, MIF and PLTP levels and neonatal bronchopulmonary
dysplasia

YANG Jie', CAO Xia ', LI Cuixia ', ZHENG Lijia ', CHEN Guohuan **

(1. Department of Neonatology , Meishan Hospital, West China Hospital of Sichuan University , Meishan, Si-
chuan, China, 620010; 2. Department of Neonatology, West China Second Hospital, Sichuan University,
Chengdu, Sichuan, China, 610000)

[ABSTRACT] Objective To analyze the relationship between changes in serum interleukin-33 (IL-33) ,
MIF and PLTP levels and neonatal bronchopulmonary dysplasia (BPD). Methods The 141 premature infants
(gestational age <32 weeks) admitted to the neonatology department of this hospital from May 2017 to May
2020 were selected and divided into the non-BPD group (63 cases) and the BPD group (78 cases) according
to whether they had BPD. The changes in levels of serum IL-33, MIF, and PLTP between the non-BPD group
and the BPD group and in children with different severity of BPD were compared, and the value of IL-33,
MIF and PLTP in the diagnosis of BPD was analyzed. Results The levels of serum IL-33 and MIF in the
BPD group were significantly higher than those in the non-BPD group, and the PLTP level was significantly
lower than that in the BPD group and the differences were statistically significant (P<0.05). In 78 children, 22
cases were mild BPD, 37 were moderate BPD, and 19 were severe BPD. The expression levels of serum IL-33
and MIF in BPD children with different disease severity were as follows: mild group <moderate group <severe

group, and PLTP level was as follows: mild group > moderate group > severe group, and the differences were
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statistically significant (P<0.05). The ROC results showed that the ACUs of IL-33, MIF, and PLTP alone in
the diagnosis of BPD were 0.726, 0.661, and 0.725, respectively, and the ACU of the combined diagnosis
was 0.783, which was significantly higher than the single diagnosis (P<0.05). Conclusion The changes in

serum IL-33, MIF and PLTP levels are closely related to the occurrence and development of neonatal BPD, and

the changes in the levels can provide a reference for the evaluation of the severity of the patient’s condition.
[KEY WORDS] IL-33; MIF; PLTP; Neonatal bronchopulmonary dysplasia

AN & B A R (Bronchopulmonary dyspla-
sia, BPD) & A= JLBH & UL 12 PR ifis , 2 0T 7
77 L. BPD A Si AL i oK W, 75 35214 By Pk Y
Fenh b A AR RAE AR R R EUR
B A B i L B, TR A 2 I A 2 R
WAEE & T 5 BPD B CHI T FAE-33(In-
terleukin-33, IL-33) J& T I R EXEH I — 51, 5
WM L 1 B S e PR R PEB SR A OC S, B
41 i % 5 30 il [K F (Macrophage migration inhibito-
ry factor, MIF ) 7EIIfi R H ik Sy ELAT 4 A DR 35 14 1
ZUIRe R AL BT, Z SHURSRAE S | G PE N
& MR AE 5 2R & A R B
fig %% iz #5 H (phospholipid transprotein , PLTP) £ 5
W B 2 11 =2 (W) % B 5% IR B (Phosphatidylcholine
PC) (%% iz , PC il Z B G BUAS &2 A it S i 7K
Jif \BPD B AAEAE—E MERRY . BT Ik, A0k
A3 ML TL-33 \MIF J2 PLTP /K748 16 558 8 L
BPD [ &, LRI R 1297 BPD #4465 % 1K s .

1 ABSHE

1.1 —fRwER

PEHL 2017 4F 5 H & 2020 4F 5 H #4E JLRHIGA
) 141 1R = L IR IE<30 J8) , A4 2 75 8247 BPD
43 A AFE BPD 4 (n=63) F1 BPD 41 (n=78) . BPD i
Wrbr i . 2% 3¢ [ 1 o7 LB R 5 AR LT
Hi A 2 BPD 12 Wi b i « AT ] AR (Fi0.>0.21) 8
it 28 d Az JLENSE  BPD o 40 A b ifi . Dilfs
PRGERETEHE s QAFFERT G2 Wa 30 N 30560 58 A R F 5
B RIE . HEBRAR U : OA I RME O

FES B P I G e iR S SR A @)
I R PR e 3% s D ABE H#d>1 d %, Wil —
TR L 25 5 oSt 2R X (P>0.05) . ULER
1o AWFoEL BB PR 2R B2 T st i
1.2 Fik
1.2 SETEIEN

R BB LA IE i % R 36 J8 (A= iR i <32
) B B T B A SRR B RO, HE AT T A
K HE R, Fi0,<0.30 7 HF B, Fi0,>0.30 B 75
FLRFLLAGHE IR S HUMGE SN
1.2.2 1L-33 .MIF K PLTP /K-F-#5:]

Y AR IIAEABE G 095 7 d bR I 3 mL,
i FH 250242 10 em, 5% 3 4 3 000 t/min, 1 25
LHLES L 10 min J& , 43 B LIS WA B A-80C VKAH
PRAE  FEARAS U B 58 WS #1758 —F B o IL-33,
MIF & PLTP ¥t F il 56 6 28 e B o e A5 A,
D) i b o SR R B AT BRA A, R0 BR
JA% e BRI BE 22 Ud W 1 R AT B AR AR 35
{A %% Bio-rad 550,
1.3 WMEHEhR

I 44k BPD 44 1 BPD 40 L & A [ 955 1% BPD
LI H 1L-33 \MIF ,PLTP /K22 4k, I 43 Hr
1L-33 .MIF }z PLTP % BPD iZ Wi {8
1.4 Gt#0rik

K1 SPSS 20.0 AV #EATHE I 40 B, T = R
K (x+s) R, AL LA T k3, 24 ] LA 7
F ARG I6 5 T EOFERER I n (%) 2R AT 2 K 3 5 2
ROC 43 #7 L-33 \MIF }2 PLTP %} BPD i2 Wi/ & , LA
P<0.05 N 2ERAGIFE L

Rl —MEBEE [(n(%), (xs) ]

Table 1  General information comparison [7(%), (x+s) ]

% y 15 1A 3T =
215 n PERI (/%) JiGi () A (g) [ E—
JE BPD 41 63 35/28 28.16+0.31 1425.26+188.26 31(49.21) 32(50.79)
BPD 4 78 44/34 28.11+£0.50 1431.17£187.49 33(42.31) 45(57.69)
1y fH 0.010 0.693 0.185 0.669
P{E 0.919 0.489 0.852 0.413
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Table 2 Comparison of serum IL-33, MIF and PLTP levels
between non BPD group and BPD group (x £s)

21 n  IL-33(pg/mL) MIF(ng/mL) PLTP(ng/mL)

JEBPDA 63 30.54+4.52 5.35+0.66 25.16+3.49
BPD 4 78 68.26+7.16 8.11%1.74 11.58+2.77

i 36.357 11.910 25.762
P{H <0.001 <0.001 <0.001
2.2 AN[EETE LR BPD £ JLIME o IL-33 \MIF .,

PLTP 7K b3

3 417 IL-33 \MIF 23k K-« 52 B 4l <vh
JEA <HE AL, PLTP A/ e L 4> B4 > 1
JEA, 2R BA G L (P<0.05) . W33,

&®3 AREMHIEREBPD BILIMEH IL-33 MIF,PLTP
KPR (x+5)
Table 3 Comparison of serum IL-33, MIF and PLTP levels
in children with BPD of different severity (x+s)

215 n  IL-33(pg/mL) MIF(ng/mL) PLTP(ng/mL)

iR 22 38.16+5.11 6.40+0.74 10.56x2.19

i 37 55.29+5.57 8.57+0.88 8.55+1.49
ENiy 19 79.58+6.58 9.54+1.47 7.16+0.97
F{H 269.58 52.92 23.07
P{H <0.001 <0.001 <0.001

2.3 IL-33.MIF } PLTP %f BPD 2 Wi (i

ROC Hi£k 45 3 /R, 1L-33 \MIF & PLTP ¥
K32 W BPD Bf ACU 43 514 0.726,0.661 ,0.725,
A2 W00 0.783, B i = T B2 Wy (P<0.05) o
W4 KLE L,

%4 IL-33.MIF & PLTP 3 BPD i BT i (&
Table 4 Idiagnostic value of IL-33, MIF and PLTP in BPD

T R AUC 95%CI WURE  RERE
IL-33 0.726  0.530~0.783  0.714  0.788
MIF 0.661  0.762~0.907  0.795  0.711
PLTP 0.725  0.587~0.844  0.807  0.764

IL-33+MIF+PLTP 0.783  0.684~0.953 0.948 0.879

3 it

BPD # HHIAEAR T 34 A ny = L. LIAES)

0 02 04 06 08 10
155

B 1 IL-33.MIF.PLTP REX&i2H#i BPD % &
Figure 1 the curve of IL-33, MIF, PLTP and their

combination in the diagnosis of BPD
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[ ZE] By HiroMNa A~ 4ni (PBMC) b K 8 11 Bl 5242 8058 11 9 (CARDY) (BfiFE R %8
R (MDC) | A E-32(IL-32) FEBHZ TS 1 & (UC) 2 Wi MR S IEAG TR (i, 773% e 20194F1 A
%2021 4F 1 A 7 BRI E BRI B AL N RRIIR 1) 82 51l UC 35 (UC 4) ARG Ly 40 (il {4 A H
(W FRZH) , LAi2H CARD9 mRNA MDC .JL-32 mRNA ,CARDO % [ .IL-32 % |1, SR 33 TAERF 4
(ROC) MM 4 HR AR 2 W UC M, Fh#8 UC BB A [ 15 T2 J3E 35 45 K I8 A7 /K -, R F Spearman J £ 432
Logistic [FIH 254555 UCTE SRR X R, &R UC 4 CARDY9 mRNA .MDC.IL-32
mRNA ,CARDO9 & [1 .IL-32 & 15 T X R4, 22 54 o155 L (P<0.05) ; CARD9 mRNA .MDC. IL-32
mRNA £ W UC 1 AUC #K 7% 4 0.712,0.901 ., 0.739, £ #5 R B 5 19 AUC N 0.920; 3% 3 9] . # CARD9
mRNA \MDC . IL-32 mRNA # T2 01 (P<0.05) , B 1% sh W] i E 0 16 RE B2 I, CARDY mRNA \MDC ,
IL-32 mRNA R KIE &, 1 L 22 H 48 G228 L (P<0.05) ; Spearman AHEE 4347 k7™ , CARD9 mRNA
(r=0.808, P<0.001) .MDC (r=0.815, P<0.001) .IL-32 mRNA (r=0.874, P<0.001) .CARD9 % [ (r=0.735, P<
0.001) \IL-32 2 [ (r=0.803, P<0.001) ¥4 5955 115 FJ& 2 IEAH G 5 25328 Logistic [HH 75 #5081 S/ , CARD9
mRNA MDC . /L-32 mRNA .CARDY 4 [ . IL-32 4 |1 /& UC £ 9 1f A5 B2 i AH SC 0 37 52 i K 2 (P<0.05) .
£ UC H3% PBMC 1 CARD9 mRNA MDC .JL-32 mRNA .CARDO & [ \IL-32 %5 4 WL & T, )F 5wt
P 5, 4K CARDY mRNA \MDC . IL-32 mRNA BE NIl K2 UC K IEA UC Wt fits %

[X%3A] PBMC; CARD9; MDC; IL-32; 5td P& I K 5 Jiif T4l

The value of CARD9, MDC and IL-32 in PBMC in diagnosis and evaluation of ulcerative
colitis

XIE Yue, ZHANG Shaoheng, XIONG Yao, YU Changhui*

(Department of Gastroenterology, Zhujiang Hospital, Southern Medical University, Guangzhou, Guang-
dong, China, 528200)

[ABSTRACT] Objective To investigate the effect of caspase recruitment domain protein 9
(CARD9Y) , myeloid dendritic cells (MDC) and interleukin-32 (IL-32) in peripheral blood mononuclear cells
(PBMC) on ulcerative colitis (UC)and the value of diagnosis and disease assessment. Methods From Janu-
ary 2019 to January 2021, 82 UC patients (UC group) and 40 healthy people in the physical examination cen-
ter (control group) were selected to compare CARD9 mRNA, MDC, IL-32 mRNA, CARD9 Protein, 1L-32
protein between the two groups. The receiver operating characteristic curve (ROC) used to analyze the diagnos-
tic value of each indicator, and the level of each detection indicator in UC patients with different levels of dis-
ease was compared. Spearman and multi-class logistic regression equation were used to analyze the relationship
between each indicator and the patient’s condition in the active UC phase. Results CARDY9 mRNA, MDC, IL-32
mRNA, CARD?9 protein, and IL-32 protein in the UC group were higher than those in the control group, the
difference was statistically significant (P<0.05). The AUC of CARDY9 mRNA, MDC, IL-32 mRNA for diag-
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nosis of UC was 0.712, 0.901, 0.739, and the AUC of the combination of each indicator was 0.920. CARD9
mRNA, MDC, and IL-32 mRNA in active patients were higher than those in remission (P<0.05). With the se-
verity of disease in active patients, CARDY9 mRNA and MDC, IL-32 mRNA increased, and the difference be-
tween pairwise comparisons was statistically significant (P<0.05). Spearman correlation analysis showed that
CARDY9 mRNA (r=0.808, P<0.001) , MDC (r=0.815, P<0.001) , IL-32 mRNA (r=0.874, P<0.001) ,
CARDO protein (r=0.735, P<0.001), IL-32 protein (r=0.803, P<0.001) are positively correlated with the se-
verity of the disease. Multi-class logistic regression analysis showed that CARDY mRNA, MDC, IL-32 mRNA,
CARD?9 protein, and IL-32 protein were independent factors affecting the severity of UC patients (P<0.05).
Conclusion CARD9 mRNA, MDC, IL-32 mRNA, CARDO protein, and IL-32 protein in PBMC of UC pa-

tients are significantly increased and are related to the severity of the disease. Combined detection of CARD9

mRNA, MDC, and IL-32 mRNA can be used for clinical diagnosis and evaluation of UC.
[KEY WORDS] PBMC; CARD9; MDC; IL-32; ulcerative colitis; disease assessment

I PE4E 1 26 (Ulcerative colitis, UC) J& 1M L
PR WP EL, LIRS R B0 o 32 %2
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(Caspase recruitment domain - containingprotein 9,
CARD9) ik [H] Z2 35k m] 8 10 58 9 Ve 10 s 2yl e
% CARDY F& X Ji , g i 5 1 s 17 46¢ 43 W] A &
. AR 2R 4H B (Myeloid dendritic cell,
MDC) 75 G2 Sz M1 e i 32 rh ke 21 5 AR H , vl
S Ji 38 285 5 A 5 T 8 K i A A, T UC JR
Ji7n B DA AT Ao B2 G 9 TR I 2R IS T o ) R 1 24
AR, CEI MDC 55 UC A 567, HAY R -32 (Inter-
leukin-32, TL-32) 3= & fhy i L 40 i . F1 2R 3% 1 4 i
SEP A e M AE AR T, SRR R L S
Z P RAE TG I KA R AT R
PBMC ' CARD9 .MDC . IL-32 7£ 1 7 V45 1 4 12
Wi A 1 PPN R A, B A IR IR 2T RS
Ty,

1 FRFAE

11—k

PEHL 2019 4F 1 H & 2021 45 1 H B 7 ERL K2
BRIV B BE 3 1k RIS 1) 82 15z 145 g 4R S8
(UC 2 B AR A a0y 40 5] it B A4 R AR (X iR 4)
PEATHIBEYERF 5T, Horb UC 414 46 9], 5B 36 1], 4F
#4744 (35.49+4.68) &, 1A i 2 5 07 44 (22.37+
1.21) kg/m?; X} B2 4 18 7], 55 22 i, 4F j% -2

(36.22£4.07) % , it 5t 15 H0°F- 1 (22.48+1.05 ) kg/
m’, AV AR TR LR, 2 RIS IR R
S(P>0.05) o ASHFGE 2% Bi 48 B 25 01 45 W 1% 08
i, B M E A AE R

AR E . OFF S UC 2 Widr e s @1 WK
2, WA TCH SR YT S O IR>18 4 s W A IR &
AERIE . HEBRbniE: QR REERE QA
B P s QA IR TR
12 Fik
1.2.1  UCHRIEREEEIEAS

Z: % B Mayo P PEARR 1S , 92 - <3 41,
TGS =3 00 s R 3~5 70 U . 6~10 43 T
11~12 4%,
1.2.2 Kl Jr ik

KAV R oS IR A K L 5 mL , v FH Ficoll %
JEE o B B 0 1 4y i Ak A0 T I B A % 40 i (Pe-
ripheral blood mononuclear cell, PBMC) , v H S Hf
PN B R A WEEE N 75 K PBMC H CARD9
mRNA . /L-32 mRNA, H: #' CARD9 mRNA | ii#5]
¥) 5'-CCGCGTCTTCTCCATGAT-3", FiiE5|4¥ 5'-
CCGCAGCTCCTTGATGAA-3', IL-32 mRNA I}
514 5'-CGACTTCAAAGAGGGCTACC-3', F 5]
¥ 5'-GAGTGAGCTCTGGGTGCTG-3' , 12 B-ac-
tin 35514 5'-CGTGGACATCCGCAAAGAC-3',
FiiE7 14 5'-CTACGGAGCAATGATCTTGA-3', i
LR ROV N DB 5 38 B 1Y 3 /1Y iy 28
J HE 4 (Cycle threshold , Ct) {5 b Fi§ AACt ¥
G 5 DR A R G e ik F, ACH 256 24 i [ =512 56 21
FEIR ) Ct{E-S2 56 2 %) B-actin Ct {H , ACt X A 20 3
=X B8 5 X 9 Ce fE - X B 41 B-actin 1Y CtfH,
AACt=ACt SZH0 A FE R - ACt Xif BR 41 FL PR, 460 3 [A]
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FEE 2 3 f =222 g FH 3t =2 4 B A ORI 33 3 2
] BricyteE6 ) K {ill MDC 7K,
1.3 Sl

K FH SPSS 22.0 Zb#UE TR (x £5) %
N, A ) L DL R R T 22 40T, B L 3 LA
LSD-# K5 , 20 8] Fb AR I ST REAS ¢ K556, 1T
B (%) FoR AT 2 K050, R 2808 TAERRE
£ (ROC) J ROC F [ #L(AUC) 43 M7 45 48 5 12 Wi
UC #M1H., >k F Spearman 5 £ 432 Logistic [ 5 J7
PR 45 F6 b5 5 UC 16 sh ) R IE R &R
P<0.05 KA G X

2 #ZR

2.1 PRI FE b5 b3
UC 2 CARDY9 mRNA MDC . IL-32 mRNA &
CARDO # H IL-32 fF H & TX R4, 2R A 51t
2BV (P<0.05), WE1,
F1 WAEABKRMIBIRIEE (vxs)

Table 1 Comparison of test indicators between 2 groups (x+s)

fpgg CARD9  MDC IL-32  CARD9  IL-32
mRNA (%) mRNA S| wA

UC# 82 0.85x0.27 0.48+0.16 2.16+0.71 0.46+0.13 0.24+0.06

5]

XFARZH 40 0.46+0.15 0.28+0.09 1.06+0.33 0.35+0.11 0.17+0.05
il 8.506 7.349 9.306 4.605 6.374
PiE <0.001  <0.001  <0.001  <0.001  <0.001

2.2 #KpFsFRZH UC i ROC
ROC £k /i, B—r MDC /Y AUC 0.901(95%
CI:0.833~0.947) F K 4RI A 19 AUC 0.920(95%
CI:0.857~0.962) KT —F—48h5. WFE2. K1,
#£2 ROCHITHER
Table 2 ROC analysis results

RS 5 ) P
(%) (%) )
CARD9Y9 mRNA 0.712 0.623~0.790 >0.77  43.90 97.50 <0.001

MDC 0.901 0.833~0.947 >0.39% 87.80 82.50 <0.001
IL-32 mRNA 0.739 0.652~0.815 >1.72  63.41 82.50 <0.001
A 0.920 0.857~0.962 84.15 90.00 <0.001

2.3 UC BB H AN Al 1 R B 3 45 R 48 A L3
1Gshi ¥ CARD9 mRNA MDC.JL-32 mRNA
CARD9 M IL-32 & H & T2 (P<0.05) , B
TGS RN, CARD9 mRNA MDC . IL
-32 mRNA ,CARDO % [ . IL-32 £ FIK I8 =, 1
Fei s A G X (P<0.05) . W33,
2.4 A FE bR e 1R AR B A DG
DL UC 3% sh 1 58 & 4538 br o TR B0, R

FEAR AUC  95%CI  cut-off {f

100 F
— CARDY9-mRNA
— IL-32 mRNA
— MDC(%)

Bt S

s0f [/ T

60

BRI (%)

0 20 40 60 80 100
PRSI (%)

1 JHRNIEFRZET UC B ROC
Figure 1 ROC of each test index to diagnose UC

#3 UCEELRERBEEESSKRNIEIRILE (vxs)
Table 3 Comparison of various detection indexes of UC
patients with different disease severity (x#s)

o oo CARD9  MDC IL-32  CARD9  IL-32
43 I RNA (%) mRNA  E[ EH

W 56 0.97+0.25' 0.59+0.12° 2.67+0.54" 0.52+0.11 0.29+0.08
P 19 0.7020.18 0.3420.11 1.49+0.44 0.31+0.12 0.14+0.04
HIRE 21 0.98+0.24" 0.60+0.13" 2.0620.51" 0.57+0.14 0.28+0.06
16 1.28+0.27 0.87+0.15™ 4.87+0.60™ 0.70+0.13 0.48+0.09

W 26 0.59+0.16 0.24+0.10 1.06+0.32 0.33+0.10 0.13+0.04
FiH 28.779 86.265  169.266  39.571  83.6900
PiE <0.001 <0.001 <0.001  <0.001  <0.001

- SN L, P<0.05; SR HES, *P<0.05; S5 AR, <P<0.05,

Spearman i 17 A & V£ 7 #7 , 45 3 2 78, CARD9
mRNA(r=0.808,P<0.001) MDC(r=0.815,P<0.001)
IL-32 mRNA (r=0.874, P<0.001) ,CARD9 % 1 (r=
0.735, P<0.001) . IL-32 £ [ (r=0.803, P<0.001) 3}
S IE R R IEA G,
2.5 %4325 Logistic [MJH 5 #2437

DIg %5 B2 3 Sk R AR 1 (1=3% 5, 2="P i, 3=T1E
J£), 499 A\ CARD9 mRNA ,MDC . /L-32 mRNA $§¥5
1B R A AR 5 (RS : 1=K F UC 413MH, 2=15
T UC L) , W JH 2 432K Logistic 8119 J5 2 53
BT, 45 5 57K , CARD9 mRNA .MDC . IL-32 mRNA
& UC B3 95 1% 782 BE (%) AH Gt 57 52 i Bl 3R (P<
0.05), WE4,

F 4 Logistic BIIAF RS
Table 4 Multi-class Logistic Regression Equation

WMEZ  BH SEfH v;“{lg ORME  95%CI P

CARDY9 mRNA 0.387 0.102 14.405 1.473 1.365~1.589 <0.001
MDC 0.243 0.086 8.002 1.275 1.006~1.617 <0.001
IL-32 mRNA  0.434 0.102 18.127 1.544 1.319~1.807 <0.001
CARD9ZEF  0.739 0.233 10.064 2.094 1.879~2.334 <0.001
IL-32 & 0.862 0.219 15490 2.368 2.152~2.605 <0.001

3 T

CARDY9 mRNA 7E N\AARRE T 7&K 2 41 i 55
GREH LU T2 Rk S TR SR TR A
R A SEAEIORNA T B 1 5 5 SR AL DI RE 1 45 i e
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B, BE S B ANk LR 10 22 24T LR
PSR A SR Z R A 9 2 RIS
SO EBR 2R/ At B v Ab TR R AR
A AR AR E , CARDO 2K [ 16 &G PE M
BEMAL T RIEFBTIEEHAL, 5 REWRNE R
J&E B EAH O A 58 W 4 5 22 AR, (R AR A S G
{1 /&= PBMC H' CARD9 mRNA il CARD9 & |13k,
T A QARG A 2R AS , B8 LI PR SE B i A
B UC 18P & K AEME & R 5E B, 1
CARDY mRNA J& 7 18 [E 47 G 55 e g v J 215 82 )
Jo, BE 3 A 55 R SR S R 3 e R IR BE R T L A
-6 S RAEN =, XiF W 5 B s B e MR 463403 , 1%
WG REREGEBEAE T, 5200 i 18 S 2R Gext i Mt
JEr TS A2 155 50, , DT 73 R A 15 1 9 988 2 I R 4R M i
I, 25 UC kAESHERE, [FIFUC BE A
i 8 EL T AT I, CARDY mRNA F1 CARDO 25 [
T A AT S h e B e R, T RIIE 2 E

E BRI, JU AL A | W20 R 2R A0
0, 7 S KA LA R o P e O e Sh AR e 25
FEREEAMEMA", EFE UC B EIRIT R PBMC
MDC AT Rk AR T6YT 578 S0 G I BH 2 FRAIK
FRREET R PR TS AN R UE T MDC 78 UC Hi 1
AFUSPERS T O™ . MDC 2 BERER 2R 4H i,
HAPURREIER, T2tk e g p e 2 45 AR 8l
() T IR EL 20, 5 T 6K L 200 S Y R B b v
6 R MR A A BRI G e RAERS , B
FHIB A A e O, RIS UC B A fis ke
X, 2 PBMC HT MDC>0.39%I%t, 12K UC i) AUC N
0.901, HURFE A 87.80% , FE57FE N 82.50% , HE M R
ToBME A EI2H UC #2155

IL-32 mRNA 25 [ RS A IE # DI6E A%
YA Ak T A R T AR 5 4B B TR
AW BN, UC B3 IL-32 mRNA &5 TR ARE, 5
BRI HGE—2, $2R IL-32 mRNA 5 UC &%
A Ko IL-32 mRNA BE# i 0% A% 5 5% [ 7-kB I
P38 22 24 G AL B R A2 15 T SR A A A = A
I ZE-8 ISR, I g2 PBMC A A -6,
HAZR-1B, ik A E-8 IR SEH T 26,
318 Y& UC HR 2 RN T, B R
i DRI R A A 19 S i SO T i, S B U B
B9z, INE A FEREASRE R, T LA 5 UC &9 Jin s
PERAT 5. HEEA R ROC 208 i, BEA A
CARDY9 mRNA .MDC .IL-32 mRNA 2l UC f) AUC

T —J8 R, O IR SR VRRT B A R =5,
MRl RIZ W BT AT R 2%

5 |, UC H #% PBMC ' CARDY9 mRNA .
MDC . IL-32 mRNA ,CARDO9 & 4 . IL-32 & 4 & &
T, OF 5 R B A G, B A R CARDY
mRNA .MDC ./L-32 mRNA fg Ml K2 uC K F
fli UCHETE IS % .

B2 H
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IGF-1.TNF-o.NF-«kB p65 WL H e EFE 5 IR
Jo B E R i

e INEF EE]OEMS kR X k4R

(8 E] HH BERUAERS R4 KN -1 (IGF-1) IR IE N T - (TNF-o) R 7 1 T
kB W3 p65 (NF-kB p65) FEIE H-F- G B AR S5 @A 138 B3 vh (19 238 KO, 40 B x4 A 48 58 14 15
WME. ik HEIL20194F 8 A & 2020 4F 8 A KRB B FHA I 178 HlR B VA B9 B MIEEER
Ja BT AE L B R 1A 2 (n=34) FIE# -G 4 (n=144) , LB G2 835 AS [R5 (8] £ 10037 IGF-1
TNF-a fll NF-«kB p65 W5 ) 32 157K, R 2308 TAERAE 28 (ROC) PEAS LA _L $8 45 T H 3 A A 28R
BN &R RF4.8 M 127, MR @A 4LEE WL IGF-1 K AL T IER & &4, 25 8A 50T
2R L(P<0.05), ARJ51.4.8 112 Ji, MER A5 41 1) TNF-ao \NF-kB p65 W 215 /K- BH i & F 1E 7
WEH, ZFHAGIT=E L (P<0.05), ROC M5 HraiH R, IGF-1 . TNF-a #1 NF-kB p65 = #H K&K
D B BT AR B 6 2E IR A SRR BE R 5 B 43 311 R 92.30% . 76.90% , AUC {H 2 0.863 , W] g /& T 54
SRR (P<0.05) . %538 1% IGF-1 . TNF-a Fll NF-kB p65 iV 5 357K 518 B 5 5K G fn & 1k
YIRS, PTVEA B AR B & BT AR S5 S 1R 1 R AR A%, 565 R v B e 70000 oA
[X#EIA] BEVFEadr; AR ; BEERARETF-1; MRRSHE F-o; B 5EH T «B W p65

Value of serum IGF-1, TNF-a and NF-kB p65 subunit levels in predicting delayed healing
of tibial plateau fracture surgery

XU Xiangyang', SUN Junping®, LI Yunpeng', WANG Peng’, ZHU Lin', LIU Ruyin'*

[ 1. Department of Orthopaedics, Henan Provincial Hospital of Traditional Chinese Medicine (The Second
Affiliated Hospital Of Henan University of TCM) , Zhengzhou, Henan, China, 450000; 2. Department of
Orthopaedics, Qingyang Second People’ s Hospital, Qingyang, Gansu, China, 745000; 3. Department of
Orthopaedics, Zhengzhou Renji Orthopedic Hospital, Zhengzhou, Henan, China, 450000; 4. Department of
Orthopaedics, The Third Affiliated Hospital of Henan University of Traditional Chinese Medicine, Zhengzhou,
Henan, China, 450000 |

[ABSTRACT] Objective To explore the expression levels of serum insulin-like growth factor-1 (IGF-
1), tumor necrosis factor-a (TNF-a) and nuclear transcription factor kB subunit p65 (NF-kB p65) in patients
with delayed healing of tibial plateau fracture surgery, and analyze their predictive value for delayed fracture
healing. Methods A total of 178 patients with tibial plateau fractures admitted to orthopedics department of
the hospital were enrolled in this study from August 2019 to August 2020. They were divided into the delayed
healing group (n=34) and the normal healing group (n=144) according to postoperative fracture healing situa-
tion. The expression levels of serum IGF-1, TNF-a and NF-kB p65 subunit at different time points were com-
pared between the two groups. The value of the above indicators in predicting delayed healing was evaluated by

the receiver operating characteristic (ROC) curves. Results At 1, 4, 8 and 12 weeks after surgery, the ex-

KA B T A A AR B (201902311125)
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2. R H AR EREH, HH, KA 745000
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pression levels of TNF-a and NF-kB p65 subunit in the delayed healing group were significantly higher than

those in the normal healing group, with a statistically significant difference (P<0.05). At 4, 8 and 12 weeks

after surgery, level of serum IGF-1 in the delayed healing group was significantly lower than that in the normal

healing group, with a statistically significant difference (P<0.05). The results of ROC curves analysis showed

that the sensitivity and specificity of IGF-1 combined with TNF-a and NF-«kB p65 subunit for predicting de-

layed healing of tibial plateau fracture surgery were 92.30% and 76.90% , respectively. Their AUC was 0.863,

significantly higher than that of single indicator (P<0.05). Conclusion The expression levels of serum IGF-1,

TNF-a and NF-kB p65 subunit are closely related to the postoperative healing delay of tibial plateau fractures.

They can be used as good indicators to predict the postoperative healing delay of tibial plateau fractures. Com-

bined detection can improve the accuracy of prediction.

[KEY WORDS] Tibial plateau fracture; Delayed healing; Insulin-like growth factor-1; Tumor necro-

sis factor-oc; Nuclear transcription factor kB subunit p65

H TG TR S E PR WA IE R, AU
S TR RS AR R A
B, XA AR G A IR (4 AT A ST
JE M R T ) OCHE . BEEMEITIACE BT S
R A MO B 20 M 09 JE R oAb S B B 1A% Fh AT
MR R AR A1 Y R X — e R R R4
LM, WS R A KK F-1 (insulin-like
growth factor-1, IGF-1) & il &5 = [FIE 2 ik, AT 2
HE R 20 B 3 B S A B VR MR IR BE -
(tumor necrosis factor-a , TNF-a ) 7K 728 4k 0] AF —
FETREE b S2 e B 4 5 5 5 sk L B (nuclear
transcription factor-kB , NF-«kB ) 1] 7£ TNF-o ) 4] 354
AL S T OB IR R AR R L AR
J&EF- 68 ARG A 1R A 5T 2 8 Th e
PR 1A )5 i, A 5% IGF-1 . TNF-a I NF-kB /K-
S A AT RO T A A AR Y R A W ANTE R . A
SORHR ST M IGF-1 . TNF-a 1 NF-kB p65 V. 3 75
R 6B IR G R @A B H IR IAKF,
FEor B 57 @A B3R B P A

1 AR

11—k

YEHL 2019 4F: 8 1 & 2020 4F 8 A A B BRHGA
1178 Bl IR B V-5 BT B g AARE : O H
LW REEEaEdr, R¥h e Rair; @airh
3 d WA B 32 B B e ARG TT s @ FH I
PR, A =18 & s @ B E IS BT 2, 25 8
TR, HERRE: OZ2 & a9 SRt
BB QA I U R 0 L A T e R e AR
s QU WIAEAE N4 IR YT S0 A DFE7E S 2
IUIRERER R o RIEA )G BT A UK R

Oy MIER A (n=34) FLIEH @A 4 (n=144) , &
iR @S by B tiE o~ AN, 2403
A H B A AT AR R 5 W R AT AE B I Wi P e
W8l 5 BRI RE AT SR s R R A TR
H iR D A K e e AN AR, W i A A, B
B BRI . AT A BE B B2 51 2%
L, 9 20 A8 A — Bl PR BORE U 22 S R SE it
FEX(P>0.05), WFE1,

£ FEBE—MERABLE [(0(%), (Fxs) ]

Table 1 Comparison of general clinical data between the

two groups [ (n(%), (x+s) ]
SER AU IEH @Al

i (ni=34)  (n=iaa) 710 PAH
5] % 25(73.53) 109(75.69) 0.069 0.792
£’y 9(26.47)  35(24.31)
(%) 46.87£9.43 44.28+10.64 1.303 0.194
Schatzker 434 | LA 12(35.29) 42(29.17) 1.590 0.811
I 7 9(26.47)  40(27.78)

I 74 7(20.59)  37(25.69)
IV #1 4(11.76)  21(14.58)
VA 2(5.88) 4(2.78)
B E SEIFE 17(50.00)  63(43.75)  0.682 0.711
EESAEST 7(20.59)  28(19.44)
Bl 10(2941)  53(36.81)

1.2 WFRITk

A BB Y R B B N VI S A N
[ 58 ARIGIT , RJGATH A B Z %, 5T
ARAT ARG 1,48 F1 12 Ji LR 23 15 8 ik i 5
mL, 3 500 r/min 25.0> 10 min J5 28 55 1003 , R F 15
FEAFI . (DIGF-1 , TNE-o K610 - % FH 6 G028 W% ff
K IGF-1  TNF-o 7KV, 30 65 H - VT i e
A BRI TR, oAk 4 IR E L BRE 1T . @NF-kB
p65 M FEAS I + R FH AR 11 J5T e 73 B 30 0 A ) 4 1 v
NF-kB p65 W /K-, 2k H GDS-8000 #E I 115 5
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4i (3£ UVP A A ) M%< NF-kB p65 i 5 ik 1
B ICSEIREEH , NS LB A .
1.3 Giilsfab s

K 1 SPSS 20.0 Gt i 1 4 % £ 4 2547 43 BT o
THER R (x+s) o, AL HLEAT A ST FEAS ¢ K
50, 2 PN N [R] A ] 5 A 7 o A I S B R ) O 25 43
BT B R LA n (%) 3R AT ¢ K, 523038 T4
FRAE 128 (ROC) 43 BT IGE-1, TNF-« il NF-kB p65
S T R O B B TR S LA AR IR 112 W
{8 ; A P<0.05 2 22 5% A o1t ¢ 5 L,

2 HR

2.1 PRZL A AS RIS ] 2R IGF-1 K- A
2 58 2 B0 I T TGF-1 7K B 25 I ) A SiE K

BT EE T RBEAEHE(P<0.05), RJ5 4.8 112

Jil | 2R A A 2 AR B ML IGF-1 KB B AT 1

WRAY, ZFHAGIE X (P<0.05), W32,
2.2 PHZH B AR A] ST TNF-o ZKF F AR

B 2 B 0 9 SiE K, SR AL A 4R Y Il v
TNF-a K- 2 5E T8 5 T R E W @Al
A MY TNF-o K328 B R (P<0.05) . RJE 1,
4.8 F112 JA, 4R A A 41 B AL TNF-a 7K
W TIEW @G dl, 2R WA S IEE (<
0.05), W33,
2.3 WiLH B F A [E ] A5 NF-kB p65 V3 kK
- H A

Bt 25 1sF 1] f) 4iE 4, SiE IR A A 41 £ 5 1Y NF-«B
p65 W IR IR K- AT JE TR, IE W@
4 B NF-kB p65 W56 35 K2 8 T [ (P<
0.05) ; ARJF 1.4.8 F112 Ji , $EIR A1 & 41 34 1) NF-
kB p65 W IR A KU & TIEH @A, 27
IS E L (P<0.05) . L34,

x2 WMHEBEARRFESMEJIGF-1KELRE (x+5,ng/mL)

Table 2 Comparison of serum IGF-1 levels at different time points between 2 groups (x +s,ng/mL)

41 n A Hif AJ5 14 AR5 4 ARJ5 8 AJg 12 JA FiH PE
FER fT A 34 117.45%13.71 222.78+14.51 321.84+20.63 361.57+21.77 342.57+22.76 898.473 <0.001
EHmAH 144 121.84+15.63 229.31+20.18 329.76+19.65 419.73+£25.19 403.62+19.84 453.567 <0.001

tH 1.506 1.780 2.094 12.407 15.680
P1E 0.134 0.077 0.038 <0.001 <0.001
*3 WHEERNERBESME TNF-o KFERE (x+s5,ng/L)
Table 3 Comparison of serum TNF- « levels at different time points between the two groups (x +s,ng/L)

Eikl n A Hif AJ5 11 AJG 4 AJ5 8 A5 12 A FiH PiH
FEIR A A 41 34 87.64+19.28 94.06+20.65 128.65+20.31 98.97£19.62 77.91+17.25 32.895 <0.001
ERmAH 144 91.56+17.33 84.71+19.28 81.63+18.22 74.61£16.57 65.28+13.51 49.676 <0.001

tfH 1.161 2.509 13.237 7.435 4.637

Py 0.247 0.013 <0.001 <0.001 <0.001

x4 FWHBEETRERIEAS NF-kB p65 TEFRIAEKFELLE (v+s5,ng/L)

Table 4 Comparison of the expression levels of NF- kB p65 subunit at different time points between the two groups (x +s,ng/L)

27 n AHI AJ5 14 ARJ5 4 ARJi 8 JA AR5 124 Fii P1{E
FER A A 34 1.49+0.31 1.53+0.29 1.59+0.34 1.51+0.33 1.42+0.36 2.764 0.038
IEH AN 144 1.460.28 1.39+0.34 1.24+0.37 1.16+0.36 0.93+0.28 46.891 <0.001

tHE 0.550 2217 5.035 5.177 8.663

P 0.583 0.028 <0.001 <0.001 <0.001

2.4 IGF-1.TNF-a .NE-kB p65 W %t K I 46 )
X B G BTG B 3R Y B A
ROC e /prai R o, RJ5 8 Ji IfLiE IGF-1 .
TNF-a Al NF-kB p65 V. 3 B A48 T # A 5 &
FE IR Y U B FIVRE S B 43 0 R 92.30% . 76.90%
AUC {E 4 0.863, ] 5 5 T~ IGF-1 ., TNF-a 1 NF-«B
p65 W H AN FE ARG I (Z2=2.251 ,2.378 ,4.157, P=
0.036.0.021.,0.008) . WL 5 & 1,

F4 ROC &N ITNE
Table 4 ROC Curve

BAb Youndew's gmpe gpstn P

iR AUC aar yew

IGF-1  0.837 29876  0.568  0.875 0.692 <0.001
TNF-a 0779 10327 0519 0846 0.673 <0.001
NF-kB p65 0.677  1.50 0394 0817 0577 0.012
AR 0.863 0.695 0.923  0.769 <0.001
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Figure 1 ROC curve

3 itig

I @A R - NERNAGBE SR, 5
ALHE IR S | 5 SN | BT A A g
W, ZM AN TS S T X —id /. IGF-1 /M
TNF-o 3B 7E R AE S W 9% R f8 B, 3 9 ol [R]
SRR IV I Pl = 1 61 o 5 e 1 R S E B E N T 70
B MIEEAL ™, NF-kB 7] 41 5 48 5E A0 S0
HZ WG p65 25 NF-kB i B A0S 385%
BT A AT R I R A A M R K AR AL
A BT T R A R R BLE], T ﬁllﬁbﬁ%%ﬁﬂi}é
WA IR W PR S KR

AR LR ER, K5 4.8 %n 12 A B R A G
ZH I IGF-1 KA FIE# A A 4, #2718 IGF-1
KR T RE R B T B A A o IGF-1 2 0| 4
358 5 A A9 S B A0 B PR, — T AT e R 4
A R IR K 398 5 R A RS T 5 5 — T ]
NN SR G O g (S Y i = A o N = @ O
Wy o R, N A A, AR A
I, IGF-1 767" 5 B dl4d K R i ok PR3k, 78
B 1AL 1 S IGF-1 ] B I B W K -, 3 58 0]
%Tﬁ@AE@ﬂiJ?ﬁ“% TNF- o 2 i R UL Y 2R i

T, KP4 559 K REH G R%
JJ W AR R, ARG 1.4 8 112 8] GER A A4
(A IMLE TNF-o 7K P 8 15 5 @A 4L, $e R i i
i&:@%%%E@ﬂ’?ﬁiﬁ?’f—%%%ﬁ?ﬁfﬁ NI}
ARG E PTG . X7 RS TNF-o 6B 56
ﬁJ}Eﬁ%$éﬁiﬂﬁmﬁEﬂéﬂiﬂ’@%% 75 5 0 E 4 e O
T e T B A0 M B o A AR R A G B In) BB
EUL I, TNF-o 78 2838 @ Ai 1 & h BE R (R
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ZH 1) NF-kB p65 W 3 % 35 KF 5 F1E % A 4,
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PR, M HE R ] AEJ2 : NF-kB 1] 53415 S TNF-a

S5 R TR T g 56 PR 1) 38 3, B Ak K R PR AN
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M HFEHIAR G @A LR RAriebr. B,
I FAC P 368 3 W ) S8 25 1M 375 IGF-1 . TNF-o #l NF-kB
p65 F& 35 K-, TN H7 HE R 1) & A=, [R] B R BCRR
W )T T e LA i ERE R
28 F TR, I3 IGF-1, TNF-« il NF-kB p65
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NPY . TSB/ALB . LDH %} 4z JU s HZ1 25 1 e foiops i
B3
AR I

[(# Z] BM SRR Y(NPY) SRLIE 5 A8 M HE (TSB/ALB) (FLER B AUl (LDH) XH# A
JLFE NBLT 2 ILAE I B TN RE . sk i 2018 4F 3 1 5 2021 4F 1 A ARBeYIA A9 98 Bl A= L e IHLr 2
LAE FBL, AR 75 3 A IBLL R s 43 s 20 (n=12) JCIG 2 (n=86) , HLA WiZH 3L 7Kl (NPY . TSB.
ALB.TSB/ALB LDH, 3%l Spearman . % [ % Logistic [1[J477 % 32183 TA/EEE M2 (ROC) K2 ROC F AR
(AUC) /- Hr b S Hi . 458 M2 NPY . TSB/ALB.LDH & T oG4 , 25 A 851127 75 L (P<0.05) ;
NPY .TSB/ALB .LDH S5 #5211 (P<0.05) s #4975 15 R 45 41 )5 L NPY . TSB/ALB .LDH 1/} 5 IHZT %
g A2 A (P<0.05) s NPY \ TSB/ALB . LDH Tl AHZT Z ki 1)) AUC 43514 0.838.0.820.0.761, TSB/ALB+
NPY TMARZT ZE i 4 AUC 24 0.903(P<0.05). 2518 NPY . TSB/ALB .LDH 7E84 LS HHET 2 IUAE s
TR A B R R LA EE , TOUM AR LT 2 s (04 4 2 KU , AT Rl RARAE 20 SE 575

[X$i7] NPY; TSB/ALB; LDH; #i/fJL; miRET &R MLAE ; RLT 2 i

Predictive efficacy of NPY, TSB/ALB and LDH on neonatal hyperbilirubinemia encepha-
lopathy

XUE Huaijian'*, WANG Dan’, SHENG Wei'

(1. Department of Pediatrics, Huangshan People’s Hospital , Huangshan, Anhui, China, 245000, China;

2. School of International Nursing , Huangshan Polytechnic, Huangshan, Anhui, China, 245000)

[ABSTRACT] Objective To explore the predictive efficacy of neuropeptide Y (NPY), total serum
bilirubin/albumin (TSB/ALB), and lactate dehydrogenase (LDH) on neonatal hyperbilirubinemia encephalop-
athy. Methods 98 cases of neonatal hyperbilirubinemia in our hospital from March 2018 to January 2021
were selected. According to whether they were complicated by bilirubin encephalopathy , they were divided in-
to the encephalopathy group (n=12) and the anencephalopathy group (n=86). The baseline data, NPY, TSB,
ALB, TSB/ALB, LDH were compared between the two groups. Spearman, multivariate logistic regression
equation, receiver operating characteristic curve (ROC) and area under ROC (AUC) were used to analyze and
process the data. Results The NPY, TSB/ALB and LDH in the encephalopathy group were higher than those
in the anencephalopathy group(P<0.05). NPY, TSB/ALB and LDH were positively correlated with the severity
of the disease (P<0.05). After the severity of the disease, was controlled, NPY, TSB/ALB and LDH were still
related to the onset of bilirubin encephalopathy (P<0.05). The AUCs of NPY, TSB/ALB and LDH in predict-
ing bilirubin encephalopathy were 0.838, 0.820, and 0.761, respectively. The AUC of TSB/ALB+NPY in pre-
dicting bilirubin encephalopathy was 0.903. Conclusion The elevated levels of NPY, TSB/ALB and LDH in
neonatal hyperbilirubinemia encephalopathy are helpful to assess the severity of the disease in children, predict
the risk of bilirubin encephalopathy, and provide an objective and substantive reference for the clinic.

[KEY WORDS] NPY; TSB/ALB; LDH; Neonates; Hyperbilirubinemia; Bilirubin encephalopathy
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fe 2T 2R URE 28 A= L L — B , K2
TE RAF  AZ MRS (NI SE 2R R =52
F 43 i L AT RE & AR 2 e AR 1 3R IRE FIE 213K Ak
W, I F ARG, 45 B LA R K ™ A 3
LG R 0 A AR L s AT 2R IUAE £8 ) LA 21 22 M 1)
U, % i R I R 25 & 48 B s DSR4 3 IR
KM, M HK Y (Neuropeptide Y, NPY ) J& & & fx 3
B MK —  TE 2R s Th R R T e
TE OGS JG R, BUIHZT £ (Total serum bilirubin,
TSB) A s i A L BT 2 I s 175 A B 5 1l 2
14 1 (Albumin, ALB) N G5B A LR IHZLER 1
SE R G, BEAE RO R | (B2 IHZL 3K 5 ALB L1
B3GR, I & M 2T 2R s RS T e o FL IR I = il
(Lactate dehydrogenase, LDH) JL-F-A7-7E THUKFTA
AU KTy v 2T 2R I s 1 i ™
&, A BTV E PSS . (HHATOC T NPY .
TSB/ALB . LDH X178 A= JL e AH£1 2% 1 A 15000 5
RE NG A B I, AR A TR, B TR A Il R T
NREZTZ A ) & A KRS % 5 an T

1 FRFAE

1.1 — R

YEHL 2018 4F 3 F 2 2021 4F 1 H AR WA HY 98
3 A= L e IE 21 2= il e S8 L, AR 4l 2 75 JF A IR 4L
Z I IR 4 (n=12) . IR 2H (n=86) .

ANRHE - O A= L I 2T 3 I AR 21 2%
i 975 1 12 Wi 2 22 Gl 2B LR IR 12 I E 12 W7 AR
It F AP QR IE>35 Ji ; @B JLIE A A &
ZEANE R E . HEBRARE : OFBYL YRR
SIEMERE QAT REE  AZE8 HFNE
1 H QA BB ; @B IR RS
PR o ABFRRA BRI Z Bt 2 W A%
1.2 ik
1.2.1 ekl

W AR BB LBESEAR IS B SE R T i HR 0 i iR &
IEAE GETAE LS R OB A L H WS AR RER |
e IEL2T 3R I ™ i A B, O v e I £ R 0 ™
PR PR SR LL R ORI AL B B R
221.00~256.50 pmol/L; H' & : & 0 £1 % 256.51~
342.00 wmol/L ; T & ; M AHZT 2 >342.00 pmol/L"’,
1.2.2 KRRk

TIRITRCRAESMNE bR A 5 mL, >R FH K A
925 W FFEEE 4G I 1 78 NPY . TSB /K-, I HE4T 1ML 3 1

K, 32 5% ALB , TSB/ALB , % F i 1 =& 16 461 1fiy
i LDH.,
1.3 Gtk

B K ) SPSS 22.0 4bBR, BRI DL (R +5)
FR, WAL TE] LEBECR A ST AR ¢ k3, 5058 R
Hn(%)FmR 47 2 K5, K Spearman 43 #7458
P50 TE R B O &R, R 2 I & Logistic [F11H 75
R4 AT AT 28 s 1 A OGS il R R, SR 2 0
TAERRE il £k (ROC) & ROC T 1 B (AUC) 43 #F
FAE bR IO AR LT ZE R A (. P<0.05 M 255 H
Gt E

2 #R

2.1 PR VOR LA
POZH B SRARNS BRI BT 8 4 ARG TTE
B LR R OB R LB AR R A, 22 R
TG T2 L (P>0.05) 5 s 2 505 ™ B F2 5 T
g has, 22 R A G X (P<0.05) . WK 1,
Tl MHABEZEBER [((vzs),n(%)]

Table 1 Comparison of baseline data between 2 groups
[(xxs),n(%)]

_— Jisi s 41 TG 21 )
o O
BERARRS () 30.65+2.72  29.86£2.94 0.879 0.382

Bl RS E (kg/m?)  23.61£1.37  23.49+1.45 0.270 0.788
MR A IFAE

" 10(83.33)  76(88.37)

YT WS PR s 1(8.33) 6(6.98)  0.337 0.845

el S P (1WA 1(8.33) 4(4.65)

BE LRI (T ) 5 58/28 0.090 0.765
Ui

i 10(83.33)  77(89.53)

= 2(16.67)  9(10.47) 0.022 0881

B JLH & (d) 8.16+2.04  842+1.87 0.446 0.656

AR (kg) 5.89+1.35  5.34+1.67 1.091 0.278
I R

BRE 0(0) 25(29.07)

R 5(41.67)  40(46.51) 7.782 0.020

iyl 7(58.33)  21(24.42)

2.2 P ATEbR L

Jiki %5 20 NPY . TSB/ALB . LDH = T JC ki £,
£ S H G 8 X (P<0.05) ; P4l TSB. ALB [t
B, 225808 L (P>0.05), W32,
2.3 KRR SINTERE G R

DLW & 48 AV S I8 L >R ] Spearman
PR, 85 R 8K  NPY (r=0.615, P<0.001)
TSB/ALB (r=0.715, P<0.001) . LDH (r=0.649, P<
0.001) 559 1 2 B S IEAH G
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®2 MARERLE (rxs)
Table 2 Comparison of indicators between 2 groups (x+s)
fEtw fifs il (n=12) W2 (n=86) 1{i P{H

NPY (ng/L) 7.12+2.29 3.50+0.92 10.109 <0.001
TSB(pumol/L)  308.78+56.79 290.15+50.33 1.183  0.240
ALB(g/L) 33.89+3.85 35.26%4.05 1.104  0.272
TSB/ALB 9.11+0.51 8.23+0.44 6.366 <0.001

LDH(U/L) 476.84+10826  385.68+112.86  2.633 0.010

2.4 ZHZESW

DL A R AR IR T 22 i Ry PR AR 1 (R R A TR
HM 0, & AEMME 1), 49 A NPY . TSB/ALB ,LDH {E
A (T EEES 1, & TEEE S 2,
= HPEMKIK A 3.94 ng/L . 8.34.396.84 U/L) , [ ]
Z A Z Logistic WA 77 B30, 45 38 Wow |, 8 9 1
TR EE ), NPY 4755 0 21 2 i s & 9 AH ¢ (P<
0.05), W33,

#3 PBAEMIRMN S EE Logistic B3 AR

Table 3 Multivariate Logistic regression equation analysis of

bilirubin encephalopathy
EWKNE BMH SEH Waldy OR{H 95%CI P

NPY 1.024 0.316 10493 2.783 2.117~3.659 <0.001
TSB/ALB 1.029 0.279 13.594 2.797 1.897~4.125 <0.001
LDH 0936 0.301 9.674 2,550 1.035~6.284 <0.001

2.5  HARARA TN 1E

DAt 995 20 A BHAPEAE AR | LG ik 9 2 o BF P A
AR 22T 458 BRI AR 2T 25 fili 5 1Y) ROC Hh 4k, 45 5%
i 7% , NPY . TSB/ALB . LDH T3 illl fiH 21 % Ji%i %% A
AUC %3 51}y 0.838. 0.820. 0.761 (P<0.05) ; 1 T
TSB/ALB ({505 i 85, NPY R S 3 e g,
FH Logistic — JC48L & [m] IS A4 2 W5 5 Bk & T 0 IR 21
O R 45 3 5 7R, TSB/ALB+NPY i fIH
LLE KR AUC 9 0.903(P<0.05) . W4 &1,

&4 ROCHMER
Table4 ROC analysis results

/b AUC  95%CI cut-off {& Eﬁz%‘j)&f )‘ﬁ)&? P

NPY 0.838 0.750~0.905 >5.35ng/L.  83.33 73.26 <0.001
TSB/ALB 0.820 0.730~0.891 >8.70 91.67 72.09 <0.001
LDH 0.761 0.664~0.841 >449.88U/L 83.33 69.77 <0.001

TSB/ALB+

NPY 0.903 0.827~0.954 91.67 84.88 <0.001

NPY TEANA P XA 28 RGE A6 iz, A
Sif LA WACA0E 01 P 20 TS S DI B, AR AR L
R I R S R R TR, RS R A A 1

100 F
80 b
J

60 F

HURIE (%)

40 H
— LDH

2n TSB/ALB

020 40 60 80 100
HE5EE (%)

Bl JiERMTNMNE

Figure 1 The predicted value of each indicator
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NPY>5.35 ng/L i, 5090 I 2122 Fili 5 19 B0JE% 32 R
83.33% , 45 51N 73.26% , it M It PRI 2 00 1 %
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The diagnostic value of IL-33/ST2 signal pathway related factors in craniocerebral trau-
ma with SIRS

YANG Yonggang*, OUYANG Yanggang, WU Xiaojun, CHEN Pingping

(Department of Emergency Medicine, Longhua District People’s Hospital, Shenzhen, Guangdong, China,
518109)

[ABSTRACT] Objective To explore the diagnostic value of interleukin-33 (IL-33 )/suppression of tu-
morigenicity 2 (ST2) signaling pathway related factors for traumatic brain injury with systemic inflammatory
response syndrome (SIRS). Methods 80 patients with craniocerebral trauma combined with suspected SIRS
in our hospital from July 2019 to December 2020 were selected. Based on the clinical diagnosis results, 46
SIRS patients were selected as the observation group, and 34 non-SIRS patients were used as the control
group. The clinical data, inflammatory indicators [ C-reactive protein (CRP) , procalcitonin (PCT) | levels,
serum IL-33, and soluble ST2 (sST2) levels were compared between the two groups. The correlation between
serum IL-33, sST2 and CRP, PCT, APACHE Il scores and the influencing factors of SIRS in craniocerebral
trauma were analyzed, and the value of serum IL-33 and sST2 in diagnosing craniocerebral trauma and SIRS
alone or in combination was evaluated. Results There were statistically significant differences in age, degree
of traumatic brain injury, APACHE Il score, CRP and PCT levels between the two groups (P<0.05). Serum
IL-33 and sST2 levels in the observation group were higher than those in the control group, and the difference

was statistically significant (P<0.05). The serum IL-33 and sST2 were positively correlated with CRP, PCT
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and APACHE Il scores (P<0.05). Logistic regression analysis showed that age, degree of traumatic brain inju-

ry, serum IL-33 and sST2 were important influencing factors of SIRS with traumatic brain injury (P<0.05).
The ROC curve analysis showed that the AUC of the combined diagnosis of serum IL-33 and sST2 with SIRS
was 0.908, 95% CI was 0.823-0.861, the sensitivity was 78.26% , and the specificity was 91.18%. The diag-
nostic value was significantly better than that of the two alone (P<0.05). Conclusion The IL-33/ST2 signal-

ing pathway related factors are closely related to the condition of craniocerebral injury and inflammatory re-

sponse. Over-expression can be used as a potential idea for the diagnosis of SIRS.

[KEY WORDS] Craniocerebral trauma; Systemic inflammatory response syndrome; Interleukin-33;

Suppression of tumorigenicity 2; Signaling pathway
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x1 FAHRKBRRRERRKELER [(v£s),n(%) ]
Table 1 Comparison of clinical data and inflammatory

indexes between 2 groups [ (x+s),n(%) ]

&3 ANSMA A FF SIRS BRI E =
Table 3 Influencing factors of craniocerebral trauma
combined with SIRS
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&7 4(8.70) 5(14.71)

BMI (kg/m?) 21.38£2.03  20.97+2.14  0.873 0.386
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Figure 1 diagnostic value of serum IL-33 and sst2 in

patients with traumatic brain injury complicated with SIRS
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HGF & T A& &4 (P<0.05) ; Z H &K Logistic 11377 #4387, 251 7w , K FIGO 2014 FEIT i R 4
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TN B i RS, I R T IR R S5 A .
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The value of dynamic monitoring of HE4, Smad4 and HGF in predicting the early recur-
rence of ovarian cancer after surgery

Zuoerbiya. MAIMAITI, Guzailinver. AIBAI*, Aermuguli. KELIMU

(The First Department of Gynecology, the First People’s Hospital of Kashgar, Kashgar, Xinjiang, China,
844000)

[ABSTRACT] Objective To investigate the value of dynamic monitoring of human epididymal pro-
tein 4 (HE4), Smad4, and hepatocyte growth factor (HGF) in predicting the early recurrence of ovarian can-
cer after surgery. Methods A total of 72 patients with ovarian cancer treated in our hospital from May 2017
to June 2020 who underwent surgical treatment were selected. They were divided into the recurrence group (n=
15) and the non-recurrence group (n=57) according to whether they recurred 6 months after surgery. The base-
line data of the two groups and the levels of HE4, Smad4, and HGF before surgery, 2 and 4 weeks after sur-
gery were compared. The multivariate logistic regression equation was used to analyze the related factors of re-
currence, and the receiver operating characteristic curve (ROC) was used to analyze the value of each indica-
tor in predicting recurrence. Results The recurrence group FIGO 2014 revised staging system, ascites, and
surgical methods were compared with the non-recurrence group, and the difference was statistically significant
(P<0.05). The recurrence group had higher HE4, Smad4, and HGF at 2 and 4 weeks after surgery than the
non-recurrence group (P<0.05). Multivariate logistic regression analysis showed that after the FIGO 2014 re-
vised staging system, ascites, and surgical methods were controlled, HE4, Smad4, and HGF were still associ-
ated with recurrence at 2 and 4 weeks after surgery (P<0.05). The AUC of HE4 (0.878), Smad4 (0.846) ,
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HGF (0.834) and combination (0.949) predicting recurrence at 4 weeks after surgery was greater than that at
2 weeks after surgery (0.680, 0.785, 0.731, 0.894). Conclusion The levels of HE4, Smad4, and HGF in

patients with early recurrence after ovarian cancer surgery are higher than those in patients without recurrence.

Combined monitoring of the levels of the three can predict the risk of recurrence in patients and provide impor-

tant reference information for clinical intervention.

[KEY WORD] HE4; Smad4; HGF; Ovarian cancer; Recurrence after surgery
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x1 FWHABEZABILE [(x+5),n(%) ]
Table 1 Comparison of relative baseline data between

2 groups [ (x£s),n(%) ]

%2 Wi4A HE4.Smad4 HGF b3 (v+s)
Table 2 Comparison of HE4, Smad4 and HGF between
2 groups (x+s)

BrRH  RER4MA

7/(./: P
bRt (i=15)  (n=57) AT P
R () 50.64+7.93 47.96+9.18 1.033 0.305
e A (kg/m’) 23.25+1.48 23.40£1.53 0.340 0.735

FIGO 2014 &1 T/ I R 58
I 1(6.67)  34(59.65)
I 7(46.67) 22(38.60) 4.189 <0.001
| 7(46.67)  1(1.75)

A2 ASAY

A 8(53.33)  24(42.11) .
|2 47T 7(46.67)  33(57.89) 06060436
LR

xte 4(26.67) 10(17.54)

ok 5(33.33) 19(33.33) 0.726 0.468
ok 6(40.00) 28(49.12)
JEK

7o 10(66.67) 52(91.23)

i 5(33.33)  5(8.77) 1120043
FAT

S FAR 9(60.00)  50(87.72)

Jieoge 4t e ek KA 6(40.00)  7(12.28) 44360035
VN %

a 1(6.67)  8(14.04)

o ) 0.108 0.742
P 14(93.33) 49(85.96)

Smad4 . HGF 1 F K i , R J5 4 & HE4 . Smad4 .
HGF R FARJG 2 i, 25 A G142 XL (P<0.05) ;
B RMH ARG 2.4 J5 HE4, Smad4 \HGF & T K& &
H, ZRAGI R L (P<0.05), W2,
2.3 HERMZINZE Logistic [71J4 77 2501
DURERE KA, AIRE 0, WA 1,
AN L3 22 A gt 3 LA bnfE oy A A8
i+, Horb HE4 . Smad4 . HGF< i 41 ¥ (A8 1, >4
HEEMAE 2, R )5 2 JA P41 HE4 . Smad4  HGF #J
{EAKYK M 204.31 pmmol/L ,9.12 ng/mL ,1.13 ng/mL,
AR5 4 M 2H HE4 . Smad4 . HGF S{E KK 178.01
pmmol/L ,7.12 ng/mL ., 1.03 ng/mL, i F§ Z A & Lo-
gistic [FIH R34, 25 53 o , fF FIGO 2014 4%

s Hu n RHT A2l Kada

HE4 HRM 15 248.69£50.92221.52+33.17° 238.02+31.37°
(pmmol/L) 4% K2 57 240.57+56.93199.78+36.25'162.22+30.19"

18 0.502 2.101 8.584
P1H 0.618 0.039 <0.001
Smadd  E K4 15 11.24%3.59 10.09+2.26° 11.26+2.43"
(ng/mL) SREERH 57 11.0823.74  8.87+2.05  6.03+1.22"
t{H 0.149 2.008 11.703
P1ii 0.882 0.049 <0.001
HGF BRA 15 1.60£0.35  1.40£0.29°  1.63+0.44"
(ng/mL) SREERMH 57 1542044  1.0620.32"  0.87+0.28"
18 0.488 3.729 8.223
P1ii 0.627 <0.001 <0.001

T SAGARFTLEL, P<0.05; AL AN 2 Ji i, "P<0.05,
*x3 EAWSBEZE Logistic IIAFES

Table 3 Multivariate logistic regression equation analysis of

recurrence

WWNZE  BIH SE{H Wald y* OR{E  95%CI P1d

AJG 28 HE4 09040264 11.718 2469 1.064~5.728 <0.001
Smad4 0.925 0.281 10.831 2.521 2.345~2.711 <0.001
HGF 0.543 0.176 9.523 1.721 1.529~1.938 <0.001
AKJG 4 HE4 1.078 0.284 14.400 2.938 1.457~5.924 <0.001
Smad4 1.005 0.257 15291 2.732 2.569~2.905 <0.001
HGF 0.598 0.176 11.548 1.819 1.673~1.977 <0.001

WAB RS K FAR GG, AR5 2 [ R
J5 4 J& HE4. Smad4. HGF 1} 5 & & # & (P<
0.05), W33,
2.4 HEA.Smad4 .HGF il & & (4

PIARJG 2 8 ARG 4 82 % A& 485 0 PH A
A%, DA I RS [ 5 R B K AL 45 A8 A R B PERE AR, 42
A HEAR TR & 1 ROC, 45 - B R 2 Ji B
—F8¥5, Smad4 TN & & ) AUC e K, -5 bRk
G 1 AUC K THE— B —F8 41 (P<0.05) ; R 4 Jd
485, HE4 B0 & & 1) AUC fc K, 4548 b
KA AUC K THE— 31— 4545 (P<0.05) . L3
4.1,

R4 ROCHITHER
Table 4 ROC curve results

TR AUC 95%CI cut-off U (%) TS (%) PiE
A5 2 JE HE4 0.680 0.559~0.785 >218.81 pmmol/L 53.33 80.70 <0.001
Smad4 0.785 0.673~0.873 >9.72 ng/mL 73.33 70.18 <0.001
HGF 0.731 0.613~0.829 >1.25 ng/mL 86.67 56.14 <0.001
BA 0.894. 0.798~0.954 86.67 89.47 <0.001
Y NEX L HE4 0.878 0.780~0.944 >191.53 pmmol/L 80.00 77.19 <0.001
Smad4 0.846 0.741~0.920 >8.12 ng/mL 66.67 98.25 <0.001
HGF 0.834 0.728~0.911 >1.06 ng/mL 80.00 77.19 <0.001
BA 0.949 0.869~0.987 86.67 89.47 <0.001
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Figure 1 The ROC of each index for predicting recurrence
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BEDEHEN . &R WHA HMGB-1.cTnl, Ang2 7/K-F-3 2 5 TXF AL, 2 R A St 222 L (P<
0.05), F{41 HMGB-1 .cTnl Ang2 /K34 i 3 & TR 4, 22 7 3A it 7 L (P<0.05) . Pearson H.
£ A & 43 BT 7% : HMGB- 1, cTnl, Ang2 7K ¥ 5 TM , vwF £ 1E # 56 (P<0.05) . 95 {4l f & SE T~ 19 £
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[X#2iF] HMGB-1; cTnl; Ang2; Il M5 Be AT XU

The relationship between the levels of HMGB-1, ¢Tnl and Ang2, vascular endothelial in-
jury and the risk of hospital death in patients with multiple injuries in the emergency de-
partment

LIU Fasheng', LI Shuai', GUO Lifeng', LIU Gaogiang', ZHAO Junquan', LI Xuejun’*

(1. Department of Emergency, Jinan People’s Hospital, Jinan, Shandong, China, 271100; 2. Department of
Intensive Care, Jinan People’s Hospital , Jinan, Shandong, China, 271100)

[ABSTRACT] Objective To explore the relationship between levels of high-mobility group box-1
(HMGB-1) , troponin I (CardiacTropnin, ¢Tnl) and angiopoietin-2 (Ang2) , vascular endothelial injury and
the risk of hospital death in patients with multiple injuries in the emergency department. Methods 95 patients
with multiple injuries in the emergency department admitted to this hospital from January 2017 to December
2020 were selected as the observation group (44 cases in the severe injury group, 51 cases in the minor injury
group) , and 98 healthy people who had physical examination in the hospital during the same period were se-
lected as the control group. The levels of HMGB-1, c¢Tnl, and Ang2 between the groups were compared, and
Pearson linear correlation was used to analyze the correlation between the levels of HMGB-1, cTnl, and Ang2
and the levels of plasma thrombomodulin (TM) and von Willebrand factor (vwF). The patient’s prognosis
was observed. Results The levels of HMGB-1, c¢Tnl and Ang2 in the observation group were significantly
higher than those in the control group, and the differences were both statistically significant (P<0.05). The

levels of HMGB-1, c¢Tnl and Ang2 in the severe injury group were significantly higher than those in the minor
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injury group, and the differences were both statistically significant (P<0.05). Pearson linear correlation analy-
sis showed that the levels of HMGB-1, cTnl, and Ang2 were positively correlated with TM and vwF (P<
0.05). Among 95 patients, 19 died (20.00% ) and 76 survived (80.00% ). The levels of HMGB-1, c¢Tnl and

Ang2 in the survival group were significantly lower than those in the death group, and the differences were sta-

tistically significant (P<0.05). Conclusion The expression levels of HMGB-1, ¢Tnl and Ang2 are correlated

with the degree of vascular endothelial damage and the risk of hospital death in patients with multiple injuries

in emergency department. The three can be used as important indicators to assess the progress and prognosis of

patients with multiple injuries in the emergency department.

[KEY WORDS] HMGB-1; c¢Tnl; Ang2; Vascular endothelial injury ; Risk of hospital death
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15 5 5% JH] Pearson B 2% #H 2¢ 43 Hr HMGB-1 . c¢Tnl .
Ang2 K5 TM . vwF Z [B] [/ A 5G4, DL P<0.05
EZRAGIFE L,

2 #R

2.1 P4l HMGB-1 .cTnl ,Ang2 /K- L 5%
WMEE 4] HMGB-1 .cTnl . Ang2 /K V-3 12 3 & F
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Table 1 Comparison of HMGB-1, cTnl and Ang2 levels in
2 groups (x+s)

207 n  HMGB-1(mg/L) cTnl(ng/mL) Ang2(pg/mL)

WELH 95 7.83+1.20 4.39+1.21 35.65+15.33
XFHRZH 98 1.35+0.59 0.05+0.07 8.12+2.15
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' Ji B HMGAL . HMGB1 % ik ok °F 5 o 4 71
HPV IS £ B Il AR 7 5

%E MAEr EFE LFE

[(# ZE] BHN BREIEEESTIERGENA AL(HMGAL) . miEBREBHE M B1(HMGB1) %
IRACP 5 R A A FLL R (HPV ) B R S R KGR X o AiE #2017 4F 8 A % 2020 4F 8
R 7 R 2 T /NS 2 eI 1Y 200 9118 3500 SR AR A RIFGR A, 5 e BRI AE A B A4 g i Ll
12# 50 £ VE MR IR, iF 5% 4 B AR HPV RGOl s e A aE = fa 2. SR RRe 2k 240k
2y B4 2L HMGAL \HMGB1 k150 , 3% FH PCR+IEZRAS BAG I HPV Y45 I, S FH BE B 40 28 Wit
BfF 5 (BELISA) 50 1ML 7% F HMGA1 . HMGB1 /K-, &R R4l 's Fidi 21+ HMGA1 .HMGB1 £ 1k
HW R Z TR, 2578 S48 L(P<0.05) ; a4 5 A 140 HMGA1 . HMGBI 15 %35 [ 34 ¥
B2 TIRIKEHE , ZRA G5 8 L (P<0.05) ; 5 G4 B 1L T HMGA1 HMGBI (5 4 3k 8 % X B
WEZTRFRERE , EZFAGH#E X (P<0.05); M7 HMGAL . HMGB1 B:Ai2H1 AUC 4 0.956(95%CI :
0.878~0.999) , B T BT (P<0.05) . ‘B U & 140 HMGA1 . HMGB1 /K5 5 AR 7= YR e i
FHARITEOE (P>0.05) , 5 A IR /(LR B bk B 45 76 7% 22 ogd FIGO 43 AAHE (P<0.05) . 4518 B
BE A LD HMGAL HMGB1 /K V- W] 0 T, 5 8 35 g 20 AL FR L bk L 45 5% 4% K IioRd FIGO 43 0IAH G,
HL B ey B A I i G T HPV LA 012 i .
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The relationship between the expression levels of HMGA1 and HMGBI1 in patients with
cervical cancer and high-risk HPV infection and its clinical significance

CHEN Hui, CHEN Guanghui*, WANG Wandang, DENG Yutao

(Department of Clinical Laboratory, Xiaolan Hospital Affiliated to Southern Medical University, Zhongshan,
Guangdong, China, 528415)

[ABSTRACT] Objective To investigate the relationship between high mobility group protein Al
(HMGALI ), high mobility group protein B1 (HMGBI1) and high-risk human papillomavirus (HPV ) infection
in patients with cervical cancer and its clinical significance. Methods 200 cases of cervical cancer patients ad-
mitted to Xiaolan Hospital affiliated to Southern Medical University from August 2017 to August 2020 were se-
lected as the study group, and 50 healthy female patients who received physical examination in our hospital
during the same period were selected as the control group. The patients in the study group were divided into
high-risk group and non-high-risk group according to HPV infection. Immunohistochemistry was used to detect
the expression of HMGA1 and HMGBI in cervical tissues, PCR+ membrane hybridization was used to detect
HPV infection, and ELISA was used to detect the levels of HMGA1 and HMGBI1 in serum. Results The
high expression of HMGA1 and HMGBI in cervical tissues of study group was significantly higher than that of
control group, the difference was statistically significant (P<0.05). The high expression of HMGA1 and
HMGBI1 in the high-risk group was significantly higher than that in the low expression group (P<0.05) ; The
high expression of HMGA1 and HMGBI1 in the high-risk group was significantly higher than that in the low ex-

Yl .y EHRFWE DI ERERA, S &, P.0 528415
*BASAE R R R AHE, E-mail : tinarun@sina.com
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pression group, the difference was statistically significant (P<0.05); The AUC of HMGA1 and HMGBI com-
bined diagnosis was 0.956 (95%CI: 0.788-0.999) , which was higher than that of single diagnosis (P<0.05).
The levels of HMGA1 and HMGBI in cervical cancer patients had no correlation with age, stage and patholog-

ical type of tumor (P>0.05), but were correlated with tumor differentiation, lymph node metastasis and tumor
FIGO stage (P<0.05). Conclusion The levels of HMGA1 and HMGBI in cervical tissues were significantly

increased, which were correlated with the degree of tumor differentiation, lymph node metastasis and tumor

FIGO stage, and could be used for early diagnosis of cervical cancer complicated with high-risk HPV infection.

[KEY WORDS] Cervical cancer; High mobility group protein Al; High mobility group protein box

B1; High-risk human papillomavirus infection
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2.2 HPV Jg i 8 % 241 4irp HMGAL . HMGBI1 %
kK
200 717 2509 B R I 174 1) R E AT
HPV YL, Horp 119 ] (8 3% 5 I 5 /& HPV 8%,
55 B E G I IEE o HPV Ry, 45 R F = e
BF 440 HMGAL . HMGBI Rk B E e T
REIRBE  ZRA G E L (P<0.05), W& 2,
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Table 2 The expression levels of HMGA1 and HMGBI in
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245 n ARFL  mEE g P
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JeEfad 55 29(52.73) 26(47.27)
HMGB1 &G4 119 20(16.81) 99(83.19) 30.541 <0.05
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Table 4 The diagnostic value of HMGA1 and HMGB1
proteins in the diagnosis of cervical cancer
with high-risk HPV infection
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Figure 1 ROC curve
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x5 HLHh HMGA1 . HMGBI K 5 E 38 & & n K Ila K FHHE X &
Table 5 The relationship between the levels of HMGAT1 and HMGBI in tissues and the clinical data of patients
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R e B DPP-1V . D 584 S CRKL F 0 31 Pk e it
S O EL BT

R WREFER L

[# ZE] B8 P00 b ks BUR h Z K8 (5 (DPP-1V) . D- Bk DL R G5 #kH A
(CRKL) XM I B BN E . 7735 M 2017 4E 6 A & 2020 4 5 A T RBERKRESE MR Ebt
S SRS 1 i i BB R O 02 VR A IR GT X4 . H Sk BRI (BPE ) 41 32 3], 5
AR R (MPE ) 4 60 5], S I L5 i 2 28 37 I s B DPP-IV \D- 244 L) & CRKL /K- 5 PR
IR AR DA S 22 AR BRI R I B I BRI . G5 R PR M U DPP-TV

D- B4k LS CRKL /KK He 4, MPE 413 F BPE 41, H22 5% HAA Gii 2478 L (P<0.05) ; i Jti B A 2
TG0 LA Ko 22 SRS AR IR A I 2 of P it BB T A (L, K DPP-TV \D- %4k .CRKL , 44 A —-JT Legostic [A]JAH5
Y A5 3 =I5 (] 9 Y T AE S (BD =00 S48 b ) L 337 4% F A2 TARRRE (ROC) I 4R, 43 B 46 L Bk
78 DPP-1V . D- R A& | CRKL L J& =I5 I A5 5 A 700 0 P Bl s B 7 i 461 i A AUC 43531120 0.708
0.859.0.786.0.946 , =TI A 45 b LU IR RS A5 T00I AN (15 58 5, IR A cut-of f {ER , LR 15 4 5= 1 43 il)
$198.3%,78.1%., £51%  HfE BUR H DPP-IV \D- 44k L )¢ CRKL %} MPE HA — & WM (A, H =&
I5CE 10 5 R4 T 6 MPE T {5 .

(&) KB ; D-RE; B9 E A B R

Value analysis of DPP-IV, D dimer and CRKL in predicting malignant pleural effusion
XU Biao, LIN Zebang, SHA Jiming*

(Department of Cardiothoracic Surgery, The Second Affiliated Hospital of Anhui Medical University , Hefei,
Anhui, China, 230000)

[ABSTRACT] Objective To evaluate the predictive value of (DPP-1V), D-dimer and (CRKL) in
malignant pleural effusion. Methods 92 patients with pleural effusion were selected from our hospital from
June 2017 to may 2020. They were divided into (BPE) group of 32 cases and (MPE) group of 60 cases. The
levels of DPP-1V, D-dimer and CRKL in pleural effusion were detected and compared between the two
groups; Objective to evaluate the predictive value of single index and combined detection of multiple indexes
for malignant pleural effusion. Results the levels of DPP-IV, D-dimer and CRKL in pleural effusion in MPE
group were higher than those in BPE group, and the difference was statistically significant (P<0.05) ; DPP-
IV, D-dimer and CRKL were included in the binary logistic regression model to obtain the prediction probabili-
ty of the regression of the three indicators (namely the three joint indicators) and establish the receiver operat-
ing characteristic (ROC) curve The AUC of CRKL and three combined indexes in predicting malignant pleural
effusion were 0.708, 0.859, 0.786 and 0.946, respectively. The three combined indexes had higher predictive
value than single index. When the best cut-off value was taken, the sensitivity and specificity were 98.3% and
78.1% respectively. Conclusion DPP-IV, D-dimer and CRKL in pleural effusion have certain predictive val-
ue for MPE, and their combined determination can improve the predictive value for MPE.

[KEY WORDS] Dipeptidyl protease ; D-dimer; Signal junction protein; Malignant pleural effusion
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6 BRI — PR DL IR 25 /1R . R —
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MPE ) 2 (iR & Mg e % 78, 15 #5022
LG ) S B i B 2 W, BT DA R B TR
S A E B HATEE2 W MPE 5 R R s
LM (Benign pleural effusion BPE) & FH i i 55 A
D e 7K RO 7% 200 FRLRGIN | DA R 45 T i M A A A
{HR T AER O BB, HMG K B 7 4 B A A 76 b 9
2 35 /D B N B RUE DL A AR B R R A
KHRIE . Ml e Ao B R 05 % Bk, H3h A
o, AU R o PRI R FH v R R DA S s R S 12
W7 9, B v M s B2 W R T R I R B2
55 TAE T LR ) [a) 3, g s R Mo e s s
o AR Ry —Fi i Bhi2 W B, DUHS 5 84 L2
1% DA AN N S A AR R e R 3
T A B R W0 i s R WN R 2R 1 il
IV (Dipeptide proteaseIV DPP-IV ) . D- {4 (D-di-
mer) {5 5 4%k & 1 CRKL(CRK-Like CRKL) %
A DL Je CRKL X 0 1 Ml s B i 1l . B 7
SRy M I ROl B2 W PR I S AR B . BKE A
FEAEREWNT o

1 —RARS T

11—k

M 2017 4F 6 H & 2020 4 5 H TR BIERN K
5 IRHIE B B U B SRR 2 14 il s B R 3 F O
th 92 BIAE A BEIERT G o K H S RV M e PR
(BPE)4L (15 6], 22 17 ) , 4F 4 F- 34 (62.1+5.6)
B Hoh s M IR A8 24 1), B ShRE AR Pk IR
A ILAE 3 1], o DI REAS 4 3 5], SIMJ3 Mt Jes Bk 1 491
Jili & 55 FR W 1 B W B R (MPE) 4 (55 32
B 4 28 1)) , AE V-1 (63.5+3.8) %, Hiv I8 49
B, 95 8 1], AE /N i ges 3 5] P2 — R
BB TG FE L (P>0.05) . ASHF9T 45 5 e 12
EARERAZ GUHHE, B3 MR RIS HA TR &S

Y9 AFRE : MPE Al AR e, D283 Mg s 455 52
S DL SR o R R 2 @4 M i
FECUR IS8 7% 440 ARG 0] 4 e 400 B o (3D 346 A i v 9 400
JROAS I B p 2, T 2 & 3 4 LR A KR R
F G RAE AR DL S A5 T 5E BHHE 1 % . BPE A4
e, B5A% M 1R s B A bR ofE D 2 4l Bl 27 5 41 41
= WO HE B W e S . QPR R A )
SERGPURRFT T , B0 B R 45 R A 2F A, B

JEEZH 005 K 1 S AL TR AT 18 . DR S5 T K
B BHME AR WOR TR S b o A R s FR
WA LR E : 77 G AR IR 2 2 WP = 4 23 1l
R e D N A DR A5 i AR 12 W I T 48
(2016 4F-RL) ) i il 22 W bR i o HEBR A5 ok
O B0 2R e A 4 TR 2 53R 97, O
#. QBERFEARES SR,
1.2 ik

FEARAE AE R A R REIEO T  FEABES K
R, RESEF KL 34, 4% 3 mL, X 2K
BB B o TE T UOR A E AL LS AT M g SR
£ 70 mL i s BUR bR AS , DL B2 402 | LA
Ke ARG, 5] i BT DPP-IV . D- — B {& . CRKL
Rl

B AT < >R FH TR G 22 W B (ELIS A il
Jiq s B H DPP-TV | L) & CRKL /K- 351 &5 /i
HEHLAE S AT R A F A . R R A AR
WL R4 T o X i o D- SR AR FH L 5 4
P o 7 R RO T D- R AR R IR K8
1o, DR I I iy 5 o s R AR B 10 £ . IR &
FH 2E 18 RS- (R ) A W B3 RS ml 43t
PR BT AR A IR T
1.3 Geilorik

fii ] SPSS 22.0 BAFATEAE 43 Hr o THECFORVH
n(%) 2R AT YR, i (x+s) 208 47 1K
FHZ R E TR (ROC) thZk 23 Mkl DPP-TV |
D- R (CRKL J =35 B A A 750 0 34 ik fs B
WM. DL P<0.05 AZESA SR L.

2 H#R

2.1 WYL E N s BUOR  DPP-IV . D- R4k LU
M CRKL /K- b 85

Wi 5% DPP-IV . D- — %A | LI Bz CRKL /KF
Lt #% , MPE 20 Jfy & B DPP-1V . D- R A |
CRKL /K ¥ T BPE 4 , Z %A G il E X
(P<0.05), W#E1,

%1 DPP-IV.D-ZR{K CRKL K FLEE (x+s)
Table 1 Comparison of DPP-IV, D-dimer and CRKL levels
(xxs)

A% n  DPP-IV(U/L) D-—-Ef{k(ug/mL) CRKL(ng/mL)

BPE4 32 37.9+18.1 0.48+0.27 3.21+1.02
MPE# 60 52.8+21.9 0.92+0.24 5.58+1.78
t{H 3.203 8.017 6.938
P1E 0.001 0.001 0.001
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2.2 L I I B T B bR S 2 TS BRI
ARG BH P 6 g

MPE £ DPP-IV .D- % {& .CRKL . & =%
WA TE W I AR rh R 1 8 1 & T BPE AL, 2 R 1
Giiter i L (P<0.05), W#E2,
2.3 Ji s B HP BRI LA B 22 TR A B AT S o
P R R T A1+ {1

ROC [l £k 43 #7745 5 7R , DPP-IV . D- 3R {k |
CRKL /1§ AUC =TI A 48 45 1) AUC B & 5 F 1R

R2 BUUERE ZTUERAE HRMERILE (2(%) ]
Table 2 Comparison of positive rate of single indicator and

multiple indicators [1n(%) ]

i DPP-IV  D-—%{k  CRKL =H4H
7 O =15 B b sE B

BPEZl 32 12(38.65) 15(47.84) 13(4021) 25(78.43)
MPEZH 60 35(58.36) 41(68.12) 38(63.42) 58(96.52)
71 5.09 4.71 6.08 8.44
P{H 0.02 0.03 0.01 0.01

—2W(P<0.05), W#E3 . K1,

%3 DPP-IV.D-Z Rk CRKL. UK = FEK & il MPE MBS 47
Table 3 Value analysis of DPP-IV, D-dimer, CRKL and their combined MPE prediction

5 AUC 95%CI bR Cut-off YPBFERL R TR P1iH
DPP-1V 0.708 0.601~0.814 0.054 57.850 0.389 0.483 0.906 0.001
D-—H{k 0.859 0.780~0.939 0.040 0.655 0.587 0.900 0.687 0.001
CRKL 0.786 0.689~0.883 0.049 0.465 0.500 1.000 0.500 0.001
IR 0.946 0.930~0.990 0.022 0.401 0.764 0.983 0.781 0.001

Il £ 5
- KA R
: i

0 0.2 0.4 0.6 0.8 1.0
FF5EHE (%)

1 ROC #i%k
Figure 1 ROC curves
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[ ZE] BH HiM2rko R EETF 2 (CHB) B E 4 4E K D(VItD) X HZ K (VDR) £k 5 4
SEIOIRERE AN (HCC) B AR RIARSCME . ik H 2018 4F 6 H & 2020 4F 6 H /M 1li 2 42 1% B
TP BE 45 A TR 102 ) CHB S8 7R M IIFSE R4, A4l & 75 & 4 HCC 432 HCC 41 20 ] .4k HCC 41
82 1], it L W LH I K B9k} | VitD . VDR 23k, 4341 CHB H3# HCC & A= 520 [ £ K VitD . VDR ik 5%
SER RS A DG R, PP VitD . VDR ik %] CHB [ # HCC &N E . 5% VDR £ HCC £ #
FR 2 K CHB B N4 2Uh ¥ 363k, BRI R 3k , A0 A tp S AR 0 3835 s WAL AR 8 IR LK
i \HBV DNA .IL-6,Hs-CRP , TNF-a . VitD . VDR mRNA K& (1335 1L, 22 58 i it 2475 L (P<0.05) ;
Logistic [0 34347 @7, 4E % W AH L2k \HBV DNA IL-6 .Hs-CRP . TNF-a . VitD . VDR mRNA } 3& H %3k
Y12k CHB B4 HCC %k 4= 5 R (P<0.05) ; Pearson A M ] 1, CHB M4 VitD 363k 5 RAE 4 FL E
845 IL-6 . Hs-CRP . TNF-o #4522 i 5 3¢ & , VDR mRNA J 5 1135355 S RE 5 72 1 45 b5 IL-6 . Hs-CRP
TNF-a F 1EAIXEH FR (P<0.05) ;ROC £k 7~ , VitD . VDR mRNA M 85 11 23K 1564 1l HCC & 4= 19 AUC
T AR PR AT, H>0.9, A mWNsEE . 4518 CHB B3 VitD 5 VDR ik 5 5 fE 4 7 BF
AX, HAfES 5 HCC RA RSB , X HCC & AE BA B = BUNANME, i HCC B i He ik — & e s

[EiE] 181ELRYRHENT R 44 % D; 4iE R D 320k RAEHi

Correlation analysis of the expression of vitamin D and its receptor with the degree of in-
flammatory damage and the occurrence of hepatocellular carcinoma in patients with

chronic hepatitis B

LI Yuling'*, ZOU Donghua®, TAN Yan', ZHANG Weimin', SUN Tao'

(1. Department of Liver Disease, Cangzhou Infectious Disease Hospital, Cangzhou, Hebei, China,
061000 ; 2. Laboratory of Cangzhou Infectious Disease Hospital, Cangzhou, Hebei, China, 061000)

[ABSTRACT] Objective To explore the correlation between the expression of vitamin D (VitD) and
its receptor (VDR ) in patients with chronic viral hepatitis (CHB) and the degree of inflammatory damage and
the occurrence of hepatocellular carcinoma (HCC). Methods A total of 102 CHB patients in our hospital
from June 2018 to June 2020 were selected as the research objects. According to whether they had HCC, they
were divided into 20 cases in the HCC group and 82 cases in the non-HCC group. The clinical data, the expres-
sion of VitD and VDR between the two groups were compared, and the factors affecting the occurrence of
HCC in CHB patients and the relationship between the expression of VitD and VDR and the degree of inflam-
mation were analyzed. The predictive value of the expression of VitD and VDR on the occurrence of HCC in
CHB patients was evaluated. Results VDR is expressed in both cancer tissues of HCC patients and liver tis-
sues of CHB patients, mainly expressed in the cytoplasm, and no expression in the nucleus. The two groups of
age, smoking, drinking, HBV DNA, IL-6, Hs-CRP, TNF-a, VitD, VDR mRNA and protein expression
were significantly different (P<0.05). Logistic regression analysis showed that age , smoking, drinking, HBV
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DNA, IL-6, Hs-CRP, TNF-a, VitD, VDR mRNA and protein expression were all influential factors in the oc-
currence of HCC in CHB patients ( P<0.05). Pearson correlation shows that the expression of VitD in CHB pa-
tients is negatively correlated with IL-6, Hs-CRP, and TNF-«, and the expression of VDR mRNA and protein
is positively correlated with IL-6, Hs-CRP, and TNF-«, which are indicators of the degree of inflammation
damage (P<0.05). The ROC curve shows that the combination of VitD and VDR mRNA and protein expres-
sion predicts the occurrence of HCC in AUC higher than that of each indicator alone, and is >0.9, which has a
higher predictive power. Conclusion The expression of VitD and VDR in CHB patients is related to the de-

gree of inflammatory damage, and may participate in the occurrence and development of HCC. It has a high

predictive value for the occurrence of HCC and provides a theoretical basis for HCC prevention and treatment.
[KEY WORDS] Chronic hepatitis B; Vitamin D; Vitamin D receptor; Inflammation damage

R E 2 AR % 7% (Hepatitis B virus, HBV )&%
YK EZE  HB V @G 1 iU S 2 i Anis 5 v &
e £ FRIFF 2 (Chronic hepatitis B,CHB) A4k, |
JiF 4 e 95 (Hepatocellular carcinoma, HCC) & A= "%,
UEAERFFTIESE , 442 2 D(Vitamin D, VitD) HA
RIS IR T LR Sie 0 i 5 i RN A S
P VitD A2 ER0, 3228 A P4 S VieD A7
& (Vitamin D receptor, VDR) /-5, & 4 g ] g &
VitD 1 VDR AE AN, HBV T3 CHB .HCC
1 2L A SE 4, B R  HBV il i 15
PUARGIE N, 43 Z R R AR R 1, S BUR IR
FERI T FET I, AW 20 CHB 835 VitD
JHAZ AR TR 5 RAE W AR S HCC &A= AH ¢
4,2 HCC PG . B

1 BREFE

11—k

FEHL 2018 4F- 6 H & 2020 4F 6 H 1M 1% YL 9%
B B v 7 B2 45 5 P B 102 4] CHB S8 35 1 M BT
X4, M4 HJE 75 & 42 HCC 43 HCC 4 20 ] AR
HCC 4 82 i, ZWARRIUE : 54 (18 M LT B
TR R (2015 AE BT AR )™ rh CHB 12 Wibsif ; HCC
LI (R PR R 297 F (2017 4 17) )
HCC 2 Wibmif s I RIGY 7 B b A T 27l A 5 fR 3
R AE R . HEBRbRUE PRSP 251
JHA A3 O MBS | 1 B S e s s B 0T H AU TN
B TR SR 9 95 75 M EB % B (Epstein-Barrvi-
rus, EBV) . F 412 7% (CytoMegalo Virus,CMV) |
N 25 H B Bt B 9 BF (Acquiredlmmune Deficiency
Syndrome, AIDS, HIV ) Ji&3% ; Wt by . A4
REEACFIZ B it
12 ik

MJF4 2 VDR . VDR mRNA . VDR & [ #6:3 .

AT 51 SR FFE AL, >R H Power Vision TM
A AL IR A VDR 2R3k, AR T MERE5 R,
2 S A S B SR FH SR 2O i i PCR &
W% VDR mRNA : $2 BUH-2H 205 RNA (32 [ Invitro-
gen 23 F) Trizol i) , i %% 5% & Wi cDNA , Tag DNA
REHHERT &1 PCR =¥, PCR 1 %k : 95C
AR P 2 min, 95CAEE 15 s, 57CiB A 30 s, 72°CHE
130 s, H 40 ANIEIR AR 1R D0 L R 5 48 R Y
Ct {H , VDR mRNA FHXJ 7K-F-J RQ fB (2°) K7 .
¥ ] Western blot 2kl VDR & H , X AEAE P4 AR
AR F bt A VDR £ 5 fEHLIA , 35 [ Bioworld
/Al 9T GAPDH $i 44 , $ WU ZH U8 11, HL Uk W%
= i ) B 1 N | N B fX=2.35) ) A VAN -5 13
¥, 1 E A, 11 VDR & 15 GAPDH JK J¥ Lt
. @I VitD \IL-6 ,Hs-CRP , TNF-a #5:1l] : %4
Bk 5 mL, 250 (15 min, 24 8 em, 5% 3 3 500
r/min) , BUIML3 , VitD 2k H 56+ % K4 H sl k27
RINA3 AL Cobas e602 £l ; IL-6 . Hs-CRP , TNF-a
DI Ao 28 v A, B8 i AR R B R A
ARG &
1.3 Sit2# ik

KNG A5 SPSS 22.0 4k 3 | g
B n (%) 3538 A7 YR . T BB DL (v 25) 3
R PALR) ¢ K56 5 50 PR 28 R H Logistic [B1H 4y
BT 5 BUAE 155 1F 25 53 A7 2% ] Pearson 3 A AH G 1 5 #l
WA B R 5212038 TAERRE (ROC) 4k, Bk & it
W 527t Logistic It A5, 1% [\ FU A% % ogit
(p) W HAR A S R B AR 5, DA P<0.05 025 57
GiiterE X

2 FR

2.1 WAIERZ Rl . VitD . VDR #3545 4
PHALAESS WA kP HBV DNA IL-6 . Hs-CRP .
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TNF-a . VitD. VDR mRNA K& #FiEHML, 2R
Hoi#E L (P<0.05), W1,

x1 WARKEZR.VIID VDR FELLE [n(%), (x+s)]
Table 1 Comparison of clinical data, VitD and VDR

expression between 2 groups [1n(%), (x+s) ]

fif o)y zmit P
P

5 15(75.00) 62(75.61) 0051 0816
& 5(25.00) 20(24.39)

AR

<45 % 6(30.00) 47(57.32) 4807 0.098
=45 % 14(70.00) 35(42.68)
(NN EiE 13

<23 kg/m’ 9(45.00) 37(45.12)

. 0.000  0.992

=23 kg/m’ 11(55.00) 45(54.88)

W2

? 9(4_5.00) 15(18.29) 6371 0012
i 11(55.00) 67(81.71)
PRI

P 8(40.00) 11(1341)

7 12(60.00) 71(86.59) o816 0.016
Eﬁ;’l?ﬂjﬁmm 5.87+1.22 4.85+0.97  4.001 <0.001
ALT(IU/L) 60.14+10.23  57.25¢9.84  1.169 0.245
AST(IU/L) 39.63+5.60  37.14+5.12  1.908  0.059
GGT(IU/L) 35.41+5.14  33.94+4.83  1.205 0.231
TBIL (wmmol/L) 14.78+3.25  14.21#298  0.754  0.453
IL-6(ng/1) 104.35£30.26  68.41+23.59  5.766 <0.001
Hs-CRP (mg/L) 1547+5.06  10.23+4.15  4.844 <0.001
TNF-a(pg/L) 1.56+0.31 1.12+0.25  6.722  <0.001
VitD (ng/ml) 40.58+9.32  6541+12.48 8336 <0.001
VDR mRNA 2.74+0.32 1.69+0.22  17.384 <0.001
VDR & [ 1.16+0.39 0.78£0.42  3.676 <0.001

2.2 CHB H# HCC &L i [ &

Logistic [ 5 43 7 4F #% . W AW | 2K . HBV
DNA .IL-6,Hs-CRP ,TNF-a ., VitD . VDR mRNA &
R IA 0N CHB 3% HCC & A= 52 M H & (P<
0.05). W#E2,

2.3 VitD VDR ik 5 R E R B R OC R

Pearson AH G ET] 1, CHB % VitD A 54
i 5105 8 B FE bR IL-6 . Hs-CRP , TNF-o 4 5 11 #H 56
K F, VDR mRNA J 8 [R5 5 R W0 72 B 4R
Fr IL-6. Hs-CRP, TNF-«a & 1FE A ¢ % & (P<
0.05). W3,

%2 CHBE&HCCREFMER
Table 2 Influencing factors of HCC in CHB patients

H= B S.E{H Wald ¥ OR{E  95%CI P1H

AR WA 1.375 0.322 18.233 3.955 2.745~5.698 <0.05
A 415 1.391 0.314 19.612 4.017 2.698~5.981 <0.05
[veli] 1.398 0.341 16.797 4.045 2.716~6.025 <0.05
HBV DNA 1480 0.311 22.633 4.391 3.025~6.374 <0.05
IL-6 1.602 0.327 24.011 4.965 3.941~6.254 <0.05
Hs—CRP  1.594 0.333 22.924 4.925 3.452~7.027 <0.05
TNF-a 1534 0312 24.168 4.636 3.078~6.982 <0.05
VitD 1.729 0.331 27.284 5.635 4.025~7.838 <0.05
VDR mRNA 1.730 0.302 32.826 5.642 4.137~7.695 <0.05
VDRZET  1.730 0.309 31.328 5.638 4.288~7.413 <0.05

TE RE AR I <45 2/ =1, 245 % =2, IRIA - 75=0, J&=1; 1Kl : &=
0,/&=1;HBV DNA .IL-6 .Hs-CRP . TNF-a, VitD , VDR mRNA } #
1k : UF RSO0 <P H8=1, > P %=2.
&3 VitD.VDR RIZSRERGEREHX R
Table 3 The relationship between the expression of VitD
and VDR and the degree of inflammatory injury

IL-6 Hs-CRP TNF-«
5

i P rfi P i PE
VitD  -0.594 <0.001 —0.621 <0.001 —0.614 <0.001

VDR mRNA 0.611 <0.001 0.604 <0.001 0.599 <0.001
VDRZEH  0.607 <0.001 0.609 <0.001 0.613 <0.001

2.4 VitD.VDR ik % CHB % HCC & £ 4 il
UEARIED

21 ROC £k , PEHr VitD . VDR % ik % CHB
B HCC A& A=/ I {6, & 3L VitD. VDR
mRNA K8 R85 A Tl AUC ek, H>0.9, B
AR ETINAEE. Wk, E 1,

3 it

HCC & H it 55 1 K5 LM |, 4 2 6 e
BETJE RS —Ar, Hid 70% 5 CHB A 52, g
TE R 2 Z R R AR R S ARk, VitD fi i
JEMH 28 HEM ., ERERETRERN,
VitD A] |- % VDR # ik , 358 IFN-JAK-STAT {5 %5
4%, 5 IFN-a [pA] & 35T HBV 200, 1fif CHB f&
HAFAE VitD/VDR {5538 B DI RE RN . fr L mT %0,
VitD }2 VDR ik Al fig 7 HCC &4 & e vh k4%
FEAEA, B AR AL B A E G RANE

%4 VitD,VDR Rix%f CHB £#& HCC & £ RN E
Table 4 The predictive value of VitD and VDR expression in the occurrence of HCC in CHB patients

iz AUC 95%CI ZMH HWHE IR (%) EFIE(%) P{H
VitD 0.830 0.743~0.897 8.054 <52.97 ng/mL 90.00 70.73 <0.001
VDR mRNA 0.833 0.746~0.900 5.792 >2.13 75.00 86.59 <0.001
VDR % H 0.817 0.728~0.886 5.755 >1 74.58 79.27 <0.001
i bl 0.958 0.899~0.988 21.363 / 95.00 87.80 <0.001
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Figure 1 ROC curve
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AE S 9 ) JEEE (R, 988 40 it m] BB 2 VitD FI1 VDR
UM . ZF KA SETHESE W, HCC 404 VDR
mRNA & VDR % [ ik 5 3% 5 T 55 il fe 4l
21 ER IR, it SEr 2O e 7 PCR Al i
7~ VitD, VDR mRNA 2 % H #3535 CHB 4%
HCC % 5 K &£ . HCC 3 1K N 17 1E VitD/
VDR {55 538 H I REFHAIR, 5 HCC R A% DIAH G, iX
AIREAHI T 259 R AFP TR RV E T, L 2 sk HCC i
& ARBFFTiR R, HCC J CHB i VitD /K -
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ThE S M & A, M

CHB 35 Dy fe it F 4k th CHV HZ41F
A s, ok A R RS B A e R T S
REE . RS K L, CHB ¥ VitD £k 5%
SiE A5 105 P2 B F8 bR IL-6 . Hs-CRP  TNF-o #5211 A 56
K%, VDR mRNA N 13R85 RAE W 05 72 B2 4R
bR IL-6.Hs-CRP, TNF-o 2 IEA 6 FR . M
VitD/VDR {5538 [ D) e B AR AT i 38 o A1 2 AT 48
JiEPE R, ek CHB [w] T8 Ak S HCC #F J& . A
78 H K PEM VitD . VDR &35 X} CHB & # HCC %
A FUIAE, ROC #1 4k 7R, VitD<52.97 ng/mL ,
VDR mRNA>2.13, VDR # [ >1 i}, 3 & B F GE

HCC K&, & 48R4 F AUC ik 0.958, & T 5L
v . B BE, I IR BT[] B A U VieD | VDR
mRNA VDR % 4, & CHB & # HCC & 4= i 2
BEH A AN S EE R

Zi F R[N, CHB 4 VitD 55 VDR %355 R4
PFREEAT G, HATBES 5 HCC KA BB, X
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CTRP3. Lp (a) %} 5t 0o £ F 0% o PCIAR G S 22
FREAE 0 P i

mAT mmE EEA Fed

(# ZE] B& HIHME Clq Mg IRFER FHI 8 11 3(CTRP3) JEHE 1 a(Lp(a) ) X 5e 09 & I
W PRI 28 B2 e AR S kA ATRYY (PCL AR J5 328 N BB 28 (ISR) I AN (B . A3k AR B 86 il 50
o T RE R IR, 94T PCLARIR YT R BE VT 6 1~ 1 & 75 & 2E ISR 4324 ISR 41 (15 4] ) 575 ISR 4H (71
%) o WL CTRP3 . Lp (a) 7K, 23 H7 535 % PCI A 5 ISR BTN . 4558 ISR 4H 175 CTRP3.
Lp(a)m T ISR 4, 2 7 A G it 2% & X (P<0.05) ; il 7 CTRP3 5 HbAlc . SYNTAX Fl4) 2 7 HH56 ,
Lp(a)5 HbAlc SYNTAX FH/)r 5L 1EAH 5, 242 PCI AR J5 ISR 1% 5 B 5% i [H 2 (P<0.05) ; IfiL 3% CTRP3 .
Lp (a) B¢ & il PCI A J5 ISR BY AUC M 0.882, 95% CI 9 0.794~0.941, H & Hy 93.33% , 4% 5 &
81.69% , L T W5 S (P<0.05) . £51¢ I3 CTRP3 . Lp(a) -5 7006 4 I 0 IR iR 20 T e R %
W A K I ATV R T PCT AR J5 ISR B AE 1742

[K@R] WG IR s 2K IR B Ik ATRIT 5 *MA Clq M RSB IR FAHOCHE 11 35 BB R
M a; IR B

Predictive value of CTRP3 and Lp (a) for in-stent restenosis after PCI of coronary heart
disease complicated with diabetes

WEI Dong*, GAO Pengzhi, FAN Jili, XU Weizhong

(Department of Cardiology , Taihe County People’s Hospital, Fuyang, Anhui, China, 236600)

[ABSTRACT] Objective To explore the predictive value of complement Clg/tumor necrosis factor
related protein 3 (CTRP3) and lipoprotein a (Lp (a)) for in-stent restenosis (ISR) after percutaneous coro-
nary intervention (PCI) for coronary heart disease complicated with diabetes. Methods A total of 86 patients
with coronary heart disease and diabetes mellitus in our hospital were selected for PCI treatment. According to
whether ISR occurred during the 6-month follow-up, they were divided into the ISR group (15 cases) and the
no ISR group (71 cases). The serum CTRP3 and Lp (a) levels were detected, and their predictive value for
ISR after PCI was analyzed. Results Serum CTRP3 and Lp (a) in the ISR group were higher than those in
the no ISR group (P<0.05). Serum CTRP3 was negatively correlated with HbAlc and SYNTAX scores, and
Lp (a) was positively correlated with HbAlc and SYNTAX scores, both are important influencing factors of
ISR after PCI (P<0.05). The AUC of ISR after PCI predicted by the combination of serum CTRP3 and Lp (a)
was 0.882. The 95% CI ranged from 0.794 to 0.941, the sensitivity was 93.33% , and the specificity was
81.69% , which was better than the two predictions alone (P<0.05). Conclusion Serum CTRP3 and Lp (a)
are closely related to the condition of patients with coronary heart disease complicated with diabetes. Combined
detection can be used as a potential way to predict ISR after PCI.

[KEY WORDS] Coronary heart disease complicated with diabetes; Percutaneous coronary interven-

tion; Complement Clg/tumor necrosis factor related protein 3 ; Lipoprotein a; Instent restenosis
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28 Kz et 4R 3l Bk 4 A iR 9T (Percutaneous coro-
nary intervention , PCI) 2077 i Uik e A AT Btz
— (B R S B IE S, Hy T3 R AR AR S AR B
AL 22 525 N & S50 PCT AR 7 2 20% (3% K 1E
S AR N %2 (Instent restenosis, ISR ) , Hoif 60
A IR PCT AR J ISR JXURS: B vy , 7™ o 5 0 39 s
WS R, R R e O 5 TR RS £ PCI
AR5 ISR RS, L Bt i) i X I A 3y S8 0t e Tt fs 2t
XHER . M Clq MR IRFE T HHOCHE 1 3(Clg/
Tumor necrosis factor related protein 3, CTRP3) . JIg
5 H al (Lipoprotein a, Lp (a) ] X750 IE 9 & A=
b AR B E B B IE DA RS K
fia o AWFIE 2RI CTRP3  Lp (a) X 56 ik
& W RS PCLAR ST ISR (O FUMAA (B . 445 0T .

1 XN&5F7H%

1.1 X4

EUABE 2019 4 1 H 2 2020 4 9 H 86 ] 5
DR A IR R, AR E ¥ 200 rL ] e fk
T 5 A A UE S A e O , 3 R 2 OB R, S A
(R Rt O 12 W 5 3R 7 48 B ) ot O A D62
WA v = e DA PR s B 45 & R R0 b 2 TRUHE PR
S M IS Wi bR o 5 ¥ 2 & PCTRIE I IE 5 FR & I
KB , BTG R3S o HEBRARUE A7
PE RGP SRR B ALY BN 5 1
AU WU B RSS2 5 6 O ek R R s I B
5 ARG I B eI DI RE AR . 24T PCT
RIGIT BT 6 1 H , 2856 ki 5 46 A5 1 /R S 4
ABE ARG 5 mm B A I AR A =
50% F| 7€ 4 ISR AR & 75 & 4= ISR 4324 ISR 4
(15 41]) 5F ISR 4L (71 #]) . ARAFFRAEABEACHEZ
B ttE .
1.2 ik

PIL¥4T PCIARIRYT . DIfLiE CTRP3 . Lp(a)
R 75 1% : T PCLARTT R A 25 E # Ik Ui 3 mL, 5.0
AbFE (3 000 r/min, 10 min) , B W, P47 T-70C
MR PR, I CTRP3 7K - 5% FH Bt 6 £ 928 1
BT AS I, 700 6 ) 1) VA B A R A R
F), H Az 7600 4= [ 3 A A o3 A A % e 3 ) s i
W & Lp (a) K-, 7 A5 #5VE 35 35906 12X 7] £ 14 B
o QWG REEEHIE Ik KB AERRE T 40
R R VB P ZE . R KO AR BE BE L SYN-
TAX B HI ™ 52 £ 0~22 43 TP £ 23~32 47

W >32 5 o BEPRA 15 AR BE LOBE AL i 2128
(Hemoglobin Alc,HbAlc) KFH|E " : HbAlc<8%
KR, >8% M,
1.3 Geit2#Jrik

K H G 22 A SPSS 22.0 Ab PR HE , 1T &
TRDL (x£s) R, Z 4B AR H RN ZR 7
20T, PR AL ) bE A SR I ST FE AR ¢ K 5 5 4K
TR n (%) w7 K5 52 P 2 R H Logis-
tic 22 [ 2 17115 43 A1 5 AH OGP R JH Pearson #H 3¢ 5
B Y A3 B 5 T A B R 32 R 3 TAE R AE
(ROC) Hh £k 43 #1 . P<0.05 N 2 5 H & il %

2 #HR

2.1 PG RGO % CTRP3 \Lp(a) K-
P AR PR L e 0 O R OB PR R
e PCIAR SRR R EREZER LG 4B
S(P>0.05) 5 ISR £H Jef ok e 7 A 12 Ok Jok g A% 7
AR IR SRR LY CTRP3 . Lp (a)
TG ISR 41, 22 57 A 480t # B X (P<0.05) .
W,
®1 FAGKTERRIME CTRP3 Lp(a) KT L&
[(xxs),n(%)]
Table 1 ~Comparison of clinical data and serum levels of

ctrp3 and LP (a) between 2 groups [ (x+s),n(%) ]

ISR 41 JGISR 4

ki (n=15)  (n=rn) AT P

Ge 60.22+6.19  59.34%6.67 0.470 0.640
P51

% 9(60.00) 44(61.97)

kY 6(40.00)  27(38.03) 0020 0.887
5E Lo s (4F) 8.20£2.05  7.83x2.41 0.553 0.582
Wl g g A (4T ) 10.59+2.53  10.04+2.27 0.836 0.406
5tk ok e 7 R

R 6(40.00)  53(74.65)

s 6(40.00) 16(22.54) 2.318 0.021

iy 3(20.00) 2(2.82)

R 5(33.33)  54(76.06)

i 6(40.00) 11(1549) 2.650 0.008

iy 4(26.67) 6(8.45)
W DR P T A

BRpE 5(33.33)  44(61.97)

VLS 10(66.67)  27(38.03) 11430042

PCI AR ZHAH(A) 2012033 1.96x0.35 0.507 0.613
PCI R A& (mm)  3.02+0.71 2.91+0.68 0.565 0.574
JITRCE (7N
CTRP3(ng/mL ) 340.69+38.16 390.24:+45.07 3.964 <0.001
Lp(a) (mg/L) 284.53+60.24 226.67+37.95 4.793 <0.001
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2.2 A[AEHLEA ML CTRP3 \Lp(a) K

W s B R R IV CTRP3 IR T8 | 3,
Lp(a) /KPR TFRESH, ZERA%iEE X (P<
0.05) ; A [A] 56 fik s A2 ™ o B2 AR IS CTRP3
Lp(a) /K. Ifil 75 CTRP3 /K-8 B H <P E B H
<BRERHE, 2Z2RA 501552 L (P<0.05) ; 1ML Lp
(a)KPHEEBESDEBRESRERE, ERAS
P L (P<0.05), WL 2,

K2 ARERNEREEZEME CTRP3. Lp(a) KFEE (x+s)
Table 2 Comparison of serum ctrp3 and LP (a) levels in
patients with different conditions (x +s)

VNG 4%  n CTRP3(ng/mL) Lp(a)(mg/L)
BRI B 49 4027724829  205.75+52.47
TR 37 353.56+42.36  277.83246.03

18 4.929 6.644

PA <0.001 <0.001
TMORA P ERE O BRE 59 408.56+44.18  217.38+55.20
R 17 33245%35.30 264.85+45.39
FH 10 306.09£30.11  303.35+39.81

FAii 41.401 14.809

P{H <0.001 <0.001

2.3 Ifil%% CTRP3 .Lp(a) 5 HbAlc . SYNTAX F/43
FHGME

Pearson AH 5 144341, 17 CTRP3 (r=—0.710.—
0.696) 5 HbAlc.SYNTAX FH/4r & 7 A1 56, Lp (a)
(r=0.819.0.663) 5 HbAlc . SYNTAX FH /3 5 1F A
% (P<0.05)
2.4 PCIAJ5 ISR R [H 25

DI PCI AR J5 & 75 % A ISR A B IR A & (75=0,
F=1), DL ko 75 B2 B iy CTRP3 . Lp (a)1E K
A AR GRS B A FR B e =1, P =2, B ¥
=3; [il.7% CTRP3 .Lp(a) LT & FHE A FL . <
SEHE=1, >V {H=2) , Logistic [81 354 B/, &
Jok #% 75 L I3 CTRP3 . Lp (a) & PCI R J5 ISR
) E BRI R 2 (P<0.05) . ILFE 3,

&3 PCIARFISR WEMER
Table 3 influencing factors of ISR after PCI

AR i BIi  S.E. Wald ¥ ORTH  95%CI  P{H
SEMCRZETERE 1716 0469 13.384 5.561 3.341~9.257 <0.001
CTRP3 -0.971 0.305 10.133 0.379 0.188~0.763 <0.001
Lp(a) 1.433 0443 10468 4.192 2.137~8.225 <0.001

2.5 ¥ CTRP3 ., Lp(a) X} PCI A J5 ISR f9 75 ]
i

ROC W14 W7, P9 35 3K & Fil A (8 0 T 2k
T (P<0.05) . W& 4. K1,

£ 4 MiF CTRP3.Lp(a)Xf PCI RJF ISR g9l 1&
Table 4 The predictive value of serum CTRP3 and Lp(a)
on ISR after PCI

CTRP3 0.808 0.708~0.885 =367.02 ng/mL 80.00 74.65 <0.001
Lp(a) 0.828 0.732~0.901 >250.67 mg/L.  86.67 76.06 <0.001
A 0.882 0.794~0.941 - 93.33 81.69 <0.001

I8br AUC  95%CI

100

80

60

THUREE (% )

40

20 H

02 40 60 80 100
HESEIE (%)

B 1 ROC iz
Figure 2 ROC curve

3 it

PCI AR R 45 /0 | i A5 P30 56 1k 2 Dl 2
SRR G PR R 97 968 O 9 P e e 85 14 O 8, 8 B Rk
T, gk e A2 WE DR B BB T IR 22—, B
PRI FE T R E B G N E 2 —, & I T
ARG BH g 38 it . 7 PCI R J& ISR J& 7l J& i) J1 %8
MR 2R SR T FEHE AR AR A A5 HUI Sed
I A I PR 9w B3 PCL AR 5 ISR A Ifs PR 5 22 A
FEIT 1] o

CTRP3 J& 8 M8 KM % 51, T8 58 £ g s
T, BERIR T RN A2, HARE K F 5 i & $
o5 WE PRI B VIR OC . TR AR A RS IE S, Y
CTRP3 78500955 F 8 KRR, R BH A5 i
B85, IME CTRP3 7K - 500 R s £ 25 10 1) ZE 41K
P AR OC, H 5 0 B w0 AR AR R B
% AWFIELE FE I CTRP3 2 55600 4 IR
S 1 1 Rt AR, R BEERIA S PCI R /5 ISR &
XS . % SRR R T . CTRP3 HA (e dE Bl fi X 45
O JULZ BT 2 36 st DX 358 B] 5 21 4 £k L AR R
i PP K IR B — e H I A il A A
PR RS BRI SRR T, KO T R R R
5% 20T 7 2 R RURR AR R AT, 3 23 5 R s = 4
Bz D WL 405, PCYUAR S5 BT 5 78 380UV R A
2N SRR bR sk R A Ak & R, DT A e 0o
FEHE PRI 17 1 vh R HE R T IR IR PCT A
JA ISR A i, ANHIF 5T 45 S & B, L0 A7y
0T, 18 B I PR AT 3 o 4G 0 1 3575 CTRP3 7K H
i PCI A5 ISR &AL HRBEA (5 E
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Lp(a)J@ TR ST AR B 1, PR 32222 1
B ApoA ST A [RIIEMEAR R, A k2 ol
Jik Sk R Ak 5 AR 2 R) A BRI . AFAR AR Y I
18 Lp(a) K- Tt e 38 5 $2 7 A3 3 ko e Ak g 22 A7
FE O IS B AN AR T = o RIS, A DG SRk
Lp(a) 5 RILPTA — LR, RRAE SRR &
Kt B ™ ARG a5 St Lp (a) 5 O A
FEWE RPN & J \PCI ARG ISR &4 W i E B
JRH FEAEFLUF D5 : OLp(a) BETE IS BE T Ji 25
TURL, AR sl BB AL BE Y B s @ Lp () 1T 3 33 55 4
PESESG 2 28 UL A 27 4 2 1 R K R
B AR G R s B Lp () HEAT 25 5 A5 AAE |
Sk RERE AL R K 1 ARG , AEE— 2D fE iE
SiE R ARGEIA &I, 1ML Lp(a) & PCIAR G
ISR P EZ RN R, HEA —E WM E. $nif
PRAPEE I Lp () AR #0000 PR 1 FH T 5O 5 5
WEBRM & PCLAR S ISR BT

BEAN , A58 % BRIl 7 CTRP3 . Lp (a) & 5%t
PCI AR J5 ISR [ & A= 145 U4 A, (L Bk 1500 47
HHANRE . NI, RUFTERIR 223850 B & Bk
A FU PCT AR J5 ISR BYMME, 25 SR SE , B A Tl
W (52 3P0 0 & b T, A s PR B 13 3 B I
g A BT R | R e A R TS

ZE | AL, I CTRP3 . Lp (a) 5 5@ 04
W R s B I B R R I R I T AR A
PCI AR J5 ISR W AE R4 . (BARBFSEREA R 1]
eI AR R , T8 KA ST i — 2P 5% .
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ZHRE AL A HOMA-IR 5 T Je SHBG /KT
FHOCTERFSE

Hued %% AEZW TR AWML A ARRE*

(# ZE] BHMW S ZR00ELEG 008 F L ZAHTE A (HOMA-IR) 5 2 (T) e M R 45 &
FRE A (SHBG) K F-IyAIeM:, ik BEHC20184F 1 A & 2019 4F 12 A ARBEi2 1A 1 106 | 248 I L5 &
HE 5B F VR ST 4, HR 4 HOMA-IR 43 9 A 21 (1.66<HOMA-IR<2.69) . B 41 (HOMA-IR=2.69) , 3 £t 96
3] ) 300 AR e 42 2 Akt B ARG L 285 SR AE % B Lo MEAE X IR . B 45 2L PRAFRAE & T . SHBG 7KF-, 2R
Pearson H.4: /7 HT HOMA-IR 5 73 4 Z B 00 SLLR S AL T 5 SHBG /KA GE, &R Whedl
HOMA-IR | T 7K 355 F % B4, SHBG AR TF X B4, 22 R Gt 8 L (P<0.05) . B AIKEIEEL
(BMI) L2 E s &R R E T AL, 25 a5 8 X (P<0.05). BHTKFET A4,
SHBG /KK T A 4, 22 %4 G278 X (P<0.05) . Pearson H£E 0 Hr45 4 7R : HOMA-IR 5 T % 1E
K (P<0.05), 5 SHBG £ 7 # &(P<0.05) . £ HOMA-IR . T % SHBG /K¥-J& L4 Il L5 G 1F B E
T B V)R E LGS , A 2 F OV RLRA AR XL 55 ri2 Wi RnE YT o B I R A A (e

[X$EiR] ZRIPHELELIE; HOMA-IR; T; SHBG

Correlations of HOMA-IR, T and SHBG levels in patients with polycystic ovary syndrome
BO Xiaoli, PAN Jing, ZHU Aili, HE Baiyu, HALIYA Halimubieke*

(Department of Gynecology, the Second Affiliated Hospital of Xinjiang Medical University, Urumgqi, Xinji-
ang, China, 830063)

[ABSTRACT] Objective To analyze the correlations of HOMA-IR, the T and SHBG levels of pa-
tients with polycystic ovary syndrome. Methods The 106 patients with polycystic ovary syndrome admitted
to this hospital from January 2018 to December 2019 were selected as the study group, and they were divided
into group A (1.66 < HOMA-IR < 2.69) and group B (HOMA-IR = 2.69) according to HOMA-IR. In addi-
tion, 96 women who had health checkups and normal results in this hospital during the same period were se-
lected as the control group. The clinical characteristics and T and SHBG levels between different groups were
compared, and the Pearson line was used to analyze the correlation between the T and SHBG levels of patients
grouped by the HOMA-IR value. Results The HOMA-IR and T levels of the study group were higher than
those of the control group, and the SHBG level was lower than that of the control group, and the differences
were statistically significant (P<0.05). The incidence of body mass index (BMI), waist-to-hip ratio, hirsut-
ism and acne in group B were higher than those in group A, and the differences were statistically significant
(P<0.05). The level of T in group B was higher than that in group A, and the level of SHBG was lower than
that in group A, and the differences were statistically significant (P<0.05). Pearson linear analysis showed
that HOMA-IR was positively correlated with T (P<0.05) , and negatively correlated with SHBG (P<0.05).
Conclusion HOMA-IR, T and SHBG levels are important biomarkers that need to pay close attention to the
treatment of patients with polycystic ovary syndrome. The combined detection of the three has clinical value in
the diagnosis and treatment of polycystic ovary syndrome and its metabolic abnormalities.

[KEY WORDS] Polycystic ovary syndrome ; HOMA-IR ; T; SHBG

AERA HBEERAGE A ARHFA£(2020D01C187)
A 4 AT EA RS S KB Bt 4752, 54 K5 830063
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Z PN LR B R A B AR A LR W o
W R AR S T B s , LAHEBR DI RE 3 2% R
AT ORI = MR AR S RRIE S, B R 24
BLERA AR R G AN B AR (B RS SR, AN [R] A i
BRI 2RIV ELE SRR A — 2=
S, 90 4 22 W 2o PRk U, R S AR B A
ZEALUA B TR & | A [ 9 9T & 5E , BT
DL 2B N 2 3 I LR G AR hul PR 2 R
BRI . ZROPRLEAIE B F RS Z AT
5P 2 45 4 8RB 11 (Sex hormone-binding globu-
lin, SHBG) R & Xk /K-F B A % U I & , Horfr SH-
BG 7E 2 4E 5P S 25 5 AF rh 2 — A ok J 2 1Y JR
RPUERY . AL F LW 2RI ELE SRR
I 5 E AP H5 2L (Homeostasis model assessment-
resistance index, HOMA-IR ) 5 2 [ifi ( Testosterone ,
T) S SHBG 7K-F- ARG, BRHGE 40 T o

1 #ABERE

1.1 — ok

PEHL 2018 4F 1 H & 2019 4F 12 H A BEi2iBmy
106 5 Z2 B UP HL L5 G AR SBEVE WAL . 9 A bR
HE DI FFE 2003 4RI YN A 5 IR IR B8 2422 5 56
FE] A 0 R 2 2 4 O BE SRR PH2 AR TR . QI IR
TR RO E N . HEBRPRAE . QA FE AR Y ; @ H
b J5E PR 3R R 2 B RS B, Y R A
H @i 3 A IR ka2 2 Kb I R 24 4
RN ; @K I F 5 RS E | 515 ik LA &
FLA T A2 2245 52 W 1) 4 T ME 07 s @ & ™ F T
B DRe S Ol 0 0 45 s DA I Pk g
G B RGBT e 96 B[R T A B A2
fat AR H 25 R 1E 5 o PEVE S X IR ZH . 2
filt EREXT b 22 5 ST L (P>0.05) . W3
1o ARAFGE L B B = 2 A0 P23 0 S b el ok, WF 9%
X5 35 B G R 15

x1 WHBERIER (n(%), (xxs)]
Table 1 Comparison of general data between 2 groups
(n(%), (x+s) ]

ESi BMI T -
(%) (kg/m?) M7 ; 1=

pr U Ty
9T 41 10641.03+7.85 28.51+3.11 23(21.70) 39(36.80) 44.(41.50)
XFIEZH 96 41.25+7.86 27.99+3.08 20(20.83) 35(36.46) 41(42.71)
1 0.199 1.192 0.036

PiE 0.843 0.235 0.982

A5 n

1.2 Wk
1.2.1 IR PREFAE

WA 2298 U SLLE A AE S IR R ARAE , L5 4F
W AR AR FE 8 4 (Body Mass Index, BMI) |
TLRE L (WL L) L 26 R 46
1.2.2 HOMA-IR &

HOMA -IR=75 i Il W75 i fgi i %6/22.57 , Hor
23 J1E 1A 8 B 2 mmol/L, 25 I8 Ji 5 2 & wU/mL,
22.5 IR IE P F HHEA RS I HAEA A
5 wWU/mL I3 B 2, XN 4.5 mmol/L 5 LK
1.2.3 T J% SHBG il J5 %

TEFTA BT 5 F AR A 40 JRI Bk 2 B R AR
A5 3~7 KT Dhas IR AR #R K 10 mL, 43 25 1L
H,—80CIAfE. SRR R CIER IR T KT
T 5 2K, K i [ S5 Sigma A H . R
I Immulite 2000 4= [ 24657 A& 0 Hr AU L 23K
FII A 13 SHBG 7K, 37 G H e EvE ] 1=
W R R AR A R o
1.3 WL bR

@ H B 0F 78 41 5 % B 4H i HOMA-IR | T &
SHBG /K-, @itEWF5E %4 i HOMA-IR i , iE
A — A BT 2.69 mmol/L (1.66<HOMA - IR<
2.69 F 78 TLHEDT , HOMA-IR=2.69 /R A7 kH1)
PO S RARPU BB AE A A TS = AT
MR EE A B A, LA Wi 2 0 LEE A1 B
FRI I RARAE 22 T .SHBG 7K .

1.4 Gibe#rik

K H SPSS 22.0 B AT et 434, 1 Bk
K () RS AT K505 THECFERER I n (%)
LN AT K5 ;R FH Pearson H 2840 M AH 6 E 5 DL
P<0.05 A ZRAG R X,

2 HR

2.1 WFFH 5 %) 41 HOMA-IR . T 5 SHBG 7K ¥
oA

5520 HOMA-IR \ T /K-F-2 75 T %) B4, SHBG
KM T XA, 25 WA K28 L (P<
0.05), WLFE2,
2.2 A5 BHZEINELLAIE L WG RFFE
A

HRE HOMA-IR fEZ5 5, A 45 b 38 1], B 41
BE 68l B4 BMIEEILMZE kA
BEmTAM, ZRAGIEE L, RS,
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x2 WMHERASTEA HOMA-IR.T & SHBG kK F Lk &
(x+s)
Table 2 Comparison of HOMA-IR, T and SHBG levels

between study group and control group (x +s)

21531 n HOMA-IR T(ng/dl) SHBG (nmol/L )

A 106 4.26x1.29 57.26+26.23 27.19+14.29

X4l 96 2.660.89 19.59+10.49 39.15+15.26
tHH 10.158 13.149 5.752
P{E <0.001 <0.001 <0.001

2.3 AHY5BAMEHET M SHBG KV AL

B T /KF7 T A4, SHBG /KK T A 4,
ERYA AR L (P<0.05), W34,
2.4 HE HOMA-IR {5 T } SHBG /K AH %
PR AT

AH M M1 %, HOMA-IR 5 T 2 1FE M 56
(r=0.645, P<0.05) , 5 SHBG £ i 1 5¢ (r=-0.569,
P<0.05) .

R3 ABSBHASENEESERENRKRFELR [2(%), (x£5) ]
Table 3 Comparison of clinical characteristics of patients with polycystic ovary syndrome in different HOMA-IR value groups

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

4151 n AR (%) P (%) BMI (kg/m®) HE R E Z% R
A4l 38 41.59+3.69 13.85+1.02 25.94+3.15 0.85+0.07 9(23.68) 6(15.79)
B4 68 40.20+3.78 13.94+1.26 28.59+3.78 0.99+0.08 59(86.76) 54(79.41)
i 1.712 0.377 3.666 9.025 42.179 40.171
Pii 0.090 0.707 <0.001 <0.001 <0.001 <0.001

R4 ABEBHBETRSHBGKFLLE (v+s)
Table 4 Comparison of T and SHBG levels in patients with

different HOMA-IR value groups (x+s)

215 n T(ng/dl) SHBG (nmol/L)
A4 38 41.26+21.69 28.49+13.64
B4 68 59.37+25.29 21.09+13.19
18 3.715 2.736
P <0.001 0.007

3 itig

2 HEON R EEAAE KR HLE & 2%, B Al R
28 P JLEE A A I P o AS BB . A e 9T
R, Z PN B LEAAE B & AT RS IR N I R
it o R G R AR ZE AL R A
WEEENRA K, BE RN H LR 4
K ORZE i & IR S REIR . SHBG 7E I %
bR AR Y s A G S
T SR ML A A NP AE T, B AL
SR o BEAEWERSY KRB, AR SHBG 7K Fif fi%
5 FEHRHTHE B0 1 v 1 2 PR Sk s
T 2200 L5 A AF B3 AR B R AKht, Lk
R BEZEAL , (175 e 5 R 22 25, 5 20U 40 i
FER S ZVERT , 5 2 HE R — A i SHBG
(IR, AHAECIR I 5 AP sl e 5 AP s o
Hf 7 SHBG (A6 I 235 5 B Ik BE A1 .

B P AR O Sk B, 2 U0 SR A B
i) % % 5 HOMA-IR . T & SHBG /K-F-14 # &% K
NN hert SUN B A I RZ eI E Al
HOMA-IR T & SHBG /K- FFEHLIA T 2 8 Rk, 5

R SRS AT A . HOMA-IR (g 58 &
(3 f% B RE PRI A0 AE R 1 30 R P 2
A G, R FEUCIE 2R B A A 2 TR R 1
BRI Z— o T /K V488 1 J2 e B B3R (9 8 A
AR, 1 SHBG 7K - 32 21| 1 J] 1 Hh I 355 2R 305 4 1 5
i R

AW A , 2 350 2R A1 B 55 1Y SHBG
5 HOMA-IR {6 . T W)W A A AH L LR
HOMA-IR J& 48 £ Flt Ji PRI {1 Jie 5% 28 12 2F i) 26 0 42
HURUR AR R B MR B2 1 43 b i 22 Jike
5 Ry A R M, AR R OB AR E o i
IR, N RS R G, Z RO HL25 A
fIE £ 1) T /K V- RE S 45 321 i35 |, f# B X SHBG 1Y
SN, R AR IO RAEAR Y . AR SORF HOMA-IR
HIE 5 5 I HOMA-IR {E = & 19 T % SHBG
I HEAT F A, 45 3 /8 HOMA-IR K T
M ZE KV T HOMA-IR IE# KPR, £
I R U R = T HOMA-IR 1E 4 KB %, ¢
HJFH R T % E KT8, SHBG FEAIE, 534 H i
HEEFERER S RBURE 2 Bt B EIE
R BL, AHSEMEA BT 45 R R , HOMA-IR 5 T 2
IEAH G, 5 SHBG &2 i AH ¢, 5 SCHk 4 18 AH —
H,

Zg I ik ,HOMA-IR . T } SHBG /K& L4
DR HLZEAAE A T B E VI R E AR, 2
P OP LR GAE LA 2 iz W RNa T h B

i PRAE A {EL
(F4% 1376 )
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KaEAERD RN A X goks i1k

JEE =

RIERIIERENE

Rg

(5 T SkokRERE AL — Rl by Z2 50 fE R PR TR | A e BE R S P ) 200 D PR S 1z Ay AT A 1
PERAEDT , 51RO JIUREFE | vh XA SR Bl ko 25 22 T A A RSP o S8k S 1oz 8 2l Jik ot A s AL 1Y
A B AT WA, o A B AR i LA A S AR S 5 A RN R Al R AR BT ST
K BAH LV R K BEAR i T RNA 72 S koot RERE AL 4 A2 A % e b R 436 BRI, OF AT 2 5 3l ik
o R B AL ST SR S5 B 94T (EL R E IBLIATIAE TRI UG B Be o 28 3% il JLAF IS Il 4 % RNA 7
Sl Jok S R B AL S A S 0 A T — 238, LU O sl K A B A s 1) 77 365 412 (08T ) 1 P A

[RE]  KEERHIS RNA; ShkoRAEREIL s 24T ; 4005 OREE

Research progress of long non-coding RNA on the inflammatory response of atherosclerosis
GUO Ning', QIN Hewei**

(1. College of Rehabilitation Medicine, Henan University of Traditional Chinese Medicine, Zhengzhou,
Henan, China, 450046; 2. Department of Rehabilitation Medicine, Henan Province Chinese Medicine (the
Second Affiliated Hospital of Henan, College of Henan University of Traditional Chinese Medicine ) , Zheng-
zhou, Henan, China, 450002)

[ABSTRACT] Atherosclerosis is a chronic inflammatory disease that is caused by multiple risk factors
and characterized by a highly specific cytokine response. Atherosclerosis can cause various vascular adverse
events such as myocardial infarction, stroke, and peripheral arterial disease. Inflammatory response has a signifi-
cant impact on all stages of atherosclerosis, in which endothelial cells, smooth muscle cells and macrophages
are involved in the whole process of inflammatory response. In recent years, studies have found that tissue-spe-
cific long non-coding RNA plays an important role in the development of atherosclerosis and can participate in
the regulation of atherosclerotic inflammatory microenvironment, but its specific mechanism of action is still in
the initial stage. This paper reviews the role of long non-coding RNA in atherosclerotic inflammatory response in
recent years , hoping to provide novel targets for the prevention and treatment of atherosclerotic diseases.

[KEY WORDS ] Long non-coding RNA ; Atherosclerosis; Inflammation; Cell; Microenvironment

4% i RNAs (microRNAs, miRNAs) 2 )5, & #%
PR RN EL A5 AR W T ) S DR B S M " —— K
B E %% RNA (long non-coding RNA ,IncRNA ) , —
BR B Ry B 450l 0 R ST R, W | AR 25
B H . bl R s A s B

SRR B, BB AT 5T ] IncRNA 1E R W

WARABM Sk G SRR RS2 2R EE
HHEEEEMN, ) 2S5 A B8R
ARl B I Am s sl AT e AR Lk
A/ KL, 3 kool A i 4k (atherosclerosis,
AS) S IS 0 e B UL AR R I A PR R
fIETE T N 52 40 2 (vascular endothelial cells, VECs)
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LA AAE | L5 T 1 LA I (vascular smooth
muscle cells, VSMCs ) 15 J5 3% 58 DA M 4 g A1 G J5i A
LA LR R H AL R & 2, 24 Fh
SRR ILFEAE SR, 2R w2, AR
K, KT IncRNA TE AS 41 g H 9 AR B R
T ORTE S R, AR SO IR JLAT IncRNA 7E AS &
P BN H AR A — 2534, LLIBT R 3 koo e i 1k
A 5 R JE At e A 00 A 9 s 1) B IR B AR B T
TOUAE 83, A PRYA T P HEE AR

1 LncRNA #fif

NI P 75% 1 DNA # % 5% &y RNA, 5
HA 3% (HZEARF] 2% ) RNA 9 B11F 8 E H 5,
7 gt RNA., H A A 4 0155 o 28 11 o 3 2
s RNA, LncRNA J&— 2K B 200 % 1R
1) HA = AR SE P A R 4 i RNA 2 A E T
Y R AZ BRI P, S B Y 2R 15T ) g Y i
Be) EAE . MR IncRNA 5483 25 1 4 bt 356 A 1Y)
SEOT ) KA B, IneRNA 1] 434 1E X S 6 A
[B] L Py OB RNA L2

MNAS B 8 AR I8 43R B, IncRNA B £
FhEEAE R G YL 0 T 98 s e Sk I AR LA
Nead ik 240 i BT el 20 AL A% ) RNA-DNA . RNA-RNA
s RNA-8 [ 5 AH BAE R R L 4 i 3Rk
BTSRRI A5 555 PR S5 5%
VIR Z A 5 DIRE , (AR 24 IncRNA 3 ff iff —
HIGIE®, BB IncRNA VEFH 20 F-HLA B9 IR IR
W32 B R AT % IncRNA VE AL B T3
I oY OB AE DI BE . ORI ZUEHE R W] IncRNA
PR 5 NP (g L0 LS 90 45 ) 25 DA 96
JEAE AS RUESON Th &+ T EEA/EH ",

2 LncRNA 7 AS %&9% BT 35 AR

AS JEVF 220 145 53996 i BT, D0 H: 55 G
TRE B 5 2 9% U AH OC , ANFR e B 7% 5 14 28
I Uy 1155 T S BB Dk P Il A T i, ™ R N
B AR Al B 2, BF9T & 3, IncRNA DIGIT {2 5
VECs i J] B8 A5 IR 45 T B fig 71 B AR OT 15 =
VECs #§ 1=, IncRNA SNHG16 it #t HASMCs 1%
B AT, IncRNA MIAT 38 55 #00% PISK/Akt {5
538 AR R /N Bt B A | B Ik ok A A b B BB
S, R, IncRNA 78 AS 8y 3 i b BUA i H
BLHYZ

3 LncRNA 5 AS #1147

AS HH I A RE TR IR B 2 R AR M 40 L IR (1
AR R IRBE IR T 55) Bh BFF4 (20 i ]
R -1 A R o -1 55 (A itk A
(HZAEBER-1 %) ERET AR R
F-B ML/ ATTAE A I F--BB 45 ) M RAE (5 5l
B (B H -« B {5 5l i . Toll FEZIRME 55 5 %)
ERBTA T, Xk A — HLR S 8 %
W5 — A R B 3% Sk I 7 i 2238, o imi i i
Je M FE A %5 5 . LncRNA A AT LLAE S 48 1 3
D] 2 3 1 348 o al 0 o) DX, o0 EL AT AR S S8R 1
Syt iR E 590 RNA 255 E A AR,
7 DA DR AR S e TR ] R 2 18 5 8 1k 6 DR
TR W
3.1 LncRNA 54 41 iy

TE AS T W FH (i BT 45808 |, 5 B IUAE
o IR AR 26 A T S A AE I R S VEC,
W 5| PR 200 A e EL Al AR R A RIS, 36 4k i Y
B2 4 1 240 6 288 B DR AR 1 40 5 4 Y kA AR I
T, BT R E AR | & B VECs Jay # A 5E
Mo PR, FE SE TE AR Y S B B, VECs H B
20 it S AR 0 AT PR T 1 2 5 OB E

TE S SR B SR TR - U 2 A 3 R
Bl XA oo 2 %O %S . ANRIL & —
BT 4t e S B Rt 0 ) PR 443 8 LR 19 N4
B2 R SCAE SRS RNA , 7] VE R 48 M 38 B 1Y
—NEBH WIS HIHAT AS RN . Zhou
SR A1 S 56 2 B 9RE PR AE K F- - o (tumor necro-
sis factor-a, TNF-«) 7] 35 5 ANRIL 5 % 5% A T
YY1 254 % 14+ £ 6(interleukin 6,IL-6) . [1/+ % 8
(interleukin 8,IL-8) i Ji 2l ¥, 1M fig 2k IL-6 1 IL-8
F3K, IFUESE TNF-a- ANRIL-Y'Y 1-1L-6/IL-8 i & %f
VECs %% g 1 9 ¥ /E T, 2 1 IncRNA A 3 i
559 53 DR 1 AH B IR R 3l AR 45 B PR Y R 58
It Ab , IncRNA i W] 3 3 58 24 5% 4 P9 R 4 RNA
(competing endogenous RNA, ceRNA ) & 4 ¥ 2¢
IJRE " (Lin, Tian et al. 2019) ., IncRNA TGFB2-
OT1 J& — g & B AYIE 5 VECs 1Y W5 A1 4 14 1Y
IncRNA, 3£ J§ T TGFB2 1y 3 AE B % X, Al 4E Ny
miR-3960, miR-4488 Fll miR-4459 fY ceRNA , # i
T i #E 5 CERS1 I NATSL, {1 #F £ ki {4 [ W , +
Pt LARP1 253k, {23k IL-6 . IL-8 FIl IL-1B 4772
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P15 VECs SAE K,

TE T #4697 J5 1, IncRNA 7E VECs 1 AJ 38 1+
2 7y i S R R /N 1 712 P Rl D W& 41 2 e
R R R ER . SIER S R
B ZH I B 0 MALATI 2235, I 57 J 49 i vl
/B IL-6 \IL-1B . TNF-a 55 & M [H 7 1 7= A=, s st
JE A I JE P MALAT #5198 15 2 v R 7 1 3Rk
e RPEIR S R AEST AS EF (B EL R TR HLH
ARERE . BB HRIE IncRNA HOXA-AS2 il In-
cRNA NKILA J& P Bz 9 4 Jz I A 5 g 41 ol PR 5~
& VR AL 2 7F 5 NF-«B PraI/E e 9 i 4 1
PE Y R R B R BRIR Y IR B R F AL NKILA
i 53F NF-«B 41 5 1) DNA H 5 Ak HL ] 1F 5] 4 S
VECs H1 4t & 1# 15 Kl ¥ Kriippel #£ A F 4 (kriippel -
like factord , KLF4) ) %3k , KLF4 i i & 37 NF-kB/
KLF4 1 458 20 5 1) 41 il NF-kB % S 1R
U, 76 RAE 1 A2 P g5 3 B il A IncRNA DX
VECs %V s S b Ve S it i
3.2 LncRNA 5 L4y

TE AS 3 ) (L7 2 vk B s BB |
TG B L 4R RD VECs il B 2 FlvE KR 7 X 8t
Wy 5 S 3 VSMCs Il A £F 2k 20 it 38 4 FEE R
Bl KCBE & 77 i B4 in s 25 VSMCs 7= A4E 3 2 8 A
205, BT A AR B B0k, 5 K LR SR e AR
f) 9 P RN o AR 9T 32 B4 P E VSMCs 3 i
E TS A0 PR 43 6 R I B2 A TE AS & e it A v AR
WA RRIEMAEH . 2K & B, IncRNA 7E VSMCs
RME RN PR AR T — A

M4 % 5K % 1 (angiotensin 11 , Angll) i i 15 5
VSMCs H 12 £F 4 Ak FE 96 3 R A R0k, N &7 ¥ 1l
JEIE P57 1 IL-6 A TL-18 Fa LK CeL2
JE J B 11 M 4F A e R 4, AT AR E VSMICs JRyiif
() 98 HE I | £F 4 Ak Fn s ol . A7 BF 5% R
IncRNA T 5 158 5 40 ¢ 8 (1 gm 5 56 [ 1 2R 36
A ARG A G HE S, R IE AL I, Das &Y R B
Angll 175 3 ) Ramp3 } Inc-Ang383 (1 3 ik 7E 3 5%
T2 ) ok 5 (R A 2 i A ik I
U855 T KB VSMCs H CcL2 . SERPINE] A1 IL6 )
Fik , R Inc-Ang383 i i} HH S8 T 7F Angll
755 1 VSMCs R PE 1 2 £k 35 [R5 I 4% v J 15 o 22
VEF o f il 122 A BA IR AIE 1 A 4 IR 7 R R M4
it PR 45 5 1 002 400 26 3K 1 Inc-Ang 164, HLRES
1458 5 VSMCs 4 M (IL6 , CcL2 Fll TNF) Fl 4 Ak i

P (Nox1 ) %5 Y1) AH 5 1) J2C i 38 5 R 1) 38, i i 48
i S I AR A AR A

SR, Ye 250 % 3 IncRNA KCNQI1OT1 7£
5S35 A= /N BRI I /DN Bl U A S PR Ak 3 Y VSMICs
R T KCNQIOT1 26 ik 18 1t 5 4 5 % [N
F kappa-Ba (IkBa) 25 1 45 & #ll miR-221 A H.4F H
9 IkBa 3k, T VSMCs (1) 48 PR FI3E 5 L)
VR PN R A o An SR PTOULZE B R R K AT
P77 IncRNA RMRP/miR-128-1-5P / Gadd45g 15 =
T [H%A A1 e TR B0 Bk s R 15 £k VSMICs R 2 7 41 i
Rl (IL-6 . IL-8) Fl ] T 4H ¢ 25 1 (Gadd45g 5 1)
(235, S etk sl Jik ok A s Ak 1 3R 7 438 TR I
TELE SIS . P, 75 IncRNA 7E VSMCs 4 PE 2
o Y R IA MR RIBIT I — AN B 1] o
3.3 LncRNA 5 F g4

7E AS J W G R T2 i A FRE B ) | O
2 B %)/ FH T 3 58 Ry 3 A M T, 7 A R i 2
JH 7 S5 431 1 356 T 4 e 2K 8 (matrix metal-
loproteinases , MMPs ) , 5% Wil £ffl }ifd 7] 35 Ji7 5 44 , i 7]
el AT EiE a2, i — 205 T AP BEZE
Ik PE AR T . I 4 A A A S AR L
07 R i T3 A R R R O L A5 I A& E 18 26 P Al
HORHAEM . MLl UL, B REA R AS L RIBTT
PR S . 7E RNA FRSIIF5E H, lincRNA-Cox2 J&
25 Toll 2744 2 5f Pam3CSK4 b ¥ [ W 41 i )5 v
2R IK 1) IncRNA , 38 3 95 Cel5 Fil IL-6 55 2 Fi i
PEN B LRI 35, DL S SRR 1 A/B Al
A2/B1 AHEAEF , 76 M s Hh e 2 S B Al ) 19 4
FH2 54 BFFE 4R B lincRNA-Cox2 5 SWI/SNF
BEWES A I HF & 1 H3 AL, IR DL — A
ATP A58 19 7 I 34 3 Ry A 2 11 A3 J3 8
T PE, B 2T NF-wB JF 52 i e (0 5 5 98 FN49) 2
R RVE R, H Ak, lincRNA-Cox2 % 28 15 7 #)
il IL-6 FIHT T+ 4 & F B ) £ 352 . LncRNA
GAS5 S 3T 4 R ik I 7 (1) — Ff IncRNA, Hoid &
Ikl A AR IR A R R R R AT A 1
FEa A PR 7 005 200 v %) 4390 [) el ot 78 Y
miR-221 [ ceRNA fiilt & % 15 [ [ 1 MMP 35 , fin
) S ik o A R Ak BRE B e R R RS M E — 2D A
B R S R A T

LncRNA 875 5 M 5 1Y) o5 — B o i J& 6
i 20 B R A AR S o # 1 E RB BT JS &
A RBIRAL, A P FR R D) AR S 2 — 4t
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PO ) L 240 L M (R AR ) s 52 B T 1Y) I s 44
i M2 (T4 ) o kb Ak 1 5 10 4 A 2 B S ke AS 38
LA IR RS, BV 28 1k B W 40 il 2 5 A 5 %
I TR B A R TS, AR 2 AR 4R MO FR U BE B R
Mo R PLR EEA A AL R  Eiae
BEHe, B[RRI MALATL G882 5 H
WE A AL A L, TP MALATL 3R 3K g A 200 il M2
T 20 B AL, A M TR v A A Ak L 22 B
M1 1 M2 B Ak 19 B 5 40 A AT 22 38 10 AN [A] B89 In-
cRNA 4315 , 3 il B R %5 IncRNA # 2< 8 n] fg 76 4
THE R L R R EEAE A . AL, IncRNA
FE IR P 240 i R M s I A 2 R R A G
YR, S ] W5 20 P58 IR 9T AS AT RESE A R
4 B

ZE TR, B S R SR Y IncRNA J2& AS R
P RN H A SCEEE T PR, AN IncRNA 815 A8 [R]
YRS S REAH L 3k . 7E AS RAEK B
IR, IncRNA 38 3 78 20 M A% rhomi = sl e = 4 35
PR SR L B e AL A A ceRNA 25 miRNA ]
LS SRR R S A e A L E Ly
25 AS RVERON, AEHF el i S 0E oA
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