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Abstract

Objective: To explore the changes in serum levels of GDF-15, OPG and YKL-40 in patients with
acute myocardial infarction (AMI) and to analyze their correlation with acute myocardial infarc-
tion (AMI). Methods: A total of 80 cases were selected from the Department of Cardiology, Chengde
Central Hospital from August 2016 to August 2017, in which 40 patients with acute myocardial in-
farction were regarded as observation group (AMI group) and 40 patients with normal coronary
angiography were regarded as control group (control group). Clinical data were collected and the
biochemical criteria were determined. The serum levels of GDF-15, OPG and YKL-40 were meas-
ured by ELISA. Results: Compared with the control group, the differences of age, smoking, Glu, TC,
TG and LDL-C in AMI patients were statistically significant (P < 0.05). The serum levels of GDF-15,
OPG and YKL-40 in AMI group were significantly higher than those in control group (P < 0.01),
showing a strong positive correlation with Glu, TC, TG and LDL-C. Conclusion: The increase of
GDF-15, OPG and YKL-40 levels has a significant correlation with AMI. The combined detection of
GDF-15, OPG and YKL-40 can be used as a marker of myocardial infarction.
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HE: BT a0 EESE B EGDF-15. OPG. YKL-40/I/K A, 4rHrEfils etk o UESE K
MHRME. s EE201658 H ~20174F 8 H FEAMET .0 BB O L W ARHS Wk S % O JUESE (AMIZ)
b kiR F O B4 i B & 3L 18061, W s PR Bk}, Wl 8 £ 4L #8 45 , SR F ELISAYA I GDF-15. OPG.

YKL-40MMEKF. &HR: SXRALE, AMIASHFER. HH. BOE. MGl SEBEB(TC).

%2 FE e B B BE & B (LDL-C) /K FE R B F A2 X (P < 0.05); AMIZLGDF-15. OPG. YKL-40ILE7K
EEHEETXRAP < 0.01); AMIZGDF-15. OPG. YKL-40M1#/KF5Glu. TC. TG. LDL-CE3RIE
A%t . 458 GDF-15. OPG- YKL-407K 7+ 5AMIA B 4851, BE&5 N GDF-15. OPG. YKL-40
TR OB B W FE A% -
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1. 5|

Sk LR AE (Acute myocardial infarction AMI) /2 7E &R a3 Bk 28 A FE a1, & 28 e IR sh ik i gt SR
PR/ B T, AR L A L B T R M S PR R L S BOO IR AL, SO I R G0 WL — 28 fE FRE TR
R, TR . A KMBE T 15 (growth differentiation factorl5, GDF15) X bk Jy I 4 i 41k R -1~
-1(Macrophage inhibiting cytokine-1, MIC-1), Z# A EKE+ g EEEIEI LR 2 —, &—MEZER.OME
TRAP R F[1]o AR A2k K BRI S B S AR AR S BRI AR 54, TE O LTSI SRS S A
PR MR 155 2 T R EEFRN, S0MEBRNRE. REFEVIFR, S50 085w
T2« & fRY % (osteoprotegerin, OPG) Sk B 24 Mo 411 K1, J2& Rg IR BB R 52 A4k e i R 2 —[2] [3]s
SR REBEW M AR T, BEHI AT, R P R AR, S Ak, RO I R Y R
Wb b B E . A 40 (YKL-40), AR A#CE M -39 (human cartilage glyco-
protein-39, HC-gp39), & —F¥iRILMIRIEE A, S5 T 3hMKoB R AR 1 R A R I RE,  in s B e
IR SRE SOSE, RBEBESRAIG; . B, S5O MEA RFAETI, RIS I E SO IUESE B3
J et ik 5 15 B & h GDF-15. OPG. YKL-40 [k 284k, it H 5 Ebk O IUREBE AR %

2. #REHE
2.1. —f%EE
EHL 2016 & 8 H~2017 5 8 H A O BERE O W ENHRRZ B oy 2 v O NUAEE B 5 40 Hil7E A
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58 4H (AMI 4H) STl IR B ko 5215 % 85 40 BI/E Jyxf BEZH (e fEZH), Lt 80 9, 4Fké 35~79 % 2 [l

AMI 2 WibrifE: HR4E 2007 35 E O IR (ANA)KT T AMI KRS —5E S, OISR TERR S (8 1k
cTnl) s fl(ER) R, It A2 DHp—MEMF @IS W IR 99 HaE, FR 2044 LN iEE
Z— DN IALAPREIR s O i BRSBTS PR 2038, B & ST-T B3R Bl K /e R SCAL R O A
PR R BRI Q WML BT R R AT DL R R B K = BEIZ ) R

A R T ISR AE:  eE RSN K PR ) DG e T B TG FH ZE PR A2

HEBRbRiE: BEAEA B RVECHER . 3 N H WA ARFIIKN NT AR OEFAR L. HEDIREA 4.
TEPERRTR s SRR ZE . I BRI A MR ARG S BRAE S O WU BRI AR R R AT PCI
Ry 2HEBSVERYL . 121 PHEEVE I S B BT . B S eV . B SR OB AR
R AL AT O E B HL R AR i, BEYAES IR, I B B AN E R
=1
2.2. FRARERNE

BT NI FORIE 75 5 T35 R 25 BB R A K UL 4 mil, 3000 r/min 250 15 min, 2» &k, SR,
I3 B RAT- T —80 C UK AR o SR FH B K 5928 W B 52 (enzyme-linkednk immunosorbent assay, ELISA)fa il
GDF-15. OPG. YKL-40 Ifiif5/KF, & RS RH AR A G- 4L, BT /R s 1 R A
S S BT . PEAIIC RN IEZ IR BERE: Monl. R, k. TR, BEAE SRS, TC. TG,
HDL. LDL. LDL-c. Glu & EA0BERIEFR B I PRAS 36 B -

23. G FER*

N SPSS22.0 Gttt B AT GE it 22, SEIR LI LAIIEL + hrEE R, 4L LR H
PO FEAS t R30I G022 77800 THECE R A (%) R s, B B R AR A2 40 HT GDF-15. OPG.
YKL-40 5440 $sbrtdE M. P<0.05 NERESITHFE L.

3. R

PRAH B I — IS O LU S X B2 AR B, AMIE HARRS . P00, WL Glu, TC. LDL-C 7K -2 545
B4t E (P <0.05), W& 1

izl % GDF-15. OPG. YKL-40 /K FHjtbE: AMI 41 GDF-15. OPG. YKL-40 Ifiii5 /K7 B &5
STIEZH (P < 0.01) W3 2.

AMI % GDF-15. OPG. YKL-40 /K~F- 544 f5Fr FIAH 1% 70 #r GDF-15. OPG. YKL-40 IfLiE/KF5
Glu. TC. TG. LDL-C &3 IFAHF<(P < 0.01); GDF-15. OPG. YKL-40 Ifi%7K°F-5 HDL-C. Cr .1
SAEE(P > 0.05), W#E 3.

4. ¥1ig

A KA R - 15(GDF-15) 2 /0 ISR 48U He 77 R REBUSO N E PR, 5 A B i « IR 78 M R - SRR AH 5K 4]
FEIEH ORI 2K FRIE, fERGE. HEWE. KA. S/ AT R, g — A
G R 2(eNOS2). P53 B Egr-1 %5531 R IA KB B F &, a8 i 6 I e L I - 3- Vi g / 2 0 g
B(PI3K-AKT){5 5 i % #10 1) 40 M 080 T 100 DR Co I, 9080/ AR B8R s L P 8 Vs e () o LA A3 [5] . B TR
BL[6], GDF-15 fEJyMETEST 2R K1, A e st RSN K i B AL e He S 4] E v 24 i SR AR — e R AT
FE AT R B PR 1) R0 o FE O UREFE R AR I, REAHIAE B X B R 40 B iR AR e KA FE R A& O UL,
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Table 1. Comparison of two sets of general data and biochemical indicators (X )
e 1. PLE—RR SR AIE LIRFREL (X +5)

e AMI 48 (40) STHRLH (40) /X2 P
FR(D) 60.9+7.2 56.7+7.9 2.486 0.015
Flz(n) 34/6 23/17 7.384 0.007
WA [n (%)] 32 (80) 18 (45) 10.453 0.001
i I [N (%)] 24 (60) 24 (60) 0.000 1.000
HEPRH[N (%)] 15 (37.5) 9 (22.5) 2.143 0.143
GLU(X +s, mmol/l) 7.41 %356 6.06 + 1.85 2.120 0.037
TG(X s, mmol/l) 1.72+£0.78 1.54 +0.58 1.165 0.248
TC(X xs, mmol/l) 4,60 +1.07 416 £0.86 2.030 0.046
HDL-C(X s, mmol/l) 0.98 +0.36 1.06 +0.21 1.222 0.225
LDL-C(X s, mmol/l) 2.19+0.93 1.82£0.48 2211 0.030
Cr(X +s, mmol/l) 69.8+19.2 67.0+19.1 0.653 0.516

Table 2. Comparison of serum levels of GDF-15, OPG, and YKL-40 in the two groups
5 2. W4H GDF-15. OPG. YKL-40 MI5&7KFExfEL

JgE| GDF-15 (X % s, pg/ml) OPG (X =5, pg/ml) YKL-40 (X s, pg/ml)
o 20 615.27 £211.01 289.00 + 76.00 34.00 + 14.00
AMI A 2106.83 + 745.32 1156.00 + 280.00 71.00 + 26.00

t 12.178 18.900 7.923
p 0.000 0.000 0.000

Table 3. Correlation analysis of GDF-15, OPG, YKL-40 and biochemical indexes in AMI group
7 3. AMI 48 GDF-15. OPG. YKL-40 5% {LIBFRAVMEEIE DT

i Glu Cr TC TG LDL-C HDL-c
0.761 0.240 0.751 0.586 0.678 0.099

GDF-15
0.000 0.135 0.000 0.000 0.000 0.542
OPG 0.513 0.136 0.552 0.454 0.662 0.183
P 0.001 0.401 0.000 0.003 0.000 0.259
0.472 0.141 0.496 0.452 0.566 0.150

YKL-40
0.002 0.385 0.001 0.003 0.000 0.354

TEHEREIE X IR OB E . BEWRER[7], GDF-15 7K T T w2 5200 ML B 5 3 1) — Tk ST fG

H R K (OPG)Z %K 1-KB Z TG T FL AR (RANKL) (I T 524k, 2 R ¥R S8 K 7 (tumor ne-
crosis, TNF)FH G T FECIA(TRAIL) M SE S 324K, AT EH4EE S TRAIL PHIE S 2k 45 5155 N 24
FELJEI T, AN T A0 At ) L7 PAY 0 L ¥ 8 T T % 0 3 K SR A A 4 [8] - Schoppet 2 78 &K BL[9], OPG/RANK
ML TR, AT RSO G AL ERAESA, ARRIG T . TR R AL, £ 2R MR AR R i P 8 o,
PR Gy . A 7E N [10], OPG A& M i bR 4, OPG mI ik P 5 40 i 11 40 i (1 KK Y, 7£ OPG
(RIS A R A B 5 A7 . OPG /K il IRBN KB A= (K A L b B ™ R A AR R e

FH 70 0 g 2 1 40 (YKL-40)2 — & T 52 BBER A A 1 SR MR e 1, B2 b SE 2 1ML PN R 4
J K SR A B 4 WA [11], FELHERET ik AR AN R A [12] M P B B AW [13] S50 B Ik R b R AR AR o

DOI: 10.12677/acm.2018.82025 151 I IR = =23t e


https://doi.org/10.12677/acm.2018.82025

KRG 5

AW FRIR[14], YKL-40 w] LA HE L A2 B, ST B T2, 75 30 K ok A B Ak B He b (¥ B 4 i K == 2004
Z 5 7 KRR U R, 4B E SR B EIER . AR I[15], YKL-40 7KF ] LR
M BEHAFR E P - Cetin S50 70 R IL[16], YKL-40 KA B T 0o LA =530 16 S RE RS, 1 B YKL-40
RE ST T 32 200 M AN R

AWFFLINE GDF-15. OPG. YKL-40 IiE/KF, FEXT AMI ZH A6 ki 52 15 & 4 oo B 2H) 3647 1 Lk
B SRR, AMI A EXTRALEZFE . V], AL Glu. TC. LDL-C/K VLR, ZRISHGIY
B (P < 0.05), XA HATHIRATE AL RARE, S OISR R A3 BEERE R, RO T =
B, HAatEoNUZER & A SR WOW. Mo, M5, AsLixt AMI 41 GDF-15. OPG.
YKL-40 7K~V 5 Fa R HEAT BORBRA N4, 455 K3 GDF-15. OPG. YKL-40 Ii&/KF15 Glu.
TC. TG. LDL-C 58 1EAHSEYE(P < 0.01). AMI 41 GDF-15. OPG. YKL-40 I35 /K ¥ 351 B (& e T % a4,
HZERAGTFE X (P <0.01), %8 GDF-15.0PG. YKL-40 /K-FH1 7t &5 AMI A B B AH 5 . GDF-15.
OPG. YKL-40 HJMiEAFE T, HZERERGKATEEN, U BKE&/mE+ GDF-15. OPG.
YKL-40 7K-F-44 1] B B T S 2 Wi Co IURR ZE BB 48 bR, D BT S A0 i) S 22 07 ) o A IR U AR
B, ATREAFE— B IR Z AL, AT 75 BRFEAR I Fiidk— 548 1F GDF-15. OPG. YKL-40 7& AMI K‘E
RIEHIIER, 164 5 B SR 4k 5255 0 kit
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