- 108 - REYESHE www.shengwuyixue.com Progressin Modern Biomedicine Voll4 NO.1 JAN.2014

DOLI: 10.13241/j.cnki.pmb.2014.01.025
BV ONUBESE A LIRS ATBIT I 3K apelin IAETE B (] *

WAefe R M KR & AN FAEA N X KAMSE EHS O§F OF
CEVZ RSV R BB N F B &4 710032)

B2 B R LM SR (AMI) &4 B F R 8.0 3§ apelin 49 &% T, 54 AMI 43 2 A 4% f 9% (T2DM) & % 2 3 apelin
4 F K 5 TS 0948 4 %, 35T apelin £ BRRAS N S5 (PCL) W 69 SRR R P AE A . FiE: 72 41 F 2012 52 A ~8 A £ &k e mAHE
BRI IREY AL A AML SR 2R PCL W B Sk B, 5 M ERT ARG 00 Br KRG 4 D aF KRG 24 D ablk 4f d o, BBR
SRR sk 5 3 apelin-13 JK-F ;i —F sPHE kR BAE 4B R AMI &% (B4 20 4] ) 4T 4L 547 RIT B A B H E RS 6
AR EERR S TS FH (MACCE), 48R :AMI &3 KJE 0h 41 apelin /K-F 5 K7 A& K-F 9 RFEA& (31.54% 548 vs
35.15% 6.48 ng/L,P<0.05); KJ& 4 ) Bt & 24 /) it 28 apelin /KP4 K37 2 3 (39.65+ 5.48 vs 35.15% 6.48 ng/L,43.93+ 5.37 vs
35.15+ 6.48 ng/L,P<0.05). &A% dEHE KR4 apelin AK-F RAT LB R £ 75 48 w44 R JG &A1) £, 49 apelin K-F 3 9 25
F e 48 R (31.12% 5.50 vs 29.21% 6.53 ng/L,40.57+ 5.37 vs 33.49% 3.89 ng/L,43.50+ 7.41 vs 34.54+ 3.52ng/L,P<0.05), FHL
ARJ& 6 A~ A Mii7 T2DM 41 LVEF 5% 47 2 % T NT2DM 21, {12 MACCE 4 £l 2 £ 5. ££i18: AMI &% PCl K5 A E LY
apelin &k 697t &, 3 P 48 ok & RS R apelin A SE ¥ k% &4 ) B3 &, 42 F PCl B hk s & 2 TR 48 R &
apelin i , ¥ M & F /ALK ETGE -

R &M S MR ST 5 Apeling EARA NG 7 52 RUME SR

RESZES:R542.22 THEIERIAFE:A XEHS:1673-6273(2014)01-108-06

The Effect of Percutaneous Coronary Intervention on Plasma Apelin in
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ABSTRACT Objective: To evaluate the cardiac protection of perioperative plasma apelin of patients with acute myocardial
infarction (AMI) in percutaneous coronary intervention (PCI), and the relationship between apelin and patients with AMI complicated
with type 2 diabetes (T2DM). Methods: 72 patients with coronary heart disease diagnosed as AMI by coronary arteriography in the
department of Cardiology in our hospital had completed PCI. Serum was collected before surgery and 0, 4, and 24 hours after surgery for
ELISA to determine plasma apelin-13. A subgroup analysis was further performed on diabetes and non-diabetes AMI patients (20 cases
for each group), and the two groups of patients were followed 6 months post-PCI for main adverse cardiovascular and cerebrovascular
events (MACCE). Results: Apelin was significantly decreased in the postoperative Oh group (AMI patients) compared with that at
baseline preoperatively; and significantly increased in the postoperative 4h and 24h groups compared with that before the PCI.No
significantly difference was noted in apelin between DM and non-DM groups; postoperatively, apelin level was significantly higher in
DM group compared with that in non-DM group. No significantly difference was noted with respect to MACCE between both groups in
the postoperative month-6 follow-up. Conclusion: AMI patients had increased plasma apelin expression after PCI, of whom DM patients
had significant increased plasma apelin expression after PCI compared with that of non-DM patients, indicating that PCI coronary
revascularization may promote apelin secretion, and regulate insulin resistance, so as to improve prognosis.
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BIOTEK ELX800 45, >R FH il 156 G 28 W B o2k a2 47 0 5 o
ELISA 577 &0 F 78 [ IBL 2\ &) , ¥ B a7 (5 FH 150 A5 5 B il
THE i RO IR, 2 IR TR R 2, AR AR AR 5 4 BRI L 4% IR
B M TR R D 2, A ) s 2 A e R ) R A

® | HBRFE ERRFAEZ TRXTRE
Table 1 T2DM and N2DM group of baseline data sheet

HE IFHEPR B(NT2DM) HERR % (T2DM) b
(Items) (n=20) (n=20)

— %15 5 (Basic situation)
FH#B(Age) 55.1(10.19) 60.7 (8.3) 0.43
BB (Male sex) ,n (%) 15 (75) 18 (90) 0.75

fERs E = (Risk factors)

7 Il JE (Hypertension) , n (%) 7(35) 1(55) 0.34
IR 4 58 (Smoking history),n (%) 10 (50) 11 (55) 0.09

15 P 25 #4(Clinical details)
LVEF, % 41.8 (4.6) 42.9(6.5) 0.09
LDL-C, mmol/L 2.50 (0.71) 2.49 (0.78) 0.95
Cr, pmol/L 105.2(18.8) 99.5(20.5) 0.56
AST,IU/L 44.4(15.1) 33.8(26.2) 0.18

2543897 (Medications) , n (%)

3T 2259 (Statins) 69 (70) 80 (77) 0.34
B- S BE %77 (B-Blockers) 78 (80) 82 (79) 1.0
ACEI/ARB 69 (70) 80 (77) 0.34

7 S # . LVEF LDL-C,Cr AST RA(s)&R 7R, R A t #IGHEIT LR MBI L S ML /E  IRE 52 2543897 L n(%)3R 7R, % F Fisher BEIME SR A HHAT LR AR,
P>0.05, LVEF, ZEES M 5% ; LDL-C,RFEEEE R ; Cr, ALEF; AST, N& SRS EEBEH,
Note: (s)to show Age LVEF.LDL-C,Cr,AST, t-test to comparison, n (% )to show sex,Hypertension, Smoking history, Medications,use.Fisher's Exact

Test to compare, P> 0.05.LVEF,left ventricular ejection fraction; LDL-C,low density lipoprotein;Cr,Creatinine;AST,Aspartic Acid aminotransferase.
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1 a & EFAREIM I apelin kK, KA W, T1.T2.T3 4515 TO #8Ek%E, Tlvs T0,P=0.020;T2vs TO ,P=0.035;T3vs T0,P=0.030;b.4&iN
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Fig.1 a. To evaluate the perioperative plasma apelin of patients.Ues t-test, T1,T2,T3 compare with TO.T Ivs T0,P=0.020;T2vs TO ,P=0.035;T3vs TO,
P=0.030; b. To evaluate the perioperative plasma c¢Tn Iof patients.Ues t-test, The postoperative groups compared with the preoperative,P=0.021;
c. To evaluate the perioperative plasma CK-MBof patients.Ues t-test, The postoperative groups compared with the preoperative, P=0.001;
d. To evaluate the LVEF numerical value of Heart B ultrasonic in the postoperative six months, Ues t-test, The postoperative groups

compared with the preoperative, P=0.031; cTn Ltroponin I;CK-MB, Creatine kinase isoenzyme;LVEF,left ventricular ejection fraction
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2. a. # i B FARHY T2DM A5 NT2DM 4 apelin 7k, RETHELLEE,P=0.301; R/F 0 h FHLALLE:, P=0.038; RfF 4 h F4ELL%EE, P=0.025;
ARG 24 h FZALLEL,P=0.020, b. #MEFAH T2DM A5 NT2DM 4 cTn 1 kFE, RAHALRBESR,P=0.513; RIEFHALLE,P=0.037,
c. H&iEFARE T2DM 445 NT2DM A CK-MB kF, REHALAEER,P=0.865; REAALLE,P=0.001, d. WAURFEARE 6 AR
1ME B # LVEF {&,T2DM 425 NT2DM ARFI L AR E R, P=0.092, RISFALLE,P=0.027, e. Ffifi T2DM 5 NT2DM EERfE 640 A
MACCE £, ALHEER,P=0.782, T2DM,2 BIHERH; NT2DM, 3k 2 BUHEFRYH; cTn [, Al$5E A [; CK-MB, AL B & =) T&; LVEF,

L EH M5 MACCE, T ER RO MM EE 4
Fig.2 a.To evaluate the perioperative plasma apelin of T2DM and NT2DM groups.Between both groups compared before the PCL,P=0.301;Compared with
between both groups at the postoperative Oh, P=0.038;Compared with between both groups at the postoperative 4h, P=0.025;Compared with between both
groups at the postoperative 24h, P=0.020.b. To evaluate the perioperative plasma cTn I of T2DM and NT2DM groups. No significantly difference between
both groups before the PCI,P=0.513;Compared with between both groups of postoperative, P=0.037.c.To evaluate the perioperative plasma CK-MB of
T2DM and NT2DM groups. No significantly difference between both groups before the PCI,P=0.865;Compared with between both groups of
postoperative, P=0.001.d.To evaluate the LVEF numerical value of Heart B ultrasonic in the postoperative six months of T2DM and NT2DM groups.No
significantly difference between both groups before the PCI,P=0.092;Compared with between both groups of postoperative, P=0.027.¢.No significantly
difference was noted with respect to MACCE between both groups in the postoperative month-6 follow-up.T2DM,type2diabetes;NT2DM,non type 2
diabetes;cTn Ltroponin I;CK-MB,Creatine kinase isoenzyme;LVEF,left ventricular ejection fraction;MACCE,main adverse cardiovascular and

cerebrovascular events
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