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Effects of Loading Dose Simvastatin on Related Indicators in PCI Perioperative ‘Period of Patients with
Acute Myocardial Infarction

WU Pingping, ZHANG Hongxin, WANG Xiumei, WANG=Haijuan, ZHANG Dongchao (First Dept. of Internal
Medicine, Tangshan Workers’ Hospital, Hebei TangShan 063000°, China)

ABSTRACT OBJECTIVE: To exploredoading dose.simvastatin on related indicators in PCI perioperative period of patients with
acute myocardial infarction. METHODS: Data of 203 acute myocardial infarction patients undergoing emergency PCI were retro-
spectively collected, and, divided\info ‘observation group (102 cases) and control group (101 cases) by different regimens. Control
group received conventional treatment for 3 d before PCI, including orally taking Aspirin enteric-coated tablet 300 mg/d, qd + Sim-
vastatin tablet'40 mg/d, qd, simvastatin 40 mg/d after surgery, qd, for 4 weeks. Observation group received Simvastatin tablet 80
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mg 2 h before PCI, the other treatment was the same with control group. Total cholesterol (TC), triglyceride (TG), low-density li-

poprotein cholesterol (LDL-C) , high-density lipoprotein cholesterol (HDL-C), IL-6, IL-10, TFN-a., plasma super-sensitive tropo-

nin (TNT-HSST) level, creatine kinase isoenzyme (CKMB) level, high sensitive C-reactive protein (hs-CRP) level and transami-

nase level before and 24 h after treatment were observed and the incidence of adverse reactions was recorded. Meanwhile, the inci-
dence of postoperative 30 d of MACE and CIN was followed-up. RESULTS: There was no significant difference in TG, TC,
LDL-C, HDL-C before and after treatment (P>0.05). Before treatment, there was no significant difference in TNF-a,, IL-6,IL-10,
hs-CRP, CKMB, TNT-HSST levels in 2 groups (P>0.05) ; after treatment, TNF-a., IL-6, hs-CRP, CKMB, TNT-HSST levels
were significantly higher than before (P<<0.05), and TNF-a,IL-6, hs-CRP levels in observation group was significantly lower than

control group, CKMB, TNT-HSST levels were significantly higher than control group; IL-10 was significantly lower than before in

2 groups, and observation group was higher than control group, with statistical significance (P<<0.05). The MACE rate and CIN

rate in observation were lower than control group with statistical significance(P<<0.05). And no obvious adverse reaction was found

in 2 groups. CONCLUSIONS: Loading dose simvastatin in PCI perioperative period can significantly reduce patients’ PCI,
TNF-a, hs-CRP, CKMB, TNT-HSST levels and the incidence of cardiovascular and renal adverse reactions.

KEYWORDS Simvastatin; Loading dose; Acute myocardial infarction; Percutaneous coronary intervention; Perioperative period
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WEL I 13861131 13402 6654104 3551478
WEE 15575115 441047 646111 484) L35
WA A 1415£137 11403 064 103 #2671
WIFE 16351154 4518 635598 56.35£69"

0 GIGITET LS, “P<<0.05; S50 HRLH HE#,"P<<0.05
Note: vs. before treatment, “P<<0.05; vs. control group,’P<<0.05

2.3, MABE QTG CKMBF1 TNT-HSST 7k F LL 57

YAYTF R, 40 5B % CKMB 1 TNT-HSST 7K °F [ 8%
ER LG FE X (P>0.05), GIF)a, 4 B #H
CKMB 1 TNT-HSST /K & 3 i F R 4Ly 7 i, HoUigR
B E TR, 22 5398 G4 L (P<0.05) , i
L34,
2.4 WHBEZEMACEfCIN & &R

FARJE 30 d Bl AA], WAL kAR 1L BTN R
N, X BEZH & A 35 R AN R R . WREE 2 % MACE
FICIN & A R G ZAC TR RA, 2R E ST E X
(P<<0.05),FEWFES5,
25 ARRM

6T I ] 2H S R IR AN RO R A
3 Tt

AMI & TE 4R 30 ok A8 i Bt A i et iR 20 Jok
L it 22 ek 2D 22 e (S A5 AH 1 R8O LR A ™ T
FrA 2 s M8, HETZAAR AMITE ST ) 2 ff
R RE O N BE , B ROt O WL, R A PCIAR S R

- 778 - China Pharmacy 2017 Vol. 28 No. 6

x4 WHBHEBITHIE CKMB I TNT-HSST K F b

B(xts)
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T SR ILEL, * P<<0.05; 5 X IR HEL,"P<<0.05
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Tab 5 Comparison of indence of MACE and CIN
rate between 2 groups( %)
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