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ABSTRACT Objective: To investigate the effect of atorvastatin in the treatment of patients with acute coronary syndrome. Methods:
156 cases of patients with acute coronary syndrome in our hospital from March 2013 to December 2013 were randomly divided into
experimental group and control group, each group with 78 cases. The two groups were taken routine treatment, the control group was
added with simvastatin, while the experimental group was given atorvastatin in addition. The therapeutic effect and the incidence rate of
cardiovascular events of the two groups were compared. Results: The levels of total cholesterol (TC), triglyceride (TG), low-density
lipoprotein cholesterol (LDL-C), serum high-sensitivity c-reactive protein (hs-CRP), fibrinogen (Fg) and uric acid of the two groups
significantly decreased after treatment, and the experimental group decreased more obviously (P<0.05); The incidence rate of
cardiovascular events of the experimental group was 8.97% (7/78), significantly lower than 24.36% (19/78) of control group during the
treatment period (P<0.05). Conclusion: Atorvastatin in the treatment of patients with acute coronary syndrome has a significant effect
compared simvastatin, and can effectively reduce the incidence of cardiovascular events, which is worthy of further clinical application.
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Table 1 Comparison of TC, TG and LDL-C level between two groups before and after treatment(xt s )

eis SEI6 48 Experimental group XFER4H Control group
Indexes
&Y BI Before treatment J&Y7 & After treatment &Y BI Before treatment & ¥T Jg After treatment
TC(mmol/L) 7.02+ 0.69 3.94% 0.63*# 6.93+ 0.54 6.23+ 0.70
TG(mmol/L) 2.70% 0.49 1.21+ 0.51*# 2.71% 0.34 2.49+ 0.27
LDL-C(mmol/L) 4.36% 0.36 2.31% 0.41%# 4.40% 0.36 3.93+ 0.59

i SRTETILE, * P<0.05; SXRART R LE,# P<0.05,

Note:compared with before treatment,* P<<0.05;compared with control group after treatment,# P < 0.05.

2.2 48 hsCPR.Fg 7% I FR 8 7k T Eb 57
JRIFHT, P hsCPR \Fg J MM /R FR/K K b3 TG 1. 3 2 7

(P>0.05), &3t 3 NHIEIFE, ¥ B ERRK(H P<0.05), Hf
S 2H AR B 5 (P<<0.05), L% 2,

3 2 F4HSAYT IS hsCPR Fg R M FREE/K FLL iR (xt 5 )

Table 2 Comparison of hsCPR, Fg and serum uric acid level between two groups before and after treatment (x s)

eis SEI6 48 Experimental group XFER4H Control group
Indexes $&YT BT Before treatment J&YT & After treatment $&YT BT Before treatment & YT Jg After treatment
hsCPR (mg/L) 11.78% 2.79 491+ 1.58*# 12.01x 3.10 8.45% 2.03*
Fg(g/L) 423+ 0.71 2.77+ 0.62*# 421+ 0.82 3.03%+ 0.65*%
I R B8 (wmol/L)serum uric acid 389.1+ 30.1 299.4+ 27.1*# 380.5+ 31.9 324.1% 27.9*

i GRTETILE, * P<0.05; SX AR R LE,# P<0.05,

Note:compared with before treatment,* P<<0.05;compared with control group after treatment,# P < 0.05.
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