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The curative effect observation of statins in secondary prevention of ischemic cerebrovascular disease HUANG
Zhong-wei . Jiangsu Province Haimen People’ s Hospital , Jiangsu 226100, China

[Abstract] Objective To estimate the role of statins in secondary prevention of ischemic cerebrovascular
discase. Methods Fifty-nine patiens of ischemic cerebrovascular disease were randomized to control and therapy
group, followed for two years. Aspirin and statins were administered to the therapy group, aspirin without statins

to the control.  Results The recurrence in the therapy group was significant lower than in the control group.
Conclusion Statins is important in secondary prevention of ischemic cerebrovascular disease.
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1 AR TG HREAT (2 s, mmol L)

#i EAEaL ) AR 20 +(P) EART ) AR 29) #(P)

TC 5.5%6+1.13 5.57+1.12 0.034(0.93) 3.95+1.15 5.56+1.17 5.33(<0.01)
TG 1.98+0.85 1.98+0.79 0.047(0.92) 1.32+0.54 1.97+1.11 2.88(<0.01)
1DL-¢c 3.86+1.05 3.88+1.01 0.075(0.91) 2.78%1.02 3.91+1.23 3.85(<0.01)
HDL-¢ 0.92+0.21 0.95+0.13 0.60(0.52) 1.26+0.18 0.94+0.19 6.64(<0.01)
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®2 WHARPIBITHWEY hs-CRP(z * s,mmol 1)

Rl o T 1(P) WBiThE t(P)
HBITH 30 4.22+1.51 0.028 (0.94) 1.88+1.14 7.58(<0.01)
X4 29 4.23+1.13 4.10+1.11
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WrdE 30 0.61%0.13 0.49+0.11 1.61+0.23 1.33+0.19
SRS 29 0.64+0.10 0.64%0.097 1.60+0.34 1.57+0.18
t(P) 0.99(0.33) 5.55(<0.01) 0.13(0.87) 4.98(<0.01)
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