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The effect of rosuvastatin on the vascular endothelial function,inflammatory factors and prognosis in patients
with acute coronary syndrome after percutaneous coronary intervention
Duan Xiaoyan ,Ren Xiaolan ,Yu Jianzhong

(First department of Internal Medicine ,Chengdu Armed Police Hospital ,Chengdu,Sichuan 610041,China)
Abstract: Objective To study the effect of rosuvastatin(RSVT) on the vascular endothelial function(VEF) .inflammatory fac-

tors(IF) and prognosis in patients with acute coronary syndrome (ACS) after percutaneous coronary intervention(PCI). Methods
Eighty cases of ACS patients with PCI in our hospital selected from July 2010 to July 2013 were randomly divided into observed
group and control group,40 cases in each group. The observation group were given interference treatment with RSVT while the
control group received conventional treatment. The VEF,IF and prognosis were compared between groups. Results The VWF at 4
weeks after PCI in observation group was lower than that in control group [ (92. 6+12.3) % wvs. (105.4=413.6) % ,P<C0.05]; The
ET-1 at 4 weeks after PCI in observation group was lower than that in control group[ (55. 645, 6)ng/L vs. (67.8+7.4)ng/L,P<
0.05]. The NO at 4 weeks after PCI in observation group was higher than that of control group[ (78. 6=£9. 4) umol/L wvs. (63. 24
9.5)umol/L, P<C0. 05]. The CRP at 4 weeks after PCI in observation group was lower than that in control group[ (5. 4+2. 2)
mg/L wvs. (10.5+4.1)mg/L,P<C0.05]. The incidence of CVE was 5. 00% (2/40) ,restenosis rate was 2. 50% (1/40) in observa-
tion group,which was significantly lower than those of the control group [30. 00% (12/40),10.00% (4/40)],the differences were

statistically significant( P<Z0. 05). Conclusion
enosis rate in patients with ACS after PCI.

RSVT could effectively improve the VEF and reduce inflammation, CVE and rest-
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