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Effect of Intensive simvastatin therapy on renal function in patients with acute coronary syndrome and chronic renal
insufficiency CHENG Guang-hui™ , XIE Fang, HUANG Wei-ping, ZHANG Jing-lin, HAN Hong-wei. Wuhan Asian Heart
Hospital, Wuhan 430000, China

Abstract  Objective: To investigate effect of simvastatin on renal function in patients with acute coronary syndrome and
chronic renal insufficiency. Methods: Patients with acute coronary syndrome, in combination with 30 mL/(min - 1.73 m*)
<eGFR <60 mL/(min - 1.73 m*) were included in the study. 281 patients who agreed to receive PCI therapy, were ran-
domly divided into two groups: group 1, receiving intensive statin therapy + PCI (n =141) and group 2, given standard sta-
tin therapy + PCI (n =140). Seventy-six patients who refused to receive PCI therapy were randomly divided into other two
groups: group 3, undergoing intensive statin therapy + no PCI (n = 38) and group 4 subject to standard statin therapy + no
PCI (n = 38). The follow-up time was one year. Blood biochemical data were detected before discharge and 1, 3, 6, 12
months after discharge. Clinical end events were defined as: all cause death, ventricular tachycardia or fibrillation, new on-
set atrial fibrillation, acute pulmonary edema requiring aortic balloon counterpulsation, renal failure requiring hemodialysis,
recurrent myocardial infarction, and acute cerebrovascular accident. Results: After 12 months, the clinical end events in in-
tensive statin therapy + PCI (group 1) vs standard statin therapy + PCI (group 2) were as follows: 10 cases vs 27 cases,
HR: 2.922,95% CI: 1.414-6.038, P = 0.004; for eGFR, 62.4 6.8 v552.2 +7.3mL/(min - 1.73m"*), P= 0.014.
Meanwhile, the clinical end events in intensive statin therapy + no PCI ( group 3) wvs standard statin therapy + no PCI ( group
4) were as follows: 4 cases vs 12 cases, HR: 3.300, 95% CI. 1.064 —10.236, P = 0.039; for eGFR, 59.4 + 5.1 vs
50.2 + 7.6 mL/(min - 1.73 m*), P =0.021. Conclusion: The renal function of intensive simvastatin groups was better
than that of the standard simvastatin groups whether or not receiving PCI therapy.
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