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Effects of perindopril on cardiac function in heart failure after myocardial infarction YANG Jing, GAO Ri-yang, LI
Yun, WU Duo-hong. The No. 4 Peoples Hospital of Haikow, Haikou 571100, China

Abstract Objective: To detect the effect of conventional dose (4 mg/day) and high dose of perindopril (8 mg/day)
on endothelial progenitor cells (EPCs) and cardiac function in patients with heart failure after myocardial infarction. Meth-
ods: A total of 228 patients with heart failure after myocardial infarction were enrolled in this study, and divided into control
group (n=76), conventional dose group (4 mg/day) (n=76) and high dose of perindopril ( mg/day) group (n=76).
EPCs were detected by flow cytometry. The cardiac function, clinical efficacy and adverse reactions rate was compared. Re-
sults: After treatment, the ratio of EPCs in the three groups reached the peak at 7th day, and then gradually decreased.
There were significant differences in the EPCs ratio among the three groups at 3, 7, 14 and 28 days after treatment (P <
0.05). The EPCs ratio in the high dose group was significantly higher than that in the conventional dose group (P <0.05),
and the EPCs ratio in the conventional dose group was significantly higher than that in the control group (P < 0.05). After
6 months of reatment, the LVEF in high dose group was significantly higher than that in the conventional dose group (P <
0.05), and that in the conventional dose group was significantly higher than that in the control group (P <0.05). LVEDD
and LVESD in high dose group were significantly lower than those in conventional dose group (P <0.05), and those in con-
ventional dose group were significantly lower than those in control group (P <0.05). The clinical efficacy of the high dose
group was 93.4% (71/76), which was significantly higher than that of 81.6% (62/76) in the conventional dose group
(P <0.05), and the clinical efficacy of the conventional dose group was significantly higher than that of 71. 1% (54/76)
in the control group (P <0.05). The incidence of adverse reactions was 6.6% (5/76), 7.9% (6/76) and 9.2% (7/
76) in the control group, conventional dose group and large dose group respectively (P >0.05). Conclusion; Perindopril
can mobilize EPCs to promote the recovery of cardiac function in patients with heart failure after myocardial infarction. In-
creasing the dose of perindopril can significantly increase the clinical efficacy.
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