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Comparison of effects between entresto and perindopril for treating chronic heart failure”
NIU Xiaoyu , ZHAO Xiaoyan®
(Department of Cardiology ,First Af filiated Hospital of Zhengzhou
University s Zhengzhou, Henan 450052 ,China)

[Abstract] Objective To explore the difference of therapeutic effect between entresto and perindopril in
the patients with chronic heart failure(CHF). Methods Ninety-six inpatients with CHF were divided into the
control group(routine medication + perindopril) and observation group (routine medication + entresto) , 48
cases in each group. The medication treatment lasted for 3 weeks. The changes in serum NT-pro BNP,cTnT,
LVEDD, LVEF,HR,serum BUN,blood SCR,eGFR,clinical symptoms, cardiac functional grading,adverse re-
actions,in-hospital mortality and occurrence situation of MACE within 1-month follow-up in the two groups
were observed before and after treatment. Results Compared with the control group, the levels of NT-pro
BNP,BUN and SCR in the observation group were significantly decreased, while LVEF and eGFR were signif-
icantly increased,and the differences were statistically significant (P<C0. 05) ;¢TnT, LVEDD and HRhad no
statistical difference the between two groups (P>>0. 05). The clinical symptoms in the observation group were
alleviated and cardiac functional grade was decreased, the treatment total effective rate was higher than that in
the control group,and the differences were statistically significant (P<C0. 05). The adverse reactions,in-hospi-
tal mortality and occurrenc situation of MACE within 1-month follow-up had no statistical differences between
two groups (P>>0.05). Conclusion Compared with perindopril,entresto can effectively relieve clinical symp-
toms and improve the cardiac function in the patients with CHF.
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