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Effect of losartan on degree of myocardial hypertrophy in patients with non-obstructive
hypertrophic cardiomyopathy Li Jie,Zuo Lei,Yang Huiting ,Ma Zhiling ,Guo Lanyan. Department of
Cardiology ,the First Affiliated Hospital ,Airforce Medical University ,Xi’ an 710032, China

[ Abstract |
patients with non-obstructive hypertrophic cardiomyopathy ( NOHCM ). Methods
losartan or not,41 NOHCM patients with normal heart function were divided into experimental group( treated

Objective To explore the effect of losartan on degree of myocardial hypertrophy in
According to use of

with losartan, 20 cases) and control group ( not treated with losartan, 21 cases) were recorded and
compared before and after treatment between the two groups. Results There were no significant differences
of general data, echocardiographic results and electrocardiogram parameters between experimental group
and control group before treatment( P >0.05). There were no significant differences of before and after
treatment in experimental group and control group (P >0.05). There were no significant differences of
heart rate, QRS wave width, corrected QT interval(QTc) and QRS wave amplitude of each lead before and
after treatment in the experimental group (P >0.05). QRS wave amplitudes of 1, Il ,aVF lead after
treatment were all higher than those before treatment in patients of control group (P <0.05) ,while other
electrocardiogram parameters before and after treatment were not significantly different in control group
(P >0.05). Conclusion Losartan may inhibit or slow down the progression of myocardial hypertrophy in
patients with NOHCM to some extent and improve myocardial remodeling.
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