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Abstract Objective To investigate the effects and mechanism of estrogen on heart aging, apoptosis and cardiac function by estab-
lishing the menopause model through removing bilateral ovaries. Methods A total of 20 eight — weeks — old female C57/BL6 mice were
randomly divided into ovariectomized group (OVX group) and sham operated group (control group) (n =10). Bilateral ovaries were re-
moved to establish the menopause model. Six months later, cardiac function was assessed by echocardiography, and the myocardial tissue
was collected to testing the aging and apoptosis indicators. Results Compared with the control group, OVX group showed a definite in-
crease in myocardial fibrosis and heart/body weight ratio. Echocardiography showed that IVS, EDV and LVIDd were higher than those in
the control group. In OVX group, the beta — gal positive cell rate and the expression of P16, P19 were increased significantly, while
SIRT1, Bmi -1 and other anti — aging indicators reduced profoundly, when compared with those in control group. At the same time, the
expression of Bax, caspase —3 in OVX group increased significantly, whereas the expression of anti — apoptotic index Bel — 2 reduced
markedly, when compared with those in control group. Furthermore, the expression of the antioxidant index SOD1 and SOD2 in OVX
group decreased notably when compared with control group. Conclusion Lack of estrogen can promote ventricular wall hypertrophy, in-
crease myocardial fibrosis, accelerate the cell aging and apoptosis, which may be related to decreasing the expression of SIRT1 and Bmi —
1, promoting the oxidative stress.
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