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Abstract : Objective

We selected 229 male patients with coronary heart disease (CHD)and 164 healthy people. We detected the serum estradiol (E2) and

To study the correlation of imbalanced sex hormones and male coronary heart disease incidence. Methods

testosterone (T),total cholesterol (TC),triglyceride (TG), high density lipoprotein cholesterol (HDL-C) ,low density lipoprotein
cholesterol (LDL-C) ,apolipoprotein A1 (APOA1) ,apolipoprotein B (APOB) , hypersensitive c reactive protein (hs-CRP) ,sex hor-
mone binding globulin (SHBG) and Aromatase levels. Results Compared with the normal control group,serum E2 level in CHD
group decreased significantly (P<Z0. 05),serum T level significantly increased (P<C0. 05),and T/E2 ratio increased significantly
(P<C0. 05). Compared with control group,the serum TG, LDL-C, APOB, hs -CRP levels increased significantly (P<C0. 001) in
CHD group,while HDL- C, APOAT1 level decreased significantly (P<C0. 001). Meanwhile, the level of serum SHBG and Aromatase
decreased obviously in CHD group. Conclusion Imbalance of sex hormones in male patients with CHD can lead to lower level of

sex hormone binding protein and the related enzyme, which would further lead to abnormal lipid metabolism,increased inflammatory

factor levels,and ultimately promote the development of coronary heart disease in men.
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