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[Abstract] Objective To investigate the changes of sex hormone levels, insulin resistance, glucose
and lipid metabolism in overweight or obese type 2 diabetic male patients. Methods A total of 112 type 2
diabetic male patients were enrolled and divided into normal weight group (n=50) and overweight or obese
group (n=62) according to body mass index. Blood glucose,blood lipids, insulin,and sex hormones including
testosterone,sex hormone binding globulin (SHBG ), pregnendione, prolactin, luteinizing hormone, follicle-
stimulating hormone , estradiol , dehydroepiandrosterone were measured ,and free testosterone and bioavailable
testosterone were calculated. The correlations between sex hormone levels and glycolipid metabolism , insulin
resistance related markers were analyzed. Results Compared with normal weight group, fasting blood
glucose , HbAlc, uric acid, fasting insulin, postprandial insulin were significantly increased in overweight or
obese group (t=-4.58--2.35, all P<<0.05); total testosterone and SHBG levels were significantly decreased
(t=2.17,2.06,all P<0.05) in overweight or obese group. Pearson correlation analysis found that body mass
index , waist circumference were negatively correlated with total testosterone (r=-0.40,-0.41,all P<0.01)
and SHBG (r=-0.33,-0.42,all P<<0.01).Total cholesterol and triglycerides were negatively correlated with
total testosterone (r=-0.28,-0.24,all P=0.01) and SHBG (r=-0.27,-0.37,all P<0.01). Fasting insulin,
postprandial insulin and homeostasis model assessment-insulin resistance were negatively correlated with total
testosterone  (r =—0.30-=0.21,all P =0.01) and SHBG (r =—0.29 ——0.20,all P <0.05). Conclusions
Hypogonadism is common in overweight or obese type 2 diabetic male patients,and is associated with insulin
resistance and dyslipidemia.
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