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Abstract Objective To investigate the relationship of leptin with metabolic syndrome and differences in male and female of Xin-
jlang Uygur Population. Methods A total of 781 individuals were selected randomly from the data base of Hetian area in Xinjiang Uygur
Autonomous Region, aged from 30 to 70 years, included 403 MS subjects and 378 non — MS controls, 249 men and 532 women. We com-
pared the frequency of MS and levels of its components in different levels of leptin in male and female, and analysed the main impact fac-
tors of leptin in male and female using multiple linear analysis. Results The median of leptin in female was 1.76ng/ml, which was ap-
proximately 3 times of male (0.58ng/ml, P <0.01). Leptin levels were higher than that of control group both in male and female (P <
0.01). With the increasing levels of leptin, frequency of MS, levels of WC, body mass index ( BMI), diastolic blood pressure ( DBP)
and triglyceride (TG) were increased in both men and women. In male, according to multiple linear analysis, levels of leptin were posi-
tively correlated with LnHOMA —IR(B =0.179,P <0.05)and BMI(B =0.077,P <0.05). In female, levels of leptin were positively
correlated with BMI(B = -0.067,P <0.001 ) and negatively correlated with age. Conclusion Levels of leptin were significantly elevated
in MS both in male and female of Xinjiang Uygur population and were positively correlated with frequency of MS and levels of BMI. But

there were gender differences. Leptin levels were positively correlated with insulin resistance in male and negatively correlated with age in

female.
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Analysis of the Characteristics of Arterty in Coronary Heart Disease Patients with Type 2 Diabetes. ~Wang Xin,Xia Hao,Tong Suiyang ,Li
Lei. Department of Cardiovascular Medicine ,Renmin Hospital of Wuhan University , Hubei 430060 , China

Abstract Objective To explore the characteristics of arterty in coronary heart disease patients with type 2 diabetes (T2DM).
Methods Totally 213 patients were diagnosed coronary heart disease( CHD) by coronary angiogarphy from June 2012 to Feb 2014 in our
hospital. Patients were divided into T2DM group (90 cases) or NDM group (123 cases) according to wether combined with T2DM. 213
patients diagnosed of CHD were studied basic clinical charaters, fasting blood glucose, total cholesterol (TC) , triglycerides (TG ), high
density lipoprotein cholesterol(HDL — C) and low density liporotein cholesterol(LDL - C) were determined in all the patients. All patients
were divided into 1 vessel lesions,2 vessels lesions or large main vessel lesions,3 vessels lesions groups according to senosis of major ves-
sels=50% . The quantitative data were expressed by x + s and the qualitative data were expressed by rete. The quantitative data compari-
son between the groups was used independent — samples ¢ test. Results Compared with NDM group,the T2DM group was higher in FPG
(8.45 £0. 40mmol/L vs 5.61 £0. 13mmol/L, P <0.001) ,3 vessels of coronary lesions(50.00% vs 8.94% ,P =0.000) ,left anterior
descending arteries( LAD) (92.2% vs 82.1% ,P =0.034), left circumflexcoronary artery (LCX) (68.9% vs 39.8% ,P =0.000) and
right coronary artery( RCA) (64.4% vs39.0% , P =0.000). Conclusion The coronary lesions of CHD combined with T2DM was more
extensive and serious, has high risk of death.

Key words Coronary heart disease ; Type 2 diabetes; Coronary lesions
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