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Blood lipid levels in Uygur and Han patients with type 2 diabetes mellitus in Karamay Region: A comparative study
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Abstract : Objective To investigate the characteristics of abnormal blood lipid and national differences between Uygur and Han patients
with type 2 diabetes. Methods A total of 1 015 Uygur and Han patients with type 2 diabetes mellitus in Karamay Region of Xinjiang were
recruited,and total cholesterol (TC), triglyceride (TG), low density lipoprotein cholesterol (LLDL-C) , high density lipoprotein cholesterol
(HDL-C)levels in these patients were retrospectively analyzed. Results The incidence of abnormal blood lipids in Uygur patients with type
2 diabetes mellitus were statistically higher than Han patients in different gender and the overall (male: P=0. 025 ;female: P=0. 013;0ver-
all; P=0. 000). The incidence of hypercholesterolemia in Uighur was 22. 80 % ,the Han was 16. 18 %. The incidence of hypertriglyceridemia
in Uighur was 46. 50% ,the Han was 42. 57 %. The incidence of mixed hyperlipidemia in Uighur was 14. 89 % ,the Han was 11. 81%. The
incidence of low HDL-C in Uighur was 66. 57 % ,the Han was 52. 19%. The incidence of hypercholesterolemia in male and overall (male:
P=0.026;0verall: P=0. 012) , the incidence of low HDL-C in different gender and the overall(male: P= 0. 015;female: P=0 019;overall:
P=0.000) between Uygur and Han national differences were statistically significant, Uygur patients were higher than Han patients. TC
levels in the overall(P=0. 042) , LDL-C levels in the overall and the male group(male: P=0. 028;overall: P=0. 030) in Uygur patients
were higher than Han patients, the differences were statistically significant( P<C0. 05). HDL-C levels in all Uygur groups(male: P=0. 000;
female: P=0. 010;0verall: P=0. 001) were lower than the Han patients,the differences were statistically significant( P<Z0. 05). Conclusion
The incidence of abnormal blood lipid in Uygur patients with type 2 diabetes mellitus is significant higher than that of the Han in Karamay
region, some of the blood lipid levels and lipid metabolic disorder types are different in different nationalities.
type 2 diabetes mellitus; Han nationality
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