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Abstract; Objective To investigate the association of the hormone-sensitive lipase(HSL) gene promoter —60C>G polymor-
HSL —60C>G polymorphism
was detected in 77 cases of T2DM with hyperlipidemia and 94 normal controls by PCR-RFLP and DNA sequencing. Fasting plasma

phism with plasma lipids level in type 2 diabetes mellitus(T2DM) with hyperlipidemia. Methods
lipids and glucose were assayed on Abbott automatic biochemical analyzer. Results Compared with normal controls, plasma glu-
cose, TC, TG and LDL-C levels were significantly higher,and HDL-C level was significantly lower in T2DM with hyperlipidemia
(P<<0.05). No —60GG homozygote were found in both groups. The distributions of —60CG heterozygote and —60G allele were
higher in T2DM with hyperlipidemia, with 14. 3% and 11.7%,7.1% and 5. 9% ,respectively, but the differences did not reach sta-
tistical significance(P>>0. 05). In T2DM with hyperlipidemia group,individuals with —60CC were with increased plasma TC, TG,
LDL-C levels,compared with CC or CG healthy individuals(P<0. 05) ,and decreased HDL-C levels compared with CC healthy indi-
viduals (P<C0. 05). No significant differences were found between CC and CG individuals for plasma lipids levels within normal con-
trols or T2DM with hyperlipidemia group(P>>0. 05). Conclusion It could be suggested that there was no strong association be-
tween —60C>G polymorphism and plasma lipids levels in T2DM with hyperlipidemia in Hubei population of Chinese Han.
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