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Expression of Renal HMGCS?2 in Rats Fed With High Fat Diet. Liao Dan, Zhang Xiaoyan, Tong Xiaoging, et al. Nutritional Depart-
ment of Zhejiang Hospital, Zhejiang 310013, China

Abstract Objective To study the expression of renal HMGCS2 in rats fed with high fat diet and its mechanism. Methods Male
Wistar rats were divided into three groups: normal control group ( CON) , high fat group (HFG) , GTPs group ( G) ,with 9 in each group.
The CON group rats were fed a normal diet, the HFG group fed a high fat diet while the GTPs group fed the same high fat diet with drink-
ing water containing GTPs. After 26 weeks, serum concentrations of fasted glucose, total cholesterol, triglyceride, LDL and HDL were
measured by ELX 800 using their corresponding commercial kits. The expressions of HMGCS2 and Sirt3 were determined by western blot.
Results Serum levels of TC, TG, LDL - C, FPG content in HFG group were higher than those of CON group (P <0.05). Compared
with HFG group, serum TC, TG, LDL — C levels and FPG in GTPs group were decreased. The expressions of renal HMGCS2 protein were
decreased in HFG group. In GTPs treated group, the expressions of HMGCS2 were increased in contrast to HFG group. Meanwhile, the
expressions of Sirt3 had no significance among the three groups. Conclusion The expression of renal HMGCS2 in rats fed with high fat

diet was decreased. Green tea polyphenols may protect the kidneys through regulating blood glucose and lipids, and up - regulation of

HMGCS2 protein expression.

Key words High fat diet; HMGCS2; Green tea polyphenols
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