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Effect of Pioglitazone and High — fat Diet on Expression of SIRT6 in SD Rats. Zhang Jianmei,Xu Miao,Han Junfeng,Lu Junxi, Liu
Ruobing ,Wei Li, Jia Weiping. Department of Endocrinology and Metabolism ,Shanghai Sixth People's Hospital Affiliated to Jiaotong Universi-
ty, Shanghat 200233 ,China

Abstract Objective To observe the effects of pioglitazone and high — fat diet on the expression of SIRT6 in epididymal fat tissue,
liver and muscle of SD rats. Methods SD rat models were established with high — fat diet,and 24 male rats were assigned to 3 groups in-
cluding high — fat diet( HF group) ,high — fat diet with pioglitazone ( FP group) ,and control rats with normal diet( NC group) . Expressions
of SIRT6 in epididymal fat tissue, liver and muscle were detected by RT — PCR and Western blotting. Results (1) The levels of body
weight, fasting blood glucose, insulin, triglyceride , total cholesterol and low — density lipoprotein cholesterol were higher in HF group than in
NC group(P <0.05) , but high — density lipoprotein cholesterol decreased significangtly. Compared with HF group, body weight, fasting
blood glucose,insulin, triglyceride , total cholesterol and low — density lipoprotein cholesterol decreased markedly in FP group( P <0.05) ;
(2) The mRNA and protein expressions of SIRT6 in epididymal fat tissue,liver and muscle were slightly decreased in HF group compared

with those in NC group. After pioglitazone treatment, SIRT6 mRNA and protein expression were increased in epididymal fat tissue, liver
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and muscle( P <0.05). Conclusion The SD rats fed with high — fat diets develop glucose and lipid metabolic disorders with slightly de-

cresed SIRT6 expressions, Posiglitazone may improv glucose and lipid metabolic disorders by increasing expressions of SIRT6.

Key words SIRT6 ; Pioglitazone ; High — fat;SD rat
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Abstract Objective To analyze the bloodstream infections( BSI) among AIDS patients,and study its peripheral blood routine test,

AT H KR T KL T 4 %5 H (2008ZX10001 — 008 ) 5 T3 AR 4 3% 995 7 1A B 98 J 4 BB I H (WA - 2007 - 05)
YE# B 2200042 U T 40 X P AL X T AR IR S5 A0 (a0 ) 5 e Tli A 3k T AR I R Hh 0 YL B (R ZR = (HEBE AN
W RAEE . NVIL Y , BT {5 48 : sunhongqing1 952 @ yahoo. com. cn

.32 .



	YXYJ1212 29.pdf
	YXYJ1212 30.pdf
	YXYJ1212 31.pdf
	YXYJ1212 32.pdf

