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Cyclosporin A Nanoparticles Emulsion Promotes Proliferation and Differentiation of Adipose Tissue Derived Mesenchymal Stem Cells. Yin
Qiaoxiang ,Wang Heng,Pei Zhiyong,Zhao Yusheng. Department of Geriatric Cardiology, Chinese General Hospital of Air Force, Beijing
100142, China

Abstract Objective To investigated the effect of cyclosporine A — nanopaticals emulsion( CsA — NP) on the proliferation and dif-
ferentiation of the adipose tissue — derived stem cells( ASCs) in vitro. Methods ASCs were harvested from porcine inguinal adipose tissue
that was isolated and cultured by enzyme digestion and adherent. The molecular phenotypes of ASCs were analysed by flow cytometry. The
proliferation and differentiation of ASCs were measured by direct cell counting and MTTassay, respectively. Results The results showed
that ASCs were positive for CD29,CD44 ,CD90 and CD10S5,but negative for CD31,CD34,CD45 and HLA - DR. We found that the prolif-
eration of ASCs was stimulated by 0.01 —1.00mg/ml CsA — NP for 1 —3days, and the best proliferative effect was observed at concentra-

tion of 0. 5mg/ml, and significantly decreased by 5mg/ml CsA - NP (P <0.01). Conclusion Our data demonstrated that CsA — NP may

influence both the proliferation and differentiation of ASCs,which dependes on drug concentration and stimulation time.
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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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