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The different roles of Pioglitazone in fat browning

Li Yujie, Liu Juan,Bi Jianhua, Ding Guoxian*

(Department of Geratology ,the First Affiliated Hospital of NJMU , Nanjing 210029 , China)

[Abstract]

Objective:To explore the role of Pioglitazone in the browning of both subcutaneous and visceral adipose tissue.

Methods : Primary subcutaneous and visceral adipocytes were isolated from C57BL/5] mice and induced for differentiation. The

primary cells were stimulated with 2.5 pmol/L Pioglitazone or vehicle throughout the whole induction period. Then the expression of

either white fat or brown fat relative genes were observed by RT-PCR. Results:Pioglitazone could cause a significant increase of

brown fat marker genes in the subcutaneous adipose tissue instead of the visceral adipose. Conclusion: Pioglitazone can promote a

“white to brown” change in the subcutaneous adipose tissue instead of the visceral adipose.
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Figure 1 The oil red O stain of differentiated primary cultured cells(x100)
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Figure 2 mRNA level of AP2 and UCP-1 analyzed by real-time PCR in primary cultured subcutaneous or visceral adipocytes
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Figure 3  Differentiation of the primary cells under microscope(x100)
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