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The apoptosis effect of leptin on rat’s airway smooth muscle cells
Ni Wenjing s Zhu Shuyang® ,Liu Wenjing sWu Xia yChen Yun feng s Zhao Ling
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Abstract; Objective To study the apoptosis effect of leptin on rat’s airway smooth cellsCASMCs). Methods Rat ASMCs were
derived from rat airway tissue and then cultured in vitro. ASMCs were stimulated with the different concentrations of leptin(0,20,
40,60,80,100 pg/mlL),100 pg/mL of leptin and BY-0961Rleptin receptor(L) for 48 h. After that, the rates of cell apoptosis were
detected by flow cytometry,respectively. The protein expression of caspase-3 and Bel-xl were measured by Western blot respective-
ly. Results There was the expression of leptin receptor on ASMCs; There was negative correlation between cell apoptosis and dif-
ferent concentrations of leptin; Leptin could inhibit the apoptosis of ASMCs at 48 h with different concentrations and inhibit the ex-
press of caspase-3,and increase the express of Bel-xl. These anti-apoptosis effects of leptin had positive correlation with the concen-
trations of it. Conclusion There were leptin receptors on the rats ASMCs. Leptin can inhibit the apoptosis of ASMCs in vitro
through the combination with leptin receptors.
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