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Impact of FTY720 on the Expression of P38MAPK and NF — kB P65 and Apoptosis of Rat Hypoxic Pulmonary Artery Smooth Muscle cells.
Ye Yuzhu, Bao Caiying, Wen Xinyi, et al. The First Clinical Medical College of Wenzhou Medical University, Zhejiang 325000, China
Abstract Objective To investigate the impact of FTY720 on the apoptosis and the expression of P38MAPK and NF - kB P65 of
rat hypoxic pulmonary artery smooth muscle cells (PASMCs). Methods Pulmonary artery smooth muscle cells were isolated from adult
male SD rats and primarily cultured. The subcultured cells were harvested and divided into control group, hypoxia group, hypoxia group
treated with FTY720 (5000ng/ml) and SB203580 (5wmol/L) and hypoxia group treated with FTY720 (2500ng/ml,5000ng/ml). The
protein expression of P3SMAPK |, p - P38MAPK ,NF — kB P65,p - NF - kB were detected by Western blot. TUNEL was applied to de-
tect the apoptosis of PASMCs. Results The apoptosis rate of PASMCs was markedly reduced in H group compared with N group (P <
0.05). The expression of p — P38MAPK and p - NF — kB P65 were significantly increased and had no difference in the total P38MAPK
and NF — kB P65 in H group. Compared with H group, the apoptosis rate of all treated groups was up regulated. The expression of p —
P38MAPK and p - NF — kB P65 were significantly decreased (P <0.05,P <0.01)in the manner of dose — dependent and had no differ-
ence in the total P38MAPK and NF - kB P65(P >0.05). Conclusion FTY720 inhibits inflammatory response and proliferation of hy-
poxic PASMCs by down regulation of the expression of p — P3SMAPK and p - NF — kB and promotes apoptosis.
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