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Decreased Kvl.5 Channel of Pulmonary Artery Smooth Muscle Cell by the p38MAPK Signaling Pathway in Hypoxia. Wang Yuanyuan,
Zheng Mengxiao, Huang Linjing ,et al. Tongde Hospital of Zhejiang Province, Zhejiang 310012 ,China

Abstract Objective To explore the effect of p38MAPK signaling pathway on Kvl.5 channel in the process of hypoxia. Methods
The SPF male Sprague — Dawley rats were used. The third or fourth division of pulmonary artery was separated in order to obtain single
PASMC. The inhibitor and activator of p38MAPK signaling pathway SB203580 and anisomycin were involved in hypoxia. Cultured for 3 —

6 generations, the PASMCs were randomly divided into five groups: normal group (N) ,hypoxia group (H) ,DMSO control group (HD) ,
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SB203580 group ( HS) ,anisomycin group( HA). Then, group N was continued to be cultured in 5% CO, incubator, other groups were to be
cultured in hypoxic incubator (5% CO,, 2% O, ,P0, :25 -35mmHg). All cells were cultured for 60 hours. RT — PCR was used to detect

the expression of PASMCs Kvl.5mRNA. Western Blot was used to detect the expression of PASMCs Kvl.5 protein. Results Compared

with N group, the expression of Kvl. 5SmRNA and protein in H group, HD group and HA group were significantly reduced (P <0.05).

Compared with H group and HD group, the expression Kvl.5 mRNA and protein in HS group were increased sharply, and the difference

was significant (P <0.01), no significant difference between H group and HD group( P >0.05). Compared with the HS group, Kvl.5

mRNA and protein in HA group were significantly lower (P <0.01). Conclusion Hypoxia down — regulates the mRNA and protein ex-

pression of Kvl.5 channels by activating p38 MAPK signaling pathway, which may be the pathogenesis of HPH.

Key words Hypoxia;Potassium ion channel; p38 MAPK signaling pathway ; Pulmonary hypertension
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