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Role of voltage-gated K* channel Kv2. 1 in development and regression of hypoxic

pulmonary artery hypertension in rats
XU Xian-hua, PENG Hua-sheng, HU Meng, XIAO Xin-rong, WANG Wan-hua, HE Xiao-ying ( Department of Geratology,
General Hospital of Chengdu Military, Chengdu 610083, China)

Abstract; Objective To investigate the effect of the expression of voltage-gated K* channel Kv2. 1 in the
development and regression of pulmonary arterial hypertension (PAH) in hypobaria and hypoxia rats. Methods
Totally 32 adult male Sprague-Dawley rats (200 to 250 g) were randomly and equally divided into 4 groups,
normal group (N group) , chronic hypoxia group ( CH group), Dichloroacetate (DCA, 70 mg - kg™' - d™',
introgastrically ) treated group ( CH + DCA group), and chronic hypoxia return to normal conditions for 7 d
group (CHR, group). For the rats of the CH, CH + DCA and CHR, groups, 5 000 meter high altitude circum-
stance was simulated by exposure rats in a hypobaric and hypoxia chamber for 21 d. Rats in N group were fed in
normal air pressure and PO, conditions. The animals of N, CH and CH + DCA groups were sacrificed for mPAP
measurement and tissue harvest at day 21. The mPAP measurement and tissue harvest of CHR, group were per-
formed after the rats returned to normal conditions for 7 d. Real time PCR, immunohistochemical staining and
Western blot analysis were carried out to detect the Kv2. 1 expression in pulmonary arterial smooth muscle cells
(PASMCs). Results Compared with the rats in N group, the mRNA and protein expressions of Kv2. 1 in the
PASMCs in CH rats were deceased but mPAP were increased significantly, and the pulmonary artery wall were
thickened significantly. However, compared with the CH rats, the Kv2.1 mRNA and protein expressions of the
CH + DCA group and CHR; group were restored and mPAP were decreased, and the pulmonary artery wall
thicken was slightly. Conclusion The expression of Kv2. 1 is negatively correlated with the chronic hypoxia
hypertension, suggesting that Kv2. 1 may play an important role in the development and regression of PAH.
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RV/LV +S B 1E % %t B2 B 5. T4 (P <0.01) , i CH + DCA 1
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Kv3.1 Kv9.3 W AUAR & A SR v i i, 2k sl 18 vk
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ZH AL RN AR 11 R K S s i A K BB 3l kT L Kv2. 1
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BRG], v HE DCA X Kv 58 3 i HAth 7 AL
SEAYRIZ, Ot A 5ot Wi 4 I 78 A A P 2 36 -1 (ET-
1) I IR T

Zi BT 1 PEAR R AR S T 3] Kv2. 1 9k A
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M BRI Sk . Kv2. 1 5D 3k iy 22 10 mT fig
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