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The Expression of HIF —1« and Nrf2 in the Lung of
Pulmonary Arterial Hypertension Mice

CHEN Yunfang' WANG Sheng’ QIAN Ziliang™
(1. Peking University Shenzhen Graduate School Shenzhen Guangdong 518055 China;
2. The First Affiliated Hospital of Guangzhou Medical University Guangzhou Institute Of Respiratory Diseases
Guangzhou Guangdong 510120 China; 3. The Eight Affiliated Hospital Sun Yat-sen University Shenzhen Guangdong 518033 China)

Abstract: Use cigarette smoke to establish pulmonary hypertension( PAH) mice model C57B6J mice were randomly
divided into control group and model group each group of 10 control group don’t make any processing model group
deal with cigarette: 2 times a day every time 2 h 10 piece/h 6 days/week stick to 6 months to establish model;

Use the mouse right ventricular pressure tester ( BIOPAC Systems MP150) measure right ventricular pressure
( RVSP) of mice; Use pulmonary arteriole make collagen fiber staining( Van Gieson method) combined with the Im—
age Pro Plus software analysis Measure pulmonary small arteries middle wall thickness and pulmonary small artery
diameter calculate the thickness of pulmonary arterioles change; Use Western Blot method to detect Nrf2 and HIF-
lo protein expression in lung tissue. The results showed that: 1) Compared with control mice the right ventricular
systolic pressure was increased significantly the thickening of lung small artery wall and pulmonary stenosis were
occurred and the ratio of right ventricular /weight was significantly increased in model mice. 2) The expression of
HIFd« was significantly increased while the in the expression of Nrf2 was significantly reduced in model mice
compared with control mice. The results mean: HIF4« and Nrf2 had an abnormal expression in PAH mice.
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