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RE TR AR/ I TET AR LU (WA R IG AS B JEE B/ I A UAEL (WT) 5 2R B3 4 Ak A6 T K BRUT 30
Jik o735 WUNLEN 2 1 (SMA) F1 P38MAPK 2 [ (1 32 35 7K °F- 5 SR FH 30 5 3%- 3 45 g% )52 i ( RT-PCR)
oK BU ) ik PBSMAPK mRNA (335K, S5 R  IHZ5 R85 40 K U 3h ik i i vl AN [R) Ft BE
MR 5N 5E 2R 5 A5 A LA, PA8 MAPK 1 il 751 T 191 45 21 K Bl 20y ok A B 1 2B i 55 o S4 4 \S12 4K
BBk WA WT a-SMA (P38MAPK & [ % mRNA [R5 K -2 F C 4, H 812 4 L ikFRhry
BT S4 41 (P <0.05) ;SB4 KBRSk WA WT . a-SMA _P38MAPK % |9 & mRNA [ # kK 8
T S4 41,SBI2 2 FiRFEAR MK T SI2 4 (P <0.05) , £5it M%7 88 T b 98 K B i 78
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Effect of P38 mitogen-activated protein kinase on pulmonary vascular remodeling in rats exposed
to smoke Ma Haili , Peng Hongxing ,Zeng Yulan, Jiang Yating ,Zhou Yuequan. Department of Respiratory
Medicine , Liyuan Hospital ,Huazhong University of Science and Technology , Wuhan 430077 ,China

[ Abstract] Objective To explore the effect of P38 mitogen-activated protein kinase( P38MAPK)
on pulmonary vascular remodeling in rats exposed to smoke. Methods Fifty SD male rats were randomly
divided into control group(C group) ,4-week smoke exposure group(S4 group) ,12-week smoke exposure
group( S12 group ) , 4-week SB203580 treatment group ( SB4 group) and 12-week SB203580 treatment
group ( SB12 group) ,with 10 rats in each group. Morphological changes of pulmonary artery were assessed
by hematoxylin-eosin staining,and the ratio of pulmonary artery wall area/total vessel area( WA) and the
ratio of vessel wall thickness/vascular outer diameter (WT) were measured and calculated. Expression
level of a-smooth muscle actin( SMA) and P38MAPK protein of pulmonary artery in rats were detected by
immunohistochemical staining. Expression level of P38MAPK mRNA of pulmonary artery in rats was
detected by reverse transcription-polymerase chain reaction( RT-PCR) . Results Pulmonary artery wall of
rats in smoke exposure groups showed different degree of hyperplasia. Compared with somke exposure
group , P38MAPK inhibitor intervention weakened hyperplasia of pulmonary artery wall of rats. WA, WT,
a-SMA | P38MAPK protein and mRNA in S4 group and S12 group were higher than those in C group,
above in S12 group were higher than those in $4 group(P <0.05) ; WA, WT, a-SMA,P38MAPK protein
and mRNA in SB4 group were lower than those in S4 group,indexes in SB12 group were lower than those
in S12 group (P <0. 05). Conclusion Smoke exposure can up-regulate the expression of P38MAPK in
pulmonary vascular and induce pulmonary vascular remodeling. SB203580 can significantly inhibite the
expression of P38MAPK in pulmonary vascular and pulmonary artery remodeling. P38SMAPK signaling
pathway may participate in pulmonary vascular remodeling induced by smoke exposure.

[ Key words] Smoking exposure; P38 mitogen-activated protein kinase; Pulmonary vascular

remodeling
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