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P38 MAPK Pathway Mediated Expression of Monocyte Chemotactic Protein — 1 in Rats with Acute Pulmonary Embolism.

Cat Xueding,

Chen Chun ,Ding Cheng ,Xu Xiaomei, Huang Xiaoying ,Wang Liangxing. Department of Respiratory Medicine , The First Affiliated Hospital of

Wenzhou Medical College, Zhejiang 325003 , China

Abstract Objective To explore the expression of the MCP — 1 and the effect of the p38 MAPK after the acute pulmonary embolism

of rats. Methods Model of acute pulmonary embolism was replicated Thorugh inputing thrombus ( jugular vein catheter inserted to the

right pulmonary artery). The group was divided into 1h,4h,8h groups. Immunohistochemical method was used to detect MCP -1 and the

expression of p38 MAPK. Semiquantitative rt — PCR the mRNA of MCP - 1. Western blot was used to detect the expression of p38

MAPK. Results Immunohistochemical assay showed that MCP — 1, p38 MAPK had obvious expression in rat’s lung tissue. Also,the Rt

— PCR and Western Blot detection results showed that the MCP - 1 mRNA and p38 MAPK expression was significantly increased after a-

cute pulmonary embolism. And both of them had positively relationships. Conclusion

In acute pulmonary embolism in rat lung tissue,

the expression of MCP — 1 was significantly increased. The mechanism maybe through activating p38 MAPK pathway.

Key words Pulmonary embolism; p38MAPK; Monocyte chemotactic protein — 1
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