1362 FTHREF 201354 A% 412 %% 12 8

- ERYTF I -
RNEZREREMBBG/NRMALRF P38 MAPK HIFRIE

ARAAELE BT EAER

(1. FTREHKFEWES —ERLZ2EHF 40001052 TRETAETAEFKE TS 400036)

W E:BM KiITAEFFREEMRG(ALDE 4 F P38 £ 2 RiE & & # i (P38 MAPK) 8 R ik, J7ik MR ESHMK
%45 (LPS)20 mg/kg # 2 ALTEA , SHEF A & o A 54 R EAFA NS ARBEFAL, RALRARNLF
%A= Western blot 3 KA s R 28 2% F BBt 1k P38 MAPK #h & ik, &R  LHahmiamrbi , ALL A & w48 & > R4 % F BE iR
fe P38 MAPK fatt R A R A 2 h R BB . 220 A TRHEG KWL . LEME hT N EmE. it A&Fk
ALl A ¥ B3 7T P38 MAPK 2 54 $i@ %,

KB MM M5 545 P38 L RENK G B

doi:10. 3969/j. issn. 1671-8348. 2013. 12. 017 X HEEFRIRES : A NEHS:1671-8348(2013)12-1362-03

Expression of P38 MAPK in lung tissue of mice with endotoxin-induced acute lung injury
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Abstract; Objective To investigate the expression of P38 MAPK in endotoxin-induced acute lung injury(ALID). Methods The
ALI model was set up by intraperitoneal injection of 20 mg/kg lipopolysaccharide(LLPS). Blood samples were collected for blood gas
analysis,lung samples were for histomorphology changes. The expressions of phosphated p38 MAPK in lung tissues were detected
by immunohistochemistry and Western blot. Results The positive expressions of phosphated P38 MAPK distribute mainly in infil-

trative inflammatory cells, epithelial cells and endothelial cells. And the levels of expression of phosphated P38 MAPK in ALI group

were higher obviously than those in control group, peeking at two hour. Conclusion
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P38 MAPK signal transduction pathway was
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