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Abstract

Mitogen-activated protein kinase (MAPK) cas-
cade is one of eukaryotic cell-mediated extracel-
lular signal responses to distinct environmental
stresses. P38 MAPK is an important member of
the MAPK family and plays an important role
in a variety of physiological and pathological
processes such as inflammation, cellular stress,
apoptosis, cell cycle and growth. This article re-
views the role of the P38 MAPK signaling path-
way in the pathogenesis of hepatic fibrosis in
terms of its structure composition, distribution
and subtypes, activation pathways and function.
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MAPK/E 5t 2% 5 5 3 ZARE 4 i SME 5
A7 8 A% 8 (extracellular signal-regulated pro-
tein kinases, ERK). P38Flc-Jun%a F& A vty i i
(amino-terminal kinase, NK)/W 4t £ A s
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W5, MAPKKK(MAP kinase kinase kinase)#
T IR AT, 4k T IR L IEM A PKK(MAP
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PN, 1 B A0 P REAA MAPKAS 5 4% i % 46
BA AT 1) Dhfe.

P38 MAPKIH # /EMAPKAE 5t i hile 5
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