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Bl &: 71802 CAPDE A3 w1 & AN 24 £ e dYF F sk 5 A3
{peritoneal fibrosis)$1dl, Wel33 EAQ H¥9) 7)H(extracellular matrix)e] e Welld A%
A7E o} nlug Aoty Iy AWFY AfAME A njFe} MES 7]A9 FHo| £A
A Ahoz 7]Ee] AFE o3td n¥Yol 2 growth factor-induced MEHFE, AX 9 729
A Z7h AE 9 712 o BE 549 A #x ol BAdE Aoz d#A Utk ofHF T
2 et Wyl n¥EF ALy xEHE But T AXA dojd & ke 7MY El
A7t AP on, HIoe nEEYo| But 33 MEAA protein kinase C(PKC)E BAZAZ
o], o] A3} TGF- A ¢ fibronectin®] Aol F7HEAtHe Bx27b YAtk PKCE receptor-legend 23
ZHgo] o3 M2)stA AFE mitogen-activated protein kinases(MAPKs) 3 #& Z2E ¥8 A<
o, FEHogE NEZH, B3 AY 53 e @A BAsle FAxY HAE 2HEE o=
g gtk MAPKZ FdlA p38 MAPKY proinflammatory cytokines, A4, 24 9 oxidant
=6 os A3lslolA=d], 25T oxidative stressE TEEZ 3 |2 F e BAZ 1
Exgo] FAEQ Hul BAdd 4oz xZHE 29t 33 AXME p38 MAPK pathway’t
#4318 F AL Aoz AZRHoAY, o}H7x] FUYHoer Hut Fu AEE Yoz nIXEF]
p38 MAPK pathwayel PlAE 93¢ g AT AT HHort

Ut ¥ Ale] But 33 sPAEE 24AT T TXEH40 mM)LR AFF F (1) p38 MAFPK,
(2) p38 MAPKS] 4% <A<l MKK3/6, (3) p38 MAPKS 3H4<1AQl c-AMP responsive element
binding protein(CREB), 12131 (4) CREBY #4i3}o] 93] 9 ©g Rog A7 oJA & fibronec-
tin®] ¥3E RT-PCR# Western blot& o]-§3la] Zolrgirh

2 3 axsgezr A3F Age Hut Fu ugM ¥l p38 MAPK pathway’b #4350
Total p38 MAPK ©#l2 W37} gigiev, ¥43te phospho-p38 MAPK ©¥2 n¥EFT(HG)NA
YZF(LG) )} mannitol AHEZM) vId A F7HE AcHZZ 72%, 68%, p<0.05). p38 MAPK
9] ARolzlel MKK39% MKK6 mRNA @2 HGTolAM LGl wal 4z 75%9 93%(p<0.05), &
A8 phospho-MKK3/6+= 118% Z7}=%1th(p<0.05). CREB mRNA % phospho-CREB ¥4] HGZl
A YA F71E1Q0.om(p<0.05), fibronectin mRNA BAE LGEol HI# HGZEAA 77% F7H A
(p<0.05).
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