HGF prevents H202-induced cell death via Erk-dependent
pathway in MDCK cells
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4l 8: MDCKHM ¥ H202E o] &3t 43} 2EH A28 F2Azon, AEuekde S42 A=xd
HGFE %d93ld oA &35 #2399t HAE AHAE resin-emdedded toluidine blue staing ©]
£33t Festzlon #AAstn, PI 44 % flow cytometry®2 A #Fdgd. nEFZcop wHgre
5,5',6,6'-tetrachloro-1,1’,3,3' -tetraethylbenzimidazol carbocyanine iodide (JC-1)& ©|&8&}d flow
cytometry 2, cytochrome C #elv ¥9gdwyor FFsdeh NsHLGEAES] EA4ste A
3te g Ao 3 immunoblote 2 ¥4t o).

2 I} H202 (0.25mM-5mM)el 98 % EHez AX AdArE F7HE A0 ImM H202 A=
24X A3 & A¥E AEAE 10ng/ml HGF 224 46% A H At (H202 HE T 19.5%, H202%
HGF A#T 105%). H2022 Fx3t X zdAbe) Surss wEE=gol At F7te} cyto-
chorome C #l& HGF A& {4 A=At HGF &4 H202¢ &3] A=A phos
pho-Erk7} #9)3tAl 715 92w, phospho-p382 ®3t7}F §lalth H2029 9§ ME AFEALE oA
3 HGF9 &A3& ERK inhibitorgl PD198306°0 2l& 44 =%t

& B: HGFE MDCK A XA H202¢ 93] f==+v AXE AFALE A8, o= Erk 843
ARE vy dojvte Aoz FEHHo.
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