%= C-19
FrmREMDEMTRRBSE
Tk 23 £ 5 A 26 HHAE

HEEES - 14501

MEER - EFHE B)

FRZSHARS - 2009~2010

RREES - 21790446

MRBEL (FIX) CEFRYANRABRIZEDTHR— L RDHFHF ORHA

HIEiERER (FEX) Study on the mechanism of hepatitis Cvirus infection—induced apoptosis

MERKRE
7> ') (DENG LIN)
MEKRE - KEREFHRF - 7 0—/\L COEAEE
HREERS : 40437497

WFZER R DOBEE (FnsC) : A48 CTix. HCV clone J6/JFH1 # & Huh7.5 filg %= HvC, HCV
JEYRZ L BT AR b= R X X7 E TH D Bax iG1HEAL D5 %&%V&UHCV&//W
BENZ DOV THGE L7z, HCV %, ROS FEAEZ JUE L, INK EMEAL, Bax iEMEL 2/ L
TIRM—=VRAZFHESTLHZ LN LT, 72, core X VX BIZX BT R T*—“/X%*a:’%
D5 bR LT,

T FOME (F530) : In this study, by using the J6/JFH1 strain of HCV and Huh7.5 cells, I
demonstrated that HCV-induced ROS production triggers JNK activation, which leads to Bax activation
and apoptosis. I also found that HCV core plays a role in HCV-induced apoptosis.
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