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% fr % X 4  Mechanism of Hepatocyte Apoptosis under Sustained Endogenous

Oxidative Stress
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TEPEBEARTE (reactive oxygen species; ROS) DA & {HEIXEE OMEITII/NF VAR ENTWE D, ROS O
FAERELIZZOWEEROREICL VMITEER ML AREBIZHED, BER MU XSHERaERE, Mlaaok, 748 b
— 27 CABMBRICES L TWAZ EBHLNIIRY D05 BN, FOBBII OV TUIRENRMTHD, YUHF
RETIL, MEATBRICBRER CHINE FT—BROINVEFF o~ 0NF X v F—EE, TNEThORRIAER TH
% 3-amino-1-2-4-triazole (ATZ) . mercaptosuccinic acid (MS) =& ¥ A% L7cks, FMRUFRIIRICIS1T 2 iBRR1LAR
BEMERL . EE 2BRELVEERRVX 7 LA Y — LB O DNABWAILEZHS 7R h— 208l &z &h
DILEBRELTND, LeLadnb, 7R b=V A0BBIZOVWTHMZREIL RS THRY, 22T, £7
ROS L MMFEDBEIC OV TR L., Z0%, AT K b—VRAOFEITRTFEHRE L,
 BER P VRETR VR EOBER, BEA b LVRICKT 5 RERMF. MRNELETRE (redox state) iZ

EEEHTTHRI Lz, ATZ+MS LB L Y MR ROS BiX. K% oM T CRABMMROK 2518 LT,
F7-, MAEN GSH EiX 6 RefE%, ¥ 3 7E SH X9 %Fﬁ?ﬁﬁ‘%ﬁ#%ﬁ{tﬁﬂl‘]ﬁﬁ’y L7z, 8% ATZ+MS TLE
L. 6REIRBICEMAZBRIC IV ERZBRE L L 25, FALEBICL VN L7 ROS BIERAEMIE L~ E TR
HL, TRV RGBSR o, ZOLE, GSH BLEAREIZLY | RLEBMELVECTEB L,
7=. GSH &R EAITdH % buthionine sulfoximine THILE L 7-HilRIZ ATZ+MS #HM Lz Z A, TH =
ADEITVREE o7z, T bDOFERIZ, ATZ+MS &&Eﬁ%iﬁﬁ‘%ﬂ%ﬂﬂﬂ?ﬂf r— 205, By 7e ROS B0z
FYUBIERZSNBZ &, TR bV RITH > THIFIA redox state BEMERA~Y 7 b3 ZLERLTNS,

Caspase iX7 R b — YV ZADOEFIBOTHLMREZEEZREZT 0T 7 —EHTHD, I T, ATFR =T XIT
BT 3 caspase DEAEEHRE Lz ATZ+MSLEIC LV FEI NS TR b — 21X caspase-3 EH DEVD-CHO,
VLA caspase BEEH] z2VAD-fmk LEIZ LV IFI ST, TH b—T ADETIBRRITB VT caspase-2, -3, -6,
7. -8, 9 DIEMALL R DN Rmd o7, £l caspase-3 DT kLT bRIMENRDP o7, MA T, caspase-3 D
SH Ei¥ ATZ+MS AEIZ & Y $E#ERIZIEAI L TRbh iz, #- T, A7 R b~ XX caspase EIKFHITH V|
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Z ? caspase SEARTEME TR 2B R b LA A8 caspase ZBYLRIBIZEH TV\AB = LICEET S L £ 2 b3,
AT A b= RZBWTITIEE ICHBR7 DNA 7 F —3N 828 &N 5, Caspase JEEFERIC@ < apoptotic DNase &
LT Endonuclease G (EndoG) #3845 STV 5, £ 2T, ARICHT 5 EndoG OEL##Et Liz. 7 v MT cDNA
5475 —%V 5y b+ EndoG ¢cDNA #FHic/ a—=2271_. EndoG #x ¥ 7 ER{ER L, M2
EndoG 13, 10 mM BELAREET L) BMLOBMER ML AKHTTE X, BEHKICX 7 LAY — 2 BAL0 DNA
W% 2R Lie, ATZHMS ABICL Y, I b3y KU 7 ORBAHEISEIC 45 > THA L, EndoG ® 3 b
Ay RY T~ DOBITHEE S, EndoG IZx3 % siRNA % M2 E A U7zFF, EndoG mRNA % U EndoG
5y BORBULL IHEI S, EndoG siRNAEAMIIE ATZ+MS THIET 5 L. control siRNA AR
LEERL T, DNA WAk BB ICIHH Sz, Zhb ORI, EndoG iTEk LW EREA F U ALK T Cilted 5
DNase ThHdZ &, EndoG BAT K h— X285 DNAKALDOETRF THD I L ERERL TS,
AT LD . HRIFARILE ATZ+MS TREBT 5 Z 212 X Y [k 72 418 ROS BB, MK ELLAE =
V. ZORR, TR —VAPFEINDZ L, ZOTKR =T RIZBWT, caspase X ZNEHFDOBRILOTZHIH
Y. I har FUTICRET S EndoG MEEAR b L AR L Y #~B1T L DNA oW L2 ETTHI LR
AoME otz

MXEEOHRODEE

FFE#E L. Mechanism of hepatocyte apoptosis under sustained endogenous oxidative stress & ¢ 51815
BRI UL, ZORRICBO T, BEMEE REME LT 5 BRSES HET 2 KM MIBICI 5 2 &I X Y Ml
PICPEEDBRE A kL2 A L, MIED T K h— 2% ABMICHEET S 2 LRI LTV S, $o, TORKE.
T DB TIAERT H b —3 2B B EEAMBPMEET & LT bR TV D 2 —F DREENR T L 5%
ShBZ L. Ribo>TDNALMEEERD Endo GAI h=av FYTHbEIHENS &L\ i RO EEL R L
Tz ‘ , ‘

EREICHERRIRR SN TS, TH 14, BEIL2ECANCH CTHEE. AFELT2V. FIRRR
DEEB L UERSEEIT o R, WERTABITET S & OHIIR T SN, BXAEL EROAHARELR
AL, ARUL. 1 (B%) ORMRTE LTHAEEDS D b0 L BDRE,
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