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ABSTRACT

Obstructive jaundice can trigger an apoptosis program in hepatic cells and many factors are involved in the process of

the occurrence of hepatic cell apoptosis during obstructive jaundice, and research into the mechanism may have great

importance in prevention and treatment of the liver injury in obstructive jaundice. In this paper, the authors address the

mechanism responsible for the occurrence of hepatic cell apoptosis during obstructive jaundice.
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FERH P & A s, BRI HE S Z B, LR AE
JHE P IE 3 R T 3k B A, T AR SR R R eT )
B LKL RE B . FE T A7 UATE B LA K P BT )5 B
3 RPN T A A s i
Bl RN Z — o RAMNMIFZE B s IR R RE 48 5 |
WFARRIR T, A 2FE W & B RE S H 2 R i A
fig £h ( glychochenodeoxycholate, GCDC ) e
T RN R A TR B JE R, B 55 T 4 rP A O T 40
E 5] 7 Bt 25 38

AR5 & 20 B 8 oML A . (1) FE T 32 4K0E
o HRITWFIE K MIET- M LM Z KA 6 F, B
Sk P 96 SR BE TR 7 B3 e 20 A K TR R 32 R B R R R
6 JH I JH £6 38 5 B8 T 52 R 3 AR 175 I At T O T Y
I AR, — T 1A A bR VR AT R A OGO T
FHCMR 1 (TRAIL-R1) F 88 3K 58 B 40 SC 98 1
%S E K 2 (TRAIL-R2) . MRIRAEIN FZ 1k 1
DL Fas 0] KEg ik o5 —J7 1 AT 4 M I AE A T
ZARAE S, EER 3 I 40 i 2 T AT T A2 AR T B st
T2 M AR 17, R R 40 A A T O R X s AT
TZAR R AR, it Fas BCARSEMHAIL ) 18 7K
e B 1 A4 1 8 25 40 (taurocholic chenodeoxycholic
acid, TCDCA ) {# Al i T Fas 75 20 il 5 i) 2 4,
Fas 8 8l 1) 1F H 20 Jf 52 by s JR S6 44 . 388 . PKC
DL K INK 38 b /N e s SE Y . e — R 5
AR, AR AR AL S S PR T (R T ik R
(i) BT 400 6L X Fas 375 5 100 40 G 08 T 1) AORR I L &
BE 20 AL 2R T Fas & A3 MG N, 5346, 7E Fas
TR N, HEEMWETRAEE, ")
TRAIL-R2/DR5 ik 9 34 I 58 R Ak, X 427
JIFL Y 7R 240 BE 5 M A 38 W] 3d F TRATIL-R2/DRS 4E
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SRR TE B AT A G, EaFsE PR
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AR IR AR . SRR A S 0 20 M08 12 3R 48 U S 2ok
RES 7T R, IEE B A, MR CR
L, W61k caspase-9, TE dATP fF7EHY, 51E T if
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] (4 9 5T 3 (ERS) 45 7N BT (ER ) 11
DIRemt, stss AT, LR A2 4 0 4
JEL o ER BT O R IS R B PR T 3 Rk AR . CHOP/
GADD153 K& A B 3006 5 5% 5 INK A9 005 1 8% DL &
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RS A K LA AL K A BRI I, T 40 N fE
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(3) — SBAH 5C 1 2% 5% S DN 1 B0, g o T A 56
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W B R RS, RS P R R,
20 P 4 B N R A R T AR AR, R 5]
E— R B AL . BRI DI SIS, DNA
fi, fea ZAAMAET: . Tennel 45 P % BLAN
JATo Y, BB I DL S RO AR 5 R A6 [ G A
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Wi F (PAF) | IL-1. IL-6. CSF 254458 A
R o o 2 PS8 1/ I NS S5 1 RN U B e
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