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Fig I Eaxpression of HDAg in liver tissue of patienis with moderale chronic hepatitis D (5-P < 200)
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Fig 2 Expression of Fas in liver tissue of patients with moderate chronic hepatitis D (S-P X 400)
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The role of Fas and FasL in pﬁthogenetic mechanisms of severe

hepatitis D

Gu Xiaohong, Li Qifen, Zhang Yundong (Center of Infections Disease, Southwest -Hospital, Third Military Medical Uni-

versity , Chongqing,400038)

Abstract Objective: To study the pathogenetic role and expression of Fas antigen (Fas) and Fas ligand
(FasL) in severe cases of hepatitis D. Methods: Immunohistochemistry. double staining and serial section
techniques were employed to study the expression of Fas, FasL and hepatitis D virus antigen (HDAg) in liver
biopsy specimens of 48 cases of hepatitis D. Results: Fas was mainly expressed in the cytoplasm of hepato-
cytes, HDAg in the nucleus of hepa‘tocytes and FasL in the cytoplasm of infiltrating lymphocytes and the nu-
cleus of hepatocytes. Most of the positive hepatocytes were distributed in the spaces between infiltrating lym-
phocytes especially along the advancing edge of “piecemeal necrosis”. The distribution and expression of Fas
and HDAg were quite closely correlated in hepatitis D. The expression intensity of Fas, FasL. and HDAg in
hepatocytes was quite different in various types of hepatitis (P <C0. 01). The detection rate and Kiyoshi's
score of Fas and Fasl. were higher in HDV infection than in HBV infection. Conclusion: In HDV infection,
the distribution and expression of Fas, FasL and HDAg are significantly correlated to the inflammation inten-
sity and the severity of liver damage. HDV infection induces the expression of Fas in the hepatocytes and

apoptosis caused by cytotoxic T cells through Fas-FasL interaction may play an important role in hepatocyte

damage in HDV infection.

Key words hepatitis D; hepatitis D virus antigen; Fas; Fas ligand;(immunohistochemistry

T dagedig 3 g g 3o ity gt Tt Bl g Dyse i* g s B g 3o 8 g S 31 Kgpe Mg g 31 ggte Saps Fupe o ape Mape 3lgpe 1t ype 2 yge s'ﬁ-_.w",, 57 g S ae Tigpe g dgpn Pyge Vgge Vg K pe 8o g g X D e Sy Tape dage Sy 3y 1

(kE# 737 )

AR (N R, 2555 E B0 2 0 K8+ 3 Bk % 2 &
HEBE. RE4+RABEERNB.

Wl 2. 58,258 FHBEATXERE Lh, ReH#HE
W&, ME 10.5/6 kPa, iIF X E AN EELATHHGEX M.
SEPH M N R R FARE KT MAF LM T A, Rpk
FEWT BB B BT O, FRSI KRG L. RPFRKAB LETE
FHRA—KLSem WABRO . FAHNBKBHR. IS
Bk 52 & UG 3 Bk O (BU3h Bk I A (8] 4 5 min)  RJF 85 1
B.5d ERBRRESE. 7dEEMME. R 8E,

2 itig

FHBRRGH WA BRE B EHHRB ML
DEmsRdm, BFRnEAEER, NUHREE RN EH
EMEAERHNEL, BEFERBEROTRT., WHKEY
B (AR A IR0 b I R R O 0 5 B W A0 R BT, R A 2R I A
BOFREESTFARERE. b THIME 1L, B H A R 1R
E SRR GUIE BR R Y A A B R R B B R s 5 B R B

HE AEFHREERASEUF. FAEANNERFNIOR
B, EFEILEH MR CREet B m kS A TS B nY
Htst., BRTESH  MALMBAA KRG HHIET- R X
BU WERAIFRERERESOUULD, HRTEYE R
TR ARBEHAEHL, AXE—-FRERTASI KR
BRIEMK.XEYE A TEHLLE, BERT EKAFK
H.BARBREL AUHENFTAHKELOKE.

X8R WEW|ME:nTH

hEESES R826.61

2% Wk

1 B % & ARUGHEITE LT AREEH K,
1996. 207~ 208
2 BEMSA KEB. AR BR-BEEARAFRHER. BHEE. O
B I % 43,1998, 25(3) ;148 '
O 75 : 1999-01-30; 4% [ ; 1999-07-15)
(i EZHE)

N akiRiIRE B



