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Expression of MT,-MMP ,MMP, and TIMP, in normal and fibrotic liver

in rats

Zheng Zhong, Ma Hongming (Department of Hepatobiliary Surgery, Southwest Hospital, Third Military Medical University,

Chongqing,400038)

Abstract

Objective: To observe the pattern of expression of MT,-MMP, MMP, and TIMP, in normal

and fibrotic liver in rats. Methods: Fibrosis was induced in the liver of rats with the injection of 60% CCl,
and 5% alcohol. The expression of MT,-MMP, MMP; and TIMP, in the liver was observed with in situ hy-

bridization and immunohistochemistry. Results: In the fibrotis liver, the expressions occurred predominantly

in the myofibroblasts and fibroblasts of the areas of portal tracts and fibrotic septa and in low degrees in the

vascular endothelium. Nevertheless, in the normal liver, the expression took place mainly in the vascular en-

dothelium in low degrees. Conclusion: In liver fibrosis, fibroblasts and myofibroblasts are the main sites for
the expression of MT,-MMP, MMP, and TIMP, to occur.
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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.
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