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Abstract

AIM: To explore the expression of TNF-a antigen and NF-
KBmRNA in liver tissues of hepatitis patients and its effect
on hepatocyte apoptosis.

METHODS: Sixty-five paraffin setions from patients with
viral hepatitis were studied, while ten cases of normal liver
tissues were selected as control. Immunohistochemistry
was employed to determined the expression of TNF-a
antigen. NF-kBmRNA was measured by in situ hybridization.
Apoptosis was detected by terminal deoxynucleotidy1 trans-
ferase mediated dUTP nick end labeling (TUNEL).

RESULTS: The expression of TNF-a antigen and NF-
KBmRNA in patients with viral hepatitis were 76.9% and
70.3% respectively, which were significantly increased as com-
pared with those (20.0% and 10.0%) in control (P<0.01). The
expression of TNF-a antigen, NF-kBmRNA were signifi-
cantly correlated with the apoptosis of hepatocytes (rs =

0.267 and r; = 0.362, P<0.05). There was also a signifi-
cant relationship between TNF-a antigen and NF-kBmRNA
expression in liver tissue of hepatitis (rs = 0.385, P<0.05).
With the development of viral hepatitis, the expression of
NF-kBmRNA was markedly increased (P<0.05).

CONCLUSION: TNF-a antigen and NF-kBmRNA are posi-
tively related to the occurrence, development of viral hepa-
titis as well as hepatocyte apoptosis.
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