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IMMUNOHISTOCHEMICAL DETECTION OF HCV
ANTIGEN AND STUDY ON METHODOLOGY

Zhang Lifa Peng Wenwei Yao Jilu Jiang Yuansen

(Department of Infectious Diseases,The 3rd Affiliated Hospital,
Sun Yat-Sen University of Medical Sciences; Guangzhou,510630)

Hepatitis C virus antigen (HCV Ag) was detected in frozen and paraffin-embedded liver
biopsy specimens from patients with acute and chronic hepatitis C using labelled streptavidin-
biotin (LSAB),improved PAP and direct immunoperoxidase staining methods with mono-
clonal antibodies to core and NS; regions of the HCV genome,as well as polyclonal antibodies
to NS; and envelope regions crude serum and its IgG fraction from a patient with HCV infec-
tion alone. The staining of HCV Ag was most satisfactory when using LSAB method with
monoclonal antibody to NS; region (positive rate 27. 7%,18/65). HCV Ag was most often
found in the cytoplasm of hepatocytes in a diffuse pattern or inclusion body-like ,and less of-
ten in the nuclei. HCV Ag positive hepatocytes were generally scattered theoughout the spec-
imen. the positive rat was higher in acute than chronic hepatitis cases. In the former positively
stained hepatocytes showed aggregations in areas where the liver damage was severe, and
HCV Ag was also found in the infiltrating lymphocytes. While in cases of chronic hepatitis C
the distribution of positively stained hepatocytes showed no relations to the liver damage.
These phenomena suggest that in cases of acute hepatitis C liver damage may be the result of
both direct effect of HCV as well as immune response, while in cases of chronic hepatitis C
immune response may be more important in causing liver damages. The diffuse distribution of
HCV Ag in cytoplam of hepatocytes was closely related to acute stage or active liver damage,
while HCV Ag expression in nuclei of hepatocytes was more often seen in quiscent stage of
the disease.
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