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Fig. 1. Generalized nuclear HBc
& Ap expression in a 28-year-old
asymptomatic HEBeAg-positive
HBsAg carrier with nonspecific
{ rcactive hepatitis. PAP stain for
HBc Ag (x400).
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Fig. 2. Predominantly cytopla-
smic HBcAg expression mixed
with some nuclear HBcAg-positive
cells in a 33ear-old HBeAg-
positive HBsAg carrier with chro-
pic  active hepatitis, PAP stain
for HBCcAg (x400).

Table 1. Histological diagnosis and correlation between serum HBe Agfanti-HBe status in relation of liver HBc Ag

Diagnosis

HBcAg in liver

Total Mo of cases

Mo, of subjects .

Anti-HBe

positive
Chronic active hepatitis

negative

postiive
Crhonic persistent hepatitis

néegative

postiive
Chronic lobular hepatitis

negative

postiive
Monspecific reactive hepatitis

negative

Total

26

HBe Ag HBeAg/anti-HBe
in serum (+) inserum (+)  inserum (=)
21 3 2
5
2
2
4
1
27
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Biologic Significance of Hepatocyte Hepatitis
B Core Antigen Expression in Chronie
Hepatitis B Virus Infection

Hye Kung Lee, M.I).
Department of Pathology, Preshwtevian Medical Center

Sang Ho Kim, M.D.

Department of Pathology, College of Medicine
Jeombuk National University, Jeonju

To elucidate the biologic significause of hepatocyte B
core antigen (HBcAg) expression and its relation to the
natural course of hepatitis B virus (HBV) infection, we
tried to correlate the patterns of HBeAg with the HBV
replication state and with disease activity in 40 needle
biopsies performed on hepatitis B surface antigen
(HBsAg) carriers aged from 15 to 46 vears.

In 32 of 40 cases, HBcAg was present in the he-
patocyte nucleus (nHBEeAg), in the cytoplams (cHBcAg)
or in both (mixed). Pure nHBcAg was seen only in
minimal hepatitis, but a diffuse pattern of expression of
cytoplasmic HBcAg and mixed cytoplasmic and nuclear
expression of HBcAg were seen in active heaptitis.
There was also a good correlation between liver HBeAg
and serum HBeAg Cases in which HBcAg exprssion
were observed were positive for serum HBeAg (81%)
and the cases negative for HBeAg were all positive for
serum anti-HEBe.

Key Wnrlﬁ: Hepatocyte HBeAg, nHBcAg,
cHBcAg, serum HBeAg/anti.-HBe
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