RIFEEE KEE - 294 F 197 2006
Ewha Med J Vol. 29, No. 1, 2006

LY

ge 4 BB BAe) 2EASA 47
_]

o)sjolRrast Slstuie visteka, elahael s, el sy’
w WA - ARA

= Abstract =

The Hepatic Histologic Findings of Young Adult

Patients with Chronic Hepatitis B
- Association with the Duration of Infection -

Kwon Yoo * Tae Hun Kim - Woon Sup Han*

Departments of Internal Medicine and Pathology,* Ewha Medical Research Institute,
Ewha Womans University College of Medicine

Background/Aims : Chronic HBV infection is the main cause of chronic hepatitis, liver cirrhosis
and hepatocellular carcinoma in Korea. Hepatic fibrosis progresses as the duration of HBV infec-
tion prolongs therefore more advanced histologic findings are anticipated in patients with perinatally
acquired HBV infection than in patients of the same age who acquired HBV otherwise, We are
going to investigate the histologic findings of young adult patients with chronic hepatitis B with res-
pect to maternal HBsAg status, duration of HBV possession and serum HBeAg status and ALT levels.

Methods : A total of 96 HBsAg positive young adult male patients who visited our hospital for
liver biopsy were enrolled and their histologic findings were analysed according to the standard
criteria. The medical records of the patients were reviewed and supplementary information were
taken via telephone interviews.

Results : Hepatic inflammatory scores and fibrosis stages were increased as the serum ALT level
increased. Histologic findings showed no significant differences according to the duration of HBV in-
fection, serostatus of HBeAg, the number of HBsAg positive cells and maternal seram HBsAg status.

Conclusion : In young adult patients with chronic hepatitis B, the hepatic histologic findings were
worsen as the serum ALT level increased and associated with neither the HBeAg status of the pa-
tient nor the maternal HBsAg status.

KEY WORDS : Chronic hepatitis B - Hepatitis B virus - Histology.
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Table 1. Clinical characteristics of the patients

Parameters Number (%)

Serum ALT level (IU/L)

Group 1 <40 31/96(32.4%)

Group 2 40< <100 35/96(36.4%)

Group 3 =100 30/96(31.2%)
Disease duration (year)

Group 1 <1 26/94(27.7%)

Group 2 1< <5 39/94(41.5%)

Group 3 5< <10 20/94(21.2%)

Group 4 =10 /94( 9.6%)
HBeAg status

Positive 69/88(78.4%)

Negative 19/88(21.6%)
Maternal HBsAg status

Positive 29/62(46.8%)

Negative 33/62(53.2%)
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Fig. 1. Relatioship between serum ALT level and periportal
activity, lobular activity, fibrotic stage in liver bio-
psy. Serum ALT levels were significantly associated
with the histologic findings (1p<0.05).
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Fig. 2. Relatioship between liver tissue HBs Ag positivity In
Victoria blue stain and periportal activity, lobular
activity, fibrotic stage in liver biopsy. The number
of HBsAg positive cells were not associated with
the histologic findings (0>0.05).
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Fig. 3. Relatioship between serum HBe Ag and perioortal
activity, lobular activity, fibrotlc stage In liver blo-
psy. Hepatic histologic findings were not different
between the patients with HBeAg positive and
negative.
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Fig. 5. Relotloship between maternal serum HBsAg status
and periportal activity, lobular activity, fibrotlc
stage In patlent’s liver biopsy. Histologic findings
were not different according to the matemal se-
rostatus of HBsAg.
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Fig. 4. Relatioship between disecse duration and perl-
portal activity, lobular activity, filbrofic stage in liver
biopsy. Histologic findings were not associated
with the duration of the disease.
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