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Viral Serologic Markers in Patients with Acute and Chronic Liver Diseases

Il Hwan Moon, M.D., Gap Ho Lee, M.D. and Lee Gap Park, M.D.
Department of Internal Medicine, College of Medicine, Ewha Womans University

Vial serologic markers for hepatitis B virus infection are known as HBsAg,
anti—HBs, anti—HBc, HBeAg and anti—HBe, and also recently IgM class antibo-
dies are measurable for both hepatitis A and B. Five serologic markers for hepa-
titis B virus infection were measured routinely in patients with acute and chronic
liver diseases and IgM class antibodies were evaluated in patients with acute
viral hepatitis.

The results were as follows:

1) Men are more frequently affected than women in chronic liver diseases and
as the disease progressed to chronic diseases, the mean ages of patients increased.

2) Positivities of HBsAg were 79.7 % in acute viral hepatitis, 88.99 in chronic
hepatitis, 47.29 in cirrhosis and 72.0% in primary liver cancer respectively.

3) In forty cases of acute viral hepatitis, IgM anti—HBc was positive in two
HBsAg negative cases and negative in three HBsAg positive cases.

4) Anti—HBc was positive in majority of various liver diseases and appeared
usually with HBsAg or anti—HBs, but singly positive in minority of patients.

5) Positivities of HBeAg in HBsAg positive liver diseases were 68.1% in acute
viral hepatitis, 75.0 % in chronic hepatitis, 41.2% in cirrhosis and 61.1 % in primary
liver cancer respectively.
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Table 1. Age and sex distribution in liver diseases

AVH CH LC PLC
Age
M F M M F M F
n (%) n (%) n (%) n (%) n (%) n (%) n (%) n (%)
<20 8(24) 4(15) 1( 5) 0 0 0 0 0
21 - 30 18( 55 ) 16(61 ) 7(36) 2(25)  2(8) 0 0 0
3 -40 5(15) 5(19) 7(36) 4(50)  6(23) 0 2( 9) 1(25)
41 - 50 2( 6) 0 3(16) 2(25)  5(19) 4(40) 4(19) 0
51 - 60 0 1( 3) 1( 5) 0 11(42) 3(30) 8(38) 3(75)
{61 0 0 0 0 2(8) 3(30) 7(33) 0
Total 33 26 19 8 26 10 21 4

AVH : Acute viral hepatitis
CH : Chronic hepatitis
LC : Cirrhosis of the liver

PLC : Primary liver cancer
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Table 2. Positivity of HBsAg in liver diseases

Total Positive Negative

n n (%) n{%)
AVH 59 47( 79.7) 12 ( 20.3)
CH 27 24(889 ) 3(111)
LC 3% 17(47.2)  19(528)
PLC 25 18(72.0) 7 (28.0)

Table 3. Viral serologic markers in AVH

HBsAg IgM Anti-HBc IgM Anti-HAV  n®%)

-+

-+
-+

t

1

30(75.0)
2( 5.0)
3( 7.5)
1( 2.5)
4(10.0)

40(100 )
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Table 4. Distribution pattern of HBsAg, Anti~ HBs and Anti - HBc in liver diseases

HBsAg Anti~ HBs Anti- HBc AVH CH LC PLC
©) n (%) n (%) n (%)
+ - + 44(746)  21(77.8) 16 (444 ) 18(72.0)
+ + + 3( 51) 3(11.1) 1(28) 0
_ - ¥ 0 1( 3.7) 3(83) 3(12.0)
- + + 5 ( 85) 1{ 3.7) 15(41.7 ) 3(12.0)
- - - 7(11.9) 1{ 3.7} 1( 28 ) 1( 40)
59( 100 ) 27(100 ) 36 (100 ) 25(100 )
Table 5. Distribution pattern of HBeAg and Anti~ HBe in HBsAg positive liver diseases
HBeAg Anti - HBe AVH CH LC PLC
n (%) n (%) n %) n (%)
+ - 32( 68.1) 18(75.0) 7(412) 11 (61.1)
- + 11(234) 5(20.8) 10 (58.8 ) 6(33.3)
- - 4( 85) 1( 4.2) 0 1(56)
47(100 ) 24(100 ) 17 {100 ) 18 (100 )
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Table 6. Distribution pattern of HB viral markers in liver diseases

HBsAg Anti-HBs Anti-HBc HBeAg Anti-HBe  AVH CH LC PLC
n %) n %) n (%) n %)
+ - + + - 30(50.8) 16(59.3) 6(16.7)  11(423)
+ - + - + 10(169) 5(185) 10(278) 6(23.1)
+ - + - - 4 (68) 0 0 1( 38)
+ + + + - 2 (34) 2(74) 1(28) 0
+ + - + 1(17) o 0 0
+ + - - 0 1{33.7) © 0
- - + - - 0 1(37) 3(83) 3(115)
- + - + 5 ( 85) 1{ 3.7y 6{167) 1{ 3.8)
- + - - 0 0 9 (25.0 ) 2( 7.7)

7 (119)  1( 37)  1(28) 1( 38)
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