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= Abstract =

Four hundred & twenty five samples from hepatocellular disease

patients & two hundred & twenty three samples from nonhepa-

tocellular disease patients were tested for serum anti-HCV by en-

zyme immunoassay. Results are as follows

1.

There were 12% anti-HCV positive patients among patients
with hepatocellular disease and 4.5% among patients with

non-hepatocellular disease resuling in 94% in overall

average.

. Among HBsAg negative patients, 14.8% of them had positive

anti-HCV and anti-HBc, and 5.9% had positive anti-HCV but
negative anti-HBc ( p<<0.05 ).

. Among HBsAg negative patients, when anti-HBc was positive

and AST or ALT was increased, 21.35% of the patient had
positive anti-HCV, but only 2.84% had positive anti-HCV
when AST & ALT were normal. However, when anti-HBc
was negative 11.63% had positive anti-HCV if AST or ALT
was increased mean while, there was 1.96% had positive anti-
HCV with normal AST or ALT. Therefore there was better
correlation between anti-HCV positive an increased AST or
ALT than normal AST or ALT and presence of anti-HBc was
not a good predictor for anti-HCV.

. 68.8% of positive anti-HCV patients had history of receiving
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acupuncture or blood transfusion.
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Table 1. The Occurence of Anti-HCV in Hepatocellular and Non—hepatocellular disease

Age(Years) <30 3040 40-50 50-60 >60 Total
Hepatocellular
Disease group
Liver 01 1/3 4/21 1/19 4/17 10/61
cirrhosis (33.3%) (19%) (5.3%) (23.5%} (16.4%)
Hepatocellular 01 1/13 0/20 3/37 517 9/88
carcinoma (7.7%) (8.1%) (29.4%}) (10.2%)
chronic 2/12 1/41 5/40 6/30 1/6 15/129
liver disease (16.7%) (24%) (12.5%) (20%) (16.7%) (11.6%)
Acute 0/5 2/18 3/34 2/56 8/21 15/134
hepatitis {11.1%) {8.8%) (3.6%) (38.1%) (11.2%)
Chronic active 0/1 1/8 1/2 0/2 0/0 2113
hepatitis (12.5%) {50%) (15.4%)
Non-hepatocellular
disease group
Hemodialysis 0/0 0/4 22 0/0 0/2 2/8
(100%) (25%)
Biliary disease 072 0/5 0/9 0/19 213 2/47
(15.4%) (4.3%)
Other disease 0/19 2/23 2/30 0/49 2/47 6/168
(6.3%) (9.1%) 4.3%) (3.6%)
Total 2/41 8/115 7/158 13/212 22/123 61/648
{4.9%) (7%) {10.8%) (6.1%) {17.9%) {9.4%)
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Table 2. The Anti-HCV & Serologic markers for Hepatitis B Virus

Serologic | HBsAg(+) HBsAg(—)
. marker
Discase HBcAb(+) | HBcAb(—) Total
Hepatocellular 4/190 43/194 4/31 51/425
disease group (2.1%) (22.2%) (12.9%) (12.3%)
Liver 2/23 7/34 1/4 10/61
cirrhosis (8.7%) (20.6%) (25%) (16.4%)
Hepatocellular 0/48 8/35° 1/5 9/88
carcinoma (22.9%) (20%) (10.2%)
Chronic liver 1/51 13/66% 1/12 15/129
disease (2%) (19.7%) 8.3%) (11.6%)
Acute 1/68 13/56 1/10 15/134
hepatitis (1.5%) (23.2%) (10%) (11.2%)
Chronic active 0/10 2/3 0/0 2/13
hepatitis (66.7%) (15.4%)
Non-hepatocellular 0/23 10/163 0/37 10/223
disease group (6.1%) (4.5%)
Hemodialysis 0/0 2/6 0/2 2/8
(33.3%) (25%)
Biliary disease 0/3 2/32 0/12 2/47
(6.3%) {4.3%)
Other liver 0/20 6/125 0/23 6/168
disease (4.8%) (3.6%)
Total 4/223 53/357 4/68 61/648
(1.8%) (14.8%) (5.9%) (9.4%)

Table 3. The Coincidence rate of Anti-HCV,
Anti-HBc & Liver enzymes(AST, ALT) in

HBsAg(-) patients

Anti-HBc/Enzyme Anti-HCV positive
HBs Ag(—)
Anti HBc(+) & Enzyme increase 38/178(21.35%)
Anti HBc(+) & Enzyme normal 5/176(2.84%)
Anti HBe{—) & Enzyme increase 5/43(11.63%)
Anti HBc{—) & Enzyme normal 1/51(1.96%)

subtotal 49/53(92.5%)

HBs Ag(+)
Enzyme increase 4/134(2.98%)
Enzyme decrease or normal 0/44{0.00%)
subtotal 4/53(7.5%)
Total 53/626(8.5%)

Table 4. The History of Transfusion of Acupunc-
ture in Anti-HCV(+) patients.

Positive rate in Ant-HCV(+)

History of Transfusion
History of Acupuncture

Either

10/32(31.2%)
12/32(37.5%)
22/32(68.8%)
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