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Table 1. The Response To alnterferon Thearpyn By ALT Levels

Case Agl/Sex Liverbiopsy Duationof ALT(IU/L)* FINALALT af Timetothe  Side effect
No. therapy = ——————— tertreatment normalorto that affected
Before 3M 6M (mo) the 19west ALT on tereatment
during therapy  schedule
mo)
1 56/M cirrhosis 3 128 43 50 (1)
2 34/F CPH 3 152 20 19 (1) N(0.5)
3 60/M CAH 9** 192 70 39 51 (6) N(5.0) weakness,
leukopenia
4 62/F CH 6 210 19 25 19 (7) N(1.5)
5 66/M CAH g 193 79 (2 117(0.75) weakness,
early leukopenia,
cirrhosis weight loss
6 43/M CAH 4 214 25 33 (3) N(1.5)
7 55/M CAH, 3.5 114 29 40 (15) N(0.75)
early
cirrhosis
8 54/F CAH 4 203 115 24***(14)  115(3.0)
9 69/M CAH 3 294 40 25 (4) N(2 weaknessn
early weight loss
cirrhosis
10 48/M CAH 3 161 24 25 (18) N(1.0)
11 54/M early 7 205 88 129 122 (3) 70(2.5)
cirrhosis
12 21/M CAH 1 224 94 (7) N(1.0)
13 24/F CAH 3 175 72 209 (13) 52(1.0) weakness,
weight loss
14 49/F CAH 6 133 28 15 20 (9) N(0.5) .
15 36/M CAH 3 285 35 (D
16 45/M CAH 3 254 32 20 (12) N(1.2)
CAH : chronic active hepatitis, mo . month
* Serum ALT levels at pretreatment, 3rd and 6th mo of therapy.
(normal : 40 TU/L)
* %  Half dose after 3 and 1 mo of therapy.

% % % Under the treatment of dinhenvl dimethvl dirarhnvviate.
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—Abstract—

Effect of a— Interferon Treatment on Serum ALT Levels in Patients with Chronic
Hepatitis C

Heon Ju Lee

Department of Internal Medicine
College of Medicine, Yeungnam Universily
Taegu, Korea

The prognosis of chronic hepatitis C is very variable. In some, the disease is progressive
and cirrhosis can develop from chronic hepatitis C. Hepatitis C virus (HCV) may act as a trigger
towards hepatocellular carcinoma in patients with cirrhosis. Interferon has been used for the
treatment of chronic hepatitis C in abroad. 16 patients with chronic C liver disease were treated
with a—interferon (alfa—2b; “Intron A" Schering Corp. Kenilworth, NJ).

All patients were given a—interferon in subcutaneous doses of 3 million units three times
weekly for 1 to 9 months. During therapy, CBC and ALT levels were checked weakly to monthly.
After therapy, patients were followed for 1 to 8 months. Among 16 patients treated with a—inter-
feron, progressive decrease of ALT levels was observed in 14 (87.5%). In 11 patients (68.8%),
ALT levels fell into the normal range during therapy, and in 9 of 11, within one month after
therapy.

6 months after the completion of therapy in 4 of 9 patients (44.4%) whose ALT levels were
in the normal range. a—interferon seems to have effect in controlling disease activity in patients
with chronic hepatitis C. But the changes in the usage of o—interferon, dose and duration,
long term follow up and more convenient and simple tests for HCV detection are recommended
for the better effect and the exact evaluation on the effect of o—interferon therapy in patients

with chronic hepatitis C.

Key Words : Chronic hepatitis C, a—Interferon, ALT





