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Table 1. Baseline of 35 chronic hepatitis C patients received interferon « therapy

Stage of
livar diseass

Dose No. of Age ALT

of IFN pt. (y.0.) (1U/1)
6MU 22 50.0x11.6 107.5£70.7
daily

oMU 13 490%12.6 105.24:70.7
daily

F1:10, F2:5
F3.4, F4:3

F1:3, F2:9
F3:2




Table 2. Baseline of chronic hepatitis C patients received interferon and ribavirin

Case No. Age Sex Effect Histology AST/ALT HCV RNA HCV RNA

(v.0) (1u/1) (KU/ml) at 2 weeks
1 47 M CR A2/F2  35/44 496 neg.
2 58 M TR(=) A2/F2 119/227 699 neg.
3 48 M TR(-) A2/F2 43/59 1545 neg.
4 56 M TR(-) Al1/F2 73/90 2147 neg.
5 52 F TR(= A2/F2 71/87 621 neg.
6 56 F TR Al/F2 42/43 222 neg.
7 43 M NR(+) A3/F3 181/165 211 pos.
8 52 M NR(+) Al1/F2 77/107 515 pos.
9 51 M NR(+) AZ2/F2 40/71 474 pos.
10 48 M NR{+) A2/F3 77/91 522 pos.
11 55 F nd. A2/F2 50/99 54 neg.

n.d.: not determiined
TR(-): normal serum ALT at the end of therapy without viremia
NR(+): abnormal serum ALT at the end of therapy with viremia

Table 3. Baseline of chronic hepatitis C patients received interferon « and interferon

Case No. Age Sex Effect Histology AST/ALT  HCV RNA HCV RNA
- {Iu/1) (KU/mi) at 2 weeks

1 41 M CR A2/F2  103/201 393 negative

2 55 M TR(#) A3/F3 71/115 19Meq negative

3 43 M TR(#) A3/F3 143/205 850 positive

4 47 M NR(+) A2/F3 53/115 5.7Meq positive

5 55 M NR(+) Al/F2 63/84 850 positive

6 45 M NR(+) A3/F3 68/67 > 850 positive

TR(+): relapsed case with HCV RNA viremia at the end of therapy
NR(+): abnormal serum ALT with viremia at the end of therapy

Table 4. Relationship between half-life of HCV and serum amount of HCV RNA

Hailf-life Serum amount of HCV RNA
= 400KC/ml >400KC/ml
1st phase 95199 10.2+6.0
thr)
2nd phase 89.61+326 146.2+93.7
(hr)
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Table 1. Effect of Interferon therapy on 1356 chronic hepatitis C patients

Stage of liver diseasq Response rate in interferon therapy
(No. of patient) SR(CR/BR) TR(TR1/TR2) NR(NR1/NR2)
F1(n=224) 97(81/16), 43% " 67(55/12), 30% 60(31/29), 27%
m=131 59(45%) 33(25%) 39(30%)
=93 38(41%) 34(37%) 21(23%)
F2(n=703) 229(213/16), 33%2 | 173(126/47), 25% | 301(135/1686), 43%
m=460 147(32%) 109(24%) 204(44%)
=243 82(34%) 64(26%) 97(40%)
F3(n=381) 82(72/10), 22%° 69(45/24), 18% | 230(80/150), 60%
m=235 53(23%) 36(15%) 146(62%)
=146 29(20%) 33(23%) 84(57%)
F4(n=48) 4(4/0), 8% 7(1/86), 15% 37(8/29), 77%
m=22 2(9%) 2(9%) 18(82%)
=26 2(8%) 2(8%) 19(73%)

SR: sustained responder, CR: complete responder, BR: biochemical responder
TR: transient biochemical responder, NR: non-responder

m: male, f: female

! = 000 (F1 vs F2), 2 p=.000 (F2 vs F3),® p=.016 (F3 vs F4) when Wilcoxon's

rank—sum test was used for statistical analysis.

Table 2. Annual incidence of hepatocellutar carcinoma after interferon therapy

Stage | No. of patient Response to interferon therapy

in each gender SR TR NR Total

M (131) 0/59 0/33 0/39 0/131
Fi F (93) 0/38 1/34(0.7%) 0/21 1/93(0.3%)
Total (224) 0/97 1/67(0.3%) 0/60 1/224(0.1%)
M (460) 0/147 2/109(0.5%) | 16/204(1.5%) [18/460(0.8%)
F2 F (243) 0/82 1/64(0.3%) 1/97(0.2%) | 2/243(0.2%)
Total (703)’ 0/229 3/173(0.4%) | 17/301(1.0%) |20/703(0.5%)
M (235) 4/53(1.4%) 7/36(2.4% | 39/146(5.2%) |50/235(3.6%)
F3 F (146) 0/29 3/33(2.2%) 13/84(2.7%) {16/146(2.0%)
Total (381)2 | 4/82(0.9%) | 10/69(2.3%) | 52/230(4.2%) |66/381(3.2%)
M (22} 0/2 1/2(1.7%) 7/18(7.1%) | 8/25(6.8%)
F4 F (26) 0/2 1/5(4.0%) 6/19(5.6%) | 7/26(4.8%)
Total (48) 0/4 2/7(5.3%) 13/37(6.4%) | 15/48(5.8%)
Total(M/F]1356(848/508)°| 4/412(0.2%) | 16/316(1.0%) | 82/623(2.5%) | 102/1356

M: male, F: female, SR: sustained responder, TR: transient biochemical responder, NR: non-responder

l,ca values: SR vs TR; p=.0324, SR vs NR; p=.0007, TR vs NR; p=.0688

2p values: SR vs TR; p= 3795, SR vs NR; p=.0039, TR vs NR; p=.0444
3 p values; SR vs TR; p= 0169, SR vs NR; p=.0001, TR vs NR; p=.0001



Fig 1. Cumulative Incidence of Hepatocellular Carcinoma in
Chronic Hepatitis C Patients Received interferon Therapy
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