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report of the Liver Cancer Study Group of Japan, for
1998 to 1999, for HCC patients, the positivity rate for
antibody to hepatitis C virus (HCV) was 723% and
the HBsAg positivity rate was 16.8%.5 There have
been some reports that HCC arose in patients with
congestive liver disease, especially in those with the
BCS, but there have been no previous reports of HCC
occurring with cardiac cirrhosis.

Congestive liver disease is caused by gross outflow
block to the hepatic vein. Structural and functional ob-
struction of the hepatic vein, the inferior vena cava
(IVC), and the right atrium impedes hepatic venous
drainage, and causes severe chronic venous congestion
and centrilobular hypoxia of the liver. With cardiac
cirrhosis, hypoxia of the liver results from decreased
hepatic blood flow (due to left-sided heart failure) and
from venous congestion (secondary to right-sided heart
failure). Long-term hypoxia causes fibrosis of the liver,
and the liver progresses to cirrhosis. The prognosis
of patients with cardiac cirrhosis depends only on the
cardiac disease. It is generally accepted that a small
number of these patients develop liver failure and
esophageal varices.® There has been only one report of
HCC due to cardiac cirrhosis (by Ho et al.”). However,
as they did not check for HCV infection, there is a
possibility that this was an underlying factor.

To investigate the relationship between congestive
liver disease and HCC, many investigators have studied
the hepatocarcinogenesis of BCS, a disorder caused by
obstruction of the hepatic vein or the hepatic portion of
the IVC. In particular, membranous obstruction (web
formation) of the IVC (MOVC) is more frequently as-
sociated with HCC than primary hepatic vein thrombo-
sis (classical BCS). Many investigators have reported
cases of HCC that arose in patients with MOV Cg1!
although the etiology is still unknown. Histologically,
many Japanese patients with noncancerous liver tissue
with MOVC showed cirrhosis, but congestive liver and
liver fibrosis have been observed without cirrhosis in
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Fig. 5a,b. Histology of the liver. a In the can-
cerous liver tissue, large nuclei are present in
the hepatocytes. b In the noncancerous liver
tissue, fibrous thickening can be observed in the
region of the central vein (CV). H&E, X100

South Africa.'? Matsui et al."' reported that HCC devel-
oped in 3 of 12 patients with MOVC during a 15-year
follow-up period. The hepatitis B viral markers were
positive in 1 of these 3 patients with HCC, but the other
2 patients were negative for all viral markers, such as
HBV, HCV, hepatitis G virus (HGV), and TT virus
(TTV). The noncancerous liver tissues of the HCC
patients were cirrhotic. Matsui et al.!! suggested that
chronic congestion of the centrilobulus results in pro-
gressive liver-cell necrosis, which is compensated for
by liver-cell regeneration, and, hence, increased DNA
synthesis.

According to the Fourteenth Report (1996-1997) of
the Liver Cancer Study Group of Japan, of HCC pa-
tients in Japan, the rate of elderly (over age 60) inci-
dence is as high as 72.9%, while the rate of juvenile
(under age 40) incidence is 1.1%. Many investigators
have reported that there were some differences be-
tween elderly and juvenile HCC, with one of the major
differences being the positivity rate for HBsAg. In
juvenile HCC, it was as high as 66.7%-91.0%,4
but the rate was only 16.8% of all HCC patients in
the Fifteenth Report (1998-1999) of the Liver Cancer
Study Group of Japan.’ In our patient, both HBsAg and
antibody to HCV were negative. Histologically, HBsAg
and HBcAg were negative according to the immu-
nostaining of the cancerous and the noncancerous liver
tissues. Another difference between elderly and juve-
nile HCC is in the degree of progression. Juvenile HCC
more frequently starts with symptoms than the elderly
type. The most common symptom is abdominal pain,
reported for 53.8%-80.0% of juvenile HCC."* Because
the early stage of juvenile HCC tends to lack subjective
symptoms, HCC has already progressed to an advanced
stage in juvenile patients when symptoms, such as abdo-
minal pain, appear.

In our patient, both HBV and HCV viral markers
were negative. There had been no background factor of
liver disease, except for liver congestion associated with
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chronic heart failure. This patient represents the first
reported case of HCC arising from cardiac cirrhosis in a
juvenile. The incidence of HCC in patients with conges-
tive liver disease can be expected to increase in the
future, as the survival time is prolonged by advances 6.
in treatment for chronic heart failure. Therefore, we
would like to emphasize that patients with congestive
liver disease should be followed, taking the possibility
of HCC occurrence into account. 8.
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4,8,12, 245 BIZRMM L, ZFEH¥EVY -2~z
T—#EllzE L7,

3) ERRMRAE

HIMmEkE, RO, ~Erovy, A< bz
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L7z, BERBREHEG, BEERY B U84
BHIERONE % OEEICE08 L7, IAERI M E
&, BEILI, BEICLoCRESIN: [#E
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BREMARENBEREER LV & — HILEER HW EXR
mEERREN BRI EZAH FEIE BFE)
FRRFEFIHERT A HWER I
JER EXRZEFETBEIEREE Iz HALZFAR k. Bk
ERAHELFEEEESS

RO PR AL - 53k Hiba=H REH O
S EINRR ke ZH HE
EEE B AR HILEH G 7 N
B REERFRE IR HZAR WH X
ERRFEFEA BRI BRI A% BR
A R SR BRI HILESE NE
BEBREE Bl EZAH o FAERER
e B T R AR Bt THALAF AR 2H K-
KRBT R HiLasR REH
BN b AR E R > 5 — HILEFR g ER
PNUE PR HILZFAH HR Ak
PILARZEESED - M E Rk SE—AF T™H &2
IR SR ) )1 I 97 e Bl - L&t v & —  EBIKER
BRRFERRE HALEEHR LIETEP N

ke
H

1) FEFIESHRPE X OEFRER

AT, F6IWRLA20BHEROH DD &,
20024F 9 B 205 2004 4E 7 B2 CEM R Nz
HERBAMGICH oo Tid, BHERICB 2 BEBELR
ZEROERBEBRLOL, BREBMICOVWTHEE
BNICEIC L 2B RBRIBLEMIZIEE LA
BOAEREFABFONGRE L, BEISORE
214 Bl DEB L72A, A7) —= v 7 ioBit
HEBEEFEE I CANE, BENE, FRZIERO
A7V —=Z UV TRET, N— MR E DR
BIZ &) 87 PIIRERRBRI R E 2 0, EEBILS
NBBRERII127HITHo72. 20 bhb,
PEGIFNga -2b + V¥V > (BF, PEG/R) B
\264 %, IFNa 2b + Y NEY >~ (BUF, IFN/R)
HIZ63FlE 0 sns. 72251, IFN/R B

E;}£@%%ﬁwu¢ﬁ“wwwWﬁw,Mﬂ&uwm
BE

> 1 BIA 5 BIAHET O BRI T /N s
1075 /mmP ki & e o/olodiBBp & L, =
BRICEBR IR O 52 B I & N7z E B 80,
PEG/R# : 64 B, IFN/R#EM 6261 & 72 - 7=,
R %ML 2B B, PEG/R B T 15 fl,
IFN/R B @ 12 Bl 2SR EREER P 5 IR 1o 5
ey, BEBREHOERSIET L-Di1X PEG/
R# 4960 (76.6%), IFN/RE : 50 % (80.6%)
THhol., 2B, FEBICEET AP, Hb/
I /N AR B/ 0 R Bk #oi 4 (PEG/R B 1 3 41,
IFN/RE 4 60), AEER (BEEK AERE,

1061, IFN/RE :561) Oft22BITHo7z. *
DMOEHE LT, HBREHGTESZFER (PEG/
RE 140, IFN/RE : 24)), BXORERERS
BT HROBBBREREFICREET, D0
N—+F—DFIRIZ L Y, PEG/RE 141,
IFN/R B 1 1 BIDEERF L E ol B, BH
HEOFITXTREN L FAS & L7278, (BEREE)SE]

FFREREE 52% 45 - 20064 4 B 651



®R7 BEER Q

" 5 40 63.5% 37 60.7% . 953
4 I = O.
T 23 36.5% 24 39.3%
F5E 49.37 48.62 P - 0747
EEE 10.58 11.65 '
i (%) :
65 % kil 59 93.7% 55 90.2% P - 0526
=0.5
65 Ll E 4 6.3% 6 9.8%
FilE 65.15 64.99 P — 0.685
= (.68
THERE 13.13 10.71
HE (ke) 40kg # 60 kg LT 26 41.3% 20 32.8%
60kg # 80 kg LIF 26 41.3% 39 63.9% P = 0.887
80 kg #8 100 kg LT 11 17.5% 2 3.3%
L 4 6.3% 8 13.1%
AHEDOEE P = 0.237
Hh 59 93.7% 53 86.9%
KIGHEBG] 49 77.8% |48 78.7%
128 —7 0 EEE - P = 0.902
BEIG 14 22.2% 13 19.7%
no fibrosis 0 0.0% 0 0.0%
mild fibrosis 26 41.3% 25 41.0%
moderate fibrosis 26 41.3% 30 49.2%
& (EFR548) staging P = 0.643
severe fibrosis 9 14.3% 5 8.2%
cirhosis 1 1.6% 0 0.0%
B 2N 1 1.6% 1 1.6%
None 0 0.0% 0 0.0%
Minimal chronic hapatitis | 9 14.3% 11 18.0%
» Mild chronic hapatitis 18 28.6% 16 26.2%
Wt (EBR548) grading P = 0.707
Moderate chronic hepatitis | 31 49.2% 30 49.2%
Severe chronic hapatitis 4 6.3% 3 4.9%
FRCANRE 1 1.6% 1 1.6%
la 0 0.0% 0 0.0%
1b 5 7.9% 4 6.6%
HCV-Genotype 2a 34 54.0% 38 62.3% P = 0.584
2b ‘ 24 38.1% |18 29.5%
REE % 0 0.0% 1 1.6%
652 JFRERE 523 4% - 2006 4 4 B



x7 BE

TR (2

i 366.96 451.36 .
= 0.154
R At 317.95 311.46
100 kit 20 31.7% |13 21.3%
HCV-RNA %8 (KIU/mL) 5
. 100 LAk 300 3 12 190% |9 14.8%
[RT-PCR ] L 300 i ° °
300 BLk 500 sRi 10 159% |12 19.7% | P = 0.193
500 Bl_k 850 i 8 12.7% |15 24.6%
850 bl k- 13 206% |12 - |19.7%
i 118.73 121.82 .
R RS 71.49 81.81 '
‘ 45 BF 5 79% |11 18.0%
g ALT (IU/L) -
46 DL 100 kit 2% 413% |16 26.2% o 030
= 0.991
100 BLE 200 kit % 413% |27 44.3%
200 LIk 6 95% |77 11.5%

% 8 Genotype Bl 1 W A ERIE M

By A VAE 1b 4/5 (80%) 4/5 (80%) * 1
2a 11/12 (91.7%) 8/8 (100%) =1
2b 2/3 (66.7%) — —

B4 NVAE 2a 20/22 (90.9%) 20/30 (66.7%) P = 0.051
2b 18/21 (85.7%) 15/18 (83.3%) P=

&E _ 55/63 (87.3%) 47/61 (77.0%) P = 0.208

* genotype 1b + 2a # &ir

i o N/ #BEOFP T, PEG/RETIIENL
RO NDOER DTS Sz 160, IFN/REETIZ
) NE) RS BRSO Hb A5 ik
FEEIHEA L7 160% B {, PEG/RE : 63,
IFN/R# 61 FITEBERLEB L UEDED
RET % T o7z,

2) BEEROLE

PEG/R% 1 634, IFN/RE : 61 flOoBET =
WBRT7IWRLA WELLH0%DVBEHRT, F
VERIZH 9%, KEFHIIN 65kg THo /2.
IFN G EER Tld, RIGEBIAT 97 B, BEIGHEB
H27Hl & K80 % IXIFN RIEEBI T o 7-.

Genotype B @ 43 #i 12 IFN/R 3 @ genotype 1b +
2a R E&81% genotype 1 DERIE LTHDY T &,
genotype 1b 2% & 10 %I, genotype 2a %% 72 %1,
genotype 2b HS 42 Bl & 72 o 7z, 2 BERICERI A
DR ITRD NG Dd o7,

2. B3

1) WAV AZERE R

(1) FELEOMEE, B L U genotype 5l - 7 1

W AER SVR

FAS fEATIZ BV Tk, HIEARE (REZED)
ORI EDTER L. 20840 HCVRNA
FHmkEIL (SVR) =X, PEG/R# :873 %

FFHEEE 52545 - 20064 4 H 653



&9 FELERET L O HCV-RNA Bt

451 5 38/40 32/37
I 17/23 15/24 P =0417
£im (%) 65 m Ll b 1/4 5/6 P = 0167
65 % i 54/59 42/55 )
FE (kg) 40kg B 60kg LLTF 20/26 12/20
60 kg #8 80 kg LT 25/26 33/39 P =0.079
80 kg # 100 kg UL T 10/11 2/2
A% =7 z0 ikERE RIGES 43/49 39/48 P = 0133
BRinEpl 12/14 8/12 ‘
no fibrosis 0/0 0/0
mild fibrosis 23/26 21/25
e (EB54E) moderate fibrosis 22/26 23/30
. . P =0.199
staging severe fibrosis 8/9 3/5
cirrhosis 1/1 0/0
RABE 1/1 0/1
None 0/0 0/0
Minimal chronic hepatitis 9/9 9/11
et (ERRS4E) Mild chronic hepatitis 16/18 13/16 P = 0120
grading Moderate chronic hepatitis 25/31 22/30 '
Severe chronic hepatitis 4/4 3/3
FENBE 1/1 0/1
100 ki 17/20 12/13
HCVRNA E& 100 Lk 300 i 11/12 9/9
(KIU/mL) 300 LL.E 500 i 9/10 8/12 P = 0267
[RT-PCR #] 500 Ak 850 Skifi 7/8 9/15
850 Ll - 11/13 9/12
MmiFs ALT (IU/L) 45 LIT 5/5 : 7/11
46 L4k 100 kit 22/26 14/16 P = 0186
100 EL Lk 200 ki 23/26 20/27 '
200 Lk 5/6 6/7

M-H test : Extended Mantel- Haenszel test
* Lo SVRBI, AR BelE

(55/63), IFN/RE :77.0% (47/61) Td - 77,
SVREIZBI 2 BB DED 95% W82 | X E
=31~ 236%ThY, EEREOTENTH
FISERAME (-A=-15%) 2 K&< LA-TH
) PEG/R B IFN/R B %9 2 I DS HEE =
7z, E7z, genotype Bl vy 4 )L A BRI 2 B

MO SVREZHE L TESIRLE. fiEkod
BTHELIZE L4205 72h%, genotype 2 205
TANVAEBIIBIF S SVR=EIZ, PEG/RET
90.9% 12X7 LT IFN/RBE 1L 66.7% & 224 S h
72, 727EL, ZOSVREDEL IFN/REDH|E
AEEBIA 6 Bl L PEG/REED 2 Bz b _RT Z o

654 FFHRRE 52% 45 - 2006 4E 4 B



80}
*‘g 60 | ~&- : |FN a -2b-+Ribavirin
ool —e— : PEG-IFN @ -2b--Ribavirin
& 40
& 40!
o |
T

20}

O T T T 1

0 12 24
|

5

?ﬁ%ﬁi‘?ﬂ% 12 24

Eﬁ%’ﬁ%'ﬂ%

RITERFHR GB)

EiBER R

2 BHHMEB L UCRRABBEHNMBR Y 4 v ABEILO#ER

g10 U4V ARER SR T

28 PPV 28/31 90.3% 35/38 92.1%
NPV 5/32 15.6% 5/17 29.4%
4,8 PPV 49/53 92.5% 41/46 89.1%
NPV 3/9 33.3% 3/9 33.3%
128 PPV 52/53 94.5% 45/52 86.5%
NPV 1/1 100% 1/1 100%
24 38 PPV 44/48 91.7% 44/51 86.3%
NPV - /0 — - /0 -

*HIEARE 16, HERL 14
> HEAEE 66, HERL 14

CCEDBEELTEY, JUba—-AR—-ATH
HTh L 2BHMICEEZEEED N0,

(2) B3I SVR =

Genotype IR BEEFRERIZ X 5B5I SVR
DA EFIIR Lz IFN REBEIICKRE T2 &,
IFN K& # 51T SVR %X PEG/R BT 87.8%
(43/49), IFN/R BT 81.3% (39/48), IFN BEiE
BB BTIE PEG/R B 85.7% (12/14), IFN/
R# 66.7% (8/12) LA BZIXRD bNhirorz,
ZOMDBEERIZOVWTRBIAICRSLTY,
PEG/R#EB LU IFN/RED SVREIZEE &
FEBO LN oT:.

(3) T4 v ABHLEEAGI AR

REHHMBS L UBRABEHAMIZBIT 5 HCV
RNA O ZREREHLEEZ 212/~ L7z, IFN/RE
TiE, W 2:8M L IFN e -2b 6 MIU %38 6 El¥#%
B L7780, Zo#IZBI1T 5 HCV RNA OB
LRI IFN/RBIZCBVWTRRERTH o7 L
2L, PEGIFNg -2b oIl EEOEELIZEL D
WS 4GEBIZBIT D U A VAR WEE
TIERIZEEL 2D, &5 24 BRSIZB W T,
PEG/R # ¥ X O'IFN/R B & & 2615 HCV RNA
Refd b o Tz, WIS, oA IV ARRMEREARIC
T A NAENENEDOFHEZITVE 10 IR L.

FRREME 52% 45 - 2006 £ 4 B 655



100%

(%) (8/8)

100 87.56% 88.5%
(21/24) (23/26)

60 r
501
40 r

10

HEZELL  IFN8%H
BB ke

=3

11 BEEOWLE

DZAY <AV %
BRI

BHA & HCV-RNA #r#EaitAt

IFN a -2b+Ribavirin
PEG-IFN a -2b+Ribavirin

100%

IS

]
R E AR

BEHIC BT B IEREH OB D SVR =

Hik

BERE~H5 2 8RN 3/3 100% 0/0 — 7/7 100% 0/2 0.0%
%5 2BURE~%5 4 ALK 3/3 100% 0/1 0.0% 4/5 | 80.0% 0/1 0.0%
5 4 BURE~%S 8 HLK 4/ 4 100% 2/3 | 66.7% 5/6 | 833% 2/4 | 50.0%
%5 8B~ 5 12 LK 778 | 87.5% /2 | 50.0% 1/2 | 50.0% 0/1 0.0%
5 12 B E~#5 24 A 4/ 4 100% 8/9 | 88.9% 5/6 | 83.3% 2/3 | 66.7%
&5t 21/22 | 955% | 11/15 | 73.3% | 22/26 | 84.6% | 4/11 36.4%

PPV (7 DB 23T HCV RNA AR AL L 7> 5 i
DSSVR & % BHEH) BLUNPY (FFEOE ST
HCV RNA 7' B2 £ 1b2 ¢, SVR $I% T SVR & #
HRWIER) 2 HVWTENEOFTMEFTS & 3
5 2:BH Tk, PEG/REB L UIFN/RE L 3
PPVIZ90% % #i 2 5 4%, NPV 2515.6% & 5 \2 it
294% & NPV ORBER R T4 Th o 72 54
BEIZBT2 PPV IZTEE & b ITIF90% % FEMR L,
NPV S BT 333% 12 LR LT/, #5128
HIZBIT % PPV 21313 90% T NPV % 100% &

o7z, HCVRNAZS 1258 F TR MAL L 7%
WIEEFIIEBED T 1HE VI 2 T, NPV %
HETHIIEHHE LTIBITE2EE3 00
7.

(4) WEBREARE - hilose

IGRREHI OILE DA AN SVR R H st L7
BRZEIIR L, RSB E L THE - 1k
- BREPEOMEZER 2o ERICEBIT 2
SVR# %, PEG/R # T 88.5% (23/26), IFN/R
BET87.5% (21/23) LEEEZB LN h o7,

656 FrAERE 52 4% - 2006 4 4 F



®12 RIEARIEEG SVR

Riba | = 95% | 26/29 8/8 - 34/37 | 24/27 | 8/11 — 32/38
Ak (90%) | (100%) (92%) | (89%) | (73%) (84%)
fﬁ =50% | 4/5 11/11 2/3 17/19 4/5 9/9 - 13/14
Fo1-<95% | (80%) | (100%) | (67%) | (89%) | (80%) | (100%) (93%)
< 50% - 1/1 3/6 4/7 - 0/1 2/8 2/9
(100%) | (50%) | (57%) 0%) | (25%) | (33%)

B 30/34 | 20/20 5/9 55/63 | 28/32 | 17/21 2/8 47/61
(88%) | (100%) | (56%) | (87%) | (88%) | (81%) | (25%) | (77%)

K13 SVRICBIET 2 EEOIRES (Logistic EJRHHT)

% (B-7%0)

0.213 (0.058-0.781) 0.0197

HCVRNA & (< 300/-499/-848/ > 850)

0.430 (0.2350-0.785) 0.0060

HImEkE (5000 Skifi— 5000 LL L)

4.903 (1.180-20.367) 0.0287

/g # (16 Jskim— 16 7T L)

7.211 (1.623-32.035) 0.0094

IFN ##HE (F—HE)

0.208 (0.041-1.047) 0.0568

IFN BEH 5 (1280 - 12 8%k | 0.029 (0.006-0.154) | < 0.0001

PEG/R# Tid, PEGIFNg 2b & 2\ i3 N ¥
VUOWERTToTL SVREDEKTIZA LN
HoizS, IFN/RETIZIFN g -2b & B\ iy oy
Y YOREICL ) SVREBERRRET LT,
T, WMAOESZHIEL TS, PEG/RE®
SVREFIF733% (11/15) &b THhRETIZE L
Fo/22%, IFN/RETIZ34.6% (4/11) FTIC
BT LTwi, IFN/RECIEBREHOREIC
L0 SVRENMRTEAICH o722 s, BE-
REPLEL %o 2B F RN SVR R A2 ME LE
1LIZ/R L7 IFN/RBETI33% 5 28 B LI HE -
WEPLEL % o 72 fEBITD SVR A PEG/R B
WHARTRRPET LTV FULEILIR, #
SHIEREEIR O SVR AR L2AY, WL L%
5-Rtn 4 BUAICES % ik L 2ER 2 5 SVR
EROTHEREERD N o2, B, Tnb

5 4 BUWRIZHES 2Pk L72ESIF, PEG/R
FO16, IFN/RED 1 TIZHEESHRTEICIZ
HCV RNA 25t b L T /e,

AT, BREEP SVREIZSZ 2 2E»REL
7o (£12). 3F7o ha— v EB Y IZIREYT
BEThoERALEEED BB L LIRBAB L L,
FREAR+ 7% 50% ki & L7z, BRI 2 BRIz
METLTh, 2HEOSVREIZEBZBZIEZAD S
Nho/zh, WML L IFN #FH 503y N
) ¥ OIREEREN 50% KIHITET 5 2 L fR¥EsR
M50% L ETH o 72EBNZ T SVR ZRIZH S
MIET LTwie, #2720, EToOREILIFN/
REETREDPo7:. WHIOEGHFIIITEL (95%
Plb) WCERSNERR, ML 3Ty A
WAFERNIERN & T o 72 ERIDFE L. 66l
5BIET, vwihLd genotype 2 DIEFITH o

FFREfE 52545 - 20064 4 A 657



# 14 Genotype 2 FEBI TOFEMER (Logistic |12 45347)

'l& (%—ér) > 999.999 (3.346- > 999) | 0.0240
F stage (F0-1- F2-4) 0.048 (0.002:0.906) | 0.0428
HCVRNA & (< 300/-499/-848/ > 850) 6.383 (1.237-32.007) | 0.0242
FFRREREL (200 SR~ 2000 LA k) 0.023 (< 0.001-0.751) | 0.0340
) ¥ 2SEREE (2000 SRi— 2000 BLE) 0.100 (0.007-1.459) | 0.0923
IFN RFRE (F—) 14.013 (0.831-236.379) | 0.0671
JoNED) SR (B ) 0.012 (< 0.001-0.824) | 0.0404

72. 4B TIE HCVRNA 2548 B F Clzletql L
TBYN, BUVANVAETH- 72 100REIZ
24 BB TH o7z 1) D 16013 genotype 1/ &
AWABDERT, HERHIZY A VA DRt
L7, T HREHICY A VADOEBRDH 5 N7,
CNHIEPITIZE ST THRED 60 kg i T
Holze v DAY, BICEHERIZE®D 5T
BV BBRIZIGRE RV, LEH LY R
WTHEIT=ND80% AL, 5 HR A 80% LA
EDREGIZBIT S SVRE % #$ 5 &, PEG/R
HTi292% (35/38), IFN/RE: X 87% (39/45)
EREGMoT. —FH, WTNDLD80% ki &
o CWIEBIZ BT B SVR #=|x, PEG/RET
80% (20/25) 1% L C IFN/R BTt 50% (8/16)
EHEEZE (P=0095:Fisher) 223 0o
PEG/REE TR R SVRENE L 2 o T,
2) SVRb XY 5 BB R T
SVRIZEEZ B2 2BEER* R L. =
W& LTl ;t, 5% (PEG/R IFN/R), 14, 4§
(65 LA L, ki), K& (60kg bl &, i),
IFN {6 E (RIG %, BE#EE), Stage (FO-1,
F2-4), Grade (A02,A34), Genotype (1,2),
A )V X & (300 KIU/mL % i, 300 ~ 500 KIU/
mL R, 500 ~ 850 KIU/mL i#, 850 KIU/mL
PLE), ALT (100 TU/L Bl L, ki), WBC (5,000/
mm?® LAk, &), P EkE (2,000/mme L -
SR, /MRS (167:7/mm3 Lii: ﬁiiﬁ) Hb (14
g/dL Pl L, i),

IFN AR5 8H (128U E, ki), YLy
~ AREEER (80% LIk, ki), IFN SU%IIRER = (80%
Ll E, ki) & L7z, Stepwise 1= Z# % 58IF L
R DEERE Logistic BURSITIC L 28 % 5%
13IZ/R L7z, (RIEEDS L U genotype 134 & 72t
VEFLILERS W 2ol BbKALBEE
KL IFN #A 5B TH Y, iz HCV
RNA &, /MRS, ¥, BmEREsMyET &
LTEIRINA F72, SVRELLLh o
BID% C 3R, Eih, HENF 60kg Kil5, 2L
TFZVBEE )N CofdgES R L%
TWIEBITH o /2.

3) TANVAFHEIRER

Genotype 2 @ fE 5] T3 HCVRNA 23 B #i |2 1a
LT B0 b L FREBTHREICY 1)L
AWERT BIEBIDS VB TEH N EET L L
BHLNTWA, IFN/RED 14T, #5258
BIZD A VAR EMHALL, LadHEs 24 80
ETLRICOED L THRERTRIZVAVADE
BMBARLN. 612, 5 48E F 12 HCV
RNA PRI L, 5D T L5EsH, PEG/
RET16l, IFN/REED 2 I THREHIZY £ LR
DEWR T KTz, T 4Bl 2 Bl CIIEBREEDT
AIDEE STV, Mo 2 FHRE - R
RENTWholz, il LHABB L OHRS
2BLAFNZ Y A WV AR MEAL L 22 2SR EA 5o -
DIz T A NVADFERE iz 261HEDTTRC
genotype 2a DIEFITdH o 72 = L 5, genotype

REBEOERE )5 /a‘o L OVIFN 2L o 2DEPNCRE L CTHSERTHOYA NV AEHRE
ILDFE, VNC Y RSB (12388, F5%) Remaf L7z, REERE LTk, L&D SVR
658 FriERE 52%4 %5 - 2006464 A



160

——PEG/REf -m-IFN/RE |

140

120 %

B’ 5 8RB

B Bk R

4 H5PB L UERABEHM B0 ALT FHEOHT

WX 2t ¢ R CEB 2 v, % & Logistic
BRSO RE® R 142K L i, FOl,
HCV RNA &1, #F# 3k 2,000/mm? &, 1N
E) UIREH YV PMI LAEEEREBESN
7z,

4) FFESRECERE
ww%@%ﬂ%kbﬁﬁ
B @ ALTIE % 1t % 13, PEG/R# T 81.0 %
(51/63), IFN/RE*%T 57.4% (35/61) Td o 7.
72721, PEG/R#T 8%, IFN/RETIZ 19 Hns
HEFRETH o Z LN OERERIZKE {2
LTw/iz, Tz, ALTIZE T2 E%MHEICD
WTCALT FHEE AVCET L, B4R,
IFN/REETIRAR L ¥ MBI 5 ALT ZBIEA
BRI K&, MBEOALTHBIIEESWIZRE
%c‘i@i&%tﬁ?ﬁ‘ot. 722?5, SVR & ALT%%FMIE
L DMEL ALTHREEFELHEREZ B
THE$ % &, PEG/R B Cid 50 B0 48 451 (96%)
[SVREIHFE D 5 BlZ I EREE], IFN/RETI
40 B 35 61 (87.5%) [SVRBIFFE D 7 BlidH
EARE] TALT #HRERE{L L Twiz. SVRIC
b 6T ALT BHRFRERL L 2w 7 Flo%E
BIERII—FEOEMIZA SN o 7228, KEIL
53.8 ~97.5kg & T0kg DL L DIEBIH 5 BIFERE L
Wiz,

3. kel

1) WE - RE - Pk
ZEBICEDIERER OB S b LRI

BOBSHT 248

FFREME 52% 4% - 20064 4 B

PEG/R #:20.6% (13/63), IFN/R £ :14.8% (9/61)
tﬁ%&%i%gn&#ot IFN 8% 3 5 v i3
JNE Y v o E®RIE, PEG/R B T 39.7%
@w%)mmmﬁfwmummn,itmﬁ
DR IL PEG/R BT 7.9% (5/63), IFN/R &
T98% (6/61) THY, & LIIHBERICEEE
BB LN ol

2) BWERREIEE

PEG/REB LU IFN/REOLZEEO 7T 7 7
AWiE, TNECOREDHBATH 72, Vi
NPOHREEIZBWT, 50% U EDORESITED 5
N7-HERSRIT, B, BERK %, EE F
WBEE, AR, BBk, ek,
TRIMERER AL, Hb b Th o7, HGHR S,
EHHMNOFEER TR EKBIOFESFTRIZ
IFN/REEICBWTPEG/RE L ) b BHEEICRH
L7z, B2, IEN/RBEIZBWTA v 7V V¥
BREdR | HILEER B L ORI B RO EERDS
L RO LN BRKREMETIIEI, PEG/R
HCTHMIRERD, HFPEREuEd B L UVAImIC RS
BY2HREBBORENS (Booh, IFN/RE
T3 ALT O LR MR bz,
BEHETICEO O N BEER, BERRES
L UBRBREEEELEL, WIhd&RERTE
EBDIHBEHMPIHET L LEZIObNI. MK
ZHRAEE Th 5 Hb, 1FPERY, /RS
DWTIIREHM P LB E Pk
SRiE~ORENRD bz, B, BEHAMS
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WZTHALEREEIR B & O (R ICIEEER) 253w
LHNTWIRINLIEEOBERIZS L 2w
LNALDTH-7,

S EOREED 5 genotype 1 o EY A VRS
DIEB, & B\ T genotype 2 D EE B BT B
PEG-IFNa 2b 15 pg/kg/ # & 1) /N ¥ 1) > 600
~ 1,000mg/ H (PEG/R) % 24 BMHE%ZS L
HEOBO TEWENEIHR SN KB
BB IS HEDIHTH - 72720 IFNa 2b £ Y
NEY ¥ (IFN/R) @ 24 BB SICH_TH
BLRZoLholzd, EAMBEEIZLLLDT
HY, SVRETIZ10% LE > T FEDIZ,
A E DE#ES & 1 PEG/R DR C &R AR
DRSNS, ZOBPRIERELT Y AV AE
DEED LB E v genotype 1/ &7 4 LV 25
B L U genotype2 DIEBIZEA T A EH 5 M L
TH7z. TNOEMT 2 ERICB 280
IFN BEMBEEOMREHIII L A EAF GRS L M
S5 Lod, Fho0REBERSEEILITL
Ao &% retrospective 7 & TH 1, prospective
ISR E BT B3I E 2 T4, SVR= &
LTIE#60% & B~10 S nTwnsg, —%h
prospective {2 IFN B{EEF O A& W&k & L&
H & O/RES 17 TiE SVRERIZH 30% LET LT W
H. 2001 EDSIE) Y VERBEES TR &
Bolol ERG, BES Y OE—REERICE
WTHFEE S N/Z IFNa -2b & Y NE ) VLR S
DSVREFT0%THY, SEOBEIZEIT 2
IFN BRiGHEBIIZ BT 5 IFN g + ) N ik 5
DSVREET% L L {—FH LT3, SEOKE
W2 BT B IFN BEE % 61125t 3 2 PEGIFN ¢ -
2b + JNEY VBRSO SVR Ei3 86% & 7 o
THBY, IFNBEEBESI T PEGIFN g 2b % 1 8
EYEGBTREEEZLNS. IFN RIBED
genotype 1/ &7 1 )V A &3 % X genotype 2 i
BUZKES 5 IFN @ -2b + ) NE ) v B RBEDR
SEICBET 2 % & % o - ERERIZCI s
SNTWRw, W BT 5HRE Tt genotype

2IBENREL72LDTHBHHE LA 24 38
HBHNITA8BIZE D 5T 64 ~ 69% LR 819
SNTVE. SREROBETTIXSVREGLY & v
BMRTHY, EHEIRPREVE X h 2
genotype 3 = EFE LWV L EEBT L EED L7
HEREDEZOND. 4HD PEGIFNg 2b + 1)
NEY YRS BT IEN RIEEAIC T
5 SVREIFEHLIZERLT8% L) ERTH
D, EINIBITE U BERETIZ% D LDk
F& L C—F LT/ PEGIFN EM#51- 48
V7 % genotype 2 DFEBIZ 39 5 [EH N Ba R AGE B
PEGIFNq -2a THE D s TWw5 21180 ug
FTT% (24/34), BERED I ugth 5 i
50% (9/18) TH N, % DEBFITIZ 180 ug
590 ug ~DWEFDLETH DI L bR
O IFN HAKEGHOFHHELE KECE L 5 T
Z\v, L7e4o T, PEGIFNg 2b &Y NE ) >
BF PR 1513 IFN SR IG9E O genotype 2 % genotype
L2EY A VAEDEFNI BT b B0 L
EEEZ LN,

RIZ genotype Bl - 7 4 W A BRI A E DHR)
Y% FASEHT TA B &, genotype2 T& 7 4 L
A& DERFITIE PEG/R BEAS IFN/R BEIZ b N TH
TEDPE > Tz, Zeuzem® & OMEIZB VT
b genotype 2/ B 4 V A BHIIZ T B SVR =
W 91% & AEDME LIZIF—FH LT3, BN
T genotype 1/ &7 1 W ABFINZ BT BT
WU VR BRRS TR L RERTIOY 4 VR
BEEAELZ2EERTLEEA TR WY
Weiland 5 2 L [F] U { £\ D#E Tid genotype
2IZRE (F—FIImaE%\w) LTH Y1 Ve
BSVRIZH T HESHFLERESNT WA &
D728, genotype 2 DIEFITHEH Y A VA BDE
BHZ BV TIERIE ) PEG/R 2 E—EIR L+ &
EEZ B, Genotype 1 D&Y A VAR IZIRE
L7ZERRBEN D v, R R4ET v 7 — M
BEORERD 067 400 2HEREIT 39% & s L
Tw5, PEGIFNa -2a ®ENM#ME 20 Tl 48 8
BEEVIZELHDE0~57%L SNTWA,
CNOEBNIHT S IFNa -2b + ) S8 v Ok
TP, SEORE TIRIHHITIEH -7
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7% 80% D SVR ZAFRD 5N /z. % B, genotype
/BT 4V AEBFIZxT 5 PEGIFN g 2b +
NWEN D6 BHREOBBEE LT, BT
Zeuzem H 2 )S50% & #HE L T\ A, Manns
B2 D ABBIXGHFD T1% 2Tk SIS
HEDTOFMEAI7%IZD EH LT 28
SVREDEIZHMBLTWVWAERELTWVES, &
BlIOBEIIDEBITH 20780% & BETH - 7.
2B, Zeuzem 5 P ORI TIIHRS 16 8% &
B 5 H AR5 T TdH o IZEBI DB SR T E
HEmoTBY, SHICHE 4BLNIZY A LA
AL L TV EBITH SVR =12 89% TH -
22 ENL, 24 BHESTENThAbROR
RISEDCHDDEEZ OGNS, WFRIZLTD,
genotype 1 TRV 4 WV ABDRERIZIT ) N8 o
D 24 ‘Hfﬁf#ﬂ%?ﬁ’—"}#@]&bfbhé

Genotype 2 D FE B Tz L& ® & 5 |12 PEG-
IFN + )N Y HFRREOE I L WD TE
WENMSHIFETEL L0, BREOmgId
SHMOEHLE L UCRKESEOTMEEMIC ¥ —
T bP¥oTETWA, Mangia b 4 13, PEG-
IFNa -2b1.0 pg/kg 2 ) /S ¥ ) ¥ % 1,000 ~
1,200mg/ HEFA LT, ZEEFSHE oK %
7o T4, Genotype 2 DFEHIIZ PEGIFN ¢ -2b
D10 pug/kg i) X)) U2 HERES LEs
7 24 BRI 5850 SVR I3 76% & Zeuzem & 20
7 PEGIFNa -2b % 1.5 ug/kg &5 L7- & &
PWRINIHARTRRIEERE 42 o T 7, S B OET
\2B13% PEGIFN g -2b + V) NY ) VR CLE
PEG-IFNa -2b D#5 8% BE L T L HYENE
T RD o7z, MERE 15 » g/kg &5 L Tw
mERL, MBS EOENIOSVROET
WHEELTWw2WERLEZONL, b,
PEGIFNa -2b 1.0 ug/kg % 12 A% 5 L -84
D SVREFIT 82% & 24 B EM & RER L, I
W E-BIA 4 BRIPIZ 7 A OV AHSEMAL L TV
FEGIZIRE A & SVR 2|3 89% |- & TEHET2
ZENG, HTE 4BELDRITY 4V ADREAL L 7
BE RS 128 T +9E s EEc

168 & §HRBPETHED THo -
PEG-IFN O¥5-& % &3 518513 PEGIFN ¢ -
2 THITHN T3 2, Genotype2 & 2\ i3
genotype 1 TRV A W A B DEFNZ BT 581
B O &) BAD» SR OBE* BT L7
4 BN DS HIEBITIESVRBAIDE & 47 s
ZEh, Al b 4B EORSEILET,
EPLI:B—*fﬁE# 12 BLAE T HIVTER OB TIZR
WZEph 128U EORESHNITEDELS
LREEMERINDLEZ ON. REZOAHLS
bYINEY VBB PEGIFN g -2b 75 50% L.
EFE SN TBNIT 0% % # 2 2 FEHT SVR 23
BoNnTwaZ ensd, 12 B EDE SN D
NEFNEDETIZEVEBEENSL. 7L,
SVRIZH§ 2 ERF & LT, IFN#EO%S
HHBLOBEOEESBIREIN TV, T2,
genotype 2 FEBNUZ BT 2HEMTHBOY A VAE
BEROBE RS, YY) > 054 <
2HEBRIAIHKERT A EbRENS. L
2 oT, BELESMBOERIILET 2 X
Tdhb. 72720, BREEIF0BEBORELIE
175 SVREFFHETIEZWVH DD PEGIFN g -2b
BEERHPEETHY, RERI50%%E->7TH
PEG-IFNa 2b % 5B OEF N EOEK TIZ IFNg -
b TG BITHARTE D 072, & Ok RIS 8%
DMPEFHEOETRTOIDEEZ LN 5
EIZDWTIE, HE - RERH L SVRE L R
$%7>5 PEGIFN g -2b & )N Y HEEIEE I3
AEBEDBRTIELAERVT EH S, PEG
IFNa 2bH B i) 8 V5B RBRE LT
bENTHBEFADEENTFEEN, SHOKRE
RBEEZD.

BINZ BT BHET T4 BB DY 4 )V AREBEALE
TRHESGHE 2 EMTE Wil Db L 5h 2
ZEnL, UANVAREALEEE &SR TF RS
AT AL, 28 458 128 & b PPVITIIIE
N THY, BHLTIESNEEIOEZ S L
REERI LS 4:BB T TOY A4 VA EHLHE
SHMOEMEZE2 5 L TEELRA b LT

ERLMEL TS, BN, H54BEBEOYAN  Shi LALadt B54EEICBED
ABHALHE R RIEE MM A 1458, S5V NPVIRE. BE5EHC Y 4 b 2 2B AL L7
HFRERE 52345 - 20064 4 B 661



FEBY, & 2 \VISHREERANIIT 100% TH - 7= 541
PHOFROERINTVS, 2510, 58
DIFHETHREN LR L EEESNLTVWL I L
o, HEHMOEHIEPPHETCE20IEEED
EHTHY, FEANG 24 BIxRELF Lo,
SEOHBIM P ICEEERO - OB 5 h5h
L o 7fEBIE, PEGIFNg -2b + Y s it
HT#20%, IFNa -2b + Y NY ) VAT
15% & PEG-IFN a -2b % 5-6] T % 2 % VW E[[ 12
Holz. 512, genotypel/EY 4 IV ARHE %
FHRE LR 1B 208 24 BE o k=
(#712%) LHBLTOERIIL > TV, &
FIFRIEEZER a0l FIEEEE 257
FEEEBLUHREBHOERS W TROB L L
LTHEEFRDL W ML, dERDHE
REREADPTOBELEL:. BEERORHE
223 PEG-IFN a -2b %561 T 04T 27 FUS %
WTTHERIZEE o/, 22770, FhEEs &
O M/MEEGR A DWW T, 8RB & ASERIC S 9
LTWA LIHIZPEG/RTRPBRNT 2L, M
HORDEESEREHEI B EIND LD 2EFIZE
LT, EELEXRERPLETH A,

O

Genotype 1 » 21K 7 4 VW 2 &, & 5 \iZ
genotype 2 DJE B A L Tid IFN B 5 ¢ 3
—EDOEIUNRE SN TND, SEINSDE
Plaxi e LT, R CRIBHTRIZTT
AIFEREE L STvb PEGIFNg 2b & 1) 8
CY) UHFHREOESNYE - #et%, ERNTIR
[FN BLiR BB BR > THAZE SN TV 5 IFN ¢ -2b
SN CEERERE B L o s
IFLHEDFERRIZH o 72728, FEBBOMEH S ™~
ANVAZRENE(SVRE)IEZL IR R h o
727, PEGIFNa 2b %5 HMENB &) RS
NENTz BRRERBESTLEDEOETIZIE
EAERDONT, HEPILFITYH 12:BLET
HITHEHEOBR TR L2, H4Es %
25 ERSHBOER, H50VE0E, L D%E
FInbE X 0N DA, PEGIFNg -2b H 5\ i% 1)

WYY YOG A SVR R SR T O EMR
B x5 2228, %5 45880 NPY IR ER
THHIEND, INLIIESHOMEBRETSH L.
SRIOER» LI, BHOB 1 EHRST+H5 %A
METHERT 22 EDTREE VD) B2 s, B4
VAR DENER B & SN D genotype 1/ &
1 v A & % genotype 2 DIEFI 2% L T H PEG-
Intron 1.5 ug & VN ) Y HEREESHELE XN
5.
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