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Fi& o CRUBYERFRIA U C IFN DT SN2 180 Bl 2 xt B & L7z, IRt & oM <, H#
MO RN T L BERDO Y 4V AR (SVR24) OFHE, E#HED ALT, AFPIZOWTHIERLA. 72,
ZNENORT RN NG AR A VB LTI % ik L 72,

R IFN {BHIC X 5 SVR24 OERRIZ 68.9% (124/180) TH Y, 36.3 » H OIS ToAk0IRHRIZ
2.3% (5/180) TH -7z, FHMECTIIIEFMBIICILNR, Wi, B SVR24 IER ), ALT SEFIA% W H
MZdH -7z, HEHEEZO ALT BfE, AFP BEBNIIFEHE H o 7205, F5I2 AFP TIIREHEN A B A% R0

7z.
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AFRTIiE CRUBPEIF 22125t LT 1992 4512 IFN ik
DREMENTLK, XA vy —T7zu v (Peg-IFN)
NOWHRZHET Peg-IFN R N 1) » (RBV) OHH
PEE, S OIIIEBERRGLY 4 )V A #A|] (Direct Act-
ing Antivirals : DAA) L OFFFEE L #EEL, L%
< DIERIT Y 4V AFHZES) (Sustained Virological
Response ; SVR) 2EK ESND LI ko7 51,
201447 HIZE T AF T LEN/F 7 55 A VHIKE
BN, BAETRYFRATEN, YERATEI/L T4
AN, FLAEFAEN/ R FTLEN/) MU
EORITDAA BANZ X 5 IFN-free IGEPERICHR -
Twa Y. ZORE, ThF CHEBEIGIC SR D > 72 i
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P 28 4E 10 H 26 H3zfd, “PA 28 4F 12 7 8 Hz
RIRERIG © BEFHSE
T 343-8555 ¥ F LA i H Ay 2-1-50
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FHR MR LR RG] S I IC 2 ), SRIEETET
SVRIEBIZSHIM T 5 Z ENFHEND. 2O—KT,
SVR % OFFAEBI S HiE S THB Y Y, SVR RiEK
B2 T% <, SVRIEFIZBIT BEERTHROETN
LREGHEIENSE L SNTWw5S. CREEIFREDORE
HEE Y A )V APEBRORERE O A% & FTHFFENEOHIH] & &
NTHBY, PivA VAEEZROTEY A7 WTFOMH L
FNEEF 2 72BN 2 BB 0SSNSO R 5 R
RRWRRIC O L L EZLND.
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x1 BHERGBREOBEHTR (n=180)

i (&%)
R (F /%)
TG (0 U/ TR/ 30650 /AN

H# % (PEG-IFN/PEG-IFN + RBV/PEG-IFN + RBV + DAA)

HCV RNA (LogIU/ml)
AST (IU/L)
ALT (IU/L)
T-Bil (mg/dl)
Alb (g/dl)

WBC (x 10%/ul)
Hb (g/dl)

Plt (x 10*/ul)
PT (%)

AFP (ng/ml)
SVR24 (Yes/No)
BEmE ()
S&9E (/1)

57.6+10.1 (28-77)
94/86
162/13/4/1
22/109/49
6.0+1.1(1.8-7.7)

56.3%36.2 (16-236)
67.4+51.3 (12-385)
0.88+0.42 (0.36-4.24)
42+0.4(3.1-5.4)
4975+ 1512 (2000-9400)
14.2+1.6 (8.6-19.1)
15.9+5.8 (4.3-31.7)
108.8+15.5 (73.0-155.0)
15.9+34.8 (1.7-275.0)
124/56
36.3+20.98 (6-91)
5/175

9 3B, RIERDOBERAN AT S N o 72 8 Bl %
B < 1801 % ®F 4 & L 72. HCV genotype I& 1 ZI 28
138, 242 B TH - 7z, HHFEITHARFF SO C
BIFJEEN A K94 P [Z# U CRIRE N, Peg-IFN
B 22 61, Peg-IFN+RBV109 #l, Peg-IFN+RBV +
DAA 496 TdH o7z, Peg-IFN HMERIE &BIAML
ANVZIEFTH Y, 146125 Peg-IFNa2a i L, 8
B2 Peg-IFNa2b # i L72. Peg- IFN+RBV JEfH]
1 109 BFE, 101 BI2SE Y 4 WV AEBITH Y, 8 FIHK
7 ANV AFEBITH o 7z, i L7z Peg-IFN i 8 ] 2%
Peg-IFNe2a TH Y, 101 7% Peg-IFNa2b Tdh - 7=.
Peg-IFN+RBV +DAA #lix 49 i 38 FlAST 2 7L ¥
MERBITHY, 118575 7L ENVBRBITH - 7.
F 72, 49 Bl 47 B1HY genotypel B!, HU AV AET
HU, 26175 genoype 1 8, K7 4 V22D RBV #tH
WILEBROFBEBEBITH > 72, i L7 Peg-IFN 1 16
155 Peg-IFNa2a T D, 33 #I5 Peg-TFNa2b T
57z,

T OGP TIHWERT %, 3~6 2 A Mk CTIEIBEE
Wi, WEGEOFMEZMERE L. W2 RO 728
4121 3 phase Computed Tomography XiI 4 F ¥+
FEEJ bV 7 4 (EOB)-Magnetic Resonance Imaging
(MRD) % T L - D2 W 217 - 7-.

JEFRERE & RIEH OB T, BHEIOBRFTRRNT L
SVR24 EK DA M, HEHKED ALT, AFPIZOW Tl
B UL7, %8B, SVR4GHEERTH24BEOREHT
HCV-RNA BEHZ#FLTwaIREEER L. T2,
ZNENORFRINI IR 2 MER LR g L

7o, TSI ERFEETRL, 2EHMOREIZI
Mann-Whitney M€ % JH 72, F&4 M43 13 Kaplan-
Meier 2 FHWTIER L, FIEFEOLEIZIE Log-Rank
Mg % Bz, PAE<0.005 #MFHFN L EREZD Y &
FIWr L7z,

%3, ABFFEIE S R R AR BE L2 B AR AT 78 i B
BAETZHROKARDOD L IATb N4 5 10 BIEWHZET
5.

s R

BEFREZLLIRT. FHERITIE7.6% Bl
13#594:86 TRRBUNEL o7, FHEHEMM I
3637 H (6~91 % H) TH-o7z. #IEOIFEN {GHEEEH
162 B, HiEBEFERGIAY 13 6, B AR5 A 4 B,
MIEBEAEPIHBTH Y, FRHEFEH»ZL Do 7.
HCV RNA ®¥351% 6.0LoglU/ml TH-72. SVR24 ®
FERHIL68.9% (124/180) TH DV, EAROFMFIL 2.3
% (5/180) TH -7z,

F 21 CIESHERE (157 B1) & R9EHE G ) okl %R
T, MEMFENAEEE RO 2D ODRER TR
H, WM, SVR24IEZWBINL NEHIANCH D, RHEH
DT AN AEmRIFTRE, AL OREICEITED 2 h
ol FO—FT, BB CITIEREREICIEL, HE
BoOALT 25EwHin %2 2 L7z (p=0.082). HHED
AFP 3 IEZHEHET 6.0meg/ml, FWEHET 14.2ng/ml &
BFWHTIIARICRMEZE L7 (p=0.001).

LICEER DTSRRI Z, X 2 (4 #5568 ih
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x2 JEFONEEE L SBEBE O K
T (n=175) S&HEBE (n=5) p 1l
WG (%) 575+10.2 64.5+4.9 0.142
R (5 / %) 90/85 4/1 0.207
HEE B/ R) 157/18 5/0 0.450
HCV RNA (LogIU/ml) 6.0x1.1 6.1+1.3 0.059
ALT (IU/L) 68.2+51.7 85.0+52.4 0.502
T-Bil (mg/dl) 0.88+0.43 0.85+0.14 0.618
Alb (g/dD) 4.24+0.38 4.00+0.50 0.244
WBC (x102/ul) 4958 + 1505 5500+ 1766 0.236
Hb (g/dl) 14.2+1.6 14.0+2.1 0.809
Plt (x 104/ul) 16.0+5.8 11.7+3.9 0.092
PT (%) 109.1+155 99.2+13.8 0.108
AFP (ng/ml) 14.7+349 141+9.2 0.124
SVR (Yes/No) 122/53 2/3 0.157
&% ALT (IU/L) 29.0+23.8 81.0+49.9 0.082
1G9 AFP (ng/ml) 6.0+ 13.1 14.2+72 0.001
%‘E Lo ;%E 1.0
%ﬁ 09 %E 09 657% Ll L
?E,T:Z o ‘J_EZ; o8 658K
m 0.7 ﬁ 0.7
P=0.36869
EH==HIM (B) R (A)
1 &FlO5E kR 2 AR O S R
EROFIEFRIT23% TH o7z, HER TR OSR 65 IR L OBED S IX R ORI L <, 65 Al

WID % L, SAEDBEOIIEN S V.

DBEDFRRES L N Db rb. Z£0O—FKT, K2 T
65 i LR SR M ORREA L {65 A DEE

DD HIZ5EL EREHEL TH S DB L .

COOEMmMMMS 7 v AL, WHHEICHEERZ
A% o7z (p=0.36869).

OIS EUERE L THhSORENRL NI EITREN
7o, ZOROFEMEAS 0 A L, WEERICHEEZTE
D%ho7z (p=0.36869).

WHET O ALT Jlosgfellisg, 7 v 7 3 ¥ BlosEss i
MM/ MIKBIOFSHEIIARR, AFP RIS % X 312,
HFEO ALT JlosM i, AFP Hlo st itz X 4
WZRT. H#ERIO ALT & (B 3a, p=0.12055), 7
V7 3 AEAE (K 3b, p=0.93836), IL/MHAKfE (X
3c, p=0.32370), AFP &l (K3d, p=0.47343), ik
R ALT &l (K 4a, p=0.41240) I BIH % N E
Mz Y, B AFP 6ng/ml Yl EOIER Tl

BN EEE R TRENZ VIR L o7 (K 4b, p
=0.00050).

2 3THRIED] 5 BIOTF RN T %R 3. IHHEBIMAREIC
65 % L b o i B TILE SR E T oMM 2 (P
16.7 » H). —7, HHFBIARE 65 % £l OER TIE 5
T CTOMMAEL (F1569.0 7 H), IR ORI
65 EEBA TV, AFPICERT A E 2B E2BRVTIE
WHRICIE AFP MK T 4525 16812 B CiEgRgED
AFPit6ng/ml Ml L2 2 L7z 72, BEAIoOFICIE
2B1® SVR FEBIAE Tz,
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d HEHAME (A)

3 THRET O TR B O FERE
HHEETO ALT ®fili (a), alb %4l (b), M/MRIEAE (), AFP &l (d) TRIEREANZEMICH Z0%, HRE

B LN oTz.

z =

C BMBYEAT DBty A4 )V AFRH:IE 1992 412 IFN 7558
J8 2 7 o T LI, IFN Higlt, Peg-IFN, PEG-IFN+
RBV it li##1:, PEG-IFN+RBV +DAA Bt HIses: & it
H L, FhEh, 10%, 25%, 50%, 70% % # 2 %
SVR AL 5 & 912757257, —)TIFN ho%%R
X 54K, 104EHE T2.6%, 58% L HE SN TWw 5.
4l OECId PEG-IFN Hl, PEG-IFN +RBV ##ik,
PEG-IFN+RBV + 7 u 5 7 — ERHEHEBHEOZFNER
WA LRERETIED 575 SVR24 13 68.9%, FEHEHR
1 34ET 2.3% & BEH E IFIZRBEOFE R TH - 7.

C BMEVEIT B B o iH#E B £ v APEBRO RO A
7 O TR R T B & IR 0Bl &L S hTwn b,
IFN (3 IR 72 THF S HIBIRI R AR S hTh ) &,
FRPR B D AI X ) 3818 SN2 LB D 3 K — MK
DOEERL TR ZolFE L LT, HCViN%k

WX BRIEDELE, IENIZ L BRI, 553
LDBRNZ D BHILA~D T R b — ¥ ZFEIEH, PUEE
RO, ML &% F 5%, Asahi-
na 5® 2013 SE D TIX, IFN {BHEE O RIS
3 2HF L LTIFN GE#%Z D AFP BH, Hi#FEHZO
ALT mif, Btk S, SERAELe, IR,
K7 V73 vifnfiE, SVRARERER ZZEFTEY,
AFP 6ng/ml, ALT 40IU/L %% v b+ 7Mi& LT
ALTWwaY, HICHB%AFP & ALTICB LTI
SVR ER DA MBI D & 3407 L 725N 1 & &
NTws., ZoORREERE 2, SROKRTLHERD
AFPMH, wHHEO ALTMH, M5, FEiCow TRES
L2k A, H#EEO AFP HIZIESRMEEE & ik L 38
BTHBICEMHETH /2. FD0, HEICE D AFP
A 6mg/dl LT IS T Lo Z2REF TRERED Y 22
VEV-ORELEBBEENLELEZEZ b K4b
VRSN M WG AFP 6 Lk %ERITH IS
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%?f: L0 %?f: Lo
= 0BT = e
% 09 % 09
i 07 L ﬁ 07
0.6 06 6Lk
ot P=0.41240 o P=0.00050
a HEHAME (A) b SR (A)

R4 EEHRO ALT B L U5 AFP B 055 ik
HHEHEO ALT B TERBI0% EINIC D 5 DA B ZRO L) o7 (a, p=0.32370). HEEED AFP &1l
BI2 ST EN A EAEE b o TRWEBIZ % L 32072 (b, p=0.30050).

®3 FEEFOFRKNT

£ AEES W HCV RNA ALT T-B Alb  WBC  Hb Plt PT AFP SVR #%ALT #AFP MIZHIH
B/ (%) (EAH) (LoglU/m) (U/L) (mg/dl) (g/d) (x102/ul) (g/dl) (x104/ul) (%) (ng/ml) (Yes/No) (IU/L) (ng/m)  (F)
M 59 i 6.5 115 098 414 6800 148 143 105 75 No 137 167 67
M 67 & 3.6 16 07 456 6600 162 153 122 58  Yes 16 5.4 21
F 70 & 5.9 22 097 3.06 2300 11 44 95 175 No 91 256 12
M 62 & 6.8 138 073 417 6900 126 126 101 256 No 80 104 71
M 70 i 6.9 96 074 41 4800 131 13 90 824  Yes 16 7.3 17

TN L WRERE 2 ) (Pfii=0.00050), BEH & FBRICH
WHEO AFP BB OFUMHAFIC R DD 2 LAVRE
nr.

BHRHEO ALT fEIZOWT L RN EZR LD D
O, MEHFNAEEIEONT, ZoMiE L TIER
BORRDE Z b,

SVR B30 B L IZOWTIE, HS oG T
91 MO THWIERLEZRDL LMEINTVS,
HCV-RNA Btk C BUF %%, AR ED» L OFNED
B2 SDORBALVE SNTEBY, WM R
AL AR ENFREELTWDEEZZONRT VS,
L lH ORETT b A A IZIEN S O OFEE TIZBEERS
W T 0 BEHICHET 2R R TH - 72

2010 4£1Z Asahina &%, IFN {GEBZOFEISAIRD
RAERGRE PSR L2 2 LCwaY, 2hick s
&, 65 LA IFN 9 T SVR 2354 & 72 RE B 1 65
A T SVR 234 S N7IERI L IR L, Z D% OI#
BHEBEPL RSBV E, ThbbEEHITEIFN G
WU X B IFFEMIER AT & SN D, SR OGN T

X, KR T L HIT, HEBGEREIC 65 UL Lok
BT COMBA L, —HT, WRHRBGN 65 m A
OFNEERE E ToOMM R, FBEREOEHITEP T
5MEMBA T VWD LD DbHID. T2, BIEEMADD
BB T IRERAT 65 MU LoEiimE X 2 ME4 L,
1 Bk SVR #EEHITH Y, 9 1611E SVR KERBIT
Hotz. WINBEFHO AFPEIL 6ng/ml 2LETH
D, H#HE T SVRERDAHMIZED S THEEED
AFP 6ng/ml L EOREG] TR I IIE o W] fetk: 2 HLEF
WANEBRBZOMB 2B T2 ENEELEZ LN
7z, —F, 65 AW ORI TIX 65 LD ST
SN, L) REIMNGERBIRIFEETH L Z LATREE
nrz-.

FERMBOME T, WHHEATO ALT &fH, 71V 7 3
ARAE, MM, AFP &G TRIEDS VRS R L
0, F b B IRHET OMAHELE RG] TR O J8 R
B WEINATFER S N7z, BB ORRICERHZO ALT 5
fiL AFP mfliiE, IFN BHEOEFHERT L Sh
TWVBA, FREMEL? S OMEFICBWTD, AFP il
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INEZFT LR TH - 72,

ARSI RBEE LR NR OB Z i35 5 DT
HY, SHESNIERIIERICETZ2H0T, Filw
METIE R, L2L, 5% DAAGEHEI—BKILL,
IFN BB LN R 22515, ZORBTYRED
T aF O TRETLIVENHL EEZT:.
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IFN G O s L E R B, HikmE, Bk mmk
® ALT Hifl, AFP SHIEHFRERP R EITICH 5.
FIZHm RO AFP S PR & LTHIT
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Risk of Hepatocarcinogenesis after the Interferon Therapy in Patients with Chronic Hepatitis C

Yumi Kusano, Yasumi Katayama, Akihiro Nakamoto, Tomoyuki Kitagawa, Toshikuni Suda,

Osamu Okawa, Akihiro Kitahama, Ikuhiro Kobori, Koji Toyoda, Nohiko Tokutomi, Masaya Tamano

Department of Gastroenterology, Dokkyo Medical University Koshigaya Hospital, Saitama, Japan

Purpose : We investigated hepatocarcinogenesis follow-
ing interferon (IFN) therapy for patients with chronic hep-
atitis C.

Methods : Subjects were 180 patients who received IFN
therapy for chronic hepatitis C. Pretreatment demographic
factors, whether sustained virological response was
achieved after 6months (SVR24), and post-treatment
ALT and AFP were compared between a group that
developed cancer and a group that did not. Cancer inci-
dence curves were prepared for each factor, and cancer
incidence was compared.

Results : The SVR24 rate with IFN therapy was 68.9%
(124/180), and overall cancer incidence during a follow-
up period of 36.3months was 2.3% (5/180). Compared

with the non-cancer group, the cancer group tended to

include more elderly patients, males, patients who did not
achieve SVR24, and patients with high ALT. Many
patients with high post-treatment levels of ALT and AFP
developed cancer and significant differences were seen,
especially in AFP.

Conclusion : The incidence of liver cancer tended to be
high in patients with extensive fibrosis prior to IFN thera-
py, elderly patients, males, and patients with high post-
treatment levels of ALT and AFP. In particular, high
post-treatment levels of AFP are a predictor of hepatocar-

cinogenesis.

Key words : chronic hepatitis C, interferon therapy, sus-
tained virological response, hepatocarcinogen-

esis, o—feto protein



