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1 Doppler echocardiographic measurements

WT Px-core TG
LVDd (mm) 36 £0.1 4.2 * 0.1*
LVDs (mm) 24 * 0.1 3.3+ 0.1*
FS (%) 330X 1.6 21.0x 1.2%
EF (%) 69.0 = 1.6 51.0 & 2.3*%
E wave velocity (cm/s) 70 £ 54 80 = 48
A wave velocity (cm/s) 37+ 4.6 21 = 1.5%
E/A 21 % 0.2 4.0 % 0.54*%

LVDd: left ventricular end diastolic dimension
LVDs: left ventricular end systolic dimension, FS: fractional shortening

EF: ejection fraction, E/A: E wave/A wave velocity ratio

*P<0.01 compared with WT
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PERT 2 Tid 10719 (52.6%)1 Ht AK09450 Fi ik 236 1
Shic, BEE 29 ATHAEERE ST,

CEUBMENT R B CilniEHT AK09450 Hifkn A # &
B oEE B L, EREE (i - 1 - ALT
ff - PR PURBRE S - HCV & -HCV Y= 2 5 4 7)
WP AK09450 FUiEBBMEEE & PRk BER T4
it — HITERMBRE B CHE L - 2 A,
Histology Activity Index @ 45 = U — I (PR o
RIE) AR RCHEICE 2 - 72 (1.58+0.84 vs
1.1340.26. p=0.018).

AKO09450 th 400 29 7 2 J BRICHI N 5 A7 F K
Elamll, chTodFeaEl, Yo
— TR EER L 72, ER LR T 2 n— b
EERCTIHERMEEO RIEMBRBREA LTS,
AKO09450 (AT HIHE K DS A o IR R 12 JRTE T
5T LI L,

D. %

SEIOBEF CHCABMF R OBEMF I 4 E
BOMMREORS I 5 H SRR &,
HSP iXHEA L AT THFEEINDHF v~
0 THY, CREMROKFERICLES LTS
Lo LB INS, HSP60, 70 L LR ANT&
DOLDTHTLESHERRE ENTEY, “hb
T voSa CFMRNTY CEb ST A S
L E%T 5L bng, HSP Ik A kil &
Hoe®EREomFFIcRE S h, HiE~0B &7
TR ENTVD, CEUBMATR CoOP HSP fifkon
BRCHEL THSEORIPEETH S, -,

TOF RIS S FEOEZLE TS
LEBRTEND,

AK09450 1% Laminin 5 -2 (3 ETHELE L TvW 5
Ho), Laminin -2 &iiexon 3 #HF T+ 20 LT
HOHLILhe, FRESEEZ LMD, Laminin 8
2 TIEWAF TR R OCIRE OB BEL TW5,
i AK09450 FUADHERESCERITTHTH D2, M
RO RIE L DHBRSH L Z L2525 L, s
HHERAD T ~DOB BB LT WA REMD S B,

E. #5

CHRUSMERT 2 BE Il HSP 8k, Hi7 7 5o
Bifk L0 Or, Hi AK09450 Hifk2 s h 3, Hi
AKO09450 HUAKIIAFN CORIE LS/ L T3 aHe
HErh D,

F. SRR IS
Fraod~& Z &L,

G. HEFRExE

Okamoto N, Yotsuyanagi H, Oocka S, Matsui T,
Suzuki Kurokawa M, Suzuki M, lino S, Nishiocka
K, Kato T. Autoantibodies to CD69 in patients
with chronic hepatitis type C: a candidate marker
for predicting the response to interferon therapy.
Intervirology. 2003:46:56-65.
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(bp)
1 299 3998 5021 . 5695 5815
Laminin B8 -2 }— :
hepalaminin (AK094050)
1 618 2298
1704 1760

P VP GTG EDGIRCRAGTETLTCR




I R FAF R B AT R E R IRBE RO AR (5200 8F)

SEREREE
E SRR 35T 5 CRUBMERF A A ¥ — 7 = 11 L IR i

MR REFAEAN EIRRREEEE 4

&EbRE

BHFEEE @ 2000 /5 2002 F T 3FM. £E 22 S OENKBE - BEH CH I abhi C R
BT RA 7 — 7 = o AR B, BT L7, BEEHI L Sh b genotype 1b T w1 L
A (100KIU/ml LA B) @Oxt8Co IFN HURTEHRE TORGE®E (SVR%) it 4-9% Tlh o =23, J 3
B CHFREE T, 20-24% SRR SIZIFRSEORBOROM EBED LR, L, IFN
EAEF D% <IES5 ORELL LT, #I126 0Ll LOREE TIL Y A0 Y RS ECORER HE S
PRI EMhG, TOEN, HECELCOIMEEICEET S LENS B,

H R EE
AKS BL, BKEaAt, KB % ER#EE,
ABRE, EHET, PREES.
EHLAZ, BHFEY
(E>r B E R o ¥ — T &)
[ A7 J5 B 80 2 T 7 5 4L (A AP 9B BE
[ 37 9% 2 7 A8 ALV e KE  {7HE
EXRvRHIRS {17 FH Ez
[E] =7 58 %% Pt B iR B JFHE ¥R
[E SRR ERE 7 — Ry E#EF]
[E 37 58 3 B 1 {E AR IR L i
[E 7 & IRl A
E AR AR ERE & — Mg ER
EHRERERYE ¥ — gy #=—
Eepbeii W EfE o 7 — rrxR &
[E] 57 210 <5 iR Bt SmAER
ES RV - s WA BFE
E ST LN E R 7 o 7 — W s
SN = BF
(B 74 i B RS RT HH B#
[ 57 IR R P B Bl
HEEREERE ¥ — A MWE
[ L AR U B e ER
Eshvay NP 1 kM #Z=
[ 7 T 555 F b g i ER Lk
ERRE R EERE 2 — A

A, BFREEM

Embe, BFRATTEEB Ry b7 — 2 BN
CHEMRBEZEICS L TR b - IFNEED
BEREOERERS 2520 T, bAETEIAR
it C RIBHERT & IFN itk O gER /e a1k
DEE, BBEEEHLCTE D & & BT S
Bred,

B. W5 HIE

20006F 1 H1HBH5 20024 12 A 31 BETD 3
FMIZ, FHLRE - WEFTEBR Y bV —2 8N
RiX 22 DKIERIZ B O CIEN JBREMSE A S 4172 1194
Bl CRUBMENT RAEM A X RICRIT & 35 7 Ae o /2,
ERRHEL, BREKTHRETARDORETT
737 HCV-RNA e T HCV-RNA faét %
SVR : Sustained Viral Response (77 4 /L 2 F#)%
#h) & L. FAhListE Non-SVR & HIFE L7,

C. HRERLEH

1. IFN BB ik O BBk

IFN BEMiaRIEOBRMESHL DT HEN T,
20004 1 A 1 Ha5 2001 4F 12 A 31 B £ TOHR
VIRED B bz IFN BiGHE (a4 R
IFN 2k <) JEFF, HCV-RNA B, HCV genotype
& BITHIA L T 5 428 il (GhEHIEAEE., drop out37
& ETe) 2RV T SVR BAFH L=,
WEEEEE 352 R SVR iX 143 ] (41%) TH
7z, FHRHREE 76 Bild SVR ik 26 il (34%) THh
o7, WIENEHH 352 fH . genotype 1b T8
7 A AR (100KIU/ml, 1Meq/ml Li k) Ot
i3 128 fFlth 12 ] (9%). 1b KT A VL AEE T 45
Bk 31 5 {69%) . 1b LAMSL CO® T 1 v ABE DX
FX, 108 Bl 50 7] (46%) . 1b LIS DK T 4 L ARE
Tk 71 % 50 7 (70%) D SVR RTH-7-,
FENERBFI D& 7 A /L A BE T HCV genotype D&



(RS T0% D SVR 5 R LA, @mU AL AR
=BV Cid. HCV genotype (2 X » TR R
20, 46%E 9% & D SVR EDFER R LT, i
BERABRLOWETH, 1 b@mw A AR
i@ IFN By ¢k, SVREL LT 10%L
EERLZLOER 1 bE YA VAT IFN G
WEHfl EEZ LR,

FHARE O TRIRRER L. 76 B genotype 1b T
DE T A N AREOR ST 26 il 1 (4%). 1b
B A L AFETIE 17 B4 7/ (41%), 1b LIS To
AL ABEOSRE, 17 Bld 74 (41%), 1b LA
SADAR T AV AFETIE 16 FlP 11 # (69%) DFEZ
BT, FHRFERMRR L EAM I T WIENE R AR

IFRSOMEMETT L, 1b LIADIE T A /L AR
IR E SRECIIHETERS L 0 b SVR KW,

DR, PIENERE. BinEF L b HCV
genotype 1 b & 7 A L AT IFN BMER Tk
10%LL EOEFERFT 52 & e TRHBE R
wBAITHD EEL BN, —h. PEHGEFZS D
TiL, HCV genotype 1 b & 7 A /L ABELIA DB TIT
46-T0% OFEF TEDPHFEND L EZ BT,

2, Ue U AFRRIED B

2000 4£ 12 A 1 B85 20024 12 A 31 HETOHR
1 Eliz, EMHER - REFITREBSR v b7 — 27 2N
Mgk 22 OEFRICEWT, VALY Y CORHRESEA
Sz 506 O H G IERET # 6 7 A ML B
L. $hBHEATHE/e 265 SEF COIER TD SVR F4&
23 L7n, WIREREEE 112 4, BRI 143 HilC
07, MBIEHTE 112 #h SVR L 44 (39%). &
TRFEEE 143 ¢l SVR i3 46 fil (32%) Th -7z,

WA R 112 ], genotype 1b T2 7 A
A ZEE (100KIU/Mml, 1Meq/ml 2L E) OR&RTid
83 filth 20 #) (24%). 1b{EV A L ARETIE 5 il
3 (60%). 1b LA TOE 7 A IV ABEDHRIL 24
g 21 5] (88%) A3 SVR &R L7z, —K. 1b List
DFNETETRAL ™7 A IV ARETIIRBE T OERIE S D2
WD L ARFEBTIT 1AL FRRENRS IR
LTV,

FJE5E 143 ], genotype 1b Ti2@ 74 L A

BEOR ST 108 #% 22 Bl (20%). 1b D1
ARETIL 6 FIF 3 (50%). 1b LIAATHER 7 A
ABETIT 23 FlH 15 1 (65%). 1b LAt {E 7 1
ZBETIL 6 Y 6 ) (100%) @ SVR Th-7s,
::T%E?&%:&m‘wb@é%%%kﬁﬁ
ERNTHALbE YA NABCHTSHED IFN
HEHETIZ.SVR B E L Tidm~ 10% L FTHh 2D
DZFk L, VS o HIRERIE Tk, SVR 225 20%
EHAZTVWAETHD, ZORKRITAEROBRHE
B IbnERRER L FREOBRENETH O
EROEFRRBIBNTH, ZOEEDRICHETME
MHDHIENRETEL, ULOBERNG, Wb
HEEEGLE AR ENTVWD L b7 A WA L
Tk, PEFED IFN BIMER T < U U 3 H
WiEEE BT <& ThHhILEZLNT,

3. FE b R CEUBMAT & IFN WER O JEE
WA E COREREND, bOEO HCOV ERE
DL 60 WL LOEE THD I LN BN
Lo CWE, Gl EFEERETDDRAEG C 18
PERF S BB o IFN JBI s, &R, &
ERHOZ EFRLNCTH LT, FCBEFRKE
ML TEZDLENHD, 20008 1 H 1 A»H
2002 £ 12 B 31 B T 3 EROHMMIC, 22 Ok
F/T C RBHAFACK L IFN RERSEA S
1194 O Fn o 1 2 E L7, 10 %08 5 #,
EICAHY 31 /8 (3%). 30 mAUAs 115 (10%).
iR As 194 il (16%). 50 FEAXAS 404 {5 (34%).
60 LA 395 B (33%). 70 &EiKAS 50 f#] (4%)
Thotr, HOMEL EiZ 840 N (7T1%) Thoilo,
Ehie, 20014512 H 1 B4k 2002 4 12 A 31
B ¥ TOHMIC 22 OEFER - HERTERS >
b U — 7 BAIMERR 22 OREERIC VT a2blFN & U

Y e OUFRREINE A X L7 520 FlOERD

fizrLizbod (A1) Thd, 5058 E 605
D% O CENBMEFRBEIZ U S0 ) CHFHRE
BRI TWAN, 60mRicEET L L, =
ERTIIFREERG 71 6, FiGEE S 104 #] &
B & BIRFERESZ ., Zhid. bAETC
RHBMEAT &IP3 5 IFN iGENRFTRE & 72 72 1992



FUH, —EIFNHERESBZebNs GEYE -
M S0MMNOMBEDCL A, 20 10 FRICHE
RO A2 > TWAHEC, 60 Ll b icE L -
b E, 2oL atEE IR LTH 2001 4 12
BLA£ZE Y e ) o & OBERIRE T OIS
HEL D | WISk &N D LR L T, 2002
IS < DB, B2 60 BfNodBE TY A
V2t DHMBEETOBBER B I bz &4
ENb, DLEORKRMNS | B 3 82 IFN {5528

BI bR AEMET 50 mELL B T0% % L,
KT 2002 400X, 60 RELA FOOSERI THIER Y LT
a2blFN & DAY v L OFRRENLEL B b
NTWLBRE LT,

—HT, BB, BEBI2->THhHDE, <Ok
NG YA EOHFREEY, BEOENLGE
(U AT rOoMERSC LB ER IG5 5 20
WERTEACEB N ERREBET D, EWEHT)
AR O s U S Y b FARE
ARG L C6 AL ERR L7 319F & %Rz ) 3
BV AREER G LIRAE LI L EfEE Lo,
THEEB D ICHESTICRIA L7 E SO SRR
BET L7z, 319 fFldh, FEEE D ICTEENET L,
DAY v aEERIEE TR L ERIRT 319
fHlch 187 ] (58.6%) T. 312 il (41.4%) R &iE
R VA rEBESOCUBRAEREES D4 2
ol FEINI, TESBIEENB AR
ERMOEELIET DL 10 AN 2 fd 2 #

(100%)}., 20 5EACAY 3 (5B 3 6l (100%) .
A% 20 B 14 8] (70%). 40 RE{R2 56 il 42 4
(76%). 50 &KfY23 115 M+ 70 H (61%). 60 &%
{2t 108 #Ith 52 # (48%). 70 aR{%2s 15 HF 4
B (27%) L. FEHABEEBCL 5o T, Wb
(R, PS5 2RV B I L T,

DUEO HCV EEE O@ 813 60 8L Lo B g
ThHIEEEET S E 60 RAIEDOEmE TOY
Al oERBEREOERE, EROWBUEE, #
OEEECELCHLN T2 L i CTEET
B 5, 60 L EOIERI Tk, @BEHOERTIE, &K
EANC LAEm, BUEAICBIC, BRI AW
LAE &2 % 2 W h +or B LT iR 4,
BRELH IR T LA ETHD,

30 BX{%

D. fEEEfERRTE
Frat-¢~&Z&iL,

E. SF5ERE
1) H. Hamada, H. Yatsuhashi, K. Yano, K.
Arisawa, K. Nakao, M. Yano: Interleukin-10

promoter polymorphisms and liver fibrosis
progression in patients with chronic hepatitis
C in Japan. J Hepatol, 2003;39(3):457-458.
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JEAERLERT B B AT R ETTRBE RN FE T2 E)

SRR IERE &
HEIEIC B 5 BRSMEFROBEIZOBMIZONT

Wroet o E W R

v )7 ERKRE HibS - FEAE

Genotype B 37.5%, Genotype C 45% T#H 7,

MRS . EHE BT BRAKITFAOKEOEM IOV T ERHEO 2 iR TEEHEERT 7
HEEERALRIR DM U 7= EF O K S EITRER 52 W ITRER MR L2 6D Th-oTz, R
HZHBOMETITHESHOLONE RN, HBV Genotype @RETE 7 71 flONRE
Genotype A 44%. Genotype B 5%, Genotype C 51%C# ¥, Genotype A DIEHAE R ohrz,
Genotype A OREFITIEIMEHIZH Y | 2003 F0 8 Bl 7 #] (88%) i1 Genotype A DIEM TH -7,
FI- . BITH-ICHB L-BRIFFA YA L AF ¥ U 7O Genotype it Genotype A 17.5%.

R BrFEE
gnA mfE
miE AN
AR A
ZH EE
fREF  IOER

By 7 FERKE
m-z ) 7rrERAE
B 7 FERKSE
LS E N
LB

A WFFEEA
CRBHMIFRICIIE . DB CHENBMEE 2D
& EALRBREEF R OFA I LT, 1998 LR A
A0 BRIAWIFREFIIIMT 2RI H D, 2D
JEE L LT, Genotype A DEMMBEMLTWHZ
EREZLNLTWVWS, LLLFOERIIELHHIC
AN TWaWY, 2 LEEROL EICSE, &
HWECOBRAMATAOEEBICEHL TRHEZT T,

B. iR ik

1994 5 2003 £ F TOMCEHE O 2 ik &
S LI-BRIAKFROE 76 EFZHRE LT,
HBV Genotype it HBV Genotype EIA kit,
Genotype Specific Probe Assay tk&x W TIRE L
7o

C. Brges R

L Lz 76 HlOHEERYER I RIERMERY
49 # (64%). WEEEMIMERE 12 B (16%) . BREE
- ERALE 45 (5%). A 1151 (14%) THo

7o SEEOEGIZIRELREBLLRN-TL,

BRSO RRA EHEEEND 49 il
DNTS— R EORENE I ERER L
FRE L B2k 20 B (41%) THH, THRIE L
Bzl oik 14 # (29%), 70 15 i (30%) X
FHRTH T,

76 il 71 57 HBV Genotype % #7E L7z, HaR
i% Genotype A 31 (44%) . Genotype B 441 {5%) .
(lenotype C 36 ] (51%) THh /=, Genotype A
OIEFIEINEmIZSH D . 2003 £ 8 HH 7 7

(88%) It Genotype A DIEFITH -7,

Genotype A @ 11 | & Genotype C @ 7 il & D[]
T HBs FIRDOMEAE TIZAn o B AL L TH
7-, Genotype A Tit 6.9 (4-13 #). Genotype C
T4 697 M (0-1638) THY, WBECET R
yiw

BRIAMATAOBEOHEMCLY, BRAFRY A
JAF R )T AN SO TiEHRNHEERENT
VWB, £ IT, BIAMESOEFE R LY
7= 1998 ELIFEH I L BRIFR U A LA
F % U} 7 @ Genotype 4570 & /LT 7z, 1998 LA
Mm@z HBV %+ U7 SHBI LA 40 #F
Genotype A ©EHT 7 # (17.5%) . Genotype B
X 15 9l (37.5%). Genotype Ci¥ 18 {8 (45%) T
72, Genotype A DO F ¥ U TIZIZFEER oM
R ool



D. Z%

IO BRAEFRAEH OFM L LT Genotype
A DEFBPEMLTE I L8BTFLNA5,
Genotype A OEFIIFFERMEIZE <, SE ALt
LEOIRRERME L OMZERBK LR 2T D
LORKREHE LD D, SRIDKRETITR YRR
A= b= HICRRE RRFENEBIIR S iz o
R ZAVIERIB AR L RN L L EHE T
Genotype A DJRH D N 1990 EHENLIEF - T
WL ZERERETLS DL DD,

SEDBEF T HBs FURB R IEIc i LT
Genotype A * Genotype C iz k&£ R 113
AL T, Ziid Genotype C MIEF O
HBs HiRBMHERRSMOBWEMSELEENT
Wizebh EBDbh D, BHAFR~OBITIZEL Tk
Genotype A DEEFI DA BEHR LT3 55,
Genotype C OREFIZ>WT L #WEMNDH 0 |
Genotype IC2b b TRENFE~OBITHSH S Z
EERHRIIBLLERD D,

MEHBV Xy U7 O0MCRECHEEINRT

WAL OIZHEE L T Genotype A D %+ U 7238
LTWhaEMsrmans, REEB 6EL L
FOEIIHTLIERERL1T ) 2 L3R LKUTH
HERbhAN, HBY 7 F L OBERL2SH-8E
M REEZ Z0ERHD L Bbh-,

E. ##

B R AT 28 OJE LI 4F Genotype A OIEH %
ROICENERMICH 0. F 4 U 7TICBIT LT S9E
Ml sbmbEZ NG, HRBOZEEARHA
ELTHEZLN, HEHPLETHD,

F. (REEER TS #
L TV IR Sy S

G. MroEER
BRAILR IR T

H. syt EERE D BIFE - B #flkin
SHEOFRANFIC OO TIHECRL,



BEASEE HRERRBEIMEMEEE (FRIH)

SHBREE
B BUBMERF A BEIZ %4 5 Lamivudine 1A 21E & HBV genotype & OREIZ-OWT

et E PR A SRS RERTFERRE S TR

A

MEES :

b,

HBV genotype B R(HBV/B) & C HBI(HBV/C)?> B BUEIE & BHFICH T 24 » HFED
Lamivudine # 5 L ABERIGHOZEL yr—2 3 ba—LAFT (2 X 0B L7, {aFaIo
IREE T HBV/C T stage DEH R a7 HE <, HbeAg DEBMELEN -7, L LIGESROEL
B4 > . HBVIC T DNA 7 LA 7 Z)L—, YMDD E&&KHBREARNERSIH D L OO, WiEOR
B ARERRD I T, F - RIS Subgroup @ Ba BU(HBV/Ba) & Bj BI(HBV/BIZ & iR,

Mo MR EIZE LD R -7, ThHOFERIL HBV/B Tt & 70 2 B b le CFHE T
E AEMES AT ERN—HEEZ LN, o TABRS L BEMN TORMOBFIHALEL b

JEFF R
IREEE A TR AR AR HRRIESFIT
i PSR A R RO AR A RE

A WFSEHEMY

FNEICKITSH HBV genotype ixEiZ B #
(HBV/B) & C BIHBV/C)TH 0, WEHERORERIS
EoEERZRGRTTEN TRy, 22 THEIZE
fesx Do LY. Lamivudine ## 5 L7 B &g
AT B 25 L, HBV/B, C &HORHERIGHE
OERBHT =R b=V AT 4 &AT

o

B. WK iE

B BU@MHFA ¢ 12 » A LLE Lamivudine &5 %%
V- BUEERE TR E < v F 387 HBV/B 314
& HBV/C 31 IR 21T 7o, WHEERITHR & 24
7 Bf#EF THRE LA, HBV/B & HBV/CIZ PCR IZT
EIA (T, X517 subgroup @ HBV/Ba & Bj #*
PCR-RFLP & CHE LA, &AL, 6 » Hik, 12
Aig. 24 » A%l ALT. HBeAg. HBeAb Z#IE L,
ALT @ EEL®E, Bk L O seroconversion /
seronegative (SC/SN)RIZ Wl L 7o, £/, &
FA v rinEitd HBV DNA B % real-time
detection PCR (RTD-PCRUZ THIEE L, 7 AL AED
ik, B ERICOWTHEE L7, o, BRER

B % T polymerase YMDD motif % Bikd 1]
% PCR I L U direct sequence |2 CHERH L 72,

C. hEHER

G RT> HBV/B » HBVIC BICTik ALT &
HBV/B;258.3+284 4 U/L, HBV/(;335.7+309.6 U/L
L3RBT, HBeAg BitEIX HBV / B
6/31(19.4%) HBV/C;23/31(74.2%) & HBV/B T/47p <,
B OB E 4T stage (T HBV/B;1.8 XL 1.1,
HBV/C;2.6+1.2 & HBV/IC THEILAE TH -7, &
HEi> HBV DNA &3 HBV/B, C #H.FhT6.20%
1.95, 7.42+1.47 mFICELEDR) -, HBV/B
% subgroup @ HBV/Ba & Bj (4 -ME Tt
HBV/Ba 7% 7/31(22.6%), HBV/Bj 7% 24/31(77.4%) T
7o, WA DOERATOYE B FICELRD RN,

12 » Ao Lamivudine ¥4 T35 ALT {Eik
HBV/B T 32.8=23.0, HBV/C T 31.7£15.0 &
FCETHED L, SC/SN L HBV/B, C %
NER T 36 (50.0%), 5/22(22.7%)TéH Y, HBV/B
TEBCHOTPHFELRERRDO -1, 12 v A
Rt &% HBV 70/ 2 &1 HBV/B T 147%
1.56. HBV/C T 3.01:2.74 &, HBV/B T{KETH
ST, RFRRIN L OB(LEE LD L TEICEDR
Bz, 24 5 H O Lamivadine $ 5 83F TE
T& 7= fEfAiZ HBV/B T 24 5] HBV/C T 29 | T&
S, EH ALT . SC/SN#, HBV 7A LA R



THFICERFRO D1, 24 » A LIN B sl 520y
FTO ALT IE#{L#HEiT HBV/B 7 27/31 (87.1%)
HBV/C T 29/31 (93.5%),DNA 7' LA 7 24—t
HBV/B 8/31 (25.8%)}, HBV/C 13/31{41.9%) 7 L
7 AN—FF4i: HBV/B 2/31 (6.5%) HBV/C 3/31
(9.7%),YMDD % Rk B %02 HBV/B 7/31 (22.6%)
HBV/C 14/31 (45.2%) T3 » . HBV/C T DNA 7 L-
A7 A=k YMDD ZREHERERSE VTS
HHLODOWMEWHELTFIED R -7, FHEC
HBV/Ba & Bj ©fFTHAEREILED TUigu,

SEIOKFH BV T Lamivudine @S EIC B 5
THRFERE LA L A, BRI HBV DNA &
76 log LLTFO L OMAAFFEIZ ALT 23 EH { L HBV
DNA gtk + 5 2 Lz 5+ 5 -E 2 607,

D. #4%%

ZORFCHE HBV/B & HBV/C T 24 » A LA
® Lamivudine (G RICELA Tl hav-, i
mitERk O KBS HBV/IC TEHWEBAH D LoD
AELRFERD -, T eOFREE HBV/B
TGS & AR A RE ML A, FF T E DIER
BB+aThyWIEB—RHLEEBZ LN, 5EBIERK
RO Lo KR il E L E L b,
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