F. @EEERER
FRIZ72 L

G. BFFEZER

1. BSCHER

1) Chayama K, Hayes CN, Hiraga N, Abe H,
Tsuge M, Imamura M.  Animal model for study
of human hepatitis viruses.J Gastroenterol
Hepatol2010;26(1):13-8

2) Abe H, Imamura M, Hiraga N, Tsuge M,
Mitsui F, Kawaoka T, Takahashi S, Ochi H,
Maekawa T, Hayes CN, Tateno C, Yoshizato K,
Murakami S, Yamashita N, Matsuhira T, Asai K,
Chayama K. ME3738 enhances the effect of
interferon and inhibits hepatitis C virus replication
both in vitro and in vivo.J Hepatol2010

3) Ohara E, Hiraga N, Imamura M, Iwao E,
Kamiya N, Yamada I, Kono T, Onishi M, Hirata
D, Mitsui F, Kawaoka T, Tsuge M, Takahashi S,
Abe H, Hayes CN, Ochi H, Tateno C, Yoshizato
K, Tanaka S, Chayama K. Elimination of
Hepatitis C Virus by Short Term NS3-4A and
NS5B Inhibitor Combination Therapy in Human
Hepatocyte Chimeric Mice.J Hepatol2010

4) Mishima K, Sakamoto N, Sekine-Osajima Y,
Nakagawa M, Itsui Y, Azuma S, Kakinuma S,
Kiyohashi K, Kitazume A, Tsuchiya K, Imamura
M, Hiraga N, Chayama K, Wakita T, Watanabe M.
Cell culture and in vivo analyses of cytopathic
hepatitis C virus
mutants.Virology2010;405(2):361-9

5) Tsuge M, Hiraga N, Akiyama R, Tanaka S,
Matsushita M, Mitsui F, Abe H, Kitamura S,
Hatakeyama T, Kimura T, Miki D, Mori N,
Imamura M, Takahashi S, Hayes CN, Chayama K.
HBx protein is indispensable for development of
viraemia in human hepatocyte chimeric mice.J
Gen Virol2010;91(Pt 7):1854-64

6) Kamiya N, Iwao E, Hiraga N, Tsuge M,
Imamura M, Takahashi S, Miyoshi S, Tateno C,

Yoshizato K, Chayama K. Practical evaluation

of a mouse with chimeric human liver model for
hepatitis C virus infection using an NS3-4A
protease inhibitor.J Gen Virol201 0;91(Pt 7):1668-
77

2. FEFER

1) ZiLu—&. BEUEMFFROIAKRK, 25 96 [E
A A LSRR ie, i, 2010
0) SATERE, BEFHR, KL—¥ CHIBMKE
AT B4 v 2 —7 = VRRICET
7 TLB28 %% L Core SEIERDEE,
06 [@ B A bR Faike, ik, 2010
3) HU—%. CRIFAOREFIER 546 E

AARFEZEERE JvFareI—l
(L%, 2010

4) AkEE, mESR, EU—# CHIENHE
AR EEICEB T 5 ILB28 8L & v A /LA
BIOVETRIRT L OE, 546 EIEAR
FFligESks W7, 2010
5) WFEAF, EEE—, BANE, KREFH
B, FL—%. FFBRE% C RITRFERICR
+ 7 IFN {5 DR & SVR |WEDTZH D
W, 46 B B AFEESKRS, W,
2010
6) FHEAA, EHEFE, AR, S50
%= BT, BAREE, ANED, W
K, SAEAE, B EE, Tk &
N bmE, BF % EEE-, AU
JE7 L o — UHEASEAPERTZE (NASH) 1231
7T & ERBIRF OBREREIZONT,
% 46 [@ B ARFIEZE SRS, 1, 2010
7) FERALE, HEHH, RS, AKX
WG HEET, TEMRE, SFER S
Bre—, KiL—%. C AUBMAFREBE T
+ 7% PegIFN/RBV JEIEDIRFENE &
IL281ocus ¢ SNP 35 X OMFN IFN #HFEE R
FHEEOME, 46 B B ARFRTEESR
£, WFE , 2010
8) FLpaLE, HVEHM, REMER, AKX



B, HEET, FEMEEZ, SFhERE =
ErE—, ZILU—%. IL28 &AL CALEM:
FFRDRIE, fhHEL. vGIP L DESE, 5
46 [ H ATl FES KRS, (U, 2010

9) deARERth, HJI B, BARBF, (LEE
BE, JIEHBE, KWL—#. Genotypelb * &
A WV AEBLISD CBUBMEFFRIZRT 2

Response—guided therapy, %5 46 [ H AT
ks, 10, 2010

10) KAEFIE SHES, W = FEE—
, FRIFAERF %ﬁ%”,ﬁ —&. C
Wﬁ*?%wxm BIFJS5HLA DR

BlkNKG%@h¥yﬂ DR, 5546
B B AfTlgFE s, 1%, 2010

11) ZKLU—%. CBUBMHERFRDIGED TRIE
F, BERIUT ORI T A, B,
2010

12) Chayama K. Personalized Medicine in
Chronic Hepatitis B, TASL 2010 Single
Topic Conference, &k, 2010

13) Zi—#%. BA! - CEFFRADE CKD BE
IRITHATaA NE REMHZEEMIC
BT 2E&E X7, £ 40 B HABBFESVET
FiRE, IRE, 2010

M)XMﬁ% C BB MERT R D BT DIBIE,
5 239 EHRAEMSFINHERES, L5,
2010

16) Z&—#.
Replication and Response to Anti-

Hepatitis C Virus

viral Drugs in Human Hepatocyte
Chimeric Mice, % 7 [EI7 ¥7 KIEEERFIR
REEEWPASL) VSV Ny s T
7 LA, FE, 2010

16) tRfEFE S, S FhERE, ZSIL—8. B RS
FFRICIT BB T v ZIRE IR Bl DR
&, % 14 B HAFEFSRE %52 EH
AIHLFRRFS, Hik, 2010

17) HEESSM, SFERE, BL—%. CHE

PEFF SRR RIS 257 7 5T A N SNP
B ARAT-IL28B B+ LB L HOV D 4 L R
) LERICEREL T, %H4@E$Hﬁ
FERE F 52 B HRAHIRTS, Hik,
2010

18) Bith, HHE ¥ BAZEK, AHE
5, R, SAREKRE, W iEE, F
o &, SFHERE, JII EBEE, BEE—,
A—%. CHRIFFRIZHT 5 IFN SVR AT
KT D RETIEEE OB, TROK
71, Mk, 2010

19) M5 ¥, RIFHhET, BAREB, AR
B, WAL, SREKREE, W #EF, F
fr &, SFfhEHE, ) EBRE, SEE—,
ZE—&. CHEIFFA IFN SVR % OFFE ) —
NRA T RZONWT OMRE, F 14 EIEAR
FrsFEE RS, ik, 2010

20) Tsuge M, Kohno T, Abe H, Miki D,
Hiraga N, Imamura M, Takahashi S, Ochi
H, Chayama K. Identification of Novel
Hepatitis C Virus Deletion Mutants in
Chronic Hepatitis C Patients, THE 61TH
ANNUAL MEETING OF THE
AMERICANASSOCTATION FOR THE STUDY OF
LIVER DISEASES, Boston, 2010

H. ZnH9FT B FE D HFE - BRI
L. FEr S

FERL

2. ERHER G

FERL

3. DA

Bl L



JEA S ER EFE R B ST R E IR B SR SEE R (PR E)

LR TR EE

el

C RUBMRTAICIS B PEGIFN o 2a D BEMIEEIC L B FRHEMLLDR

RIBE -H e LR

ROWK

MRES : CEEMFRATIIA =Tz BEIZL>TSVR BELNRD - T HEITIFRERN
mV, BARD ZHEFR LR T retrospective (& C BUBMEFRIEH 245 L, T A ¥ —7 = 1 /(PEGIFN)
a2a DV EEZRYIHERE SN TWERDOITRBERZ M L7z, PEGIFN o2a M52 1 FLU L%
TN BT & BFREZS 594 FIAEEEF S, FD 5 H 49 BITITRER A LN, FFREY R 7 &g
#r3 5 & HCVRNA [t {b#l, ALT & 40 TU/L LT, alpha-fetoprotein (AFP){E 10ng/ml LA FIZ72 o 7245
BICREBEIMET LTWiz, [E U cohort T PEGIFN o 2a FEF 5 DIER] 99 ] % fEMT L7z, 3.8 FEORKIEE
2207 16 BT HFRFE N A D 7=, propensity matched control study #1772y, = b e —/ /VEEIZ R LT
PEGIFN o 2a #ERETIFRBENARICIELS . <12 F3 & F4 OFBRMEERGIOL THENTT2 &,
PEGIFN « 2a ¥ 5 CTH B P58 3 Il S v Tz,

A. HFREB

CHUE MERT & TILFEM R MRATIZ & - Te5ik Ll B
EhE CTORBENEL LY, FRiEts A2 T
LRBEORENE N, UL, Bl TILY A~
U VEBETSZENESVREBETT 272D
EREESIETAMREFE LD LEPEETH S
o K TIIPEGIFN w2al U S Y U OFRIC & 5L
Bzt LT, 90 u gDPEGIFN o 2aB M %38 1 [E]# 5
THE, SSFEMBBBE LI L ZAFEEF T
PEGIFN o 2a¥t 5B CTOFREETARBO bz, £
Z T, DHIETEHEHEDOPEGIFN o 2ab EEHAEIZ L
ST, FFREMET LTV B NENCONT, £
g3 [F] Tretrospectivel Z T L 72,

B. #RFE

2003 4 12 ALz, 1ML D PEGIFN « 2a
BEAREL 5 7 C BUBMITAZ. £F 21 MERH»
& retrospective [ZEESF LT, FFREBIZ DWW T O
21T o7, T PEGIFN « 2a #5257 Tz
T43 BIBNEE STz, ZD 9 b, JREBERTO HCC
DEEEN & 56 & IHEYIM 48 B REARROF % B
4L T, PEGIFN o 2a ODE#EE % 917 TV 7z 594

BlafEtr Lz, MREICHST2RF2HEEL
Logistic EJf#TIC X 2 LB EMT TR L7, &
5IZTREREME 24 EE OIME ALT f&£. AFP fE.
HCVRNA BI[\Z P38 2 % Kaplan Meier & CHERT L
2o £72, DNV FAF T a— L EUDCARS Y F
W) FA(GRN) B 72 & ORFEESRIZ XL - TIHR S
Nz, HDVEREETLIEU ERBEBREI N -
> b r—/URE 99 BIMEERN S LTo 7o, RO Z2WBIA
59 Bl o7z, T EXEIT LT, Fi - £ - BMI -
HCVRNA & - IF#4E{bIiZ X > T propensity score
matched control study iZ & - T PEGIFN o 2a NS
59 ol & BTN,
propensity matched control study TIZTZFNFD
P32 % Kaplan Meier {5 CRENT L7, F7=. F3 -
F4 OFHRHECERGIO L THFFRE ) X7 2k LTz,
(fRERmE ~DELE)
ERRRBRO HHY - ik, IRROBIER. BFIZET 2
B ANFROTRER, BE OHERIREZF IOV TS
R EATV  BEDRE T 51 T5 72 & B D
BICEBILAREBEERERE S 2 THIKRABRZHITL
7z (FHGCPIZESF) , BEICEEMRBRARD bt TV
AIEEECRBWTH LRICE U TEROREEZ 2

control study #fT-7-, Z ®



HQAYA)

C. Wroeke®

(1) 90 u gDPEGIFN o 2a8 il 2 1 7~ H 21812 1 [|]
DG % 1TEM LS FEFATHREICEET S
HF &t UTe, BHAEEMET CIITRES & IE5m
BT, #E, F#h, Staging (FF#R#E(L) . Grading (FF
RIEEEME) | M/MRE, T 7 I UE Ry
EVEICEBEERALNT, ThESEEMRITT 5
&, M. SE#R. Staging, Mi/MEER, RE UL E UE
DS CHFREICEE LT e, BBBIsRmth24
il B DALTEA40 IU/LLA T ThH o HEITIT, 41
UL EDHE XD S HEEICHFRENMELS . RRIZ
243 B B O AFPE A3 10 ng/mLRHE TdH - 72l T,
10 ng/mLLL DB L 0 S HEICIFRESEETSH
27,

(2) matched pair FERTIX, = b o —/LEESOH &
PEGIFN « 2af75> 559 T, WD BEH m I LT
T R.23Grading A2-373PEGIFN o 2af¥ T% < | IFN#& 5
JEHPEGIFN o 2aff TZ% < . HILER¥APEGIFN « 2a
BETHeholeid, ENLSMTITER A DR -
7z, TNEN DTSR % Kaplan MeieriE 2 L - Tt
B L7-& 25, PEGIFNa 2alf THEIEWVWZ &2
bz, & <IZF3,F4Madvanced fibrosis of the
liverSEFI 72T IZFRE T D &, PEGIFN o 2a% THFS
MRV Z & B H L7z, Stepwise Cox proportional
hazard modellZ X - THFFfErisk factorZfE#HTT 5 & |
PEGIFN @ 2aD 5% 517722 L & | FFlDALBHE
77 iT 3 JErisk factor Td - 77,

D. B%

AARTIEmEE O C BAFRSEML TV D25, Sl
BTEHHRE) X7083&ENZ ERERAIN TV B,
E ¥ T3 PEGIFN & RBV SfHTBIR D52 RHK
Wiz, BIEBRTIZ W, £Z T, EE TORE
B IR IIRIR T REEBERRETH S, PEGIFN o
2a & RBV {FRRIE CTEYTH o IEFI LT,
PEGIFN « 2a B CTIRE Liz5a12, FFRENESLE
TEBAMNEMITONVT, REBEEES LB (
HALT-C study) 23{Toiiz, LV EHFREEET

L2 IR THFEEFCTHEENMET T2 &0
WEINT, Lo T, BRKTITADED PEGIFN
a2a @ maintenance X5 MIFFREOIHICFE T
DT ENFERAEIN TS, SO HARTOL gk
[7] D retrospective fiEHT Ti%.90 v g ® PEGIFN o 2a
Bz 1 EM> S 28I 1 ERE LFT, 1BE
B Ak 24 8 H o AFP {545 10ng/ml LU F iz 72 % 7 ALT
fE23 40 TU/L RIS /e o TOBFAIT, FFREND
RN ERBH LN, IFN ERED = hr—L
B & @ matched case-control study T F3,F4 OfF
FRHELERGIT, IFRERFEEICY R 2T,
L7=MoT. BAIZENT HALT-C study O FF&HE
{LERFIZ 1T 5 PEGIFN o 2a OFFE MR
DEHERINZEEZOLND,

CHEUSMFFRIEFIZ BT, FFNREA LA AR IZ BE
532503), EERREZEHTLIZLEBTREDY
A5, FFFRER LR A1T 5 Z L 23, CAUFA
BEOEMTRUEOT-DIZEET

H5b,

R L3 R L 72 C L@ MF & 1z L C PEGIFN
«2a @ maintenance 52 L > T, MiFE ALT &
AFPE#ZEIZL T, IFREIEAREZITO Z &M
BEETHD,

G. BrEEFEX

1. XHEE

(1)Asahina Y, Izumi N.et al. Effect of aging on risk for
hepatocellular carcinoma in chronic hepatitis C virus
infection. Hepatology 2010;52:518-27.(2)Kurosaki M,
Izumi N, et al. Pre-treatment prediction of response to
pegylated-interferon plus ribavirin for chronic hepatitis C
using genetic polymorphism in IL28B and viral factors. J
Hepatol 2010 in press.(3) Kurosaki M, Jzumi N. et al.
Hepatic steatosis in chronic hepatitis C is a significant
risk factor for developing hepatocellular carcinoma
independent of age, sex, obesity, fibrosis stage and
interferon Hepatol Res

response  to therapy.

2010;40:870-7.



2. BEREK

1. FALAELE . 46[E A AFIRFESRES VR Y
U A, ERR22FES A27H | I, 2 BRI fth. FE46[E
AARRFEERET I v a v T

Wi, 3. EAkkAEEM 140 B AR ES RS/ <
FNVTF 4 AT vay FERRAUEI0A15H Mk 4.
BIFHE 2t 5 14E B AP FE RS FEA224E10
A148 #E. SHEEmME@EM 5376 B AFEYSR
SRV T A FR22FEI12A4E, T

H. MM EREOHEE - BRI (FPEE2ET, )
SEIDOHFFEIZDONTIETFER L,






JEA G BRI M e R E R RBE TR EE (TR E)

P
i
=
&
B
of

=
=

BHRFAR P T H ENVBRESEEFEFICEIT D HB~— 7 — OB DR

HroesEE WUl R RERFEREREZRIIER AREBRRES #HHE

WMREE  BESHFRIIB T2V AN AY—I—DHERBE BREHEITFRICH L T T eV E2&
B U7Ef & bl U 7o, 2YERTHR 119 BIOBRREEIZ, FAEA D 3 » A LIPIC HBs HUR (L L7

H D (GroupA) 60 . 3 » A LI 6 » A LINIZ HB

sHURSEEMEIL L7=H @ (GroupB) 42, 6 » A

LIREIZ HBs HUEB ML L= B D (Group C) 11 il B/ LB D (Group D) 6 B4 hiLic,
HBs 1. HBV DNA. HBcrAg OJEEEIL Group A, B, C DJEIZEELHNZA2 o7, Group D T,
BELEZINODUANAY—A—P 4 BRRTELAT2EARED N, £/, =T hen
RS LU= BIHEFRAHI X, HBV DNA OEZIE Group B & IFIZFRFEDE R TH o 7225, HBerAg DL
HIIRO N0tz BB, BHLHITIX HBerAg 13BN L7, U EDERN T H AL
I HBV D8 & BHERT R OB BAIREMH TE 2 b0, FFMIaN O HBY 77—/ &2l b § 2 LIET
ERNWZ LR E N, F, BEFRANZIT 27 AV AHEBRIE 10% U EDERFIT 6 ~ AL EIZ
KO, FEPNZ X > TRERENDH D Z LR ENTZ,

R IEE

A TFFEEEHY

A O BERFRDOERTRESHIIRELE
fELTETWD, FICBEFRDER TIL,
L EDEFIDBERAFLIZA Do T
BEFRAICEE L TW5, S (18
FF) FINCEE L CTHER TR A DREFIH B
WML TWA Z ERFEINTWD,

BETFEA OEF O, FFRPE
AL, BT AERN BN -T2, &R
FRIADREFIDOKI 1 0 % NEMERFR» b ke
B~ L LT ENMEEINTEY, K
LD OO H B,

BERFR D D EF R~ BT T D IERIIL.
A VABERINEN D A, U A LV AHERRD
FICBILRWVERIEEZBND, Z5 LKk
REEZEME L, +o7xRE L D702,

ZEDOBMEFRFIZHEIZI LTV A VA~ —
A — DB DORFDBVETH D,

A [EIF 2 13 BB EMIFR OER % E72 x5
ELTIANAT—I—DHBERT LT,
Stk DBEALFNCRT T B T A ENVERED
BoEEZ D0, =T HEVEREEZ{T-
=B RE D R O—EIZE DT,

B. #FFEHIE

200141 2A252010FE3A12Y
BE X OBEERRFEIC ABE L, LU A NV AEEE
ZAT TR WBRIBMERFR 1 3 3Hl & x5 &
Lt B:&Z=104:29, ¥¥H32. 8
+ 10. 0%) , EEFREOHEITL 1 84
THHEET, A: 656, B:164], C: 3
THITH T,

VA NA<—H—ZHB sHiE (CLE I
A :1og I1U/ml) . HBV DN
A (RTD-PCR#:1lo0g copies
/ml) . HBcrAg (LUMIPULS




E¥s:1lo0g 1U/ml) Z5&FELEEZH
W TRRERRIIZHIE U7z,

C. WFoEfER
1. SREFOFERT

SHEFAOEERTE (£1) IIRT, B
PALENZ 1 0 4B 66 (6%) Tholz,
BLETEAOERIL. BETFECOEFNCE
RTEMEDEENRE)>7=(p=0.009),
2. HB s fURDHER

EFAHB s FURORMELORFHICL Y G
roup A FENDL34» HLUNIZHB s
MENREMEILLEZLD) . Group B (%
FEND 34 HLIE6 4 ALIPNICHB s HUEM
e L72b?D) . Group C (BIEMN
567 ALIKICHB s FUESBRMLLEZ S
D) . Group D (BEELLEZLD) IZ
5772, Group AlX60%], Grou
p BiX42#, Group CliT1 14,
Group Dixe#lThoT,

& T N—TITOWTREERE, 2EE%. 4
BE%, SHEM%. 1 2HM®ZOHB s HUR
2/ LbDE (ER2) IZRT, Grou
p A. B. COJIEIZHB s FURDEEILA
ZoMmZol-, Group DTIX2EM
#IZEAD L7-HB s FURN 4 BREZIZHE EH-
T AHEMPRD LT,

3. HBV DNAODH#E

2 Bk, EFEZHB s FUR DML DR
iCEWGroup A, B, C. D (Bt
L7=b D) 124317,

BTN —T O T KRR, 2 EME%. 4
BEE#%., SER%. 1 2HEM#ZOHBYV D
NAEBZRLELOZ (R3) 127”7, Gr
oup A, B, COJEIZHBV DNA®
BEIXRTE NI/ o72, Group DT
X2 BEBE®%IZEA LIZHBYV DNAM4#E
MZIZE LR T 2HEAPFTO N,

B ROESFIICT T L E2EE LT
L oxfiETiZ., HBV DN ADOEZFR

XGroup BXIFER—OELEZRLZ,
4. HBcrAg (a7EEHKE OHE

2 [k, EGIEHB s FURDORRMEL DR
LYW Group A, B, C. D (Bt
L7eb?) 12407,

BTN —TIZOWTREER, 2 @/%, 4
EE%, SHEM%., 1 2@E#%PHBcr A
gEAZRLIEbDE (FR4) ITRT, Gro
up A. B, COJEIZHB c r A g D
X727 oo, Group DTIE2
WBEZICED LIZEHB e r A g4 BE%IC
BEREL, UBELEAEZRETHERIBDO LN
7o

BHIFRADOESICZ T HENLEZRE LT
BRZIX, HBcr AgldiZ L AEELER
2o T,

D. HE

B B 2MERTRIL B RTREE MR DFR\VVER T
b5, “VHE CII—MIZHB s BUREMHE
b33 L &I, BREEMEFROERL
TREETIX, AR TRV~ v v A v
ZIBTERFRRE LT, s L THER
MEREIGBEIZL Y —FED LML 5T
Wb, ZTOLEHIIEZDE, BEFRDOEME
b3 BHFIT. VANV ROEER IR, H
DVNIEEDORBIGENT N LIZXY, ¥
ANAEMZADZ ENRTERNZ EIZHD
EEZLND,

A EIOREHER)? L., B L7 ES Tk
4EFEETHB sHUR, HBV DNAODOW
TNLRBFLERELTEY, VA VADERR
AN CND Z E BRI, Z Ok
FIIARBATHAR, WTFhicLThH, VA
A2 —A—DBLEAZRBOHDH T LIXEHELE
BOMATHD,

ZOXHPEFCRI LTI, BEZ VTS
ENLORENMTONAZ ERnH D, LML
NHZOMRIIRATH D, SEIEEFRIC
T DT AENVEEDORRNb b oT



Z ek, HBV DNAODOEZEITEMETR L
BHEFAOMTEX VA, HBcrAg®
BEITBHFATIXIZLALRD LN
EThD, TOMANSEZD L, AMFR
DEBIE (L LT, FFRNO A VA ZHERT 50
(B EEICE R+ ICFHFESNRIT R,
EMIFADORETZ T HEALEHEELTY
BEIEDHZENTERNVEEZLND, #E
ST T HENVDEREIIHBcecr AgDH
ERPRD NS TIT O ONRFIZNHE -
TWh LB d, 8B —BORFVLET
H5,

AR THLEREFRHADHFRFPEZ THY .,

SBITFROTHEEREICHET D Z LN E
HEZ7poTL b, EEIVAINAT—H—DHF
AFITABFARNDLZLITEY, el
BEFROBMECIZE L T FRINFIETH
D, BIZABHRDOTA VA —T—DELF
IIREITH D EEZ BT,

E. #5&m

1. BRAMFAD1 0% ET, TALR
DIFIE 6 » A% THEERR SN, BHEFR
~OBITH S 1 BFHOEFTR LD,

2. BEFRTIZ. VANVAT—I—DEE
FEEIZLY . TA L ROHERR S B EEEI N HE
EFETH D,

3. R4 BHOFEE TY A )V ADOFEFEN
O LN DERNTBEFRIZBITT 28N
INEN,

F. BEMARER
Bz L

G. WFZEm=R
IR T

D) [WHE#S, U, BETR, THIESE,
gakiElE, /JiFnE. B RAMFRIZEBITS
HBs FURB MR HIRE OfRET. AFIERS1
534-535,2010.

2. FLHR

1) Mz, Fis, FEHIVA, S,
HEBIEW, /hFnEE, MEEER, BEY, Al
—&. AFITBIT D HIV RYYEICAFLE
HBV B0 ERE 2ERECKRE» L. 58
4 Bl H ARRIYE S 2. AR, 20104E.

2) mESH., BETR, IUE. BREFX
LIEOBE - Kk BEESMFRIIBITZH
B s AgTEEBEOEKRMESE. %3 SEIAARF
BFEEEES. BT, 20104,

H. ZIBIETEHE O HFE - BUERIR
RS
Bz L
2. EABRE G
BRlZ L
3.% DA
BREIZ L



=1 AMFEOBREETE
A MR (5 &) B (B &)
32.8 =+
2R 10.0 104 : 29 6 (5:1)
Genotype A 31.5 = 9.6 60 : 4 5 (4 :1)
Genotype B 29.2 * 6.6 16 @1 1 (1 :0)
Genotype C | 34.6 *= 9.0 27 : 10 0
%2 HBsHUEEDHE
oW 2W M 2M 3M
group A | 3.71 & 0.99 1.48 * 2.30 1.26 + 1.94 -0.62 = 1.69 -1.75 = 0.70
group B | 4.17 & 0.47 3.46 *+ 0.44 2.94 + 0.54 1.58 *= 1.07 -0.38 = 1.16
group C | 4.56 = 0.44 4.10 ®= 1.03 4.06 = 0.62 2.89 = 0.90 2.03 = 0.51
group D | 4.31 &= 1.17 4.09 += 1.34 4.13 *= 1.30 4.35 = 1.08 4.03 = 1.12
%3 HBV DNADH#ER
oW 2W M 2M 3M
group A | 6.21 * 1.92 4.16 &= 1.57 2.77 = 0.94 2.17 = 0.73 1.88 = 0.48
group B [6.11 = 1.15 4.58 = 1.11 3.43 = 0.74 2.86 = 0.70 2.53 = 0.52
group C [ 6.80 *= 0.95 5.83 & 1.23 4.37 *= 1.68 4.50 * 1.27 4.2
group D | 7.58 £ 2.06 6.60 * 2.44 8.25 =+ 0.50 8.20 =+ 0.52 8.20 * 0.96
#4 HBerBUREDOHR
oW 2W M 2M 3M
group A 6.70 = 089 5.13 &= 0.94 4.64 & 0.53 3.93 * 0.89 3.6 =+ 0.49
group B |6.78 = 0.56 5.98 * 0.85 5.23 & 0.30 4.60 * 0.52 4.03 =+ 0.30
group C | 7.23 ®£ 0.40 6.23 *= 0.68 5.73 ®= 1.0l 5.10 = 0.78 5.1
group D | 7.56 ® 0.77 6.33 &= 0.90 7.73 *+ 0.84 7.63 &= 0.90 7.60 % 0.88
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%, AIE, Bz genotype B NEWHALH G 128 1) B BUEAFABE D BB LN HBV OB AH L
MZTHZERERNE LTHEER Z2o7z, [Fik] 16 40 B BIBEF K EE O E AT HBV
? S IS KUY core promoter/precore FEIK D ER SN ZRE LT, BODLOIVZERE, A, KK
DEFRIZOVTinvitro ® HBV EEZ A A WTHRE L7z, [FR] 16 #k® HBV O subgenotype % 5T
95 &, 31%7%% B1/Bj. 38%7% B2/Ba, 31%7%% C2/Ce Th o 1=, FFET <X Z L2, B1/Bj @ 60%IZ precore
FEILD frameshift ZE L5 L 9 72 —HEOFH AN E 1L KL 537z, In vitro O HBV EHEZIZEB W
T, I OEBRKRTIIHARIZLE L THEIZ HBVDNA EXRBEM L TV, 2 H® 5 B, nt 1900
& 1901 O ~O—HE (A) OFEAILTTERD Kozak BiF % 3 EEE(LS ¥, a7 EHORR L
mEwTWe, [FER] Precore FEIK @ frameshift 245 U A A d 5 VIR KL HBV OER 2T I 1,
subgenotype B1/Bj ™ HBV IZ L 5 BUEFRICEE L TW3 & X bivT,

A. WFFEEH

H#IRAIIZHBY Dgenotype D 3N 72 5 =
ERHEINTEY . genotype COHZWVERK
128\ T b genotype BAERALHIF IZZ N & -
TE VRS, LLRENL, 20X 5 2l
BT 2BIEFREENOHEOILZHBVD ¥
A IV ARV BT o TV R W, F 2
T, SEFEA ITEREOEIEFKEE OHBVD
BERIZ DT, HElZgenotype BIZFE B L CHENT
THIELEEEHBE LT,

B. #FEFE

1996%E1 A 7> 52010411 H £ TO R D 4B%
WZABE L72604 @ HBV AR EED 9 b
154 (25%) WEPEK & ZW STz,
HBV X+ U 72026 DBIERK14 %M T16
1 o B LT % F VN CTHRAT 21T - 77,

B MESOul 7>5 DNA ##iH L, HBV @
S R D396 HE: (nt 272-667) 3 KON core
promoter/precore FEI D225 F (nt 1673-1927)
% nested PCR |Z L ¥ 81§ L 7=, PCR EMDIE

FELFI % direct sequencing (2 £ Y IRE LT,

1.3f%E (nt 1051-3215/1-1953) ® HBV
genome % & ¢¢ plasmid % genotype B1/Bj D&
HEFREE O HBV 2 EITHEE LT, g
template & L C, site-directed mutagenesis % /8
VT G1896A. nt 1837/1838~D A DFEA

(1838insA) . nt 1846 —HE F D K 5 (1846del) |

nt 1900/1901~D—EE DA (1901insA) D
bHBH7a—2EER LT, 190linsA 7 o—
VIXEBIZTISSSC DERZEALIZBDOY
BELT,

0.5ug @ plasmid %24 well plate |Z55% L 7=
HepGIZ b T v A7 =27 3L, 3EEITEE
= LE LML EI L 72, Southern blotting ™
FEHTIZ1Z6 well plate THEZ L 72 /ABIZ1.5ug @
plasmid # FS 27 =7 3 v UTETL
775

5% _L{E % DNase I T2RFE4LEE L T input
DNA % {H{t L 72%1Z QlAamp DNA Blood Mini
Kit ,QIAGEN) % AV T DNA ZH#iH L 7=,



Real-time PCR IZ & W HBV DNA &% & L 7=,
HBsAg. HBeAg {22\ T ELISA kit Z
THIE L7z, MifaN o HBYV BT EEEIC >
VT I Southern blotting 12 & W E&fk L7,
a7 EADBME 2 R ET O Kozak BLF 753
EARBICEZDEEIZHO>VWT, ElEEH
3% (TNT T7 Quick for PCR DNA, Promega)
ZAWTHE L7, Template & L T, Kozak
BESnGa7EAOEIE2 RETEEHHE
i PCR EEM 2 V.
& (Dako) % A\ 7= Western blotting
REREXMHIT LT,

anti-HBc polyclonal T
W2k

C. MEHER

168 D BIE T & B3 DX FEr1%53.0

(29-71) B TEMEN13F] (81%) Tholz,
By U A ErOREEOFEEIL14.7, ALT O
B EDOF114932, PT OFAKED L
18.6% TH -7z, 9B (56%) DBEPEFFR IR
K THET LTz, 20034 LARE I 24451 DBITERT 212
5t U CAEMRFFBREN{TOIL,. &f2fa S
T2

HBV @ S FEIR D ER I EEL S % B0 F5%
WERHEAT 24T\ subgenotype & 733835 &, 16
EDBIFERT 2 HBV R D 5 558k (31%) 53 B1/Bj.
68k (38%) 73 B2/Ba, 5t (31%) 75 C2/Ce T
Holz, 2B, B2/Ba D BLSERIZT—DDI T
2B —ETRE L TR, 2 AV RERIR AN E
—LEZONEFHE L TRECRELLED
DT ¥ - 7= (Nagasaki et al., ] Med Virol 2008) ,
7> . genotype B 7369% % HHTEY . Zi
ITEED EARIZBIT AH|E (22-33%) LV b
BEWEEThHoTz, T2, ZHITEEFEOREAL
712 BT B EMEFFA T genotype B DEIE

(21%) £V bmnroTz,

Core promoter/precore TEIRDAEMT Tid, B
FIEE—D B2/Ba D5k E—2I2F LD
L. nt 1753, 1754, 1762/1764, 1862, 1896,
1899 DI BN Z 1 E117%., 33%., 42%. 8%.

67%. 25%IZBD LT, T b DA

subgenotype [l T&E72 Y | T1754G 1L B1/Bj IZ
DIHFID Ba"b nt 1762/1764 D7 F 1% B2/Ba c‘:
C2/Ce DAHIZFRH B, G1899A 1L B1/Bj IZ

wﬁEﬂékWotﬁ@ﬂ%oto@%%
WZ &1, precore SEIRO—EEOFEADH H 1
PR EGEH B1/Bj IZDHFBD AL (3/5. 60%)
2o ZOAD BHVNEIRKIT precore EHIZ
frameshift %4 U, HBeAg DEANEIE S H D
EEZ BN, DX H 72 frameshift [ L FE D
45Tt HBeAg 2D HBV v U 7IZR®
bl LW HEILH L0, BHEFKEET
FEHRE STV iRdo T,

— MR F 7 precore I frameshift 4 U 5
BAD D VIEIRKDOSIAEIKDP DN BT
¥, Hepatitis Virus Database (Z & &k ST\ 5
HBV &R EEELS| 2 f#T L 72, 20106E11A O
R C34STRRO BRI H D . 2D H H33918K
73 genotype A-1 |25 I 172, &K T genotype
A. B, C. D ®11#k (0.3%) |Z precore frameshift
D3FRD B AL, genotype LIANADERIZ B ET 9 5
LOEEZ LN,

BUERFABEICROONZER A - KK
D 9B GI1896A. G1899A. 1901insA 7% HBV
O epsilon signal |28 & 5 2 5 AIREMEDE X
537~ Epsilon signal iZ37°V 7/ A RNA O
wigEEER L, L5/ ARNA D
encapsidation (ZMNETH D EEIN TV D

ZIRIETE DR EMED HBV R H| :%i
BT 5HEEZ LTS, 190linsA (T2 DO
EERZEIZLTEY, RALRICRD LN
T1855C L W HEBRNENEZNRELTWVD D
DEEZ BN, TOREMEE _IREEND
HEIN2EBEHIRXALF—TREFT D &,
G1896A X° G1899A 1TZEMEZ 5 8 TN,
1901insA+T1855C TIXEFARL L v b ZEMIL
BB bk,

BIERF B :.?ZS ?5?) LIV ER-FA KK
DEPEFRFEICBIT 2ERBEHEITT 27D
T3 b % invitro © HBV ERIRIZEAL T ‘7
ANABRIEEERF L, 75L&, BELEE



H1 O HBV DNA /33410 frameshift DERIZ
BOTHEHARIHE L THEEIZEINLTH
7o T1855C [T EHEMM TITEE L 2 b o 1228,
1901linsA & #£7F3 % & HBVDNA EX X biZ
HinxH-,

FHAR N OB FRRARIZ SV TiE Southern
blotting THREI L. §& LIEFOUVANVREL
FIEROER S FERR S T,

Epsilon signal D4&1& DR EMEB LA 72
HBV BRI KETHDH EEZ LN TWEHR,
1901insA+T1855C TiXIr LAREETH Y .
HBV DNA £ MOEFIIRNCTFET S & &
2o, £Z THAIL, 190linsA BN a7 &
HDOEHtE 2 KB D Kozak A2 S+
HTZEIZEB L, BHlaEARERE AW
THRET 5 &, 190linsA TR 7 X VX7 ED
IS HER S, 20 Z &2 HBV DNA D
. & SIITBFERFRFRIE & BE 9 5 FrRElE
NEZ LT,

D. B
HBV (2 & 5 BUERFRSEEDHTF & LTI
HBV @”%{%ﬁf;t%m & HBV BRI 3 %
RGN ENE R %thlx\éo INFETIZ
WL ODDBBERFR HBV BRIZRD b7 Z
ERTANZEREEZED TNDEZ LR in
vitro DIFFETEHRE SN TV B, A TIX
HBeAg DELZEIE X/ 5 L 9 72 precore 18
1@2@ frameshift 7% subgenotype B1/Bj D BT
WZE L RBO LN, Z DXL D7 frameshift
&i HBeA [BHEDEIE A @Y (56-84%) SERT
K@ SIXERE N o T,

I, B RENC B VTR Tl
genotype B A B ARME L D $ 22 L BRE
ATV B (44% vs. 14%., Matsuura et al., J Clin
Microbiol 2009) . AHFFE TIXEIEAF KB+
Th genotype B DEIENEWZ L B3R I
7=,

AHFFE Tl precore FEIR D frameshift 23
subgenotype B1/Bj IZD AR LiLiz, T —H

N— R 2B FEEN TV D HBV £ EHEE S
ZRETT B & frameshift 1T D genotype (4>
2<LbHAD) THEZY ?%5753\ RAHE

(03%) Tholz, HEREWNT . Sugauchi
51 B1/Bj ® HBV 18D %%‘ BT
7/275 (2.5%) 121838insA ZFD 7= L HE L T
V2% (Sugauchi et al., Clin Infect Dis 2004) , %
- T, BI1/Bj TiZ frameshift 734 U9 WV ETEE
R H 5,

HALH A IZ T B EEF R BE O
subgenotype B1/Bj @ HBV (21X precore ﬁéiﬁﬂ)
frameshift 4 U 2 A - REDPEHEEIZFR
LTz, Z O frameshift 75 HBV OEHIZHZK %
mH DI LD invitro DEBRTHL N ERD |
FFIZ1901insA & WO FHOBAIZ= 7 EB D
Kozak ELF| 2 L & TU A NV AEREEL 5
HDTWBHEEZ LTz, fE> T, precore 'ﬁaﬂz
D frameshift |IEFEFRBEICB N TE
bHoHrbDEEZ BN,
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oA R TS BB A2

FIHRBEERRFTEER FRTE)

SHPTRREE
ADV RHIREIC L 2 BHE~OZBICET 505
MsoEE SHERA TLURELEREE ik

MEEE
DB T F u 754 144 H12

HBV Carrier O EIGEE 26 47 Bl 2 X THBEE L U7z, LAM/ADV FHEETIL., Scr 23D I
eGFR b A B DT 2R LT 20%LL EOETHIN 31.9%% 5 Tz,

=iz BH L,

BT a2 % 3ED Bk S UTZREFIIZ OV T, LAM/ADV GFR 5] 72 .
ST T Ser BEX U eGFR #35FE & U TBHSRE DR A MET LT, F 1=,

ADV LISk

_TH
4% ADV OF

B EFNZ DV TIL Ser X° eGFR 228 & L TEHEEETH OR L TILETICERE B E T X

LEZ N,

A. BIEEHY

BRUAT 1269 A Adefovir dipivoxil (ADV) @
FEHHREIZ L 2BEE~DEEIZ O THO
BT o s BEA K UOMEIRENBY Carrier
Bl & EeE L TR L7z,

B. WFZEFIE

20005211 A -20074E5 8 £ CICEEB T 71 7 %
B 5BRE LMLl Bk iR 5 LTz 21661 2 kT4
& L. ADVIERER£144%1 (Lamivudine; LAM#X
5540, Entecavir;ETViZ 5433, LAM/ETV
g1 v &2 H)7141) & LAM/ADVEE R G726 531
THEAT LTz, 7230l EREEIAE LT G R
HBV Carrierd7T#iZ <t fREE L L7c, BEHEEEITM
B2 LT F = (Scr) B L OHEE RERIKTE
B & (estimated glomerular filtration
rate;eGFR) IZ L W EF L7z, e GFROEHIZ
200841 HABRFES L v BE SN =EHK
[194x (Scr —1.094) x (Age—0. 287) x (0. 739 if
female) ]I & o7z, HEEHEATIZ, XD 722W
R tRRE, Fisher D EEERERRED L<IX
CRREZ AWz, ST 2 ZEHOREICIT
paired tRREEH LIZ/ v RT A MY v o5
— X OFEFTIZIIWilcoxon signed rank test
ERA LT, BEEMITIZ Tp0. 256% R L7z
HAFIZIWLTEEERT (VX7 A

7 BRZHT) 2RI 2ol

(fmEmE OB RE)
RO BR - Fik, 1REOBRIER. BF
BT A EAEROSTFHES. BE OHEFE
EEIZOWTHARHAETV., BENRE
T I+ L EBEORICEEIZ L BF
BxBiz ) 2 CHRRABREZZT Lz ($rG6CP
IZB5F)

C. MFEERER

ADV JEBR BB L O LAM/ADV PFREEOEE
FatkEed A L Fln, M. BML, WERFEH D
wimmrwéﬁ&k_%i&Enﬁwot
. LAM/ADV ffFAEE Tid HBe HUR B4R X
UHWEW&‘J#ﬁi‘ IERTholm (F—1),
Scr DHERIL, RFERE L7z HBV Carrier BB
FOVADV SR G EE TIISETENENO. T1£
0. 14mg/dl 7>60. 74+0. 18mg/d1l, 0.72+
0. 15mg/dl 7>60. 74=+0. 15mg/d]l & EREE DL
fbiz L EF 7275, LAM/ADV B EE TI30. 74
+0. 16mg/d1l 7> 50. 86=0. 29mg/dl & EH T
0.12mg E&H L7, F7=, 3 H £ TIZ Scr 2
EREEEBZIES S, TRETIIIH B
T ADV IEREEHTHHIDOHLTH > - DlTxt




L. LAM/ADV BFAEECIX726 984 (11. 1%) T
EE EREZ#B X T2, &512 eGFR TH HBV
Carrier F£E LN ADV B BB TIZF L FN
82. 015, 4%AH>578. 716. 4%, 85. 317, 3%
72581, 1+15. 9% & Scr FAFERE O (L THE
B L7223, LAM/ADV fFFEETIE82. 5+15. 4%2>
571.9%18. 0% & KT L. Scr, eGFR & 124
DB RTEEBEDO LEEH AVITE F A2
Wic (R—2) . 7=, HxDEFITHRS &,
ADV JER B EE T Ser 230, 2mg/dl B LY
0.3mg/dl LA E ER L7=EFITZE N F 4. 2%,
0.7% TdHo7=DIZxt L, LAM/ADYV BFHEETIL
22.2% L 12.5% L EERTH o 7=, eGFR 2310%
B LUV20%LL LK T L7=JER & ADV FEHR 58
TIEEENETN29. 2%, 6.9% TH o723,
LAM/ADV FRBE CIX10% L HE T U 72 1 2
51.4% L &L B2 H . 20% Ll EDIE T
ZHTH3LI%EFmMEBETHoT, ZDLH7
AR A B E 2. LAM/ADV BERHEED S b 8o &
2 IRJERIT eGFR DR T %2 & 72 Lo\ 2
G225 BB T, 3EDORE T eGFR 23
20% LA BEARTF L7223 L 20% Rz & &k -
724 TE D ER T AT 5 &, BEH]
@ Scr X° eGFR 72 KIZIXZE XD e o 7= 73,
W% LB THD L 20%REE T H D52, 6155
(ZEE~20% LA BIE T HITIE57. 2k & &l T h
-7 (F-3)

Z @ LAM/ADV BRI D 5 B 7T Ser D &
WX ADV R EEEICETE L=, Bikef),
LB T ER IS TR, BEMBETD
ADV H 5 HiRII P RAET267 A (4~504 F)
Thotz (K—1) . Scr lTIBEX6HI TR
WZART LB DA 1. 2mg/d] B D £ £H#HR L
72, HBV DNA EDE{LEH 5 L 6B TrLEE
BT & [FAROME THERE L7228, 1411% DNA 25480
o LI E% 64 A OREST LAM MR R
IZ T ADV B X OVETV OfitEE R 523D 77
¥ ETV/ADV ERBRIEICE R L CHERBE =
FThsd (K—2) .

D. B

HBV IZxt§ 242 T 1 7 OB o A L AGhER
B T THLE0, TDO—F TEekrd
IEEBEZONWTE—ED RN E LN TV
WIZ ENLEHLRIEEFINENT S L H#
ZIND, ADVICEE L TILHEEREEICBRE
ENRRBETHZENRMONTEY . BEJFE
BT LTI EMME e E2ER LT
10mg/day BB EHREE S /-, UL, &
TS D B BT B D ADV &R 561 T b B4
WRET 2 Z L2 ko TBREEDFEE N HE
THZEDBHREINTEY ., SEOKBFTY
D7 F 1 7 G412 -~ T LAM/ADV G 5
TILSER D E T Ser O _FF7%° eGFR DME
T 2022 HBOILEVI/ERTH 7=,
LU, —FF Tt ADV I & B B EE L8
THDHEHREINTEY ., SEOEEF THT
Bl 6F TRERIZIET Lz, £/-. DNAEBH1
FIZBRNTE < HBLEZ E0vD, Ser
X eGFR 2 =% — L THEN HIITEEIC
ADV ZiBETR&E LEZ b,

E. #E#

BT a7 REEEHIZ OV CBEEDHE
Ba et U=/ 5. LAM/ADV §F A 5] % ADV

HFEEFNH_RTERICEHERT 2R LT,
L7223 T, ADV OEEIF 51T & 2 Eilae(k

THIZITHER A EET RELEZLND,

F. fEERARER
SEIOHFEARIZONTIZHEIZR L,

G. AFFEFREE

L&

D /N EFESE. R E AREEE.
FINEZ, REMA, SEEE, KAk,
R, BEEARTE. TTFREMZ L BB
EORE g
2. FEREK
/B EFESTE, EEEFE Lanivudine
& Adefovir{REIRILBIZ 72T 5
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H. ZnHIET A HE D HFE - BRI

L. FErEUS

A E OFFZEHNEFIT DOV TITEIC 2 L,

2. ERFER &

A E ORI DWW TITEIC 2 L,

3. Z DAt
AEIOFRNEIZ OV TIIFFIZR L,



£—1

Baseline Characteristics

Treated
HBV Not receiving ADV (B) with ADV p-value
()
Factors Carrier
@ LAM ETV naive LAM—ETV Total NAs /:?1;;::7_2;: AvsB  AvsC BvsC
Number of patients 47 40 33 71 144 72
Male sex 28 (59.6%) | 28(70.0%) 23(69.7%) 52(73.2%) | 103 (71.5%) 54 (75.0%) 0.125 0075 0.519
Age, years 574 £13.1 555+ 104 51.9 & 1832543 £ 11.1 | 541 £ 115 55.5 4+ 10.4 0.062 0.098 0.996
Body mass index, kg/m? 222+ 38 237 3.9 24534 2353F*29 23.6 =33 238+ 3.1 0.055 0.033 0.994
HBeAg-positive 4(8.5%) 12 (42.9%) 12(36.4%) 15(21.1%) | 39 (27.1%) 41 (56.9%) 0.014 <0.001 <0.001
Cirrhosis 4(8.5%) 16 (40.0%) 6 (18.2%) 18 (25.4%) | 40 (27.8%) 39 (54.2%) 0012 <0.001 <0.001
Hypertension 7 (14.9%) 6 (15.0%) 5(15.2%) 9(12.7%) 20 (18.9%) 16 (22.2%) 0.864 0.322 0.133
Diabetes mellitus 4(8.5%) 4(10.0%) 1(3.0%) 6(8.5%) 11 (7.6%) 6 (8.3%) 0.905 0761 0.858
HBV DNA, log,,copies/mi 33:x17 65+ 1.2 42+15 62:+13 63+ 1.3 65+ 1.5 <0.001 <0.001 0.541
" 59 38 50 45 47
Treatment duration, months (36-88) (36-41) (36-95) (36-95) (35-83) 0.125
Value are expressed as the mean =+ standard deviation, number of patients (%)
ADV; ad ipi I, LAM; ivudine, ETV; ent ir, LAM—ETV; switched from | dine to ent: A
NAs; nuclectide analogues
g®—2 Changes of Scr & eGFR levels
Baseline Year 1 Year 2 Year 3
HBV carrier 0.71 £0.14 072%0.14 072=x0.17 074 +0.18
Not receiving 072£0.15 074016 074+0.16 074%0.15
Ser ADV [ [ [* 1*
Treated with 074 £0.16 079 £0.15 0.82+020 0.86 +0.29
ADV [ [ — * (*
HBV carrier 820+ 154 80.6 %154 803%168 787 %164
L *
Not receiving 853+ 173 828178 821178 81.1%159
eGFR ADV e— I* I*
Treated with 825+ 154 764+174 737x156 71.9%180
ADV [ | —* * I*
Value are expressed as the mean = standard deviation *: p<0.05

Scr; Serum creatinine, eGFR; estimated glomerular filfration rate




#-—3 Background factors contributing to a 2 20% reduction in eGFR over 3 years

eGFR decrease of

Factors 220% < 20% UR:;;T::
P Value

Number of patients 33 183

Age, years 57.6 = 9.2 53.4 & 10.8 0.024
Sex Male versus female 24/9 131/52 0.893
“vcel:rcgrs\?:;eepaﬂﬁs versus liver cirrhosis 15/18 118765 0.024
Body mass index, kg/m? 240 + 3.6 237+ 33 0.250
Y osant versus present 20/13 139 /44 0.066
Baseline serum creatinine, mg/dl 0.68 = 0.15 0.73 = 0.15 0.057
HBV DNA, log,, copies/ml 6.56 = 1.26 6.34 = 1.3¢ 0.398
HBeAg Positive versus negative 18/15 118 /65 0.277
Genolype Type C versus others 26/6 154 /22 0.341
Treated with ADV  Yes versus no 10/23 134 /49 <0.001

Multivariate logistic regression analysis

Factor

Odds ratio (95%Cl) p value

Treated with ADV

6.582 (2.690-16.11) <0.001

Only variables that achieved statistical significant (p<0.25) on multivariate logistic regression are shown.

Cl : Confidence Interval
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