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HBs #iJf, HBe HiRIcf{EIh 5 L 5, B EFE
w4 LA (HBV) DB#E < —» —< HBV AEDOMEH
Lk, o HBV LBMAFEE & Oy B
FEE 7o, BeAIRicis Tk FFEZ O 30% OFIT
HBs i BH L Thh, EERMES + )V 7068M%
FF « FEE~O# BRI HBe FROFLENELH
o TWHBENEHD ShTEi. . ’

—f,BﬁﬁﬁHﬁﬁ®ﬁ%®ﬁﬁk%ﬁbBT,_
NORBEOBRFRERRELAEREL 2 L LU CHIEE
ROWERLEE Y, FbENHAL 7FFLT )V
(1 &5 V) BRAETIED® L3h, FBEREAT=
4 FElD REIBRECBEL I B LAFEY L3hbic
Boj. .

%ﬁ@¢4»x@%ﬁmﬂbf m%@%mxﬁaﬁ
EWBED L 5y 4 M AFNC L B T 4 v AT B
IR RARTCIRIEE LB b, BEOWY 4 4 AH
PHBIRT R, VFRABGEIFR OB, B
%%mmﬁtént%@u¢<,Bﬂﬁ%mﬁbi%ﬁ
4 VARG EETH S T, :

Ara-A (9-8-D- arbmofuranosyl adenme) 1119604E
T BWPUEER] & LT Bi% X iz -adenosine L DA
B purine nucleoside TH% 7%, ZDHFEED DNA
74 VARR L in vitro CHRIL Y 4 L AERE D

DEA WL Lot X I BRI FRAEBE D
DR~V =R T 4 L ARBCH LTS EDEFRME P
DX R, 19784 Pollard 51wk B BUBHES)
WeRFS 2 Bt 35 Ara-A #5OHE D DK Ara-A
BIOFD) vt ThS Ara-AMP BT 5 BIK
BRRBRLLN TS, |

E#o1 B ﬂi%iéﬂjﬁ%a%un, Ara-A 2H5L,
%f5 HBV < —» —OFFs L O E0HO#ER L Ite,
— RSB OB R T\, Y 4 VAR E L0
R FAtki DR L.

- HRBLVICHE.

RBYIREA & b 3 7 AL E RIA ¥:C HBe #i
B, 1+ H LI HBV-DNA polymerase (DNA-P)
W EERENY R L B BUSHITRE 2~ 7 fla
ERELic. 201Ld BThy, Lo FHEML
35.9%+11.5F: (19~58 F) T, FFEBEMBZHET Ak
e (BRIRE Wt Tae) 161, 18Rk QEEM)
56, FEEE BT FEEL1ATHD. 5H B
% QB DI BEBKE AT v A FABREOE
EeBET D25 Mo 6 Pl AEEHE, Hv 442 B
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# Ara-A BHEG LR
i o (& w|E g B Aease | OYSTT | DNAT | HBe sum
1 w O FE O 34 PH 3.0 397/847 5,994 5.5
2. % 0O %] 35 CAH 4.5 120/242 11,331 6.3
3. /O % O 32 " CAH 7.75 123/145 399 6.5
4. W O £ O 19 CAH 10.2 502/612 919 7.9
5. ¥ O % O 58 LC 4.95 223/146 6,086 7.1
6. # O B 38 CAH 9.35 . 752/668 1,692 7.5
7. %x. 0O ® 35 CAH 18.25 83/134 19,501 6.4
PH: E#ifrs  CAH: BHF% GEFM)  LC: % HBe HiE: RIA # (cut-off i)
Ara-A 3 5~10mg/kg/H% 5% 7 F 7 RE® ¥ 74 Mean] 67109 es582 21991 _ 13620 80085 2113.1
ﬁﬁiﬁmﬂ‘?&ﬁ@ L,ﬁ(ﬁ%ﬁ: L )?EIJ& LTS5 HFE?&%"Z + SE |t 22093 126467 + 14647 = +11362 + 2495;<OO;B:7.6
cpm ~ .
171 e LT RERE S E 7 — A2 RELE. 7 e
Firk 3 Bilicir, 5 HELE (BR29EAMD @7 -1 %1fT7w P —
fo. 7RO BBRERTRY L 7 -1 T 3.0g, RERE % ) %
L5 77— C 18.25g THH, 0O FHBREREIT
8.29g Thot (F). 2 '
Ara-A HBEf b BERBL, —REKREAZEL TS § {
L AR AHITRERERL HBY BB ~ -7 -5 |2 ol "~
Wi L7, HBs BUEUX RPHA &, HBe HUFH s \ _
N y Ny (=]
BRI E % 100 £ % 7203 200 5 F R L, RIA Boill Ky o
%L, cut-off {i, inhibition % THRL7-. DNA-P £ »
EEEIL Kaplan 5075 ¥ U CHIE L, 100cpm /
U bwitks L. 1Y ; : ,
)74 b7
1) Ara-A #5(ck3 HBV fl@Ev—H—D ‘
Z=H
a. DNA-P FEHMEOEH 10 73 (') 6 é (]) 5'Days
FHRO Mt HBY B L0 EORMIEDIEEL LT, Control period ¢ MER e ey

Fhe i KL, EEEDO Rif/c DNA-P FHEH:(E
W, Ara-A 55 omt HBV BOF B HE
L7 (E1). '
K BEOBMIHER 7 FloRSERTO FHEEHE 7.3
+3.1 Ao DNA-P {EHEOEENT 6,710:9+2,209.3
cpm (EHfE = E%FRE) H 5 6,558.2+2,646.7cpm
(B H£2.3%) L &L EBHERDICOLH L Ara-A

5mg/kg/ H# 50107 — L 543 DNA-P 3EH#:(EA

200cpm LA ECH 74 FIDT 7 = A Tik, Ara-A 5 H
R 5 DB C 2,199.11,464.7cpm 25 1,362:.0+
1,136.2cpm (HAE38.1%) LA % RLk. BE
L3R Aeotc. LisL, Ara-A 10mg/kg/ A5

1 2vire—niiis Ara-A 5mg/kg/E], .
10mg/kg/ B # G DNA-P EHEOZAL

D 6HID 8 7~ Tk, 5 HREEEHIHED DNA-P 15k
fE1% 8,008.6+2,495.1cpm 725 2,113.1 837.6cpm
(P<0.05, B2 73.6%) &xRIAKR. bmg/kg/H#
Ly— ey X DARSE R Bk, Ei, B
ZRAMARE 35 LUV IR GER] DNA-P fEH(E% 100% & L
TED FEEY FRTH &L, REENO BREHE i
92.2+35.8% (P#HIEEREREE) koL, Ara-A
bmg/kg/AIF 5T 44 7+27.3% (P<0.05), Ara-A
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- 5 0 5
7(;13 ol beri do Ara-A Ara-A  Davs
Onirol perio 5 mgrkg/day 10 mg/kg/day

2 =y he—LHREE Ara-A 5mg/kg/H,
10mg/kg/ AHEED DNA-P {EfED
%I

10mg/kg/ AR EH T3 19.0+15.1% (P<0.05) DR
V&KL, 10mg/kg/ Af5HIT DNA-P {EfEo X
DERRETERoe (B2). Lnl, HELT1Y
HEARC DNA-P $EHMED 8L 072 KBk% 7 B 5 6l
iR, DNA-P FEHEED G IR L
b 2 Blh 708 %, 90T Ak BEAER 2 5Hh,
Ara-A DRHRIIEIZ—BETH 0. Fh, LED
WRILE 7 - R 5O SR L OBEEY LS LY
oY NN o

b. HBe HiF » PifEDOLHE)

Ara-A 5mg/kg/H D 5% 1T - 7EFIFH 557 HBe
HRD cut-off {HABRMED 9 7 — A TR EEH cut-off
BT 5.62+1.40 2»5 Ara-A 5 A& HE X

n4.91+1.21 € FDOHHEIMETFT Liz. %7-, cut-off {&
HALOLEOHMOIETILY 7 -2 7 — L CHES
Hic. —), 1omg/kg/RFEED 6 Fich7 7 — L TiLH]
f6.10£1.39 735 4.72+0.81 & HBe HEOHA A
®, smg/kg/AOBRED 7 — 1L, IO EB
KTHolcht, HETIE i ofe. TR cut-off fE
1.0 EDOJIlDE T Bdicdb Db 7 2 -5 7 —
N EBRTH -t ().

TRD 1 7 —Adsb 5 7 — i ic s Ara-A 35
HEAite o HBe HUE D BE5H cut-off EDTHME
6.7420.81 #5 BB THRAICIZ 3.84+2.20 L BRI
TEIRL (P<0.05), WEKRT 3 A%d F0 B
EE 3. 7811 .41 & EkE Lic (P<0.01). F71=, 7H
g0 19 XD BHFIC Ara-A B E5EE3 7 —a ks
HBe HiFDBHARBZ D, F0O% HBe Hifsffio -

[ee]
1 ..

HBeAg (cut-off index)
N

O T T T

Before After Before After
Ara-A Ara-A

5 mg/kg/day 10 mg/kg/day

'®] 8 Ara-A 5mg/kg/H, 10mg/kg/H
HH5ED HBe HUENIHOEE)

*P<0.01
. **P<D0O5 .-
~ 81
K H
o
T
c
= 67
ks
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0 1 3 B
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4 Ara-A BEFEGO HBe HREDES

A& HWE LT, bmg/kg/H 5 BHR% 2 7 — 8K
B L, BEET 3 7 Atic B0 HBe BB Btk
Lo to. D6 BTz TEER% 6 » A HBe HiFILE:
BEHNC B T Tt F OFIH(EI 4.2641.96 £34
EHfECHEL, BETH-& (FE4).

. HBs FIRMOEE . oo

Ara-A LB BEHECD HBs #iEo® RPHA #&
T fiter A5 22 P EOBEEE BE L LTCHESTS L,
ERABRUCOIN 26, AR 200, ET 3 Hth
h, —EDEEIIEOh ot (5).
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HBsAg(RPHA)

T : M
Before _ Atter
B 5 Ara-A BEN#O HBs #fiE

titer OZF1E

Ara-A

GOT

2) FHEEEREEOTE)

GOT, GPT 3853t © B/ L hic fliz 2
Bl AEEFNE 4 61, BALBIL 1 BITH -7z L OFEE
3 GOT 3 314.3+248.31U/1 75 163.0+153.51U/1
~, GPT 2 402.0+303.6TU/I 7% 267.03+377.8
U/l ~NLETFTERDEN, BHERLOTIR -
oo L L, BE5KT 3y Bbicik, GOT 95.3+52.2
IU/I, GPT 126.6+72.31U/] L A& ET® Rdi
(P<0.05) 7%, 67 Ay BLERAOEA Rbhis
(E6).

%I DNA-P {HHED FBk% B2 Lic 5 flH
2 Bl Hic GOT, GPT {ED @ is BEY 2. filo
3 Bliz DNA-P JEM:HEO2M s LA B63, g
EREEIEE-ETH Y, BESTEED GOT, GPT
DEENL DNA-P fEHE EFEEhs HBV ~—»—
DR L LT OER Ltk o7, BFEk6 ¥ AROR
BEE G GOT, GPT DEFEMC Eofc flik 2 BITH
D, 5% 1 fit—GMic HBe EORELEE SR
B TH ot Lonl, 261E bz DR LT FEE
T—l@BETH -

ERERECHETAN Y 7 4+ A7 » £ —HHIZE
A EBEBERTZDIN, 7-GTP 15 v 27 7 -4
1 & FIRE YA RERT{E 105.6261.01U/L »bia@s » A

Ara-A

GPT

L

i —

Before Afte ;
: o 1 3

- B 6 Ara-A V‘}L‘aﬁ%@ GOT-GPT ﬁﬁ@é’f‘{[g

T I
Before After
0 1 3 6
Months.
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Choline esterase Albumine
1 5 * ]
=
- T T
8 4
6 3 -
41 1 24
. 1 1 »P<0.01
2 - 14 ** P < 0.05
4
0——r -1 T T — O T T T T
Before After Before After
0 1 3 6 0 1 3 6
Months

B 7 Ara-A BEGIO= Y v=RAT 5 -4, T 7 VEDOEL

1% 43.3%29.6 LET%7R L1 (P<0.05).

Tk, 2V v =AT T EIBEKTE, 174
#%, 6 r ABIER L A EZEDL (P<0.05). MmiEH
BHREEIRADIR A, ME7A 7 3 VIR BEETH
EFERLE (BT).

3) MmEHEHRE

FRIMBRTIL 3 FliE Ara-A L ABLERDIh -

s, 2 FIOEMEFR GEE) FICBREORMmAARD

ot

g/dl
15

Hemoglobin
— - — -
- N w A
i ! 1 1

—_
(@]

T T T T T T
1st 2nd 3rd 4th 5th

Ara-A cycle
K8 Ara-A BEDR 7 —LED
~%E /7 r v VECEL '

o TG L Y BEORAMA SR BRATL (&
i), FEL%E 1 FC Ara-A BER TR HHEL
7 (E8). Lal, BEFECES ML, BE
BT 2~6 ry A BB/ L. chbBEMmAT S
7=V ELRBRSEOS IR FEAE L. BMERR .
MBI AR B R ek » T

4) —EEEERE

W= L RFe—A{H, BUN, 7L75= 1 &E5H
B EEBEEREE I AR » . e —RIER
BRECKEOCTHBHRREL R LCARAD LI,

5 B £ B

BRI 7 Bl 4 Blic, RETIEL 2 flic s b
izl WThLBEC—aTh b, "HERR TR
PelLic. S58FDFFEZEBIC 5mg/kg/HDE4 7 -1 8
CETER G TS R b, R0k Edikc
Bofeht, EerrEE L. MoBEREESIhR
Mo ic.

% =

B 4 L ARYED —2TH B HBV BFur 72
7o 7 7Y ERLICAEC ACERRMER L, FIBic
BOTCHAIZEINLEZETADF v+ V 7THRERET S L H#E
EIhTWS. BERMES: + )V 7HOREL, BHEH
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FEZE 2 B I FFEEZE O Cr AR ~ o 1 BB h R B
EhBEEDBI, ZORBKEREN T2 HBIG &
NEL HBs iUEZ B8 L HB 7 75+ v BEC X
YERFFHO BERRELFY, 4 ) 70 KLY FHT
%% LRI, T eRBHFRORBICS 5 BHCH L
Tik Ara-A X UDET I T 4 A AFISREREHR
T BRENRRABhDO5S.
AD,%%bm,BMEﬁﬁA%%7mLAmAé:
BE 1, M HBV = —» — DOZHE) & e EFESED
—RERBEEL T, ZOHRCLOVCTHRE L. &5
7Tz, =2 v be—u HiRE DNA-P ST <
LTE% RS0 LRI, Ara-A 5 BEIBEC X
9, DNA-P {ERET AR ETER L, Bbhikr X
WEERZE L. —BERBEOBERFR O SEFI
BOCRILE N 5 »A7 § 7 —¥OAMHEN B
B 4T LC, DNA-P EREO&M L LR Fhic
B ETAEE® Sh, DNA-P {GfEN L LIEHE
REHY  ViRTHEAEHIA TS . SEDOEE T
=2 v b v — VIR G RIEROEE) X b, DNA-P
HEO BT AREBLTED, bk Ara-A ©
DNA-P o328 4 A ATERIC L 3 b D L HB SR
fo. ZD X5, Ara-A HEi X b DNA-P FEHEO
AWM % 2 L3 HBV. #4555 R 4L,
DWTI R DEBIc o e s A FET A D &
Bl ) :
BERTHD FBBEFc DNA-P EEEO B LA
AR LA, SRt Ara-A 055 & SR
THolkFEdL =20 HE L ELBRBN, Ara-AMP
(Ara-A © Y VERLFD D10 BREHRS: 12, 28 ARG
ERWTH D 5K THD DNA-P iEREEO KBk
RERLEBELHD. SEOBH TS 7 — LSS
Wb D BE L O BIEME (€5 o725, Hoofnagle
b Ara-AMP 10AD 3 7 — A B ECREED Bl 12
P TR Y, HHF L FEHERRERECEKSL D
Tix7e{, Ara-A OHLY 4 VAHROBRY FET 5
boLBbhs. ¥, BEFBRTHLE AT R VA
EEFE T RS A FHE L, HBV oA HREZR
BTHB® 5, Ara-A HEpICit DNA-P EMED
RSB EREEONE L Thitki < ME D IEE/L
CEELF T LA AR TH Y, 27 e1 FH Bl
DRBEE T BEHPCRES. ik Ara-A 28 HBV 0
DN&P%M%@%L,&5¢mmiéﬂ%%@©%%
HEUERBThE2OEL, 27 rd FREIERETE
Bhic X ) B 7 4 A DI (L L DNA-P

EEEO RRAEC I8, HEPk X b aEilEik
BERMRT A 2Lk b BRI SR Es b0
T, TOEED BEEETALIS DNA-P EEECE
Lﬁ@%@@%%§&%%khbTié%@tﬁ?ﬂﬁ
THAHY.

1 B 58X 5mg/ke/H & 10mg/kg/ ARG L %L
BBE Lic. RO #i4 ©ix 5~15mg/kg/ A5 &
B A0 7, Fio 10mg/kg/BEFER LA
REXSHE EDE. chixgidom< . 1omglke/H
PEEies L BIfFOBBBRE SR b0 ThHA
5 kBbhs. HxDORETL Sme/kg/ A5 TLH
v 4 A ABFEEZRTH, DNA-P FEEOHAR L b &
T, ZOERETR R DLV T, 10mg/ke/H#%
ErEHRERLEL Dhk.

b5 —~FOEE ) HBV Bidi~—»—Cchs HBe Hii
JROZ ks DNA-P iEHMEO 258 & ISR ERT
»Hotc. RIA B3 HBe MEOHEEDHES R TS
IR S Y, EEMRIES B, HBe SLUENHOR A
T & E¥ oA, Smg/kg/H LY 10mg/ke/
AT HBe fiEOHA I ERTH D, 10mg/kg/B#RE
DEHEHN HE IR, Merigan BTy 4 L 2AFKD
BHERHIEREEL LT, Type I: HBs iR D%k (44
b® HBV o), Type I1I: HBe #ED itk
(HBV DRy 5gIEMED, Type I11: DNA-P {EikfiE
O—EEN (HBV o—@MHusEms) &3+s3%i
B8 L, SE0E2ORETCE, BEKT6FA
#Eciminl flc—BEE Type II ©E - fed’, &
iz 2Bl Type IIT Chote. EROBETIE Type
IT LB & HETC & B FEBIE 20~40% &SR TH 5 D%
LEOREFEGNL Ara-A O Y 4 L AERRHER TS
HEy© DNA-P {BHED BETH - ledic, —ilil
OHRDOHZT HBe HED BHALC ED ol b D
LEZBRS. il Ara-A 23 HBV £0 DU EF)
CEHTHEEND BEL, [ vVE—Z 2wy BET

- © DNA-P {EH:(ESY 500cpm LT DHA 500cpm [

EDBlICL, BLBREH D THDH LD FEhbd,
DNA-P {E¥fE= HBe HLEIEDEMESL & » B
BERNGE LD THSS . v
JrisieE(EIr HBV ~—7» — 0 T B8 L%
FRERIhih ot BHREEY S iV AREEE
Eflic s\ T HBV oHiEO S EIFSE REEo
FEFANBRTA LR AW, S EOEFH CILERY
7z HBe HIRBREAOTREZERELTWA LD ThHA
5.
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L D—BEERRE S &0, BIFACIFCERBRLD
EREINh oo RIEMEERE CIX 4 Flic B
HZbh, BHBEEREY BT 5 EER DOTIRKL
O BEREEESCHEEETLIHENDAEETHEH
RIS hte. MOBWER b EBERNETH Y, 2
DRETReM MERL bR ih o, HEifig 100
Tk, B - AR « LUK « RR S OMREHEE
PR B|EINRTWEH, F0%131 BEEEN 10
mg/kg/ B L EDOFIRHRE 5B BRI %518
235 % . SEORSEAPREARSHRET 18.25g T
B ot IRERHE A B\ IR S CH o feic b
FotgpaRpEErRE IR,

M Eofn<, B BBMFLe L, Ara-A 3FN7kc
W4 A ARAE AL, WEEALD 55 L Bbhb
23, HBV O#fxE2iciElL, FaeEiMbssic
RS RBIRET S LRV, BEAOHIGRRY
Ao —NuED, BYREEIEH 2 IRET 5D
HThhS. AR, TORWEARLRIIARER S
RA2 DD HLD, RERER S OMA L o5 HED®
BABEITRETHAS .

%

1) 760 B BIBHRFRE ~Fic Ara-A 5mg/kg/
H, 10mg/kg/ A% FKEHREL, FOHY 4 v ABEL
—REHRIR A R EHRET L.

2) DNA-P EM:(EIHBEMPEE 2B DD
R, Ara-A BEGICEEOETHRDI. COET
i3 5mg/kg/Hi% 5L 0 10mg/kg/B T HEHATH -
o i

3) Ara-A #5o HBe HUEDOZ(LL DNA-P &
PEL A THoTc. BERTHELFIT T HBe
HEORMALY T DI, 6 7 BB CIeflBkcbh -
fo.

4 EWEREMY 40, BOEOMLBERY 6
BBtz ny, TR SBE T TH - 1.

5) Ara-A 1z HBV X LBIREILY 4 L 2 EF%
BT 2E R Ih, LOEHEZSEIT 10mg/kg/B T
hrEIHEH IR, '

| 2 % ¥ 8 o
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