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Abstract

There are about one million and five hundred thousand hepatitis B virus (HBV) carriers in Japan
and HBYV infection is the second most common cause of liver-related death following HCV infection.
Three nucleoside and nucleotide analogues, lamivudine, adefovir, and entecavir, are available in Japan
since 2000. These oral medicines are well tolerated and potent inhibitors of HBV proliferation. They
have greatly improved clinical prognoses of acute and chronic hepatic failure caused by HBV. However,
there are still a few cases that are not benefited by these drugs due to lack of knowledge of some medical
doctors because non-hepatologists sometimes take care of asymptomatic HBV carriers.

In this review the author tries to summarize the effect and indication of the nucleoside and nucleotide
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analogues to HBV treatment, particularly in case of immunosuppressive chemotherapy of HBV carriers

where many non-hepatologist are engaged.
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AFRIZIE, BEIFFH Y A VA (HBV) OF v
)T %I150 TN, ZANODK) 1L.2%FET 5.
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HBV (2 DNA 7 A VATH 57D, DNA H»5F
$%® DNA % B#E#ET 20 TIi37% <, £:DNA
— pregenomic RNA — - DNA &\ 9 #fE % &
5. ZORNADST-DNA # S LHECH Y
D D DNA & ¥ D reverse transcriptase i
HEMEHY, ZoOFEEBRIIL by AL AIC
LPTBY, LIS VAO—HETHL L
N EEARS Y 4 )V A (human immunodeficiency
virus, HIV) (2 LTRSS M2y A v ZHHS
HBVIZH LITLIZRIR DS 5 Z L b o7z,

PLHIVEE LTEREmEhzI9 I 77008, K
FTIE 2000 4E 12 HBV (2xf LT FRFm H A58
OHNTz, F72, HIV ISR L ClEfiEtEssyy <
HBV 125} L T O AR Fi 25588 & L7z 355
E LT, 2004 4EI2T7 TR, 2006 TV T
A ENHES L.
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<, BAETEMUFEOL VI Y 75 EI
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Vst b i < 1AEDOHG-T e PURBESITIEK
70% , e PURFEMEBITILH 90% 121 H DNA O
AL R SN BY. 7272, EOBET - a7 #L
HIOEHE (7 AVA) BN LEs, FEIRmA
|2 minichromosome & L CTA#7£9 % HBV DNA

(covalently closed circular DNA, cccDNA & [

N5) ZHRT AIEHIE W20, ER oS-
4% &ifid HBV DNA 3 EF L, %k
DOFBERDZ L%,

D7 — 5% G 5 L 5AEIC
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e & T, B G-RKMADO & EDE
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R 20 AEFEIE AT S RS iR EE 2o
whrsedE (WS [FHEz 074
WV AT B O OV IZEE 3 5 W 5EHE
732009 D B BUFRIGHD A R I 4 > %
BRLTVAS (£2)., TNICE D LiHETS
(&, ALT 2831 IU/ml LL E, e PUELFG P61 C 1
HBV DNA #7%5log copies/ml UL L, e PUE &M
BTl 41log copies/ml L L, JFZ5 Tl 3 log
copiesml LLE & ENTW5D, 7272, ZOHA K
T4 13, FEHMEPHEME~D I HL %
W5 —2DHZ%EAZ L2 HE LT
AHEL DY, LT T XTOBTHEHEZ
BIETA2LDTIE AW EE, I RIFA D
fRIZDIRRENT WD,

FRRTRRE D> & FL7- i odin & LT, Bk
70 7 EENIHAT D720 DRI TH B LALE
DIFHZENTESD (K3). T4abb, BHEM
RRPBIEN K% EOZMIAL, R E
e EOMEMEFA L, FZSICRATY 2 TRk
TR LD A IIEEIEIS I 25, % &A%
IREG 72 G HEIL T 5 .

F1 BT 1 78R OTE & R

B A=k LMV Ttk MHEREEE
SITVV O X 20% / year
TTREN O © 2% / 2 year
TUT AN © A 0-1% / year
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< JEBEERHSIE. ALT=311U/L T :

HBe #u5EHFIIZ, HBV DNA # 5 log copies/mL LA |
HBe HiEEMEFNIE. 4 log copies/mL LA L
AFREZE T, 3 log copies/ml L |-

- BAUBMAT R O1RIRIL. 35 mMARTimIE drug free 2 B L CIFN 2 &AL 45, 350l L
X, HBV DNA Offkeiiztt b B U CHIEIREEE T ) v 7 #4]% Entecavir &35, —
J7. Lamivudine % (% Entecavir fif4%iZxt L ClE, Lamivudine+Adefovir ff FH# 1% % 3L

AKET 5,

LU ANV APREIT, ALT fE28 = 311U/L OEAICEET 5, 35 Ll L Tlx ALT EH{ET
BT A IV ABTEN RS DIERNIPL Y A NV ARIEO SR E D, LavL, &g HBe Hit
JFREEMER], B A L 2AFI OB G258 U CIRFIEEERE (SNMC, UDCA %) TRGR%

HHZEBHARETH D,

SNMC : S I % A ) 77 =4 —% UDCA : 7L V@

#3 MIRT 0 ZEENC L B IREOMEIL

- BUEIT S, EENTR

- BRI~ DR TSN L6, GHEITL F3/A3 LLLE.)
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3
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- FEOBIENT I GLkPT R F1/A1)

29 L7-BRIIRRE L I A KT 4 VICERS
NIRAEOIIE & 2l A G D TREIZHE
ROPEN: - #5080 5,

BAZAICE % HBV HEMH(L
(spontaneous reactivation)

HBV &40 KER S BEAEBENECd 2 A%, Rl
I2Z5E LTV T O BRIY A )V ADH E& & Ik
YRHZEDVHD, BB TEL)BATEAR
OFRZE, RROWMELRZ LD H LD, b

v —Ab%\, BEETRER L 726 &2 20T
5. (X2) 505EHRDH M, kbt TR &
HSEREYED HBV ¥ ¥ V) 712x) LT, At
%513 C\w/z. HBV DNA = b EHIR 12t &
nTHY, £5 < DNARIMEETH - 7208,
5] A L) DNA @O F5 L R RIEN TG
ALTEDO FAASHBLTE . Hiv 1V AF%
BREMEZZEEIO SN0 E B,
Bor Atic ) Ko R Sz Lz, Uk
ABERF UL, BT S0 S IC & 2 B0,
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ALT HBVDNA 2005.8 20066  2007.2 -
(1U/L) (log lU/ml) ~ <3.7 <3.7 <3.7 P
200 i | 4i
HBe#n[R(-)
HBeHLiA&(-) ~ $I E T~ e
PLT 9.6~12.458
150
N A
30 yd l". i A Y A
A P N S Eg =5 g WA
7 2003 2004 2005 2006 2007

B2 50mtE, B 200742 A £ CEMNICEY HBV DNA IMIHEREL T TH Y, BEfEEF v ) 78 LTRoa%
E STz, 2007 4E 6 AIZDNA @ LA Z 380, #14 22 HBOYBE AR ICIIFAZZ 2L, 202 0 HEIC

AR 24T - 72,

ALT O EHZFB0, BEHIZZ Y THEMIIL D
WREZRIG L7, L L7edS, DNA =AMEKF
T2 L 0%, AL, Yuebtore
VIO, FEOMEE FHEMEO
D, RIS L A RE R LEE L 2
DIEBNE & 0 BHNZHTY 4V AF 5% B L
T, FAREomBlidkns i, D
W o T2 BEEASE WV, HBV ¥ v 1) 7O
FBTIOLH ITEHREEIHFLTEZVHD
T ZRWDS, 72 & 2 BAE R ERRIEIR D ZA LA
B TH->TH, iEREIZE L > TBNTEE
LAEHBISREDSLETH Y, BN HEEDOD S
BIETIZREL LTIEWIT 2 WIRETH 5.

AFO4 K, il
PiEREREO HBV Bt

ATaA N, REEHRE, PUEHlZ &1 HBV
W3S B RS0, BEEFEEOF v ) TICB
WTH T ANV AN LT WIRIREES. Z

LTUANVAElMEE#E2 5L, FEHBV
(9 B RIEIDE MG LT, FRIHHT
b, ZOETANAED, TONDEM
LTEEBRZTERLTWAZEDE L, F4EIT
LIFUITERETH Y, FRCHGETH L. £ ¥
TFD AL D EALFERREIZ LD 24~88% D
HBV &+ 1) 75 £ )V ADFKZ D, #113%
A HBV BHEOHALEIIET S & SN DY,

Z 9 L7:Ab&REER 0 HBV ORI, 72 &
ZIFARZIZH S 7 T HEBRBOBROIEL] R
HIEIZ D %35 7280, 18D TAFIZE 2 G HHE T
HAHD, BT Fa 78RO TG L,
(21T 100% CTHBEZIIHITE 5 2 L s
T, FHi#EGDORBOREEIZONTIE,
FEEE 572 b DIE %\ A5, HBV DNA 754~
5log copies/ml ZH 2 TWAUZLE, ZNLTD
BAEDSGEN— AT A )5 1~2log copies/ml
D PS5 BAUTHLY A IV A BED BIIEALEET
H59.
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HBsAg = =2 4 N.D.

anti-HBs - - - -

HBeAg - - - -

anti-HBe - + IND +
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=t ALT —8— HBY DA

3 T0RE, P B ONEIZTY YR I TR G0 L YA CTUEREE R 2 2, ALSRER T 6 A
ISR 2 aR0 72, b L b & HBs PUEEMETH U, IFHRERE B S HBs PUsl etk Tl th o 72
WS, HFEDE KA THBV DNARIE L7z L A de novo BRI R TH A Z EAVHIHLZ, SI 7V 1285

RT3 ARIFRISIEEME L 7.

HBs f/EEMEDL» S D
HBV B/EMHL

TAEO ) A bR, HBV %) 77215
T7% <, HBs PURFATECRIRIICIZAERT L2 &
bz HBV BUEG«E 55 & HBV % FREEAL
TLIEDhhroTELD,

29 L7- HBs PUEFEM2D, HBe Pk F 7213
HBs HUARRE O BEEALT 2 & 0 HBV FH#il 12
£ IF 4% de novo hepatitis B & I-53. HBV @
cccDNA FERR 1G-S PRI S RIS
T2 ENMSENTWAEDY, HBV ANDOGEILE
HOAEEIC X Y, HBV 25FHE LT 5D TH
5.

B UREREIERIC L) Y R TR
GRS O MR 2 A2 L 725800 2o fbaesi
BLIATEY, mEHMLTBY, 29 L
7270~ 3 — Vi o HBV BEE Y 0) 3~
5%ICHIT A ESbhTwa.

de novo hepatitis DFRI21L, HEI1IAS HBs
PR % Fr > TV 5 720 1% 7 wild type HBV (X
EHRBI LI WA H 5 &2 b, HUK
HDZAL L7 HBs HUR 425 HBV 2533
BLEILFEERL TW2Y (M3). 29 LG, #
TEMEILERF 12 HBV OFR % 5E-> T HBs PR
MDOEFIOZ DD, BWHIIE s PUEENET
H->T% HBVDNA ZlllE T 5 7% EOFEEEE
5.

Z 9 L7z HBV BRE G 2 5 O FE LD T
iR L Cix, HBV ¥+ ) 725D EH LD
DRI (O, PRAHLY AV AHEE D
BRI E 2 ZE L 2wy v, B,
JE57748 OWFFEHEC & O FHEDVERANSED H T
w5,

b U (I

ARFEIEFIRE R AR, BT a2
RANOMHIZ LY EFR L 20D % BEFJEH
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