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BANLHFELY, BALEREIC L S RENH
RIEIZ BT HBV ASH A - BistE{b3 2 ThE
HAHBLHDhoTES FLT, HFALE
MEHORENVRE» SOEBIZE LBV, &
i LA HBV BRFMR BT LI
X ) BRIFRABHRTS.

IhIToHEETLOD L, HALERE: -
fRIEElR %O B RIIFREEEL O BREE 8
OFHELT, UTO3HDETLNEY,

D% 13D AR - RIBIIBIREDIRT L
TDOLIZFRMNRET S, L. 74 VAN
%y HBs HUBU B ME SIS B\ Tid, HSALEERE
MG RABIEST DHE0H 5.

@R £ DO RIEIZKT L T, i HBV-DNA
DOMAEOH LG,

@ HBs HUEBEFI I 2 T, HBs KRR
D—& (HBc HifkREYE: and/or HBs fiifEMtE) (2
BWTH BEF£EBERILPBID S 5.

I BRFRBAMLEDV XL
BT B3 XVEF

B BRF&L R BREFRABEELOR
BAEZ, HBV ORMLEBEORBIEEDINT
YAEELTR EEXLND. Thabb, &F
AL #iERT O HBV BREARE L L U ALER
HIC & B REMHAIFERLORELR ) A7 BT
L3, fiEICBWTIE HBV Blmi<—»—
T % HBs Hilil, HBe i/, HBc Hiff$ L UF HBs
MAEO4E HBVDNARAMEE L ShTW
230 gt BWTid, AF04 FiERLE
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BAMLBMNFERRIE BI0TE B9F

Wi, VYFIIT+A704 FHERLERE,
EmEdRsfE (AH>E%R), REBHL L
EiFohTuna2yns,

Ihon#fiEEd s, BEFLBEELOY
A7 #3BM L (Figure 1). %8, HEFBIH
DRER, FED) R FEIHIIPESETY
At AlBYAS

N BEFABEMLICEEYT S,
FEBITANEVXIEF

HBs HiJRBEES 2 5 0B iEELIcBET 2 Y
AZEFELTY YRV 7+A704 FiER1{L
EREHVEETHLZ LAWEEN TS, Hui
HIXAALEREE T L7 244 10 HBs Hit
FRREEMEY) 1 Elc B 2 BiERILIV R 277
75—t LT, SERBITTI VXV T+ART
o4 FoEmbEREXEETHHEEZRL
72*. % 72, Yeo 5 i3, CHOP-like & % \» iX R-
CHOP-like % #47 L 7=, 80 fi? HBs Hi Rt E
HY RIS BYAEERILV R 770 4L
LT. Bk ZWEantiHBs O, Vv ¥
TTHBTHHEILEZRELTWAY.

BEAEREFICHT 5 BRIFRFEELHDOR
REBNOKHL LT, #HHRMETH S anti-HBs
OETHIEEINTEY, Vy* o< 7B
MEXEMAREMREATHRES L TY
6])“1.

EMRKRBHICIIHERS LURHEBHIAYDH 5
R VWFREBLWTHLREOFHENBI 572
%, BEFABEMNLE: OMEAEE HESh
T&owe-w gz 2 - 84 GVHD o RiE
REDHRBMETHDHAT 04 FRREENHFO
P 3 5 [ HE o i AL B ML Tl RIE D RS
PRETHILHHY), BHEBEEBLTHLB
BT RBIHEHAEIBI A LICREST L LEND
5019

/-, HBs RO BEEEFEICB T
i, AFALEHREMICE VT, MBI HBV-
DNA » 8 8 B53KE (occult infection : #4K
Bgpl) RMESHhTHH, HBsHURMMER &
REbE. BHiEHILY A IEEVWEEZILNBEY. —
#1412 occult infection BBV Tid, HBc Hitkis
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% and/or HBs ikt TH ., X2V —= >
BEHRCVWTNIOT - —2BHTH -2
(- HBV-DNA ¥l T4 Z LiZ& > Toccult in-
fection DRIEIZWHTH 5.

HBV i1#) 3215 X162, 0 8% DiEwv
L&oT, 100BEFE (A~]) PRESKT
WwaH, BKKIZALD TYTIRBLC W7
ZYVHEAED B77VAHBRE k77
2D, BRiZF. RIZH &Rz L b genotype
FRe-TVWEHIE, HREMDOEHRBRIRLS
C EiZ genotype BFE L TWAB I LWL LIS
L CT&7222"%, BiEtE{icB v T genotype
OBEWHEET S LAPESho255. £F
BLUFa—ov1ir 608 Tid, genotype non-
A, 3¥IC genotype B AEIGHILICMMT L
BRENTWE?®, i, BENFRICEET S
Y4 WALERE LT precore, core promotor
BOERPMOENAT VR, THOZERIEYIL
ARIFHICMA T, BRIFRFEEEICOBAETS
THREFHE SR T3,

IV HBs AFERHAIC BT 2BEMEL

HBs PiBRBYE I BER & b Bilitkib N4 U X
IHERRShTEY, AFu4 FHHELZRTS
SR A NAEDTFHRGH—BNLEZLT
Hoi:.

HBs HUREBE P AL ERE L BITL S
&, BistEtOBEL 24~53% L MEShTw
5. Yeobid, 19300 HBs Hi PR EME Y ~
JRRFEFIIC X L T2 S bt & T L. 24% (47
Bl) DEAFFEREL, FRICES2E#EL
2. F7:, Lok 227 FEHSY ¥ R HEH
X LTeHbERE2HITL, 48% (13/) @
EMN BREFRABEEALL, FRICE AL #
HLA® E51ZLau b it HBs R EB{EEHY
YR30 ERYANAKEOFiIRS 2T A
ELZWEBIIH DO, 2a{beltEr liTLA
LA, FHESBTIIBIGELIE 0% Thotm
DI LT, FEFHRGBHTIIIM (53%) (B
WTHEREFBI A L #HE L.

T, ERRELAATIRSHED, HOREER
BTHOIMUM) I F RS RUGE. X~F v

2n
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MR, SREPEFHES e L owGRthIc, HBgEE
REMWHTHEI AV PLFE—-FRP70RH
Ny BLUSRATFOUAL FREFOBRIFAH
EHAFBRE SN TS, S5, HLTNFM
HTHrLAv7VFI=RT, Z¥FNMETH, T
¥ A7 ERDOBRFABRERLORE N
b7, IhoDFRAFTFROEREO RIS
THHCREEROI Y tO— iz EHICHBEL
7=, B O S H L BB o REmElH 6 R
A7) MDY E b v, BRFRBFEEL
DYAIHPLRTDESENIEZLONS.
V HBs iFEBH4FICE T 5BENIL

HBs BRI 31T 2 BisfE{b o Mg 13,
RSB ENBARBHEAL L —BOERICR
EENTEY, BROMFAIEHREICENTIT,
HBs iR BatEpIE B BRI REBEERIENSI VR 2
BERBRIhTIdo7: BB LA Lok S
DOEETIE, PALEMELET LA, HBsil
FEAEFAIIC BT 2BEEIE27% (2 of 72) T
0, HBsHERBEFIO 48% (13 of 27) ICHB
LTEWBRETH - 7%,

LALLds, V¥ 70BBHE 2001
$£? Dervite HIZX BHERIL LHE LT, HBs
HURBEMEN ) Y EMIICE T 5 BRI £EE
BALDOMENF BRI L END L kol

2006 fEi Hui i3, HBsHiEEEOEMEY) ~
2306 244 BUC S EERE BT L. Bt
LA %% 8H (33%) 2B, 8 HILH T HBe
PR and/or HBs Pl TH- 7oL &L
= . Foask— MBI A BiETEOH
BEx, VU F o7+ AF04 FiER{LEmRER
Tid122% (60f49) THhrDIzn L, Fhilst
OFFRLERERTIE 1.0% (20f195) THD,
SERBITICE>TI VR VYT +A5704 Fif
Wbk HBs iR BRtEBlic 1750 X
7725 —THAILxMOTERLL. F7-
REEfLisc & 5 84Tk, HBV-DNA @ LA #¢
FFRICEITLTEY, F391858 (range. 12~
28) Tho7:%

2009 $E, Yeo & i3 80 51 HBs #i b B 4t 4%
Yool (CEAEAKMIRE BAIRRAY > /3l
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LB EANIGUBIESD IS L, £8beird()
v& Y 7+CHOP: = F¥¥4>, TFVT Y
v, Fra¥ry, FLFovarhbsnid CHOP-
like) {7 L. 58 (625%) HHEMEAEL &
SEEMELLY. BEE L AR ER
W HBc ikt > HBs fitkBaE CH Y, Vv
Y27 +CHOPHfTHITH - /= BFiEHILL
zaBliicL, YA LAE (FI7VY) A
Bahi:d 1WEFRICTHRCLE Voyx2
2 7 +CHOP Hif7# 4> HBc iR IEMICH S
.21 P56 (238%) (CBVWTHEIEHRIEL
kit s,

XBICBWTIL 2ETEHARHCLD L,
2001 SEO AN S 2008ESAETHCESHAM
I, VY 7REMICBSER L BERF
KREEZNIFANKESRTEY, £DHIH50H
A HBs ERBREFA» S ORETH Y, TORE
RLUTICRT.

O HBs MUEREFA»LORIERSOPTHY,
K45 HBc Hifkd 5\ i3 HBs i fEAtkillEd L
AR WRAITH - 7245 HBe ik il
EhTw 11 PRl ch-72:. £/ HBs
FAEINESA TN AICBWTRE, 46
Bt 7HMENETH- L.

@CHOP ¥ AF7uq FHHL I A TOR
FEXOPTHY, CHO (P) #2727 FVEY L
YAFOL FEETHEWVWLYAVT4AH, AEX
BB BHEETIANREL THL.

ORMEFRICE > -0 13508 F204
(400%), FEL 150 Fd 25 8 (500%) TH -
7. REFRICES-20805%, AHELLO
B1ADOAT, BOTFRFRTHo. — A,
HBs VUt 47 I CORER £ &, ECHE
iENFN213%. 277% TH H. HBsHIREE
HHE B L. HBsHERENIZFHRFART
3)97’:.

@HBs EBHEFIBWT, V32 7b
L (bR it & IF R RIE $ TR
fild#2HATHY, BRALLTIIBSHAN
BETH 7. HBs GBSO KL S{LER
ERTHROFRREETH .

(28)

78

HARMERKFELME BIO7TE 95

¥/, HBsHiRBHMIC BV TL R #EH
MELAVTIRDEH, ITNFRATHEL >
INXIRT, ¥EFNVETE, FTYIVLSTH
b oMY v v FEMICSVT BREFRFE
HiLD#E»RH L™,

VI HBsHiFB&M4NT VR 2% (HBciitd

[Bt% and/or HBs i {sERtE) DHEE

EHBRHIAERESEEEOMMAREF—
FiZX B E, 2005~2006 £ 0 2 £ 1] 3874 Brfkic
BT, HBsLEBEMIL 15%. HBc B
and/or HBs i ERBEHIL 232% THh o /Y.

¥ AP OMETIE KENERTO
F— & CTh oA HBsHil B & U HBe frfkt
OHEBEREREFRT AW A7 :01% - 46%,
45 PRW:27~51% - 176~362%. ¥ A
HF—®72% - 343%. FiE 1 231% - 4.2~
620%. HE™ :156% * 20.1% Tho7=.

FHIZBWTIR, ERNAVRAIBTHoT:
HBs i BB MIC T, 1050 LOES % 5
L L TBRFABEERCHRERL H LB
5. ¥/, HBV BREFRIIZEDH 5\ Tl
LoTKRELRRBILIZFE ST HLEND .

AAALERE B L UGS ER DA 2
V—= Yy /BEELT, HBsHRZTT% L,
HBc Hifks & U HBs ik OB EHIHEETH Y,
wIFh 2Btk oB 41212 HBV-DNA ERRE %
BmL. BREFAFEEILY X7 20T 5%
7L, TORMEERETSRTWAHEIC
ik, MAALERGE - REIMBIREIC X > THMAM
AETL, BERELUNTELVWANRFETS
SEHBETALEYHS.

chEToHEE L LIZ, BRFRFEEMA
BT HBs BB S & URHGIC BT 5 BIK
RBOBEE I LD (Tablel).

VIl FA(LRERE - RADTIEREPD
B BUFF St B EMAL S %

HigtEibic X 5 BRFARBIERIC, 740V
ABERG LABEIIIEE LTHS TRV
EMEMH 5. Yeo Hid, 2HO BRFLFEN
Lz L, MYANVAE(TITIV )RS 2T
=k A. 56 (16%) 371, 228 (69%) i
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Table 1. BRIF&MEHE(LIZ51T 2 HBs HUkRE S & URRIEBIC 50T 5 BIIRE R DIF8L
B RliF# HBs EBE HBs fiBBENT Y R 2 8
EE(L (HBc bitkt51% and/or HBs Hii{kRE1E)
Hnglii'# Japan (Nagoya) : 15% Japan : 232%
e USA (MDACC) : 0.1% USA : 46%
R HIIE Italy : 27 ~5.1% Italy : 176 ~ 362%
Hong Kong : 23.1% Hong Kong : 442 ~ 620%
B HBV-DNA @ 10 2L Loy L5t HBs Ui O RE(E
HBV-DNA ®ERAE{L
B.ﬂm‘& ESHLERtE 20 ~ 50% Yo7+ A5Fad FOEM 122~ 238%
i’ﬁi%,{gﬂ Vo7 80% Pi TNF 8¥ : 7
MEIR TR > 50%
bt 311 HBV-DNA it Anti-HBs Bxt%:
YAZBF | HBe iR
FEE - oo
(53] - % CIMEERER TR TH 20 GREG FRERPACEREREISRT RO
RomEBEELL LELIWE RETHS.
s Y 7N T IR (G60% A1 3—2 - It A AL & IR BAE $ ToORIH
B) omifEL. ffiiz2 A ATHD (LELFHATHLY).
» )y & v 7 AL ERGERIC B W T,
HOEBSRELAMGIETHD (IR
MR TCIE85 7 H).
- MR BT, BHEEEEAL T
PODORERMLHD (EOTHHEE).
%715 cHESLNY =30, FREMIFIZE | - FRICAITT 2 HBV-DNA O - 512 1858
_Ellg}.,.DNA HBV.DNA itOE -7 3 8ETWwAT L b5, (range 12 ~ 28)

PBALEREEZRIES L PHEE2 28 %
Polel LEMBELAL®. i FHIZBWTY
BEOSHBYUFRLEBL T, BHFRBIE
HAETIERE LR, KL EWZ 2 Al
HERTwa™,

LA T, RRPMBLTHLERRMAT S
DTIERL, DS LONI YV AVBEREL,
FRPUBT DRI 4 N ARiEEWET 52
BhhH5b.

BIRSTCOMKEOBREE LT, OR7I VA
KEOFBikS (prophylaxis), QF£IZEFTTS
HBV.DNA LH%#E=%U 7L, BHL:
RETHY ANV AREE2XS T 5 “preemptive
therapy” A& 2 b6hb.

20094E 1 A, BESEAWRIIC L5 RN
B - fbEMEicE b ) BRIFRMNENT K
A YPRTINID, FMIHTAL K54 2 1cifin
#%, HBs JURBR MBI 3 2 (b M i 1 i i

(29)

79

TANAREDOTHRESETIENFRUTHS.
—7%. HBsHiRBEtEN4 YV X 7 8 (HBc HithH
t% and/or HBs HidkBy#E) 48 L Tiz, HBV-DNA
E=FY ¥y (H1E, {bEitEEhs X Ut
ERTHESLES 1) 217, FRICET
2% HBV-DNA ) LA %482 T, BiE{LL 8
HTHRYANAEORE ¥ HETS.

VIl HBsIAFEBENA VX 7BICHNT S

HBV-DNA €E=41 45

HBs i BN A VR 7 BIZBWTIL, 8FH
Huma»ooF—-FICBohTsh, HBV.
DNAE=% Y Y JOBEERLHMIZHL, T
WZEF Y RAEFFTldhw,

Wi L7 Hui 6 0#E T HIGEHERL - IF
BEEHE LS 1858 (range, 12~28)
%47 LC HBV-DNA @ L5 % 2%, F5H8NE real-
time detection PCR I24 % HBV-DNA @it ik
BHENARShTVWaE, T¥4bb, HBV.DNA ®
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2FY 7tk BFRICEDZHOBERTCRMIC
W4 NWREZHET S “preemptive therapy”
DRHEEITISLIZE T, FRBELXPSZL
NRETH A LIRS I

DA D “preemptive therapy” &iE, V4
NVAMIEORE (BBRE) Zithrbon, v
ANVRACEBIFRIIRIE L TWRWERET. Y
ANAEORSE 1T EHMRBTH S, WFURIC
fRL, EMRMARBREAECBVTE, 4
AT 4NV A (CMV) BRIEIC L BHR, B
%, BEALEVEHENVDLOTHEHH. %7
FTACMVIL KM L CMVDNA LR 2 L 5
Z., B AV AEEHRETHOLICLY,
ML CMV BEHEZ MK LTV 2™,

+%bh, HBsHiMBREMIIC BT 2 BiEEL
flicBWwTid, £ HBV-DNA LB A &4
IZEITL, FH 1858, RETI12:8H BAHA) %
FFaSEFMEEINTWEI LRSS, vV
#ro-T1H7HE%0 HBV-DNA Bit#iF % 17
5 (HBV-DNA ®€=%#VY s ¥+35) Jkitkh,
%17+ 2 HBVDNA LR 2 bt Habl
LM TCELEEZONS.

—7J. HBV-DNA €=#% Y » VO fifjizow
Tid, EIICBITH HBs PIFREHESO B (&FET
EHARH) oF—F Tk VVEITTHLL
AL RERR D & IF 22 5 4E 3 T o M Al
#2HATHY, RMBERONILERER TR
# BLRACS FIEEY, ERFIE LT85 A B¢
BETH-7". Yeo LOMETHL HIEHLS B
Wl FlIEREE BYO4FIIHERRTHROR
JET, BRONICERERTHR 170 BTHo 7.
#0f, h i ToOHBsHRBEESD O DFIE
HALRATERMIEERERTRIEVFRRET
Hol®0 HEX Y, WGP E L CERES L
(L 1 EHDE=YY Y 7HNMFRYTHD &
I hTns,

B, BESBEMAR (FASRREINE
WY : H20-FF R-EF014) & b, KMt
CD20 BB4% B MRty v\l wge L, Vv *
¥y 7+ A7 04 FiA{LEa LD O HBs Sl
Bt N4 VA2 BT 5 HBV-DNAE = %

(30

80

UAMILBWESEE BIOTE BOF

Y OEMERRIET 200 ZHRIER
ERFIEM T TdH 2 (CSHOT0802 : UMIN
000001299).

&% ¥, Fukushima 5 3 HBs # & B ¥4/HBc i
HKREOESLY o 24 EHREL, BAR
Mak— bRIEDEREZHELAY. 2005E1A8
7620085 ECICERKERKICTERHRL
7z, REBRFD D EERAO HBs EEE»
- HBc 6Bt nEHSEY /T 24 L, A
1H o HBs i FxEB LT3 # Al 1 M HBV-
DNA Z£it##E (# v b+ 7 : 26log copies/mL)
FE=SYCTL, 1B (42%) CBWTHER
b2 BHl:. BistEtMOERERIEZ RTHP-
COP6 I —AMfTth, RUEAHEBORERE
L. 5% T L - #{ HBV-DNA #
EH L7, HBV-DNA Eft{Hii 2.8log copies/mL
THYH, HBsHR IR THREZZOLWE
WY AV RE (T2 FHEN) DB AN
s hs, WA@HWATIX, HBV-DNA €
=)y /IC L BNARM 2R~ PFRE LTI
PRTCIHLODTOBMKRBRTHY, BERTOR
bhAERMRTIEDHSH, HBVDNAE=¥
Yy 7IZEARMBN - RMBROWEEZR
L.

F 7=, TR, Yoshida Hick b, HBs K
BN ) R 7 BORRMEMICHNT, BEREKH
mENKRBHikO HBV-DNAE=%1Y ¥ (B
1E) Lo TRIBE, BHERITETH-
TEARENL SN, B EnBARBHE
FicBWTRAEOEHEOREIC L Y BHIKE
ERALTHHOBEFAREE{ErHE S
T8hH. BHMiMOE=%Y ¥ 7OLEHIZOWT
Bt a&0H5. £ PALERELDD
B R imme £ 17 5 REBHC B CRE
EBROFURIZBVWTIE. BEFABEELOBEKR
BBRFRIZDWTOF—INZELL, SHBOE
K5 — 5 OEMPLETHS.

¥ 7:, HBs fiR Ao B iEMELO K ¥ HBe
REBERATH S A HBc Hifkbatt/HBs Hifkil
¥ (HBs itk BLENFRtE) B 6 O BEELAH
BEPXNTWA S LH S HBe Hifbn iz X B BEHE
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RAOHEIZIERILETHD. ZDHIZOW
TRHBV 77 F VEHEOHEE L b THE
TAHIEHNERETHA.

EHC

MAALERE - REMBIRBEIC L5 BRIFL
FEEL DR S HBs UE B S & UBH%
FITeRELHIEETRELTBE .

RSB WT, HBs BUBRHERIZ BT,
HBV-DNA Eft##&E M7 AV AELE LICRR
BB X R,

BoRizHA~, HBV ORGSR BENERNS
WT PTIBWTHIEEANI ) R/ ROBEL
SURRREFHOBRENSREEHRITHE
BR2BEORETHS.
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Rituximab JBEEEFD B BYIFFR D1 IV R
@%ﬁfﬁ’r’ﬂ E

ek, BAE) B PO BAFRY 4 L X (HBV) BEMELBIOA¥IE, HBs PURMTE
BITH 7248, rituximab 2 EEREA X TLIEE, HBs HURBRERIC 5512 T & HBV BEMEALHIA
HEzh, VA7 HBORE LR REOMAXEE EhTws, AT HBs UYL
K URREBNC F51F 5 HBY FHEMEALAD RIS DOV THEB T 5.

@rituximab AR HBY BEMILOEEE U R

Rituximab B3a1, BV /@GS O HBV BEMEL#E O £ < & HBs MUERSHFITH 0 |
FEMLNA )V 228 ThH 5 Lllihi ST & /2. HBs YURKBPERIC 2 & (L0 & ifT L 7235
A, HBV BEME LS 13 24 ~ 53 %L MG X T 5 179,

—77, HBs PURBEMEFIIRER HBY BEME(EN A ) 20 B Bl e h Tuks 572, Ll
%6, rituximab B3, 2001 -0 Dervite 512 & 3ME Y 12L& LT, HBs HiFRYED
MY v SEERFNC 30T S HBV AL 5 Z EAYERRE & L CIEMICRE SRS LS
2% 572, 2006 4, Hui 53 HBs $UREMEO BN Y v /3E 244 Bl 25 LFEE & ifT L,
HBV HEMELIC L 2F% % 8 il (3.3 %) (Z3R®, 8 ffl2fT HBc $ifhk % 7213 HBs $UiKISHT
HBHZLEBRELLY, £/, ZOaFx— bickiT 5 HBV HiEMHLIT A0 REHE I3
rituximab + 2 7 04 FHFHAL Y XT3 122% (6/491) TH-7=DIzx LT, rituximab +
A7u4 FUHDL I XV TIE1.0% (2/1956]) THD, 2EBEBITIZE >THIDHT
rituximab + 2 7 v 4 F LD HBY BEMILOV A2 7 7 2 4 —ThBZ LAmEh
7z. B, Yeo 51X, HBs HUEEMED U E AR B My » 2 SHE 80 filizxf L, CHOP &
%3 R-CHOP B & KifT U, 5610 HBV BEM L4580 - Z L 4G L 729, HiGMLL
7250l & R-CHOP R 21FTH 0, WHEEIO HBc HikiZ 2B THitETH 72, 203
& — MZ¥ T 5 HBe YilkESME2 D R - CHOP #Rik % 21F 7= 21 il 5 5l (23.8 %) #EEMALL
TNz,

@ #5BICB13 3 HBs FRBRIED KU HBs HURRME/ \ 1 U X T8

BERIOAIU——VIBREBEEULTO HBs HiE, HBc Hi{Exd KU HBs Hifk

LB KRR Z 2 EEZEORIMGTRE T — & TIX, 2005 ~ 2006 F0 2 £75 3,874 ¥ifkic
BT, HBs PUEBGMRIE 1.5 %, HBc Hitk (L 0Y/) % 7:1% HBs YUK HEBIZH 23 % T
Ho7=7, Fhbb, HBs HiFFM 2D HBe HifkbME L < 13 HBs HilkItE a1 U 2 o B
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6. Rituximab S8BF0 B BIFAD A )V A OEEML e

T5E, fEkNA ) ZIFETH - 7 HBs PURFEMERFIZ BT 10 5L EORERI 2 6% & U TR
PALICH G 2 A E DM EHNTTL 5.

O B BEMILIC K DR DRI

Yeo 51, 320> HBV BEMALIF RIS LTI I TV v 477225, 561 (16 %)
B, 22 B3 Ra bR A RIS LR X568 b > LA WELLY, L
NoT, HEBHBELTHrSEBBHIATIOTEEL, b6, UdNA Y ZA2EARAEL, FL
HHBRT RN Y AL ZBEE T LERS 5.

BERTOREL LT, 1) fivA L ZAEDO TS, 2) FF&ICETT 5 HBV-DNA O L5
%L 5% (HBV-DNA E=2Y v 2), Hfiv AL 2 E 545 “preemptive therapy” »'% 5.

O Hss RS FiY 1 L AERDOFHRSHEE

HBs HUEFEHFIC X § 2 ZHLERERICZIY A L 2RO FHifR5 %175 Z L AREAITH
59, Py 4L ZEOBRIZOWTZ, BAENBEOEY BRIFLERTA F5 42 (B 19
) 2P, TYFHEL ONFHL—F) 26HT3 9,

My AL 2EDPHRSHEICET 2+ EF Y 2id k. YTk Vo SIERED 1
~ 2EMRTD SRR L, EBRIEDEL L 6 FAMEBLRE LTTPHiR5%21T-T 057, #1
7 A L ZAEEO G IERTIC HBV - DNA 23 EMALL T 3 Z L HRIHRTH 548, Hik#d HBV -
DNAE=42 ) VIR ETH B,

© Hs HiERR )\ 1 U 2 H:
HBV - DNA E=# U VI L K DERRABRDAEM

Al U7z Hui 6 O S Tld, (LSBT #2 5 FF & RAE £ T o IR b s fi1d 33.5 8
(range 12 ~ 40 ¥) TH 1, %479 % HBV-DNA L5755 PR IAE £ <0 B v defif 1% 18.5 38
(range 12 ~ 28 3#) TH 7. 72, K TO rituximab FE5H1Z 513 5 B RFRRIERE 12 X
%L, HBs JUERRHEFITIR Y ¥/ SERRER TH 2 S IFRRIE £ CORMP REZN2 » ATH
D, BREMLE LIS »ABRRETH 727,

$74bB, HBV-DNA RFRICEFLTERL, FR#2~3 7 AUERBL Th o FAH
FIEY 5729, HBV-DNA 2°f5tE (RERBIERE ATV, BREBEOIVITLE L 4
PCREDH v b A 7HIZ 1021 I —/ml TH B) &k > BFm THY AL ZHIZ X BB A
LTI AL 2 RARWETX 5,

BT, TR B ETZRIEC TR & 7 I - (L EBEIC K D RAET 5 B BIFF &L
AAYT =y a v 02Ty, HBs HiFEM N4 Y 22 Flicx LTk, HBV-DNA €= %4
Dy KO L 2B TH Y A L 2 A1 595 “preemptive therapy” 12 & % K5 &R
LTED, 25t REPE L CHEFEERDEL LS THEBIE “1 7 A 1E” OHE THBV-
DNA #JlE§T B L LT3,

L2LZN5 HBV-DNA £E=4 ) Y 72k 2 HlEEERHMICET 57— 23 7+ oL
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ety € NE WX

HOAT, KFHFA v AT RNERRBRSBETH 5.

: HBs HiEREMEFIZHBWTIE, HBV-DNA E=4 Y V&, Hiv 4 L 2K TS5 Th

2BV T BRI TREIR 3 54,

WK
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PRI, REFIIEE, VRS, b, REEEIH] - ALFRERIC K 0 RIET 5 B AUAF SR [EAE Y @A
[SEEMEDNT - PR AICE S 2 3EEMZE ] BRNERF XSRS KU [HEZE L &0 77 1 L 2R
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E HBs ikIRiED B MaRERD > ) (E.
UYFEHYORSEESLELS ?

BAALFEER D B BIFFR Y 4 VA (HBV) OFEHILIZLAETID 5H 5N TS, £DOKYE HBs
PUER MR 5 OMETH 572, —F, B VBEORBEICY VF v 7d58 A ST, HBs i
JEREMFITO HBV HiFt b G &b LI 12k o/, BIERILIC & 2074 - IFREEE, 2% B BT
REHBLUTEIEILLRT L, BELLLZEEICEERIBICELAHETH L7720, HO1LDHY A
7 RFHEL, MREFELDLENDS.

Q1 HafBEEICES HBY BEHEEREDESBEDH ?

A HBV i, &% BEFAORESOEE~REISRBL, PHYUETS 5 HBs HikIHE
L7230, PR KRR ERERICHERELTWAY, 2072012 HBV BEREDH 5 BET
&, PAALFEIC L B RIEINEIC L ) HBY 25 - BT 2V 22852 L %
BT 2 EHNEETHD. DALFFEEHRO HBV BEHLOBRZEAOMHE T LD 5
LUTO 3 shbiFohs?,

1) & AMEFRERTRICITREDPIET 5. U3, BEIHIRED S ORI ICHEW,
SEIETH LAY HBV BRI A T 5 Z LIk o THRPFRTH7-0TH 5.
72721, BRI A Vv AEA S\ HBs JURRHEBIC BV Tid, {bEREmmbE R
HRPBET 2HEVH 5.

2) FFROFEAEIZHATL T, M+ HBV-DNA OBIMAH HN5,

3) HBs $LERFHEGICINZ T, HBs JUREMS O —E (HBc HULiEFtE and/or HBs LA
%) 1ZBWTd HBV FiFH L Ao 5.

Q2 HBVEEMDURIIZEDLS ICHBTESH?

FIEINHEIRAEE (RA MHRTF) CXoTRLDZZLZHBTLIEPEETH L. 74 VA
DY A7 RFL LTI, HBs fiL/E, HBe #ii, HBc §tfk, HBs HikZ% EOIME~ —H — 12
% T, HBV-DNA =X genotype 2 EH%H ), HEIGNICEE T LA MIOY R 7RTFL L
Tix, A7 04 PR LSRR, Smiiagm (FE>AaR), Mg, Btk v oEs
EFRESNTEL, BECED, VYT~ T+ A704 FHERLE#EED HBs HUR M
BN D OSERNIC BT A HBY BHEMALDO U A2 77 2 5 —TH b I ERHE SN, 2
nHOHEE S LI, HBV B L REMNHI ORI L 5 HBV BiEH(LO Y A7 pHx £ &
»7: (K 1)2.

Q3 HBV BEMLHEEZRLZ52T, AEZASY -V IRBEIIAFBED?
A 2000 4 1 BloRE SNEASBERIHEC X 5 REIE - (LR Ic S B BT 44

ICOPY] 498-12535
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176 0. B /B

a

HBV
HBsAg UZ7%U
positive 24~53%
F—a%un
HBsAg (—)
anti-HBc (+) JZ7HiEwn Y27 %) YZ7 &Y
and/or 1.0~2.7% 12~23.8% 14~20%
anti-HBS (+)
All marker
negative
S

£ glacai 3 UVE e E MR EHE
2704 KA asisE

HBV BSEMEDIERE &Y X2 (Kusumoto S, Tanaka Y, Mizokami M, et al.
Int J Hematol. 2009: 90: 13-23)

HHA FIA ITIE, DALERERATINC, HBs HURE, HBc HifhB L U HBs $iih% A 7
V= TR E LTIT) S EDHBEINRTWVS, W22 HEEOE A 121X HBV-DNA %
HETHIENEETHL I EPHIREINTVE., WTFNOBREICBWVT b REDEHVRE
Ji#: (HBs #iF: CLIA #, HBV-DNA F&: ') 7V ¥ 4 A PCR{E) TITH TEAEF L,

EETREZ LIZ, BEG#EEIICH Tt HBe JifA% HBs JUEOHAMAMET L T 235
G b, LAY - v FREZARERICBVTHITTRETH 5.

Q4 HBY EEMICKBEFR - FEEAOHEEEDLSICITINEN?

A HBV FEHACIC & D IFRBRERIS, AN AEA S L2258 IEESEIC b 2w
WEEMD DD 2 L ZFBTRETHD. Yeo bid, 32 #ld HBV g LIF&ICH LT, F
STV RToET A, 561 (16%) 3PS, 22 61 (69%) X EH b HEEFILD
L& %2500 ol b 2MELTWA, Lz - T, FFEENSHEL T2LH
TANZEEZRETHDOTIEIRL, o L0 AVERREL, L FEESEETZ
BB EAT) LEYFDH 2.

FMIEESBEH A FF A4 25D DY, HBs BB 3T 2 b i34
AV AEOFHS5 %479 2 L HEBITH A, —F, HBs FURREM A ) 27 B (HBc Hifk
W4 and/or HBs FLIRBGE) 2%t L CTid, HBV-DNA £=% 1) ¥ 7 (A 1 [, {bFHEEHRS
T OMbFEER TR R LD 1 ER) 24T, HRICHEI TS 5 HBV-DNA @ B 242,
Bt b LB Ty A VAR OB S 2 BtET 2 (K 2). 4B, X2 3EEBKS: SN
CHBORHERIC L BRI LTV nT.

Q5 HBs AGEKED B MRREM) D /NEADY YFH U BEEESTEHN?
A HBs fiEOADRPETIRAZ ) —= v ZieE L LCiH4oCildz v, 4F HBs BB &

[3coPY] 498-12535
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0. B /\E 177

AoU—=>9 (&H) |EV
HBs#L®, HBciifd, HBshifF

| #3)
HBc#ith (+) and/or HBc#ifk (—) and
HBs#Lk (1) HBs#i ik (—)
| 20
v :».< v
HBe#L I, HBeHE, BRI
HBV-DNATE & I ]
(4): #BHmERE (—): BRI
) 525)
EZ4ULYT
HBV—DNAEE 1E/A «
(AST/ALT 1[E/H)
BERTHEIEL E D121 B £ TS
I
[ |
(+): ﬁifuﬁshuz (—): BEBEFRE
| I—

B - (E2EEICKDRET D B BIFFRRHEHA RS04 (FFAIBC, EBREX, B
SEIhE, fh. AMOR - BEABICETIAEMRE HEEEIDHIDA VALK
BOREDRE(C(CRIT DRI, BTlE. 2009: 50: 38-42)
(#2)
*  MRBEWESICHT DRIEEE - MEHEREEADHDVFE TRIC HBs HiRREMH D2 LE
HBs BB BID—ERIC HBY BSEMEICLD B BUFFROFEL, ZOICIFBNELT DEH
&b, FBENNETHD. FOMDEB(CBVNTEHAREICLD HBY BIEMHEDUR I ZE
BUTHINT DRENDD. Fle, T THET IR OIDFHRSDIE TV AIFE
<, BHEEBRRERE (TR T D DD TIFEL.
1) CUAETAIET 2 ENEFLL.
3 2) AEICHIE > TIIHEEPEIC IV YIL ETDDOHEX UL
S 3) WIEFAEES(C HBe HtE, HBs HERAEDERES TIEIMHMENETLTLDBEEDED,
HBV-DNA EEREBELFECLDBEENLEH L.

3 4) PCRIEBLUUTIVE A s PCRIAICKDERET D. KDBREREDSWNU P ILE A Ly PCR
EDEFELL.

$¥5) UWHEIRT - AF0OA RERF, SmMmiaBiEsld iy BiEH DR AT THD, *
BRRETHD. TIYSEVFRNETREITERZEET DD, HBY BEHEDURD
[FRBETHD, SEIBRDNETHD.

i 6) i - (CREAFREIAT DE1, CEDRITEBICRSZRMIRT DDHEXLL).

¥ 7) SEiE - AESEESEDIE HBV-DNA EERENBREREL LICE S ItRR TESICKRSZ
BHIAT D.

3 8) MEFFOJEIVTFHAEILDERER#ETD.

3 9) TRORUEBICTBEICIMBET FOTIRSDE T ZREILTLRL.

29— TB(C HBs 1R (+) BITI(E B BUSMATRICBF DB T DI IRSETE
EEBETIES. AT U—ZUYBIC HBc Hitk (+) and/or HBs HUtk (+) BITIE, (1)
GBIl - (EEEER TR, M<K ED 12 HABIFRSZHRETD . 2) Dk
HARSERIC ALT (GPT) BREEELTWATE. (3) TOMGEARIRIC HBV-DNA DRI
{ELTWBT &,

T10) B TOIRSKTE 12 HPRERECRBRERT . REERAAEEKET-0J
DEALOEEICETL . $BEZRPIC HBV-DNA EERBENRHREL LTS IERR
TEBILRSZERTD.
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178 1. &)/ \fE

U HBe Hiufk b FIREICHIE T %. HBs HUE, HBc JUADO W NS YT HBs Stk B &
REL TR HEDS.

HBV 7 7 F »#HEHNH Y, 5> HBs FUAEEMEHEOLEZIE, HBV FHEMAL A U A
JREELTHIELE LTS v,

HBV 7 7 F YRRV, &5 \VIZHEMERES %\ HBs LR B ERX, HBV Figtk
fENAVAZBEE LT, BEAEFGEBET A 54 2126wy, HBV-DNA % iBIET 5. IGHRT
HBV-DNA #tETd o 723581213, PALFHERGR (TEX 272 WHET) X0t
TANAEOFR G 2 BIET 5. {G#HT HBs HUE B PEHI 3 X OF HBV-DNA 6112 B\
T, FEEMEICI YTV 52 02T Ly, G HBV-DNA 25 Th - 7254
(2, DTAALZESEES HBV-DNA & H 1 BElE L, PALFERESEKT L:0b, L%l
&b 1 4EMIE HBV-DNA =% ) ¥ 7 % {kid 5.

IvEy=7T (VUXty) o#EAICLY BMRREN) Lo EOBEREEIZE L CHL
L7z, EQITHBEREL L TEEIHIRETE 2, UTAMKMIBR B Motk /8@l Bw
T, VXY THAERERRPT LN TELVIEEBIRETH 5. ) v sERE
BOA>Y7r—2Farty MZBWT, LiRL7 HBV BiEMIbkO )V 22 BLU#29 3
WREED, BETLIVAMEFREOBMERICO &, BERB L UOHRE~D 5% 3B
AR CTH LA, RALLTE, VWFo<7H50) A2 EWEH) L2749+ (&
FRE) P LEBEEZLND,

BAIE, EAEGBEEH (FREERBESMRMAEEE: H20-HFL-%EF-014) 12X D,
FiGH CD20 [tk B flifat:) v @A R E L, VY F I T+ AT 04 MR LERED
O HBs LR NA ) A7 BI2BIT %5 HBV-DNA £=% ) ¥ 7 OREM, HHMERIET
5120 D% sk L FERRM7EA5#4TH TH 5 (C-SHOT0802: UMIN000001299) .

iR
1) Rehermann B, Ferrari C, Pasquinelli C, Chisari FV. The hepatitis B virus persists for decades after patients’
recovery from acute viral hepatitis despite active maintenance of a cytotoxic T-lymphocyte response. Nat Med.
1996, 2. 1104-8.
2) Kusumoto S, Tanaka Y, Mizokami M, Ueda R. Reactivation of hepatitis B virus following systemic chemother-
apy for malignant lymphoma. Int J Hematol. 2009; 90: 13-23.
3) Hui CK, Cheung WW, Zhang HY, et al. Kinetics and risk of de novo hepatitis B infection in HBsAg-negative
patients undergoing cytotoxic chemotherapy. Gastroenterology. 2006, 131: 59-68.
4) Yeo W, Chan TC, Leung NW, et al. Hepatitis B virus reactivation in lymphoma patients with prior resolved hepa-
titis B undergoing anticancer therapy with or without rituximab. J Clin Oncol. 2009; 27: 605-11.
5) FEPUEC, REEEDG, (HEORE, At SRR - LSRRI L ) BET 5 B RSt EAEY @Y [
DN - IERBICHE T 2REM7] BEEFRSHRBL O FEEL DY 1 VAKFRED
HROFHELICE T 26178 ) BEEFME. I, 2009; 50: 38-42.
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B1 FBOV IR THREGCEIIEN Y B R ARERS1161(2F
TA4TAMEHY | 20014 9 AN 520085 5 B)

HBsfitli  S4Ef)  E# -tk kEH  RC HilltiE AW
iy 1 47(10) 27(1) 6 13(9) 0 1
5343 50(20) 22(1) 1 25(19) 1 1
kil s 1 1 0 0 0 0
AN 13(4) 7 (1) 4(2) 0 1(1)
( NIHBRBAOS &, BEERFRE &> 7ER. (ke & H51M)

VA2 7725 —(BHbD - L LTHET AL
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