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Fig. 3 a Kaplan-Meier life table showing cumulative HBsAg
clearance rates in patients with varying rates of HBsAg decline
within the first six months (HBeAg+ cohort). Clearance rates were
highest in the rapid decline group, followed by the intermediate
decline group and the slow or steady group (log-rank test; rapid vs.
intermediate: P < 0.001, rapid vs. slow: P < 0.001, intermediate vs.
slow: P = 0.003, after Bonferroni correction). b Kaplan—Meier life
table showing cumulative HBsAg clearance rates in patients with
varying rates of HBsAg decline within the first six months (HBeAg—
cohort). Clearance rates were highest in the rapid decline group,
followed by the intermediate decline group and the slow or steady
group (log-rank test; rapid vs. intermediate: P = 0.570, rapid vs.
slow: P < 0.001, intermediate vs. slow: P < 0.001, after Bonferroni
correction)

Cumulative HBsAg clearance rates in the HBeAg— cohort
were 33 % at year 5, and 44 % at year 7 in the rapid
decline group; 0 % at year 3, 29 % at year 5, and 43 % at
year 9 in the intermediate decline group; and 0.3 % at year
3, 0.7 % at year 5, and 4.6 % at year 9 in the slow decline
or steady group (Fig. 3b). Clearance rates were highest in
the rapid decline group, followed by the intermediate
decline group and the slow or steady group in both the

HBeAg+ and HBeAg— cohorts. The decline of HBsAg
within the first six months was a strong predictor of HBsAg
clearance.

Viral breakthrough and subsequent HBsAg clearance

Although VBT was not associated with HBsAg clearance
in the multivariate model, as described above, HBsAg
clearance was observed in ten patients who experienced
VBT (five patients in the HBeAg+ cohort and five in the
HBeAg— cohort). All ten patients achieved clearance of
HBsAg after VBT occurred. Six of these patients received
ADV added on to LAM for VBT, and subsequently
achieved clearance of HBsAg (five patients in the
HBeAg+ cohort and one in the HBeAg— cohort). The
other four patients spontaneously recovered from VBT
while continuing to receive LAM monotherapy, and sub-
sequently achieved clearance of HBsAg (one patient in the
HBeAg+ cohort and three in the HBeAg— cohort). LAM-
resistant mutant strains (M204I/V mutants) were detected
in nine patients in whom VBT occurred. HBV DNA neg-
ativity continued for the follow-up period after HBsAg
clearance in these ten patients. The typical clinical and
virological courses of two representative patients
who achieved HBsAg clearance after VBT are shown in
Fig. 4a, b.

Virological courses after discontinuation of NAs

Sixteen (42.1 %) of 38 patients with HBsAg clearance
discontinued NA treatment due to HBsAg clearance.
Median interval between HBsAg clearance and discontin-
uation of NAs was nine months (range 2-29 months).
Median follow-up period after discontinuation of NAs was
24 months (range 7-171) in these patients. No relapses of
serum HBsAg or HBV DNA were observed during the
follow-up period. Serum anti-HBs appeared in 12 (75 %)
of the 16 patients who discontinued NAs. Median time to
the appearance of anti-HBs after HBsAg clearance was
16 months (range 2-92) in patients who discontinued NAs.
Two of 22 patients who continued NAs with HBsAg
clearance had the appearance of anti-HBs, and median time
to the appearance of anti-HBs after HBsAg clearance was
two and seven months in these two patients, respectively.

Discussion

We found that three baseline factors and two on-treatment
response factors are associated with HBsAg clearance in
patients who begin treatment with LAM and continue with
long-term NA therapy. HBV genotype and the decline in
HBsAg over the first six months were associated with
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Fig. 4 Case presentation of the typical clinical and virological
courses of two representative patients who achieved HBsAg clearance
after VBT occurred. a Patient 1, a 45-year-old man who was
HBeAg+ at baseline and had genotype A. b Patient 2, a 38-year-old
man who was HBeAg- at baseline and had genotype A. VBT
virological breakthrough

HBsAg clearance in both the HBeAg+ and — cohorts,
whereas the clearance of HBsAg was associated with
previous IFN therapy and the clearance of HBeAg over the
first six months only in the HBeAg+ cohort, and baseline
HBsAg levels only in the HBeAg— cohort.

HBV genotype was recently reported to influence
declines in and the clearance of HBsAg among patients
who underwent PEG-IFN therapy [31]. In one study where
negativity for serum HBV DNA and seroconversion of
HBeAg represented the study end point, genotype was not
found to influence response to NA therapy [31]. However,
other reports have indicated that genotype does impact on
declines in and the clearance of HBsAg [20, 29]. Heathcote
et al. [20] reported that 20 HBeAg+ patients (8 %) who
were treated with tenofovir achieved HBsAg clearance in
three years. Twelve (60 %) of 20 patients were infected
with genotype A and the others with genotype D. In this
study, cumulative HBsAg clearance rates were 15 % at
year 3 in HBeAg+ patients with genotype A. This result
seems to be similar regardless of the antiviral potential.
Previous studies with more ethnically diverse study popu-
lations than ours found that HBsAg clearance rates were
highest in patients with genotype A. The similarity between
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those results and ours implies that the HBV genotype is
more influential than ethnicity on HBsAg clearance during
NA therapy. Of 28 genotype A patients in our population,
the majority (79 %) did not have a family history of
infection. Recent work has shown that sexual transmission
of acute HBV genotype A infections is increasing in Japan,
resulting in chronic HBV infection, especially in young
adult patients [32, 33]. Camulatively, these findings imply
that HBsAg clearance is more likely in genotype A patients
because they have been infected with HBV for a shorter
period of time. Furthermore, Hou et al. [34] demonstrated
that genotype A responded better than other HBV geno-
types to IFN therapy. They revealed that a lower number of
amino acid substitutions at baseline were associated with a
better response to IFN therapy, and that this variable was
linked with HBV genotype A, which had the lowest
number of amino acid substitutions in the core gene among
genotypes B, C, or D. Although amino acid substitutions in
the core gene were not analyzed in this study, the relation
between the core gene and treatment responses of NAs is
necessary to be investigated in the future.

Although Gish et al. [19] reported that previous IFN
therapy is not associated with HBsAg clearance in patients
who are HBeAg+, the opposite was true in our HBeAg+
cohort. These contradictory findings may result from the
fact that their patients received NA therapy over a much
shorter time period (median duration 23 vs. 75 months, a
3.2-fold difference). We believe that there are two main
reasons why HBsAg clearance rates were higher in patients
who had previously received IFN therapy: the influence of
AST/ALT flares after IFN therapy and changes in host
immune response to HBV as a result of the immune-
modulating activity of IFN. It has previously been shown
that in patients with high baseline ALT levels, HBV DNA
and HBeAg are likely to rapidly decrease during NA
therapy [35, 36]. In this study, HBsAg clearance was likely
to occur in patients who had high ALT levels at baseline,
and in patients with previous IFN therapy (Table 2) in the
HBeAg+ cohort. High virological responses have been
reported in response to robust ALT flares induced by IFN
therapy [37, 38]. Moreover, Wursthorn et al. [29] recently
indicated that the antiviral potential of NAs and antiviral T
cell reactivity are associated with HBsAg clearance in
response to telbivudine treatment. These findings may be
also associated with the achievement of HBsAg clearance
after VBT occurs. Taken together, these results imply that
both direct antiviral potential and host immune response
are needed to achieve HBsAg clearance, especially in
HBeAg+ patients.

We found that the initial HBsAg reduction was a strong
predictor of subsequent HBsAg clearance during NA
therapy, which supports a similar previous finding [29].
HBsAg reduction over the initial six months is important
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for predicting the subsequent HBsAg kinetics in both
HBeAg+ and HBeAg— patients. The novel finding in this
study was that HBeAg— individuals achieved HBsAg
clearance. We found that the median duration to HBsAg
clearance was longer in patients with HBeAg— than in
those who were HBeAg+ in this study (6.0 vs. 4.4 years).
Manesis et al. [28] used modeling to determine that
HBeAg— patients receiving LAM treatment would likely
require >10 years to achieve HBsAg loss. Furthermore,
baseline HBsAg titers were <730 IU/mL in 60 % (12/20)
of HBeAg— patients who achieved HBsAg clearance. The
only baseline predictive factor of HBsAg clearance was
baseline HBsAg levels in HBeAg— patients, except for
genotype. There was no difference in HBsAg clearance
rates in HBeAg— patients with high- and low-baseline
HBV DNA or ALT levels. We hypothesize that HBsAg
clearance in these patients may result from long treatment
duration and low HBsAg titers.

Our study was limited by the fact that it was a hos-
pital-based retrospective analysis, which means there may
be some bias associated with patient type and treatment
selection. We were unable to compare HBsAg clearance
rates obtained in our study with those of controls
untreated with NA. Because all subjects in the study
received LAM as an initial NA, and then received rescue
therapy when drug-resistant mutations emerged, NA
therapy regimens were not uniform across all patients,
and there were variations in both treatment dose and
duration of previous IFN therapy. We were not able to
collect immunological data on our subjects. Finally, our
results need to be validated by further studies investi-
gating a large study population receiving long-term ETV
or tenofovir with high antiviral potential and a high
genetic barrier.

Despite these drawbacks, we were able to determine
several factors associated with HBsAg clearance, including
HBV genotype and a decline in HBsAg over the initial
six months of treatment (HBeAg+ and — cohorts); previ-
ous IFN therapy and clearance of HBeAg over the initial
six months of treatment (HBeAg+ cohort only); and
HBsAg levels (HBeAg— cohort only). It seems that both
direct antiviral potential and host immune response are
needed to achieve HBsAg clearance by NA therapy. Future
studies are needed to validate these findings and to develop
treatment regimens for HBsAg clearance in patients with
chronic hepatitis B.
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YV AZWFEEL, WHICBWTE, HBY
B~ — A —Cd % HBs Hili, HBe HUL,

HBe #ifkd X U HBs Pk 4 i, HBV-DNA
WAEBEEINTWS, BEICBWTIE, AT
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# de novo BEIFFR &1, HBs HERMWHH SO HBV BiEMH{LE BT 3.
2 HBV BEEEE L, HBs MERMAIOS 5, HBc AR and/or HBs IFEBMTH 3.
B FFROFEICHITLT, MERIC HBV-DNA OEMIEH - h 3.

HBYV

HBsAg
positive

HBsAg {(—)
anti~-HBe (+)
and/or
anti-HBs {-++)

all marker
negative

E1 HBY BEE{EOUZ 758

SIEHIH

SRE S S B
ZFOA FHHE

£ B{LRRE

EMAfeBE
EaEniE

oA FERE RS, SR e (R
Hi>E%), BEBHL &P s h T &,
BAIZR YUY F T FHCDA £/ 70—
HUER) + A5 a4 FORRLEEH0ED de novo B
WIF4OEERY A7 WFTHSH I LAHES
iz,

LGRS £IZ, HBY HiHEkLo Y
A7 EGHLZRD. &8, REFEHORE
EW, SEOYRAZGEPLIEEHESETVWL
FAL RV AR

HBs HUREB R A S © HBY Biko 57—
LB, MHRNERRBRICLZHOE
WIEF Y ALHFMAEL, TOREIL24~53%
ERESNTYS,

—7J5, de nove B EFRIE, W OWALEH
BBV, ZOEHIEORE HLEK
F—FI2Z L, HBV HiEboREY A2
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BERERINTI Lo -BEED 5. 2006
SELC Hui &, HBs PO BEE 0 BEM Y » o5l
244 Bl & W B ALFESRE R AT L. de novo B
BT %% 8 #1(3.3%) Io72@, 8#14¥T HBe
HARBTES 5Vt HBs HilkB ik Th oo &
RMELSY. FRBESIEZ ) RS 7 +
AFU4 FHHLVI XA VEETIRI122% Tho
P2 L, FOUNOL YA TR 1I0% T
HY, LEREFTOFESR, VT YFIT+ A7
OA REEHLY 2B AZERFTHLI LN
RENT Fz 2000412 Yeo H ik, HBs¥L
B ¥ i (S50 F AR
B BN o8 E) 8o ikt L, CHOP &
LW R-CHOP(R: U v <7 )%l
TL, 54(6.25%) D de nove BRI %% 7%
ok ERMELRY. 5H4R T HBe Hiikmk:
T, 2 R-CHOPHHEZ Z T TwWil &h b,
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t %é%wVibﬁw921 o \ E ol f

B HBV EFEMMEOREY X712 HBV OBELBIORBISBEDNS > AEEL TW S,
B U e 7+ AF0O4 FEB{LRIEED de novo BREFROEEL U ZVHEFTH 5.
BB YU NEETTELS, BECREEEBLIVEREEDEECSVTS,

de novo BEIFFRIZEY 5 3.

B & gl > > R-CHOP M F7 90 (2 B 5 &
23.8% DPHEHALY A 7 THh - 7.

F 7z, MBI AR B X O
HERERIH 78, W RIZB VT SRR
AR B 7z, HBV G & O B AR
OIS TWS, RIS, 8% - 189 GVHED
DFIERF DR TH D AF A R0
HI3E 2 PRI 3 2 AR MR i B Rt ik T g,
GIEOFMENEBIET B2 2 LAH D, Bk
ERGE L C D HBY FHEMALANIEZ 5 2 & 10H,
BT L0885 5,

F7o, BB, Bl vl
T 5, 9L TNF-a 3B X B HHICBWTYH,
HBV it kot 5. WY v =50
OIS E LT, BEIMIC A, SRS
BEMAPH SR, AV ML FE—FBE
CATFaA FeOPAD HBY MGk 2 7
K LT S5, $/ ToiE
FIDRE SITHART, FEB X UBIEIF 5%
DHERMSNTEY, IEHHIREA R L
TWB DI RIFEIBEAIR S, IFREdELsE
NI OITHEMD S B, ERELSHEY A 212
FTEIZEF Y AR ON TV, BlEkETh
D2 Jil 7 3% [/ i 5 B9 T 98 (UMINOD0002859)
DFERDEEI-N 5.

E HPEHE LRV THLD, UFiw
70 TNF-a L& B X OB HIREDAO %
FZBWTY de novo BEFTFROHENDH Y,
WHIEERCB T 2RV F V37, i) v
EHERCBUIARY Y LAAF RO IFT Y
Yo WA THR Y 8 iERIC BT 5

FEH LY X Tl EDHBY HiEYAL IS B
HEAME L THREENTV S,

HBV B LRZRD DDA T —
TUOBEETES

Wl L7 & 912, HBYV FURHELIC L A0F4 -
BB L T, Hi7 A W ASE &4 5
BLZEAFICRCED RV INER£ICL -
THET2)HEEEDA. Lo T, %
P L TOOEBEMATLOTELL, b
PLONA YR HEEREL, FFEFHETS
LBl A b AL WIGT 2 LB H B,

JEEGME T4 B4 2B eT, ik
PERIOA 7 UV —= > FiA & LT HBs HiliL,
HBc ¥ifk, HBs itk mBEESWEH S h T
H(R2). Bz, £9 UHBsHBERAZ
fiv, BHETHoBE I HBoifks &
U HBsHLfE 2 HET 5. i BiETHo
oW, HBV BETER S B 5 v id occult
HBV #8599 % /-2 HBV-DNA &t %
179, HBs#HLEEE#M O 9 5, HBV-DNA B
YO8 E1E "occult HBV &3 L3058 L, HBs
PR B & Rk ABY BRI a 2 47 5 &
YWk Ab.

BB, BTROBEZBWTHEEOG VR
4+ )79 (HBs $LIE © CLIA #:. HBV-DNA %k
WAt YTy L PCRETITI S Lt T
L F7, FeisEmEskiT sty
BHNZB W TIE, HBe Hifkbs X U HBs Hifhko
THEAMET L Tw 34056 ), HBV B
PFOHENRL TP LL B E I EICHETRET
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HBs HUE (+) :

Hp
wy

i
(=) #ﬁ&;f&‘éﬁiﬁﬁ

I
() AR EERLE
|

2 igihdl - EBEECEYRET S BRFRMEEN S KT 2 BETER)
CHVE ) i R RIS B B e SR - it 3 5 W IR T B0 HBs 3D 5 v d HBs SR I o — 35
12 HBY W LI & b BEFRLSE L, oM REL A8 0008 b, SRS EThL. FOlOBEEEBVT
LEFRIS L A HBY Mo Y A7 2B LTS T2 0 8YH 5, o, IO CHET AT e XY s on Y
FUAE L BT L A BIET 2 0Ty,

EDHBY # 4 U7 85 ONEERYE T, S - (Lt HBY OIREHULSRI A IS S S, LK, %
FHBsHEAMELT, HEBV 34U 7H I3 E+ 5, EBs HEBEONSIE, HBc B L U UBs Sk 21
LT, MR, E AR S, HBs K - HBe Hiffs LU HBs Hifkonillsid, ¥ oilE iz v Tty
Ll B HEE L .

¥ 2) HBs HUB MU MBI o vy L 5, TR COMEHCHEET T 750 - TS FE s o o9
W b AT EFEE LW,

T 3) RS TEER HBe Ptk HBs FUBCRIPEO MR RIS T LTy 284807 ), HBV-DNA litlhEL &
L BRI E L,

FOPCREBITITLZYAAPCRBIEYIHT A, LOVRIBBEDORW 7Y 4 & PCREFEE L.

WY YF vy AFud PR BOgRBEEIR HBY B EoRY A2 Ch Y, REFIGETHES. YT
VBN RENNN T A, HBY B0 U A2 WORHTH ), SREEFLETH D,

H6) SIRHDE - LR R BT AT, CEASURMIES FMBTA I LT L,

7Y - (LS HBV-DNA S liRIE sl bl d o W el bS5 2 G T 5.

ESIEBT ORI F A ORI S. BB o s E LT 1 ~32 HiC 1, HBV-DNA i
WA EATS,

O FHROSS#ELTHALEER 7 Fo V5o T2 LTy,

A Y=oy VNI HBs HUE (4 ) AT E B RBEITRIC B AR T F o SR THREAWBATHE. A7 U -2
> W HBe S +) and/or HBs AR (0 FICid, (1) i) - {bdpsfeit TH 2% 2 ) 120 B S 25k
B ok, (D OESNEAC ALTICPTIAERELTWA T &, (EL HBV DAL ALT o RS 53
i) (3) S OB I HBV-DNA s LTCwvwaZ &,
HIEET o FRSATERE R A EEEICEANET S, SABSHERSER7 Fo ol bolkEcioL.
LEMBIESh T UBV-DNA SR B ISR LI o 22RO B ISR R T 4, (UL OH 26 0 8
Ciet 1 2 B Um
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HBV-DNA EBREE1TS.

»TBELUT HBs 1, HBc?
® HBV BEEREES L < W occult HBV B EHNT B0, RIU—Z

i, mm#ﬁwggﬁﬁw%?é
PITREELT,

8 denovo BEIFFRE L UT, B I EOHUBV-DNA =4 U T%4F5.

b,

%72, HBs PifkHsp o ¢, o HBV U
T BRI S A Ao i HBY B
Y A7 ERwEHEL, BEoMsET5S.

HBY BRI ENED A oA &
TEFUR

2009 4E 1 A, A WMAEIEC X 5 i
Wl - &%ﬁ#k%ﬁﬁﬁ%ﬁﬁ%ﬁ#i”
4 rhEgEFRERAY. 201149 HICET oW
PSR, A A FS4 VIS5 HBs
BUE BRI B L HEE Y A L A
HEOTHHESZEFI 2 EFEME S —
F. BRI (HBs Prl ekl 9 5, HBe
PLAR Bk and/or HBs BUR B M) 1o LT
HBV-DNA &= 9Ux7%1u,ﬂ?w&$
BEERERTHRD RS TEN) 217
v, HBV-DNA A RHUREELL B & 7 o 72T
WA N AROBRG 2GS 5 WS
7o(R2), b, FH2ZEEEKRKSE ML
HIROMERIC X VRS TWi B,
Feb L7 Hul S O#USIC X 5 &, JEE 1L
12 & B P95 4E 3 A 18,5 # (i E T

1238) %647 L Cifurp iz HBV-DNA o 15 % %
Wiz,
F72, bivbhOW7MEP T, i

ARG ZIRE, ShETHG SN de novo
B BF R OSSR FEBNE AR T 1 4R
PREOHETH-72. ULV, HBV-DNA
B PBIBI T HE R LS 14

CIRA W YOF/ & R HEY (WA

de nove BMWIFRIZBWTIE, BRI
PHDF—FHARETHY, HBV-DNA €=
¥1) » 72 & A preemptive therapy DX # &
LC, HBV-DNA EitMAaoKE, HBV #if
P{bosEsk, €=Uy 7HES L OCHIRICH
L, Homuws ¥y 23 H5TlE 4w,

Bolt, RBOrV—TiE, Vv EF T
{LapdihE a7 o M) Y EE N L L L,
HBV-DNA €= %Y .‘/:’f*(}:} 1ENIC X 2% H
AR TR oM R E R EHE L
72" HBV-DNA @ # v }* 4 7{%3.0loga ¥~/
m!/ G, HBV BHEMILOERIEN—=2AF 1 U h
510 Lo HBV-DNAD LR E L. 20
A 0.3% (14 #1) THBV S HEL 2 o,
355 PICHFRESE 2 B, 8522 HTIHE,
1%?@&%& [ HE A 7 PR (Bl
o 1040 Lo ALT &) #38ELz O
15 D5 S i, L ;«asf”?’tf;&f HBV-DNA €=
&1 7o HBV-DNA AVER SNz T
MR BT oy ORSSLETHHI L

BRI L TWwA,

BUAE, DAENC BV TR A e TR O
RN A AR RN H20- I 44 P
014, H23- IIF %~ #5 F-008, H24- I 45— #%-
m@wi60/$/vﬁ+z%uiﬁﬁm§ﬁ
Y R iERP O HBV-DNA =4 ) » 7O
HINVE % MRS % 20 O % fiik 1k R R 2
(UMINO00001299) H3iEFT T h, TORHE
RN AT (N

Medieal Practice vol.30 no.2 2013 269

— 210 —



X
1) BRPOMIE A o SRl - {RSE I X D BReET
53’3 3 ﬁll‘ﬁﬁ%w&iﬁ:%’ﬁ?]é“ﬁéfﬁ?ﬁ@?H'- - B8
WIS 2 WA ISR RS HESB XY
Hﬁ%’ @z‘d Fialzvr 4 N AR B O ER OB
VI AU BRI, FIRE 50 © 38-42, 2009

2} Hm, C.K. et al. : Kinetics and risk of de novo
hepatitis B infection in HBsAg-negative patients
undergoing cvtetoxic chemotherapy. Gastro-

enterology 131 1 59-68, 2006
3) Yeo, W. et al. - Hepatitis B virus reactivation in
lymphoma patients with prior resolved hepatitis
B undergoing anticancer therapy with or without

rituximab. ] Clin Oncol 27 © 605-611, 2009

4) Kusumoto, 8. et al. © Reactivation of hepatitis B
virus following systemic chemotherapy for
malignant lymphoma, Int ] Hematol 90 : 13-23,
2009

5) Hsu, C. et al. : Incidence of hepatitis B (HBV)
reactivation in non-Hodgkins lymphoma patients
with resolved HBV infection and received
rituximab~containing chemotherapy [abstract].
In : Proceedings of the 22 nd Conference of the
Asian Pacific Association for the Study of the
Liver 16-19 February 2012, Taipei, Taiwan.
Hepatol Int 6 © 63, Abstract LB~05_9269, 2012

BiEF—ADIHD

SHIEERTESRI>

SR TINEEIE OO AT ANAS 9 755, LN Az

F j‘?ja %3 EE——

EiEeRE i EReEREA-KE W

VB Ttz igite | PSS O, SR S AOMIE, MBSO B, s

HEORAY b oy, WS OO Ui, Y e SR, MR kA L 2R,

©B6Z Y- 368 H-2 BRI/ 3,990 F CKiE 380073 +55%) [SBNO78-4-8306-422

270

Medical Practice vol30 no.2 2013

— 211 —



BEDRITT

FLSEBIAIC & 5 BAUFN S f |V A BB DRR E R

Reactivation of hepatitis B virus infection in cancer patients following systemic chemctherapy :

Clinical evidence and management
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Shigsru Kusumoro
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BEUFNRT LR, BHEIE L, BILERE,
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BHINFSE 7 4 b 2 (HBV) @ BHGHAL Il
WEEGOAIHE L L THETH D, [ oiEfl:
B CIHEEEN g &5 L, uﬁ%ﬁ%&*ka

Al ERTVE, IhETOHEOIE
1 SRRENT HBs BRI C & - 7208, HLCD20
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B ERLG TR AR B AU L D, HBs HUREE
TEGD & OPRGE LG & s K9
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2000 1F 1 H, BEESHIIAITEEE L D S -
(e o S BIIFRRIES A 9 4 » H3584
AV, 2O, 201149 H NG R ST A b aTs
AR, RWERA Y ) -y FREIC LT
HBs il & M L, HBs %JLJE'\%*“?’ Pz s TR E
S HBe Hifk s L O UBs b2 llEd 5 2 £H8
AR & L 7o, IR T Bs DT BRI 1 LTl
(LSRR iy 4 L 2O PR 2T Z b
DI & Z A, i, HBV B RS (HBs 41
SR 9 5, HBe FUEBHE and/or HBs $1{4
B I LTk, HIBV-DNA =Y v 7 (H ]
W, fheEgtdah, BROHEER T ALY
PAERD 247w, WFRIZEHT 4% HBY-DNA @ |

[T E

W ko A, BB L Ty 4 L A dE
%{&Mé‘ RS E A7z

it HBs PUBPAER S L O BV I
¢ T, BIAF SRR AL o0 R
;iffa, *} Affffsff?“n LS TR T O
EFR AR E RS, FOMEEIWTHE L

L,

& BURFROBERREB, B&LUBLEES

| BOHBVESEHLOEREE

HBYV 1Dy 3 b, A O AR BRI
f?)ﬁxﬁfji‘f 72 &0, HBs YUELE -‘e’z‘fi"‘f'i“ifif%f?z"'%'frb»f{,

gL, HBV-DNA :)Ef“n Rk - A n . S
/W}ﬁ’ AT E D ET - OIRIE qiif:{%%%*féwh,
HBV-DNA O s oo, “EIERSRT
F00E MR Lo Rl E A,

Ll dfﬁ%?%%m%%%%%ﬁtﬂ<

SN A I U ER 2 B o T HBV I flcht i vF
FELY, diflorlii o L 2 IRl 8 v T

IR - PR LT BT S B L vl
T f:l: il fmfi Paod Sed BN E)\H 2 & Ol
SIS INGAS TRV I I 22 S
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HBV

HBsAg positive

HBsAg(—) anti-HBc(+)
and/or anti-HBs (+)

All marker negative

Y&t
24 ~ 53%
F-aBu

YR7 Pl YR7 &4 UzoHt)
1.0~27% 12 ~23.8% 14 ~ 20%

SELREE  UVELYT+  BNERBE  SH0n

AFOAFHA RSB

® 1 HBVEEEEOUZXIDHE

TH5IEICkY) BRIFRIEEHRT S,

IhETOBEEE LD B L, BLERERD
HBV HEMHCOBKREBOREE LTUTD3
mAHTFons?,

O FROBEDS B ERENRRTLE
BThHsd, L, 74 VA%V HBs HIF G
HHlIC BT, BLETRERRE IR
HIET 2HAMVDH 5,

@ WHROFEIEICHKTL T, mmEhic HBV-
DNA D#MMED SN 5.

® HBs HEBMAICA T, HBs HiFEEM:H
D—8 (HBc ¥t and/or HBs Fiis i « B
BRYH) ICEB W TH HBV BiGik{tasE€ o b 5 5,

& HBVEEHEOU 2oL BET B
UZAOBEF

18t B TIiF 4 & Bk, HBV Higtk{bomigd
B3 HBV DMl L H XD RBIGED /ST ¥ R
WKELTWBLEEZONS, Thbb, MLEHE
HiA o) HBV MEHARIE & & UL RE% O g
M EEELOBE LV A JEF L3, §iH
IZBWTik, HBV M ~—4—T5 2 HBs
Y, HBe ¥, HBc¥id® XU HBs HlEDHE
#%, HBV-DNA E2SHEZE & X T\ » 32361000 45
FiICBOLTIEAT oA FHFRAMLERE, VY x>
v 7+ A7Fu4 PRGN, G
W (FAE>EER), BEBHL b FonTe

55.6.12-14)
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hoD@FEx b LI, HBVEERELDY A
2ESELED (1), 4B, EEFBHEOBREE
SEDY R 7 5EH» S EHFEL 7.

7z, MBS ERECEERE L R
BAlAH 505, LTFRICE VLT O RIEDOERMEH:
I 570, HBV BiEHL L ol#E»HS < H
HXNTHBEYD kg, Atk BEGVHD
FEEPF DBRFETH B AT 04 PPt
O 2 LG InEARgERE T, R0
EHENBE T2 L0H D, BHEBHEERAL
TH HBV HigMfb s o 5 Z Lic BT o 48
7555 3 l6.17).

& HBSHIRIIEBIC 513 ZHBVAEIL

HBFEAT HBs ViR IS 06, Btk N1 )
AVBEBBENTEY, A704 FOAREY
BIERHIANAEDTFHRE BN LE L
THoT-,

HBs VUF MG IR sk 2 55T L 72384,
THEMAL OB 24~53% L BE XN T w3 (A
1). Yeo 5 i3 193 #l9> HBs #i R 5 - M i )
W8 U TREbERRE 2 BT L, 24% (47 B1) DEER
PEENALL, WRICE o7 e MG LY, $£7,
Lok & i 27 BB Y v < MEREG) I % L TRL
LB T L, 48% (13 #) oiER A HBV Bif
L, IFRICE - @& LZY. 2512, Lau
51k HBs ViR B EM Y v B30 F v 4 L
ZAEDTFHREDHRIC & - T 2 Hicil b 7,
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BALERER T L& 23, FHRGHTIRE
EEIZ 0% TH o= DI L, FETFHIRSRT
1 8B (53%) I BV THIGEME(LAE S 5 2 & A
Hxht-?,

—75, BERIEAEIRIC 817 5 HBs Vi s o
HBV Hifft{to B IcB T2 EoEo 7
AFZLOOBERTH S, LB L G
B, LB BRI B L, HBV Wi
ALY 2 7 13E» 2 L BEBOBR, SR I
3%, FIEHIC X BEHOBMET b H 510,
ZORPFEIITOERT 2LEMNH D,

‘®- HBVELERIRAIC S| HBVEEMIL

HBV Bt (HBs YiiE:H D 5 5, HBc
Yilk ¥ and/or HBs HifdiEE) i< 811 2 FHiGtk
LB & 3B B AP E MR ARl & &
DEFICREINTE D, BEOBLEHREICE
T HBs ViR B BIF R B EE A Y
AL IZBEBMEINT I b o/, ML 7= Lok
S NP & TIIMb AT % 1T L 7- HBs Hil5E
BB 1T 2 EIEMEIZ 27% (2/72) TH D, HBs
ViEBEB D 48% (13/27) IZ bl L TRV HET
Ho=V(E1).

LL, Uy Fxy=70BE%, 2001 £0 Der-
vite &5 I X BIEFIEIEY 23U L LT, HBs i
FEMEEM Y ) liflic 81T 2 HBV Bkt
WESERMIC L END X H i1 2006 4EIC
Hui & (% HBs YR GHEDTYE U /< JiE 244 WIS H
L2 T L, BiGbick 3L %2 84
(33%)IcE®, 8HI4lh HBc HifkBitk and/or
HBs Vst ch -7 L 2B|E LY, £/,
ZOak— MBI HEIEECOEEIZY Y X
2 7+AF7T a4 FHRLERER TI212.2%
(6/49) 72 5 7= D3 L Z LS00 PEAL 5
Ti21.0%(2/195)¢dH b, MHEBEELYAIH
FThHhso LESERBITCRUOTIHML -
(F1). ¥siz, REFMIYICX 38 iz HBV-
DNA @ EEMIFRICHETLTE D, F 18580
(fEFE : 12~28 ) T - 7=. 2009 % IZ Yeo 5 id
80 #ll> HBs HiFIEMERE Y o /<l (U5 F A KHN
faZ B sk v o <0l & 201 & fu7- lBERERY) i
X L CHOP-like b2 Wiz Vv X = 7tH

CHOP-like % 1517 L, 5%1(6.25%) HSFiEtAt L
7o ERFBE LY, BRI L 22 5 Memssk
8 HBc Vifsltth> HBs ¥kt cdh b, Vv
v ¥ =7 +CHOP ifTl¢cd - 7. FiEkfbL
AFICH LAV AN ARE(S 2 7OV )05 &
A, 1R THLEZLE, VyFr=T7+
CHOP HEf7#1%>> HBc iSRS &, 21
e 56 (238%) I B W THEIFEMILL -2 Lok
5(R1).

—7%, BEEMESFIRICB T2 HBV BB
o OEIFELOBMEXRON TS, SH%ILH
27 SIS & b o BT 3E 4 E TS TR
WHRBEZEDOESIck b, HBV B R 75
EhaTHEMNS 2. chETOREED LI,
HBV BiEM LI 81 3 HBs Hilfi B X O"HBV B
BEFlc B 2BREHOFBERI1ICELY

7= 18)

S HBVEELRED DD
A==V BBEEERR

HBV Bt bic X BHFR - FFEREMSHEL ¢
MoPiT AN AR GG L 2BEICE, B
Ebiwv(BEEITFRIC X > T 3) WHEE»H
%. Yeo &% 32 fl» HBV BiEEALAIc 6 L <4
TANARBE(F 2TV IBERTo7:L A, 5
#1(16%) 12301, 22 B (69%) ikt ik
HEVIIFW X2 E X kbhofcZ L EHEL
73, F7, bHEICE VT LEED AN BB
# &L ¢, HBV BRI T B LR 5
(, ZORELLH LI EBHEENTHBY,
L7chioT, RSB L ThroBRNMATED
Tld%l, HorULdDNLYRIEEREL, K
ROHBET BRIV A L AEEZ2B T 548
BH 3,

JEEHBES A F 54 s BT LAk
DAY —Zv R E LT HBs Jii, HBcii
&, HBsVitk D RmEM AT XN T w38 (H2).
BEmicii 9 HBsHiREZ T, BiETHh-
7BAICIE HBe hild B L O HBsHifs % HiE T 5.
W Nr M TH o 18R 1212 HBY BEE
# % \id occult HBV 28R 3 % /-2 HBV-
DNA ER#HE%1T5. HBsHEREHD S 5,
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£ 1 HBVEEM{EICH Y ZHBsHEBES L UREBRAIOBESAOHR

HBV iAo

HFRIZE - o & O

HBV Hiifitd{b HBs i (HBs ¥ilBEfESI D 5 5, HBc HifdBft:
and/or HBs ¥i{kERHE)

Japan(Nagoya) : 1.5% Japan : 232%

P USA(MDACC) : 0.1% USA : 46%

%Y 27 OB Ttaly : 27~5.1% ltaly : 176~362%
Hong Kong ; 23.1% Hong Kong @ 44.2~62.0%

[ N s HBV-DNA ® 10 &Ll L ER HBs Bl o BE{L

Wit o2WioE & HBV-DNA 0l
ME O © 20~50% Yvxee7+ATa4 P

PHGAEAL o SE4EHIRE Y270 80% 12.2~238%
e © >50%
HBV-DNA fit HBs kgt

HHY R 2 IRT HBe #ifE

HEH 5N D

FeAtINE 0]

B CRLERER TR TH B0,
HRFAR R OFEEAL LIFL

< U2 7HATTIREN(50%
A1 a—AR)DEEEL

KRR IMEER RSB L ST B
IFRIEHETH B

o It E: & T R 580 £ C WA
U3 2 2 FlTH B (R THEEEN
FiktL b)

<Yy ke 7RI B W T,
Lot LIRS HHEL 22X 1 FETH B

- MmO AR ¢, BRI
BHL T ERLH B

#4373 % HBV-DNA L3

TV EbdH3

EE oY — 3, FRFHEE
B IC I HBV-DNA RO E— 7 (18 F

- fF214C56179 %3 HBV-DNA @ L33
185 4 (Y : 12~28 &)

HBV-DNA Bt & i “occult HBV Bf” L
H5E L, HBs HilfBHE L FfkiC HBV BEifiEnt
WEITHIDLEND S,

28, VTAOREICBLTHEREORVERE
#5#: (HBs 4 : CLIA #, HBV-DNA ERHE :
YPNEALPCRE)TITHIC EMnEE LY, £
fo, T TIALERESEIT I N TV BHIcEBLT
i1 HBc ¥tk & & O HBs il SfliasfE T LT
2EMH D, HBV WEHEROHEN L < &
BIERHBIRETH S,

¥ 7-, HBs fifkBimmppi:m-c, »>HBV 77
F VARSI & A e 54113 HBY Btk Y
Ao EHEEL, BEONGET S,

HBSHRBMEAIN DR L AR

LA HMAB A A KB T4 v e, HBs HEBHE
FIANDONHE LT Wi A VAR TS (pro-
phylaxis)” %{79¥ (®2). fiivA L 2EL LT
ITVFAELEZRWE,
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WAL Ao GBI DL TEEOE W
EF VY AERsNT WS, HBsHURBEFIC B W
TIRTEBERIICHY A VA0S 2B
L, {Lapis:Batams o 7 4 L 2 sl S sk
THHEIENEE LY, £, HIANVRHEOH
IR DL T HIHER T EF v Ridkkwvd, O
L+ (< & H 12 A AR TS %
9, 88X U@HBV-DNA ERRAEHBRILBRE
R THBI L, BDREEEIONDG, 61,
thik ki HBs il Tdh 5 2 EMHEE L,

EEA L, I ANAEREBICBWTD,
HBV-DNA A ZMEL TITHI 2 L TH 5.
ik, < &< LD 14ERIIE HBV-DNA €=
TNy TEFHIENHE L L,

‘S HBVERERARBI~ D35 L RIEER
BEEFMmAEN A NI A4 iz, AlEO

HBV-DNA €=4%1Y » /% {7\, HBV-DNA %

B L ATy A LV AEEZBIAT 5 preemp-
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I 1
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EoHULY #5)
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B 2 @i - ALRERC LY BET SRR RMEHN A N T L BT 20000 26 i
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oI Im Ao L O BHERAEEL, 20k Eil At b, IRESRETS
nm %m ‘if w *) 3 >

‘ fﬁzﬂ& (N N
'W‘@féé’df’ sz f’; e ey h*;‘fi{;ﬂ.{t‘i}z i
LT, HBY ¥ 0 7 Y AT A HBs PRl ol HBe
Prifvs 2o HBs Hifke i e ‘?ﬁ* AT S HBs W HBe PiiE s Lot HRs Pifhoi
SE, GESHEORBER TR S J EHEE Ly,
H2) L HBs HUBBS T ‘4%“"359\ Slls L (1 P8 B *3 BoA T OO T v s S o TR Y
Piin o b b “é‘é DEWEIE L b,
HHRTRIEAC HBo U, HBs B0 iR C IR L To 285056 U, HBV-DNA
SRR Fls & BEIELE Ly,
HEG I PCREBEE LU TLY AL APCRIBC L DS, LU BHIED U P & 4 A PCRUBIE L
i 5,
S T U W R e T AT oA FUUGE, iR Uy phitkkogd Ao th b,
B5H, vvIye f‘iiﬁr’j{f}&&%imah AT 445 UBY PHEPEILD Y 2 ¥ 1
S
FE ) ¢ S - LR R 2, CR B s A T s o b a’*f%
FETY L GBI« (b, HBV-DNA SERBE AR IEIT L s 2 o
R BT o Ve r T Y ORI 2, WY o u SRR L0 g A H T 1
HBYV-DNA
O PR &R TR LT ks, AP U D HBs S
G i B mié’«tﬂ, L sifz" . R ) s S HBe
%f&?é»’i*}fmd/m HBs i‘m’%s{ Hi””*i Li:&, ; A Tk i} !? Hr P
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tive therapy Zf73%(H 2).

FeER L7z Hui S0 Ic X % &, FiGtkbick
B RHSFEET BT 185 W (RKE T 1238)
%47 L Tilishic HBV-DNA @ LR %3 & 7Y,

iz, HHBEICBT B Y Y X2 TRESHO
HBs Hi &tk 50 Rl 7 — & (£ TN R
T3, YV FS o7 H B 0ILERERED O
RIGE  cOMMPRERB 2 AR TH Y, BFE
iz 85 A AMBRETH 1D, 20fl, HEEoD
FARFFEH T, T E To HBs HiFEER DS
DEIEEMFI BT 2 BRI ERERTH L
ENBEORETH>1Y, L kb, HBV-
DNA ®=% Y v FHBIEERRTH T kL E
b1 ERETEIONBEYREEZ ST,

HBV B BRAIC B L TIRBHRBTIE» S
DF—ZBRETHY, HBV-DNA ERIRED
B, HBV BiE(boER, € =5V v /HEER
FUHAMICEEL, HoEwIEFr Ax+aTik
2,

R¥E, BEOINV—T1%, VY F 27 iAML
SRR AT o B Y v Sl R E L7 HBV-
DNA ®=%Y v 7 (A 1R)Ic & 5 %Mt REH
HENEEFEOKRE 2 FLWE L 22, HBV-
DNA @ cut-off 1 3 log copies/mL T, HBV Hif
HILDEBIZR—RTF4 610 Lo
HBV-DNA D LR E L1, Z20O&H, 9.3%(14
#l) ¢ HBV Btk 2R, 5 b 5 fCliFkiE%
Bort-. X oI, 200k HBV g bic g
% e PR (RENE i R o> 10 f% L4 £ ALT
ER)ESEL 7. Zh o DfEEIE, X hEIREL
HBV-DNA ®=% Y v ¥ (cut-off iz { %< &
b 2 log copies/mL) HShIiTH B Z L ZRHL T
Vw3,

B7E, hAEIC & B A AT (F %
i IR R AT AE B0+ H20-IF K-35 F-014,
H23-F4-#F-008)ic &k bh, YV FL=e7+ A
FuoA4 FotAERY v fExTEho HBV-DNA
TV YU TOEREERIEET 2O 0 MR
B AR W22 (UMIN000001299) AsifEfTHh Td 5.
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S soDI

Wb st 0 HBY BiGHE L 0BER SR,
HBs FiR S & BEE BB TRES BAZ B Z
ERBRT 3 AENH B, BIEHLY X2 %250
FeRbgiE, & DRSO bt s T L s
FTES, BORICHAN, HBV BRESEL LB
TITIREWTHEEMNAA VR 7BORES &
UHFRFEIETFHORENNRE 2L T2 2 L
i, SB»r o HEEEORVEETH S,
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Reactivation of hepatitis B virus infection in myeloma patients following systemic chematherapy
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Frls RN

PRSP - s

ECH UL S SR O

OBALERARO BEFFRY 1 L X (HBY) BEREAOHEC VW TEBLAE, (LPRETO Y 2 V5HE
(ROY =z TRE) BLUBREHEY A LB UENKEERT AL TH3. 1 SRESRERRC

i, @’"‘“&‘iﬁiéﬁé‘ﬁiﬂﬁﬁ HRELAN TV I T E OIS TIEARE S E
BT ENBELPICA o HBY BEMILICLAHE

BlE R — 2~ XOWEN 5

, —EOURIFH

A E NN, HBY BRI b0

EHHEEL fﬁ%ﬁ@fﬂx%%ﬁ%b&%%h@%,ﬁ+%?&mb&ﬁ&%‘%mt@,ﬁ%%mén{
RS ACHE, BETHBsHEBRRMICE O TR E LTH Y1 W REOFEHEE (prophylaxs) 217 5.
HBY BIEEE0) (HBs UERMMIO 5 5, mwﬁ%%%ammmmsﬁ@%%ﬂmmvma;@VﬁNA%:

21 ¥ 712 &% preemptive antiviral therapy €17 3

Ke
2 wegd

BREFRD LA (HBY), BiEt, SREEHE

v 4 A%+ U 7 x‘f T & AR
507 A L AT A 2 ST e
RT3 2 & LN e kbolh % 72 a‘: T EAVRGE
D, ZORPHHBs FURE B8 4 B
Wy W{mxumww; HM@ﬁmﬁm
BolE, HBs POSEEPERNC BT O HBY (G
IFRAHLZ D 9 5 2 & Huflid “‘f:%‘L, A DAk
RSB CETunat?, E iy v
LR THHHIEE O A Ra o ) A 2 s T
BTy APMBES L TE T 505, %I
PEEARG B T LT RESIEO D LT
HaY,

}J. C g7 A A (HOY )O)i*}m el
AU DB THIELT 5 2 Lk &b o T i%{
T *; $id "’i’iiif‘f‘é;i" k5 ﬁ‘[z?ﬁz}ll HHEIN i
a7 e -7y 7F—dEHONTE
0, W . %H‘%mo’\é?) HENE LD 1B TR~ OB
ORI E LT a1, @%ﬁ%mmfmmm
HCV fEE ko e F e niidkinca b, 58

LER e

AR, i;:'f'
TR L, ®OBRIZS I
HBY GO @57 2 2l £
ORI DERPEZ R L 72w,

N a9k o
o, #

& @1E:-?»ﬁ%@@HBV@SW&H)%MEE
HBV (B 5 L AR oAk ?ﬁ<®
fElh g 72 &0, HBs B HOMEM T Jc
Wil 4 4 ¢ ﬁ'lflli IBV-DNA & Hih s /%»zx&:cz;
G, oo r KDt aing g;;? 3"'&: OHEL
Hefi s 4, HBV-DNA ORHZE 0 G0,
“EEH R (resolved infection)” £ 7713 “HET &
e i

Lanl, HBV {2 HBs Fifk (b RLE) o i
CEOTS, TFodeii R it 2 o fF
(LW ik X A IEIBEEI BT
HBY AR - Pmi o 2 wligiend s 2 &
b TER, 2 LT, Wikt s
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R D & DEIE IR, R YA HBV

A T 3 2 Lok b BEIFAHERT

%,
INEFTOHE 2L OB L, LY - %

BIMGIRER O HBV BB Lo BERSRO R

LT, UTo3tisbifons?,

© % 3R - REMFIFRESKT L
BRI RMIIET B, 727 L, HBs ¥ilis
HHRDOIET AL L ARMEVEFRICE VT
i3, FLFEFERRIICF S NRIES 2814
»h 3B,

@ FROFEHEICHETL T, M ic HBV-
DNA DM»ED SN 3,

® HBs VURBHEFICIZ T, HBs HEEEMER
D— (HBc HifkB34E and/or HBs HifkitE)
KBTS HBV BHEMELIZRZ D 9 3,

& FHESREROHBVEEED U R Y
HBV BiEHELo Y A 7z, HBV ORI & %
DRBERIGDNT Y AIKFEL TS, Thi
b, IO HBV BEURIE L BRICE ) HE0
GEMHIREBICE->TRELREL S, WHED
HBV BuREE® T3 — A — & L Tid HBs Bk,
HBc #if&, HBs #ifk, HBe $#i/E, HBe #Hifkizhn
AT, HBV-DNA H2H#$ 3 LG I T
2361213 gmayihFRic e ) REMHomE L L
Tk, AFuA4 FOERMGERE, EimEsiamsm
(AR<FHH), ) v R @ETHB L, M
REINTEL™ HCDWN®/ 7u—F+ 14
hTHary Yy X 7HECEY % HBV BiElE
ficBI5 T2/ LT, BlETHB I L, B
il HBs fifkfetecdH 3 Z L G T 2 Z & 238
Hx T3y, SERETHIERRICEERZY A
JRTFOHEIMON TR,

B SRUBEBARICBID

HBVEEM(LOIEF YR
SR BRI R /0 7Y VEEAHETS B
WEAMOMELE TS b, HEREOET & HBY
TERE AL A B T B A R S nC &
7215710 A RIS 3R B A3, 65 IR RGN
% BB R L Tid, KERILSREIER A%
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KA AR TRk D PERE AR & L THESIL T
Bh, BB EIBEBEERCNT YL
R— i o HBs PSR » & o HBV Hif
teAbhsE ST 37,

¥, SFMEMMEC N 2 T4 RN ER
Eo7oF4y—LBERELT Y 2 7) ki
12, BEERgplh & o HBV Biftkibrssigs S h
Tw3Y, BITFiC, HBs ViFBER B & B &
P90 O HBV HiGHELICOT T, B AREF
VABRELDHTHRI:,

1. HBSHEBMBICB I3 EIET VX

Mya & i3, 2001 41 A5 5 2008 4E 12 H £ Tic
U R—NOBMEECEN L 72, HBs iR
DFKEFES S GHME 15 205 & L, &g
BHFEE 2 &0 - i %o HBY BittEibicigy
ZLbORRTTF 4 THMERZRE LY, @B
R g fEix 2.8 45, 15 Bl 3 s HBV Higtk
{LIF R ERIEL 7208, uFNLIH YA L RE(S
TSV V)FHBREHTH D, BFEMAIIRBHE
BTHot, FRFEEEMIIBHEERIAA, 57
B, BXU3ETHD, Hif 2 BBy N
24 PRESBREDTH - -, B 3 ERICRE
L 7=fEflig, TESeiaidEc o U _— Uik
ELTHRALF YV ET+F X425V ERfEE
4 HTHo -, 3F 1 FHIBIREFF 2 TIT L
7=,

2. HBVEEERARFIIcB 1285 5IEF X

Endo 53, 1996 £ 3 A4>5 1999 4£ 9 A £ Tic
H A $HEE C AT U 7= B R AR e g1 i
A7H R E L, HBV llie—h —DHE 2K
HLELFaRRY T4 THEEZREL LD, 47
Blo 5 b 25 #E, JE Hodgkin V > /<0, 13 Mk
REBHIET, #DEHICHE 36, Hodgkin
Yo fE2 B, A A 2 4, L 1
B, BB 1 BICH o Ei, 47 Bl 24 4
DSYaFERT HBs YR kst > HBs HilkBatk ¢ H b,
209 L 13HIcB T HBc HugzHlEL, 126
MEtETh o7,

HBV BEf: S 24 Fldh 3Blic BT, HEFKM
A% IC HBs PibiasBiE & 2 b, BEIRTF
REFEEL, Do 3RLHABSREEFHITETH -
7o, FFRFGERIMIIBME 184, 154, 114
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THY, )b 2BEBHEEMP(ALV7 7+ T
LF=ve ) REB L URBMOR a4 Fi
EROFRETH - 1. REREI L 2RETE,
3fleh 2 Bl OFAERT HBV-DNA & PCR ¥ TR
BERBTH -, ,

Uhm &3, 1996 £ 3 A4 5 2005 12 AT
I B o) B ER CHEAT L 72 B G AR A 141
Plexig e L, HBV Miiw—h — DR % K5t
Lizb brRRYF 4 7THIEZHE L 2. 141
B 12 P 18T HBs YURBMERL, 50 120 41
e 120 %% HBc Fifi itk & 3 - 1d HBs ifkpaik
T#H -1 (9 b HBc Hilpaikis 72 61), Bifiko
ERZE R b s 13 38.6 4 A (MFE : 1.7~1139 #
)T, 129 FI5 7 H1(5%) 12 8> T HBs HiRBGIR
B ons:. 784 6 PIBLRETHIETSH
h, 35 5EMNITREEZED 2. Bili%d SRR
A ¥ COMRITH R 10 4 B (JEH : 4~17 A
H)TH ot HBs FURBIRIcHL 52 72>
100 mg/day 23Z5h L /-, £7:, HBs HEEixL
RKFEETBYVRIETFELC, $HEFHETS
5L BEERERIC X > TR &7 (Relative
risk 12.154, 95%CI : 1414-104.493, p=0005).

Borentain 5 %, 2003 £E 11 A4 % 20056 4 12 B
ETILT7 7 v ADOBKERTHAE L 7= HBV B
BHNC BT 2BEEEICOVLTL FRARY F 4
THEZBE L 7. 84 HID HBV BEERR O
55 7 BIHEEHEALIF 2 (ALT 2100 IU/mL 2>
HBV-DNA L5)%28®, I b4HlizV v =
TEREH, 0 3FEMAERHEE TS - 7
EMAARHEGT 3HD I &, 1% HIEE
JBETH-7:, 54 MBUEDLHKEEHES T, B
fii HBs ¥ilfikatE, HBc fitkBatt, HBs diibkt
Blchot, T, SBEAOREREEZHGTHE
#HiO HBV-DNA 2HIE L 72 & 2 3, HHIBE
PYlThHhb, 1BFHT occult HBV infection DIRKE
TH-orz, BIEMELFRICNL 7 2 79 ik
BRG U 728, BUENFRTHRCL .

Yoshida 5 1&, 200641 A5 5 2009467 B £
TICHAROBRTHAICEE L /- 61 HlofERE
HEHEZ R E L, A 1ED HBV-DNA £=
U ITOHEREE T ARYF 4 TICHREL
70 BRI BVTAZ Y —= v FRETHBs i

Ji, HBc ¥ifk, HBs fifkzlIEL, g hrlHk

‘D& & HBV-DNA Z8MMlE L 7=, 1BHET

HBs HiFBHESIZ 1 BT, Fio A4 NV AEO PP
%177, 15Hi3 HBc VifEBatkdH % 213 HBs
Tkt ch b, EBRPB R CHEBEETE, 714
b LEEMIE HBV-DNA =% Y v 7 (A1
E)2HATL, BHD LI TRTD—H—
Wt Tdho7-. HBV-DNA =% VY v V%l
17U 72 156k 1 BUsERE (L % 880, BF4 % ik
LT LIS T Y 4V 2ZEOFBP AT
Hotz, MEEHIE 61 B OEREEHET, B
AT HBV [fiLiE~ — & — & HBs $iE &Y, HBc 1
kBB, HBs HifkFatk <, AT HBV-DNA &
BEREGUERERETH D, “BHERYE” DRk
THotz, RKEXNV7 75 HFH BRKER B
ARk 10 5 H D4 T HBV-DNA & 1.8 K
THHH, MR 7 VvBEEaDb, BHICE
2.3Log copies/mL & LR L, “Hifti” L2W
L 7. #0457 HBV i~ —# — (HBs HilF,

HBc ¥ifk, HBs#¥ifk)izwdnbcdh,
RHItH A NAE (T HEN)EHB L L
Z %, HBV-DNA 3B A & h K E R & 2
h, IFEEEERZEDTHEVLE), i, 4
FEFIC BV TIRBETEMELRTIC RCC &8 X U PC Dy
MEEZE L Twr=dy, SIRREC L DR
TR EINT,

& HBVEEHE~ DX

HBV BiEtEbic X 2 FFRFBRERICH VA LR
BWERE LGS, WEELTHoTREY
(BHERFRICEDIECT 2 ) REMH 5. Yeo 5
I3 32 flo> HBV BHEMALIF RIS L, iV AV R
(7279 )MEEET-1EIZ 3, 561(16%)
1P, 22 Bl(69%) I3 2Bk 2 bikdH 3 »
e X 22 A o b BELEY, L
MoT, WREBSHBRL THSEBENATEDTIE
L, HobLoONAYRIHEREIEL, HREH
BT AR I AN RELZHIEBT 2LELD
3, BIFETOMRELELT, OMIA NV RAEDF
Bi#5. “prophylaxis”, @IF&IZHIT$ 5 HBV-
DNA%ZE=%Y>» 7L, Bl =BTy
A NAHEETZE TS “preemptive antiviral ther-

E205HhdH Vol 242 No. 13 2012.9.29 | 1053

— 220 —



