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KEILFRERITHRIC, BREAFRERYA VA (HBV) PBERLL-LEXOh2HMBELREBL. SR8ME
BElE & 2 S iz 50 MAROZEICH L B CRKH MBS %2 &4 KE(LSHE L KT LB, RIFRBERZ 20
B4, Mm/MRRERZ 305 BAER L. HB#14E% (00549 H) clmBERRAERE+fTo& 2%, HBV-
DNA "Bt Th o 7. w#ea; (20024F 8 B) L immukHed (2004 £ 2 A) @ HBs HUEAFBHETH o727, ifMm
12X % HBV &He% 56V, 200349 A4 5 20054 4 A T TORERERME (BFM12%K) THREZTo 4. WA
(2003 4£ 9 B) o#fkTIX, HBsAg (=), HBsAb (+), HBV-DNA (-) T® - 7:4*HBcAb (+) T, #7Et HBV
BRI DIRE, 2004 £ 9 A E TIIAKROBRERE R TH - 7225, 20054 4 Ai2it HBs R OBHLE L b
\ZMiFHIC HBV-DNA A HEZ & h, HBV OB EME(LL 2. HBs HitkoJifild, 20034 9 B HiTbhi-KEI
FREIC—-HLELIZET, 20054 4 AICizEMb L 7. HBV BB, A VABERLIC L AR RIIREL
Ty, g EAEEREOBEJIZBMEREIT T X TRE T, ifMmic X 5 HBV BRI EE S REATIE
M REREIC X o T HBV BED D TEB SN, WM %2 & UCREREOHARFET, HBV BiFHLIcw
AEALEBH LA, MMAICIILDTY A NVARENERZINLBEEICE, ZORRE220& LD 5201280
HREDRESLEATH 5.

F—U— K HmAiRARYE, BimRRRGERE, HBYV HEHL, #4EH HBV &3

I2U®IC

2004 £ 9 B 17 H, EAH@EEMC XY, [l
BOEMIZET 55t A —EMBUE S h, BRIFRY 4
VA (HBV), CHBEF&Y 4 VR (HCV), k MR
RIFEASIEREY 4 VA (HIV) I22WTiE, #iic &
LRPEOFEZRET S LRI N,

48, WA HBs FUR DB Td o 7225, Emk
o HBs HilR & HBV-ZERIIRMRE (NAT) »°& b ICK;
b L, #7E8 HBV &3 (occult HBV infection) fE#
? HBV FiEH L L e S h B SR 24820 L 7=, A5EH)
O HBV v —7% —0EE %, WM, @Smikstrr, m
BOBRBREMEZ AT, FMICHE - BI°x 4
DTHET 5.
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FEBIIE 50 A LctE. 2003 4 8 B, REBFERTIE
BB LB EWROBEREZER SR L. 4T
DORBEREER, MBEREBIUEHENICLIVSR
BEBELZH SN, FEIA L) LBERNFCTHER
L7z MP#EZ T L+ 02 R 2850,
VAD % 4 2— AMiff L7z (Fig.). —EESi/AL7-
ERIHEE DB AFER K L /72, MCNU-VMP B %
1 2 — R HET. 2004 4 4 B ICHIBEREAEIC 30 27 L £ DX
SHREEEBIT LA SAETRAICYH 4207277
IFRERECENRI o= —FIMEAFE AL TH
CRMMEMHARZRRL, 9 BIZAV 775 VKR
BMERICHOKRW M MM BE % BT L 10
ROBHERTIIHEMEL RO TELEM L DI
ni-. WHEBES (200349 A5 20044 10 A) I
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Fig. Clinical course and changes in HBV markers
From September 2003 to October 2004, she received platelet concentrates derived from 19 donors and red cell concentrates de-

rived from 15 donors.

She underwent posttransfusion viral examination in September 2005. HBV was first detected in her blood sample.
According to records maintained at our hospital, she was HBsAg ( — ) in Aug 2002.

RCC; red cell concentrate

PC; platelet concentrate

MP; melphalan and prednisolone

VAD; vincristine-adriamycin-dexamethasone

MCNU-VMP; ranimustine, vindesine, melphalan, prednisolone
PBSCH; peripheral blood stem cell harvest

PBSCT; peripheral blood stem cell transplantation

RT; radiation therapy

( — ); negative for HBV-DNA or HBsAg

( + ) positive for HBV-DNA or HBsAg

ARMBRELIE 20 WAL (15 FF—), M/MRERERE
305 Hifr (19 F+—) AL TS (Fig.).

BT EEREBORE

YUBs T, WMmMBEOEMICHY 53EeH (FR 11
£6H10H, EERETISH)2ICETX, 1994 8
B oREHREGRBROBIIR - - BEMFH 1ml 28
2HEMBEBREL TS, REFICBWTIE, 12450
BEMFIFBRE ST

S R R R E R
W BETId 2005 4 7 A OB E > 6, HAR+FH
DERREO—-REL LT, IWmEERERE (HBV-

NAT : nucleic acid amplification test, HCV-NAT,
HIV-NAT) 2R L. T/, MEERLR & TEN
M E ST TWAEHAIE, 3 VA1 EZH LI, &
RERERITIBMNEZR 7 — b 88 REFIZSR
HEBEERE O DB ICEI 2 1T > TRl
B 728, 2005 5 9 A #RISERE 1T o 7= (Fig. ).
HBV @i~ — % —omFizdbimER+FnEt v ¥ —
TER L7-. HBs $il§, HBs Hifk, HBc HifhR2ICIT,
AxSYM" ¥ 2 5 A (Abbott) Z Fv:7:. HBs HiEIE 20
S/CO L.k, HBs#Hifkid 5SmIU/mL LA E, HBc Hifkid
INH50% P k%[t e L7z HBV-NAT i3 AR +F
#HMEEHWE > & —I12TITbh, 300 7¥—/mL Bl E
FEtEe L7 ‘
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1. BEMmE HBV BE Y —H—DXE)

HiMAT (20024 8 A) 124 E L I13iE ) BATARR %
SHL-E XORETII HBs HUEDFBRHETDH o 7228,
2005 4£ 9 H® HBV-NAT iZFEH TH - 1. #Mic X 2
HBV =i & gEv, SRy, e, imsoBe
RERE (21284 OHRAEEZITo 1.

1) 8 AT (2003 4£ 9 A) nREMFEZ AL 2 5,
HBs #iE &, HBs HifkBstE, HBV-NAT B#TH >
7%%, HBc Mtk Td 0, BE 13 HBV OB RS
THbHIEHHBILL (Fig.).

2) & HBV v —# —0%EH (Fig.)

O HBc Hifkiz &R B2 BLREETH - 1.

(@ HBs Hitkfi i3 s & (2003 4£ 9 A) 1 106mIU/mL
T oA, 2004 £ 2 B oA TREHE FRISEW
59mIU/mL ¥ TET L7=. 20, HBs Hikfiiix—B
B9I1Z 20mIU/mL &% T LR L7248, 200544 Hi2id
43, 20054E 9 Ai2i2 14mIU/mL ETF L, 20
\Z—3 L T HBV-DNA i3 B5#E & % - 7. 20054 11
AI2i3, HBs Hififili2sF LA L, HBs U & HBV-DNA
[F4E3:T(ABAS

@ HBs HiJFix, HBs HLEI BN & & o 72 2005 4 4
BBt (7.085/CO) & 725 TV 7=, 2005 4E 9 A HBs
RERIBRERNEY 2V dflEIhTWER W,

(® HBV-DNA #fiiHIZ B L T =B oM + 5
VAT IF—ERLBREIVNLVEVED LRI L, BE
BIIC D P R% B IERIZ 2 h o 2.

2. #mERERGEOMEF] NAT

AV S WM OER NAT 35 XTBET
Hoi:.

Z = .

54812 HBs HUE 4%, HBs HLikR o B 254
FeAvsEgeek, AR BB L TR
RBICH 5 L, HBV FEEMEL L LI HBV 25K
ENBEICLDBILHEHDHY. S5, ikl
HBVICX W RERIETHI L HH B

¥ 7., HBsHLEH ML L HBs HifkXHAL TD,
JFARLEE < A AN M HAZ S+ 12 HBV-DNA DFELEASEE]
SN HBV BB L TV AWREEAE 2 ShTWwaY ™,

RIEF T, HERTHEY 1 FHBB L -BRATIT-
7-Eaii % R YLSEREE C, HBV-DNA BBt R L 21,
C DR THIH T HBV B R S iz, BT o HBs
HED B TH - - 7- il X 5 HBV =ik % 5w,
WmAT, skt SmgoREREMmMEE AT
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HBV v — % —2REL7-. Blsi R EMFEORERER
T3, HBs itk & HBc fifk 2 B TH - 72729, HBV
DOEBITH D Z LHHBHA Lz HBV ¥~ — 7 — DR
WELZ R 2 L, LEREHMBE R D 5 HBs Puiifdiid
KT L, #iti8 % 8 U HBs U4 13 s a1 e~
ETho7z. & 5ICHBRTHICIT HBs Hifkifid e
{LL, SEMICHBsHEIBEILL . 74, HBs
HAKMEASH v b A ZER#IET LT =R HBV-
DNA HREtE b LT 7z, Lizdto T, REEH Ti2ifm
B 2 S FEME HBV &% (occult HBV infection) M iRfE
I2H o7 DD, KELFHE L KM MBMEBHE%E
B LTHBV OFFEH BB E b DEELLNS.

B AT 12 et Td o 72 HBV 5ifim i Bk L -3
&, BEBENELWZ L2HRTENE, Z0KK
& LTHRMIZ & 59 4 VAR, v 4 VA DOFEEEAL,
BERZ-RBENTORMBRELZ EDPEZS5NS. Th
SOMEHZENL, BllcX 23y 1V AEEIEH
RIS A 01213, MmET o BE Mm% dkE L TR
BLTBLILFWATH L. BEMFEORENTE
VAL, HBV B3 BEAE % M s \ 25 5 -
IZ HBs Hifk & HBc itk RET 2 LEHH 52, #E
B HBV R¥0 413, HBs Hitk, HBc ik v hih
BEHENOZLdDHEHD, MELOIRETHILEND
B2LBDONDY. LT, ARBRELSFNIRE
L LTLIZLIZfThh T 5 HBs HUE R I EHGES
FOSHH LT KRB RSt R 2 LIS IR E B
DTH5 ) H, HBV BEEREEH L  FET 2 RHE
IZBWTIE, Em#ASEICHEVT#Mm %4 L7 HBV
EZEVED o 1D BPEZRET L7201213, HBsHER
FIDdELAWHMETC HBV BEREOEELF = v
29T BHIIINEETHLELEEDIS. M TEDRE
W LT, AT o miE : BAERE ST 5, WA
IZ HBs $ifk & HBc HifkBREZER L, 20 L Tilme
|2 HBV-DNA #% ¥'o) HBV B~ —» — R #ie 2 A
THILPHFETHS.

2004 5 4 A 1 BIC AR B RRS S E BRI
RSN, EYHRBESEELICERALZICL 22
b5, TORRPFERTREEICIDID, AREE
PLELGBEORFRPEESORRHEELZII-AE

DEFEFROND LIl ol T2, BIEENE

HICH3 2|8t TiE, iMPEnREICHNT ATA
& L CTRBEEROE M L Bt o &, BIYEREDE
B RERFICOVWTRRB I N, AT L SR
RIERELIT) SRS TVE"?, Lzdi- T,
BMAIZY AV AREDSHL LD, HEHEON
BLisldllix, WMICE ARELXTHTEILIL
BEGLEIONSL. ZOLS ITHEHELEEDS
bOIZT 57012, BB OBHMATREOREIX
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VHEEEZ OIS,
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KEALERERATHRIC, HBV 2SFHEM L Lz £ £
SN aEMmBE R L 7. AEH TS RYSE
BEIZ X o T HBV R WD TR S N, Wl 2 &
CREBREOMEFE T, HBV Bigtticvw- 2 %1k
BB LR, KEMFBREICLZ2REIAFICE-T
HBs A 2MET L, A H9IC HBV OFHEMR LY E
U-t#EEENS. HIMBICIITDHTY £V RAERLH
BEINLEEICIE, ZOREZ2& LD L-0ICH
MATREDRENLETH 5.

x &

1) EASHBEERELMFE © /MBS OMEFBEIE Lo
RO [Hlgs: 0L IR $ 2 H8t ] 0—BSUEICD
WT. LW 0917005 %5, 2004.

DI AN I © AR ORISR UM
DEMIZHTEESHIOWT., EERE 7155, 2003
EEERZ, BHE—, EARN, i - HBs HihGHEE
1281 2 AR Bl BHE%kD B RIF£Y 4 VA
HEboRET. BRI, 41 : 322—328, 2000.

4) Goyama S, Kanda Y, Nannya Y, et al: Reverse serocon-

2

~

3

=

version of hepatitis B virus after hematopoietic stem
cell transplantation. Leuk Lymphoma, 43: 2159—2163,
2002.

5) Degos F, Lugassy C, Degott C, et al: Hepatitis B virus
and hepatitis B-related viral infection in renal transplant

recipients. Gastroenterology, 94: 151—156, 1988.

Japanese Journal of Transfusion and Cell Therapy, Vol. 53. No. 5

6)

8

=

9

-

10)

11)

12)

13)

Webster A, Brenner MK, Prentice HG, et al: Fatal hepa-
titis B reactivation after autologous bone marrow trans-
plantation. Bone Marrow Transplant, 4: 207—208, 1989.
Tsutsumi Y, Kawamura T, Saitoh S, et al: Hepatitis B vi-
rus reactivation in a case of non-Hodgkin's lymphoma
treated with chemotherapy and rituximab: necessity of
prophylaxis for hepatitis B virus reactivation in rituxi-
mab therapy. Leuk Lymphoma, 45: 627—629, 2004.
Kuhns M, McNamara A, Mason A, et al: Serum and liver
hepatitis B virus DNA in chronic hepatitis B after sus-
tained loss of surface antigen. Gastroenterology, 103:
1649—1656, 1992.

Fong T-L, Di Bisceglie AM, Gerber MA, et al: Persis-
tence of hepatitis B virus DNA in the liver after loss of
HBsAg in chronic hepatitis B. Hepatology, 18: 1313—
1318, 1993.

Komori M, Yuki N, Nagaoka T, et al: Long-term clinical
impact of occult hepatitis B virus infection in chronic
hepatitis B patients. ] Hepatol, 35: 798—804, 2001.
Mason A, Yoffe B, Noonan C, et al: Hepatitis B virus
DNA in peripheral-blood mononuclear cells in chronic
hepatitis B after HBsAg clearance. Hepatology, 16: 36—
41, 1992.

MA@ MBEBF OIS T, LIz, WK,
2005.

Barasain C, Betes M, Panizo A, et al: Pathological and vi-
rological findings in patients with persistent hyper-
transaminasemia of unknown aetiology. Gut, 47: 429—
435, 2000.



A ARl iaseraik $53% H5% 557

REACTIVATION OF HEPATITIS B VIRUS (HBV) IN A
MULTI-TRANSFUSED PATIENT
—CONFIRMATION BY LOOK-BACK STUDY USING STORED SPECIMENS—
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"Blood Transfusion and Cellular Therapy, Asahikawa Medical College Hospital

?Gastroenterological Surgery, Asahikawa Medical College Hospital
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“Hokkaido Red Cross Blood Center

Abstract:

Viral infection in the post-transfusion period is not always the result of the transfusion, especially if the patient
has occult hepatitis B virus (HBV) infection. The look-back study using stored specimens of patients and blood donors
is an effective way of confirming whether the infection occurred through transfusion or reactivation. We experienced
a case of HBV reactivation in a multi-transfused patient after chemotherapy and peripheral blood stem cell transplan-
tation (PBSCT), which could be confirmed by testing HBV markers with stored specimens both from the patient and
blood donors.

A female patient with multiple myeloma in her 50s received intensive chemotherapy and autologous stem cell
transplantation. Between Sep 2003 and Oct 2004, she received 305 units of platelet concentrates derived from 19 do-
nors and 20 units of red cell concentrates derived from 15 donors.

One year after this intensive treatment, HBV was detected in her serum for the first time. Since she was HBsAg-
negative at pretransfusion (August 2002), HBV transmission by transfusion was suspected. A pretransfusion speci-
men in September 2003 and 9 consecutive posttransfusion specimens were HBsAg (—), HBsAb (+), HBcAb (+) and
HBV-DNA (-). All the stored specimens of the blood donors were negative for HBV-DN A. HBsAb reactivities of her
specimens tended to decline and finally became undetectable in September 2005. Thus, it is highly likely that she had
occult HBV infection in the pre-transfusion period and that her HBV was reactivated, probably by the chemotherapy
and/or PBSCT.

Keywords:
Look-back study, Stored specimens of patients in pretransfusion, Reactivation of HBV, Occult HBV infection
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