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Case Report —
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MU - Tkl B fhk mSRY #dME FRY O8m /Y
EH WY Ak H=BP O R —W BA BRY i #Y
BT OBERY EEE—REY O RUY mE AR

KEACARBERATRIC, BRFRY A VA (HBV) 23FEME L L 72 Z 2 SN 2 WLE s 248 L 72, Z5EE
B & ST S M7z 50 R LT U H SRS LI AE 2 & G R B AL AL 2 11T L 7B, AR ERIRIE %2 20
HAL, MR & 305 BAZMEA L7z, W% 1 4ER& (2005 4F 9 ) It BRAEmE 27 -72& 25, HBV-
DNA HBtETdh o 72, BT (2002 4E 8 H) & Elfiakse (2004 4F 2 H) @ HBs HUE A ETETH - 72728, Hilfl
2 & % HBV g% 5Evy, 2003 4F 9 H 205 2005 4F 4 H £ TORARERE (G731 124) THREZIT- 720 EILHT
(2003 49 ) OBk Tld, HBsAg (—), HBsAb (+), HBV-DNA (-) T&h o572 HBcAb (+) T, 1M HBV
e L S 7z DR, 2004 4E 9 A F TIIFABOBRAR R TH - 7247, 2005 4 4 A1213 HBs PUs oML E £ b
(I H 2 HBV-DNA 258 S L, HBV ORHGEAL & . HBs YUAOIIIZ, 2003 459 A2 b 7bh 7z KEAL
FREIT—F LR A ITIKT, 2005 4F 4 HIZIZBEMEAL L7 HBV BB, 7 4 )V ZAFEHEALIC & 2 F 213380 L
T\, B PR AR O 8 BB R B R AR (3 9~ TR T, il & 5 HBV B3 E Sz, AEFITIE
i A2 EAGEMRALC X o T HBV E&Geh )0 TRlak S v, WY 2 & & IRE IR oM il 4T, HBV FHETELIZ»
72 B2 b % BER LIR72. WA Lo Ty A NV ZABEEA MR S N2HE121E, TORKRED S & 5 72012l
BRI DA LI T D %

F—0U— R EATRARE, iR AERS, HBV FHETEL, EAENE HBV &

&I Ef

2004 429 0 17 H, EEFGEA@EII XY, [HEilE
HOERIZE T 558 1H—EBkiE 2 1, B BUF %7 4
VA (HBV), CEIF%&Y A VA (HCV), kb MERME:
RIERSIEGERE Y A )V A (HIV) 122V T, il &
LREBDOEEERAT H I ARSI NN,

4, EHILET O HBs PUEDSEMEETH - 7278, ik
® HBs bulit & HBV-HB iR A (NAT) A3& b2k
AL L, W7ER HBV &3 (occult HBV infection) fiE 1
@ HBV BEMHAL & e S N 2R 2 R85 L 72, AIER)
@O HBV ~—» —O%Eh %, WA, Wik, i
BOFREREME 2 HWT, FEICHRE R c& 72
DTHET 5.

REBIE 50 AR DL, 2003 4F 8 H, & ARAEIR T
Kz LBtk z e S e, HkeT
DOBIREL AR, MRS L VRN X ) 25
P BIE & 2 S, AR 9 H XU I R T iR B

f L7z, MP IR Z dT L7 H o e iR 2 R o L,
VAD #tihi% 4 a—ZHfr L7z (Fig.). —JEfi/h L7z
FE I HRE D B AT R L 727280, MCNU-VMP #ik: %
1 o — A W7, 2004 45 4 HIZMEERERTIZ 30 7' L £ DL
BRARZ T L5 HETHICH A 2u7+ 27 7
3 FREACRIBRIER 2 0 = — RN T2 G L CH
CORMS LS Ml 2 RN L, 9 A2 A VT 7 F VK&
FREE A H O AN LS Ml R Al % AT L7z, 10
H o2 TS E ML %2 52§ e e il & i S
Nz, wFEREET (2003 4F 9 A4 5 2004 4E 10 H) 12

D) JEINERRAREE  BRARMRAL - SiliE? i - MRk iR

2) JEINEERFRZSVE 2RI T ALam TR L

3) JHNIERRFAF I LR - MBS B N A2 B

4) deipER it > 5 —
(Zf4H © 2007423 3 1 H, Z¥H : 200744 17 H)
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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 ( —

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

ARIMERERIZ 2 20 AL (15 B —), MU/MGRIE R %
305 Hfy (19 M —) FEHLCTw5 (Fig.).

WA B EREORE

LT, WML O EIEIC T 518 CPK 11
610 H, BEHEIEETI55)ICHED &, 1999 4 8
R b3 A RBR D BRI IR - 72 B M) 1ml %27
ARSI RE L Tw»a. REBIZBVTIE, 1240
B MEA ARG RE ST,

I 1R R RAEARE K R4 H
L BETId 2005 4F 7 H Ol 70 5, HAMR A 74
DEBFAEO—BE LT, ik EGHERE (HBV-

) in Aug 2002.

NAT ; nucleic acid amplification test, HCV-NAT,
HIV-NAT) % B L7z, F72, MR A & CRkBY
WL % Z TV AEE1E, 37 I ZD L

GREARAS 2 4T 9 ﬁS%IJ%Z 7 — M3 NEFNIEL S
4B BN TR O 72 DRRAR I LI %2 4T > TV 2Rl A3
572, 2005 4E 9 F BRI BGEMA % 1T - 72 (Fig. ).
HBV B3~ — 7 — oA LIk iE R T iRt > & —
THMi L 7. HBs Ui, HBs Pifk, HBc Pifkiittizix
AxSYM® ¥ A 7 A4 (Abbott) # Fiv:7z. HBs HUEIZ 2.0
S/CO PL Lk, HBs $iffid 5mIU/mL PLE, HBc diffid
INH50% Ll k% [5757‘@ & L7-. HBV-NAT & H AR5
FEMAE S v ¥ —12THrbh, 300 2 ¥ —/mL 2L 1
k& L7,
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F 72, WL S N2 BH T RTOMB NAT 2475
7-.
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1. BEMEUBVEE~Y—H—DZEE

TIMET (2002 4F 8 H) 124l & 13E 9 Bl TRk 2
ZH L2k XOBRETIE HBs FUEAEIETH - 7275,
2005 4E 9 H @ HBV-NAT 3Bt TdH - 72, Wil £ %
HBV {28 % Bevy, BIiLET, Sfugkiseh, @i o B
PREBER (& 12 80K) OB ERELIT- 72,

1) B LA (2003 4E 9 H) OPRAF G 2 <728 25,
HBs $uE Y, HBs ik, HBV-NAT BiEETH -
7275, HBe HiukBsETH 0, i 1d HBYV OB K H
THHIEMHPL (Fig. ).

2) ¥t HBV v~ — 4 —0%H) (Fig.)

O HBc Hiffiz &R dE %2 @ UEETH - 7.

(2) HBs Ui #f T (2003 4E 9 H) 12 106mIU/mL
TH 7255, 2004 4 2 H O R TRy & T BRICET
59mIU/mL ¥ TIET L7z, 20, HBs Hufkfiliz—i
1912 20mIU/mL & F T LA L7225, 200544 A2k
43, 20054F 9 A2t 14mIU/mL KT L, Z0rH
\2—% L T HBV-DNA 3 Btk & 7% - 7z, 2005 4 11
A2, HBs Juifiliasi _E5A L, HBs $)5 & HBV-DNA
IFRE e L 7.

(3 HBs ¥uJ5lix, HBs HufkdsBME & % - 72 2005 4 4
HIZBE (7.085/CO) & 72 - T 72. 2005 4F 9 H @ HBs
PRI D 2720l E STV W,

® HBV-DNA AL 3 L T 7= M ol ~ <
VAT IF—ERBECY N MED FHIE L, BIR
P 9% 58 O R I 2 2 o 72,

2. FIMEREREDOER] NAT

LAV SN2 OB NAT 1E 3 XTRET
Hove.

% =

MEF M2 HBs PUE R, HBs PURRE D BB A3
T b, I, il & TR
REBIZ2: % &, HBV 25FEME L LR I2 HBV A3He it
ENDLENCHRDZENDHDHY. 512, FiMHILL
HBVICX ) HFRZFRET LI LD 577,

F 72, HBs PUEAFEMEAL L HBs Hifk2SHBLL T3,
JH AR R AR M BLAZ AN AR 12 HBV-DNA OAFAEA%EH
SN, HBYV R L T ATREEDE 2 S Twn o1,

AIEBITIE, EHHET K 1 ERRE L7228 TfT o
T2 IR Y RE A C, HBV-DNA o R & 42D,
Z OWERTHIO T HBV BRGehSifEsE S M7z, BT HBs
PURDSBEMETH - 7272 DM X 5 HBV =ik % 5k,
ERILAT, WAL, B o BE R E 2 F v T
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HBV ~ — 7 — Z& #eAs U 7z, Sy PRAs I o de il
T, HBs #ifk & HBc $ik20 14T - 7272, HBV
DOPEEGeTH A Z EAVIH L 72 HBV ¥ — & — OfEky
W2 L% W5 &, ALk IR E %2> & HBs Hufidiiid
T L, AERH % 8 U HBs HUA (80T 12 H A~
HTH -7z, & HITTHWHE T 41213 HBs Pufifiii ket
fbL, xFEMYIC HBs PUE AR L7z, 72, HBs
PO 2% v b F 7R LT 7R HBV-
DNA HBEAL LT 7z L72Aso T, AHERI T IR
Hi 20 5 AR HBV 4 (occult HBV infection) O IRFE
WZH o 72b D%, KimAba@stik & A Mo %
L LCHBV OFEHESB &b 0L EZ HN5.

WILET (& 1E T dh - 72 HBV A5 i Bsizdb L 7235
A, BEHENELWZ L2l cE i, ZolK
& LCHRIMIZ & %7 4 VA RHE, 7 4 )V A DOFiENAL,
BeN F 72 13BN COBMURG R EE 2 b D, Th
LOWREMEEEN L, Wi X 27 A N 2RI G D
ZAEIS A 720020, SILET o B I % S0 L TR
BLTBLILDPWHATH A, BEMEORENTE
WA, HBV &G0 PR 2 Wil 5\ fERE S 5 72
\Z HBs $itfk & HBc ik % M 2 LD 5" B 1E
i HBV &S0 5413, HBs $ifk, HBe Btk o v hn
PO Z L b H D70, WE L DRET LLEND
HEBDNLY, L7z2h o T, ABEEHAR AR
ELTLIRLIZIThN T 5 HBs Pl 13wt
H O L F oot SR BN B 3 7 SITIE KA D
DTH 59 WS, HBV BERGHA DS AEET 5 A
WZBWTIE, Wi BEE B W T#il%E A L7 HBV
E3&H D o T B0 E AT 57201212, HBs PR
XY HE LARIMATNC HBYV BHEES A EE F £ v
I HIEIDVEETHLERDRS. WLTFEDEE
W Ui, G o0 I % SRS ORAE 3 2 2, I A
\Z HBs $iifk & HBc iffieds % S0t L, <o 1 il
\Z HBV-DNA 7 &® HBV B~ — 7 — R fiFHkAE 2 it
THILEDNETHA.

2004 4 4 H 1 H AW i R i s S5 S e il B
AR S, AW HRELG 2 IR L7212 b e
b o3, ZOBMPENTEIGEICLH D, ABEHHE
PLEE R OBIR R EE OB E L 2 ) 2B
DOHFERHSNDE Z Lotz Tz, WIMEEOYE
Wil RIS A HREHTIE, T E o BT 2 5HE
& U CRGREROGS I EE & A4S D Stk RS REMR A D 92
i & R 1D W CRLR S A, RIALRT & B 12 %
PIERAEZAT ) S LA SN TR, L2 - C,
WIS 7 AV ARG S 0122 ), FigHlE o X
Gl B720120E, WIS X &G A TE 5 &
BEMEEZONL. 2O XD ICHFEHELY %D D
HOIZT B2, WIMLERF O THRADRE X
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KEALFHEF AT, HBV 25 L L 72 & £ 2
SN B MM 28R L 72, A C I Y
AN & - T HBV EYeAsH) @ TRk S M, Wi 2 &
LSRR O K AT, HBV FHEMEALIC W72 5281k
2B L1572, KREALPHEEIC X B REIHIC X o T
HBs HUREADMET L, Hi#iC HBV O PG L234:
Uz N5, IMEICIE LT AV A &G
MERENIGEITIE, TOBEKNEDE LD 7202

MDD LIHTH 5.
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REACTIVATION OF HEPATITIS B VIRUS (HBV) IN A
MULTI-TRANSFUSED PATIENT
—CONFIRMATION BY LOOK-BACK STUDY USING STORED SPECIMENS—
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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-DNA. 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.
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Look-back study, Stored specimens of patients in pretransfusion, Reactivation of HBV, Occult HBV infection
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