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Table 1 Laboratory data on admission for CBSCT.

6.6 g/dl CRP < 0.1 mg/d!
4.1 g/di

1.1 mg/dl HBsAg —

28 TU/1 Anti-HBs —

27 1U/1 Anti-HBc —

101 TU/1

119 TU/1 Anti-HCV —

260 1U/1

15 mg/dl
0.71 mg/dl

2432

Patient :BAAACTACTGTTGTTAGACGAGGAGECAGGT CCOCTAGAAGAAGAACT CCCTCGCOTCRCAGACGAAGGTCTCAATCGCCGOG TORCAGAAGATCTCAAT

WBC 4,100 /ul TP
Eos. 1% Alb
St 7 % T.Bil
Seg 56 % AST
Mon 8 % ALT
Lym 28 % ALP
Others 0 % y-GTP
RBC 358 x 104 /ul LDH
Hb 129 g/dI BUN
Ht 396 % Cre
Plt 185x 104 /ul
2333
Donor " w5 Ak e e e R A A e e S
AY1 23041 'rreeerrrrnmarssstetaasanataiariaaaatian

2433

Patient  :CTCGAGAATCTCAATGTTAGTATCCCTTGGACTCATAAGGTGGGAAACTTTACTGGGCTTTATTCTICTACTGTACCTRTCTTTAATCE

.................................................

Donor
AY123041

...........................................

.........................................................

.........................................................

2533
Patient :GTCCCTCCTTTCCTCACATTCATTTACAGGAGGACAT TATTAATAGATGT CAACAATATGTGGGCCCTCTTAGAGT TAATGAAAAAAGGAGATTAAAATT

Donor leassssssssssibiddesistaanannaisinnRETIRTE®
AY123047 r=rrrrrmmnnnes Aevrrvrviisascnnaiiiannainnnan

2633

---------------------------------------------------------

2732

Patient AATTATGCCTGCTAGGT TCTATCCTAACCTTACCAAATATTTGCCCTTGEACAAAGGCATT AAACCATAT TATCCTGAACATGCAGTTAATCATTACTTC

Donor

AY] 23041 “roereereeesentesiiiiaa e

2733

.........................................................

2832

Patient  AAAAGTAGECATTATTTACATACTCTGTGGAAGGCTGGCATTCTATATAAGAGAGAAAGTACCCGCAGCGCCTCAT TTTGTGGRTCACCATATTCTTGGE

Donor liMsssasmsErsssssasEsErT il ladesistanatianany
AY{23049 'rrrormmerretteeetersaseiitnsiiiiatnaeaes

.........................................................

Fig. 1 Comparison of HBV DNA sequence between patient and donor samples.

72O K RADON R & o 72, 11 B2 X 7z s
AN, BEEOMY NAT 12T HBV DNA 2%k
SNz ZIE L, 2004 4F 2 A O fs EAUERA T
13 HBs $tli, HCV difk, HIV Jitk & b icketkcdh - 72
ASHARTO NAT Ti& HBV DNA Btk & 2 b, dgIic
& % BV &gehsstb iz, Dk 2004 4F 5 HiZid HBs
PUEABEIRAL L 72, BB IS AT IC < HBV B~ —
B — 3 ETRETH - 72 BhilLH & 21 o HBY DNA
DOEIFRIH) % B L 7245 R — L2 B & & ToMME
P&, it HBV &4s & i L7z (Fig. 1). HBs
PURBRIERIZT I 7Y v oS % Bl LamF Lo
AE % FHIE LIS72. U LA 2004 45 7 A GVHD (28
I Zligea A&zt L7z (Fig. 2).
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i LB Tl A BRI R ) S K T e S
5 e s Nz,

% =
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W ASEBNRRINE S HBY B £~ Ko TH -
72720 NAT A7) —= TRz b ¢ & 4
Mol ENEKREEZEZBNA. —JF, itk HBV
JEe D NI XS 720 Tld 7z <, il HBV < —
H — B Occult HBV carrier 2 & OHRIMLASEGIR &
HRAHEZEDWEEINTVEY, ZORHEE L TNAT
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Fig. 2 Clinical course of the patient.
PC; Platelet concentrate, CBSCT; Cord blood stem cell transplantation, GVHD; Graft versus host dis-

ease

Table 2 Clinical background of patients positive for HBV DNA after blood transfusion.

1;’12(1)‘? Disease Age Gender HBsAg Anti-HBc ‘Arﬁiggéfigﬁ(’d_
39 Acute myeloid leukemia 6ly M negative negative 116 bags
49 Macroglobulinemia T4y F negative positive 2 bags

528 Gastric cancer 7Ty M negative positive 1 bag

553 Acute myeloid leukemia 60y F negative positive 61 bags

650 Unstable angina pectoris Tly M negative positive 14 bags

713 Chronic renal failure 64y M negative positive 3 bags

779 Gastric cancer 58y M negative positive 2 bags

794 Cereberal bleeding Ty F negative positive 3 bags

888 Breast cancer 52y F negative negative 3 bags

A7) == T} v TNV EVEILT 5 2 & THBV
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IR E T 5 2 LA T B A b ET

RS 5. WSO FERIZE S 5 88 T, HBV
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2 ChalR) DBISEPLETH LD I EhRI 7.
BE T O RE A 921 B, iR HBV
DNA Ftin L 7HEBIE 9 B TdH - 72. AEBNE L DH D
—BIT & 2 A5 GRS TIER NAT 23Rtk & 7 o720
BAFEBI DA TH 572, ST HBe Bufkbth K+ —55
DIF2HIZ T HBV BHASEZ 5 Z & 55, HBs HUliikE
PEFIZ BT H HBe Ui 1EE) T3 HBV Bl eIk
BTHDHIEITRBEINTWEY, i, VY FY
< 7 EOAL A HRETIC HBs PUR B HEFIC 5T HBV
DOFBGHA ), FREEIFEET L 2L b S h
Twa". 5% ) HBV EAB 61 (HBe Huikbmtel) T
TIRIEIC T IRREICHA S & HBV H3H45E5 % &\ ) 1TRENE
MBI EDWRINTWE., £ THADIEHRIZEBT
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% ZRERAL BN O W CHEILET O HBe Hufimids % i i%
HBV &4 & HBV H 30l 2 Sihl 5 2882 & L TRGET 2
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PURGYETH ), DN 3 BITIAbAREL E S 1
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fit o THMLET O HBc JUAREED& & W IZEILAT O B
BARPRAE 3l f% HBV EGem 1R 2B ILIR IS 2T
HoHTEDRBEINT.
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N E T AL AR O EE T HBV A6 LT
FITVRES L, WROBHEZRETS 22 L
AHE SN TV B, AHEBN B W Tl HBV
BRI LTI I 7Y Ui 2 FEE O 58E 2 [
LTEbnEE2%.

¥EH

HBV j&Ze R o BRIMIMELC £ ) HBV &Sz 2 L
T RER % KRR L 7. WA 2 SRR AT & TR AT 5
ML, HBV &S DA 2 HREIC I3 5 & L IZ5EY)
GPTANAGEREERT 5 EVEETHL EER
b/,

—77., %o HBV BinAtBlid kA3l i HBc
PUKBIEBICTH Y, BB OAELT R HHITHE ) D
KN 2% HBV P3G 2 3558 L 72 gk oRie S h iz,

A ARERA, JEA @R AT R ) 4 (R TR
MRgisk - HEEEIPD 12X o TiTh iz, HBV BB O BesE
I W72 720 72 HARHR AL e MGERFZERT - AR AMESS A4
B LKA AR > 5 — - 4 B, SeHAMREL
EH LB E . ARSCOERIE, 8 54 | H AR S
2 OKB) 1Tk L.
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TRANSFUSION-TRANSMITTED HBV INFECTION DETECTED BY LOOKBACK
STUDY FOR BLOOD DONOR—A CASE REPORT
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“Department of Hepatology, Osaka City University Graduate School of Medicine
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Abstract:

We experienced a 61-year-old male patient with acute leukemia who was diagnosed with hepatitis B virus (HBV)
infection after blood transfusion. At 3 months after transfusion, a blood sample from the same donor was positive for
HBV DNA on 50-pooled sample nucleic acid amplification testing (NAT). Lookback study showed that the first do-
nated blood was negative for HBV DNA on 50-pooled sample NAT but positive on individual sample NAT (ID-NAT).
Before transfusion, the patient was negative for HBsAg and anti-HBc. HBV DN A sequence analysis of the patient and
of the donor showed 99% homology. Lamivudine treatment was started, and prevented acute hepatitis B. The pre-
sent patient was a member of the ID-NAT screening study for post-transfusion infection. In eight of 921 patients (ex-
cluding the present patient), HBV DNA was detected only after blood transfusion. Seven of these eight patients were
positive for anti-HBc was positive and four had been transfused during chemotherapy for neoplasm. Retrospective
study of all donor samples showed no detection of HBV DNA by ID-NAT. Recently it was reported that cytotoxic che-
motherapy induced HBV reactivation in patients with past HBV infection. We therefore speculate that HBV reactiva-

tion occurred in some of our eight patients positive for HBV DNA after blood transfusion.
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post-transfusion hepatitis, HBV, NAT, look-back examination, Lamivudine
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