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Fig. 2 Number of blood donors positive for NAT but
negative for HCV-Ab in relation to year.
Number of donors is shown separately with
each HCV genotype indicated with different
color. Vertical axis shows the number of
donors by year,

3. e bXLRD AV B19 (PB19)

PB19 i RN R DIREYE T & 5 IRHE AL O IR
AWATH 5D, WHHIEGT 5 LA %R 4k
HDH, EWICHEE RS, F4EC ITERETES
29 HNMOTAIIVAIZEL, ToR0—713i2<
F T ROEET, HEESFENICE L WBETH R
U< W, Lkt T mESENHAOSETETHR
BETRELINTICHRD, BRERMCREEZNhLsZE
sk, Oz, MESEUEAO#RETXKD PBI9 &
Pl 2D in & TGS N TWAY, S ENHEOR
B A NAT 2A 0 U == 7950, 23/ 74
WhL—2a 43I LIX DS PB1Y ORAZ
< &MTEDRH,

fitas Nz 31T % PB19 BRELEE O 0 1 )V Z O i D B
HEDHDTHEMTHHY, GEns OBEYHEH 10 H
TP RIS TH< /2D, 10O —/mllCbET
W, FOWMEMN D [gM/1gG BRIEMHBBEL TAY
BT A S, LAL 1003 E—/ml fHENS51Z
RISV TRD ESRWHINE L, ERITDEZ> TP
A NWAY ) ABRDMNB I EMNENT, LinLisat
SEFIRM IgG BRI, JANAT /AR ENT
HEAMEIZIEEAERWEEZLGND, DA IV AMED
B H > THEREZEHE L AW I EHEL, Lizhio
TEOMEMIZEm T2 Y 270N, EBYIAD
E—8A 1053 —/ml P EERTElMISEA2ETI
FIZ2000 4L 55 (BFTF—%). HRTIH IO
EEHTAHHERERRITLTB0, MEMITH I
Z MO M EYEGEL Th35%®, Zhk D H{ELBE
THHMERERITI EMH 22,

PBI9 O Lt 74 —dfkmeks/ 0R RTHY, HF
HROHISIHRVWEIE R D, BEACRRL LSS



R AR M BRDS —PEANTIE T 4 2 BE THOL, BAk
BMICE > TEMED Hb LRI ZELIRHFHFL TS
K57 EBETI, BRI L - TRIERGE AR b E
rm@m BBV —B I BHEER S U —E e R

B EEE M OBE-S, bRk, S OEEMOR
%&&Tuxaﬁ%mongﬁﬁmMTkﬁéﬁﬁﬂ
BT B L, SRAEIES SN0 A BT
L, RIEHAS b, MNRBLICEZEEDLH
530, ‘

S MR A OB S IC Lo TINS OFEE5 &R
Z g HRE ﬁm+ﬁV§mﬁ JEFIDOMMEIIMF TS 20
BTz, FOESULZAANSOBDTHS
(Table D*, AADEKEDEBRFOBENRED TITE
BNTWADTIRBVWAEEDNS, RBR—BEETH
WEGFDREN TWBAIEEE DS 5, b, HMADITIC
DWTPBIY ZN—F—2TATZY == T LTHED
BAFERTIY - F—A MY T O—HDO Mtz > 5 —7=
FTHBY, '

4. E TS BAHODSIA (CMV)

CMV 3 ZDREMNBISRBITHEOEBEI NS, &
I Sese il 2 2 B BELHMN L TV B BROERICS
WTKEREEZITRYT 5, CMV 1B Mk & Qg
A<, BMMOBHHRBHAMEREIHICBEMPIIADD
T, AmERERELZmighEERFUERELORAE S L
THATEDOTRAVAEVWIRRNBINTE
7=, 2, BROETO CMV ORBREAE WS,
CMV etk ZRHT C EMUE LR THS Z &M
SEETVWIHBTHD, AATIIHEREORESHK
12 CMV OERERN T TETVWSD TR WM ED
HESHHBHP, BFOEHBEOMKMLE O Tt 20
EROBMBPREFEAERUT, 205EKIL 58%, 30 7%
fEid 73%, 60 BEfCT 98% (FIY77%) OBBEHETH-
7= (Fig. 3%, 512, MEEZTOMOLRFTREICHE
G5 MikEERT 2EMMOBIEZIAE <Y, Mk
Ty —ICRERAENAN S, HRBT, BEROEHE
HIFR T THARNS D WITEHRNA Y T 1« AT E
NTEEN FEAT -2 7% L TWRWAMEKR
EMic ks CMV REE R FIGBELOBEL DT
DIEVD, HHENFHEEERRL, WD Ok
KT‘QHWTB‘—D%%%)

B MR REIIE & A EFBNTWS O TiRAN
NEBEBbNAM, ZhENOFHEITIZIERNLREND
5, FifketEn AR bLEenLdcBbhsa, CMV
DT RIHENDIHONHD, LEDKIIZCMY
S EPHAE DEM TR RN LR T 5, B ok
THBEACTEBLENRI > THWaETTHS. CMV

B R M #55:10
Table 1 Clinical course of parvovirus B19 infection caused

by the transfusion of parvovirus-contaminated blood
products. Day 0; implicated transfusion.

CAML

Déy 22; high fever
Day 24; Systemic erythema, Low reticulocyte
Pure red cell aplasia on bone marrow
: puncture
,Day 25 PBlQ DNA+
vee "emna recovered

Gly Male,
AML

Recovered 1eukocyte and platelet but low

erythropmesxs

Day 21 pure red cell aplasia’ and complete
femission of AML on bone marrow
punbture

Day 24; PB19 DNA+, oPB1%-IgM +, aPB19-
1gG+

Day 35; aPB19-IgM —, erythropoiesis
recovered

57y Male,

41y Male,
Hairy cell
leukemia

Day 10; ret. 0.3%

Day 11; PB19 DNA 1:X 10* copies/mi

Red cell aplasia sustained

3 months; Complete recovery from anemia

30y Female,
Caesarean section

Day &; fever (39°C)

Day 9; WBC 1530, CRP 0.6 mg, high fever
sustained

Day 19; aPB19-IgM+, aPB19-1gG -+, ret.
0.2%

Day 22; ret. 8.9%

Day 31; PB19 DNA 4.8 X 10 copies/m/

35y Female,
Placenta previa

Day 7; high fever (38°C)
Day 11; systemic eruption
Day 12; aPB19-IgM +

1 month; all recovered

59y Male, Day 6-11; high fever (38-40°C)

Rectal cancer Day 22; PB19 DNA+, aPB19-IgM +, aPB19-
IgG+

50s Female, High fever, general malaise, pancytopenia (1

Paroxysmal M), sustained anemia

nocturnal

hematuria

20s Female, Reticulocytopenia (1 m), sustained severe

Hemolytic anemia

anemia

70s Male, Reticulocytopenia (1 w), asymptomatic

Pelvis tumor
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Fig. 3 Yearly change of CMV seroprevalence.

Horizontal axis indicates age range of blood donors
examined. For each group of donors categorized by
age and sex, 200 randomly selected blood samples
were investigated for IgG CMV-specific antibody. A
total of 2,400 samples were collected in Tokyo
metropolitan area. Vertical axis indicates ratio of CMV
seroprevalence.
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Table 2 Septic reactions after transfusion of bacterially contaminated platelet cocentrate.

Transfusion Symptoms Clinical Bacterial species contaminated in the blood unit
date* outcome
Day 3 Nausea, back pain, shock Death Streptococcus pneumoniae
Day 3 Fever, chillness, leukopenia Death Staphylococcus aureus
Day 4 Fever, chillness, shivering, hypotension Improved Slapkylaéébm aitreus
Day 4 Vessel pain, hypotension, chest discomfort Improved  Streptococcus dysgalactiae ssp. equisimilis
Day 4 Chillness, shivering, fever, hypotension, dyspnea  Recovered Serratia marcescens
Day 3 Chillness, shivering, hypotension, wheezing Recovered Streptococcus agalactie
Day 4 Chillness, fever, hypotension, hypoxemia Recovered  Streptococcus dysgalactiae ssp. equisimilis
Day 4 Chillness, shivering, dyspnea Recovered  Streptococcus pyogenes

*Date of platelet transfusion with day 1 being the date of platelet collection,
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