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e MR ER L IMEIE R O TR b % <, Wil M E (TRALD, 7LV F—H0R5#% &
PEEND, MEEAPICHEET S P AMERPURE (HLA) b MEPEkPUR (HNA) (2309 % BinEkbiifi, Ik
W ImEIVEH, ZOmTHEIC TRALI OFIEIC LITLITRES 3 4. #it, F4 1k, HNA-1~HNA-S 123435
PR B L O F N DA DIFHERPUFIC T § 5 PUik 2 RIS 3 % 728012, granulocyte immunofluorescence test
(GIFT) #:0%ZH:TdH 5, 5 celllineage immunofluorescence test (5 cell-lineage IFT) #:38 X O HNA % [H% T
B3 25 —#EOMBKREB . L7z, ThooRg v, JEE ik /e H e ot S s Ik HLA HiEkiiiko
FE I HNA-I~HNAS DA OFEICH T2 3D TH B I 2HOLNC L 72, BIERARRIEEE KL XD
EIELLN LRI L ) B SN A IFTEROEHAL #2252 LD TE S, HhERIEMELRER (neutrophil activation
test : NeuAT) # #7214 37 L, Heparin-Binding-Protein #%, TRALI % & T IEE M4 # M BIVEA 2 5553 4 ik

7275 —WFThrWRMELH LN LIz E56I2

, TUVEF—EBOEBTT VY V2 HFET A720I12H

5§ S N7 FEERIEVE L 3% (basophil activation test : BAT) 2%, R FZOMHEBIZH A TE L L2 E L 7.

Z DA TIZ

F—U— R A E A, HmERSUE, GFhER,

KRELHZ L, Blackwell Publishing #E®D#F W @ 3 & Transfusion iif

. SRS OF L CEA L BHE T 2 MOMETEEZRNTLDOTH 5.

Heparin-Binding-Protein, 3Bk

£ (550% %51 7% 252—263,2010) |HmANICHER S W smscicdt

DEEL72H D TH 5. (Fumiya Hirayama Recent advances in laboratory assays for non-hemolytic transfusion reactions. 50(1) : 252—

263, 2010)

FERMmMEMMmMEER EBE S TV REEF
A M i a0 R4 Vi ) D v T b B BE DS
<, EONIRE L Cliin B 2 Mk 5 (TRALD,
T UNE—MROS, FEE, MR, BuisE, EERA
MR &5 N 5. TRALLIZ, ZOHhTHid EE
LEWEHO UL DT, #002% OFETEL, 20K
JEEIE 5~10% TH 5V Y. TRALI ZHE b B I
BWENIE, A, AR, PRSI, o
VAT LT — MRIMVIMIEEA 2 &0 AV2. ARl
BREHNZE TN AED R EOMHE TS TRALL 2558 S
HIEHH B %L O TRALLIZHE W TIE, i
FNCHFAET B PUR D 5 VI hER & TGP L S 2 2 WH
75>Hﬂﬂ<$ IFHET LY. B RO HLA fifkiz 2 h
T OMEDD Y, AT TRALL 3 Sz
w&@miﬁﬁéﬂ FEBIZ, HLA 7 5 2 1Hifkix
TRALIBGEHH T d BHE CHINS N B FINTH 57
Par 5 1%, e AR D TRALILBED XA 71 T4 ¥ —
B EERMELTVAY. F 72, A I I 55

WZHFRR LT IRE, 113 CD40 ligand (sCD40L) "
T ESUFHER Z TR EAL T A WREE IS D W T OWFTE b
OLNTV5S

WAL AF BRI, TRALI SSHEICEE E Bbh bl
OhOEIFEWE 2 T 5. VN 513, k%
granulocyte-macrophage colony stimulating factor T
Fi53 5 & M FRIAIC HLA class II OFEPFE S,
Z @1k, PLHLA class T fi AL # 3 %5 & TNF-q,
interferony X IL-18 2SFH IR HEAE SN L Z & 2
LI LTWAEY, &5, M7 V—T1, ifhEk%
WEHGAR TR T % &, ﬁ%‘ﬂlﬂfﬁz‘» 5 @ TNF-o % Fas
ligand DEAEDBRENSE Z L HRLTWAY. RIS,
Kopko 13, TRALI % &2 L 7= Bk 03 2 4121
HaE5E, HIROMNEMAN IL-18 * TNFo D533
FEATAEZEEFRBLTWAY, 2hd o4 inEwY
ARH W LIERIT S 72 & 34 E 23R 1E TRALL 389
WKBWTHEETHL LHESI NV DD, ZOIEMEZRTE
FEREF I RIS TR n,

KB AR > & —
(%A+H 201041 A 13 H, s¥H : 201042 A 17 H)
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TFT745F Y =eiE, IgA KRB BEE I IgA
PukZ AL, 20k IgA % IEW 128 22kl B sk
O I B & i S 72 HBITHRE SN TV 507 )
BEOHEBIAS CA KIBERNT b 7o v RIBETH S
ENTWBE™. 2o k) RHHpITIE, B 1gG 7 T A
DOPEIBIEN LD, NT h 7y RKIEH TR 1gG
7 5 ADFURIIINZ T IgE 7 5 2 0Pk b it sns
CENLWY, ZOWEIIE, IgE IR T LIV E—
FIRHBTFT7147F Y —FISIEDFE-5HFTH A
9. IMAERAEAIEF 2 BH I WSS RR, BFE
&, ERB R EDT VIV F =S DERIERDEHN S
ClarEZDHE, TORBEIMBERSCEETNLMS
POWEIZBIBE SN TW 200 d Az v, Bkl
HHBIMOERFICF v Ve b~ e LD 500 &Y
HHNERZD) R EOM S OIFEH AL T
ToASELC, Bl & 32 2 S W ARG\ HRTE S h,
L LEEDVBINSOYEIZT LV F—%2F - Twiud,
WM T LV —b 2R T EMEIND Y, £
DXIBWE, TV yaSEERE SRV, TR7
LV =g SN L HE—DHNI, IgE 7 F ADNT b
Fav ik ERATANT N aE Y RIBETH HY.

I/ A s iV RV % R S 5 i b i
RIY 72 3K T b 7%, i I/ T8 1002 i i 0
HAOFPBICLIELIERIRZRIETHZ &5, /MR
WA E T NG D SHWVIFER ST AT
S, i i 1 0 FSE S I A e & e
LTwbEEZLNS. BAT D HIMMLEkD S RIS
B SN JIEEY A b A A V12 & o T oI
P MEWE SR SN 5 Z LA OBFZEIZ X R E
NTW B0 7 LV — i g A mBkkx 2%
M/IRBH T HRRE L TE LTV AP RlE Tl
JINKR T 3Fe A B P R A0 L N A ) i 7 o 7 af
M EEH O RWE OB L L THEHZHED TV 5.
Bl 21E, CDAOL /Mgt FIZFEBL S Tn 525,
M/ OIEPEILIZ & ) sCD40L & LT & h, Zo
FES /MR AT 213 B 5 FEBE D sCDA0L HSirE s
BT L ERBY® 20 sCDA0L ASFEA ML s H
FRICHBUNMIEE L TwaA Z EABRICHE I Tw
B LhL, TUVF—WRWEH & OBRIIAT
H5Y. CCrENA YDV EDTHSH RANTES id1f
IR o BURLCAEAE L, M/MROTEABIZ X D i s
LI EDABNTWEAY ZOMEH & Lk
DIFETRIIZZVRTHNI®Pe ¥ I VOt %5
B 5 Z 5%, RANTES b JEia i dai @l /e H %
T 2 M/MIHRE YR OmMNF+Th s, L
L, i/ EFI o RANTES B i i sk ol %
FlERIFICE+9THAHLOD, LAY I ViHE
FET LB AT TH B, 20X H I, M/ MR
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TR MR LRAE FH 250 & S EE SRS & % 1R A 7 b
PR TH 5. BRI, BESIE, BEPHR
H9 % HLA class I HUEDE DL Z L%, Lo L,
BB HLA class I $itfk & o JEE Mk im I e o
b DIz LTI R,

wilt, WA IREMMAEEIMEEH, 482 TRALL I
BT, 7VAVF—Usx8HT 59 2 TR 2 F
BT v e A EEB L. 22T, £h
57 v kA e ENICHDb B oM DL IS
T 5.

FF HLA BHINERLIA DR E &

1) MER7 Y -2 JIZHF B 5 cell-lineage im-
munofluorescence test (5 cell-lineage IFT)

HLA class 199%, HLA class II'2*°*% HNA-
1a?, -1b™, 22, -3a@*IZHk9 % Piikid TRALI F4
TLIFLIERIB SN 5. BHIZ, HEkPiikD TRALI ©—
HOHEHFTHE SN TS, HLA class I, HLA class
I HUARICEI L Cid, Luminex ® & 9 Rt — X% %
& L7z e AL B SN, ZOMINEER L ko
Twb b0, I HLA HUEORBIICE LTI FERDOR)
R E v, Ik HLA HIERBURDO R 7 1) —
= ¥ 7 T & granulocyte immunofluorescence test
(GIFT) 0 Lo 7u—H4 M A—=F—% 5T
EDIE WS TV, I hERIE 7 e —H 4 b A —
¥ — RN LNy 2 75 v REIRL, JURDFELE
EMETAIEN LI LIEHEEEE 25, S 512, HEk
DEWNY 7 T7Fyy FaRL, Zhafifbz¥s
72®121% Fc gamma receptor type I (FeyRI) % fEisfb
SE5D L) BHERIEE TS LE L 72 5Y%, (IR
PO A TP b FE P e i &) 4 FH (2 B -
LCTw%. #]z1X, human platelet antigen (HPA)-la
PRI o T MivME2 5 RANTES 2 il S
LT ENTEXLY, 2512, CD36 (Nak*hifk s b I
EN D) Uk & I IHERTE S N7z 72 D ISR
YLl HITEMEEPT L) EEZEER N
JEFI 2SS SN Tw b L7, CD36 ik sHiiiE: S
TRALI % 5&4E L 7=5ER1 D 5. CD36 13 GPIV & LT
LBHONY M/MR EOFEELHES VX7 TH SIS, B
EREICD IR I N T A, CD36 KIBH 1T R 4L 4R 12
X DBIESINCD36 ik x AT S, 2D X H I, ik
IR DGO % 5 5 72D DAL AT 5 2
LHYHETHS.

JE HLA HIERPUERZE A7) —= 0 7§ 572012, 4
1% #x 31 5 cell-lineage immunofluorescence test (5 cell-
lineage IFT) &\ 9, 4 DDZMD FIMLER & /MK % [F]
BRI RICTE L 70— A b A—F — %7z
AT EE B L2V (Fig ). Ny 2 FS5o v
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Fig. 1 Schematic presentation of staining procedure in 5 cell-lineage IFT.

PBS: phosphate balanced saline, BSA: bovine serum albumin, EDTA: ethylenediami-
netetraacetic acid, FITC-GAHu IgG (y): FITC-conjugated goat-anti-human IgG (y-

chain-specific), FCM: flow cytometry

Table 1 Expression of leukocyte antigens on five lineages of blood cells

Neutrophil Monocyte CD20+ B-cell CD4+ T-cell Platelet
allotype
HNA-1 ab,c +
HNA-2 a +
HNA-3* a + + + +
HNA-4 a, b +
HNA-5 ab + + +
HLA Class I numerous + + + +
HLA Class I numerous +
CD36 (Nak) — +

*: the expression pettern of HNA-3 is controvertial

AU S5 -0 4l & U7z, Sifsk -
@ HLA % HNA 7% EofREFEN 2 AMERUEOFEH % 5
cell-lineage IFT & THiaS L 7KW = 458 % Table 1
R L7z, B 20E, HNA-1 & HNA-2 (33120 R ER D A
IR EINTBY, HNA4 ZG Bk & HER, HNAS
MM O F X ToHEkIZ, CD36 I IM/ME & BBk
WCHRBHINTWD., 20X ) 3B R IR O
BV FEICTD. HNA-3 OB 3w d 5 2
EITIIERELRITE %R S 2w, 4 DFEETIE, HNA-
3 XL TORMOIMIRKIZFEIATED b I=As, EUTH
LCINE TOHETIEHFHRER, U 88k, /MM
Ro723H LD 5N TWEWY, 2o k9 RHKT
ZMANME SN2 DIE, HNA-3 O#IEF2SHE ST
BOF, o TEDONA T4 3 AV REIRIEEARARH
THAEILENHEKE RS> TWVD.

4 1% 5 cell-lineage IFT ¥ & ¥R et 5 TH
% GIFT & ORBIIBEE TITA T\, £0%
IZ 5 cell-lineage IFT DK 27— 3w, Z

UL GIFT %847 LI EkoNy 72 752 »
F2A DI LB L GIFT Ol K 2 hr o 7220 &
ThHb. T BEHZRI S GhozBEF TV
LMFATETCWRVWOT, FEEICHETZT—53 2
Lv. 5%, RIEHAZRI I hho2BEY Y Tz
JAW 783 247, 5 cell-lineage IFT 12: 045 2% o0 3¢
HAT-> TAT & 72w,

2) HNA-la, -1b, -lc, -2a, -4a, -4b, -5a, -5b KU
CD36 2 RTEMICHEIRT 5/ R IVliark 2 AU A4
EMOREZE

I HLA FHMERBUAROFEINE % B IR 23 % 723012
P4 134 HNA KU CD36 %55 %7 0 VakE 2 8
L7z, RIS 2O EHET 5 51
T4 134 HNA K0S CD36 D= EADKIZL ha
ANARY =% Hw, ﬁlttﬁﬁ%%ﬁi%@@
477 5 DNA IZHIAGA T 87299 2Tz T, 3EH
it s T & PUE RS T- ORI internal ribosome entry
site (IRES) &k Aird, AW T & PURERT
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Fig. 2 Schematic presentation of retrovirus vector transfection.

HRFFHICHRB SN MEEZFONRy ¥ — %G L7
N7 5 — OL S % BN I Fig. 2 IR L7z RIS,
ISR NKIRRRD N v 7 75 v R OB % B3 % 2512,
E MREAMFEIAR CTH 5 K562 % Fllakk & L TR
L72. K562 % 4R L 7-BHE, FffaRki HLA, HNA,
HPAWTHHFEHLTBLTHo MLFITHT 53y
275 Y FBBTEA B PHTH S (7B L OHRSE
75— 7). 0 X H L TIHE 4 IZHNA-
la, -1b, -lc, -2a, -4a, -4b, -5a, -bb #FH T 5,84
VHIHERR (KY-1a, -1b, -lc, -2a, -4a, -4b, -5a, -5b)
R L727% HNA-3a I3 F OEE T HE SN TW»
W T, HNA-3a 25819 2 itk iZ R 7. TH 5.
KY Mgl z T, CD36 % %819 % Mgtk (HP-Nak)
b ERRICBI LT AP HNA-1, -2 & CD36 |3 HigHpE
7 THY, HNA4, ST odd, BSHD 2 DRk
BRI TAZy "R bA YT THB.
o T, Wy vy ATy A<y 8y
R 5 R VIR OB AL S -2 &
2% 0, £1id HPA 2 %Bl9 2 3t Ve 2 84 %
HAFRE T L2 L2 BT 5. 727L, 2o&Hi%k
NANVMBRIEEHTH L 00, Ja—H 4 F A—
¥ —LBETHY, FRIERsNEETLERT
ERVEWVWIHIHIBEEH L. E-oT, TV K7 v Ak
L LTE—X, ELISA W, 4707 bAgERED
DT ENDIGH PRI LETH AT

3) IEBMMEIMEERAESI TRt 2 h3IEHLA AL
Eknfk

Krotry—Tid, HMEPUEZAZ ) —=0 7
TAH5HI, FTHLANIKEZ YA 7 0L — X
(LABScreen, One Lambda, Inc. Canoga Park, CA, USA)

T~ 5. HLA A S 561218, 2 0kes
MEPRET A, RIS, JEHLA AMERPUAERICBEIL T5
cell-lineage IFT TAZ V) —= ¥ 7 &#4TW, K% KY
M CHET 5. KY Mg TR T & 2 wifi—o HINA
Ptk & LT HNA-3a $itiksd 1 F &1 5 25, HNA-3a Pk
X 5 celllineage IFT # W THH$TA5Z LN TE 5.
%5, Fiko X 912 HNA-3a i3 aFhERPLAHC
Bl b ) yREUSELBE S TRTOMERM
o B2 &I FEEA L, & 5612 HNA-3a &
HOBRED10 AL 20 Aic—ABY, Htry—
VL6 THs Zo7uba—veHnwTHk~4
138, 2003 45 5 2007 FEI20 T TH v > & — I8
S N7z EE 2 IR M S R FE B 85 B B Mk
& YRR A % TAET L 727, TRALI %% 9 #1, possi-
ble TRALL %6 f3ll, fthod T 7 I i iy i g4 A
70 B (Z DOWERIE, IR PR B 37 61, Il PR & i
JEAK T oA 18 6, MEART 9B, 7F74 7% —
IR 661 Th b, MEtToME, BEIMBFO 26% &
WA D 6% 12 HLA classT F 7213 class IT JrfkA et
SNz BAREZEICEND EoFEE CIEHLA
HIMERPTARDRI S 7z, Bl S, BEME O 36% & il
WHAID 18% 12 TH A, % < O HLA HILERBUAIZ
HHIRIZO AR D B\ IZIHPER LA MR UG L 7.

W2 5cell-lineage IFT & KY #ifa% fv-CIE HLA B
B BRERE 2R A, 16 % KB & HNA-
la, -1b, -lc, -2a, -3a, -4a, -4b, -5a, -5b PUiRITHH
ENLrotz. T L, MO HERGURE LA
D7 RUFRIRPUESAAAE L, TR HITHRIEIS W
TIEIEE MM 2 B3 2 iesd b 2 &
ERBELTCWS. fitoT, Z0X) Rz aifhEkit
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1) $FhEREM{EEER (Neutrophil Activation Test :
NeuAT)

TRALI OFHERFIZOWTE L DI EDRAHTH S
B, % OMEPTFHEROFEALVIEETH LI L %
RLTWBY90 Grhsk DR G- 2 i) 5 721K 4
Wi, RBEE N CTEI % Vv ORE T & AP Bkig
MAL#E% (Neutrophil Activation Test : NeuAT) % 4
VL7, SoMmEETIE, AN Vgl R v
TV R M) TR L, Bk iEEAL 2 Mifa 2w
R—Hh—THbMacl #E=¥—35Z L THETH
bDTH 5. Mac-1 FHEAERT L L ToOREEZ R0l
s >822 T EREFHREROEE L~ — 5 —T
bH 5™, Mac-1 1 EH5W/MaEIZSFEILTEBY, £
JEMED AT 4 T —F =12 X BRI X D BN & & D
W R IS BE L Cw &, FRNICHRER Lo
ZORBEN AT L 2D EROERL~ —H —I2
%I BDTHAHY. ZOMARE W TEA 1L, HLA
PUILE R SIE R AR ORI Ekfle £ Fo CD16
% CD32 & v o 7z Foy B R &4 LT ERITED D
ZOWEMALE R T (30 7 LIN) Eiled 5 2 & &R
L 72 GV ER 3 o A S5 O I R DA D TGP AR R 3 A
HTELRVDS, Z OMEE TR ERO BN % € =
=3B ENTRTHDL. T/, ZOREDETI,
A 200wl % IML{E & A \ Mg > 7 v 10ul LG
5728, 51 DI % - 72 BE DA MIERGUE % & T 250
ml OFFEEHGRE M D B W I MM % i X 720k
BEABRENTHATAZ LML 2 5.

2) Heparin-binding protein (HBP) #FEi% M 14%:Mm
EIEA, 4%(C TRALL ICBEES L TV 5 FTEEM

Heparin-binding protein (HBP) 1Z4F &k 7 X — v
MR R b/ MBI S TwWa™™, ZLTR2 A~
T Y ENT HHRROTEHLIZ L > TH &R S
N5 IMEREE BT, HBP 2AEEREEH AR L T
WD ZENREHLNIINETY B2 4 7)) vid
IR ERAMAE N MR EET ISR -2 %5 1 ¥
TV ITHY, 0L T rEANLTHFRERI
MBI EEETS.824 7270 o T1=y
FCdh % CDI8 APUKTZ TR Y ¥ 7§ % LUFrhEk/IiL
BENEHRR OB 2P HEITE 5™, Herwald 513,
B2 4 ¥ 77 ¥ ENT HIFHEROTEALIL HBP Ot
ZRlERIL, HRAMICEIERI S5 MEREE A
EIMESEL T LR LA™Y, Bl 5 1E, D
) — 2 L LA R Fi i & 9 5 streptococcal toxic
shock syndrome 123 \T HBP 2SO & 2 L Tw
LT EEHELLY. GO O#MEN S, F A LU BRE
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PEALRAERIZ B\ T HLA SRR Z A& RoRIIC & b
IFHPERD S HBP 2SI S NADTid w2 512
Eol, ZOWEREERE L TaSE, HLA ik
PERARORH 30 53 DINIC Mac-1 ODFBLEH L & b
\Z HBP 2547 R ERD S U S iz, 2 s ofE R, Mac-
L2z T HBP b AfFhEkiFH it~ —h—L %0 9 5
T &, L TUHFHRERGEEAL 2 MG % 72 0 I hF R
HALRBZ NN TEDLIEEZRLTVS. L
ML, ZOWROBIIZERIIEENSHLETH 5.
% 72, Mac-1 O3 A% HBP O i3 if kit
DRITEZ BME—DHEL TIE% <, 72 HBP  TRALI
FAEIZ B B ME— O UF R ERH R A R R Tld 2o,
TR % leukotrien B4 72 & DA A FEEE b
FIRHCEHIIC & 2 X ) (PP ki L aBR 2 SR L C
IR NIE R 5 %\,

el R iFE R RS ¥ 2 FF R M itEnmmEl{E
1) Z0LIX—HBOEERT LIS &7, FEK
Eed: o

SRt L RS SR S N Y | R (NG BT AN
ZAHLAF I VIRIIZIZT LIV UARTERYRREE & IRK
TR 2SS 5 (Fig. 3A). 7 LIV v IFRAF IR 12
BwTig, EEEHE A AL R T BN VR
EDSG ML R h Y 2 Bk 2 WML T 5. AN IR
LD BT LA Y E L TIEBRIALE ASHER I T 12 EE
L7-BEMRER 2 ENEZLNLD, TOEHI BT L
WA AFEE SN R, RIS EEL T
LV -2 &R L ) 52— 7 Lvy v
1%, IgA, haptoglobin % C4 7 EDIHEY 37 TH D,
ZDX S RIAEY VX7 % RIBT A BE HI % 179
LEELRT UMV 5. 7 VIVF—HEIE
P AL/ N IV A 9 S EIE Tt b B O El
ERTHHI %% 25 L, M/MURINED 7 L V¥ —
BUBE T LV v IR CER L T b L& 2
bNMb. UL, Lok RAEMGEWEAES LT
WD DPIIRIEZBERAI Td 708,

2) 7ULILX—HERBEEICE T REE
MEERT7T NE—HRBE RO L D BT LIV F BRI
BWTIE, MG L ERATIE IS L Tw B
E—RIICIZE A BN T WS, NSRRI IgE
i, 7T UVF—HREOBEIL bR TS, b
)7 — I O 5 NI IER ICEE IS £
nat)rrur7—ET, i D250 ho
Ko ) TSy —E LNV RBEGHDTF T4 5 F
¥ — RO HIRFEL T LV ¥ — FUSIZ 81T % A o
WAL KRS 20T, N7y —YiRkEBRL A
TH 2 %  OMEARL TWAB L)L, 7u—
P A P A—F —FERT VT VRIS X B IR RS
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@
OO

basophils
allergen or
other stimuli
*FITC-HLA-DR
*PerCP-CD123

*PE-CD203c or
PE-CD63

no stimulation

SSC(lin)

+ stimulation

ﬁ

CD123(PerCP)

HLA-DR(FITC) PE-CD203c or -CD63

Fig. 3 Principle of the basophil activation and basophil activation test. (A) Allergen and non-

allergen extracellular stimuli, surface receptors, and events which occurred upon basophil

activation are presented. (B) Basophils are identified on the basis of FSC vs. SSC location
and the expression of HLA-DR and CD123. The rise in CD203c expression before and after
the stimulation challenge reflects the basophil activation/degranulation in response to the

challenge.

ML R Z B EEEEOH LA DLTH O, BLER /15
fb~—4—"Td % CD63 X CD203c DI LA 23
% 5T, PR LRGP L ERER (basophil activation
test : BAT) & LTHWSHNTW3Y (Fig. 3). i
BT 5 &, HEERRIGEALREBR CIE E 3~ U
M7 A B2 TV 2R 5. KIZHLA-DR $ufk
& CD123 Btk & CD63 Hifkd % v2id CD203c Hifk % idx
L, HLA-DR &M, CD123 et T7 9 A b 4 v F—
WCABHIE (V) B EFRED 5 IR KT oM
) Z 5 REER & L, mAIICZ D CD63 & %\ & CD
203c DFEH LA EZFNTHDDOTH 5. DT
£, IS OBREREIZT LIV F — g o
MEH IS T & 2 Hetkasd 5.

3) MU 4—tEHBROBMEZEANDIECH

H 2 Tl IR v i i @ & F8E L 72 E o M
MY Ty —EHEALIELITIE SN TS, Immuno-
CAP Tryptase kit (Phadia, Sweeden, http://www.
phadiase/) Z W2 lIETH 5. EIMLAETIZE L C i
#12 5ug/1 VLo LRI S N8 btk & e
SNb. BARRTAE, R RIEEZERT, WFZER 5638
OBHELEDL 5D, WTFO L) ZERSEONA TV,
1,165 FEBI 2 0 & LT ds % S, FMRIBEER] 438
BIFF 50 B (11%), 7F 74 5% ¥ —KIER 177 Bl
2360 (13%), 75774 5% —3 3y 7iEH 286
B 137 B (48%), MUFAK T HERBI 69 Birk 8 61 (12%)

Table 2 Summarized data of BAT performed on super-
natants of PCs with and without allergic transfusion re-

actions
Allergic
Transfusion PC-SNs tested, No. BAT-positive PC-SNs, No.
Reactions
+ 9 3(5/5,3/5,1/5)

- 12 1(1/5)

In parentheses, the number of BAT-positive panel blood per total
of 5 panel blood tested is presented with respect to each of BAT-
positive PC-SNs.

Adapted from Matsuyama et al (ref. 106).

TARAIRDGNE & e o 72, WIMEIVER 2 £ C e dr o 72
BEBBRIZ O W TR SN TV R WA, BELR
TRALI ® & 9 %37 L V¥ =Yool EEH % Bt o
Yha—LEEZLN, FOX)BAEMTIZERIIAR
REBEBNE L2 L, FhREN 154 B 161006%),
41 Bk 1 61(24%) TH o7z, T OREFIZ, TLVF—
PEEIVEH O —EBIC Il 2S5 L Cw b 2 & &R
LTws. L»L, M) 77 —Folrd it 2 K
M EE LY WA O BES Y TV EELZ EIZLIEL
EHEETH 5. S5IC, RSB SN MY
TH—EBREDTNTH LY. 3w, R RERE AL
BRI BE MR ES L CREBI BRI v o
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using healthy persons’ blood or,
if, possible, patient’s blood

Fig. 4 Flow chart indicating the order in which assays should be performed upon

clinical suspicion of TRALI, hypotension, and allergic reaction.
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