Japanese Journal of Transfusion and Cell Therapy, Vol. 63. No.5 63(5) : 683—690, 2017

—[R =&l

Original —

ZbElcdB1 D ABO MREA EST - U SREAFA—HOEREKZRDIRE

JNgE SR i R
FA OFL) Bk

B AR

H PSS

W AR

WML 2 AT 7% ) BT, IEMEZR M DK E X EIE CTH 5. RIMERKEIUERAE TH 5 4 7ML, Mo
A - B BHUAOMM 217 7% 9 7 T RA DM )T OFHRIC L - T ABO A S b, LA L, ABO #iflZ L
Bh7p MERL LA &, MR 2 13 U &3 B B HEENENES R 00 JH 7 kA WIBIC L 20 22, A €T -

U IREAN—BZ RO DL EN D 5.

2003 4 1 A5 2015 4 9 A £ TOMMH I S BERIL e 12 T MR AR A & 520, ABO A 453 L sl e R Al e
BlebrEAET - 7 7MEAR—HE 1 ETLROIEF OBEF FITO W TR MU 2177 o 72, 2455 JE B
61 FEBIAS, +ET - 7V IMEA—FIEF TH ), COEMEEL LT, SEMHEEEFVE 2o Twz g
ABEDFIIE, +F 7 WAD 20 FEH), 7 7 WADY 35 IR, AT TRA - v T AN DY 4 5ER], FEEARED 2 FEB
T o7z, & E 7B T EEIEEE R/ SR8 BETE FWE, 7 7 AT Y v SRS 2 SRR RICH § 20
BI3%dpotz. FET - U IAR—HIEFICBT 2HRET REZHML, HEICHET LBV D 5.

F—T— K ABO Mg, €7 - 7 7MEA—F, +ETHE, T IHE

TC&®IC

IR 2 4772 9 1C, 1EAfE 70 ML 8 oo ) 2 13 28
Thb. @, BERLKEHOIFERETHL+ET
WAk, BEMIET O A - UBHkZ ML 27 5
MARIC X BAERO—3KIZ & - T ABO MRl o0 E A3 7
b, Lo L, A —F o &l hE< ABO
R 7 EORRERBLANC D, BMEHEEZ XD
&3 B SAEVENE S R0 S B & R TR kA
ZIRREIC X o T, LIFLIE ABO I3 5528 % 5213,
FTET - UIREA KL L LIEFREI LT
BV

Al 2 Z, RECRFEROZEIT Mg bE (LLT,
L) 12 BT B ABO A8 453 UM R Al 4 0 1 % B
W7z ABO LA £ T « 7 SMEA—HE 1 ETHH
DIZFEFINCE LT, HETREICOW TR
iz o,

R EFE

1. W&

2003 4E 1 H 25 2015 4 9 H F CTIL2 Y Befi i <
ABO IR Z TR > 72 BFEDI B, 1 ETH A E
T 7 TR R RO TRERNEE L TR RN

M aAT o7z 72720, ABO MEIRA—F K+ =25
DOFE MBI R RGN L ClX, RIS B
BOFTET - 7 TMEAS—HORHIASL NP TH S 72
B, Gl DTG S BRI L 72,

2. Fi&

Mk, MBERRR T O Y 2 7 MERETH Y,
BT G20, o L5 RE R o ML 3R B R R 50 SR
LI END, MR EEMRARR 2 4 &
IEH BRI 1 22 X ABREE AR L T 5.
M AR A, MR — & — I &, daIRE 28
728 A BRI O MR FERRI ICFE I L T 5.

HH X 3500rpm (2T 5 2.0 L, AR IMER & 1
TR L7, ARIIER IS A AR OK C— RS L
7o, RABEICAEMAEER T BHERMEKE 3~5%
WCHREE LM Lz, FE7mAE, ABRE % 2 R HE
L, VBB L 72 3~5% BERIMERIFHEE Z 153 2 AN,
ITARICHLAPUR, &9 1 ARICIIPBIAEZ 2THTOA
NTEBLE. 7 IHEIE, RBEZ3IANEL, &
HIME % 23T 2AN, 3~5%A M, BRI B X0
BIARMEKIFER 2 & 2 1T 2 AN, ZhZnoRER
FE X B, 3400rpm 15 B L, ¥ a—
Ry 7 ZOWDWERO LT, BEOHEET R o7

1) BURURSABERSAAESE T B o i e 1L e A P

2) WRUREEAE e Ry T a7 - il

(ZfFH 1 20174E2 H 28 H, %¥H :20174£6 A 23 H)



684

Japanese Journal of Transfusion and Cell Therapy, Vol. 63. No. 5

MRERE

2455fE 5. 2761818 &

l

2394E4

TET-IIHBRF—H

|
& & Ra FEAE R &AL
615EMI. D R860IRZE

|
E M Ea S EREEHY
178%E|

I

|

204E 35HE AE I

FETHER DIHRER | |[FET-VOIHER 1 % B R b 72

2451

Fig. 1 X GWIMPICSEET ABO MBI % 2\ 728 2456 D70 —F v — |

T ETRA, TREHTERENKES REENR (H—
(4+) 20, BHOKEZREE (3+)) KD b D% Ut
WEg L Lz, v I, B4 Grade T1+W
VL2 Btk & psE L7,

BATASR, W%, 4T TREICIIRDEME ¥
ABO KR+ v b odt A Mk 2 ik - €7 2
O—F VPt A 73—, P B e ik - £ 2
U—FWHiB7a—, BXOF—V -7 ) =A%
AT77 A5 4y 27 A0 Type] ABO UMLHEAIF » b
oYL A MERHEERYUE - A=V N4+ 7 a—-"
A, PiB A e ik - A=y NA At ro—o"
MB2HWE YI9BREEIF—Y T777—<TVV
O A BEAARINER, B BEAARIMEK, 2> huo—k LT
BEPNFH B D O FRiEk % v 72, Rh s AR A 12 13
JeHidE T3 Rh AU E S v b oFt D Il 4 & A
Pk : €7 27u—F Dy a—, €/ 7u—FHi
D7a—HRharybta— BIOF—=y - 27)=%
Vo AT T AT 4 v 7 A0 Rh MR F v b0t
D MR e Uik © A —v  NA F 7 u— P D,
F—v NAFruo—r"arira—VEHn.

BEED O\ HhE - C, RISEEHZE Lz +
ET - 7 ITREAHE &Y, ABO M AH 2 R &
oA, MHERIMR, % HERIL L 72 BB
X MBI TRz T2, BAFRILP, $%HERIL
L 72 BIBARIC & % 828 C b AL B A RE OB A1,
H AR AL £ > & — (i A i A ) o 2 A L,
AN IE L I % 457

w X

2003 4 1 3425 2015 4F 9 H % TIZ 2455 i (R
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B5HONIONTHRHFHEITR-72. +ETHRENEK
T - 7HEBNZ 20 JEBI (32.8%), 7 FHRAEAIEH TH >
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RN TH - 72 FEBNE 4 FER (6.6%), 1ELWILEEI O
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1. FETRE - IIREBLSHIIFR—BE L > ER

T ETHAT - 7 IR L DITA—FL, 4 EFITH D,
ZOXBER BN, 2ME R (AML), FR3FERE
(PRCA) /KR Y » 788k %9 (LGLL), Hairy cell
FIIISE, Misg23% 1 Bl Cdh -7z (Fig 2A)

FETRATIE LWHEREIS LN D - A,
AIEFIETIZB YT ETREDOEREDOHITTH D, v
FIRANZ B TIE, BRI & IR AEEE B A L
NEN2ERTHOTH -7 (Tablel).

2. TETHRESF—BOERKR

I TREPA—FDIER & 72 > 72 20 FEFI O TR
B, ERERIEBGE R (MDS) /2 M4 61 F
(AML) 25 18 B (90%) Td - 72. ZDOWRIL, MDS
10 JEFI, MDS 20 5847 L7z AML : f#E 6 3 SER - %t
Wil 1 ER], de novo AML 4 EBITH 72, FRH D2
EFID S B, FERTF ) Vo3 E(HESE MALT )~
J8E) 5140, ABO HiE! (AB,#) IS 1 fICTH -7z
(Fig. 2B).

FETRATIE LWHEERIS LN D - 72K,
20 FEBIATIZBWT, FETFHEICBT B EEDOHTY
TdH-72 (Table2).
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Table 1 FEFHA - 7 IREMHA—BIEFNC B 2 RAEFT R & J8ARY, B X O EANBERER]

LR 1E L I L AN—F D JF AT A3 & T o 2R

TEF/YT

1 AML A (+) FEF (REY) /75 (B4 Grade 0) FENE IR TR HE AT

2 PRCA, LGLL B (+) +ET (REY) /T (B4 Grade 0) GBI PR

3 Hairy cell leukemia AB (+) FET (AW /7T (AICRRIFFERIGEISDH D) FEIERHRE

4 i # B (+) FEF (K59 /v 5 (O WCIERMEIEH D) SR - SRS

HEAFALFRVE > PIIREE

L 3T A 5 i 19

1 HIV

2 B-CLL bz th

Table 2 7 7 WREA—BIEBNI BT 2 WA W & Fe A1)

FEER R 1E L i 2 7 & 7 il A AN—3 & T o 72
1 MDS (RA) AB (+) 5 i Ifi
2 AML (M2) B (+) HEEE] S G T A
3 AA (/MDS) — AML A (+) WES FEHE IR R HE AT
4 AA (/MDS) — AML (MO0) A (+) K5 FERE G IR AT
5 MDS (RCMD), RS3PE B (+) N EE] Azacitidine $¢5-1F;
6  MDS (RCMD) (— AML) AB (+) e AL ARV E > IR
7 MDS (RCMD) A (+) HCGE] Azacitidine ¢ 5%
8  AA/MDS — AML A (+) EEE] 23R
9  AML (M2) A (+) WES TH5EIRE
10  MDS (RA) B (+) LEE] V57 2=7+PSL
11 MDS (RAEB-2) AB (+) EEE] Azacitidine ¥ 5-%%
12 MDS/MPN, % GIST A (+) 5 HRI3ERIESS (GIST) BE3sHE
13 AML (M2) A (+) LEE] T
14 AML (M2) AB (+) A JREY FEE IR i
15  MDS (RAEB) B (+) ES MR
16  MDS (RAEB) A (+) WES S I T T
17 AA/MDS (RCMD) B (+) W5 SLREHIHIA + ALV E > PIRES
18 MDS overt AML, Flt3+ AB (+) A PGS FERERG IR AT
19 NHL (MALT gastric) AB (+) A JES b idits
20 I A - ABO MR AB3 (+) B %59 TR

3. VIREIA—HBORERE L > -EREKE

v I RAD MBI — DO F K TH - 72 35 fEfl DIk
BERHROS B, At v RIS (ALL) 5 1%, 3
AYF ) Vo8E (NHL) 461, Z5MEaRE (MM)
4B, 18 O EEILE/ /N o8Bk o3 (CLL/
SLL) 21, %wEtEFEAE (CAD) & CLL&P:H1
B, BRGNS (BPAL), B~ aras
U UIdE 1#0, R T MR IE 2 Bl % &) v o8%
T I 2SS 515 80 B 4 (35 i 20 61 57%) VAo
7z, Zof, MDS/AML, HFARREAIN (AA), 12
PN 25, i 2 EORIEE S, +ETRESA—
BB S & BB BT L IR0 > Twiz (Fig. 2
C).

7 IRATIE LWERERIE O N d o 725 R,
T MRAEDFEEWEG DS 24 KEB] (68.6%), FEFIRIYEESE K
JOAS 11 ER] (314%) TH Y, LB % 780D 72
DIH%drolz. =B, 7 IREOEERI DK T
B o7z 24 EBIH 16 FEBIT, UHMRAERICATOA K

#l 2 T b2 FE M X2 T 72 (Table 3). X 512,
24 JEFIR 6 FEFIAY CD20 2 HE & L7=PikEHTH %
Rituximab (VY ¥4 %) 2 GALREBERE XS, £
D9 B AFEFPNT T 7 Fu F 8K TH 5 Fludarabine
(ZNFF) G- shTwiz (Fig 2C : #4#8). oh
5OBNE, WIID FIE - EHEHETEEME ) OB 0%
BITHY, ERERLLFEEzAFL TV 2B, Wi
NOEFNICB T OEER O Y THREAS 2780 T
WA, O TY TEAS—E Lo LRRIZBWT,
6 FEGI SHEBIAMEA v~ a7 VIlEE K2 LT
72 (Table 4).

4. {EFEEZICELVMBRBRRES B S N/ 1 ES

JEBI 1 0 AML g%, WBC 6,000/ul, 3 ¥k % 67.5%
R 7z. HROMEEEE T, + €7 HRAE A BgEE
WEg, VIR ABME W RFERE LY, MERRE
Loz BRPEARDEE X O 2 M H O HE D%
W EEMRE b e 2B, ELWILER A E (AB
i) »™Eoni (Fig. 3).
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Table 3 €T MRAA—BCEGINZ 1T 2 AT R & 84 R
LR TE L i B4 grade R—FL & 72 - 2] x;gf@ggﬁ
1 ALL A (+) 0 bz th H
2 ALL B (+) 0 (b2t it4
3 ALL 0 (+) 0 TSI f
4  ALL A (+) 0 (R 2E A H
5  MDS A (+) 0 I AuRLF PG
6  AML (M2) A (+) 0 -5
7 AA/MDS A (+) 0 SPEINIABe 5-I5
8  NHL (FL) A (+) 0 bz th H
9  NHL (PTCL) A (+) 0 (b2gRidip i
10  NHL (FL) B (+) 0 L&k H
11  HIV, NHL (DLBCL) B (+) 0 Rz 2E A H
12 MM A (+) 0 =z 35S H
13 MM B (+) 0 AbapE H
14 MM, HTLV-1 carrier A (+) 0 bk H
15 B-CLL, HIV, AIHA A (+) 0 ==l el
16  B-CLL B (+) 0 ) 3i0 s H
17 Biphenotypic acute leukemia A (+) 0 (bt H
18  CML-BC A (+) 0 {baEgeidih H
19  MF, MIRAEITHESE 0 (+) 0 (b2Ridip
20 FItk~roru 7 v 0 (+) 0 b5 % f
21  ATL 0 (+) 0 (baEgRidih H
22 HIV, HCV, I/ A A (+) 0 AL IR BE 55 98 & D IR
23 HCV, Ik B 0 (+) 0 i 1A 245 B 05 9 45 D IR
24 FLHE 0 (+) 0 Rz 3E el
25 Phl+ALL B (+) O W IRGF LAY B FEAE G IR
26 AML A (+) O (2R SUE s 3ol
27 AML with MRC AB (+) O V2 s SN SO L2k
28 MM, HIV A (+) A - O IIRFRIY BOG FEAE RE VR I T
29  CLL, CAD B (+) 0/A - O IR D ) FE R V5 i
30  ET — secondary MF A (+) A - O WZIEIFE RS AL RV E ~ NIREE
31  AIHA, MDS B (+) 0/I512 O ISR S BUG SERIA B - H
32 ATL AB (+) O \ZIRGF S0 BUS SEHE IRF T I
33 Wi AB (+) O (TR SUE FE R TG HT
34 Crohn A (+) O (TR SUL SR A PR
35 BMT donor A (+) A - O IS PO FEEce L
Table 4 7 FMBEA—ZIERIZ BT 5 Rituximab F 7213 Fludarabine $5-8 £ o7 a7 Sl
bR Bl Rituximab #%5- /Fludarabine #%5-J& BT 1gG 1l B IgM fili
1 CLL/SLL HIV, AIHA +/+ 1503mg/dI 20mg/dl
2 NHL (FL) +/+ 329mg/dI 10mg/d!
3 EFME~rwr a7 vifE/LPL +/+ 154mg/dl 380mg/dI
4 NHL (FL) +/+ 319mg/d! 3mg/d!
5  CLL/SLL +/- 270mg/dI 227mg/dl
6  NHL (DLBCL) HIV +/- 655mg/dl 27mg/dl
z = te ) VoSRIEMAERE AL B2 DT

BERIZBWT, FET - 7 IREAZIEFITON
T, TOBZOEBEREE B L7

LR TOBREF RO VDL D00, +ETHA
2B B BRI & L 2EB 0 SRR RS, BBk
SO TEIMEFNERE DK (90%) Th -7z, HkRicBiT 5
T IRRATIE, BREREY F 22 I3 RBREN A SN
72, ZFORMERE L LTI, ALL, NHL, MM % &

Table 5 \Z/R$ Y, F € FRAIZEERTS T 72133k
FRRMEEND LIGEORKE LTiX, (1)ABO Hi#R
% (2) A%, MDS, Hodgkin V) ¥ /3JEIC X b iz
BERTHTEDIC T 742 &1C & 2 R ILERPUERGS 23515 H h
T2, oL, RGO X ) IS 2 I8 HERR
EMEE OB SR E P o2 VAWK I N E TICE
<, TEHRPIEAHTH 525, HIREVWHRTH 5.
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FTET © 7 TRER DR R~ D R
D ABO #UR D185
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@PUR TR S 7R MR
A W M P
[EFSAIELZURISN
T it R
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ORI G & o TIBSl S 7z BLE o I BL
PUMLEREESR SOS (RIS w7 4 v ARG X 0 S 1 L 7= i Ae
PUR (T HURZ L) LREEE OZERE)
Acquired B (Hi i OB & D BET £ F WAL S =B i &
HL B i & DRAEE)

- A ETHARTOIRNRIELE GUEE L OZGEROR)

DENMERESE N & 2 B E B R
PUBLEENE, WAL

<A E TR T OB T HEIZ X BH0A - HiBRIEO PRI

G A, Pt B P OGS
& () 717 ) —4 Ve
WA - EE

-+ TRALTOBEITS (PUAREARROIT, 1K $ 7213k tE)

O SUSED A BINGLA D AAE
PUM, $LN, $iLea, HiLeb, PPl IR

© 7 T AT O TR g g

@B - B (B BIE, L)

- IO IR IELE (DURIC X 5 BEE)

@R T oM RN, HEREEA R L

- G TO P gEE

© ABO AN £ i

A0 ABO A% £ 1 i T F Al 12

- A ETHARTORSELE (VAR MERORLE)
-7 7RI T OBRIRGS LR (R ARMERIS X 5 PLkd

BRBMIL OPURMELRED T )

—77, v IRAETIE, MM 28T 5 EERTEIN R de ik
EFTNE, PUREAREDT LT 2 EkE, K 7
y=rzu7 Y CdER EES P A - BB Bk KAl
R7TRIBEASEENME SN TV L, HERIZBT

%7 FIIRBEA—BOMEBERENT) ¥ RaE MENEE 03
ZVERE LT, fLARECATEAS FRlZEL 2 L
D%\ L s, BMOWIH], PUAEAROITIC X
LN E RO BT, AL, ) Y oSRIERNC
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CD20BstEfle % & — 7w & L7-Pufffas: (Rituximab)
BEATALF LGNS { 20, RGEHREZIE B M
WA T 57207, WHEREMETTAZ LD, 7K
TIHEL T b L BbI s, Rituximab #8512 & ) &
BRmMERER T2 RT3 MmTEH LA, —
DIEBNCBWTEEOKT <=7 a7 VIFENFED
5N A", F 72 Rituximab & #f i L T Fludarabine
EOHT ATy~ a7 VIEAEBIES 5 &0
Wb H2Y. TN OHEAGIHEHIRT v~ s T
Y VIAEDS ABO MR ISR A RITTIZETH B
DOPIZDNWTE L F o 23T TRV,

Z OO wE i B D 7 T WA A— B B
121, HIV R %% &6 Lz M00m, 7 a— 29, Bl
FaZe & O DO RERE, KR U SHGRICRE 2ok
T HEENERICH-TZEEZ C)hé

IE LW IR A3 E T & 2 WA I X BB Y 12
O BIFRIMER B AB ﬂ[ﬁﬂ/]\i‘)i’%ﬁ'l - F ARG AT 2
T2 ZEdRL2ERVS, WHEZRRD IE L vl
WA HE D W72 R MATE F L. S oOMEICE
W, qéf‘ 12 MDS/AML IZBWTIEF ETF BT, V) 8
REBRIIBW TR Y TMEDOHEITHEE L 5 2 5 1 hE
lif)‘%é;é:f)‘mﬂi%é niz. Sk, T oY) E 25K
WY GRhB LR TLI L, ZOREITRE
TRREHHEM S TATE T 2 LEND 5.
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A SINGLE INSTITUTIONAL RETROSPECTIVE ANALYSIS OF UNDERLYING
DISEASES IN PATIENTS WITH ABO BLOOD GROUPING DISCREPANCY

Toyotaka Kawamata"”, Kyoko Hirata®, Yuka Abe”, Kazuo Ogami®,

Arinobu Tojo"” and Tokiko Nagamura-Inoue”

"Department of Hematology/Oncology, Research Hospital, The Institute of Medical Science, The University of Tokyo

“Department of Cell Processing and Transfusion, Research Hospital, The Institute of Medical Science, The University of
Tokyo

Abstract:

Accurate ABO blood group typing is critical for blood transfusion medicine. The ABO group is determined when
forward group typing detects blood antigens and reverse group typing detects the presence or absence of anti-A or
anti-B antibodies in serum. However, ABO type discrepancies are occasionally observed under a variety of conditions,
such as the subtype of ABO group, various malignancies, including hematologic diseases, and autoimmune disorders.
Here, we performed a single institute retrospective analysis of patients who presented with ABO discrepancies from
January 1, 2003, to September 30, 2015. Patients who received hematopoietic stem cell transplantation with ABO-
incompatible grafts were excluded from this study. Out of 2,455 patients, 61 had ABO discrepancies, most of whom
also had a hematologic disease. Of the 61 ABO discrepancies, 20 were detected in forward group typing, 35 in reverse
group typing, 4 in both, and 2 were due to unidentified factors. Eighteen (90%) patients with discrepancies in forward
group typing had myelodysplastic syndrome and acute myeloid leukemia and 18 (51%) with discrepancies in reverse
group typing had lymphoid malignancies. ABO type discrepancies are observed in hematological diseases, indicating

the need for repeated tests.
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