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Case Report—
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T4, BHEEEEER (myelodysplastic syndrome : MDS) ORI E HUE K O ¢ FUEDE L < WSS L,
PLE KOt c HOPRBRoBEEI 7 1 7)) Y (DAT) 2SI 2R 2 &5k L 7-.

79 ek, 2010 4F 3 IS ULIMBRIEAE DO RGE - MEE I TARRE 7o 72, TR LS RIER % 1 - 7R 3F Bk A
fii ¢ MDS (RAEB-1) & #Wid /. MEkKomiiix B A RhD Bk, ABUGUREMELZ 7Y Vi (IAT)
Btk CTdho7z WIBREL D 550K HICIAT 23k & 2 DL E M L7245, DAT ZBEMETH - 72, FIRFICEG L 72
Rh 7 =/ %4 7HRAETIE EPUES (w+™), cHED (w+™) EBMOD TV ERL TV, Z0%, fic DM
sz BHfia % Hv7: Ghanding EOR R, T4 OG@ORRE 2 D 72255 1 et /REli I e 1320 o
Zhofz. 72, PCR-SSP #:% M7z RHCE MB{Z-F N D5, 559K H OMIKIZHBWTC, ¢, E, e DHIEAN D

5N, RR, (CcDEe) &Hgsnr.

ANEFNIE MDS OBEEICHE - T E Huliids L O ¢ BT L Wisgs2s:8o b7z,

F—U— N BHRBEERE, EPUR, cHUE, BUEZEIUMET, ACHE

TS

IR % PLE 3 2 AR BRI PUIE G5 B X 0 PusE
PRTFTHIEBAMONTEY, A, B, HHYUEMHILT
BT W2 H 507, HEH S XSV B E i
FIZBWT APUROWE &, ThhE) Bt Ao Bl%
MEREL T2, & 512 IR R BRI OE R (MDS)
DHEHNZ BT, Rh MER o Puli A 25 2 5Bl
219 1 FYeti 4Kk @ Uniparental isodisomy (2 & ¥ Rh
MEENZEH A 7 258D HNTHER b s S Tw 5,

P4 1x, MDS ORI E Pl B & O c PulED2E L
CIESL, $LE KU c HOCPUAMI O bt 7 o
7 ¥ iRER (DAT) 2SR 7 2 Hi 70 hEB) % 8Bk L 72,

E Bl
79 Ak, 2009 4E 12 HEH L D & F v, BRCRR,

S EPREIRAE 8 2010 4F 3 H 26 HICEke 2 2 L7z
LM R % GROFGAT - M E N TH 3 H 27 HIZHFE
ERAABEE e o7z, ABERFOIMEMA TIX, Hb4.3
g/dl, WBC 2000/ul, Plt2275/ul T, IM#FIHEEIX
B 7 RhD Bk, ABAIBUAMRA LI 7 v 7Y v ik
(IAT) Bt iz 7Y VB (DAT) BHETH -

72, BRI R TIERER R o 22 RFERDBEAICR S
M, et fRpRARE R & 0 BRI BGERERE (MDS RAEB-
1) LW S 7z, BEIERE O 729 3 — [AL Sk i
ERIE O Fra— b VKBS 217w, b
BHEFER L 2o 72 5 0 & 0 IRIMEREA A58, 7
A 25 HIZIEMEmIcCREaABRLE7 V) TH Y U
U AR (CTRX : 7 = A%) 285, X512
7H 26 HA5 3 HE© 7 = ¥ 253K (CFPM :
7 x2%) BHEHLZ LaL, £5REDEIC
X0 7 ARMEKRS -
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2R 7% W A R B O RN E IR o B B BRAT T & L
THUsEEREH EDTA-2K 2 v CHRIL S A7z BB R A i
ZEH L7

Rh 7 1/ 31 7THE

Bk 8, 20, 27, 33, 55, 629w H®D 7 HEIZD
WT Rh 7=/ %4 7HAEENL 72 Pufkiz N A 4 2
o — *Rh M A Mt C, ¢, E, e(Ortho Clinical
Diagnostics, NJ, USA) #fiif{ L7z,
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Table 1 Reactivity of the patient’s red blood cells to anti-C, anti-c, anti-E,

and anti-e antibody

Day 0 Day 8 Day 20 Day 27 Day 33 Day 55
Anti-C 3+ 3+ 3+ 3+ 3+ 3+
Anti-c 3+ 3+ 2+ 1+ 1+ w + mf
Anti-E 3+ 2+s 1+ w+mf w +mf w +mf
Anti-e 3+ 3+ 3+ 3+ 3+ 3+
EERIOTY 5B (DAT) - SRR w R

Bk, 8, 20, 27, 33, 55, 623K H O BE R IMER
7HuA% 72 DAT B & V& BARMIRI A IE S % 7
HoHCISELZ w728 ) 5L > 7)) a—v—#
ru7) iRk (PEGIAT) # %M L7z, DAT X4
=7 u—riilgGC3d, ¥ilgG, Bt C3bC3d IMMU-
COR GAMMA, GA, USA), PEGIAT IZiZH vy~
(IMMUCOR GAMMA) Z il L 72. DAT »lk & 7 o
TR LT ¥ CERAREE S 2 7 A (IMMUCOR
GAMMA) # v CHub s skER % 17 - 72

FRARFEZR 7Y =2 T - REARERE

MpkEn 5 8, 20, 27, 33, 55, 62, 69, 75, 83, 90,
97, 104, 111, 118 9% H T T EFZMAE 15 MARITH L
TARBIGUR A 7 1) — = ¥ 7 ] PR R e A2 & SE
L7z, WA A AR, ROnkmF L LCHEAY
7 )V 7 3 Vi (Ortho Clinical Diagnostics) %z H\ 7z
TIVT I y—HEH7 1 7)) kB (AIb-IAT), MR
B (Tax) r—kiE i) 2ERLZ SR VR
MEGASI, PUER 2 ) == I =V A7 ) ="
(Ortho Clinical Diagnostics) B & 857 4 = I A (Di*) Ifil
¥k (Ortho Clinical Diagnostics) %, ¥HUfKEEIZ) Vv
TIRANVEA, )T % VB (Ortho Clinical Diag-
nostics) B X U3/ £ 10 IMMUCOR GAMMA) #
fEHL 7.

RHCE E&{nF#iR

WL 55 9k H O BERMIMAMEKE Y QlAamp”
DNA Blood Mini Kit (QIAGEN, Venlo, Netherlands)
#HWTs 7 A DNA %l L7z, Gassner DI
fit W, RHCE i#& 1z ¥ % polymerase chain reaction-
sequence specific primers (PCR-SSP) #:( THT & 175
72. PCR U 121x GeneAmp® PCR System 9700 (Ap-
plied Biosystems, CA, USA) % Fiv» 94T 120 #4%, 94T
10#65C60 % 1094 Z )V, ZD1% 94C30# 61T
60 ¥ 72C30 % 30 1 7 WiT-72. PCR EWIZ 2%
TA U= AT IVCELAKE L, 05ug/ml OLF T A
7ux 4 FT50%m L CHIEDOA M X ) RHCE #(x
TR L7,

FEARE

3% H & 124 %% H 0 BEFHEHFEIR L T G-banding
B TRt 2 175 72,

Rh7 /214 71H%&E

TableliICRh 7 =/ # 4 7THREDOHKREZ/2RT. E
PUEIE B+) 2 HRAIZHEEI L, 209K HIZIE (1+),
559 H 2 (w+™) KT LTwrz, chilid 20 5% H
12iE (24), 559 HICIE (w+™) ERBICETLTW
72 Wil X W72 RIMEREKI O Rh 7 =/ 7 4 T3
DH RR. (CcDEe) TH Y, ZhLIBEIE RiR: (CCDee)
THo72 (Fig.1). D, C, e ¥FEIZIRIGIIFEDO LD
7=.

EERIOTY R - HEHER

DAT %, 8 225 33 H T 4k THMEE R Y,
Pora 7)) v OF R 1gG (2B, Hitko A
Btk T 0 (Fig. 1), VikfsatBsBsEch -7z S
HIZIRIEZ FF 5 720 PEGY & W72 BB RILER & 2454
wHOHACMEEE ORISHEIZ O W THRTE L72#EE, 20
A5 559 H T THME & 72 o 7228, PuiRg B IE 2 27
) —= Y TR AVARIIER T RT3 < JUR L72729
BREZHEETE DT
THRAUFEZ IV —=2F - FFRERE
AHHPUARAE O G PukiIm sy, 7
0 XY VTS5 205 118 H I THE #Mt L, 83
A5 1LEHICIZE 512 e it L7z (Fig. 1). Alb-
IAT 1355 % H OMARICBWTHLE M L7225, 118
W IZBET L L7z (Fig.1). M ESNZZIE Edic
X E PR &I L 7243, 55 9% H BB I3 E $UE 2 OF ¢
PUIE R PE o % i R % i L 7.

RHCE &{cF

PCR-SSP 12 X % RHCE Az TfRNT OFEH, &2 TD
BAKIZBWTC, ¢, E eDiiEdid 57 (Fig
2)

FEARE

G-banding 12 & 2 FfARAO#E R % Fig 31" L
7239 H X 0 Pt R EBE RS 5 TB Y (Fig. 3A),
124 9 H Tl etk 58 533 L T\ 7z (Fig. 3B) 75,
85 1 et RIS R IERRO SN b 72,

£ ¥
MDS (35 BlAHL A% S AR ML O MERTERE - HREEDFH
ERTHRETHS. 72, MDS 3L HOBIZTFRED
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Black arrow RCC: R4R; (CcDEe) red cell concentrate
White arrow RCC: R4R; (CCDee) red cell concentrate

PC: Platelet concentrate

CTRX: Ceftriaxone Sodium Hydrate

CFPM: Cefepime Dihydrochloride Hydrate

RBC: red blood cell, PIt: Platelet

Fig. 1 Clinical course
A: The upper frame shows the administered antibiotics considered to have had an effect on
DAT. Thus, the transfused blood product (RCC, PC) and the test result.
B: Blood RBC (x 10%/wl), Plt (x 10*/ul) and Myeloblast (%).
Duration of DAT (+) was between day 8 to day 33. Both reactivity of E and ¢ antigens de-
creased gradually. On the 55th day, anti-E was detected by IAT. On day 83, anti-c was also

detected by the Bromerlin method.

AERPLEEL EINTEY, 71 &4 L Y E T2 DNA
BENEETAREERGIERI L, SOIHEETRYE
RYARILE T EMBEIER L EEZ LR
TWaY, 514~ DRERFL RN, fEruT
) BN ARIERD B CHiR % EARRO S b 2 LS
5. MDS DEZETHROWMIG R HTHi e AL
THEB Z SR S IEHE LT 5.

C DRk BEPE RS B O MR R BUR O 355 12
BMLTEL OHEHNZENTHY, Bianco 513 A, B
PUEIH I E D 17% THIERE H RO KK % 729D, 0
RBED 21% TH HHUEOKR FAR SN2 LM LT

WA, RS B O 55% T ABH HUROZ
L&A L, ABH HURDOKSIE ABO EIZTO7TaE—
% —\Zk$ 5 DNA XA FIULIZ X 5 ABO 7Y VB
HERICEZ2L0HELD Y, RAICZORKED M
NTETWA?Y FARhFULTDH L YV ORI &
1) RhD D5 % 88 729 Bl R0 B 72D & 7248
1 etk Eo~Ta#EA64E% (LOH) 12X ) Rh 7 =
I HALTHRENAL 7 Lol i b H5HDY,
AHEBITIZ MDS (RAEB-1) ®BEHIZBWT 559 H
WZHLE M L, DAT 2t TH - 722 & 2 5 [AFEHT
KO RZEZ R 7 2 ) ¥ 4 T2 ER L. E,
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Internal Control

Specific products

Internal Control

Specific products

Internal Control

Specific products

Lane M: DNA size marker

Reaction 1 2 3 4 5
Specificity for in Exon D/C C c E e
2 1 2 5 5
at nucleotide(s) 201 48 201 787 787
307 307
Product(bp) 148 112 149 158 158

Fig. 2 PCR-SSP results of RHD/CE phenotypes. Panels Al to A4 show agarose gel electrophoresis
of RH PCR-SSP performed with DNA from a person with known Rh phenotypes. Al through A4
represent common Rh phenotypes (CcDEe, CCDee, ccDEE, ccdee). Bl and B2 show patient
samples on day 0 and day 55. The PCR numbers are given at the top of each panel group. Line
No 1-5 indicates the reaction No in the lower table. On day 0 and day 55, samples showed normal
RHC, RHc, RHE, RHe amplication.

c PUFIZMBIED (3+) 5 (w+™) LIRA IS L 7z /54 TEMBREDOH RR, (CcDEe) THY, &
TWw7z(Table 1, Fig.1). #iifil & 7R MEREH D Rh NLIBEIX RR: (CCDee) Tho7zZ &hb, 55HD
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Fig. 3 Bone marrow choromosomal analysis using the G-banding stain
A: 46, XX, add (4) (g21), add (15) (p11.2), add (16) (p11.2), —19, +21
B: 43, XX, add (4) (q21), —8, —10, del (11) (p?), —13, add (15) (p11.2), —16, —18, —19, +21, —22, +3mar
There was no abnormality in the short arm of chromosome-1 although many chromosomal aberrations were detect-

ed in her marrow cells.
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MARKED DECREASE EXPRESSION OF E AND ¢ ANTIGEN DURING
EXACERBATION OF MYELODYSPLASTIC SYNDROME
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Hidekazu Tomiyama", Nobuhiro Wakimoto" and Naoki Shirafuji"”

"Department of Transfusion Medicine and Cell-processing, Teikyo University School of Medicine

“Department of Hematology, Teikyo University School of Medicine

Abstract:

Changes on the expression of Rh blood-group antigens have been observed when hematologic malignancies pro-
gressed. It is reported that mosaic uniparental isodisomy on chromosome 1 induces unusual Rh blood-group pheno-
types, showing both RhD positive and RhD negative erythrocyte cell-populations. Here we report on the loss of E and
¢ antigen-expressions during exacerbation of myelodysplastic syndrome (MDS), in which anti-E autoantibody was de-
tected by indirect antiglobulin test (IAT) but not by direct antiglobulin test (DAT).

A 79-year-old Japanese female was admitted to our hospital to undergo a detailed examination and treatment of
her pan-cytopenia in March, 2010. In the bone marrow abnormal erythroblasts were dominantly observed, and chro-
mosomal analysis revealed complex aberrations, including monosomy 19, and trisomy 21. She was diagnosed with
MDS (RAEB-1). Periodical transfusion was selected for medical treatment because of her advanced age. On first ad-
mission, the examination on blood cell type proved to be B type RhD positive, and antibodies to red blood cells were
negative by IAT. On the 55th day after first admission, anti-E was detected by IAT; however, DAT was negative.
At that time, reactivity of patient red blood cells was (w +™) to both anti-E and anti-c. On day 83, anti-c was also de-
tected by the Bromelin method. There was no abnormality in the short arm of chromosome 1 although many chromo-
somal aberrations were detected in her marrow cells with the G-banding method. Moreover, RHCE gene analysis of
the day-55 sample showed normal RHC, RHc, RHE, and RHe with PCR-SSP, which showed that this phenotype was
RiR: (CcDEe).

These results indicate that decrease expression of E and ¢ antigen is associated with the exacerbation of MDS

in our patient.

Keywords:

Myelodysplastic syndrome, E antigen, ¢ antigen, Decreased antigen expression, Autoantibody

©2013 The Japan Society of Transfusion Medicine and Cell Therapy
Journal Web Site: http://www jstmct.or.jp/jstmet/



