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Case Report—
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FFEHUE & 7 % & M IIVIMEHTE-15 (Human platelet antigen-15 : HPA-15) (Ifi/MrBEZE o CD109 FIZFEH L T
BY, Zhsxtd 2 iMRPURIIMEEIA)S  (Platelet transfusion refractoriness : PTR) o4 Ja i/ Mg
JE (Neonatal alloimmune thrombocytopenia : NAIT) OJER & 2 0155, LA L, AIBTL L HAWSLR TV AN
PR % v 72 Mixed passive hemagglutination : (MPHA ) T, HPA-Ib ik x k342 &3 L <, HLA
Pk EHT 5 BETIE ISP TH 5.

CDELR AL, SIS REE B R S B RIS PTR & 7 o 2 BE G2, HLA $ik & 3612, Monoclonal
antibody-specific immobilization of platelet antigens i (MAIPA #) 12 X ) HPA-15a PRI HiH & N7z fe Bl % feki
L7

BHIE S V¥ L M/MRTIRERIAY R 2 5250 7 Ao 725%, HLA #4 - HPA A4 /MR <&, HLA #4 - HPA
A ML/ I & R4 D EAh H 25580 S 7z, A Tid HPA A4 M/ T b Bl sh £ 25380 Sh7z5%, PTR

1239 % HPA-15a HURD IR E R %2 L D WFEICT 5720121, E SR LEHMOBERILETH 5.

F—U— R D M/MUEIIAE, HPA-15a ik, MAIPA %, HPA AN & 1/

I

Eg =
M/, & N VME$UR (Human platelet
antigen : HPA) b b HIMEPTUE (Human leukocyte
antigen : HLA) 7 E O RFEHUEAFAAET 5. Tl e i
PRIC X D 2o ORIFEGFEIZX 9 5 M/MIBUR A EE A
SN L, M/MEEEIIAE (Platelet transfusion refrac-
toriness : PTR) R34 2 /MK E (Neonatal allo-
immune thrombocytopenia : NAIT) & &2 FHEL 9 5
CEDBHLNIE 5 TWAY,

SEE, MMM EREZ L, BmEhR oW T
PRAEAR B & OB ORI % 5§ 5 & & H3
F L /MBS N O EHfi 1L,  m/NERE I 1 R
& 24 BB OMIEL /M ME (Corrected count in-
crement : CCDIZ X VAT . Wil 1 KR CCI MK
EOWEIE, REFNERICE 27 —APE v, —
¥, FEEIEEENIC X M/ IMGRA O E21E, 24
KERI1% 0> CCLAMEARC & il 1 Rgf %> CCLIZ 7.5 10%/
w LLETH D ED%WY . g ERICL %5 PTR
1, HLA $ifk=° HPA Hifk 7% EORIFHUADRIK & 72

132755, Z20% I HLA B2 Il TH 5. L L
RV % A9 % HPA Hufkd R/ D JE I & 72
5.

HPA HuEix, GPIIb/IMla, GPIb/IX, GPla/Ila %2 &
DI 7 > 737 1ZJRFELTE Y, CD109 FIZiZ HPA-
5 PURDSRAET 7. 26 OFUEICH$ % HPA Hifk
RIS % 720, RIETIEmBHUR 2 Hv: 72 Mixed pas-
sive hemagglutination % (MPHA ) 12X A A7) —
U ELAThRTWAD, HROREHIC X - Tid
WL 252 LhH 5. —JiWCRTIE, Monoclonal
antibody-specific immobilization of platelet antigens
% (MAIPA #) % Platelet immune-fluorescence test
(PIFT) % L8R K IV STV 5. AR TR BIE T
A Z W72 S ITh b X 927> TWn5BY,

CORERR A Z, BRI BT I S B i
PTR & 7 0, HLA Pufk & 3£12, MATIPA 12 X ) HPA-
15a FUfRDHRH S N7RER 2 BB L 72D THE T 5.
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F 1 RIBREHATT R

TP 6.3 g/di WBC 740 /ul
ALB 40 g/dl I ER 13.0 %
A/G 17 DINZAE 81.0 %
AST 15 U/1 HiER 30 %
ALT 15 U/1 f R ER 0.0 %
LD 181 U/1 IR LBk 0.0 %
ALP 208 U/1 IMERTERE KA
YGT 18 U/1 RBC 154 %10 /ul
CK 94 U/I Hb 59 g/dl
ChE 297 U/1 Ht 175 %
AMY 63 U/I MCV 114 I
T-Bil 0.32 mg/dI MCH 38.3 pg
I-Bil 0.30 mg/dl MCHC 337 %
BUN 13.8 mg/d! PLT 29x10° /ul
CRE 0.50 mg/dl Reti 14 %
Na 141 mmol/]
K 4.2 mmol/I PT i M:A 102.3 %
Cl 111 mmol/I PT-INR 0.99
Fe 131 pg/di APTT 294 sec
TIBC 247 ng/dl TAT) T 2880 mg/d!
UIBC 116 pg/di FDP <25 pg/ml
CRP 0.034 mg/dl
RF 5 TU/ml [ #pieer]
C3 93 mg/dl A% AL 31,000 /ul
1gG 792 mg/dl EAREREL 3 /ul
IgA 284 mg/dI iR
IgM 72 mg/dl Blast 836 %
Glu 108 mg/dI M/E H 0.09
HbAlc 6.1 %
EAIRERTINES <40 £ Blast ZIfiHTE CD13—, CD33-, CD34+
¥4 3 BI2 422 pg/ml CD41+, CDI117+
303 5.0 ng/ml
TJx)Fr 168 ng/ml

E B
FEBIIE 63 A, 2016 4F 9 A, BRI TR G IZ
(ZFER, PSR, ZCRREREE T 0 Z SASHBE. 1

Wrl7z. €2 CTHH, &7y 7t v & —I121i
IIMRPUEDREAREZ AT\, Day18 I2Hfk 2 fe i L 72

WA TR 2 PLIMERIRAD 2 G 72 728D, M BRI D - -
WEHIMN & o7z, IRIRIES D, WMLEZ L. BEAE DT oWER, HARTFALI® 7Ty 7 it >
JEIZIHFRE 9N & 2 & 72 L. i3 O 2 RhD Pk T, & —THEE SNz

ABAPUR IR S Mo 7z, WBRORANT R %
K LIRS, FEWRNMERGRD O, ARAI 2133
A 3% 5l b7z, HEUIMEIEE T, AR N/

1. HLA - HPA 21 E> J1&E
WAKFlow HLA B X O"HPA # 1 ¥ v 7R3 (Fik
BIHR) Luminex & 25016 % T PCR-rSSO %12 & b

C 238 { RIS CRAE I O IEER %2 K 8 HFHD 7=, FEER g L7z
D% LIEBleb ZHLTHBY, ITuxLtF Iy —¥ 2. HLA HifF#g®E

et d B, EMPUEIX CD13 - CD33 Bk, CDA1 -
CD34 - CD117 Btk TH o7, THHORHE LD, Bk
EORSFERME s (FAB 2008 © M7) &3 ABElR H
X ) R ASE (IDA+ Ara-C) B E 7.
Day0 & U # 1) 5% UARIERGLH, i/ MCRGE o Hinifin 73
frbN72A%, Dayll O/ MR (SN D B
A3z <, CCI 24 K¢ E7s 0/ul Td o 72728, PTR
MEEb 7z (#2). Day 16 O il /ML #%, CCI1
R 2 e L7z& 25 0/ul THolz729,PTR L

WAKFlow HLA $iifk 7 5 A T1({Hk#3%), Luminex
T 28 2 W TllE L 7=,

3. HPA HifARRE

a. MPHA ¥ @ i/ SR E A MPHA 7 L — b
% w7z anti-PLT - MPHA - 22 ) — >~ (BECKMAN
COULTER) I X D ifllE. HLA ik R D70, 7
T LB b,

b. Modified Rapid MAIPA # : Campbell & @i
(Vox Sang. 2007) 1220 Z#ll7£”. BECKMAN COUL-
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F 2 M/ )
ST 3
LT Wil MR (% 103/11) CCI (/i)
Lofiine| PLT s 4RELH] HALEL i £
ORHE) (L) i 1L 1 1 TR ] i 24 WA
1 TR 24 K¢
0 VRN 10 29 — 57 — 19,490
6 VA 10 22 — 40 — 12,530

11 A 10 5 — 2 — 0

13 VRN 10 2 — 4 — 1,390

14 A 10 4 — 1 — 0

16 RS 10 1 1 1 0 0

17 VRN 10 1 — 1 — 0

18 RS 10 1 — — — —

19 VRS 10 1 — 2 — 700

20 T VYA 10 2 — 1 — 0

21 VRN 10 1 — 1 — 0

28 HLA #i4 - HPA A4 (OB, HLA: (A24, —) 10 5 55 46 34,805 28,5640

(B35, B54) (Cwl, Cw9), HPA :15a/b)

94 HLA # 4 - HPA 4 10 25 75 72 34,805 32,720
120 HLA # 4 - HPA @& 10 6 32 21 18,100 10,440
157 HLA #4 - HPA #6 10 18 59 54 28,540 25,060

CCIL (/un) = H/Mdm#e (/uD) > AREER (m?) - #iii/ s (<101
CCT i IM/MBAEEL 2.0 x 101 il & L CTHfisE > CCL & 51
S L5 XL/ ASCHSC A ST L i XL/ RS & ] U AR o035 451& CCT 0/l & 3
H ar HLAE & -
RBC 2U SUHLPCIOU  HPAFE&PCIOU  HPAE&PCI0U
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14
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1 [RPRAEH & i )

TER ® anti-human GPIa - GPIIb/IIIa - CD109 € / 7
o — vk (TEA 2/16) #fEH L7z PURIE b5 >~
A7 x7% v MilgH% (K562) % w7z,

ERbLUEMmzhE

IR EE Y — 20T A HLA Suikhskh S/
BEOHLA 79 A1 ¥ A7, (A24, -) (BT,
B35) (Cw9, Cw7) T -o7:. HPA Hifko#HiIziZ 2

FFHOMREELH 57225, MPHA Tl
MAIPA #TldkatEThd b, HPA-15a 1Tk L THUASE
HUEDSEO NIz W, BED HPA ¥ 1 ¥ 2 7, 1a/a,
2a/a, 3a/a, 4a/a, ba/a, 6a/a, 7a/a, 15b/b TH - 7.
ZTOBROFRBE, E2BLXUPKI1IIZRT. Day28
W HIIETR & £ 9 55 BE D MM A 2558 6 117225,
HPA @A M/ MO MEEDSHIZ A543, HLA D A#EE D
I/ (O 2, HLA : (A24, —) (B35, B54) (Cwl,



HAIMAI B SaE e5% 49375

Cw9), HPA :15a/b) #%Fb#7=. HLA W4 - HPA
RIEAIZD 20y 53, Hiili 1 HFFE 2 o i/ M$i2 50,000/
wl B, CCI1 R IE 34.805/ul T - 7z,

HLA 5# 4 - HPA # 4 I/MKE LI, Day94, Day
120, Dayl57 @ 3 [al47bAL, CCI 1 WERfE - 24 Wy Rl
& DI R R Rl R A5 5 -,

z =

BUE D I/ IMIPTA A T, PURER R P 58
wHREOENT, AR VHEHREIE LD Z L
Wb, ToOiH, MNEKEREZEZEL, TRETH
NBHEBOREZMAGHLETEHT L EPREE L
WwekEhTns,

HPA PUERIE, ENFia Bl e b RO R PURDFE
oML, XINERBEEOEV OE aflE EHIN
THY, %< O HPA BURIZBWT, Wi a o %H
BEREW. —F, Lo, BARARBILE 217 B
BT 5 HPA-15a - b DB THEICRKV X4 <, a/a
23.5%, a/b 52.1%, b/b 244% T - 72 L Wi L T 5Y.
Sz UL, HPA-15 Jiik2s A S b gk, il
® HPA Hifk & D & w2 E TR ENS D5, KFTO
MR, 20 Ho—o 8 LT, KITELH
WH D HPA BUED 2 7 1) — = o Z#iAsia, M
W% 7L — b EICRERE L7z MPHA 305w 5T
WD EMBETHNS. ZORFETIE, 7L — b Lo CD109
HHR I % <, HPA-1S PrikAsheih S 1 WA
5. T2 HLA PUADB AT 256120%, 7aad v
ALPRIZ XY HLA $ui & BrZ: L 72 1T, HPA HifkofE
Wb b, ZoOk, HLAPUE & [ AL HPA-15
Piid 7 oo JUBIC L 5 BB 2233, bk
PeoTLE) I EDEW, HPALS FF VA7 =
7% v MBEEOPREE ZN ST 5E ) 70—
FIVPURZE T, HPA ik %179 MAIPA
FEOWAE T, MICEE L CHUEA L, FERt
HROMIATEETH 5. ABNIBWTH, MPHA T
137 < MAIPA T HPA-15a Huikdshrii S h -2 & A
5, 4tk T S 7z HPA-1S Yk 2 itk 2 7 1) —
SV TIEDLLEMEN DL EEZ SN

#F12 PTR % NAIT Ol T HPA-15 Jrfkhsth <
N7z & DOHEEDH 500 HLA Hifk % & o BB
WA T LI LWL L, ZTORMRNEIIHES H»
Ero T, FEE, HPA-15b Puik A BB x4
% HPA REAIMAERTdH - 7R & N TH - 72
FEBI L ARG SN TE Y, WMAIRIIESDE S
N57. REITIX, HLA #4 - HPA AN A 597 bH
N72H5, HLA 4 - HPA @A & Rk o i ghH s
RO BT,

FIAT% < W5 s HPA-la Hifkic X 5 NAIT Ti3,

609

UE U IR I 722 & O T8 7 IRk &2 5297 HARA
2B\ % NAIT T3, HPA-4b HikoMiiR s b5 <,

KT HPA-3a Hifk % HPASSh Hifk b B0 S5 Tw
BP0 S Sg A M/ MRPUR Z E - E i & E GPIa -

GPIIb - GPla RiCdH V), ¥ ZOFEBlm A 124
%2\, —75, HPA-15 RS RAES 4 Ifi/IMiE o> CD109
FHEIIIMAZERD Y, £ OYEZORIE IS
BWEEINL T LS, Sl 2 AR R I E
G2 7-mRetd H 5. M/MUERFNIZ BT % CD109 F3
I A T, HPA-15a Bufflfi oWl E b, il s % H)
Wrd s ECEERERE LS. SHROIEFNZEAER,

TRNTAS % BRET 5 2 & T, HPA-15a iAo PTR (2%
THMKRMWERG L VIR L2 bDEEZONS.

B

CORE, SRR EIEEE SN 5 F vy A
MR LR PTR & 722 ), HLA $ifkB X UF HPA-15a
PURDH S N7AEBI 2 HE5R L 72 ARBITIE HLA iy -
HPA A4 /MG L C b @R R A0 S 7278,
PTR \2x19 % HPA-15a HUADIIRIVEFRE X D WAL
T A20121F, FRUEFHOERPLETH 5.

FH O COLFIR + R LI FNFIBE L CHICHE 2 L

R - BB S MV MUBHS 1B L SR W22 & £ L7ade
R v 7 = Ty 2k vy —
BHLET.
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CLINICAL EFFICACY OF HUMAN PLATELET ANTIGEN-MISMATCHED
PLATELET TRANSFUSION IN AN ACUTE MYELOGENOUS LEUKEMIA
PATIENT WITH anti-HPA-15a
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Tatsuya Akishino", Taeko Kitamoto®, Keiko Kasuya”, Yumiko Inui® and Atsuo Okamura”
"Department of Clinical Laboratory, Kakogawa Central City Hospital

“Center of Advancement of Community Medicine, Kobe University School of Medicine

“Department of Nursing, Kakogawa Central City Hospital

"Department of Medical Oncology and Hematology, Kakogawa Central City Hospital

Abstract:

Alloantibodies against human platelet antigen-15 (HPA-15) residing on CD109 reportedly cause platelet transfu-
sion refractoriness (PTR) and neonatal alloimmune thrombocytopenia. However, detection of anti-HPA-15 antibodies
is difficult using the mixed passive hemagglutination (MPHA) test, the most popular method for detecting platelet-
specific antibodies in Japan. Furthermore, concomitant expression of human leukocyte antigen (HLA) antibodies
makes anti-HPA-15a detection using the MPHA test even more difficult. In this case report, we present the case of
a 63-year-old woman with acute myelogenous leukemia who had HLA antibodies. She developed PTR during chemo-
therapy, and anti-HP A-15a positivity was identified using the monoclonal antibody-specific immobilization of platelet
antigens (MAIPA) assay. Transfusions of platelet preparations from random donors were not effective. However,
HLA-matched and HPA-mismatched platelet transfusions were clinically effective against thrombocytopenia, similar
to both HLA and HPA-matched transfusions. Further studies are needed to evaluate the clinical significance of anti-
HPA-15a antibodies in PTR.
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