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MPHA ;ER U AHG-LCT JEIC TIREAEETE HLA F{FICER 9 2 M/ ViRE I AES

Case Report—

W B MR RIS

wH o kA

MM KW RHE

AN HLA ek X 0 /MR NA IS (PTR) % k7z L7z, BEIED v 10 A2 RAERI 2 #85R L 7=, 2011 4F,
FI RS CHFAEA BVEEL G O 72 D AF AN H 1 CTUBE~Tnbt & 72 - 72, MNGIRIE /MK (PLT) $6 1 C BT 7 #i
MANFE %2 15T 7225 16 9 H DB, PLT #ii#212 UiE WIS E /IS gL 1 BRI (CCL-1) 253 I e Al &2 5 L,
FIEFIIEN O PTR % 5> 72, 22 9% H O S TR A Eii L7- & 2 5, ez HEEDE (MPHA) &
e a7y v-) YoSERAIAGERER (AHG-LCT) (2T HLA §iff, HPA Bk TR O BIETH - 7278 H0k
¥ — 2T HLA ik (BUAREE R4 © anti-HLA-A31, B51) 2% & h7z. 2o, FFH—38% PLT 7213 HLA
WA PLT &1 130 HiAL (12 bag) 2SS4, K& CRhH 254 S 7z,

W &AEAS %  PLT SR iGHBIAAH LB AR <3 HLA YUK EE SRS, X512, ZOHAMENITH -
TH PTR 23k L5,

F—T— R &M HLA Stk /M nAE (PTR)

IEC &I

I/ MEERITASIS (platelet transfusion refractoriness :
PTR) &SI ME (PLT) #4729 8L 722
MR ORI Z D WIREA IR L, ZOJEINIZIE
HLA Pifk= HPA JilkS 0 iE s &, JEthyEs
MEER DB 5. PTR OB, #iE /Mg MEL (corrected
count increment : CCI) Z%&H L, CCI-1 Kl (CCI-
1)7500/ul Vi % A%y, &A% e =K &3k
WS 2 HEEH L. CCL-24 B (CCL-24) 1% 4,500/
wl PLEZA#RE T 5. HLA JitkAB5-3 % PTR O#t
HHNIEZE < B0, Al 2 M/ MEBUR R A O i &
HLA # 4 /MR (HLA-PLT) ~NO B2 758 ) B 2 H3E
F LW,

HEAEAS 2 < AR C¥n o> PLT Hiic & b sk s
NGl HLA $UE2S PTR ICH G L2 E 2515
SEB % B 5 & e CHE T .

ERI & %8

10 fE & WL, A % RhD Bk, &1 JE 22 L. 2011
£ 1 @, SBREE B L, 5 HICERANERHI TR
MERHA (WBC 2200/ul, Hb8.1g/dl, Plt3675/ul)
RO 7. HIE THiAT S N8 Bg T, B REE
B CEREAMIE#L 24.250/u], ERERE 0/ul) 2580, H

MR IR 7 {, MERARED LTI TH -
7o, FAERREEMASE DTz, 6 A, J88
DIORENABE & o7z, Bz B 7225, 1) %
FIRE IR < HF AR 13 72 <, —4 9% H 2 PLT 10 HA7, ARin
BRI (LLF RCC) 2 HAZA%IN S 717z (RCC Dy
I HEAE) . SEBMERF R BRI AE & Bl &, AR A
RZNSLOPEH (TIHYY, 73T T,

YR/ FINTERN) R y-raTY) vt
ENTDREAT, 6 HARITKA I H 19T 24 pe~tizbi
ol WEREZE7ZF VTV OROKETH-
72, BAYED A7) — =V ZIZTT ARIVE N AP
Fett L7279, fmkft 4mH LX) HERED I )
77 ¥ yF MU A (MCFG) 2#%5-L, 7#HIC5%
LB L 7. MR OB - ) A — il 1.0 75 /ul % M
2L T, 3, 4, 11, 16, 17, 19, 22, 24, 26 %% HIZ PLT
% 10 AL AN S 17z, g ER P o720, fifk
LT Faxry Yy @ik A 3 V4, 22/ HIX
v Fogansvy (A7ruAf N B 8h-Eh/z. 3,

4,11 9% H TIZERIR AR X 0 fgh R Sz & Bb
NDBN, ZOBRBEPERL, BIGEOFHRIBES
N7z 20720 16 i H > HHAEFOMRE L 77
YOG b LA L 16 9% H o PLT i,
S L HIZ CCL-L i 0/ul & FW Al %R L7z, 38

1) 48 U7 B R R 22 B I s el i - RS Al 6058 B
2) A IS IR R RS g R B YE RS P R
(ZfFH 12016 43 A 31 H, %¥H :20164£ 8 A 17 H)
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BUX 199 H T CHEBE L, 20 9% H 12— B L 7278, 24
5 H o> PLT i f%  FFEE S 2, 3 HACIZfReh L7z 22
% H @ PLT #iifil ¢ b xhFid 7% < (CCLI-10/ul), s
R D PTR 238k L7z, MM 2 920 L 72
& 25, RAEZHEEEMPHA), ik b a7 v-
2 SERGH A S B (AHG-LCT) i& HLA $ifk, HPA
PARCTN DTS - 7248, d ¥ — AP ¢ HLA
PRI S, D OPURDIAEATRIE S /e,
22T, FF—#EPLT (7 ¥ APLT ) LEH
HLA M & —% L7z PLT) ) U HLA-PLT &f 130 H.47
(12 bag) ZWIM L7722 25, KD TRIRZRD .
%72, RCC b5t 22 Hifz (11 bag) it &7z, 309 H
A5 HM, e FaFrs vy FHieary I vH) &2
FUTLF=vury (A7uAf F4l) ZRidedis LT
SERIHIERE [(Pie Ny g a7y o
(ATG) + ¥ 27 v AR ¥ (CyA) ] &iT- 7. ZDHM
Rixeess L, 113 9% H o HLA-PLT #iifi LR PLT #ii
F5Z k&<, 2012 4 3 HIZBEE BUE, Hhk 7 + o —
L oTWnW5h.

BEHE

1. VMRAEBRERZ 7 U -2 TRE

1) Hie brua7) =) CoSERMN ERER (anti-
human globulin lymphocyte cytotoxicity test : AHG-
LCT)"

BEPNCTERIL - 43HE L 72 6 Ao> HLA BIBEAI S ALY »

# 1A AHG-LCT H7¥A4 V1) ¥ 738ke HLA Huliihy
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NER(F1A), AHG(PLe b L« LA 7Y Fhifk -
Dako), #iifk (HLA Class I Rabbit Complement : One
Lambda) % vy, Sk L 7.

2) RG2S 54T (mixed passive hemagglutination
test : MPHA)?

anti-HPA + MPHA - 7$4 )V (BECKMAN COULTER
) Z W (£ 1B), WACEICHE- Ty oo F
BORH AV BF MG 2 OGS €72, £/, 7
0y — Y BGMHERDIzD, RLHSE VI, 2, 4, 8
AR L 72 B Il % Ot 2 ¥ 72,

2. BINRE

1) Luminex®¥ A 7 A & FIH L7-#06E — Xk

HAFRF AR 7oy 7t v ¥ — (v 5 —)
\2°C, WAKFlow"HLA $ifk 7 7 2 TI(MR) (#7k 3k
A&t MR) & LABScreen Single Antigen class I(One
Lambda 1) (LABScreen) & 27z, #no HLA $iifk
A7) — = v TR L OV AR R e AT & Fa it L7z,
F2BENTEH, MR & FIWIRA SCEICHE - C, MR IS
BEBUEMIE O HLA KRR E (main reaction in-
tensity : MRI) Z##2 L7-. MRI &1, by — Xk
2Tl b i < BRUE L 72RO 50% L o> RS fiE
RO EPURRE O METH 5. 7B, LABScreen
DHIEHRE L MR ©® MRI D% v o+ 7 ZhZh
1,800, 2,000 & L 7-.

2) BEHLAY AT

¥ = /% —F HLA kit (#4580 2 v,
polymerase chain reaction-reverse sequence specific
oligonucleotide (PCR-rSSO) #ETs A ¥y 7 L7,

3) ¥ B BURAG &

e HLA BEHEMRGE 2 2L, Y74 L4 b+ — (dithio-
ane 0. . ~ S S e
A B Cw threitol : DTT) QLB K OSARALBLIm G & B ik
1 24, 31 55, 56 4,9 FARAL, SR T 10 435S M OSB3 i A 8-
: b B oo 60 7 HIHHL 7 v 7Y Y ABRICT, M i h o5 B
4 2, — 39, 62 7. 4 jﬁﬁgﬁﬁ (IgM &U“IgG ﬂ) %fﬂ“%l/f:.
5 24, 26 61, 51 10, 15
6 11, 33 54, 44 1L 14
# 1B MPHA /83 V7L — b @ HPA KO HLA Hilsifl
Panel HPA-1 HPA-2 HPA-3 HPA-4 HPAS5 HPA-6 HLA
L Nak®
Initial |5\ | 2 | b | a | bl al|b|albl|alhb A B Cw
A + oo+ | +]ol+]o]+]o]+]o0 + u, — | 7, 4 5 7
B + o |+l + o]+l +]o]+]o0o]|+]o0 + 2,2 | 35 3 | 97
c + o | +lo |+ o+ +]+]o0o]|+]o0 + 2,31 | 3552 | 4 12
D + 0 + 0 0 + + + + 0 + 0 + 2, 24 60, 61 10, —
E + o |+ lo | +]ol+]o]ol|+]|+1]o0 + 202 |30 54 | 17
F + o+ lo o+ +]o0o]+]+]+1]o0 + 11, 26 | 61, 54 | 1 10
G + o | +lo |+ o +]o0o]|+]o0]|+ ]|+ 0 26, 33 | 6L 44 | 10, 14
H + o |+ lo o+ +]o0o]|+]o0]|+ ]|+ + 2% |62 7 | 1.7
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= 6,000
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° I A\ @ » K\ R
5B
X1 MRIZ&5EHMGETO HLA FUARUS®RE (MRI) ORFZAL
MRI D v b4 7% 2000 &5 2
9 9% HIZ O ¥ — X2 C HLA PifkRigiio 720, MRIIZ0E$ 5
B R

22 9% H o BF % <, AHG-LCT K%, MPHA 7 1
O3 R ORI SR OVEEYETH ), HLA Pk,
HPA Btk wFndBEiTch o7 Lo L, MR KO
LABScreen (& ) HLA Juff (BUARFFEYE @ anti-HLA-
A3l, B51) OFFEDSMHER SN (£ 3A). C Pk
AR E N o7, 72, MPHA T 71
V= VBB OB IT o 720, TRTEETH-
72. MR #H\729, 22, 53, 81, 93, 114, 148 H D
HUREIME O MR 229 H 2 ¥ — 2 & LIREEIIKT L
72(#£3B, K1). 72, 81, 93, 114 %% H ik Tl
HLA-B39, B60 Zxf L ChEgkmtkarL7z (7F—% %
L). 20k, #2812 1 1003 E Tl MR R
(MPHA J.O° AHG-LCT) 247 - 72%%, &% @L <
1EED Btin L o 72,

¥ HLA PUEELZ HLA-A2, A24, B55, B61, Cwl,
Cwl0 TdH - 72. 77, 134 9% H O BHEHL B Pikiffii, IgM
K 256 1, 128 1%, IgG RI%& 16 1%, 8fTHh - 72.

£ =

MM T AR O HLA HUROMIREE 2o\,
MR & FlowPRA & [il #2 £, FlowPRA (& M-MPHA
D 4450, M-MPHA & MPHA X ¥ & & ", MPHA
& AHG-LCT @ 8 f5” L o#E2H 5. L1 X b, HLA
PR OB 1T, #06 Y — X313 FlowPRA & [FAREE
T b EN, K\ TMMPHA, MPHA, AHG-LCT
DIETH 5.

MPHA IZBWCTHABRIC L 5 7a Y — B on

REPE % Bk, A HUILTE % W C MPHA % it L 7275k
WTHholzZ &b, TNEBEIN. B, Mk
EATFLLE L CTE 5T, fiklEGo 7oy — Bl
FEHRETE R,

PTR OIERIEFER & LT, Wi, F82, EIE,
VIR, 2 I 45 PN 5% B 5 7 (disseminated intravas-
cular coagulation syndrome : DIC), #HH| (7 AFKT1)
YUYBRNYARA T Y) ERDH L. WO IR
WEBRRENL D 57216, 22 HITB VT, BRI X
DGO L PE, DIC 1370 %h -7z, 169K H
REDD - 7203 37C GOMBATH ), 31T LHEIT
Twbobllbhs, 72, 2 HOBEMRIKL D EIA
BIZTT ARV EN ZAPURI B S z208, Ay b F
TA YTy 7 ZA051Z L, AV 2HHD 05 Tho
TARER T, BPIBECTH-2LF2 5. F72,
PTR Db APEREEDOMEIH T e h o7z Do
M &Y, FEREANERD PTR B E S N,

i PLT @ HLA PUsI & #insh# & o BEkic->
WK L7z (6 2A, B, M 2A, B). 22 9% HoliiE
X )R X N7z anti-HLA-A3L, B51 1283 A PUE I,
HLA-A31 %% 3 9% H o4 Bl Al & CCL-1 OFH R
fili % 5867216, 229 H o difil PLT (2, 7z, HLA-
A51 % 3, 22 H Ol PLT I2RBEhTwiz, L7z
o T, TNHIE N —55 HLA B/ (donor specific
antibody : DSA) TH 5 &% z b, 39k HIZESE - bt
RREA: S 7=l et ATE .

¥ 72, DSA L oo = 5 L7z HLA-A31, B51 DAt
WL ODORFE — X T S E /R L7z (F 3A).
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#2A HLA BUREELEL 5 > & 4 PLT o> B %

I MM (X 10%/uD)
PLT . HLA Holsiz FERL DL CCI (/)
it H il IRTE HifiL /RS L N Ll RES
(wH) (x10M) Lot
A B Cw 1 [ 24 K54 CCI1 | CCI-24
(%) A (+) — 2, 24 61, 55 1, 10 — — — — — —
(BPE) —4 | A (+) 10 UN UN 0.8 — — — —
®3 A (+) 10 24, 7, 7, 14 227 09 — 39 — 13877
@4 A (+) 10 NT 258 39 — — — —
®11 A (+) 10 24, — 7.61 710 259 04 — — — —
@16 A (+) 10 2, 39, 61 7.8 223 06 06 — 0 —
®17 A (+) 10 2, — 46, 54 1, — 228 0.2 43 — 18,882 —
® 19 A (+) 10 NT 265 0.2 — — — —
@22 A (+) 10 24, 7, 7, — 243 0.3 0.3 — 0 —
®24 A (+) 10 11, 26 56, 61 1, 10 276 0.2 26 — 9,130 —
©® 26 A (+) 10 2,26 60, 62 4, 10 228 0.3 14 — 5,066 —

CCI (/D) =i/ (/u) < RRmRE (m?) + /s (<101

NT : not tested, UN : unknown

[ 30 Y — RIS T 229 H O B MLE & ) Bl S 7z HLA SURIShis 3 2 s

CCT 1Z FE B O it M/ MRS EU 2D TH

#22B HLA Hulsi#l e Fo—48% PLT % 721% HLA-PLT HilfiL o> B 1

N MR (X 10%/uD)

PLT HLA $uJ508 FRE DI CCI (/ul)
it H il IRT& Hifir iKY ST e's i %
GRH) (x101) 4 L

A B Cw 1 R 24 5[] CCI-1 CCI-24
(B#) A (+) — 2, 24 61, 55 1, 10 — — — — — —
28 A (+) 15 2,24 6L, — 9 — 352 0.3 58 — 16,406 —
@ 30 A (+) 10 2,24 54, 61 10, — 2.89 40 — 75 — 12716
@33 A (+) 10 2,24 61, — 10, — 281 39 — 6.8 — 10,836
337 A (+) 15 2,24 61, — 10, — 2.99 — — 6.2 — —
@ 49 A (+) 10 2, — 60, 61 10, — 244 04 — 58 — 23,238
1 56 B (+) 10 2,24 54, 61 10, — 2.66 13 79 — 26,053 —
16 64 B (+) 10 2,24 61, — NT 263 15 6.8 — 21,160 —
@73 0 (+) 10 2,24 61, — 10, — 294 09 59 — 17,857 —
® 81 A (+) 10 2,24 54, 61 1, — UN 1.1 53 — 22,050 % —
®91 B (+) 10 24, — 60, 61 7, 10 2.04 15 5.1 — 18529 —
@099 0 (+) 10 24, — 54, — 1, — 274 18 6.9 — 19544 —
@113 B (+) 10 2, — 6L, — 9 — 241 17 31 — 6,100 —

CCI (/ul) =I/MRBINEL (/ul) > ARERRE (m?) -+ #ilui Mg (x101)

NT : not tested
CCI (X F2RE i L MR EU S FED TR

* 0 EBROEMUILMUE AT D720, 20 <101 8 & LT o CCI & 5

#F 3A DOT/RTHUEIEZ HLA-A3L &, ATRITHURIZ
HLA-B51 L HUERICHEIE b — 72 H T 25 TH
%729, LABScreen |2C anti-HLA-A31, B51 & &7
KInxmL7ze#E2 5. HaAIZ, 819 HLARICEEM
4% 7R L 72 HLA-B39, B60 $uJs b, HLA-B51 & el o
IV F—=7%8D. 24, 26 H 1T HLA-A31 & Il
TV —7%F0 HLA-A26 %49 5 PLT 3l S
725, 24 T HAXARD, 26 % H Tl CCI1 1dE#x 4L
THES72b0D, HHHREOREERLI.

PLT Y] 0 ¥ #, 28 Wi HIZ N+ —F5% PLT 15 HifiL
(1 bag), D% 113 9% H ¥ TIZ HLA-PLT #f 115 HifZ

(11 bag) AL 4, CCIIZ X % ZHliIC BV TRED
TR 2 $ %2 38072, £72, MR 12T HLA itk
WERkGE L TR S 7228, Pl o 22 7w H % ¥ — 2
IZ MR F 10 % 78 LR o il 54257 205 72 2
ENS B (K1), HLA-PLT o FHEDS#ED SNz, L
7235 T, BMEIMET O HLA Hifki2 X » PTR % 3k7-
Lzt Ez615.

113 % H Ti& CCI-1 256,100 &, HLA-PLT it THi
—3EH 2D LT M 72 HARAND 7% (/MR EE T 1o
ABO BUESIER M S FILY, 512, OB A
RIFEF T ABO ANif PLT #illiLlc & 5 PTR Ol
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- 30,000

—— [M/NiRZk  =m CCI-1 CCl-24

| BTy @ﬁ*‘ﬁ%fib I maxm

PLT &

/MR % (x10%/pl)

@

@

4

=

- 60,000

40,000

CCl(/ul)

20,000

- 7,500
[ 4,500

—e— /M3 mECCI-1 CCl-24

Yuzsy Loese [ ners

PLT#i

X 2

A) 7 % 2 PLT il %o MM OHER & imahit, B) N+ —4% PLT 7213 HLA-PLT #iifn 2 o M/ MR O 342 & i )
CCL (/un) =M/ (/u) xR (m?) = @i oe e (x101)

CCT i3 FEBE Dl M MBI & T

* L EROEIMMNMEEEAHO 720, 20X 101 e LCTHED CCL 25Kl

bHHTENLY, PLA, PLBIURICE S PTR %8>
7z, 11395 H ol A BEZ 2 L B # HLA-PLT
TH o7z, BHOPB LAl IgM # 128~256 £,
IgG B 8~16 f5 &, 1gG BUXE Il CTDH %A%, FF—IiL
MRZERT Lo BHUE L UG L, PTR % k72 L 7= W ietk
DEETE R, F/z, PUMSEERAPERIC L S HLA-
PLT il x5 OB S H 0"V, ZOHE 113
MRG0 B 36K, 2RRIB S OEIMEITER %2 £ 5
CENHHH, PLT W OBICHIRIETTFR S h, Hi
M E AP D RERDZDAHTH 5.

F+ —48ZEPLT &, wWhH W % HLA type&screen
(T&S) TSNS PLT L&ELE2 5N %Y.
A 1 Mo ADOEFE TIE D - 7228, HLA-PLT Ak,

B2 R 2872 i, A2ETLIEED
B\ E 7 1 Ay F B ML ASA T2 541213
FHTHY, BHEAPELIZ FOBRIZH D% ST
H59. L L, HPA Pifk% &7z e hiikie £ D 1§
BENDD, TEEMTIEREY 7aRT Y F
HEBTREELEbND.

PLT 10 AL o &4 MM (DU EH ) OB
13 20x 10" HLLETH 5 A%, EBEOEHEIE bag Tk
W%, W, EBOEEBITDLI S RWzD, i
MR 2.0 x 10" & LT CCL #5545, 2D
FE, EBEOCCIERKELEHET L LDDHY, 20
FHNIFEHWTE LW ETI2EALH LY. A1, L
v — X Dl PLT @ HLA JURE K O EBEOEA
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KA 2WHOBEFMFBICBI 5
LABScreen {Z TRy % 7R L7z € —
A DY & OB

Allele Specificity Specificity HOERR
B*15:12 A B76 9,556
B*44 : 03 A B44 9,090
B*44 : 02 A B4 7782
B*45 : 01 A B45 7.384
A*30 : 02 O A30 6,291
B*78 : 01 A B78 5718
A*30: 01 O A30 5,644
B*51 : 01 5579
A*31:01 [A31 5424
A*66 : 01 O A66 5,309
A*25: 01 O A2 5277
A*26 : 01 O A2 5223
B*52 : 01 A B52 4922
B*51 : 02 4,707
B*53: 01 A B53 3980
B*15: 11 A B75 2781
B*15:13 A B77 2,646
B*15: 02 A B75 2614
B*35: 01 A B35 2535
B*82: 01 A B82 1.997
B*37 : 01 A B37 1.890
A*33:03 O A33 1.834

HOLMED 7 v M4 7fii% 1,800 £ 3%
[1:DSA Lo % B L7=HUR

O : HLA-A3L L 3LloHiE =Y F— 7% 4
SRR AN

A CHLA-B5L L LEORELY M — 7 %245
% A7 OB HLIER

DTGRP % 521 F, IERE%R CCI B I LEF i< & 72
(£2A, B, H2A, B). &gl L 72 10 H.47 PLT
18 bag D EH K 204~2.94x 10" 8 &, bag FITKA X
BEEDVH o7z 24 WHO 10 B PLT o6, &H
276 X 10" H THEE D CCI-19,130/ul TH 5 DIZxF L,
HEF D CCI-112585/ul &, Wi I AR Y 7 TEBEATA &
nr-.

FIMERBRZ 3] (A BREAD) OB A XV JEE
BWER %2 & 72 5T HIMEROBANIHIR L 7225, 2B D
HiBE % A 5 B#E T3 HLA Hilko 152 Bk < & 7%
WZELDHDHY. FIBEO L WEREIL, TNeaT 48
F AP BR AL X 5 HLA YUk BiER 5
WAL, HLAJUREEA IR T hTH 2P, 4H, PLT
B AT R 5% G 5 M H, #Imldgins 5 20 H &, It
AR T PTR 23k7- L7z, DTS, HRED 2
WM B OB 2 61C4 3 M H, 4mH® PLT
BT HLA HifKIZ & % PTR O#ERH 0 'Y, Bk
PED 72 BT FIRREH] o i il C [R5 Ik A ke
ThHZE, Fim HOGY— XETORMRITRE RIS
fili> HLA RT3 PTR K72 L15A 2 LAVRIES
7z.

AFEBI IR, MUPBETIX PTR = k7- L7 B& IR L,
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# 3B MRIC & 2 BF MG o HLA
Pk ROBEREE (MRI) ORERENZAL

i H MRI
9 0
22 6,349
28 6,319
35 5244
44 4857
53 4,552
67 2,589
77 3,652
81 2977
93 3.261
114 2987
148 2,302

MRI®7 v+ 7 iz 2000 &5 %
99 HAF BB ¥ — A TRIC T HLA SifR R
o7z, MRIIZO &3 %

MPHA KO AHG-LCT & [flFIiZ MR $ FEL T 5.

#w B

BEAED 7w PLT WG f A L i o &
HIZBWT, Iyl HLA Jufkh i S PTR % 3k
7zL7.

ZHO COL IR @ AR CRENEICHIME L TRICHEZR L

i ¢ @i PLT M OF HLA-PLT 122\ C OREHR L% Ol
BN S 72720 7 HARR 5 7 1 v 7 it
V=R LET.

X B

1) M fil: HLA class THUABIE & SE22 00 1 MO
MASISHEBI DT, M5 HAMIE G2 - il
PPt AR E R T B R BCE RS, P 18 AEFE H A
MFGE AT 8 HLA BB ## B2 7 F A b,
H AR @ A 152, 2006, 21—30.

2) THIRHE, MEEAET, GEERA, il iR A% S
B (MPHA) TR 1 2 005 libt HLA $ifkic X
S M/BIIA S, BEFARAE, 48 1 1007—1014, 1999.

3) A ML AMRHIZE, KM, Al SRR
MUASEEEE B O FFEHT— I MR LA A 18] Lo 72012, H
AR 4xEE, 510 520—529, 2005.

4) Johnson AH, Rossen RD, Butler WT: Detection of alloan-
tibodies using a sensitive antiglobulin microcytotoxicity
test: identification of low levels of pre-formed antibodies
in accelerated allograft rejection. Tissue Antigens, 2:
215—226, 1972.

5) Shibata Y, Juji T, Nishizawa Y, et al: Detection of platelet
antibodies by a newly developed mixed agglutination

with platelets. Vox Sanguinis, 41: 25—31, 1981.
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6)

7)

8)

9)

10)

11)

12)

H62% Hen

PR RAH, w0 JL, W 95, L Luminex ¥ A7 A
A U728 72 2 HLA $Ufme i 1538 o 5Pl Mgl
SE 2 32 Inl H AR SE A b 2 APEkaR, 31 - 204, 2008.
BRI, L G SUEPSERL b i MREIA IS
(PTR)B#ICBIS 5 antiPLT - MPHA - 227 ) — V%
V72 MPHA % & M-MPHA 3 0 B3 J OSBufddii o
W HAE MR GRS 08, 56 0 692—696, 2010.
El-Awar N, Terasaki PIL, Cai J, et al: Epitopes of HLA-
A, B, C, DR, DQ, DP and MICA antigens. Clinical trans-
plants, 295—321, 2009.

Ogasawara K, Ueki J, Takenaka M, et al: Study on the
expression of ABH antigens on platelets. Blood, 82: 993—
999, 1993.

il AL, GO, eRE—RE, i LA - B
B HURIC & % HLA 845 M/ AN IS O fEAT . LR
3, 29 1291, 2006.

THRRE, KA 7, @il ), il @E i
(2B B I MR BRI E T & I MBI s o B
EVE HAREIASEE, 40 @ 644—649, 1994,

PERHER - e HLA YUK : HLA ¥4 7&AZ ) — >

13)

14)

15)

16)

17)

18)
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PLATELET TRANSFUSION REFRACTORINESS DUE TO LOW-TITER HLA
ANTIBODIES BELOW THE DETECTION LIMIT OF MPHA OR AHG-LCT

Rie Hikichi", Kinuyo Kawabata", Yumiko Kurosu", Hiroyasu Yasuda",
Mitsuko Akaihata”, Atsushi Kikuta® and Hitoshi Ohto"
"Department of Blood Transfusion and Transplantation Immunology, Fukushima Medical University Hospital

*Department of Pediatric Oncology, Fukushima Medical University Hospital

Abstract:

We encountered a case of platelet transfusion refractoriness (PTR) due to low-titer anti-human leukocyte antigen
(HLA) antibodies. The patient was a teenage girl with aplastic anemia admitted to our hospital in June 2011. Initially,
good responses were obtained with random apheresis platelets (PLT), but from day 16 (the fifth platelet transfusion),
we often observed low 1-hour post-transfusion corrected platelet count increments (CCI-1). We suspected immu-
nologic PTR. We detected low-titer HLA antibodies (specificity: anti-HLA-A31, B51) by bead array technology in pa-
tient serum obtained on day 22, although we did not detect any anti-HLA or anti-human platelet antigen (HPA) anti-
bodies by the mixed-passive hemagglutination test (MPHA) or anti-human globulin lymphocyte cytotoxicity test
(AHG-LCT). Generally good increments were subsequently obtained by directed-donor and HLA-matched PLTs
(HLA-PLT). HLA antibodies developed in spite of no presensitization, in a relatively short period after starting PLT

transfusion therapy. Moreover, the antibodies caused PTR even at a low titer.
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