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HLA AR E BE OEFFEHEAES]

1] S N TS R < DTve = v Sl P SIS F -
R REY ORE BEY A EY mE BN R A

FRALZ BV CTRED HLA Pk 2 R 256, BHR OWMHEHEORRE L 20, Fi2) ¥ 585krna~y F
(DCT) Bt TIIERE 2 E 9 5. 40 HLA Sufkf/A @ 50 A 2% T ABO 4@ G222 DCT Btk o AR 24 % 4%
BRL 720 THE S 5. UM & 2 S, BRI IS TYBESVR~ABE, AR 29 < hrz.
ABO A G A CHL B Piiifili & 713 % 72O RBHIRTIC 3 M O MBESSHRD: & ) Y 9 212 X 2 Rk 9 S
N7z, BhEY H &A% 4 8 H O fi/IMGRA 26 L PC-HLA #IiL2SH 3 Tdb o 7225, T-Bil DR 2 AR S
., 8 HDIM/IMGEA T3 PC-HLA @il %R 35 50T, £ ORFALEH N THIMAE & % ) L TR E %25
7z. ABlE ABO Ailif3702 HLA BURRARBHLT, X 0 s ik o a7 5 i 2 5860 7 7 o 72 W
12EEz o7z itk 8 8 H LA M/MURIAIS Ti&, MMM RERE (TMA) »5%Ebh, #IZimatk
M/ABGERA TR (TTP) O shizZ eh s, BWIMOMBIS & M/ MURD 2 &EOJFRIZOW TR L

SIS 2 ED > 5 L Bbh7z.

F—O—RHLABUE, V> Bkrax<y 5, AR, IARMERNLE R ERE ADAMTSI3

4% 55 Il H A - ML iR A S HE T

IEL&IC

R IZ 55T HLA HiiRiE, EYWiER ABO IR
R ELIITEBERTROMBICEE L2 2 EELRNR
Fol12EEz 6N, FRICBMA OO JERE &
o TwaAY, FBHEZ 2T 5 BEM HLA fifkz A
L N+ —® HLA $iU & JUS T 28556, igoatk 7
TEPEHEM OGS OBENE S b L E X BTV 5.
72, BN O ) 2 B PIHIEGEC X D HesE LAz
IR BRSBTS, BF o HLA Hifk e
Bt L7 HLA & o3 EIfi/IMR (Platelet concentrate
HLA : PCHLA) AR E B 5. S0, K=y v
8Bk & UG % HLA $ik (Donor specific antibody :
DSA) Z#E¥ 5 BEICBT B ERITFRRRGER % 5
L720T, 5%0OFEDLEZOTHET 5.

iE Bl
BFL, 50 AT THRIMIE I3 <, HEIRIED 3
mld o7z, FEEE LTREBICBROBALDH ), i

Z 2 AERNICHRETHE LT\ b, BRI, 2005 4F 6
HAZH R #4e% HA UASEE, I H o 72 0k T,
HEK S B IR & M AL A 2 & DGR A B IR
EWFHEEE SIS Tnw/z, BRELTTVva—
MR E, ACREETFRISEDNL, 7ut3I B
Xoa¥n s 52 b YWIRIC X O NRHGEED T DR
7. L2 L, WEEEIED SN W0, FESH
16 HIFRBMH I CTUBEDONBI~ABEE 2D, 9H6H
WZET Qom, B % Fr—& LRREBoAK
JFRERHAR ASFE Nt & 7z,

ABEEFRE AR © Table 1

MR Tid RBC (241 x10'/ul) & Hb (8.1g/dl) T
B %2R LIEEOR I % 72O, PT(42%), APTT (427
) CREEEND -7 A bFEMA Tl AST (165
U/1), T-Bil (37mg/dl), D-Bil (15mg/dl) 2 & fEi%
RL, HERED IgG (2,665mg/dl), IgA (1,128mg/
dl), IgM (282mg/dl) X TH o7z W&V A

1) BTG BERL A B 58 - B i #R

2) BAVG BERL RS B I AT 9 B it

3) BV BB R — R

4) BVGEERFR SR

(%AFH :20084E5 A 1 H, Z¥H 200948 A 15 H)
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Table 1 Laboratory data on admission

WBC 6,300 /! TP 7.0 g/di PT 42 %
RBC 241 X104 /pl ALB 2.2 g/dl PT-INR 1.62

Hb 8.1 g/d! ALB (%) 3990 % APTT 427 ¥

Ht 235 % A1-G (%) 25 % FBG 146 mg/dl
Ret. 3.02 % A2-G (%) 5.0 % IeG 2,665 mg/dl
PLT 12.1x10% /ul B-G (%) 145 % IgA 1,128 mg/dl
BLAST 0 % G-G1 (%) 382 % IgM 282 mg/dl
BASO 3.0 % A/G 0.67 HAV-ab (-)
EOSINO 0 % AST 165 U/1 HBs-ag (=)

N. PROMYE 0 % ALT 26 U/I HBs-ab (=)

N. MYELO 0 % T-Bil 3.7 mg/dl HBe-ag (—)

N. META 0 % D-Bil 1.5 mg/d! HBe-ab (=)
NEUTRO 50.0 % LDH 183 U/1 HBc-ab (=)
LYMPHO 44.0 % y-GTP 37 U/1 HCV-ab (-)
ATY.LYM 0 % CRP 1.04 mg/d!

MONO 30 % RF 38 IU/ml

EBL 0 /W 100

Table 2 Laboratory data

Recipient

ABO blood group system

Rho (D) system

irregular alloantibody sys-

tem

HLA type (allele)

A (*1101, *2601)

A (*1101, *2402)

B (#6701, *4002)

B (#6701, *5201)

DRBI (1602, *0901)

DRBI (1602, *1502)

anti HLA

(+)

8/13 *1 9/13 *2

A24,33,B52, 44 + o

anti HPA *3

()=

direct cross-match test

(+)

*1) LCT: lymphocyte cytotoxicity test
*2) AHG-LCT: anti-human globulin-LCT

*3) MPHA: Mixed passive hemagglutination test
*4) Chloroquine: untreated ( + + ), treated ( — )
*5) Chloroquine: untreated ( — ), treated ( — )

Transition of anti-B antibody (IAT: anti-IgG)

8/29 9/6 9/21 10/5 10/17 10/31 11/7
untreated 128 32 256 128 128 64 64
2MEtreated 32 4 128 128 128 128 32

VA —7—I1 HBs B & U Hbe OHUFEHUAFEE, HBC
PURBEYE, 7 5 TNT HCV BETH - 72,

M BIEARE : Table 2

B#E (A+), FFr— (AB+) T ABO IMLEEIA#E A
DERIFBALL 72 HLABIZ 1 NTa ¥ {4 75—
#F (Fig.1), B#FH® HLA PR3 > 2S5kl 7 35
(Lymphocyte cytotoxicity test : LCT) B L U370 7
) Vi #E % /2 LCT (Anti-human globulin-LCT :

AHG-LCT) 312 Btk CheEMEIX A24, A33, B52, B44 +
o TH Y, M/MKBTAIEER A5 Bt (Mixed passive
hemagglutination test : MPHA) ® 27 & 1 ¥ ¥ RALHEC
Bk, ALBLCRatE & 72 ) HPA JUiRIEiD Sk o7z,
BE 0P B PuikAlilZ 2-Mercaptoethanol (2ME) JLE &
R (22T 7 2 7Y~ (Indirect anti-
human globulin test : IAT) (Tl L, BHER O
OH6 AP A4t CRBMHED I H 21 A H128
fECTHh oz
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Recipient
a b c d
A%2402 Ax Ax1101 A*2601
B%5201 Bx B*6701 B%4002 anti HLA
DRB1%1502 || DRB1%* DRB1%1602 || DRB1*0901 | | (A24,33, B52, 44+ ar)

Donor
a /~ ¢
Ax2402 Ax1101

Bx5201 B+6701
DRB1%1502 | DRB1+1602

Fig. 1 Family study
HLA: human leukocyte antigen
Class I A: A locus

B: B locus
Class T DRBI: DR locus
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Fig. 2a Liver function
Pretransplantation immunosuppression using rituximab and three plasma exchanges, each of FFP 60 units, on 8/31, 9/2 and 9/5.
Transplantation was performed 9/6.
Immunosuppression using methylprednisolone, FK506, and CPA from 9/6.
T-Bil gradually increased, becoming high at 4 weeks after transplantation.
FK506: tacrolimus, CPA: cyclophosphamide, RXM: rituximab
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Fig. 2b Hematological data

PCHLA transfused every day from the 4th week after transplantation was effective.

PCHLA transfused every day from the 8th week after transplantation was not effective.

8 : Fig. 2

AR BF M oY B Jikfliz T1F 2 HWT,
AB BUF ks 4% (Fresh Frozen Plasma : FFP) 60
HAZ T RS ## 1 (Plasma Exchange : PE) %53
ol (FFP &35F 180 B fH) fThih/z. S HICEEDR
O EIRESHIE R FEE S TY) Y 9 U H5 (600mg)
2 & B RE IR S S L7z (Fig. 2a). BRE4H
1%, PC-HLA %340 Hifz, FFP %390 HAZ, ZRIMERM -
A -P(RedCellsM + A - P: RC-MAP) %% 58 HAZ# I,
SN 7z (Fig. 2b). MM RGE L Cwizas, B
% 4 8 H @2 5 028 % /MR RT3 % PC-HLA
A3 H 8 Inl TAEN 105 Hifide 5 3, 24 I OHIE
/R3S #L (Corrected count increment @ CCI) 23
5800 L HRT, M/MUEAITYEES . Ll
I & Y T-Bil 0B 2 LABE ST, iith 8 HH
LA 5 B NI/ A & % ), PC-HLA %% H 13 [T
AT 185 Hif il X L7223, 24 KE#£ CCT413 — 1,700
LY SINT, SEEMIEEIEF %&£ & MRSA Bl iE
(MEHEFE L Y MRSA i) WXV HAELERD, 11
H 16 A3CICBEEE o7z, 0%, BIMEBH L 1
% SRR & M 4 N i A B 255 (Thrombotic
microangiopathy : TMA) Th o7z B Sz,

z =
FEARIF R O 5 12 B T, HLA Stk oA i3 # 4

BOBHMFIEHICEG T AEELFTFLEZONS.

SOITBAIIC X IR0 - BEREOKRTICL-T, B
R4 H B & 2 D% PCERILASSE M S LA IERI D % < 7.
BEH HLA Juik % A T 720338 7212 L7234, PC
MO RLBEMGEOBEIRBICRE EETLLE
265" HtoT, AR TIE N — H I I
PR L % 2 BB 2GR, 777 7 MRS ABO LK
BB X OIREESRET S, SSIICEZHLD) Vg
EER 2 A% (Direct cross-match test : DCT) k&
HOBEHEFELRIND. L L, BEOWRKRP K —
DOIFREEEEB L U757 NERORE L L2 Z B3
5 &, DCT Btk FF —2MEmis & L GEIRE NS ER]
bdHoH., APITIIMICHEME; 2 BEBLO NS —
DFWEE S H Y, ABO IMEEAE A 2> DCT bk
CHELEMTORBME o720, BRHBOFAEKRIZBW
THEEREMEISIERD SNhdh o7z, Thid, ABO
MEMAEEOFBRWCTH o722 &5, JiuRREDE:
& L CRHANCEM X 17z 3100 PE & v e il
BELTO) Y XY o5 BIU0BMH X VfTbh
72 BFEDDR I AR LS DS B SUG OFIHNIZ5R < EEL T»
lee#EzZohs. LaL, PEICE % HLA Jifkfli ok
T8 L OBRIERIELC X B PUAREEORA T HLA
PURMEO M ASHEELC 72 5 2 & b #E L T, HLA $ifk
A X S B HE DS IR SN A HTICER T 5 2 L A%
IOVEETHLEEbN. Mk &IC



AAmMAERE SR H55% M6

D HEAE S L HLA Uik % /A L7223 T, & es
LT & 7% o 72 B li PR TH - T, BAlR PC il
2 &% 2 IRGIZISE THURAS 154 L, BhilioE
SR DIRH & 2 255650 5 50, ZD7-DRAlED PC
BRI LT CCI 7% &Climah Rz 5540 L, #E HLA
PUAMREZERTA I LICE Y, T ehukEER 2
PSRN E L PO LA 2 BB RTE, 26
2 PCHLA ~OR#E 5B b WREE 2 5. KBTI,
Bl = &2 CCLIC & 2 %) REEM AT b, itk 4
JAEEO 8 M PC-HLA LIz E 2 RD72d Do,
8 W H DIBEIZFE M S 4172 13 Bl PC-HLA g lfil. Tl 2
[6"C CCI 285,000 LA L THIFR % 586724313 M D34 CCI
13 -1,700 &AREEIM/ MO ORI % <, Fiizk
PURIEEIC X BB E 2 HT2hs, T-Bil OEBBE 7%
LA OHEEREEDEZ ON 7T BHGEICHER I N
W RIMER & BB X OFMZH LD, TMA ICEEh
B R RYE o AR L/ NRIR A P 35 BE9%  (Thrombotic
thrombocytopenic purpura : TTP) OWEESED E 2 5
N7z, TTP & von Willebrand factor (VWF) % $5:52 /Y
WZYIWrd % CTH S ADAMTSI3 (a disintegrin-like
and metalloproteinase with thrombospondin type 1
motifs 13) {EMEDIRAC X 0 /MR 2 R L, 1
IR % A L A7, ADAMTS13 oA Uemura
LN X b FEMNE (HFAEMR) ICBELTWwa I L
PREHINTE D, FEAHED ADAMTSL3 {fHEOH
EL, BT E VWE < VF < — %8s ¢ TMA 2%
hiE L, BIBZOBMGN % EG0HE L 2 57, ABITIEBMM
B2 ENE S 72 PE Y Ho K= FFP @iz & v, FFP
W& ENS ADAMTSI3 i S b 2 & T, Bhifk
4 AHEE T TMA OFESHRI SN2 E 2 Hh,
PC Lt LT HRRBE Sz bz LaL,
1BPENTEEE T ADAMTSI3 AT 51 & v ) il
b b BT L O RBHEOIEHUL 2 & Clikds O EE
HEAENT A1, ADAMTSLS G M3 RAMEm & %4 %
WEEDEZ O5NL. T2, AW S IAEERRGITRA
B 81 Flrh 17 BN B M /MR, TREFEE, 7%
MR AFED &, ARG RIS EDET 5 TMA
DIE DD, BN EEEICAHT ML L
THEL TR Z Lh 5, BAlf 8 HE D S DIk
WA H ADAMTSI3 GBI G- L 72 W] Rk AR &
N7z T/, HAS1Z ADAMTSI3 M & VWE OB
B, BRI 5 757 MEEREDORM
ZW e O MY RiaE TS R ET B ETHHR~ —
A= BN ERBLY, AHITHL PIARY T 4
TAERE L TR H ADAMTS13 it 12~13% &K
TFLTWAZ LML, IFBH%IZ ADAMTSI3
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TEVEOYE % M HEM S 5 2 L OBEEEATRZ S N7,
FHIARBIO X 9 I HLA Yk 2 /A L T 23545
1, TOMBEWRIELET L LIZLVHESNIE
FIRELZEL, M/MGRD D RIK %+ L7z 9
2T PC-HLA #mfiLo>5@)E % 5 U FFP il <2 i 4545
FEOEIRG CHELWNIEPLETH B L bh.

¥ EH

ABO ML RIAE G 7D DSA frf 2B % 4K
R 2 HEBR L 72, BRE AR IRV IRAEIE RO S 7
o 7273, BARR O MMM I3 LTl PC il
A E T o 72 HLA YUk A 83124 LT PC-HLA
WLZ TS 575, M/MRA D BRI ZE] & 38122
DOFML OB &+ MEt L, FRICHF R EoYf,
WK & DR EHEIC X ) ADAMTSI3 G ORE K
O"HLA YA 2 M HERT 5 Z L EETH 5.

AEE - HLA & I/MRO B % S ONC HLA Pk 2 i L CIE
W RBAFR P ¥ 7 — I CR# A L E T
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A CASE OF LIVING-DONOR LIVER TRANSPLANTATION FOR A PATIENT
WITH HLA ANTIBODIES
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9First Department of Internal Medicine, Kansai Medical University
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Abstract:

The presence of donor-specific HLA antibodies often causes humoral rejection in liver transplantation. When a
direct cross-match test (DCT) on liver transplantation is positive, the result should be considered a particularly impor-
tant clinical sign. We report a case of a female patient aged fifties with HLA antibody who was transplanted with an
ABO-incompatible living-donor liver with positive DCT. Pretransplantation, she underwent immunosuppression us-
ing Rituximab and had three plasma exchanges to reduce anti B antibody titer because of the ABO-incompatible
transplantation. PC-HL A-transfusions were effective in terms of thrombocytopenia on the operative day and after 4
weeks, but were refractory after 8 weeks when liver function was reduced. She later died of liver failure and sepsis.
We had expected that strong immunosuppression would provide the patient with protection against strong rejection.
Retrospective study showed that the platelet transfusion refractoriness (PTR) after 8 weeks was caused by throm-
botic microangiopathy (TMA). This study demonstrated that prompt recognition and investigation concerning

thrombocytopenia is important to allow the implementation of appropriate treatment.
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