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%), SMERSDEERSEIIB VT, MEEEAIES & L LFESETH -7z, b
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FEAEIC B\ C ABO IMEEIASE & B A 5%
CEMSN TS, MEEA ST ML,

FER A5 N R MRS Z6 B & AT B I i 7
PEIZH LTL Y ¥y MEWIZHFET 5 H
RYUETH HAPLAPLB I UL L T, Wb
W % AR BE 3 7 3E A IS (antibody-mediated
rejection, AMR) 12X V), B FY OB

HRERICEM RN EE  BlE L > 5 — SRR

@ Alexandre 5 7%%, AT IMEE LA IT, S
SIZEfEEMR S 2 &2 D, ABO I B
SR 7 - i W O o el i G S
AW L2V DAENZBWTIE, 19894125
6 & 25 Z 8 8 4% 73 2583 (double filtra-
tion plasmapheresis, DFPP) & P42 & b IfiLifg
BUAE A B R % S, 2208 L 72 Rl & s
LY, 2ok, bAEOEBHE RS — IR
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BB ER R RRPEC B 5

ABO i B4 15 B A A

x1 E2EB5 (ABO MEHRESEE, @Aﬁ)
ABO A# A (n=10) ABO # & (n=44) p-value

R 4E# (%) 489+12.4 38.8+13.2 0.039

SexM/F 5/5 29/15
D 45 (%) 53.2+11.7 55.2+12.1 ns

SexM/F 3/7 14/30
R AT BN (H) 35.0*21.9 40.9+44.9 ns
HLA-AB 3 A~ v F¥ 2.10%1.29 1.84 +0.89 ns
DR I A~ v T 0.80+0.79 0.86+0.70 ns

R:Ly¥xrsb, D: F)—.

£IEHH mean=SD TR,

5 ABO I A 8 A B AR LA T L 720

ELTERL, F£72,

AN AR

(EF e
HFRAY I S ABO I Y
IMERC D 5%,

0 7% [E| D T RS A I PR 6 Sk 4R B (2005,
20054F (Z A=A

20064F FEMFEG]) 12 XA,
LA AHS33MHI FH 17481 (20.9%) 75,

% 7220064F

1392361 121561 (23.3%) »% ABO L i B A~ 8
HEBTHY, SROWNT 2EAZH B EE

AbNbe AN, HRERKAHIERBEC
THEAT L 72 ABO It B A~ 3 & B A2 A 51

LT, BRI 217> 720

0. WREFE
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20034F 4 H 75200745121 F TIZHIBERK
S5 I O B T HREAT L 72 AR B R R 3540 (&
B, —kBEHE) THhole D55, ABO I

RIS A B AL0B (185%) (A A 4
B, BAREASH, ABAEA 16 ZrfHe
L7z PIERIZL Y ET Y 4895 (24~68
), K7 —53.2/% (41~76i%) THo7e L
YIS OMTERENTIEL, FE35» A (11
~817 H) Thotz K1, 2), F7-, FH
112 24 e THEAT L 72 ABO I B A B 2 44
Bl (81.5%) (EE—3R30%, #EAR—314%1)

Faryra—n#EE L, 2 ba— VO
WHERIZL YT Y P38 (9 ~63/%), F
F—55.2i% (29~80ik) Thorzo F72, L
Y v b ofitaiEriAmx, #8409 H (0
~137% H) Toh o720 ABO AEEHES L U
GHOBEEE R4 112, ABO RESHEL O
AR 2R Lz, ABOREATHD X UHE
BREOBET ROMETA0NTIZ1E, Wilcoxon
DMEMAIBE = Vv, p <0.05% A s L7z,

&2 ABO M&AEFESEN

R (Age/Sex) R #WE D A4 HLA-AB DR LCT
D24/ M CGN 7% A 51/ A0 03ZAvvyF 0 neg
@39/ F PCK 81z  4l/lli AB—A 0 0 neg
(353/F DM 154 H 76/ AB—B 1 1 neg
®46/M IgAE4E+DM  49% H  41/3F  B—A 3 0 neg
44/ F PCK 51»H 46/3  A—B 3 1 neg
©53/M CGN 187 48/%  B—O 3 0 neg
D64/ M I Jal e 455 H  61/3FF  A—B 3 2 neg
®50/F DM 24n H 50/ Fk B—0 2 1 T/Bw,cpos
©68/M DM 1947 69/  B—0 3 2 neg
048/ F BiEER 112 A 49/ B—O 3 1 neg

CGN: chronic glomerulonephritis, PCK: polycystic kidney, DM: diabetes mellitus,

LCT: lymphocyte cytotoxicity test, neg: negative, T/B w,c pos: T&B cell warm&cold positive
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0.03mg/kg div

0.Img/kg W 0.1mg/kg po
Tac po_ | ~EBSIREISHLTHEE

30mg/kg —— 20mg/kg

20mg/kg po
MMF '
230
500mg div
mg po X7

250
20
125 40x3
MP
20mg po 806% 167 12x7

_DFPP/PEX Tx

20mg__20m

mg

Bay 1

g)i]:,’: (l?)i]:’: Day14 1M

B 1 ABOMARAESBHE: &EMH7OMI-

O%Hiw; 1AM (Day-7) £ 9, Tac 0.1mg/kg/
day, MMF 20mg /kg /day, MP20mg /day WAk BA%A.

@ffirii DFPP & L < (% PEX fiifT (Z o E%L,
AEEPURMGOHER I L D PesE).

(3 BXM (basiliximab) (Day0, 4) B .

@A BT 1T

OHEFFFIEIIHIEE : Tac, MMF, MP.

B, FF—Filndes, WRETFM (RE
e 7 71 —F) TR E T L 720

ABO M B AR OEFRTH 5 P,
ABO MR T, BIZITARI FF—»56 0H!
Ly ¥xy bAoA (i <id, Al s
LCER) o2& Thh), AEMIIEmEs
FF——L Iz p75 ABLLIEBLL
CIFAB—0, AbL<IEAB—B, Bb LK
ITAB—=AMOBETH L, T2, KiglhT
SR IR A — BB A &%, iR R ——

LY ¥Ty A, A—A B—B, AB—AB,
O—-O0OMOBIOZ ETHY, &5|ZIMmiEH
HEARA—HBM L, MEH FF—aL
IV M, O—=AHBLCIEBH L CIEAB,
A—AB, B> ABHIOBHOZI L TH5,

B. ®EMH7OMI—IL
1. ABO MRAERESESR

ABO M BUAS # A RE B 3510 2 SR Z 0] 7
Oba— Ve 1IIRLZ, FEHIELT, #
W7HBI LD AN 2 — JHESR: ¥
o) A A (Tac) 0.1mg/kg /day, 1%L
Ra7x/ = )VEEET7 25 )V (MMF) 20mg/
kg/day, A7 04 F: XAF V7L =V
> (MP) 20mg /day ® WAk % B4 L, M7 HI IS
DFPP % L < I3 &IM4Esc#t (plasma exchange,
PEX) #%*&}2~ 3\fEfT. DFPP % L < IX PEX
ORATIENE, ABAPUAEAM (LN — i
PURA) R % A CEEHWML, FAlE L
TH K — IE Bkl % 1gG, 1gM & 41216
RIS T CRIEFMNICERA L, S 51224
IZBWT, FORMRIZ, H5WITBMEYSHIZ
Vgl % §617, BT CD2BHUE (N ) F <7,
BXM) 20mg/ Mz ffi4 0B L ik 4 HH®
2\ L7z $LCD203LE ()Y F <7,
rituximab) HAEGNE 2 h o 720 MP X, BBl
2 [113500mg /day % #25- L, DL#%250mg, 125mg,
80mg & Wi L 720 X 5 ICHUEEREIREE LT, A

0.1 po M03MEkE iV
|

\ : :
Tac Ome/kepo  ~ koo R T

Ix —
20mg/kg m;
MMF i

250mg div 20nig poX7

g 125
mwwxs
MP
16X7  12X7  Sing

20mg  20mg

Days 1 1 M
BXM  BXM
(Day0)  (Dayd)

ABOMZRELE S (—E)

Anghgpo_ Hmgke

20ing po X7

g div
125 40x3
805, /
16X7  12X7  8mg

BEE W% % 156yx3
Day -5 /onmg? 20mg M

BXM  BXM
(Day0) - (Day4)

ABOM#ZE#E & (F—2)

K2 ABO MAEHES (—H - A—H) BHHE: fEWE70NI—I
OFHRT 5 H (Day-5) £ 1, Tac0.lmg /kg /day. MMF 20mg /kg /day IR BHAA.

@ BXM (Basiliximab) (Day0, 4) #fH.
OFEFF R IEPIHIZE © Tac, MMF, MP.

MRS — 3BTl BT R D7z 0Tk 1

F A 3 IR R T HE 4
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VIVERF T 7 EA S v b 3mg/kg /day % HTTE R
o7 H B £ TR S, WS HE
£ 7 AEY »100mg /day = OG- L. B
i1 O HEFF S0 IEHIHIZE 1L Tac, MMF, MP @ 3
FIBEH & L7z,

2. ABO MR ESER

ABO IfiL i 78 38 A 5E B B 1T 5 S #pil] 7 1
FI—=VEM2IR L7z, FEHIE LCTRAES H
WM& ANy =a—"1) YHESE  Tac0.lmg /kg/
day B\ iz 70 ARY) » (CYA) Smg/kg/
day D3 e, RSP - MMF20mg /kg
/day O N % B4 L, BXM20mg / [8] % 7 24 H
BLOHitR4 AHO 2 EH L7z, MP X, #
fE4 H & 0 250mg /day #25- L, LL#%125mg, 80
mg &R L 720 BB IR O MERF R IEHIHIZE 1X Tac
&5 Wi CYA ISz, MMF, MP @ 3 #| 6 H
E L7z T2, #EEARA—HBITIE, FF—F

% 3A A D native 7 KM MM L % 7272 < (B
T %/ L CoEmEEmz o 0N GVHD %
JEAX THiT5) BT, BHEE~ORIK
SRR 2 AT 74 1 BB PAMLC 3 1A (1.5Gy/ [\1)
AT L 720

C. #®s1aH

&6, BAiRO ABEE I, BTG
BB % \WIZEFEHEEE EDNILE, b
L IR RREED Y E L T A6 T O R
BSR4 % AT L 720

ABO I i A 8 A 1 B & OV A E 6 o
MEIZ BT, 20084E 3 H £ T (&
FHAE, BREAAE), SWEMRKL (acute
rejection, AR) D FH#E, B O £ 72 & HHE,
EYTE S 2 M L 720 F 72, ABO I BUAS 38
FIEBNI BT, BRIFETOH B9 — Mg i
& (FTA/HTB IgG, IgM FLK) 12k 5 WL s

£3 ABO MERAFBSER (H1ERD)

R (Age/Sex) ,ﬂ;;;/ B *’”ﬁ&ﬁ B oW R E

@®24/M AREE LA IgM16fS 1 AT DFPP 1 [ + PEX 1 A
IgG16/H% 1%
@39/F BAEA  BLBIgM32f% A% 4 DFPP 1 [6l+ PEX 2 [a]
IgGoAfs  4fs  FBAERE : AAEHE (PCK) + i
353/ F AREES LA IgM32f% 8K  4irHi DFPP 1 [0l + PEX 1 [H]
IgG32fs 4 f%
@46/ M B A# A PHLBIgM8fiE 11 IEAAE—RAE 3 AT IS T IR +
IgG8f%  2f% WM. 4l7HT DFPP 1 [l + PEX 1 [f]
(5)44/F ARHEA  PUAIgM32f%  JEEELUT fiiRT DFPP 1 9]+ PEX 1 [1]

IgGl6fE EEELUT  Rehiiy - 2% (PCK) + [Pl

®53/M BAN# A P B IgM64fE 1R  4kA7 DFPP 3 Al + PEX 3 [H]
IgG64fs  16f%
D64/ M AREE LA IgMI166E 2K i DFPP 1 | + PEX 2 [H
IgG64fs  2f%
®50/F A/BAN#A P A IgM128F% 2f  MMF 2 » HMAk— LCT neg
IgG256%% 84  MMEF Hil#% 3 LCT neg H5#t.
PLBIgMI128f%E  8f%  HUA/BPUAMIEE—FEAE 1 » H A4S
IgG256f%  64f%  flfHT DFPP 1 [0l + PEX 3 [n]
©68/M B A4 PLBIgM8fE EEELLT  firEr DFPP 1 [0l + PEX 2 [H]
IgG32fs 4%
1048/ F B AN# A P BIgM64fE 1#  4lA7 DFPP 1 [al + PEX 2 [f]
IgG128f%  8f%

DFPP: double filtration plasmapheresis, PEX: plasma exchange, MMF: mycophenolate mofetil,

LCT: lymphocyte cytotoxicity test, neg: negative
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% B NSRRI R O N F — M B HU Al D 3
B arEt L7z,

B, PUNF IR, el B
EERFR M B B - MR R 35 Tl
€, IgG PRIt 0 7)) ik, IgM Btk
AR XD EE L7z,

M. #%

1. ABOMBRERESES : BEAMLES K
Ui B —mHR R @D H T

B OPL N — M pusil (2R L
OHiB H) 7 & Pt K — g yik (bt
A/ ¥ B IgG, IgM BifE) 1Tk 3 ZMLiE % % 3 (2
RL7z. EHO, @, @, @ G, @® © ©
%, #FEIICDFPP 3 L <IZPEX % 7o b o —
VEBYE2 ~ 30T, BAUH OB R —
MR E IgG, IgM & b IZ16M5 LT T
B L AMERRL, WA + BB S B R % 5
1TL 72

i e WU e i 22 i = N i T e < R
ERFEHIE LTWaDS, EF®, ®ike I2KE
BENL I EENLE (Polycystic kidney, PCK)
Th), BRKOHEREZ HIYICHCEOREA
VB 728, BANE TS M & A28 & i L
TR\ B B R IAN % AT L 720 JEFI@IX
NEZERDBEED D HIEAIEEZH L T 7z729,
BAEA O RFREE R O G OHE % B4 5 BT
O OB 3 » HEnl s TR s Lo
[l % AT L 720

FEBIOIEPL N — MBI PUR T O T 25 ) F 23
A7 (B2 rebound 2 2 4) 72
B, AEFIIHTETIC DFPP 3 [al35 X OF PEX 3 [Al
(Fte ) #Hfr, BRI HOH N — Mgl
PUARAMiE IgG, IgM & IZ16fEFTh b 2 &
EHERR L, PERESE T IRAEANT + 5 i B R Al &
JiAT L 720
FEBI@ILIMLIEH AB — O O — AT, B
D) »3Ek 7 1 A< v F (lymphocyte cytotox-
icity test, LCT) T, T g, B#ilu& b1k
Tholze TDI®, FIEHHIZE MMF500mg /
day % 2 » A B#%5- L 72, LCT TT, B
ELEME 5720 MMF i3 LCT T T,
B #ifia & & BEtEAsRee, — 75 THL N9 — i
PR 1X128~512f5 L R L T /720, B

F1 % A BEPESE T MR & BGAT, MRS
DFPP 1 a3 X O°PEX 3 [0l (54 [a]) # fEfT
it H Ot B IgG Piikfliiz64ts b - 7275, +
BRATTHF—LFK -k Db EHER
AL A W4T L 720

2. BiEMRE: ABOMBRELRES EBESER

DB
1), BEEAE, BHETESESR

20084 3 H F T i #iiE, ABO AS# & &
(BRI 7 » A~527» A) Tid, BEEFR
90.0%, FHEBEAEEIN% TH -7z (F4),
—7i, ABO @& (B 3 » H~59 H)
TlE, BHEEFEFITT%, R A5 IT.7%
THo72,

ABO INHEEMEOREFIG) (£4) &, Hitkd »
A ICEM ) » o3& (diffuse B cell lymphoma,
EB 7 A )V AJERE) & S S L%
1T L7278, BAlf17H H TIRE L7ERITH -
72 (fbEERR i BAAA IRE L C SE HHIE1E MP O & &
L7278, BALE IR F CA%) . ABO AN
BREOEEME B L OBHEBBIEI M P ORH
DOIME 2 L7 F = E, $i 8 — i BT
BRAIRLT,

ABO # & #ClE, BAE#30» A KEIChME
TR T IMIECIET L7z 1B (AR IS AEToms £
THH), T, BAER267 H CEREBHEEE
(CAN) 2 & 1) R HRREAIBEM L 72 1 191 % 72
D7z,

2). ZVEEHIUS (AR)

ABO RN & B2 B W T, AR ZEMD, ©
(F4) ©26) (20.0%) ZFROA, BAE
AR, MR RASE SRR A OBURBE
FEAE SO Tl 7 < MERBMEIEHE UG T, Wi d
AFaA RISV ADKRTERPL 72, F72, Bl
HOPL N — MEEGUA M O A &2 EA-d 5\
EERAIZIEAE RS & S, Uikl 2 H
BV M2 % B L 72 EBIE 7 2 o 726

ABOBEAHEIZ B\ TIE, AR %1261 (27.2%)
2R 72, ) bBME 1 » HUP GEREEE: 7
O ba— VEBRE &) OARIZIB, Btk
1» AU (Fi2A7aA N/ iz
W) ODARIZ3FITHo720 AT T A K8
VA DR TP L 72 AR 121061, A7 0 4 FiK
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FRAEFEM R 513 2 ABO I ARIAE & B A

x4 ABO MAEHABESES (B1EE)

R (Age/Sex) AR CMV-Ag

EOFE - TR

A5 I / Cr

PLA/B Pkl ()

@®24/M (=) (=) TZ48W % — clipping 524 H /Crl.21 #iAIgMS 1% IgG8 1%
@39/ F (=) (+)* 50% H /Cr0.75 HUBIgM4 %, IgG4 1
353/ F (=) (+)% ffrfk 4 » H# diffuse Beell 17 H /Cr0.82 (—)
lymphoma —{L5#%%: T CR (dwf)
D%, P17 5 HEFET
@46/ M (=) (+)=* 327 A /Cr0.73 ¥iBIgM2 1%, IgG4 1
544/ F (=) ()% TR EIR M AE 187 H /Crl.09 PLAIgM215 IgG 1 1%
—HUBE e TR
©53/M (=) (+)=* 164 H /Cr0.90 PLBIgM 215, IgG2 1%
D64/ M (+)  (+)=* T2 BWE RN AR — 13% H /Crl43 BT AIgMI6H;, IeGl6fE
MP 7 $)V ZJtiAT12 & 0 B
EREEEARR T AR (—)
®50/F (=) (+) firft4HHIC CMV-Agl80/ 11% H /Cr0.73 i AlgM32f%, IgGl6f%
50,000 (f##4 +)~ GCV & PLBIgM 4 15, IgG4fs
5T
©68/M (+)  (+)* BEERERTAR (+)— 8% H/Crl.b3 HBIgM2Hs, IgG2H5
MP 7V ASATIZ & 1) #ER
1048/ F (=) (=) 7 % A /Cr0.83 HBIgM21%, 1gG 115

R: recipient, AR: acute rejection, CMV-Ag: cytomegalovirus antigenemia, (+) % : £Hlfi8%%50,0004 7
Y, BEPEMII 10 . Cr: creatinine, dwf: death with functioning graft, GCV: ganciclovir

PLED AR % 2 BICFRD 7255, wWihd 74 F
A=A v (DSG) D¥G-E G LERL
720 PLCD3YLfR (A 1EF7-CD3) #fHH L
TIEBNE 22 2o 720
3). A b xHFTT A IVA (CMV) JEIE
ABO REA#ETIE, CMV 5% 841 (80.0%)
(F4) 12380, )b 1 PNTEREMEIZISEDH
BHL722% wihbiiv A VAR 2 7ae
NV (GCV) OF5-THR DGR L7z
ABO E&#ETIX, CMV e % 2361 (52.3%)
(9 B16F1E 4 £250,000 72 V) B A %
10K0) [2RE® 720 2360 6 B (3884 5 i,
REEE 1B (ZEsEE, 17601% CMV IfLEE O
KRTHolze WTFNOFEBMD T > 7))L
(GCV) o#5-T, HEEMAT LI L% FEE
L7
4). ZofoEdHE
BAikoOAES LT, ABO AN#AR TIE,
G-CSF #%5-% QL8 & L 7= i Bk s A o 1 1,
+ 485 E S (clipping ifT) 161, ZREREIR
MARE 1 B % 7272,

—77 ABO #i&# T, G-CSF#H 52 nZ L

L 723 B ARE 8 B, 1) > 8w 1B, IR 1
B, BHE VURL #, MimEREs (77
T AV AEGTER) 2 B 2RO 7,

V. 8

Ao lnl,  E G E RN R MR 9 B T RAT L 72
ABO I B ABEARERNE, FRETIEH 5
B, ZORMEGE (BEALF, BHEAES),
SVHEMBUGIE AR, BREOGIHE, BIE
FIZBWT, MEAEAER & e LRS%ET
Hotze B, ABORNEHAHE L OHAEHD
BHEEROPTLIVYIY NOERBICEEEY
o h (F1), ZHESM O ABO A &
FELOBI R 7 B H340~ 60/ A% O Fli M DO RS AH T d
N, HED ABO A4 A0 Klm B E O
LY ¥y b OERLOMERA, LhERk TOE
PO KM SN TV AREREEZEZ SN0,
HAETIZ19894F 1 H 12 M E & L FEEE L
TV FERFKEE T ABO I EIAS 8 &
RS I NG S U CLLR, 20064EK £ Tlo&H
650t 7% T850BI L E A ENE S I, Z O RIBE
(L IFRERA AT o 7 i 78 5 A B A Al & At
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WA EEDN RV EDALRIZENTH S Y,

MR BIAS# A B A 1L AMR 2SR A B A% fEBE
HOmADIRETH 5, BRE MG PR AME S
JRAGE FREAIEICRE L T a B — I fipt
B, BHETME L b2 ¥y MERICH:
LA E N, PUEEM - PUERIEE 2 5. BEIC

CHARPUART & L THL R — i R U A
He% A ¥ 4 memory B cell, plasma cell iZ Z D#T
BB B RIS & L CBRENICHUE
FEEZHGT 50 2L ZNALET 27202
W OGE iR TlE, T4 O LM 2
IMAEASHE, BB ERINTE2Y, bHET
ekt & 72 ML LA A B A O R 72 BREIR Y
a7 & A8 51d, AMR I3 I A A B 88
Fifs 1 ~ 2 AMPAPIZERAE L, O %8
EITPUERMNAS A L TH AMR 2S58ET 5 )
AZEHELCIRT T 52 L 2160°, so124t
70 & ONZPUR DAL T B IS Bb & 3 IER
IBANHE 2 B 2 WIKEE, 7% b b R ES G

(accommodation) 23§52 & AR L TW
%, LIl o5 ABO /i & B R 1061 0
I A O OB N — IEEPUAiE, 2
AR L) IR L B L, WL b fE
THLNVFLELTNDHDOD, BIEHIEILE
5ELTHBY, accommodation 2SI L TWw5 &
EZ bbb,

LED ABO AN#A B A S0 EH 7 1 b
a—ViE, BMT7THMEL DIV =2—) Yl
EI AT+ AT 04 FOWIREREL
T3 725, ERNOERHE LR LT 20
a3 i3 nl, $-8mMuofk5 M
HWrkEZTWwh, 72, ABO#EEEBZIHED
GEWH T ba—v (BMSHE LD vy
= a—Y YHERE + IO NIk % FiG)
LRI LTY, MO T REH 217> T
WAL DI TIEZR WV, & LA, ABO AN#EA B
I B CUd, BHEAT O M5 gk Ic B v
T, ¥ N — IR 2 1gG, IgM & I
FHI & LCTI6RELIMICFIFA 2 &, 72, KN
2B 5 F72 2R EA DY TH 2 IR %
FRREIZIE U CRERT b L < I3RBAEAR v 12 2 ft
A2 E2EML TS, FORREELT,
M ERAEG (ABO AN @A BB |, EFHOG O
&9 12H P — MR B O T 25 1) 7254+

57 (PURBRZ: 12 rebound %22 97) 7 — A
TIE, AR MR 2 56 kT L7 £
7z, EBI®D X HIZLCT T, T, Biifa &
Btk 7z, £ R G1C X 5 Bk
ERECLCT k2 &, Pt M — MR
At AL 6 L CUEBUAREE O35 T d 5 Mifisi
R 1 7 ARncHl, S 5 ICBMET 2 s
Al L CHEIT L 720 2 ORERIE, @D &) %
F—AlE, SHROYRIEIITLLEEZTED,
FEBI Z &SR IIHIEE OME DL ETH B 2
LTI FEFTL R,

— 5T, WEHOIAEREEIZL o THI T —
M IRHRMDE T L2 v, & L <3Pk
F:4%12 rebound % #2 Z 3 high responder (24} L
T, #HH1E, CD20MM B MR F )
YNEOREY HME LTSN, 25
RIPL CD20E / 7 1 — F VK TH 5 rituximab
Z A 72 LR ERR S A 2 BF T L C ABO i
TR A TR Z I S8 Tw a2, Bk
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Abstract

ABO-incompatible living kidney transplantation (LKT) has been perfomed to widen the indications
for kidney transplantation in Japan. We have been performing ABO-incompatible LKT at Jichi Medical
University Hospital since April 2003. This study was designed to summarize our experience with ABO-
incompatible LKT. We performed 54 cases of LKT between April 2003 and December 2007. Of these, 10
patients (group ABO-IC; 18.5%) received kidneys from ABO-incompatible donors and 44 patients (group
ABO-C; 81.5%) received kidneys from ABO-compatible donors. During the induction phase of ABO-IC,
tacrolimus (Tac), mycophenolate mofetil (MMF), and methylprednisolone (MP) were used for a 7-day
period of pretransplantation immunosuppression. Basiliximab (BXM) was administered on the day of
surgery and postoperative day 4. In all ABO-IC patients, plasmapheresis was performed to remove anti-
AB antibodies prior to LKT, and splenectomy was performed at the time of or before LKT.

In ABO-IC, 1 patient with functioning graft died due to malignant lymphoma (diffuse B-cell lymphoma,
EBV-non related). In ABO-C, 1 patient with functioning graft died due to traumatic subdural hematoma
and hemodialysis was re-initiated in 1 patient following allograft failure. Patient and graft survival rates
at the end of March 2008 were 90% and 97.7% for ABO-IC and 100% and 97.7% for ABO-C, respectively.
Incidence of acute rejection was 20.0% in ABO-IC and 27.2% in ABO-C. No patients experienced any se-
rious complications.

Our results demonstrate that LKT from an ABO-incompatible donor using a 7-day period of
pretransplantation immunosuppression with Tac, MMF and MP is equivalent to LKT from an ABO-
compatible donor. According to the Japanese Renal Transplant Registry , 923 transplantations were
performed using living donors in Japan in 2006. Among these, 215 kidneys (23.3%) were donated from
ABO-incompatible donors. In response to the shortage of deceased donors, ABO-incompatible LKT will
spread in Japan.

Surgical Branch, Institute of Kidney Diseases, Jichi Medical University Hospital





