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BN BT 5 iR MEEE OGS

RHR L TERAEBRER G ERE 5 —4F
i 2 HZEFRERERS

[EL®HIC

BERMEPERICEA S B X2 E A0S L 7o, Z OPIIE TR RN ES U, LE LT RIEFRRK
BErBoN2 L1, SHTEBBHIEIAREBE ARSI T 2RIEHIEREL LTI L D L5 T
%, Lo UREBOESS BMHEHEGKIG, EAEEGE, oMo L 2 @B EEEE L ErikT &%
COMEIEINTEY, o ORI & 2 REBEO—EOR EBNSHROFETH 2, BHIEMKIEOHEF
WCOWTIREE L TEETHSES T2 £ shTw2y, MR RIEOBENS T LV TRIFS h, 57
TERRARRIE & b IERR X GEHIGEESBEFR S o0 H 5 DIIxf L, Wik & 2 MG ORHEF AR IO
WTIRWELRRAREANE L, ZOBRBELMZLINTOURVONEIRTH 3, AR TIZEBAEIC BT 2% MHEHE
ST D W CREAMEERG & 8MEEH R G 2 i e T %,

BBMEICET D IEERICH DR L

FEREE I B ISR Z DIF R L BT L 0, BEFEPUEROB S TRAERE b I F64E L 24 [FFfH
DA i & 1 2 B 2RSS (hyperacute rejection D HAR), #MfatESuE & k5% & < BEEEHAE OB DR
Lo |HBEMRANIC RS 3 2 (EtE R MR G (accelerated acute rejection : AAR), MIfEMESREIC X 0 Al
2 1S 3 2 AOMICFFRT 2 2 MEEH G (acute cellular rejection © ACR), & & IZBHEREL &
N2 WRMHETIAR OB S TR 3 4 AR 2 e F42 3 2 18 M HEH6G (chronic vascular rejection : CVR) 243
FHIhT&EY,

COSBIIIFREHH L P L 2ilaGb e lom b — R Sh by, ThiEEF, FRERH KIS0
R (BIEMEN), TREOL R EOBEBNPRIELZFEET X%, FIICACRICOWTHEZEURL T WL
DIEH L B 22, ThbbH ACR L, B 2 X FEENHIEE O R 2 lE b 2 »iddibie L - THlicd LI L
LIV 5, [ABJEFAECHRIET 2 LI EKRTIER L, Aozl MG 2ERL T,
L7zh35 T, MEICFAE T 5 ACR 1 late-acute cellular rejection(LAR) EFEEN S Z &b b5, £72, ACR X
Fe LU THES L ORME 2 EREDE L § 5728, LIELIE tubulo-interstitial rejection & XN 5, B,
WEHIADES S 3 % humoral rejection XM %245 & 3% 72 8 vascular rejection EMEEN S Z E23%\», UL,
Te MO MEEE~DENE % 34k & L7z cellular vascular rejection 23580 5N 5 T E B BETH S, ZDOLIZOWL
TId Banff 5 TIE, RIGO% % RME (t0~3), BE(0~3), S&EkfK(g0~3), MEN0~3)icHlF, znz
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NOEBAIANDIREDEEIC L VFHT 2 L HOBE SN THB V™, ACR OFFHEBEIEHEIC O W Cld—E R E
T&E 5,

L7 L, humoral rejection iIZDOW T ZFWMEDORMMN D 2 LFE 2 oD, C4d DB L—DOOEEL LTV
%53, Cd4d 1 C4b DELL 2 REYINC T X0\, T b C4ba ik C4 F5HEHEE, CRI, decay accelerating fac-
tor (DAF) %2 EDFERIIC L D C4b & C2a ICfEHE L THWE L, C4b i CRI & membrane cofactor-protein (MCP)
OFIBIO b LI THFIZLD Che & CAd SN D, Licddo T Cad OIE RHURBUARE G HEOTZEL & ffitk
HHFEOWEEAEZTRE T 2 8D TEH 29, ZNHEIFENERLZF DL DO TR W», C4b WEMHILE N
ELTH, EENTIE DAF(C4b ~D C2 OFEHHE, C4b 250D C2a OfFEHfE), MCP(C4b %538, C4fEH
[ (C4b 225 D C2a OFFERE), CRI1(C4ba fHE, C4b 43f#), 1T (C4b, C3b % 43F) 7 £ OREATIFHIER,
& 512 CD59 & £ D MAC FEEHERFI2 & > THIFEIS 41, C5b6789 (MAC) DFFLICES L, 3L b
GEERZRT DU TRV, $/z, C4d OUWEBIMERTHEEBMEOEIC LIELERD oh, S bl
WHEIRHEABREICB W CIHIRNESELH 5 L 13F 212 v, MEFAHEERIEICE T 2 C4d DULERED LD
BREREFEL 5 2001200 T, SHBRESICMFTINIRETHS D,

CVRIZDOWTH, BRONBILE & WEEBIME, SkBRIERRE(L, FRUIE ZekE - ik & L 2 B R L &k
U7z e R L, eI D Z DREIARKZ X transplant  glomerulopathy (TxG) & FEFR & 1, % OEIHRIFZE 1%
thromboangitis obliterans & FEIZN T &7z, ZDEEFICOWTIE, BHEBES S NI EFEC X 2 NRGE L
Z OBETEMEBEBRIRIC L 2 b O LT 33N — R TH D, PDGF, TGF-g, /& ¥ OMHEAT, & 5123 FEE
W OB - #5E - 3 EPBES L TCw b eFZ 6T, Ll CVR 2#DiRShi: ACRIZ X
DS, WRELIKKRBEF 2, HOLL entity ERROBWEZ HHFHET S,

F7: TxG &\ o R, #Hr L\ Banff 4348 Tl chronic/sclerosing allograft nephropathy (CSAN) & x5, JE
FEFIRFORGLEE T 2RCEEINTWEY, Ihsld, TBHRINTBEEREEOK KRG, 51320
FRE L TORTEREET 2 2 EDPWBEETH S Z &, & 512 ongoing 72 CVR ORFEM R FT R 2 FER 3
LZENNETHL IR ERTREL TV EFZ 6N D, SHRITAMY, BEHE2ELY, LV EHA»DO X
D B 7% humoral rejection OJRFFHFRFZAI R EHED R ENAK LS 2 L D,

RIEIEME RIS D FEERLF?

1. BRMEERRIG (1)

HAR B EBEBHEICE W Ty Yy Exy MIHICHATESELET 255 ICHEL S 25, RERBHICEWT
b, ABO RIMEBAHEAAEIC BT N+ — D MEBGUF N3 2 BERMESETH 2558, S O IR,
HRIDEIMND 2 VITEEDOBEL S &V, B> SH N - —HLA JiiESEE T 2556 BEFETE) i
5 %, MEHAEEBHEICOW TR THHINSEDTI I TREET 5,

BAERT» S FAE T AP R F—HLA §ifki3, BAEGRE S CBETIMENK Lo HLA JiR EfEE L, fifkdil
REEOWEHALEN L CARGENERSNDS, NEMFEINS LEEE T 7 —7 > Lo X 0 MVIMROK;
BB, BERTOEE SRR S A, BHECOIBETENEECED, AciEfRsns, FEEONK
BEH o M NEE I E 2 @Bk, s, MaEEr, BERFEER iz Tz o914 b oA
v, IFHERT 7 A ¥ —¥, & X ¥ I, platelet activating factor(PAF), thromboxane(TX), leukotriene
(LT), 1HMMEZEMEROS) % EHELDAT 4 = —5 —0H53 29,

TS AL OB IZ, PUARPURKIGIZ & D HifRD CH2 K X 4 12 Clg B3 HEE L, Clr, Cls SRZICHEEL
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bR 4P BRI R ADGC EMEE ADCC  #4hh1>
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BEEMT HLAME HHLAfMME #F MR 7470 LA wyO77—Y  Kililg  FRMmER
1 BRBEICE T 2BMEERRICORERR

THEMibahs 2 EroBlthand, ClsiZX D C413 Cda, Cab iz, C21F C2a, C2b IS %, Cdal
W REE FEOZAEEREE L, Ca Z2fia L T C4b2a(C3 convertase) WL S N5, C4ba iz LV C3 13
C3a, C3bIZ4f# X1, C4ba3b ML X415, C4b2a3b 1x C5 % C5a, C5b124E L, C5b iF C4b2a3b 12
HLTCo, CTHRLR LG LT C5b6T HEWERETKT 5, C5b67 HEITRIC C8, R\ TERDOVFHEELZHF T
% C9 MEE L CTHRMAIIZ membrane attack complex (MAC) 23 &, MEWEMIlROEEICE S,

HEBAEIC BT 2 HAR TlE, AR b RIRRCEE S 12 03, RIFEMIRGRE b Tl 28 i3S A X
g 3h, FEBIEICS T 2RSSR OBRS I OWTERHTS %,

CO—HOWRETEL S C2b BF = EAZAEL, C3a, CSa Xl ot X ¥ 3 v 2l S ¥ T
T, SFETINEEER L, & 5 ISR AR (PMN) 2/5FnicliE &€ %, C3b 38K/ ~2707 7 —
Y (Mo/Mg), B cell, FRIMER, [M/IMR7%E DERENCHFEET 5V 7Y — S LT immune adherence (IA) %
I L, Mo/M¢ ZIEMALL TRIEA ZEHET 2, MEWNKEOBEREICHE L7z C5b6789(MAC) 12 & D NEZE
KR pore size 100A D/INFLOSTERL & 1, HNEMIEOEGEEICE S,

SRR U 72 P ER X L-selectin 2 FBL L, MM N LI FEIL L 72 P-selectin, E-selectin /- L T %3
M LETrolling iR A2 2 L, R\ THFHBRIZEEREIC Mac-1, LFA-1 2FH L, WK EICHKEL 72 ICAM-
I, ICAM-2, VCAM-1 2L THRICEEE L, & oIEMEET 5 GREEE) ., FhEkic L v EE s ne
BRI 27 — VY IFEBENEZ2HGEL, XA—S—F FV 4 F(0,) ZIENE THELE S Lz nitric oxide (NO)
LRI L T, peroxynitrite(ONOO<), E Fu* ¥ 54 («OH) ZELEL, Zh 5D ROS IFHNEGEL S IC
T 2, IFHERIX S 512 PAF, LTs 2FEA L, FIZIMU/ME, ez mib U, mEEEE, S amidE
ZREMEXE, %BED S B LTB, BFHERIEE, K&, ROSEA%Z, LTC,, D, ZMEEEME, SEIEINGE 2 &
EEE L, S SICHE, FPERIE TNF, IL-1, IL-8 & EDH A M A4 VY HEET LI EVHLPIZERTY

o Wb~ a7 7 =Y oELEENE YA M4 ¥ (TNFa, IL-1)ZNEGELZREEL, FUEEEL
T VM S S s PAF b WRGFICBAG T %, TEMAL L 72 MV/IMR & 8l S 5 TXA, I3 IS =2



500 BRI B 1T 2 MRS

SOIEHEL, MESH2T I 4, X512 antibody dependent cell cytolysis (ADCC) b EEED 2 W iZH A b
WA Y DEEEN L THEREECES T2 LHEES N TV,

W12 X D thrombomodulin (TM), 7@ 5 4 > C, PGl,, eNOSIZ X % NOFEAIZETL, BEHERAEE
b, MAENGE, MMOEELIES SEEsn s,

LR X S, fERMEH O HLA Jifk & MENE O HLA JiR L ORKIGZim & LTRSS 2 NEE
FHOMR, MEZRESITTEL, S 53 RIMBKAHE &3 2 (FE M) , NEREGE ORI FEEH L 7o FE R
a7 =7 EOEMIC XD M/IMRORE - BEI RS, FRRCIMREERFEE LS T T 1 7D VB
NEED, O XD iR a2 R CRAMIN I IME NEERE 58 L, BT 13S0 B0 i D Bl 24 RER DL
Witz 2,

2. 1BMHERRS

MEMERA R G 3 T 5 MR AR R 1E, BB BRI BT 2 WIS & NI/ IME, FRANE D26 - i,
VB RRME(L LR, RBREE L TR O T 5, FEEHS I TXG LBRREOHEFIZOWT, R —FRFEFEIC
9B e e NREGFEICH S Hi <, B O BEEERC & 2 WRILE L AERVIMBIc X 25D TH D, Zh
121X platelet-derived growth factor (PDGF) 2SEEE & E2H U T 5 L o ki zieh L7z (X 2) 3519,

BRI A DRHEIE, PR ORRMEMEIEE, W OWZ, HESEHMIEO NEAOBE & H50H, Wi
EBNED SN ANAWEIH, 2T -7y, TaTuxrFr, Tarx s g O EE
5, Fl, WETICEMEL 2 EEHMIIEIE a-smooth muscle actin BT, ZDIiZH» 12 CD4*, CD8,
CD45RO", B, 6 1id~7u 77—y, SRiifdORE Do 2 b b 22, %1, WML L
21X ICAM-1, VCAM-1 7 £ O#EE ST OFEENEEMT 54119, PDGF-A, B, TGF-g,, endothelin, fibrob-
last growth factor-1 8 X ' Z DZFEEOFILHFRD S L5 01319,

RERMARZS L, BEERO ZE, XY F v AEEOBEMRHINITH Y, RIKEORE L, S5 XYy
¥ ¥ v LEhf#E, webbing, glomerular tip lesion 7¢ ¥ OFTRSEEE L% 510, ZiLS DIRA I segmental 7» 5
global 2 Z5Mb % T, FEBNC & > TILFR M2 ET %, RIFHOLROTII 1gM, 1gG, C3, 74 7)) v L DF
HIME(REFBENDWWELRD SN D, BEBO_HELIEFEHICL > TLRED N, AETOU®RBEWOERE Bk
UZOMRICE D HEHINT WS,

PRAAE D ZiE & B OB IR AR T Y, FEKlEOSEBIZEEL CZEmMREEL, LI
LI C3 Dk, Filc 1gG OWENRD 5N b, MEICIR/NY > o885k, FEMES X CIEEHE 0 B8589 &
N5,

PERMIE EBMIMNE (PTC) ZHER L, BELULEERSED S/, ScEEBREMIZIZHEET2ILbH 5,
PTC OEEE L, BHETELWLEELFREZELY, C4d DUWENEET 2 HEZ oM T Wb, C4d D
WHEIFPLN F—class [ B X CINHHEOBHMFOFE LR SMHBEL, C4d WENRD S L7 WIERI Tl Mt
FFr—PiEbBOoNBBETIHELH L, LEL D, PTC HEMKD%[ELiZ PTC W ORIEFAIGEIC
F2HDEHES N TS,

BRI OREA LT C OV TIELATO L S IHiH ST 5, Bk, BHEEMENK EO HLA 5t
B3 2 hiik oA S, PURHURRISIC S| & i & it g st b s n s, 2 ORRARMMEGE S 1,
B U CRERE offluc X0, MPEEERNT B L OCM/MESTEEL S, SEAI/MG & i S e
PDGF 3H P HAMile 2 AT IcliE S ¥, 2Oz RES 2, ZO—HDY A 7 ViR D KSR,
MRS & NS/ MEICEZ b D EH 2 55 (K2)519,

ST, 1S MEHEH S S0 MHC [FIFEPLESEE%1C 3817 % indirect recognition D EEEMNIERT S 1, BHEL—EH
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2 BRBMEICHTIISEERRICORERF

fil, SEFRNCIE silent TH Y, Z DBRIRAZICHET T 2 @MUIEME O ARFEGIC DWW Tk, MHC g#H 0
A B % epitope switching/spreading & WO BEGE OB AW X VFHASNTWS19, Z0D X 5 % MHC [Af#
PR EYE CDAHIEOEMEAL & A4 M A A > DFEL(IL-1, 2, 4, 6, 15, IFN-y), B cell iHMAL & fitkEEL,
Mg 1EMEAL & B2 O 8N F (PDGF, TGF-8, FGF, ICF-1, ET-1)8 X "% 4 b # 4 > (TNF-4, MCP-
I, AIF-1, IL-10) QA% EHMEMIEEICOFEAEMFPICEAG L Tw 2 LHEE SN TWv %, BIREW Z LI,
Th2 %4 b &4 > (IL-4, IL-10, TGF-8 7% ¥) ® knock-out & % V> [ZFEHHNG] T 13 MASHZ 13 3% T = 35 (IL-
10 knock-out ¥ X CIXME DPAZEMRZS X2 L AR T 5), @M EIC 3™ T Thl/Th2 shift iZBEIFR L
TwixwekEz ond,

B K +—HLA $ifF

1. HLAHJE
MR I AE 9 2 AHRE S PEPURIL £ b Tk HLA HUECR EFEN, Zhe8E T 2B B FRIEE o etk

501
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oL, FEHMEAEE TE A (major histocompatibility complex : MHC) & FEIFNTWw %, HLA #i
JF%12id A, B, C, E, F, Gl(class I #iJfl), DR, DQ, D, DP(class IIFiJi{) D% locus DFLFEEEFELET 5,

class T PLE 1L 45kd D o BH(BEEE) & 12kd D g #H(8,- 2 7 u a7 ) ») BWIEHEHKE L 7 heterodimer T
Hbo a BHITHEND al, a2, a3 DF R XA >k transmembrane region & intracytoplasmic region O [ &
HPOED, a3 FAAL VIEg#EEREL, CDSTHIME L OFSEHAL 2 & A TV %, class IPUF L 34kd D «
$H(al, a2) & 29kd @ B#H(B1, B2) 2 5K 5 FEE H O heterodimer T, « #H, f#HE bEEETEHET 5, &
fREIZ B B1 R X A S IZERL T3,

class T PUEIZ T R COMMEIE FI2FKITL T 325, class IIFFRITHEER, ~27 07 »—, BRRMIRE, M
fa, B, WML T HIROB ECOAFERT 2 L shTni,

2. ¥ HLA $ifk

YR, S, BhEaRFEG e Sk D, BOWKHFEELZ W HLA FUR (S A~y FHUR) 5 3 2 JilkoviE
HEINDTRENEND 5, PUAEAREL, @EOBMEIESFEM, IR SAEENOMEICE: & S Twbd, ERE
W, IR, EmI, AL W LD H S0 USEE SN TUE BHEDUR) 28, Bl HAR %8 2 9 AJgeEDs
B2 EPEHINTELWY, £z, BEBEEINE I A~y FHFEICET 2 iR @R RO FA &
R AAREME LIRS N THB D, Terasaki iF, L ¥ x> bMTEFICEET 2P0 HLA JUEO B R4 %2 g
L, 2O FF =2 YUFHREZRE T 255G MRS & D BERERE L 2 2 RN FEVL ERE L Twd, Ly
L, BHEENCHT HLA SUROTURR RS 2 RE T 5 2 L ZIEE 7T EER»P»5728, fERE D RIETHR~
%) NEREE = ER & panel reactive antibody (PRA) BB EfE & T & 72,

3. ) BREERTERER

FF—DTBIUBY BRI 25040, BEMEHICEET 2 0G0 2R T 2MEET, K com-
plement-dependent cytotoxicity assay (CDC){E2S s o X SHA SN T E /2, wIETIE flow cytometry assay
(FCA)EDHAvwehTw2,

1) Complement-dependent cytotoxicity assay (CDC) 3

CDC &, FF—V 2o88k%E Tcell, Beell .ZBEL, ZhICHEL ORERGTTLYYET Y ML RIGS
H, vYFFIEENMZ T incubate L, —ERMBKEZIED T4 Y TROEL T, sEMilaEE2 27 T 5
FETH S, 5C ORIGSEMETHE S 12 PR cold U, 37°C THH & 1 2 iR IE warm Hifk L IFIE T
%, CDC IZ BT 2 iEOBMIIZI R 2R, BELEDL7DICHE 7 a7 ) Y (AHG) 2z 5% &,
e oZEbHvwehTwb,

2) Flow cytometry assay (FCA)

FCA i, FJ—V »o8Bk & BF M % incubate, & S5IC¥HE, Y¥ (HLWIEEY V) METY >k
Ve Ty -~ AF 7L, FITCHEHE I 1gGQ XHithk) 2z 2412, PERGE CDI9 &%\ i3 CD20, &
LU PE-Cy5 #53# CD3 2% L T flow cytometry 21T\, BEIMFHOH N F—T 5LV B Y >/ BRICH T %
1gG 7 7 ZADFE% L U BRE IR T % H#TH 2 (flow crossmatch) , T HLA RIS b N —HER, KN
SR 3 2 PUARORIL b RIRETH 2, FEFICHIRE TH 270, false-positive ZRIREE T 25 b H 5,

4 . Panel-reactive antibody (PRA)&RZ

XAV VNERICH T 2HENBFIMETIC EOREFET 202 RET 2 /7T, CDC ke FCA %N H
%,

CDC ¥ TIE, R D 830 VoNEREBEIE 2 63 ¥, fikzinz, —EREERIEz o Tty
TREL MR EZ DY > T2 HETH 5. BEDHIRIEDHITE X 50~90 % & Mz & D Hix 523, 85%
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4

ULET2008—KEITH 5,

FCA % (flow PRA) Ti3fEZ OfAHDHE D HLA HilR Z#E& L7e & £ — X (Flow PRA Screening Kit) &
FHIME 2 MBS ¥, FITCHESPIE b 1gG 2 Z T flow cytometry 21T 9, class I Hilil, class IIFIHEF N
W9 % 1eG FitkOFHE 2 R TR %,

B CIERME X L7z HLA FURE 254 S 7 &5 € — X (Flow PRA Specificity Kit) % FWT, FFET 2 ik
OVFERREEZRET 2 2 EDHEETH %,

1 F F—HLA A DERIER & BHERTE

1. #i F+7—HLA #iixDEERNER

—f% 12 HLA class [ PRI T B LU B Y Y NERKERIGT 525, B TH25EIEB Y VKO A L RIGT
BZEENTWBE, 1gG 27 7 AD HLA class 1 JifkBSBENME ICEET 285513, Bt HAR 2 2 3 14
WRBHOBMEIZEZ E SN TWED, IgM 7 Z 2D HLA class I JIEOHE X Z OEEHIFEVWEZ Z 5N T
Wb, 5, HLA class IFRIZFEE LTB Y Y RBREKIGT % & &, BlEEROIEMIIGENDESIZ DWW T
TR T 2MEDTENT WS, [gM 7 F AD HLA class IIFURIZIEMKINICIZEESE LW EFZ 5N Tnh 51819,

BEMEFICH R F —class [ HUHEBEFEET 2 &, U U SKREBEZEABRICB W THT cell Hifk, HIB cell 1
G E 2, Pi N F—class I PUERDMESIMOEE, B 2 WIZPL R F—class IPURD AFEFET 256 1391
B cell TUAD DG L 72 %o LTchdo T, AT cell ik (I & OHi B cell Hiff) SEGHEDEGE 1, BEIMIEFRIC
PLF > —class [ FUADFEET 5 2 L 2 BER LBMIITOL RV, S H TIEBMEETICL T ) v SBREER 2R
2T, PLR =T cell PiEDaMEThH 2 2 £ 2HER L2 D Z TEENE S NS - », BKDOE T HAR Ic#E
BTBIERIEEAER Y,

Pi B cell FUADERIRIEZRIC D W TIE, FiB cell Jitkd 5 5, 5°C T incubation 2175 CDC LT E NS
PR (B cell-cold H4K) iX, 1gM 27 7 AD non-HLA A TH D, HEMRISICIEEG L 2w d3hTwid, I
% enhancement Jifk & T 2E b H 529, 37C OFMFTHRIBE S L2 HUEB cell-warm Hifk) 3@ 13 1eG 7 7
A DOPT HLA (class 1) FiiAT, BAEREICHET 2 LO®ED H 2%, HEMHKIGANDOBEIZ D » TS EN 23
HEHEINTEY, ZOEEMWIZ DWW UIEBIL LWV,

) URBREERERB TR S N HTRICIE, T HLA HiEDAOFE b &£ TH Y, non-HLA FifkDIF
EAERIgM 7 2 ATH Y, HFEMKCIZEG L e I nTw b,

BURTIE CDC i, S 5ICI3EHE FCA BT S BREERZZRBR 2TV, PLT U o BKBEB G O5E,
FRHCZ 1gG 7 7 ADPMETH 2 GG EBMEAE R E L, PiB ) Bk DWW TR Z0EHKICHbL > FBE %
172 LT DB RITH %, KD DREZETIX, B Y BRSNS 2 RERBRZ1Tb Y, TV > Rzt
TARERERD H DFERICEDS W TBENERI N T WS, Lol B cell-warm FEB 08 E1E, 186G 7 5
ADHLHLA FUA TRIEEANICEE T 2 L ORI b H Y, BHEEERE TR, H 250k & 0 iES) & fyE ik
ErRROTEREEERT L S, Mk VEx 5, T, BEIEGEOSES, fE7ra 7)) v K
Bk, B2 WVIFMA R, rituximab (BT CD20 HEHLA) #5745 & % A &b ¥ ¢, antithymocyte globulin
(ATG), muromonab CD3 7% & D587 22 Sty HIHI T TOEBIESHAA SN TWn» D,

PLU o SERGUARGIEOS G L, FIRERRY 2 OPRRRMELHEZREL, ThnI A~y FHRE—BT 258
FEE GO & SIEIIE]_ EORESLETH 5 S .
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R 1) 2/ BREEATEFER CIREBERUT - HEERIEDFREE

1) 2/ SERE AT 2 50ER (CDC %) 1SR RS
e sy | ERRRIT | pie (05)
T cell $L4E | 31 B cell-warm $14& | 31 B cell-cold 3tk (%)

_ — - 138 12( 8.7) 7(5.1)
+ + + 9 2(22.2) L)
- + + 6 0(0 ) o(o0 )
_ + - 2 0(0 ) 0(0 )
_ — + 13 2(15.4) 1(7.7)
+ 9 2(22.2) L(. 1)
- 159 14( 8.8) 8( 5.0)
+ 17 2(11.8) 1(5.9)
- 151 14( 9.3) 8( 5.3)
+ 28 4(14.3) 2(7.1)
- 140 12( 8.6) 7( 5.0)
+ 21 2( 9.5) 1( 4.8)
- 138 12( 8.7) 7(5.1)
+ 30 4(13.3) 2(6.7)
_ 138 12( 8.7) 7(5.1)

2. B FF—hilk & BBIEORHE

—MIZHT class THURRGE, JUF 7 —T cell FUARGIEGI TRIBMERICOFERNH , BEBEEELRLE L L
ENTWS, UTICHBHIWCE TS, CDCHEICL 2 v BREERZHER, flow crossmatch, ¥ X O flow cross-
match - flow PRA LHEHERIEFEERZIFENT 5,

1) CDC ‘Iz & 2 HiiADH#E & BEAEO B

=113 CDC #FETHRES LI-BERTOPL T 8 L O B cell ifAOEM &, BEMEZROESHIEGKICOFER, 1o
CIZBEREFERE DL 2R L T2 b D TH %, FHIEMHIZ X cyclosporine (CsA), methylprednisolone (MP) 8 & U
azathioprine (Az) & % \» & mizoribine (Mz) /£ F O triple regimen T, 165 fFI3EAREAE, 3 PINERAE R CTH
%o HARBRBAEFID > B 164 FlIH3FEAERTIC donor-specific  blood  transfusion (DST) 25217 CH Y, 1 #1iX non-
specific random blood transfusion #3J T\» 5%,

TEAERTIC— @R T T cell T 51T H > 72 9 Bk (BAEERTIZ ) 2 411 (22.2 %) WIS HEFEAE RS HSFEHE L,
LB %) SEEREFEMEIC B > T 2o TUT cell PUAFRRTEBNC I > T EMEIRHE G A 8.8 %, HEAEFEHEAS 5.0 %
Tholzo BHEERTOP B cell-warm HiADGIERE & BRMEREO I TIE, 1BMIEELIG, BPERREFEIE & b 2070
SNz, PiB cell-cold Fifkiz DWTIE, BHRETERL TN 143%, 7.1% BUEFTZThZN86% 50
%E, GURFTEETH >z L LT cell TiADEEMETHL B cell TLAD ADBGIETH - e fETEZZ N 9.5
%, 48%T, PiB cell UABRMREE OE RO S ol AISLOH N F—) SERBEDEE TH - 7z
BL, BEFLORK TR, MiBETTAZTNI133% 67% HBETZNTINT% 5.1%T, B CEMEIEH
I DFEEZD B EFAAFED 517z,

2) Flow crossmatch IZ & % AR DG & B RAE D pAE>

R 2 IFBHIEMRICFEER (n=29) & FIEFER (n=33) L O/MIT, BAERT, BiEE 1 2 HUN, &#o, FCA
BICL 2P THEUB cell-IgGHAEOHMELE L 72 D TH 5, FIFMHIFEE X CsA B % 13 tacrolimus
(Tac), MP, Az & %\ix Mz Zf#fFH L 7 triple regimen TH %,
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R 2A  IBMEBERICRER CIERERICE T2 F F— G

1 B cell-IgG #ik LT cell-1gG $4E
18RS TEAIZ
BiERl BER | hA =E “rERT  BAE®R | NR E)
+ 29 Il 16 252 | 4 5P
- 33 9 12 52 3 | 0P

2:p<0.00l, ®:p<0.02

R 2B (BMIEMERICTIER L IERERICH T 28 F F— DT RNEE

. . 1 B cell-1gG ik T cell-1gG Fik
18R FEBISL - - - - - -
gk 14 B %iE 28 H =¢57) BiEf: 14 B BNER 28 B €
+ 29 13.4+89.9 |.1x47.0 61.1%x169.7° 20.9%x91I.1 1.0+£28.5 2.8x23.1
- 33 9.8+20.9 4.6%12.2 0.7x15.4¢ —-0.6%£10.9 0.9%x2.5 —2.7%£9.5

¢:p<0.05

£ 3 Flow crossmatch & & U flow PRA &3EHERISHFESR

Plclass | -IgG | FLclass I1-1gG |#T T cell-IgG|#T B cell-lgG | FEBIEY | IEHERIT | FEZE( %)
+ - 8 2 25.0
- + 3 | 33.3
+ + 2 | 50.0
- - 48 ] 20.8

+ - | 0 0
- + N 4 36.4
+ + | | 100
- - 48 8 16.7
+ 10 3 30.0
+ 5 2 40.0
+ 2 | 50.0
+ 12 5 41.7
— 32 8 25.0
+ 13 4 30.8
- 48 10 20.8
+ 13 5 38.5
- 48 8 16.7
+ 20 6 30.0
- 41 8 19.5

BT OW B cell-1gG FUABMEGIS, M CHER & N B M GFERC 51 T 29 Bilh 25 §1(86.2 %), 3
FIEREIC B W T 33 BIh SHI(152%), HLT cell-1gG PiiRBF MBI FEEREIC B> T 29 Bl S H1(17.2 %), FEFIE
BB TI2FIG3F) L bBETHY, WINLRERICEW THRICE » 57 (p<0.001, p<0.02), Fiz
flow crossmatch THIE L7291 B cell-1gG FUAD I HOEIEE E BMERTO 2 & OFE L, BHERKICFEERIC
BOTHRICEEZSR L7 (p<0.05),

3) Flow crossmatch 8 X Uf flow PRA & BREAEDRKE CRFEFET — %)

FEAERIIC flow crossmatch B & O flow PRA 217\, BREAHZIT- 72 61 HlIc B W CAMEMHI G OFER 2
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L7z 61 BID S b AERBEEAE 40, MERBETHITLY, EEBEBMHED S B 48 FIXMKIES, 13 Flodin
WHRAEETERThH o 72, 758, £l bBMEERTD CDCHEIC L 2 ) VS KESZEREZRRICB W IR F—T
cell P IZBEMETdH o 7z FIEIIHIFREIIBAHL H 5 L OBAHEE 4 H HIC basiliximab % IR S L, CsA,
mycophenolate mofetil(MMF), MP OZ=FIFFH T, BHEtk 14 HHIC MP #5211k L 72,

SPEIBIEEIZ 10.1£4.7 (3~20) 7 H TRMAEMSUSFEERIZ 1481 (23.0%) TH o7z, £ D 5 bAHRBF AN
BIEPEE LI e FE 2 SN EMIISIE2HOATHY, 1HliEHiclass 1-1gGHifEk, HINF—-THB L UB
cell-1gG HURBHER], Ao 1 BIIHL R F—B cell-1gG FilED ABFHETH - 72,

R 3 whiclass 1 -1gG Pk, Piclass H-1gG Pk, PR+ —T cell-1gG Fifk, Fi N F—B cell-1gG FiADHEIE
ARG DOFERE IR T, YU T cell-1gG PUikRG4: X univariate analysis 1233 C relative risk (RR) 13.213 (p<
0.007), stepwise multivariate analysis ¢ RR 222.286 (p<0.01) TH» Y, #$iclass I /I1-1gG HifkB L P K+ —T/
B cell-1gG Fif&5GM: D Cox univariate analysis 1231 % RR 1% 3.644(p<0.048) TH - 72,

B0

BRAEIC B T 2 WS DWW TR U 72, S5, & 0 RIS MR RGO R EARRRZ R T ¥
REDLETH D, Fiz, TFEICB 2 REHIEIREOESIMERETR E SN TELBEETREE LDDb %,
ITAEDFR SO K 0 BRI 2 e F o b & ToHiclass 1/11-1gG Hifks X OHL K+ —T/B cell-1gG Hiik D
RIERICOWT, SSEHAOEREPBLELFZ Shd,
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