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2 figbbE HLA BFessanss: MHC 2018; 25 (2)
i X VAF I N Y 21281 % 2 VIR O BUR &
PEAUFE AT I O B L D HLA #5506

HART T, AT, e BS &K Btk Bildfd T, mEEEE T, IR wiT, g T
Bk Tz, Wk REK, RIS, DR S, e W=, S RN, RE R

— AN S WIS v 2

(U] BEEEOM EEZHRE LT, R vy @D & W FHE U o RAFB A I S 5 NC = 10 &

MmNy 7 TR Lo SER LcSEDdTn5b, = CD34" = 2.5 DEIH, 2. BRI ® LD AR, A
=y OB OMEINMIREERFHTH Y, TOD, BB OZL, 3. Ok X @0 R HHE L 7o dA R
2013 4F12 10.5 X 10°fHLL BT H - oA M Bk #e 4 ML & BFH & D HLA A, oW TiE L,

TmreslE EFC12 x 10°HELEE L, 2016 4E0 D% EHR EE%] 1. PHBE (50kg) O BECBTEIL
CD34" il LB Lic, Thick b, BHBHEL L7825 NC = 10 & CD34" = 2.5 O o H 413,

D ORBUREEB I Uy, DX R X b $ept D 37.1%, @ 45.9%, @ 64.5%, @ 77.0% &, HHEg|x
By & B & D HLA # 5 I > W TR R b BB U, 2. B R I i o SRR H AL .

T THET 5, TREEH - BHEBUID 806258 KD @260+ 192 +
[751k] ARMlag (VP NC, x 10°ff) 3 X 0 CD34" 189 R LB L 72, 3. HAMEHE ML & B & O HLA i
Mfage (DT cD34%, x 10° i) o FHBBHIARIEHE & LD BECOWTIE, O 12% & 5D 6/6 —H D@D T
%M W1 1k, @O NC10.5 5 2013.Apr ~ 2014.Mar, @ E3% A L, 2 FBER—FKIE 60% 25 76% 1 E5-3
NCI11 ; 2014.Apr ~ 2016.Jun, @ NC12 ; 2016.Jul ~ 2016. 7L, HLAMGE X 0 filaf 2 ER T 28RN I h
Sep, @NCI12 & CD34"2 ; 2016.0ct ~ 2017.Jul, 1. O~ Tz,

A MRS 36 T HLA BSEPERICS R 558

BRky BREEDY, R BBV, gk WY, AT, &RE R, BEERRE

D X W LN v 2
Y HAFTFHBEFERFERE S ey 7 MKy & —
P s i A A AL AR A I I RRgE 2 — 7

[ 5 A A 35\ T HLA-A, -B, -DRB1 ® 3 FEH 2 $i L7, ZofER (32, HLA-A, -B, -C OR#EAPURED
Jis A< v 7% TORFMNAERTETH 508, B B3z EBMEBRIEFFROEBERIERTEAL 7t o,
WL & BFH O HLA B ENBREOAE Y 2 8% HLA & & B B AR RS & 2o IRIcBE L B g3~ &
HLA 7 U A v <L THGE L el 34 v, £ 2T, HTThb,

HLA G FET ) v 2 4 ¥ v 7 HNFEE & e 1 ifi i ok e 55
T Il — [ iy B A 1374 SEBic > &, HLA #51E
(HVG Ji) &R & HLA BURBO G 1T 2 55308
%, BREBERMIMEFFER 500/ ¢ 1 BIEABEIREE S L
T multivariable competing risk regression ¥ % H \» THE#HT
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Risk of neutrophil engraftment by the number of HLA locus

mismatch in allele level.

N ﬁiﬁﬁf [95% C.1] P>z
HLA-A, B, C, DRB1 mismatch*
0 53 1.00
1 152 0.90 0.64 1.26 0.524
2 293 0.71 0.52 0.98 0.040
3 593 0.73 0.53 0.99 0.042
4 336 0.62 0.45 0.86 0.004
HLA-A, B, C mismatch*
0 123 1.00
1 253 0.76 0.61 0.96 0.020
2 571 0.76 0.62 0.94 0.011
3 480 0.65 0.52 0.81 0.000
HLA-A, B, C mismatch*
0 123 1.00
1or2 824 0.76 0.62 0.93 0.009
3 480 0.65 0.52 0.81 <0.001

* HVG direction

#2m HHgdblE HLA BFoEe it

HLA A#E SIS RN 351 50 ATG #5310 Bt

RREEMY—ER, ZRILSLRESE, BEH #, T #E, B Ok A, S /K, ik BAI, B IR

LIRS BE

[HY] HLA Rl &IRMg A B EES kW T, =
ATG I D4 I T OVREERAT AR L1,

[58:)] 2009 4 8 A 25 2017 4F 6 Hic Y ik Thtifr L
7eIE Mg E B MGIC, GVH HAAEBEOH 5 33 fili
gL U TERTHMBG 2k 2o 1,

(K581 A& ATG 8 5-4F 18 i, IR H-HF 15 BT, ¥l
fadF 1% ATG % 5.8 Ti1X UR-BM 13 i, UR-PB 5 %, JE
P 5B CUX UR-BM 15 B72 - 1o, ATG FER G- BECldAd:
B 16%, FEREGEN& DHE 20% A58, ATG &5
BETRVWTFRLBED Mo, A M ATy LA
(CMV) FHEMEACIZIER: 5-7E T 20%, #5-FET22% T
HOEELEERBD D - T, 14 0S, PFS L 63% vs
31% (P=0.151), 48% vs 31% (P=0.197) T ATG 5B
TRIF B IE 5 72 1 FHFRERIL 35% vs 21% (P=0.57)
T ATG B 5-HECHREHINEZRD 720> 72, Dayl00 K5
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“C Grade T LA |- aGVHD @ 2 F F4E % 1 29% vs 30%
(P=0.861), cGVHD O 1 4} #& B F& #E # 33% vs 74%
(P=0.04) Th o T, FHEELL LD cGVHD T 0% vs
30% TH > 1o

[#53m] HLA A58 & 8 g R Al i s W T4 @ ATG
I X D cGVHD O FREDIK F AR Tz, THIEROHE
nzERDHT, Vi ATG B 5 CHERTEIE « CMV TS
A& ZBD T - T2,



282 M HEdibE HLA DRt ahtst

HA NI i 5 7 Bl R A LS 5
B BT, MM R R LR, REBER,
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73 HLA-DPB1 I A~V v F : 7y 7F— b

NREORMY, A REY, RE B

VBRERKSAREBERENITER WM - iR - IBEOR RN (B ED
P AN BERPER T ey 2 iRy & —
VBB A R e B B

Y IUN K

(5] BARGHE v 2 (OMDP) o 3k i f % [ 4% i
e (UR-HSCT) i3\ THFE & FF —o HLA-
DPB1 7 U /v & A5 45 13 412 X T Atk GVHD @ Y
27 @D, AMBERED Y A7 2K F I 50T

ST, ¥ — IR HLA-DPB1 32 E B I T
e\, i, HLA-DPBI T-cell epitope (TCE) ANiH &

EFA%7T v 75 — b L7 functional distance (FD) &
F A%V, dFD>2.665 1% dFD =< 2.665 X b AR ICEH
DN 2 ERHE I hie (Blood. 2016; 128: 120), HA
A UR-HSCT i231J % FD € FADEH B L1,

[J5#:] 19932010 4= IMDP % 4~ L T UR-HSCT 2 Jiti
T3 IR & B RBEERRE OREGI 22D, BH &
I J-—® HLA-A, B, C, DRBI, DQB1 7 V A 2 @A L,
HLA-DPB1 7 V A3 A D 1968 Bl & fEHT &R & L7,
BE L ¥ — o0 HLA-DPB1 ® dFD % BE# 5 e 32D\ C

BRI A

FHEL, Z2M GVHD, &%, AMWHEIEDO Y A 7~
D558 S A5 BT TR L e,

[ #5 %1 1968 6l @ th T, dFD = 2.665 % 1569 f,
dFD>2.665 1% 399 I TH - 7o, Atk GVHD 24 JED ) A
7 1%, dFD>2.665 CH EITEh> - 7= (Hazard ratio[HR]1.25,
P=0.008), — 75, & ¥ GVHD 34 E (HR 1.20,
P=0.196), T3 (HR 0.81, P=0.095) KX O"4/ELF (HR 1.01,
P=0.926) QI EETRDIR -1,

[#555] Bk o> UR-HSCT TlY, dFD>2.665 & 7% K —
¥ non-permissive (non-PM) mismatch & L ClaliiE3d 5 Z
ERHERI T\ 2, 4 E 0BTk, JdFDIREa%
GVHD 2-4 fED ) A 7 O L 72 %5, Hfi GVHD,
FROFRCEXEERES, HAANODURHSCT T
dFD>2.665 & 72 % F 7 — & JBH O &G4 5 non-PM
ERE o T,

il Bl M R 1S 36 1) 2 RO BRI : HLA N 7 2812 T

FH

Ak, #EE REE, SPAREARRS, PHH i,

HH 1

HEBIF RS RIER M - ISP

MR (MSC) X% 4+ I A4 v W HERT %
PEAL L, g M s Uil GRIGEME T Al
e U Cid@dEmie) A3 %, MSC (X HLA 70 F%
FHL T a2 roZREB v <K<, CD80, CDS6,
CD40 &\ o 7oLy TR BB L T v, D7
JFHCTHRIEEZE LSS, »poHAF I EAC TH
fambEHEINIC WV, I THLLDEEE, RIFL
TRWIEZEHED MSC %, HLA OD—F « ~—FKic
Blb b3, PLREHNTEREFCHRG T2 LR E R
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%,

RS ATl Bt D A 5 v 4 F BRI 2
GVHD &% 3 2 BEHER I . S TR B, T T
BEBDTARRTH %, F, 2 GVHD L7 %
MSC D EZh R E S h, AIPTHWTIL2 DDEK
HRER AT 201642 Hic v b MSC BHI A TP A X
hic, YBTohETic, A7 u 4 FERENMEaM
GVHD i 10 fl GREREEk 4 61, HIREHR S 6 )
% LT MSC il EMi L e T, FOREAHET 5,
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LT AT, MSC XEHNICE W CEIMSZFHEAEHR
T 5, TibblBMaBaEaTT 5B, R MSC
H 5952 LT, GVHD T8 LB RAED 2 DD%)
RAEONDAREND D, £ 2 TURHTIZMSC D

#2m HHgdblE HLA BFoEe it

T ERIGHBFE LY RIS L ¢, B > —Listogdhin
HEEPIT MSC ERL L, I B A o AT i B & P
i3 5 RS TR ED TR Y, ToREBEOYE
L EbHE TR 5,

HLA #i5RYEDNY) 7 28 2 7258 3 HHK EBV F CTL Wk Dk A

VHEE fEHEY, SMREEAY, RKESEREY, dbE RRY, B Kz, R Y, il K

AOBEETY, M OWTEY, gk &EY,

PP B

20, e &, BE K4,

M FWE, B ORRAY, D BT, miE #17

D F R AR IIEE CRBAE - BRDIE e & —
) Al B KRR ARIIGER RRE

& 1 A fa B A % o0 EBV PR v v S HBEAE (EBV-
LPD) BV Y Fv <705k ) HIHEHLE SN,
CD20 &tk LPD % &te V v F v < TP T, FHEL
THEHENERD 5 D, BEETE, BHEEKD EBV-
LPD X+ 5B Ml N+ — ik v £ v AR R AT 55
PET Ml (CTL) HEEOE T HRBR AT - ey, B
F—HKO CTL FLTlE, MEH FF—icks Tty
4L AR CTL BTz %+ 5 2 E 0N HETH B
LODFNF—ck o T CER WA DDH Z &, FE
ME ¥ F—CREENCEENRTE W LR EDM
HED D

DX S It D, BN =D o B =51 A
NH YA ARRREP) CTL 8 7 L TRIFL TR &, off
the shelf & U T T 2R ABHK L hOILfThbRTE

foo MEFH MK Y 4 LA CTLBREDH G, B -

NI —oHLA XHS —HThs b5 HRO
GVHD FE RN & I e sy, FEEo GVHD Fhi
BEIME S, etk LA IERORBIC X VRS h
TW5,

B e v3 1M A B R % o EBV-LPD Ie X L TR HE
F—UNDEZF R Y 4 v AR CTL Bk 0 %4
PP 58 1 % [HAERRS DRV O MRS
BT B UEA W HE U TR, BHIA Lic, BifEE T 241
it4mo CTL #2170, WFhicswTh BEE
BHER E 7T 2 &, BRI ETEI, 261& b
CTL # 5-#1Z EBVDNA 2 ¥ —#AMEF L, 1641 Tikke
TR R 2 B T 5,

TLR4 +3725G>C #in 12O BEREM 1 H]

B REY, WEk DY, KE WY, TER

—@Y, KE ECEY, SR AL, bR SOhY

Az =0 ek A

VERBERIRE MR
P FHERIRY: Ak

HARMEFEICEE I ZE %2 5 toll-like receptor
(TLR) family II3BE BT ERAH D, EGEHEIEL R
TV S SEAE & O BRI I T\ B, Fx ik, TLR

BIET 2B HLA —BOF Lk [ SR i 12 i i v 7
B35 LW B2 Lz (Uchino K. Oncotarget 2017; Uchi-
no K. Transplant Immunol 2016), 4#1Z, TLR4 (rs11536889,
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+3725G>C) G/G FF—0bBMEZ I BHE1E, +3725G>C 1%, BRBMEE T 2R EE 2 b, Lich -
PRBRGRE N 7o <, WHETEER L RIFTH - 1 T, TLR4 +3725G/G F JF — & 3 il i J i bl & 52 1
TLR4 +3725G>C #1nF % B oo B I 5 Bl & Gl 3 % 7 T f, BREERIRSE TR ERF O TLRAEILE T L b, &
W, fEA 21 BORMMEZRE >EEL, BaTF28 Yt TAEAL MK S 1 B W REME 2V R S huic, TLR4
EHER B TLR4 FBLEZ W, TOR, G7 o +3725G>C Efn T 4 TSR I 2 5 0 THF 22 W & 2
Btk (C/G, G/IG) %, G 7 V) Afatkd (C/0) i, AU, S AT R R 0 BT GUAE 2 Bl < et
TLR4 BHE P H B CED - o, T b, TLR4 MBI DB IC S I B LI S 1B,

PIEHI NS EE HLA class 1T 3SR X D fl#l Z h 5

Wik sEs, HW BERY, =i #hTY, MR ALED, BE Y, KB RED, WA HK
fTE AR, e 5ETY, Ak FEED

VERIBERIRY BREPSERE SbRAaEE (R REAAED
P FHIBEBERREE SR
VMR EERE « B RE A

(5] BHEBHCSWTFF— vy LV MED 57, denovo DSA DHBLITHETH B, A H=R2aD
HLA 3 A=< v F1%, ¥l N5 — HLA $ifk (Donor HLA R, AR R TR COVCTRE R 2 BB ET
Specific Antibody : DSA) % 8L 3 ¥, Prikpd i A E K 3H DM, KB TH b E 7o o e HLA-DR % fHI# L
KL% 5] & 23, %1 de novo DSA ® H T % HLA 5 %3R5 DSA 1R 3 % P B s AR SO A 5 ik

class T @x 3 2 PihEA T TFEARARTH 5, BEHH T5—B&%B 13T THD, S HICHLA DFEBLAZ)H
BEM IR 2 M 2 5 HIWT, bithokkE< Btk AT & 2 FrB AR, DUABS I RS o
HEE LEENMTbIR DD, TohRERENTH BN LD D Z EN MRS B,

b, FITHEERE, 777 P NE#MEED FF—

HLA OHUFERBLICHE H U, PUFEMEZ G LG 5 3EH o

PR EAT -7,

(531411 EA hy926 & HUVEC % Ji\v 1o, Ml 24 2

TRHRFIFFAE T, IFN 7 T 48 IR[HIALE L, HLA-DR % %

WAL X el EAERBE 7 e —F A P AP Y —, v =

AKX v 7 my T 47, Incell analyzer T, mRNA (%

qRT-PCR T L 720

[(fR] =~<w v a2 (EVR), 732 %2F v (FLU),

7V F=Yuay (PRD) ¥ HLA-DR Z#I#l L 7z, FLU

1% HLA @, PRD (& CIITA ® 55 % #I{l L 72, EVR %

mRNA Z I U 725> - 72, HLA-DR X F i fifla NicE

B L C\wie2y, EVR AP0 B A HI# L T,

EVR, FLU (¥ HLA O #ER& S Bd4> % CD63, CD82

L e,

[%%4%] DSA DERZIMEIBRBICE T 2 HERO AR TH
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#2m HHgdblE HLA BFoEe it

Wil & O HU K F — HLA bifk 2 a8, ihrikbidk BRI #E RS DI HE1C
JiEss U 2= e B A oD 1 B

RS RTE, SR RN, IR R,

o, g ez, REOFRE, L

HA, &M R,

FEMHEZ, K 5 FIF EE 85 &ER HeHE

=EAY TR - B R

iz o] WBMIcs T, ILEH N — HLA Hifk
(DSA) Btk o ik B i AR RS (AMR) o faf AT
ELTRBINT WD, G, KIETHAETO DSA B
PIEGIC I 15 AMR &R L 7 T3 %,

GEl] 37 ko ath, %R ERE 32 b7
VG O BICHERFIVERFRE S, SYERFAR S & TR b IMFETR
WEDMEAT S e, MiRic DSABGIETH B & L aVHB L
7o itk 9 B HICFIEREER O LA D Y, AR
FERAMERMSIL RAT =6 2) ML AT a4 F3
NATREABGL, MBI ave /) —AfEe7 251
FEBALK, LrLEEicZ L, itk 14 B HolF4A
BTh AMERKIEIREL DT RAI=55), 1%
ra7y v E 9 AT - 7o, IFILEREEFE O ik

—HHEET 2 ME EA AR, itk 21 HH AR
Tk C4d SR Bt Th o 7, TORFEIT AMR &
2L, Mg 2 HiE, 5l KuffEs a7y
VD (50 g/ H) &2 BHREIT - 7o, & D% IHE REE
FETEA U, HEBT L HERUGIEEEE LBEE & 7e -
72o 21T DSA @ #OEHRE (Mean fluorescence intensity:
MFD % #lE L7 & & ABAERHTT Class 1 HLHAD 14500 &
HHICEETH > 7oo AMR BRI MFL:2000 ¥ T
LT,

(#5551 MMZERF RS C ik DSA BtE 3B MG Ic B S h
T, MBI BRI EIT S S L A WEETH DB,
AMR BIECHERPLETH S LE 2 DRI,

Rituximab JBEEAEREEIC & 3 BEAFDU N F- — HUBBR PRI #% A

NEOEEL, BH BE, AR

B, ®@IF Fun, K HiNG

E =N S S T e 2 P R e

[Fx] Bk 2848 P —difk (DSA) o
B, A, Bk, DSA X B PiARBIH R
BN CIET BN EH SR TV 5,

[J71E) 20124 11 H X b, fiisi HLA PiABRA 2 FERE L,
Gtk 0B AR FE AT 2B In L7z, 2014410 H X 9,
DSA 5 4E #1112 1% rituximab 500 mg/body O£ 5-12 & %
LRI & KM% 7 v b a— A w PR, AR AL
B, REIMHER ST, WY FER, fitko
SREIHIFIL, FK506, A5 a4 F, MMF ® 3 #]%
W7z,

[R5 10 61 (12.5%) T DSA MRS, Midific s

134

MEIRAMHER I NIz 9 et U, rituximab iR 7EHE:
ZATHT 1 ~ 21 HIAT - 72, FFREREHRIC AMR @ FHE 1L
T, &EBIERR, RN DSA ZbE LD &, itk class-
I DSA AT AR T 5Dt LT, class-Il DSA (1#%
i, Non-DSA iBJL T, DSA & EBEE Tl
LoD, PREFMHFA AR LI, 12, class-11 DSA I©
®9% 3 Bl oM I AR Cad Jeto T LRl th 50 <X Bs
%, Totk, B totEmslohic, BEFMERT
DSA SR HER I e — Bl REF BT, class-T 12
x4 B A O MFI 2278 L T2y, rituximab O # 5-
mLT, itk 1 » HH2 DS DSA KA L,
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(53] Rituximab B ERRIE L, BEAF DSA O F AT MR CREH LIHEB S H D, S HIgHRENPBETH
HETH o 1eds, WIEHBMD 1 I ChUEIER LR LT %

De novo DSA pE/EPIHNCBY G- LS 5 HLA 7 ) )L ORiGt
K2 @D, bk Y, R BEAY, R wh, R O ALED, e T, B5IE PR,
T gy, W =P

D BRIBERIAY SRR
DBRPERRY UL« B M
D g RA AT B

(FR] H % FED HLA HUE R 2N B ORI/ o 5 Uik] Al BEH A 5bids & OF MR T T

IE LMD D Z L onTIEMbRTWD, PThH HifT U B RSB REM D 5 b, BEfF HLA itk x A
HLA class T IZ2\WClY, H 250N H PR HIEBI RNy vt 9236, DN F—% %

FRORLICGA, HOYROELZREL, H5HHEA S L LRI L,
T L, Bz ol o P N MR A LicY [%5 £ 1de novo DSA % 147 Bl T, 776 Bl ClEM:TH -

BRI lER S5 C ERMEI N TR Y, B 72o {DRBI 04:05, DRB1 09:01} (v ¥ ¥ = ¥ b+ HLA
LWV HANRIEI TN, class I, N7 — HLA) %, FEEERF T G
[HW] HHLvv ez b HLAclass T2, B 5D FF— THIRWEBEH D (p<0.05), filicd FEEOEEICH
sk HLA ZHRER LcsiE, £ O HLA O X7 28 de ZRTEME LI, SHRIEFARYERS L3LIC, in
novo DSA ALK L THIHIME D R AR & 5 Blg Vitto B WTE T b D7 24T AT, DSA FE
DNEBAREG] T b 3R % 2B L 7, Akt LI o 8 2R LIS % 0yBGE L T <

HHHI{I2T > TV 7= LABScreen” Single Antigen % JH\ 7= Virtual crossmatch 2
£ DY AT FHARET B - iR B B ki —pl

el Ser, AbE R, ARl W, vl sk, i thi, BB Kee, iR %, ik
TR O, Mmoo A5 A 2R i

SEAYASG: EERVIGER PR R

({51 AIBOBRE RGO M KE A #A L CDCXM (T Screen” Single Antigen (SA) & 4T\ ERIEIRAEZ L2 L C

cell, Bcel), FCXM (Tcell) DAHTH Y, HEEFENY Wb, 40 SADFER % L &I virtual crossmatch
2 7 DY T L 2 Te\v, i, BEBmEio+ (VXM) %175 & X BN A 7 FlinnHE T

o I USRI C T 5 & L b Hnted, B o TeHRE B O —Bil 2B L 7e D THE T %,
FFREHIC HLA I3 2 RAFIREEZ LB L TR < S Lk UREGI] 59 meteth. HREAIEE 15 4F, BARAE, AEIRIE L,

FEEEZOND, DD, FrIdAEHIRIEL, IMEERE S D, RO SA 12T B44, B45, B76 D
H O EEF M high risk TH 5 B A LIEATIC LAB- BB L T, v P 7 =2 0bo#HE T,
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CDCXM, FCXM i3Itz ch o, —75, VXM D AT mA FRUVA, MBS RIT - 7en, Bfbtk 6 H
5 T, B76 2 F 7 — HLA @ cross-reactive group Hc M ENT 2 B, A 2 45 H @ Cre 1.57 mg/dl & B
(CREG) &H[W] L7z, L2 L B76 ® MFI 1% 1367 & & T, protocol A48 T b A SIS D FT XD T e\,
ETHoTcZ & X D BILTHE &l Lz, B [F55E] BB BT VT, SA OFEREH W2 VXM 1
WA 1 A4S, rituximab 200 mg & $¢ 5 LB A A i HHTH 2 REES R I hoie,

170 B X B DU B AU A SO & BE 5 T L %2 389D,

Pi 7 — HLA YUAEETER B X S 2 SR v 7Y VEHERIEZ v /-
ek AR IR
PN, TR ORRAY EW B P mA) BB Y Wi R W Bz

DABS AR R AR e v 4 —  BRESE
VAR AT ERERR AR v 2 —  BIAR

BEfFPUARIC X 2 PLRBIdiAE D 2 v b r— iy, B 1990 S B HLA- T CHWBhTE R, LiLl, K
IF Islidign b 2 R 2 Icdb D ERKIHETH 5, BEAAPiE ek CIBRIEETE & LT o IVIG (XA B R
BHEEEMD 5 b, MEAESERME (ABO-D 122 I AN & T T T b — I Tl Tads - 7o,
WA DO BRRIEEEC L > TIRERRI ATV 5, MBETUE, 2008 FELBEHLA-TICH LTy Y ¥ <7
La» L, $iLFF— HLA FiEGHEBME (HLA-D O L EPEE, Mg A DR R AT o T E
I CBEAPEREBMESC ABOIOZH LD b 7o
4o TR Y, BUREREC O W T LI I TV, Srlal, FERK D BLERIERE T IVIG 20 2 CEB M % It

g7 v 7 ) TR AVIG) 1, stk wT Lz 4 BB Lico THRE T %,

FCXM & LABScreen (2 % MFI i 12l %2 329 7= AR RO 1 #]

AP, W SOV, B s, WK EAY, AHE NEAY, MM RIS, A M=,
W OBEP, KRR, AL B B E

DR AR IR
D ik BAKEBBE S ROIICRE BB

FEGIE 64 BE LM, R, KEFFr—L L FCXM % T-cell(-), B-cell(+)s LABScreen single beads T
LB A FEI YR 228, EHREE 3 [, i VX class 1 12T DSA 2\ X huie (MFI il : 4221), non-
O MR A A T, LCT W& #, FCXM X T- DSA &2\ Tk class I, class 11 12\ T 20 FMHLL ET
cell(+), B-cell(-) T3 - 7225, LABScreen PRA Tl class I: Btk &R Lic (K MFIME @ 6512), i il o Bl
0%, class IT : 3% & class 11 235PE T3 - 72, LABScreen ELTCFMIL» A& Y TAC, MMF, PSL % Bl #A L,
single beads Tl¥ class I, class II & 12 DSA BEH I 1 rituximab % 3 BRI ET & 01 H B b, X HIARET 9 H
7o (fe @ MFLfE : 2254), DAL XD, BHRZITW, X b DFPP ¥ X ORI % JifT, X BIcF4k 5 HHif X
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2 Mm HHgdbRE HLA BFoee it

D IVIG & 5 HIH, & 100 g5 Lictk, LAEBFBHA
MifT Utco Mhith, Mo BEEEIXRIL LI, itk 3
H H @R #ds X OB iR, MK oK T 2528,

MHC  2018; 25 (2)

YURBIE MG & 2 W, MRS, A5 a4 KA
IVIG B 51 THE, Totk, 1/ EIE L, BbE
% Cr; 0.8 mg/dL Hif& CTZLE L TREM L 7o,
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