[n] 45 L 51 2% CER—ZE R4 200546 1

A1 L 40 240 B2 FE S GVHD (3 28 e 45 ) I N2 1 40 I 0 D — T R s PR 3 3

NRA T (HLA) X RPU, AAAE T LB A A AR, 2 DOl P A A ) 22 5 1 32 2803
T, SEMHFEVIMEC, nrEE AHLA-THUR (sHLA-T) A2 T (1]« VP FLits PR (2] i AgHLA-T28
o1, HERE RRHLAGY T HEAAE],  JE H o BEMBREER SR 1 ARSI BE B 5 — 2R Ak, Hobo i ARG 2
AYEPUR IR R, I A PUOLE B s EPTR (mAb) PRI [3] . sHLA-TEARN S 5 e N, BAT s if
TR, AIE SRR 52, IR LRI R SOV R A 199THERIK,  [RISMRZEA SCHRAR 5 AT
(4] m#El5]. ol6]y B I7]. IWI8] IS AEFE e SN A AT L 2e A7 A M Fh R sHLA- DRMIF Ry S 1k
SHLA-TK-P-SxTb i, AR SN B AT i, 3t sHLA- T MEPE s B B R HE e S R (Kb . AT
X+ 2 4451 S5 5k DR 71 F) LT 440 A2 AL A RS AR i I35 TP sHLA-THRIR BEHEAT T Az o

1 FPRLRS %

1.1 Mk

Lo1.1 A BRI Y DO IER R 1634 (B394 Z0244) , Fld18740%, KA wd i = Bl
Blo SEEEDR AN I T4 MR A R 244505k A KRS B IR, 21400 4 R fitaA, 3490k Ak i 2o Rk, Hoh
BIY . L1654, FR14743%, V1288 . 24BIBAEZ E NIEEAIGR PR LR, BAEYHUE 39 (GVHD) V7
Wrdae TR L9 bt



Tl EMSEEMAALTHEEEARALZRERERH
Tab.l Clinical data of the allo-PBSCT patients included in this study

NO DHagnosis Conditioning Prophylaxis aGVHD (onsst) HLA class typing Survival Hme(d)
1 AML-MZ CwTBEI Cea/MTX WME 1] A231 B3 alive
2 ANL-M4 CyTBI Cea/ MTX WMME 1] Al A2%9 BRA7 Cwi alive
3 AML-MZ CwTBI CsAMTX 0] A236 B513 Cwd +104
4 AMIL-M3 CwTBI CaA/MTX/MMF 0] All28 BT 18 Cws ahve
b AML-M3 Cw/'TBI CaAMTX (0] Al3 BE3IY CwiwT +117
& AML-M4 Cw/TBI CaAMTXMME (0] A2420 B2T6Z CwT +135
T AT1L Cy'TBI CeAMTXMMEF I+11) A2 3 BisgT CwT, alive
4 AMI-MI Cy/TBI Ca AWM THMMF I[+28) &231 BT35 Cwlwl alive
g AMI-MZ Cy/TBI Ca AWM THMMF I(+30) A31% B 4O Cw3 +159
10 AMI-M3 Cy/TBI CatMTHMMF I(+32) A224 Bl1128 CwsSwi alive
11 AML-M4 Cy/'TBI Cat /M THMME I(+24) &3 24 BT41 Cwl w3 +143
12 CML Cy/'TBI Cat/M T/ MME Im(+25) A2Y BT3T Cwd ws ahive
13 CML Cy/'TBI Cat/MTH/MME I(+26) A2 B35 Cwd ahive
14 AML-M1 Cw/'TBI CaA/MTX mi+28) A3 1% BT2E Cw7T +107
15 AML-MM4 Cw/'TBI Cat/MTH/MMEF I{+46) Al24 B3840 Cw3 +156
16 AML-M4 CwTEI Cat/MTH/MMEF IL+37) A242%9 B274%9 Cwiwd alive
17 AMWL-M3 CwTEI Cat/MTXNDF IL+19) AZ230 BEI13 CwdwT +138
18 AMWL-W2 CwTEI CeAMTXNDF IL+21}% Al129 Bl1841 Owlwd alrve
19 AMIL-M3 C/TEI CeAMTX I+21) A3 B3IT7T CwT +53
20 AML-M2 C#/TEI CaAMT X MMF I +33) A22% B4447 alrve
21 ALL C#/TBI CaAMTHNMME T(+34) Al12E BE3IS Cwd alive
22 AN C#/TBI CaAMTHNMME M(+23) A2 28 BSTE CwbdwT alive
23 AML-M3 C#/TEBI CaAMTHMME TM(+32) AT2R BTE Cw7 +125
24 AML-M4 C/TBI CaAMTNMME IV(+13} Al2 BEAD Cw3 +103

AML: Acate myeloid lenkemia with FAB classification; ALL: Acute lyvmphoblastic leukemia; CML: Chronic myeloid
leukemia, Conditioning: Cyclophosphamide and total body wradiation (Cy/TBI); Prophylaxis: Cyclosporin A(CsA) and
methotrexate (MTX), aGVHD: Acute graft-versos-host disease, onset: Day of onset of alZVHD.,

11,2 IM3ShsA SRESNE ML REBERIET JE A S A REmR I 2 4h 1578 ml 23 B o 34~ H A E
7 ARG SN E M40 RS AR B IO BRI MR AS o FEEF PR AR AR LAE N AR AR . T brAs s
TEIT-30 CI-AF.

1.1.3 k5 W6/328 g Pk (e A FISerotec i) s RPTAPMERE A (—Pt, HEFEAH),
Fitzgeraldr=ih); FPiflgG HRP (Bbr —Pi, HEFENF7M) ;s sHLA THndEs, (HLA B7, Sangsartr;=ih) ;
S (BERR AL FrEBIRZET . pH 5. 0) 5 £k (2 mol/LH,S0,)

1.2 Jjk

1.2.1 ELISAMHLIEONE  RHAWIIT %68 MELTSAXFL I 0L [ 10] E B MIsHLA-T . 96 FLBFHRR
LWL Eh 2t (PBS, pH 9.6, 0.05 mol/L) pht)a, REFLIIW6/32941 (10 mg/L) 100 ul, E4 CHEHI18
h, FFLASHIR-20IPBSYEEGR (pH 7.4, 0.02 mol/L) phik, HFLIN1%2: A (BSA) -PBS, EiRE 41 h,
FEPPVEIT A o B I DLREASFA B (0. 25%BSA-PBS, #Mg2" 1 mmol/L) YE1 : 25F, FB /eSS A
XM BELINFELI00 pl, 37 CRi2 hJasF BEiWOFUEE:, MRt Ap2m HRP (1%BSA-PBS 1 :1 000F
FE) 100 pl, 37 CLRMEL h, ¥ RIEWIFVES, R s - PY B ECR E (TMB) 100 ul, 37 CLRIE30
min, HI2 mol/LHRMRS0 plZ1lf iy, SRJE7E5 min P LABEAR LA (R KA450 nm/630 nm) P& G REAE .

1.2.2 BORbMT  DLSAMETE D) Reda e BIIAS B FIAME A A i i ARG, DA EE R A A it t
T [ S5 2 DR 47 00 A0 M A AR AN T 5 2 AR I H (I sHLA- T & i 78 AR K, AR A AsHLA-T=
[post— PBSCT concentration]-[pre— PBSCT concentra- tion], RIFEHIEE ARG N, Sk



SRAGAW G 24 BB ASSHLA- T[RRI, S 4L M BEAT LU . IF iz FISPSS13. 048 TR AFEAT t A6 6 A1
PR Rt 2= 3 M, SRAG AT R S Bl

2.1 AgREHR L sHLA- T P 3ME

634 1E 5 A2 Rk i 5200 73 i sHLA-T 3548k (738. 16 +£403. 18) pg/L, HeAMAE T4 A8 H i AL
T sHLA-T/K P38 B3 1 2 57

2.2 HMEMA M F B AET S5 sHLA- T840

2.2.1 RERAEGVHDEFH BTG sHLA-TF A A I 45 AR W61 I R A & A= GVHD [ 4 & 41 o A%
M2, HiiEh sHLA- T8 B L B 3sh. BAERT S R 45 P>0. 05, 3 Wk 25 (R2) »

F2PBSCTERAZ4 GVHD B HERABHENSG
¥ sHLA-I & E T4
Tab.2 Serum sHLA-I level in PBSCT recipients
with grade 0 GVHD
Mo  Bassline level(ng'mi)

sHLA-I{post-transplantation)

| 628.52+26.17 §$459.64230.67*
A 436.60+30.18 4269522553
3 T26.67+22.34 T10.51227.78*
4 843 23219.8] 84060223 57
5 453 .65:28.09 464,1923576%
& 962.13x32.06 960121241 22%

*P=0.05 vs Basge level

2.2.2 KA T JEGVHD B AU AT JG sHLA-T& 404k R il 2 B2 I 49 1l R UE 52 & 2 T FEGVHD [ 41 J 1.
TR, b sHLA-TS B H B350 . KAGVHDHT A g vhii 1697 5 e M5 AL hT
SHLA-THERE P& B LR I 0 T 45 32P>0. 05, %A 255, Mean+SD (AsSHLA-T1) =1.267+6. 968 (%
3) .

3 PBSCT RA 4L [ & GVHD M m AB a5 i sHLAI FEFL
Tab.3 Serum sHLA-I level in PBSCT recipients with grade [ GVHD
Mo Baseline level(ng/ml} sHLA-I before aGVHD sHLA-1 dunng aGVHD Stable phase sHLA-T afier treatment

7 T28.52441.23 T43.64+26 744 744 . 73+28 984+ 738.77+45.02°
8 436,60+ 2778 429.95+31.07+ 43981419874+ 433.50+32.12°
o 026.67+34.41 012.51+29 854 916.8042T7 464+ 923. 74429 44°
10 643.23420.62 553.99+31 4564 64690432, 1444 652.99+30.66"

=005, ¥ P=0.05, "P=0.05 vs base level

2.2.3 KA FEGVHD B FEAH AT 5 sHLA-T 5 52840 Anilll 45 SR W89 ifs A IE 55 & A 11 BEGVHD ) A1 Ji if.
T A, Mg P sHLA- T AR K AGVHD T v R S e b vy 7 Je A Wl Wik 8l . R AGVHD T S5 4H
A sHLA-TJEA & B (M LR B0 20 M 45 A P<0. 05, HA W EMEZ . MeantSD (AsSHLA-T) = 62.258+5. 493 (¢
4) o GVHDIYIIA] 55 B A8 Ay sHLA-THEER & B A LR B8 20 BT 45 JRP<0. 05, EA WM 2. Mean+SD (AsHLA-T)
=102.612+6. 615, Frbidi a7 o 2808 U5 B AT sHLA-TIERE A& B It A5 0 M 45 1P>0. 05, AT 8



HMHZE07; Mean+SD (AsHLA-T)=3. 041%3. 004,

4 PEBSCTRES D Z GVHD M1 B HE A B 5 i sHLA- I FEEML
Tab.4 Serum sHLA-I level in PBSCT recipients with grade I GVHD

Mo DBase leveling'ml})  sHLA-Tbefore aGVHD  sHLA-I during aGVHD  Stable phase sELA-T after treatment

11 $53.65£32.45 T04.83£24 41* T61.18£28.78%* 564.18£30.11°
12 445.23233.68 513.30231.12% 565.88220.03%+ 455.10+40 26°
13 756.10:40.14 825.21236.71* 841.26432.98%* V51422735
14 B67.32£37.65 1 030.53231.23*% 10436935654 573296533
15 1068.26£33.2] 1 155.87240.12#% 1158 8030163 1 05763136 05

16 598.78227.87 $55.06229.17* T03. 045244334 591.80£21 48"
17 455.41£21.36 528.87126.38% 597.7422597% 456.42:3021°
18 623.65£31.98 $58.80236.19* T21.71£30.98%* 632.91£28 67

P05, 44 P05, "P=0.05 vs base level

2.2.4  RAEN-IVEEGVHD B # B AL AT o sHLA-T S A8k ARSI &5 538 B 6 491 1 PR IE S & AR TTT- 1V BEGVHD 1)
AbJE A MR A, FLME T sHLA-T BEAEGVHD Y . v e ph i iy 7 o AW B35l . R AEGVHD AT 5
FE AT sHLA- T RSl 5 i A LA B0 20 BT 45 S P<0. 05, HA W ME 25+ . Mean+SD (AsHLA-1) =60. 878 +4. 927 (%
5) o GVHDIIA] 5 HH A sSHLA-TIEAE & S (M AT 30 20 M 45 R P<0. 05, HAWEVEZE R, Mean+SD (AsHLA-T)
=172.920+9. 886, i vady 5 A e W5 B AT sHLA-T Rt K S5 S A LA 560 20 AT 45 JRP>0. 05, WA
FEZ S Mean+SD (AsHLA-T)=3. 903 £5. 885,

# 5 PBSCT B& 4 I-IVE GVHD M3 i f AT 81 5 M sHLA-I & S 34k
Tab.5 Serum sHLA-I level in PBSCT recipients with GVHD of grades HI- IV
Mo Base level(ng'ml)  sHLA-Tbefore aGVHD  sHLA- during aGVHD  Stable phase sHLA-T after treatment

18 THT 7242512 82274227 18% GOE.DEL3].22%* Mo Stable phass
20 413,18221.67 459.16+24 364 55041434 45%% 431.06225.46
21 921.63230.13 71.06+32,18% 110018228, 36%* 00, 37233.127
22 838.51221.98 4T.08+25,14% 104195227, 334+ 846,44227.20°
23 502, 162777 7484420244 STR.00:30,12%* 407, 14230.04%
Z4 TI8.23231.08 $1.29+27.80% B30.5]426 244 Mo Stable phass

*P<).05 |, ¥+ P<0.05 "P=0.05 vs Base level

3 Wik

NE O PR (HLA) XK A S AP, A5 TP A A0 R T, & DR N A R) 22
S FES T, SBAEHFREVIMC. nEPEHLA- 1905 (LU N FARsHLA-1) A2 75 T MG Vi FLt . R
HHLA 12857, LA 5IHLA G FIEAAH R, i o A0 B B Sk 82 1 DAL S0 I e — 2R A4, 3L
o A 28 MEPURYOE K. sHLA-IERN S 5 e Vg, BA R hae, nidss =4 ki 52, IR
R RN R A ISR T SHLA- LI IR 2 IhEE, R sHLA-1 [R50 5 2 B A o g% TAF
HIEN .

R sHLA-T 1) /5 9250 A Mo s ik, — 455 vl SR AR RE M riLvk (ID-1EF) , a4 MufX (FACS) K B E s
W RS (ELTSA) DM 40 dp iR e e R, (R RE e e, ApE s, WA S 2PN N T4,



ID-TEF rf Azl sHLA-T g [ Bp o 282, (HAEANEERE e FACS 2K v MG H s K e U HTRKIAELTSAR I sHLA~
THARBASRGIBEEN, ALORGTA NN /325845T, Bt 5 sHLA-17> TafE3 X E2 A1) 456, fHUFip2m
HRP W6 /32 g4, MMl sHLA-T o ANFSCHERIR S, IEH A ILIE HsHLA- TS AT ANE, Al R
(990£160) pg/L(EHE), (868.94715.0) pg/L(HA), (415.6£256.1) peg/LEHE) . AT EARH
HHE K (738, 161403 18) pg/L. SR ME R A HNMRIRE, BrERGEZERA I, 50 sk
RFARA I sHLA-THJIRIARTE XAE T 5 &AM IR H A AP A LU B sh AW LT B, WOalsm A B4 Uy ik
I —BUA e IR LR L A5 AL

Zavazava®i[9] BHARE B ML ERAE&500], IR RV ET10 d sHLA-TTH&E 106, /5 R 42
o R B EAME SCERAHEAR S T Bl O B IR S 8 e HE R R N R AR T — A A A i
SHLA-TRIE R S 1t sHLA-T K P2 T, AN AEHE e SO B AN T, 32 i sHLA-TAE 0 45 4 B B A 5
S FERR o T B sHLA-T = SRS H A w7 T ARRE . — & GVHD 5 32 2 e i Ui i 2 AR A U E K E
GVHDIR, G 12 41 M 3% Ao SR T80 S 5 4 S PR A ML ) RO, T X 6 Jfa X -~ 3CmT AL JHLA- TR B
ko TREIESFECARMMALT, ST ML L RIHLA-TIEHT AT UK I 73 B N LA A

H A7 i 28 40 if 40 A% 48 S GVHD Sl i S i & G 7 24, F2aFs: WRIRZIEHB . SR
LR BRPERERRBGSE ML SN EE . IR AT ARA 5y T34, (HAE RIBONRe 5, a8 H A )T I K2 WAk
J¥ R, AB R AV, FONAEA PR . AT S T AL AN LT 40 R R i 49, R A )5 AR GVHD I
RAFEER, RN SHLA-TIR A A R ARG . BRI AR IS A 11 -1V 2R GVHD B Ao A I i o
SHLA-T % B SR M Rk FE ATt 35 1 25 57 (P<0. 005) o 141 2 2E T1 - IV BEGVHD S K A AEGVHD R I sHLA-T R4
BENETFE (PO, 005) , GVHDIIIA]SHLA-T T ik 5 H 25 S A B, AsHLA-T I3 % MGVHD 7 160. 878 |
THHIGVHD A 172. 920 W] LATH WAS I L35 T sHLA—T )55 5060 41 Jd tfiL 140 A% 485 GVHD F A HAT a4
o S Gepe bl R b6y 7 Ja, AEARE W1 SR AL K. T JCGVHDER T ZXGVHD 3% sHLA-T TG W] 2 3 5)
(P>0.05) o Liem[10]fUBF5Tth S HREBM TR ML & 2EGVHD I 38 it vh sHLA- T Wl B T, (KRR SE el
B sSHLA-T2R7p TR BEHIARAL, 28 W 02 AR AR AS 1) R IR A Rk

SHLA-TAE —Fog (ML 2 S48, A0 8 LT 40 M A R A A s UR . R, HL — bl 0 0 i 2 0 Sk
Kz Wriabr. PIUCIATA B S8 KM sHLA- 1270 T RO, nTREA B T a9l s S, AT AR DL «
B i FAFAMAR SHLA- T2 70 TR R ZEAROR, Bt DAY 2 @ SRR 8 B R ZeKk T, JF DL O e, 3)
AL B PR A sHLA-T BT sy MIFRAR A HAT IR o T AT SR A I BRI, % T sHLA-T
FE s B MR BN AR, Ay SRS W A 38 1 A B 3R B 2 3t — 2D 2 B

(DTS4 Bk
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