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[Abstract] Objective To investigate the effects of donor-specific HLA antibodies(DSA) for graft
failure in un- manipulated haploidentical hematopoietic stem cell transplantation(haplo- HSCT) and the
feasible treatment for DSA. Methods HLA antibodies were examined using the Luminex-based single Ag
assay for 92 patients who were going on haplo-SCT and the correlations of graft failure and DSA among
the patients who had finished SCT were analyzed. Results Of the total 92 patients who were going on
haplo-HSCT, sixteen (17.4%) patients were HLA Ab-positive, including six (6.5%) patients with antibodies
corresponding to donor HLA Ags (DSA-positive). Among the patients who had finished the haplo-HSCT
with conventional myeloablative conditioning regimen, the engraftment rate was significantly higher in
DSA (-) patients than that in DSA (+) patients [92.3% (24/26) vs 25.0%(1/4), = 8.433, P=0.004] and
DSA was the only factor relevant with graft failure in multiple- factor analysis [OR = 12.0(95% CI 1.39-
103.5), P=0.024]. Strategies to decrease antibody levels were taken for 4 patients, two were their first
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transplantations, and the other two patients were their second haplo-HSCT. Three of the four patients were

HLA- I- DSA positive and had gained donor engraftment by means of donor platelet transfusions to
decreased the level of DSA, the fourth patient with both HLA-I and HLA-II DSA also gained engraftment
with the treatments of TBI, rituximab and donor platelet transfusion. Conclusion DSA is one of the key
factors of graft failure in haplo- HSCT. Donors should be selected on the basis of an evaluation of HLA
antibodies before transplantation. If haplo-HSCT from donors with DSA must be performed, then recipients
should be treated for DSA to improve the chances of successful engraftment.
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P I Y0 B e g M 1 B i (R 4R B
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BEE FR LR 1~ 2 AR YT 50 3G 50 At
AR AN AR ) L X 2 191 R Y 3R AR A i

Ao

IR K A DR R PR R LR 3 Bl R 35
) 4 VUSRI 4 ) 1 2 0647 T IR F A
TIRFEAT T R FH T 8% DSA fRSiG. 6i1 5K
MBI AEE () HLA 5 M S AN, T A Rx
5L s A R S BOIAR (4 A SR E P 155 01
PE) . BEREFHLAMARILRMLE L, &
F S H AR HLA G5 510 M4, 3R AE 54
A7 Y 34 5 DSA BHAE (1455 FH , 2 4>58 BH
PE ), BOCR R 5 55 /F 4 3K haplo-HSCT #y it
o T iZH % DSA BEA HLA- 1 K4kt A
HLA- [T 250 1 HAZ B3 7 750 — ORI Rl Fildh
RS i A SR MR A I, it /MBS R A1
F20x10°/L, [R] B 45 5 dfiL /N JE R0k 7 , B0FE IR
FEAE T, BT X DSA Bt o A A 4 1l 2% 4, TRikk
Hrp 2L TBI(10 Gy) X8 Bu W FH A 2 Bt 375
mg/m* 1 YK BEE CTX Fl Ara-C, FF1E [l 4 it & 141
it 2w A BE R ORI 2 AR YT R B2 ToH:
A aE 3, IR AR e B AR AR AL,
T 2 1) DSA REF XL HLA- T 890 T4,
WAE — R BE A, SRBUT i A /N A 15 it o
B 1.2 B IR FBEAE AT EEF AT A . ] 2 75—
KA G A IF ™8 GVHD I #1740 20 s 25 1M
KERIRYT , A BB I/ MR B IS 2 S H AT
FEE A, Hopth 5 9 R F AT AERE

3. 3 T B A A IS R DSA KR 3l 2
W DSA FHE R 6 IR AR E A 451 (B 1.2.5.6)
Wl T RS AE TS DSA KRR A ., i 1.2 £ K
FEAE S A9 5.6 7 B IR B A e 72 HP 19 DSA /KR L 3%
2, 1911 /) HLA- [ F1HLA- I ) DSA 5 5 FH 1
15 ) HLA- 1 2 DSA 23 FHM:, 2.6 i HLA- 1
25 DSA S FHYE . B 1.5 78 11 T 40w A

R PEERERPEUAR (DSA) FATE R SEACRT IS Ui T AR R4 2R

. N Wi

Pz

HEFAES HLA DA 234

T-2mh MNC  CD34'4iffi DSA

i

50 (%) PRI RE XFR (%)  AEH  m# KR (x10¥kg) (x107kg) T fiA
1 % 46 MDS(RAEB-II) CR  Ffith) 20 5 A-A PB 8.0 32 X 0w
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HLA-A:0201; i {35 1 MR +19 +31
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e i A A0, AT B & AR s B e T
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- FETIAL B I AR 22 BT S K o A sk A
FEAEH ABLE T 4HMIAT 6 hid A 5L HLA i #1114
A B AR QRLAR A SR /N, 7 FH R 22 B
KN R EREE A )5, A I DSA K FE R A RIET
K , ik A SIS HLA Be A0 A0 & 5 (3 A aH Y 2
Flil/MR 20 U J5 , DSA K- IR R . i AL/ M
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635 /N Al B i ik PR R Bk 2 R ORI A AE Y
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