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# 3k, F,Z3ek, BRET, AN, H AL
P L ERC A — MR E B MR, VLT R AT 210029

[ E]1 B9 FUBES M HLA A A S 5L AN 1 1T 20 B #548 (haploidentical hematopoietic stem cell transplanta-
tion, haplo—HSCT)‘{nﬁﬁﬁiﬁﬁﬁ?‘ﬁ 7 Ifil. (aplastic anemia, AA ) 7o BT AR 4k K 5 BEHE A S50 25 B AiE (secondary myelodysplastic syn-
drome, sMDS) {JF RN k. 773 A Pl 5 B AA S5 2o A SRt i3 7 ) 22 2 sMDS , 25K H] haplo-HSCT, MEEAE A
1500, AP BUTE 95 (graft versus host disease, GVHD) FEAHAH 56 I K i FIFE HE AH I A5 FE % (transplant related modify , TRM) |
BARAEAF (overall survival, OS)If 145, G558 . 5 ] {37 OS IR H] 63 4 (41.9~149.3 41 F) , B At F 2 OS R[] 12.9 4 (2.4~
36.51 ), AR BRUEAFH 60% , TRM 40% . FEAHJE KL R AE AR H] 18 d(14~22 d) , fil/IMRAE AR ] 21 d(15~65 d) , B A%
100%, 60%(3/5)E &4 1 ~ 1 B 2 EYhiss 3295 (acute graft versus host disease, aGVHD), LIV aGVHD &4 ,20%(1/5)
B R A R R PTE 9% (chronic graft versus host disease,cGVHD) o s BN TR} 63N H (41.9~149.3 410 H) . Z5ig 45
il HLA FHAHEE DL T, haplo-HSCT AIFE AA J#7E MDS B85 A A RGARYT Mg o

(RG] A RAFEDT I ; SERETAL ; B BEIG A S i 5B AIE s HLA B ARG S 5L R M ] i 3 i 40 i %
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Efficiency and safty of haploidentical hematopoietic stem cell transplantation for

myelodysplastic syndrome evolved from aplastic anemia
Huang Fei,Zhang Run, Miao Kourong, Wu Hanxin, Shen Wenyi, Lu Hua"
Department of Hematology ,the First Affiliated Hospital of NMU , Nanjing 210029, China

[Abstract] Objective: To evaluate the efficiency and safety of haploidentical hematopoietic stem cell transplantation (haplo-HSCT)
for treatment of secondary myelodysplastic syndrome (sMDS) after AA. Methods : Evaluation of therapeutic effect, incidence rate of
aGVHD and ¢cGVHD, complications and overall survival (OS) of 5 AA post MDS patients who received haplo-HSCT in this center,and
compared with other treatments for sMDS evolved from AA. Results: Among 5 patients, median OS was 63 months (range from 41.9 to
149.3 months) , OS after HSCT was 12.9 months (range from 2.4 to 36.5 months). 1-year event free survival was 60%. All patients
achieved neutrophil and platelet engraftment at a median of 18 days(range from 14 to 22 days)and 21 days (range from 15 to 65 days)
respectively. 3 occurred I ~ 1l © acute graft versus host disease (aGVHD) , and 1 with chronic graft versus host disease (cGVHD).
Medial follow-up was 63 months (range from 41.9 to 149.3 months). Conclusion: The haplo-HSCT can be an opition for sMDS from AA
patients in case of an HLA-identical donor is not available.
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[RETA] [EE ARSI 4 (81400079) ; 1T Pk —Fh LS SR 5 19 B ROR DA

B TR H (2201402) 3 7T A A R0 LT R E 227548 A T B A4 % 1L (aplastic anemia, AA) 7E I PR 1R
A (QNRC2016565) s TLH548 75k AA 5 HE(WSN-026) 5 AR A W 2 5 2 3 A (myelodysplastic
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JT T4, 5S4 B AT (overall survival, 0S) 37E 20 2/
PAF B Tl 355 82% ,20~40 22 72%,40 4 LA |
H53% " o LAHT AN R/ 2 4 2Rk 2 H (antithymo-
cyte globulin, ATG) AU A(cyclosporine A,CSA)
SR B ) 5 AL S B RS AR Dy JC R ek R
AA(severe AA, SAA) —ZIRYT , 545 BUA SN % H
50%~70% , R ZATTH 30% 1 B &2 K", HA —#
1 AA PR SRR BE R g MDS S5 B ML , XT
TR A A SRR T S R I 3 I A S
AT BE 2 20 A U R ME— B . 48T H M
JCHLA P ARG 5 2L R A1 ) 1 32 1t 40 A2 48 (hap-
loidentical hematopoietic stem cell transplantation,
haplo-HSCT) X} T AA AR 4k & i B A S8 2R A AE
(secondary myelodysplastic syndrome, sMDS) %5 4] %)
A SR R A PR ) R S 4, AS BF 5T X A AL
2006—2017 4E[a] haplo-HSCTJAYT 5 1] AA JH7E sMDS
o ) 7 AR IR 3BT A T

1 X&FAE

L1 st%

[T B 23 BT 2006 4F 1 7 —2017 4 12 H fEA
OAIZH AA Y 5 0, 12 BRI B i
S B G 0 R FISHAG I R U B AR B2 719
ORI R R R v R M I
AR5 4. 24 MDS 12 Wibs fEHERR MDS K 3 SR B Y
F R ML 20 DR AE G SOR IR R R ME B RER B
SR ORI Y S R I I SOR B Ry SE R
M EIE S . S WibRHES BAA 2 5iRYT T
Lo R (201 74RM0 ™ XfF &gk, Horb 3451
0] 4R 46 T B PE 4 i VG 9T (immunosuppressive treat-
ment, IST) : T} i 240 MU BK 28 (1 (ATG) BX 5 B i1 R
(CSA) 22T CSA T R4 LA e o, A 100 25 %ot
ESCE, WA MDS =R A A 1] 44> H (2~261
H)o MDSZWitrifEZ I MDS 2 5iRY7 T E L K
(2014 4F i) , L Wr5r B2 B MDS2016 4F WHO
BT 50 5, 5 2 B8 By 5 3F 4 & 48 (interna-
tional prognostic scoring system , IPSS) FL /17 & K
SYIESS S B I HLA 2 AR A TR fe
(s  BAAEIRAR AL 4 ] HLA 5/10 405 1 4T
HRZ%I0) haplo-HSCT, Ay fHaz 2 1 25 28 M IR 24
1.2 ik
1.2.1 MR T amfesh R Ao R 4E

Jr A 25 245 T R 20 T A V% R F (granulo-
cyte-colony stimulating factor, G-CSF) fj 51 , EL{&K Ay

5 we/kg, B2 RIS, 1R/12 h, %55 d, 555 Kin
1 R G-CSF 3y 17 5¢ 185 FH 1 40 M R A2 107 FH 1l 240 e 4
ZHL(COBE Spectra /A Al , 2 [F ) RAEHM A 1L 140,
KAV A Z AR (6.92~15.43)x10* 1 kg,
CD34 310 (2.36~16.70)x 101 kg,

122 WaEFE

9 1 A1 5: mBuCY-ATG 5 %, BAR K.
TH LW (BU) :3.2 mg/(kg-d) ,-9~—7 d; @ik
e (CY) :45 mg/(kg-d) , —4~-3 d; BT AL IT (Ara-C)
2 g/m’, 1IR/12 h, —6~=5 d; G b A i 40 fifd 528 BR
HFEES M (ATG) 2.5 mg/(kg-d) , —4~+1 do JE I
2: mBuCY-ATG J5 %+ P fh £ (DAC) , H:Hh DAC
10 mg/(kg+d),~11~=7 do #if3:FluCy-ATG-F 7%,
HrpCy 1 g/d,—6~-3 d, A H7E (Flu) 50 mg/d, -6~
=3 d; AR A 7 B S b bk T 4 a3k 2 11 (ATG-
F)300 mg/d,-5~-2 d. #iffil4:mBuCY-ATG J5 ZE+50
$ir Jet Vi LA 3L, e rb s E 30 mg/d, -6~-5 d.
ATG-G 31 120 mg 434 A, -5 d .,

1.23 #BH M B £ % (graft versus host disease,
GVHD) TR Fr B X %677

SEE AT T AR AT B Tk L 40 M S
HAb b, 1585 GVHD K HH CSA 3 mg/(kg-d), -9 dji2
(ARVE#E-7 A& EH1 4.5 -10 di2 ) ; BT G g
15 mg/m*,+1 d(10 mg/m*) \+3 d.+6 d.+11 d; 2 %
2,5 (MMF) 1 g/d, -9 d 2 (3 BE-7 d, il 4 |
S5H 1.5 g, 1R/A2 h, -7 di) ; CD25 B3t 20 mg,
d0, +4 d; 42 0.5 g, 1 /8 h, —11~—5 d T B i
i o VRITIITE A PR T Ty B A2 R
41 9955 7% (cytomegalovirus , CMV) , & Ifil. 55 8 5 W FH
B Er 3 5 TR CMV JEe SR Ji5 7 B E i 5 A
ENFEREE FIRYT . B P IR EBME)E 30 d
11 A8 25 48U IE TR 191 9 JHF- # Dk PHL 26 255 A, B J] 11 i
FH G S M - e Y T 5 e e T B g . 8
FEJE 5 1 KALZS T G-CSF B Z R4 i ik 51 0.5%
10°4N/L,880E 3 d 5152 . S 414 11 <80 /L,
I/ <20x 10°A~/L B H LA ] B i 28 S 2 R
SRR 2T 40 60 R L ARSI
1.2.4  FANGEIE & Hm)

PEINAS [R) A7 2 B FH 28 6 IR A7 4428 (FISH) 4%
A X FY Gt A s v A [l 52 35 0 PCR
K I 45 B BB K B & (short tandem repeat, STR) .
MBI 2L 3 d PR gl = 0.5x10° 4>/, #5227 d
NEETG T I/IMR=20x10°4/L R v i F 1k
Yu e (RS STR 7 SRy b3 Y sl i 7Y 4 A8 341 A # A
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1.3 %itxak

W T2 M S BT, BEUTEE H 0 2018 4F
47 6 H. LlKaplan-Meier i1 A7 00T, FH 2
TR A G132 MR P tE N
(acute graft versus host disease,aGVHD, % X N F A
J5 100 d N & A A Y PLE 05, LA B RS
18 Thomas 43 B 7% , 1.0 2 I8 Glucksberg 73 %) 18
PR A YIPT1E T 9% (chronic graft versus host disease,
cGVHD, & XCABAHES 100 dJ5 H B2 MR bt
T8 FIRFHE , 73 S ML E E S PARR B i) |
FEAEAR I ARE FRS AEAH OCH LK (transplant relat-
ed modify, TRM) %5,

2 # R

2.1 #dhE#EFGVHD

SR M EARHETE LR 1 B FR /N
F50 %, PO AR IS R 28 % (6~40 %/ ) o 2 5l A5
MDS J5 ARl IPSS 5 PF 53 i 1, Y 245 25 H Ak
25 b PE At 7 (decitabine , DAC) B2 A B M 216
J7 , B 45T haplo-HSCT,  Hi4% 3 45 IPSS T4 Ay vh
f&-1, %57 haplo-HSCT, 112 MDS Z= B A5 H (v i) [i]
FANH(2~261H) . BAETTZIEILZK 2,

S50 A 2 B R A R B TE] A 18 d (14~
22 d) , ML/ RAE A B[] A 21 d(15~65 d) , SVAE
AF100%., 60%(3/5)E# %A 1~ aGVHD, TG

R®1 EBEESME
Table 1 Patient characteristics

i P2 e ISTiR TEARHT P — R A

PR X MDS 4% %1 J 52745 FBAWA  IP HiA I
mowr) TN BT gy g SMPSBRGER ; s i
1 7 B ATG/CSA  Txk 2273 -7 MDS-U =G JI B A
2 5 4 ATG/CSA  Txk 13.30 IDH2 RCUD Fifi-1 CMV/EB B
3 30 2 CSA Rk 11953 TET2 RCMD -1 N 05
4 26 B OATG/CSA ok 27.17  -7/TET2/RUNX1/KRAS MDS-EB-1  &if Ic
5 18 i@ CSA JoL 90.33 RUNXI/DNMT3A .NPM1/TET2 RCUD Hrf-1 o

R2 BHETREMLER
Table 2 Procedure and outcome of transplantation

S5 M MDS-FEAE FEA AT CD34* EFS

Bl (2) WET) T WAL GVHD i[5 (x10“/kg) MSCs/UC aGVHD cGVHD 1\ 255

1 10 4 DAC A3 Bu/CY/Ara-C/  CSA/MTX/MMF/ 13.10 MSCs [ & 3650 16
ATG CD25 Hidf

2 6 2 Jo A3 BU/CY/Ara-C/ CSA/MTX/MMEF/ 16.70 uc Jo J& o 29.63 1k
DAC/ATG-F  CD25 Bf

3 40 8 T B Flw/CY/ATG  CSA(FKS506)/MTX/ 1142  UC+MSCs I HEEE 583 BT

MMF/CD25 Had PR

4 28 2 DAC 43¢ Bu/CY/Ara-C/  CSA/MTX/MMEF/ 2.36 ucC b T 1290 fFiE
SEREEE/ATG CD25 B45/B

5 28 26 J& AL3E BU/CY/Ara-C/ CSA(FK506)/MTX/ 5.12 MsCs  MEE Jo 243 BT

ATG

MMF/CD25 Si45¢

DAC : Hi PGB s BU : [T S5 CY « RBEIENE ; Ara-C: FRHMITT ; ATG : PUMI AR AN EEREE 11 ; ATG-F : 28 AR JUHTA: 7™ (1 e bro bk 2 20 A ok 2
13 FLU SR 5 CSA - PRIER s MTX : TSNS s MMF - 22 5 5 215 5 B Bk (7 37 5 FK-506 - AU 52 55 ) s MSCs - 8] S BT T 411 5 UC: iy

1l ; EFS : ToFH A7

IV & aGVHD, 20% (1/5) (% % 4= cGVHD, HHr,
aGVHD 1 1 i A g 5358 X1 22 % BB P9k
ZPEIRYT G I s 2 ) R AR RS b 1 B
BRPEETRE, 2o 2 SR EE CSA R v 52 F] (FK-

5060) PLHE R B Sl . 164z cGVHD, iz 8
HH ORI JHE R G RO 2 (KB
R ) LA B ST 2R 48 R ) ot I S 28 2R 4 (UL
INKRIED SR BEEREE IR T ) 5, IR YRI5 5 1l
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R HES
22 ABEAAS AR K AT F

541 BT S E] R 634~ H (41.9~149.3 4 1),
AL OS] 634 H (41.9~133.34H ) s Bkt h iz
OSHE N 12.91H (2.4~36.510H ), 14E 0S % H 60%

(Bl 1),
100
80-_|—‘
60-

40

0S8(%)

201

0

0 6 12 18 24 30 36
HSCT 5 ()
E1 BEEEFHZL

Figure 1 Opverall survival rate of transplantation

2 IAE AA TR 78 S MDS G 21 7 5 e (2
Pl 2 [ -7 (del7) ], v 1 f61) W] B £ 47 TET2,
RUNX1 KRAS 2848 BH . AA KA v B8 AR S MDS
R I] 205308 22.7 A H R 27245 H 3976 ATG Bk &
CSA G IMHIATT Ja TR , IPSS PEAr M G, 45T
DACHT R M RTHFHEIRYT , B )5 1T haplo-HSCT, 2 4]
YA A7) 2 508 36.5 1 H f12.9 1~ H L 3
Je I ~IVE GVHD,

5461 e A= REAE AR DG I 0 , 2 ) s ot 1k s A
2Kk Ak BAL FDR S REAR 3 o S 9 B b 2
B 1A S IS T g , 2491 2 A= MLt i, v 1497
[ 11 B LR R R T R . 1 BIRSAE 23 d
NI A ZR SR AR VR IT IS 4F % . LIRS R 1 d
RAFRIRFEEEIR , $HEANE , HEBR Tl i, Z6HRER
ISP IR I o VIR R AR, , B P ) . 3 497
R B EB o BRI e s FETE , 3 491 B CMLV
BEAL . 2BIFET S, BE TR RS AR A eI RAE
FISH £ A A X F1 Y e o 4 ik & 553 51 2k 100%
(d32) F198.7%(d21) o FET- I PR oA Je i 47 il 1) Jek e
FITH ], £ 58 22 WP IR 45

3% it

AR, BEE AR A K R, MOk B Y {4
240 L 5 A ik R AR R SERE AR G, AA KA
P v BT Fo i LAY G (A S i 0 7 S G (ARG
[-7(del7) ], 36097 5 641~ H AL H 49-7 (del7) AR T/

2 R AR A Z iE o MDS 7, ASXL
RUNX1 . 57422 [ 7 F1 CBL % 28 7 sMDS #1514 Ul .
RUNX1., ASXL1.TET2, SETBP1 % 78 ¥ £ % ik 7
sMDS -7 (del7) b, #2758 AA T IPI77 A5 1) i 28 5 718
A RES bt JG & AR B sMDS A5 56 kA v BT AR 1Y
HAB GRS N R A FE AR  ATG LN & 2K ATG I
2 KA G-CSG (=10~124~ H ) ¥ IST iR 7 A itk
ZE10) PNH v [ 7E AA FITMDS H GRS H SR 40 1 Ry
32.09%~68.0% .12.8%~23.0%., I B 25k K55
78 AA F5 46 MDS I ] 45 PNH, PNH [RJ4 AT 5% 4k,
SIMDS! AR AA SRETEAR  MDS B AT AT AR
% T HSCT, {HY 7 RO (I T AA FHAS A, BT
A AA TR ATG BT TCIN 2 . 2 ATG
JPRE AKHE G-CSG -7 (del 7) BAFAE P L R 2 A8 R i
758 1 b RV AR JRURS: 1) B, R EAT haplo-HSCT
ATREIR S I KA BE R AR

R AR S AA FEAT IST IR Y7 5 B ™ 55 1 1K 2
IERAE T 10 AR 78 B IESE AA 72 B 45 A MDS/
ZPERE R F % (acute myelocytic leukemia ,AML) B
TR 22, B EPr L o BB S — R
ZHGE"™, Yoshimi 55" [ BPEMFSE T 17 1] AA
2R S BEIRYT 5 SO AR i MDS/AML () )L ZE Al
AEIZ R (fU 35 10401 MDS, 5 1] AML, 2 {5118 1 i 24
% 20 197 (chronic myelomonocyticleukemia , CM-
ML) , 25 5 J5 R 3 i T 4 A RS A [ 2 1) AN AH A SR Sk At
# (mismatched family donor, MMFD) , 2 4= F3-5 [
J L (matched sibling donor, MSD) , 13 {5 4F 352 4
A6 4EE (matched unrelated donor, MUD) )5 54F- OS
H K 41%(95%Cl: 18%~64% ) , 0S SR AHAE L L AA
FEREHIATA] \ MDS/AML A FE I E] 20 R (5
H/51 JE L) F0F5 b B 5 % (BU/CY/Melphalan 5 HiAl:
TFZ) oA o Hussein 2" IRIE T 77 0 EBMT
HL 22 4 (1987—2009 4F ) 140 ] AA 25k S e ih
7 I 8 S MDS/AML (A4 104 15 MDS , 36 1] AML)
AT S B DA 3 i T 46 B S A (12 i) MMFD, 52 4]
MDS, 72 5] MUD) 9 [ B4 5387, 5 4F OS #6247 (45 +
9)%, 54 KF I 17%, I 5 KIFIE N 41%, 0S
AR (1~20 % .20~40 5 >40 %) Bk (MDS/
AML) FEHAA (2000 4 Z /i )5 ) HEE (R G
K GEL) T AR CEFRE AN I o) | 74k
P CRP R IR ) e B A G, P
TR MERRG Bl HSCT 1Y OS RV K (24 + 15)%,
AR TIRIT G MR IR T IR L 47 HSCT 1Y
SR OS K050 (58 £20)% (46 + 15)% ], &Y
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AISERTHCR 12% , GVHD N 12% , %5 B #i bk & B R
31% AHAN KM 4% , 5 R S5 A F00 5 FIFHITL . Ne-
goro %R 1H sMDS # 14 ASXL1 . RUNX1 ., B 2 A
T-F1 CBLZE74E , -7 (del7) J& AA 3 A5 A MDS [ HEAIE
H RUNX1,ASXLI1 ,TET2,SETBP1 %848 B £ & iA7E
sMDS -7 (del7) ", MDSFETP53 . RUNX1,ASXLI,
JAK2 1 RAS i % 56 R 9 28 J B BoAA B 22 19 0S
MTCRE KA, sMDS B FEAT B 56 5 U 40 i 13
% ,-7(del7) #1 RUNX1,ASXL1 & 48 il 7/~ 5 A K Tl
J& , SETBP1 5 28 1l 7 9% 5 1 Ji& RUIG: , DA 1 34 28
MDS T35 PEAS A & fa R 3R, PRt S R R 7 S
AL A3 T P B A R

S5 PR A i 0 A RS A TPSS BE43 R fE-2 il
151 & MDS [ —Z&367 FIME—JR @5 2, o de ra 3
i IPSS HR S - 1A = HE 4 0l 20 s D R RR A
FEIARTT!, 21 MDS #5475 35 R 36 1l 4 AL A s
KW TR LE AR R 30%~50%"" ABA 245 20% ) H ¥
= SMEHEE . haplo-HSCT H AT 5 T4k 5418
BEZE B AE T A T H) 6 A0 A B A R 3
GVHD B RARFE . AR, Mok 2 st
$2 4 haplo-HSCT 78 AA .2 & VR B89 OBk 19
TR R R 2P, Robin 5 HE T haplo-
HSCT R /E A G B 6 MDS 75 ik = 4k A R 3t
FIEH T ) —Fh AR PE . Bacigalupo 25 I8 i
i MSD-HSCT 1 MUD-HSCT 497 SAA A OS JC i #
%5 {HMUD-HSCT ¥ aGVHD F1 cGCHD & 4= 5
o Xu ZEPUIRIE T haplo-HSCT AT 4 101 4] AA,
94% [ F 3 3 4F OS FIJG s 2 A7 R 70 5l K 89%
86% . A5 1],60% %4 1 ~ 1l BE aGVHD, 20% %
A= cGVHD , 38 52 5 G 28 300361 7 55 X i VAT, SR
PIfE T EEE RN . 258 BRI MA L 2R,
haplo-HSCT {97 AA {875 2 sMDS [ 45 &4 H % 4>
CIECH

AA T B AR sMDS [ I R 28 3041 5 2 it — 2
TR ARG 4t E o538 HLA A G 5 0T,
haplo-HSCT A A7 AA 7 A8 sMDS f8.35 1A 2R IT
TREM , it 5 DR 7 2 AR ) % Je 3 a3 R
199 % 30 o e Y A8 R DG 58 A8 JF A T U AL i AT g
AT R A 1
(&% xHk]
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