PRI A2 2015482 H 55364555 281 Chin J Hematol, February 2015, Vol. 36, No. 2 -121-

T 3 SR i o 2R A
TR SR G A RO TR

AORIE E4h RS IR % XEW
INET OMERE AEW L BT LI

(AZE] B MNP R T AR A (allo-HSCT) 3R Y7 B it A S W 45 B AE
(MDS) 7 e B4tk . Ak UMM 20104F 7 A 2 2013 4F 12 A F IR K24 MR 55— B Be i
T RH%3Z allo-HSCT 9 MDS R34 A I PREFAE K7 38, AL 25 5142 32 PG 2477 4% allo-HSCT 1)
MDS B E AL, DL IR 33 ) 3232 1 PG fib 527 T allo-HSCT A MDS F & X R4, WS B TR
BAAE(OS) B M diss £ (GVHD) KT M. 5R  Wriedl B E B A Al B 6 58 & i %l
64.0% (25 1 16.1) , B i 8 TR R 9 15.1% (33 67 5 ), 2% S5 G it 7 L (P<0.05) ; B FS A
FHOCHET - HAIE T X HRZ (4.0%%F 18.2%) , (H 25 57 ToGe 478 L (P=0.106) , HrHzd BEHIAHDCHET % I 2
4E OS F4r 50 12.0% 5 83.0% , 5 % R ZH 19 30.3% K2 59.0% H #4522 3494 Ge it 78 (P {H19<0.05) .
B 14 0 Ktk 20k GVHD (aGVHD) , Hodr T RE 79, 1 E 349 ILE 4491 ; % AL 16 51 s % A
aGVHD, Hrp T B 761 T 841 T 15, 4518 HUPGfhiERFeE allo-HSCTIAYY MDS &4 HA AL

(@] BRI ERWLEANE, PG, i TAMRBRL,  HITAS

Retrospective efficacy analysis of decitabine bridging allogeneic hematopoietic stem cell
transplantation on the treatment of myelodysplastic syndrome Zheng Huifei, Wang Jing, Zhou Jin,
Wang Panfeng, Fu Chengcheng, Wu Depei, Sun Aining, Qiu Huiying, Jin Zhengming, Han Yue, Tang
Xiaowen, Ma Xiao. Jiangsu Institute of Hematology, The First Affiliated Hospital of Soochow University,
Suzhou, Key Laboratory of Thrombosis and Hemostasis of Ministry of Health, The First Affiliated Hospital
of Soochow University, Suzhou 215006, China
Corresponding author: Fu Chengcheng, Email:zhenzhenfu@hotmail.com

[Abstract] Objective To evaluate the efficacy of decitabine (DAC) bridging therapy followed by
allogeneic hematopoietic stem cell transplantation (allo-HSCT) in patients with myelodysplastic syndrome
(MDS). Methods The clinical characteristics and curative effect of MDS patients who received
allo- HSCT from 2010 July to 2013 December were retrospectively analyzed. Of them, 25 MDS patients
who received decitabine bridging allo-HSCT were randomly selected (referred to as the bridging group),
while at the same time another 33 MDS patients who did not receive decitabine for allo- HSCT in MDS
were also randomly selected as control group. The effect of decitabine bridging allo-HSCT on the patients’
survival and occurrence of graft versus host disease (GVHD) was analyzed. Results With decitabine
bridge therapy, 64.0% patients (16/25) achieved marrow complete remission before allo-HSCT, while the
control group was only 15.1% (5/33, P<0.05). Decitabine bridging group of early transplant- related
mortality was lower than that of the control group (4.0% vs 18.2% ), but the difference was not statistically
significant (P=0.106). Up to follow-up deadline, the mortality of decitabine bridging group was 12.0%,
while that of the control group was 30.3% (P<0.05). The 2-year OS of decitabine bridging group was
83.0% , while that of the control group was 59.0% (P<0.05). Of the 14 patients in decitabine
bridging group with aGVHD, 7 was grade I aGVHD, 3 grade I and 4 grade Ill. Of the 16 patients in
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control group with aGVHD, 7 was grade I aGVHD, 8 grade Il and 1 grade Ill. Conclusion Decitabine
bridging therapy followed by allo-HSCT in the treatment of MDS is safe and effective.
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