<942 FAE MR A 225201545 11 HEE36 555 11 Chin J Hematol, November 2015, Vol. 36, No. 11

-

W RIS DA EZ R Yy IPSSIRfE/+HE-1
RN AR S SR B I Y R e DR 2R A

IR RHE hFEH KK KEwm A%
EFmiE A wkE Fok HER

(FZE] B IR (CsA) G TP FIEEHHEYT E bR FUS 5 R 58 (IPSS)ILfE/ T 6 -1 Er i
A SR A AE (MDS) (BB F I P AU S e N R . ik MBS #T CsSABR G VDRI B Heih Y7
1) 76 141 IPSS % fe/ 1 f5:-1 MDS J 3 I PRPER} . SR I PCR B G T 422300 7 726 46 1 £ 5 cereblon 2 (]
rs1672753 i s ALY, BER 76 B h, I 48 ], £ 28 44, h i AEHA 41(18~70) % . CSABK G VDA
FEWEIRIT G , 40191 (53% ) A5 M 5 W3t (HI) A 21 3 S (HI-E ) #5h 43% (73 4 v 31441 ) , rhokir
A BE (HI-N ) #%h 30% (50 il 15 3] , ifiL/ N R (HI-P) % 31% (58 {3+ 1841l ) . 59 i1 4 fiftd
AR R 5 T 27 1] (46% ) A5 HI-E T B i, HI A ZEFINT ]y 22(1~1317) 4N o PRI ZR 404
7B B SR A0 M <<29% 1 FB 7 SRR SE IR E] B K (P=0.010) . cereblon JE K] rs1672753 {37 5 Sk K &1 5 HI
R RGRYY SN B AEFFI E] 0 A (P X9>0.05) o 67 (AT I 40 MO A M o v s A A7t
i) Jy 82 (95%Cl 38~126) ™ H . £ K % 43 #r i 7 IPSS-R 43 4 (HR=3.461, 95%Cl 1.126~10.639, P=
0.030) . 4F =60 % (HR=4.120, 95%Cl 1.070~15.867, P=0.040) L\ } HI-N (HR=7.733, 95%CI| 1.007~
59.396, P=0.049) N 5¥ i (B F L AP [ I MSZ TS R K . 4518 CSABRAS VDRI IR YT RE 1 ks
IPSSILf&/H -1 MDS (& FMIER , AN RN, 7RI B A BE SR IE cereblon 3K rs1672753 1
S DR RDRRY 00 T A 1

[E8iE] BRSNS ELEAN; FME; WHER; cereblon ZEH

Long- term outcome of thalidomide and cyclosporine in patients with IPSS low/intermediate- 1
myelodysplastic syndromes Wang Jingya, Qin Tiejun, Xu Zefeng, Zhang Yue, Zhang Hongli, Fang Liweli,
Pan Lijuan, Hu Naibo, Qu Shigiang, Li Bing, Xiao Zhijian. Institute of Hematology and Blood Disease
Hospital, CAMS & PUMC, State Key Laboratory of Experimental Hematology, Tianjin 300020, China
Corresponding author: Xiao Zhijian, Email: zjxiao@hotmail.com

[Abstract] Objective To investigate the long-term outcome of cyclosporin A (CsA) combined
with thalidomide regime for Chinese patients with IPSS low/intermediate- 1 myelodysplastic syndromes
(MDS) without del (5q) and the predictive variables which could impact the response to the therapy.
Methods Seventy-six MDS patients who were treated with these drugs at a single institute in China were
retrospectively analyzed. The polymorphism of cereblon gene, rs1672753, was detected in patients of this
cohort by PCR and direct sequencing. Results A total of 53% of patients showed hematological
improvement (HI) to the therapy. Thirty-one patients (31/73, 43%) achieved erythrocyte response (HI-E);
15 patients (15/50, 30% ) achieved neutrophil response (HI-N); 18 patients (18/58, 31%) achieved platelet
response (HI-P). Twenty-seven of the 50 patients (46% ) who were dependent on red blood cell transfusion
achieved HI- E and became independent of transfusion. The median duration of response among the
responders was 22 months (range, 1-131* months). Bone marrow blasts <2% was the only factor
associated with longer response duration in univariate analysis (P=0.010). There was no significant
difference between the two groups of celeblon gene rs1672753 polymorphism either on the response rate or
the response duration. The median survival of 67 patients without stem cell transplantation was 82 months.
In multivariate analyses, factors significantly correlated with survival were IPSS-R (HR=3.461, 95% CI
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1.126-10.639, P=0.030), age=60 y (HR=4.120, 95%CIl 1.070-15.867, P=0.040) and HI-N (HR=7.733,
95%Cl 1.007-59.396, P=0.049). Conclusion CsA combined with thalidomide regime could improve the
anemia symptom in low/int-1 risk MDS patients without del (5q). The predictive value of cereblon gene

polymorphism, rs1672753, could not be verified in this study.
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