-308- AR MR 725 2016 4E 4 5537 555481 Chin J Hematol, April 2016, Vol. 37, No. 4

-

ol AER 3 B8 T A PH ) Sk IR i 1+ 2 B RS
167 R p53 B 5 i B IS VIR L 4 1 1A

IH Sk E HFER EXFH FEF KT

(FEE] B BT Ram 5 b B i 5 5L R 1k 1 40 iR 41 (RIC-allo-HSCT )R 7 £ pS3 Bk
PR e A PR IR LU 4B 1 IS (CLL) AR S % 4, 74 5 allo-HSCT 7E CLL AT Al . 773k
[lEPE AT 2012 4 7 H 222014 4F 1 H #1147 R 2AH 5134 RIC-allo-HSCT HLAF: p53 Sk (1 4 Fl#E 5
CLL & 7ok, A 7 =R H RIC 7 48, W8 i F i BB AH DG IE BT L SMARA 77 (OS) L Toilk R A= 77
(PFS)“ i R hr. £5R 46 CLL BH T 36, 2 1 6], 748 56(49 ~61) %, Kk v i
AL (MNC)EN 6.54(2.85 ~ 14.70) x10%kg , 1437 CD34 4 ifg £k 5.81(2.85 ~ 7.79) x10%/kg. 4 ]
FEE A I Y AR A R v A S I EEE, rP Mk 40 At N ARCRE A TR 43 3R 119 ~ 12) A1 5.5
(0~ 11)d. i i 5 7 e ME V0% 200 19 A S8 8 TIE S 3 B b e A, L BRI iR A A . 201k
A 1 FEAPERS A YIHLTE % (GVHD) , 2 8] I8 CMV JB64% | 1161 & A= e IR AEIZ 0 55 &% EB 55 INUE , %
I SRR R Y s OB AR GRET . TP BE DI E] R 26.5(21 ~ 39)4 A, 3 il 58 A= 22 147 RIC-
allo-HSCT MY R BT E A7, L B S AT A 0 SR 3 TR S S RA i . 45ik
£ pS3 LR (19 151 A& CLL SR I PR B Ay 7 SRR 22 | AR A7 /8 s RIC-allo-HSCT X2 B E AN R R
WE NI SZ 1 RAF I RGN (AR — 2 e
(RER] s, KA 18 p5S3 LN, M TANERS A, S AL A

Reduced intensity conditioning allogeneic hematopoietic stem cell transplantation in chronic
lymphocytic leukemia (CLL) patients with the aberration of p53 gene Wang Li, Miao Kourong, Fan
Lei, Xu Ji, Wu Hanxin, Li Jianyong, Xu Wei, The First Affiliated Hospital of Nanjing Medical University,
Jiangsu Province Hospital, Nanjing 210029, China
Corresponding author: Miao Kourong, Email: kourongmiao@163.com

[Abstract] Objective To investigate the effectiveness and safety of reduced intensity conditioning
allogeneic hematopoietic stem cell transplantation (RIC allo-HSCT) in ultra high risk chronic lymphocytic
leukemia (CLL) patients with the deletion of p53 to deepen the understanding of allo- HSCT in the
treatment of CLL. Methods In this retrospective study, a total of 4 ultra high risk CLL patients with the
deletion of p53 in our center between July 2012 and Jan 2014 were enrolled. The RIC regimen was
administered and the hematopoietic reconstitution, transplantation related mortality (TRM), overall
survival (OS), progress free survival (PFS) were evaluated. Results We registered 4 patients with the
median age of 56 years (49-61 years), including 3 males and 1 female. The median mononuclear cells
(MNC) and CD34" cells were 6.54(2.85-14.7) x10%kg (recipient body weight) and 5.81 (2.85-7.79) x
10°/kg (recipient body weight), respectively. The median time of the neutrophil recovery was 11 days
(range of 9-12 days), and the median time of the platelet recovery 5.5 days (range of 0—11 days). Three
patients (75% ) attained a full donor chimerism at day 28 after transplantation and one (25%) got a mixed
chimerism of donor and recipient. During the follow-up at a median time of 26.5 months (range of 21-39
months), 2 (50% ) patients developed acute graft versus host disease (aGVHD) grade [ and 2 (50% )
patients got CMV infection. One patient got herpes zoster virus and EB virus infections. No transplantation
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related mortality was found in the 4 patients. One patient who was in partial response status progressed 5
months after transplantation, and the other 3 patients remained in durable remission after allo- HSCT.
Conclusion These results suggested that RIC allo-HSCT showed durable remission, good tolerance and

acceptable toxicity, which could be a better option for the treatment of ultra high risk CLL patients with the
deletion of p53 and was worth to be investigated and applied widely in future.
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