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Clinical features of children with relapsed acute lymphoblastic leukemia treated with
the CCLG-ALL2008 protocol

CHEN Xiao-Juan, ZOU Yao, YANG Wen-Yu, GUO Ye, WANG Shu-Chun, ZHANG Li, LIU Xiao-Ming, RUAN Min,
LIU Tian-Feng, QI Ben-Quan, ZHU Xiao-Fan. Institute of Hematology, Blood Disease Hospital, Chinese Academy of
Medical Sciences, Peking Union Medical College, Tianjin 300020, China (Zhu X-F, Email: xfzhul981@126.com)

Abstract: Objective To study the clinical features of children with relapsed acute lymphoblastic leukemia (ALL)
treated with the CCLG-ALL2008 protocol. Methods The data of 591 children who were newly diagnosed with ALL
and were treated with the CCLG-ALL 2008 protocol between April 2008 and June 2013 were collected, and the clinical
features of 80 children with relapsed ALL were retrospectively analyzed. Results After treatment with the CCLG-
ALL2008 protocol, the recurrence rate in the standard-risk, intermediate-risk and the high-risk groups were 7.0%, 10.7%
and 28.7% respectively (P<0.05). The recurrence rate in patients with TEL/AMLI1-positive ALL was 8.0%, and the 5-year

overall survival (OS) of the relapsed patients was 37.04%. The recurrence rates in patients with MLL-positive and BCR/
ABL-positive ALL were 35.0% and 24.2% respectively, and none of the relapsed patients had long-term survival. The
recurrence mainly occurred at the very early stage (53%), and none of patients with recurrence at the very early stage
had long-term survival. The recurrence occurred at early stage and late stage accounted for 34% and 14% respectively,
and the 5-year OS rates of patients with recurrence at early stage and late stage were 11.44% and 60.00% respectively.
The sites of recurrence were mainly bone marrow alone (83%), and the 5-year OS of patients with recurrence at bone
marrow alone was 9.23%. The recurrence in bone marrow and outside bone marrow accounted for 11%, and the 5-year
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OS of patients with recurrence in both bone marrow and outside bone marrow was 25.00%. The recurrence only outside
bone marrow accounted for 6%, and the 5-year OS of patients with recurrence only outside bone marrow was 100%.
The recurrence rate in patients with T-cell ALL was 9.5%, and none of the relapsed patients had long-term survival.
The recurrence rate in patients with B-cell ALL was 14.3%, and the 5-year OS of the relapsed patients was 15.52%.
Conclusions After treatment with the CCLG-ALL2008 protocol, a relatively high recurrence rate is observed in children
with high-risk ALL. Positive MLL and positive BCR/ABL are high-risk factors for recurrence. The recurrence rate is not

significantly correlated with immunophenotype. A very low survival rate is seen in children whose recurrence have the
following features: at early stage, only in bone marrow, T-cell ALL, and abnormal BCR/ABL and MLL.

[Chin J Contemp Pediatr, 2015, 17(4): 321-326]
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BESAGIEE L (P<0.05)

MR B 28 2 43 Y N 3 1 A2 Wy “e bR e v 2
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TR FAED A hRiC UL 14.2% ) o RIRIE K
BT 5 % LB g i . 8RR T
SEhmCsT IR 1.
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