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Association of BCL2-938C>A gene polymorphism with the risk stratification in
childhood acute lymphoblastic leukemia*
HUANG Tilong . LI Zengli , SANG Baohua ,LEI Qingling , SONG Chunyan ,
YANG Chunhui  LIN Yunbi ,LYU Yu,TIAN Xin ,YANG Yuehuang®
(Department of Hematology s Kunming Children’s Hospital , Kunming ,Yunnan 650228 ,China)
[Abstract] Objective To investigate the association between BCL2-938 C>>A gene polymorphism and
risk grouping of childhood acute lymphoblastic leukemia (ALL). Methods Sixty-nine children with ALL were
recruited from May 2007 to January 2017 in the Department of Hematology and Oncology, Kunming Children’
s Hospital. 1. 5 ml bone marrow fluid was collected and DNA was extracted. BCLL2-938 C>>A genotype was de-
tected by mass spectrometry. Results The BCL2-938 C>>A genotype of children with acute lymphoblastic leu-
kemia was correlated with risk grouping (P=0.015). The percentage of CC genotype with low risk (14.3%),
medium risk (40.0%) and high risk group (52.4%) showed an increasing trend. The risk grouping was dif-
ferent between BCL2-938 C> A genotypes. The ALL children with CC genotype had higher risk than those
with CA/AA genotype belonged to the medium and high risk group (between the medium and low risk group
CC vs. CA+AA.P=0.048;between the high and low risk group CC vs. CA+AA:P=0.007). Conclusion
BCL2-938 C>A gene may be an important marker of ALL risk grouping and treatment stratification in chil-
dren. BCL2-938 CC genotype is a critical risk factor for ALL in children.
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