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Clinical significance of methylation status and expression level of p16 gene in childhood acute lymphoblastic leukemia
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Abstract : Objective

nosis of childhood acute lymphoblastic leukemia( ALL). Methods

To investigate the effect of methylation status and expression level of pl6 gene on pathogenesis and prog-
Seventy-six children with ALL and twenty-eight healthy children
were enrolled and detected for expression level of p16 mRNA by real-time polymerase chain reaction(RT-PCR) and for the methyl-
ation status of CpG islands in promoter region of pl6 gene by quantitative methylation-specific PCR based on SYBR Green(Me-
thySYBR PCR) in peripheral blood mononuclear cells. Results
dren with ALL, while those in healthy volunteers were fully demethylated(P<C0. 05).
patients was higher than that in recurrent patients(P<C0. 05). Compared with healthy controls, transcriptional level of p16 gene in

CpG islands in pl6 promoter were significantly methylated in chil-
Methylation level of pl6 gene in untreated

ALL patients decreased significantly(P<C0. 05), while expression level of p16 mRNA in untreated patients was higher than that in
recurrent patients(P<C0. 05). Significant negative correlation between methylation level of pl6 gene and its transcriptional level
was observed in ALL patients(»=—0. 63, P<(0. 05). After first chemotherapy, methylation level of p16 promoter in patients with
complete remission was lower than that in patients with incomplete remission, while expression level of p16 mRNA in patients with
complete remission was higher than that in patients with incomplete remission(P<C0. 05). During intensive consolidation chemo-
therapy, complete remission durations in patients with lower methylation levels or higher expression levels of pl6 gene were lower
than those with higher methylation levels or lower expression levels of pl6 gene(P<C0. 05). Conclusion Methylation and tran-
scription levels of pl6 gene could play a role in pathogenesis of childhood ALL and might be regarded as a prognostic index.
methylation;  child
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