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ABSTRACT Objective: To investigate the role of SOCS-1 (Suppressor of Cytokine Signalling-1) in tumorigenesis of adult acute

myeloid leukemia AML by detecting the methylation state and expression of SOCS-1 gene. Methods: A total of 24 patients with AML,
10 healthy volunteers and 4 cell lines (Jurkat, Raji, U 937, NALM 17) were chosen. The methylation state of SOCS-1 in samples and cell

lines were detected by using methylation-specific polymerase chain reation (MSP), and the expression of SOCS-1 was detected by using

Real-time PCR. Results: The aberrant methylation of SOCS-1 was 62.5% 15/24 in primary patients with AML. In contrast, there was no

aberrant methylation of SOCS-1 gene in normal samples (P<0.05). The expression of SOCS-1 in AML patients with aberrant methylation

of SOCS-1 gene was lower than that in AML patients without aberrant methylation of SOCS-1 gene (P<0.05). There was no relation be-

tween the methylation of SOCS-1 gene and the clinicopathological data (such as sex, age and tumor stage). Conclusion: The methylation

of SOCS-1 gene in AML was higher than that in control group significantly (P<0.05), and aberrant methylation strongly correlates with

reduced expression. SOCS-1 gene may play an important role in tumorigenesis of AML.
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