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[ Abstract] Objective To investigate the promoter hypermethylation and transcription of suppressor of
cytokine signaling 1 (SOCS1) gene, and explore the relationship between abnormal hypermethylation of SOCS1
and etiology of multiple myeloma (MM). Methods From January 2009 to June 2011, 54 bone marrow samples
from MM patients presented at First and Second Affiliated Hospital of Kunming Medical University were enrolled in
the study. All bone marrow aspirates were investigated by MSP and RT-qPCR, and the MSP products were
confirmed by auto DNA sequencing. Results SOCS1 hypermethylation was detected in all samples, and there
was a significant difference between MM patients and the control group (P <0.05). The sequencing results have
provided evidence of methylation, but the relative expression of SOCS1 mRNA have no statistical differences in the
study. Conclusion  Abnormal methylation of SOCS1 might have an important role in pathogenesis of MM. However,
the expression of SOCS1 might be affected by number of specimen, clinical treatment and some immunomodulatory
cytokines.
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Fig.1 Comparison of MSP amplified products and ummethy lated products of SOCS1 promoter region
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Fig. 2 Sequencing of unmethylated SOCS1 promoter region
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Fig. 3 Sequencing of methylated SOCS1 promoter region
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Fig. 4 SOCS1 q-PCR amplification
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Fig. 5 GAPDH g-PCR amplification
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B, ZR LRI E XL (P>005; ¥lizd
(11.47 £23.15) Fold B B ML T & K4l (1893
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