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ABSTRACT: Synuclein is a family of highly soluble proteins expressed mainly in neurons, including «- synuclein, B-synuclein and
v-synuclein. The first two proteins involved in the process of neurotransmitter release, which were associated with neurodegenerative
diseases especially in alzheimer's disease and Parkinson's disease. Overexpression of y- Synuclein is associated with several kinds of
tumors, such as breast cancer, colorectal cancer, the female genital tumors, prostate cancer, bladder cancer, etc. There are several
mechanisms in abnormal expressions of y-Synuclein, including DNA methylation, activated activator protein 1, influence of transcription
factors SP1, mitotic checkpoint gene and estrogen receptor. So y-Synuclein plays a important role in carcinogenesis through increasing
cell growth, decreasing apoptosis and promoting cell metastasis. According to collected literatures, we hypothesized that SNCG is a
potential biomarker used as indicating prognosis of tumors. Meanwhile, we can discuss if nervous system can impact on the tumor
formation and tumor progression from perspective of SNCG.
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Fig.1 Sketch of SNCG gene expression regulation: Four exons located in SNCG gene. There are fifteen five CpG sites in exon 1. The region of 5' flank of

exon | has a binding site for SP1. There are two binding sites for AP1 between exon 1 and exon 2 and the region of 3’  flank of AP1 is cell specificity and

tissue specificity
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