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[ Abstract] Obesity can be divided into monogenic obesity and polygenic obesity according to differ-
ent types of gene mutations. Mechanisms have been already known in monogenic obesity, while those remain
unclear in polygenic one. Using single-nucleotide polymorphism, the genome-wide association study has
identified many susceptibility genes of polygenic obesity, and found that some monogenic obesity genes are
related to polygenic obesity at the same time. Obesity-related genes may increase the intake and decrease the

consumption through various pathways such as epigenetic modification, neuroendocrine signal system and im-

mune-inflammatory reactions. Besides, polygenic effects exist among these genes, which may play a pivotal
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role in the pathogenesis of monogenic obesity.
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