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Abstract : Glucose transport depends on glucose transporter ( GluT) , which is the major step of tissue glucose metabolism and
blood glucose homeostasis. Class I of GluT family is closely related to metabolic diseases such as T2DM. This paper reviewed the
characteristics and functions of Class I of GluT and how they participate in glucose metabolism, blood glucose homeostasis and
pathological process of T2DM. The paper also analyzed the characteristics, division and the relationship of the tissues and organs
in glycose metabolism. The paper was expected to show new view on diagnosis and treatment of T2DM and related diseases,

furthermore, provide new ideas for exploring potential drug target.
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Table 1 Distribution and function of Class | of GLUTs.
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