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Abstract The morbidity and mortality of gastrointestinal cancers remain high worldwide in recent years. Therefore, un-
derstanding the pathogenesis of these diseases is crucial for cancer treatment. Cancer cells reprogram their amino acid metab-
olism pathways to meet their increased biosynthetic and bioenergetic demands. Amino acid transporters control amino acid

transport on the cellular lipid membranes and are essential for maintaining body homeostasis and meeting tumor metabolic de-

mands. Distinct cellular states require amino acid transporter expression and function compatible with their functional require-

ments. SNATI,

mino acids such as alanine, serine, glutamine,

in many metabolic and neoplastic diseases. This review summarizes the research progress of SNATI ,

gastrointestinal cancers.
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SNAT2 and SNAT4 belong to the system A amino acid transporter of the SLC38 family and can transport a-
cysteine, and asparagine. SNATI1,SNAT2and SNAT4 play significant roles

SNAT2, and SNAT4 in
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