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Research progress of solute carriers in digestive tumors
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Abstract: Solute carriers (SLCs) superfamily is the second most abundant human membrane transport protein and
only second to G-protein coupled receptor. Not only can they mediate molecular or ionic transport and regulate
cellular function under the physiological conditions, but also they play a vital role in digestive tumors in
pathological conditions. Consequently, they have potential as targets for drug and gene therapies. This paper aims to
make a brief introduction to the research progress of SLCs in digestive tumors, including the sketch of SLCs, their
expression, roles and mechanisms in digestive tumors, their potential as targets for drug and gene therapies and their

prospect in the field of research. All of the content can provide the theoretical instruction for related studies of new

drugs and offer plans of diagnosis and treatment against SLCs deficiency associated diseases.
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