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[ Abstract |

The mitochondrial solute carrier (SLC) family, the largest group of transmembrane transporters, is essential for

the exchange of various substances, including nutrients, ions, metabolites, and drugs. As the population ages, the incidence of age-re-

lated tumors is rising. The SLC25 family is particularly linked to the development of numerous cancers, such as colon, lung, kidney,

and bladder cancers. This paper reviews the role of the SLC25 family in tumorigenesis, providing a theoretical foundation for evaluating

the potential of SLC25 as a therapeutic target for age-related cancers.
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il ATP #{& ( Adenosine diphosphate and adenosine
triphosphate carrier, AAC) . T FRREL XK ( Dicar-
boxylates carrier, DIC) . K £ & & Fl 2% & M2 2% 1A
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