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Abstract: A wealth of prior studies has confirmed that intratumoral microbiota can survive within tumor
tissue, thereby promoting or inhibiting tumor growth. With the development of high-throughput sequencing
and metabolomics, increasing attention has been paid to the correlation between intratumoral microbiota and
host metabolism, and their effect on tumorigenesis and progression. This review focuses on the interaction
between intratumoral microbiota and tumor metabolism. It emphasizes the effects of intratumoral microbiota
on tumor sugar, lipid, and amino acid metabolism and explores emerging therapeutic strategies for guiding
tumor prevention and treatment by modulating tumor metabolism. Although the specific role of intratumoral
microbiota in tumor metabolism remains to be further studied, a deepened understanding of the interaction
between tumor-specific microbiota and tumor metabolism may provide new directions and application
prospects for tumor prevention and treatment.
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Microbiota enter tumor cells through three
pathways, namely, (1) mucosal infiltration,
(2) adjacent tissue infiltration, and (3)
hematogenous spread, to form intratumoral
microbiota. Intratumoral microbiota can
regulate the metabolism of glucose, lipids,
and amino acids in tumor tissues through
various pathways, thereby promoting the
occurrence and development of tumors.
EMP: Embden-Meyerhof-Parnas pathway.
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