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Advances in the Influence of Intestinal Flora on Tumour Development
Cong Li * Nan Zhang, Xiang Li, Yu Li, Xiaojuan Jin, Bin Liang

Hunan Agricultural University, Changsha, Hunan

[ Abstract] Intestinal flora, as an important microenvironment in the human body, is closely linked to tumour
development. In this paper, the influence of intestinal flora on tumour development is discussed in depth, aiming to
provide a basis for understanding the mechanisms of tumour occurrence and development as well as finding new
tumour therapies. Intestinal flora affects tumour development through a variety of mechanisms, including immune
regulation, the action of metabolites, and direct stimulation of tumour cells. Different species and numbers of bacteria
in the intestinal flora have different effects on tumour development, with beneficial, conditionally pathogenic, and
pathogenic flora all having an impact on human tumours. In addition, metabolites and carcinogens of intestinal flora
are also closely related to tumour development. This paper reviews the pro- and oncogenic relationships between
intestinal flora and tumours, as well as some of the currently known mechanisms by which intestinal flora influence
tumour development. The study of the influence of intestinal flora on tumour development is of great significance
for an in-depth understanding of the mechanisms of tumour genesis and development, as well as the search for new
tumour therapies.

[ Keywords] Intestinal flora; Tumour; Immune regulation; Metabolites; Carcinogens; Cancer therapy
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