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Research progress of intestinal flora imbalance in gastrointestinal tumors
WANG Ting, LI Xing-hua
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Intestinal dysbacteriosis can induce the occurrence and progression of gastrointestinal tumors (GT) through
immune, genotoxicity , metabolic abnormalities, brain-gut axis and other ways. At the same time, bifidobacteria,lactic acid
bacteria and other beneficial bacteria in the intestine can assist chemical and immunotherapeutic drugs to induce T cell
activation and improve the anticancer effect of the above drugs. Or adjusting dietary behavior and maintaining good
dietary habits through dietary methods can play a certain role in tumor treatment. Therefore, fully regulating intestinal
flora and assisting the treatment of GT are not only conducive to controlling the progress of patients’ disease,but also can
minimize the damage to the body,which is worthy of further research. This study summarizes the recent research status

of intestinal microflora and elaborates the relationship between intestinal microflora and GT and its positive role in

treatment.
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Table 1 Possible roles of different bacterial populations
in the occurrence and progression of GT
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