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Abstract: As an important inflammation-inducing factor, endotoxin lipopolysaccharide (LPS) is involved
in many aspects of inflammation. A large number of Gram-negative bacteria are colonized in the intes-
tine,and LPS is their main products,the relationship between LPS and colorectal cancer has attracted
attention. Recent studies have revealed that LPS is also involved in tumor development, metastasis and
drug resistance. This article will focus on the latest research progress of LPS in colorectal cancer,to

provide new research ideas for the mechanism of colorectal cancer development.
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PG | fiok & A2 98 PR F- 4n b 88 YR B8 IR - (tumor necro-
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