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Research progress of mycoplasma in tumor genesis and development
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Mycoplasma is the smallest prokaryotic microorganism with simple genetic material and widely distributed
in nature. It can persistently infect mammals and cause chronic inflammation. This chronic infection caused by mycoplas-
ma has been found to be closely related to the occurrence and development of tumors. Studies have shown that mycoplas-
ma can interfere with the normal function of host cells in a variety of ways,induce the high expression of oncogenes, affect
the DNA damage and repair of host cells, participate in the abnormal methylation pattern of host cells,inhibit the activity
of p53,activate the activity of NF-kB,and promote the invasion and metastasis of tumors. Mycoplasma reduced the effica-
cy of anti-tumor drugs to participate in the development of tumors. In this paper.the role of mycoplasma infection in the

occurrence and development of tumors was reviewed, providing new ideas for the study of mycoplasma tumorigenesis

mechanism and tumor prevention and treatment.
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Fig. 1 The mechanism of mycoplasma infection in tumor
development and drug resistance
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