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Abstract : Human papillomavirus (HPV) is a double-stranded DNA virus that infects the skin and mucosal
epithelium. It is mainly sexually transmitted,and the infection rate is relatively high in sexually active men and
women. HPV infection is closely related to cervical cancer,oropharyngeal cancer,non-small cell lung cancer,a-
nal tumor and other human diseases. Many inflammatory cytokines in the body’'s immune system have been
found to play a role in HPV induced tumors,but the mechanism of action is not yet clear. This paper mainly
studies the interaction between HPV infection and inflammatory cytokines in order to seek the ways to pre-

vent the occurrence of HPV infection at the level of cytokines.so as to provide a new idea for further treat-

ment of this disease.
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