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[Abstract] Human papillomavirus(HPV) is a main risk factor for cervical cancer occurrence. Its inva-
sion can activate the immune system of host,including non-specific immune response and specific immune re-
sponse,in which the cellular immune response plays a vital role in the process of antiviral and antitumor im-
munity. Although most human papillomaviruses after invading the host can be spontaneously cleared by the
body through the immune system,but a small part of the remaining human papillomavirus DNA can integrate
with the gene of host to further lead to cervical precancerous lesions or even cancerization. This process is
closely related to the virus evading host immune recognition This article reviews the immune response and im-
mune escape mechanisms of human papillomavirus infecting the uterine cervix. The study on the mechanisms
of systemic and local immune response and the immune escape after human papillomavirus infecting the uter-
ine cervix will provide a theoretical basis for clinically researching and developing the immunotherapy means
against HPV infection.
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