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Research progress on the role of type Il interferon in HPV positive cervical cancer
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Abstract; The persistence infection of high-risk human papilloma virus (HPV) is the main cause of cervical cancer. In the process of
high-risk HPV infection,type Il interferon binds to corresponding receptors to stimulate the expression of interferon-stimulated genes (1SGs)
through the JAK/STAT pathway , thereby inhibiting viral replication. As the first line of defense against pathogen invasion,type Il interferon
has functions similar to type | interferon,such as antiviral ,immunomodulatory and anti-tumor. Although type Il interferon and type [ inter-
feron have a lot of similarity on classical pathway,there are some differences in receptor structures. And type [l interferon receptors distribute
only in epithelial tissue cell,therefore,type Il interferon is more targeted when it works. Recently, it has been found that type Il interferon
can play an anti-tumor role through inhibit tumor cell replication, induce tumor cell apoptosis and inhibit angiogenesis. At present, type [
interferon (recombinant interferon a-2) is mainly used in the treatment of HPV infection and cervical cancer patients,and type Il interferon
is still in the research stage. Studies have shown that type Il interferon and type 1 interferon have similar functions,but type Il interferon
has less side effects,and it may be a promising treatment for cervical cancer in the future. Therefore, this article reviews the antiviral mecha-
nism of type Il interferon and its research status in cervical cancer caused by high-risk HPV infection,so as to provide relevant reference for
the clinical application of type Il interferon.

Keywords: type Il interferon;type I interferon;human papilloma virus;cervical cancer;recombinant interferon a-23
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