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Effect of human papillomavirus type 16 and 18 infection on the cellular immune function in patients with
cervical intraepithelial neoplasia and cervical cancer HAN Hua, CHEN Wenyue, ZHOU Honger. Department of
Gynaecology ,the First People’s Hospital of Fuyang, Hangzhou 311400, China.

[Abstract] Objective To investigate the effect of human papillomavirus (HPV) type 16 and 18 infection on the
cellular immune function in patients with cervical diseases. Methods Thirty patients with different cervical diseases
and positive HPV16 and 18 were selected as the HPV group. Thirty—three healthy women with negative HPV and
negative liquid—based cytology were selected as the control group.Flow cytometry was used to detect CD* T lymphocyte
and CD** T lymphocyte in local vaginal secretion,and the ratio of CD*/CD* was calculated.The levels of TNF-a, IL-2,
IL-4 and IL-6 were detected by ELISA. Results The concentration of CD*T lymphocyte and the proportion of CD*/
CD* in HPV group were significantly lower than those in control group (Z=-2.78,-4.93,P<0.05),but there was no
significant difference in the concentration of CD¥ T lymphocyte between the two groups (Z=-0.60, P>0.05).The
proportion of CD*/CD* <1 in HPV group was significantly higher than that in control group (x*=27.07,P<0.05).The
level of IL-2 in HPV group was significantly lower than that in control group , while the level of IL-4 was significantly
higher than that in control group (1=17.65,9.50, P<<0.05).There was no significant difference in the levels of 1L-6
and TNF-a between the two groups (1=0.14,0.59,P>0.05). Conclusion The HPV16 and 18 infection may lead to
low cellular immunity hypofunction in the vagina, and persistent HPV infection may cause cervical precancerous lesions

and cervical cancer.
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