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[Abstract] Objective To study the effect of inflammatory factors in local cervix and changes of T-cell subsets on
high—risk human papilloma virus (HPV) infection and cervical lesions. Methods A total of 102 patients with cervical
intraepithelial neoplasia (CIN) of high-risk HPV positive were included, including 28 cases of CIN 1, 32 cases of CIN
Il', 42 cases of CIN Il.Totally 40 cases of cervical cancer were enrolled as the cervical cancer group and 34 normal cas—
es with negative HPV were set as the control group.The levels of T lymphocyte subsets such as CD* and CD*, the inter—
feron y (INF-v), interleukin 2 (I1.-2),1L.—4 and tumor necrosis factor—a(TNF-a) were detected. Results The multi-
ple infection rate of HPV of cervical cancer group was significantly higher than that of CIN I group, CINII group and
CINII group (x*=9.11, 4.91,3.53, P<0.05).The multiple infection rate of HPV was not statistically related to the d—
egrees of CIN (x’=1.89, P>0.05).The levels of CD*, CD*/CD* ,INF-v,and IL-2 in the cervical cancer patients were
significantly lower than those in the CIN I group,
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13.65, 8.94, 24.41; 12.37, 10.25, 5.41, 18.20, P<0.05).The values of CD*, CD*/CD*, INF-vy and IL-2 decreased
with the severity of CIN (¢=4.23, 8.52, 4.18; 14.17, 20.26, 5.44; 7.44, 21.31, 13.95; 17.62, 23.84, 5.35, P<

0.05) , while the IL—4 levels increased with the severity of CIN (g=4.82,10.37,5.47, P<0.05).The TNF-a level was
significantly different between CIN I group and CINII group as well as between CIN Il group and CINII group (q=
7.78, 5.40,P<0.05). Conclusion Multiple mixed infection of high risk HPV increase the risk of CIN and cervical can—
cer.With the aggravation of CIN, the expression of CD*, CD*/CD*, INF-vy and IL-2 in cervix decreased, the expres—

sion of IL.-4 and TNF-alpha increased, and the local immune function of cervix decreased, which was more likely to

lead to persistent infection of high—-risk HPV and further aggravate cervical lesions.
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