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Abstract: Objective To investigate the expressions of cyclin-dependent kinase 8 (CDKS), p53 and
vascular endothelial growth factor (VEGF) in the cervical cancer tissues and their correlations with tumor
angiogenesis. Methods Sixty cervical cancer patients were collected in our hospital. And the CDKS, p53, VEGF
and microvessel density (MVD) in the cervical cancer tissues were detected. The correlations of CDKS8, p53, VEGF
and MVD with the main clinical features of cervical cancer were studied. Results MVD of the VEGF-positive
patients was higher than that of the VEGF-negative patients (P < 0.05); MVD of the CDKS8-positive patients was
higher than that of the CDK8-negative patients (P < 0.05); there was no significant difference in MVD between the
patients with negative p53 and those with positive p53 (P > 0.05). Compared with the adjacent tissues, VEGF(+),
CDKS(+) and p53(+) rates and MVD were significantly increased in the cervical cancer tissues (P < 0.05). Compared
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with the patients of International Federation of Gynecology and Obstetrics (FIGO) stage I, the patients of FIGO stage
TI-IV got increased VEGF(+), CDK8(+) and p53(+) rates and MVD (P < 0.05). When compared with the patients

with highly-differentiated carcinoma, the patients with moderately- or poorly-differentiated carcinoma got a higher

CDKS8(+) rate (P < 0.05). Compared with the squamous carcinoma patients, the patients with adenocarcinoma got
a higher VEGF(+) rate and increased MVD (P < 0.05). Multiple linear regression analysis showed that VEGF and

CDKS8 were the factors influencing MVD in the cervical cancer tissues (P < 0.05). Conclusions The expression

levels of CDKS8, VEGF and p53 are elevated in cervical cancer tissues, which can promote the growth and metastasis

of tumor cells. And CDKS8 and VEGF may be related to tumor angiogenesis.

Keywords: cervical cancer; vascular endothelial growth factor; cyclin-dependent kinase 8; microvessel

density; p53
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