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[ Abstract] Objective To analyze the correlation between the expression of vascular endothelial growth factor ( VEGF)-C and
VEGF receptor ( VEGFR)-3 and human papillomavirus ( HPV) 16/18 infection in cervical squamous cell carcinoma. Methods 147
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patients with cervical lesions admitted to Deyang People’s Hospital from March 2017 to March 2019 were collected as the research
objects, including 25 cervical intraepilthelial neoplasias (CIN) T samples, 15 CIN II samples, 32 CIN III samples and 75 samples of
cervical squamous cell carcinoma. In addition, 18 normal samples of healthy women who received physical examination during the same
period were collected. In situ hybridization was used to analyze the infection of HPV16 and HPV18, and immunohistochemistry was
used to analyze the expression levels of VEGF-C and VEGFR-3 and their correlation. Results Compared with CIN I, CIN II, CIN III
and cervical squamous cell carcinoma, the infection rates of HPV16, HPVI8 and dual infection rate in normal cervical samples were
significantly different (P <0.05) ; compared with cervical squamous cell carcinoma, the infection rates of HPV16, HPV18 and dual
infection rate of CIN I, CIN II, and CIN III were not statistically different (P >0.05). The results of immunohistochemistry showed
that the expression of VEGF-C in normal cervical samples, CIN I, CIN II, and CIN III pathological tissues and the positive mean of
VEGFR-3 vessels were lower than those in the cervical squamous cell carcinoma group. Among them, the expression of VEGF-C and
the mean number of positive VEGFR-3 vessels in normal cervical samples were lower than CIN I, CIN II and CIN IIT;the expression of
VEGF-C and VEGFR-3 in the pathological tissues of CIN I were lower than those of CIN III, the difference was statistically significant
(P <0.05); Compared with CIN II, the expression of VEGF-C and the mean number of positive VEGFR-3 vessels in the pathological
tissue of CIN I were not significantly different ,so was CIN II compared with CIN IIT (P >0.05). In 75 cases of cervical squamous cell
carcinoma, the expression of VEGF-C in HPV16/18 positive group was significantly higher than that in HPV16/18 negative group
(P <0.05). The Spearman correlation analysis showed that the expression level of VEGF-C was positively correlated with the mean
number of positive VEGFR-3 vessels (P <0.05). Conclusion The occurrence of cervical squamous cell carcinoma is related to
HPV16/18 infection. The high expression of VEGF-C and VEGFR-3 can reflect the severity of cervical lesions to a certain extent.
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