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Expressions of vascular endothelial growth factor-C and its receptor in cervical
squamous cell carcinoma and their role in lymph metastasis
ZHOU Tiejun' s XIANG Li* , GONG Li'" , et al.
(1. Department of Pathology,2. Department of Medical Microbiology and
Parasitology, Luzhou Medical College, l.uzhou 646000, China)
Abstract: Objective To study the expressions of VEGF-C and its receptor VEGFR-3 in cervical squamous cell carcinoma tis-
sues.as well as their roles in lymph metastasis. Methods Sixty-two cases of cervical squamous cell carcinoma and cervical intraepi-
thelial neoplasia were detected by immunohistochemical staining (S-P) for the expressions of VEGF-C, VEGFR-3 and tested the ex-
pression of AE1/AE3 in lymph node to explore lymph metastasis. Results The positive rates of AE1/AE3 by immunohistochemi-
cal staining in lymph nodes of cervical carcinoma were all more than those of routine H-E staining. The difference of positive ex-
pressive rate of VEGF-C between the cervical squamous cell carcinoma and CIN | ,CIN || was statistically significant, but not to
CINII[. The difference between the cervical squamous cell carcinoma and cervical intraepithelial neoplasia in VEGFR-3 expression
was statistically significant. The expression level of VEGF-C in cervical squamous cell carcinoma was positively correlated with the
positive number of lymphatic vessels stained by VEGFR-3. VEGF-C and VEGFR-3 were all related to lymph node metastasis. Con-

clusion The detection of AE1/AE3 may be much easier to find out the LN with micrometastasis; VEGF-C facilitates invasion and

metastasis in cervical squamous cell carcinoma by promoting lymphangiogenesis.
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