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Vascular Endothelial Growth Factor and Moesin Protein Promote Cervical
Cancer Malignant Progression

CHENG Yang!, HE Mian', LI Wen?, LIU Jun-xiu!, LIU Qiong-shan !
( 1. Department of Gynecology and Obstetrics, 2. Laboratory of Surgery, The First Affiliated Hospital of
SUN Yat-sen University, Guangzhou 510089, China )

Abstract:  [Objective] To study the status of vascular endothelial growth factor C (VEGF-C) and moesin
expression in cervical cancer malignant progression and to investigate the modulatory effect of VEGF-C on moesin

expression. [ Methods ] Cervical cancer samples in different pathological stages were taken from patients and cervical

cancer Hela cells were cultured. The expression level of VEGF-C and moesin in sample tissues and cultured cells
were detected by Western blot. [Results] The expression levels of VEGF-C and moesin from sample tissues were

gradually increased in parallel with the malignant progression of cervical cancer. Compared with control (normal

G cervix), the magnitude of increase of VEGF -C, moesin as well as phospho-moesin protein expression in CIN were
45% £ 9%, 63% + 12%, and 74% + 16% (P < 0.05), respectively. In cervical squamous carcinoma at stage I, they
were increased by a magnitude of 94% =+ 18%, 104% + 27%, and 123% + 30% (P < 0.01), respectively. These

proteins were more highly expressed in cervical squamous carcinoma at stage 1I, - with the enhancement of 186% =+

24%, 246% + 37%, and 194% + 28% (P < 0.001) respectively compared to control. In cultured cervical cancer

HeLa cells, treatment with VEGF-C (100 pg/L) for 24 h enhances the moesin expression and phosphorylation,
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which is inhibited by VEGF-C monoclonal antibody.

[Conclusions] The expression level of VEGF-C and moesin

protein are tightly relative to cervical cancer malignant progression. VEGF-C may play the important role in cervical

cancer progression through upregulation of moesin expression and phosphorylation.
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Fig.1 The status of VEGF-C expression in - different
stages of cervical cancer tissues
CON:  control; CIN: cervical intra-epithelial neoplasia at stage
I S(I): cervical squamous carcinoma at stage 15 S(II): cervical

squamous carcinoma at stage II.
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Fig.2 The influence of VEGF-C on moesin and moesin
expression in HeLa celis
CON: control; VEGF-C: 100 ug/L; Ab vs VEGF-C: VEGF-C

monoclonal antibody (final concentration: 1:100).
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