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TGF-B1 promotes invasion and metastasis of oral squamous cell carcinoma by inducing epithelial-mesenchymal
transition
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Abstract: Objective To explore the role of transforming growth factor-g1 ( TGF-B1) in epithelial-mesenchymal transition( EMT) of o-
ral squamous cell carcinoma cell strain Tca8113. Methods Tca8113 cells were treated with different concentrations of TGF-B1 for 24 hours.
The morphological changes of cells were observed under an ordinary inverted light microscope. The expression levels of the epithelial-mesen-
chymal transition markers E-cadherin, Vimentin mRNA andtotal protein in cells were detected by Real time-PCR and Western blot respective-
ly. Transwell in vitro cell invasion experiment was performed to observe the change of cell invasion assay ability. Results TGF-B1 could sig-
nificantly induce morphological changes in oral squamous cell carcinoma cell strain Tca8113 from epithelial to mesenchymal transition, and
can up-regulate the expression level of Vimentin mRNA and proteins and down-regulate the expression level of E-cadherin mRNA and pro-
teins. In addition, TGF-B1 could significantly promote in vitro migration and invasion of Tca8113 cells,and such effect may be weakened by u-

sing TGF-B1-specific inhibitor LY2109761. Conclusion TGF-B1 promotes the invasion and metastasis of TCA8113 cells by initiating the

epithelial-mesenchymal transition( EMT) process.
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Effect of aqueous extracts from Morinda officinalis on expression of vimentin in sustentacular cells of SD rats
with varicocele

DING Xiao-ming' , LIN Wen-dong® (1. Discipline of Anatomy, Faculty of Basic Medicine, Quanzhou Medical College, Quanzhou Fu-
jian 362010, China;2. Animal Laboratory, Quanzhou Medical College, Quanzhou Fujian 362010, China)

Abstract: Objective To investigate the effect of aqueous extracts from Morinda Officinalis on the expression of vimentin in sustentacu-
lar cells of SD rats with varicocele. Methods A total of 40 adolescent, healthy male SD rats were selected and divided into a sham-operated
group,a control group,an observation group 1 and an observation group 2 according to the random number table. These rats were intragastri-
cally administered with the corresponding dose of normal saline and aqueous extracts from Morinda Officinalis respectively. Then, the cell ac-
tivity of rats was detected by MTT, the relative expression of mRNA in rats was detected by real-time quantitative PCR method, and the ex-
pression of vimentin in rats was detected by Western blotting. Results = Thedifference of activity in sustentacular cells among the four groups
was notstatisticallysignificant( P >0. 05) . The expression levels of vimentin mRNA and vimentin in sustentacular cells of the control group was

significantly lower than the sham-operated group( P <0.05) ,those of the observation group 1 and the observation group 2 were significantly
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