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ABSTRACT Objective: To investigate the regulation of somatostatin on Hela cell growth as well as claudin-3 and claudin-4 gene
expression. Methods: Hela cells were treated with 10, 10 10"° and 10> M somatostatin (SST), respectively. Untreated cells were used
as control. Flow cytometry was used to detect the apoptosis of Hela cells. Realtime-PCR and Western blot were performed to assay the
effect of SST on mRNA and protein expression of gene claudin-3 and claudin-4. Results: After treatment with SST by differential con-
centrations for 12 h, it was found that 10"° M, 10®* M and 10° M SST could induce a significant apoptosis in the Hela cells. Under differ-
ent concentrations of SST, the mRNA and protein expression of claudin-3 and claudin-4 were up-regulated. Conclusion: In Hela cells,
SST could induce claudin-3 and claudin-4 gene expression and inhibit development and diffuse of cervical cancer cells.
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Fig.1 Somatostatin( SST )induced cell apoptosis rate.* illustrates statistical

difference (P< 0.05) between SST group and control group
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Fig.2 Somatostatin( SST Jupregulated mRNA expression of claudin-3 and

claudin-4. * Indicates a significant difference(P< 0.05)
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Fig.3 After somatostatin( SST )treated Hela cell for 12h, protein

expression of claudin-3 and claudin-4 were detected
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