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The inhibitory effect of Sargassum fusiforme polysaccharides on vasculogenic mimicry in human lung
cancer cell H1299
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[Abstract]Objective To investigate the effect of Sargassum fusiforme polysaccharides (SFPS) on vasculogenic
mimicry (VM) in human lung cancer cell line H1299. Methods ~ The cell line H1299 was treated with different con-
centrations of SFPS (0, 10, 30, 100, 300, 1 000 mg/L), and the cell viability was detceted by cell count kit-8 (CCK-8).
The eftect of different concentrations of SFPS on VM in H1299 cells was analyzed by three dimensional cell culture
technology. The mRNA expression levels of vascular endothelial growth factor (VEGF-A) and phosphatidylinositol
3-kinase (PI3K) in each group were determined by real-time fluorescence quantitative PCR (RT-PCR). Results
Compared with the control group (SFPS 0 mg/L), the survival rate of H1299 cells decreased significantly after SFPS
treatment (30, 100, 300, 1000 mg/L) for fouty-eight hours (all 7 << 0.05), while the number of VM pipeline structures
decreased significantly (all P << 0.05). The RT-PCR showed that different concentrations of SFPS could inhibit the
mRNA expressions of VEGF-A and PI3K in H1299 lung cancer cells (all » << 0.05). Conclusions  SFPS can reduce
the survival rate of H1299 lung cancer cells and inhibit VM formation by downregulation of VEGF-A and PI3K ex-
pression.
[Key words] Sargassum fusiforme polysaccharides; Lung neoplasm; Carcinoma; Vasculogenic mimicry; Vas-
cular endothelial growth factor; Phosphatidylinositol 3-kinase
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