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Abstract Objective: To investigate the effects of phycoerythrin (PE) on the induction of cell senescence in human breast cancer
MCEF-7 cells. Methods: The inhibitory rate of MCF-7 cells growth was measured by MTT assay and morphological
changes of MCF-7 cells was observed through the inverted microscope. Acidic 3-galactosidase dying (SA-B-Gal dying)
and senescence-associated heterochromatin aggregation were used to detect the cell senescence caused by PE in MCF-7
cells. Results: The results of MTT assay indicates that PE could inhibit the growth of human breast cancer MCF-7 cells
significantly and the ICs, was 134.87 pg/mL. After 72 h, MCF-7 cells which were treated by PE had become bigger and
flatter meanwhile the appearance of vacuolization and particles which are the specific patterns of the cell senescence
were also observed. The staining of acidic f-galactosidase was positive, which observed by inverted microscope, and,

the emergence of senescence-associated heterochromatin aggregation (SAHF) in staining of DAPI was found under
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the fluorescence microscope.Conclusion: The results demonstrate that PE has the antitumor effect by inducing the cell

senescence of MCF-7 cells.
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Table 1 Inhibition of PE on growth of MCF-7 cells
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Fig. 1 Morpholog ical changes of MCF-7 cells treated with R—PE for 72 h
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Fig. 2 Pictures of MCF-7 cells treated with R-PE for 72 h staining with SA- 8 —-Gal
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Fig. 3 Pictures of MCF-7 cells treated with R-PE for 72 h staining with DAPI
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