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ABSTRACT Objective: To investigate the effects of HSP60 knockdown on the proliferation of colon cancer SW480 cells. Methods:
Lentivirus containing the HSP60-directed shRNAs was used to construct a stable monoclonal HSP60 knockdown cell line in SW480. The
HSP60 knockdown efficiency was determined by western blotting and the theCCK-8 assay was used to analyze cell proliferation rates,
while flow cytometry was used to determine the cell cycle in HSP60-knocked down cells. Results: We established a stable cell line in
which HSP60 expression was silenced in SW480 cells as confirmed by western blotting and q-PCR. CCK-8 assay showed that HSP60
knockdown significantly inhibited the cell proliferation, whereas it had little effect on the cell cycle progression. Conclusion: HSP60
knockdown inhibits the cell proliferation in SW480 cells. so we speculate that the reduce of SW480 growing is due to mitochondrial
damage.
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Fig. 1 After 72 h EGFP expression in 293T cells which were co-transfected (100% )
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Fig. 2 Settings of sorting monoclonal cells by flow cytometry
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Fig. 3 Microscopy of monoclonal SW480 cells (100% )
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Fig. 4 Western blot detection of HSP60 protein expression level in SW480

stable cell lines
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Fig. 5 q-PCR detection of HSP60 mRNA level in SW480 stable cell lines
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Fig. 6 Growth curve of HSP60 knockdown SW480 and the control cells
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Fig. 7 The effect of HSP60 knockdown on cell cycle
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