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Abstract: Objective To study the regulation of SETDS in the metastasis of breast cancer MCF-7 cells.
Methods The qRT-PCR and immunohistochemistry were used to detect the expression of SETDS8 in normal
tissues adjacent to the cancer and breast cancer tissues. The small interfering RNA of negative control group
and SETD8 groups (siRNA-1, siRNA-2) was transfected into MCF-7 cells by Lipofectamine 3000, respective-
ly. The ability of cell migration and invasion was tested by Transwell assay. The mRNA expression of SETDS,
Slug, Zebl, Zeb2, Twistl and Snail were determined by qRT-PCR. The protein expression levels of SETDS8
and Slug were tested by Western blot. Chromatin immunoprecipitation (ChIP) assay was used to detect the en-
richment of H4K20mel on Slug gene promoter.  Results Compared with the adjacent normal tissues, the
mRNA and protein levels of SETDS8 were significantly increased in breast cancer tissues ( P <{0.05). The mR-
NA and protein levels of SETD8 in the knockdown group were significantly decreased compared with the con-
trol group ( P <<{0.0001). Compared with the control group, the ability of cell migration and invasion was re-
duced, and the expression levels of Slug protein was decreased in the knockdown group. Compared with the

1gG group, H4K20mel was significantly enriched in the upstream of Slug gene promoter of 1 500~2 000 bp
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(P <<0.00D).

Conclusion Down-regulation of SETDS8 expression can inhibit the metastasis of MCF-7 cells,

and the mechanism may be associated with the regulation of SETDS in the Slug gene transcription.
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SETDS ACAAATGCTCTGGAATGCGTT CCGGCTAATGGTTTCCCCTG
Slug CTGTGACAAGGAATATGTGAG CAAATGCTCTGTTGCAGTGA
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