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Cutting the tenth exon of DR3 promotes the proliferation of breast
cancer cell line MDA-MB-231
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Abstract Objective To investigate the expression and role of the tenth exon of death receptor 3 ( DR3)
in breast cancer cells. Methods Gene expression profiling interactive analysis ( GEPIA) was used to
analyze the expression and prognostic value of DR3 in breast cancer, and log-rank test was used to

compare the survival differences. Construction of the plasmid vector splicing the tenth exon of DR3 was
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constructed and the tenth exon of DR3 in triple negative breast cancer cell line ( MDA-MB-231) was

knocked down using CRISPR/Cas9 technology. Results Bioinformatics analysis showed that DR3

expression was low in breast cancer patients, and low expression predicted poor overall survival. In vitro

experiments revealed that knockdown of the tenth exon of DR3 enhanced the expressions of DR3 transcript

variants 2, 3 and 7, and this alteration resulted in enhanced proliferation of TNBC cell lines. Conclusion

The low expression of DR3 in the patients with breast cancer is indicative of shorter overall survival, and

the tenth exon of DR3 is closely related to breast cancer.

Keywords: the tenth exon of DR3; transcript variants; breast cancer; proliferation
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B-actin

DR3 ZE 54k 1

DR3 ZE 54k 2

DR3 75 544 3
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DR3 ZE 54k 7

DR3 554K 12
DR3 % 10 4B F al
DR3 % 10 M@ T a2
DR3 %5 10 4N F bl

DR3 % 10 4M BT b2

5'-CTACCTCATGAAGATCCTCACCGA-3’
5'-GGAGGCAGAGTAGGTGTGTTC-3’
5'-GTGTGTCCCCAAGACACCTT-3’
5'-CACACGGCTACTCTGTTCCC-3'
5'-AGCGGCCTCCCAGGTG-3'
5'-TGAAGGCGGAACCACGAC-3’
5'-CCCTATCCCCTCTTCCTATTC-3'
5'-CGGTGGGAAGTTGTGGTTT-3’
5'-TGCGGTGGGAAGTTGTGG-3’
5'-CGAGACCAGCAGTACGAGATG-3’

5'-CGAGACCAGCAGTACGAGATG-3’

5'-TTCTCCTTAATCTCACGCACGATT-3’
5'-GGCGGTATGTGTAGGTCAGG-3’
5'-ACCCAGAACATCTGCCTCCA-3'
5'-CCATCCCAGCTTCATTCTGC-3'
5'-AACAGAGTAGCCGTGTGTGG-3'
5'-CATCCCAGCTTCATCCGCTG-3'
5'-TTCACCCTTCTACTGCCAACC-3’
5'-AGCATCTCGTACTGCTGGTCT-3’
5'-AGCATCTCGTACTGCTGGTCT-3’
5'-CCGCAGAAACGCCAAGAA-3'

5'-GCAGAAACGCCAAGAAGC-3’
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