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Inhibitory effect of decitabine combined with GSK126 on T24 cells by inducing
“viral mimicry”
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Abstract: Objective To study the anti-tumor effect of DNA demethylation inhibitor decitabine combined with EZH2 inhibitor
GSK126 in “viral mimicry” immune response of bladder cancer. Methods The inhibitory effects of decitabine, GSK126, decitabine
combined with GSK126 on human bladder cancer cell line T24 were determined by doubling time, the combination index (ClI) was
calculated by medicine combination analysis, and seven endogenous retroviruses (ERVs) of ERV-Fc1, ERV-W, IFIT2, IRF7, MDAS,
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RGH2 and RIG1 were detected by gRT-PCR. Results The combination of the two inhibitors had a significant inhibitory effect on T24
cells (P < 0.05), and there was a synergistic effect of the two inhibitors (CI < 1). The expression of seven ERVs was up-regulated.

Conclusion Decitabine combined with GSK126 can synergisticly inhibit proliferation of bladder cancer, and the mechanism may be

related to the induction of “viral mimicry”.
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ERV-Fcl Li#514: 5°-TTTCCCACCGCTGGTAATAG-3’
54 5°-AGGCTAAGGATTCGGCTGAG-3’

ERV-W _Li#514): 5-TGAGTCAATTCTCATACCTG-3’
5 5-AGTTAAGAGTTCTTGGGTGG-3

IFIT2  EiJf514: 5°-GTGCAAGGACTTGGGAAATG-3
514 5°-CCAGAGTGTGGCTGATGCT-3

IRF7  Li#514: 5°-GTGGACTGAGGGCTTGTAG-3’
TE5I49: 5-TCAACACCTGTGACTTCATGT-3’

MDA5  Li#5[4): 5-CACTTCCTTCTGCCAAACTTG-3
514 5°-GAGCAACTTCTTTCAACCACAG-3’

RGH2  Li5|4): 5°-CGCCACACTTCAATCTCTCC-3
FH5I: 5-CGTGGTCTGACACCTCTGAA-3

RIGL  Li54: 5-CCAGCATTACTAGTCAGAAGGAA-3’
FHSI4: 5-CACAGTGCAATCTTGTCATCC-3’
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Fig. 1 Effects of decitabine and GSK126 on doubling time of T24 cells
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Fig. 2 Effects of decitabine and GSK126 combination on proliferation of T24 cells (A) and combination index (B) ( X 2s, n =3)
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