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[Abstract] Objective To investigate the effect of the expression of long non-coding RNA (IncRNA)
urothelial carcinoma associated 1 (UCAT1) on cisplatin (DDP) resistance in cervical cancer. Methods By
using incremental dose of DDP and high dose stimulation method, the DDP -resistant cervical cancer Hel.a
cell lines were established. Real-time fluorescence quantitative PCR (RT-qPCR) technique was used to detect
UCAT1 expression in Hela cells and HeLa/DDP cells. 5-acetynyl-2” deoxyuridine (EDU), cell count kit 8
(CCK-8) and flow cytometry were used to test proliferative activity of Hela cells. The expression of UCAT -
siRNA knockout UCAT was evaluated by RT-qPCR. CCK-8, EDU, and flow cytometry was used to detect the
proliferative activity of HeLa/DDP cells, the expressions of cysteine aspartate specific protease 3 (caspase-3),
p21, survivin and cyclin-dependent kinase 2 (CDK-2). Results By promoting the proliferation of cervical
cancer cells and inhibiting their apoptosis, UCA1 overexpression could induce DDP resistance. Knockout of
UCAT1 could significantly reduce the resistance of cervical cancer cells to DDP. UCAT involved in regulating
apoptosis and proliferation signal transduction pathway of cervical cancer cells, by down - regulation of

caspase-3 and up-regulation of CDK2 the apoptosis of cervical cancer cells was inhibited, and by increasing
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the level of survivin and decreasing the level of p21 the proliferation of cervical cancer cells was promoted.

Conclusion UCAT1 plays an important role in DDP resistance in cervical cancer. The up-regulation of UCA1

expression promotes the resistance of cervical cancer cells to DDP, which may be a potential target of new

strategies for cervical cancer treatment in the future.(J Intervent Radiol, 2019, 28. 448-453)
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