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[Abstract] Objective To investigate the effect of IncRNA LUCAT1 on the proliferation and apoptosis of blad-
der cancer cells and its potential mechanism. Methods Culture normal bladder epithelial cells SV-HUC-1 and bladder
cancer cells J82, 5637, BIU-87, and bladder cancer cells 5637 were randomly divided into the control group, si-NC
group, si-LUCATT1 group, pcDNA-NC group, pcDNA-LUCAT1 group, si-LUCAT1+anti-miR-NC group, si-LUCAT1+
anti-miR-493-5p group. qRT-PCR method was used to detect the expression of miR-493-5p and LUCAT1; Western blot
was used to detect protein expression; MTT (3—-(4,5-Dimethylthiazol-2-yl)-2,5-Diphenyltetrazolium Bromide) method
was used to detect cell viability; flow cytometry was used to detect apoptosis; dual luciferase report experiment was used
to verify the targeting relationship between LUCAT1 and miR-493-5p. Results Compared with bladder epithelial cells
SV-HUC-1, the expression level of LUCAT1 in bladder cancer cells J82, 5637, and BIU-87 was significantly increased,
and the expression level of miR-493-5p was significantly reduced, with statistically significant differences (all P<0.05).
Compared with the si-NC group, the cell activity of the si-LUCAT1 group was decreased, the apoptosis rate was in-
creased, the expression level of CyclinD1 was decreased, the expression level of Caspase—3 was increased, and the ex-
pression levels of p-JAK2 and p-STAT protein were decreased, with statistically significant differences (all P<0.05); the
luciferase activity of cells co-transfected with miR-493-5p mimics and LUCAT1 wild-type reporter plasmid was de-
creased, and the difference was statistically significant (P<0.05); the luciferase activity of cells co-transfected with
miR—-493-5p mimics and LUCAT1 mutant reporter plasmid did not change significantly, and the difference was not sta-
tistically significant (P>0.05); compared with the si-LUCAT 1+anti-miR-NC group, in the si-LUCAT 1+anti-miR-493-5p
group, cell viability was increased, cell apoptosis rate was decreased, cyclin D1 expression level was increased, cas-
pase—3 expression level was decreased, and p-JAK2 and p-STAT protein expression levels were increased, with statisti-
cally significant differences (all P<0.05). Conclusion IncRNA LUCAT1 can inhibit the proliferation and promote the
apoptosis of bladder cancer cells, and its mechanism may be related to miR-493-5p and JAK/STAT signaling pathway.

[Key words] LncRNA LUCATI1; miR-493-5p; JAK/STAT signaling pathway; Bladder cancer; Proliferation;
Apoptosis; Mechanism
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