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Pirarubicin inhibits proliferation of bladder cancer cells through PLCg-Bcl-2 pathway

OU Li-ping, DU Hong-fei, LU Chang-kun, SONG Xue-dong, FAN Yan-ru, LUO Chun-li*
College of Laboratory Medicine, Key Clinical Diagnosis Laboratory of the Ministry of Education, Key Laboratory of Chongqing
Municipality , Chongqing Medical University, Chongqing 400016, China

[ Abstract] Objective To investigate the effects of pirarubicin on proliferation of bladder cancer cells and the related
mechanism. Methods After bladder cancer cell lines T24 and BIU-87 were treated with 0. 4, 0.8, 1. 6, and 3. 2 mg/L
pirarubicin for 24, 48, and 72 h, the cell proliferation was detected by MTT. Flow cytometry was used to examine the
apoptosis of T24 and BIU-87 cells. qRT-PCR and RT-PCR were used to examine the mRNA expression of phospholipase C ¢
(PLCe) s Bcl-2 in T24 and BIU-87 cell lines; the protein expression of PLCe in pirarubicin-treated cells was determined by
Western blotting analysis. Bladder cancer cells were designed as blank group, pirarubicin treatment group, Ad-shPLCe
treatment group, and Ad-shPLCe plus pirarubicin treatment group; cell proliferation was observed and protein expression of
Bel-2 was examined and compared between different groups. Results Pirarubicin showed a dose- and time-dependent inhibitory
effect against proliferation of T24 and BIU-87 cell lines. Moreover, pirarubicin promoted cell apoptosis in T24 and BIU-87 cells
and suppressed the expression of PLCe and Bcl-2. Pirarubicin treatment group, Ad-shPLCe treatment group, and Ad-shPLCe
plus pirarubicin treatment group all had suppressed cell proliferation and Bel-2 expression, and pirarubicin plus Ad-shPLCe
group exhibited significantly stronger inhibitory effects compared with pirarubicin treatment group (P<C0. 05). Conclusion
Pirarubicin can effectively inhibit cell proliferation of bladder cancer cells, which may be through suppressing the expression of
PLCe and Bel-2.
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Fig 2 Effect of pirarubicin on apoptosis of T24(A) and BIU-87(B) cells as detected by flow cytometry
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