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Effects of Parthenolide in Inhibiting Proliferation and Inducing
Apoptosis of T24
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[ Abstract] Objective To explore the effects of parthenolide on growth inhibition, cell apoptosis and
corresponding molecular mechanism of human T24 bladder cancer cells. Methods The inhibitory effect of
parthenolide on human T24 cells was determined by MTT assay. The cell apoptosis and the cell cycle were analyzed
by flow cytometry. Alterations in signal pathway of NF- k B and Bel-2 family proteins were analyzed by Western blot.
Results  Parthenolide inhibited the proliferation of T24 cells in a dose—dependent and time—dependent manner. As
showed by flow cytometry, parthenolide treatment of the T24 cells led to significant G1-phase cell cycle arrest in a
dose—dependent manner and a decrease in cell population in the S—phase, whereas the population of cells in G2/M
phase did not chang significantly. Flow cytometry also showed a dose dependent increase in T24 cells apoptosis by
parthenolide treatment. Western blot analysis indicated a down-regulation of phosphorylated Ik Ba in a
dose—dependent manner without an effect on I k B a expression in T24 cells by parthenolide treatment. Parthenolide
treatment to T24 cell lines resulted a significant reduction in Bel-2 protein expression but an increase in Bax protein
expression in a dose—dependent manner. Conclusions Parthenolide treatment could lead to a significant
dose—dependent and time—dependent inhibition in the growth and an increase in apoptosis of human T24 bladder
cancer cells. The mechanism of action of parthenolide may be related to inhibition of NF-k B activation and
regulation of Bel-2 family proteins expression in human T24 bladder cancer cells.
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Tab. 1 The inhibitory effect of parthenolide on human T24 bladder cancer cells by MTT assay

W (W) 24 h 48 h 72h
5 92.43 + 4.07" 69.00 £7.18" 66.71 £ 6.09"
10 66.96 + 5.61" 46.94 +5.91° 45.56 +9.08"
15 49.56 £2.21° 27.15 £2.24" 21.08 £4.97
20 34.19 + 3.93" 13.94 + 1.65° 7.16 +2.50°
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Fig. 1 Dose-effect and time-effect curve of parthen-
olide on T24 cells by MTT assay
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Tab. 2 Effect of parthenolide on cell cycle and apoptosis of T24 cell

W (WM) Gl G2/M T2 (%)
0 46.5+3.6 47.6 +3.1 15329 69+12
5 554 45" 41.6+£4.2 16.5+3.7 20.8 +2.3"
10 68.4 5.6 213217 79+18" 384217
15 759 £3.2" 237 £3.4° 128+23 50.7 + 4.5"
20 782 +4.9° 189+3.6" 185+25 589 +5.1"
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