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Effects of rosuvastatin on proliferation and apoptosis of human glioma U251 cells
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Abstract: Objective To explore the influence of rosuvastatin on proliferation and apoptosis of human glioma U251 cells.
Methods Human glioma U251 cells were cultured in vitro, and treated by rosuvastatin with the concentrations of 5, 10, and 20
pmol/L. After cultivation for 24, 48, 72, and 96 h, proliferation activities and cell cycle distribution were determined by MTT
colorimetric assay and flow cytometer. Results Compared with the control group, 457 . values of rosuvastatin groups had obvious
changes, and were significantly decreased after being treated for 96 h (P < 0.01). Compared with the control group, cells in GO/G1
phase were increased, but those in S and G2/M phases were decreased after being treated for 96 h by rosuvastatin, which had
dose-effect dependence. Apoptosis of human glioma U251 cells were induced by rosuvastatin with various concentrations treated for
48 — 72 h. With the increase of the concentrations and action time of rosuvastatin, the apoptotic peaks were more obvious, and showed
concentration-effect dependent and time-concentration dependent. Conclusion Rosuvastatin can inhibit the proliferation of human
glioma U251 cells, and induced their apoptosis.
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Table 1 Effects of rosuvastatin on proliferation of U251 cells ( X +s, n=3)
2 WS/ (umol- L™ 2570
24 h 48 h 72h 96 h
xof e — 1.241+0.011 1.2744+0.016 1.285+0.010 1.33740.039
Tt B ARARYT 5 1.036+0.035" 0.90540.020" 0.84740.016™ 0.770%0.035"
10 0.807+0.014" 0.78140.026" 0.756+0.024" 0.608+0.021"
20 0.708 +0.022" 0.6630.009" 0.54240.015" 0.498+0.011"
HRALE: TP<0.01
P <0.01 vs control group
2 WHEFRMTX U251 AREHDHIRAEME ( X £s, n=3)
Table 2  Effects of rosuvastatin on inhibition ratio of U251 cells ( x s, n=3)
W /(umol-L ™" W%
24 h 48 h 72h 96 h
5 1.64 30.92 48.46 82.82
10 34.26 50.46 72.43 87.85
20 49.57 64.63 77.05 88.29
F3 IREFLMITAIE U251 4AE 48 h XTLAAREEA S RIS (n=3)
Table 3 Effects of rosuvastatin treated for 48 h on cell cycle distribution (n=3)
2 3 WS/ (umol L™ AL, S LIEEE
GO/G1 S G2M
Xof e — 44.17+1.27 29.64+2.21 26.194+0.86 55.83
St G AR ABYT 5 55.33+£3.25" 26.57+1.59" 18.10£2.09" 44.67
10 64.40+3.54" 19.37+3.57" 17.23+0.42" 36.60
20 79.47+2.40" 10.13£3.26™ 10.40+£1.41" 20.53

SX AL TP<0.01
P <0.01 vs control group
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Fig. 1 Effects of treatment with rosuvastatin for 48 h on apoptosis in U251 cells
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Fig. 2 Effects of rosuvastatin on apoptotic of U251 cells
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