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Influence of pyrrolidine dithiocarbamate combined with carboplatin on U251 glioma cells proliferation and apoptosis
Wang Wenxin ,Qiu Jianwu”
(1. Graduate School ;2. Department of Neurosurgery ,First Af filiated Hospital ,
Liaoning Medical College ,Jinzhou,Liaoning 121001, China)
Abstract; Objective To explore the influence of pyrrolidine dithiocarbamate(PDTC) combined with carboplatin(CBP) on the
U251 glioma cells proliferation and apoptosis. Methods The U251 glioma cells with good passage growth status were divided into
four groups randomly. The conventional nutrient solution was added to the control group,PDTC(0. 1 mg/mL) 0.01 mL to the ex-
perimental group A,CBP(1 mg/mL) 0.01 mL to the experimental group B and PDTC(0. 1 mg/mL) 0.01 mL-+ CBP(1 mg/mL)
0.01 mL to the experimental group C. The cell morphologies of U251 glioma cell proliferation and apoptosis were compared among
4 groups. Results  After 12,24, 36 h culture, the U251 glioma cell inhibitory rates were (4. 2840. 021) %, (9. 34£0. 023) %,
(13.86+0.025) % in the control group,(10.63=+0.019) % ,(15.06=40.041) % and (28. 34+0. 032) % in the experimental group
A,(24.1640.025) % ,(33. 7140. 053) % and (39. 4240. 041) % in the experimental group B, (32. 154 0. 016) %, (40. 82 +
0.046) % and (45.27+0.031)% in the experimental group C,respectively,showing statistical difference among them(P<C0. 05).
The cell apoptosis rates in the control group.the experimental A,the experimental B and the experimental C were (0. 8+0.3) %,
(29.14+1.5)%,(38.7%3.2)% and (61.3%2.7) % ,respectively, the difference was statistically significant( P<C0. 05). Conclusion
PDTC combined with CBP can restrain the proliferation of U251 glioma cells and also induce their apoptosis.
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