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Abstract: Objective To investigate the effects of Peroxiredoxins [[I (PRDX [l[ ) gene on proliferation and apoptosis of U251 hu-
man glioma cells in vitro. Methods U251 cells were divided into blank control group,empty vector transfection group,unrelated se-
quence transfection group and interference group. PRDX []| interference fragment was transfected into U251 glioma cells via lipo-
some. RT-PCR and Western blot were employed to detect the mRNA and protein expression of PRDX [[[ in transfected cells, re-
spectively. Flow cytometry(FCM) ,DNA ladder and propidium iodide (PI) staining were used to determine the apoptosis of trans-
fected U251 cells. MTT was adopted to measure the rate of growth inhibition of transfected U251 cells. Results In interference
group,the mRNA and protein expression of PRDX [[[ of cells were reduced significantly after transfection, with inhibitory rates of
76.0% and 63. 9% ,respectively, DNA ladder showed obvious ladder-shaped electrophoretic bands,and PI staining revealed nuclear
chromatin with high staining and some nuclear fragments. Apoptotic rates of cells in blank control group,empty vector transfection
group, unrelated sequence transfection group and interference group were (2. 2640. 64) %, (2. 6840. 74) %, (3. 54+0. 62) % and
(35.90+4. 85) % , respectively. Apoptotic rate of cells in interference group was markedly higher than that in other groups(P=
0. 00). Growth inhibitory rate of U251 cells in interference group was 44. 40%. Conclusion PRDX [[| targeted interference can sig-
nificantly inhibits proliferation and increases apoptosis of U251 cells.
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