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Tian Ruimin' \Wang Hanyan®,Yi Fang® .Wang Xiaoming® ,Chen Jianye*”
(1. Department of pharmacology sSchool of Pharmaceutical Science of North Sichuan Medical College , Nanchong ,Sichuan
637000, China;2. Department of Biochemistry ,School of Preclinical Medicine of North Sichuan Medical
College, Nanchong , Sichuan 637000,China;3. Department of Neurology .Af filiated Hospital of
North Sichuan Medical College , Nanchong ,Sichuan 637000, China. )

Abstract: Objective To investigate the effects of silencing of the human cerebral 21. 5 kDa myelin basic protein (MBP) gene on
The 21. 5 kDa MBP sequence-specific short hair-pin RNA (shR-

NA) recombinant plasmids pGenesil-1-MBP-3 were transfected into the human glioma cell line(U251) , the cells of U251 was used

the proliferation and apoptosis of the glioma U251 cells. Methods

as MBP silencing group, the cells transfected with negative control plasmids used as negative control group,and the cells transfected
with liposomes used as blank control group. Real-time PCR and Westernblot were used to detect the expression levels of the 21. 5
kDa MBP mRNA and protein in each group,and the cell proliferation curve was measured by CCK-8 assay, the apoptosis rate was a-
Both the mRNA and the protein expression levels of the 21. 5 kDa MBP of MBP silencing

group were significantly lower than those in the control groups (P<C0. 05) ;the cellular proliferation activity of the MBP silencing

nalysised by Flow cytometry. Results
group decreased significantly (P<C0. 05) while the cellular apoptotic rate increased significantly (P<C0. 05). Conclusion Silencing
of the human cerebral 21.5 kDa MBP gene may playa dual role in the inhibition of proliferation and the promotion of apoptosis of
the glioma U251 cells.
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0.011),€0.807+0.017),€0.9520. 041) , Z R A G ¥ B X
(P<<0.05), 0L 5,

5 CCK-8 #é i 48 B 38 78 B 2%

2.5 AU AR AL Y R AU T A6 U251 JU L Y 48
h J5 . £ 5% Y 21 10 40 B R T % 4y i O s R IR T BR A (6. 16+
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