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vitro was built through SH-SY5Y cells’ s exposure to 200 wmol /L. MPP ™. Cultured SH-SY5Y cells were respective—
ly exposed to 200 pwmol /L MPP* and 200 pmol /L MPP* combined 0.1 wmol/L 6-hydroxyd H-indazole then the

variations of activity of glycogen synthase kinase33( GSK-3)
200 pmol/L MPP* increased the activity of GSK33 CDKS5 and

were determined by Western blot. Results

cyclin dependent kinase 5( CDK5) and caspase-3

caspase3 in SH-SY5Y cells. 200 wmol/L. MPP " combined 0. 1 pmol /L 6-hydroxyd H-indazole inhibited the activ—
ity of GSK3B CDKS5 and caspase-3 in SH-SYSY cells. Conclusion 6-hydroxy- H-indazole decreases the activity
of GSK3B CDKS5 and caspase3 to protect SH-SY5Y cells from MPP* -induced toxicity.
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Abstract Objective  To explore the effect of silencing Piwil2 gene by shRNA on the proliferation and senescence
of cervical cancer cells. Methods Constructed the stable Sh—piwil2 cervical cancer cells via Lipofectamine2000
mediation and puromycin selection. The efficiency of transfection was confirmed by real-time fluorescence quantita—
tive polymerase chain reaction( qRT-PCR) and Western blot. Cell proliferation assay colony forming assay cell
cycle assay and cell senescence assay were detected the influence of silencing Piwil2 gene on the biological behavior
of cervical cancer cells. Results The stable Sh-piwil2 cervical cancer cells were constructed. Compared with the
Vector groups the growth and colony forming rate were significantly decreased. Moreover the cell cycle was arres—
ted in the GO/G1 phase and the cell senescence was increased through silence the expression of Piwil2 gene. Con—
clusion Silencing Piwil2 gene can effectively suppress cell proliferation of cervical cancer cells. We speculate that
Piwil2 gene may become a potential target in clinical therapy for cervical cancer.
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