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Construction and identification of VEGF shRNA eukaryotic expression plasmid
in rat
FEI Chun-mei,et ol
(Department of Ophthalmology ,the First Affiliated Hospital , Chongging Medical University)
[ Abstract JObjective: To construct rat vascular endothelial growth factor short hairpin RNA eukaryotic plasmid expression vector, in
order to provide a basis for inhibition of corneal neovascularization by RNA interference. Methods: Three different shRNAs targeting the
coding sequence of the rat VEGF mRNA were designed. After annealing the formed double stranded DNAs were inserted into the plasmid
pSilencer2.0 U6. Then the recombinant plasmids were identified by enzyme digestion and DNA sequencing. Results: The three VEGF
shRNAs were successfully inserted into the plasmid vector,and the coding sequences of the obtained shRNAs were consistent with the
designed fragments. Conclusion: The recombinant plasmids of VEGF shRNAs were successfully constructed, which will be useful to

inhibit corneal neovascularization.
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Study of NS398 reversing the antergy of lysophosphatidic acid for the inhibiting

effect of cisplatin in the proliferation of huanman ovarian cancer
XIONG Xue—hua, et al
(Department of Pathology, College of Basic Medicine , Chongqing Medical University)
[ Abstract JObjective: To investigate the effect of NS398, cyelooxygenase—2( COX-2 )—inhibitor , on the antergy of lysophosphatidic acid
{LPA) for the inhibiting effect of cisplatin{DDP) in the proliferation of huanman ovarian cancer ,and to analyze its possible mechanism.
Methods : Human ovarian cancer cell line(3A0) were cultured in vitro. The effect of NS398 on the antergy of LPA for the inhibiting effect
of DDP in the proliferation of 3A0 cells were measured by MTT. Cell cycle of 3AO were analysed by flow cytometry (FCM). The effect of
LPA alone or in combination with NS398 on the expression of COX-2 of 3A0 cells were measured with RT-PCR. Results: LPA showed
antergy on the inhibiting effect of DDP in the proliferation of 3A0 cells, and decrease the proportion of cells in the Gy/G, phase of the cell
cycle. Whereas, combined with NS398 in culture, the proliferation of were significantly inhibited,and the the proportion of cells in the
Gy/G, phase of the cell cycle was raised. RT-PCR results revealed
that 40 . mol/L, LPA could promote the expression of COX-2 in
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