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Abstract Objective: To investigate the effect of lentivirus=siRNA-GRP78 on biological behavior of renal cell
carcinoma (RCC). Method: According to GRP78 gene sequences, we constructed three siRNA -GRP78 sequences
and one scrambled siRNA sequence, which were transfected into RCC cell line 786-0. After transferring for 48h,
we identified the expression level of GRP78 mRNA and protein by realtime-PCR and Western blot for selecting the
optimal inhibiting siRNA-sequence. MTT, transwell, Annexin V, PI were used respectively to detect the ability
of cell proliferation, cell invasion, cell apoptosis and cell cycle. Result: Subsequent experiments have focused on
the siRNA1 because it was the most effective in inhibiting GRP78 mRNA and protein expression. SIRNA1-GRP78
may inhibit the cell proliferation, attenuate cell invasion, induce cell apoptosis and block cell cycle in G1 stage.
Conclusion; Lentivirus-siRNA-GRP78 can effectively inhibit the expression GRP78 mRNA and protein, and the

down-regulation of GRP78 expression could inhibit cell proliferation, attenuate cell invasion, induce cell apoptosis,
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block cell cycle in G1 stage. GRP78 may be a promising therapeutic target for RCC.
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