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[ Abstract)

inducible factor (FIH-1) in renal carcinoma cells. Methods

Objective To detect the expression and growth regulation effects of the factor inhibiting hypoxia-
The expressions of FIH-1, hypoxia inducible factor
(HIF) and vascular endothelial growth factor (VEGF) were examined in OS-RC-2 and 786-0 cell lines via real-time
PCR (RT-PCR) and Western blot. Overexpression plasmid of FIH-1 were designed and constructed as EX-V1104-
M45-FIH-1. After the transfection of the plasmid into OS-RC-2 and 786-0 cells. the expression levels of FIH-1,
HIF and VEGF were measured by RT-PCR and Western blot, while cell proliferation was tested by MTT. Results
The expressions of FIH-1, HIF-1a, HIF-2a and VEGF were detected in OS-RC-2 cells, and FIH-1, HIF-2¢ and
VEGF were detected in 786-0 cells. After the transfection of EX-V1104-M45-FIH-1, the level of FIH-1 was
increased in OS-RC-2, while the levels of HIF-2a. HIF-1a and VEGF were decreased. MTT showed that FIH-1
plasmid transfection decreased the cell proliferation of OS-RC-2, but did not show inhibition on 786-0 cells
proliferation. Conclusion FIH-1/HIF-1«/VEGF signaling pathway exists in renal carcinoma cell lines.
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Fig 3 Expression of FIH-1 in OS-RC-2 cells after being transfacted
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Fig 4 The effect of FIH-1 overexpression plasmid on the expression
level of HIF and downstream proteins in OS-RC-2 (A) and
786-0 (B) cell lines
1: OS-RC-2 cell samples unsettled; 2;: OS-RC-2 cell samples
after 48 h transfection of blank plasmids; 3: OS-RC-2 cell samples
after 48 h transfection of EX-V1104-M45-FIH-1; 4. 786-0 cell
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Fig 5 The effect of FIH-1 overexpression plasmid on the mRNA
expression levels of HIF and downsteam proteins in OS-RC-2
(A) and 786-0 (B) cell lines
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