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Relationship between the Inhibitory Effect of Sorafenib on Renal Cancer Cells and the Regulation of Intracellular Calcium Homeostasis by
STC -1. Shen Yanan, Gu Jiang, Zhang Yongchun, et al. The Affiliated Hospital of Guizhou Medical University, Guizhou 550000 ,China

Abstract Objective To explore the relationship between the inhibitory effect of sorafenib on renal cell carcinoma cells and the
regulation of intracellular calcium homeostasis by STC -1, so as to find a new way to reverse drug resistance of renal cell carcinoma cells.
Methods Sorafenib was used to intervene renal cancer cells at concentrations of 0, 1.25, 2.5, 5, 10, 20 and 40pmol/L, and groups
were grouped according to increasing concentrations. The proliferation of renal cancer cells was detected by MTT method. RT — PCR meth-
od and ELLSA method was used to detect the gene and protein expression of STC -1 in each group of cells. Fluorescence spectrophotome-
try was used to detect the calcium ion content in each group of cells;chemical colorimetry was used to determine the activity of Ca** — AT-
Pase in each group of cells. Results With the increasing concentration of sorafenib, a concentration turning point of 10wmol/L ap-
peared. The cell inhibition rate and Ca’* content gradually increased to stabilize, the Ca’* — ATPase activity gradually decreased to stabi-
lize, and the STC —1 gene and Protein expression gradually increased. Conclusion STC -1 may be a protective factor for the malignant
proliferation of renal cancer cells. STC — 1 may regulate the level of Ca®* | reduce the activity of Ca’* — ATPase, activate the energy me-
tabolism of mitochondria in renal cancer cells, and promote the adaptation of renal cancer cells to hypoxia, so as to produce resistance to
Solafeni.
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