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Research progress of statins in prevention and treatment of renal cell carcinoma
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Abstract: 3-hydroxy-3-methylglutaryl coenzyme-A( HMG-CoA) reductase inhibitors, commonly known as statins, are widely used in the
treatment of hyperlipidemia and cardio-vascular diseases due to their precise role in reducing endogenous cholesterol. In addition to the
inhibition of cholesterol synthesis, statins also have the effects of promoting apoptosis, anti-angiogenesis and immune regulation, which

can effectively prevent the growth of tumor cells. This paper reviews the research progress and controversy of statins in the prevention and

treatment of renal cell carcinoma.
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