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Research progress on pathway and targeted drugs of renal cell carcinoma
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Abstract: Hippel-Lindau (VHL) syndrome has mutations in the VHL gene as the underlying origin of the disease. The mutation can
predispose the same patient to multiple benign and malignant tumors at different sites during their lifetime. Renal cell carcinoma is an
important clinical type in patients with VHL and an important cause of death. Multiple pathways including VEGF, mTOR, HIF-2a,
and EPO have been shown to be involved in its pathogenesis, and the highly vascularised nature of kidney cancer due to VHL mutations
is the basis for the treatment of VHL kidney cancer with a variety of targeted drugs. Drugs such as bevacizumab and sunitinib have
achieved good efficacy. The new HIF-2a-based drug belzutifan and the third-generation mTOR receptor inhibitor Rapalink-1 also
offers new prospects for treatment. This article reviews the oncogenic mechanism of VHL mutations and the above pathways, and
expounds the application and new drug development combined with related targeted drugs, which is expected to provide useful food
for thought for future new drug development.
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