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Nintedanib: A triple angiokinase inhibitor for antitumor and anti-idiopathic
pulmonary fibrosis
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Abstract: Angiogenesis is considered to be a potential targeting mechanism for cancer treatment, and vascular endothelial growth
factor(VEGF), platelet-derived growth factor (PDGF), and fibroblast growth factor (FGF) are pluripotent growth factors associated
with angiogenesis. Boehringer Ingelheim Corp developed a new drug nintedanib as a triple angiokinase inhibitor targeting at VEGF,
PDGF, and FGF, which was approved by FDA in October 2014 and could be used to treat idiopathic pulmonary fibrosis (IPF), hepatic
failure, and cancers including non-small-cell lung carcinoma (NSCLC), colon cancer, ovarian cancer, prostate cancer, renal cell
carcinoma, etc. Nintedanib shows the unique pharmacokinetic and pharmacodynamic characteristics in preclinical models. And it
shows a good prospect in a series of clinical studies with good safety and tolerability.
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Fig. 1 Structure of nintedanib
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