530 3% 45 1231 hEMREFZZE Vol. 30 No.12
2020 46 A China Journal of Modern Medicine Jun. 2020

DOI: 10.3969/j.issn.1005-8982.2020.12.011
TEHS . 1005-8982 (2020) 12-0062-06

P& B S ARERTr PR IR R R TR

S EIR, ABRR, X FH
(EMAEE—ER BEFC, F48 K& 130021 )

TEE . @b EREER PARETEEN, bE AR A KRR TR KA Se, 50 B 2B SR 4 4] A
RGN IR T 2 — T B BB S B ) ) T R S e A P AR B A R e e A K B Ak
B RS B, P A R R R IR T 5 RS, R R AR, MEHES ik R
Fp ] ) BR A8 7 WEH B R ST AT WL, SR E R R BRI T AR B R R — i

KER : &, Bale ; FEBR / SITBL ; YewigsT ; Lated Sapnlm / Bdeh A

FESES : R737.11 XERFRINAEG - A

Axitinib in the treatment of renal cell carcinoma
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Abstract: Targeted therapy plays an important role in the treatment of renal cancer, among which TKI
targeting vascular endothelial growth factor and its receptor is one of the key targeted therapeutic drugs. Small
molecule TKI Axitinib highly selectively inhibits the activity of VEGFR tyrosine kinase, blocks the binding of VEGF
to its receptor, and inhibits tumor angiogenesis. Clinical studies have shown that the combination of Axitinib and

checkpoint inhibitors in the treatment of advanced renal cancer is effective. In this paper, the relevant studies on the

treatment of renal cancer with Axitinib were analyzed and summarized.
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