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Research progress on aprepitant in the treatment of malignant tumors
RAO Meng LI Wangdan ,LIU Chenguang
(College of Life Sciences and Medicine, Zhejiang Sci-Tech University, Hangzhou 310018, China)

Abstract: Aprepitant is a highly selective neurokinin 1 receptor (NK-1R) antagonist. It is widely used
in clinical practice to prevent chemotherapy-induced nausea and vomiting. Recent studies have found that
NK-1R and its endogenous ligand, substance P (SP), are abnormally expressed and activated in many
malignant tumors. They participate in key biological processes such as cell proliferation, apoptosis.,
invasion, and metastasis. Based on this, the potential value of aprepitant in the field of oncology. beyond
its traditional antiemetic use, is gaining increasing attention. This review systematically explained the
central role of the SP/NK-1R signaling pathway in tumor development and progression. It summarized the
molecular mechanisms by which aprepitant inhibits tumor growth, induces cell death, and blocks
metastasis in various solid tumors including lung, colorectal, liver, gastric, esophageal, breast, and
thyroid cancers. The drug primarily acts by interfering with key pathways such as PI3K/AKT/mTOR and
MAPK/ERK. This review focuses on the existing challenges and future research directions in the
expansion of aprepitant from antiemetic therapy to oncology treatment, with an emphasis on elucidating
the key translational pathways underlying its antitumor effects, aiming to provide theoretical support and
innovative perspectives for subsequent clinical development and mechanistic studies.
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metallopeptidase 2, MMP-2) 5 3t Jifi 4 J& 45 1 fif§-9



542 WIVLHE TR =54 CH AR RS

2026 5 55 &

(Matrix metalloproteinase 9, MMP-9) 7 ] % VT 3H
A 3RS N S 2 T A A e A MRS R T X — 1L
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