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New progress in the anti-tumor mechanism of cannabidiol

TANG Yunyun, WANG Shuang, YUE Qi
(Department of Obstetrics and Gynecology, the Fourth Affiliated Hospital of Harbin Medical University, Harbin, 150000, Hei-
longjiang, China)

Abstract: Cannabis plants are the main source of cannabinoids. Cannabidiol (CBD), one of the main compounds in can-
nabinoids, has attracted much attention in recent years. CBD not only has non—psychoactive effects, but also has effects of
anti—proliferation, pro—apoptosis, cytotoxicity, anti-invasion, anti—angiogenesis, anti-inflammation and immunomodula-
tion, which makes it have some advantages in anti—tumor clinical application. This article mainly introduced the new prog-
ress of CBD, CBD-related receptors and their multi-target anti—tumor mechanisms in major tumors, in order to provide ref-
erences for new anti—tumor therapy strategies and research directions.
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Fig. 1 Pharmacological mechanism diagram of CBD
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&1 CBD#AFBAERILE
Tab. 1  Summary of anti—tumor effects of CBD
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YR ZEFR 20 B . HMOR 25 H ETAL T
[F) () BF 4 B B, 1 P ) RORR &R 3R 97 VR T [ I
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Xof SAA i RE (NCT02255292 ) 4 5% 0 A 3 56, (H H AT
WARANTEE R . AT I — I X R M GBM
Y BEIL | 22 JEt 300 0] BRI BTG R, v B 21 9] A
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GBM(NCT01812603,NCT01812616) FY¥7 4 , 45 -
N R KRR 5 KRR B B I, g KN TR
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