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Molecular Mechanisms of Traditional Chinese Medicine Interventions in Cancer
Based on VEGF/VEGFR Signaling Pathway: A Review
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[Abstract] Malignant tumors are major diseases with a high incidence worldwide and seriously threaten human health, and
their occurrence and development are closely associated with the abnormal activation of multiple signaling pathways. Among them,
the vascular endothelial growth factor (VEGF )/VEGF receptor (VEGFR) signaling pathway plays a key regulatory role in tumor
angiogenesis, which can be widely implicated in tumor proliferation, invasion, and metastasis through regulating the expression of
downstream signaling proteins and genes, serving as a key target for cancer targeted therapy. Traditional Chinese medicine (TCM )
possesses unique advantages including multiple components, multiple targets, holistic regulation, and mild adverse reactions in
cancer prevention and treatment. This paper systematically sorts out existing research findings and analyzes the anti-tumor
mechanisms of TCM in modulating this signaling pathway. Furthermore, this paper summarizes that TCM active components (such

as oxymatrine, quercetin, and celastrol), extracts (such as Prunellae Spica extract and Cinnamomi Cortex extract), and compound

[K#mBH] 2026-01-22

[(EE£WB] ERARFFREETR &M FTH (82274119) ;70 F 4 T AUHF & %35 (251111310400) ; 0] 7 4 1 25 25 B2 0 58 8 K %05
(2024ZYZD15) ;10 B 48 B 50 & L300 (241111311500) ;70 3 45 H B 25 RE 2 B # 85 HE I 50 B (2025ZK Y 006) ;7] 35 45 b 5 2%
SR — 7B B 2E IF 58 L 3 (HSRP-DFCTCM-P-10, HSRP-DFCTCM-2023-5-03, HSRP-DFCTCM-2023-5-10, HSRP-
DFCTCM-2023-1-14),2020 4 [ B 4 5 K23 265 1 (2013003 10100) , 0 B 44 5 5 27 A2 5 5 BHIFI H (25CY021)

[E—1EH] T et WFip 25 25 322 5 5, E-mail : 1286485923@qq. com

EEMESE] WU = A 802, NP 222 3% X W 9T , E-mail: miaomingsan@163. com;
TR T R N R 2524 BF ST, E-mail s hacmbo@hactem. edu. cn



HEXBAFZRS

Chinese Journal of Experimental Traditional Medical Formulae

Vol. XX ,No. XX
XX, XXXX

XX B XX W
XXXX 4 XX A

prescriptions (such as Yupingfeng San and modified Wenyang Sanjie Formula) can inhibit tumor angiogenesis, reverse epithelial-
mesenchymal transition, improve the tumor microenvironment, promote cancer cell apoptosis, and suppress cancer cell
proliferation, migration, and invasion by regulating the VEGF/VEGFR signaling pathway and its key molecules, thereby exerting
anti-tumor effects. This review provides new ideas for the research and development of cancer drugs and the optimization of

treatment regimens.
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Fig. 1 Core signaling patterns of VEGF/VEGFR signaling pathway
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Fig. 2 Mechanism of intervention of tumors via VEGF/VEGFR signaling pathway
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AT AT A0 o l  /S BB AR AR KT R T B T A
A A O AR R TR BFAE R, NSl aE i
# % VEGF/VEGFR {5 % i #% # % , Wk 4> VEGF-A #i
VEGFR2 1Y 33k , 30 i B 9 /I RS Hl 8 1y i 8 A 5 20
VEGF-C Fl VEGFR3 iy 33k , 30 il 15 98 /> BB Rl 88 otk 0 4
A R T B AR Ak, BRI R %)
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