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Research progress on the mechanisms of action of active components of
Chinese medicine monomers in ovarian cancer intervention based on the

pathogenesis theory of deficiency, stasis, and toxin

ZHANG Jing, WANG Haiyan*
Haikou People’s Hospital, Haikou, Hanan 570208, China

[Abstract]) Based on the pathogenesis theory of deficiency, stasis, and toxin in ovarian cancer, this paper systematically
reviews the latest basic research findings on three representative categories of active components of Chinese medicines—those
that tonify deficiency, circulate blood, and remove toxin. It analyzes the molecular mechanisms of action by which various
active components of Chinese medicines intervene in ovarian cancer from multiple aspects, including regulating programmed
cell death, mediating key signaling pathways, remodeling the tumor microenvironment, inhibiting tumor invasion and metastasis,
and reversing chemotherapy and targeted drug resistance. It also elucidates the scientific correlation between TCM pathogenesis
theory and modern anti—tumor mechanisms. Active components of tonic medicines can reinforce healthy qi to strengthen the
body, ameliorating the root deficiency of healthy qi by regulating immunity and metabolism and remodeling the tumor microe-
nvironment. Active components of blood—circulating medicines can transform stasis and unblock vessels, breaking the basis of
internal blood stasis obstruction by inhibiting angiogenesis, blocking epithelial -mesenchymal transition, and reducing tumor
invasion and metastasis. Active components of toxin—removing medicines can clear and resolve cancer toxin, eliminating the

manifestation of accumulated cancer toxin by inducing programmed cell death such as ferroptosis and apoptosis and reversing
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resistance to chemotherapy and targeted therapy. Through multi—target and multi—pathway synergistic compatibility, these three

categories of components can block the malignant process in which deficiency, stasis, and toxin intermingle and aggravate each

other in a cascade, providing a reference for individualized integrated Chinese and Western medicine treatment of ovarian

cancer and for the development of natural anti—tumor active drugs.

(Keywords] ovarian cancer; deficiency; stasis; toxin; etiology and pathogenesis; active components of Chinese medicines;

signaling pathways; research progress
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