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[Abstract] Objective: To establish an anti—tumor component—target—pathway network of cinobufotalin and explore its potential mechanism
by means of network pharmacological analysis. Methods: Potential anti—tumor protein targets of cinobufagin were identified by CTD
database, and related pathways were analyzed by Kyoto Encyclopedia of Genes and Genomes (KEGG) database. Cytoscape 3.7.0 software
was used to construct the "component—target—pathway" network diagram of cinobufagin. Results: Data analysis showed that there were 30
active ingredients, 7 potential protein targets and 15 KEGG pathways related to cancer. Cinobufotalin acts on target proteins such as BAX,
BID, CASP9 and FAS. Among them, 6 protein targets act on p53 signaling pathway, 6 protein targets act on cancer signaling pathway, and
3 protein targets act on colorectal cancer signaling pathway. Coneclusions: Cinobufotalin plays an important role in colorectal cancer, non—
small cell lung cancer, prostate cancer, tumor suppressor pathway and tumor necrosis factor pathway. This study provides a theoretical basis
for the targeting therapy, pharmacological research and clinical application of traditional Chinese medicine in cancer.
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[Abstract] This research is mainly aimed at the current teaching status of the Jin Gui Yao Lue in the school education of higher Chinese
hospitals,and proposes reforms and attempts based on the "curriculum—competition—clinical" TCM classic trinity teaching model, and
constructs a "curriculum—competition—clinical" teaching system, with particular emphasis on The organic combination of real cases and

classics of traditional Chinese medicine can promote students' learning of the Jin Gui Yao Lue and the cultivation of practical skills, improve

teaching quality, and enhance clinical diagnosis and treatment capabilities.

[Key words] Jin Gui Yao Lue; Course—Contest—Clinical; Teaching mode; Teaching Reform
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