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[ Abstract] Objective Using network pharmacology and molecular docking technology to explore the
mechanism of Kanglao Jiedu admixture in improving chemotherapy-associated intestinal mucositis in non-small cell
lung cancer. Methods Obtain the active ingredients of Kanglao Jiedu admixture through the TCMSP 2.3 platform;
for drugs not retrieved, obtain their components via HERB 2.0 and predict targets in the SwissTargetPrediction 2019
database, then correct and filter the drug targets for “Homo sapiens” using the UniProt platform. Disease-related
targets were obtained from the Disgenet, GeneCards, OMIM, PharmGkb, and Therapeutic Target Database. Then,
the active ingredient-target network of Kanglao Jiedu admixture was constructed using Cytoscape 3.10.4, and core
targets were screened for GO and KEGG enrichment analysis, followed by molecular docking. Results Kanglao
Jiedu admixture contains 262 active compounds, with 1,121 targets for these compounds, 166 disease-related targets,
and 54 intersections between active compounds and disease targets. The main active components of Kanglao Jiedu
admixture are quercetin, luteolin, rutin, and epicatechin. They primarily act on core targets such as BCL2, IL-1j, IL-
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10, EGFR, TNF, IL-6, and PTGS2. These targets are mainly enriched in pathways including PI3K-Akt, MicroRNAs,
EGFR, HIF-1, and p53. Molecular docking shows that the active components have good binding affinity with the

core targets. Conclusion Kanglao Jiedu admixture can treat non-small cell lung cancer by regulating tumor cell

apoptosis through multiple targets and pathways, while also alleviating chemotherapy-associated intestinal mucositis

in non-small cell lung cancer patients by suppressing inflammation, promoting tissue repair, and maintaining

intestinal homeostasis.

[ Keywords] Kanglao Jiedu admixture; Non-small cell lung cancer; Chemotherapy- associated intestinal

mucositis; Network pharmacology
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