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Abstract: Objective To investigate the mechanism of Terminalia chebula in treating non-small cell lung cancer using network
pharmacology, and validate it through molecular docking. Methods Active components of Terminalia chebula were screened via
literature review, and their targets were predicted using PubChem and Swiss Target Prediction. Non-small cell lung cancer -related
targets were identified from GEO, GeneCards, TTD, and DrugBank databases. Common targets between Terminalia chebula and non-
small cell lung cancer were analyzed via Venn diagram. The protein interaction network was algorithmically generated from STRING-
derived interaction data. The DAVID database was used to conduct GO functional enrichment analysis and KEGG pathway enrichment
analysis on potential targets of Terminalia chebula and non-small cell lung cancer. The molecular docking verification of the Terminalia
chebula component with the core target of non-small cell lung cancer was conducted through AutoDockTools 1.5.6 software. Results
Ten active components of Terminalia chebula were identified, with ellipticine, quinidine sulfate, ellagic acid as primary candidates.
A total of 243 drug component targets and disease targets were identified, including ERBB2, Aktl, and GALNT2. KEGG analysis
revealed significant involvement of the PI3K/Akt signaling pathway and cancer-related pathways. Molecular docking showed that the
docking results of the main active components of Terminalia chebula with the predicted core targets indicated good binding activity.
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Conclusion Terminalia chebula may exert therapeutic effects on non-small cell lung cancer through multi-component, multi-target

mechanisms.
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Table 2 Top 20 core targets
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Table 3 Molecular docking binding energy

Bkl % A A 4545 BE (keal-mol )
WRERT HSP90AA1 -7.93
FEHAF E HSP90AAL -8.11
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BT ERBB2 -6.51
MIRZER T ERBB2 -7.43
AR ERBB2 -8.67
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AR EGFR -7.43
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AR Aktl ~7.55
B B ST Aktl -5.42
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IR TR GALNT?2 -6.93
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B B ST GALNT?2 -6.30
MRERT GALNT?2 -5.50
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Fig. 9 Schematic diagram of molecular docking results
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