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[Abstract] Objective To verify the material basis and potential mechanism of Fuling (Poria) against nasopharyngeal
carcinoma by network pharmacology prediction and experiment. Methods The chemical constituents and targets of Fuling (Poria)

were searched by traditional Chinese medicine system pharmacology (TCMSP) database and BATMAN-TCM database. UniProt database
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was used to query the genes corresponding to the target, and STRING was used to construct the common target interaction network
(PPI). The PPI of Fuling (Poria) active ingredient—nasopharyngal carcinoma-target was constructed by using Cytoscape 3.7.2 software.
GO function enrichment analysis and KEGG pathway enrichment analysis were carried out by R software programming. Finally,
MTT and Western blot were used to verify the results. Results Fuling (Poria) active component—nasopharyngeal carcinoma -
target network contained 8 active components and 18 common targets, mainly enriched into 4 pathways. The main anti nasopharyngeal
carcinoma active components Fuling (Poria) were pachymenic acid, pachymenic acid B, ivy saponins, etc. The high frequency targets
were TP53, INS, ESR1, PTGS2, etc. These targets were mainly related to cytokine activity, immune inflammatory system, tumor
angiogenesis, tumor cell proliferation, apoptosis, migration, etc. These targets were mainly enriched in thyroid hormone signaling
pathway, estrogen signaling pathway, PI3K/AKT signaling pathway, etc. MTT results showed that compared with the control group,
the proliferation of CNE2 cells was significantly inhibited in Fuling (Poria) groups 2.5, 50, 10 pmol-L7) (P<005 or P<001). Western blot
results showed that compared with control group, Fuling (Poria) group (5.0 wmol-1.%) decreased the expression levels of PI3K and p—
AKT, the key proteins of PI3K/AKT signaling pathway in CNE2 cells after treated for 24 hours (P<0.05 or P<0.01), but there was no
significant difference in the expression of AKT(P>0.05). Conclusion Fuling (Poria) can affect the proliferation of nasopharyngeal carcinoma

cells through multiple components, multiple targets and multiple pathways. It was confirmed that the inhibitory effect of Fuling

(Poria) on nasopharyngeal carcinoma cells proliferation was related to the inhibition of PI3K/AKT signaling pathway.

(Keywords) network pharmacology; Fuling (Poria); nasopharyngeal carcinoma; molecular mechanism
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