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[ Abstract]  Objective We analyzed the mechanism of action of glabrous greenbrier rhizome in the treatment of
fever based on network pharmacology. Methods We screened for the active components and targets of Poria cocos using
the Traditional Chinese Medicine Systems Pharmacology Database and Analysis Platform ( TCMSP, https://tcmspw. com/
temsp.php) , with Oral bioavailability( OB) and Drug-likeness( DL) as indicators. We used the UniProt database to convert
discovered entries to respective gene symbols, and then GeneCards to obtain disease-related information that intersects with
glabrous greenbrier rhizome target genes. We then constructed a protein interaction network using the STRING ( Search Tool
for the Retrieval of Interacting Genes/Proteins) Web resource and R software for Gene Ontology ( GO) and Kyoto
Encyclopedia of Genes and Genomes( KEGG) analysis. AutoDock Vina software was used for molecular docking modeling
simulations. Results Twelve active ingredients of Poria cocos, corresponding to 145 gene symbols were discovered in our
analyses. Of these, five are core components of glabrous greenbrier rhizome and another five are fever core targets. glabrous

greenbrier thizome may affect regulation of the body’ s response to external stimuli and resistance to EGFR inhibitors.
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Molecular docking simulations show a strong affinity for the core components and core targets. Conclusions Naringenin,

B-sitosterol, quercetin, diosgenin, and stigmasterol are the primary core components of glabrous greenbrier rhizome

treatment, and the main targets are I1L-6, EGFR, CASP3, MYC, and VEGFA.
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Figure 1 Venn diagram of the active ingredients of glabrous

greenbrier rhizome and five diseases
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Table 1 Active ingredients of glabrous greenbrier rhizome

ALY 1D T LA 48 B AMAERIHE 22tk
Ingredient ID Active ingredient name OB(%) DL
MOLO13117 4,7- TR H-5- W A B -6- Y L -8-F R 3 ¥t 4, 7-Dihydroxy-5-methoxyl-6-methyl-8-formyl-flavan 37.03 0.28
MOLO13118 BB AT Neoastilbin 40. 54 0.74
MOLO013119 VA% % Enhydrin 40. 56 0.74

2R,3R)-2-(3,5- " FHIEIL) 3,5, 7- = FR LIk i -4
MOLO13129 ( Z(R ,3R) —;—( 3(, 5—dihyd¥rz0§j}?e%yi) -3,5, 7—tn%:yﬁ§;jhrtgin—4ﬁine 63.17 0.27
MOL001736 (=) -TETEMZ () -taxifolin 60. 51 0.27
MOL000358 B4 5§ Beta-sitosterol 36.91 0.75
MOL000359 4 4 B Sitosterol 36. 91 0.75
MOLO004328 Hi1 2 % Naringenin 59.29 0.21
MOL000449 T AE Stigmasterol 43.83 0.76
MOL004567 RFFLH Tsoengelitin 34. 65 0.7
MOLO004575 PEHAH Astilbin 36. 46 0. 74
MOL004576 AEHEAAZR Taxifolin 57. 84 0.27
MOL004580 M- — &Mt B2 Cis-Dihydroquercetin 66. 44 0.27
MOL000546 ZH B0 Diosgenin 80. 88 0.81
MOLO000098 i £ Quercetin 46.43 0.28
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Figure 2 Glabrous greenbrier rhizome-target-gene-disease network
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