MABEE 2024 4F%8 7 % 13 BACHU MEDICAL JOURNAL, 2024, Vol. 7, No. 1

. 97

DOI: 10. 3969/j. issn. 2096—6113. 2024. 01. 016
GUAAE R E i BOSCHE L S R T ) 455 24 B0 2 2R 4R Y IR MO 3 T MR A AR G IO £ £ LRI ). B R 2, 2024, 7(1) 1 97-103.

ETMERGEFRITIREMIRIYIGTT
P 55 7E 1H 5K 1 v s B9 4E R AL

I m WP HLE F X LHFA

(KERF GREFH [ XKEXFE—WEER] REA, =& K¥  671000)

FE. B . A% & AE TR &R B (GBE) W7 Bk & JE 41 x % /R (SAE) th 16 A HL 4 .
ik fl A TCMSP # 4 %, i & H GBE W £ Z & % & 2 ; A GeneCards, OMIM, Disgenet #1
Drugbank R mHEEF FHE SAEH AW E L, FRRETEMERL,2 L5 SAEXE® L, @3
String H ¥ E# L& A-% & B 1E (PPD ¥ %, f| Al Cytoscape 3.9. 1 % F i X #E® 5., # A R
i# % Cluster Profiler R F A M x B EH# AT EET AR GO o e ML H ELHA TR A F
(KEGOHEEEEMIT: REH#HAT2FNE., ER. KRGV ERFIEEL R 101 A, # € TOP 5
KERENLEAR/HEABREAHHE L(AKTD 8 W8 £ F p53(TP53) . V-Rel M4k W & 3 4 75
HEEEREN ARELA) HEFAETF(INF) . A@BANE-6(1L-6), TEFER LKL FHBR
AUE-3-% B / & & ¥ B B(PI3SK/Ako & 41 jg - & 17(IL-17) \TNF . #% H F «B(NF-«xB) fr Toll #
FHETLIREERK %, 2 FHELEEE T INFHRAEEZ. INFAEE L ILe-L AR A AL
44, %3 .GBE T # it AKT1,TP53,.RELA,TNF,1L-6 % # & , i 4% PI3K/Akt,I1L-17 ,NF-«B
K TLR F 5@ %, K% %97 SAE kA,

KEWR: RAETRRY; RFEMAENRE; WEHEZE;, 2TX#E

FESES . R285 XHERFRAEED A XEHS.2096-6113(2024)01-0097-07 ;

FR AR (FERS ) FRIRM (OSID) ; mhReEs

Mechanism of Ginkgo Biloba Extract in the Treatment of Sepsis-Associated

Encephalopathy Based on Network Pharmacology
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Abstract Objective: To investigate the mechanism of ginkgo biloba extract (GBE) in the treatment of sepsis
associated encephalopathy (SAE). Methods: The main active components of GBE were screened using
TCMSP database. SAE related targets were searched from GeneCards, OMIM, Disgenet and Drugbank
disease databases. The intersection targets of active components of GBE and SAE were obtained. The
protein-protein interaction (PPI) network was established using String database, and key targets were
screened using Cytoscape 3. 9. 1 software. The R language Cluster Profiler software package was used for
gene ontology (GQO) analysis and pathway enrichment analysis of Kyoto Encyclopedia of Genes and Genomes

(KEGG) for key targets. Finally, molecular docking is performed. Results: A total of 101 intersection targets
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of drugs and diseases were obtained, and the TOP 5 key targets were identified as serine/threonine protein
kinase 1 (AKT1), tumor suppressor gene p53 (TP53), V-Rel reticuloendotheliosis virus oncogene homology
A (RELA), tumor necrosis factor (TNF), and interleukin-6 (IL.-6). The main enrichment pathways include
phosphoinositol-3-kinase/protein kinase B (PI3K/Akt), interleukin-17 (IL-17), TNF, nuclear factor-«B
(NF-kB) and Toll-like receptor (TLR) signaling pathways, etc. Molecular docking results showed that TNF-
quercetin, TNF-luteolin, IL6-kaempferol were stable binding. Conclusion: GBE may regulate PI3K/Akt,
IL-17, NF-«B and TLR signaling pathway through AKT1, TP53, RELA, TNF, IL-6 and other targets, and

play a role in the treatment of SAE.
Keywords ginkgo biloba extract(GBE) ;
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