Chinese Journal of New Drugs 2023,32(4)

\

EE] I]EI,ZJ,;}H/}J%I,Z? g‘K'}'ﬁﬁ,\123 BE,B(IZ} T‘:,— K&‘EIJ,S
(1 P EPERFRAELRER,LTE 100091:2 #HIE R X 5FHE R LR E, LK 1000915
3ERFESMAERIERKREFFE TS, 100091)

[(WE] BR:FAARNSHEEZERE T L KT ERETHMARRERK(AD) W EEZF R o #HE
R EFNE, FE P HRRGEXHEEL 54T F & (TCMSP) i 26 # 15 B 8 B ik 2, # 1L Gene-
Cards %t 4 & \TTD % 4% & DrugBank 48 E # 40 % AD X KR ¥ A, T A Cytoscape3 7.2 ikﬁ?%i“
K- -8 57 W %, % N STRING 3k 32 £ 35 B %8 5 PPI W %, 3f 3 3T “ CytoHubba” o #f fiF #h 3 % 3t |, 3F 3
GO A #t# K KEGGC B EE T, R EHPB-AEE E5A T, %%ﬁ%ﬁm%‘xﬁ(ﬁkﬁ%'ﬂfﬁ%ﬁﬁ
AKT1,CASP3,TP53,VEGFA ,HIF1 ,mTOR 4 x4 2 H & & i 5 v £ R AT W& % 2-% # % 4% .PI3K-Akt 7 &
I MAPK 5@ AW AT SERRLEHEAD WER., i FRTHAL LR, SR EMS
wAAEE AP A ik AD,

[XEIR] EH AR ERE; WL HEF

[FESZES] R [ XHEFRER] A [xxZEH=S] 1003 -3734(2023)04 - 0372 - 07

Mechanism of Polygonatum in the prevention and treatment
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[ Abstract] Objective: To explore the main active components, potential targets and mechanisms of Polygonatum
in the treatment of Alzheimer’s disease (AD) by using network pharmacological techniques and methods. Methods:
The active components of Polygonatum were screened in TCMSP. AD-related targets were retrieved from GeneCards
database, TTD database and DrugBank database. Cytoscape 3. 7.2 software was used to establish the “yellow
essence-component-target” network, which was imported into STRING database to obtain the target PPI network.
Key genes were screened using “ CytoHubba” function, and GO biological process and KEGG pathway enrichment
analysis were performed. Results: (3-Sitosterol, baicalin, diosgenin and other active components in Polygonatum
may exert an effect of prevention and treatment of AD through AKT1, CASP3, TP53, VEGFA, HIF1l, mTOR and
other key gene targets to regulate neurodegenerative pathways, including various diseases, PI3K-Akt signaling pathway,
MAPK signaling pathway, and apoptosis signaling pathway. Conclusion: Polygonatum may regulate and integrate
multi-components, multi-targets and multi-pathways to achieve prevention and treatment of AD.
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MOL ID N3 4 O0B% DL
MOL000546 diosgenin EH BT IT 80. 88 0.81
MOL004941 (2R) -7-hydroxy-2-(4-hydroxyphenyl ) chroman-4-one 755 B -2 -5 Bk 4 4% i 71.12 0.18
MO1002959 3’-methoxydaidzein I-HEBKRE T 48.57 0.24
MOL006331 4’,5-dihydroxyflavone 4°,5- T F I R 48.55 0.19
MOL009763 ( + ) -syringaresinol-O-beta-D-glucoside (+)-T &HFFEE-0-B-D-F5 B T 43.35 0.77
MOL000358 beta-sitosterol B 5§ 36.91 0.75
MO1.000359 sitosterol A5 8 i 36.91 0.75
MOL009760 sibiricoside A_qt PEAAF T A 35.26 0.86
MOL003889 methylprotodioscin_qt H 3L R g 35.12 0.86
MOL009766 zhonghualiaoine 1 i A5 3 TRk, 34.72 0.78
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MOL001792 DFV HEE 32.76 0.18
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