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[Abstract] Objective The main active components and potential targets of Flos Lonicerae in the intervention of heart
failure were studied by means of network pharmacology to explore the mechanism of Flos Lonicerae in the intervention of heart
failure. Methods Using the TCMSP database to search for compounds in honeysuckle, oral bioavailability (OB) = 30% and
drug-like properties (DL) = 0.18 were used as the criteria for screening the active components of honeysuckle. Enter the key—

word "Heart Failure" in the Genecards database and the OMIM database to screen heart failure—related targets. The target of

Y5 B E3:2022-03-08; &R HEA: 2022-07-15

EE£WMB : N5 FIR X AARRRAIL ST H (2020MS08109) 5 NSE 1 FIA X DA (BRI H (202201196,202201209)
F—1EE: BE1980-), %, Wit mIEdZ . WS hPE R 25 G 2 BA T 9Y . E-mail:13948616829@163.com
“EIEVES TR, o i, 280 AT AR 0l . ARG ) s TP RS20 S s RIFSE . E-mailirexss@163.com



. 354 -

Journal of Inner Mongolia Medical University Aug. 2022 Vol. 44 No.4

honeysuckle action and heart failure—related targets were intersected to obtain the target of honeysuckle intervening in heart
failure. The protein interaction network (PPI) of intersecting genes was constructed through the STRING database, the core tar—
gets in the PPl network were analyzed by Cytoscape 3.8.2 software, and then the gene GO function and KEGG pathway enrich—
ment analysis were performed to construct a "component—target—pathway" network. Molecular docking was performed using
Autodock Vina 1.2.0, Discovery Studio 2021, and PyMol 2.2 to verify the results of network pharmacology analysis. Results
The TCMSP database was searched to obtain 23 chemically active components of honeysuckle and 213 targets related to heart
failure. The GO function and KEGG pathway enrichment analysis showed that honeysuckle is mainly involved in cancer path—
ways, endocrine resistance and other biological pathways, mainly involving PI3K- Akt signaling pathway, cAMP signaling
pathway, TNF signaling pathway, etc. Through the construction of the "drug component target pathway" network, it is shown
that the main components of honeysuckle in the intervention of heart failure are JYH12 (secologically dibutyl acetal_qt, cyclic
organic dibutyl acetal_qt), JYH23 (diethyl glucoside, diethyl mustard), and the higher ranked targets are AKT1, PIK3R1, and
PIK3CA. Molecular docking showed that JYH12 and JYH23 had better binding activities to AKT1 and PIK3R1. Conclusions
JYH12 and JYH23, the main active components of honeysuckle, may be involved in regulating AKT1 and PIK3R1 genes and
interfering with PI3K Akt, cAMP, TNF and other signal pathways to achieve multi target and multi pathway intervention in

heart failure.
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Tab. 1 Basic information of honeysuckle active compounds
Mark Mol ID Molecule Name OB (%) DL
JYH1 MOL000006 luteolin 36.16 0.25
JYH2 MOL000098 quercetin 4643 0.28
JYH3 MOL000358 B-sitosterol 3691 0.75
JYH4 MOL000422 kaempferol 41.88 0.24
JYH5 MOLO000449 stigmasterol 43.83 0.76
JYH6 MOL001494 mandenol 42 0.19
JYH7 MOLO001495 ethyl linolenate 46.1 0.2
JYH8 MOL002707 phytofluene 43.18 0.5
JYH9 MOL002773 B-carotene 37.18 0.58

JYH10 MOLO002914 eriOdYE"EZi{;ﬁZﬁl‘“"“‘}) 4135 024
(—)-(3R.85,9R.9aS,
10aS)-9—ethenyl-8—
(B-D-
glucopyranosyloxy)-2,3,
JYH11 MOLO003006 9,9a,10,10a— 87.47 0.23

hexahydro—5-oxo-5H,
8H-pyrano[4,3—d]
oxazolo|3,2-a|pyridine—
3—carboxylic acid_qt

secologanicdibutylaceta

53.65 0.29
I_qt

JYH12 MOLO003014
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trimethoxyphenyl)
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JYH18 MOL003101 7—epi—Vogeloside 46.13  0.58
JYH19 MOLO003108 caeruloside C 55.64 0.73
JYH20 MOLO03111 centauroside_qt 55.79 0.5
JYH21 MOLO003117 ioniceracetalidesB_qt ~ 61.19 0.19
JYH22 MOLO003124 xylostosidine 43.17 0.64

JYH23 MOL003128 dinethylsecologanoside — 48.46  0.48
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