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A preliminary exploration on the mechanism of iridoids from Rehmanniae Radix Praeparata in the
treatment of rheumatoid arthritis based on network pharmacology

ZHANG Dong-li, YU Huan, LI Min, TANG Sheng—an

(Department of Natural Medicines, Tianjin Key Laboratory on Technologies Enabling Development of Clinical Therapeutics and
Diagnostics (Theranostics), Tianjin Medical University, Tianjin 300070, China )

Abstract Objective: To explore the mechanism of multi—component, multi—target and multi-pathway of iridoids from Rehmanniae Radix
Praeparata in the treatment of rheumatoid arthritis(RA). Methods: Candidate ingredients were screened by literature search and TCMSP
database. The RA —related targets prediction and filtering for each candidate ingredient were conducted by PubChem database, TTD
database and DrugBank database. Then target information was imported into David database to obtain important target and pathway
information. Finally, the network of the candidate ingredients, targets and pathways was constructed by Cytoscape 3.7.0 software. Results:
Analysis report of network diagram showed that TNF, IL-1p, IL-6, and IkBa were the important targets for the effect of iridoids from
Rehmanniae Radix Praeparata. NF—kB signaling pathway, Toll-like receptor signaling pathway, TNF signaling pathway and apoptosis are
the main pathways in the treatment of RA. The mechanism of "multi—component—multi—target—-multi—pathway"of iridoids from Rehmanniae
Radix Praeparata was illuminated. Conclusion: The iridoids component of Rehmanniae Radix Praeparata mainly exerts its anti—-RA activity
through cytokines and cellular regulatory pathways, which lays a foundation for the subsequent experiment to verify its mechanism of action.
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Fig1 The structure of ilidoids from Rehmanniae Radix Praeparata
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Tab 1 Information of potential targets from iridoid constituents of

Rehmanniae Radix Praeparata
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Tab 2 Potential target genes and target number from the iridoid

constituents of Rehmanniae Radix Praeparata
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Tab 3 Target genes involved in RA related signaling pathways
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Fig2 The result of KEGG pathway enrichment analysis

2.3 AR R -Fe BB RN % H
R 29 A, AR 5 R 9 AT
157538 i o AR 3 HT LA L BR T 2.2 Hh iR By
6755 RA EHEASCHIEERSL, ibwy e AL R, 1L

LURBIN RN Koy AL K =S NS N IR 2 Y ob 2 s
e L CTURT S AR P HE U A5 X L858 B% -5 SR R
Gt AL AEAT S IR T A 58, WA TR A B4R 7R T 2t
BOEARBERS B BAT P RA TE PRS0

@ LEY)

B3 it EIRGETE R - -E K E
Fig3 “Components—targets—pathways” network of the iridoid
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