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Abstract

Objective: To explore the mechanism of treatment of psoriasis based on internet pharmacology
Tripterygium wilfordii. Methods: The main active components and targets of Tripterygium wilfordii
were collected using the Traditional Chinese Medicine System Pharmacology Platform (TCMSP)
database, and standardized by Uniprot; then the targets of psoriasis were screened through Ge-
necard, OMIM, and DrugBank databases. The intersection of psoriasis and Tripterygium wilfordii
action targets was obtained to obtain interactive targets. Then, a Venn diagram was constructed
by Draw Venn Diagram, and the common targets of Tripterygium wilfordii and psoriasis were used
for protein-protein interaction analysis (PPI) using the STRING website, and Cytoscape was used
for visualization and construction of disease-drug-target network diagrams , using R language for
GO enrichment analysis and KEGG pathway enrichment analysis. Results: There are 70 common tar-
gets of Tripterygium wilfordii and psoriasis, 1647 biological processes are enriched by GO, 100 mole-
cular functions are related, and 19 are related to cellular composition. KEGG pathway enrichment
obtained 136 signaling pathways, mainly involving Th17 cell differentiation and IL-17 signaling
pathway. Conclusion: Tripterygium wilfordii may have multiple pathways and multiple targets in the
treatment of psoriasis, which provides a reference for the further research and development of Trip-
terygium wilfordii and also provides the basis of bioinformatics for the treatment of psoriasis.
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Table 1. Tripterygium wilfordii active ingredients

F 1. BRHRAERAS

P55 MOLID WEY) OB/% DL
1 MOL000296 hederagenin 36.91 0.8
2 MOL003182 (+)-Medioresinol di-O-beta-D-glucopyranoside qt 60.69 0.6
3 MOL003184 81827-74-9 4542 0.5
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Continued
(1R,4aR,10aS)-5-hydroxy-1-(hydroxymethyl)-7-isopropyl-
4 MOLO003185 8-methoxy-1,4a-dimethyl-4,9,10,10a-tetrahydro-3H- 48.84 0.4
phenanthren-2-one
5 MOLO003187 triptolide 51.29 0.7
6 MOLO003188 Tripchlorolide 78.72 0.7
7 MOLO003189 WILFORLIDE A 35.66 0.7
8 MOL003192 Triptonide 67.66 0.7
9 MOL003196 Tryptophenolide 48.5 0.4
10 MOL003198 5 alpha-Benzoyl-4 alp:i}ilﬁ;lzl};g{ggzr-gﬁlbre;i,f& alpha-dinicotinoyl- 3526 07
11 MOL003199 5,8-Dihydroxy-7-(4-hydroxy-5-methyl-coumarin-3)-coumarin 61.85 0.5
12 MOL003206 Canin 77.41 0.3
13 MOL003208 Celafurine 72.94 0.4
14 MOL003209 Celallocinnine 83.47 0.6
15 MOL003210 Celapanine 30.18 0.8
16 MOL003211 Celaxanthin 47.37 0.6
17 MOL003217 Isoxanthohumol 56.81 0.4
18 MOL003222 Salazinic acid 36.34 0.8
19 MOL003224 Tripdiotolnide 56.4 0.7
20 MOL003225 Hypodiolide A 76.13 0.5
21 MOL003229 Triptinin B 34.73 0.3
22 MOL003231 Triptoditerpenic acid B 40.02 0.4
23 MOL003232 Triptofordin B1 39.55 0.8
24 MOL003233 Triptofordin B2 107.7 0.8
25 MOL003234 Triptofordin C2 30.16 0.8
26 MOLO003235 Triptofordin D1 32 0.8
27 MOL003236 Triptofordin D2 30.38 0.7
28 MOL003238 Triptofordin F1 33.91 0.6
29 MOL003239 Triptofordin F2 33.62 0.7
30 MOL003241 Triptofordin F4 31.37 0.7
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31 MOL003242 Triptofordinine A2 30.78 0.5
32 MOL003244 Triptonide 68.45 0.7
33 MOLO003245 Triptonoditerpenic acid 42.56 0.4
34 MOL003248 Triptonoterpene 48.57 0.3
35 MOLO003266 21-Hydroxy-30-norhopan-22-one 34.11 0.8
36 MOLO003267 Wilformine 46.32 0.2
37 MOL003278 salaspermic acid 32.19 0.6
38 MOLO003279 99694-86-7 75.23 0.7
39 MOL003280 TRIPTONOLIDE 49.51 0.5
40 MOLO000358 beta-sitosterol 3691 0.8
41 MOL000211 Mairin 55.38 0.8
42 MOL000422 kaempferol 41.88 0.2
43 MOL000449 Stigmasterol 43.83 0.8
44 MOL002058 40957-99-1 57.2 0.6
5 wowems  CRIRSEGhdvm oyl o
46 MOL004443 Zhebeiresinol 58.72 0.2
47 MOL005828 nobiletin 61.67 0.5
48 MOLO007415 [(2S)-2-[[(2S)-2-(benzoylamino)-3-phenylpropanoyl]amino]- 58.02 05

3-phenylpropyl] acetate
(5S,8S,9S,10R,13R,14S,17R)-17-[(1R,4R)-4-ethyl-1,5-

49 MOL007535 dimethylhexyl]-10,13-dimethyl-2,4,5,7,8,9,11,12,14,15,16,17- 33.12 0.8
dodecahydro-1H-cyclopenta[a]phenanthrene-3,6-dione

50 MOL009386 3,3’-bis~(3,4-dihydro-4-hydroxy-6-methoxy)-2H-1-benzopyran 52.11 0.5

51 MOLO011169 Peroxyergosterol 44.39 0.8
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Figure 1. Venn diagram of the intersection targets
of Tripterygium wilfordii and psoriasis
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Figure 2. Tripterygium wilfordii-component-psoriasis-target network diagram
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Figure 3. Tripterygium wilfordii-psoriasis-related gene-protein interaction network diagram
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Figure 4. Histogram of Tripterygium wilfordii-psoriasis core targets
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Figure 5. Bubble chart of GO enrichment analysis of psoriasis treated with Tripterygium wilfordii
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Figure 6. Bubble chart of KEGG pathway enrichment analysis of Tripterygium wilfordii in the treatment of psoriasis
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Figure 7. Tripterygium wilfordii-component-psoriasis-pathway target network diagram (yellow is the target in the network
diagram, blue diamond is the traditional Chinese medicine ingredient, green is the pathway)
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