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Abstract: Objective To explore the active components and mechanism of Shenyan Siwei Tablets in treatment of chronic nephritis
based on network pharmacology and molecular docking technology. Methods TCMSP, ETCM, GeneCards and other databases
were used to collect the active components and targets of Shenyan Siwei Tablets and targets of chronic nephritis. Subsequently,

Cytoscape software and STRING database were used to draw the network diagram of active components and intersection targets
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of Shenyan Siwei Tablets in the treatment of chronic nephritis, and the protein interaction diagram of intersection targets. The gene ontology

(GO) and Kyoto Encyclopedia of Genes and Genomes (KEGG) enrichment analysis were carried out on the intersection targets by using

the Ouyi Cloud platform. In addition, molecular docking technology was used to verify the binding strength of the core components and

targets of Shenyan Siwei tablets in the treatment of chronic nephritis. Results There are 128 active ingredients of Shenyan Siwei Tablets

in the treatment of chronic nephritis, and quercetin, apigenin, wogonin, kaempferol, baicalin and calycosin were the main active ingredients

in treatment of chronic nephritis. A total of 119 intersection targets of Shenyan Siwei Tablets in treatment of chronic nephritis were screened,
mainly including immune immune inflammatory factors PTGS2, NF-kB1, TNF, ALOX5, IL-6, MMP9; growth factors EGFR, VEGFA,
HMOX1, TGFB1; apoptotic factors CASP3, CASP8, Bcl2, BAX; and kinases PIK3CA, Aktl, MAPKI1. In addition, Shenyan Siwei Tablets
in treatment of chronic nephritis by regulating the TNF, IL-17, HIF-1 and PI3K/Akt signaling pathways. The core active components of

Shenyan Siwei Tablets were confirmed to have good docking activity with the targets of chronic nephritis by molecular docking.

Conclusion The active components of Shenyan Siwei Tablets may play a role in the treatment of chronic nephritis by regulating targets

and pathways related to inflammation, growth and apoptosis.

Key words: Shenyan Siwei Tablets; chronic nephritis; network pharmacology; molecular docking; quercetin; apigenin; wogonin;

kaempferol; baicalin; calycosin
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Table 1 128 Active components of Shenyan Siwei Tablets in the treatment of chronic nephritis
Jr R K OB/%EE_ o DL % 5 AR KU OB/%EE, “ DL .
absorption Lipinsk absorption Lipinsk
1 (- TEMEm I high yes | 31 S-EER-FHEE-205- WK 41.72 0.69
2 (H)-F e g high yes Z-O- I RET
3 (QR)-7T-FRHE-5-RIEIE-2-RILES- A 55.23 020 | 32 7-O-FIHRAER  HiK 74.69 0.30
4-1i 33 9,10- - FHEAELE- WK 36.74 0.92
4 (BR)3-Q-FE34-HEHAE HIK 67.67 0.26 3-O-B-D-Hi & Wi E
HE B -7 34 EANRE RN 34.97 0.24
5 (35,85,95,10R,13R,14S,17R)-10,13- &% 36.23 0.78 VeRt
THIHE-17-[(2R,58)-5- P KE-2- 35 JIRUERS R high yes
R ke-2-2£1-2,3,4,7,8,9,11,12, 36 H¥E B high yes
14,15,16,17-+ & -1H-3 % 37 HEHFH B high yes
[a]3E-3-% 38 WEHEFIV gt HE high yes
6 (6aR,11aR)-9,10- —H % IE-6a, T 64.26 042 | 39 HEHHV gt B high yes
11a- & -6H-ZK I WEIR[3,2-c] 40 HEEH VI _qt HE high yes
-3l 41 FERHVI_qt R high yes
7 (R)-FHAEEE W high yes | 42 HEEHEI qt HE high yes
8 (S)-HAw g high yes | 43 WEREBEHXV qt S high yes
9 (S)-IHRE W high yes | 44 HEHEK B 33.52 0.21
10 (2)-1-2,4-Z 53 500 5)-3-(4- 12 5 3 high yes | 45 SEFEEE B high yes
I A -2-4-1-B 46 IR W 31.10 0.67
11 1,7-Z33E-3,9- ARG i 39.05 0.48 | 47 2-4 M HH high yes
12 11,13-Z B B P S HE 39.28 023 | 48 WunEER B high yes
13 13-$83£-9,11-1 )\ Bk — /&l W high yes | 49 FEEFIEN EN 47.75 0.24
14 13-T V9% 2 BT W high yes AT
15 2'3"5,7-DU 2 W high yes | 50 “ER B high
16 2-H LW W high yes | 51 ZKHER B high
17 3,5-ZHEIER LM HE high yes | 52 ZAER B 41.15 0.24
18 3,9-—-O0-HEJERM HE 53.74 0.48 | 53 SHEBIFIC i high yes
19 3-FHE-2-MEBEm IR high yes | 54 BT HE high yes
20 5-2-¥& 2.3E)-2-HAE LR WE high yes | 55 AR HE high yes
21 5206-=§F-7.8- WAL HE 45.05 0.33 | 56 Jii-p-& G I high yes
22 52-TFE-6,78-=HEILEE WX 31.71 0.35 | 57 clorius g high yes
23 5,7.2,5-PUE3E-8,6- — AL TR % 33.82 0.45 | 58 M A 30.67 0.86
24 5,7,2',6'-TU§% 5L % 37.01 024 | 59 &HEE HE high
25 5,72-= IR WE high yes | 60 ghfAVI HE high
26 57 A4-=F5E6- A FE IR WA 36.63 027 | 61 KE% B high
27 5,7.4-=FRHk-8- F A L T i W 74.24 026 | 62 THIK-12-TRIREE EE high
28 5,7.4-=FrHk-8- F 4 L T i W 36.56 027 | 63 “EAEET qt B yes 0.21
29 5,8,2-=FRHk-7-FH 4 L T i W 37.01 027 | 64 —EARBIGEE B yes 0.23
30 5,8-Fpdk-6,7- HEEEI 0 HE high yes | 65 ARRTHER FoElE HE yes 0.39
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73 folsacure WK 68.96 0.71 | 105 AzAHER WK high yes
74 TEWIEE R R 69.67 021 | 106 H% W 76.26 0.29
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91 HIH(2)-WEMREE #% high yes A
92 JIHERR H TR HE high yes 123 WERELE HEF high yes
93 ¥R HIME HE high yes 124 FHERR B, A high yes
94 KRHHER F e R, EHE high yes 125 KiEWEIN B high yes
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97 R HIHE HE 44.09 025 | 128 y-AETR HE high yes
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