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Abstract: Objective To explore the active components and potential molecular mechanism of Qigu capsule in the treatment of
postmenopausal osteoporosis ( postmenopausal osteoporosis, PMOP) by means of network pharmacology. Methods The main
active components and corresponding targets of Qigu capsule were obtained from BATMAN-TCM database. The disease targets of
PMOP were screened in GeneCards database and GEO database. The drug targets and disease targets were intersected. The drug-
component-target network was constructed by using Cytoscape software. At the same time, the intersection targets were introduced
into String online software to construct protein interaction network. The core targets were selected for GO ( gene ontology ) biological
process and KEGG ( Kyoto encyclopedia of genes and genomes) pathway enrichment analysis. Results 67 active components
were obtained, including 24-hydroxy-11-deoxyglycyrrhetinic acid, chrysanthemum oil cyclone, B-sitosterol, -y-sitosterol and so on.
A total of 57 intersection targets were obtained, including insulin (INS), interleukin-6 (IL-6) , insulin-like growth factor-1 ( IGF-
1) and so on. The result of core target GO biological process and KEGG pathway enrichment analysis show that GO biological
process is mainly involved in female pregnancy, multicellular biological process and so on. KEGG pathway is mainly involved in
estrogen signal pathway, ovarian steroid production, fluid shear stress and atherosclerosis, interleukin-17 signal pathway and so on.
Conclusion The mechanism of Qigu capsule in treating PMOP may be related to the main components of chrysanthemum,

astragalus and Cistanche deserticola, such as a-pinene, chrysanthemum oil cyclone, B-sitosterol, etc., and may act on human INS,
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IL-6, IGF-1 and other targets through estrogen and interleukin signal pathways.

Key words: Qigu capsules; postmenopausal osteoporosis; network pharmacology
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Table 1 Target quantity of Qigu capsules
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Table 2 Main active ingredients of Qigu capsules

F5 R4 e L AR Fg B4 e LN s

1 %t::yy;li":y’ntle ;ic Aeid poyl 9 35 Telrahydroxylaxadiene L 3

2 Chrysanthenone Hik 8 36 Thymol 5k

3 Bela-Siloslerol g 7 37 1,8-Cineole iy 2

2,6-Bis(1,1-
4 Gamma-Sitosterol Eg;ﬁ :gg R 7 38 Dimethyiethy]) - Ry 2
o 4-Methyl Phenol

5 Polygalacic Acid EN=g=s 7 39 Asliragaloside T O 2

6 Alpha-Pinene opia 6 40 Astragaloside Ti e 2

7 Linoleyl Acetate B 6 41 Betaine = 2

8 Phenylalanine R AR 6 42 Canavanine S 2

9 Stigmasterol b 6 43 Chrysanthemol Epia 2

10 Alpha-Terpineol Eapid 5 44 Chrysanthetriol Eapid 2

11 Campesterol 29PN 5 45 Naringenin AR 2

12 Farnesol i 5 46 Nerolidol iy 2

13 Heneicosanic Acid PN 5 47 Uridine HTE 2

14 Lupeol wHE 5 48 1-Heptadecanol R 1

15 Nonadecanoic Acid AR 5 49 2 ,4-Dihydroxyacetophenone E5pia 1

16 Polygodial [E=g=1 5 50 3,4"-Dihydroxyacelophenone % 4K, 1

17 Stachydrine opia 5 51 3,5-Dimethoxystilbene e 1

I8 ig:giiir;v;ryptogenin Atk 4 52 Borneol Eakid 1

19 Resveralrol EN=g=s 53 Camphor 2y 1

20 Soyasapogenol B HE 54 Chamazulene Eapia 1

21 Tubulosine R 55 Choline I 1

22 Ils'iviﬁtyhﬁlc':c'bhexane R 3 56  Chrysarobin 2 1

23 6-Methyl Indole P A 3 57 Chrysazin =gt 1

24 Adenine HiE EE 3 58 Chrysophanol filH 5 1

25 Alpha-Humulene i 3 59 Dendrine pay 1

26 Alpha-Terpinene -gia 3 60 Dendrobine pag i 1

27 Alpha-Terpinolene Eogia 3 61 Emodin i B 1% 1

28 Beta-Pinene Sl 3 62 Emodin Anthrone B 5 1

29 Camphene A 3 63 Guanosine O 1

30 Caryophyllene opia 3 64 N-Triacontanol RS 1

31 D-Mannose P A 3 65 P-Cymene Eagia 1

32 Myrcene i 3 66 Soyasapenin 1 S 1

33 Sabinene ik 3 67 Stearin IR R 1

34 Sucrose wHE 3
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