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Abstract: This study was designed to explore the network pharmacology mechanism of the drug pair An-
gelicae Sinensis Radix-Chuanxiong Rhizoma, and verify it with molecular docking. First, the main active
components and targets in the drug pair Angelicae Sinensis Radix-Chuanxiong Rhizoma were screened from
literature, TCMSP and SEA databases. Next, a “component-target” network was established for key tar-
get analysis. Then, the common targets between the key targets and the FDA approved drug targets were
selected to construct a “common targets-disease” network. The key targets were subjected to GO enrich-
ment and KEGG pathway analysis. Finally, molecular docking verification was accomplished between the
active ingredients and the key targets. A total of 14 active compounds were screened out with 257 targets
from this drug pair. Fifty-four key targets were obtained from analyzing the “components-target” net-
work. Thirty-four common targets between the key targets and the FDA approved drug targets were close-
ly related to 113 diseases. The key targets were involved in 155 biological processes, 29 cell components
and 66 molecular functions, and in 58 pathways, including pathways in cancer, estrogen signaling pathway
and proteoglycans in cancer. In molecular docking, 6 active ingredients showed binding activity with 7 tar-
gets. The active components, targets and mechanism of the drug pair Angelicae Sinensis Radix-Chuanx-
iong Rhizoma were revealed in this research for clinical application.
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