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(Abstract] Objective To study the effect of Shaoyao Gancao Decoction (SYGCD) on stromal cells of adenomyosis (AM), and
to explore the molecular mechanism of SYGCD in the treatment of adenomyosis based on network pharmacology. Methods Stromal
cells of AM were cultivated. The SYGCD for SD rats was prepared. They were randomly divided into a blank group, normal serum
group, and groups with low—, medium—-, and high—dose of SYGCD. The MTT method was used to detect the effects of SYGCD on
the proliferation of AM stromal cells, the scratch test was used to detect the migration of AM stromal cells, and flow cytometry was
used to detect the apoptosis of AM stromal cells. Network pharmacology methods were taken to determine the main active
ingredients, key targets, and pathways of SYGCD in treating AM. Results Compared with 24 h of intervention, the proliferation rate
of the low—, medium—, and high-dose of SYGCD decreased after 48 h of intervention (P<0.05). Therefore, a 48 h intervention time
was selected for subsequent experiments. Compared with the blank group and normal serum group, after 24 h of intervention with
SYGCD, the medium—-, and high—dose of SYGCD had a significant inhibitory effect on AM stromal cell proliferation (P<0.05).
Compared with the blank group and normal serum group, after 48 h of intervention, the proliferation rate, and migration distance of
AM stromal cells in the low—, medium—, and high—-dose groups of SYGCD showed a gradually decreasing trend (P<0.05), and the
apoptosis rate gradually increased (P<0.05). Compared with the low—dose SYGCD group, after 48 h of intervention, the proliferation
rate, and migration distance of AM stromal cells in the medium—-, and high—dose SYGCD groups showed a gradually decreasing
trend (P<0.05), and the apoptosis rate gradually increased (P<0.05). Compared with the medium-dose SYGCD group, after 48 h of
intervention, the proliferation rate, and migration distance of AM stromal cells in the high-dose SYGCD group showed a gradually
decreasing trend (P<005), and the apoptosis rate gradually increased (P<0.05). Network pharmacology suggests that SYGCD in treating
AM involves 98 Chinese medicines components and 58 targets, of which 13 are core targets. The key targets mainly acted on 130
signaling pathways, including Phosphatidylinositol 3—kinase-RAC serine/threonine—protein kinase (PI3K-Akt) signaling pathway, local
adhesion, hypoxia—inducible factor 1 (HIF-1) signaling pathway, estrogen signaling pathway, steroid hormone biosynthesis, steroid
hormone biosynthesis, mitogen—activated protein kinase (MAPK) signaling pathway, and ovarian steroidogenesis. Conclusion SYGCD
can inhibit the proliferation and migration of AM stromal cells, and promote AM stromal cell apoptosis to treat AM. lts effect is
concentration and time dependent. SYGCD functions to inhibit the AM development and releive dysmenorrhea probably by the
interactions of multiple components, multiple targets, and multiple signal pathways, and it provides a scientific basis for further
exploring the effective targets and specific regulatory mechanisms in the treatment of AM.

(Keywords) network pharmacology; Shaoyao Gancao Decoction; adenomyosis; cell proliferation; cell apoptosis; cell migration
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