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Figure S1. Protein-ligand interactions between VEGF and farrerol (A), (−)-epicatechin (B) and 
ononin (C). Figures were generated from Discovery Studio 2024 (https://discover.3ds.com/, accessed 
on 15 October 2024). 
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Figure S2. Cell viability of farrerol, ononin and (−)-epicatechin. HaCaT cells were seeded onto 96-
well plates for 24 h, prior to drug treatments. All three samples were tested at concentrations of 1, 
10, 25, 50 and 100 µM (n = 4). 
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Figure S3. Initial screening of other flavonoid-type phytochemicals through wound healing assay 
in HaCaT cells. All three samples were tested at concentrations of 1, 10, 25 µM. The data indicated 
the mean ± SD (n = 4), as percentage of change compared with the blank group, and the asterisks 
represented the statistically significant differences such that * p < 0.05, compared with the blank 
group. A: avastin; HE: hesperetin; GA: galangin; NA: naringenin; BI: biochanin A; GE: genistein; CA: 
calycosin; AP: apigenin. 


