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[ Abstract ] Objective  To explore the mechanism of baicalein inhibiting the proliferation and migration of
laryngeal cancer cells. Methods Proliferation of Hep-2 laryngeal cancer cells was measured by MTT assays. Cell
migration was assessed by a scratch assay. Apoptosis was detected by flow cytometry. Western blot was used to measure
protein expression levels of Beclin-1, LC3Il/1, p62 and HDAC1. The expression level of miR-449a was measured by RT-
PCR. The binding sites of miR-449a and HDAC1 were analyzed by bioinformatics and identified by dual luciferase reporter

assays. The number of autophagosomes was observed by projection microscopy. Results Baicalein significantly inhibited
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the proliferation and migration of laryngeal cancer cells, and significantly induced apoptosis. Baicalein increased the protein

expression levels of intracellular autophagy-related genes Beclin-1 and LC31I, but decreased the protein expression levels of

p62 and LC3I. Baicalein significantly increased the expression level of miR-449a in laryngeal cancer cells and decreased

protein expression of HDAC1. Binding was observed between HDAC1 and miR-449a. Cotreatment of laryngeal cancer cells

with Baicalein and an miR-449a mimic more significantly inhibited cell proliferation and HDAC1 protein expression, and

more effectively upregulated miR-449a expression and induced autophagy. Conclusions Baicalein mediated autophagy and

inhibited the proliferation and migration of laryngeal cancer cells via the miR-449a/HDACI axis.
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Figure 1 Baicalein inhibits the migration of laryngeal cancer cells
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Note. A, Apoptosis rate (flow cytometry). B, Flow cytogram. a, Control group. b, Baicalein group. c, Baicalein+3-MA group. d, 3-MA group.
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Figure 2 Baicalein induces apoptosis
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Note. A, Expression levels of Beclin-1, LC3I, LC3II, and p62 proteins in Hep-2 cells. B, Statistical graph of Beclin-1 protein expression in
Hep-2 cells. C, Statistical graph of p62 protein expression in Hep-2 cells. D, Size of LC3II/LC3I protein expression ratio in Hep-2 cells. a,
Control group. b, Baicalein group. c, Baicalein+3-MA group. d, 3-MA group. Compared with control group, ™ P<0.01, ™™ P<0.001.
Compared with 3-MA group, *P<0.05,*P<0.01,**P<0.001.

Figure 3 Baicalein regulates autophagy-related gene expression
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Figure 4 Baicalein up-regulates miR-449a expression level and down-regulates HDACI protein expression
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Figure 5 Luciferase activity was detected by Dual-luciferase reporter gene assay
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Figure 6 Baicalein induces autophagy and acts on laryngeal cancer cells via the miR-449a/HDACLI axis
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