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[Abstract] Objective To explore the inhibitory effect and possible mechanism of Baicalin on the human tongue
squamous cell carcinoma cell line SCC15 and to provide a new idea and experimental basis for the clinical prevention
and treatment of tongue squamous cell carcinoma. Methods SCC15 cells cultured in DMEM alone were used as the
control group, and SCC15 cells cultured in 20 mg/mL baicalin solution were used as the baicalin group. Scratch tests
and Transwell migration tests were performed to detect changes in cell migration ability, and flow cytometry was used to
detect changes in the cell cycle. Western blotting was used to detect differences in the phosphorylation levels of signal
transduction and transcription activator 3 (STAT3). Results Compared with the control group, the scratch test and the
Transwell migration test showed that the cell migration ability of cells in the baicalin group was significantly decreased
(t=4.927, P=0.008); flow cytometry showed that the number of cells of the baicalin group increased in the GO/G1
phase (1 =9.893, P =0.001), decreased in the S phase (t=8.528, P =0.001), and decreased in the G2/M phase (¢t =
3.550, P =0.024); Western blotting results showed that the STAT3 protein of SCC15 cells in the baicalin group de-
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creased (1 =3.550, P =0.024), and the phosphorylation level significantly decreased (t=8.262, P =0.001). Conclu-

sion Baicalin inhibits the human tongue squamous cell carcinoma cell line SCC15, and its mechanism may be related

to a decrease in STAT3 pathway phosphorylation activity.
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transduction and transcription activator 3(STAT3)
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Figure 1  The influence of baicalin on SCC15 cell migration
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Figure 2 Flow cytometry results
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Figure 3 The effect of baicalin on the
phosphorylation activity of STAT3 in SCC15 cells
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