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ABSTRACT Objective: This study was to investigate the inhibitory effect and mechanism of Arsenic Trioxide (As,O;) on oral
squamous cell carcinoma A431 cell. Methods: EGF-Cy5.5 was synthesized according to our previous report and was used as a tumor
cellular EGFR specific imaging agent. A431 in vitro were exposed to 0 uM, 0.5 uM, 2.5 uM, or 5 uM of As,O; for 0 h, 24 h, 48 h and
72 h. Confocal microscopy and flow cytometry and cell immunohistochemical staining confirmed EGFR expression. All the studies were
measured 3 times and the results were presented as mean. Results: The labeling rate of targeted fluorescent contrast agent EGF-Cy5.5 was
68 % to 70 %. In vitro, less intense cellular fluorescence signal was observed in cells treated with higher concentration of As,O; compared
with control cells, consistent with the lower levels of EGFR expression in treatment cells. Flow cytometry showed the cellular EGFR
expression was 57.28+ 3.2 % (P<0.05), 2991+ 2.2 % (P<0.01), and 10.73% 2.4 % (P<0.01) in cells treated with 0.5 puM, 2.5 uM, and
5.0 uM As,0s, respectively, which were significant lower than the control group (74.42% 1.8 %, P<0.05) at 72 hours. Conclusion: This
study assessed in vitro by NIR molecular imaging that the EGFR expression of OSCC A431 cell and demonstrates the inhibition effect of
OSCC response to As,O; treatment in dose-dependent characteristics.
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Fig. 1 Schematic diagram of EGF-Cy5.5 chemical constitution
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Fig. 2 The flow cytometry assay of EGFR expression of A431 OSCC cell line
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Fig. 3 The flow cytometry results for A431 OSCC cell lines incubation with EGF-Cy5.5 and block experiment
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Fig. 5 Effects of As;O; on A431 cell EGFR expression by cellular
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