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The role Played in carboplatin-induced oxidative stress in migration
suppression of HN-3 human laryngeal carcinoma cells

MAO Wen-jing, ZHANG Huan-kang, SHEN Bo, HE Pei-jie
( Department of Otolaryngology-Head and Neck Surgery, Affiliated Eye, Ear, Nose and Throat Hospital, Fudan University ,
Shanghai 200031, China)

Abstract: Objective To investigate the role played in carboplatin-induced oxidative stress in suppressing cell
viability and migration of HN-3 human laryngeal squamous carcinoma cells. Methods The attached HN-3 carcinoma cells
were treated with carboplatin of different concentration and 0. 08 mg/ml carboplatin at indicated time points. MTT assay
was used for detecting the cellular viability. H2DCFDA staining was performed to monitor reactive oxygen series ( ROS)
generation. Wound healing assay was used to for assessing the cell migration; and the Western blot technique for detecting
the expression of epidermal growth factor receptor (EGFR). Results Remarkable ROS generation of HN-3 cells were
initiated by carboplatin in dose-related manner. Carboplatin-induced suppression of cellular viability and migration on HN-
3 cells was exhibited in a dose and time related pattern. Down-regulated expression of EGFR under oxidative stress was
induced by carboplatin. Conclusion Generation of ROS and down-regulated EGFR expression under oxidative stress may
play an important role in the suppression of cellular viability and migration of HN-3 cells exerted by carboplatin.
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