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Biological roles of Bmi1 in tongue squamous cell carcinoma

Wang Han'?, Li Zhongwu'?, Zhu Yumin'?, Ke Xueping®, Yang Jianrong*

('Jiangsu Key Laboratory of Oral Diseases ,’Department of Oral and Maxillofacial Surgery, Affiliated Hospital of
Stomatology, NJMU, Nanjing 210029, China)

[Abstract] Objective:To investigate both mRNA and protein levels of B lymphoma Mo-MLV insertion region 1(Bmil) in a panel
of tongue squamous cell carcinoma (TSCC) cell lines as compared with normal tongue mucosa, and then to study biological roles of
Bmil in tongue tumorigenesis by loss-of-function assays using small interference RNA. Methods: RNA and protein expressions of
Bmil in TSCC cell lines and normal tongue mucosa were detected by gRT-PCR and Western blot. Cellular immunofluorescence was
performed to further characterize the subcellular distribution of Bmil in tongue cancer cell lines. Cell migration, invasion,
proliferation and colony formation were assessed by wound-healing, Transwell, MTT and colony-forming experiments. To further
reinforce the notion that Bmil is critical for tongue cancer growth in vivo, genetic approach was further utilized to inhibit Bmil in a
tongue cancer xenograft model. Results; Bmil mRNA and protein levels in TSCC cell lines were significantly higher than that in
normal tongue mucosa as assessed by real-time RT-PCR and Western blot assays (P < 0.05). Short-hairpin RNA-mediated Bmil
knockdown inhibited cell proliferation, migration and invasion, reduced colony formation, presumably by modulation of p16, pl4
and E-cadherin. Short-hairpin RNA-mediated Bmil knockdown significantly impaired tumor growth in a tongue cancer xenograft
model. Conclusion:Bmil may serve as a key driver with multiple biological functions during tongue cancer progression and a novel
therapeutic target against tongue cancers.
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R:CTGTGGATGAGGAGACTGC
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Figure 1 Expression levels of Bmil in TSCC cell lines and tongue normal mucosa tissues
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Figure 2 Localization of Bmil was identified by immunofluorescence staining in TSCC cell lines
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Figure 3 The mRNA and protein levels of Bmil were significantly decreased following Bmil knockdown
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