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Study on the Expression and Significance of Aurora — A in Esophageal Squamous Cell Carcinoma and Precancerous Lesions. Han Xu, Xue
Liyan, Shen Xiao, et al. State Key Laboratory of Molecular Oncology, Cancer Institute and Hospital, Chinese Academy of Medical Sciences
and Peking Union Medical College, Beijing 100021, China

Abstract Objective To investigate the expression and function of Aurora Kinases A ( Aurora — A) in esophageal squamous cell
carcinoma (ESCC) and its precursor lesions ( most of which are tissues adjacent to carcinoma). Methods We used tissue microarray and
immunohistochemistry to detect the expression patterns of Aurora — A in 9 cases of severe dysplasia and 122 cases of ESCC combined with
adjacent precursor lesions. The expression of Aurora — A in 8 cases of precancerous tissues and 5 cases of early esophageal cancer tissues
were detected by Real — time PCR. The expression of Aurora — A in different cell lines (immortalized esophageal epithelium cell lines and
ESCC cell lines) were detected by Western blotting and Real — time PCR. Results The positive rate of Aurora — A in normal esophageal
epithelium, mild dysplasia, moderate dysplasia, severe dysplasia and ESCC was 17.2% , 27.6% , 50.0% , 71.2% and 84.3% , sepa-
rately. A progressive increase was along with the grade of the lesions. At the mRNA level, Aurora — A also expressed higher in 8 cases of
precancerous tissues and 5 cases of early esophageal cancer tissues than in normal tissues with a significantly rate of 75.0% (6/8) and
60.0% (3/5), respectively. Compared with immortalized esophageal epithelium cell lines, Aurora — A was significantly overexpressed in
ESCC cell lines. Conclusion Aurora — A expression was up — regulated with the increasing grade of esophageal lesion (r=0.548, P =
0.000) , which indicated Aurora — A could be involved in the development and progression of ESCC. Aurora — A might provide a new way

for early diagnosis and treatment of ESCC in the future.

Key words Aurora — A ;Esophageal squamous cell carcinoma;Precancerous lesions
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