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Analysis of human BRIT1 expression and its clinical significance in cervical cancer”
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Abstract: Objective  To detect the expression of BRIT1 in cervical cancer tissues and cervical noncancer tissues,and to analyze
the differences between the two tissues. Methods The expression of BRIT1 mRNA and protein in cervical cancer tissues and the
paired cervical noncancer tissues was evaluated by RT-PCR and immmunohistochemistry. Its correlation with the clinicopathological
parameters including age, tumor types, size, tumor pathological grade and clinical stage was analyzed. Results RT-PCR results
showed that the BRITT mRNA level in cervical cancer tissues was significantly lower than that in the paired cervical noncancer tis-
sues, the difference was statistically significant(P<C0. 05). The immmunohistochemistry results showed that the BRIT1 protein ex-
pression level in 44 cases of 63 (69.8%) samples wa slower than that in the paired cervical noncancer tissues, the difference was
statistically significant(P<C0. 05) ;In high pathological grades and high clinical stages,the decrease of BRIT1 protein expression was

more significant. Conclusion The difference of the BRIT1 expression between the cervical cancer tissues and cervical noncancer tis-

sues suggests that BRIT1 may play a certain role in the occurrence and development of cervical cancer.
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