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Relationship between homozygous deletions of DMBT1 gene and pathology characteristics of breast cancer”
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Abstract: Objective To study the relationship between homozygous deletions of DMBT1 gene and clinicopathology character-
istics of breast cancer. Methods Homozygous deletions of DMBT1 gene were detected by polymerase chain reaction in 60 patients
with breast tumors. Results Among the 60 patients,27 cases were found with intragenic homozygous deletions of DMBT1,and the
ratio of homozygous deletions was 45%. The ratio of intragenic homozygous deletions of DMBT1 in patients with invasive breast
cancer was significantly higher than patients with noninvasive breast cancer (P<C0. 05). The deletions occurred significantly more
often in patients with lymphoid or/and metastasis (P<C0. 05). Deletions rate in patients at | stage were significantly lower than
patients at [[ — [l stage (P<C0.05). Conclusion DMBT]1 gene could be closely correlated with clinicopathology characteristics of
breast cancer. Homozygous deletions of the DMBT1 gene might be associated with clinicopathology characteristics, metastasis and

transformation of breast cancer, which could be with important clinical significance for diagnosis,treatment and prognosis judgment

of breast cancer.
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