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Ultrasonographic features of triple negative breast cancer and its
relationship with the expression of P53 and BRCA1
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ABSTRACT Objective To investigate the ultrasonographic features of triple negative breast cancer (TNBC) , and to
analyze its relationship with P53 and BRCA1 protein. Methods A retrospective selection of 168 breast cancer patients,
according to the expression of progesterone receptor, estrogen receptor, human epidermal growth factor receptor-2, they were
divided into TNBC group with 61 cases and non-TNBC group with 107 cases. Ultrasonography was performed 1 week before the
operation to observe the tumor border, morphology, internal calcification, posterior echo, and lesion size. Color Doppler was used
to observe the blood flow around and inside the lesion. The expression of P53 and BRCA1 protein were detected by
immunohistochemistry after operation, and the relationship between the expression of P53 and BRCA1 protein and
ultrasonographic features in TNBC patients was analyzed. Logistic regression analysis of the influencing factors of the positive
expression of P53 and BRCA1 in TNBC patients was performed.Results The proportions of edge burrs, microcalcifications and
positive expression of BRCA1 in the TNBC group were lower than those in the non-TNBC group (all £<0.05).The proportions of
rich blood supply and positive expression of P53 in the TNBC group were higher than those in the non=TNBC group (all P<0.05).
The proportions of posterior echo enhancement and rich blood supply in P53 positive patients were higher than those in negative
patients, while the proportions of posterior echo enhancement and rich blood supply in BRCA1 positive patients were lower than
those in negative patients, the differences were statistically significant (all P<0.05). Logistic regression analysis showed that
blood flow classification was an influencing factor for the positive expression of P53 and BRCA1 in TNBC patients (OR=2.958,
0.321, both P<0.05).Conclusion The ultrasonographic features of TNBC patients are characterized by a few glitches and
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microcalcifications. The blood flow grade of P53 and BRCA1 are mainly rich blood supply and the majority of these patients have

P53 positive expression, but BRCA1 positive expression is less.The positive expression of P53 and BRCA1 are mainly related to

blood flow classification.
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