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[Background] Triple negative breast cancer (TNBC)
is heterogeneous, as it is a diagnosis by exclusion.
Thus, it is needed to be subdivided for the better

treatment. Breast cancer with BRCA1 gene mutation
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frequently shows the TNBC phenotype. Although
patients with this mutation is less than 10% in TNBC,
dysfunctional BRCA1 pathway occurs by other causes
than mutation like promoter methylation. It is called as
BRCAness, is found by 60-70% in TNBC.

[Aim]

and BRCAness status with sensitivities to anticancer

To examine the association of BRCA mutation

agents.
[Methods] Twelve established TNBC cell lines were
used. BRCAness was examined by the Multiplex

Ligation-dependent Probe Amplification method in all
TNBC cell lines.

docetaxel and cisplatin were calculated by 50% inhibi-

Drug sensitivities to epirubicin,

tory concentration (IC50).
[Result]
BRCAness and non-BRCAness were found in 8 and 4

Four cell lines have BRCA mutation.

cell lines, respectively. Sensitivities were examined in
11 of 12 cell lines.
was not different according both status.
it was higher in BRCAness than non-BRCAness

The average of IC50 for epirubicin

For docetaxel,

(p=0.563) and was statistically significant between
BRCA mutant and wild type (»p=0.01). For cisplatin, it
was lower in BRCA mutant and BRCAness without
statistical significance.

[Conclusion]  Cisplatin was active in cell lines with
BRCA dysfunction.

resistant to docetaxel.

In contrast, these cell lines were
These findings are consistent to
previous basic and clinical studies. As for a predictor,

the mutation status is more reliable than BRCAness.
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