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We have shown that mutations or decreased expression of the tumor supﬁressor
gene BRCA2 is involved in the development of canine mammary gland tumors. While performing these
studies, we found that ANXA2 may interact with novel BRCA2 silencer region and be involved in the
BRCA2 transcriptional suppression mechanism. This study aimed to elucidate the possibility that
BRCA2 was suppressed by ANXA2. The ANXA2 knockout HelLa cells showed increased sensitivity against
the BRCA2-related DNA-damaging agents. However, reduced ANXA2 protein level was not influenced the
BRCA2 protein expression. Therefore, we expected that ANXA2 itself contributes to DNA damage repair
and performed functional analysis of ANXA2. However, we could not demonstrate how ANXA2 contributes
to DNA damage repair in this study. Further analyses are required to reveal the function of ANXA2 in
DNA damage repair.
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