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Abstract

A 62-year-old asymptomatic woman who underwent mammography screening revealed micro
calcifications in her left breast. Her diagnosis also included neurofibromatosis 1 (NF1). We detected
no abnormal findings in her breast by palpation or ultrasound examination. Subsequently, stereotactic
breast biopsy (mammotome) revealed ductal carcinoma in situ with ER(+), PgR(+). Computed
Tomography revealed no enlarged lymph node nor distant metastasis. Breast conserving surgery and
sentinel lymph node biopsy were performed. Pathological findings showed no residual cancer in the
breast specimen and no lymph node metastasis. Tumor classification was pTispNOMO, stage 0.

Although women with NF1 reportedly have a higher risk of breast cancer than others, numerous skin
neurofibromas often obstruct early detection of breast cancer. While screening for breast cancer is
deemed to be imperative for women with NF1, it is also important to carefully investigate the presence
of other neoplasm in clinical practice concerning NF1 patients.
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