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A CASE OF RECURRENT BREAST CANCER UNDERGOING RISK-REDUCING
SALPINGO-OOPHORECTOMY OWING TO LONG-TERM COMPLETE RESPONSE TO OLAPARIB

Sayuka NAKAYAMAY, Minoru NAGASHIMA?, Hiroko MASUDAY,
Sadako AKASHI?, Naoki HAYASHIV and Seigo NAKAMURA"Y

Division of Breast Surgical Oncology, Department of Surgery" and Department of Obstetrics and Gynecology, Showa University?,
Department of Breast and Endocrine Surgery, Tokyo Women's Medical University®

Risk-reducing salpingo-oophorectomy (RRSO) and risk-reducing mastectomy (RRM) have been
shown to reduce the risk of cancer in patients previously diagnosed with breast cancer who have BRCA
pathogenic variants and were covered by insurance in Japan in 2020. Risk-reducing surgery is generally
performed at the time of primary breast cancer surgery or during the postoperative follow-up. However,
the efficacy of RRSO and RRM in the treatment of metastatic recurrent breast cancer remains unclear.
The approval of olaparib in Japan in 2018 is expected to improve the prognosis of metastatic recurrent
breast cancer with BRCA pathological variants, and long-term response has been achieved in some cases.
However, the number of patients eligible for olaparib is small, and there are few case reports on long-term
treatment, RRSO, and RRM in patients with a long-term response. We herein report our experience with
RRSO and RRM in a patient who achieved long-term complete response to olaparib at our hospital. To
date, the patient has been on olaparib for 9 years and 4 months, and to the best of our knowledge, this is
the longest reported survival period worldwide.

Key words : olaparib, long-term complete response, risk-reducing salpingo-oophorectomy




