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Bilatera Ovarian Granulocytic Sarcoma as the Primary Manifestation of Acute Myelogenous Leukemia
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Introduction: Granulocytic sarcoma (GS) is a tumor comprising myeloblasts or monoblasts, potentialy occurring as an extramedullary mass. They may
develop in any location, including the skin, bone, breast, spleen, and the periphera and centra nervous system; however, it is extremely rare for an ovarian
mass to present as the initid manifestation of leukemia. Herein, we report the case of a patient with acute myelogenous leukemia (AML), who initialy pre-
sented with bilateral ovarian GS. Case presentation: A 30-year-old woman was admitted to our hospital owing to bilateral ovarian masses. Computed to-
mography (CT) and positron emission tomography (PET) revealed an approximately 6.4 cm x 2 cm-sized heterogenous soft tissue masses in both adnexa
with splenomegaly and nodules of pericardial invasion of the right atrium with increased 2-deoxy-2-fluoro-D-glucose (FDG) uptake (Figure 1). One week
later, afew immature cells were detected in peripheral blood smears, and she was findly diagnosed with AML on the basis of the assessment of bone mar-
row aspirates and biopsy. She received systemic chemotherapy to facilitate complete remission, and follow up CT and PET revealed markedly decreased
size and obliteration of FDG uptake of both ovarian masses (Figure 1-B). After then, she underwent alogenic hematopoietic stem cell transplantation,
which yielded a positive outcome. Conclusion: Thisisthe report of ovarian GS, wherein treatment was successful with high-dose chemotherapy, followed
by allogenic hematopoietic stem cell transplantation without the need for oophorectomy. We believe that alogenic stem cell transplantation could serve asa
suitable alternative to treat AML patients presenting with ovarian GS without degrading the patient’s quality of life.
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