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A Case of Pathologic Splenic Rupture as the Initial Manifestation in Acute Myeloid Leukemia M2
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Background : Pathologic splenic rupture is a rare and life-threatening complication of acute leukemia. And splenic rupture as
the initial manifestation of acute myeloid leukemia is extremely rare and only a few cases are reported in the worldwide
literature. It is a abdominal emergency that requires immediate diagnosis by abdominal ultrasound and prompt splenectomy to
ensure the patients survival. We describe a case of pathologic splenic rupture as the initial manifestation in AML M2. Case
Report: A 35-year old male was admitted to hospital with a four day history of periumbilical pain with dyspepsia, abdominal
distension. The patient had no history of trauma. On physical examination, there was generalized guarding with tenderness and
rebound tenderness over the upper abdomen. The enhanced CT scan of abdomen/pelvis showed multiple splenic lacerations,
hepatosplenomegaly, and fluid collections in perihepatic, perisplenic, both paracolic gutter and pelvic cavity. The patient
underwent a splenectomy. Operative finging was that of massively enlarged spleen with multiple transverse lacerations.
Microscopic finding of the spleen revealed diffuse infiltration of myeloperoxidase stained leukemic blasts. The peripheral blood
findings showed leukocyte count 210,990/mm, hemoglobin 7.6g/dL, platelets 2200/mr. The patient was transferred to the
hematooncology department and we performed bone marrow biopsy and the result revealed AML of M2 subtype. The patient
was treated with the induction and two cycles of consolidation chemotherapy using cytosine-arabinoside and idarubicin. Patient
achieved complete remission.
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