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A case of ruptured nonfunctioning adrend adenomatreated with arterial embolization
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Introduction: Nonfunctioning adrenal adenomas are common, with a prevalence of 1-10% according to diagnostic methods, but adrenal adenoma rupture
israre. Severa cases of adrend tumor rupture have been reported in functioning tumors and adrenocortica carcinomas. We here present a rare case of a
nonfunctioning adrenal adenoma rupture by low energy trauma. Surgical management was not performed because of the high operative risk caused by the
hemodiaysis state. Instead, we successfully managed this rupture by arterial embolization. Case: A 71-year-old man visited the emergency room because
of abdomina pain. His symptoms had started about three hours prior to the ER visit, after afal a home. He had a past history of end state renal disease
(ESRD) with hemodialysisfor five years. Furthermore, the patient experienced a cerebrovascular accident (CVA), atrial fibrillation, diabetes mellitus (DM)
and he was also aware that he had a 4.2 x 4.3cm-sized nonfunctioning right adrenal adenoma, from 2 years ago. On the day of admission, the vital signs
were stable with blood pressure of 115/60 mmHg and heart rate of 54/min. Laboratory findings showed the following: Hb 8.4 mg/dL, Na/K/Cl 133/5.8/99
mmol/L, BUN/Cr 74/6.69 mg/dL. An abdominal computed tomography (CT) scan revealed a 5.5 x 5.8cm-sized adrenal mass with active bleeding and aret-
roperitoneal hemorrhage. Because of the patient’s anemia had not worsened after atwo packed RBC transfusion, supportive therapy and close monitoring
continued instead of an emergent operation. However, his follow-up CT scan showed increasing retroperitoneal hemorrhage up to 9.6cm despite the fact
that the patient’s vital signs were stable, and his anemia and abdominal pain did not aggravated. ESRD, CVA and atrid fibrillation are well known to in-
crease the risks of perioperative complications and mortality. Therefore, arterial embolization was performed instead of operation. Follow-up CT scans at
one week and two months after embolization showed a decrease in adrenal hemorrhage to 8.5cm and 6cm, respectively.
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Table 1) 75g OGTT: GH suppression test

Figure 2) Sellar MRI




