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Adrenal Insufficiency Caused by Non-Hodgkin's Lymphoma with Bilateral Adrenal
Involvement —— A Case Report

Tsung-Yung Kuo, Chao-Hung Wang, Chao-Jan Yang*,
Johnson Lin**, Kun-Wu Tsan, and Jeffrey Tzen***

Division of Endocrinology and Metabolism, Department of Internal Medicine,
*Department of Surgery, **Division of Hematology,
***Department of Pathology, Mackay Memorial Hospital

A 54 year-old man was brought to the emergency room because of general weakness, fatigue,
body weight loss, anorexia and abdominal pain for about 10 days. Except for cutaneous
hyperpigmentation and diffuse abdominal tenderness, there were no other abnormalities found on
physical examination. Fever (BT 39.5 °C), hypotension (BP 80/44 mmHg) and tachycardia
(120/min) were noted at ER. Bilateral large adrenal masses were found on abdominal ultrasound
and computed tomographic scan. Because acute adrenal insufficiency was highly suspected,
replacement therapy was started with intravenous hydrocortisone soon after admission. Clinical
suspicion of primary adrenal insufficiency was confirmed by a high morning serum ACTH level
(352 pg/mL) and low morning serum cortisol level (6.5nug/dL). Exploratory laparotomy was
performed due to persistent abdominal pain. Bilateral adrenal tumors, multiple enlarged mesenteric
lymph node and small bowel adhesion were noted. Pathology of bilateral adrenal glands and
mesenteric lymph node revealed diffuse large B cell lymphoma. This patient expired from sepsis
and acute renal failure before chemotherapy could be started. The causes of primary adrenal
insufficiency include autoimmune adrenalitis, infection, metastases and drugs. The incidence of
adrenal involvement by non-Hodgkin's lymphoma (NHL) is 4 - 25 % according to various studies.
NHL presenting with primary adrenal insufficiency due to bilateral adrenal involvement is very
rare . Chemotherapy with steroid replacement is the treatment of choice. The prognosis is very poor,
usually due to delayed diagnosis. Malignancy, including NHL, should be considered as a potential
etiology in a patient presenting with bilateral adrenal masses more than 6 cm in diameter and

symptoms and signs of adrenal insufficiency. ( J Intern Med Taiwan 2001;12: 94-98 )
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