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Prolonged Metabolic Acidosis— —
Thyroid Storm Masked by Diabetic Ketoacidosis

Kuan-Chun Chang, Wei-Ber Liao*, and Leay-Kian Er

Division of Endocrine & Metabolism, Department of Internal Medicine,
*Department of Critical Care Medicine,
Min-Sheng General Hospital, Taoyuan, Taiwan

Hyperthyroidism may aggravate the glycemic control of diabetic patients and the
glucose intolerance of non-diabetic patients. Thyrotoxicosis may increase the
tendency to ketosis, which is a precipitating factor of diabetic ketoacidosis (DKA).
We reported a 32 years old female patient without the history and physical signs of
thyroid disease, who had unusually prolonged metabolic acidosis and persistent
vomiting during the treatment of DKA. Because of the persisted tachycardia and
prolonged course of DKA treatment, we started to check the probabi-lity of
thyrotoxicosis. According to the criteria of Burch and Wartofsky for thyroid storm, we
made diagnosis of thyroid storm and the patient was treated promptly resulting in
dramatic improvement. We suggest that if patients with tachycardia and prolonged
acidosis, thyroid storm should be first considered even no history or signs of thyroid
disease during the treatment of DKA. Besides, fever is not the cardinal finding of the
thyroid storm with DKA. (J Intern Med Taiwan 2002; 13: 263-266 )



