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Idiopathic Central Diabetes Insipidus
— A Case Report and Article Review

Feng-Sheng Hsu, Cheng-Fang Su, Yi-Chou Chen, and Shih-Hua Lin*

IDivision of Nephrology, Department of Internal Medicine,
Mackay Memorial Hospital.
*Division of Nephrology, Department of Internal Medicine,
Tri-Service General Hospital, Taipei, Taiwan.

Adult idiopathic central diabetes insipidus is seldom seen in out-patient department practice.
Clinically, patients present with  polydipsia, ployuria, and nocturia. We report a 49
year-old-woman who presented with polyuria, thirst, nocturia, and hypernatremia of six
months duration. We performed 24 hour urine osmolarity variation, dDAVP test and water load
and hypertonic saline tests with the final diagnosis of central diabetes insipidus with
hypothalamic osmoreceptor abnormality. The patient had anterior pituitary endocrinopathy
(low luteinizing hormone and follicle-stimulating hormone levels), however initial brain
magnetic resonance image showed no significant lesion. On follow up eight months later;
luteinizing hormone, follicle-stimulating hormone and human growth hormone levels were low
and repeat brain magnetic resonance image revealed pituitary stalk thickening. Hence, occult
brain lesions should be suspected in patient with central diabetes insipidus combined with
anterior pituitary endocrinopathy. We suggest that follow-up of anterior pituitary hormone
levels and brain magnetic resonance image are indicated in these patients at half-to-one year
intervals. (J Intern Med Taiwan 2001;12: 189-194 )
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