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Neonatal Cholestasis Associated with Congenital Hypopituitarism

Hye Ran Yang, M.D., Eun Gyoung Song, M.D., Jeong Eun Kim, M.D., Su Jin Jeong, M.D.
Gyoung Hoon Lee, M.D., Choong Ho Shin, M.D., Sei Won Yang, M.D.
Jae Sung Ko, M.D., Gyeong Hoon Kang, M.D.* and Jeong Kee Seo, M.D.

Departments of Pediatrics and *Pathology, Seoul National University
College of Medicine, Seoul, Korea

Congenital hypopituitarism is a possible cause of neonatal cholestasis, but the mechanism is still
unknown. The pathogenesis of cholestasis may be due to hormone deficiency, which has effects
on the physiological maturation of bile acid synthesis and transport. We experienced a case
presenting with cholestasis and recurrent hypoglycemia associated with congenital hypopituitarism.
Cholestasis resolved with thyroxine and hydrocortisone replacement therapy. (J Korean Pediatr
Gastroenterol Nutr 2002; 5: 199~ 205)
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Fig. 1. Pre—contrast T1 weighted sagittal and coronal images of brain MRI reveal small pituitary gland suggesting
hypopituitarism. There are atrophic change of brain parenchyma and left subdural hematoma which is probably

associated with hypopituitarism.
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Fig. 2. Histology of liver biopsy shows swelling of hepatocytes and giant cell transformation. There is mono-
nuclear cell infiltration in the portal areas. Cholestasis is noted in the hepatocytes and bile canaliculi (Hematoxylin

& Eosin stain, x400).
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Fig. 3. Electronmicrograph shows hepatocytes with
relatively well preserved lobular array and extrame-
dullary hematopoiesis. Some hepatocytes form multinu-
cleated giant cell. Concentric lamellated bodies and
irregular shaped electron dense bodies are noted in the
cytoplasm of the hepatocytes. Both are assumed to be
due to deposition of bile.
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