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A Case of Neonatal Cholestasis Associated with Congenital Adrenal Hyperplasia

Seon Yun Choi, M.D., Jun Chul Byun, M.D., Won Joung Choi, M.D.,
Heung-Sik Kim, M.D., Una Kang, MD." and Jin-Bok Hwang, M.D.

Departments of Pediatrics and *Pathology, Keimyung University School of Medicine, Daegu, Korea

It has been suggested that cortisol deficiency may be responsible for the cholestasis. Although
congenital hypopitnitatism was reported as a possible cause of neonatal cholestasis, congenital
adrenal hyperplasia with neonatal cholestasis is a very rare report in the literature. We expetienced
a case presenting with neonatal cholestasis associated with congenital adrenal hyperplasia. This case
provides a clinical evidence supporting the notion that cortisol has an important physiological role
in bile acid synthesis and transport. (Korean J Pediatr Gastroenterol Nutr 2005; 8: 87 ~90)
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Fig. 1. Microscopic findings of liver show inflammatory

cell infiltration in portal tracts, swelling and giant cell

formation of hepatocytes, and intrahepatic and extra -
hepatic cholestasis (H&E stain, x200).



Fig. 2. Transmission electron microscopic findings show a few laminated electron dense bodies (inlet) in the
cytoplasms of swollen hepatocytes (A} and multinucleated giant cell formation (B).
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