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Poovorawan Y, Poshyachinda M, Chandrakamol B, Suwangool P,
Luang Aroon B, Sensirivatana R. Cholestasis in infancy : Clinical
study in 61 cases. Chula Med J 1984; 28 (3): 267-278

Cholestatic jaundice in infancy is always pathologic, in
contrast to unconjugated hyperbilirubinemia which may be
physiologic in newborn peroid. It most commonly arises from
neonatal hepatitis syndrome or from lesions of the biliary trees.
Both conditions have similar clinical and biochemical features
of which are difficult to differentiate. This study reports clinical
pettern of 61 patients with cholestatic jaundice. Thirty four
cases of these have hepatitis, twenty four with biliary atresia,
two with choledochal cysts and one unknown etiology The mean
age at presentauon of patients with biliary atresia is 3.5 month
(range 1-10 months) as compared to 2.5 months of patients
with hepatitis syndrome (range 1-13 months). Most of the
patients with biliary atresia have clinical jaundice within first
week of life. Level of total bilirubin in biliary atresia group
on admission relates directly to patient’'s age and average above
10 mg %. Half of the patient with hepatitis syndrome have level
of total bilirubin on admission less than 10 mg%. Associated
anomalies that were found in patients with biliary atresia included
situs inversus and dextrocardia, Robinow syndrome. Life span
of patients with biliary atresia is 10.7 months (range 4-28
months). Causes of hepatitis syndrome in this study are still
unknown. Etiologic causes should be thouroughly investigated to
bring better understanding and posszbly prevention of this serious
condition.
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