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#— ~ The Causes of Prolonged Obstructive Jaundice in Infants

[ .Hepatitis
(1) Infections
(a) Viral:Cytomegalic inclusion disease, rubella

Syndrome,hepatitis B, herpes simplex,
Coxsackie B, Varicella-zoster virus infections, etc..

(b)Bacterial: Sepsis ( E, Coli,other enteric organisms,
staphylococcus,etc, ), lues,
(c) Parasitic:Toxoplasmosis.
(2) Genetic-Metabolic Diseases
Alpha-l-antitrypsin deficiency,galactosemia,
hereditory fructosemia, hereditory tyrosinemia,
cystic fibrosis, Niemann-Pick’s diseas,A, &B., etc.
(38) Idiopathic neonatal hepatitis
II. Biliary atresié
ITI. Choledochal cyst
IV, Others: Inspissatad bile syndrome, Low intestinal atresia,
Parenteral hyperalimentation, toxic hepatitis. etc..
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Prolonged Obstructive Jaundice in Infancy 3
— Report of Five Cases —

Ming Ts’an Lin M.D.
Shou-Tien Lin M.D.

During the period from December, 1977 to April, 1979, 5 cases of prolonged.
obstructive jaundice in infancy were admitted to the Pediatric Department of Taipei
Medical College Hospital. They were all male infants. No family history or congenital |
anomaly was found. Jaundice was found at the age ranging from 23 days to 2 months.
Clay color stools were noted in all but one case. Liver function tests showed obstruc-
tive jaundice with impaired function of hepatocytes. In the 4 cases received ° °m Tc-PG
or 131 /-rose bengal cholangioscintigraphy examination, only one case showed patent
bile duct, the remaining 3 exhibited the picture of biliary obstruction. No etiology was_.
found in case 1 to 4. Case 5 had elevated serum IgM level and high CMV CF antibody
titer. Percutaneous liver biopsy in this case showed the picture of giant cell hepatitis !
No inclusion body was found in the histological specimen although urine culture for
CMV was positive. This case was considered as giant cell hepatitis due to CMV infec-
tion. Two cases were treated with prednisolone and serum bilirubin decreasing rate was -
higher than 30% 2 weeks later. Jaundice in all cases disappeared within 2 months and
all lived well in 3 to 15 months follow up, and they were all considered as neonataﬁ',
hepatitis. Literatures were reviewed and various test for differentiation were discussed.
The approach to the management of these cases was proposed and the emphasis was laid
on the tests available from our limited facilities. Trail of prednisolone for differentia-

tion was recommended.
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