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Chronic granulomatous disease with fulminant
hepatic failure
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Likitnukul S, Poovorawan Y, Chomdej S, Vatanadhamrak B, Benja-

vongkulehai S Chronic granulomatous disease with fulminant hepatic
failure. Chula Med J 1982 Sep; 26 (5) : 449-465

A four—month old boy presented with fever, jaundice,
hepatosplenomegaly for 5 days, was referred from Vachira
Hospital with the history of recurrent infections since he was 3

days old which included pneumonia, gram-negative septicemia,
cervical adenitis and treated with many antibiotics. He was also

treated as pulmonary tuberculosis for the persistent pulmonary
infiltration evidenced by chest film. Immunologic studies revealed
abnormal nitroblue tetrazolium test (0%) and did not respond to
endotoxin stimulation. He had seizures, stiffneck, drowsiness, deep
jaundice, unconsciousness His condition deteriorated quickly and
he expired 4 days after admission. Laboratory investigations
revealed high blood bilirubin, elevated SGOT, and positive HbsAg.
Hemoculture grew salmonella group, suggesting fulminant hepatic
failure from viral hepatits B infection and salmonella septicemia.
The postmortem findings showed granulomatous inflammation of
various organs, acid fast bacilli were carefully searched for but
not found. All the clinical, laboratory and histological findings
are compatible with chronic granulomatous disease of infancy.
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