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A Case of Gilberts Syndrome Combined with Hemolysis

Gyu Bog Choi, M.D., Kyung Sook Han, M.D., Yoon Joo Bae, M.D.,
Mi Kyung Kim, M.D., Soon Nam Lee, M.D., Nan Hoo Kyung, M.D.

Department of Internal Madicine, College of Medicine, Ewha Womans University

Gilbert’s Syndrome is the name most frequentlyused to describe a condition which
has been called constitutional hepatic dysfunction, familial nonhemolytic jaundice
or icterus intermittens juvenilis. It is characterized by a benign, persistent, but vari-
able elevation of the plasma unconjugated bilirubin.

A 27 —year~old man was admitted because of general malaise, anorexia, sore
throat and slight icteric sclera. On physical examination, there were mild icteric
sclera and slightly injected pharynx. The liver was palpable 1 finger breadth BRCM
and the spleen was also palpable I finger breadth BLCM. Hematologic studies reve-
aled slight anemia with slightly elevated corrected reticulocyte count. Liver func
tion tests were normal except for slightly elevated serum total bilirubin. Histolog-
ic findings of the liver showed nonspecific findings of mild cholestasis Reduction
in caloric intake to 300 calory a day for 72 hours resulted in a significant increase
in the plasma bilirubin concenteration ( especially unconjugated form) in this patient.

Now he has no subjective symptoms and leads a normal activity without specific

treatement.
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Table 1. Laboratory data of the patient

Hematologic findings
Hb.: 11.4gm/ dl
WBC: 7,200/ mm?®
Platelets : 256,000/ mm?
Coombs test: direct —negative
indirect —negative
Reticulocyte count( corrected): 1.29%
Liver function tests
Total bilirubin: 2.8mg% ( conjugated : 0.6mg% )
SGOT: 71.U.
SGPT: 171U,
Alkaline phosphatase: 72 LU.
Prothrombin time : 12.7 sec( 84% )

BSP retention test: normal
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Fig. 1. Light—microscopic photography showing intact hepatic lobules and
cell cords with mild degree of cholestasis{ H—E stain, 400x).
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Fig. 2. Electron-microscopic photography showing increased lipotuscin’
granule and mildly dilated rough endoplasmic reticulum ( 12,000%2).
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Fig. 3. Changes in serum bilirubin during a reduction in caloric

and phenobarbital administration.
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