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Abstract

Hereditary hyperbilirubinemia is caused by
genetic defects in the enzymes that control bili-
rubin metabolism. It includes Gilbert syndrome
(GS), Crigler-Najjar syndrome (CNS), Lucey-
Driscoll syndrome (LDS), Dubin-Johnson syn-
drome (DJS), Rotor syndrome (RS) and progres-
sive familial intrahepatic cholestasis (PFIC). This
literature review covers the molecular basis of
and laboratory detection methods for hereditary
hyperbilirubinemia.
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GS). Crigler-Najjar4&-4E(crigler-Najjar

syndrome, CNS). Lucey-driscoll%z&~4E(lucey-
driscoll syndrome, LDS). Dubin-Johnson%z 4~
4E(dubin-johnson syndrome, DJS). RotorZz4
fE(rotor syndrome, RS)& #4714 K& AT A
Re it A2 2 (progressive familial intrahepatic
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AT v E 21 3 L (ORR A B B ) 6 Bl
et R R PE R SR AL A e, 5 S e g AR
Sk b3 BT SO R 20 =AU v, 2808 T e R
AT F Y, F Tt AR A AT 4y Ry R
ai G Mg SR, K, JE458 B4 2 (un-
conjugated bilirubin, UCB)# = 15 GilbertZi &
1F(gilbert syndrome, GS). Crigler-NajjarZr & 1iE
(crigler-najjar syndrome, CN). Lucey-DriscollZF
A iE (lucey-driscoll syndrome, LDS)™ J¢ #4774 %
VLT A JE VIR BURE (progressive familial intra-
hepatic cholestasis, PFIC), AGSE& A I.; 446
AL % (conjugated bilirubin, CB)3 & 84 AL3%
Dubin-JohnsonZz & 1 (dubin-johnson syndrome,
DJS) & Rotor%i & fik(rotor syndrome, RS)%%.
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L2 210 L1 ANBEREE H3%-10%". K
ZANG S B NP 2T 38 PR WA 1 2 W 1
¥4 M (bilirubin UDP-glucuronosyl transferase,
B-UGT)if ' W @ FEAIS, /DR IR FEhrid
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