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BACKGROUND: Cibert Syndrome i 2 benign often tamilial condition characterized by recurment
mild unconjugated hyperbilirubinaemia in the absence of haemolysis or underying Iver diseases.
Augusting Gilbert and Pierre Lerebullet first descaribed Gibent syndroma in 1901, Gilbert Syndrome
is 3 comemon genetic Bver dsorder found in 3.2% of the population.

CASE REPORT: We present 3 singie case of 24 years old man with history of Giben's syndrome
(2008), treated with Phenobarbital therapy during cne year, ntermupted self-initiatively afterwards.
That same year he was made the cholecystectomy. Currantly, he had appeared in the ambulance
of the University Clinic for Castroenterohepatology, because he had notiked more intensive
yelowing, fatigue, darker wrine. He notitied that, due 10 cold with fever, fifteen days earfier, he had
Deen using Paracetamal tabiets (S00mg), 4 times 2 day, a total of 5 days Initia laboratory resdts
wene: total Bilirubin222umollL, indinect Blrubin -212 pmaollL, direct bilirubin - 9.8 pmolL, AST - 60
U/, ALT-68 UL Analyds made Dy MANLU: UCTAMA 28/7/7 genotype, consuted hematologist
(excluded hematological diseases, Including genetic Testing for thalassemia). He had been given
advice for resting and use of vitamins, induding therapy with Phenobaebital tablets. Controk,
conducted 2 wooks e, chowed 3 dacling of the total Bllrubin - B9 umol/L, the Indirect Eiliubin -
& pmolll and direct BSindin - 8.8 umolll, with normalisation of the transaminase activiky. The
Blinadin status was normalising one month iater.

DESCUSION: Whilke paracetamal (acetaminophuen) is not metabolzed by UCTWAY, it i metabalized
by ane of the other enzymes also defident in some peoaple with G5. A subet of people with &5 may
have an increased risk of paracetamal tawicity. Cilbert's syndrame is 3 genetic cause of dhwonic
unconjugated hyperbilirubinennia. Although ne antickes in the literature suggest hepatotoxicity with
recormmended dosing, cerain studies have shown 3 potential for people with Giben's syndrome
1o be more prone to complications with normalfsupra therapeutic doses of acetaminophen. There
Is mo dear suggestion in that therapeutic doses of paracetamel {acetaminophen) are assoclated
with increased risk for hepatic of systemic toxicty in subjects with GS. This may be explained by the
fact that UCTHAE (and 10 3 lsser extent UGTIAQ) are the iscenzymes that are prmarily iwolved in
paracetamol metabolism, rather than UGT1AL Patients with Gibert's syndrome need to be
educated about possibie complications. These may indude exacerbations of jaundice, espocially
when the patient & using acetaminophen and'or Jcohol However, Hamrison's goes onto say that it
has Deen reported that there may be abnormal metabolsm of manthol, estradiol benzoate,
Icetaminophen, tolutamide, and rifanrycin. If the [aundice Decomes severe andl'or the appearance
is bothering the patient, 3 reduction in the sensm bilirubin can be temporarly achieved with
phenobarbital tablets. Umil 3 more research based opinion is avallable, clinicians must educate
Cibernt’s syndrome patients of the potential hazards of wing acetaminophen and alcohol

separatoly or together.
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