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e experience elevated

pin pigment, which may lead to

yellowing of eyes and skin.




®* Meulengrac|

® unconjugated benign bilirubinemia




®* GS was first identified by the French doctors Nicolas
Augustin Gilbert (after whom it is named) and Pierre
Lereboullet in 1900. They described a syndrome of
benign, periodic but chronic jaundice occurring without
any other symptoms of liver disease.




*(Deficiency of the uridine 1osphate gluéuronosyliransferase
zyme or UGT.

°/ A change of the UDP-glucuronosyltransferase gene — a faulty gene.
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https://en.wikipedia.org/wiki/UGT1A1_gene
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&\) PATHOGENESIS OF GS /
h

ing the day, from 200 to 450 mg of bilirubin is formed in the /

an body. In the blood, bilirubin is present in two fractions - indirect

bilirubin (formed during the breakdown of hemoglobin and enzyme
systems with the participation of heme, insoluble in water, but well
soluble in fats, toxic) and direct (soluble in water, less toxic, excreted

from the body with bile ). Direct bilirubin is formed in the liver after

binding to glucuronic acid, which is why it is also called bound or

Gilbert’s Syndrome

conjugated.

The key enzyme in this process is uridine
diphosphate glucuronyl transferase (UDPGT). —
Under conditions of UDPGT deficiency, il o
indirect bilirubin cannot be bound in the liver,
which leads to its increase in the blood and

the development of jaundice Bilinbin



heterozygous
carriers, by

splantation to a recipient from a

or with a genetic defect. In these patients, after surgery, an

lated increase in bilirubin due to the indirect fraction is
tected, which indicates the dominant role of hepatic UDFHT in

th /m%’rqbolism of bilirubin.




evident when o
me affected individuc ve reported

gue, unspecific symptoms including
atigue, weakness and gastrointestinal
symptoms such as nausea, abdominal

di/scé%for’r, and diarrhea

he bilirubin levels.
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Individuals are determined to have Gilbert syndrome by the |
presence of hyperbilirubinemia in the absence of hemolysis
(premature breakdown of red blood cells) or structural liver

bilirO e

/gmage.






®* Moleculc

lood is rarely pe

igh cost, but it allows to identify the
defective DNA that is the cause of

ilbert's syndrome.
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with rifampici

the amount of bilirubi-n.

® To exclude chronic hepatitis or cirrhosis, a liver puncture may be
prescribed




® Gilbert syndrome is considered harmless,

because it does not usually cause any health

problems. As a result, no treatment is required.






https://patient.info/health/abnormal-liver-function-tests-leaflet/gilberts-syndrome

increased
ents that adsorb
bilirubin in the erapy, the destruction of
indirect bilirubin fixec is achieved, thereby releasing

pheral receptors that can bind new portions of bilirubin,

p Teniing its penetration through the blood-brain barrier.
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of the disorder,
its inheritc IS necessary, das
tlined above.

% y should also be informed about the excellent prognosis of

ilbert syndrome.
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ndividuals with mild

hyperbilirubinemia du ilbert syndrome compared to the ¢

general population.

Gilbert syndrome patients are at an increased risk of

/deyeloping gallstones.







