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‘ In the neonatal period if the the concentration of this
bilirubin exeeds 20-25 mg/dL (which can be tightly
bound by albumin) it becomes capable of penetrating the
blood-brain barrier.
This can result in a hyperbilirubinemic toxic
encephalopathy, or kernicterus, which can cause mental
retardation.

LWEZ Giclnt b\ AN,
m Eﬂﬂ\& :—/@ SOV /dexoched £ron a\bcmm/
/’Qo’zcr\ Jp W Anusoide\  gondoce 28
1’\Qp0+ oy~ /by o Cennien mdwﬁeo’
Seturoble  sysienn /
Q v CopoCivy Syste = awr In pothelogC ¢enaHHon
no+ o ot \\mwf\j sfep
— ofepnVe  Oon Q)U\o'\v\ﬁ Wof’e)r\ Js2d |



J — fet  yp¥e of DN AUBIN

‘ g} e doperder~ on  Nemovoel of-
»I,rsi,?{u.n ' Hepat{)cgte' _ 5 6'\ HPL) ,o](\ \],' o v‘(\Q ,{—Obo( ¥ G

P +hoveys

=< 0 teporooutes | crtoglie potens  beep thom
solu biliged)  giiov to (MY D00 -

PR D) [/Taohdlf\

—) (O/‘m‘@%r\ K/

Oko prevent Z’(‘@UX 67{— (9‘il\r\()b“f\ boce +o 6(000')

(2] ConYoeption = fifrobin + glucuronic

\ Ocid  mo\eryled
His i i+ La

polon  {oom
UDP-Glucose H- 5
dehydrogenase 0({ /Q,C’(/

UDP-Glucose m » UDP-Glucuronic acid f) {\QQC-H %_\

2NAD* 2NADH + 2H"
‘N‘QDN{

&’ UDP-Glucuronosyl- QOA’S\J%‘ ZC] )
6 I ucu NonNcs 1{ k &= UDP-Glucuronic acid ki) Bilirubin monoglucuronide-’j 40'nubtn
- = -
donon Bilirubin , UoP —g:(‘mgo) ~
l UDP-Gjucuronosyl- ‘
UDP-Glucuronic acid tragstorase Bilirubin diglucuronide
+ g +
Bilirubin monoglucuronide UDP

inouceo by orvgs & biltnu b —> Jgcoted N B R
like.  Preso bonbiTo\ Vel



Canaliculus @ b/D\g)?% S)L}C\)/\OV\‘\C,O“(’Q_Q
Z10 5 (ulphoed

o reteuun wewe (D) Mosy 0 than digx)uwwom(&a
g
i Q@s&r ﬂbV\Or\r\n(y\\y p(ojmv\ e

(0]

) hunmoA 7;)lojr\'\o\ 7 mo(\oélUcurOﬂ‘\OkQJ

l@ 5€C(E+€d nto Bile

0CHye Hrongport mechent Y

reieg. llimiin >
TOxic_ confuepr
/Uﬂp L = vonous 4issve. include  frein Wl of LNroklo

@ C@’Wuaoﬁao’ (gﬂ"\r\\)b\/\ 1) MJQCJ uﬂO@iY‘r\ojy\

by ivtesHing|  bocten oy Plswes Teovced
C Jdo b o o
Coﬂqusoaep’ Slucunoni wé‘(/’\w;\gv@) 7 fac r
éihnubfn GNeobin uro e 02?/1

In lovgg irfesHng.

5] For of Unobi1 Nogm
O Swo\l {roc—non 0(: wro:1'"0gen  neobsaréed Sl

~ee xcrted *‘/'MV?L\ NNt bggy g ycle-
@W“ ’@’C"’f”\ e ew\e’rw) N Unie In fhg @«Y\O@

\/;Ob‘\“l\ Dﬁ VeC  urwa (Ddl)l)r Of\O) Co(Qun



g coloyr =3¢ 2
Un@bi\in@% % U robnling g ,P:c@\ -Hofa
X DO‘QM/\& oQ fCEceg on o~ Ne o g Nedoe

B |
7
Urobilinogen
Urine
B-glu d
Stercobilin

' U@’b@“f\ 5 ontihio+ics &szmo; \ TS0l ,Qo\f\o\
: JJZU\UJLZ, (ONJESON Oﬁ bi\\m}b\/\ to ¢+ecobin
Gillvwoln =—— K1 llnvbi N

poe  colOred dﬁec@

Qoeundice.  plledbin th;)% N
P bili e Ginemion ™ incenged  frofuctin of lavbin
= (oiyre of Vs o comuepie 20
e (Sete  b)inubin
— obSinuction OT/' zxcc&ec@ dd)
Of We
Derto BllInubin > cuapter  Bllvbin = Albovh omples
venme e % (@100 confusotal Mgpeblicibund

* it remains elevated during the recovery phase
of obstructive jaundice after the remainder of
l?he Iconjugafed bilirubin has declined to noral
evels
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oSt common  cousg.
Neonatal "Physiologic” Jaundice

* 1- accelerated hemolysis around the time of birth
* 2- immature hepatic system for the uptake
(ligandin?),
* 3- conjugation,
- A) reduced bilirubin-UGT activity

- B) reduced synthesis of the substrate for that
enzyme, UDP-glucuronic acid

* 4- decreased secretion of bilirubin.

* Since the bilirubin is unconjugated, it is capable
of penetrating the blood-brain barrier when its
concentration in plasma exceeds that which can
be tightly bound by albumin (20-25 mg/dL) leading
to hyperbilirubinemic toxic encephalopathy. &
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Decreased ability of hepatocytes to take up
and/or process unconjugated Bilirubin
{Gilbert's syndrome)
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Defective secretion of the
bilirubin in to the bile

- Dubin-Johnson
syndrome
- MOABP mutation
- MRP-2 (Multidrug resistanc
associated pr‘oTein?

+ Rotor syndome
- Rare
- Genetic
- harmless
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