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Introduction

Neonatal cholestasis is a serious condition requiring immediate
further investigation because it may be due to life-threatening
disorders that must be addressed early in order to rapidly initiate
specific treatment ( Moyer et al.,2004).

Early hospital discharge of newborns, inadequate follow up of
persisting jaundice, false reassurance by the appearance of pigmented
stool, fluctuating serum bilirubin levels, and misdiagnosis of human
milk—associated jaundice are all cited as reasons for late referral for
evaluation of cholestasis (Lee.,2008).

The differential diagnosis OF Cholestasis is broad and include
infections (TORCH infections, hepatitis B, hepatitis C, bacteremia,
and sepsis), anatomic abnormalities (biliary atresia, choledochal cyst,
inspissated bile syndrome, choledocholithiasisneonatal sclerosing
cholangitis, spontaneous perforation of common bile duct), metabolic
and genetic disorders (alpha-1 antitrypsin deficiency, galactosemia,
cystic fibrosis, tyrosinemia, Alagille syndrome, progressive familial
intrahepatic cholestasis [PFIC, 3 types with impairment of bile salt or
phospholipid secretion], bile acid synthesis defects, trisomy 18 or 21),
endocrine disorders (panhypopituitarism, hypothyroidism), toxic
causes (parenteral nutrition-associated liver disease, drugs), and
systemic diseases (shock, congestive heart failure, neonatal lupus
erythematosus) (Suchy.,2004&Jacquemin ,2012).

Early diagnosis is particularly important in biliary atresia
because timely surgical intervention with Kasai portoenterostomy
correlates with Dbetter long-term outcome and patient survival
(Wildhaber., 2012&Lien et al., 2011).



Aim of the Work

The aim of this study is to determine the prevelance , the possible risk
factors and the outcomes of neonatal cholestasis in Ain Shams
university hospitals neonatal intensive care units.



Subjects and Methods

A cohort of adequate number of neonates admitted to Ain Shams
University neonatal intensive care units( NICUs) will be enrolled in
this study.

The following data will be recorded for each neonate:

1-Maternal data including:

e History of maternal illness.
e History of drug intake,
e History of maternal risk factors for neonatal cholestasis as:

Gestional diabetes
Preeclamsia

Viral infection(CMV,EBV,HBV,HCV,ParvovirusB19,HSV and
others)

2-delivery data including:

e Mode of delivery, anathesia given and need for resuscitation.

3-neonatal data including:

e Birth weight and gestional age (by last menstrual cycle date and
confirmed by ballard score).

e Anthropometric measurements

e Clinical examinations including (cardiac, chest, abdominal and
neurological examinations)



e Laboratory data including

(CBC,CRP, Serum Na, Serum Kk, Serum ca, Serum Alk
phosphatase, Serum bilirubin (total& direct), Retics count,
coomb’s test (direct& indirect) ,ABO (maternal &neonatal).

Viral markers, TORCH survey and metabolic survey (if
available)

e Radiological data including (Chest and abdominal X-ray, CT or
MRI or Endoscopic retrograde cholangiopancreatography
(ERCP) (if available).

Neonatal cholestasis will be defined as

Conjugated hyperbilirubinemia in a neonate with serum
direct/conjugated bilirubin concentration greater than 1.0 mg/dL if the
total serum bilirubin (TSB) is <5.0 mg/dL or greater than 20 percent
of TSB if the TSB is >5.0 mg/dL( Davis et al.,2011).

All data will be statistically analysed.
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List of abbreviations

AST Aspartate tranaminases
ALT Alanine amino transferases
BA Biliary atresia

CRP C Reactive protein

DM Diabetes mellietes

GA Gestional age

HTN Hypertension

IEM Inborn errors of metabolism

INH Idiopathic neonatal hepatitis

NC Neonatal cholestasis

NEC Necrotizing enterocolitis

PFIC Progressive familial intrahepatic cholestasis
PNALD Parentral nutrition associated liver disease
PROM Premature rupture of membrane

RDS Respiratory distress syndrome

TPN Total parentral nutrition

LSCS Lower section cesarean section
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baCkg round :neonatal cholestasis prevelance and possiole risk factors of cholestasis in

ain shams university neonatal intensivec care units

dlM : determine possible risk factors ,prevelance and complications of neonatal cholestasis
Su bj ects and method S;neonates admitted to ain shams nicus

results :prevelance rate was 3% mortality rates was 45% with high mortality in low birth

weight and patients with sepsis and who take TPN

ConCI USionS:neonataI cholestasis is elevated in direct bilirubin more than 20% of total

serum bilirubin

prevelance rate among patients in ain shams university neonatal intensive care units was 3%
with mortality rate 45%

patients with low birth weight ,low gestional age and ho had sepsis and prematuer ruptur of
membrane were high risk group.
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NEONATAL CHOLESTASIS

Introduction

Hyperbilirubinemia IS a very common condition that can
occur in 2.4 to 15 % of newborns during the first two
weeks of life (Kelly and Stanton, 1995). It is commonly due to
an increase in unconjugated Dbilirubin and resolves
spontaneously. Prolonged jaundice is defined as jaundice
lasting more than 14 days or recurring after the second week of
life (McKiernan, 2001 and De Bruyne, 2011).

Hyperbilirubiniemia  requires  careful evaluation to
differentiate unconjugated hyperbilirubinemia, that is usually
benign (Venigalla and Gourley, 2004) from infrequent
conjugated hyperbilirubinemia, that is always pathological, and is
mainly due to neonatal cholestasi (Feldman and Sokol, 2013).

Early recognition of cholestasis is essential for effective
treatment of metabolic or infectious liver diseases, also surgical
management of biliary anomalies as choledochal cysts and biliary
atresia, requires timely recognition and diagnosis (Suchy, 2004).

Definition

Neonatal cholestasis(NC) is defined as conjugated
hyperbilirubinemia occurring in the newborn as a consequence
of diminished bile flow. Conjugated hyperbilirubinemia in a
neonate is defined as a serum direct/conjugated bilirubin
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concentration greater than 1.0 mg/dl if the total serum bilirubin
(TSB) is <5.0 mg/dl or greater than 20 percent of TSB if the
TSB is >5.0 mg/dl (Davis et al., 2011).

Incidence

The incidence of NC is ~1 in 2500 live births
(McKiernan, 2001) from the various conditions that can
present with NC, biliary atresia (BA) represents the major
cause and has been reported to occur in 35-41% of the cases
followed by progressive familial intrahepatic cholestasis (PFIC)
(10%), preterm birth (10%), metabolic and endocrino- logical
disorders (9-17%), Alagille syndrome (AS) (2-6%), infec-
tious diseases (1-9%), mitochondriopathy (2%), biliary sludge
(2%), and, finally, idiopathic (Hoerning et al., 2014).

Clinical picture

Clinical picture of cholestasis itself

The most common symptoms of cholestasis are
prolonged jaundice, acholic stools, dark yellow urine, and
hepatomegaly. Jaundice may decrease over the first weeks of
life as the indirect bilirubin decreases, thus giving a false
impression that the jaundice is resolving. The presence of
acholic stools is suggestive, but not diagnostic of extrahepatic
biliary obstruction, since this can also be present in severe
intrahepatic cholestasis. On the other hand, the presence of
pigmented stools suggests patency of the extrahepatic biliary
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