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ABSTRACT 

Objectives: Our objective is to detect hepatic insult and its potential risk as Co-factor 
that can be faced by babies admitted to NICU. 

Background: Liver may affect by many disorders in neonatal period, the most common 
are neonatal sepsis (mainly due to gram-negative organisms), hypoxic induced 
encephalopathy (the common neurological complication in perinatal period). 

Patients and Methods: A prospective observational study carried out in NICU of El-
Hussein University Hospital included 100 neonates for diagnosis of liver affection 
associated with other neonatal disorders  with exclusion of neonates with multiple 
congenital anomalies and cases with inborn errors of metabolism during the period 
from March 2019 to September 2019. 

Results: Our results showed a significant male admission with significant occurrence 
of liver insult in neonates with very low birth weight, neonatal sepsis, HIE, maternal 
history of PROM, maternal comorbidities, Low APGAR score, presence of 
splenomegaly, hepatomegaly, liver enzymes elevation, change in bleeding profile and 
albumin, rise in CRP and alkaline phosphatase enzyme and positive blood culture 
results. 

     The results showed significant relation between liver insult and bad outcomes and 
the use of CPAP, MV. 

Conclusion: We conclude that neonates especially with low-birth weight more prone 
to liver affection if with neonatal sepsis and hypoxic induced encephalopathy. 

Recommendation: Any baby admitted to NICU especially with critical disorders (HIE, 
Neonatal sepsis) must be investigated for liver function tests to rule out hepatobiliary 
dysfunction. 

Key words: Neonatal sepsis (NS), Hypoxic induced encephalopathy (HIE), Multi-organ 
dysfunction (MOD), Neonatal intensive care unit (NICU), premature rupture of 
membranes (PROM). 
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INTRODUCTION 

     The liver’s main function is to 
synthesize a group of body 
proteins and to act as the 
detoxifying center for the multiple 
toxic metabolic byproducts 
endogenous to the body and the 
toxins ingested daily by the 
organism[1]. On other hand the 
liver performs many essential 
functions, including the 
production of bile, regulation of 
plasma proteins and glucose, and 
biotransformation of drugs and 
toxins[2]. 

     Neonatal acute liver failure 
(ALF) is a rare condition that 
carries a high mortality (70%) 
without liver transplantation[3]. 

     The frequency of acquired liver 
injury and failure in critical illness 
has been significantly increasing 
over recent decades. Currently, 
liver injury and failure are 
observed in up to 20% of patients 
in intensive care units and are 
associated with significantly 
increased morbidity and 
mortality[4]. 

     Liver disease in early infancy 
encompasses a wide spectrum of 
conditions, including infectious, 
metabolic, and hematologic 
disorders, congenital vascular and 
heart diseases, drug-related 
toxicity, hypoxia, and gestational 
alloimmune liver disease 

associated with neonatal 
hemochromatosis (GALDNH)[5,6]. 

     Neonatal sepsis is a clinical 
syndrome characterized by 
systemic signs of infection and 
bacteremia in the neonatal period. 
Neonatal sepsis is a major cause of 
mortality and neurodevelopmental 
impairment among neonates. It 
contributes to nearly 30 % of 
neonatal deaths in developing 
countries[7-9]. 

     In neonatal asphyxia; hepatic 
involvement is often found in the 
subjects as it is highly involved in 
so many metabolic processes. This 
entity is variously termed “shock 
liver” or ischemic hepatitis. The 
condition is appropriately termed 
hypoxic hepatopathy in which 
dramatic transient elevation in 
serum concentrations of hepatic 
enzymes occurs[10, 11]. 

     Liver disorders investigated by 
biochemical liver function tests 
and specific investigations for 
cause of liver disease. Liver 
functions include 1. Bilirubin, 2. 
Liver enzymes (transaminases; 
AST and ALT), 3. Biochemistry 
of bile ducts, Alkaline 
phosphatase (ALP) elevated in 
bile epithelium damage; Ɣ-
glutamyltransferase (GGT) found 
in biliary epithelium and elevated 
in many forms of liver disease if 
normal despite high bilirubin it is 
diagnostic of specific intra-hepatic 
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cholestasis syndromes, 4. Liver 
functions, Clotting factors as 
prothrombin (PT) is very specific 
for liver dysfunction/liver failure; 
Albumin "low in chronic liver 
disease", Glucose "hypoglycemia 
indicates severe hepatic 
dysfunction"[2, 12]. Other tests are 
often performed and include 
hepatitis serology, iron and copper 
studies, α1-antitrypsin levels and 
auto-antibodies that related to the 
possible etiology of the 
abnormality[13]. 

     In fact liver affected by many 
disorders in neonatal period most 
common are neonatal sepsis, 
hypoxic induced encephalopathy 
(HIE), neonatal 
hyperbillirubinemia. Recent 
surveys found cholestasis diseases 
occupying in 76% of newborn 
liver diseases, cancer in 2%, 
metabolic diseases in 9%, acute 
hepatic failure in 10% and 
cirrhosis in 3%[12]. 

     This prospective study aimed 
to detect the prevalence of hepatic 
affection in relation to the 
demographic criteria, other risk 
factors, and associated neonatal 
disorders in neonates admitted to 
NICU. 

PATIENTS AND METHODS 

     A prospective observational 
study carried out in NICU of El-
Hussein University Hospital and 
included 100 neonates admitted 

from March 2019 to September 
2019 with collected clinical, lab 
and radiological data at first 3 
days of admission and 7 days later 
for diagnosis of liver disorders and 
its prognosis and outcome after 21 
days with exclusion of neonates 
with multiple congenital 
anomalies, those with inborn 
errors of metabolism and admitted 
neonates with extraordinary 
complications e.g. (RDS 
complicated by sepsis after hernia 
repair). 

     After approval of local ethics 
committee, written consent not 
necessary due to this is an 
observational study, no conflict of 
interest regarding study 
publication; also all data of the 
study are confidential. 

     All patients in the study were 
subjected at first 3 days of 
admission to: 

A. Routine detailed history 
taking including maternal, 
prenatal, natal, postnatal 
history. 

B. Complete general and 
systemic examination 
including cardiac, chest, 
abdominal, neurological 
examination. 

C. Laboratory investigations in 
the form of complete blood 
picture, coagulation profile, 
liver function tests, kidney 
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function tests and blood 
chemistry: include serum 
alkaline phosphatase (AP), C-
reactive protein (CRP). 

D. Imaging studies: included 1. 
Chest X-ray, 2. CT and/or MRI 
brain, 3. Echocardiography and 
Other lab and radiological 
assessment may be needed 
according to individual case 
scenario. 

     Diagnosis of hepatobilliary 
dysfunction which denotes hepatic 
cell injury was established with 
(direct bilirubin >20% of total 
with a minimum level of 2 mg/dL 
or ALT > 50 U/L) (Khalil et al., 
2012)[14]. 

     Persistent hepatobilliary 
dysfunction is abnormal lab values 

(direct bilirubin >20% of total 
with a minimum level of 2 mg/dL 
or ALT > 50 U/L) findings after 
ten days (7 days from last 
assessment) of follow up (Tiker et 
al., 2006)[15]. 

     All studied patients were 
classified accordingly into two 
groups, group I (without 
hepatobiliary dysfunction, and 
group II (with hepatobiliary 
dysfunction). 

     Data were analyzed using IBM 
SPSS software package version 
20.0 (Belmont, Calf, 2013). Data 
were collected in tables then 
analyzed in regarding to Chi 
square (x2) and p value less than 
0.05 were considered significant. 

 

RESULTS 
     Our results shows that 32 
cases delivered at full-term 
(32/100, 32%) [5 of them (5/32, 
15.6%) had liver insults while 27 
(27/32, 84.4%) hadn't liver 
insults] and 68 delivered pre-
term (68/100, 68%) [15 of them 
had liver insults (15/68, 22.1%) 
had liver insults while 53 (53/68, 
77.9%) hadn't liver insults]. In 
cases of liver insults 15 delivered 
preterm (15/20, 75%) and 5 cases 
delivered at full-term (5/20, 
25%). In case without liver 

insults 53 cases (53/80, 66.3%) 
delivered pre-term and 27 cases 
(27/80, 33.7%) delivered at full-
term. The statistical analysis 
revealed a significant occurrence 
of liver insults with pre-term 
babies (P = 0.031). 
     64 of cases delivered with 
normal weight (64/100, 64%) [9 
of them (9/64, 14.1%) had liver 
insults while 55 (55/64, 85.9%) 
without liver insults] and 36 
(36/100, 36%) delivered with [11 
of them had liver insults (11/36, 
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30.2%) had liver insults while 25 
(25/36, 69.8%) hadn't liver 
insults]. In cases of liver insults 9 
delivered with normal weight 
(9/20, 45%) and 11 cases 
delivered with low-birth weight 

(11/20, 55%). The statistical 
analysis revealed a significant 
occurrence of liver insult with 
low birth weight (P = 0.021 and 
0.031 respectively). 

Table (1): Comparison between both groups regarding diagnosis 

Diagnosis 
Group I n=80 Group I n = 20 
No. % No. % 

EOS 7 8.8 9 45.0 
X 2 
P 

15.644* 
0.001* (S) 

LOS 6 7.5 3 15.0 
X 2 
P 

4.11 
0.033 (S) 

HIE 6 7.5 6 30.0 
X 2 
P 

7.670* 
0.013* (S) 

X2 = Chi square test, * = significant if P <0.05, NS = Not significant 
EOS= early onset neonatal sepsis, LOS=late onset neonatal sepsis, HIE= Hypoxic Induced 
Encephalopathy. 
     Our results demonstrates that 
neonates with liver affection 
commonly presents with EOS 
(9/20, 45%), HIE (6/20, 30%), 

LOS (3/20, 15%), with a 
significant occurrence of these 
disorders in cases of liver 
affection (Table 1). 

Table (2): Comparison between both groups regarding abdominal 
examination 

Abdominal examination 
Group I 
(n = 80) 

Group II 
(n = 20) 

No. % No. % 
Splenomegaly 3 3.8 3 15.0 

X2 
P 

4.13 
(0.031 (S)) 

Hepatomegaly 1 1.25 13 65.0 
X2 
P 

4.13 
(0.031 (S)) 

X2 = Chi square test, * = significant if P <0.05, NS = Not significant 

     We are noticed that regarding 
abdominal examination; neonates 
with liver affection showed a 
significant percentage of 
splenomegaly (3/20, 15%), as 

well as hepatomegaly (13/20, 
65%) with (P= 0.021, 0.031 
respectively) (Table 2). 
     Also our results showed that 
liver function tests of neonates 
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revealed that there was a 
significant increase in the liver 
function tests "ALT, AST, GGT, 
PT, PTT, INR" with a significant 

decrease in the serum albumin 
and significant increase of 
alkaline phosphatase in neonates 
with liver affection (Table 3). 

Table (3): Comparison between both groups regarding liver function 
tests 

Liver function test 
Group I 
n = 80 

Group II 
n = 20 

T test P value 

ALT (U/dL) 
Range 

Mean±S.D 

 
4.00-50.00 

20.40±10.71 

 
16.00-198.00 
87.15±53.81 

109.05
3 

0.0001* 

AST (U/dL) 
Range 

Mean±S.D 

 
9.00-65.00 

34.05±14.30 

 
36.00-380.00 
137.05±82.51 

114.31
9 

0.0001* 

GGT (U/dL) 
Range 

Mean±S.D 

 
14.00-625.00 
74.71±68.72 

 
104.00-640.00 
254.05±132.41 

71.418 0.0001* 

PT (Sec) 
Range 

Mean±S.D 

 
10.00-16.80 
12.63±1.40 

 
10.90-18.60 
14.66±2.06 

27.237 0.0001* 

PTT (Sec) 
Range 

Mean±S.D 

 
24.00-55.00 
33.87±5.85 

 
31.00-98.00 
48.86±18.06 

39.603 0.0001* 

INR 
Range 

Mean±S.D 

 
0.10-1.80 
1.07±0.25 

 
0.90-2.00 
1.29±0.28 

11.844 0.001* 

Serum Albumin 
(gm/dL) 
Range 

Mean±S.D 

 
 

1.80-5.20 
3.98±0.46 

 
 

1.20-4.20 
2.90±0.86 

60.046 0.0001* 

TSB (mgm/dL) 
Range 

Mean±S.D 

 
0.80-80.00 
8.25±3.86 

 
0.30-18.50 
11.9±4.81 

 
1.94 

 
0.05* 

DSB (mg/dL) 
Range 

Mean±S.D 

 
0.10-6.60 
0.69±0.77 

 
0.10-3.70 
1.11±0.99 

 
2.07 

 
0.043* 

Alkaline 
phosphatase (IU/L) 

Range 
Mean±S.D 

 
 

91.00-625.00 
246.94±74.74 

 
 

160.00-783.00 
385.90±132.74 

 
 

39.017 

 
 

0.001* 

t = student t-test, P was significant if  0.05, * Significant difference at level 0.05 
ALT, Alanine transferase, AST, Aspartate transferase, GGT, Gamma glutamyl transferase, PT, 
Prothromine time, PTT, Partial thromboplastin time, INR, International Normalization Ratio, 
TSB, Total serum Bilirubin, DSB, Direct Serum Bilirubin 
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     In our study, 15 babies 
(15/100, 15%) with 
hepatomegaly in abdominal U.S, 
13 babies of those with 
hepatobiliary dysfunction with 
hepatomegaly in abdominal U.S 

(13/20, 65%), we noticed that 
neonates with liver affection 
showed significant increase in 
the incidence of hepatomegaly in 
abdominal U/S findings (P = 
0.01). 

Table (4): Comparison between both groups regarding abdominal 
U.S 

Abdominal  U.S 
Group I n = 80 Group II n = 80 
No. % No. % 

Normal 
Hepatomegaly 

78 
2 

97.5 
2.5 

7 
13 

35.0 
65.0 

X2 
P 

6.58(S) 
0.01 

X2 = Chi square test, P was significant if  0.05, NS = Not significant 

      Our results showed that 
neonates with liver affection had 
significant increase in the 
incidence of mortality (7/20, 

35%) than those without liver 
affection and those of the overall 
mortality rate (P = 0.001) (Table 
5). 

Table (5): Comparison between both groups regarding outcome 

Outcome 
Group I  n = 80 Group II  n = 20 

No. % No. % 
Discharge 

Died 
X2 
P 

76 
4 

95.0 
5.0 

13 
7 

65.0 
35.0 

8.64 
0.001 (S) 

X2 = Chi square test, P was significant if  0.05 

     Our study demonstrates that 
neonates with liver affection had 
significant increase in the 
incidence of mortality (7/20, 
35%) than those without liver 
affection and those of the overall 
mortality rate (P = 0.001), 3 

babies (3/7, 42%) died before 7 
days reassessment and 4 babies 
(4/7, 57%) died after (before day 
21), with significant relation 
between mortality and neonatal 
sepsis in comparison to mortality 
with HIE (Table 6). 
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Table (6): Comparison between outcome regarding HIE, neonatal 
sepsis 

Outcome of hepatobillay 
dysfunction 

HIE 
“n = 6” 

N. sepsis 
“n = 12” 

No. % No. % 
Died 
No 
Yes 

 
6 
0 

 
100.0 
0.0 

 
5 
7 

 
41.7 
58.3 

X2 
p 

5.727* 
0.038* (S) 

X2 = Chi square test, S = significant, HIE= hypoxic ischemic encephalopathy 

    Our study showed that after 2 
weeks follow-up of patients there 
was a significant increase in 
number of patients still abnormal 

in babies with neonatal sepsis 
(5/9, 55%) in relation to babies 
with HIE (P = 0.44) (Table 7). 

Table (7): Comparison between prognosis of hepatobillay dysfunction 
in HIE, Neonatal sepsis regarding persistent hepatobillay 
dysfunction 

Prognosis of hepatobillay 
dysfunction after 2 weeks 

reassessment 

HIE 
“n = 6” 

N. sepsis 
“n = 9” 

No. % No. % 
 

No 
Yes 

 
6 
0 

 
100.0 
0.0 

 
4 
5 

 
44.4 
55.6 

X2 
p 

5.0* 
0.044* (S) 

X2 = Chi square test, N.S. = Not significant, * Significant difference when P 0.05 
HIE, hypoxic ischemic encephalopathy 

 

DISCUSSION 

     This prospective observational 
study carried out at El-Hussein 
University Hospital on 100 (one 
hundred) cases of neonates whom 
were followed up from first 3 days 
of admission to 10 days of 
admission for diagnosis of liver 
disorders. 

     Our results revealed a male 
predominance without difference 

in occurrence of liver insult 
regarding gender. 

     In disagreement with our study, 
da Rocha and his colleagues, 
(2017), found that there was a 
predominance regarding female 
gender[6]. Also, İpek and his 
colleagues, (2013), found that no 
predominance regarding gender 
which conflicting with our results 
(İpek et al., 2013)[16]. 
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     In agreement with our results 
Yuri and coworkers, (2018), 
found that there was 
predominance regarding male 
gender[3]. 

     Our study revealed a 
significant occurrence of liver 
insult in premature babies 
especially if of low birth weight. 

     Accepting with what we found 
hepatobilliary dysfunction 
commonly occurred in low birth 
weight, da Rocha and his 
colleagues, (2017), found that the 
most babies was very low birth 
weight which[6]. 

     Also, in agreement with our 
results İpek and his colleagues, 
(2013), found that neonatal 
hepatobiliary dysfunction was 
common in babies with low birth 
weight[16]. 

     In agreement with our results 
Yuri and coworkers, (2018), 
found that liver insult commonly 
occurred in low birth weight 
neonates[3]. Also, Clarke and 
coworkers, (2016), found that 
neonates with liver insult 
presented antenatally by 
intrauterine growth restriction, 
prematurity, hydrops fetalis, 
oligohydramnios, fetal 
hepatomegaly, and ascites which 
run in lines with our results[17]. 

     Our results revealed a 
significant occurrence of CS 

between groups but this of no 
significance clinically in our 
study. 

     Accepting with what we found 
da Rocha and his colleagues, 
(2017), found in that the most 
babies was delivered by CS[6]. 
Also, in agreement with our study 
El-Kabbany and coworkers, 
(2017), found that most babies 
were delivered by CS method 
which was[11]. 

     We noticed that The statistical 
analysis revealed predominance of 
CS delivery in admitted babies but 
this of no significance clinically in 
our study (P = 0.527) 

     Against our results, Yuri and 
coworkers, (2018), found in their 
study that there were significant 
difference about mode of delivery, 
most babies was delivered by 
normal vaginal delivery[3]. In 
addition, Mersha and his 
colleagues, (2019), found that 
there was no significance 
difference between mode of 
delivery by which the babies were 
delivered which disagree with our 
results[8]. 

     Regarding the diseases, our 
study revealed neonatal sepsis, 
HIE, had a higher significant 
percentage of neonates with 
hepatobilliary dysfunction. 

     Comparable with our results, 
Chalasani and his colleagues, 
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(2015) and Wendon with his 
colleagues, (2017), revealed that  
HLI is the most common cause of 
massive elevation of transaminase 
level in critically ill patients which 
was in agreement with our 
results[18, 19]. Also, Yuri and 
coworkers, (2018), found that the 
baby in PICU had encephalopathy 
with evident signs of sepsis which 
was in agreement with our results 
that liver insult commonly 
occurred in neonates with neonatal 
hypoxia and sepsis[3]. 

     Our results revealed a 
significant occurrence of PROM, 
and maternal comorbidities with 
no difference between neonates 
with liver affection or those 
without liver affection with 
irrelevant maternal history of DM, 
HTN and other historical 
elements. 

     In disagreement with our 
results Mersha and his 
colleagues, (2019), found that 
there was no significance 
difference for occurrence of 
pregnancy induced hypertension, 
PROM in babies delivered with 
liver insult[8]. 

     Our study revealed significant 
occurrence of liver insult in 
neonates with neonatal asphyxia 
especially with low Apgar score 
<3 at 5 min. 

     Conflicting with our results da 
Rocha and his colleagues, 

(2017), found that the baby had 
APGAR score 6 and 8 after 1 min 
and 5 min.[6]. Also, Yuri and 
coworkers, (2018), found that the 
APGAR score of the reported 
baby didn't affected by liver insult 
which disagree with our results[3]. 
In addition, Mersha and his 
colleagues, (2019), found that 
there was no significance 
difference of occurrence of low 
APGAR score in neonates 
delivered with liver insults which 
disagree with our results[8]. And 
Chiou with coworkers, (2017), 
found that there was no difference 
between babies with liver insults 
and those without liver insults 
regarding APGAR score at 1 min 
or 5 min which disagree with our 
results[20]. 

     Regarding systemic 
examination there were no 
difference between babies with 
hepatobilliary dysfunction and 
those without liver insult 
regarding heart examination, chest 
examination, head and neck 
examination and examination of 
extremities with a significant 
occurrence of hypotonia in 
neonates with liver affection. On 
this way, Yuri and coworkers, 
(2018), found that the baby had 
hypotonia which was in agreement 
with our results[3]. 

     From the abdominal 
examination findings, 
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hepatomegaly and splenomegaly 
associated with significant higher 
percentage of neonates with 
hepatobilliary dysfunction. 

     In agreement with our results 
da Rocha and his colleagues, 
(2017), found in that the baby had 
abdominal collateral, and 
hepatosplenomegaly[6]. Also, Yuri 
and coworkers, (2018), found 
that the baby had marked 
hepatomegaly with bad general 
condition which was in agreement 
with our results[3]. 

     Conflicting with what we 
found in our study Taylor and 
Whitington, (2016), found 
neonates with acute liver failure 
didn't had 
hepatospelenomegally[21]. 

     Regarding the lab finding 
neonates with elevated liver 
function tests "ALT, AST, GGT, 
PT, PTT and INR", had a 
significant percentage of 
hepatobilliary dysfunction. 

     Accepting with what we found 
in our study El-Kabbany and 
coworkers, (2017), found 
elevated levels of AST, ALT, 
GGT, total and direct bilirubin in 
neonates delivered with hypoxia 
(Asphyxia) and explained this by 
liver insult due to damaging effect 
of hypoxia on liver[11]. 

     Also, Yuri and coworkers, 
(2018), found that the baby had 

elevated INR and PTT and PT due 
to coagulopathy which was in 
agreement with our results that 
liver insult associated with 
coagulation defects[3]. 

     Against our results Taylor and 
Whitington, (2016), found that 
their neonates with acute liver 
failure had either low or normal 
liver enzymes[21]. In addition, 
Chiou and coworkers, (2017), 
found that there was no difference 
between babies with liver insults 
and those without liver insults 
regarding liver function tests 
(AST, ALT, GGT) which disagree 
with our results[21]. 

     Alkaline phosphatase and CRP 
were significantly elevated in 
neonates with liver insult while no 
difference between regarding 
RBS, urea and serum creatinine. 

     In agreement with our results 
Chiou and coworkers, (2017), 
found that there was a significant 
increase of alkaline phosphates 
enzyme in babies with liver insults 
than those without hepatobilliary 
dysfunction[21]. 

     Neonates with liver affection 
showed significant increase in the 
incidence of positive blood C/S.) 
In agreement with our results 
Khalil and his colleagues, (2012), 
found that majority of infections 
were caused by positive blood 
culture especially for Gram 
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negative organisms 
(Klebsiella)[14]. 

     Our results noticed a 
significant relation between 
hepatic affection and use of 
CPAP, mechanical ventilation 
without significant difference 
regarding use of nasal prong 
oxygen. da Rocha and his 
colleagues, (2017), found that the 
baby needed MV shortly after 
birth[6]. 

     We noticed that neonates with 
liver affection due to neonatal 
sepsis had significant increase in 
the incidence of mortality. In 
agreement with our results Bhatia 
and his colleagues, (2013), 
reported in their study that 
Squires with his coworkers, 
(2006) found in their study that 
over 50% of cases of babies with 
liver insult in neonatal sepsis had 
poor outcome "died" except if 
subjected to liver 
transplantation[22]. 

     Our study showed that after 2 
weeks follow-up of patients there 
was a significant increase in 
number of patients still abnormal 
in babies with neonatal sepsis, 
Khalil and his colleagues, (2012), 
found that at day 10 babies with 
neonatal sepsis still have statistical 
significant abnormal lab finding 
which run in line with our result, 
Chhavi and his colleagues, found 
that there was a statistical 

significant sharp decline of 
elevated lab value in babies with 
HIE which run in line with our 
results[14, 23]. 

CONCLUSION 

     We conclude that there was 
many risk factors and diseases 
associated with hepatobilliary 
dysfunction and persistent 
hepatobilliray dysfunction need 
further follow up and may affect 
the outcome. 

RECOMMENDATION 

     Any baby admitted to NICU 
especially HIE, Neonatal sepsis 
must be investigated for liver 
function tests to rule out 
hepatobiliary dysfunction. 
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انماط الضطرابات الكبدية بالعناية المركزة لحديثى 
  الوالدة

د المليك، أحمد فتحى عبد ، عاطف السيد دنيا، محمد حسن عبابراهيم سعيد ابراهيم

  العزيز*

  اقسام طب االطفال والباثولوجيا االكلينيكية، جامعة األزهر

مات           ر س والدة يظه ديث ال ل ح ي الطف د ف ان الكب

ي  و الطبيع ة النم ن عملي زء م ا ج د غالب دة تع يولوجية فري فس

ن  ة م نيع مجموع ي تص د ه ية للكب ة األساس ل. فالوظيف للطف

م  ات الجس دة بروتين ية عدي ائف أساس رورية وأداء وظ الض

ا  ات البالزم يم بروتين روبين وتنظ نيع البيلي منا تص متض

  .والجلوكوز وعملية التحول الحيوي لألدوية والسموم

ى           ؤدى ال د وت يب الكب ا تص ا م طرابات دائم اك اض وهن

ة  ائف الحيوي ارات الوظ طة اختب ها بواس تم فحص ه وي اعتالل

ات ة وفحوص ل  والكيميائي د مث رض الكب باب م ة ألس متخصص

ذلك  وي وك فاتاز القل زيم الفوس د وان ات الكب روبين وإنزيم البلي

ل  تجلط مث ل ال فيراز وعوام ل ترانس ا جلوتامي زيم جام ان

ذ  ري تُنف ارات أخ اك اختب م ان هن ومين. ث رومبين وااللبي البروث

ات  ذلك دراس د ك اب الكب ة اللته ام المناعي ص االجس من فح تتض

د والن ام الحدي ين واألجس ي تربس ا وان انت روتين الف بة ب اس ونس ح

  .المضادة المتصلة بالسبب المحتمل للسبب المرض

دة           طرابات عدي أثر باض د تت راض الكب ة ان أم ي الحقيق ف

دي  ان الولي ا: اإلنت يوعا منه ر ش والدة، األكث ديثي ال ة ح ي مرحل ف
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ة وج ات الحديث جين بالدماغ.والدراس ص األكس تالل نق دت أن واع

ل  فراوي تمث ود الص راض الرك ي 76أم د ف راض الكب ن أم % م

رطان  والدة، الس ديثي ال ل ا2ح راض التمثي ذائي %، أم %، 9لغ

اد  د الح ل الكب د % و2فش ف الكب دي 3تلي ان الولي ن اإلنت %.ولك

املي  ي ك اة ف ابة والوف ية لالص باب الرئيس ن األس د م ي واح يبق

والدة. ديثي ال ن ح و م ي النم ن  وناقص رغم م ى ال دم وعل أن التق

اة  دالت النج ي مع ن ف ي تحسُّ د أدي إل والدة ق ديث ال ة بح ي العناي ف

ازال  ه م و، اال ان ي النم ال ناقص ي األطف اعفات ف ل المض وتقلي

راض  اة واألم ي الوف ة ف ورة ملحوظ اهم بص دي يس ان الولي اإلنت

ان  ديثي الوالدة.فاإلنت ة بح دات العناي ي وح و ف ي النم ين ناقص ب

د ا الولي ددة مم اء متع ائف أعض ي وظ ل ف ل بخل ا يتص ي غالب

ي  ل ف يئة. كالفش ة س ة حتمي ة ونتيج ات عالي بة وفي ي نس ؤدي إل ي

فراوي  در ص ورة ك ي ص فراوي ف دي الص از الكب ائف الجه وظ

ي  ن ثلث ر م ي أكث جيله ف م تس ذا ت د وه ات الكب ي انزيم اع ف أو ارتف

ديثي ا ممح ابتهم بتس د اص روا بع ذين اختب دج ال والدة الخ دم  ل ال

ا البكتير ائعي طراب ش ذا االض رام. وه البة الج ا س اً  بكتيري عالمي

ل  ي 75ويمث فيات ف ي المستش دخول ف ادة ال االت إع ن ح % م

  .األسبوع األول من العمر

ي           بب رئيس خ س جة الم ص أكس تالل نق د ان اع ا وج أيض

جة  ص األكس ن نق تج م ذي ين ة ال ي الطفول زمن ف ز الم ي العج ف

ص  امي ونق جين النظ ص األكس ي نق ا إل خ مؤدي ا الم ارواء خالي

والدة. ديثي ال ي ح دم ف ي ال ي  ف والدة ف ل ال دث قب ن أن يح ذا يمك وه

االت،20 ن الح ي  % م والدة ف اء ال والدة 30اوأثن د ال %، أو بع

ي  االت.10ف ن الح ن أن  % م دم يمك ي ال جة ف ص األكس ان نق
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ن  د م م والعدي ي الجس و ف يج وعض ل نس ف لك ي تل ؤدي إل ي

بي األعض از العص ي والجه د والُكل ل الكب تهدفة مث اء المس

  .المركزي والقلب واألوعية الدموية والرئتين

دي           تالل الكب دوث االع ب ح ذت لتعق ة نف ذه دراس وه

ال  ا األطف ن أن يواجهه ي يمك ة الت ورة المحتمل ل الخط وعوام

والدة. ديثي ال زة لح ة المرك دة العناي وزين بوح ذه  المحج وه

ة نٌ  ن الدراس ة م ة حال ي مائ امعي عل ين الج في الحس ي مستش ذت ف ف

ة  ي أربع ومين إل ن ي ابعتهم م م مت ذين ت والدة ال ديثي ال ال ح األطف

  .عشر يوما لتشخيص اعتالالت الكبد وتاثيراتها

ذكور           د ال يوع تواج ه ش ة لتظ ذه الدراس ائج ه اءت نت وج

ي  د ف تالل الكب دل اع ي مع تالف ف دون اخ ة ب بالدراس

ين ي الجنس ر ف كل كبي دي بش تالل الكب دوث االع رت ح .كذلك أظه

والدة. ديثي ال ن ح و م ي النم دج وناقص ال الخ ا  األطف وايض

دون  ن ب رية لك ن والدة قيص اتجين ع ال الن ة لألطف رت غلب أظه

  .اختالف اكلينيكي في النتائج

ي           دى ف تالل الكب وظ لالع يوع ملح رت ش ذلك أظه ك

ص أ دي، نق ان الولي االت اإلنت ل ح كل أق يوع بش خ وش جة الم كس

ر  فراء غي اع الص االت ارتف ة وح ب الوراثي راض القل ي أم ف

  .المباشرة واألعراض األخري لالعتالل الكبدي

االت           ي ح دى ف تالل الكب يوع االع رت ش ا أظه ا نتائجن أيض

راض  ر واألم ية المبك زق األغش ألم بتم ي ل اريخ المرض الت

ائج ي النت تالف ف دون اخ احبة ب ألم  المص ي ل اريخ المرض ين الت ب

ابة دم المص غط ال اع ض كرى وارتف البول الس ل  ب والعوام
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دوث  تنا ح رت دراس ذلك أظه افة ل ية األخري.باإلض المرض

اق  االت االختن ي ح والدة ف ديثي ال ي ح دي ف تالل الكب ح لالع واض

اس ي مقي ة ف دي خاص ن  Apgar الولي ل م ر  3أق د عم  5عن

  .دقائق

ا أوض          ذلك نتائجن اك دوثا ملحوظ د  حت ح خم الكب لتض

الفحص  د ب اعتالل الكب ابين ب والدة المص ديثي ال ي ح ال ف والطح

ريض. ى للم ة  االكينيك م المختلف زة الجس ص اجه بة لفح ا بالنس ام

ابين ب ال المص ين األطف ات ب د اختالف ال توج دون ف د وب اعتالل الكب

د تالل الكب ي  اع از التنفس ب والجه ص القل بة لفح ذا بالنس وه

رأ وتر وال نقص الت ح ل دوث واض ع ح راف، م ق واألط س والعن

اعتالل  ابين ب ال المص ي األطف ام ف اء ع دوث ارتخ لى وح العض

 الكبد.


