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Abstract

Background: Spontaneous bacterial peritonitis (SBP) is a serious complication in infants and children with chronic
liver disease (CLD); however its diagnosis might be difficult. We aimed to study the feasibility of diagnosing SBP by
routine ascitic fluid tapping in infants and children with CLD.

Methods: We enrolled thirty infants and children with biopsy-proven CLD and ascites. Ascitic fluid was examined
for biochemical indices, cytology and cell count. Aerobic and anaerobic bacteriological cultures of ascitic fluid were
preformed. Direct smears were prepared from ascitic fluid deposit for Gram and Zheil-Nelson staining.

Results: Patients were divided into three groups: Group I included five patients with SBP in which the cell count
was ≥ 250/mm3 and culture was positive (16.7%), Group II, eight patients with culture negative neutrocytic ascites
(CNNA) with cells ≥ 250/mm3 and negative culture (26.7%) and Group III, seventeen negative patients (56.6%) in
which cells were <250/mm3 and culture was negative. None of our patients had bacteriascites (i.e. culture positive
with cells <250/mm3). Presence of fever was significantly higher in SBP and CNNA. The mean lactate
dehydrogenase (LDH) level was significantly higher in ascitic fluid in the infected versus sterile cases (p < 0.002).
A ratio of ascitic/serum LDH ≥ 0.5 gave a sensitivity of 80%, specificity of 88%, positive predictive value (PPV) of
66.7%, negative predictive value (NPV) of 93.7% and accuracy of 63.3%. The mean pH gradient (arterial - ascitic)
was significantly higher in SBP and CNNA cases when compared to the negative cases (p < 0.001). Ascitic fluid
protein level of ≤ 1 gm/dl was found in 13/30 (43.3%) of studied cases with a sensitivity of 100%, specificity of
64.7%, PPV of 45.5%, NPV of 100% and diagnostic accuracy of 53.3% (p = 0.0001).

Conclusions: SBP is a rather common complication in children with CLD. Culture of the ascitic fluid is not always
diagnostic of infection. Biochemical parameters of the ascitic fluid definitely add to the diagnostic accuracy. LDH
ascitic/serum ratio ≥ 0.5, an arterial-ascitic pH gradient ≥ 0.1 and total ascitic fluid protein ≤ 1 gm/dl are the most
significant parameters suggesting infection.

Background
Patients with chronic liver disease (CLD) are particularly
susceptible to infections with a higher prevalence in cir-
rhotics [1]. Ascites is a frequent complication of cirrhosis.
Spontaneous bacterial peritonitis (SBP) is defined as
infected ascites in absence of recognizable secondary
cause of infection [2]. It occurs in up to 10% of adult

CLD patients with ascites because of bacterial over-
growth with translocation through a more permeable
small intestinal wall and impaired defense mechanism
[3]. SBP can have a silent up to catastrophic presentation.
However, patients typically have nonspecific symptoms
such as nausea, abdominal pain, fever or mild confusion
[4]. Fever and abdominal pain are among the most com-
mon presentations [5]. SBP is one of the major causes of
morbidity and mortality in cirrhotic patients [1]. Lethality
is high. Older studies reported 80-100% lethality in SBP,
which is probably given partly by the worse therapeutic
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possibilities in cirrhotic patients and lack of availability of
effective antibiotics. Better results with only 20%-40%
lethality reported in more recent studies are, to a certain
extent, due to early diagnosis and treatment [6-8].
The aim of this study was to prospectively evaluate the

feasibility of diagnosing SBP by routine ascitic fluid tap-
ping in a cohort of Egyptian infants and children with
biopsy-proven CLD associated with ascites in order to
study the prevalence of SBP in them, its different clinical
presentations, causative organisms, diagnosis and prog-
nosis. We also aimed to study the value of biochemical
parameters including ascitic fluid pH, lactate dehydro-
genase (LDH), glucose and total proteins compared to
their blood levels in diagnosing culture-negative patients.

Patients and methods
We prospectively enrolled thirty hospitalized infants and
children from the Pediatric Hepatology Unit of Cairo
University Children Hospital with CLD confirmed by
liver biopsy and associated with ascites.
All patients were subjected to the following:

1) Full history-taking
2) Thorough clinical examination
3) Routine laboratory investigations including: com-
plete blood count, biochemical tests of liver function,
total plasma proteins and serum albumin, and kid-
ney function tests.
4) Serum complement (C) C3, C4 and immunoglobu-
lins (Igs) M, G and A (using Radial Immune Diffusion).
5) Diagnostic paracentesis was performed under
strict aseptic conditions and the amount of fluid
withdrawn for the diagnosis did not exceed 40 ml.
Therapeutic large volume paracentesis followed
immediately when indicated.

Ascitic fluid was examined for:
I. Biochemical indices, including pH, glucose, LDH

and total proteins.
II. Cytology and cell count.
III. Bacteriological examination. A portion of ascitic fluid

(20 ml) was allocated into two test tubes containing thio-
glycollate broth medium, which were incubated at 37°C.
The remainder of ascitic fluid was immediately centrifuged
and the deposit was inoculated on trypcase soy blood agar
for aerobic and anaerobic cultures and on to MacConkey’s
and Thio sulfate Citrate Bile Salts Sucrose (TCBS) agar
medium for aerobic culture. Plates were examined after 24
hours (hr) and again after 48 hr. If they showed no growth,
subcultures were done from thioglycollate broth and
nutrient broth and on to blood agar and Mac Conkey’s
medium for aerobic cultivation; broth media were incu-
bated up to 10 days. Anaerobic colonies were identified by
API-20 A kit. Direct smears were prepared from ascitic

fluid deposit for Zheil-Nelson (ZN) and Gram staining.
Following cytological and bacteriological examination,
patients were classified into 3 groups according to the
long-accepted classification [6,7,9]:-
Group I spontaneous bacterial peritonitis (SBP) in

which the cell count was ≥ 250/mm3 and culture was
positive (five cases or 16.7%).
Group II culture negative neutrocytic ascites (CNNA)

with cells ≥ 250/mm3 and culture negative (eight cases
or 26.7%).
Group III negative cases (seventeen cases or 56.6%) in

which cells ≤ 250/mm3 and culture negative.

6) Arterial blood samples were taken for pH deter-
mination by Bayer Ciba-Corning 288 Blood Gas
Analyzer
7) Blood and ascitic fluid were examined for the fol-
lowing biochemical parameters:

A) pH.
B) LDH was measured by ultraviolet kinetic
method based on the following equation:

Lactate + NAD
LDH−−→ Pyruvate + NADH + H

C) Glucose was measured by an Express Plus
automated random access autoanalyzer, using an
enzymatic method depending on the following
equation:

Glucose + ATP → G - 6 - P + ADP

Glucose 6P + NAD
G - 6 - P - D−−−−−−→ 6 - phosphogluconate + NADH + H+

D) Total proteins and albumin were measured by
automated auto-analyzer 550 express plus (Ciba
Corning Diagnostics).

All procedures were in accordance with the current
revision of the Helsinki Declaration [10]. Parents or
guardians of all patients had to give informed consents
to participate in the study. Patients/guardians who
refused to consent were excluded.

Statistical Analysis
The power of work of the study was more than 90%. All
results were statistically analyzed. Qualitative variables,
expressed as percentages, were compared in different
groups using the Chi-square test. For all the statistical
tests done, a p-value < 0.05 indicated a significant result.
Diagnostic accuracy of different biochemical tests were
measured by multi-variate analysis.

Results
This study included thirty infants and children with
CLD confirmed by liver biopsy and associated with

El-Shabrawi et al. Italian Journal of Pediatrics 2011, 37:26
http://www.ijponline.net/content/37/1/26

Page 2 of 6



ascites. Their ages ranged from 6 months to 11 years,
with a mean age of 5.1 ± 3.3 years. There were nineteen
males (63.4%) and eleven females (36.6%). The study
groups were classified into: Group I, five patients with
SBP (16.7%), Group II, eight patients with CNNA
(26.7%) and Group III, seventeen negative patients
(56.6%). None of our patients had bacteriascites, i.e., cul-
ture positive with cells < 250/mm3. The etiology of CLD
in study group is summarized in Table 1.
There were no statistically significant differences in the

clinical characteristics between the three studied groups
with the exception of fever which was more evident in
patients with SBP (100%) and CNNA (87.5%) when com-
pared to negative cases (53%) {p < 0.05}. Oral broad spec-
trum antibiotics (mostly first generation cephalosporins
or amoxicillin-clavulanate were given for 10 days) were
given in 4/8 (50%) of those with CNNA before presenta-
tion. None of the positive or negative cases received oral
antibiotics in the immediate pre-presentation time.
The standard biochemical liver function tests, total

plasma proteins and serum albumin and kidney function
tests were comparable between the study groups. The
mean serum IgG, IgM, and IgA level did not differ
between the three groups. The CNNA group exhibited
significantly higher levels of serum IgM and IgG when
compared to negative cases (p < 0.05); this was not
observed in the SBP group. C3 level was highest in
CNNA (118.5 ± 51.5) when compared to negative cases
(78.8 ± 29.4) (p < 0.05), but C4 did not significantly differ
in the three groups. Leucocytosis with shift to the left, as
an indicator of infection, was observed in 20% of SBP
group, in 29.4% of negative cases, and in 50% of those
with CNNA.
In this study, positive culture was detected in five cases

(SBP), two of them reveled Bacteroides, gram negative
anaerobes (40%), coagulase positive Staphylococcus in
one case (20%), anaerobic Streptococcus in one case
(20%) and one case had Streptococcus pnemoniae (20%).
The mean cell count in ascitic fluid was significantly

higher (p < 0.01) in SBP (906 ± 1178.8) and CNNA
(1013.7 ±1322.5) when compared to negative cases

(60.6 ± 72.8). Mean pH of the ascitic fluid was 7.37 ±
0.03 in SBP cases, 7.36 ± 0.05 in CNNA, which were
significantly lower than 7.43 ± 0.05 in negative cases
(p < 0.05).
The mean pH gradient (arterial - ascitic) was signifi-

cantly higher in SBP and CNNA cases when compared
to the negative cases (p < 0.001) (Figure 1). A pH gradi-
ent at a cut off ≥ 0.1 (Table 2) was found to have a sen-
sitivity of 80%, specificity of 94%, PPV of 80%, NPV of
94.1% and diagnostic accuracy of 66.7% (p = 0.0001).
Regarding the glucose level in the ascitic fluid, the

mean level was 75 ± 35.7 mg/dl, 56.8 ± 17.7 and 86.3 ±
22.3 in SBP, CNNA and negative cases respectively. The
mean gradient of glucose (serum-ascitic) is presented in
Figure 2. CNNA cases had significantly lower levels and
higher gradient if compared to negative cases (p < 0.05);
this was not observed in SBP cases. A cut off value for
serum glucose level ≤ 60 mg/dl, (Table 2) had a total
sensitivity of 60%, specificity of 82%, PPV of 50%, NPV
of 87.5%, and diagnostic accuracy of 56.7% (p = 0.0001).
A glucose gradient of ≥ 60 mg/dl (Table 2), had a sensi-
tivity of 60% and specificity of 88%, PPV of 60% NPV of
88.2% and diagnostic accuracy of 60% (p = 0.0001).
LDH level in ascitic fluid had a mean of 132 ± 50.7

and 110.8 ± 47.3 in SBP and CNNA respectively, which
was significantly high if compared to 61.5 ± 33.6 in
negative cases (p < 0.002). The ratio of LDH (ascitic/
serum) was 0.5 ± 0.08 and 0.5 ± 0.16 in SBP and CNNA
respectively, which is significantly higher than 0.3 ± 0.18
in negative cases (p < 0.05). An LDH ratio at cut off ≥
0.5 (Table 2) had a sensitivity of 80%, specificity of 88%,
PPV of 66.7%, NPV 98.75% and diagnostic accuracy of
63.3% (p = 0.0001).
Total ascitic fluid protein level was lowest in SBP (0.6 ±

0.4 gm/dl), 2.9 ± 2 gm/dl in CNNA and 1.7 ± 0.09 in
negative cases (p < 0.05). A protein level of ≤ 1 gm/dl
was found in 13/30 (43.3%) of studied cases (Table 2)
with a sensitivity of 100%, specificity of 64.7%, PPV of
45.5%, NPV of 100% and diagnostic accuracy of 53.3%
(p = 0.0001). Regarding the outcome, five patients died
during the enrollment period, giving a mortality of 33.3%,

Table 1 Classification of study groups according to etiology of CLD

Etiology of CLD SBP cases
N = 5
(N)

CNNA cases
N = 8
(N)

Negative cases
N = 17
(N)

Total
N = 30
N(%)

Veno-occlusive disease (VOD) 1 4 9 14 (46.6%)

Liver cirrhosis 3 1 5 9 (30%)

Neonatal giant cell hepatitis - - 2 2 (6.6%)

Hepatic fascioliasis - 1 1 2 (6.6%)

Portal vein obstruction 1 - - 1 (3.4%)

Cryptogenic liver cirrhosis - 1 - 1 (3.4%)

Caroli’s Disease - 1 - 1 (3.4%)
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two of them had SBP diagnosed as liver cirrhosis, one
had CNNA diagnosed as Caroli’s disease and two were
negative cases (diagnosed as Neonatal giant cell hepatitis
and liver cirrhosis).

Discussion
In this study, thirty children with CLD and ascites were
studied for evidence of peritonitis, five (16.7%) of them
diagnosed as SBP and 8 (26.7%) had CNNA, i.e., total
cases with evidence of peritonitis were 43.4%.
The incidence of peritonitis whether SBP or CNNA is

relatively high in this study if compared with Syed et al,
who reported an incidence of 20/81 (24.6%) peritonitis in
cases with CLD. Classical SBP was noted in four cases,
CNNA was present in thirteen cases and bacterascites was
found in three of their patients [2]. Meanwhile, Dehghani
et al., reported an incidence of SBP in 36.1% children with
chronic end-stage liver disease [11]. The prevalence of
SBP was 20.6% in a similar study conducted by Haghighat
and colleagues [5]. A lower prevalence for SBP was noted
in a retrospective study performed by Evans and collea-
gues. The prevalence for SBP and CNNA was 1.4% and
2.1% respectively (giving a combined prevalence of 3.9%)
[12]. On the other hand, none of the cirrhotic cases with

chronic ascites in the study conducted by Romney et al.,
showed evidence of SBP [13]. In concordance, Jeffries et
al. reported that the prevalence of SBP in patients with
CLD was null, but the prevalence of bacterascites was
2.3% [14].
Clinical signs and symptoms such as fever and abdom-

inal pain are considered the most prevalent features of
SBP [15]. In the present study, fever was the only signif-
icantly evident clinical feature in the infected (SBP +
CNNA), (92.3%) when compared with negative cases
(53%) (p < 0.05). Similarly, Vieira and colleagues found
that fever, worsening ascites and encephalopathy were
the most prevalent clinical features in their patients with
infected ascites but the difference between infected and
non-infected cases was not significant [16]. Another
study reported that upper gastrointestinal bleeding and
abdominal pain were the most common presenting
symptoms of SBP [2].
Song et al. and Christou et al. reported that bacteria of

enteric origin, especially Escherichia coli and Klebsiella
species were the most common pathogens encountered
in infected cases [1,17]. Similarly, a positive culture with
enteric bacteria was observed in 60% (3/5) of our SBP
group.
The biochemical liver function tests, serum albumin

and total proteins did not differ significantly between
the three groups. Natarajan et al. and Wojtacha et al.,
reported a high incidence of bilirubin, liver enzymes,
albumin, total protein disturbance in patients with SBP
when compared to the non-infected cases [18,19]. Liver
dysfunction is known to impair the defense mechanisms
against infection seen in cirrhotic patients because of
depressed reticuloendothelial system phagocytic activity,
reduced serum complement levels and low antibacterial
activity of asitic fluid [18].
The most important predictor of renal failure and

hospital mortality after SBP is the presence of renal
impairment at infection diagnosis [20]. Serum urea and
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Figure 1 Histogram for the mean values (±SD) of pH gradient
(Serum-asitic fluid) in different studied groups.

Table 2 The values of different biochemical parameters in studied groups

Groups pH gradient
(arterial - ascitic)

Glucose level in
ascitic fluid (mg/dl)

Glucose gradient
(serum-ascitic fluid)

LDH ratio ascitic
fluid/serum

Total proteins level of
ascitic fluid

≥ 0.1 <0.01 ≤60 >60 ≥ 60 <60 ≥ 0.5 <0.5 ≤1 gm% >1 gm%

SBP
(n = 5)

4/5
(80%)

1/5
(20%)

3/5
(60%)

2/5
(40%)

3/5
(60%)

2/5
(40%)

4/5
(80%)

1/5
(20%)

5/5
(100%)

-

CNNA
(n = 8)

6/8
(75%)

2/8
(25%)

6/8
(75%)

2/8
(25%)

5/8
(62.5%)

3/8
(37.5%)

5/8
(62.5%)

3/8
(37.5%)

2/8
(25%)

6/8
(75%)

Negative
(n = 17)

1/17
(6%)

16/17
(94%)

3/17
(17.6%)

14/17
(82.4%)

2/17
(11.7%)

15/17
(88.3%)

2/17
(11.7%)

15/17
(88.3%)

6/17
(35.2%)

11/17
(64.7%)

P value

SBP versus negative p < 0.001 p > 0.05 p < 0.05 p < 0.002 p < 0.05

SBP versus CNNA p > 0.05 p > 0.05 p > 0.05 P > 0.05 p < 0.05

CNNA versus negative p < 0.001 p < 0.05 p < 0.05 p < 0.01 p > 0.05
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creatinine did not differ significantly in our study in the
various groups. Vieira and colleagues also reported no
significant difference in serum urea and creatinine
between infected and sterile ascites cases [16].
The immunological status of patients, demonstrated by

the serum Igs (IgM, IgG, IgA), C3 and C4 levels did not
differ significantly in SBP cases when compared to CNNA
or negative cases. Yildirim et al., reported decreased levels
of serum and ascitic C3 and C4 in patients with SBP when
compared to those without, but the serum Igs were similar
in the patients with and without SBP [21]. The comple-
ment components have been shown to play an important
role in the development of immunologically mediated
inflammatory reactions. Cirrhotic patients are known to
have low ascitic fluid C3 and are more predisposed to SBP
[21]. Therefore C3 and C4 levels must be determined in
the ascitic fluid itself as the possibility of alternative com-
plement pathway activity occurring within the peritoneal
cavity cannot be ruled out.
The pH of ascitic fluid was significantly lower in both

SBP and CNNA when compared to negative cases. On
the other hand, Vieira et al., reported a median pH level
of 7.4 in the non-infected as well as in the infected
ascites group [16]. The ascitic fluid pH appears to be an
indirect measurement of the presence of PMNL and
large numbers of PMNL must be present before the pH
decreases.
In this study, an ascitic fluid pH lower than 7.35 and a

blood-ascitic fluid pH gradient of 0.1 or greater were the
most accurate thresholds for diagnosing SBP as evidenced
by having the highest diagnostic odds ratio. Conversely, a
blood-ascitic fluid pH gradient of lower than 0.1 lowers
the likelihood of SBP [4].
The ascities median glucose level was lower in infected

cases (88.5 mg/dl) when compared to the non-infected
cases (104 mg/dl) in a study conducted by Vieira and col-
leagues, but this difference was not statistically significant
(p = 0.07) [16]. Yilidrim et al., reported a mean serum
glucose level of 96 mg/dl in cases with SBP when com-
pared to 85.4 mg/dl and 70.5 mg/dl in malignant and

tuberculous ascities respectively [21]. In contrast to cere-
brospinal fluid infection, the glucose levels or the serum-
ascites glucose ratio are not useful to diagnose SBP. This
may be explained by the low concentration of bacteria
frequently observed in cases of SBP in contrast with
observations in secondary bacterial peritonitis [15].
The mean LDH level in this study was significantly

higher in the infected versus sterile cases (p < 0.002).
No significant differences in LDH level between infected
and non-infected cases of ascites was reported in Vieira
study [16].
The total proteins estimated in ascitic fluid were signifi-

cantly lower in cases with SBP when related to the CNNA
or negative cases. Such et al., reported that patients with
SBP, had a significantly decreased serum albumin and
ascitic fluid total proteins. Total proteins ≤ 1 gm/dl was
found to be the most important risk factor for develop-
ment of SBP in cirrhotic patients [22]. It is related to the
low ascitic fluid bactericidal capacity observed in these
patients [23].
Mortality rate observed in this study was 16.7% (5/30)

and it did not differ significantly in the three groups
40%, 12.5%, 12%, respectively (p > 0.05). In reports from
the 1970s, the mortality rate from SBP exceeded 90%
but recent data show a lower mortality rate of 30%
[24,25].

Conclusion
We conclude that SBP is a rather common problem in
children with CLD. Apart from fever, symptoms and
signs are not always conclusive of the diagnosis and a
high index of suspicion is needed in all cases with
ascites for early diagnosis of cases. Routine culture of
the ascitic fluid is not always diagnostic of infection.
Biochemical parameters of the ascitic fluid will add to
the diagnostic accuracy. A pH gradient (arterial-ascitic)
≥ 0.1, LDH ratio ascitic/serum ≥ 0.5 and total proteins
of ascitic fluid of ≤ 1 gm/dl are the most important
parameters highly suggestive of the presence of
infection.

Abbreviations
(CLD): Chronic liver disease; (C): Complement; (CNNA): Culture negative
neurocytic ascites; (Igs): Immunoglobulins; (LDH): Lactate dehydrogenase;
(NPV): Negative predictive value; (PPV): Positive predictive value; (SBP):
Spontaneous bacterial peritonitis; (TCBS): Thio sulfate Citrate Bile Salts
Sucrose and (ZN): Zheil-Nelson.

Acknowledgements and Funding
Acknowledgements- none declared
Funding- The research was funded by the researchers as employees of Cairo
University

Author details
1Pediatric Department, Faculty of Medicine, Cairo University, Cairo, Postcode
12411, Egypt. 2Chemical Pathology Department, Faculty of Medicine, Cairo
University, Cairo, Postcode 12411, Egypt.

0

10

20

30

40

50

60

SBP CNNA Negative M
ea

n 
G

lu
co

se
 g

ra
di

en
t (

se
ru

m
-a

sc
iti

c)
 

SD 
21 

SD 
21 

SD 
21.7 

Figure 2 Histogram for the mean values (±SD) of glucose
gradient mg/dl (Serum-asitic fluid) in different studied groups.

El-Shabrawi et al. Italian Journal of Pediatrics 2011, 37:26
http://www.ijponline.net/content/37/1/26

Page 5 of 6



Authors’ contributions
All authors read and approved the final manuscript.
MS and ZA contributed equally to this work;
MS, SO and ZA recruited the patients;
MS, SO, IE and SA clinically supervised the patients;
OS contributed reagents/analytic tools;
MI analyzed the data;
MS and MI wrote up the manuscript.

Competing interests
The authors declare that they have no competing interests.

Received: 8 January 2011 Accepted: 21 May 2011
Published: 21 May 2011

References
1. Song KH, Jeon JH, Park WB, Park SW, Kim HB, Oh MD, Lee HS, Kim NJ,

Choe KW: Clinical outcomes of spontaneous bacterial peritonitis due to
extended-spectrum beta-lactamase-producing Escherichia coli and
Klebsiella species. A retrospective matched case - control study. BMC
Infectious Diseases 2009, 9:41.

2. Syed VA, Ansari JA, Karki P, Regmi M, Khanal B: Spontaneous bacterial
peritonitis (SBP) in cirrhotic ascites: a prospective study in a tertiary care
hospital, Nepal. Kathmandu Univ Med J 2007, 5(1):48-59.

3. Van Erpecum KJ: Ascities and spontaneous bacterial peritonitis in
patients with liver disease. Scand J Gastroenetrol Suppl 2006, 243:79-84.

4. Wong CL, Holroyd-Leduc J, Thorpe KE, Straus SE: Does this patient have
bacterial peritonitis or portal hypertension? How do I perform a
paracentesis and analyze the results? JAMA 2008, 299:1166-78.

5. Haghighat M, Dehghani SM, Alborzi A, Imanieh MH, Pourabbas B, Kalani M:
Organisms causing spontaneous bacterial peritonitis in children with
liver disease and ascites in Southern Iran. World J Gastroenetrol 2006,
12(36):5890-5892.

6. Lata J, Stiburek O, Kopacova M: Spontaneous bacterial peritonitis: A
severe complication of cirrhosis. World J Gastroenetrol 2009,
15(44):5505-5510.

7. Hoefs JC, Runyon BA: Spontaneous bacterial peritonitis. Dis Mon 1985,
31:1-48.

8. Andreu M, Sola R, Sitges-Serra A, Alia C, Gallen M, Vila C, Coll S, Oliver MI:
Risk factors for spontaneous bacterial peritonitis in cirrhotic patients
with ascites. Gastroenterology 1993, 104:1133-1138.

9. Crossley IR, Williams R: Spontaneous bacterial peritonitis. Gut 1985,
26:325-331.

10. Rothman KJ: Declaration of Helsinki should be strengthened. BMJ 2000,
321:442-445.

11. Dehghani SM, Gholami S, Bahador A, Nikeghbalian S, Salahi H, Imanieh MH,
Haghighat M, Davari HR, Mehrabani D, Malek-Hosseini SA: Morbidity and
mortality with chronic liver disease who were listed for liver
transplantation in Iran. Pediatr Transplant 2007, 11:21-3.

12. Evans LT, Kim WR, Poterucha JJ, Kamath PS: Spontaneous bacterial
peritonitis in asymptomatic outpatients with cirrhotic ascites. Hepatology
2003, 37:897-901.

13. Romney R, Mathurin P, Ganne-Carrié N, Halimi C, Medini A, Lemaitre P,
Gruaud P, Jouannaud V, Delacour T, Boudjema H, Pauwels A, Chaput JC,
Cadranel JF: Usefulness of routine analysis of ascitic fluid at the time of
therapeutic paracentesis in asymptomatic outpatients. Results of a
multicenter prospective study. Gastroenetrol Clin Biol 2005, 29:275-279.

14. Jeffries MA, Stern MA, Gunaratnam NT, Fontana RJ: Unsuspected infection
is infrequent in asymptomatic outpatients with refractory ascites
undergoing therapeutic paracentesis. Am J Gastroenterol 1999, 94:2972-6.

15. Rimola A, Garcia-Tsao G, Navasa M, et al: Diagnosis, treatment and
prophylaxis of spontaneous bacterial peritonitis: a consensus document.
J Hepatol 2000, 32:142-53.

16. Vieira SM, Matte U, Kieling CO, Barth AL, Ferreira CT, Souza AF, Taniguchi A,
da Silveira TR: Infected and noninfected ascites in pediatric patients. J
Pediatr Gastroenterol Nutr 2005, 40:289-94.

17. Christou L, Pappas G, Falagas ME: Bacterial infection-related morbidity
and mortality in cirrhosis. Am J Gastroenterol 2007, 102:1510-1517.

18. Natarajan SK, Mukhopadhya A, Ramachandran A, Amalanathan S, Kurian G,
Balasubramanian KA: Spontaneous bacterial peritonitis results in oxidative

and nitrosative stress in ascitic fluid. J Gastroenterol Hepatol 2007,
22:177-81.

19. Wojtacha A, Juszczyk J, Czarniak E, Samet A: Spontaneous bacterial
peritonitis in patients with decompensated liver cirrhosis based on
bacteriological and biochemical results. Przegl Epidemiol 2004, 58:597-607.

20. Fernández J, Navasa M, Garcia-Pagan JC, G-Abraldes J, Jiménez W, Bosch J,
Arroyo V: Effect of intravenous albumin on systemic and hepatic
hemodynamics and vasoactive neurohormonal systems in patients with
cirrhosis and spontaneous bacterial peritonitis. J Hepatol 2004, 41:384-90.

21. Yildirim B, Sezgin N, Sari R, Sevinc A, Hilmioglu F: Complement and
immunoglobulin levels in serum and ascitic fluid of patients with
spontaneous bacterial peritonitis, malignant ascites, and tuberculous
peritonitis. South Med J 2002, 95:1158-62.

22. Such J, Hillebrand DJ, Guarner C, Berk L, Zapater P, Westengard J, Peralta C,
Soriano G, Pappas J, Francés R, Muñoz C, Runyon BA: Nitric oxide in ascitic
fluid is an independent predictor of the development of renal
impairment in patients with cirrhosis and spontaneous bacterial
peritonitis. Eur J Gastroenterol Hepatol 2004, 16:571-7.

23. Such J, Guarner C, Runyon B: Spontaneous bacterial peritonitis. In Ascites
and Renal Dysfunction in Liver Disease. Pathogenesis, Diagnosis and
Treatment. Edited by: Arroyo V, Gine’s P, Rode’s J, et al. Malden: Blackwell
Science; 1999:99-113.

24. Correia JP, Conn HO: Spontaneous bacterial peritonitis in cirrhosis:
endemic or epidemic? Med Clin North Am 1975, 59:963-981.

25. Thuluvath PJ, Morss S, Thompson R: Spontaneous bacterial peritonitis-in-
hospital mortality, predictors of survival, and health care costs from
1988 to 1998. Am J Gastroenterol 2001, 96:1232-1236.

doi:10.1186/1824-7288-37-26
Cite this article as: El-Shabrawi et al.: Diagnosis of spontaneous bacterial
peritonitis in infants and children with chronic liver disease: A cohort
study. Italian Journal of Pediatrics 2011 37:26.

Submit your next manuscript to BioMed Central
and take full advantage of: 

• Convenient online submission

• Thorough peer review

• No space constraints or color figure charges

• Immediate publication on acceptance

• Inclusion in PubMed, CAS, Scopus and Google Scholar

• Research which is freely available for redistribution

Submit your manuscript at 
www.biomedcentral.com/submit

El-Shabrawi et al. Italian Journal of Pediatrics 2011, 37:26
http://www.ijponline.net/content/37/1/26

Page 6 of 6

http://www.ncbi.nlm.nih.gov/pubmed/19361340?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/19361340?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/19361340?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/18334692?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/18334692?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/18334692?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/3853511?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/8462803?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/8462803?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/3884467?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/10938059?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/17239119?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/17239119?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/17239119?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/12668984?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/12668984?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/10520854?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/10520854?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/10520854?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/10673079?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/10673079?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/15735482?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/17509025?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/17509025?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/17295868?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/17295868?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/15810501?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/15810501?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/15810501?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/15336440?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/15336440?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/15336440?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/12425501?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/12425501?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/12425501?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/12425501?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/15167159?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/15167159?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/15167159?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/15167159?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/1095846?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/1095846?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/11316175?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/11316175?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/11316175?dopt=Abstract

	Abstract
	Background
	Methods
	Results
	Conclusions

	Background
	Patients and methods
	Statistical Analysis
	Results
	Discussion
	Conclusion
	Acknowledgements and Funding
	Author details
	Authors' contributions
	Competing interests
	References

