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IINNTTRROODDUUCCTTIIOONN  

The most common complication in cirrhosis is ascites 

that occurs in approximately 60% of patients with 

compensated cirrhosis in a ten-year period of diagnosis. The 

development of ascites is a landmark in the natural history of 

cirrhosis, since the mortality is 40% in one year and 50% in 

two years (Runyon, 2009). Moreover, it carries a poor 

prognosis and impairs quality of life recommending patient 

evaluation by a Liver Transplantation team as soon as 

possible (Tandon P and Garcia-Tsao, 2008).  

Bacterial infections, such as spontaneous bacterial 

peritonitis (SBP), are worrisome in cirrhotic patients since it 

is known that 30% to 50% of them either have bacterial 

infection when admitted to a hospital or acquire them during 

this period with a mortality rate of near 25% in this 

population. SBP is one of the most common infection in 

cirrhotic patients (Da Rocha Ribeiro et al., 2016). 

SBP has been considered a life-threatening infection 

that requires a prompt diagnosis and treatment. In-hospital 

mortality for the first SBP episode varies from 10% to 50%. 

The recurrence rate is also high and one-year mortality rate 

after the first episode of SBP has been estimated to be 

between 31% and 93%. The worse scenario in the prognosis 
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of a cirrhotic patient after an episode of infection has been 

proposed since that a new prognostic stage of cirrhosis, not 

reflected by the existing staging systems, should be defined, 

as the so-called ―critically ill cirrhotic‖ (Arvaniti et al., 

2010). 

Cirrhotic patients have a higher risk of developing 

bacterial infections, sepsis, severe sepsis and therefore death. 

Alterations in microbiota and intestinal permeability, 

functional impairment of the reticuloendothelial system, 

neutrophilic dysfunction, impairment in opsonization of 

ascitic fluid and immune dysfunction are findings that make 

these patients susceptible to the emergence of infectious 

complications. Cirrhosis-associated immune dysfunction 

syndrome (CAIDS) is a multifactorial state of systemic 

immune dysfunction, which decreases the capacity of 

clearing cytokines, bacteria and endotoxins from circulation 

which associated with portosystemic shunts allow fewer 

bacteria and endotoxins to be cleared by the liver from 

circulation. The development of bacterial infection 

exacerbates pre-existing circulatory dysfunction, predisposes 

early onset of renal dysfunction, expressed by hepatorenal 

syndrome, and triggers an overstressed pro-inflammatory 

response which can lead to organ failure (acute on chronic 

liver failure) (Nadim et al., 2015). 
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In the past few years the epidemiology of bacterial 

infection in cirrhotic patients has changed dramatically. 

Initially, SBP occurred in up to 30% of patients with 

cirrhosis and ascites, and had an estimated in-hospital 

mortality of 20%. The prevalence of SBP in outpatients 

cirrhotic is estimated in 1.5% to 3.5% and in inpatients is 

about 10%. Recent studies have shown that 60% of bacterial 

infections are community acquired and 40% are nosocomial 

(Pleguezuelo et al., 2013).  

Furthermore, several studies from different 

geographical areas, have reported a significant increase in the 

number of infections caused by multiresistant bacteria. The 

SBP prophylaxis with quinolones and other types of 

antibiotics, invasive procedures during hospitalization and 

the stay of cirrhotic patients in healthcare facilities are 

associated with a change in bacterial flora in these patients. 

More recent studies highlight the increasing emergence of 

gram positive cepas as quinolone-resistant organisms (Da 

Rocha Ribeiro et al., 2016). 
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AAIIMM  OOFF  TTHHEE  WWOORRKK  

The aim of our study is: 

 To evaluate the effect of certain prognostic factors namely 

Child -Pugh score, MELD Score and isolated organisms 

by bacterial cultures responsible for resistant spontaneous 

bacterial peritonitis in patients with liver cirrhosis. 

 

 To Identify organisms that responsible for resistant SBP 

will guide in modification of antimicrobial treatment 

regimen and changing the antibiotic protocol administered 

to those patients. 

  

  


