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Introduction

Ascites can be the result of various disease processes,
most commonly cirrhosis. It is the most common complication
of cirrhotic portal hypertension (compared with bleeding
varices and encephalopathy (Suzanne and Stephen, 2001).

Although cirrhosis is the most common cause, a number
of other conditions are associated with ascites. These
conditions can be divided into those with or without portal
hypertension. Examples of portal hypertensive causes are
cirrhosis, Budd-Chiari syndrome, portal vein thrombosis, and
congestive heart failure. Nonportal hypertensive ascites may
be caused by malignancies, myxedema, infections, and renal
dysfunction. Nonportal hypertensive etiologies usually can be
distinguished from portal hypertensive causes using the serum-
ascites albumin gradient (obtained by subtracting the ascites
albumin level from the serum albumin level. A serum-ascites
albumin gradient (SAAGQG) of greater than 1.1 is consistent with
a portal hypertension cause, whereas a gradient of less than
1.1is consistent with a nonportal hypertensive cause of the
ascites (Suzanne and Stephen, 2001).

The development of renal insufficiency or spontancous
bacterial peritonitis (SBP) in a patient with ascites
significantly worsens the prognosis (Van and Masson. 1976).

In patients with ascites that is not secondary to cirrhosis,
such as nephrogenic or cardiac ascites, SBP occurs

infrequently.
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Spontaneous bacterial peritonitis (SBP) is considered a
bacterial infection of ascitic fluid without any intra abdominal,
surgically treatable source of infection (Frances et al., 2004).

Multiple alterations in the immune system of cirrhotics
contribute to increased infection rates, eg, defective leukocyte
chemotaxis, opsonic activity of the fluid, impaired cellular
immunity, and hypocomplementemia (Wakabayashi et al.,
2003).

Decreased clearance of bacteria secondary to intra- and
extrahepatic shunting also increases infection risk. The exact
mechanism by which ascites fluid becomes infected in patients
with cirrhosis is unknown and debated. Studies suggest
translocation of bacteria of intestinal organisms from the
lumen through the intestinal wall to lymphatics. It was initially
thought that the bacteria then passed directly out of the
lymphatics and into the ascites, but the bacteria probably
become blood-borne prior to seeding the ascitic fluid. SBP is
defined as an ascites fluid polymorphonuclear leukocyte
(PMN) count of 250 or greater (regardless of culture results,

which may be negative).

The majority of SBP is caused by Gram-negative enteric
organisms, most commonly Escherichia coli and Klebsiella
pneumoniae. Streptococcus species are also common in SBP
Blood cultures are positive in approximately 50% of patients
with SBP (Strauss and Gomes. 2003).

Lactoferrin, a natural protein fraction present in both
cow's and mother's milk, has a number of interesting
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