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Abstract

Bacterial infections are very common in
cirrhotic patients, and the incidence is 4-5 times
higher than that in the general population.
The mechanisms of susceptibility to bacterial
infections in cirrhotic patients include intestinal
bacterial overgrowth, bacterial translocation,
increased number of potentially pathogenic
bacteria accompanied by reduced number
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of beneficial bacteria; small bowel motility
disturbances and delayed gut transit, increased
intestinal permeability; genetic predisposition
to bacterial infections; immunodeficiency
accompanied by persistent activation of
the immune cells with production of pro-
inflammatory cytokines. In this paper, we will
discuss the mechanisms of susceptibility to
bacterial infections in cirrhotic patients.
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