Clostridium Difficile
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Clostridium Difficile (C.Diff)
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Toxin A - enterotoxin .1

Toxin B - cytoxin .2



Clostridium difficile
spores and vegetative

cells are ingested

20 chores C. difficile
= Vegetative cells multiplies in
Most vegetative cells are / the colon

killed in the stomach, but
spores can survive the acid
environment

Gut mucosa
facilitates
adherence to
the colonic
epithelium

Flagellae facilitate C. difficile

C. difficile spores germinate movement; a polysaccharide .
in the small bowel upon capsule discourages phagocytosis
exposure to bile acids

= Pseudomembrane@

C. difficile vegetative cells produce toxins A and B and opening of epithelial cell junctions (3) and epithelial cell
hydrolytic enzymes (1). Local production of toxins A and apoptosis (4). Local production of hydrolytic enzymes

B leads to production of tumour necrosis factor-alpha leads to connective tissue degradation, leading to colitis,
and proinflammatory interleukins, increased vascular pseudomembrane formation (5) and watery diarrhea.

permeability, neutrophil and monocyte recruitment (2),
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Antibiotic Associated Diarrhea (AAD) o
Pseudo-membranous Colitis (PMC) o
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