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Clinical History: 4-year-old Hereford cow found dead.
1. Describe the macroscopic changes:
Liver: On transverse section of the liver there is a large, yellow, firm and well-demarcated area
of coagulative necrosis, surrounded by a thin, red to purple halo.
Kidney: The renal cortex and medulla are diffusely dark-brown to black, with a reddish renal
pelvis.
2. Describe the microscopic changes:
Liver: Focally extensive hepatic coagulative necrosis, surrounded by a rim of inflammatory cells,
mainly composed of viable and degenerate neutrophils. Blood vessels often contain fibrin
thrombi. Variable numbers of large gram-positive bacilli, many of them with sub-terminal
spores, single or in clusters, are commonly seen on the inner side of the inflammatory rim,
throughout the necrotic focus and in the lumen of thrombosed vessels. Beyond the main
necrotic area, moderate to severe hepatic centrilobular necrosis is also observed.
Kidney: Severe hemoglobinuric nephrosis, affecting both proximal and distal convoluted
tubules, characterized by degeneration and coagulation necrosis of tubular epithelium. Protein
casts in the lumen of convoluted tubules and eosinophilic intracytoplasmic droplets in epithelial
cells of these tubules are also seen.
3. Morphologic diagnoses:
Liver: Necrotizing hepatitis, coagulative, focally extensive; or hepatic coagulative necrosis,
focally extensive.
Kidney: Hemoglobinuric nephrosis; pigmentary nephrosis.
4. Name the disease: Bacillary hemoglobinuria.

5. Etiology: Clostridium haemolyticum (formerly known as Clostridium novyi type D).
6. Main predisposing factor: Fasciola hepatica
7. Pathogenesis: Migration of Fasciola hepatica (or other causes of hepatic damage) causes
necrosis of the hepatic parenchyma, producing local anaerobiosis, allowing the germination of
latent spores of C. haemolyticum present in the cytoplasm of Kupffer cells and the production of
toxins (mainly beta toxin) and the generation of hepatic necrosis and hemolysis.
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