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SUMMARY

In a flock of sheep in Assiut Governorate, 14 lambs were either found
dead or showing non-specific illness for up to 4 days before death.
Necropsy of dead animals showed darkness of their livers with scattered
gray-white foci up to 5 mm in diameter. Microscopically, these foci
composed of multifocal hepatocellular necrosis infiltrated and
demarcated by mononuclear cells and neutrophils with presence of
intrah.epatocytic basophilic slender or filamentous bacilli. These
bacterial bacilli were Gram negative. In three cases, lungs revealed
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presence of bacterial emboli in pulrnona.rY arterioles composed of the
same organisms seen in the liver. In focal areas, bronchial and
bronchiolar epithelial cells were necrosed with peribronchial
inflammatory cell infiltrations. The identified bacterial organisms were
suspected to be related to clostridial species (Clostridium pi/iforme
which cause Tyzzer's disease) which may be responsible for such
present problem.
Key words: Lambs, Clostridium pi/iforme, Multifocal hepatic necrosis,

acute hepatitis.

INTRODUCTION

Charles & John (1990) found that Fusobacterium necrophorum·
is a one of the most important causative agent of liver abscesses in
feedlot sheep. While Kelly (1993) stated that hepatic lesions caused by
F.necrophorum (hepatic necrobacillosis) are multiple rounded, slightly
raised, dry areas of necrosis reach to few· centimeters in diameter and
surrounded by a zone of hyperaemia. The necrotic amorphous central
area is bordered by a zone of destructed leucocytes. Outside this zone
there is severe hyperaemia, haemorrhages and thrombosis of blood
vessels.

Infectious necrotic hepatitis (Black disease) is principally a
disease of sheep caused by exotoxins produced by C. novyi (Bagadi &
Sewell, 1973; Sewell, 1975; EI-Sebaie et. al., 1988; Buxton & Donachie,
1991 and Kelly, 1993). The histologic evolution of hepatic lesions of
black disease had been illustrated by Kelly (1993). They begin with the
necrotic and haemorrhagic tracks caused by wandering immature fluckes
and about· the tunnels is a narrow zone of coagulative necrosis. If latent
spores are present in the necrotic areas, they quickly vegetate and are
visible in sections as large Gram-positive bacilli. The vegetative
organisms by means of their toxins cause necrosis of the surrounding
tissue.

Bacillary haernoglobinurea is a counterpart of black disease
caused by C. haemolyticum and occurs in cattle and sheep (Buxton &
Donachie, 1991 and Kelly, 1993). The hepatic lesion is similar to that of
black disease but is much larger and usually single described as an
infarct secondary to portal thrombosis (Kelly, 1993).

Although Tyzzer's disease (c. pi/iforme) is acute fatal disease of
laboratory rodents, it reported in wild and domestic animals (Quinn et
al., 1994) and recently, the disease was reported in a HIV-1 infected
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