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Fig 1. CPV particles in a faecal preparation
(negative stain EM 16000)
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Fig 2. A 16-week- old pup with CPV enteritis
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Fig 3. Pathogenesis of canine parvovirus
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Fig 4. CPV enteritis-virus shedding and
antibody response in relation to
climical signs
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Table 5.

Confirmation of CPV enteritis

Clinical cases
Faeces-haemagglutinin assay
Blood-HAI test

Fatal case
Histopathology-duodenum, jejunum, ileum, lymph node

in 10% formahin

Immunofluorescence-intestine, lymph node

Table 6.

Confirmation of CPV myocarditis

Fatal case

Histopathology-heart 1n 10% formalin

Clinical case
Litter history
Electrocardiography
X-ray
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