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Table 3. Histopathologic Findings of Various Organs

Organs Finding Case ] Case2
Brain  Degeneration of arterioles ++ +++
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Congestion + ++
Heart  Congestion - +
Lungs  Congestion ++ +++
Edema ++ 44+
Liver ~ Hemorthage + +
Stomach  Edema of submucosa + +
Degeneration of arterioles - -
Congestion + +
Intestine  Edema of submucosa + +
Degeneration of arterioles - +
Congestion + +
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Legends for Figures

Fig. 1. Cerebral blood vessel of the mesencephalon with fibrinoid swelling and pyknosis of media cell. H. % E. stain X

400

Fig. 2. Cerebral blood vessel of the mesencephalon with subintimal necrosis and eosinophilic droplets. Verhof stain X

400

Fig. 3. A malacic lesion in the medullar oblongata. H. & E. stain X100

Fig. 4. Cerebral edema. H. & E. stain X100
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Pathological Studies of Cerebrospinal Angiopathy in Piglets

U.LChung, P.G.Lim, G.S.Eun, M.H.Oh and H.J.Kim
Miwon Institute of Animal Science

Summary

The purpose of this study was to report observations of cerebrospinal angiopathy in postweaning pigléts which had
showed postweaning diarrhea and nervous sign. This disease broke out in 30 to 50day-old piglets on the hog farm which
had reared about 1,000 heads. Their symptoms were circling, aspasm, ataxia and torticollis. Most of the affected swine
died within 2~3days. At autopsy, no significant gross lesions were recorded. Accumulation of eosinophilic perivascular
droplets, necrotic changes of small blood vessel walls, demyelination were seen in the central nervous system.

The disease was diagnosed as a cerebrospinal angiopathy. Hemolytic Escherichia coli was isolated from the brain and
intestinal contents
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