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Table 1. Composition of feeds

Percentage of each elementary Feed

Elementary
feeds 1989. 3~1989. 9 1989. 10~1990. 2
Pig liver and lung 55 30
Poultry byproduct 10 25
Pig concentrate feed 10 2
Egg 5 0
Pig intestine 10
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Legends for Figures

Two masses(3.2X3.2cm on the right and 25X 25¢em on the left) are attached on the lateral aspect

of elbow joint.

. Soft tissue on one of the masses in figure 1 is removed and the mass is more clearly shown.

. Cross section of the mass in figure 2. The cut surface is milky white in its color and has a bony

consistency.

. A mass(3.0X20cm) on the medial aspect of left ulna just below the semilunar notch.

. Cross section of the mass in figure 4. The cut surface is milky white in its color and has a bony

consistency.

. Exotosis developed on each elbow joint.

. A mass located just below the semilunar notch of ulna shows the appearance of exotosis. The

fibula is markedly demineralized.
Periarticular bone outgrowth occurred about the elbow joint shows microscopically the newly

formed trabecular bone which caused fixation of the joint. Hematoxylin and eosin stain, X40.

. Higher magnification of Fig. 8 shaws bony spicules with osteoblastic activity(arrow). Hematoxy-

lin and eosin stain, X200.
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Abstract

Hypervitaminosis A occurred in about 30% of foxes of five farms in Choongcheongbukdo-province
from October 1989 to February 1990. Clinical signs were loss of appetite, retarded growth, lameness.
Radiological changes were decreased density of the long bones, especially fibula, and osteophytes de-
veloped either on the lateral condyle of humerus or ulnar just below the semilunar potch. Pathological
change was the development of exotosis as is evidenced by radiological examination. Pig liver and lung
consisted 30~55% of feeds from March 1989 to February 1990. The serum concentrations of vitamin A
in 2 affected foxes were 45,900 and 47,300 IU/A{ and the concentrations of vitamin A in the liver
were 8,760 and 10,842 IU/gm respectively. It is concluded that the high level of vitamin A in the pig
liver and the large amount of pig liver in the feed composition are the etiology of the disease.
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