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Legends for Figures

Fig. 2. The liver of a duckling 2 days after intubation of 20ugms Korean aflatoxin B; sinusoids of the liver
are distended with erythrocytes. H&E stain. x 600

Fig. 3. The liver of a duckling 10days after intubation of 5ugms Korean aflatoxin B, . Moderate Proliferation
of the bile duck cells is shown in the several parts. H&E stain. x 150.

Fig. 4. The liver of a duckling 10 days after intubation of 10ugms Korean aflatoxin B, . Marked proliferation
of the bile duct cells is shown in the whole area. H&E stain.x 150,

Fig. 5. The liver of a duckling 10 days after intubation of 20ugms Korean aflatoxin B, . Severe proliferation
" of the bile duck cells is shown in the whole area. H&E stain. x 150

Fig. 6. The liver of a duckling 3 days after intubation of 20ugms Korean aflatoxin B, . Moderate fatty
degeneration and necrosis of the liver cell in the part of right side. H&E stain.x 600

Fig. 7. The liver of a duckling 10 days after intubation of 10ugms Korea aflatoxin B; . Several mitoses of
the bile duct cells are shown in the part of upper and center area. H&E stain.x 600
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Studies on Mycotoxins in Feed
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Summary

Strains of Aspergillus flavus produced aflatoxin B; was found in the corns for
eed and cultured them in the incubator. The aflatoxin B; was produced from the
Aspergilli and intubated into the pharynx of the ducklings for the toxicity.

The ducklings showed the poor condition and the anorexia. After Sugms doses,
the body weights of the ducklings were significantly lower than those of the controls
during the experiment. Hemorrhage, degeneration and necrosis of the hepatocytes
and severer proliferation of the bile ductule cells were shown in the liver of the ex-

perimental animals.

The production of poisonous aflatoxin B; was found in Aspergilli of the feed

corns.

73



