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Figl. SGOT activities in the swine follwing the administration of Aflatoxin
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Fig2. SGPT activities in the Swine following the administration of Aflatoxin
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Aflatoxicosis Experiment in Swine

C. Y. Lin, S. C. Lee, P. H. Chang, N. J. Li, T. C. Chin, & Z. F. Lin.

Summary

This experiment was to investigate the effects of Aflatoxin on pigs. Eight piglets

were randomly alloted to two groups of 4 pigs each; one group as treatment intook feeds

containing 4ppm aflatoxin; the other as control consumed aflatoxin-free feeds. This

experiment was lasted 6 weeks During the 4th week of experlment period, the treatment

pigs Showed intoxicated Sym-ptoms. The results are summarued as follows:

1.

Clinical signs? Depression, poor appetite, stumblmg gait, shivering muscle, icterus could

be found for the aflatoxin-affected pigs, body temperature rised but fell Shortly
before death. _

Hematological changes: RBC, WBC, PCV  were elevated after treatment pigs were
intoxicated.

Clinical chemistry: SGOT had increased sharply to 1000 sigma Trankel units SGPT
had doubled, and Alkaline phos phatase was elevated 3 times. Urine contained medium
amount of ketone body, prote in bilirubin and urobilinoger.

Gross pathology: Yellow, swollen liver and generallized iclerus were the princrpal
signs. heart and lung of some intoxicated pigs had congestion and hemorr-hage.
Histopathological changes: They parolleled to gress patholgey; fat degeneration,
cytoplasma vacuolation and bile ductle proliferation of liver tissues could be examined
microscopically.

There were Aflatoxin residues in liver and urine.



