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Establishment of the animal model of experimental autoimmune myositis FANG Qi, MA Honggnag,
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[Abstract] Objective To find out a method for establishing the animal model of experimental
autoimmune myositis. Metheds SD rats were divided 3 groups of control(A) normal dose(B) and
large dose model group(C). The animal model of experimental polymyositis was induced by repeatedly
immunizing the three groups of rats with guinea pig skeletal muscle homogenates added to Freund' s
complete adjuvant (CFA) (containing BCG vaccine). The clinical presentations, electromyogram,
serum muscle enzymes, MRI, pathology of cardiac muscle and lung were observed. Results Group C
had the symptoms earlier and more severe than group B. The serum enzymes in group C increased
significantly compared with those in the other groups. Sarcous harmfulness was seen on
electromyogram in model groups, MRI showed positive change in one rat of group B and in one rat of
group C. Skeletal muscles taken from group C and 11 rats of group B had pathological changes. Three
random cardiac muscle samples had positive changes, and positive change was seen in one lung
sample, Conclusion Immunity mechanism is related to polymyositis. A better classical animal model
may be established by properly increase of antigen immunity dosage.
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