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Evaluation on Related Serum Enzyme of SW-BSA Immune Goats

TONG De-wen, DONG Qiang, ZHAO Bao-yu, LIU Wen-ming, LI Li, ZHAO Jun

(College of Animal Science and Technology, Northwest Sci-Tech & University of Agriculture and Forestry, Yangling 712100)

Abstract: [Objective] The study evaluated serum enzyme of SW-BSA immune goats to probe the protection of the animal’s
tissue and organ protection after vaccinating with SW-BSA. [Method] 24 goats were randomly separated into 4 groups. Goats were
placed in an immune control, and goats placed in the immune poisoning groups were vaccinated with SW-BSA. Goats in immune
poisoning and poisoning groups were fed 10 g/lkg BW/d power of O. kansuensis Bunge. [Result] The changes of serum GOT, GPT,
LDH, AKP, BUN, AMA and antibody against SW showed that the increasing level of LDH and GOT had been delayed 28 days. The
increasing level of AKP and BUN had been delayed 14 days, the decreasing level of AMA had been delayed 21 days. This was in
immune poisoning goats, as compared to the poisoning goats. The antibody level against SW decreased. However, there was a
rebound at day 21, and then it decreased gradually. [Conclusion] These results indicated that in 30 days, SW-BSA had effectively
prevented goat liver, kidney, and heart from being injured by SW.
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Table The immune time and the final concentration of antigens in immune poisoning A and B
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Antigens and immune time The first immunization The first booster immunization The second booster immunization
A B A B A B

PUSIR AR E 1 15 2 3 12 18

The final concentration of antigens (mg-ml™)

FLAl G5 J5 I ] 10 25 40

The day after basic immunization (d)
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K, S BEE B 41 W3 m T e n 4l (P<<0.05);
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4L AMA 5 M EE G BETCRE B 41 28 5 FR AL 1K) AMA
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Fig. 1 Temporal changes of LDH (A), AKP (B), AMA (C), BUN (D), GOT (E) and GPT (F) in the serum of experimental goats
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Fig. 2 Temporal change of antibody against SW
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