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Development and Preliminary Application of High Throughput Screening
Model of a-Glycosidase Inhibitor from Microorganism
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Abstract: The a-glycosidase was extracted from the upper duodenum of Kunming mice. 4-Nitrophenyl-a-D-glucopyrano-
side was used as substrate to establish a high throughput drug screening model of a-glycosidase inhibitor. A total of 2224
microbial fermentation extracts, including 1276 strains of actinomycetes and 132 strains of bacteria, were screened. 23
positive samples were obtained,with a 1.03% positive rate at the first screening. The 23 strains were fermented and ex-
tracted for a second time, 17 positive samples were obtained, with 3 bacterium and 13 actinomycetes. The positive rate
was 0.74% . 3 Positive samples were verified by a-glycosidase to have inhibitory effects higher than 75% . In conclusion,
the developed a-glycosidase inhibitor high-throughput screening model had high practical value for developing new hypo-
glycemic drugs.
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Table 1  The testing system of mouse a-glycosidase activity

ik JiEksis
Component Dosage (L)
a-glycosidase 20
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Table 2 The screening system of mouse a-glycosidase inhibitory activity
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