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Fig.1 Factors in development of insulin resistance in sows
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Table 1 Major functional oligosaccharide components'*”’
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Fig.2 Mechanism of functional oligosaccharides in improving insulin resistance
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Research Advances in Functional Oligosaccharides Regulating
Insulin Resistance in Sows and Its Mechanisms
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(1. Hunan Agricultural University, College of Animal Science and Technology, Changsha 410128, China;
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Abstract : Insulin resistance (IR) refers to the decrease in the efficiency of insulin-induced glucose uptake and
utilization, and is an important factor in the decline in sow feed intake. IR in sow is often associated with hy-
pertrophy, oxidative stress and inflammatory response during gestation. Changes in gut microbiota during preg-
nancy are important causes of sow’ s IR. As a prebiotic substance, functional oligosaccharides can improve
sow’ s IR by regulating the homeostasis of gut microbiota and improving the body’ s antioxidant and immune

capabilities. This article reviews the role of functional oligosaccharides in regulating IR in sows and its mecha-

nism, and provides a theoretical basis for the application of prebiotics in sow production. [ Chinese Journal of

Animal Nutrition, 2019, 31(12) .5422-5430 |
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