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Similarities and Differences of Niacin and Niacinamide in Study on
Metabolism and Production of Ruminant

WEI Xiaoshi'®> YAO Junhu>* WANG Chong'*

(1. College of Animal Science and Technology/ College of Veterinary Medicine, Zhejiang Agricultural and Forestry University ,
Key Laboratory of Applied Technology on Green-Eco-Healthy Animal Husbandry of Zhejiang Province ,
Zhejiang Provincial Engineering Laboratory for Animal Health Inspection and Internet Technology ,
Hangzhou 311300, China; 2. College of Animal Science and Technology, Northwest
Agricultural and Forestry University, Yangling 712100, China)

Abstract : The nicotinic acid (NA) and nicotinamide (NAM) are two forms of water-soluble B vitamins, also
known as vitamin PP. They are involved in the body’ s synthesis and catabolism and the metabolisms of carbo-
hydrate, lipid and protein. As an important vitamin, they play important regulatory roles in energy metabolism
and oxidative stress of ruminant. In this review, we summarized the effect and regulation mechanism of NA
and NAM in ruminant, and compared their similarities and differences, aiming to provide reference for the re-
lated research of NA and NAM and their application in production. [ Chinese Journal of Animal Nutrition ,
2020, 32(12) .5509-5515]
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