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Advances in the roles of short-chain fatty acids in the pathogenesis
and treatment of pediatric asthma*

Yu-miao Wu', Yao-wei Wu’, Wan-qing Zhu’, Ya-yun Yong®, Wei-wei Li’
(1. The First Clinical Medical College of Guangxi University of Traditional Chinese Medicine, Nanning,
Guangxi 530001, China; 2. Department of Pediatrics, The First Affiliated Hospital of Guangxi
University of Traditional Chinese Medicine, Nanning, Guangxi 530023, China)

Abstract: Bronchial asthma is one of the common respiratory diseases in children and is characterized by
chronic airway inflammation and airway hyperresponsiveness. This review elaborates on the relationship between
gut microbiota and bronchial asthma in children, analyzes the involvement of short-chain fatty acids in the
pathogenesis of asthma through the gut-lung axis, and discusses the possibility of preventing and treating asthma by
increasing the abundance of short-chain fatty acids via the regulation of gut microbiota, which is worthy of further in-
depth study.
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