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Research progress of keratinocyte growth factor-2 and neonatal-related lung diseases
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Abstract; Keratinocyte growth factor-2 ( KGF-2 ), which has multifunctional biological effects, particular-
ly as a lung tissue protective factor,is a kind of growth factor derived from mesenchymal cells,and it can regu-
late the proliferation,differentiation and migration of alveolar epithelial cells, promote the repair of damaged
lung tissue and inhibit alveolar fibrosis. KGF-2 deletion or gene mutation is closely related to the occurrence
and development of neonatal lung diseases,it has an increased risk of chronic lung diseases in childhood and e-
ven adulthood. This article reviews the structure and biological function of KGF-2 and its relationship with
neonatal related lung diseases, aiming to provide theoretical reference for the development of new diagnosis
and treatment strategies for neonatal respiratory diseases.
lung disease
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Research progression of air pollution and kidney disease
CHEN Miaomiao LI Qiu®
Department of Nephrology sA[f filiated Children’s Hospital of Chongqing Medical University/Nationl
Clinical Research Center for Child Health and Disorders/Key Laboratory of Ministry of
Education for Study of Child Developmental Disorders/Chongqging
Municipal Key Laboratory of Pediatrics ,Chongqging 400014 ,China

Abstract:In recent years,with the continuous in-depth research on the mechanism of kidney damage,peo-

ple have gradually realized that the kidney is susceptible to environmental factors,such as air pollutants. The

glomerulus is the main kidney function unit for blood filtration, making it more susceptible to air pollutants.
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