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Role of insulin in the pathogenesis of diabetic cardiomyopathy. Q/U Ru ', HUANG Gui-xin’. 1.Graduate School of
Guangdong Medical University, Zhanjiang 524000, Guangdong, CHINA; 2. Department of Endocrinology, the Affiliated
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[Abstract] Diabetic cardiomyopathy (DCM) is a cardiac dysfunction independent of other major cardiovascular

risk factors. Its underlying cause is unknown and has become the main cause of central failure in people with diabetes.

The pathogenic factors of DCM are diverse, but it is mainly due to metabolic inflexibility caused by insulin resistance or

impaired insulin signaling, which lead to impaired glucose oxidation and absolute reliance on fatty acid energy, and has a

deleterious effect on cardiac muscle cell function. This article reviews the role of cardiac insulin resistance and impaired

insulin signaling in the pathogenesis of DCM in diabetic individuals.
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[Abstract] Asthma is characterized by chronic inflammation of the airways as a pathophysiological feature, if

this disease is poorly controlled or not diagnosed in time, it will affect the child's physical and mental health and learn-

ing. Therefore, early diagnosis of asthma in children and timely adjustment of asthma treatment are of great significance.

Lung function examination is an important examination method in asthma management to determine the type of abnor-

mal lung function and quantify the degree of lung function damage through special methods, which is of great signifi-

cance for early diagnosis and timely adjustment of treatment of asthma. This article reviews the recent studies on pulmo-

nary function examination items, examination methods, and asthma.

[Key words] Pulmonary function test; Asthma; Children; Small airway function; Impulse oscillometry
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