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ACEI/ARB to the Influence of Diabetes Lung Disease
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ABSTRACT: In recent years, more and more attention to diabetes lung lesions. The study found that people with diabetes exist
pulmonary ventilation function barrier, the dispersion function obstacle, are more prone to pulmonary fibrosis, amalgamative infection,
etc. This is mainly related to diabetes mediators of inflammation participation, ACE gene exists insert polymorphism, oxidative stress
damage and antioxidant imbalance and so on. The present study found that angiotensin converting enzyme inhibitors (ACEI) / angiotensin
receptor blockers (ARB) to diabetes pneumonia, chronic obstructive pulmonary disease, pulmonary interstitial fibrosis and other lung

injury have protective effect, this could be related with ACEI which can adjust the immune reaction, reduce cell factor level, antioxidant

stress damage, and other relevant mechanism.
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