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Increased _ectodomain _shedding of cell adhesion molecule 1 in the lung of idiopathic
interstitial pneumonia and in the pancreata of type 2 diabetes mellitus
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Cell adhesion molecule 1 (CADM1) is expressed by lung alveolar cells and
pancreatic islet cells, and is enzymatically shed at its juxtamembranous ectodomain. In the present
study, we examined CADM1 expression in the lung of idiopathic interstitial pneumonia (I11P) and in the
pancreata of type 2 diabetes mellitus (T2DM), and found that CADM1 ectodomain shedding increased in both
cases. In IIP lungs, the increase of CADM1 shedding resulted in the decrease of full length CADM1 and led
alveolar epithelical cell apoptosis, which assumed to be an early pathogenic event in the development of
IIP. In T2DM, the CADM1 shedding rates and haemoglobin Alc levels were correlated, suggesting that
increased CADM1 shedding in pancreata contributed to blood glucose dysregulation. Interestingly, in those
disease, an imbalanced protease activity has been reported. Our studies lead us to identify the
protease-mediated shedding of adhesion molecule as an important pathogenic process for tissue
degeneration.
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