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Figure 1. Illustration of the vascular smooth muscle cell proliferation pathway and mechanism of Figure 6. Synthetic VSMCs were incubated in basal media supplemented with 300 uM ATP (A, B) or with ENPP1- 3. Nitschke Y, et al. Experimental & Molecular Medicine. 2018;50(10):1-12.
pharmacologic inhibitors. CD39 (not pictured) is a plasma membrane protein that hydrolyzes Fc (0.2 pug/ml) and ATP (A,B,C) in the presence or absence of CD73 inhibitor AB680 (C). Concentrations of
extracellular ATP and ADP to AMP Adenosine and Inosine in culture media were determined by HPLC. Values are presented as the mean  SD.
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