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Progress in the functions of V-ATPases and its inhibitors
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Abstract: The vacuolar ATPases (V-ATPases) are a class of enzymes distributed throughout eukaryotes. They
are large, multi—subunit complexes organized into two domains, the peripheral V, domain and the integral V,
domain. V, domain is responsible for ATP hydrolysis whereas V, domain carries out proton translocation. V-
ATPases provide energy by ATP hydrolysis to pump protons from the cytoplasm to the lumen of vacuoles or
into the extracellular environment. They locate in the membrane of intracellular compartments and in the plasma
membrane of some specific cells. V-ATPases involve in bone resorption, tumor cell invasion and drug resistance,
respectively. Therefore, V-ATPases are thought to be a good molecular target in the treatment of a variety of
human diseases, including osteoporosis, diabetes and cancer. Scientists focus on finding novel potential and
specific inhibitors of V-ATPase.
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