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Effects of CAIII on the occurrence and development of

diseases and muscle fatigue
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Abstract: Carbonic anhydrases (CAs) are zinc metalloenzymes that catalyze the reversible hydration of CO, to
bicarbonate. They are major players in many physiological processes, including pH regulation and homeostasis, ion
transportation, biosynthetic reactions, etc. The CA family consists of 13 different CA isozymes and 3 different CA-
related proteins (CARP). Carbonic anhydrase III (CAIII) is one specific member of this family, which distinguished
from the other isozymes by tissue distribution, molecular structure and biological functions. In recent years, it has
been suggested that the changes of protein levels and activities of CAIIl might be related with the occurrence and
development of many kinds of diseases and muscle fatigue.
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