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[ Abstract |

(COPD) ,asthma,and pulmonary hypertension remains incompletely understood. However,accumulating evi-

The pathogenesis of respiratory diseases such as chronic obstructive pulmonary disease

dence suggests that calcium ion channels play a critical role in these disorders. As a key second messenger, cal-
cium ions regulates diverse physiological and pathological processes. Studies indicate that calcium ion homeo-
stasis,including their concentration and distribution and spatial distribution is mediated primarily through ino-
sitol 1,4 ,5-trisphosphate receptor (IP3R) channel. Disruption of this homeostasis may contribute to the devel-
opment of COPD,asthma,and other respiratory diseases. Nevertheless, the role of IP3R channels in respirato-
ry diseases require further investigation.
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