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abstract
Cardiac diastolic dysfunction, the main pathological condition
is fibrosis, is bad prognosis as well as contractile dysfunction
and we do not have a good enough therapy for improving its life
prognosis. We showed that claudin—-1 (CLDN1) consisting of tight
junction senses lower cyclic stretch and induces fibrosis. In
this study the mechanism of sensing and responding cyclic stretch
through CLDN1 in fibroblast cells was analyzed. First, when the
phosphorylation levels of CLDNl were studied it showed various
changes in response to cyclic stretch. Next, when new mechanism
of responding cyclic stretch was investigated fibroblast cells

sense cyclic stretch and regulate the lysosome function.




Furthermore, when the binding protein of CLDN1 was studied CLDNI

binds with TMEM9 regulating lysosome.
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