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[ Abstract |

(CAF). Methods

(AF) were obtained from cardiopulmonary bypass surgery. The distribution of JPH2 in human atrial was assayed by immunohisto-

Objective To cxplore the change and significance of Junctophilin-2(JPH2) expression in chronic atrial fibrillation

Right atrial muscle tissue of 21 patients with sinus rhythm (SR) and 30 patients with chronic atrial fibrillation

chemistry technique; mRNA expression level was measured by the qRT-PCR, and the protein expression level of JPH2 was deter-
mined using Western blot analysis. Results Immunohistochemistry experiments found that the expression of JPH2 protein was
found in right atrial muscle tissue of SR group and AF group,SR group staining was more obvious; JPH2 mRNA levels and protein
levels were significantly lower in group AF than in SR group(P<C0. 01). Conclusion JPH2 is widely distributed in atrial muscle

cells of SR group and AF group,the expression of JPH2 in patients with CAF may be closely related to the atrial myocytes calcium

disorder.
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