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Study on age-related changes of gene expression of Kv4. 3 potassium channel of atrium in rabbit”
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[ Abstract] Objective

rabbit atrium in different age groups. Methods

To observe age-related changes of gene expression of Kv4. 3 potassium channel of
Twenty-four rabbits were selected and divided into the juven-
ile group (14—21 d) ,the adult group (8 —10 months) and the elder group (30 —35 months),with 8 in each
group. The mRNA expression of Kv4. 3 potassium channel in rabbit atrium was detected by real-time fluores-
cent quantitative PCR. Results The mRNA expression of Kv4. 3 potassium channel was significantly different
among the three groups (P<C0. 05). Compared with the juvenile group,the mRNA expression level of the eld-
er group significantly increased (P<C0. 05) ;there was no significant difference between the adult group and the

elder group (P>>0. 05). Conclusion The age-associated increase of the transcription level of Kv4. 3 potassium

channel may be involved in a link of atrial fibrillation electrical remodeling.
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