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[Abstract] Objective: To investigate the regulation of cysteine-rich motor neuron 1 (Crim1) on
transient outward potassium current (Ito) in neonatal rat hypertrophic ventricular myocytes. Methods:
After cultured for 24 hours, the ventricular myocytes of 1-day old Sprague-Dawley rats were divided into
three groups according to different intervention. Null adenoviral vectors (Ad-null) were used to infect
the cells in Ad-null group for 32 hours. The cells were infected with empty adenovirus vector for eight
hours, then were stimulated with phenylephrine (PE) for 24 hours in Ad-null-PE group. The cells were
infected with Criml-expressing recombinant adenovirus ( Ad-Crim1) for eight hours, then were
stimulated with phenylephrine for 24 hours in Ad-Crim1-PE group. The cell surface area was evaluated
using Image] software. Ito was detected by whole-cell patch clamp technique and current density was
calculated.  Results;: PE inducesd ventricular myocyte hypertrophy and reduced Ito current density,
which was inhibited by overexpression of Criml. Conclusions: Overexpression of Crim1 inhibits PE-
induced ventricular myocyte hypertrophy and Ito changes.
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