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Abstract Objective: To explore the effect of guanfu base A(GFA)on the late sodium current (INal.) and ex-
citation conduction velocity (ECV) in rabbit ventricular muscle by Microelectrode array(MEA) technology. Meth-
od: Sixty four rabbits of either sex were randomly divided into 4 groups:control group(n=28) ,GFA group (1, 3,
and 10 pmol/L, n=38 for each concentration ) , ATX [ group (n=8), ATXI] + GFA group (1, 3, and 10 pmol/
L., n=38 for each concentration ). The heart was perfused with modified Tyrodes solution after removed. Flexible
electrodes were attached to the left ventricle, and recorded the changes of electrophysiological signals. Result: In
the GFA 1, 3, and 10 gmol/L groups , fAPD shortened to 338. 884 10. 93, 327.13411.57, and 314.25+9. 38
ms, respectively ( P<<0.05), while ECV decelerated to 0. 5140. 10, 0. 38%0. 11, and 0. 25£0. 07 m/s, respec-
tively ( P<<0.05). In the ATXI] group, fAPD prolonged noticeably ( P<C0. 05), however, there was no change in
CV (P<<0.05). In the ATX[] + GFA 1, 3, and 10 pmol/L groups, fAPD shortened to 349. 38+ 11. 67, 330. 88
+11.09, 318.50+11. 05 ms, respectively( P<<0. 05), while ECV decelerated to 0. 51£0. 10, 0.4140. 08, 0. 30
+0.07 m/s, respectively ( P<<0.05), the shortening rate in the ATX+GFA group was significantly higher than
that in the GFA group (P<C0. 05). Conclusion: GFA can inhibit INal. and decelerate ECV in rabbit ventricular
muscle, and it may be the primary mechanism of its antiarrhythmic.
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