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Abstract

Objective: To observe the effect of cilostazol on the ion channel of right ventricular cells in experimental rats, and to
explore the ion channel mechanism of ciolstazol for preventing the ventricular arrhythmia in Brugada syndrome.

Methods: Our research was composed of 2 groups: (D Perfusion group, the cells were treated in 4 sub-groups by
cilostazole at 1, 2, 5, 50 pmol/L respectively, and there were 9, 5, 3, 7 cells were recorded at each sub-group to observe the
differences of current density I, at before and after treatment. (2 Oral group, which included 4 sub-groups: Control 1 with
7 rats, Experiment 1 with 5 rats, and Control 2 with 8 rats, Experiment 2 with 6 rats respectively. The differences of current
density I, and I, were studied between each Control and Experiment sub-groups.

Results: In Perfusion group, @ with cilostazole 1, 2, 5, 50 pmol/L treatment, the current density Ito decreased in all sub-
groups, when the self-command voltage at +60mV, the Ito was significantly different in each sub-group at before and after
treatment, all P<0.05. @ When each command voltage decreasing, the reduction rates of Ito were similar among 4 sub-groups,
all P>0.05. In Oral group, ) When the self-command voltage from -50mV reached the maximum of +60mV, the I,, was similar
between Control 1 and Experiment 1 sub-groups, P>0.05. @) When the self-command voltage at +10mV, the current density of
I, was slightly higher in Control 2 sub-group than that in Experiment 2 sub-group, P>0.05.
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Conclusion: Direct perfusion of cilostazole in right ventricular cells may inhibit I, in experimental rats, such effect

was similar with cilostazole treatment at (1-50) pmol/L. Cilostazole might prevent the ventricular arrhythmia in Brugada

syndrome in experimental rats.
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i pH £ 7.38~74); Q4 & X & KREF
% & CaCl, B 7] ; @ KB # :KCI 20;KH,PO, 10; 4
T B2 10;EGTA 10; % %) B% 10;1- 4% % fR 70; BSA
0.5% Bl 5 mg/ml ( ] KOH §i% % pH £ 7.38~7.4); @
B . T JCES 5 PR P hn R S 8t 11 0.033% ;4 IfiL.
B (BSA) 02% M CaCl, 50 uM L ® 1, H
e W ( mmol/L ) : KC1 20, K-Aspartate 110, MgCl,
0.5, HEPES 10, EGTA 10, Mg,ATP 5, Na,GTP 0.1,
Na,phosphocreatine *4H,05. ( UL KOH ¥ {5 pH &
7.30) ;1, 40HEAME ( mmol/L) :KC15, MgClL, 5, i
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KE 1, 2.5, 50 umol/L, DMSO 7E #E i i v ik Ji
A 1% , 200020 (4 0 ] 2208

BAAS R FUA 0 2 LA 43 25 B : 10% KA 4
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(22C ~28°C) TEHFE 1 h 5 HTLE, mfw
(R BAZE MO bR A AT 8~12 h AR A2
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2.2 AN JEE U IS AL FE LR HE AN LS 4 T, H
U s P D R U

B 7~k Fk i A AR 4 48 1,

TEAFEHUT T, ANFRREE PGS AR ZH R
I, SRR, 22 R Tea s (P005), # 1

REERDELE(x+s)

1 pwmol/L Pa&thisk4a 2 umol/L P& MI4E 5 pmol/L TEiE&MthikE 50 u mol/L Pa&thrkia
e BE P&
(n=9) (n=5) (n=3) (n=7)

-50mV -0.78+0.25 0.46+0.23 0.78+0.33 0.95+0.35 0.79
-40 mV 0.75+0.29 0.79+0.32 -0.13+0.69 0.47 +£0.37 0.20
-30 mV -0.62+0.43 -0.15+£0.91 -0.15+0.05 -0.22+0.78 0.88
-20 mV -0.33+0.84 -0.91+£0.56 -0.78+£0.90 0.95+0.45 0.84
-10mV -0.156+0.97 -0.06+£0.85 0.05+0.36 0.36 +0.06 0.24
0omvV 0.24+0.77 0.28+0.29 0.44+£0.09 0.36 +0.06 0.43
+10 mV 0.54+0.37 0.38+0.28 0.55+0.03 0.25+0.07 0.44
+20 mV 0.61+0.24 0.50+0.22 0.57+0.04 0.48+0.25 0.66
+30 mV 0.63+0.18 0.56+0.20 0.61+0.05 0.57+0.19 0.87
+40 mV 0.63+0.16 0.56+0.19 0.59+0.29 0.62+0.16 0.91
+50 mV 0.62+0.15 0.55+0.20 0.62+0.07 0.62+0.15 0.73
+60 mV 0.62+0.14 0.54+£0.20 0.67+0.13 0.62+0.14 0.55
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