2014,30 A A oL il A5 9 %
(7):629—632 Journal of Clinical Cardiology (China) + 629

- Kemh T 5T -

I 4 W B T P KA S LB
3 L 4 L v, A0 R

WA F#' A FHk' HAR" mB

CHEE] B AFE A 2 M o ok B 250 AL f 0 JIL &40 B W5 39 5 B i (DADs) 1 fish %238 8 (TA) % 4F Sy 52
i AR AR R S LR R B Z AR E R, FiE: 40 HFRFE 2 RO RN Axt A G E . s E
R 2 M 2 R A D AR A AR SR RS SR A AR 10 HL BT R E R 9k A0 L A
(PR 1 mg-ke "ivERBEIIL 16 YO, 3 M5 3 MMM ZNFAL 09X RANG ml- kg ' -
dDEE RN EAEMGMRTHS NS T FHEBIE G mg - kg ' - d D) FAFMBARTEG mg« kg« d D
B H . L) R S 0 T A AR A AR i R A T (MDA A B K O Ak B (GSH-Pxo) iR
S fh B B Ak T (SOD) 19 e B 5 % 125 40 5 2 4 0 35 WL A0 AR, 07 ) 4 0 A6 B o R 0 SR B FE R A (AP L T %8 o5
Pl 2 il T DADs f TA &4 3, &R 5 B4 Fe . BT 2 4178 5 &#F R A B (LVEDV) 1 K. SOD
M GSH-Px FEAE, MDA @& 72 5 8 i /- 80 (LVER) B AR s 55 00 %5 241 RS b M o 41 e e . R 4E st i 40 LVEDV
45/ MDA FEAE . SOD fl GSH-Px ¥ . LVEF 800 (¥ P<C0. 05):3 Hz ] # F % W20 £ 1% % H DADs f1 TA.
BgE & 4 DADs fl TA 8% Kk 3 5 25 BN . 43 524 18/20 1 11/20CP =20, 05) 5 F £ Hb 3% 4 F1 A% flb 4k 72 2 DADs
B % A #2405 R 10/20,16 /20 TA BIRAERSHI N A /20.10/20. A LA BT 55 F(P<<0.05), it
0 LI e Ce LS Ak R 38 A7 1 . oCs L2 B H T M DADs HL T A & A 28 0 1 05 - 4 H i e 4 1k B
KOV B LA e TR AT R AR T DADs FTA By %A,

[ IA] 0 2B R & s Bl % 6 30 18 30 J5 PR

doi:10. 13201/j. issn. 1001 —1439.2014. 07, 020

[HEHZES] R541.6 [cwirEB] A

Effect of carvedilol on electrical remodeling in rabbit

with ADR cardiomyopathy
HE Li' LILun' XIAO Jie' GAObo' XIAO Jianmin® GUYe'

(' Department of Cardiology. Puai Hospital, Wuhan, 430033, China;*Department of Cardiolo-
gy, Taiping Hospital in Dongguan of Guangdong Province)
Corresponding author: GU Ye, E-mail: yegu2003(@yahoo. com. cn

Abstract Objective. To investigate the effect of carvedilol on triggered activity (‘TA)and delayed afterdepolar-
izations(DADs) in cardiac myocytes of rabbits with adriamycin cardiomyopath and the relation between oxidative
stress and electrical remodeling in adriamycin cardiomyopath. Method :Forty New Zealand white rabbits were ran-
dom]y divided into four groups (n=10 each) . the control group. the ;ldri;l‘myuin group, the carvedilol group and
the metoprolol group., Rabbits in the adriamycin group. the metoprolol group and the carvedilol group were intra-
venously injected at auri-edge with adriamycin hydrochloride (1 mg » kg ') twice a week for 8 weeks, and at the
same timepoint those in the control group were injected with equal saline. Thereafter, rabbits in the metoprolol
group and the carvedilol group were intragastric administrated with metoprolol and carvedilol (5 mg « kg ' «d ')
respectively, and those in the control group and the adriamycin group were intragastric administrated with equal
volume of saline. Two months later, left ventricular end diastolic volume(LVEDV), left ventricular end systolic
volume(LVESV) and left ventricular shortening fraction(LVFS) were measured by echocardiogram; MDA .SOD
and GSH-Px were mearured. By enzymatic dissociation method, single ventricular myocytes were isolated. Then
by whole cell patch clamp technique. action potentials ( APs) were recorded. The incidences of delayed afterdepo-
larizations (DADs) and triggered activity(TA) were monitored under fast frequency electrical stimulation. Result,

Adriamycin increased MDA . LVEDV and LVESV. and decreased SOD and GSH-Px. And the incidences of DAD
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sand TA (18/20. 11/20) were significant higher than those in the contrel group (0/20, 0/20) (P<Z0. 05), Carve-
dilol increased SOD and GSH-Px, decreased MDA, LVEDV and LVESV, and inhibited the increase of incidences
of DADs and TA (10/20, 4/20) (P<Z0. 05), There were no signific;lnt different in LVESV,LVEDYV and the inci-

dences of DADs and TA between the metoprolol group and the adriamycin group. Conclusion:Carvedilol can inhibit

the occurrence of DADs and TA in rabbits with adriamycin cardiomyopathy and protect adriamycin-induced cardio-

toxicity . which relate to oxvgen free radial production.
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