BT R PRk 2013 4E 10 45 36 45 5 4

doi:10. 3969/j. issn. 1000-9760. 2013. 05. 008

21 %% #% Langendorff 3 5 K B o O I HL 76 ) %) 535 i)~

FhAx K B & B 4 TaMH ANLF
G 77 BE 2 B H il 24 B, L AR 5T 272067)

 E HI #E2FF langendorff MR K BoQ ER E S BB, Jiik BHALEEDIE AL
UBEMRRABHRCBEGERN, 858 “CBEXFTEZKRA OB EPR EH.QT B M. ¥ KX QTc, Hig w5,
0. 3mmol/L 41 % % ¥ {# PR & 41 )N (66. 13. 2)ms % K 2| (92. 3£10. 7)ms( P<C0. 05) ;R 3% M (16. 1+1.2)ms
W E (18, 1£3. Dms(P<<0.05); QT A ##1 QTc £ ] A (184. 3+13. 8)ms 7 (10. 6+0. 6)ms 3 A F| (250. 7+
27.6)ms #1(13. 1£1. Dms, (P<L0.01,P<C0. 01);RR FI M K 22.5%; 0 F W& 17. 1% . KRB RELEZE
AT . AHAE EEHRS. &5 AFFTREXFECHENES . FRELEHMUESTCELRY.

XEIWW aEZF;NBE;NELXY

i E 5% S RI65 XERARER A XE4HS:1000-9760(2013)10-333-03
Effect of erythromycin on the langendorff perfused model of heart in guinea pigs

WANG Jun-jie, HUANG Yan-hong, DU Jing, et al
(Academy of Basic Medicine,Jining Medical University, Jining 272067, China)

Abstract: Objective To explore the effect of erythromycin on the langendorff perfusion model of the heart in
guinea pigs in vitro. Methods Electrocardiogram(ECG) was recorded using conventional ECG recording technique.
Results Erythromycin prolonged PR interval, widened R wave, increased QT interval and QTc,and slowed heart
rate(HR)in ECG. 0.3 mmol/L erythromycin prolonged PR interval to be(92.3=410.7)ms from(66.1=43.2)ms,
prolonged 39.4% (F=35.9, P<(0.05) ; width of R wave was widened from(16.1+1.2)ms to(18.14+3.7)ms,
widened 12.4% (F=9.4, P<(0.05);QT interval and QTc were increased from(184.3+13.8)ms and 10.6+0.6
to be(250.7+27.6)ms and 13.141.7 respectively; RR interval was prolonged 22.5% ( F=47.8, P<<0.05);HR

was decreased 17.1( F=40.5, P<<0.05). Supraventricular premature contraction occurred with higher dose. Con-
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clusion Erythromycin could slow speed of excitation conduction in the heart,and lead to arrhythmia such as su-

praventricular premature contraction.
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