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Therapeutic effect of L-carnitine on patients with unstable angina pectoris/CHEN Qiang, CHEN Li-zhu//
Department of Cardiology, First Affiliated Hospital of Baotou Medical College, Inner Mongolia University of Science &
Technology, Baotou. Inner Mongolia, 014010, China

Abstract: Objective: To observe therapeutic effect and safety of L-carnitine on patients with unstable angina pectoris
(UAP). Methods: According to random number table, a total of 124 UAP patients were randomly and equally divided into
routine treatment group and L-carnitine group (received L-carnitine injection 2 Og intravenous drip, once/d based on rou-
tine treatment group) , both groups were treated for one week. Onset times and duration of angina pectoris and ECG im-
provements before and after treatment were observed and compared between two groups. Results; Compared with before
treatment, there were significant reductions in onset times and duration of angina pectoris, number of leads in which ST
segment depressed==0. 05mV (NST) and sum of ST segment depression extent in 12 leads (2 ST) in both groups after treat-
ment, P<0. 05 or <<0. 01; Compared with routine treatment group after treatment, there were significant reductions in
onset times [ (L 58=+0. 03) times/week vs. (1 28+0. 01) times/week | and duration [ (0. 31+0. 03) min/week vs. (0. 15
+0. 03) min/week] of angina pectoris, NST [ (L 5540 04) vs. (L 0440, 10)] and 2 ST [(0. 2740, 02) mV vs. (0. 15
40 01) mV] in L-carnitine group, P<C0. 05 or <C0. 01. There was no significant difference in incidence rate of adverse
reactions between two groups. Conclusion: L-carnitine possesses more significant therapeutic effect than that of routine
treatment on patients with unstable angina pectoris, and there is no obvious adverse reactions.
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Canine model of acute atrial fibrillation established by rapid atrial pacing combined rapid intravenous

infusion/PAN Wei-tao, CHEN Guo-zhen, CAI Nuo-wei, WU Li-chun, WU Zhi-yong, ZHENG Bo-ren//Department of
Cardiology, Affiliated Second Hospital of Fuzhou City of Xiamen University, Fuzhou, Fujian, 350007, China

Abstract: Objective: To study establishment of canine acute atrial fibrillation (AF) model. Methods: A total of 24
healthy adult mongrel dogs were selected, randomly and equally divided into pure rapid atrial pacing group (RAP
group) , pure rapid intravenous infusion group and RAP + rapid intravenous infusion group, then canine acute AF
model was tried to establish in each group using corresponding method. Inducible rate and duration of AF were com~
pared among three groups. Results: Compared with RAP group and pure rapid intravenous infusion group, there
were significant rise in inducible rate (0% vs. 0% vs. 62. 5%) and mean duration [0 vs. 0 vs. (115 684135, 87) s]
of AF in RAP + rapid intravenous infusion group, P<C0. 01 all. Conclusion: Neither pure rapid atrial pacing nor
rapid intravenous infusion could induce atrial fibrillation successfully. Combination of both can establish atrial fibril-
lation model.
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