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Comparison of nifekalant and amiodarone in the treatment of new —onset atrial fibrillation in acute
myocardial infarction patients

DU Chun-lei'?, GUO Mu?, ZHANG Yun-qiang?, LIANG Hai—qing®, TTAN Shu-guang?, WANG Zhao?, SONG Yu?

(1.Gradute School, Tianjin Medical University, Tianjin 300070, China; 2.CCU, TEDA International Cardiovascular Hospital, Tianjin
300457, China)

Abstract Objective: To compare nifekalant and amiodarone in the treatment of new—onset atrial fibrillation in acute myocardial infarc—
tion patients. Methods:Patients admitted to TEDA International Cardiovascular Hospital from January 2017 to May 2018 with acute
myocardial infarction and new—-onset atrial fibrillation were randomized into 52 patients in the nifekalant group and 54 patients in amio
darone group according to random numbers produced by computer. Those two groups were treated with nifekalant (loading dose: 0.3 mg/kg
infusion for 5 minutes; maintenance dose: 0.4 mg/kg/h) and amiodarone (loading dose: 15 mg/min infusion for 10 minutes; maintenance
dose: after 1 mg/min treatment ). The 24—hour recovery rate and control rate of atrial fibrillation in the two groups were observed, and blood
pressure, heart rate, left ventricular ejection fraction, and adverse reactions before and after treatment were measured. Results: A total of
106 patients with acute myocardial infarction complicated with new—-onset atrial fibrillation were enrolled in this study. The rates of atrial
fibrillation reversal in the nifekalant and amiodarone groups were 50 (96% )and 42 (78% )respectively, with statistical significance
(P=0.001). The time of conversion was shorter in the nifekalant group(2.7£1.3, P=0.02 ), and the control rate of atrial fibrillation at 24 hours
was not significantly different(P=0.16), but the relative proportion was higher in the nifekalant group(77% ). The nifekalant group had no
significant effect on systolic blood pressure (P=0.24), diastolic blood pressure (P=0.32), and heart rate (P=0.23), and increased LVEF
(P=0.001)and prolonged QTc (P=0.001). Adverse reactions caused by nifekalant was low, and there was no significant difference between
those two groups (P=0.27). Conclusion:Nifekalant has a significant effect on the treatment of new—onset atrial fibrillation in patients with
acute myocardial infarction. It has little effect on the blood pressure and heart rate and the incidence of adverse reactions is low.

Key words acute myocardial infarction; atrial fibrillation; nifekalant;amiodarone
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Tab 1 Baseline Characteristics
. NIF 41 AMD 41
(n=52) (n=54)

AR 68+10 6710 0.67
P51 8 filZc Pk 10 fil# 1 0.76
2 K /457 24 22 0.69
TR ML 5/ 451 44 38 0.22
WEBR /15 12 22 0.17
5 I LA /5] 12 18 0.41
BNP/(ng/mL.) 1509+1 543 13731 353 0.74
LVEF/% 42411 3949 0.72
LA/mm 42+4 4244 0.69
RA/mm 344 34+4 0.98
E I5/A 1gE<1/47] 24 18 0.34
Killip 73%% 0.80

Killip T 2%/ 18 16

Killip 11 Z¢/41] 10 12

Killip 11T /451 4 8

Killip TV 25/{3] 22 18
ALY 0.34

ST-AMI/f3] 28 22

NST-AMI/f5i] 24 32
132 5 /451 46 42 0.3
18/ (mmol/L) 4.1+0.5 4.2+1.0 0.76

2.2 NIFA=AMD *fin/E HR.SHRked % m 4424 8h
J5i P S 24 )5 SBP.DBP HR \LVEF M1
ZEAEIEAT A3 AT , AMD 2R 1L M HR B35 AR,
1M NIF X} 1L (blood pressure, BP) \HR JCH g 520
MRS B DB RSG5, 7R NIF 4119 LVEF 45
R Thim: , WL 2.

%2 NIF 71 AMD A[g Lk

Tab 2 NIF and AMD comparisons between Groups

NIF 4] AMD 4
UIRE| P
(n=52) (n=54)
ASBP/(mmHg) 3+13 9+7 0.03
ADBP/(mmHg) 2+10 6+3 0.03
AHR/(YK/min) 2+10 9+8 0.02
ALVEF/% 445 ~1=5 <0.05
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Tab 3 AF Comparison between Groups
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Tab 4 Cases of Adverse Effect
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Tab 5 NIF Comparison between Groups
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LVEF/% 41210 45+11 <0.05
QTc/ms 459.9+63.8 570.5+62 <0.05
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