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Efficiency of intravenous amiodarone in congestive heart failure patients with
atrial fibrillation
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[ Abstract] Objective To determine the effect of intravenous amiodarone on the rapid ventricular rate in the patients with atrial
fibrillation (AF) and congestive heart failure (CHF). Methods Seventy elderly patients with AF and CHF [ventricular rate > 120beats/min,
New York Heart Association (NYHA) class II—IV] hospitalized in the Northern Jiangsu People’s Hospital from September 2012 to
September 2013 were recruited in this study. They were randomized into 2 groups: amiodarone group (n = 35, loading dosage of 150mg
followed by a dose of 1.5mg/min) and deslanoside group (n = 35, loading dosage of 0.4 or 0.2mg in slow injection, and more 0.2mg should
be medicated if no effect occurred in 1h later). The ventricular rate, mean response time, successful cardioversion ratio, brain natriuretic
peptide (BNP) level, the adverse effects and follow-up outcomes were recorded after medication. Results The ventricular rate was
significantly decreased in 1, 2 and 24h after treatment than before in both groups (P < 0.01), even in 30 min in amiodarone group (P < 0.01).
In 2h after treatment, the ventricular rate was reduced by 47% in amiodarone group and by 28% in deslanoside group when compared with
the rate before treatment. Significant difference was found in the rate between the 2 groups in 30min, 1h, 2h and 24h after
treatment (P < 0.01). The total effective rate on controlling rapid AF was 79.8% (amiodarone group) and 72.3% (deslanoside group)
respectively (P > 0.05). In 3 months after discharged from hospital, the ratio of persistent AF after the medications (amiodarone, metoprorol and
digoxin) was 60.0% (21/35) and 82.9% (29/35), respectively, and the rate of adverse effect was 8.6% and 11.4%, respectively, in the 2 groups
(P >0.05). Conclusion Amiodarone is of safety, rapid effect and mild adverse effect in treatment of CHF patients with coexisting AF.
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Table 1 The baseline data of patients in two groups
(n=35)
Item Amiodarone group  Deslanoside group
Male[n(%)] 18 (51.4) 19 (54.3)
Age(years, x+s) 65.3+11.5 63.6+11.7
Coronary heart disease 13(31.1) 11 (31.4)
[n(%)]
Dilated cardiomyopathy 5(14.3) 3(8.6)
[n(%)]
Hypertensive heart disease 12 (34.3) 17 (48.6)
()]
Rheumatic heart disease 5(14.3) 4(11.4)
[n(0)]

1.3 MEIIF

10525 )530min, 1h, 2hFI24hiy.00 383 (L%
R R 5 [l st 0 3% P 2 BB 3 24 I 2 0 ke gt )
BRI ; 1B 3 H WA M AFE R
1.4 FRAR

R DEHEE < 1000k /min, 555 IEL K
TR >20%, sifEE SO ORG DERD >
100%K/min, H 5HELIK- A0 % 3T FE < 20%.
15 %itam

K HISPSS17.048 R kA T et 2% 40 M o 1
R AR £ bREZEFROR, 241 AR I FRE
55, ZH ] AR F afe e, PR [B) b ACR R
¥ TR BRI AHGE . LAP < 0.05 022 5% B
EENIES -0
2 &% R
21 BAZHFRABHNECEREHER

WiZH B HE 251, 2, 24hf0.00% 2 5 25
Fo# ¥ 2 T % (gffi = 3.768~10.359, P <0.01),
P Tl i 2L ) 2% 5 30minuty %5 56 5 241 L 80 A B
FEREML (q=4.237, P<0.01); MAREHZG
30min, 1h, 2h, 24hf).0 2 KA 2ZE R MGG EE
X (P<0.01); BbAk, HZ2h)5 B i 2 8 50 %
RIEHZYH F%47%, £OBEBATHOERER
2T R F28% (££2).



< 456 - IEEZFEZREHERAE 2015965280 55145 £56HF  Chin J Mult Organ Dis Elderly, Vol.14, No. 6, Jun 28, 2015

22 WABFITTRILER

i WA 2 5 2% 2Tk B AR T 4L R IR T A R A
R4279.8% (28/35) F172.3% ( 25/35), 2541t
HE L (£4=0.317, P>0.05); Memlfids 5% 2k
EACH AR PR 4504 (25.8 £11.5) min
M1 (45.3+12.7) min, ZR A5 E L (t=5.736,
P<0.01), REZRLERLS 25 2 Mk EA6 1 4 24 19 (m) %
BEMEOHS B 126 (34.3% ) FI3f (8.6% ),
ZRAGFE X (1=6.873, P<0.01), Pl
#jJ524h BNPAEfL 22 R o g it 2% 5 L (P> 0.05;
3 )0t BE S5 BT 3 A P2 R B AT S AR L R
435 460.0% (21/35) F182.9% (29/35), KP4
A8 B S 8 B 4R R S5 RO Y 25 W O TR [
Falik e . RHE R (IR ). H&=E], K
RAE 3L -
23 HUBEAFRRRBILE

e LT 20 8 BN R R g A 3461, e L8 FH 2 )5
30min B R T BEAR S, i e R 24 A
120/75mmHg ( 1mmHg = 0.133kPa ) [ %=
86/55mmHg, 7. BI85 24 %% U] WL 2 3 1 FH 22 B I I
FEWMREZ R s 201 B FE M0/ kA — k1T E
Py &A% B S0 shid 22, % U ER 5 14 Wik
HIEW o AR KA % H48.6% (3/35), LM
EAEH A B R 4], Hrh2fl 252
15hE S DA IR SE OB %, OERY
R 2= 29550 Imin, 37 B AS 24 %5 U)W 5E DL O 28 K 5
EH, HARSEOHE; Sish2fiH 25 1h)E 1 BUAR
I Fe B ke, i s H O 245 60 1) 125/75mmHg
118/70mmHg43 1] F% % 90/55mmHg#185/50mmHg,

12U EE30minSE HATIR S IR o A B &A%
H11.4% ((4/35), PIALRE N R KA (0] 2% 5
TG 2EE L (P>0.05), WARELT.O SR
P 1 R Pl E L T & 8 S

3 W i

O 25 TR R AR CHI SR 35 1 1L 37 30 ) 2% b
s 2 | N P - A L O L 22 B B S
b A2 A R A O = R 2 R A 0 ) 3 R R TR
B REARR AE A FE 10 PEb ek —H
JEVRIT CHF RO R R AR I I 2 25, &
FEHLH R % IS 25 W H A 1 UL T Rn Lk o A 2k
TOHESTRAE A, AT B RO IR s 1, O Dk
TP o, R O I RE s RIS Bl A
PERRAG, B 258 A XA SO N A RE K, A 200 A AIG
O E R (RO XA, A 0 5 R
BRI AFA — E 14 5 R A L R S I 240
KHZy, ERPLH . FEEIMHK ML, TR hIER
PEEFBR , 8 HL A 306 Ca* N 3 A0 1 5 4 k1 i B2
R 2 Tz B T A 2O B R H RIRYT
X F CHF R0 38 5P T AF R 35 & A KD %R 5
B R ORI,

FEAR SR WA, TR ] CHF A0 = R Pk
RIAFHRE I, 25 L MEBAET -2 sk it i) B 2 K
T e AR, L5 L R A T (R B P 24 ) 2h
R TP 2 8 0 3 R A 20T T 647 %, &
AT T 5 28%; PG H 2 RA 5% E
S, BEAMCEER LG L BT RS
S i CHF A 0 2 % Ml A AR B AT I 56 % S8 i e
WL IG T, R SO ENSCRIE T R OB E

#2 MEBERAGE. RUEXRTUER

Table 2 Change in ventricular rate before and after the medication in two groups

(n =35, beats/min, x +s)

After the medication

Group Before the medication -
30min 1h 2h 24h
Amiodarone 137.6 + 20.8 1185+ 16.77 106.2 + 18.5™ 89.4+19.2" 78.5+16.8™
Deslanoside 138.3+21.2 129.2 + 18.6" 118.4 + 17.57# 103.6 + 18.3"# 87.9 +16.37%

Compared with before the medication in the same group, P < 0.01; compared with amiodarone group, *P < 0.01
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Table 3 Entrainment and heart function after the medication of the two groups (n=235)
Item Amiodarone group Deslanoside group t or y* Value P value
First AF or paroxysmal AF(<48h)[n(%)] 10 (28.6) 8 (22.9) 0.299 0.584
Persistent AF[n(%)] 25 (71.4) 27 (77.1) 0.299 0.584
Entrainment after the medication[n(%)] 12 (34.3) 3(8.6) 6.873 0.009
BNP level before the medication(ng/L, x +s) 633.4 +116.7 687.4 +125.2 0.866 0.400
BNP level after the medication(ng/L, x+s) 594.2 + 93.5 568.5 +128.4 0.931 0.330

AF: atrial fibrillation; BNP: brain natriuretic peptide
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