&[5 25 52 4R

1986 4E 11 A 7 (6) : 556-559

BT SRE AAXT R D EAER . BT R AT IS LR SEEE 45 Th AE

NEAL
Fhi, €%

B]E ERREKAmI, 3 mg/kg, IVIEEHE A MR
* VFT ({4, 8.2+5.8 v, p<0.05)F1%E & VERP
(A8 17+9ms, p<0.01), XA HEMAF4h 2
Ay Ami &g LT HLE 5 VDT(0.4+10.4 v, P<0.05)
J2iE 4 CSRT(33+22 ms, p< 0.01), JffEf# P-R [A]
HAZE{S, QRS Jfese, Loaintk,
PG DEME BRI
DRI A; - R

X iz

g
BG4S

B R B g 9 e OE R, IR
IMFP 25 (tricyclic antidepressant drugs, TCA)

1985 45 11 B 1 Hiick; 1986 45 1 H 30 H &l

(RN EEF S EBITE, WEREss 010035

TP AR & AR T B dm 5 & T A B B Ay
UMV H RN, B & #k (amitriptyline, Ami)
A—HE R TCA, ‘BREXN T2 Phot itk Lotk
W0, HEXBED YO ETHIN, AR
AN I8 S FOET b R DA B 5 75 45 S RE A R A 1 R UK
i, ACAEEAERMET Ami X X & f5 4R
IR, DI — BRSO E R
R fr (.

AiERER

b R P oK B bk (amitriptylini  hydro-



chloridum) sy JL 5 H M ST B 25T 42400, S0y
i iv 3 mg/kg,

Ami 3L EHTHR(VFD BE VET i
MES BRSO 7, R, &
15.8+SD 3.8 kg, o P R4, iv Ik B Lk 24
(30 mg/kg) FR MR, AN LW HGE, WK,
79 00 55 VL 1) B F Jg R BT, B TR LK
HEETHEE, THoRECERE, KR
PR E A E N R, BARREE 1-3cm,
64 Hz, 5% 4 ms, ®IR K345 5018 500 ms.
PLD1R O B AT I B/ N RIS B s ko VET, IF
B 0LV IgRzEH 0 VB E 2 V,ARE 1
To.sVHHEER 2V BMEIY, REUE
5V EHI0V #BIME 100V, & —R#H
VI B — IR N o 5 AR = WA R B — K,
S 3 B PR Bk O B R CEL O » R R RE 10—
153), AT ER BB BRE , BRI
fE Ry la bR 2y 20 min, 23755555 258 5, 25,
55, 115, 175 F0 265 min jfi{H.

ZE R IpoN, iv Ami 3 mg/kg J5 5 min 3]
PIiRE Amy VET (3% 1), VFT BEJE 8%,
5% JE B 115 min B4 R B GRS
8.245.8V, p<0.05), REFHWBTW, Eif
255 55 265 min F AR 5 24 25 H K.

Amixt b ZEF W T K B (VERP) i %
B VERP fillE % B 8k 47, & FR

Tab 1.,

557
851, {k#E14.1+SD 4.3kg, ' @ Ky, B
HIFR T HERIED . $—ATREESY 3 mm iy 2R
P AR B E T 2 b i il 3 Bk B 5 38 AL,
BT B R (S)s B—XHRET
BOBEREE, R 1em &4, BT N 85
K (S, RS B 3 O I, B R
4Hz, W% 4 ms, BB LIGER 3 O B R
B, RV 5 RIS, 5 % i X
0.5 Hz, % 4ms, RIBFREN 2-3 (5953
BWE. S, 5 S, pyitlalia) BE 2L 2-4 ms SR & E
WA, B B — A 28 5 A< B a) (] 2 1
Jg VERP, SZIGYe.OEURERS N T 4 17,
S-S, [a] 1 A4 i R 80t [/ 25 10 3¢ I % # ECG
(4G 10 cm/s) 25 2577 B (B /) BB B 1B XS R,
PR A A B 20 min, 825054 BIEE S 5,25,
55, 115, 175 1265 min yil{E, TARHETIEHR
GO AT 5 B R A IE 375 25 R R 1)) 39 78 R4
R—FHh1T.

#ZERg, iv Ami3 mg/kg f5 5 min $tH]
HE VERP 4K (17+9 ms, p<(0.01), ZEH
265 min, VERP T4 2 50 K¥E. N EE
W&, “475/5% 25 min fy VERP B 1% T £47
J5# VERP 5 (K 1),

Ami 3.0 REFSK # (VDB § fg VDT
RYME DFEE R He VERP 5 3k 47, 78 & H
S-S, A E, %S, E@ﬂ@llz}}‘ié’iﬁﬁviiﬁﬁd\, R
JEE WK S, WERE, LIS|RBA EERE

Effects of iv amitriptyline (3 mg/kg) on ventricular fibrillation threshold (VFT), ventricular

cffective refractory period (VERP), ventricular diastolic threshold (VDT), corrected sinus recovery time

(CSRT) and electrocardiography (ECG) in dogs (x+SD), Compared to pretreatment, *p>-(.05,
**p<<0.05, ***p-C0.07.
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Effects of amitriptyline on ventricular fibrillation threshold, effective

refractory period, diastolic threshold and sinus node function in

dogs

XIN Hong-bo, LIU Shi-fang

(Dept Pharmacology, Inner Mongolia Medical College, Huhehaote 010035)

ABSTRACT The effects of amitriptyline
(Ami) on electrical ventricular fibrillation
threshold (VFT), ventricular effective
refractory period (VERP), ventricular dia-
stolic threshold (VDT) and corrected sinus
recovery time (CSRT) were studied in dogs.
Ami (3 mg/kg, iv) increased VFT (peak
value: 8.2+5.8V, p<{0.05) and VERP
(peak value: 174+9 ms, p<<0.01) and these
actions lasted about 4 h. It temporarily

increased VDT (0.4+0.4V, p<{0.05) and
CSRT (33+22ms, p<<{0.01). Ami caused
prolongations of P-R interval and QRS
interval with temporary increase of heart
rate. These data suggest that Ami may be
a potential antiarrhythmic drug.

KEY WORDS amitriptyline; ventricular
fibrillation; effective refractory period;
sinoatrial node; electrocardiography; dogs



