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Tab 1 Beating rates of cultured
myocardial celis in the
normal group (normal

saline), n=6, x-+SD.

Time(min) Beating rate(beats/min)
0 52.0+29.0
1 52.3+28.7
5 51.7+28.4
10 52.2+28.1
15 51.0+£29.1
20 50.3+29.2
25 51.3+23.8
30 51.2+29.0
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Fig 1. Influences of N,, (7.5, 10

mol/L) on the beating rates
of cultured myocardial cells
with spontaneous arrhyth-
mia., n=6,
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Tab 2 Influences of N22 (7.5umol
/L) on the beating rates
of cultured myocardial
cells with spontaneous
arrhythmia. n=6, x3+SD.
*P>0.05,**P<0.05 compa-

red with the control.

Time(min) Beating rate (beats/min)

0 84.8+48.1

1 51.7+22.9*
5 45.7+22.7**
10 46.5+23.4**
15 46.7£24.7**
20 46.5 £ 25.5*"
25 47.0%£24.5**

30 48.0+£25.1**

Tab 3 Influences of N22 (10umol
/L) on the beating rates
of cultured myocardial
cells with spontaneous
arrhythmia. n=6, x+SD.
**P0.05, ***P<0.01
compared with the
control.

Time (min) Beating rate (beats/min)

0 87.7+33.6

1 58.0%£36.5%"
5 56.5+37.3**
10 53.5:134.8***
15 50.3+£36.6%**
20 48.0+£38.2%**
25 46.8£38.7***
30 A7.3+£38.2%**
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Tab 4 The protective effects of
N22 on the spontaneous
Arrhythmicbeats of cul-
tured myocardial cells
during the various period.
n=_6.

N22 Archythmic beats (times/min)

(umol/L) o 1/ 57 10’ 15/ 20’ 25’ 30’

7.5 7.83 0.67 0.67 0.67 0.67 0.5 0.67 0.67
10 5.17 3.33 2.5 2.33 2.67 2.5 2.5 2.67
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Tab 5 Influences of N22 (10pmol
/L) and aconitine (7.13
umol/L) on the beating
rates of cultured myoca-
rdial cells, n=6, x+SD.
*P>0.05, **P<0.05

Time Beating rate
Drug

(min) (beats/min)

0 54.5143.8
1 117.3+38.4°*
5 119.3+34.8**

10 96.2+37.7*

15 72.2+35.7*

ACO +N22 20 70.3+33.6°
25 67.31+40.4°

30 65.7+41.6*

35 64.0+£42.1°

40 62.0+43.2*
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Influences of N,, (10p
mol/L) and aconitine (7,13
w mol/L) on the beating
rates of cultured myocar-
dial cells, n=6,
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"Tab 6 The protective effects of
N22 (10umol/L) on the

Arrhythmic beats of cult-
ured myocardial cells ind-
uced by aconitine during

the various period, n=6,

Drug arrhythmic beats (times/min)
(umol
/LYy o7 17 s/ 10’ 157 20”7 25’ ‘30’ 35’ 407

Aco 0 4.5 4.8
(7.13)

N22 0.50.17 0 0.67 0.67 0.83 0.83
(10)
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Effects of 3—[4—2(hydroxyethyl)‘ piperazinyl] methyl-
P-dihydoxydiphenyl on Cultured Heart Cells in vitro

Zang Yuying et al,
(Dept of pharmacology Suzhou Medical College, 215007)

Abstract

3-[4-2(hydroxyethyl) piperazinyl] methyl-P-dihydoxydiphenyl derived from phenol was a non-
steroidal antimflammatory drug possessing antimflammatory and antipyretic-analgesic activities.
Effect of 3-[4-2(hydroxyethyl) piperazingl] methyl-P-dihydoxydiphenyl on cultured neonatal rat
heart cells were investigated. It was shown that 3-[4-2(hydroxyethyl) piperaginyl] methyl-P-
dihydoxydiphenyl had the significant negative chronotropic and negative inotropic actions. It
significantly inhibited spontaneous and aconitine-induced tachyrrythmias in cultured myocardial
cells,

Key words 3-(4-2(hydroxyethyl) piperagingl] methyl-P-dihydoxydiphenyl, cultured myoca-

rdial cells, negative chronotropic action,; tachyarrhythmia





