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Fig 1, ©ffects of nicotinamide on A-V conduc-

tion in rabbit,
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Fig 2,  Effects of nicotinamide 0,6 g/kg (® ) and
isoproterenol 4 ng/kg (O) on A-H interval in rabbits
before and after iv propranolol 1,2 mg/kg, (X+
SD),
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Fig 3,

Effects of nicotinamide on the A-V block induced by propranolol.

(A) Control. (B) Immediately

after iv propranolol 1,2 mg/kg. (C) 2 min after iv nicotinamide 0,6 g/ksg.

Fig 4. Effects of nicotinamide on the A-V block induced by verapamil, (A) Control, (B) Immediately
after iv verapamil 375 ug/kg, (C) 1 min after iv nicotinamide 0 0 g/kg,
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Iig 5, Effects of nicotinamide 0 6 g/kg (®) and
normal saline (O ) on A-H interval prolonged by iv
verapamil 375 ug/kg in rabbits, (X+SD),
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Fig 6, Effects of nicotinamide g0 mg on A-H
interval of isolated rabbit hearts in modified Cheno-
weth’s solution containing Ca** 0 8 mM (@), 2.4
mM (A), 4,0mM (O), I£SD,
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EFFECTS OF NICOTIiNAMIDE ON ATRIOVENTRICULAR CONDUC-

TION IN RABRITS

JIN Wen-zhen, ZHOU Cheng-min, ZHANG Ke-jin

(Dept Pharmacology, Xinjiang Medical College, Wulumuqi 830054)

ABSTRACT The effects of nicotinamide on
A-V conduction were studied in anesthetized
rabbits and isolated rabbit hearts by recording
His bundle electrogram_ In anesthetized rabbits,
A-H interval was markedly shortened after iv
nicotinamide 0.6 g/kg, but St~A and H-V in-
tervals were not changed_ This effect of nico
tinamide was not prevented by propranolol,
Nicotinamied overcame the effect of verapamil
375 ug/kg which significantly prolonged A-H
interval, When verapamil dosage reached 2,18
mg/kg, nicotinamide failed to overcome it,
Concentration of Ca** in the control per-
fusate was 2.4 mM. Low Ca** ((.8 mM) pro-
longed the A-H interval, whereas high Ca**
(4.0 mM) caused a greater prolongation of the
interval. After nicotinamide 50 mg was inject-

* x *

ed into the cannula perfusing the coronary
system, the A-H interval was immediately
shortened in solution, containing normal Ca**
concentration, Nicotinamide improved the A-V
conduction depressed by low Ca**, but aggra-
vated the A-V conduction depressed by high
Ca**. These resuits indicate that nicotinamide
accelerates intranodal conduction and has little
effect on intraatrial and His-Purkinje conduc—
tion. Nicotinamide may be an activator of the
slow channel, increasing slow inward current
of A-V nodal cells rather than stimulating B-
adrenoreceptor,

KEY WORDS nicotinamide; electrogram of
His bundle; atrioventricular conduction; prop-—
ranolol; iproveratril; calcium
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