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Fig 1. Effect ;>f changrolin on fast (A) and
slow (B) action potentials of myocardial cell of
rats, a=control; b=changrolin 1.2 pg/ml, 30
min
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Fig 2. Influence of changrolin upon strength-
interval curve of fast action potential of myo-
cardial cell after changrolin 30 min(/\), 50 min
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EFFECT OF ANTI—ARRHYTHMIC DRUG CHANGROLIN ON FAST AND
SLOW RESPOIINSE POTENTIALS OF MYOCARDIAL CELL OF RATS

LI Zhen-Yuan

ABSTRACT Effects of changrolin (4~
{8", B'-bis [N-pyrrolidinyl methyll-4'-

(Department of Physiology, Zhejiang Medical University, Hangzhou 310006)

hydroxyanilino} quinazoline) on the
normal fast action potential and evoked



slow response of ventricular cells in vitro
studied by intracellular capillary
glass electrode. The amplitude and maxi-

were

mal depolarization rate of phase O (V)
of fast action potential were lowered, the
duration of action potential shortened,
the effective refractory period prolonged,
and the excitability decreased, but the
resting potential remained practically
unchanged. For slow response, the ampli-
tude, depolarization rate of action poten—

tial and particularly the effective refrac-
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tory period were increased, the duration
of action potential was prolonged both
for APDs, and APD,,, after changrolin 30
min (from 43+ 15 to 67+ 17 ms and §9+19
to 96+ 19 ms, respectively). It is con—
sidered that changrolin may be a new
type of anti—arrhythmic drug.

KEY WORDS changrolin;antiarrhythmia;
fast and slow response potential; effective
refractory period;strength—interval curve;
duration of action potential





