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Fig 1. Position of cauterizing 2 branches of
anterior descending coronary artery in rabbit
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Fig 2. Cardiac arrhythmia induced by hypotha-
lamic stimulation in rabbit 19 with ischemic heart.
A) Control ECG. B) Elevation of ST segment
immediately after cauterizing branches of coro-
nary artery. C) After implanting electrodes into
right DMH and AHA-OT. D) Frequent ventricu-
lar extrasystoles (ve) during 10-15 s electric
stimulation, E) 1 min after cessation of stimula-
tion, F) Frequent ve reappeared at 10-15 s electric
stimulation. Amplitude =15 mm/mV; Speed of
paper =25 mm/s (same in the following figures)
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Fig 3. Effect of lidocaine on ve induced by hypo-
thalamic stimulation on rabbit D-3 with cau-
terized branches of coromary artery, A) Control
ECG,. B) 30 s electric stimulation, C) 1 min after
iv lidocaine 5 mg/kg. D)No ve during 35 s electric
stimulation after 2 min, E) Bigeminal ve reap-
peared during 20-30 s electric stimulation 1 h after
iv. F)1 min after 2nd iv lidocaine 5 mg/kg. G) No
ve on electric stimulation after 2 min,
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Fig 4. Effect of Panax ginseng on ve induced by
hypothalamic stimulation in rabbit 45. A) Con-
trol ECG, B)Slight elevation of ST segment after
cauterizing branches of coronary artery, C) ECG
after implanting electrodes into hypothalamus,
D) Frequent ve at 40 s electric stimulation, E)
After cessation of stimulation, F) Bigeminal ve
reappeard at 41 s electric stimulation, G) After
cessation of stimulation. H) Slowing of heart rate
immediately after iv Panax ginseng, 1)1 min after
iv.J) No ve during 40 s stimulation 2 min after iv,
K) Still no ve on stimulation after 2 h. L) Ve
appeared at 5-§ s electric stimulation after 4 h 25
min, M) Same result as in L for electric stimula-
tion after T min, N) After cessation of stimula-
tion, O) Slowing of heart rate and alleviation of
T wave inversion immediately after iv Panax gin-
seng once more, P)1 min after iv of of Panax gin-
seng, Q)2 ve appeared at 4-7 s of electric stimu-
lation 2 min ~fter iv, '
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CARDIAC ARRHYTHMIA INDUCED BY HYPOTHALAMIC STIMULATION
IN CARDIAC ISCHEMIC RABBITS AND THE ANTIARRHYTHMIC ACTION

OF PANAX GINSENG

ZHANG Rong-bao, LI Zhen-yuan, SHI Huan-yun
(Department of Physiology, Zhejiang Medical University, Hangzhou 310006)

ABSTRACT Frequent ventricular extra-

systoles were recurrently provoked by
electrical stimulation of right dorsal
medial hypothalamic nucleus  and

anterior hypothalamic area near the
medial margin of optic tract in anesthe-
tized rabbits with 2 branches of anterior
descending coronary artery cauterized.
The stimulation employed was 80-min
(sometimes 40—60 min) train of square

wave pulses of 0.2 ms, 50 Hz and 3—6 mA

through 2 insulated stainless steel elec”

of 0.8—0.8 mm.
Ventricular extrasystoles were elicited in

trodes with bare tips

X X X

nearly 90% of the rabbits. It was ineffec—
tive to stimulate right medial preoptic
area plus lateral preoptic area. In the first
few stimulations at intervals of 10 min,
the number of ventricular extrasystoles
tended to decrease spontaneously (about
9249% in 0.6 h). The decreasing tendency of
induced extrasystoles was lessened after
succeeded longer interval. On this model
the preparation of Panax ginseng had an
obvious anti—arrhythmic effect.

KEY WORDS cardiac arrhythmia; hypo-
thalamic stimulation;
cauterization; Panax ginseng

coronary artery
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