AMEHEEEE  F18F H1HK
Korean J. of Pharmacology
Volume 18, Number 1, 1982

7t=E Bl o3 HRME ESHS #E)

ZIKBE BRAE ERBHE

2 B #B-% ®m B

= Abstract=

Alteration of Vascular Reactivity in Cadmium-poisoned Rabbits
Ki Whan Hong, M.D. arnd Byung Yeng Rhim, M.D,

Department of Pharmacslogy, College of Medicine, Busan Naticnal University, Busan

1) Experiments were undertaken to elucidate the mecharism which elevates the systemic
arterial blood pressure by cadmium (Cd).

2) The mean arterial pressure and peripheral resistance of central ear artery in Cd-pciscred
rabbit were significantly increased in comparison with these in control.

3) The vascular pressure response to electrical stimulation in Cd-pcisoned group was less
than that in control. However, in the former group it showed the supersensitivity to norepin-
ephrine.

4) The response to electrical stimulation was diminished by sodivm arachiderate in the
ear artery, on the contrary, it was rather enhanced in the vessel of Cd-poisoned grcup. The
responses in both groups were reduced by pretreatment with either PGE, or PGF,..

5) The response to electrical stimulation was nct affected in control, but enhanced in Cd-
poisoned group by pretreatment with indomethacin.

6) When the ear artery of control group was perfused with physiolegical salt solution(PSS)
the response to electrical stimulation was not changed by irdcmethacin, it was much erhanced
without affecting on the response to norepinephrine when K*-free PSS, was used.

These results demonstrate the evidence that the alteration of regulatory mechanism on the
vessels was causally related to the elevation of arterial pressure and the increase in perip-
heral resistance in Cd-poisoned rabbits.
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Fig. 1. Comparison of peripheral resistance unit
(P.RU.) of isolated rabbit ear artery
between two groups, non-poisoned control
(open bar; for 20 animals)and Cd-poisoned
rabbits(closed bar; for 15 animals). Perfu-
sion rate was (.6ml/min, and data are
expressed as mean+S.E.M.
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Fig. 2. Comparison of the pressure response to
electrical stimulation as time function of
one hour at 0.6 ml/min of perfusion rate
for two groups of rabbits. The response
was elecited by field stimulation at varying
frequency under 2 msec pulse duration for
20 sec. *, p<0.05; **, p<0.01 significantly
different from the corresponding control
data.
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Fig, 3. Dose-pressure response - to norepinephrine
during 0.6 ml/min perfusion. The response
was obtained by 0.1 ml bolus injection of

each concentration. *, p<0,05 compared
with control.
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Fig. 4. Tracings of effects of sodium arachidonate
(AA) and indomethacin (IND) on the
pressure response to electrical stimulation
in the ear artery of control and Cd-poisoned
rabbits.
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Fig. 5. Effects of sodium arachidonate (AA) on
the pressure response to electrical stimu-
lation in. the ear artery for two groups.
Asterisks(*, p<0.05; **, p<0.01) denote
the 31gmf1cant difference from the initial
respective response,
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Flg 6. Effects of PGF,, and PGE, on the responses to electrical stimulation for two groups of rabbits.

'See others in Fig. 5.
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Fig. 7. Effect :of %indomethacin(IND) on the
responses to. electrical stimulation for two
groups of rabbits. *, p<0.05 significantly
different from Jthe initial corresponding
response.
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Fig, 8. Effect of indomethacin plus arachidonate

on the responses to electrical stimulation
for two groups. See others in Fig. 7.
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Fig. 9. Effect of K*-free PSS and K*-free PSS plus
indomethacin on the responses to electrical
stimulation (left column)and norepinephrine
(right column). Asterisks(*, p<0.05; *%
p<0.025; *** p<0.001) denote the signi-
ficant difference from the response of
normal PSS group. NS means no significa-
nce.
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