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Fig. 1 Effect of angiotensin II (AgII) on
noradrenaline (NA) release from sym-
pathetic nerve endings.

Ag II facilitates the release of NA via
the stimulation of Ag II receptors at

sympathetic nerve endings.
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Fig. 2 Time schedule of experiment.
NA=noradrenaline, NRR=NA release

rate
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(1) NA clearance=3H-NA infusion rate—

steady-state plasma 3SH-NA
(2) NA release rate=NA clearance X plasma
NA level
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1. e, mEICHT 2R (Fig. 3)

Bk Bt T (anaesthetized) € s\ T, 4 &K
(Saline) #¥ (100.3740.6%) ick L, captopril
(CAP) #Hi LA (95.9+1.6%) 2 HEICET
& L¥7chs, sodium nitroprusside (SNP) Efiz.0»
HH (101.31+1.9%) KHEOEILES 2 8h -
7c. —77, Saline # (104.141.1.2%) 2k L,
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2. Noradrenaline release rate (NRR)

I 9 34EM (Fig. 4)

AEMix, BT (anaesthetized) iz 3\,
CAP, SNP, A K & ##E L-Hi#&ic 513 5 NRR
D% ALK #7~3. CAP #f (108.81+9.8%) &
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Fig. 3 Effects of captopril (CAP) and sodium
nitroprusside (SNP) on heart rate and
mean arterial pressure under anaesth
etized and pithed conditions (Mean
+SE).

*=p<0.05, N.S.=not significant
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Fig. 4 Effects of captopril (CAP) and sodlum
nitroprusside (SNP) on noradrenaline
release rate (NRR) under anaesthetized
and pithed conditions (Mean+SE).
*=p<0.05
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Fig.5 Anillustrative schema showing barorecep-
tor mediated increase and angiotensin II
receptor mediated decrease in noradrena-
line release rate.

CAP=captopril, SNP=sodium nitro-

prusside
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The reason why ACE inhibitors (captopril) blunt baroreflex
—Study with measurements of noradrenaline release rate in rabbits—

Shinya Minatoguchi*, Hiroyasu Ito*

and Henryk Majewski**

*The 2nd Department of Internal Medicine, Gifu University

School of Medicine
**University of Melbourne

We investigated the mechanism by which cap-
topril (CAP), an ACE inhibitor, blunts
baroreflex. Noradrenaline release rate (NRR)
was measured before and after the administra-
tion of CAP (1 mg/kg, CAP group, n=7),
sodium nitroprusside (7 ug/kg/min, SNP group,
n=7) or physiological saline (Saline group,
n=8) in both anaesthetized and pithed rabb-
its. Under anaesthetized condition, NRR (per-
cent change) was greater in SNP group than in

CAP group in spite of the fact that blood
pressure fell almost to the same extent in SNP
and CAP groups. Under pithed condition in
which baroreflex was not present, NRR was
decreased signifintly in CAP group than in
Saline group.

These results suggest that one of the
mechanisms whereby CAP blunts baroreceptor
reflex was that CAP secondarily decreased
NRR from sympathetic nerve endings.

Presented by Medical*Online



	0459
	0460
	0461
	0462
	0463



