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ABSTRACT

The present study examined that in Vivo/Vitro test is investigated in normotensive sham-operated rats

(NSR) and aldosterone-analogue deoxycorticosterone acetate (DOCA)-salt hypertensive rats (ADHR) and
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that the antihypertensive effect was induced by silver spike point (SSP) electrical stimulation at meridian
points(CV-3, -4, Ki-12, SP-6, LR-3, BL-25, -28, -32, -52), specifically, such as aldosterone in 24 hour urine
analysis from healthy volunteer. The gross examination and morphometric-histological changes, such as
hypertrophy, production of necrotic tissues, and the changes of cell arrangement on the kidney, and adrenal
gland were markedly observed in aldosterone-analogue DOCA -salt hypertensive rats compared with those
from normotensive sham-operated rats. The systolic blood pressure, weight of kidney and adrenal gland
were significantly increased in ADHR than that in NSR. The required time of PSS-induced resting tone was
significantly increased in ADHR than that in NSR. However, the voltage-dependent K* (Kv) currents were
significantly decreased in ADHR than that in NSR. The urine analysis showed that the concentration of
aldosterone was significantly decreased in resting state from the elderly people compared with those from
the adolescent healthy volunteer. The current of 1 Hz continue type of SSP electrical stimulation
significantly decreased in the concentration of aldosterone of 24 hour urine from the elderly people. These
results suggest that the development of aldosterone analogue-induced hypertension is associated with
changed the weight of kidney and adrenal gland, blood pressure, resting tone and Kv currents, which directly
affects blood pressure. Therefore, the hypertension is a risk factor on cerebrovascular disease. Moreover,
these results suggest that the diminished responsiveness to SSP electrical stimulation, especially current of

1Hz continue type, in elderly people may be, in part, related by the increased of antihypertensive effects.
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=1 1, Schematic representation on surgical procedures of the experimental animals and systolic and diastolic blood
pressure of sham-treated and aldosterone-analogue DOCA[Z00ng /kg Fsalt-treated rats during the first week
and fifth week of DOCA-salt application

The amplitude and quality of the waveform permit assessment of both systolic (SP} and diastolic pressures (D},

SD rat, Sprague-Dawley rat; NSR, normotensive sham-operated rats; ADHR, aldosterone-analogue

deoxycorticosterone acetate (DOCA}-salt hypertensive rats, *: p {0 05
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112l 2 Representative graphs and light micrographs of renal and adrenal tissues oktained from normotensive sham-
operated (contral) and aldosterone-analogue DOCA-salt hypertensive rats,

The arrows (A} indicate aldosterone-analogue DOCA-nduced necrotic tissuss (NT},

The arrows (C) indicate vacuclation of zona fasciculata in adrenal gland,

NSR: hormotensive sham-operated rats, ADHR: aldosterone-analogue DOCA-salt hypertensive rats,

[1: 10un, & 7ona glomertidosa, b: Zona fascicuiata, ¢: 7ona refictiar’s, d: adrenal medidla,

W 50um, +:p{005
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of 2o AE] B ge = 1 g €l
oR fiEe AEgdie 92dE 918 5 8l
CHEAR, 2004). 53], 604 o] =<19] 859~
91.0%7F LBXE WEE WIAgl @ 7HA o]
olgHe] vt A Q7R Fae A A
g el R THATIA, 1995 478 5,
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{gap junction)l|*] YEME connexind39] 4%
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1214 The inhibitory effects of S5P electical stirmulaticn on urine aldosterone and schematic representaticn of anti-
hypertensive effects of SSP electrical stmulaticn cn aldestercne-related noxicus metabolic responses,

SSP; silvier spike poirt electrical stimulation, R; aldostercne receptor, N; nucleus, SMC; smooth muscle cell, BR,

bloed pressure, * #,t p £ 005
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