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Abstract

Objectives : Acupuncture has been used as treatment of disease in the korean medicine. In this
study, it was investigated that effects of reduction of acupuncture techniques of five evolutive phase
for appling excess in the heart, kidney on cardiovascular system as blood pressure and renin and atrial
natriuretic peptide (ANP) in plasma, cardiac hypertrophy.

Materials and methods : The experiments were performed on Sprague Dawley rats, 2K1C
hypertension model was prepared by constricting the left renal artery with a sliver clip. Animals were
then divided into seven groups, 2K1C induced and no treated group (Control), acupuncture on SP3 -
HT7(AC-1), LR1 - KI1 (AC-2), SP3 - HT7 - LR1 - KI1 (AC-3). The treatments were performed once a day
for 10 days in rats.

Results : The results are that the blood pressure was significantly decreased at 15days in AC-1
group. The cardiac hypertrophy was significantly decrease in AC-3 group. The activity of plasma ANP
was increased in all groups without AC-1 group and the that of plasma Rein was decrease in AC-1,
AC-2 groups than control group.

Conclusions : These results suggest that acupuncture at SP3 - HT7 and SP3 - HT7 - LR1 - K1
can be used as a therapy for controlling renal hypertension induced by 2K1C in the rats.
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Table 1. Change of systolic blood pressure on
acupuncture in 2KI1C rats.
(mmHg)

Gop 0 2 4 6 8 10
Control 178.045.66 177.055.97 17341635 178.4£3.40 173.6£413 175.244.93

AC-1 176.945.56 177.124.74 171,649.53 166.9¢3.66° 170.7+3.60 172.242.51
AC-2 176.411.96 174.243.19 170.346.47 17424539 173.444.82 173.624.62
AC-3 177.4£0.8¢ 173,441 57 167 8£3.31 167643487 167.443.417164.843.38”

Acupuncture was treated on the experimental
hypertensive rats induced by 2K1C for 10days. The
treatments were started on the 32th day after
inducing 2KI1C. Control, no treatment. AC-1,
acupuncture on SP3 and HT3. AC-2, acupuncture
on LR1 and KI1. AC-3, acupuncture on SP3, HT3,
LR1 and KIl. Results are shown as means + S.E.
= P<0.05, *+, P<0.01, as compared with the
corresponding data of control group.
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Fig. 1. Effect of systolic blood pressure on
acupuncture in 2K1C rats. Acupuncture
was treated on the 2K1C rats for 10days.
The treatments were started on the 32th
day after inducing 2K1C. Control, no
treatment. AC-1, acupuncture on SP3 and
HT3. AC-2, acupuncture on LR1 and KI1.
AC-3, acupuncture on SP3, HT3, LR1 and
KI1. *, P<0.05, **, P<0.01, as compared
with the corresponding data of control
group.

(Table 1, Fig. 1).
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Fig. 2. Effect of acupuncture on the cardiac
hypertrophy index in experimental hyper-
tensive rats induced by 2K1C. Index was
heart weight/body weight. Control, no
treatment. AC-1, acupuncture on SP3 and
HT3. AC-2, acupuncture on LR1 and KIi.
AC-3, acupuncture on SP3, HT3, LR1 and
KIl. =, P<0.05, as compared with the
corresponding data of control group.
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Plasma Renin Concentration
{pg/ml)

Control ACH AC-2 AC-3

Fig. 3. Effect of acupuncture on plasma Renin in
experimental hypertensive rats induced by
2K1C. Control, no -treatment. AC-1,
acupuncture on SP3 and HT3. AC-2,
acupuncture on LR1 and KI1. AC-3,
acupuncture on SP3, HT3, LRl and KI1.
*  P<0.05 as compared with the
corresponding data of control group.
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Fig. 4. Effect of acupuncture on plasma ANP in
experimental hypertensive rats induced by
2K1C. ANP, atrial natriuretic peptide.
Control, no treatment. AC-1, acupuncture
on SP3 and HT3. AC-2, acupuncture on
LRI and KI1. AC-3, acupuncture on SP3,
HT3, LR1 and KIl. *, P<0.05, as compared
with the corresponding data of control
group.
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