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Abstract

Objectives : The purpose of this study is to investigate whether Haenggan(LR2) Reduction in
Acupuncture affects cerebral hemodynamics [regional cerebral blood flow(rCBF), mean arterial blood
pressure(MABP)] in normal rats;, and to make manifest whether Haenggan(LR2) Reduction in
Acupuncture is mediated by cyclooxygenase or guanylate cyclase.

Methods : This experiments was to investigate at the other changes of rCBF and MABP at
Haenggan(LR2) Reduction in Acupuncture in normal rats, pretreated rats with indomethacin(l mg/
kg, iv.) and pretreated rats with methylene blue(10 pg/kg, iv.).

Results : .

1. Haenggan(LR2) Reduction in Acupuncture was significantly increased rCBF during
acupuncture and after withdrawing of the needle.

2. Haenggan(ILR2) Reduction in Acupuncture was decreased MABP during acupuncture, but
Haenggan(LR2) Reduction in Acupuncture was increased MABP in compared with normal
condition.

3. Pretreatment with indomethacin(l mg/kg, i.v.) was significantly inhibited Haenggan(LR2)
Reduction in Acupuncture induced increase of rCBF, but was increased Haenggan(LR2) Reduction
in Acupuncture induced increase of MABP.

4. Pretreatment with methylene blue(10 ug/kg, i.v.) was significantly decreased Haenggan
(LR2) Reduction in Acupuncture induced increase of rCBF and MABP.

This results suggest that Haenggan(LR2) Reduction in Acupuncture increased rCBF by
dilating pial arterial diameter, and the mechanism of Haenggan(LR2) Reduction in Acupuncture is
mediated by guanylate cyclase.

Key words : Haenggan(LR2), Regional cerebral blood flow(rCBF), Mean arterial blood
pressure(MABP), Cyclooxygenase, Guanylate cyclase
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Fig. 1. Effects of LR2 on the rCBF and MABP
in normal rats
This figure is effects of reduction in ac-
upuncture by puncturing along and ag-
ainst the direction of channels respective-
iy.
Normal : non-acupuncture group during
30 min, AT : acupuncture group during
30 min, WN 30, 60, 90, 120 : withdrawing

- of the neddle group during 30, 60, 90, 120

min, rCBF : regional cerebral blood flow,
MABP : mean arterial blood pressure.
* : Statistically significance compared with
Nontrol group(* ; P<0.05).
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Fig. 2. Effects of pretreatment with IDN on the
LR2-induced changed rCBF in normal
rats

This figure is effects of reduction in
acupuncture by puncturing along and
against the direction of channels respec-
tively.

Control : LR2 treated group, IDN : After
indemethacin(l mg/kg, i.p.) treated, LR2
treated group..

Other legends are the same as Fig. 1.
' : Statistically significance compared with
Control group(++ ; P<0.01).

AcHFig. 2).
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Fig. 3. Effects of pretreatment with IDN on the
LR2-induced changed MABP in normal
rats
Other legends are the same as Fig. 1, 2.
* : Statistically significance compared with
Control group(++ ; P<0.01).

IDNg AHAsn 7S AFsA Fue
o] MABPE 100.00:0.05 %z} 3tgg u,
IDNg A5 & 17He APt 308 T
g3l IDNZ9 MABPE 119.77+0.03 %2 of
zZEth 2358 FYHEP<0.0DUA F7HEA
3, AHF )% AgER ¥stg IDNZY
MABPXZ z+z} 118.68+0.05 %, 119.24:0.03 %,
198.93+0.05 %, 126.80+0.04 %= HRFREC}
= 2383 §4P<0.01)AA F7HE AUk

3. Methylene blue H&{x| & TR XtEol

ofst = e FHsete] HEt

1) 7R3 xjzol] 28 FAxHFS He

70 AH ez s wste rCBFO 28714
& opryl ¢ste T Hixez FAUA
Z715] MABPE dizZe g 3}3, guanylate
cyclaseo] dAA¢l MTBE HA A & (TS
ko2 A3ty Wstd rCBFE MIBL2 2
a9 chFig. 4. |

140

--Controt =MD

o
m
9 i
—
(=]
n
Q
[+4]
5 14
=
Q
®
&
Hraal &Y G L4 L2y W%
Time(min)

Fig. 4. Effects of pretreatment with MTB on the
LR2-induced changed rCBF in normal rats
This figure is effects of reduction in
acupuncture by puncturing along and
against the direction of channels respec-
tively.

Control : LR2 treated group, MTB : After
methylene blue(10 ug/kg, i.p.) treated, LR2
treated group.

Other legends are the same as Fig. 1.
* . Statistically significance compared with
Control group(++ ; P<0.01).
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Fig. 5. Effects of pretreatment with MTB on the

LR2-induced changed MABP in normal
rats

Other legends are the same as Fig. 1, 4.
* . Statistically significance compared with
Control group(++ ; P<0.01).
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