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Effects of Geopungjeseub-tang(Gufengchushi-tang) on the
Changes of Cerebral Blood Flow in Rats

Sang-Yun Jeon, Seok Hong

Dept. of Circulatory Internal Medicine, Coliege of Oriental Medicine, Dongshin University

Objectives : Geopungjeseub-tang(Gufengchushi-tang) has been used in oriental medicine for many centuries as a
therapeutic agent for hemiplegia caused by deficiency of qi(5& &) and damp phlegm(¥#%). This study was performed to
evaluate effects of Geopungjeseub-tang extract(GJT) on hemodynamics[regional cerebral blood flow(rCBF), pial arterial
diameter(PAD), mean arterial blood pressure(MABP), heart rate(HR)] in normal rats and in rats with cerebral ischemia by
middle cerebral artery(MCA) occlusion. Also, effects of adrenergic P-receptor, cyclooxygenase on response to GJT were
evaluated.

Methods : Laser-doppler flowmetry(LDF) measured changes of rCBF, MABP and HR. Video microscope and width
analyzer measured changes in PAD.

Results : rCBF and PAD increased after treatment with GIT(10mg/kg, i.v.) during the period of cerebral reperfusion, and
pretreatment with indomethacin raised rCBF and PAD increased after treatment with GJT during the same period as above.
Pretreatment with propranolol decreased rCBF, but increased after GJT treatment, but raised PAD increased after GJT
treatment during this period of reperfusion.

Conclusion : GJT caused diverse responses were observed in rCBF and PAD after treatment with GJT. ACF action is
mediated by adrenergic B-receptor and cyclooxygenase.

Result suggest that GJT has an anti-ischemic effect through the improvement of cerebral hemodynamics and has
theraputic potential for cerebral apoplexy. .

Key Words: Geopungjeseub-tang{Gufengchushi-tang), cefebral blood flow, ischemia
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HA APY FA HAT F ARSI ¢} 46mm 2, -21pn Aol 27 56mme) craniotomy
2) oA E A3tk Laser doppler flowmetry(LDF, Tran-
ARl AR Al Sl FEEd sonic Instrument, U.S.A)$& needle probe(%]7 0.8mm)

ol M A & Aadste] ARst T FEEERES <) 2 guEa)Ha w8d 570 HEE stereo-

FAE REHEEY #EagthTable 1) tactic micromanipulator® A}&-3ta] ] dutEof

ZA2YA ZHAANRG AN TS AL F

2. ¥4 GITE %%4(0.01ng/kgl0. Omg/kg, iv)E Edsa
D Ao Az 308 $ WEHE CBFE 3333t
GJIT 25 B3H138.50g)8 Z+7} 3,000m 3A &

Table 1. Prescription of Geopungjeseub-tang(Gufengchushi—tang,GJT)

o B ]

B & A AE@)
g ik Atractylodis macrocephalae thizoma 4,500
B R E i 3.750
B ES Angelicae gigantis radix 3.750
B ¥ Citri pericarpium 3.750
RS Paeoniae radix rubra 3.750
4 F Pinellae rhizoma 3.750
E MW Atractylodis rhizoma 3.750
ISI Linderae radix 3.750
R R’ Aurantii fructus 3.750
HE L Scutellariae radix 3.750
HEEY Coptidis rhizoma 3.750
x & Notopterygii rhizoma 3.750
A B Ginseng radix 3.000
n & Cnidii rhizoma 3.000
B B Platycodi radix 3.000
B R Ledebouriellae radix 3.000
= Angelicae dahuricae radix 2.625
£ HE Glycyrthizae radix 1.875
4 B Zingiberis rhizoma recens 7.000
& E 69.25
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2 gz2FHt 2459 oFig 1)
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A WAl PADE 100.0+2.1%E 35S 4,

I3
>
Ho
Olop
2

Ao PADE HEE 247 5 A7 547+
3.8, 52.1+4.5, 52.6+3.9, 503+28(%)2 $&
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130.9+9.5, 1284+ 8.7(%)2 A= QAN h2F
Hoe £330 o]%F Ate] AE4E H3E
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izl visiM e FE AckFig. 2.).
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Fig. 1. Effects of GJT on the rCBF response in cerebral ischemia rats

GIT: Geopungjeseub-tang extract
Control: group caused MCAO
1CBF: regional cerebral blood flow

MCAQO: middle cerebral artery occlusion
Sample: after caused MCAO(2hrs), GJT(10mg/kg, i.v.) treated group

[ MCAO
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Reperfusion
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Fig. 2. Effects of GJT on the PAD response in cerebral ischemia rats.

PAD: pial arterial diameter

Other legends are the same as Fig. 1
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JTE Fo3}A] @i PPNE HX A3 A4 o
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g 247 B9 Z+zZ} 36.00+620, 22.30+6.60,
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13.50, 109.90 + 7.90, 113.60 + 13.60(%) 2 & A3z
Bt} F7hH ACKHFig. 3.).

4) IDN A% & rCBFY] wX|= &

GITE F48A ¢ IDNE XA F4
2] rCBFE 100.00+0.00%% 3l¥& o, =3
Y WX 9] rCBFZ AAAZ] 48 H3le IDN
< AAAE 3 GITE F£3 IDNT9 rCBFE 3
8 247 Bt Zbz} 3520+6.50, 29.70+3.10,

%, Changes of tCBF
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Fig. 3. Effects of pretreatment with PPN on the GJT-induced changed rCBF response in cerebral ischemia rats
PPN: after pretreatment with PPN(1mg/ke, i.v.) in normal rats, GIT(10mg/ks, i.v.) treated group after MCAO Smin

Other legends are the same as Fig. 1.
+; Statistically significance compared with Sample group(+; P<0.05)
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Fig. 4. Effects of pretreatment with IDN on the GJT-induced changed rCBF response in cerebral ischemia rats
IDN: after pretreatment with IDN(1mg/kg, i.v.) in normal rats, GIT(10mg/ks, i.v.) treated group after MCAQO 5min

Other legends are the same as Fig. 1.
+; Statistically significance compared with Sample group(+; P<0.05)
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Fig. 5. Effects of pretreatment with PPN on the GJT-induced changed PAD response in cerebral ischemia rats

Other legends are the same as Fig. 1, 2, 3.
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Fig. 6. Effects of pretreatment with IDN on the GJT-induced changed PAD response in cerebral ischemia rats

Other legends are the same as Fig. 1, 2, 4.
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