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ABSTRACT

Effects of Guizibokryungwhan Herbal- Acupuncture
on the Intravascular Coagulation
Induced by Endotoxin in Rats

in-Ho Yi', Kyung-Sub Lee’, Byoung—Key Song’
* Dept. of Gynecology, College of Oriental Medicine, Kyung Hee UNIV

This study was designed to investigate the effects of Guizibokryungwhan
Herbal-acupuncture on the intravascular coagulation. '

At first 36 mice were divided normal group(n=6) and experimental group(n=30).
Normal group had no treatment and experimental group was imnduced intravascular
coagulation by injected endotoxin 0.5mg/kg into the caudal vein. The experimental
group was djvided Sample-A(n=12), Sample- B(n=12) and control group(n=6). Control
group was administrated normal saline. Sample-A was injected Guizibokryungwhan
Herbal-acupuncture manufactured by extraction method and Sample-B was injected
Guizibokryungwhan Herbal-acupuncture manufactured by water-alcohol method. Then
Sample-A and Sample-B was injected high and low concentration. All treatments
were done to Kwanwon acupuncture point once a day for 5 days s.c..

The results were following.
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1. Compared with the control group, the platelet count was significantly increased in
high-concentrated Sample-A and Sample-B group.

2. Compared with the control group, the concentration of fibrinogen was significantly

increased in all experimental groups.

3. The prothrombin time was significantly shortened in high-concentrated Sample-A
and Sample-B group as compared with the control group.

4. The activated partial thromboplastin time was significantly shortened in
high-concentrated Sample-A group as compared with the control group.

5. The Guizibokryungwhan Herbal-acupuncture has a concentration-dependent

effects on the intravascular coagulation.
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Table 1 Effects of Guizibokryungwhan on the Blood
Platelot in Endotoxin-Induced Disseminated Intravascular
Coagulation Rats

Doss No. of  Blood platelet  Increment

GouPs kg, sc) animals  (x10°wt/ut) o

Normal - 6 AT i

Gontrol - 6 200t 89"  -#45
Sample-A 125 6 257364 56
Serple-A 290 6 #M501280" B9
Sample-B 125 6 VR3304 2
Sample-B 290 6 :M2t174° 22

a); Mean £ Standard error
# ; Statistically significant compared with normal
data(#tp<0.001)
= ; Statistically significant compared with contrdl data
(++:p<00l and *++:p<0001)

Sample-A : Guizibokryungwhan aqua-acupuncture solution
manufactured by extraction method

Sample-B : Guizibokryungwhan agua-acupuncture solution
manufactured by water—alcohol method

600

Nomal Control Sample-  Sample~ Sample-  Sample~
Aflc) Alh.c) B{(l.c) 8(h.c}

Fig. 1 Effects of Guizibokryungwhan on the Blood Platelst in
Endotoxin-Induced Disseminated Intravascular Coagulation Rats
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Table 1. Effects of Guizibokryungwhan on the Blood
fibrinogen Contents in Endotoxin~Induced Disseminated
Intravascular Coagulation Rats

Dose No. f Blood fibrinogen  Increment

Grouss ek, sc) animals  contents(e/d) (4
Normal - 6 25301245” -
Control - 6 XVt 657 -649
Sample-A 15 6 12051 725 26
Sample-A 2% 6 1754% 1247 B0
Sample-B 15 6 1476+ 120" 824
Sample-B 25 6 18514118 136

a). Mean$Standard error
# : Statistically significant compared with normal data
(##p<000D
= Statistically significant compared with contrdl data
(+p<005, »+:p<Q0L and *»+p<0.001)
Sample-A : Guizibokryungwhen aqua-acwpuncture solution
manufactured by extraction method
Sample-B : Guizibokryungwhan agua—acupuncture sclution
manufactired by water—alcohol method

Homal Controt Sample~ Sample- Sample- Sample-
Aic) Ahc? 8{lc) B(hc)

Fig. 2 Effects of Guizibokryungwhan on ths Blood fibrinogen
Contents in  Endotoxin-Induced  Disseminated Intravascular

Coagulation Rats
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Table M, Fig. 3¢ Yel . #AHd)
endotoxing K3ty H{HUE vz
PTE 212+053% 2 endotoxin HIA X A
479 PT 164+0.24%9] ¥]3o p<0.001
o HES PT 43L& Yo
Sample-A 2.50mg’kg ¥ Sample~-B 2.50mg/
keg #4Z ¥39 BxRe A v PT
7} 242t 17.8+10.70% ¢ 185+037%2
274 ¥y p<0.018 HES PT 4F
AAEAE Jellilen, Sample-B 1.25
ng/kg A FAAZ PT7F 189+059%=
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Table M. Effects of Guizibokryungwhan on the
prothrombin time in Endotoxin-Induced Disseminated
Intravascular Coagulation Rats

Doss No. & prothrombin time Inhibition
Groups

(¢/k¢, s.c) animals (sec) )

Normal - 6 16.41028" -
Control - 6 22+053™ -293
Sample-A 15 6 2061065 28
Sample-A 2% 6 1784070 160
Sample-B 125 6 18905 108
Sample-B 2% 6 185037 129

a) Mean * Standard error

# : Statstically significant compared with normal data
p<G 0D
= Statistically significant compared with contrd data
(+:p<005 and *:p<VOD )
Sample-A : Guizibokryungwhan aqua-acupuncture solution
mamufactiured by extraction method
Sample-B : Guizibokryungwhan agua-acupuncture solution
mamufactured by water-alcohol method

Nomal Control Sample- Sampin- Samply~ Sample-
Atle) Mh.c) B(l.e) Blh.c)

Fig. 3 Effects of Guiziboforyungwhan on the prothrombin time
in Endotoxin-Induced Disseminated Intravascular Coagulation Rats

4) activatied partial thromboplastin
timed] "lX& &3

Endotoxin o2 fdd 3 ¥A
FF¥FT HFAd dF¢ Sample-A =
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Table IV, Fig. 4°] Yeldith. 3134
endotoxin€ F43to] {FEd YxRT9
aPTTE 457+288% % endotoxin H A X
A4Tel aPTT 275+239%¢] u)3ld
p<0.0019) HE} aPTTY A3 ey
At HA ERKFA Sample-A 2.50mg/
kg AXTANME aPTT7F 280+198% 2
gz ¥lsle p<0.001) FES A3
ALdgE 22E & Jd9e9 Sample-B
2.50mg/kg A FEANAE g4 AFE oA
A7le B8ES Hol v TAHFoE HEHK
< A

Tadle IV. Effects of Guizibokryungwhan on the activated
partial  thromboplastn ~ tme in  Endotoxin-Induced
Disseminated Intravascular Coagulation Rats

activated partial

U g ) amnts Bl I

Normal - 6 2153238Y -

Control - 6 4571288™ -78
Sample-A 125 6. 4331314 53
Sample-A 290 6 280118 B7
Sample-B 12 6 421503 33
Sample-B 250 6 32133 08
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a) Mean Standard error
# ; Statistically significant compared with normal data
(JW’:D<0(D1)
: Statistically significant compared with control data
(G pdlml)
Sample-A | Guizibokryungwhan aqua—acupuncture solution
manufactured by extraction method
Sample-B : Guizibokryungwhan agua-acupuncture solution
manufactired by water—alcohol method

Nomal Control Sample~  Sample-  Sample~  Sample-
AlC) Ah.c) B(.c) B(h.e)

Fig. 4 Effects of Guizibokryungwhan on the activated partial
thromboplastin time in Endotoxin-Induced Disseminated Intravascular
Coagulation Rats
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