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Abstract

Yungmijihwgang-Won, Yollyunggobon-Dan and Palmi-Hwan, Korea traditional prescriptions composed of ori-
ental medical herbs, have been used successfully to improve human health and regimen. This study was
designed to examine the mechanism of healthful effects of the Korea traditional prescriptions through its anti-
oxidative potentials. Using in vitro antioxidative activity assay system such as DPPH radical quenching assay,
superoxide anion radical scavenging assay and inhibition of TBARS production, three Korea traditional pre-
scriptions were observed to have nearly the same antioxidative potentials as ascorbic acid, a well-known
strong water-soluble antioxidant. Moreover, we observed reinforced antioxidative effects of these drugs in
liver from mouse fed these drugs with 4 weeks. When liver homogenate was incubated with 2.2"-azobis(ami-
dinopropane) dihydrochloride(AAPH), as a free radical initiator, we observed that oxidative damages were
decreased and antioxidative potentials were increased in liver homogenate treated these drugs. However, enzy-
matic antioxidative system as superoxide dismutase, catalase, glutathione peroxidase and glutathione reductase

was not affected by drug administration.
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Table 1. Components of prescriptions

Prescriptions Component Weight (g)
Rehmanniae Preparata rhizoma 30
o Corni fructus 15
j&];ﬂlg% Dioscorea tuber 15
/(\YJ ) 7L Alismatis thizoma 1125
Paeoniae cortex 11.25
Hoelen 11.25
Rehmanniae Preparata rhizoma 30
Cormni fructus 15
Zo| g Dioscorea tuber 15
sk £ Alismatis thizoma 11.25
(PM) Paconiae cortex 11.25
Hoelen 11.25
Spissus Cinnamomi cortex 3.75
Aconiti tuber 3.75
Cuscutae semen 15
Cistanchis herba 15
Asparagi radix 15
Liriopis tuber 75
Rehmanniae rhizoma preparata 75
Dioscorea tuber 75
Achyranthis radix 7.5
Eucommiae cortex 7.5
Morindae radix 7.5
Lycii fructus 715
— ) Comi fructus 7.5
EEE%E Hoelen 75
(YG) Schisandrae fructus 7.5
Ginseng radix 75
Saussureae radix 7.5
Thujae semen 7.5
Rubi fructus 7.5
Plantaginis semen 7.5
Radicis Lycii cortex 7.5
Acori Graminei rhizoma 7.5
Zanthoxyli pericarpium 7.5
Polygalae radix 75
Glycyrrhizae radix 75
Alismatis rhizoma 7.5

pyrogallotg A7} & #F 52 F<F 440 nmellN ¥4 =
o] W3E ATl SAR scavenging activity:
pyrogallol®] AFEE 50% A|shs Al wxE A
eliet,

A& Azt oA gAde] 2L linoleic acid sodium
salt(30 mg/10mL) S0 ulol 7t ¥%¢] A8 20uL ¥
100 mM  2,2'-azobis(amidinopropane)  dihydrochloride
(AAPH) 30 uLE 3718t F 37°CollA 3082k shaking
incubation® #¥ ©HE-, 1.2% thiobarbituric acid 100
ML®} 8.1% sodium dodecyl sulfate 20 uL, acetic acid
glacial 30 pLE H7}8baL, 85°ColA 3083 ubg-A|7
% Ad¥ malondialdehyde-thiobarbituric acid conju-
gate dyeE 540 nnelM FAEZ ZA5le] A9 sigdo)
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Table 2. Free radical scavenging concentration(SC,) of
each Korean traditional prescription with various free
radical sources

Drugs DPPH radical Superoxide anion Peroxyl radical

(g/mL) (pg/ml) (ug/mL)
Y] 477.6 242.8 524
PM 397.2 2719 142.4
YG 528.0 273.5 108.5
Vitamin C 137.5 68.7 83.2
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Fig. 1. Plasma total antioxidant status in mouse plasma
after tretement of Korea traditional prescriptions during
4 weeks(Trolox is water-soluble vitamin E analogue).
*p<0.05 compared with CON group
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Fig. 2. Change of reduced glutathione and oxidized
glutathione after AAPH treatment in Korea traditional
prescriptions treated mouse liver homogenate. Means with
same alphabets are not significantly different at p<0.05.
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Table 3. Change of antioxidative enzyme activity in Korean traditional prescriptions treated mouse liver homogenate

after AAPH treatment

Enzyme activity

(unit/mg protein) Superoxide dismutase Catalase Glutathione Peroxidas  Glutathione Reductase
CON 477+051* 11.35£045° 327+£037 1.47+0.22°
AAPH 2.08+0.35° 6.48£0.14° 3.01+0.15° 1.08 +0.29*
YG 3.14 £0.08° 89 *09i° 3.42+0.54 1.54£0.18
PM 3.08+0.17° 9.50 1 1.55* 3.08+0.71° 1.30+£0.14*
Y!) 3.92+0.23¢ 8.04 £ 0.5(° 3.65+£032 1.15£0.17°

Means with same alphabets are significantly not different at p<0.05.

CON group dose not treat AAPH.
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Fig. 3. Change of reduced glutathione and oxidized
glutathione ratio after AAPH treatment in Korea
traditional prescriptions treated mouse liver homogenate.
Means with same alphabets are not significantly different at
p<0.05.
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Fig. 4. Protecting  effects of Korea traditional
prescriptions supplement against AAPH-induced TBARS
formation and protein degradation in mouse liver
homogenate. *p<0.05 compared with AAPH group
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