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The Anti-oxidative Effect of Oral Administration of NYD (Nocyongdaebo-tang)
in Oxidized Rats induced by AAPH
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Dept. of Sasang Constitution Medicine, College of Oriental Medicine, Daejeon Univ.

1. Objectives
This study aimed to investigate the anti-oxidative effect of Nocyongdacho-tang (NYD) decoction in oxidized rats
induced by AAPH.

2. Methods

AAPH (2.2-azobis-2 aminodinopropane-hydrochloride) was injected intraperitoneally to induce oxidization and NYD
was orally administered to the rats. To observe the anti-oxidative effect of NYD, we performed blood chemistry analysis,
histological analysis, and evaluated the levels of SOD, catalase, glutathione, NO and MDA in liver.

3. Results & Conclusions

1) Serum Albumin level was increased significantly in the NYD group as compared with the control group and the
saline group.

2) Serum LDL-cholesterol level was reduced significantly in the NYD group as compared with the control group.

3) GPT level in liver was reduced significantly in the NYD group as compared with the control group.

4) SOD, catalase activity and glutathione levels were increased significantly in the NYD group as compared with
the control group and the saline group.

5) The levels of NO and MDA were reduced significantly in the NYD group as compared with the control group.

6) The degenerative change of liver tissue of NYD group was decreased in comparison with the control group.

In conclusion, NYD decoction is considered to have an anti-oxidative effect in rats.
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Table 1. The Compositions of Nocyongdaebo-tang

Herbal L Weight
Name Scientific Name @
JEE Cervi Cornu
S 7.58
NS Liriopis Tuber
EUT Coicis Semen
i Dioscoreae Radix
FNRES Asparagi Radix 5.625g
FkT Schizandrae Fructus
M= Armeniacae Amarum Semen
i Ephedrae Herba 3.75g
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Fig. 1. Effect of Treatment with Nocyongdaebo—-tang(NYD)
on Body Weight of Oxidized Rats.
Values Represent the Means £ SEM of 10 Mice.
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Fig. 2. Effect of Treatment with Nocyongdaebo-tang(NYD)
on Liver Index of Oxidized Rats.

Values Represent the Means £ SEM of 10 Mice.
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5), LDH(Fig. 6), glucocse(Fig. 7.), GOT(Fig. 8.), GPT(Fig.

9.)in serum was measured.
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Table 2. Effect of Treatment with Nocyongdaebo-tang{NYD) on Serum Level. The Animals were Anesthetized with Ethyl Ether and
the Blood Samples were Taken from the Heart and the Level in Serum was Measured. Values Represent the Means + SEM

of 5 Mice
Parameter Normal Control Saline NYD
Albumin(g/ d1) 2.733+0.062 245240.099%% 2.43820.12%% 2.6560.118™
Total bilirubin(mg/dl) 0.323+0.031 0.160.037%#* 0.22840.084 0.26£0.041
LDL-cholesterol(mg/ d1) 19.543.109 25.8+3.114 19.8+3.768 18.6+2.702"
LDH(IU/ /) 2636.75+263.766 2605.8£126.595 26191286.076 26204.2+230.294
Glucose(mg/dl) 68£1.633 84.8+3.27 1% 78.6£6.229 75.8+7.791
GOT(IU/ #) 225.5£22.942 262.6£26.321 227.8+53.27 222.4£25.987
GPT(U/ #) 39.75+4.787 69.6£16.257%* 35.2¢4.658™ 33.4+1.673M
* : P<0.01 vs normal group by ANOVA test.
PP : P<0.01, P : P<0.05 vs control group by ANOVA test.
## : P<0.01, # : P<0.05 vs saline group by ANOVA test.
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Fig. 3. Effect of Treatment with Nocyongdaebo—tang{NYD)
Decoction on Serum Albumin Level of Oxidized Rat.
Values Represent the Means * SEM of 5 Mice.
**x:0<0.01, *: p<0.05 by ANOVA test.
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Fig. 4. Effect of Treatment with Nocyongdaebo-tang{NYD)
Decoction on Serum Total Bilirubin Level of Oxidized Rat.
Values Represent the Means + SEM of 5 Mice.

*+:0<0.01 by ANOVA test.
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Fig. 5. Effect of Treatment with Nocyongdaebo—tang{NYD)
Decoction on Serum LDL-cholesterol of Oxidized Rat.
Values Represent the Means * SEM of 5 Mice.
*+:p<0.01 by ANOVA test.
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Contral Saline

Fig. 6. Effect of Treatment with Nocyongdaebo-tang(NYD)
Decoction on Serum LDH Level of Oxidized Rat
Values Represent the Means £ SEM of 5 Mice.

Norrnal Control Saline NYD

. 7. Effect of Treatment with Nocyongdaebo-tang(NYD)
Decoction on Serum Glucose Level of Oxidized Rat.
Values Represent the Means * SEM of 5 Mice.
**%.p<0.01 by ANOVA test.
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Fig. 8. Effect of Treatment with Nocyongdaebo-tang{NYD)
Decoction on GOT in Serum of Oxidized Rat.
Values Represent the Means £ SEM of 5 Mice.
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9. Effect of Treatment with Nocyongdaebo-tang(NYD)
Decoction on GPT in Serum of Oxidized Rat.
Values Represent the Means + SEM of 5 Mice.
*+:p<0.01 by ANOVA test.
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Table 3. Effect of Treatment with Nocyongdaebo—tang{NYD) on Antioxidant in Rat Liver.

Parameter Normal Control Saline NYD
SOD activity(%) 72.513+4.164 46.018+2.85%* 62.991+1.417+™ 77.894+2.351MT###
GSH Conc.(umol/ #) 123.43345.183 62.017+10.536%* 105.11+7.983™ 141.313%10.7417T#*
NO Conc.(umol/ #) 15.353+4.179 41.947+4.348%#% 25.345+3.803++M 10.075+4.614M###
MDA Conc.(umol/nl) 0.353+0.015 0.48+0,027* 0.39£.01™ 0.377+0.015™
Catalase activity(U/ml) 167.977+0.234 111.08745.562%%%  139.633+0.155+*+TT 162.27+0.93MM###

The animals in saline, NYD groups were orally administered with saline, 1% Noc-Yong Daebotang decoction respectively for 7 days

(200 ul /day). fter the animals were sacrificed, the liver was taken out and estimated at 450nm by ELISA. Values represent the

means = SEM of 5 mice.

#% : P<0.01 vs normal group by ANOVA test.

PP : P<0.01, [P : P<0.05 vs control group by ANOVA test.
## . P<0.01, # : P<0.05 vs saline group by ANOVA test.
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Fig. 10. Effect of Treatment with Nocyongdaebo—tang(NYD)
Decoction on SOD Activity in Oxidized Rat Liver.
Values Represent the Means £ SEM of 5 Mice. **x:
p<0.001, **: p<0.01, *: p<0.05 by ANOVA test.
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Fig. 11. Effect of Treatment with Nocyongdaebo-tang{NYD)
Decoction on Catalase Activity in Oxidized Rat Liver.
Values Represent the Means £ SEM of 5 Mice. ***:
p<0.001 Compared to Normal by ANOVA test.
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12. Effect of Treatment with Nocyongdaebo-tang{NYD)
Decoction on Glutathione Level in Oxidized Rat Liver.
Values Represent the Means + SEM of 5 Mice. *xx:
p<0.001, **: p<0.01 by ANOVA test.
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Fig. 13. Effect of Treatment with Nocyongdaebo-tang{NYD)

Decoction on NO Concentration in Oxidized Rat Liver.
Values Represent the Means £ SEM of 5 Mice. **x:
p<0.001, **: p<0.01 by ANOVA test.
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Fig. 14. Effect of Treatment with Nocyongdaebo-tang(NYD)
Decoction on MDA Concentration in Oxidized Rat
Liver.
Values Represent the Means £ SEM of 5 Mice. *x*:
p<0.001, **. P<0.01 by ANOVA test.
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Fig. 15. Histological Analysis of Oxidized Rat Liver.

The Rats were Injected Intraperitoneally (i.p) with
AAPH for 7days (once a day. 50mg/kg). Those in
the Saline and NYD Groups Were Treated As
Described in the Experimental Methods. Rat Liver
was Removed, and the Tissue was Sliced and
Embedded in Paraffin, and 6Uus Sections were
Stained with Hematoxilin and Eosin. A: Normal
(x400) B: Control(x400) C: Saline(x400) D:
NYD(X400)
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