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Antihyperglycemic Constituent of Aralia elata Root Bark (IT)
—Isolation and Action of the Constituents—

Ok Kyung Kim*, Eun Bang Lee and Sam Sik Kang ‘
*College of Natural Sciences, Seoul Woman’s University, Seoul 139-774 and
Natural Products Research Institute, Seoul National University, Seoul 110-460, Korea

Abstract—An antihyperglycemic compound in a model of alloxan induced diabetic

rats was isolated from the root bark of Aralia elata.

The compound identified to be

oleanolic acid 28-0O-f8-n-glucopyranoside was active at a dose of 100 mg/kg p.o. in the
rats. It also has increased the contents of liver glycogen which were lowered by

injection of alloxan in the rats.
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Table 1. Effects of serum glucose in diabetic rats by the treatment of EtOAc subfmctxons

Serum glucose(mg/dl M=+S.E. )

Dose Number of
Group I
- (mg/kg, p.o.) animals 0 3 day

Control 5 169.34 8.6 157.54 5.6
Alloxan? 5 551. 4259, 37%7 559, 2143, 6###
Alloxan+-Subfr. A 150 4 416, 1423.7 295, 7+76. 6*
Alloxan+Subfr. B 150 4 514.777.6 439.8+97.0
Alloxan+Subfr. C 150 4 169, 44-37.0 301, 1£85. 5%

v Alloxan was given i.v. at a dose of 40 mg/kg.

¥ p<0.05 (statistically different from the alloxan).

### p<0.001 (statistically different from the control),

Table II Effects of serum glucose in diabetic rats by thn treatment of compounds I and II

Dose Number of Seer glucose(mg/dl MTS E)
Group — s
(mg/kg, p.o.) animals 0 3 day
Control 6 118.1% 6.8 140. 1+ 3.6
Alloxan® 6 466, 9+26. 8% 442,026, 4%¥¢
Alloxan+compound I 100 6 427.6457.6 314.0%63.0
Alloxan+compound II 100 6 391.4433.1

259. 31:69. 9*

Y Alloxan was given i.v. at a dose of 40 mg/kg.

* p<0.05 (statistically different from the alloxan).

#¢8 p<0. 001 (statistically different from the control).
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Table III. Effects of compounds I and II on the contents of triglyceride in the serum, glycogen in the

liver of rats

Dose Number of  Triglyceride(mg/dl, M*+S.E.)  Liver glycogen
Group (g% of wet -
(mg/kg, p.o.)  animals 0 3 day tissue)
Control 6 89.2t 6.0 88.74 8.1 3.56x0.19
Alloxan? 6 203. 4+ 8.4%%%  201.0-14,9%#*# } 60, 12##¥
Alloxan+Gliclazide 12 6 198.3%15.9 162. 2+ 7.5% 2. 60, 8O
Alloxan-+Compound 1 100 6 201.5% 6.5 183.5% 6.2 2.0%0.15
Alloxan+Compound II 100 6 205.5+ 9.8 172.93 6.4 2.1%0.18%

U Alloxan was given i.v. at a dose of 40 mg/kg,
* p<0.05 (statistically different from the alloxan).

## p<0. 001 (statistically different from the alloxan).
58 50,001 (statistically different from the control).
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