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Abstract : This study was devised to observe in wvitro, the inhibitory effects of acidic polysaccharide
fractions from Korean red ginseng (KR(G) and white ginseng (KWG) on the hipolytic action of tox-
ohormone-L and on angiotensin converting enzyme (ACE, peptidyldipeptidase hydrolase, EC 3.4.15.1).
The crude acidic polysaccharides (CAP) extracted from main and lateral roots of KRG and KWG
were separately purified through several procedures. The total inhibitory activities on the lipolytic
action of toxohormone-L of CAP from main roots of KRG and KWG was higher than those of CAP
from lateral roots of KRG and KWG, respectively, and that of CAP from main root of KRG was 3.1
times higher than that of CAP from main root of KWG. The specific activity of CAP from main root
of KRG was measured as 5.40 umits/mg, when one unit was defined as the amount giving 50% in-
hibition on toxohormone-L induced hpolysis. A subfraction named PG, obtained by replated chro-
matography on DEAE-TOYOPEARL 650M gave the specific activity of 24.4 units/mg. On the other
hand, it was found that the total inhibitory activity on ACE of CAP from lateral root of KRG was
the highest among the 4 kinds of CAP, but the specific activity of CAP from lateral root of KWG
was the highest.

Key words : acidic polysaccharide, toxohormone-L, Korean ginseng, angiotensin converting enzyme.
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Scheme. 1. Experimental procedure for the measure-
ment of toxohomone-L induced lipolysis.
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Fig. 1. Separation of the angiotensin converting en-
zyme in rat lung tissue on the Sephadex G-200
column (2.4 cmx40 cm) which was eluted
with 100 mM potassium phosphate buffer in
300 mM NaCl (pH 8.3). Each effluent (4.6 m/
per tube) was collected at a flow rate of 4.03
m//hr.
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Table 1. Inhibitory activity of the crude acidic polysaccharide (CAP) fractions from the main and lateral root of
Korean red and white ginseng on toxchormone-L induced lipolysis

Ginseng Yield (g%) ICs (Mg/3 mi) Toten 2V [ Spepihc ety
Red ginseng
Body root 14.71 185 7.95x 10 5.40
Lateral root 12.78 410 3.12x10" 2.44
White ginseng
Body root 5.16 200 2.58x 10" 5.00
Lateral root 5.92 3,400 0.17 %10 0.29

“One unit was defined as the amount (pug) giving 50% inhibitory activity on toxohormone-L induced lipolysis.

Table 2. Inhibitory activity of the acidic polysaccharide fractions (PG) from Korean red ginseng on tox-

ohormone-L induced lipolysis

Fraction Yield 1Cs, Total ag:tivity Specifig activity
(mg%) (ug/3 mb) (unit) (unit/mg)
PG, 6,460.0 190 34,000 5.3
PG, 155.4 10,000 16 0.1
PG, 62.1 800 78 1.3
PG, 39.4 160 246 6.3
PG; 18.9 420 45 2.4
PGy 5.0 570 9 1.8
PG; 4.9 6,000 1 0.2
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Table 3. Inhibitory activity of the acidic polysaccharide subfractions (PG,) from Korean red ginseng on tox-
ohormone-L induced lipolysis

Fraction Yield 1Cs Total a;tivity Specifig /activity
i (mg%) (ug/3 ml) (unit) (unit/mg)
PG, 0.4 200 2 5.0
PG, 1.2 300 4 3.3
PG4 19.0 41 463 24.4
PG, 11.7 62 189 16.1
PGys 0.9 250 4 4.0

Table 4. Inhibitory action of the crude acidic polysaccharide (CAP) fractions of the main and lateral root from
Korean red and white ginseng on angiotensin converting enzyme activity

Ginseng Yield 1Cy, Total a'cEivity Specifig /activity
: (g%) {ug/mi) (unit") (unit/mg)

Red ginseng

Body root 14.71 990 1.49x 10" 1.00

Lateral root 12.78 730 1.75% 10" 1.37
White ginseng

Body root 5.16 650 0.79%x 10" 1.54

Lateral root 5.92 420 1.41x10° 2.38
Citrus pectin 185 - 541
Galacturonic acid 8,800 - 0.11
Glucuronic acid NA® - -

* One unit was defined as the amount (ug) giving 10% inhibitory activity on toxchormone-L induced lipolysis.
) .
Non active.
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