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¥HE S M albumines] BBEIHENES HE=
#}¢] anti-inflammatory activity® Z+& BHRFT W
e RE}F L = 5 panax saponin AZt WA
RS waoz HEH v 9. o RAY
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Table II. Time interval effect of PS-A on edema suppression.
Group Doses Time # ' Animals Edema at the time after carrageenin administration
No. mg/kg Interval min. i Weight(gm.) 1 2 3 4 5(hrs’.)
' 133 e 2.58 467 615 533 515
Control CMC s.e.12 r — — — — —
solution. SE. (.55 1.03 0.600 0.795 0.633
- 1.7 5.1 5.43 4.45 4.0
| 100 0 137 r 34.3 — 1 16.5 225
s.e.7-8.8 S.E. 0.26 1.09 1.17 1.05 0.9
211 3.47 4.23 445 4.28
I 100 60 124 T. 18.1 25.7 31.3 16.5 16.8
' s.e.+10.8  S.E. 0.83 0.545 0.90 1.06  0.835
e 1.45 3.35 3.05 3.95 3.67
| 100 120 129 T 43.7 28.3 50.5% - 26.0 28.7
s.e.+10.2  S.E. 0.51 0.76 0.76 = 0.92  0.575
, e 2.41 3.50 3.43 2.66 3.93
NV 100 240 136 r 6.6 25.1 44.5% 50.1* 23.7
s.e.79. 85 S.E.. 0.64 0.286 0.71 0.59 0.62
e 1.37 2.55 2.58 3.23 2.53
v 200 30 127 r 47.0 45.3 58.0% 39.5% 50.7*
' s.e..:8.75 S.E. 0.328 0.59 0.525 0.38 0.515

Abbreviation: CMC; carboxymethyl cellulose, e; Edema volumex 10, r; Percent of edema reduction, S.E.;

Standard error of edema volume, s.e.; Standard error of body weight of animals. -
# Edema suppression is highly significant statistically. (P<C0.01)
a) The length of time intevals between the medication of PS-A and carrageenin edema induction.

A9 anti-inflammatory activityel]l Bl Al EEE
wro]® Eigsta e Aol okF Perrov® . EiE
3z Y=u 2EL  eosinophile count, ascorbic acid
content, urinary corticoid HilE 2 EIFKkBe B
o] BT parameterd AE P controlBFH L K
Bt = o5 A EW BE T heat stressT
AA EHozHA ABEL BIBREY eficency s 8K
A#A anti-inflammatony activity® vehd oz gl

U 7 YRGS SEARE g2 QAT FEE
FiEsm Q¥ By 2 gk 9+ anti-infammatory
activity & Moz IEAsE Aoz Azse &
Batx Qlvh. EEL thA panax saponin A7} vieb
& anti-inflammatory activity2] B 2 ﬁiﬁ{iﬂ]
FA L Zks olE o] 4ol EEE inflammationikEd
HodA da AREe) £(LBE RBE A AA de
Ar BRHRA ftd BN =5 FEE A5 anti



Vol. 5, No. 1, 1974

inflammatory activity7} dej3d Zojz BEiste £
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Table III. Effect of Panax-Saponin A on the incorporation of ™C-leucine into liver

and serum protein

l

! Radio-activity (cpm/mg protein)
Exp. No. Materials Dose No. of

(mg) mouse Serum (%) Liver (%)
Control (saline) — 3 642(100) -
1 PSA (triol) 1 3 828(129) -
Prostisol (diol) 1 3 942(147) —
Control — 3 629(100) 581(100)
2 PSA 1 3 1313(208) 924(159)
PSA 2 3 1515(241) 1043(179)
3 Control(saline) — 3 1058(100) 830(100)
PSA 1 3 1317(124) . 1028(124)
4 Control(saline) ) —_ — 529(100)

PSA 2

— 702(133)

Medication: Intraperitoneal inj.

C'%-leucine: 1z ci/mouse (wt.: ca. 20 gm) 2hrs. before decapitation. .
Saponins: 0.5—1.0% saline sol. 6 hrs before decapitation.
Three mouse livers were pooled for each experimental or control group.
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Fig. Time course effect. of PSA on the incor-
poration of “C-leucine into liver protein.
PSA (1 or 2mg/mouse)was administered
intraperitoneally to mice at each designa-

* MC-Leucine incorporation percent of cotrol

ted time prior to killing and C-leucine -

‘(1 g Ci/mouse) was injected intraperitone-
ally 2 hrs prior to killing the animals by
decapitation. The specific radioactivity (cpm
/mg protein) of liver protein was assayed
as described in methods, The control value
was 529 cpm/mg protein. Three mouse
- livers were pooled for each experimental

or control group.

—QO— : 2mg, —A~—: lmg.
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Table 1V. The amount of 80% alcohol extract and the sapogenin contents as function of

panax saponins in Korean ginseng.

Sapogenin content?

Glycoside content® (%)

ginie}lg: %mgg%t found (%) - Ratios
art for use | alcoho - - . .
and ages extract P.T. P.D. Pnglu Pglngu Total 52’1?:&;11‘: Pg,{‘
(%) coside. coside. of extract -t
Main Root: :
6-years 12.71 1 0.130 0.124 0.803 0.734 1.537 0.121 0.955
4-years 15.74 0.155 0.155 0.942 0.921 1.863 0.118 1.012
Side Root: /
6-years 26.0 0.380 0. 556. 2.341 3.30 5.641 0.217 1. 465
4—years 26.02 0.316 0.474 1.947 2.82 4.767 0.183 1.500
a: Sapogenm contents in table do not denote the actual sapogenin contents of Korean ginseng, since the
degradation of sapogenins during acid hydrolysis of glycosides was not considered in the calculation
of the sapogenin contents.
b: Glycoside content in table was calculated from the sapogenin content (found) by following equation.
Glycoside content= Sapogenin content X100 _ M.W. of P.P.T.- or P.P.T.-diglucoside
Recovery of aglycones M.W. of P.T. or P.D.
Abbreviations; P.T.; Panaxatriol (M.W. 476), P.D.; Panaxadiol (M.W. 460), P.P.T.-diglucoside;
Protopanaxatriol diglucoside (M.W. 800) P.P.D.-diglucoside; Protopanaxadiol diglucoside (M.W. 784)
Table V. The ratio of panaxadiol and panaxatriol ¢ontents of the dammarane glycosides of
various ginseng species.
Samples Panaxadiol* Panaxatriol* Rati%g%iiﬁ??;f)l/
Korean ginseng 0.65% 0.77% 0.844
Japanese ginseng 0.179 0.35 0.511
Chikusetzu ginseng 0.739 0.313 2.36
American ginseng 0. 896 1.254 0.714
Canadian ginseng 0.896 0.739 1.212

The aglycone contents were assayed by the combination of preparative thin layer chromatographic process

and ‘vanillin-H,S0, color reaction.
authentic panaxadiol and panaxatriol samples.
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