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Defined Derivatives of Panax ginseng Modify Interleukin Responses
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Abstract

Previously it has been demonstrated that an  extract of
P ginseng  has  a steroid-like inhibitory  effect on human
lymphouoyte transformation responses to  phytohacmagglutinin
(2 T-cell mitogen). and when used in  conjunction  with
hydrocortisone.  acts  synergistically  to vield o steroid-
sparing effect in vinv (Chong o ol VR4 Ine Archy Allergy
Appl. Immun. 73 216). To  identiiv  active  entities in P
ginseng and o examine the mechanisms of inhibition. a
serics of  defined glycoside  constituents.  ginscnosides  of
ginseng were assessed dor the abiliy to inhibit the activi-
ties” of interleukin-1 ane interleukin-2. which act as mole-
cular mediators  fo Ivmphocyte transformation  responses.
Three ginsenosides. Rd. Rhi. and Rh:. were tound to be

particularly active in the 20-200p¢/mi range. whilst other
Rb;. Re. and Rg. were less active or inactive. In additior
the susceptibility of target cells for interleukin-1 and inte
leukin-2. viz.. mouse thymouytes and CTLL cells. respect
velv. 1o the cytotoxic  effects ol  the individual  activ
ginsenosides was not directly associated with the function:
inhibition of response. The relationship between  the cffect
of winsenosides on hmphocyte activation and  their know
differential  effects on wmour  cellstOdashima  er al. 198;
Cancer Research 450 2781) suggests that these agents migh
have potential in the fields of cancer immunology and immunc
modulation.
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A 4324 o] phytohaemagelutinin(T A E F AR 5 el 9f
Abgh qlulito] wddof sl 28l Zolme) ?‘° A4 &350l 9l
hydrocortisone® o] byl Algzhfell ] 2elgolre
& #oliz AME WO WENLS Pk AL ofui WET v
QA THChong er al. 1983, Int. Archs. Allergy Appl Immun. 73 216).
ol opte 2R & st A FHAES 22 2 AHVIHE =
AF&E7) 9abed @ r HE o) A QY inrerleukin-1 ¥ interleukin-2
o] #Hidol M izAtol ol oata] las|=rl HAstATE 3% 9
WHlesbol= & R 1 Rh| 2 Ph.& H238] 20-20042/ml “‘%’filﬂf’ﬂ
A Fgol olia whde) ohE s iboli Rb; Re ¥ Ry &
Fol vlerst At ¢l ‘3} £33 interleukin-l 2 mlnrhukm—"’“ 1)
& AL g & 4Ae) FAATS CTLL AE 2%
thall 2t A4 rtol = Fo] vl cyotoxicdH A b 3taE O
2230 73 Qg AHHo g BA N ookt #l alnAlo]
o] ut ZAiste] thek &9} ojn] L FFME
A #HOdashima er al. 1985, Cancer Res. 43, 2781)9H8] ol ol
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