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A7) A e RS £, A, AA, fle e 58 U W9 28] a2 ARS8 HFE A=
TR 9

A M w=AFo] =(ginsenoside) Rgs & Z A =Alo] = (ginsenoside) F,&2 o] F o7 oA AMEly = 3} o] ite] 3}

HES FEAEOD TPSHE Wy 289 oY ¥ ARE YR 2HE.

A7 10

A9l o1,

HIERT, AAEAGA, F3A, &=, Ak, GA, WEA, FAsA, L) AbdAl, pH 2G4 2 o] E
A2 o]FoF FoA AeE = st o] HIMAE FUIE X Fete W9 A du 4 A58 Hgs
ZAAE

@ 4l A

7] & & oF
B S 2 A =Abo] =(ginsenoside) Rgs 2 2 A :=Alo]=(ginsenoside) F,o] WA A3t ouF 2 X8 &

Lol A7k Aol

W g o] =
A A =Ato] =(ginsenoside) @ 914 (ginseng) ¥ ¥l A (glycoside)d] A= Aitoll A BANH = Eoldt 2
o] ALE S 9w et}

A 2B FolAlof oy ygtel A A X 2 AW A5E Y8 AFEEH b duby oz 4] A
Awafel= gl olo] gial o] QI FEE F g a¥E vehE ZoR A4HI glon, AF7HA
W3l Qake] Fge Wy A, ¥d9 a9, A% a9, A FE T A¥AA A 52 g
53] & @ A= A =Ae] = Rhle] ok & E FdeA] 75, HAwAbe]= Rbld 2fg TNF-
a9 A, A =ARe]|= Rglell o3¢k W7)Es Sl ol B ¥ nf gl

A7 WY A3 o] WY 7)ol AAlE FAF o 7

o) -2
st A9 Ay, upy], Z7)A(premature death)o 2 olojd £ JdE oA AFE(MS, Multiple
Sclerosis), iii) #7de] l&d A AXE AAME7L Fste] A7) MHC FHA7 F83 TS F33
WA, == A 1 ¥ FxW (Inmune-Mediated or Type 1 Diabetes Mellitus), iv) WA} &S F
A%l dFA FA3(Inflammatory Bowel Diseases), v) 331} dzke] 73} (thickening)
frests 934 sk5(Scleroderma), vi) M AZtdEAFoR e =23k, ¥, #4dE 79 FAE
A 3

FRkele | Ad A dW9A A, M, #H S &A% 713 4 deE AAA FZA(Systemic Lupus

JQEF71-12% Y A=ol g FAGHNE, vfaZ2gR] o FUAFTHEANA A= AHF9 3 F
T AXE B3A 7= 98-S F3Ps1H, NK(natural killer) AXE, THIEA}

2, THEE AFste] 18 99
olES] AL Fo3 s I}, o= [L-12A(p35)¢+ IL-12B(p40)¢] slEIEvtolw dHejolw, IL-
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12A(p35)9] &2 /4 (constitutive)ololA], AEFZ1-129] HEEH 7|5 T2 [L-12B(p40)e] HFH el
9=, ol e A FZ1-129] AA|7t AA W Ao vt &) WukEd A7F W HEe] X854 &
w0l d & uhe= JdFAFIF RaEI )

AT (sepsis) & PP 4R3I QA A2 @5 wgel ehbe JuE Ben wn gge s
Aol = ooz Teb: wd FH B 36 ER7h 29 213 oo
= EHNEE), B 003 o] A s A4 da F
A olabel AL molt A%, oF HAA

& (systemic inflammatory response syndrome;
SIRS)eleta F-2&d|, ozt Mg 95 s 5o #A

o] 7+qdol 93 A wf AP Folgta g},
EEZGAFI I =(LPS) = 28 o4 Mo AEES 7435 e A9 9g
L2355 FE3t, ol &£F UAEY FANAE} TS qAAT o 5 f% d59A
do7l=d, olwf FHF AFE AHFT a7l AdF9 Fd Ag 99l s LT (endotoxic
shock) & dozlttm 4#HA Q).
wEka] B o] MyAEL AV A5 WheS dolE dFA AlEIRIY oA ERHES ATeE F,
Z4 olAke] ol Zo A FEF A =AFo] = (ginsenoside) Rgs 2 A A :=Alo] = (ginsenoside) F,o] QAEFF1
-12 (Interleukin-12), ©1E{FZ1-6 (Interleukin—6) % TNF(Tumor Necrosis Factor)-a AAF A Aol

&% PoplomM B 432 s,

1=

Y
o

tio ol _r&

(Interleukin—6) 2 TNF(Tumor Necrosis Factor)-a <

B gy o ol F71-12 (Interleukin-12), Q1EF71-6
% FHrote Wed 2o du 4 A58 2AHES ATt s,

He dASE BHETS FRYROE FHe

A HF +5
A7 FAE AAs] Heke], E @S A xAle] =(ginsenoside) Rgs 2 T A :AFo] = (ginsenoside) F,&=

o] o7 oA AEEE st o]y Aske) e 9 A g oo
4E 2 sgE 24BS AT,

,d
Lo
Lot
¢
il
tlo
Ho
fol
oX,
S
o
il
Hel
i)
ol
rlr
=)
12
oX,

)

=
E owlyo] w2 A =Alo] = (ginsenoside) Rgs = A W=Alo] E(ginsenoside) F, 5 8 AE SR ¥3sl=

= F71-12 (Interleukin-12), <1EF71-6 (Interleukin-6) ¥ TNF(Tumor Necrosis Factor)-a *J
2 A a3t 55k, olER Jd fEEE AvF W A3 HY¥dS 53 g2 WA d3o o H

12 2 2o Aol =e] F2E5 Yebdt. (a)7h ZA=Abe] = (ginsenoside) Rgs, (b)7F XA 1=ALo]

= (ginsenoside) F,°]t}.

T 2E LPSE =3 5 FAAAEY Qe F7 12 (IL-12) A2k nx]E WA w=Alo] =(ginsenoside)
Rgs (a), ¥ M =Ale]=(ginsenoside) F, (b) 2 A &ZE FH HAAld 19 A8 Ay agzo|t},

£ 32 5 At A9 ZeAd 27 e 215E dide®E JHF-12 BAE AdES HEE vlald 19
243 23 ag=zelr.
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S4E 2% Q4 el Reld SoE 21%] U@ 22 e

PS® A58 Bl FAGAES] QEF-6 (I-6) Aol wXE 2 Bye] AAmAte]=e] A
A EvhE 549 AAd 29 4% A3 el

& 62 LPSE A3 Sl FAGAIES] INF-a ikl vA= & @ AAmAitol=o] A ads

2ye AN 98 FAHY e
B g8 A Abo] = (ginsenoside) Rgg 2 R A :=Alo] =(ginsenoside) Fy2 o] Fo] oA XMEly = 3y
olde] SFES FadE R XgstE WYy dEo] o 2 X5E oF HES AlFS.

A7) AA w=AFo] =(floralginsenoside) Rgs & A A :=Alo]=(ginsenoside) F,o 7%= = 13 Zow, o=

QAN FES] AT = Ak,

A7) Qatoelet e 4t(Panax ginseng), 371AH(P.  quiquefolius), ZAZAAH(P. notoginseng), ZZEAH(P.
Japonicus), FQ4(P. trifolium), 3'Getorit(P. pseudoginseng), WIEWRA(P. vietnamensis) B W =4t
(Panax quinquefolium) &5 °lv|sht}, old] A= AL ofvtt. wpgtAetAl= aLef4t(Panax ginseng)<
AREE g Qdal, 53] T5E Ak A FdA FEs AREE 4 Sl

i)

7] AAAE Foled & & %o, E
(ginsenoside) F.&= 53 <EF71-12 (Interleukin-12), <AEF71-6 (Interleukin-6) 2 TNF(Tumor

necrosis factor)-a A2t Ad] &3E 71}, o]l a5 T3] WA HIS oA 2 A5 5 9

o] A w-Ale]=(ginsenoside) Rgy Hi XA|mAlo]=

7] Ao AL AW g gfe o] oFREE s doju= dFRksoe] =S A5k, A7)
o Ao dis] WYukgo] doju= A g-ef o] WA A o] WP A AFES ousie, FAH
o2F AVF WY A3 e JFTY F Ao, °l°ﬂ A= A2 oy}

2 e & FAldol A, A7) AvF WY A3 FAHeR gty A5 (S, multiple sclerosis), 74,
FulEl 2 Bd9, AW (Chrohn's disease), AYA gD, Al [ ¥ T (diabetes mellitus), BFA %
Ag, e AN FEZa Fol oo FEi old AlgEE AL ofyn, o] A ALl = (ginsenoside)
Rgs & X AAbo] =(ginsenoside) Fy7F 2 -8k QIEF71-12 A4 A8l &el] 718t}

oo oh2 ool A, HAx=AFe] = (ginsenoside) Rgs i HA|:Abo] = (ginsenoside) e A¥T &
= <¢E¥%1-6 (Interleukin-6) % TNF(Tumor Necrosis Factor)-a < A2t A& &3}

$-4=3te], APF oA 2 85 Y8 AMgE 5 U
upeba] by Z A =ARo] = (ginsenoside) Rgs R FA|:=Alo] =(ginsenoside) F, 2 o] Fo] 31 whof Al A e
lil o]atbe] eSS fEARECR s WA o o 2 88 ook AR WA As X
3 A =Alo] = (ginsenoside) Rgs 2 ZAl=Abo] = (ginsenoside) Fy2 o] Fo 7 oA A
Hi= st ol e sEEe] 8%, 1gla A=A FEZ IAx:Ale]=(ginsenoside) Rgs R A Abo]l =

(ginsenoside) F 2 o]Foj7 oA MElx= sfit o]de] 3FFES Ui Foste dAE Xt ¥

W @ AN, 7] My A8 a9 AR ojof 2YTe o 2B Alxe] FAHC

2 Agste B9 WA, $EA, BaAA, gIAl, ABA, BFA, 2BA, BAA, FoiA, FusA, o

Fo, AwA, A4, B, AWEYA, AA L LBAR ol Fol7l oA AusE s olge] nx
g F7l% E9% + Uk
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g EW, Wi, ZEIIEHYO|E, A2 B %"59_&, Agtel 55 Aol Z2AT & Avk. =g gk
A oleld wlvlEF AE|HOIE, g3 22 SIAER AHEE F AY. ATFE A AAARE @Y
Al, NEHA, FA4, AHA Tol dom 53] AgEHE T AR &, HFA= A o]9o o7 74
F3A, s W F5A, AvA, A, BEA Fol xFE F Atk HAT FAE AT AAdE HAt
H F89, ‘j]—rﬂgxﬂ A, FAl, FAAZAA, FA Fol 3T HFEA, FHARE 2
=8 F, 94 Z, 2PHE 24y e AEAY VE, dEEHES 22 FAL VMEe dAHE F
o] A+gd + ¢ ‘:1r Z]'Xﬂ-"/] 1A 2= A& (witepsol), PFAEE, EW(tween) 61, 7H7FA], 99X, &
YA ZA g So] AMEE = 3

2] o ohE FAldelA, 7] W Aol o gl A58 ofoF AES FAAAR] A wet 3}
AL, A, A5A, AL, BA, AawA, ZA, A, A", 5, d8A, A4, JA3A B2e AAE APtk
o] A&+ St

A7) M =Alo] = (ginsenoside) Rgy 2 Al :=Alo] = (ginsenoside) Fy& o] Fo] 7 ol A Al
o] npEA 3 Foje A A 2 AS, deo FH L Ax, =2 Py, F
Zgd 4 glom gt o HAs A Aed ¢ o). 2 odrge] AdAA el uf

o A g 1 FolgFo] 0.01 WA 200 mg/kg, TAALZE 0.1 WA 200 mg/kg, B} FAA S
2] 100 mg/kg 4 & ATk, FAE dFe 3 W FATE Fx 9a FIE Yo T £ 9l

ool 2 wEel WAk ABEE AL okt

oA, 47 WAAT £ QRke EFE EREEY F douh oF do @RHE AL ohy)

@

oM e
T B
=g

T

T

it
ol
=2

':Lr}ﬁ &2 or 85 L Lo

3k 21 A :=Alo] = (ginsenoside) Rgs @ A :=Abo] = (ginsenoside) Fy&E o] Fo]zl oA AeE =

st o) Bte e FradTor yxFshe W9 dEe o B A58 AF 2A=E A

A7) AE 2AEL AdEF71-12 (Interleukin-12), B F71-6 (Interleukin-6) % TNF(Tumor necrosis
factor)-a ¢ A2tE Asste 77t o], o]ER A3 FEEE WYy F3e o ¢ A5 anE YE
9 4 e A7 sAE 2 At A Az FEsH AHEE & Tt

2 o] gk FA A, F7] |g A3k o 9 X R5E AF 2APELS, JAA AF 2A4E 100 TEH
o] tisle] I A|x=Alol = (ginsenoside) Rgy @ A x=Alo] = (ginsenoside) Fy& o] Fo]zl oA AeldE= skt
ool #3ES 0.01 WA 90 THE, 0.1 WX 90 THF, 1 WX 90 FHFHF, =& 10 WA 90 THEZE X
sk 4 Qlont oo s E = H2 ofYth

2 ol tE pFAldoA, Adr] WEA At ou) H X858 AE 2AES f714F, AQakd, @aksiAl,
& FHA], 92Ed, ¥xg, A9 9 HFUER o]|Fof oA HdEE= sy ol HIMAE FUIR
x3s § k. {712 ool AdtEE A2 oYXtk FALE, Tk, olr]dAk, Al e ALY S
gom, AAFL oo Aty = AL oYXk QAAYEF, QA AE, ARG e A (FE
AibehHhd 4= dom, FisiAl= ofd AgEE AL oYX EEdE, JHHZ, dy-EIAE, Z=ulE
FEE xR FEE, 7|1EA, BdA e JEA 5o HA askAd ¢ ok

B

wye] E othe
hnd

)
(ginsenoside) Rgs ¥ F A :-Alo]=(ginsenoside
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<AAld 1> JAYEZ-12 A A& &4 F7)

Aol AFES FA Aol = g RHE2 DMSOOl Hod A ARESkSlth. FaRd A Alxe ok C57BL/6 wf
2~ (Taconic Farm, Inc)ZX-E] 3|8te] AF&3slgT).

ul9-2~9] g7rolw(tibia)2t ¥ = (femur)Z5-E DMEM(Invitrogen) WIAZ ALl 245 S5 &, =

M EZE GM-CSFE X838l 3% J558L HIZEAMELE AXE v % M(hybridoma cell culture supernatant)

7} k% RPMI 1640 medium (10% heat—inactivated FBS, 50 pMe] 2-ME, E 2 mMe] SFEbl)o] Al Eujss

AAIBFATE. GM-CSF 7} x28td 9] wijdujx] 2 o] Eof gt A wxE w3stgiv). 6 F v L
A B2 (loosely adherent) FAAAMNEE 3|48 RPMI 1640 (5% FBS)o derstgich. =AM Z(DCs) S

ols
o

48-well platesol] 1 X 10" cells/0.5 mL& HFs 3= H A =Abo] = (ginsenoside) Rgy Hv A Alo]=
(ginsenoside) F,& 2 WA 50 uM %= 1 A AXeldr & Salmonella minnesota <+#] LPS(Alexis, 10

ng/mL)E F7F A3tk 16417 Foll Axnleg A NS 3| 5ste] wpg-2~ AEF71-12 5 [L-12B(p40) 2]
%S ELISA(BD PharMingen) o2 4%t RE 23S 3 B4 %1 HolgHe 3H mtEdgogy
B o) A A + EFHA} (standard deviation)® YERAATE.

A7g = 20 JERATE. 0.1% DMSOZ A F2 3 E 9] IL-12B(p40) ABAFEFS 100%% A 83T,

= 2

i

HzstH, WM =AFo]=(ginsenoside) Rgs & FA|xAlo]=(ginsenoside) Fy ©] LPS & AF=53F 4]
BAES] IL-12 RS A Feor Adfste &3 S 4 F AT 53] JAlxAlel
(ginsenoside) Rgsel A& &37} AA YeERHEIL(IC, = 15.2 pM), FAx=Ato]=(ginsenoside) F, & 3t
Lo A @aE BATHIC = 21.4 ). As) &3s AAwmAtel =9 o] vlaEsiA F7hakale.

o |

<H|Zd 1> AEF71-12 B A& &4 F7}

Hlale] 1o A = Z A =Alo]=(ginsenoside) Rgy B A :=Alo] =(ginsenoside) F, & E3elE= F4 Q4 3t
oqlA g SFE 21FS e R AEFZ-12 A ASES dolr gk, 22t A xAlol= &EE
S 50 pMz AREstE A os AAd 13 FdstA Agssit). A &g ol 4ol o5t A4
()= AAsEATEH:

o >|+j

Inhibitory activity (%) = [(IL12 p40 in DMSO-treated DC - IL12 p40 in compound-treated DC)/ IL12 p40
in DMSO-treated DC] X 100

Ane w3 Uehlglth, 27t wsel el BgE Yo thed gon, 7 sgusel Ta: =4
of YeFNT): notoginsenoside Ry, (1), ginsenoside Rgs (2), ginsenoside STy (3), glnsen031de STl (4),
ginsenoside Rh; (5), 20S-ginsenoside Rg, (6), 20R-ginsenoside Rg, (7), ginsenoside SL, (8), ginsenoside
SL; (9), ginsenoside SL; (10), ginsenoside SF (11), ginsenoside Rgs (12), ginsenoside F; (13),
ginsenoside Rhy (14), ginsenoside Rk, (15), 20S-ginsenoside Rh, (16), 20R-ginsenoside Rh, (17),
ginsenoside Rs, (18), pseudoginsenoside RC, (19), 6'-acetyl-ginsenoside Rg; (20), % ginsenoside Mb
(21).

ol

o] ¥ 12 & 130] Z}Z} X A=Alo] = (ginsenoside) Rgs 2 F Al =Alo] = (ginsenoside) F ol 393},

H
w
o
uN'

Z3hd 12, 1399 e EY  FPEE A w-Alo|=(ginsenoside) Rgy = FAw-Alo]=
(ginsenoside) F,= Z+ZF 80, 82%9] Aal&=, 7MF 53 As] ad3= BIPSS < 4 9r}. ginsenoside
ST, (4), ginsenoside SL, (8), ginsenoside SL; (9), ginsenoside Rh; (14), ginsenoside Rk, (15), and
ginsenoside Rs, (18) 5& Z+7163, 65, 67, 63, 71, 73, @ 67%Y =59 AMSAHS HYrt. FAzT

© 2 A8-%k p38 MAP Z)utolAl A &A| Q] SB203580+= T U 50 uMellA] 88%2] A3 &E HItt.
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<AAld 2> AEFZ0-6 B A3 &4 H7t

Y, ruZ
>
2
N}
=2

>
rlr
&
A
[N}
=
o
~
2
il
=
0%
(o
fru
ol
ol
B
&
=
rO
nl
el
ny
&
tlo
=
o=
(o
fru
[e2)
=
w2
=
)
S
ae)
=
o
-
=
=
0Q
@D
2
g
tlo
4
o
ot

o

RS

—

A7E T 59 JEMNQT. 0.1% DMSOZE A &) 8t X AFA| E 2

=

71-6 S 10092 XA 8T

2
Sl

FzeA, B odgo] RAwAle]=rE LPS 2 A3 FAAAEY] IL-6 AME AFE R A8

o
=
s GRE HE % 5 9

<AAd 3> INF-a A4 A3 &4 Fr}

Aol 3o A= IL-12B(p40)E o= 1A a1, INF-a & Ao = ELISA(BD PharMingen)®H< F8)dt 7
= AAd 19} FUEA A EEA T
32 6o JERNAT. 0.1% DMSOZE A 2|8 52| AAE 2] TNF-a AAMES 100%2 FA 5.

FzaW, B owge] AAwAlol Sk LPS = AF% FAGAEY INF-a WS FFE FFEOD A
]

oPFom B owmel ERF Ry HA 7
& A e A )
W otk webd, ¥ owge ddzel Mels Ay

g Ao},

0

-Glc——Rha
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-Glc——Rha

5

Cinsenceide Ra5 (1)
100 -
v=2020In(x+10518
9 - R =098l
g
P
g 7
ol
S :
0 . .
1 10 10

Concatfraion (v
IC0=152 M
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IL-1Z p40 Inhibitory effect

120 Frodaction

Cinmeroside LI

160 5 =17 U+ 108 17
.- =053
i
6:) -
&0 4
=
2[:) i
I:I T 1
1 10 160
Concentration (0D
TCS0=214 b
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¥ B 8 MW 11 12 13 ¥4 15 16 17 18 18 10 2
Compound
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2, M=Glo2plc R2=H R3= OH, R9=CH, 4
5, /1= H; R2= 0-Glc; R¥= OH, A= CH,

6,R"=H; R?= 0-GleZ-Riha 7%= OH; RP=CH,

7.8 =H R2= 000 2 pha 78 = CHy R4= OH

16, R'=0-Glg; R2=H; P = OH, R*=ChH

17, R1=05le; R2= H; B8 = CHy R*= OH

19, R =6lc = Gl Ag R = H: FE = 0-Glc; R*= CH,
20,R'=H, R?= 0-Glc 2 Aha; R3= 0-Gle 2 Ac R= CH,
21, R'= 8l R2= H; R¥= 0-Gle—2 prafpy R4=CH,

3.R=H
11,R=0H

10
Az acetyl
! O e 1 Gle: g D-glucopyranosyl
ﬁz R R? Araln); e-L-arahinopyranasyl
Rha: o:L-Rharnopyranosyl
12,R1=H: R2=0-Gl L g 13, B = H; R2= 0-Gle 2 Rha e
4,R1=H, R%=0-Gl;; R*= O0H 15 7' = Gl R2=H 18, R'=Ble-2gle 2 Ac R2=H

8,R'=H: F2= 0-Glc 2 Rha R¥= OOH
14, R'=Glc R2=H; FP=H
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EHS
Ginsenoside Rgb (12)
100 ~ y=-16821Ln(x) + 93059
i RY=09793
S B -
g
s 40 -
j 20 -
I:I 1 1 ]
1 10 100
Caoncentration(ph)
|CE0=17 4 uhd
Ginzenoside F4 (13)
190 ¥ =-14.6540Ln(x) +108.43

] R?=09619
=100 4
= gl - -
]
§ B0 -
= 40 4
20

0 + + ..,
1 10 100

Concentration )
|CE0=53 9
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140 -
120 -
100 -
80 -
60

40
20

TINE

140 -

120

100 -
80 -
60 -

20

Ginsenoside Rg6 (12)

_23.89Ln(x) + 125.94

R?=0.9975

10

100

Concentration(pm)
1C50=24 0uM

Ginsenoside F4 (13)
y=-19.4310Ln{x) + 128.32

R*=0.991

10

100

Concentration(m)
IC50=56.3LM

_15_

ZIHSdl 10-2012-0081758



	문서
	서지사항
	요 약
	대 표 도
	특허청구의 범위
	명 세 서
	기 술 분 야
	배 경 기 술
	발명의 내용
	해결하려는 과제
	과제의 해결 수단
	발명의 효과

	도면의 간단한 설명
	발명을 실시하기 위한 구체적인 내용

	도면
	도면1a
	도면1b
	도면2a
	도면2b
	도면3
	도면4
	도면5
	도면6




문서
서지사항 1
요 약 1
대 표 도 1
특허청구의 범위 3
명 세 서 4
 기 술 분 야 4
 배 경 기 술 4
 발명의 내용 5
  해결하려는 과제 5
  과제의 해결 수단 5
  발명의 효과 5
 도면의 간단한 설명 5
 발명을 실시하기 위한 구체적인 내용 6
도면 10
 도면1a 10
 도면1b 11
 도면2a 11
 도면2b 12
 도면3 12
 도면4 13
 도면5 14
 도면6 15
