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Innate Immunity

« Anatomic barriers
*The skin and the mucosal surfaces provide protective
barriers against infection

« Physlologic barriers
= temperature, pH, and various soluble and cell associated
molecules

".‘_‘m“"'iy » Phagocyticlendocytic barriers
« internalize, Kill, and digest

+ Vasodilation
~ Increase in capillary permeability
« influx of phagocytes
» redness, swelling, heat, pain

] inflammatory barriers (NO, TNF-¢, PGE2}
|
|

\1 Adaptive Immunity

[ - Humoral immune response : Antibody, complement

't * Cell-mediated immune response
« B cell, T cell, macrophage, dendritic cell

28 1. MU Beugol 18

Aol ] 7hR]9] EAS 7IR|AL QLo ol Q] BAlS
A eEh= wheofl wheh AoA) WA ¥ES- (humoral immune

response)t A2/ HHREE (cell-mediated immune
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A Foll /3% =1 AU BA) Foll sl wizi=l= st
SO s gt Az HARRE-2 T helper cell
(CD4+), cytotoxic T cell (CD8+), B cell ¥ antigen
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= HAE] 2= AR ool F7IsHHA Eie 2|70
SolUA Ea, o] Qlek 229 FHla Foj 9.2 Eof 9
3| Rt £ sl Aol Sk mAldHe] Faby
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o) =2 Wl g% sk 8]2EM (histamine)
o|t} AARSIAA (nitric oxide @ NO), ZZAEY
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MelA ok, ASAAA] HEE o2} mediator & PGE,
1} NO ¥ TNF-« 52 A38A B717} §olsto] o5
mediator AU ATA 4 (cyclooxygenase [COX]
9 nitric oxide synthase [NOS] 5)E2 84 &5 A
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transforming growth factor [TGF]-f &)°] /%ol
Arkgoz slEEch Jeful ol AflelAE HAA
)5t A5 A7 wkgo] EAZL =, WM EEoE AdE:,
o] Hkgof| 2 ZE-L sl G ER = ThaLef TN,

2294 9% 5O

inflammation) ¥k~

T
Ak & 4 3

ﬁ4>

>
o)

ofk
-IN
ol

\l ]Iu
ox, u2

;
o_>‘: l‘lO

Yz FANE 5o] ek
Qe EEUETI0) olefshiie] B2A, 4 HY AR T
o9 Bl WIS BEAIL, 2% YRS AeE B

02 AEET Qe Bl AFAYel), i EE20R

), HED, NER, BAES) 9] oo dA 9l
=0, o) oF 27Y A Fato Als-E 2T (AT oA
“o]Aro. gﬂ(ﬂ,ﬁ) E—E,‘].il_ AL ¢ 204/\]7]_,1 KRE 2 A4
3 AAZ w3 sl ofERE AYsks WA AAsH
o =2 9 Bl ukgS Fol v AJslEA sl &
B9t 285Pd Fo| 7MY g} et 7|sEo Rl
dlollA] )53t Aojct, okl AT-E Ff Lol AL
gl 13} (Panax ginseng)©| &5 WOl 7¥ &4
3t 7o A ok iR St °F8= dammarane
AL triterpenoid¢! ginsenosidesgtil &8+ ¢4t

saponin®] oJ8ll 7]¢1E Ze® dA k. ol et

7



21 QR MEHRY 72 ER

Ginsenosides

Protopanaxadiol PD) |  Protopanaxadiol (PD)
- Ra,, Ra,, Ra,, - G-Re, GRS,

 Rb,, Bb,, Rb,, - G-Rg,, G-Rh1,

‘Re, Rd, - 90-Gle~G-Rf,

- 20080 G-Ra,, - Notoginsenoside—R,,
- 20(R)G-Reg,, 20(R)G-Rg,,

* Rh,, Rs;, Rs,, - 20(R)G-Rh1,Rh4

- Quinguenoside~R,,

+ Notoginsenoside-R,,
- Malonyl-G—-Rb,,

- Malonyl-G-Rb,,

. Maldnyl—G-Rc,
 Malonyl-G-Rd

o] 7)¥. FAo wlek protopanaxadiol (PD)A] (22%) ¥
protopanaxatriol (PT)A (10%)0.2 2% 9
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Inflammatory mediator0if 2tst
in vitro 2Idl &5

Az=out ol jo]| I3} 2|7 AEEH = hpopolysaccharide
(LPS)Y peptidoglycan (PGN) 53 22 Ald-iel &
SHYL g RS 52 Relw AR}tz XHOM
FHEE d5Ede] Jgurte B8l +3E T glok In
vitrool Al A 08 AMEls AFu) BEL Sl
= FeiElE TNF-¢ inducible NOSOI| oJaf A== NO

KX
.
4

2 COX-2¢] 23 M=k PGE, 5ol ol

1) TNF-a A4 9A &t

2.1) 29| eytotoxic T cell, natural killer cell, LAK
(lymphocyte activated killer cell) % 2/ 44
350 2o Holg|A TAAE 9 o[AAE 5 5
ko)

sitt o}& A|ZES YEEA (lymphotoxin, LT), TNF~
o AFQAks) AIEZEA IR} (NK cytotoxic factor © NKCF)
2 92 (perforin) T & ASEAE WEsIo] HA4
FolA Z-gAT = o2 oA ot 5] FYTARIA
(TNF-ag= Al 2ol v W 5491 LPSel| ofsf 24
o) AL NK A 9T AL ofjA] Bilel= $9E 7
/VVL_ 23olc}, 2eu, TNF-= Gobgol A chage

= HajEol gapAEe) ialg 2k, thE G5iEd
A %‘ﬂﬂ“é‘«l G ﬁi’q*m% %i??% 'JJ*% sk A
o2 oA 9]
Ape] BoHofA TNF 7} quin i mi ik Alof &l
H3l, YA E TNF -2 24 4A1A]
S apalel Au/gse Bo|ul qlry, ol wiE o w A o
A% 1 A AR A=A F TNF-o FE7dol &
5| AlwEIL Qlek

B oAzp 52 LPso] ol A= b tAMEE 085
TNF-o B34S 28she Qi ARl el St v
ek 100 wg/ml ol AES 23t PTH ginsenoside
9l Re®} Rg, & A EE VEERA] ggkort PDARI Rb,
'7_}» Rbo't:" 75% 51\}04 oy«] olL O«ZHEJJM r;]o }L 7/4\_{%
eIt 4= olglet, Rb,3 Rb,= E3F5~100 g/ml % §
ol 4] FELEHQ) AR ARG VIERAH, TNF-a 4] A
asol Wab 47ke] 10,4k 48 Mk 27,9 olglet (&
2). I AREHR E-8 ¢ AMP phosphodiesterase (PDE)
AxAI= defA 7] e, cAMP PDE7FRb, % Rb;
O TNF - 20| AAA] ofE ke v xi=2] A& cAMP
PDE #fair|ele) Hafols Fo 2jisle) Bkttt ol &

olgt g lof| vt FUATENE 7HE Al Tole &
4 2Aof| disf ARA o= vhesitt= AnkE AR g Ao
o & A4 HOWZH HgRok= 2t AAAI7E 7R 9
A4 oAfel oA AakE A2 FopA| Hrt. AR protein
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B2 oW AEHO| TNF-a 2| oAl &5

IC,, (mM)
Compound
RAW264.7 U937
PD
Rb, 56.5 £ 4.3 51.3+21
Rb, 215125 26.8 + 3.6
Re 64.5+4.3
Positive control drug
Pentoxifylline 2524 £ 18.5
Theophylline 526.3 + 32.6
dbcAMP 29.1 £ 3.7 467+ 2.3
Prednisolone 33.6+51

The molar concentrations of Rb,, Rb,, Rc, dbcAMP, prednisolone,
pentoxifylline and theophylline producing 50% inhibition (ICy,) of
TNF- production in RAW264.7 and U937 cells stimulated by lug/ml
of LPS for 6 h (Cho et al., 2001)

kinase C ¥ protein tyrosine kinase SAA2} H-8-4]
A, Rb. @ Rb, inhibitory activity7} 57} (additive
effect)d ¥tH o] cyclic AMP phosphodiesterase
(cAMP PDE) A3JA1E3t Rb,2] B&A=ojAe 718
ARs-& WA 4= 1ot o= cAMP PDE inhibitor &
I Rb,0] Ql4ldke #8597 FUsithe 2& 1Hido=
St sl7lct, 53] 95 ME9] dFHAE vizhst
L Aoz <z A PDE type VO AeA AsA <l
rolipram¥ RP73401}¢] -850 A3k=Rb, 9| 8 &
AfA % P47} PDE VY 4= ltke e TR CE A
AR B3It o]@lefl PKC inhibitor (staurosporin
7} sphingosine), PTK inhibitor (herbimycin}
genistein), & AH|Zo|=4 k% (prednisoloned
methyl—prednisolone)® Rb,2| HEFoA] #9] £tls)
A TNF-a A3& AR 208 Hot olz eReso| A
92 Rb, ¥ Rb, o} &Alo] A2 ¢ B} &bl TNF-
g AR A EEES S 5 o2 AR AR

2) NO ¥ PGE, AJ%A &zt
NO&= F7] AEA} o2 234 715, Ebs
o 24 7%, AIE tigtle: Y7l 59 HEo] ¢

N

0 TROINHT} MYt 1285 (2007) ..

A 9low NOSo| 28] L-arginine 225 3=t
NOSE AAA QN Aol A A2l A8 sl
constitutive NOS (cNOS)2} B3l A48elA f=8=
inducible NOS (INOS)9] F7H] HE2 £HHch HA
Sofr] =2 AFEl= AL INOSE Ca®'t calmodulin &
240] glon Hvhful It ZEANEE T Tt £
ol A HrAE T, PANEL AFATAEZA LPSUIFN-
y 50| Hakz|9] Ao o) HE, oF A=l thek
So] Atz gzukgo| FrE7| o] MHFY a4 2l
£ 971 g}, o]2fg iNOSe] oJa] A4 NO= E He
AF2A §4 2 sl COX-29 TAE FANA Z2A
El1et 2] ABMAS fate] AN Tl AStA
82 gRloJAI= septic shockS Uo7 E ACE HAalk
et

Oh 59 a3 A& 20(S)-protopanaxatriol
(PPT)2k= B4o] LPSef| 23l A= tiAlA|EoflA INOS
o] 4w COX-2 Tag ARt ¥s]x 3lk PPT=
| oo ofa] BAERE QAR ERE ffEl= o
AAEA on] gekaslrt By ofEolct, thAIA|EFA
RAW264.7 H|Zol| LPSZ A= &, AlZAEe] 93E vl
A 9= 1~20 M F=2] PPTE A2jet 23 559
202 NO AATHNOS Y wao] AAlE:= A #ild o
lgic}. E3t PPT PGE, A/d7 COX-2 2& A oA
k= Ao Jeldth PPTO 93t iNOS ¥ COX-2 &
AoAls 4% 2 HEAZ Fofdle NF-«B] 8 of&
& AaAAoZHN HpEE AoR IAHGY, kBe
NF-«B2| inhibitor24 B4 |ol= NF-«B2 nuclear
localization signal F-2-& 712]al ¢lo] NF-«B7} 3 et
2 Soj7h= 22 Waltal §ir (13 2). InB kinase (IKK)
7} IkBZ phosphorylationA7|H F T Bej= Ik
B ubiquitinylation®]l 23 proteasome®liA] E3fEch
LPSE A}=o] €Jd, IKK”} phosphorylation =HA &
A& Uepdich, NF-4B2| nuclear localization signal®]
d2)d importin©]l 2J3f & ¢toZ Foizd &= A =H, o
oko & Soj7k NF-«BE coactivatoret 7 promoter$-
9Jo]) A33led RNA polymerasel &3t #2442 A
ANIAE ZoslA] Evh, NF-«BY target gene A7t
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A 607W7F s Ao defA qlrt SulEAE, olHst
NF—/CBQ binding activity2 IkBE phosphorylation
< PPT7F 5% 92O E AAst: 41 EMSAL
Western blot& &84 BRlslch 18u, steroid Al oF
E9 celll & A (glucocorticoid receptor})
antagonistq! RU4860] PPT2] A a2 AalstA] Y=
2o & Ko} glucocorticoid receptor (GR) (18 2)+=
PPT ¥4 283k ¥Rlo] ¢l o2 5503l

OXdo T10

Park 5% PDA ginsenoside Rb,&] A wjalEo] €
gk i AAHE QL 20-0-p-D-glucopyranosyl—-20(S)—
protopanaxadiol (compound K)& LPS A= A|, 4]
AlE£8) NO, 9 PGE,9) 4%} 7 7130l it 478 Kl

3, 047]O¥W compound K= 5~25 M9 FEolA
LPSell &f8)) 4% NO} PGE, ] 84& @xloh iNOS
&F COX-2 W 9A] dAils 2g WA &= Qloick, ol

& NF-B9] protein H8 J=& &% ﬁg}_i 1 oA 714
2 PPT9 AR NF—«B #& 742 Ao S2se= 2
o= girtsilc),

S 2 SSRYM AMYES XEES

BAL AL fef] B WRST) -%’-*I-@]" FardEe] 9ol
oF=dE Bl olg =gl +
R, L2 AEIR R ‘%’ i‘iﬁl"i‘v i 22 g5

A9 BH|2AE $esh= croton oil, carageenan U

arachidonic acid 53 22 HRASHE 0§35t A5 4
7 dsndEo] ﬂa‘ﬂ‘ﬂ AR AL Qi TS ohEe]
TNF-a} NO §H1E G5dhe LPSSF 7 Alakfel g8
58 o83t dfdEA i% zd i ‘1*530&“0* IS Wk
af o] ok, WEF0] S Hop AAoR U
$E e 5 U ARFY FeRdloly Mycobacteria
ASPUYE Foll Ak, @
ke WY sERdo] 7}
Hog HiEsl e} oo, A4l
& k= Ak A2t
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Rbl} Compound KQ} A& o shein 74/&
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tetradecanoilphorbol-13~acetates BF=+= ¥ J1e

I oxazolone & FEok= WY 50 ¢ kel
Lz apo. el v 27 slalo] o)t - tha e ¢l
H4 G5 HheoRRE AMETE Stk HoHE] SHollA
oxazolone-> 1M TS Fiek= A 7Fg SAREA
O QAR Qlek

Rb, 2 AR compound K+= oxazolone®] &j3l] F-=¥
ok920] ear dermatitis S-S AAR= A 0E SRIF S
o} Ear thicknesse 5A2Q1 #5¢0] A% é”‘*‘Fll“ *tﬂ
1697172 E74eh AERRE-S 919 7 A

4o SIS A2 UG, g 24 Aelstg)

. = 1

BAOZ oxazolonel & FEA 7] ub$A0 eard

ﬂl
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hematoxylin—eosin®& HMslo] 2RIgH 27} 169 3,
0.02%2}F 0.05%2) compound K7} % k-9 4kl
ear swelling= positive controll betamethasone
o} T s oS Ao BIEr),

Ao SISt ol B4dol it 95 o} 99 555

A RY=]ar (passive cutaneous
anaphylaxis : j%ﬂ J]—‘% OH‘iﬂeﬂ £3) HkT) HEA

g| 5] mpeA mlofl) 34 AR Rg,, Rf 18|32 Rh,7}
A BAE vkl Wt ) Qlrt PCA HEle- o2
7] £327 Qlslo] miFo] HF Feke AEOR, anti-
dinitrophenol(DNP)-IgEE injectionA|7]1L, 48A|7F
% 312l DNP-human serum albumin (HSA) FA
gto] FHFAZIth Korean red ginseng saponin
fraction (KRGS) o]g7 Thso12 PCA RFs-& A4 F
o A 5% 92402 100 mg/kgd ™ 32%, 500 mg/kg
A oll= 61% AAlsk= A os BRIEQILh 121l Rg,, RE,
Rh, 9] Z7Foje} BrEol= 30~60% HEo) & &3
olqAgEe st E3F KRGS Re, Rf, Rh, 25
oxazolonel 2 F=% ear dermatitis TR ElAT=
swellings Ao, 2425t 2AoM =
0.05%2] Rf, Rg,, Rhyx= 5% ®emdoflA 22} positive
control?! betamethasone®| B|3}o] 34.8%, 47.5%,
49.9%Z ear swellingS JAsle A o5 BRI GIT]
Bt A4 BAY (rheumatoid arthritis: RA)S o3

7;].11 1 X]E‘:HO] 7HHLQX] oro J,};Hoﬂ Aﬂ7] u}Hx% Oéz Z]
Holr} RAL whA 02 SA3lE] thAIA L) SRJAMA| Zo)|
A Ad=le TNF-a2} IL-169] 3710l ofal) =hed], of
71oA TNF-e&} IL- 182 A4 oR w4tz ojas o
% 7] = matrix metalloproteinases (MMP)&} 22
proteolytic enzyme?] &3S 771 gke 81, 2
A0 B AEFNE k= RAY fdslo] et
Kim 50 &J3t ¢tof| t}2H collageno 2 =¥ RA X
dojAf Rb,2 HE4844S HABIAA SAloll chondrocyte
7 TNF-o@] 4&& Aupog sk Aoa Slwql
o Rbell &g TNF-a A fik= A Rdoa dojxl
PBMC (peripheral blood mononuclear cells)oll LPS
52 IFN-y A= 8] Hu|H TNF-o2] JARMME §

20  ZUNHTE et 1285 (2007) .,

A FRIEGIE, Wb Rb, 2 Fotely e A2
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FA-8-

T- 0170, a,
e 3L 9 S3AA SO Aradkse] oigt A
o] e}, 1of wisl 2 A7} 52 Qlate] ofe] RS A

A AR ﬂﬂl?ﬂ%éf’% 1 7V& in vitro B7FEY
in vivo & &% WA 1ALt £ PDAC Rb,
Rb,9] TNF-a 48 /‘é oA, PTA tfAtibE<l PPTY
glucocorticoid receptor H|9}&2Q] NF-«B signal®|
oAE ol3t NO, PGE,, COX-2 XA A7}t in vitro
Ags B39 2RI Hojgle), oF A ass AR J’WE‘
Rb,o) 7 galet it Az gyt BalEo] |22
A A5A M 7hs8E EA =it olejol, PDﬂH
Rb, ] thAHES] compound K7} oxazolone #=2] A4
U] «4—‘?’—0‘12‘?}8 3& Yt A0E B EGit) Eet
oAto] 71210 34 &5 YA PCAR S oxazolone
9| X4 4‘]] T EAZHEE A= AR BilE]
ook, QY] A ARSI AR H‘—“\vj‘_} op e}, Ao} A Al
FE0] 23t diiIE A7E Eas] ZeElHA AEA g4l
S At iAol ot olal7t Soiwlo] 7k Qlck, ER o
okt 71 @ HHE 7|eS o83t 71E QW AR Akt
A e gs] MeE T Qlrt, whEbA 2t AEA &
QIE|TL Q= At AR I8 AFHY 2E2kgo| Tt A
TE 53 sl et QLR Al #F AwA| A
o} 7|thE|aL ik,

-— =
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