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Anti-inflammatory of Ginseng
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M3snEAnaINTANY mﬂmiﬁﬂmwmﬂaummmmuqumsé’nLmJ lagsnsaangns
1w saponin mju protopanaxdiol Wag protopanaxtriol %aﬁﬂavlﬂmiaaﬂqﬁ?lumi
ﬂ'ug'omié'ﬂLauﬁLﬁaammns:uuQﬁ@iuﬁuﬁaﬂﬁ’;mu@iﬁuﬁmamsé’ame:ﬁ
proinflammatory cytokines, §U§G§$UU complement T1%@ classic pathway, ﬂ'llfiimi
FILATzALaw Lo nitric  oxide synthase, cyclooxygenase a2 indoleamine 2,3-
dioxygenase UazduMIaNIEUNOUYADRTZ LA Tawssfun liufiafasiaunldluns
Yastiuuazinwnlsnswisiiasiumssniay

Ad1an ginseng, anti-inflammatory, ginsenoside, iINOS, COX

UNWI
Tauinng (Panax ginseng) WuArraisd (perennial plant) ag’lmaﬁ Araliaceae
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LMRAVIWIBAEN 2,000 T é’aﬂﬁﬂglu@‘hﬁm%mémmﬂﬁ%a Shen Nong Ben Cao Jing
§191 Panax inmilaginngneaaassisads Carl Anton Meyer Tull a.¢. 1834 an
IINAMHININIT pan Audlanmanue 71U axos Audadn $nwn w5y ginseng 1197N
MB13% f8 rensheng findain an' ifasananlguimwilansmeagioau wanan
laninnaual8s P. quinquefolius ﬁwummaﬂﬁmaaLmumml,l,a:a%%'gaL;J'%m P.
japonicas ﬂ@ﬂﬁﬂjﬂu P. notoginseng ﬂ@ﬂﬁ%u P. pseudoginseng ﬂ@ﬂﬁmﬂﬁmmzﬂﬁd
Az IWaaNVAIRNIAYN WAZ P. viethamensis ﬂ@ﬂﬁﬁwmu svlulaugnudsaanidu
ﬂéjmnﬂmda%’m l@un protopanaxdiol (PPD), protopanaxtriol (PPT), oleanane, ocotillol
W&z modified skeleton (PPD waz PPT Alassananantiu dammarane type) aduaadli
gﬂﬁ 1 &13 saponin N§x ginsenoside ‘ﬁLﬂumiaaﬂqw’ﬁfﬂﬁju@%ﬁﬁnﬂnﬂuam%ﬂagﬂuﬁ”’a
PPD (11% ginsenoside Ra1 (G-Ra1), G-Ra2, G-Ra3, G-Rb1, G-Rb2, G-Rb3, G-Rc, G-
Rd, G-Rg3, G-Rh2 G-Rs1 iJudu) uaz PPT (1% G-Re, G-Rf, G-Rg1, G-Rg2, G-Rh1
Hudu)’

R4O

OR,
Protopanaxdiol-type Protopanaxtriol-type

OH

Oleanolic acid-type
OR,

Ocatillol-type

31U 1 ugaslassasananzasansinululay

Saponin 289 RULANAIN saponin “ﬁﬁ@ﬁuqmidﬁﬂu triterpenoid dammarane
{ & A o £ o v
saponin finulanzluiTana Panax 1w saponin vaslandiuen Sgnavldidaiten
v £ v A ' . a d
LAIUAN (hemolysis) Hae WANONININLATINGILANGIIIIN saponin VaINTTHADYK

las9a3n9nanvad ginsenoside LIu steroid NUsTNaLAIL 17 ANTUAKBZABNIALTLIAN
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w4 29 uazanauandgzassiia dunis Swrnseslaanavasiianafinnaing
> { v 1 L Qs U L o =y
WKBY glycosidic N1 C-3 uay C-6 81N lALARLANNIUANGAI9NY TRALAzUTI MV B4
. . ' a ' o ' a 1 a £ o AA 6 1
ginsenoside udazriazuandrinulululauudazsfiandfeluiuslas eny dauves
A | A= A an a o 3,4 = A A =
A Fnnfiuie nasAinanda miana inlavazgnifiuifeiiieay 3-6 1
ok luvinlwuisaz ldlauany wnihnnlanldevlasieslalavuas Tolaniinnu

a { 1 o v . { 1 o 1 A"‘
nssNAtALanaInuazliasesdlsznauvad saponin AiLand1snu lasdienuingnd
ad A o . Y o A a o £ o A
ya4lanazdduiiioinlavluriuwaviumslianuen silualdgniniangsined
A A A A o . i va & 5 6 A
wWasuilasninmsdsuutasvadlassainived ginsenoside WiTI1aaas - lasg13d
Hulenansaivadlaunmiumsavleninf 100°C wIalauuas fia G-Rg3, G-Rg5, G-Rg6,
61 7 . . =) = v
G-Rh2, G-Rh3, G-Rh4, G-Rs3 uas G-F4™ ' ginsenosides UndafiaflludSunasaslulau
& A A ' £ Aa £ A v a \
wafitredndinadangndveslauiilinalnniseangninvainnais lasguilsgiuin

. . : a A& A . 8
ginsenosides ugasTfhadninasiaLliialiayassmen

IauLﬂuayuvlwsﬁﬁﬂszﬁmﬂ“ﬁmaU"mm’amu Fvatslrainnatuuazaning
aNnulaaans Iaugﬂﬁﬁmlﬁ%’ﬂmmmﬁ@ﬂﬂamaos”mmﬂ LT NNIONLRY 1TARA LIRS

A = a = YV = v 9 A o '
WRAALAAR VLTI LAZINNANULDILTIIRNUT19nY 1Tl ud maluﬂﬁ)@uuwmﬂsﬂm’m

=Y ) v 10 v Q > > > %

TR LT 1IATULATT W15 maamaugm@aﬂﬁ 489 VANNFUNWENLUNITZUIBNITANLRL
{ =) £§/ 1 = g; v { Q qu/ = ) v v
AT HI19NL muumiﬁ:myﬁmﬂquﬁmumiaﬂLaumaﬂam:mﬂl%mm'ﬂ,a

uazanNnIni lauin g lomilunitilasnuuazsnen lynauitasuiannisaniaule

nalnnsantay
a1uUn@n1IanIEUBeITINMBALEEIAAIINNNTAaUAREIVRITIINLAENN T
= A & A v a v a Y o
iy (trauma), nmsfiiiiaiBaldsuanaudsnisudaianisnzduidudszan
R ¢ 11, 12 A4 o o o
nociceptor La23INNNIAALTS (infection) FINTONLRULUULAUNEWIZNNITONLEU
=) J 1 { | > =Y Q Qs Qs
AT 01309l T nT I RAN ST BIIN a8 NaY LA TANUFUNWEILNITAD LR
a Y = 1 = g Q [~ > { =Y J ] %
20977 ULN NN daunsanisuuunizesudunisdnisufiiiadueniwniundt 4 gl
a ° v A a ' A a o A ° v A
Suavinliisala®eniy 1w AanTiRouvadldwlsza1n nIasurInvldiialsanid
> v = { { a Y L a J
szuuialauazwasaifeald nsdnieufiiiasananszuuniquinifietuannszuy

o A

niidqunuidacudriia (innate immunity) FIWAUFINARINNLTASLAZFITIINNAFIN
LT cytokines, prostaglandins, leukotrienes, platelet activating factor (PAF), bradykinin,
histamine, interferons (IFN) Waz complement system G3au%n1santgUTRARLAAN
mMIdedumIfaisa Tanlauuafiisevadsanie nanAaile macrophages, neutrophils

. A a o a A A @ A ' a o A @
waz dendritic cell nauARTanIauuaiSouad azinsUsaslusduvashyanonts

& a A ! A a s A ° @

LTARYDILLANIYUINEIUADNAN Sﬁﬂﬂmummummmmummuazﬂiz@;ulﬁﬁaﬂu
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s:uugﬁﬁwﬁ'ﬂﬁmauauaaﬁ’ﬂﬁlﬁ@mié'ﬂl,au AINITNRIRIIRONAINLAN (chemical
mediators) L% histamine, nitric oxide (NO), prostaglandins E, (PGE,) LLa leukotrienes

13 A A & A o A o A
2NN~ ®1IRENA1INISLANA R NNA LA leukocytes LARBUAIBENINNTREALR DA b
NuAUTaiallananay WwwagInurInTenelasuuialduniasniay anutdu

A a X &l & ) L. oA a A Y
AIANLANTUVBILTARNLNALIUTINALANS bradykinin N baldswlunizuaiien wassIuny
macrophages Waz dendriic cell &13130NIZGUlA leukocyte LaRaUARlUTILTIIMA
IAAY o @UnUINAaTanIau1alIL leukocytes ITWAIRTIINGX proinflammatory
cytokines L% tumor necrosis factor-Ol (TNF-QU), interleukin-1 (IL-1), interleukin-6 (IL-6),
IFN W8y colony stimulating factors (CSFs) W&z chemokines L% macrophage
. . . . 4
inflammatory protein 10, interleukin-8 (IL-8), monocyte chemoattractant protein-1 = LLag
=) a J QI/ { =)
NRADBURBDRIC (reactive oxygen species, ROS) T4 N17%a3284 cytokines \Waltianiy
=3 A A dq' o v A a g; [ A =3 s 13’ o v
UNALRURIBAATBYN A RABALRaALS I MR VEN8A LRaATI IRALIBUNININTUTN LA
AAeIMITanLAZLAY Iuutel@ednuivinliseas119529i19 endothelial cell ven867 T3
lUsGunazraanardsTeaninnrasaiian ALSHMASARLIAAINTLIN BNNIAKE

ﬂi:@ju complement system, fribrinolytic system, clotting system LLa< kinin system

PMNMIANHINLINFIIFONAHNILANNFUAUTALANTANLEY LT% TNF-0L, NO LA
PGE, yauflalan ludNasase® NO uaz PGE, l@uA nitric oxide synthase (NOS) uay
cyclooxygenase  (COX)  @1u&1aU ﬁumfmasjnmﬂslumimuqumié'ﬂLaué'u

Ao o 15

\haaananszuuniiduin . @9aziAnldain TNF-0L InAIuINIAnaN macrophage Uz

¥ ]
A

T cell dwahaeiflaiia uazaaunsainInaasInIzgumIanauaugnazillgnis
anrueTs  asaninldnngihoniinnzimngdaise (sepsis) ailszay TNF-oU lu
A nﬂq’ nﬂl n:ll 16 1 a ldl 1 v Aa = 1 1

\Raauazluiilaiangs % NO  afianaznaliianalFudasnenmeazanainms
Fuazdluaennamedulsaadisenlad inducible nitric oxide synthase (iNOS)
A . = . A [ ¢ a & & & A A
189910 INOS 1w proinflammatory enzyme figndsiaszviinaduluiaaduaiitaiiiaf
ﬁ’]é'oé'mauimmsnszéjumm IFN-Y uaz lipopolysaccharide (LPS, tiluassisznauaay
@ & A A 17 A & A o A o &
NTLTRRLLATILIE) lurtuen PGE, HusnsfenandmIsni@unaaaziunain

18 ea A v a A A
) LﬂuVLSﬁNﬂLﬂﬂqmﬂﬂﬂﬂ%u@ﬂa

arachidonic acid #2818 s cyclooxygenase-2 (COX-2
cAMP phosphodiesterase (cAMP PDE) @sfiununnlumsifon cAMP (3-5-cyclic
adenosine monophosphate) 1#1i# AMP (adenosine-5'-monophosphate) 3sfAmaans
aaasveddIinmh cAMP luimad ¥inlW cAMP aaaaaunIaliunInazdu protein kinase

A (PKA) S‘i?aﬁNaﬁﬂﬁmimzé}umié’umﬁzﬁ DNA, mRNA 224 iNOS 1az COX-2 aaaid
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§m3u ROS AlAadumunsafiniufiiisdastiumssnisunanssiia rwnng
ﬂavl,ﬂmiﬂiz(iu nuclear factor-kappaB (NF-KB) S'i%dl,ﬂu transcription factor maoﬁuﬁ
Lﬁ"mﬂj”aaﬁm:uugﬁ@j'”wﬁ'ul,l,a:mié'nLau aehalsfeanalugniisfisienoifia oxidative
stress T19mpazing Inflasiuauwadsinunig Nri-2ARE pathway’ naifae OUNRDAIE
80U N38NY Nrf2-Keap1 1 cytoplasm vi1l# nuclear factor (erythroid-derived
2)-like 2 (Nrf2) UgN@I88NIN INUWENTURY basic leucine zipper partner (bZip) LW
dimer malufinfos S'i%o Nrf2-bZip ﬁ]:L"ﬂ’ﬁ'ﬂﬁ antioxidant responsive element (ARE) "7{
U3nk promoter weddu  udInszguliiiansdaanzituvaenlodly  Phase I
metabolism L% glutathione S-transferase (GST), LLa:Lauvlmﬁﬁﬁqw’ﬁfﬁma%aﬁmz LT
heme oxygenase 1 (HO-1) Lﬁlw*"ﬁu

m:mumsé’nLﬁmﬂ'aé’wﬁ'uﬁfﬁ'um’mam;a‘lumsﬁwmmaa T helper cell type1
(Th1 cell) waz Th2 cell lag Th cell %:%§d cytokines L1 IL-2, IFN-Y, TNF-QL lumm:ﬁ
Th2 cell AEHAIRINIGNTEUMISNLEY 1% IL-4, IL-10, 1L-13 1Tudu’ Th1 cell aswas
sshrldsniguanaaile Th2 cell MaIENIRINEEaNINEIH GINHNTABLAHEIVET
Th1 cell uaz Th2 cell ‘ﬁam;aﬁua:ﬁﬂﬁann:msé’maummﬂuﬂﬂa uanLAaa b

= a @ A o 22
am;amzm@msamau LUDLIDII

m3dnsnalnawnsantauzaslas

Tunsfnegnigmnissniauaaslas inispfipnnmdialueanszguioadiu
szuuniiduni 1% macrophages, microglial cell \ludu dae LPS lag LPS WNILOW
macrophage H14N14 toll-like receptor-4 (TLR-4) %G%Lﬁ@ﬂ’]iﬁ%’m signaling complex
U84 protein kinase WAYTHA LTU c-Src, Janus kinase (JAK-2) &9 complex fifadu
mmmm:@jw,auvleﬁﬁ mitogen activated protein kinase (MAPKs, usznaulddae
extracellular signal-regulated kinase (ERK), c-Jun NH2-terminal kinase (JNK) LLaz p38)
* 1oy MAPKs \uenauqu transcription factor fiRgTasiumIsniauia NF-KB (fa
transcription factor Usznauaie IKBO, p65 WA p50) LLas activator protein-1 (AP-1, fa
transcription factor Usznavuaig Jun was Fos) S'i%d p65, p50, Jun WaE Fos zswnulunsg
nanTaduAasdIaTzi mMRNA 183 INOS waz COX-2 dald wansniinsdaasest
TNF-0L, IL-1B waz IFN-Y S3gninfiansinldde phosphorylation i p38 183 MAPK uazi

JNK LLa2 translocation U84 NF-KBM’ 2

gnavaslaada iNOS uaz COX

P Y

n3@n®1 1w microglial cells uaziraalszamignnszauag LPS
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MIAWNTINLEUVDY G-Rg3 WAz G-Rh2 ¢ia murine BV-2 microglial cells W11
G-Rg3 2:Raniieni G-Rh2 I@ﬂé’%ﬁﬁgwmmw%@ao G-Rg3 Lﬁmfiaifugmmmua
Tafluilln G-R2 Adld G-Rh2 munsadusamssanmzd NO lagsunuiiumsans
291056 uuaz MRNA 289 iINOS Ua¥ENANINSLEIMIUEAIEaNTI COX-2, TNF-0L Uz
IL-1B uazaanInnIzgumILaasaanyes IL-10  lasnalnvad G-Rh2 asfianunis
fusa AP-1 ez PKA pathway’” Hau89 G-Rd, G-Rb2, G-Rg1 Uaz G-Re @8 N9 microglial
cells WU ginsenoside ‘fiﬁ 4 %ﬁ@mmsmﬂuﬂz\amﬁamﬂ:ﬁ TNF-a 16 uae G-Rg1 uae
G-Re mW3SUSINMIFIATIER NO ¢28  lag gensenoside luSusanszuanms
phosphorylation 184 JNK, c-Jun waz ERK uazfiugis NF-KB” snsaniasinlauuassigin
(Usznaudiy G-Rb1 (16.3%), G-Rf (7.4%), G-Rg3 (4.6%) uaz G-Rh2 (0.1%) ifluas
WAN) LAz §1T saponin nmaﬂaummmﬁuﬁamsm:é}u microglial cell ¢28 LPS 'l¢t
Tosgfusamsuaaseanas iINOS, matrix metallopeptidase 9 (MMP-9, ilwiawlnsi
FunusiumIsniausiianile) uar proinflammaory cytokines WazEIEINNIDHULINS
N9 uLed NF-KB Laz MAPKs lagfdl G-Rh2, G-Rh3 waz compound K (fa [20-O-B-(D-
glucopyranosyl)-20(S)-protopanaxadiol], a’]sﬁvl,ﬁﬁ]’mﬂ’mul,muavlaéf protopanaxadiol
ginsenoside Taguueafidsluglémeamsaanuszinanasan’) Wusssangnisusins
wite ¥ innsusasaanaas INOS usz cytokines’ ndues G-Rd demsunilas
dopaminergic neurons WU31 G-Rd tratnilaswaddszanlasaannuiiufsues LPS
RoLTas leUEIL Ga8msaamsaIaTzi NO uas PGE, aslagmsdugsnisusasaan
yostawlod INOS war COX-2°  anuamsAnenfildnsnianananannldilauaanin
Yasnwaasdszananmssniay e

3 A v
msansln macrophage NNN3IEAWAILY LPS
Lo & A &L d
G-Rh1 uaz G-Rh2 Agndgusgimstinduaad NO luumef G-Rb1, G-Re uaz G-
A £31 o o i A AV o &
Re lafignd  &wsSu  20(S)-protopanaxatriol  @9tHuanin ldanmisiuunue bad
ginsenosides  msuuafEuluild  sunsndugimswienihliinsusaseanuad
wnlws  iINOS WAz COX-2 I@sJmﬁ]Lﬁmi’mﬂ’ﬁﬂaoﬁ'uﬂ’ﬁm:éju NF-KB @18mIguey
_ ; o« o <, , 2 £
phosphorylation f I-KBWO., PUEININIZA W p65/p50 Lazaanniae IKB kinase f{nd
289 G-Rh1 WAz Compound K @8n13n3z6% macrophages 628 LPS wui1 G-Rh1 Yaj
HULINTFIATIER NO LAsAIYNuTad COX-1 Waz COX-2 uazlnadasdansouss
MInszqw NF-KB &% compound K RNIDHULINIFILATIEH NO Uaz PGE, lagaa
MILFAI8NVBILLUTAK INOS WAz COX-2 femITusImInTzdu NF-KB ud liilng

v & o 33 [ A o @
JULINITNINIUYDI COX-1 ez COX-2 ﬁqﬁﬁﬂ@IﬁNﬂL&ﬁﬂ% (ﬂiZﬂﬂU@]’JU 10% G-Rg1,
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G-Re, G-Rb1, G-Rc, G-Rb2 Uaz G-Rd; 2% ginsenoside F11, G-Ro uaz lalaiuasvas
G-Rd; malonyl ginsenoside USanmulanitas) mmmrj'uﬂy'oﬂﬁm:éjuﬂ’]sl,l,amaaﬂmaa
156 iINOS ud hifiadalisin cox-2 I@ﬂmsﬂ'uﬂy'omsns:éju signal transducer and

activator of transcription (STAT)34

3 ¢ -
NMSAN LIRS LN LA 89D
gsnalulaunanad1inwraddsae mﬂluiulﬁuﬁaﬁ'uauvl,aﬁ”ngﬂﬁwmﬂ@aau

£ o [ ' . ' [ { £
ONIANUNITANLIUGA hepatocarcinoma HepG2 cell wm’m’ﬁanmlﬂam’mluﬁmfm'mi

o o ' A

Ut TNF-00 damsunitonsinlffansaensvaaidwauas NF-KB  fuis COX-2
Fuiy NF-KB wasfafugansuaadoanvasiu iNOS leussninasaralulanayloiin
laggniasnsnaniain G-Rd uaz G-Km filuasdsznavluasanalulauainfisa s
miaﬁ'@n{ﬁmmmiauam‘%ﬁuﬁmummumﬂahmaﬁﬁqﬁsﬁuﬂv'amil,mmaanmao
COX-2 MARIINNTWi gL T8N I5ILd wuTia MDA MB 231 @28&15 phorbol
12,13-dibutyrate (ﬁ’]iﬁﬂ“flfﬁsﬂﬁ@u protein kinase C fignaNT0MiEINMIULEAI08NT D

COX-2) WiBNNUAANINTZG W P65 Va9 NF-KB*

msansnuLaw ol

PNMIANBIWNAVEI ginsenoside 71 banlaufidiuaiunnsldanuion wui
20(S)G-Rg3 WazaInan G-Rg5:G-Rk1 (1:1) SanBsuds COX-2 agatamzianzas lag
laifinadia COX-1 uaz ginsenosides N§ protopanaxtriol ﬁqw’ﬁsﬂ'mjy'a COX-1 uaz COX-2

A LA £ 5 37
ﬂmﬂmﬂmm:m&gu protopanaxdiol ¥ NTAN

msans lndainaaas

I@mmmmrj'usimamaamsmﬁmﬁﬂmﬁ@msé’ﬂLauﬁﬁﬂhl, miced8 oxazolone
16 wasiflafnwidsaniagnives G-Rb1 Fafusswanlulay uaz compound K WU
L@W12 compound K ﬁmmmﬂ'usf'omsmmaoﬂﬁua:mmmam:é’mao mRNA 284
COX-2, IL-1PB, TNF-0L uaz IFN-Y udtiian3anas IL.-4 3991908121641 compound K Tua
AIUANNINGA COX-2 lu macrophage uazMIMILANIZAUYAY IFN-Y uaz IL-4 u Th
cell” navasaIanialugmiimussvasnnlasuasivsznoudosmen  leun
ginsenosides G-Rb1 (16.3%), G-Rf (7.4%), G-Rg3 (4.6%), ez G-Rh2 (0.1%) %‘%a‘ﬁ
|37 Korean red ginseng saponin fraction (KRGS), Na1848137 G-Rg3, G-Rf, G-Rh2

dany mice Ngninitanhliiianznilifiunfanibdionda anti-DNP IgE uaz
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DNP-human serum albumin LaZ@NBANISAIWMIBNLEURIMTINNMIFURERT DRULW
RINNAIENNIRALAZAINGILNIINT oxazolone ﬁ‘l@ﬁwﬁam:ﬁﬂﬁlﬁ@mmsmu WU
KRGS U8z ginsenoside ﬁamummmﬂ'uﬂzagﬁ@fuﬁ'u"hl,ﬁumaaﬁavlﬁ 198 G-Rh2 ﬁqw’ﬁfﬁ
ﬁa;mfiau‘%miﬁ'sﬂﬂ’ﬁﬁ@lﬁ'vﬁmﬁm ¥ RRGS ua ginsenoside PIEUEANTOSUL
MILINBaIAuld uaz ginsenoside PIRNENANTDTUINTUEAI0aNaI MRNA 194
COX-2, IL-1B, TNF-0L uaz INF-y Tunfinawld swmsumsdudsmsusaseanuaslsiu
2849 iINOS Uaz COX-2 LLa:ﬂ'uﬁzamsmzéun NF-KB 1unwuin KRGS Janiianitos luvms
#i ginsenoside s wlgniia lay G-Rh2 LLamqw‘Eg@T@ﬂd’]ﬂ@Tﬁﬁq@w SIBHAVBY 20(S)-
G-Rg3 @iamsmﬁmﬁﬂﬁlﬁ@msé’ﬂLaumauf:al,ﬁamamhwﬁﬂ LPS  WUINIEAUTIN
nitrite/nitrate, glutamic oxaloacetic transaminase, glutamic pyruvic transaminase LR
creatinine 8A8d  WAYITAU thiobarbituric acid VBTN, AU Wazlaaaad WAZAANTT
LgaI0anued HO-1 waz COX-2 Mla uazfuwiliufiazaanisugasaanveslisan NF-KB

. { o 40
Lz INOS N laday

gnavaslaaca TNF-0, uaz cAMP PDE

s3lungu PPD Aa G-Rb1 uaz G-Rb2 SonFsudImInas TNF-o NNMINTAH
macrophages @18 LPS lumm:ﬁmﬂuﬂa‘ju PPT #a G-Re usz G-Rg1 liilgns a3
saponin Nauluﬂa};u PPD ﬁqw’ﬁsﬂ'mjy'a IL-1B ez monocyte chemotactic protein-1 (MCP-
1, §wifish monocyte lufiuSimdianiay) lussaunszuimmIsansvzuasdu a3 G-
Rb1 U2 G-Rb2 &an3ndues cAMP PDE 'lélas G-Rb1 susatawlasi PDE type V lag
Lailg3ugn3nu PDE type V inhibitor uaasl#ifiuit PDE type V 1uihwangaasnisasn
qw’ﬁfmao ginsenoside wazInld G-Rb1 uae G-Rb2 FINAL protein kinase C inhibitor
(staurosporine, sphingosine), protein tyrosine kinase inhibitor (herbimycin, genistein)
wiatnlungusidusasd 1w prednisolone, methyl-prednisolone WU ND UM
TNF-0L 1finin (additive effect) "’ wananndi G-Rb1 f9sansndussn1snas TNF-0L 289
LIRS peripheral blood mononuclear cells (PBMC), chondrocytes ias fibroblast-like
synoviocytes (FLS) ﬁgﬂm:@uﬁm INF-Y, LPS uaz IL-1 Lazsu1InuIzineInIsnig
ﬂaﬁﬂmaamsmﬁmﬁﬂﬁﬁwﬁaé’nLaulu%hl, mice FREABAALAK a8 G-Rb1 TIHAANT
Lmsm‘ﬁmaomaﬁﬁﬁalﬁl,ﬁ@mié'ﬂLmJLLa:a@msﬁﬂmﬂns:@ndaumaaﬁa%gmaaas”mﬁu
samILaadaanuas TNF-0. 1Useu’ dumemnlaunmafinaslueomisinaifinszau
IL-10 lu%kuqﬂnmwaLfialﬁ%'uﬂi:mu"l,ﬂ 20 1% uei9z@y TGF-f (transforming growth
factor [3, #¥§3970 Th 2 cell ﬁqwﬁnwgﬁﬁuﬁu“% wae TNF-0L laiiRpuutss uaziilafinu

= o . P o ! ! = ! @ a £
Ny 40 'JTLWU'J"IVLNlﬁz@U“Ua\‘]ﬁqisl@l,l,@lﬂ@nd"ﬂqﬂﬂf%uﬂ']ﬂﬂu "ﬂﬁaq"ﬂﬂﬂqﬁ‘l@?qifﬂ&luﬂﬂﬁ
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o 44 o i . .y \ a o Y A A £
MAMUANNIBNLEY WY ginsan (acidic polysaccharide waﬂ@VL@ﬁ)’]ﬂIawLﬂ’]%a) AOND
WWanINawnuasulantaauvad macrophages mam&ﬁgﬂﬁﬂﬁam%a Staphylococcus
aureus URZENNINHULINIFIATIER TNF-0L, IL-1[3, IL-6, IL-12, IL-18 uazIFN-Y lu
seuzinusudasald $9wuilaiu ginsan 1w polymorphonucleus zd13aNme NF-KB
uwazil 381 phosphorylation Bas JNK1/2 uaz p38 MAPK aasdnawlaiullia S. aureus
a a 45 = . @, . a £ o o
\§o8n  39813n811 k690 ginsan AgndauNIenLay
= '
tmﬁ?laafa&lma complement system
§1IRNA saponin TWNNIRUUAI LAZ ginsenoside udazafianiduasddsznauly
e v 1 qu/
R1IRNA saponin 34 (VL@Lm G-Ro, G-Rb1, G-Rc, G-Rd, G-Re, G-Rf, G-Rg1) ﬁqwﬁmu
32U complement system THa cascade mechanism Va9 classical pathway W@ MiL&EA
£ a . a 2 ' 12
anddavdia alternative pathway winiasanlassaiensiaivaslanazwuinlassaineg
A Lo & A , { £ ' :
7% oleanene AnNTLIUHINUIINT dammarane 1H8431n G-Ro Anndussnga uaziila
% 4 e Qg‘l/
ﬁflmaumﬁ:ﬁﬂumgwufﬁa 6-O-methyl-G-Ro  92URAIONTAUIZUL  complement

Y £ 46
system (AL

gnavaslaada ROS

msaﬁwiaummmEﬁ.lgaﬂwsﬁﬁawUm@"lmﬁ'umnﬂﬁﬁ%m lipid peroxidation L&
fusis ROS laun13n11asy hydroxyl radical’ 5718971931 G-Rd ﬁqw’ﬁ(ﬁma%a%m:
\fla99 T ANLTUN Y glutathione  (GSH) Az Y-glutamylcysteine  ligase Tulmad

¥ o o A a a W a 48
LW’]:L&UWIU%E’ wazdIANUTI U9 p65 luinfuaud lalKaliy NF-KB

gnazaslanaatanlys indoleamine 2,3-dioxygenase
MINLFUHENIINATANRGDAINIILIN LA Tau Laztiaua189wndnnisaniaudl
anwduRusiulsadauailuszduadfin® Taofinang1winniawas cytokine 1w IFN-Y
waz TNF-0U° é’ul,ﬁaomﬁ)'mﬂ'ﬁé'ﬂLamaaiwmﬂuaﬂauaaifummmm:éjumsﬁwm
28418% 5% indoleamine 2,3-dioxygenase ‘ﬁ%l,llgﬂu tryptophan Tuhflw kynurenine S'i%d
mmmgﬂﬂnumLﬁﬁ;jamaaLLazLﬁ@miLuLmuaae'fimiavlﬂl,ﬂu quinolinic acid AlluRuae
S2UULSEM %ONINHILAD tryptophan fiaaasazdnadaszey serotonin Tuszuulszam
9 mﬁ)ﬁ']"l,ﬂgjﬂﬁLﬁ@Isﬂ%wLﬂﬁ”’]so Un@ans ginsenoside W1t blood brain barrier latiae
wazanududuldiissnadagnidunssniauluaues udnsuusasgniunilosiaas
Uszan'lel 1ilagann ginseng total saponin (GTS) 9U3znauedie G-Rb1 19.1%, G-Rb2
e G- Rb3 13.8%, G-Rc 12.3%, G-Rd 9.7%, G-Re 11.8%, G-Rf 3.5%, G-Rg1 7.1%

Waz G-Rh1 0.7% &101508UEINIRILATIZR proinflammatory cytokine ﬁgﬂﬂixéjﬂ@ﬂ
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LPS WGI%&NQGLLﬂzuaﬂﬁNaG @GuuﬂﬂﬁluﬂqiﬂﬂﬂaﬂLsﬁﬂgﬂizﬁ’]ﬂLLﬂzﬂiiLVHaqﬂqi
v { Qs QFQI g; =

S‘EJJL?ITVI]?]\T GTS luﬂylaﬁvlﬂﬁﬂ LPS 8139:0193NONTUULINITANLRUVDY GTS A8uan

51
SENGN
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£ o Y o & o °
ANTANUATENLEUVR LFUNIAMITHUHINTHILATIZA DUUAZ ATV UV DS
LU INNFUNBEALNNIONLEL LT% INOS, COX NNSEUEINNTAILATIER proinflammatory

'
% e A

cytokine M1IudITzLUAGuARAnIzdulfiAiananigy n1sdadin ROS  uazn3
nazguiInul#nas cytokine wiadsaTzAilanlmindrunisaniay anananladinlay
duayulwanTumliundlunsihunldinslsanaunusiunissniay wiw lsaniinng
A 6 = = v | v A a o A s %
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1) ginsenoside
2) pseudoginsenoside

3) quinquenoside
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4) quinquefoloside

5) majonoside

{ Ag v L et | 1
3. msﬁaaﬂﬂmmumiaﬂLauluiauﬁ)@Lﬂumﬂuwmﬂmﬁﬂgulm

1) flavonoid

)
2) polyphenol
3) alkaloid
4) saponin

)

5) anthraquinone

v
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v
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1) NIRILATIER INOS aaad
2) NIFILATIZH ROS A0
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4) N3IT6U phagocytosis LNNTH

)
)
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3) MIFILAIIZA glutathione LNNU
)
5) LWINT1IYINaNY LPS
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3) WNUIu1™ glutathione

gU89 COX-2

v
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€

8. Talafiaszuu complement system Aanslulauuaasgnaues e
1) innate pathway
2) lectin pathway

)
)
3) immunal pathway
4) alternative pathway
)

5) classical pathway

@ { = i { o Y o o
9. TalafaasNiiu metabolite vasasiadlulaunginsiignsdrunsoniayle

(3 %

10. Talafiaaanga polysaccharide yoalaufifignidunissniay
1) panaxoside

2) ginsengnoside

3) ginsan

4) notoginsenoside
)

5) quinquenoside
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