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Tumor necrosis factor-alpha (TNF-QL) and Interleukin-1 beta (IL—1B ) are pro-
inflammatory cytokines, and commonly promote connective tissue destruction, alveolar bone
resorption, and insulin resistance. Curcuma longa (Turmeric; TUR) has been extensively studied
recently, with the aim of reducing inflammation in both periodontitis and diabetes. Hence, this study
aims to analyze the effects of turmeric crude extract on TNF-QU and |L—1B expression in
lipopolysaccharide (LPS)-stimulated human gingival fibroblasts (HGF) under high glucose
conditions. Turmeric was extracted with 95% ethanol. HGF were cultured in normal glucose (5.5 mM;
NG) or high glucose (50mM; HG) for 72 h. Then, cells were cultured for another 24 h with or without 1
K g/ml Lipopolysaccharides (LPS) together with or without 15 L g/ml turmeric. Subsequently, MTT
assay or gene expression analysis by gRT-PCR was performed. Based on the given results, the HG
condition can significantly impair cell viability in all HG groups (P-value<0.05) when compared to NG
groups that have the same stimulants. In addition, turmeric significantly decreased the expression of
IL—1B in NG+TUR and HG+TUR groups when compared to NG and HG groups. In conclusion,
turmeric crude extract is capable to increases cell viability. Even though its properties can decrease

the expression of IL—1[3 in some conditions, it does not have an effect on TNF-QL .

Keyword : Periodontitis, Tumor necrosis factor-alpha, Interleukin-1 beta, Turmeric crude extract
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Tuifaqifunanineiainayulnslaiunnuiisniuesaniduaisilasainsssuang &
¥ o o ) o o o - Ao 2 o
HadngLAtsLazuRatasnden lulauTaqiiuninann1sdaaszimeaR ALl a8 ud
sauerasmnanazayulnsi ldiuinll lulsunelne au 8use uacdulatids ™ Tudau
reamdnatiuduiiasAilsznaugnAnylaun arsrasAafivass (Curcuminoid) wazunduvau

s &

svinel (Essential oils) IaaidnsiAasAMHLae MlsnaunqeARTAINY (Curcumin) LL@%@‘IM/uﬁ



fugnldidualunisunndaigsian (Ayuravedic medicine
i 2o A4 Ay e
\asannadududunai

(19) )(20)

1090 5AI N AN

= A

Aruacdn el luainuans 1 fueyyadasy Aung
Fniay fudeuuaiice ﬁuéqﬂ’mﬂ?malLﬁu‘ﬂmmmm@@’mﬁ*q AULATUNIINUBDITEUU
wiglauazszunlnanaulain® > %qu’gﬁmmiﬁﬂ LZQ‘LILﬂ%i]%éﬁflﬂ’l’]ﬂﬁ’]ﬂvﬁyﬂﬂ’]\‘ié\iﬁﬁﬂ
a1 lusnenlsadsiusaniay Tnefinnsdunudnines@afiuasnsadudanisuanes
TNF-0L uag IL-B luwsaalululds (Monocytes) uaziaaduaadlaans uualasiia (Alveolar
macrophages) fignnszdudag LPS? fiesnazRAnsdudensdedtyn 10289 NF-KB uaz
Tulniau-ueniiimallsiulama (Mitogen activated protein kinase pathway: MAPK) 4
Lﬂum’]umﬂ?ﬂ{mw\lﬂme’ﬁﬁuwmwdﬁﬁmiumﬂﬁmmmumaﬁmmu(”‘25)é’f1\1%\1m@@’m
nsAnELes Xioa C-J wazAmT (2018)% Tvnsnsziumasaihadulawidenyda LPS

INaaaadaNINENAN1enduaa9lsA3ius annduliiiaasAniunANITNTY 10 way 20

' ¥
= [ v v o I

TulasTuanfwudnsssuaududusanan ldnaliifiafN e mAaEas wanainidiannig

v
o

waasaanaad TNF-0 uaz IL-B Tnadudanisdednynynians NF-kB Bnvisdsandmnsnadau
2214919 RANKL kazaad i lallsiasyu (Osteoprogeterin: OPG) a4aan svinanedu’le
% o K vl o o M| A di
ARAAILAULAZNITANANTB LN (TaqiiuaslAnsWIMuIatsainaInAasAaNuLa ld 1y
n1sne1lsadsiusdatraunirane Wi 1aa Wre1iaudn Unenanaelmwdan

27) 1 o a
)

(Subgingival irrigation)®” fanfunsgainiianauazinansIniuietlssansninlunisg

1 %
= = =

S9N AT9T WanaInNRTINNITAN U89 Jain K. wazALE (2009)%Y Galsanaaaaning
v 9; a a 6 1 6 v o v A a dl
wnaulagliinaanglaa 35 dadluasuneras ululas wianiuliaesAciunaaiu
udu 1.75 Tulasiuansnudn wasinlulbsias TNF-OL IL-6 IL-8 MCP-1 uay LPO anad lu
srAuANdNTUIaRAaTAMIuAt AT UNE A N TnanszAUAIanglaa waz HbATC Tu
a = o 6 v Y, ¥ v = Y
wyngnintaai iduinmnulaansan annanimaaesdesuasannsnayuiulan
nasAaiudlszansn nlunisannisdniaunazanseAuliaals anAuaNtiRTeasAaAf
Juilenanandasy aadununaesnisaneinaenldansainveanuaiugy (Crude
extract) HAIANNA1N1I0ANALA L AALAT LTI INUNIT LT IAR FAR LN aEN9LAER 1iiag
. 2 < da 4y v o o .
pogauduiluagulnsntsninalulssmedslasunisusseslusimen waziiumagaw
Qr £% o dll o o I's 1 = 1 < o o 1
s lunNsAunssniaLIeinelsnlaiusegnatanisAne atelsfinnululaqiiugely

AnsAnen lwiesdfuRntshihansadiavenuainaiiudusn ldnaasunisdudinisuansaan

199 TNF-OL uae IL-B lumadafradulewnenuysdngnnszdusiag LPS 10ud@e Pg lu



anzuinAagaiveaassnisialsaBiudaniausaniulsamo InagAnsmdsiing

! ¥
= o

naAne i latazinunldidudeyaieiun1aaentesnisinunlsadsius@niay ludilos

v 1
v o a

WU anvisEadeivagaAn liansaiavenuaiugule

ANYUNNEUBINSINE

A
a o

lunsisundeiline ANNHIUNE ol

1ieAnyNaTeAsafAvETUTRuTURen U ean 2as TNF-OL luszsy

waiaad a1fiduie (MRNA) lusadafadulasienuyeignnszduliifaniesniay
Tnel LPS Iummfgzﬁ’mmﬂﬂﬁLmzﬁ’mm@;q

2. NeAnunaTe A aiAvET U uTusan suanteanaes IL-1B Tuszey

mMRNA "Lumm‘m?’mLz?fuslﬂm’f’mnm@ﬁlgﬂﬂ@zﬁﬂﬁﬁmmiﬁﬂ wulee LPS luanmziiang

UnfAnazinniags

ANENATIABINGIAE
HANISANHIONEAIUN1IENLALTRIANTAT AN LN UTUNHFAN1TUAAIREN VD
TNF-OL uaz IL-1PB Tuszats mRNA anmasad1sdulomtanuysdazainnsninun iy

ayaLia N LININIinE lsaEvius g ngiun ey Bnvisdetaeinyarnaagiiugu

S, = N v
nnaduilungayulnsaasnaansos

YRULUAURINIFIAE
Uszansnlglunisian
L% A L8 d” dll all [ A tZN dl Y o
siasasadulanRanuystainiiatio NaiuasaanaIngiaeiidiunig
SnusmeRadaci3ius naiudiulaviatialagsauliinnsenian Tulsasanisviug uay
= dl aa [%3 o '8 a o = a a dl
Tifisenlsnle o NARENUAILF YN ALSTIUALNNEANERT NN AATWATUN TS Lam B9
TsuANEusanaNFlasuazkIUNNIRATUIAINAMENIINN 199386930 N T4 e Tunirel
(SWUEC/F-314/2563)
naNFaatn g lun153ae
innnsguiaanaasaiadulenlaaingidnsanian 3 au tneldaasaiaduly
- X o . e o X
Mwziaesla lugun 3-6 Inafuuanusinisdndn A
1.N09N19AMLEN (Inclusion criteria)

1.1 HNN@E91379 20 049 60 1



1.2 sz iRguyvis
1.3 Hgun g liflantszansn e ssmnamasisasariise Wunyms
2. InuFin1gAnaan (Exclusion criteria)
Q/Adl I Y 1 a o
2.1 gnliEusendnsonniien

Y o

2.2 cﬁé@ﬂszmumﬁﬁm@ﬁimtzuugﬁﬂmu N9ENIAL waznNARLTe
Melu 1 iRerneudnfINauIse
faudlsfidnen
1. fudsaasy laun
11 gnsafiaven Ui
12 4n19z1nANa
2. Fausmn laun
2.1 NMILARIBANTRY TNF-OL TuszAt mRNA

2.2 nMsudasaanaa IL-1[3 Tuszsl mRNA

RenuA ANl RN

TIP3 uFBNLAL (Periodontitis) MNeIDa TapfinTenitlaniazn1s8niaLaesastn:
701 7| Wl AiFandn etz i dafansriiansaduanivusnntuazin Aauln
waziinldgnasgaudeiu nedannrielsafidndty fe uwaiiSerelsnlivusandanie
ﬁuﬂqmﬂﬁuluﬁm:rmxﬁLﬂul,wiummﬁum?a‘(Dental plaque)®*”
yasfiualasdaunnimas uaana (Tumor necrosis factor O: TNF-QL) #dngida s

Tarunumddnylunssediudmelsalaaeniz@auuanizadadininsesuunatasmia

(Macrophage) Tifiannsasauazuad TNF-oL IL-1B uaz IL-6 unnauluanzninieniay

Falan19enduLdFaduadLa TNF-OL aznaldinan1saneaedmaawuy apoptosis®*

fulmasacAu-1 1we (Interleukin-1PB: IL-1B) winnads lalalmdunundrAnylu
] o dgl 1 v a o dl [ 1 o al Y o a
nssiadiumalsn uaznaliiian dnIaLTIREYiNeIusINiL TNF-OL uaziimaasuniLie
wiNauruiuAaas i llbs/iualasnig #* 3
aN98f AN UURWEY (Curcumin crude extract) MHIEDY 4198 AANNIRUTUN 1A
AINNNTAAANLLAEIFNNAEANe (Solvent extraction) IAsAN1TWINANIUNNTRARDANIANN

anguanNurecndslne 1 d6azadinaanul T9anAudNiiRIaIN1IIAZANEURIANTN



L o o a : £ axd o A = =
sinariulusavinaraeafiag e <) 1y w1uea (Ethanol) #dstidunisainidng dqaisen
pin sziedne e uazsangn iumaliadldiuninluadaunze ™ *

LABFAINY (Curcumin) UMDY @13aNuea (Polyphenolic compound) @il

! [ A A rdl ¥ AQQI o A o = A dl 1
doulszneundnresansinashoiines s lfainaiudu Hanwusidunsdinaasdunly

AZANLUNLAAZANIUAINIAZANE LTU LAN1UAA LAY balunTadanan las

' '
a o

(Dimethlysulfoxide: DMSO) waasaaiuliuasmlsznaungniiunlduiniige uazlasumanu
auladluedennn Wasinigmanisdonin uazindainanluaendnedesaniegmanisin

a £y o v & a Al ¥ (37)
@15}3;]]2'\]@2\1?25 ANUNITANLALLLATANLLTALLLIAN LTS Lﬂumu

NSAULUIAANIGIAE
Aaulsadse AauUsAN
- AN9ANANLLUNUT U N1SULANIDBNARY
- 4n19zimNg — - TNF-Q
-1L-1PB
anyRzulunsian

ANYAFIUN 1
H,: NENAIALNLETAA AT uEUNLINITLAAIaNTBY TNF-OL TuseAl mRNA 189
siasasdulaNanuyeegnnszguliiiantsdniaulag LPS luunnsineannnguinlals
SunnResTaaaRaaNud a1 it d Aty
H,: NguIALNEIaaAIrRudunUN1suaAI8ana89 TNF-OL TuseAt mRNA 189
siaaasadulontenuysemgnnszqulinianisdniaulag LPS uanstsamnnguinlulasy
RETG I VATl LIk F R St NN Il Taral,
ANYAFIUN 2
H,: nquilagamasmeaudun N suansaanaas IL-1[3 luszdu mRNA 199
siasasadulaRanuysegnnszduliiianisdniaulag LPS luunnsineannnguinlals
SUnTRENEaaaRaaNud et it d Aty
H,: nquAlagamasmeaiudun N suansaanaas IL-1[3 luszdu mRNA 189
siaaasadulontenuysemgnnszqulinianisdniaulag LPS uanstsanngui ulasy

o o

ARG VAT L ER NS (VIR RPN TS TaTaY



UNA 2

LANATHASINUIRANLA LD

v
o o a o

lumsidansi 1 wlafnrienansuazatddeiinandas uadldauanaviade

iyl

1. mﬁuﬁu (Turmeric)

2. TsAwn1nnU (Diabetes mellitus)

3. Temifaviusianiay (Periodontitis)

4. ywediunlasdaunniaes waann (Tumor necrosis factor-alpha: TNF-OL)

5. BumasaaAU-1 LWe (Interleukin-1 beta: IL-1[)
aRuu

1
A o o

ARt (Turmeric) veanianiulugenasaiiy (iall) aduung aliunean aiuin

¥y v ¥ v 1
a a

Joiins azee waevin® Inefinnssuundunidinen Aansnumng 1% atuduiluily
auulnaf ldsuanuiauanniigalagldsunssasudulsfidu 1 T 10 aesanulnsfivhanld
Tunnensunneiaziniesdnaaestlszmalng® uenainidanunisinaiiudunn e
Usglanflagindurdeand arsusadluennsuazanandoydsrantiu daqiudain
aiduanIfatinennanansluemnsiay arsuseden uasdudna ke luaiasdians

AN919 1 N1FANUNTUNIN VAN AR TURg N

SAudu NITAUUNANNNIANANNBYNTNITIY
Seansoynimne it

FaansTrynim ANt Turmeric

SeAnennans Curcuma longa Linn.

%u (Class) Liliopsida

%uii@ﬂ (Subclass) Commelinids

A1AL (Order) Zingiberales

29A (Family) Zingiberaceas

ana (Genus) Curcuma

4ip (Species) Curcuma longa




ANBUEN NN HAFAS

o R Ay Ay g ya . o ad L o Aaa a

Au siuduungangn $ndnlAs (Rhizome) lwndndlillarduduniavaes
AnuDauandn Headnnonu uasiinauneaNanIzeg

Tu TaufuwluGeadursauardusaiuiionu TugiFag 819 30-40 LIURLNAS
Uaeunanea 8-10 [umiung fwlueng 8-15 uRLNmg

pan wudanan (Inflorescence) ANUTDABNEIY 5-8 LIURLNAITIUNIBANNN

¥ = a A [ = ¥ v aa A 1 e
Amud nauaandnaniuaes lutszauidugivenizadeuiuiadsigeaunsa1es
a1y ludszat 1108 2 pen ludssAutesglaouaunuenn 3-3.5 EURNAT AMuUaNH 1Y
o wval o v [ a 1= o a A d’l o =

nassadR ANz AR eiuNAUAaNUERaW InasdaNa N aluglnuasinaes 59lad 3
i04 7 8z 2 lalgew

Ha 1 3 1y usiaznd 2 wWan®?

\\m\tw:fh.licmdedrug.vom
by Sudarat Homhual

i wiluduaa (dumdvin)

| oty i)

Awlsznan 1 aneaizaassu U aen waswinasaiutunnululssmnelne “2

'
a o

dunliauasnsnssanEnug

Wa'luana Curcuma Nagtlszanny 40-50 a8n Wuianuieluduwne aulnilims

THudl wazng sauislununuouimaymsuainuaznoumiaresasansias Tuaouany

a = o

109 RiNAeERviueaniaes il NTgnatiatlszans 20 1ia aniadenunisiillgnlu

a

Wunay - luanfeuuazwanedou TnafiguetnasaeianumaIniaten e ugnesua u

Uszmaduiny waziilszdnanauulunisiun diduayulng uazisaama“’
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nsaEnEwug n15ilgn wazmsinuLien
= % ¥ [ Gl ¥ ‘QQ/ o
Waluana Curcuma 2818 WUE LAENITUENUIUANNTO UL WILNTT BHUTY
v a % : o A dld j val
awnsnlgnlannginirresdszme e dnaessivduanisonusenuniacuaugalan
wazannsnlgnineldiEunnuninludnanen aliuduaziasoauinldsoniiaudaangely
N A 9 o g R I L =
AAUANGHN1AN-NINYIAN Waldngnauuuariauazitaly usdensinineslinu netagg
duazsanluluduasfiuingnass aluduinlgning ldwimanssiainnsafivinaals
nalu 8-12 eaundsnistlgn widndgninenisuanuirazsivifaondslgnle 2 T gaiv

t:ll o o al Z// 1o ll =X o 5(42)
NEIVANASLTNANLLADUITAN UL ﬂ@umqmmwuﬁ

da15ilsznaudrAn
wimessiudulssnaudas Tsiiu ot wsng mslulansm uaziawiniy
fatiay 6.3 5.1 3.5 69.4 Lay 13.1 pua1au® mﬂLm'\ammmiﬂizﬂ@uz@ﬁﬁmﬂumﬁuﬁmz
uiialaiiu 2 nqu Ag

1415 5ARN WAL A (Curcuminoid) Nu'ldfasay 3-5 299U RUTUT
Usznaunae LaafAIN YW (Curcumin) LazaURUSIDIAT A LA ALNNaNTIAaTA N Y
(Demethoxycurcumin ¥38 curcumin Il) @A nandAasAIN (Bisdemethoxycurcumin
w38 curcumin Il) Wirdufesas 77 17 waz 3 nwaiau Inaanganueyiussiinluiae

lalnatpasAaiu (Cyclocurcimin)®"*
mm‘ﬁqﬁugﬂﬁuwm%umluﬂ A.F.1815 Tt Vogel LAy Pellatier
(2017)™ Rgmslaseademaailie C, H,,0, Avlunwilsznaud 2 amiulid a.A. 1910
Lampe“”irﬁ’ﬁmum%mqmﬁﬁfa Diferuloylmethane 139 1,6-heptadiene-3,5-dione-1,7-
bis(4-hydroxy-3-methoxyphenyl)-(1E,6E) taafAaRuiduasInaNues Nanwmuziidy
crystalline powder 3 uflunedimansduiiliazansinudazanslufaiiaraiaaunie
(Organic solvent) lAuA 1@N1uea W uea (Methanol) Lansaazdan (Ethyl acetate) a2

14 (Acetone) WAz DMSO asinAnaNtiRaIna1ntitn g lunsaninansainaiuduingande

q

'
= o

Favinantl (Solvent extraction) F9AAVINAZANYABILANABNAINAINFBINIANA IAdY W
A é ] ] a o 1A £% o [ 1 1
wanen sewedng ldifluie uazanagn Tnaazyinnisudzasulusariiazatanauludas
SLEILIANNTN ANTUN T4 EUTRLTINRaN LazinaNTazane i e lssiueensaniazans
=X a o dl de Qdd‘Q o dl a o I8 Q(35)
A8NAUNALTUANTANAREN LTI UL UI TN UL NANTAANTHANNNIANN RARA UH FITHTN B

AINNIIANEID9 Yaday K. wazansy (2017)°° lenmagaudss@nsninaadsmniazaiad
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ANNARNLIN WelnaRudunnazane e n ueaas Wi unuaesansannuiudis (% yield)

v
v o

wnfganninguiuensaesfinuazesdinu uwidnauiuAiaNLTgnslaandis 3

FazatanLIN I AN LANFANAY

O O

Ofigh / OCHs  Gurcumin |

(77%)
HO OH

OCH, Curcumin Il

Demethoxycurcumin

HO OH T

Y, Curcumin llI

Bis-Demethoxycurcumin
HO OH (3%; less active)

nwilsznei 2 TassadaniaaliaasaasAo iy uazayiig

Q

wasAaiuiuasAlsznaungninun ldatsunsnas uaz lasuains
aulafluatiennluges lidntue e ndgnen1eTan nuazindaanan luaendneis

FNDNNENIFUEULABATT AIUNIENLAL AUTRULATIEE A11Te91 Ta i fauazinu
.z a¥

n17ud9snraaan 484" InafArRuiiBuInifasay 2-8 aagal uduianus duauiln

= A

Tuiana 368.37 wazlqAnaaNLial 183 a9ALTALTA AduANNanTAaTAINLLATTAR LN

a A

nandiaasAsRuiunminluiana 338 308 ANA1AL LalAafAMUNAY pH 2.5-7 Az liA

A

WABY 1INAT pH Wnndn 7 azliauns ansueniuadseanasaoiuasly 2 g loun

enolic form LAz B—diketonic form Imﬂiummzmﬂm@{ﬁqﬁm:wugﬂmm enolic form @<

M pasAcuiAuamnsnun i uayyaaase > *
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H.
CH, o CHs CH; 0o CH;
2 _H
o g o o
Enol (1) Diketone (2)

nmisznau 3 IassafamnaiafiaasaasAaiiu enolic form waz B-diketonic form™*

NN94ANLANTNLARTAN LAz LAY T UAIANITNNIALLA LaziialaL)

u
4 1

Fuluansiifunans Weduire At uewnnassaadiilssnaudadsuildannsa
dauda (Fetal calf serum: FCS) 3atiaz 10 wazideauynd fonudnnafAsduazinany
@BasunIu Tnanneilis 1 Faluanunnsaaasiasndndagay 20 uinseviasnll 8 dalus
fapanaainesAciudesas 50 WeinefAaiuasafaziingnlaanaans (Degradation
product) laun aniiadw (Vanilin) nsawagdn (Ferulic acid) Feruloyl methane wag Trans-
6—(4’—hydroxy—3’—methoxypheny|)-2,4-dioxo-5—hexaenal(46)

2. TsfuneNsTIve (Volatile oils, Essential oils) daulunjdsenausoy tmas
walsu (ar-, O, B turmerone) o818z 60 LAZTIALLALIY (Zingiberene) Faaias 25 ANyt
wugausznauvestifunanssmalszinnay | #NA99EN9LEW O-Curcumene, [B-
Bisabolene, (2)-Y-Atlantone Lilugius Asuanssunindsznan 47

dniunenssmeaneiuduiigns lunisudeu el Feswanaund
AlaremAa a8i3aad (Staphylococcus aureus: S.aureus) W @via3iae 1ala (Escherichia
coli: E.Coli) waz glaluuua wagalugn (Pseudomonas aeruginosa: P.aeruginosa)“® Tn
FN9BIRNNNANIIAN®IUDY Hans V. LazAtuy (2016) WU TN TR U
qvis lumeduieuuaiidaainide Py urliqnatesiigavmnifieuiuinfumenszaainy
ANAUSA (Eucalyptus) 11 17 (Tea tree) wazAnTuunea (Chamomile)

ANNIANEIT84 Liju V. wazande (2011) WU aN TN
mﬁuﬁuﬁqw'ﬁrﬁmwg@%mzwﬁuﬁmﬂ%muﬁdm% (Reactive oxygen species: ROS)
wanluihsiuvessyive flanFtsaneysaglieseenlas (Superoxide anions) auala
aganda (Hydroxyl radicals) ag LPO wanangdaefins LAy ulsaiFuayyadas:
(Antioxidant enzyme) 11 taulaingmannlau 3Anina (Glutathione reductase) lunszug

iwan ngannlauieansiuimlasisa (Glutathione-S-transferase) waziililasaanlas Aaio



13

v
v o A

W@ (Superoxide dismutase: SOD) Tuiu %ﬂmmqu%mma‘ﬁﬂ LALLM LR UNA W
-dgl [ Aﬂl v -d] ‘ﬂl o vy v % ¢
wazizaianlaann HANNINARALTL MR G NI89Y LN e TIANTUN U (Dextran-
induced oedema) WAEWAFNNAY (Formalin-induced oedema) ANHNATAL
u@ﬂmmﬁﬁqwudﬁﬁﬁﬁummzmmﬁwﬁ“uiﬁﬁqw‘%ﬁmlﬁmﬂuﬂdmm@f

11T WsT (Dermatophyte) Nnialifiinlsnnann (Dermatophytosis)®” uazdassnanslunis
snenlaanneszuunafumngla detaaduisamy anannnsle niendudasilasiulsavey
#n® fam/mmemmwamvmmqmummmuu@ﬂmwm’mq‘mﬁmmmmmimm@u‘lu
da411n (Burning sensation) LLZ\)Z@@ﬁfJ’mL’M_Iﬂ')mimuﬂﬁmﬁ"aﬁli?ﬂﬂ’]’mamﬂﬂﬁ%L@EIW]"E]

nzifeludesnn (Precancerous lesion)®” 141 falAwnalAe (Leukoplakia) fufiafa’ln

Tustaludearnn (Oral submucous fibrosis) kazlalauLnaila (Lichen planus)

N

73

pB-Turmerone a-Curcumene
ar-Turmerone a-Turmerone S : Zingiberene
(= Curlone) (= ar-Curcumene)
il H ] .
N OH
e @)
I I | I
B-Bisabolene B-Sesquiphellandrene (2)-y-Atlantone Xanthorrhizol Curcumenol
Y 7 | O / ] (¢}
O /
N /
X
s \
O

Curcumol Germacrone Curzerenone Curzerene
~a 0 z
X X X 0

CHO
8,9-Dehydro-9-formyl- .
gt S B-Caryophyllene (E)-B-Farnesene B-Elemenone B-Elemene

cycloisolongifolene

B-Pinene Camphor 1,8-Cineole Piperitenone B-Myrcene

nwlsznay 4 TasaaiantaeRaestingduvansyie
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-
aa [ e

AINNNIANILe93TTENe TWEFATAY AT U noosiug (2006) &9

o

IgurnetWreiuduan 13 unaesianiamie azdueeniaaanila na1s uasliluge
2 2 . A = = Y o \

ABUNNIIAN W.A.2545 wudraRudunlgnlunawmileasidiinauidunenssiveuinnan

I dl £ dl M| A G £ = 1

wiaenlgnlunials ausnilFuiniaesinasAsinassmmianialaasilfsuinuinng aan
NM9UNIRUTRIULAAZNIANINAZDLNLAN ANRALIAIUNTUNa NI I N USasay 7.77 +
1.20 TPEINNA LAZALDALUBIL TN UL ARTAINUASIAYINAUSRLAY 6.24 + 1.95 UL ALAAS
mmﬁ’]ﬂumm:maLL@:ﬂ?mmmm"ﬁqﬁu@ﬂm‘mmmmgmmm’miﬂmﬂﬂi@ﬂﬁﬁmumﬁﬁ

¥ ¥ o o
70UAT 4 LAY 7RUNE 3 ANHANAL

ds=Tlagiiaasaiuduainssua nalusio
Tusnduen naluradsdnisinuwinatuuime dduennalulaedas sy
v a =l U o/ U %3 Y o o v U
27917 LHAINNTNAEN VR wAaInEn anld duiTdadnns SnH1aNN1IeINIL WALENUY
Tadmiduie Taineann1enag uARNAaA WhaIn19a1ulN arusulsanazilasiulsanues
1w wanannRfau iU 19w N8N EITIL ARAINNTNATILIN ANTULNAZRALAY
wHADAEN NANENWIAAaNtIdUNaLAAaTRtan uivniawn uiduuzsuasuinaninaau

Tuaiudixndgldfiduanialwneiingalaiia winaius uisndncamans

a

Snwwzida uildene uigaansetluyniaan wiviasnn danuauied s1ninig uwild neuie

v
o o

uiiaendy winn@euuiaen naneuileanszsnizan € wazsnuisndnaeantd anads
ilueRusnMidugnneuen Tnathanineenanasag faun i 1139709 wazine
Aovifafiusu®
qmémw%mwwmmmﬁuﬁ'u (Biological activity)
qnasuayNAdasE
WPATAINUUAE YR UT AN TR UNTAABBNTLATY (Oxidation) 74

= a Qll a dl o ' o £ ;| A dld £ £ CI)
aluTnadunmiinannnismiianinaaslulngs (Nitite) InaldipasAodundaonududusga

§(54

wien 0.8 TulmsTuand™” uanantiiresAciiudaannsadued e LPO Balununnuan

Tunaianisdniay alsavinlauazuziie Wasainmashadudldaouauiaulodsiu

@%@%@az Vi1 AZANLAR (Catalase: CAT) N A lnlew Waseanding (Glutathione

q
peroxidase: GPx) ka2 SOD THRUFHNnANT L BNviae

NINENANNTDIUEIN19aF 1991 AR ATE
i gililasaanlas waulanaw (Superoxide anions) warlansanda winatAa (Hydroxyl

. 55, 56
radicals) (56.59)
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dl = % A o v a a aaa a o
Wainiazuimaluaeagainldinisifiandfiseneenndindu
(Autoxidation) 18anglaa nisiialnatadu (Glycation) vasTisfiu uaznnlinIseues
3nInaaeaa (Polyol metabolism) Falasurinianglraliidungnina niailasuunias
[ %3 1 1 v a 1 = 1 & &
anamaisnainveyyadasylungu ROS lulilnaaunse 1 lalasiauileseanlas
(Hydrogen peroxide: H,0,) U8z Superoxide anions awinlfiiaANuLATEABBNT LATULAS
Wnn1sUfudasuniaaiieandndi (Oxidative chemical modification) @9 la3iu ALEwLe
(DNA) wazltlsAuluiiaiiesng - denalifinnsiinaurednsalsiugase (Free fatty acids:

FFA) seauTaludandululaan (Hyperhomocysteinemia) N9ABFADBUTAULAZAIINAY

Tatin lunaanlaanTadd AN tasiiuANIResAanIAa N1z ndauluinuaula %

Lﬁ@ié’?ﬂLﬂ@f'ﬁqﬁu@m”u&qmm%”mmgmﬁmﬂuﬂ@:u ROS Tagiazidnlusunaunisdves
wAALTEN Larn19n19uLedllsAulALLgd (Protein kinase C: PKC) wananTLAe AU
Jfuszauresieuladiuayyadasziia SOD uaz CAT anvadelfusziuaesdnniiug
(Vitamin C) 3a1Aud (Vitamin E) way LPO Iﬁ’@giu@:m”uﬁiﬂa”tﬁmﬁ”mm”‘uﬂﬂ'ﬁ wiaaviaan
sefumaainmaluien™

aNBAULLATISE

A

gvarediAesAdiudeimaLL AN FanudealnTne Aseeudn inefAaEuy

'
a

o o o P =< o v alx a o o
AMNNTOULLNNITNINUUDY L@‘L&VL"I]N‘“’I]@?LV]ZQLQ (Sortes A) sﬁx‘mﬁﬁu’mﬂﬂﬁlmiﬂiﬁlu Pac NUNLN

waanaanuszlaausaesanslinAencAa Nounud (Streptococcus mutans: S.mutans)

T
aa a A ¥ o

saiuuuanzannaadesiunisfialsniug (Cariogenic bacteria) Av@ana in3nasn189

o
IS o 1 !

luTefanann@asanainanas® ausunuanFainaldfinalsad3vusnuen nasaaly
aunsnduganiaasRulneeaTe Pg Wilamaan aulnailia (Prevotella Intermedia: Pi)
AalguuANBen WanaLesa (Fusobacterium nucleatum: Fn) WaSNIINRNN tauiilaan

(Treponema denticola : Td) TuaneraushduiusiuanudnduaasnasAci lnadaiag

=

dndusgaimashadulunisdudiniaasyifulnaes@aiuaiize (Minimal Inhibitory

a o A

Concentration: MIC) i1 Type | ka2 1| FimA 18491%a Pg 1A1 10-15 RaanTuAaNaaanT 14

= A

TualnalAesiuida Pi Fn way Td ANUINAY MIC < 10 RaANSUAaNaAARTURILARTANR

duanmndudadamailsanysnd wiluwdeuennsiniuunmes ueniluludinupedunug

a [ % |

(Aggregatibacter actinomycetemcomitans: Aa) W13 FaaNA1 MIC > 100 HaANTUA

©

=

Nanansiaazdnunradudals lunstiveada Pg nuIAasARNE NI UEIR1TAY A9
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LW 1 (Arginine-specific cysteine proteinase: Arg-gingipain) wazlaT W A9 U (Lysine-

specific cysteine proteinase: Lys-gingipain) tiutlasannalififinaauguuss (Virulence

v
o o

factor) drAtyNnaliAalaaEyius uanainildedugenismasaaaslulafauans Type Il Fim

A&/ 1 a ' o o j < o a
Aanniie Pg AHNILALILAZAINNNINAR9INT LT aLAsU InARNAR ﬂ’ﬂﬂﬂu1’ﬂ

o o Y v MmN A

(Streptococcus gordonii: Sg) luansuednRusiuANdNtuaasAafAa Ny
= 62) < v o =9
AINN19AN®I28Y Sukumaran SK. uazAne (2020)* @eldnaaaugmasiu

LUANFEURUTR S.mutans WaY E.faecalis 3 MINIARTATNULAZARDLENTAUNLINAIAIH

1 '
[N ! [

y v A v = tﬂl o ZJ/ a zﬂgj Qﬂdle./ a
L‘IJN‘IJIWI‘LA@EW]Z\Z@V]EI‘].IE]\?T']']?L@?O&I"IJ@QLﬁ'ﬂiﬂ%ﬁ"ﬂﬁl@:ﬁ 50 (|\/||C50) WANLARTATNUNINUITRE RS

v
A2 o = Y v

0.003 (30 luilAInsuFaNaAang) LATARBLENTAWYINALS8AY 0.1 UINYIARINANNLTNT

[ '
k% < =< 1

NINTUATHVEABULAT B IANN T WY T960 MIC,, 289t AR uRA AN AaeLEN

aa Y & 1 m a A o v a a 1 aa i// o
éﬁ@uLL@@ﬂlﬂmu’]’]Lﬂ’ﬂiﬂ')llullQMNNUMIMT}W?MWHLW@WL'iEIN’]ﬂﬂ’J’]ﬂ@@LElﬂsﬁﬁu AMNUUUN

¥ ¥ o U a I ., Y A dl v oY
m’mmeum\mmﬂﬂmmmumwmﬂuwwmmmamwﬁuﬁlﬂLuq@ﬂmimuﬁmﬂtfnmmu

niinveiiiatialuinsslszamiuaesyss (Human dental pulp stem cells) Tugiagiaan

a aa

1-10 U9 WUIARTAYNUAR e as et LN UL ARBLENTAY NA1IABLADTAININL
FoanzAuNTInTent0mas (% Cell viability) aglutasiasas 68.6-99.04 usAABLANT AL
HAFatay 38.85-48.75 WasannusnAaaLandaudsnasanisilasunlasgilssmesaas

Inevin i AN IrAsIre9Tas Aantuazyinlimas NAN1TAL LU apoptosis HBNATNT

a o O

wafAaRuda i iinnisiaaauh (Cell migration) kazN1TANA1UIY (Cell proliferation)
gagasdsadulawtanlduinnitnaatandnuieludaanan 24 48 way 72 $alugag

duasnliina g 2euaaniiaan uunanIaINgNERIUULATITY QUEAIUNIENIAL

a

LAZNITAILANTTLLNN AN UAINIARTAHY

ANBAIUNITANLEL

o

dll = = o )~ S g
Wasanin1gAnEA uINNINNI eI TiedduasniAnaninlunig

FUN198NLAL TIFRENNN1ANHINITENLALH 2 Uszinn Ae N198NLEUSUNAY (Model of

v

acute inflammation) 1 NAAALINITEUTIAINNTLINUT (Edema) NA9NT0IUY LazNIg

q

fnL@uFasa (Model of chronic inflammation) i nAgeLULFIUNNN1TLAA granuloma

Tudeszazinauiledvaziuanieseaznaiasey (Proliferation phase) 1a9nnsaniau e
= . 63) < = = v

ANN13ANHI284 Srimal WAz Dhawan (1973) @eAnsigmnenIssunIg

o a o dgll % ea a d = o Aa a
ANIAULLULIREUNAU UazisafirasiAnasAol il imaununiadonilau
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(Phenylbutazone) @iiluandgnsiunisdniay widan (Analgesic activity) uazanld

[ %

(Antipyretic activity) lunguuyana (Rat) uydudns (Mice) wazung wudnAafAiuIgns

~ Ve A A o §g vy w 1y =
e UENINL Phenylbutazone GLuﬂ']?‘V] ARRAL N Lﬁuﬂquqlﬁ'ﬂq\i NUANAYIERANTANTIALLUL

(Carrageenan-induced oedema) UWANONBAIUNIIENALULLITATUNIATINGS uazHAN

AHLTIUAEREUNAY (Acute toxicity) 15BEINI1 Phenylbutazone “anaInHEInLId1LAaTAY

P |

a a . . ¥ 2 Z// [ v a =3 A
QUNA AT LA UNTZINNERUNT (Ulcerogenic index) 1a¢ 'ﬂﬂV]\‘lIﬁJﬂ'ﬂiMLﬂ@ﬂ’]’)ﬁLNﬁL@@ﬂ

21971 (Leukopenia) wazladiinnisananuaudaninlas (Lymphocytopenia) LuLA=qiy

v o K aa o tﬂb ;| A o ¥ [
Phenylbutazone mummﬂumgﬂwmmmwﬂ@@mm uanaNRAasAiLN lisEALTa

wulgingniiia eanglaeydsa neuesinalunszuaiden (Serum glutamic oxaloacetic

a

transaminase: SGOT) uaziaulaingnidin Ingdn unsudueiivalunszuaiaan (Serum

] v

a o

. . . = d? dl = o o ¥ ] o a
glutamic pyruvic transaminase: SGPT) wzgjwum@um?@m@urmuL‘?J’]@Ji::muﬂﬂm ANN
wafAdiugne i an silasuulasreaenlaianies (ATPase) lusu Tuidgnaud

1nm uazan 14 lussnineniniseniay

= A

arsnefAsfiuaInaiuduinlgisenduluanannadesduniseniala
wanatsasaNnsn llaupunisnauauassanitsanianla W fugInIainauTes

i lmel COX-2 LOX ha iNOS iHagsanninistutanisuan i inlaiinnaldiinn1séniau

v
o o o

A7m TNF-OL IL-1 IL-2 IL-6 IL-8 kA% IL-12 uananniisasdusanisuam lululas Aluunnds
71/ 3M 1 (Monocyte chemoattractant protein: MCP) waz lainsdw augdines lUshw

)22 Taaann AR UNI9ANH1U8 Yoshiaki Abe UaE

(Migration inhibitory protein: MIP

AnLz (1999)° GewudnmasAafiududenisnanaad IL-8 MIP-1a MCP-1 IL-1[3 uag TNF-Q

1
=

Tuadlululaiiazmasuaailoan unalasangnnszgusan LPS Tnaduiusiuaay

% 4 4ﬂl Yo ;M| A
meul,mz@zmmmwimummmuu

a

anauRILAas AN UAaNITHINUIRIRAResunnImaswal U T AR

A NN1snszAUAlE TNF-O uaz IL-1B

Japasfunnmasuatilni (NF-kB) unsuaasdduunnmasTunumn

a1AtyluN1R ATUAUNIIBNIAL NITANANUILLTAR (Cell proliferation) N19iLAauuLlas

[

14N774 (Transformation) AN9nALesan (Tumorigenesis) WALNNTIDATINUDILTAS (Cell

[

survival) NF-kB 1sznaunqugdauaas Rel homology domain @aNusinfauiu DNA anntiu

o o

A liiiannnensia (Transcription) 2asiumalyl InelnAuan NF-kB QUAU (KBOL T4as
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v
o o

fuelalu 1 NF-kB gu1709191 18 wednindndnisduduaeslainladiay fasy vea

Fanszfuainntauen laun 5@danslalaian (Ultraviolet radiation) $9@naleany
(lonizing radiation) @158 LPS AN auuafide uay ROS® agsinliifianisaing kB
kinase 1138 IKK complex Raziuiigtin1id Ainn1sLANuyWaaim (Phosphorylation) uaz
Laﬂ\lm?auqﬁﬂaﬁu (Ubiquitination) 184 IkBOL ‘ﬁi‘ﬂiﬁm%ﬁs\l (Proteasome) 1 liiRN191laas

NF-kB \ugaszantiunaeuindngiianaaaioinliiianisnensianedduniumn®

Ao

TNF-a i lfifianisa$ie IL-1B Gelalnlaiisaiunumdrdnylulsaniinag

a

A o o ]

SMAULL LRI INA LA (E05 Fatu aaTiAaadeeiunisfinidellsdnanaluaa e
(Intracellular parasitic infections) lspuaanaanauaLd Tsatand uazlsauiniisaies an
N13ANMI999 Chan MM-Y. (1995)°” wudnansiaesAafiufiaauidudu 5 ulnsluans
anansndudanisadng TNF-OL uaz IL-1PB fiAnann1snazauaes LPS lumadlululofin

e

LLNﬂIﬂ:“V\IWLW’]:Lgﬁqmﬁ@ﬁﬂugwﬁ (Human monocytic macrophage: Mono Mac 6) uazlu
At uresLAe ATt AT e mn LS an s s n s us ARLUFuL NI e
289 NF-kB

ANNNIANEAT89 Cho WJ. wazamy (2007)% @A N uaniser &
(Inhibitory effect) anaipasAaiusielrlnlaliiRadetunissniauluiagin e las
LWW:LgﬂQﬁVLﬁW’mNHHﬂr(Human keratinocyte immortal cells: HaCaT) ﬁiﬁ%’u TNF-QL 20 ¢
Tunsusedaaans nudile mas HaCaT T450 TNF-0L aziiiuinnsadns IL-1PB IL-6 uas TNF-
Ol 1849 A9RN19 9 IUBBINIIUARTUFULNN I aFI89 NF-KB, p38 MAPK uazdquLauines

14aalALA (c-Jun N-terminal kinase: JNK) waitialasuinasAanudngs 10 ulasiuansay

fuean1railainladianans easanniaasAcfiudi ldduganisyinaiuaed pe5 NF-kB

v 1

INAAINN9INIZEUBY TNF-OL Adiueia a1 NF-kB Ladauiingtioinasa anizimeniunian
meﬁqﬁuﬁmmLﬂ’ui’uﬁaﬂmqﬁaﬁmmﬁugTqmaLﬁumMMwxlmm p38 MAPK laz JNK
uALla % MAPK inhibitor ¥se JNK inhibitor wntas HaCaT wudn TNF-OL SN NV TV Il B!
ieldEinvinauees NF-kB seldldiiasannunisa$ne IL-1B IL-6 uaz TNF-OL annuas
N7

\efAafiufinaseduneuntsuas IL-1B uazdudanimineuses uuea

215 3 dunainTan (NLRP3 inflammasome) lutmasuualasnianilianniseaniaule

Taasinlidilainnsnszduannimanalsn 1y Pathogen-associated molecular patterns
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(PAMPs) Damage-associated molecular patterns (DAMPS) WAZHANARTLAAANNNATLEA

=&

gulus19n18 (Metabolic products) a=v11lHiAAN19990 W89 NLRP3 inflammasome

a

Antuian1Iuasaad IL-1B uay IL-18 muun denaldiiialsadauw A udalnA?

(68

QII %3 o nﬂg’ a a ) a o a a o tﬂl 1 A:lld
MNEITANNLNNITARADBUTAU LAaZAANIINNIURALNATRYRI AU i Tusznanenunig

dnval watdalasuirasAatuidn ldavifinnisdugs NLRP3 inflammasome WA 3 1899114
ANANLIZNaU 5 T

Y , o , 4 Y deqs

1.2URBY signal 1 priming WA signal 2 activation Failudunaunnnli

\NANNT08ATTA uaxN1TULlaTWa (Translation) 209 NLRP3 wag pro-IL-1[3

1
al

2 AumaunIstunIstuwung e aanuanimas aailudunaundos
a%9 IL-1P3
3.dupaun13uuds ASC anlulnaswasaeumglutasfioya deinli

laifan1799u U189 NLRP3 inflammasome

patiuaziiudmasastuiluansninalsclagiisalsniuinaiuiaziag

|
o A

gniavaw <) AduwnaauRag NLRP3 inflammasome®

Curcumin

PAMPs, DAMPs, _l_ NLRP3 Inflammasome IL-1B & IL-18
5 _— : —_—
Nutrient-energy stress Assembly

macrophage e

™NFR £ q’rTLR
L K:LT}

Cytosol . IL-18

—
/ Pro-IL-1B/18 IL-1B
// -i

NF-xB caspase-1

ASC
} Curcumin m_—.'-

Nucleus s N P Mitochondria
S ER > /
R X ,Aicro}ubules 1 igs
NIrp3 > N " Ptles
N, ASC
Pro-i-1B1—> \ NLRP3

ndszneu 5 grisreAefAdNUsen1IEuEIN199INsYee NLRPS inflammasome

Tumaanialasna®



20

Walalnlal Wy TNF-OU lsndudusasuuuiiawas (TNF-R1) R9fnnng
mﬁ“ Wmsl‘wmma‘mMﬂmm TNFR-adaptor protein with a dead demain (TRADD)

receptor-interacting serine/threonine-protein kinase (RIP YR RIPK) hay TNFR-

a

associated factors 2 (TRAF2) anuziagaiuia IL-1B Whanduiussuuuiaimas (IL-1R1)

At IL-1R3 (IL-1ACP) Gaiflusniusan (Coreceptor) aviAAaUTdNIN N YA AN
nnauaaaewlasl IL-1 receptor activated kinase (IRAKs) wazgsdtyiunnumalilds TRAF6
ﬁ]’@miﬁﬁimiﬂﬁ%mmLﬁmmimﬁmmqmmumq TRAF-2 (310 TNF-QU) Laz TRAF6 (ann IL
-1B) W ruanseAun1IInauTes IKK-0UP ’auniseulssd NIK e LA AN 11aLe 9

neuaaslfuunninasuas NF-kB sald™ "

TNF
+ IL-1

IL-1R1/IL-1RAcP

RAF2

v
l \ IFlAK/MyDSS

Common second ¢ |RAK/TRAF-6
messengers
MEKK 1

MEKK-1

in
\ L Curcum
NIK

JNK/
JNK] AP-1
AP-1

IKK-cxlﬁ Q
NF-x

32’36P KB phosphorylatlon/ublqumatlon
Degradation of ul?lqumated ,’& ICAM-1

IxB protein L8
\ NF-xB translocation
a — Ly transcriptional
W activation

Alsenal 6 UnuNnuadtAasAINuAan12sUSINTaATUTULNIAaT NF-KB AR

FADD

THADD
RADD

P roteasome

nnsnseAuma TNF-OL uay IL-1B%

annmiszned 6 e ldsuinesAadunudnaeRaiuasllldidn s
nM9vI19uaaaanlEsd NF-kB binding kinase (NIK) visasimidsnad IKK-0/P Taamss ueag
Al gudanasyineulunsruauntsTus (Upstream process) naunisasaiaulasd NIK
nanaAe Lm@§ﬁqﬁuL%’W1ﬂ§u§qﬂﬁ@z€aﬁ§ytyﬁmmm adaptor protein ¥4 RIP TRAF2 1A

TRAF6 v liian1sa$9 Mitogen-activated protein kinase/ERK kinase kinase-1 (MEKK-
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1) NIK waz IKK o/B aslinn1lfifinnnsaasaes IkBOL wananinudiimasAaaSuanunsn

v
o o o

fU9N19911914 289 second messenger NANAINNIINTEHULAI TNF-OL uaz IL-10 A3

dnaan9nnsaiaanlod NIK uaz/avisa IKK a/f Tadwnaniu inasAafiuaiuisadudenig

v v
v o o

dungegienlmsd IRAKs ALY IL-1R1 Bnviedsdugansimismswasinaaseuladmiingi

a a

wazlu IL-1R3 gavsudaarldifanisfnngneamauaznininilsfugiadfunluana

a

294 IkBAL AN IKK-B aslaiiinnnsvinane IKBOL 7 proteasome uazlsifinsilaas NFkB
(RelA wag P50) an IkBOL vnliflaiifin NF-kB Basvidnligtianaaaneaaad™
Sensuarsduunnmes NF-kB liasnsadn i luiioedes 6 denalis
N13AANIINI191142949 IL-8 intercellular adhesion molecule (ICAM-1) cyclinD1 COX-2 ay
MMP-9 AMuaNASEINAABNNz LeAIRaNT BT U At daeT N SfiNALsaTad n3Eidam
8¢l LAT metastatic gene product yananiganudnaesAaiuilnasie epidermal growth
factor, extracellular signal-regulated kinase 1/2 (ERK) 14 MAPK way phosphoinositide-3-
kinase-protein kinase B/Akt (PI3K-PKB/AKt) pathway 1"
faqiiudnisinpafAaluuildlunissnelenlsiusd wudpasAoiu
ANN1TNAANIIENIALTRIWNEN IntAL ANNITAS 1AL ABAAAY LAZAANITAANLUDY
NITANAANIALNY AUTUNIIANHITBY Xiao C-J. WazANLE (2008)° 1ﬁﬁﬁmimmm@uqm§
nsfunsaniauaedrafAlulumasaiadulavianaa sy iugIanns (Wistar rat)

¥ ¥

gnnszauag LPS 1 lulasnsusiaiaaans wazlunyarangnintaainiiinlsnisiue

q

=b_

sniaulaensdaRy (Ligature-induced experimental periodontitis) tnaliiaasAtiuna

]
a a v %

ANINAZAL 24 T2 TN LIARFAIRUNANENDYE 10 way 20 TulasTuans luRAusaEas

v £%
a o o

afadulanian anisdsanunandudanisaine TNF-oL uay IL-1B Tuszauldsiu Tnaly

1
1A

naun R suweasAaiy 20 lulastuansinisanszaunisuansaaniinnanlunguinlasy 10

q

rd‘ a a o‘d‘ o‘?:/ a i’/ a g dl o %
Tulasluans denisanadaziiananmalEaaLadan kln lasiagasainiui daumtiensin 1
INANIIENLAL BANANNTREINLINAATAIRUNANHNITNTU 10 way 20 THIATINANTEN1I0AA
N1991197U4 789 NF-kB uazandnandau1ad OPG/RANKL d1miunyngniaiunudniie
VYo A Aa v % o 1 o o =
IasuLAaFANAULITNG Y 30 waz 100 TNIATNTUFAANTNALNLNIIFNLAUURIUIAN LAZNNT

a v =

qrudtnszanaansauNuanas Tngunlaiuinashaiu 100 Tulasnsusaniuinisgoyds

U v a

nszgniaand anuan1saaesaInanvinlimudeeshAciuaiinsnannisasisianlad

Invaedulaaeaniian uazanniinIleEasaaEnITan e fugin1saae e
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' 1
a = o

nszanaansauiuladgdsuanslifiiudnineshadudunuimdAny lunislasuulainis
paLduasesntAuTuTAaadesTulaL SV

AMNNI3ANHITAS Hu P. wazay (2013)7 ldnageunisuaniaanans
COX-2 Tz mRNA waglsfiuanisadahadulawdenuywe@ ldsunenszdulsiiinng
snaudae LPS 1 lulnsnsuseiadaniannide Pg laglipasAatinduinan 24 dluariay
nmageu nudnuaesAafiuanansaduginisuaateanaes COX-2 Iiilussu mRNA uaz
TWsfiu Genanududuzesines@afiu 20 uas 30 Iulasiuanfansnsndudenisuanseenass
COX-2 TuszAt mRNA ﬁim‘”uﬁmﬁm”m 0<0.05 Wa¥ p<0.01 AUANAL uAANITdLR 5
uaz 10 IulasTuansudndninddeuulasszdn cox-2 deasnn uenannifldnageunis
uantBeNT8 NF-KB WudiaesAafiufimanandidi 10 20 waz 30 lulasTuansannnsaduds
N13NIUAATLTUIBY NF-KB ﬁi:ﬁuﬁﬂdﬁﬁm p<0.01 e NF-kB @nansnmeLduedsia
z‘i'\m'izﬁuimﬂumwmmﬁﬁ@ LPS anniiu NF-kB aziviigatinWiinisuanseansesials
lfifendesianissniduuazairaenlad cox-2 mamn ieldinesRoiuluadaiady
Tenuianuye iefAafiuazidnldudensmenuaniUduaes NFkB denaliaanis
LARIBANTEY COX-2 ANIMANAFINaaHAvayrwWldI1 LA A duamsagzaenTa i
waalsnLEviusEnay |y

uananiganunsAnsaes Lantz R.C. wazan (2005)" Senaaaunya
fhunnssniduesidy Imﬂ"l,%’mmﬁmummfuﬁuﬁgﬂmmﬂrﬁ’fmﬁqﬁmzmﬂimmaii
91U WN1Bea (Dichloromethane-methanol) 1ABFAYHRY ALNNBNTLABTAYRY TaRLNNaNT

< <

WaFAINY hazuTuaNss st utulungn 24 daluslumasusidadanlaananng

LW’\ZLgﬂqmﬁmﬂmmﬂr(Human promyelotic leukemia cell: HL-60 cell) NlAFUN19N92H;
fael LPS 1 lulmsnsusiefiadansannida £.coll nudmnududugnsaiaveniiunnndd 50
ulasniusiefanans axreliifnAnuluiEsermas AU aAeLNTLEAIRaNTad TNF-
Ol LAZNIRAMILNAWAY B 2 (Prostaglandins E2: PGE2) WUMNA1AN KL NI 12941541 A
WELLRUEURTIN 1Y TNF-OL uas PGE2 anaddatay 50 (Median inhibitory concentration:
IC,,) HAWINAL 15.2 waz 0.92 Tulasnfusediadans AuanAL wsileringnsaiavenuun
ﬁﬁmm:mﬂuﬁwﬂﬂLﬁmmmLﬂuﬁwi@Leﬁm‘lmz”LaJLﬁmqw%rmﬁqmwslm I dle
Wiguifluuianignisduds PGE2 W‘]_lfJ"]Lﬂ‘ﬂ’j“rﬁfJﬁuu?&%éﬁq%ésluﬂ’]ﬁ‘gugﬂﬁaﬁ@ﬁ

A o = = A A a o = ) dl o o
TANAINIARAITEANANEL ALNNBNTLADTAINYL LAZUAALNNANTDLABTAINU LHAUNANTANA
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wenunnuandudouaintias (Subfraction) InadslasunlansWinasAauALge (High
pressure liquid chromatography) 1a1uan 10 wWsndw (Fractions) WUIN&1TaR e B el
] 1 Qf = dl v & A a aaa 1 1
uqqmqu1mmqmﬁmqq‘ﬂq11qw ganansliiiudnininialgase1sendneanssznauluus
AR EY) ﬂj”u%qﬁﬂﬁﬁmqw%ﬁmm?ﬁﬂsz TR NLINUNTUAAN LN ANNTOE LTINS
Y = a e = o ¥ . - S
wARIAANUad PGE2 laandnipasAdNuass LLmsl,uﬂJmzLmﬂqﬂuwmmmumm:mﬂmqmﬁ
Tunn3siuss COX-2 Tugs mRNA @9pn9aniAasAd LN N30 Usa COX-2 laanniiiasg
denaliitinngsiuey PGE2

¥ v Y o '

u@nmnqm%mmmﬁuﬁuﬁﬂ@'qqmmqmuummwmqLﬂfaffﬁqﬁuﬁuwmw

v 1
o o ¥ =

ganylunistfasiulazinmi iAoy wianads s nsunsndauTiAAtuAN N ILMIY
‘L‘mﬂmmm@miﬂmmmiﬁmmﬂ@iuﬁ'ﬁm”wzLﬁumwmu%w‘fﬂﬁiﬂuimmemmﬁmﬁ 2
¢dnas nvadeannazesiedugau anssautinaaluien anszivlafuluideniige
(Hyperlipidemia) g9Lg3un15M19n1azlasiuni1snneaedusgag (Beta cell) TuALEaY
‘L‘mﬂmﬁﬂqm'fﬁfﬁmmiﬁﬂ AUreaA AL yanaininudAe AR uaunsndUganng
ANLALUBINADALADA (Vascular inflammation) TulsALNu91Y A1NNITANEI289 Jain K.
WAZATUY (2009)%° Wfé’mmzqmmmmmimﬂﬁiﬁm@ﬂ@jﬁm 35 AadtuanFuAmas i
a6l aftednfuszaunaniafige ™ antuldlfinefAaduiignanalaeldfaiiazans
LeaneaasialnnududiLAesAafiu 1.75 Tulastuans daflusyiumeanasAafiuluns s ud
A enresruitldsiinasmnfugiy 4-8 niuidlesnulilugn 1 dlue nudmaalutulasiinns
WA TNF-OL IL-6 IL-8 MCP-1 Waiin1991197154104 LPO 8A&Y [ULAEAUINNIINA89EN9E
Lumqmluuﬁiﬁé‘VMLm 71 Tm i inTu (Streptozotocin: STZ) aniuliAe AU A
WNduAuWLI1szAUa89 TNF-OL IL-6 IL-8 MCP-1 HOATC nglad LazANNLIATHA
sendwdulunszuaidananas fananaldinpesPafiulignianszdutimalunszuaiden
AATLALIANULATEADDNTIATY WENTIT LS INENEANIAT89NTENIEL IO AR ALAD A

P v o o R >
Luﬂ\‘i@qﬂﬁluﬂ\‘iﬂ'\ﬁ‘ﬂ@\‘i‘ﬁﬂ\ﬂsﬁimiﬂum LNEIURN

TsALLuu
ATHNUNEURILTALLIUITY
Tsawnmanuilulsamesasnfinainiugnesy uaz/miadnoninlnfisey
as . . o o A a Qd‘
NIzUAUNIINATLEATH (Metabolic disorder) Insazwuanfiszaunglaalunengatinlngn

unannanANunngeslunIsuaRBuEaY (Insulin) FufinanANRalnATesUAEas
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E4 v
s v A o

Tudugeu vsadnarnesedugauludiuaznauiie Wralina 2 sznissauiu Aanugn

a o

gaglsaiunvauazuansiuliaveyfunaans a1g wa wazimietif lunnzuinig
Tuaengianainligaandenielusrazansieadenzsing o
1. Azunsndauaa unauredlsnluInel M A1zdeatdunsaain

A19A AU (Diabetic ketoacidosis: DKA) N9z laxiainunnalulaange (Hyperglycemic

hyperosmolar syndrome: HHS) wazn1azinaalu@ennn (Hypoglycemia)™® ™

2. nazunsndauseslsavanniaanlngluduesdass 1 lsavlanas

NADALADA (Cardiovascular disease )™

3. nMazunsndeuaedisanasndaniani3esa 1wy isaln (Nephopathy) isa
A91l5xa19m1 (Retinopathy) uazidutlszamgnyinana (Neuropathy)®

4. nazunandauludeasdin nuANRaUNFRTeIUNaNe LaZIAANIIY
wanedes (Salivary dysfunction and xerostomia) adn1annisilasuutlaslutuguses
¥ S dnve = o a s y
\dlaiEle (Basement membrane) 2a9faninaekaziiunaa nef nsuasin liinanedes

. X J A . =k g . oo WA y

WUERITWUNAIWTINAdNRUsTIUANNRAL nATeinane Bnvislugilaenininziianaly

A o 901 A A d! o tdl 1 a
L@@mzngwm:mungingﬂummamm\mﬂ T[RRI AINAINDIAULNNANLALIAAN TN A

Taniun nsiuaziiangile wananntlugilogiuanudinuaanialnfaesitialan (Oral

v 1
a o

mucosa) Wazias 18 ludadiln (Oral candidiasis) BNY9aILARBEN1IE 3 UATIRENAY
ma "
N1FINULUNTRALRATTALLININY
LLNUANUEUAN 1 (Type | Diabetes mellitus)

a dil o fdl %

stuuvresisriunmuaiatiflunaniadnnisyinanamaanasisaesiuy
a a a v o o v () o 1 =2 o v v
augauaINNERsuuEaes lnanunsvinaneluAmasIesAUgauAmin liinIsa5
a a A v M v ¥ ¥ Al 9;/ é o
augauanad vzaainglildias wuldtsznnndasas 5-10 vesrfiaiunuisnnngeainay
wulunquianuazdogu wnndulsaiazdaniswudaaaaiunuaiu taun Afaarazuin
(Polyuria) uazANYNIN (Polydipsia) IaannsWmuaaslsaazsineiull lunsazau giloan
iulsaiinouaniusasenAuugauaInnauaniven19A199T9m AEanlsANmUEe
191 TIALLIMNUTRANIBUIAY (Insulin-dependent diabetes) MN3111ABUTAUALITA
nazidanlunsaangsalau daduninzgnidunnuls 1 lu 3 vasdilaeuuaulszinm

[ %

dgl dgjill = v dl a a v a lel ] .
U u@nmnu@ﬂmuLLmTuu‘m%mmenuﬁuﬂummﬂﬂmu ] I Graves disease,

a q

Hashimoto’s thyroiditis, Addison’s disease, vitiligo, celiac sprue, autoimmune hepatitis
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waz myasthenia gravis Tunstiaaq Idiopathic Type-1 Diabetes azldnuaauinlnfives
wrnasansugau wuldluauwansniuazieds sawnwulugluuuiildfunisdunen
N1ANRUgNIIN wazlidAuiRaadasiu human leukocyte antigen (HLA) 7"
LLNUANUTUAN 2 (Type |l Diabetes mellitus)
a = 1 a 2 -dl a a . .
LANLTENAN ‘llmmem‘numimmwmumu (Noninsulin-dependent

diabetes) Wratuuawluglug) (Adult-onset diabetes) Fanulatlszunnifaaas 90-95 va4

a

drlaenuvouianun ®” aumsiinainacnunnsadlunsnandugauLaTAIITAese

a

a a

augau lunnsaniinllaeslsnasnunisn@nnglaganfuinTuasin SMAIE uTAUANAY

u

nsulaauutlasmaiivinligninzuinialuaenganaruauszauuiniails (Sustained

a a

hyperglycemia) dslugilasninggeldaniudeslaisuaugaulunisinm avu@daslunig

a a dsj AI dgj bdld v = o o = o Y
mm‘lﬁ:‘mme’mmumm:meu‘luwui?ﬂmu uﬂimmm\awuqmiu Nilszdpnaunindniag

82,83

Wulsanmouanessassd 11an1seannnainie wazdangminan® * sawwnusiin

dyu/ [ Yo aa [ dl = al o % A 1
tinlireelAfunmads lussazusnitiasainasinaiinseauinia ludanuu L Aas Ly
et ll uazliuansainisguussnandilaaardunnainissesnuiesls wugiRnisafaesnis
a A a v dl = o a tdl 1 a dgj ytﬂl
Aannzidenunsnanaisalpudeaiamauiulsawmoiuaiin? 1 udenafinauldiie

= = (3 I | a dp . = ¥ a 1
dANNLATYARINANTIA U2y U N19FA LTS (Infection) wsanisldanuneTiia 1w

corticosteroids, atypical antipsychotics LWag sodium-glucose cotransporter 2 inhibitors'"”

LMWL AU AIATSA (Gestational diabetes mellitus: GDM)

W uIEAIAsTiuaIn s uEan1siNautesnglaalllannse

(Glucose intolerance) @4atiade toiuasansnluanizsianssd wulmlssunnsasas 1-14

s(84

231 aAanser s TneilagarBuianislulasunan 3 189n1989A99 AIINAIALILIEN

Sunisfnenieaandmsmnaliniiia (Perinatal mortality rate) 289190 luAsss W9

'
v A {

9 ol Al = v o o o
W\‘iﬂ??ﬂ%ﬁ\lﬂqqml’@ﬂ\?@ﬂ 1ﬁLLﬂ NNHBIYNINNLN 25 T Nﬂﬁ‘xqmﬂﬁ‘ﬂ‘u@ﬁ‘qLﬂui?ﬂLU’]ﬂQ’]uN’]

a El

v 1
a !

1 A o & I v & 1
nauvralAetdulsAluI M UTUEAIATIN Lazilsnaau wmqmuiummﬂuimmﬁmm

o

1 zaAIsiudaznaugdaniozinfivasainasaaynsusdlanialun1swm iy
Tsarunvonuating 2 1o guigeaniduinonuaneiinssidanuiinnauluniaialsaning
o a (85) al” ?.’/ . QI all dl o ¥ a 10 a

pulanngs® uananillsaiuvanuaniipssiaziinAN@esin limisninasusnin
(Fetal congenital anomalies) N1azaamaan (Stillbirth) N1aznienluasensalunnandna

(Macrosomia) Nqzunaaluiaensi (Hypoglycemia) Adnu (Jaundice) nguainisuie’la
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AR LINAY (Respiratory distress syndrome) naziaendu (Polycythemia) asnae
WARALTHEINAN (Hypocalcemia)(m
n193dAaslsALLN BN

>
=(77,81)

Fastlsanmnugnunsnrinldlaeialsnauiilu 4 33 Aese
1. sﬁiﬁmmmm‘immemﬁmwﬁ@ fntinties Tagnartesuazuin
ﬁwﬁﬂﬁmmmimﬂmﬁﬁmma 1uﬂ@:u§%mmmmm@i:ﬁuwammn@uiﬂm (Plasma
glucose)anlan o ingluandufesana1yis mnRANINNIUTWNAL 200 Raan5use
waans linisanasadndulsaluniniu

2. nsazaaszAuNafanInglaanauidInasana unsdnABNINNGT 8
$alu4 (Fasting plasma glucose: FPG) Tntmsaaannuaanidens winiie 126 Saansusie
witanslupwialfiunasmaguam wazdi lifeanms Irmsdtadadudulsawim

3. N17/M TR ﬂmmwuﬁi@ﬂ@ﬂﬁ@ (75 n§u Oral Glucose Tolerance Test:
OGTT) Inaiszaunaaninglag WALTNAA 2 aTis MAnTAn 200 Sadniusiewdans 19
Atadaaiulsamny

4. n1snaadnszaudininaduiedud (Hemoglobin A1C: HbA1C) 81AN

°

a

1 o El 1 v v aa o/ 1 ddgja Y o
WINAUUTANINNINTREAT 6.5 Win1sinaaadndulsAu1 U daRdan Miun Ny

=2,

faqiiu mazluaniudesananmng
o [ 9/dl S o/ A % ad a a i’/
Auiurnlidainisreslsmunmudniauatsnsaarend  lngdsANanA
dl [ Gl o 6 o di IS o o a
wisluduuseddavidnldineidunistiudunazifesiunaiuianainainnisnns

WeeluRnag nelmeaz@aanisulanaszaunataninglaauas HoA1C AtRn9197 2
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;11979 2 Nsulanaszaunaannglaguay HbA1C vanisanady®" ®

SEAUUIANA LULADANLNNANNLAEI

sansiilulsaunuau
dni Impaired fasting  Impaired glucose {5aL179197%
glucose tolerance

WARNINQLAR <100 100-125 - > 126
LUSNDTIUNT Naaniusa Naaniusa Naaniusa

LATART LATART LATART
WARNINQLAR <140 - 140-199 > 200
17] 2 daluanas dannfusia NaANTUGD NaanTusa
afﬂﬁiﬂ“ 75 AR \TARS \TARS
N5y
WARNINQLAR . - - > 200
fivanla o lug Nadniusie
NNAINITTALAU PR RAS
HbA1C < Saeaz 5.7 faeay 5.7-6.4 > $ae82 6.5

1 v
o °

UNLLUE (1) Impaired Fasting Glucose (IFG) ABN19¥NHILALUIAIATULABATIZDA

21IRALUNR (2) Impaired glucose tolerance (IGT) ABNNIZARNANNNUALUIANAAAR

AMNAIATYADILTALLININY

Teanuanuiduniialungulsa lifinsaizass (Non-communication diseases)

¥ = a aa o % a = tﬂl Yar v
andayanzilaunia@edin 1esd1tinuIunmeidon nezngaanuialng nlasunasli

a aAaa c v ' ' = N o

ANUUANALTIAATNNINIFIUNNTUNNENLAY Wod Tuseudnsdin.a. 2555-2558 HdRen
nispnapesdszainsludasang 30-69 JuaslsalunguiduuoTdugedu Avduly
TsAtnmanu a1n 13.2 sauauilszang Wi 17.8 sauauilszaing uazilafiansunmnna
WANGINGTENINNANLAN T9ALLNUUNLINTSAeTam lunguang 30-69 1 luwendieganan
IWATIE AN989UNIsanagannlszanaulnalaanisnsaasianiaaian 5 lutn.a,
2557 WUINANT NN N AuANFatar 6.9 Tullw.a. 2552 1lufanay 8.9 AnLly

A1uul i 4.8 a1upuludae 5 NeuNn FuRNawlazilszanns 300,000 AL
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uananunudnsasuulacludian 1y nnsrenafaresdiANies NagnEnNIINIaaIn
1y o =~ A ) | adaa o g v Y ) a 4 a
putaudmamalulad uazns@eansdanasiannannniihados ngulsa lifinsaivg
wnau®”
= o o a 2 o & dl A
wanauiunumgAny lunisiialealdius Wasainnudiianugn A
o a I o 6 o/ QI d? LAl 9/Ad| 1
suuse uaznisaiiulsadiiusaniauinnanludidasiuimeu lnaenwizdnliaiuis
gol A . o I = Q;
PaLANYNAaTWARA (Uncontrolled glycemia) Tenidviusuazisaluimonuiingzuouniei
vniAnlsA (Pathological process) $aurit $aNT9HN1TADLAUSIAANNANTUTNIANTY
wdnslfiindiagealsaildaenananie@aniwn (Biological mediator) NAaNW®
NaTRIlsALLNUNUNFINARalsALS AU
1.1faqEmuqaUvIsE (Microbial factor)
dl a dsj a a dl dl 901
wun1sdasuulasainradm@auuAn s iasaInnIslasull aseasdnang
4 o ¥ 2 .. . > - 2
wazdszatinaludiuaeaiongalunguiunnanuy annnsaneaedtle s lanay
alus uazAany (2013)* Wunisii A wauTeLUAN 3 lungy red complex
Usznaunae Pg Td way Tf luasiuqaunstldiianannguilasiunuanuliaiuisn
PaLANIEALUNANATWABA TS (Poor glycemic control) WazWLSINANANAUS@IUINAL
7M1 HbATC ANNnInaiFauieuseudnasumdaiina lsawRenaniay (Gingivitis site)
waZFALULUINLAATsALBTUFENLAL (Periodontitis site) TaslupuuianidulsawNandniay
wu Pg lunguiumauneauaulauazliansnacuanszauiianaluiaenls uaswy 7
lunguinlianunsnmauguszauiinialuaanlagandingui ldlauinuauained
o o a o o o y o co £ VoA
pdnAty dvsusundsnidulsafiiusdnauny Pg geunaulungui ldaunsnaaunu
srpuunmaludenliadwldad 1Aty WulAaadun1sAN®I989 Demmer LAZATLY
(2015) " WUINHNITANATUINLRY Aa Pg Td TFLASLAAR U ELTA LUARUA L8
(Actinomyces naeslundii: A. naeslundii) atineiEdNATYszndnanguniaaziiuLmg
(Prediabetes) xnnnanguinlidlsntlszansa
2 Taaanmasulalnlay wazazalwlail (Adipokines)
Tsatmonuarnaziimauiaangein liiAanssniau e gin5vius
ninnsRada Wasaindnisuaslalalad iy TNF-oLIL-1B way 1L-6 ludimassiuian
aanunTulFuiungendndnidadunauiainnisnauauassia LPS aasuuaiize Tnawd
raan lulafunauludiloalsauimauinliiianisnauauadsanisaniaunuinau

\WegaIniniafind fizenssudne AGEs uaz Receptor of AGEs (RAGE) #7a AGE-RAGE



29

interaction Luaa ululas/unalnsniaasdnaliiinnisaiaasnuinas danssfu
Tnaudn fmonula (Sensitivity) sladansesuinauasinliinnsuaslalalaimanninull "

A&/ =2 (14) o QI d?/ A
uanaNilunisAn1yes Bastos warAME (2012)""Y Wun19nauees LPO Winawluiaen

H = ~y X = a P o § v a =
LATUIUARUUNBN1B9E L8 UI19U F9REiANI74519 ROS uazn IiinAdNLATH A
20NTLATUAINNN Ingl LPO AztiNAN s luUUaNinIs8nAaL Lasnun1Inagans

aedniaunnIulngianzidy TNF-oL ludnllansnsarauaussauiaa s
AMNNIIANEI209 Lew J.H. hazany (2018)*? wudngilaeiuineuind
[ v o o o % A A dl ] o tﬂl

3YAU HDATC gaazdniusiusziu IL-1B uas siL-6 luuimaesianigaduii ieean
Tulsanuauaziniafnnyuinianglrauuliianalisiudayiiu (Albumin) Wadulng
LANLaA Ha1 i (Glycated albumin) Heanatiansad1e IL-1B uaz sIL-6 receptor (sIL-6R)
TuilaltatBiusminissniauetusiin Astude liamisnacuauszauiimaluaenlias

! J o -2 d’lw v o 4 a A
AenarandNIuLN1ealsaEius uananiidsldanaasanteziuavanuluiesdiiminag

Tne'lvingTaa 25 Hadtuansunmaauualasvnamziaesn laainuyse (Human monocytic

]
o

cell line: THP-1 macrophage) Awinlsfmasaanananas IL-1B uaz sIL-6R a1ntiu 1L-1B 7
naeeniniiazlnsrduaadainadulonideniiniaine MMP-1 uazananans eulnd
wea Insnunnumes (Vascular endothelial growth factor: VEGF) ﬁﬂﬁ’lﬁumm@umwm
Tsnd3viusnnTu Bnsiadanydn IL-1B azdeundulunssiugadunalnsvinaldfinisaia
IL-6 antiuaziin1ssanszning IL-6 uaz sIL-6R \indlungu IL-6-sIL-6R complex Iatin1g
munguiiazidnlunszguldiinasinauees gp130 wulamasaiadulewidensnais
mﬂ&u%ﬁmimﬁmmﬂmmumq MAPK Imwudw:ﬁuﬁfﬁm@ﬂqimmﬁqﬁu%mmm
ﬂiw’jﬂﬁﬁﬂmﬁun'ml,m@Nfafaﬂ (Overexpression) 189 gp130 Uuitanasadulewtan
uazifiun19a¥ siL-6R LuTasuualasHng desnaziinnisadne MMP-1 uwaz VEGF 18 3
vliRnAsRnUnAremaenideninllgnazunsndeuinumn safuasiivldininisds
zﬁ“tytyﬂmumﬂ%’ﬂm*mmazﬁmm‘ﬂmﬂwﬂﬁuﬁﬂm@zg\ﬂﬂﬂ“\im@@‘a%’ﬂuﬁu‘lﬂ wisanle

3.tladuAaltasLilAAaAUNTRA polymorphonuclear leukocyte (PMN)

TuaninznduInageanlinisineuaestininsila uualamia wazulu

lasmidasuntasld mu Fpanunnsaslunispaaui lddsuinuniddswdanidaay

(Chemotaxis) N19N1TAANU LTI YU (Adherence) wazn1siiunudswlandaaw

= o

(Phagocytosis) 18410 Insa Heanaazdudanigvinanauuanizeawinliinsasagues
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a A . . ' =2 [ ] val o [ s o‘d‘
wuANTe (Bacterial persistence) lusasanifaviusadanaliiinisninanaadanssiusmmnguueg
1 uddn1sineusestininsiaazanasludibaninmonu uslumasiuiulasuualaswia

v A o

NALNN1IVNUANT LN e L dUaIAaLaURLauteLLANEE Ingaziiunsuan o inlaudn
ndl v [ o 1 & LA a
Naadasiunisdniay iy waduiulgfaingiaannnauazudn TNF-o Tunsmauaueg
slalauAlauANn Pg ieamauiugiliilsatszansia ™
= (93) X ==

ANNN9ANET8Y Preshaw PM. wazanuy (2012)* wudngilaaiunmauind
TsntBviusaniauguistiutisinsiaazannisindaun il sunidudantlasy Weme
[ U tdltzl o [ 5% [~3 v % Al a a a
Audiainuundlsalsiusdniauidnies uazdawudninisiiaaauialnglunisnie
gasiioInsiaasnlidinisazanasstiomsiaiaau luiiletia5vius deanavnlignng
MangilaElailesanninisuad MMPs waz ROS at19matiles

4.11aq®81a1n Advanced glycation end products (AGEs)

¢

AGEs 1uanslsznausynineuiinnashaad (Reducing sugar) 1 nglag

|
o o

JUriU amine residues Lultsau 1 vsansatiopaan tuniedfisemiaainllld

i basl (Nonenzymatic reaction) N13AaM2189 AGES LAATZNINNNTZUIUNTTINNIN

b

(Ageing process) FagnnazAuainantaziitinaaludenguarmuirseaeendadud
ity aaduludtloeiunanuiinienseuliinanisazan AGEs lunans < adtaz nsna
fnU89 AGEs ﬁqﬁﬂﬁtﬁm‘lﬁmﬁlﬁﬂf;ﬂ’]’mﬁumqLL@:Timmmm Wiy deantay (Arthritis)
NRDALADALAILT (Atherosclerosis) Tnqne (Chronic renal insufficiency) 8@ lauas
(Alzheimer's disease) i (Kidney disease) Lz?fuﬂaé:mm?iﬂu (Neuropathy) LAZABNTZAN
(Cataract)’®” HANANNREINLANE AR TR BT N L A un 1A NENT8 Yu
S. LAYADY (2012)“5)%qﬁﬁmmm@ﬂﬂuvﬁm‘m%’wLﬁulﬂmﬁﬂﬂméwr@mrﬁi’ﬂl,mmﬁisiﬁ
annsanidu tnelsians AGE-human serum albumin (HSA) luiaan 9 lanuf wuan AGEs
neefuliliAN1sLansRaNI8s MMP-1 agannicluszaullsiuuas mRNA Tmﬂ‘fu@gﬁu
auaANIT TR nanvlddnsavaNTes AGEs 81a¥N I ENNTLA AN
MMP-1 ingulumasaiadulanion eanafiunumlunisimnaeslsnFrudaniay
ANITALINING LAZANHINTLEAIRANTEY RAGES NF-kB waz MMP-1 Tuszauldsiuuasy
mMRNA mnLﬁmﬁlmﬁmﬁummmﬁﬂﬂiuﬁﬁ Hulsaiuisniauiess lrairuisniaudes
FauiuLNmY uazh i leailsvada wudsAU mRNA 189 RACES uay NF-kB zg\‘]'%uslu

v 2 o 6 o d” [ % [ 6 o dgl o 1 o ' 9/dl S
dilaelsnfSiuddnianizass lsadsiusaniauzesasanniuiuinuninndgnlialsn
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Uszansa 7inlins1u91n199191Ue89 AGEs 1nanUjizeansendne RAGEs uay RAGE-

ligand Aenssduldinnminauaes NF-kB atwsiaiiies dinaldinisnansiatuitmns

sandalalnlenl uandduliiana (Adhesion molecules) WAz RACES Las
Tulserfiviusisniauiiamadaiadulawden|dfumensduain LPS vinlsk

Y o

fnnniadures Tolllike receptors (TLRs)-2, 4 %QLﬂuﬁTfﬁuﬁzﬁ'ﬂﬁmﬁlmwuqﬁ@muﬁﬁm
WARSiA (Innate immune system) deealsiFinnsisduaedlslnlFifeadesiumesne®
‘Emﬂiuzﬁmf;:ﬁﬁﬁqm@qwzﬁmrﬁi@mﬂﬁu%ummﬁqé“u wisniliduiu delunisneiaes
Jiang Z. wazanig (2012)°Y ldaraasaninziuonulumasairadulantenuywe Iagy
wiautlu (1) ﬂ@jmzﬁuﬁﬁmmﬂﬂﬁﬁﬁé’uﬁﬁman@ﬁm 5.5 Aadluanfiufisuuiiuany
duduzessziiinmalunszuaiden 100 daansusewdans™ " (2) ngusziurinaged
#urinnna 25 ﬁaa‘lﬁmﬁﬁmLﬂuﬂ@iuﬁ@"m@mmmmmm aniunamualy 672
%@Imwudﬂuﬂ@:uﬁﬂm@@;qﬁmmmmq@@ﬂmm TLR2 tsdulugacnan 24 dalus uazlel
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~ A

984 IL-1 (Interleukin -1 receptor) UWRILTIAR LUWaNANN1TE L@ UL e UAULYIan
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qunnd Y wanaintgasaiadulanenuysddsiunumdidny lunsrauananna

| » O ol v Y =
CUINNITATN LL@ZﬂW?@@WHLNW?ﬂ%W@%u@ﬂL%Z\]@Vlﬂﬁ‘iﬁﬂ'ﬂﬂﬁ']ﬂﬁ@@@’]mu TINTUINHNNT

Wanuutlasannatiazinllgnisfianensanin ALGUNUNIIIIa8T0MIBN UAZNIEAN

Tulspt3vusanuagu ™

dl 1 ¥ £ ' T v = o o o A o o‘d‘
annatantssunugn b la ladidandunumdn Ay lunnsanitiulsatEius o

A 1 1 dl % 1 = 1 o v dl 1 o/ o/ & & A
nadlusulsnNd NneLauasFaanalsa LaznIniinngs a;nanmiﬂmm@mmmm

119 wazirasew 7 MineadeslussuugRAniuge TNF-a uay IL-1B Wulaladlafmdaons

dl v i’/ ] o o & % ! ij/ M Yo o 1 &
nendaeigludouansadenssiue wasieseuusenig m@ﬂmumimmmqLﬂu”lfnimimu

alld o o tzll o Y a o d! = o % o‘d‘
muummwmﬂaalﬁlum?mumu’ﬂ,u b ﬁ?.lﬂ_l'luﬂ'?'iﬂﬂL@Uﬁﬂﬂﬂﬂé@ﬂﬂﬂluﬂqi@?'}ﬂ anlramun

£% va

MangLileite (Tissue-degradation proteinase) NzARIFENNITMNIa12 289 LE L 39T U6

Q

)
P g Y
i

LATNNIAANELRINTEAN AN HANITIN R nETUdTern liAnN i ReuLLaes
22610 TNF-0L uaz IL-1B lwaasaiadulawien uazluifanadrapasenaazdualunisan

ANHTULINLATELIEINNTRA s ALEiIWEEN L le

muasiualasiauiniaes waan
asiualasiaunninas waawn (Tumor necrosis factor alpha: TNF-OL 134

cachectin) Lilulalalandunumdrdnylunismiiaarh i aauaunisdnay gnAunL

P

) 1 rdl a IS I
wm%ﬂuiﬂmimuwN@mmmfm@ﬂu@mu WATNUNUINIUNNS

u

116

Tudqatlane a.A.1970"

v
o o

FUEINTUNINIZANE VBT AR N LIS FanHN1sANIatN9nd1919199 s wunLInaes
TNF-OL 719 luan19zng 1 nswmuI89s N8 uarss ULNRANTW uaz UL Tuan19ei
Ane1FanIn WU n198nL1dY N17IAANZLSS (Tumorigenesis) N1azAas uadeqzluy

(Transplant rejection) AnzdanannniIRmLTe (Septic shock) ANTANAUIUTDS 15 (Viral
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replication) NITANNEUBINTZAN T?ﬂ%ﬁmmugu’maﬂﬁ(Rheumatoid arthritis) LATLLINMAY
auFaunngvineuaes TNF-o awieuiusugesan®’
LURRINLUA

TNF-0L gnarsanigasiingadadlussuugfiduiu Wefinemeuauessiods
nazfu Inadmaguantaun lwlwlas/unalasvna uazwulalu W@watas (Natural killer
cells: NK cells) wiaaanieas (Kupffer cells) 1iaadl iwaan twitia (Basophils) 8la@luila
(Eosinophils) mm‘gﬁqm:uuﬂi:mm (Glial cells) wazitadusng (Mast cells) daugagh
Miﬁ’fﬁmﬂi’@ﬂmzuuqﬁﬁuﬁu (Non-immune cell) laun waalnslas (Astrocytes) viaa
wn3ylaT (Granulosa cells) Liaan draiieriala (Cardiac myocytes) 1o szan
(Neurons) L8 a4 'Z“jwl,ﬁmal,ﬁl@u@'ﬂﬂ?:@’]mmq (Retinal pigment epithelial cells) Laa &
nénuiile Be (Smooth muscle cells) lIaa@ai1984A (Spermatogenic cells) LIARNEL5Y
(Tumor cells) Liaaas19NIzAN Liaaas1Ldule LL@:L%@‘LMWEM”LW‘Imﬂﬁ?ﬁlaﬂi:ﬁu
(Stimuli) Tawn LPS Tuvtaatululas T-cell receptor activation luigaan A enleq
(Crosslinking) 284 surface immunoglobulin (slg) luaat 5a@asansilalatam (Ultraviolet
32,117)

light) Tuetaaiayia uazlada (Viral infections)’

Bunas TNF-Q 9t Tusnum1a Major histocompatibility complex (MHC region)

]
=

FafunFoumdunssreanguiuneguulasiuloy 6p21.3""

'Til9mu TNF-OL FHusngn

AATIzann type Il transmembrane precursor Elu‘]_l?lf;m@ﬂﬁ:m‘*n@@r(Plasma membrane)

o¥

= % o g

{AaLil Pro-TNF-QL (Membrane-bound protein) Nduminuana 26 flasasii daldou

anaazily (N-terminus) aglnalulalnnanadn wardiularaarfuanda (C-terminus)

@fg’ﬁmmuﬂmma‘mn&u%ﬁmmﬂniﬂiﬁu (Proteolytic cleavage) 7¢%1714 alanine-66
wa e valine-67 Tne 14 1w ltsl TNF-converting enzyme (TACE) %3 @ a disintegrin and
metalloprotease containing enzyme (ADAM) 17 38 CD156q LN ALl Mature TNF YRR
soluble TNF (sTNF) ﬁﬁffwﬁﬂ‘ﬁmma 17 Atanas ?5'\1LﬂugﬂLLuuﬁzﬁﬂmmﬂﬂﬂqw“ﬁrﬁ

(Active form) aantiu sTNF i llduAudasuudadgaasivung ™ Asninilsznaui 11
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. ProTNF-a

Surface TNF-8 Q
(LTalp2) »

Scission n‘C‘ receptors
TNR2 >>TNFRI1

- s |
» 3
& 25 .
W TNF-a receptor 1 & ey, Tteeen —

m TNF-a receptor 2

O Death domain
3 SODD

Apoptosis NF-xB MAP Kinases
> 7
/ K \ \\
A A
D 2,
\&
Cell survival Severe inf i Inf 'y resp T ion of cy!
anti cancer cancer cell proliferation cell proliferation
anti-apoptotic cell differetiation
apoptosis

Amilsznan 11 A194519 TNF-OL annmaasuniiia '

[LERT LR
IA79aF19209 TNF-OL Fanwauzidy trimeric molecule %38 homotrimer %‘qu.m'@:
wiae (Subunit) Usznauaag B-sheet 10 a1 fFuamldaunuiy (Antiparallel B
-sandwich) ANtz e Gedefludn s iseailaairaulnssing timer

PANEUTAaszala (Bell-shaped homotrimers) *’m1unnilsznay 12

Interface 5 Exterior

Amilsznau 12 Tasaaineaas TNF-o"™
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NITAIUANNITUAAIRANUALAITUARY TNF-OL

TNF-0L 11911 iaen194u AU TNF receptor (Type Il receptor) tusasulain
T dudounilsseanguiaivlalnlaungulng Susradu timer uazil conserved
cysteine residues RIUAUNIN (Conserved cysteine-rich extracellular domain) Tmaﬁ”ﬂﬂ
Fa3lane TNF-OL Hag) 2 1iin An TNF receptor type | (TNFR1) %138 p55 receptor Hlutana
a1 55 Alaania aaazwy death domain Wineluutad fauaiiniinydlugadifouyn
Uszinnuasiflusasufivinuinindnaes TNF-Q vwthiiReadestuaudlufssemad
nsfnAauTaaiaduls nrsdaisnzed PGE2 LL@zqwéﬁmiﬁ@ WATARSUANTRARS
TNF receptor type Il (TNFR2) 38 p75 receptor #lutanaauin 75 ilansia wutannzlu
wasledlniaulnslas (Oligodendrocytes) maauadlnglas (Astrocytes) TAFNALe
(Myocytes) Liaanannsiaxmaia (Thymocytes) LaaLHINMABALRAA WARHUITLATHA
filasl uazimad® InesaiuTiinglaimy death domain Anelumas

fasuaee TNF-O azldannisan 1 liiianismneuauaan1edanin (Biologic
response) AREINITNNIULBIAATLINENBEN9LAEY WARBIBNAENITAUAUTTUING Adaptor
protein ﬁ@fgmﬂ"lmﬁ@@iﬁmﬂu receptor complex Lﬁ@m:ﬁ’jﬂﬁﬁ AN13N9NKNNe L as
siall Imel adaptor protein kil 2 mﬁuﬁﬁh\ﬁu Ton

1. ﬂ@:&lﬁﬁ Death domain 111 TRADD W& e Fas-associated protein with
a dead domain (FADD) wmgjmﬂ‘l,wm@ﬁmzmﬂmﬁﬂﬁﬁmimmmLﬁmm‘r
2. neuitlaiil Death domain i1 TRAF G9az¥i1911n19ms9kaw TIM domain

YIRNNUNIBBNTINAL adaptor protein aARuRTLANAN

WINIFTLAUAY adaptor protein ﬁ'f\‘mzn'm%ﬂizfﬁ’juslﬁﬁmﬂwﬁﬁmuﬁﬁh\‘iﬁ”u
1o dnldgniansefunisasdnyaynunnunng NF-kB %138 AP-1 luiReaiun1snszsu dead

domain NN IAAANTLUILNNTANEUBTEAFLLIL apoptosis 138 necrosis'™”
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= )

(] TNFR2

)
)

TNFR1 [ ]

L

it
e
T

H
—{

mMwdsznay 13 n1sauiumAfLe9 TNF-QL Lazn3dedtyny1tumnu adaptor protein™

lunmilsznau 13 e TNF-OL undufufasy TNFRT uaz TNFR2 fiaglugd
289 trimerization AzNANTRIATY U1 U W TRADD 14814yl N TRADD azimiieaninl
finn7993 299 RIP-1 FADD uaz TRAF-2 A1n1i TRAF-2 aziniieatin TRAF-1 Wenszeu
19HN1991197%989 IKK complex 4ANN8ALRANT9A9ATY 1Y 1MUHIUNN NF-KB yananni
TNFR-1 #nunsnnsvauenudunasiinanlilsfiu (Intermediate protein) MEKK-1 uag JNK
N A AN 1911089 AP-1 %n%\iﬁqwudﬂﬁmﬂﬁmmiﬁmr:yﬂmmiﬂih:n (Crosstalk)
921919 MEKK-1 iU RIP-1 138 TRAF-2 2911 1i¥Hn19911971149949 IKK complex sl st
QzfiudnFa3Us TNFRT Wy TNFR2 #nansofiagsinlfiAnnnsinauaesnsuansldu

winipasang NF-kB laviag 7 2"
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Complex |

Endocytosis

Modification/
Dissociation

Recruitment of FADD
and caspase-8/10 \

FADD

m — Caspase-8/10 ® e

FLIP
| i
Survial

ANLIENaL 14 N1INNIUTRIFTLTRA TNF type | (TNFR1)'?

N19911971%289 TNFR1 azifeadaeiy TNF receptor signaling complex '7‘1
pinafu 2 gluuy Aslunawdsy naud 14 Aa

Complex | tiaann TNFR1 @9ty y1eulflin1939u TRADD RIP-1 LA
TRAF2 finaliiian1snsefunisuanmaaed IKK complex R4iANI3MN9114289 NF-KB A3

nanqlldesu denaldinisiinnisuansaanaastivasin imasnaines (Anti-apoptosis)

u

0%

MARANITABLALBIAEN1TENALTUIE UaNaINBEaNU41En1959u w8 inhibitor

b4
v

of apoptosis proteins (IAP) ?qmmlﬁﬂ@iﬂﬁﬁﬂmu% A

Complex Il Aaninidasuutlasls TRADD way RIP-1 uanfaaanann
TNFR1 a1ntuasanduriu FADD ielinszdu caspase-8/10 siliAinn smETa AR
apoptosis TUIE uaziilfn13¥1911989 NF-KB az¥in W iAnn 26 FLICE (FADD-like
IL-1B-converting enzyme)-inhibitory protein #5a FLIP 14 11l¢9 complex Il Wagudanis

MN91UVDS caspase-8/10 Al aanainsan (Cell survival) sl



46

Canonical pathway
(TNFq, IL-1, LPS)

Andsznan 15 N1391911289 TNF-OL Awidientin 1iin s8niay 8nn1avnenuaasinnig

avdtynyos NF-kB"™

Taewinliuda koL (Inhibitory KB O) azawIfil NF-kB (RelA %38 P65 waz P50)
Turdnnlslananada aannindszney 15 Lile TNF-OL SURUS3U TNFR1 Aedadtyoynns
11q RIP1 TRADD waz TRAF2 flagmelulalnnanadayinldnszdunisaireluiana kB
kinase W38 IKK complex @9tlsznaudasllsfin 3 19a I4uA IKK-O IKK-B wag NF-kB

essential modulator (NEMO) HAUN19N199 191989101 lasd NF-kB inducing kinase (NIK)

1
=

?ﬁlwzmﬁmﬁﬂﬁﬁmuﬁwg’ﬂmL‘V\Im warnsdnTlsAugTadauniuianaas IkKBOL 189
IKK-B a1niius 1kBOL Aelaee NF-kB Base 11edauaes RelA uaz P50 1inllgRainduaans
aa 491 IkBOL A¥gNyinane 7 proteasome %m‘;‘:mumaﬁ\mzﬁmﬂﬁu classical 139
cononical pathway 189 NF-kB Iﬁﬂﬂ,ﬁﬂ?‘ﬂ’]‘ﬁ@&ﬁ miﬁ@ﬂwmm%mﬂiuiﬂﬁmﬁfmﬁﬂﬂ@j
N17UAAIRENTRIE UTILALT a9 UNNE N LA (Inflammatory gene) lawn COX-2 LOX-2
Cell adhesion molecule llnlAsl ATl waz INOS Awinldiinnssniauls nenannild

o o I

wuan TNF-0L daduinsmunnimas (Growth factor) RdnAtysanisiialiiasanlaansae®
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UNUIMAR TNF-OL fianisiinlsalsnusantadl

ANNM9ANHIT8Y Nakao S. uazanuy (2002) "> lumaaainadulawenuymel

WU TNF-OL v lfiAan1siaaaunaads NF-kB 1 ldsaiiaipasa saniaziniswmiantin 1w

v o

N194519 COX-2 WaZ PGE2 NN HIWNIS tyrosine kinase pathway FeduRusALIALaY

D

o

AT uLes TNF-Q Tnanisinauuaznisasagaes COX-2 g luilleEiananiiaes

v
Y o

widaneraanduiladeiivlddslsawiensniay waslsndsiusaniauls s un12ALAN
miLLmmq'afaﬂmmL@ﬂéﬁﬁﬁm@iwiﬂu%umuﬁ215”1ﬁmiumaﬂmﬁuimﬁﬁmﬁﬂ waule
Aavti TeaLaviue uarlsadadniaugnines s

Tnesinludaide TNF-at LﬂTﬂﬂmzrﬁ:um@@iﬂwmmmn%mxﬁﬂﬁﬂfm@‘wﬁ
maﬁu&mq TNF-QL (Inhibitory of TNF-QU) Lhae soluble TNF receptors (STNFR) Lﬁﬂé/m:m
ANANTBATAS 10E STNFR HIARINNI9UAUIENIIN TNF-OL WAZFaiL A niARamssn
unedauaeslianafiiueanly Walfaunsnrinenuld tns ﬁmﬁlumu%gju@ﬂmﬁ
(Extracellular domain) 484 TNFR1 (TNFR55) wag TNFR2 (TNFR75) auiau sTNFR55
uaz sTNFR75 mua sy Tae sTNFR fludilugaduriu TNF-0 ansasuuuiouad Tagas

"7

WU sTNFR T luilattaninnsdniay a5y uazanspnuas’'” aannis@neiaad Ohe H. LAy

114) ! Y ' ¥ VLﬂsL e v é/ sL A & a
WUAINNITAIATU TN WLAANETINLRAL HINENHUBEINA[INNIT

ATUE (2000)"
nszfuruN1e TNFR75 Tnenilefinnsnszduann TNF-QL uaz IL-1B azvh iR anisazas
284 TNFR75 mRNA @qﬂﬁuaqﬁmzﬁ'quﬁﬂgu@ﬂmj@@‘mm TNFR75 \ilaa$ne sSTNFR75 aen
anuadaiedulewdenuyed duidsaiuluigas PMN waz mononuclear cells 1ile
STNFR75 agjuaniiasaszidnliueadii TNF-0L aan TNFR75 ﬁﬂfguuﬁwﬁm‘rﬁqﬁufmﬂ@m
1691 sTNFR75 ﬁq%éﬁué/dﬂﬁiﬁﬁﬂﬂuﬂﬂd ﬁqai‘”u%"uj (Antagonist) wazanAaNNlares TNF-O
18 tiumnanismiansinuaznistass sTNFR75 aanannisadaandnnisfanandiiaziiy
nsneuguaseasaadulandanluanineiinssniay sagululsa Biuseniay
TNF-QL fnasienszuaun1smnuediuaeenszgn widh TNF-o lildiRaadas
Tnemsasian s AddAENTZAN (Osteoclast differentiation) uAazmienth A e
N9 ULARNEANTEN Receptor activator of nuclear factor kappa-B (RANK) aMnARNLE AL 8
aaaa18nszAN (Osteoclast precursors) hay RANKL a1t aa 4 F19ansy AN Aalu
nnisenail 16 na1qAa TNF-OL #13190NI¥HUN1IuAAIaana89 RANKL LAy Macrophage

colony-stimulation factor (M-CSF) annitagaalnsuaa (Stromal cell) W38 ada519N9zAN
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Weardgnszuaunisaimasaananszgn tae M-CSF azidlilduiu Colony-stimulating

factor-1 receptor (c-fms) MiluA25U289 M-CSF LuAun1finedtasdatenszan il

a

{NM3UARIBANTEY RANK 11131 Wananufanudn TNF-QL adwnsadnlinsysuinsuniiin
wedtasaaenszan alaamss e litianiswmunliiduadasienszgniaiunsnineny
1o Tnafianeuzidumadauinlun iInunatatiomas s (Multinucleated giant cell) WAz

Hauaumasiiuaau (Ruffled border) Wiatiinunialunstlasaaensygn®

Osteoclast precursor

Stromal cell

[M-CSF c-fms

.

Osteoclast

IRANKL ~RANK]

nwilsznay 16 N19vingIULes TNF-OL NHNasianszusunsaiaaaansnsyan®

TNF-OL ffudansimunzesaasginanszgnlussazsng o) Inglussazuan TNF
-0 Ul insulin-like growth factor 1 (IGF-1) NRudmANnIsi aeuuLagllvinnsiansng «
wavaasunla (Stem cell) lfludunlingessasdainanszan (Osteoblast precursor
cell) wananiideduganisnensia@aas runt-related transcription factor 2 (RUNX2) @ailu

a o/ 6 o o c v =3 o v a dl

nauarslduunmasianaasnisvmun liuimadasensean awinliiianisdenaans
289 RUNX2 mRNA M’Lu%m £an911% TNF-OL §9aan190dmn9aanaa9 osterix (OSX) 1wn1g
A9ATY QYD UNIY MAPK Uazliiuni1suanaanaes Fas dailudafulunguaes death
domain aawiigatn IFNANTANEIRUTARLUL apoptosis ANNNARNENIMNATLERS 1151
91 TNF-QL i lifinn19aa1anszgnuinau Inen1sian e uaed s adaa1en e n

. . o Y . - XK A
(Osteoclastic activity) WALAANIININULILTARNDTNNTEAN (Osteoblastic activity) ANNNA

AanszuauNNgnalsatTusenay® > 1> 1
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AULABTAIAU-1 LLIAN
BumafaaAu-1 Wi (nterleukin-1B: IL-1B) ilwlalnladfag lunguaes
interleukin-1 superfamily dsznauaag IL-1 A IL-1 wiandaaduinasacAu-1 Jwnas
waum1Inilasl (Interleukin-1 receptor antagonist: IL-1RA) IL-18 LAY IL-33 2w lunj 1han
1%Im1ﬁu°‘luﬂ@iuﬁﬁmﬁ?ﬁ7iL’ﬁ'mﬁmﬁumﬁﬂLmﬁﬁ'\ifﬂ'qmi:ﬁum?me@@ﬂm@ﬁu@hmuum
ﬁLﬁlﬂ’J‘ngj'a\?ﬁ/Uﬂ’lﬁ‘ﬁ/ﬂL@ULL@ZI‘MLLWQQ&T’)L@Q (Autoimmune disease) $9:T9N1INN9NUUDY
vanlaaiping o 1w lenlmsl COX-2 INOS uazwaalnama e dszind 2 (Phospholipase A
type 2)(33,34)
WURINLIA
fuze IL1B Tunysiwueduulnsluloai 2914 e 1L-1B gna¥uainizad
figndedlussungiAuiudlefinsnevanesdeRensziuifimaduantdun unalasring
wazimastawlasin (Dendritic cell) wananaganU gl agaadulowden wadisuia
Usviusl laaainanszan waananm ula wazimagiasinasanug (Langerhans cel)*”
TA598519
N IL-1 superfamily nanupdauiilnssairandoadeiuidnensiduang
B-strand 12 @e Fasaldauiuiu (Antiparallel B-strand) wAaz@tatinfiumaanue
lalasiau usgnm3u IL-1B wugnil B-strand 6 anaiiBaesaludansuiziiunsenszuen

(B-barrel shaped configuration) kaz@n 6 anaazatilaizinuilatsdsdneuslnsaaing

127

ananntazidulasadesuanues IL-1B"” Asnwdsznau 17

nwilsznay 17 TassaFenas IL-1B
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NIFAIUANNITUARNIDRAN
Fausn 1L-1PB ot luguitldanunsayinewls (Proprotein via pro-IL-B) Gegn
ﬂ%‘/ﬂﬂ%uLﬁﬂﬁﬂ’]?ﬂ%ﬁu%ﬂQL’%@ﬁﬂiﬁ‘ﬂ‘ﬁﬁﬁlﬂd’] PAMPs 111 LPS #384NN19N96Ul84
DAMPs v 1 9@ 1 High mobility group box 1 (HMGB1) uazuamiudulnsnedin s
(Adenosine triphosphate: ATP) 9 PAMPs Wa2 DAMPs azidnlidutudasusufiamad Ae
pattern recognition receptors (PRRs) L1u Toll-like receptors (TLRs) ﬁﬁﬂmf’] Toll-like/IL-1
receptor domain %38 TIR domain aufAnsasdtyenewsing <) Wl lusad (TLR signaling) "
ANNNTANENT8Y Wang lazAtue (2000)"*” wudn LPS anide Pg Y19 UN1LNNS TLR4 Tu
nasafrelalaladie IL1 uaz IL6 anntudsdinasnszdunisineunau Myeloid
differentiation primary response 88 (MyD88) %Qﬁ’mfi’]ﬁtﬂu signaling adaptor Azl
Nanisdedtyynesulildamauanidduunninasaes NF-kB denaldiinisaanasianes
KBOL Asfinnatlden NF-kB Baszdnlgflandtaressadifieduaiunisuananan Pro-IL-
1B
Pro-L-1PB frmiinfana 31 Alannsa Fadug liansnsnrienld aindu
aziianiswenldsAuluuTians aspartic acid (Asp)-116 kA< alanine (Ala)-117 a4
eulnsliAaus IR faaAu-1 (IL-1-converting enzyme: ICE) visauadiila-1 (Caspase-1)
auifaidu Mature 1L-1B Tugdfignsnsovinendlafeivminluana 17 flansa n1svinem
seveulalFenanailnanndrfyedrauinlunasds IL1B iawlddvieduiaad ™
wanannieaiiiauloseas il (Proteolytic enzyme) Ai&N170911971 18 193 trypsin
chymotrypsin bacterial enzymes leukocyte elastase granzyme A L8 < MMPs Tneane
stromelysin-1 (MMP3) gelatinases A (MMP2) LLas gelatinases B (MMP9) ﬂxgﬂmﬁmﬁﬂ
Toe IL-1B nuiBrnfinssniau@aunsgsy Lngﬂﬁﬁﬂﬁ’amwm@zﬁu uazvinang IL-13
puan e o
wulgsl IL-1-converting enzyme %178 Caspase-1 AN139119%H1UN19BUN AN
11Ty (Inflammasome %38 Caspase-1-activating complex) detlsznaudag 3 Tuiana
s TAuA wdnedu (Sensor) 1y SsAuTisznayudas lamsdngu aadu uazlua (NOD-,
LRR- and pyrin domain-containing protein 3: NLRP3) #iaguilas (Adaptor) ¥t lushues

WAl LB FUR9Le LR AT (Apoptosis-associated spec-like protein containing a CARD: ASC)
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warnuaedjuiRenu (Effector) 111 Tusuaaila-1 (Pro-caspase-1 138 inflammatory
protease caspase-1)
lulsafifinnssniay i TaatSviusniaumudn PAMPs uaz DAMPs aznsedu

LLm‘EmW'\@LL@stﬁ@@’L?}ﬂuﬁqm‘fﬁ@ﬂﬁlﬁLﬁmnwﬁqmmm NLRP3 Inflammasome %'q'a'aﬂqw%f
16 2 g letun

1. Signal 1 priming iAaNN1sNzAuTe L qAuNId wieduiiniely
a® (Endogenous stimuli) 1 1%Ha519 NLRP3 wag pro-IL-13 #11n199191u209n311
apsUdunnninesuea NF-kB

2. Signal 2 activation Lﬁmmﬂmiﬂizﬁumm ATP ti11 P2X7 receptor LAY
pore-forming toxin AR ANIT1191% 289 NLRP3 Inflammasome LAz caspase-1 a9
wawy pro-L-1B Weglugd mature IL-1B Aanunsavinauld wananniigaianissn
gasdermin D lusumils N terminus hlafreguinanfieduisadaainniemisvesad

(128, 133)
)

wuvnlsla@a (Pyrotosis AanNINUsznay 18

Signal 1 priming =  Signal 2 activation

Eri

P, gingivalis

NLRP3
inflammasome

NLRP3 E ig NLRP3
W Asc

i / *% }aPro -caspase-1

. Gasdermin D
NN H Gasdermln D ® Nterminus //
: L)) | Pore

r

P2x7
receptor

'

: 7 !
: .‘.
H »

proiL-1p HDED : : Caspasel Py IL1B

Pro-IL-18 DD * \ §, "_18

IL-1B

)’ IL-18

Alsznal 18 N19MN9NUad NLRP3 Inflammasome lulsaninnsanian '

siaaaiedulaRanuysdiaufieslunismeauauasassia LPS aInime
Pg ludunaunisadng IL-1B Tnaluasuqaunsdiviiawisan (Supragingival biofilms) W4
HnnauiinnisvinaueeulEl caspase-1 waiNNITUAAI@ENTY IL-10 uazIL-18 usilu

AINURALVTE LFIVIaNAzaANIM9UB8 NLPR3 uaz 1L-1B luniandudunudininenges
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29N 131 (Hypoxia condition) NAUNNNINILHAUNININLUEN caspase-1 AuAn A
IL-1B sndumnaan 14 1
Aasuaag IL-1B

Fafuad IL-1 family wu'ls 6 mﬁm%qﬁ@q 2 silpfiReadassansvinauaes IL-

1B Aa
1. IL-1 receptor Type | (IL-1R1) \d WA 25U 2% A d V9L BY NLTAR
(Transmembrane receptor) atlsznaudasinalallsfiu (Glycoprotein) 21141m 80 Alansia
wulaluaadh tiaaadadules wadyuisiaaniaan waanszAneau (Chondrocytes) Uay
masnduLEe ey (Smooth muscle cell) FasUalafanunsa s Uy IL-10L, IL-1B waz IL-1
receptor antogonist
2. IL-1 receptor accessory protein (IL-1RAcCP) n3e IL-1R3 ﬁmﬁhﬁllﬂu

Fa3usan F9azsan iy IL-1R1 o3 trimeric signaling complex ilefinnsidunaes
IL-10L vi3a IL-1[3 @xﬂ@zﬁum@quzﬁ“mmﬁmﬁiﬂiﬂmﬂwﬁm@r%aﬁmiﬁwméﬁﬁ

ananilsenay 19 Tuszasnn (Resting state) Wil IL-1R1 WAL IL-1R3 LFL004
doruiaad e IL-100 wia IL-1B Wdruaduiy IR agvinle IL-1RS wde Uiy
IL-1R1 (ldRn1sduAulnemgaszundng IL-1R3 7 IL-1) aniuaaianniasuuasdasaaing
el trimeric signaling complex %Qﬁzﬁ")um@\‘i Toll/interleukin-1 receptor (TIR) complex
NG afusn Al adaptor protein MyD88 @a1u19atd1aulusune TIR complex
anaziianIfNyeamnlaan1sineusesewlsl IRAKs-1, 4 sielunilsznend 20
antuazwiionih liinnssufuges TRAF6 dana il dedny g alamanasinlg

AN1919UUD9 NF-KB way Ap-1 70712



53

IL-1R1
IL-1R3
IL- 1[3 orIL-1a .

............................ T Hnnnnm
inmm iniinmm
IL-1 binds to IL-1R1
and triggers a structural change TIR domains
approximate

MyD88
binds to TIR domains

My088

Resting State strong proinflammatory signal

MnUsznau 19 N19N9INe IL-10L vi3e IL- 1B LN@@UﬂU[ﬁ]’Ji‘UUMN’]Lsﬁ@ a’

nwilsznau 20 N19YINeuEes IL-100 vige 1L-1B Mwtlanin lddnnsdniauriun1sv1eu

284 NF-kB tay AP-1"Y
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uninaas IL-1B ranisiialsaldnusaniay

UAIANNNAN9I1AT IL-1B aanuiainimassunLinaznunisazanses 1L-103
waznalfiianismauauassantssnauainlfiialeasiusdeniauauls sunwdsznay
S P o ) £ o q v
21 IL-1B fgmslunisiinnisuanseanteaeulaitosnaasiau 1w MMPs G9idauvinle
a di a rdl ' =R o ] o dg’ dll a o o a
ansdenan nasauyEninaguanaasasinlignimnanaiietia Usvusl uaziin
NNIAANYNIZANATNK
MMP-9 1 uFa1UsTRg Ayt afinauguuss uazn19antiulen 3
gniauas IL-1B awmnsnifinnisuandeaned MMP-9 luiaaaiingng <) Aineqdeeiunig
dniauaesadtaziiumniuaasaienszan wasaaansean dalnsila uazmaaaii
A -dy o 2 a dl ]
\ARBLIINAU (Cementoblasts) “anani IL-1B €9n9zauNIINGN MMPs 81 ] s MMP-1

uaz/vise MMP-3 Turtaaidutini Bvus uaziaaainadulevianuywe™ ™20

Tooth /" Bacteria

""" Macrophage

- Neutrophil
Dental

plaque ¢

et B0

_» IL1B MMps * IL6

® 5 RANKL, PGE,. IL-8
P ‘ a® a

L4 s

N e

""" Osteoclast

Fibroblast N\

nwilsznay 21 unumaes IL-1B seniaialsadaviusanian’’
nazuaunisainaasaaianszgnidunalnudanluninsedunisdaauulag
2199n9AN Usznousae RANKL daiiulilshunuiiiasaoqaasdalmnsun winlaasasng

nszan TuwanRgaiuimasainenszanuas OPG Nillu decoy receptor N19UML RANKL



55

Wetlaaiun19duiuIzndne RANK anduniiiinaedmadaanansegnasmnliinisan
AMUBEARAAENIZANAY AN L senay 22 TulsatSiusdniaunudn1any TNF-OL uas
IL-1B arunsoiun1sudnsaanans RANKL a1 1idndauszvdng RANKL/OPG LN

AN RANKL 4171 RANK dnaiudanaliinanirnansiduaqtunineadasiy NF-kB

v 1
o o a

a ° = = o g A ° -

ANYNENAILANNITINNATUIY ﬂ’]ﬁ‘L‘]J@EIuLL‘]_]Z\]\‘iLW’i’JiﬂVl’]MM’]VI@’]\‘i ] LASNITNIWNIULIBNLLAR
KX a o a a [ dgl ‘29‘/ J QI

ZQ@’]‘F;Iﬂ'j‘Zi@Jﬂ’NLﬂﬁﬂ’]ﬁ‘ﬁ]’]L%Uﬂl@\iIﬁ‘ﬂﬂ?‘VIuﬁlﬂﬂL@‘]_IGLI‘LL UANAMNUNTIN |L-’|B ATHNITOLNNNNT

a$19 OPG i luisaaiduti asviususignedudalng PGE2 Nad1aann IL-1B wiuri AsiuAg

PR AN uaed RANKL 1anain!'™

'uazlwrasaiadulawdanwudn IL-1B Nl

AAN176519 IL-6 1L-8 TNF-QL waztiin IL-1B il IL-1B aeinlfiinlsn3siusania

[Hasandnsinanaaeiiiattiouaznszanaansaniu’ 1

(a) (b)
CANKL ‘ expressing

cell O G

Pre-
osteoclast

Osteoclast

Bone

Resorption pit (lacuna)

nisenan 22 nalnaasnszuaunisainveasaananszan ™

(a) RANKL 41l RANK asylsdiinnsainsesaaaananseanlu lacuna

(b) OPG ALl RANK tatTasiunnsainssaaanananseanlu lacuna



uni 3
aa o _a\ a o
ABALUUNN5IAE
Tun193daaisil fadelanntiunismnduneusalilil
1. NN MUALSZTINTUATNNIFNN ALY
nsainaiezasien 4 lunisise

N9ALIILIINTRYA

A w0 N

NN9IANILYIUATNNTILATIIZULRYA

n1snuualssiInsuaznsgunaNAasing
szdng

e, v A & S o a v PRy
Léﬁ@@@?’mLﬁuﬁlﬂmx‘]'ﬂm\lléiﬂﬂﬁﬂﬂLu'ﬂLEI@LﬂEI"JWl&Uﬁ‘L’)ﬂALWﬂ’]%ﬂ'\ﬂ‘ﬂﬂ\?@]ﬂ’)ﬂ‘mﬂﬂ

|
a

5UNN9 N AR SART UMM AR TN MAILTY N ASHUALNNEAIAAT NUIANENAE
ATUATUNTI LIB %ﬂﬁ”’?ﬂﬂqmauﬂﬂmmﬁﬂw WATENUNNTFLIBIRNNATUZNITNNNIATLTITN
nn93ae Tuneel (SWUEC/F-314/2563) Tneiudsuuaziiodialnaserliiingannle y
i lsimwuennstan vaw nal§u Sidenrtenueseanainsaswiien ienmadasieiasile

[

;3931391 (Periodontal probe) TinunTsazaeifaaeansznnsadls INAWIImNIeAREN

o

a = 2 o c 1= d’j dl Gl ] a 2 v = a 1
WazNINSA Teeand3vius uazliiille @ewiandiuiniu Imﬂaﬂammmm@mmwm [y

Y o

UseaRguuyva Wlegszwinansaenssvise liunyas uarlifudsenuenfinuaseszuy
ANAN W enflssdunnssniauuaznsAadenely 1 e
NSABNNANAIDENY
lunsideaieilldmeumasaiadulevdenandsanade 3 aunnldluns
NARBY NINTULLTAR LLLFazFaatineaantlu 2 nguuan Tnsuanidesluemnsinzags
TRETT ST AU AN ARy ﬁﬂﬂ@;&l‘é’][ﬂ’mﬂﬂa (5.5 Ha@aluang) LL@tﬂ@jmﬁﬁm@@ﬂ (50 Na|
Tuand) mnfful,l,ﬁi@zﬂ@jmumqLﬂuﬂ@:wm@mﬂ'@ﬂ Aalun1919 3 Tnausiaznguazlfiaas

Y Y o a o o 1 dgl
AN LAITINIE 3 AU mmmmﬂﬂu
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A1379 3 NTULLNNANNNINAADY

nguy 1 nguAuANN1zLING (Normal Control: NG)

szaudIAaLlng nauy 2 laduadudu (TUR)
5.5 NARLNAS

naxy 3 lasunisnseausny LPS uazlilasuaiiugu (LPS)

naxy 4 la5unisnseauang LPS uazlaiuaiiugi (LPS+TUR)

FTAUUIANAGS NNl 5 NANAILANNNITUIANAGY (High Control: HG)

50 NAAlNANS ﬂ@:mﬁ 6 lFsLaiugu (HG+TUR)

naxy 7 lesunisnszauaay LPS uazlilafuaiiugi (HG+LPS)

nauy 8 lasunisnszauaag LPS uazlaiuaiiugu (HG+LPS+TUR)

N15H419LATRINAN b LuN159]8l
FUAAUWNITANANRLTUUN WU

arsanavieuriuiulasunissreNanuieslimnsmealulatanunsuay

¥ g [

@’]i@@ﬂﬂ%%%’]ﬂ%')ﬂ’]w mmﬁuﬂummm:wmmmﬁmm@mqmimwmm:@qmm’mm?u

AT NUNINLNAENEATAIRAT B0 LU RUTU LTSN LTEN TNIALaZD (FNF1RN)

Aanfin ngunWENILAT Uszmalne AdumeaunisesansanInlszney 23 Inainadudu

%
° o

Wnuin 300 nfNgnatafaanlsudniuAIinazattlanIueaiasas 95 tunan 3 9u lu
Shsdauszadnseudesaradianie 1 de 10 Iiflugnsatniazaieliueniues waznin
JesaiiuTY AN nunafRgan 2 setaufienansidll senntinansataRazanelule
NIUBAAINA 3 70U TINAUAIN 1A A8 A28LATE N @‘i’m:mmmmuuugu (Rotary
evaporator) ignunndl 40 asATaifes auldansarnlssnmieesuds Aniufivansaria
figauvnd 4 @qmm@ﬁm‘luia@mmm%u (Desiccator) el lunmaaessialyl

InadiAn % yield Y99ANIATATIUTI WL 22,16 + 0.84 FaldannisAnua
saannnssielilil

% vield = Wwminansmanals  x 100%

Y . vy o
UNINANTN M AnH
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PI9UNUT UL

Wby Ethanol 95 % (391)

|

ﬂ‘a'|"ﬂ~1

. a
fsanaNazatglu Ethanol (EMIEE NN

!

Wby Ethanol 95%

!

ﬂ‘T"ﬂ\l

! !

-« fsananazanglu Ethanol NINESANY

Wil Ethanol 95% (3914)

ngay
|
asananazatgly Ethanol NNETNY
o o [ a 07‘]:1
TELUURMNMNIATANLUAILULASTRY rotary evaporator
'
RAI1TANA Ethanol

ANUTZNaU 23 TUNBWNNTANARNTANANLILIUN T

HAaN33LAINElATNN NN WaBIMAaNTINUEE (High Performance Liquid
Chromatography: HPLC) waas lifiuanansanauenuatudulsznausasansdnfny (Gaaay
Tpeiuinmaunmin) lown rasAaiu 5.694+0.182, ALUNaNTLABFAINY 3.521+0.107 LAY

daplunandiaasAINy 7.368+0.282 $9319 3 2auiluipasAcNuats 16.583+0.57
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0.070+

0.060

44044
» =t

0.050
0.040
-
<
0.0304

0.020

0.010+

0.000 '\_J

L0 AN LA S B e e A S0 0 SR o o e e s e e o e B
000 200 4.00 600 800 1000 1200 1400 1600 1800 2000 2200 2400 26.00 28.00 30.00
Minutes

nnilszneu 24 uan1sdiAszilast N e mataNI DL g

FURBUNTLATENANTAZ A EANANTR T AN LU UTY

1. azanggnsainannaiusuluamismizidsasadi linands 1 ldanny
Wudu 150 lulasnfusenaaans nadlawsadananlas (Dimethyl sulfoxide: DMSO:
Panreac, Barcelone, Spain) 52818y 1 T At TRl nand s luirnazane

2. NTANKNULEUNTAY Acrodisc® Syringe Filters (0.2 pm Supor® membrane,
Pall Corporation, NY, USA) L&ur1uAuenans 32 Haaiuns auindes 0.22 lulasiums e
ynlsflsAannigeneunanadluasnzRe s Tassen 1y

3. |38a79 10 Windage sz iR g sinandsuauldmnandudugariie
gesansataveuaiingy 15 Tulasniusefiadans li DMSO Saaas 0.1 d¢linudnflufie
AelTas

YUABUNITLATUNDIUIFTLALWTRA NN N UBALSA(Phenol red) HANTSNAINAI

2au3TzALUImaUne "
X o Y U :

UANUITLALLTA RN b MU UMD UNITIANAIUIL LAzl 24 F2luausnaadnIg
NAADY TIHIUHAN UM TALITARNINNANARNAN Gibco, Grand Island, NY, USA Ineidl
! [ %3 d”
AUlsznay A9

1. 419 PN NN HNUBALIALALUIA1aUNR 5.5 Radaluans (Dulbecco's
Modified Eagle Medium: DMEM)

2. F5uannfnaaudaANdNdusasay 10 (Fetal bovine serum: FBS)
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3. Wea-NgAHL (L-glutamine) 2 Ha@NaNT (GLUTAMAX 200 mM
4. 11U Tousnangnsingesaududuiasaas 1 (Antibiotic-antimycotic
mixture (100X)
AYUADUNITLATLNDIUITIALWTARN PN NN UDALTA NANTSNUTD IHNANTSH
AMNADAUIITEAUUIAAUNR
X =iy A o Ao o Y o -
awnsaeNEraan WiNueasauasnaniuaiu i ldludunaunisnsesueiag
1y ¥ . o o = X ol e ,
Aaeinnziaasiig o Audunan 72 4ol Tuaneienmadeagaan liiiueasn uazld
naNsun Ul luduneunisnszfuimagnoy LPS vivluaninzndvive lifaiiuiu Tned
. . ¥
Avusznay Al
a e aA @ dl 1alal o % a a a 6
1. A9 NARNN AW U AIATLALLNANALUNR 5.5 RaAINANS
= 1 = o o/ 1 o U U 2
2. uaNvTa liNANTINANAIEa U AN NI UTBEIA 10
3. WBA-NQANNY 2 HaANATT
aca 1 dy U U v
4. enifTauznanes @A Ndnduianay 1
AUADUNISLASENDINISLALLTRAN LU AN UAALTA NANTSNAINAIDDUI
sEALNANAES
a e a @ dl 1alal (%2 9; a a '8
1. an9nLanp LN i ueanszANANage 25 Hadluans
2. Wmna A-nglaa (D-Glucose) 25 AadTuaNs (Glucose Solution 200 g/l)
3. NANTINANGEEND, Laa-NgRTTiu uazeNUfTusNaNaNH T8I AN
TR LA RLNLT AR N ANTSUANNFEa WS AULIAN LN R
AUADUNITLHTANDIWNTL AL TAR RIS LI LT LT
a e a @ dldd % 9; a a a '8
1. AN NN RN URALIATLALUNANALUNG 5.5 RAaALNANS
2. F5UANFEaUTIANNNIENTUSAsAY 30
3. lawdadananlassatiaz 10

& [ a S
TupaunsinuEaalguaduasinaaraassudulanian ™

v 1

1. MnanuTuielTnasiatiangaRu LA Lusna 1w N Afafaaan
Tusnumdan lasunngsnun AR aAaci39sT

]
=

2 ldfutananaslunaantungsilsAan@esunn 15 NaaanT 191999

s

a

ANUNTLALNLIA S AN TFHANNFAIBAUIIAINN LT NTUSREAE 10 32AUUNANAUNR (5.5 NAd

)}

wand) Tuilfunns 3 daaans waziulunaesussquudane A Uunan 4 asAmaldea

a

o

dl v 1Y a
mm?m@@ummgumﬂgummi
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o & & o & o=l E S-S
3. 1T ULHeg1galuA T UINIZ AL aa N U TNARINLTe AN9TRIUaAQE

a13azanaiiiled (Phosphate buffered saline: PBS) Nd31Aanni@ia 158155 5-10 Radams

i
=

asigtiag 2 psuNasEmasuazdsuilauaanlilauinngn

q
¥

4. MdianfndsAaniseiues 15 @ daguiialiiauin 1 gnuiAfNaaLNmg
AMNTUINTULS 3 TUUNAUAILUA AR aa U AL BENAUENAN 35 HaALmg
% o a dgj (e a aa tal ¥
LAIVINNNFRNDNMNTINNZ IR A TGS 2 HaRang 1l

a

5. UnTuile Tuginnziaenimaanlguugd 37 avAtaisa asuoulaean sl
v 4&’ v
5R81aY 5 WATANIIEANNTUTRLAY 50
tzll t:glJ & = o/ a
6. LALWANMNIINNZIAENITARYN 3 WTD 4 T Tnen1saansaraeAN AT
NZLAELTARTIN WARLANE1UNT IMNARATLLTNAT 2 Naaans wasLnluan1nzpusell
aundTaaaziastyiRLiavunLduiaaas 80 (80% confluent) IINWNTIIMNA
7. WENEAFEDNAINANANI LA TASLANAS AL AL TAS WK [N e eI
anuaassoll wasldiaagluii 3-6 Ian1Imaaes
TUABUNITENLEAR AT UL LUIANNYHAAINATULWISLR AL R
(Subculture)™*®
1. AU IRENAANNIAMNBLININ TR TAS UINWLNHNIINGAABNTDS
so = ol A & | & A o & e
IARANUIUNINUFAATANULTARN NN LT e 111 wiTe LU ATLe Weaidiasn dnauas
laipasrinunldse
L e X . 2 4 .
2. 1RENATUNTINZALNDAABIMNIINIZIALSLTA LA NAANTIY TNNAATLTAS
Tneimse wazrlinAauaNUINIZIALNLINATN ANNUTUAINEARAREA17aYANY PBS 2 1138 5
188aM7 TUANLALLTARIUNA 35 1178 100 HARLNATANNAIAL TALILRLNATUINIZIAENITAS
Tunnaugpansazane PBS MAANLR 8190 2 saunewdngdunausia il
3. ANNIUTU-BATNLE (Trypsin-EDTA) U3u1ms 1430 3 Nadamnsaaluany
WNZLALNEIARTUNA 35 158 100 AAANATAINAA U A1nLBlEa NS LA T AsN AL A

FLNmNzREmas e ?ialdlsznnns 2 wn
4. p3yann e linae9qanssAian Ay unwudIgaaaIwlunjngaaInnIg
VTR AAUAL TTANN YN AN LRENITAS 6-8 HARANT AMNTUAAAITATANLTUAIL ]

2-5 pfanaugaaIsarateisinn laasluvaaailunasmun 15 Jaaans aniuifumneg

> & o A @ : = =
AIEILATENUHWLNIENNATITNLT 2,000 72URAAUIN Wuan 5 wn
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5. prangazaIeiauNanelns liiiaBuAdUuTeIRTN AU ARAIWATY AN
a Qslj a ad = o o 1 1% [ % a é’
FNATUNALNTUANNUAALIANANTINANAIEAUIATLALUNANALING APANTACANEUUAN

g’/ Aﬂl 4 & o ! ! rﬁi 4 Adgl 1
TN 2-5 afana liiaanszane o ﬂﬂuﬂ’]ﬁlLLEIﬂL%@@Wiﬂﬂ\?ﬁlu@’]umﬂﬂLsﬁf\lﬁﬂﬂﬂ nn

£ [~3 [ 3 % 1 Aﬂl QII a a =2 dw dl Adgl o v
AasnsiLias luAad (Maaaluiuin 2 NaseRuinauns 90 resiunaNwaeaTas) 19

a

Anamnsamaaa usuutuds Tneldiauouadilszunn 1 x 10° LiaspeNaaang
anibuvmasaslunaanutduds (Cryovial tube) nasnay 1 Hadans iuldlugningi -20

asrmateaiuea 1 s andude 113 uamuni -s0 asacia @

6. Wasaen s lditaalundd asazgnazats uaeuIALANENRT 37 B9

q a
4

mATea Lazingadluann T uuRENIUIn 15 RAAART ANNUUIANA M TALNITARLTNIAT

5-7 Hadanssiaimas 1 NaAAAITUN N1 UIREILAZAATBNLUALULAAZNAUADN LAY

- & ' a¥, . X o I .

LANANVNTLAENIEAS N Nautemasad A uiRe A s INa iNA110uea 1
AUADUNITLALSLTIAR LNAVINNITNARDY

1. rasadduloenuyeeaMtlEuam 3 x 10° waa d1sasluanuiasg
FIARUUA 60 RARLNAT 1AM AL ARLANTINANFIaaudaFasay 10 NevAUUIANa
1N 5.5 NAAINANT LAZIAEAR AL IFAUHAMNNUILULEREAY 80 UBINUNANULALILTAS
(24 G77319)

2 WAUUNNALNEI AR A DI TR ARNANTSNANAaaUTFaeaz 10 )
FAUUNANG 5.5 HaA AT IuNguAILIANN1zUNR visanseAUIA1age 50 Haaluansly
ngunaaeg uan 72 dalue™”

4 s ey p . 4 X .
3. 1Wansy 72 dalus lunguinlasugisadauenuaiuduaz asusnaeaas

o

potiasLat AUl INT N Rasaiaueuaiuduanududugaing 15 lulamniu

sanadans’ Tneld DMSO Fataz 0.1Tuanwapswaaa randsuunguAsLANNIE

Unf Msluanieniuazllil LPS Nanududugaing 1 ulasniusaiadans wWwoan 24

26,73

119 ™ Inautiailunguasninilsenaun 25
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| HGF density of 3 x 10° cells/dish |

{

| DMEM 10% FBS (Normal glucose) | =) 30% Confluence

~
| 5.5 mM (Normal glucose) ‘ | 50 mM (High glucose) l —) ;’_
[
] ] T R
| | T
- TUR - TUR - TUR - TUR

Gr4d Gr5 Gr6 Gr?7 Gr8
- ‘ HG+TUR HG+LPS ¥ HG+TUR+LPS

Gr: Group, NG: normal glucose, HG: high glucose, TUR: Turmeric, LPS: Lipopolysaccharide

MNUTZNAL 25 LHUNINNTRESTARNENNNTNARDS

BNTWIAUNNLATRIND
N199LASIZUNISABLAURIADANTANANLNLUNUTY (Dose-response analysis)

YINNINAALLAINNTIR YR AE R uTuAmdNdus < A1 TeeldinaTia
MTT (3-(4,5-Dimethylthiazol-2 -yl)-2 ,5-Diphenyltetrazolium Bromide) assay (Invitrogen,
USA) a&519n911N12Ae LA UaI18dLIaafaauing Jn1smnaaadiaziinmaaasasdule

wRaNNyHaINEnaaaUns 3 Al Tasazgnyianiamaaasuaniu 2 A3 Tuusazasaaszyii 3

dnluusazngxN HdunaunIInAaeIfa

'
o

1. AT NNIFEN AN TUIRUTUN AN IEUTU 3 HAANSNAANAAAMAT TUAUNT

De

=

A AR N NANT SN DMSO faaas 5 Uannsaseuupunsasinlilsaainime
. oo > = : Sao A v 2 Y dAa v 9

Acrodisc® AMNTUABANAIAIMNIALLTAA WHANT TN 1Na T A uduniaonududuy
3.75,7.5, 15, 30 uaz 60 inanfu/iadans nalaonuidudugaioaans DMSO maest)
v 1 = 1 o Y
deandwizawiniuiasay 0.1

2. MaaaasrudulawRanuywel 15 1 x 10" iwaasaguluaunaiaes
1188 10% FBS szauuimnaing 15nnms 100 Tulasans iweslunisidasaas 96 wgu 9o’

= "y & A & o= & - &
LAMUUUIULUUTREAE 80 TAINUNANUALS T AA DL AL U VTR EARLT WATUNTLAL

1 v
a o ¥ v

aan RN uaaLsn INaNEFuANaRuTwANNgY 3.75, 7.5, 15, 30 wag 60 tulasniu/
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ﬁmaam1u°umm’7im§mmu@uquﬂﬂﬁ%gﬂLgﬂﬂummilﬁmLﬁma’mﬁmLﬁmﬁ“uﬁﬁ DMSO
Foraz 0.1mn&uﬁqLeﬁm"l,ﬂﬂmlmjl,wm,gmLsnmiflumm 24 Gl

3. waguemnsaevaadladiluevinaswsaduuulinandsa 100
ulpsansfidansazane MTT Tiunms 10 Tulnsdng (arsazane MTT ldannnisuaues MTT
shwiin 5 faansusie PBS 1 faaans) XN AT T ﬁmﬁiﬂﬁlu@wqugﬂwﬁm% dala

4. gRENSALTARLANEEN AN DMSO 1quaz 100 kilnsans Lisie 30 w1

5. Snpnaenausaiatieteselilasinan (Tecan US, Durham, NC, USA)
570 wluiums"

NSNAFAUANNNTINURILTARAIE MTT assay

Iuﬂﬂ@mmmﬁ%ﬁﬁLsﬁ@@’mé’mLéfu‘LfJm’f’mnuwmﬁm@mau% 3 AU Ineazgn

ynamaaeskenii 3 A% Tuudazaseazrii 3 sﬁgﬂmwi@:n@:m fduneunmaneaiail
1. dnmasadradulontenuyedaiuaulsenim 1 x 10" adsneugu

TLaMN TR AR AN T SuannFadeudatanas 10 2fuLinAnalng (5.5 HaRlNAaT)
33195 100 Inlnsans draaennaaETas 96 van saauldiasaaanamuiuiuiosas
80 TRsUAAMIAE T agA Mg ARTNTRENTARRENWAYE AT PBS uazildtuens

4
o

Aeadiiu 2 ngN ngNaz 100 Winsams ALl
(1) AN NRETARTZA LT AN ALNG 5.5 ﬁ@ﬁ‘lﬁum?(ﬂ@;uﬁﬁm@ﬂﬂa)
(2) mm@Lgmmm‘azﬁuﬁ’wmmﬁq 50 ﬁaaium{(ﬂ@:uﬁﬁm@qq)
anidudnsgagneldanazeng 1 fadliinan 72 Falus
2. Wanuewsiasusadiduuuy liueadsuiifasasanenuaiuduana
dadugaing 15 lulnsnsusiefiaaans™ Usuims 100 lulnrsanssevay G914 DMSO Jet
az 0.1 TuemnsideaTadbingsdsudunguarununinzdnd eluanaziauazlsil LPS
fanudadugae 1 lulasniudedadans mn&m.imLeﬁ@@“lwiﬂ,wm,gmLeﬁm‘ﬁimﬁumm
24 dialyg® ™
3. Lﬁ'@muﬁmumanﬁqﬁﬁmi@mmmmgmLeﬁ@@’LauﬁﬂLLﬁqmgﬂuLﬁu

anvgLas A sl INNANTESY 100 TulAsans annsiulANgnsazane MTT Nazanely PBS

5 daaniusiaiiaaans Usnnms 10 Tulasamssiangu inlidnludinnzineamasdiunm 4 4alug
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4.\ HBATUINAUAIAABIUNTALUTAFDBNLAAN DMSO 13ums 100

a

a 1 dl = o Qi d? o 1 v dw
Tulasdnssiangu iNaazarunannasungIu (Formazan) Mianau Wi ldunluginnzines

IARWIU 30 WA

5. il dnAganauiasiiialudaerzaslulaswansainas (Microplate

dl dl (73)d| v dd‘ a dgl o o & o o &
reader) NAYNENIARAL 570 U TNR s TIANNITNTEIATINATUA L ANNUSILATUIULT AR

o =

= e Y =2 o o o A o
PEIRTAR ANTUAININNTAN U SRt Az AN TI R AR s L]
AUADUNITUENANADISLAUBNINNA (Total RNA) aNLEAR

FARENNANENARALYIY 3 AL AzgnINIaaaesianiy 2 A tneluudazas

[

Az 3 D luusarngy WensuAMuaal 24 dalusiasannlasy LPS uazaiuduazyin
NM93AZFLTNNMLE MRNA #agl TRIzol™ Reagent (Invitrogen, Carlsbad, CA, USA) @4
HAURUATNALUENIBIUTENENAR AT
d’l o a v v a aa
1. AABIUITRENITARLANDBNAIN WAZA9AE PBS 3 NAAARS
2. 1An TRizol reagent 1 #adans adluanuaeamagauadunnguegnan
60 HaaLATLTuNAT 5 W Wevinaauansa antuldtliulpseaumnziasaagiing

A78a9 A NABANARAIUUNA 1.5 NAAANT

v

3. RNAaalsnasu (Chloroform) 200 1ulAsaMT e Twa29197 9147

HEUNNNTRY 3 W
4. dinansarane e 1iTuuRen Aaeusanaes 10,000 saLAaWT NGUNYH
4 aapadaa Wwnan 15 win ansuihdaulagadusesmanuilanznaund RNA tne

lavaanlud

v 4 1
o o vl

5. wnlalalnsniuea (Iso-propanol) LEunasvindunan lfidniu fenaldn

a v

HrUNNRRRY 10 WA

6. Unansazae A liTuwRen Aeusawien 10,000 saLAaWT NGUNYH
1 v

4 A9ANTATEA LTUNAT 15 W LNBATLIANATNLRATNaLLIAS (Pellet cell) dNae N

PADANAAD
a b5 a aa o dl
7. RN SR 5a8IaT 75 (75 % Ethanol) 1 Radan3 U1a13azansii be kil
TuReNAELIIMAEN 7,500 saUIAWT NANNE 4 adAmaitas 1unan 15 Wi
8. AANNIRLUNAIN Uraas iU lunuraduman 5-10 W9 auAznan

RNA 14
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9. aragmznNaid RNA 114.13’1‘17; 191/a1n RNase (RNase-free water) 20
luTasdng @ﬂﬂﬁuﬁmﬁﬁmﬁ‘@mﬂﬁuumﬁ 260 U TWHAT (A260) WAy 280 U TuLuRT (A280)
e AN BN uazAnudLduIas RNA

TunaumMsnsIaATElEm WaEAMNW RNA figinls
YIN13APIEULTNNN wazAUNIW RNA Tnein13in RNA fainly 2 ulnsdns
NWANARE RNase-free water 500 Tulmsamsaslunaan@alanyl (Cuvette) udatiundadeny
NN3AANALUAS fraiedasailninsnindines (Spectrophotometer) 7iAn A260 WAL A280
mnﬁuﬁ’]mmi@mﬂﬁuwﬁim”mﬁf]mmmﬂ?mmmwnj”m’fmjm RNA angms

ANIdNd RNA = A260 x dilution factor x 40 Tulasnsuseliadans

AnuE AN AL RNA 1nAani Bunasidesnislu RNA 1 lulasnia
AINGAT

1Funsdeenis (Iulm3ams) = 1/ A260x10

fFun1IAaiiATZIANLLEgYa 89 RNA lnanisdnednadaunis

AANALLAY A260/A280 T lANINNGN 1.8 (199 1.9-2.2) iNad1 RNA HuHAMNLI4ND

(Purity)

AUABUNITHEANAN AR LD UL AL (complementary DNA: cDNA)

1
o [~}

\{IuN19431m9129F DNA @aneien (First strand DNA) Aneiaaringiiagieive

a

v
o

PrimeScript™ RT Master Mix (Perfect Real Time: Takara, Shiga, Japan) ﬁ@lqﬁmum@umu
FunzhaeiAnssielL
1. uana1sii14lu §738 reverse transcription FavaALULYIUNMAEN

PCR 1§l (Cooling PCR-Rack) Tnelsansvianan i3umssan 10 lulnsansse 1 Ugizen
(Reaction) o

1.1. 5XPrimeScript RT Master Mix 131157 2 lulasans

1.2.RNA 1 Tutasnsu Tmﬂﬂ?mmmmu&i@:ﬁqmﬁw'ﬁuwﬁu GRNEY
indunes RNA

1.3. RNase Free dH20 G4iileasauiiu RNA udaflisunnssanmindu 8
luTasans

2. nezulfizen reverse transcription Aaein1sldAanFouLuLATaIgY

]
oA

NaRANAADY (Heating Block) UNNQUuAR 37 89AIaLEad 1WA 15 W17 ANNALe

9 U

a P

gonni 85 avAtalTaa wiean 5 Junniinengatlizen

Q a
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3. 1fiu cDNA ldgnungi -20 aamaiaa viseld lwlfjAsen PCR sald
AUABUNITILATITUNITUAAIDANTRI MRNA
¥ a = o & a a = i’/ .
WJEILVIWLML?EI@VLVIN 29858NIUSATNING IW@LN@L?@L%H’J‘LL@@%M (Real Time
reverse transcriptase polymerase chain reaction: RT-PCR) TnanininmTanlnsues
ANSUAIIAABUNITUAAIDDNTEY MRNA 283 TNF-OL IL-1B uaz B-actin Feiilutiungs
A a o o o 1 ‘:9‘,
muqmmal‘u (Internal control #1978 Reference gene) NaNALILLIA pam39ma LT

A7 4 LLZ\iﬂ\‘iﬁ’iﬂvi_lLUZWI@\ﬂWﬁ‘LN@ﬂuﬂ’]ﬁ‘?JLﬂﬁ‘ﬁzﬁrﬁ’lﬂ PCR

gl une AAULLE (5-3) UUA

TNF-0" F: TCTTCTCGAACCCCGAGTGA 229 bp
R: CCTCTGATGGCACCACCAG

IL-1 3" F: ATGATGGCTTATTACAGTGGCAA 132 bp
R: GTCGGAGATTCGTAGCTGGA

B-actin™”  F: GGCATCCTCACCCTGAAGTA 203 bp
R: GGGGTGTTGAAGGTCTCAAA

AAzNI7uanIaanaad mRNA Tae1in DNA NlaN 1411w cDNA Tasld
wmANA RT-PCR @914 1A704 real time PCR ulavilaiaaas 480 (LightCycler” 480 System:

F. Hoffmann-La Roche Ltd., Basel, Switzerland) LL@:SL‘fﬁ’m’Wlm@'ﬂuzﬁ”u?@gﬂ (Life—c:ycle®

(142) =

480 SYBR Green | Master: Roche, UK)'"*” @qiilugd17aza18udN (PCR Master Mix) 17{3?1'
SYBR Green #4317 fluorescent dye lusianatlfjien Tnssinnismaseuluniananadin
WQNIUIA 96 Maw (LightCycler” 480 Multiwell plate 96) lun1s3iAsziazIfTaNaTaZAE
ANNATLUTUN U NAR il

1. 138274 cDNA wazlwsiuas 10 11 Aas EASY Dilution (PrimeScript RT
Master Mix, Takara, Shiga, Japan)

2. neem cDNA Unms 2 Tulasanssia 1 nqu aslunianaiafiniguauig
96 QN

3. ue1am PCR Master Mix 15unms 18 lulasanssia 1 wigu anuadly Inad

! d‘ v
dounanniliznaunas
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3.1 Master Mix 13unms 10 Tulmsams

3.2 vndu (PCR grade) 15u1m3 7 uiAsans

3.3 Wafiafalnsiuas (10 TulasTuand) Usunms 0.5 lulasams
3.4 705awnes (10 lulasluand) 3unms 0.5 Tulasams

4. AATZUHAGNLLATEN real ime PCR IntiaAauannisiiaseidunnns

[
1
o

wasndnlanaellsunsneessym lnanvungungiasalilil

4.1 Pre-incubation 95 a4ANEaLTeId LTUAT 5 W17

o

4.2 Amplification 411491 40 381 Usznetidas 3 Funeusas
4.2.1 Denaturation 95 a9ATaLTYd {1 15 U7
4.2.2 Annealing 58 auANLTALTaA L{WAa1 40 W
4.2.3 Extension 72 89T 1941 40 Auh

4.3 Cooling 40 a9 taidad {uaan 30 319

nsIALsILSINTaYS
MTT

o 1 A all [ % VL v J ¥ o aaa Y (143)
UIATAANAULAINIA LANTIATUITUTDLACAIINNTIATBNTANAILANNT

% Cell viability = (ODs - blank) x 100

(ODctrl — blank)
ODs e AN"IANAWLAST 570 W1llmATIBINGNTARES
ODctrl fia AnNIRANALLAST 570 wiliiAsTEINANATLAN
Real-time PCR
n193LATIEULEIUS NN (Quantification analysis)

TTuNINAZAUIULAZATINNIINAMNENANUS (Amplification curve)
2eNINLUTHILAINYBBLIALT U (Fluorescense) 17'1'm@f;@f’fm%ﬁ’ﬁuﬁmqm@mmﬂﬁﬁ?m
(Cycle) mnffmzmmuﬁmqm@ummﬂ@ﬁ?mﬁﬁﬂﬁ’ﬂ?mmummy@@Lm LIUFTININTTAL
Gauildsu derndanantidandd Cycle threshold (CT value %7a C) sian1ui1An CT u1dn
UINUANNNE (Relative quantification) FaT1un19911105 0704 MRNA T uszudng TNF
-aLvi7a IL-1B uaz B-actin TnaineAn CT 209 B-actin %QLﬂuEumuQumﬂumiﬁﬂum

Yy a = ° ! = . = v
e lunndTeuneuauainlunnsuansaanaasiiu (Expression level) d9aslaaansn

luanuain (Fold change) tnglaannnisanuanime i
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ACT =CT,,,.-CT
AAcT=ACT

Ratio = 2 AAcT

ref

ACT

treated” control

N199LATIZURARNN TILRIU 58N (Melting curve analysis)
WAZHANGIAA (Peak) 1BININILTUINAMAINGDDLIFLTUS (dF/AT) LA

a a tﬂl A o 1 a o rza; £
[AARYZEAEN (DNALTALTEIRA) WNARIUE U UNARA TN ARINS

NMFAANTEVNTAYAUASNITIAATISWLDYA
adnn 9 lunsAnasidaya
1. v‘hm:ﬁLmﬁw‘mﬁﬁ%\mmrﬁ’qm‘iﬂﬂmmﬁ%%gﬂ Statistical package for the
social services (SPSS Statistics Base 22.0)
2. NAdaUNITRanwaInqe 1t ls-3a@ (Shapiro-Wilk test) Lﬁi@ﬂ@;uﬁqaﬂwﬁﬂﬂ
91 50 AaNNtiAATzTALLsL g Age LTa ARy (Levene's test)
3. NsAAsZNNIABLANBIABANTAN AVE TR AIENITNARDLATAAA -

o e

108a4a (Kruskal-Wallis test) MINWLHEAIATYIZUINNGNNINNINAADLIE AR TT AL-

I |
= (2 =)

yaunalshl (Dunn-Bonferroni test) % mummm@ﬁu 95% (P-value < 0.05)
4, NINARABLANNTITIBNEAS tnenadaLANNuAnsaesTadeluusaz e
pneiAT Paired Samples t-Test flsiuAIEasil 95% (P-value < 0.05)
5.1139bA9NTRAINUANFI9RINTuanIaan TUEY TNF-OL uaz IL-1B Tae
nagauANNLANGNNaedTadt luLsazAAaeaT Paired Samples t-Test flszAupudesiy

95% (P-value < 0.05)



uUNN 4

NANITANLUUINUIRE

AUN 1 NANITILASIZTUNITADLAUDIADRITAN AL LUN UL U

GLumj“wmmummauzmmﬁi@mmﬁmummﬁuﬁ”mmLsmzﬁ Laﬁlﬂéj’m’ﬂqﬁ’]ﬂaﬂ\i

1 v 4
= o a

aa HaNTFNNRasanavenuaiudunmdndusng <) 433 0, 3.75, 7.5, 15, 30 uaz 60
Tulasnsusialadans iunan 24 dalus aaeRs MTT assay Tnannsnaaauaziiuua iy
., Y A £ :// o—dl 3 1 £ ' %’/
siaaas1vdulawRananngnaaauis 3 au uazasaninulsanngnaasuudasauiy
azihlinasavuusniuluwsazaning 2 A3 wsazassaziii 3 4 luusiazngy anuanis
nagauluLAazNgNNLIN nquFetianaaauninIT iasaiAue LN uTuasiAfas Ay
aAaa & 1 I dl M Yo dl 1 dl I dl Yo o Aa/ o i

ANHTIATRITARGININANT 1A 51 TermatTunquin ldsuansananenuaiuduazeg)
Tutasszndnefesns 120 - 150 Inanguinlasuatsaianeuadud iy 15 waz 30
Tulasniusialanans aziA1feaazANNTIAIRIIAAGIAANTRLAY 150.51 UAY 148.46
MINAAL A3 nLlsznaun 26

IHBUNNANINARDITNAUNINAABLINITUANULATIBITAYARLERD Shapiro-Wilk test
wudndagainisuanuasuuuilng wiilanaaatmunleilsaunaeas Levene's test wan
= 1 1 o 1 !
Hanuudstsauliiviniussudnangy

\HENAABLANNFATIMANBALITUINNGNATEAT Kruskal-Wallis test 41919 6 Ng
mlinaudnluusaznguilreasuansnaiua191EENATY (P-value < 0.05) A4NAAAL
neaadn ngulaliAnfasas A NNTIR 1A IARE9AINNENAWAYEAD Dunn-Bonferroni
test Wu31 lungquin lasuansaiaueuaduiun anudnduseat 15 uay 30 Tulasniusie
Hadans tuupnssannguAtANan anislunguidudu 15 llasniusalasansas 1

> Aala - ! R a X > o
ﬂqﬁ‘@ﬂﬂzﬂqqmmﬂmm‘ﬁﬂqLﬁ@@@jﬂﬂqqﬂQNﬂu @\L][ﬂmﬂiﬂﬂ L@@ﬂﬂ@aﬂuﬂqmﬁﬁﬂuslumumﬂumﬁTﬂ



71

Dose-response analysis

250

200

150

100

Cell viability (%)

50

0 3.75 7.5 15 30 60
Turmeric crude extract (ug/ml)

*

= Statistic significant
ANLTTNBL 26 HANITIATIZWNITAALAUAIFARNTAN AN LIUN LTI

wNIEe) [*] ANeAsdANwAnEsetnltiid AnunsrAuaTeduianay 95

A9uh 2 HANTFAATIZUANNRTINVDILRARS A WL viRa NN me
aAaa G dll -:al/ 1 ] 1 90/ a

NAABLANNNTINTBUTAALNBLALN luan19zpn9 ) Ingudadu nguiiiniaini
1A NG, NG+TUR, NG+LPS uay NG+LPS+TUR nguu1ma1ags laun HG, HG+TUR,
HG+LPS uaz HG+LPS+TUR Taaiaeluanusiaeimasninnguiiaig 72 49lue aniiu
wazuiluamsaeneaanIungunIs lasuansatanauaiuduLarn1nszfuaae LPS 24
119 FDBENNIIENARBLNG 3 AL TNYNNARBIUEINTT 3 AT AINITNAABLITVIIAY 3 11
lunsazngu

a aala e v ~

AINNINLTENBUN 27 LARINANITNARALANNITINY S Iaa a0 dulean
uyrelunguinaialnfluusdaraniazwudn Waldarsainnenuaduiuinseiu 15
TulasniusialadansavaainAIFasarANNNTIATeTAS LLNgN NG+TUR Wamauiy

NG aisaduiunguilasu LPS udazlasuansainaiudunalungu NG+TUR+LPS nably

NUNFANTULDIA TR AL AN NRTANUBLTAS

3 I

ansunilailaiansunnanimadau lunguiianageluusiazaninznudn Wals

v 1
a o

ANFATANENUINUTUNIZAU 15 IuIAINSUARNARAATAZNANFREAZANNNNTINUAILTAD
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WnTweansasar 1 lungu HG+TUR Wameuiu HG Wulheaiu HG+TUR+LPS gy
HG+LPS
= = | : s a s
e UANNLANFANNTB9I A NN AGaLNRUIAaUNALAzUIAAg
Tneutanisdiaaeiuenidu 4 ghe (NG Wauiy HG), (NG+TUR e Uiy HG+TUR),
(NG+LPS Uil HG+LPS) waz (NG+TUR+LPS Wguil HG+TUR+LPS) Wi Ngund
H a a4 Sala o= | ' PR o
wanatnfaziAnfauazaNRTInTaEaaNNINNINENITas RN AagaLsTIN TR
10
% a v aa 1 dl Sjijx = a v
AUNNIA TR AN NATANLGT Han1IageUR IAtuinIsuanuasnfnag
ABNNINAFBLLDY Shapiro-Wilk test ABNIMARBLANHAFIMANNUANANTR9TAETEAL
wena TnamuuninaaeuamuansaesfadeluisazgAaeas Paired Samples t-Test
AANgX (NG 18 UAl HG), (NG+TUR Wialufiu HG+TUR), (NG+LPS ity HG+LPS)
waz (NG+TUR+LPS Uiy HG+TUR+LPS) w91 Tungunaaauniunmnageasaaua i
forarAa I nrev I duAnFvad N TEd Aty nat AW ansuiunguiuianalng
(P-value < 0.05) thuanladn amas IAIUUIRNNAEIN 50 HadTua s wu 72 dalusazan

v aala g 1 a o o o
TRHUATAIMNNTIAUB Lsﬁﬂﬂﬂm‘ﬂﬂ%‘muﬂ@’]ﬂiy

Cell viability analysis

* | ENG
* BHG

120 | * |

101.72

100
80

60

Cell viability (%)

40

20

0 Group

NG NG+TUR NG+LPS  NG+TUR+LPS HG HG+TUR HG+LPS  HG+TUR+LPS
* = Statistic significant

nnisenal 27 fasaraniTinneanas lunguuimatlnfuazinanagalusazaniay

' dl = 1 1 A o 0 o dl o dl ol/ 1%
HELUR [*] AMLRAENAITNLANFNAEINNULANATUNTEALANNITANLIREAY 95
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#7U¥ 3 NsuaRIaanluszAl mRNA 212381 TNF-o Tneinatia RT-PCR
AINUANINAFBLAINITUAAIDENTDY TNF-OL lusedll mRNA sevaasainaduls
wianuyeeAaeds RT-PCR Tnatiaaan ldainnisaeslulenlesing o) andaeeneuess
o v v

NARBUIN 3 AW TIQNNAABILENAY 2 AFY Aoanisnaaaud19van 3 1 luusazngy

A

m@ﬂﬁﬂgdq%\mz\iu NG+TUR uaz HG+TUR finaifiuansarauenuaiiududl luusiag
NQNAZIATTALNITUAAIRBNTDY TNF-O I¢hade 1 win mnffwﬁ'aLﬁﬂuﬁumimﬁﬁmﬂﬁu
LPS $uianazldrniafeees TNF-OL Uszanms 0.5 windledieuiy B-actin
Tmﬂm@m@mm@uﬁié’mnmjuﬁﬁ"fmfhﬂumquﬁqm@ﬂﬂﬁwmfﬁ naN NG+TUR Az
denaliinnsuanseantes TNF-OL anasiadefenas 5.5 LﬁfaLﬁmuﬁUﬂ@im NG lualu
fianaiReaTuiunga NG+TUR+LPS fiflen TNF-OL anasiasias 4.5 iaufaufieutiunds
NG+LPS sniansaianizaqeues LPS ‘Luﬂ@:mﬁﬂm@ﬂﬂﬁwudﬁ NgN NG+LPS azgana
Ifinsuanseantes TNF-OL anaadsietas 56 Wewiauiunga NG delduauieaty
ngul NG+TUR+LPS #ilen TNF-QL anasfaras 55 ieifoudiausunga NG+TUR
Lﬁ@ﬁmim’m@miwM@uﬁ%’f@mﬂ@iuﬁq@ﬂwiuzﬁquﬁﬁmmﬁqwudﬂ nau
HG+TUR azdanalifinisugnseenaes TNF-OL ifinTudeuas 9.4 Safleutunga HG Tas
WnalUufiAnaiafusunguiifinasataneusiuduuas LPS saudae Safilaivinli

NITHAAIBANTEY TNF-OL AAAY WANLFIN1TuaRAIaaN18d TNF-O lungu HG+TUR+LPS

'
a

WNAuFatay 2.1 WaauAuNgy HG+LPS ninwansuaniziladaaas LPS lungu
UNANA4INLLIN NGN HG+LPS azdsna liin suansaanaas TNF-O anadiadatianas 33
Waauiungu HG v linaaenARaIiuNgy HG+TUR+LPS N1dA1 TNF-QL anasiatias 37

WaulFaumeuiingy HG+TUR

|
a A ¥ v

AINNITUATIEANWATA WHANARAUNITEANLINUDIUDL A ALl Shapiro-Wilk test

©

wudrdeyaniiainnimageuiuinisuanuasuuulni AeuinageLaNyAFIMAN

| o o 2 o A ¥ ¥ o 1 . Aa aa ° ¥
uansinsaesfastasainuenuaiuiunaudndy 15 laniuseiaaans Inaiuunly
naaauANLANAaesTadtluLsazAAaERD Paired Samples t-Test ABNEN (NG gLy
NG+TUR), (NG+LPS iitiufi NG+TUR+LPS), (HG ey HG+TUR) uas (HG+LPS
WaUAU HG+TUR+LPS) vinlimsiuannisldansannueuaiiuduaslllusazngu lidina

1
o o = o

TFn19uamaaanaad TNF-OL HANNuANs1Nasaltag1AunsssuANITauiasay 95

7

(P-value < 0.05)
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mnﬁummmumwﬁgmmmLLMﬂﬁmmmﬂ@ﬁﬂ LPS fipmnandadu 1 lulnansusie
Hadanslnannualinageumauuansisrestads luudazgfoaads Paired Samples
t-Test ABNGN (NG WaUiU NG+LPS), (NG+TUR Wi NG+TUR+LPS), (HG gufi
HG+LPS) uaz (HG+TUR Weudy HG+TUR+LPS) @’mN'ZW]ﬁzﬁﬂULLzﬁﬂﬂﬁLﬁu’j’]LﬂW’W:ﬁﬂZ\iN
NG+LPS fnsuansaantes TNF-QL uansnsatadiadfyfissduanuieiuiosas 95
(P-value < 0.05) leiflausungy NG tewenldin iemadlungurinmadnilésu LPs 7
rdudu 1 lulnansusefiadans unan 24 dalusazansnsuanseanaestiu TNF-0

g 1 A o o0 o
InatreflidagnAny

o TNF-a expression NG
=] 2.5
B BHG
£
i3]
[ 2.0
Q *
~
3 l
S < 15
Es
BT
< 1.000
3 1.0
2
T
© 0.5
(3]
[
0.0 Group

HG HG+TUR HG+LPS  HG+TUR+LPS

*

= Statistic significant

nilsznay 28 eRsEIuNITLAAseanaas TNF-0L Tuszatl mRNA euiy B-actin (1)

] |
o A o ol

WNNEL6) [*] ANLRAENANLAN ANt WEE AT NIz AUANTaNUTataT 95

o
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dauf 4 nsusnsaanlussiu mRNA aasiy IL-1B Taewmafin RT-PCR
AMNNANIIATIAADUN1IUAAIBENTY IL-10 Tuszdl mRNA 1aumasaiidule
widenuyeeldanda RT-PCR laavimasidannnisidasludenlasig | ANAIBENVDIE]
MAGELTS 3 AU TINNARBILENTL 2 AT AaEnImMAELTINIAY 3 91 luuAAZNgH
maﬂsqngdnﬁ“&mﬁu NG+TUR uaz HG+TUR finaifiuansarauenuaiiududl luusiag
nguazinszAUNsuanseen IL-1B Idiade 0.6-0.8 wih andudledieufunguignins
LPS $ausnnazldrnaneees IL-1B Uszunns 0.8-1 windledeuu B-actin
Tmﬂm@m@mm@uﬁié’mnmjuﬁﬁ"fmfhﬂumquﬁqm@ﬂﬂﬁwmfﬁ naN NG+TUR Az
danalidnsuanseanaas IL-1B anasiedsdenas 45 eifiauiungu NG atnslsfimuds
Lidiunaanmsliansainueuaiuduiiazdssannisuanseanaes IL-1 B lungusinating
i LPS sulungn NG+TURHLPS 1ilai3atiiaufungs NG+LPS uanfansun
\anneifaaeaed LPS ‘Luﬂ@;uﬁﬁm@ﬂﬂﬁwudq Nax NG+LPS azadqnaiin1suansaanaes
IL-1B anauadsferas 26 dainuiungu NG dvlinanssfudraiungu NG+TUR+LPS
fidlein IL-1B Wsiudenar 47 WlenBonifieuiungs NG+TUR
Lﬁ@ﬁ@wmﬂm@miwmmumé’mnﬂ@;ufﬁTfmﬂ'wﬂu@mq:iﬁm@zngudﬂﬁm@ ANt
1u171ﬁmqLﬁmﬁuﬁm@:wmmu‘lummq:ﬁwm@ﬂﬂﬁ nan9Ae HaaINnIsldasannueiy

wiuduasllaslungn HG+TUR azdaaannisuansaanaad IL-1P lasafaaay 36 1io

W
1o A o

Wiauifluiunga HG wiivinaudsliifunadnsnisldauuacetedniauaaanisly
ansafpnenuiiuiulunguitlasu LPS dvlungs HG+TUR+LPS e nfuuiuiungs
HG+LPS snansauianzadesead LPS Iuﬂ@;uﬁﬁm@quud’] NAN HG+LPS azaana i
finnsuanseenaes IL-1P anauadsienas 18 Weluiungn HG dvlinadaudetunds
HG+TUR-LPS #iifin IL-1B ifisudenay 24 1ilenuudfleuiungs HG+TUR

anfinanasndasuuandiisiuinnguildiuansasaveuaiuiuiece e
uwaliuamnisuanseantes IL-1B nelugnnziimang uaziimags uenainiidenws
nga HG Rldsuninmaguiiasednafsafinsuanseenses IL-1B stuienas 19.8 iile
Wauiungu NG

AINNITUATITVN NAD LﬁfammumﬂlﬂﬂLL@W@Q%’@H@L%’QHE% Shapiro-Wilk test
wudrdeyaiildainnismagauiuinisuanuasuuuyng AANINAABUANYATIUAINN

uAnFratiadta AT AN UANWTUAANENTY 15 Tulasnsusalanans Tneaniuun 1
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naaauANuANsaesiadtluusiazAAaeis Paired Samples t-Test Aangx (NG ey
NG+TUR), (NG+LPS 1811 i1 NG+TUR+LPS), (HG i iy HG+TUR) Ua (HG+LPS

MUY HG+TUR+LPS) v Timsnudn lanizngs NG+TUR uay HG+TUR HN1suangean

'
[ a o A

299 IL-1B uanssaeneildadAynieaianszaunnudiaduiaaay 95 (P-value < 0.05)
dll = o { o o | P2 Aﬂl Yar o : o Aﬂl
Waeuiungy NG waz HG muaau thuanlaan wemaa lasuansainuguaiudun
¥ ¥ % 1 a aa ;/ ' a
dudu 15 lulasnfusediadans uman 24 dalugazanpAinisuansaana oty
IL-1B lfaeinsdfadnAnyrislunguinanalnfuazinniage
ANUUNAFELANNFATIuAMNLANGA1TeTady LPS Nasnuidndu 1 lulasniusie
Haaans Tnanunlinaaauaruuansvaesifadsluisazgaoaids Paired Samples
t-Test Aangu (NG WUy NG+LPS), (NG+TUR figufu NG+TUR+LPS), (HG 1fiauiu
HG+LPS) uaz (HG+TUR Waiufit HG+TUR+LPS) ANHANAABLLAAS WAL nIzngu

'
0 o A

NG+LPS finnsuansaanaad IL-1B unnstsedwldadAnysesuauidaduieaas 95 (P-
value < 0.05) Iamauiungy NG dsuanladn Wemad lunguuinialnslady LPS 7
v v [ A aa ol/ U a
Aadnd 1 Tulasniusaiadans ilunan 24 dalusazanpinisuaasaantastiu IL-10

IragnsliadAy

e IL-1B expression . NG
=t
© 1.8 BHG
£ *
S 1.6
©
@ 1.4
= l
o
o 12
=3
5 2 10
2
3 0.8
2 06
=
®
[ 0.4
(]
£ 0.2
0.0 Group

NG NG+TUR NG+LPS  NG+TUR+LPS HG HG+TUR HG+LPS  HG+TUR+LPS

* = Statistic significant

nwilsznay 29 enadlunisudasaanaad IL-1B Tuseat mRNA Weuiy B-actin (111)

! PR | | ANe o o A o A o v
WNELUR [*] AILRALNAINLLBINAIND 1NN U AN UNTLAUAIMNITANUTRERL 95
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Toselui
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3. TALAUALLY
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1
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Q
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LPS 289138 Pg ”Luzqqulif]m@zgqmﬂsluﬁ’mﬁ@u“ﬁmi iednaesaniarressagiudilas
Tentdiudaniauuazisaiuinenu TnaifTaunaunisuanseanlusedy mRNA 20981
TNF-0L uay IL-1B Wasanlalnladfsnanaznuuiniilanssuauniseniguizunasa wasd
nsvnanussdululsalsiusaniauuaz lsawnuau®” lunsfnenil gadeladeuiuliy

¢ 5 - - o o ¥ o4 o4 P U
iasadulauRanuysed Wasanniduaasinuls uiletianaaiuaeaiiten T9duius
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Auntaidasuutdasaeiiatialsvus anvsrasaiaduledeaiunsndoaaineilsnun
fendeeiulaseaiisetnsnaaanian uazdananiu (Elastin) Bndeiiunumandysenis
afansaesniauauauNnEgy 1IL-1B, IL-6, IL-8 waz TNF-OL e luilatdanisaniaiinng

aNa A AP (144)
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Tunsapazimnuidnuearaaaiadulavenuyseiiaasluamaassaas

nansainneuaiuduauidudusiig o 1unan 24 daluenudn nnaudnduaziiig

= ¥ v

FRUATAINNNTINIANTAR W URNHADLTAR WAL A1TAN AN UINWTUN AN LT NI U
15 lulasniusalafaansliasazpnuidinaeqsasgeqaetwlitd1Atynsats (P-value

?.'/ v aaa L a % dl dl Yar : % Aﬂl % % d?
< 0.05) aniufatazAuiTinvamasaslua Wunanauilelasuadiudunidudugean
111 30 A 60 ulasnsusaiaaang AetiuaddanANTNTY 15 Wlnsnsuratadans

dmsunimaaadsialil TntNafInaINtiANNARAARAIRUNITANEIT99 Lantz R.C. LAY

' (2 1
(74) & 1 a o A

ALY (2005)7Y Anudn anganeveuaRutunanndy 50 lulpsnsusaianans azldifafs
1 Ca a Qo‘ = 1 Gl [~3 (=3 A t:el’ dll Yo : o
ALTAR Lmﬂmmmqmﬁmmmwim I salmasNzidaRanTIzage e e U N WT Y

2NU 24 G119

winfansan lurasnsasayisTnaesetas (Cell growth) lun1sdaneillsnaaay

1
a

NNTADLALAIUAILTARFADURNUTUN AN LA 1FN I PAIANN BN Z LA TARIIWIAN 48

F0119 Na19AD UAIRININIZIALNIIAALTWNEAT 24 F9TH9 [adazgNUNALaMNTREEAS

' v
a o v ¥ !

PRpHuduAmdRdusie o unan 24 4alug antiuAiansiniaaazANRTIA289

LIRS T9TNIIAIAINAILT TN A9d gz ILNAIMAAM (Log or exponential phase)

A TN NIANI UL AF NN FaLR U UNNT ANz e S 120 F9luauAIaIniEy
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(Stationary phase) {aIaINTZEZAINANTARAZIATYLAL IALANT ANNUILULIAILTAS

d? a & = o [~3 dg/ dl a’lj & dl o =K o
NNTU HUDUVNLTARDEY TANULANNUNITNULNIZLALILTAR LAZINAANTAUNINALTURINN

Wmaspenadu* '

"Aenaliianuanmasanadls AeuANafINatAINLSataY
alaa & di Yo %3 ag/ % 1 all 1 o
ANHNTTINURITARAARILND T LANTAN AR UTU LT 1A AN

da/ v o LV v 6

annanasasiilainisaiaasaninzaagas iugilaalsauaneiu Ine s

Yo 9; =® a a I's qI/ :,/ dl a’lj raal a

TAFULRA49D9 50 Hadtuans Wi 72 dalus avntuilasuwiduamnsiaaaaasinaaing
1 aal aI/ | v aaa s % 1 a o [

lnandiu iwoan 24 d2Tug aznudn Faaazanuiainaastasanadlaadnelia @Aty

@ = A A T o 3 A v v
(P-value < 0.05) WARRN19ANEBUANLIN Watimas luszALUNAagendudulasa
1 25 AadlNaF w1 72 FoTuanauldnu AN LAN AN I895a 8 Z AN TIAURILTABLED

= o ' s a ' A oo o (147
LWﬂUﬂUﬂQNuWWW@ﬂﬂGlﬂf;l’]\‘lﬂ\luﬂ@’]ﬂﬁy

'yananniluani1maAdeU T denAReany
NNIANHNIUBINTHI YIAU uazALe (2018) " Mnudn Wamaaaivdulamianuyel

Iasuunmageluszau 50 Hadluans luszazioan 72 dalusazdwmalifiinaonuiasan
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aandindu antuaziineyyadaselungu ROS nglulaad d9azyinliaadiinny
UANF29IUN1TAAAUN NNFANITUN aziAAANNITuREAaEas wananidawnliaas

< 1 1

a ' dy a a v d? v 4:/ ¢
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st authlganazniesniauaesesuaz Siusifnduaman s auauld

Tuguedn1InseAusat LPS M lumemaaesd elunissaesanazaestad

Tulsaiinussniausilimeudn nguiiinisnszdudas LPS anunsnifinarnuiiiinues

wadld arnaziennaniflemasaiadulawdenuyedldfunenssdudan LPS aziin

AangsunInuInany (Metabolic avtivity) neluigadiienauauessia LPS fiadnun
o o

danalinanunumasminuaulaateldad1ay " uwan i uiesralmas aanAaaany

7

o

AMTANET8Y Chiu H-C wazAns (2017)"* Avinn1sun Pg LPS lue1vnsiaeaiaaaniszmy
% a 1 Yy aaa calaa AI dg/ £ o % %’ dl
WimnalnAnudifasasA N T A aNT e NN TW Asvdniuluss AU AN geing
v o B 8 ALY o= =0 9 .

wn ldudnfimaanneinay 3uuieauiunan1maassilile ldsu Pg LPS 1 lulasniusme
Aaaang 1111aan 24 daluaetuiaeaniu

ANNNTAATIZINTUARSAANT Y TNF-OL LAz IL-10 Tuszal mRNA 289n15@ne
QQIJ ¥ o 1 [ % QD o % v [ A aa v 1 &
1 lavinnnsldansaipnenuaiiudwdndis 15 wiasniusrediafansnszausatias HGF 1y
1981 24 G109 Y19lungN NG+TUR wazngd HG+TUR wWud1 nnsuanseanaesiy IL-13
anasatNNlBgATY (P-value < 0.05) IaaufuUNgN NG uazngu HG wslinunisg
wWasuwaefilugie TNF-0L a1nn13@n 1184 Xiao C-J warAnsy (2018) “° wamalfiiiugn
arsnefAaRu Nt Ul gnEaugIn19919IuLe NF-KB danaliiinnsadie TNF-aL IL-13
waz COX-2 anaslurtasaivdulawNanuywelasu Pg LPS asanninasaadudi
dna919n19ai19taulasd NF-kB binding kinase (NIK) asldifinnisifnugnagaine uaznng
wnTdsAugiindaunluanaaa IkBOL (Inhibitory KB OL) a0 IKK complex aniiuaz ldifia
nnslaas NF-kB (RelA uaz P50) aasvidnlidiamranavasiaas aanalilaifianisvneny
199N 711dATUT UL AR BT NF-kB® waza1nn1sAne i NANaaa Yin H. LasAe
(2018)*? wudpasAaR i llsunaunisadng IL-1B Tunane i s

- ) TURDL T96119910 TNF-QL

A ldgugannsmnanaes NF-kB winths InspasAaiugnunsadusanisaansianasiila

sia10911sR1 NLRP3 uag pro IL-1B Midunaainnisdugans NF-kB uanainiinasaaiiy

2%
o

fifadnannaniglaas ASC annluinmaunde waztlasdiululillupadaueanlduaniaas

v v

anvinguaaazldiian1ssanmauea NLRP3 ACS Wae pro caspase-1 Wie4519 NLRP3
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inflammasome Na1unsniaau pro-IL-1f Widu IL-1B Tugdunuivineuls Teaanndas

U

b

o o

funanisAneianunranasaastu IL-1B adreldad1Anyn1eana (P-value < 0.05)

[

©

v v
a o Y Y

nzlunqunguiiaalnfvaziinagen lasuansainneuaivduidudu 15 lulasniu
aNadans Inanssusamas HGF 1w 24 4alug

é’w = o A A&/ Y =2 .
uananideddade Fasszazioanlunfaiassiaaasae IngaINn1sANEIY8d Singh
waz Aggariwal (1995)"°” wudnszaznanlunslasuinesAaiuinnuduldlnnazdeuasie
NNTUAAIDANTANEIL TNF-OL ilasanniaasAodiuasililszdnsningega lunisdudaniansysu

NF-kB w1 lasuipasaadiutiuman 1 dalusnaunardnisnseduliiianisaniay weily

nsAnsnla ldaiudunfandunisnszduliiianisdniausas LPS anaiudnivspaniian

i linuanuansnzestiu TNF-a Tlunqunageyiiie laiuaisanavenuatugu

v 1
[ o SJdI/Li/
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a o o O

PevRutuaInNFarinaratsenuea Inelildldaisine fAaiuysgns lunnmeaaeumieau

v
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N139aEaY 7 NHauNd Asenaiiliarnainsnlunisdudansdniaulaidsngiudniin

a

WANF9AINNNTANHITBY R.C. Lantz hazansy (2005)Y Al sAINWL34N 418190 N

Q

szaumNNIdNd LT NgaNYIN T Prostaglandins E2 anasatiidatiaz 50 (Median inhibitory

q

concentration: IC50) L8l 31L1AFANY AP LFABNIAD 41947ANLNL DRALNNANT LADTAY

Hu wazhvendnaiAany uansliiiiudueesAauin e lunsdudanisdniaulanndans

KX A

ANAUEINL LAIANNAN190TLEIN194519 PGE2 Tosunnngn ialdaonuiduduiimngi a9l
Auullladnansaiave Ut udun 14 lun1sdneiianaipoududuaadina faa Rl

= nﬂl = 1 o o a dld dl ?:/
WAEINNANATAANITLAANARNARIEI U TNF-OL LWAANNTLIEI |L—']B NHNITUAANRANNAANIUL

v
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o 1 dl M| A % = d”d 1 XK = v o e
anaunasa e sipasRaiuaz i lldugsEutiivaademis asiuueliuvin ity
IL-1B anaslaislunguuinialnd wazinaags walunsninaln198nIELIWNAY 1

Walasu LPS nisldatiudu idenasaniaidasunlasnastu IL-1B Tausiasingla

% o

WagannnisdAneidlinuunnseiuedeslia g1ty lulansaanaasdin TNF-0

1
a v v

waz IL-1B sendnenguinanaing waznguinanags waln1sAnsAnugn dianandudu

1
a o o

44 (25 Hadluang) aznszhu TLR 2 wa TLR 4 dududasundrany lussuuniAuiundun

winile anvisnenadadnllnsygulmnanisadweyyasasslungu ROS melululnaau
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178l ez NADPH oxidase slannazgsdrynyraligmauanidduunnines NF-kB v l#ina

1 1
¥ o [ %

nsafuineadasiunisaniay 1y TNF-OL NLRP3 ASC Caspase-1 wazIL-1B unnaiu

WanauiunguimatlnfatinaliadAty (P-value < 0.05) fslailaimasasraduleowian

[

muwﬁlﬁi}“vﬁﬂmmﬂumm 24 7739 AanNTuUN1LAAIaaNIAEUTIUNAzanadll 72
Falua® N s imaden o i waaruniaan lanszgn " waguunlasmne
e v (154) N o ! A A Woe o
wazimaaainenszgn " aznunisuansaanaesiusanaianIniga e lasuunnags
(25 Hadluand) lunaruiundane 48 dalue Asinasenaazidudedulivgulddilunig
naaasiidnlinseaaaunisuansaanaasiiy TNF-OL uaziL-1 ludagnan 96 daTus Teana

A o o =2 : ! N 2 oA -
uszagninisdniauanauda asasualilinuaouuansnsrasduigilenlTa ey
FMINNANUIAIALNGE waznguIIAIAge LA NIHaEas iLnagadunaininnan
24 49719 anaazm A nAN Tz UWN1TkL AT A A A UL AUUANE MRNA Tfiiluansa
nenariluiedunsziildshiu Aesaagnaeulsgees Mohan R, wazanuy (2007)"°Y #le
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nqaatNldBd1ATY (P-value < 0.05) Tudadiaan 24-48 FaTusaniuazanasludn

¥ 1
=
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D
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ANiuAzinigaing IL-1B M ldinnsinagaesiliaian e W uLasiiAN19aa18 199N 529N

wWiu®” dwsunaainnisAntnudn n1suansaantad TNF-0L Lag IL-10 anagasined

a

WadnAty (P < 0.05) WWalasu Pg LPS 1 lulasniusatadans ilunan 24 daluslungu
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srely 8 1alug 1He9a1n MiIRNA aziniinNAcuANNAINII0BAIHA (Post-transcriptional
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