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FAoEAg, ZREB, FAETFC, ARG, FC, RRAE, TEFR, 2 (L VBKFESRE, T
5% 850012; 2. sIEEZ2Ebx, it I 430072; 3. HERHE R T8k, IL7R 51 266042)

WME: BM AR TR B 2 g %45 (LPS) #3694k W 9 K A A a9 VR A R AR ALK, Fik HFb
R ARG BL, Mg S AERAZL | Fak 2530 K KA (0.000 5 g kg ) BB B I TR BAK. F . &
#20(0.500, 1.000, 2.000 g-kg™), #2810 R, @it EAZEHAS S 45(0.001 g-kg') & 5/ KA MM K AR
KR B BR S 9% ik (ELISA) 4] &40/ R R 2R P X E R FAKF, %4, B3R EBFFIRELME
RAW264.7 3 .20 fe K Iz AR AL, ¥ RAW264.7 aa o5 = G x4, ig % HEAE A 20 %R ) IR B3R 30 I T BE 42 IR
(25, 50, 100, 200, 400 pg-ml™"), A& fm 77 5 vd 5k i 45 25 0K &5 ELISA BAa ] 330 I T BE 42 B
SHE K B F—BAR(NO) . MFEIREEF o (TNF-a), & @@ieZ (1L)-6., 1L-18 ¢93pHI1ER; & a bk
MAL KA 5 A — B4 5685 (INOS) A= 2R BALEE -2 (COX-2) 89 R A KT, RN E G BikiEf L) & Ak
Kol 4m L NF-kB i@ %48 % & @ (p65. p-IkBa. IkBa)# kiEKF, R KATLRT, 505 5B M
W, BAINFCERERY P, SHAZTAYRRAREEIKT DA P TNF-a, 1L-6, IL-1B # &k KT (P<
0.05, P<0.01)., MR EIP, RIELHLER, HEOXRAL, 400 png-mL™ 497835 % T B4R B0 & I H A
R (P<0.01), M 25~200 wg-mL"' #5830 I~ T BRI B *F dm o A5 7% A 2 %m(P>0.05), ATt
— £ 55 S AR, A A NO, TNF-a, 11L-6, IL-1B K-FHRHK(P<0.05, P<0.01), &4&
Wk ZERE T, S5 S EERML, RERE(150, 200 wg-mL™") #9883 S48 2474 p65. p-IkBa #9 &L,
#ET IkBa I RETH, AZ2FA%HFEL(P<005, P<001), ZEXLERE T, SRS mEAA
Yo, BRI LEE SR B A AR T aa i P 69 p6Ss e RGA . FEIR UGN A A T R a9 K, HAER
U] 7T 4B 1 37 4] NF-kB i %51 fm i SR A, 9P K&,
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Abstract: Objective To study the effect and mechanism of ethanol extract of Nepeta Angustifoia C. Y. Wu(NA) on
lipopolysaccharide (LPS) —induced inflammation in vivo and in vitro. Methods KM mice were randomly divided into
the control group, LPS group and positive drug group (dexamethasone, 0.000 5 g-kg™'), NA low, medium and
high dose groups (0.500, 1.000, 2.000 g-kg '), 10 mice in each group. Mice model of acute peritonitis was
established by intraperitoneal injection of LPS(0.001 g-kg™'), and enzyme linked immunosorbent assay (ELISA) was
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used to detect the level of inflammatory cytokines in the peritoneal lavage solution of mice. In vitro, LPS was used to
induce mouse macrophages RAW 264.7 to establish a cell inflammation model. RAW 264.7 cells were divided into
the control group, LPS group and difference concentration of NA groups(25, 50, 100, 200, 400 pg-mL™"). MTT
assay was used to detect the cell viability and screen the concentration of drug administration, and the effect of NA
on pro—inflammatory cytokines such as nitric oxide (NO), tumor necrosis factor—-a(TNF-a) , interleukin—6(IL-6),
interleukin— 13 (IL- 1) were measured by ELISA. The protein expression level of inducible nitric oxid synthase
(iNOS) and cyclooxygenase—2 (COX-2) also were measured by Western Blotting. The expression levels of NF—kB
signaling pathway related proteins(p65, p—IkBa and IkBa) were detected by western blotting and immunofluorescence.
Results In vivo, the levels of TNF-a, IL-6 and IL-1f in mice peritoneal of NA medium and high dose groups
were significantly decreased when compared with LPS group in a dose—independent manner (P <0.05, P<0.01). In
vitro, MTT results showed that 25~200 wg+mL ™" of NA has no significant effect on the cell viability (P>0.05) ,
while 400 pg+-mL™" of NA exhibited signficant cytotoxicity compared with the control group. Thus, the concentration
of NA from 25 pg-mL™" to 200 pg-mL ™" was used for further experiment. Compared with LPS group, the levels of
NO, TNF-a, IL-6 and IL-1B in NA group were significantly decreased in a dose—independent manner (P < 0.05,
P <0.01). Additionally, Western Blotting results showed that the protein expression levels of iNOS and COX-2 in
LPS group were significantly increased compared of that in the control group, while NA treatment dose—
independently decreased the protein expression of iNOS and COX-2(P <0.05, P <0.01). Western Blotting results
showed that different concentration of NA (150, 200 pg-mL™") suppressed the phosphorylation of p65 and p—IkBa,
and restored the expression of IkBa compared of that in LPS group with statistical difference (P <0.05, P <0.01).
Immunofluorescence results showed that NA treatment significantly inhibited the p65 translocation into the nucleus
compared of that in LPS group. Conclusion NA may improve inflammation in vivo and in witro by inhibiting the
activation of NF—kB signaling pathway, thereby exerts an anti—inflammatory effect.

Keywords: Nepeta Angustifoia C. Y. Wu; ethanol extract; macrophage RAW264.7; mice; inflammation; NF-kB
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75 5 R MR IS /1N B R AH 7 A A Y, X
TEPURAE I BRI REATERIT, Dy Hlih R FH P52
K o

1 MHREHE

L1 P Riln IR hE, it 12171104, WF3%
[ Sigma /AH]; HWZEKFS, b5 . 191029, LA
AL B A BR A B 3 DMEM @bl 5 5L (it 5
AF29457755) . 541y (FBS, b5 . 2238345RP) .
0.25% R85 1 (415 . J7190005) . 555 2 /55 5 M
Pr(#es: 90212-1), ¥IgFEE Gibeco BRL Al ;
IR SRIE I T o (TNF-au, HIE5: 241161101113) ., [
A 2 (L) -6(H5 . 132161131113) . TL-1p(#t
5 116161061113) 38 ) &, BB 8 A A
Griess(#t5: 20190908) . BCA 7 [ e i i 1877 &2
(#It5: 20200806) . RIPA 2@ (LS. 20200917),
SRR TOC R Y (FITC, 5. 20200425) ., 47,
6— JPKEE- 2R NS IR L (DAPL, it . 20200719) .
27,7 - AN W LR AR E (DCFH-DA, it
71 20200613), MTT(HIt%: 715F0523), JbERER3E
FEAEYREARAF; B INOS fi ik (45 -
13b2720) . I COX-2 HLik (L5 : 20p6056) .
P Actin Fulk (5. 1922345) . BLUJA Lamin B Uik
(L5 2928) . FLUE p6s Prik(Ht5: 86¢7531) .
U5 IkBa Filk (415 . 60k0141) . B p-IkBa Hifk
(fE5: 47y6501) . FRIEBRAR T S LW (HRP) bRic
EPi R (S . 4358j82), & Affnity AWIRHEA
FRA ] HARI R Hral .

1.2 FEUES  Infinite M200PR U2 K BEFRIL, Hi
+ Tecan 2] ; SW-CJ-2FD BB & TAES, %
T A ARG PR s CCL-170B-8 B — & Ak tE i
KA, U 2 B s R A RA R XSP-17CV Al
IS A M, BRI RAR; 1X73-
A22FL/PH B3] & 52 ¢ W 5%, HZ OLYMPUS A
A3 Mini P-4 BN Bk RS, JEatdloolsm
IXEFABRA T 5 Tanon—4600 AL~ KGRI,
G RAERI AR F] 5 BSA224S HiL 1 KF, [
Sartorius A F) ;3 TCL-16 B & & 7R &0 0L, 155 K
LB AT R AT IR A F]

1.3 R SF SREREIU ) o5 EORIT RS T PO
R, ZVERR 2 T RIR B8 W IE fh o FREBUK
FIIFZHE 300 g, FEMTERRUB A, e OB T & L

1:15 5 70% LR A, IR 2 3k, ik
2 hy DA, BIF 2 WIBW; TefkzEk, iR
B E UG 80 CrhHt T, BIASEUR T L B BV RE i
(JEGRIT ORI, AR & = AR /DT 5.0%,
FEEUR R & AE DT 1.0%)", FH DMSO fi &
1 mg-mL" AORE, 4 CUKFEPRAT, S R A= PR ER
K (S5 ) 5% DMEM 15 359 (4 52 56 ) 5 B 2 A
N E o JEGRIIT 2 BESE U AF T VOO 2% 2y
2043 )% (Component Bank of Tibetan Medicine ) 52 5
%=, MRS CBTM-210,
1.4 ZhPnscss
1.4.1 30 4 RS HEERB/NR, SPF %, Kk
20~22 g, Mg SLE SIS L, ST
IS . SCXK (%6)2015-0018, Zh¥y k& S A&IES .
4200060004284, 1 FEF RN K AL s, 17
AMIES . SYXK (%()2019-0013, h¥scisda B
CEBhE &G, LR KEN YR ZE 5
oetE, fibifES . 2019122,
1.4.2 ELISA A I B 48 /N BRARAE I F /K F - 3
PEMESE 1 RS, B RB/NERBENL S 6 4, f4
10 H, 439 has X RRAL . BREMERIAIAL . PHEZY
by FE K W 41 BRI T 2 B B AIG (0.500 g kg ') |
H1(1.000 g-kg™) . miAIEZ(2.000 g-kg™)o FEIEA S/
FRUARRIRWTE., BORTIRRSFRGA RS 0.500 g-kg',
PERART & OGRS =M 2 /5. 4 f5E R
A, 10 mL ke EE G2y, S AN Y
I 22 W 0 20 R BH 1 ) A 2 25 7 SR AR R A B AR K
BH1K, E27d. RRGHAE, £H/NREER
NESOK 12 b e, PH MR X R 2 IR T At SE R AR
(0.000 5 g-kg )™ 1 h JFBRZS FXT AL AP 2540
/N B I s 1 SRS 228 (0.001 g-kg™), 4 h 5 i &siak
FE/NRL, FTHFIE RS, S FZR (25 TU-mL™) (9 JC 1R
R Eh 02 MR vh e, FH TG TR 1 S e WU M M TR e
Foaa R G U A A5 07 VA IR IV TNF-ae, TL-6,
IL-1B /KF-.
1.5 4IRS
1.5.1 4ifie /NEEWRAHHMIPRE RAW264.7 4, 14T
o [ Rb 2 e SRR SR W R L 2 A
1.5.2 Z0M03%E3% B RAW264.7 Ji35 & 10964 3
1 19T (F R 100 IU-mL" | E8E 100 pg-mL")
) DMEM iR TRl b, 78 37 °C. 5%CO, 55346
R B2 80%~90% I A THEAR
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1.5.3 MTT LA EGR T O BRI A i B0k
B KA RAW264.7 i LARRFL 1x10° M EFh T
96 fLAR T, IR AU AAS RV BE R O 2
R Y, (25 2k 2l 25, 50, 100, 200,
400 pg-mL™, 25 FO BREE UM A & AR R R B i —H
FVA(DMSO) 3552, E 24 h J5, BALIMA
50 pL i MTT(5 mg-mL )W, 37 CHFH 4 h; W
FALN BRI, BALIA 150 pL ) DMSO, 4k
ZHR PR OSSR 2R, B 450 nm FAAL
D7 W RE (OD) B . A IRAFIG RIS AR . 41
JLAEE R (%) =( S840 OD -5 4L OD {f)/(55
XTHEZH OD {H-75 F14L OD {H)x100%,

1.5.4 ELISA BEAGII RAW264.7 40 35 W b A R AE
K BOS B K RAW264.7 DLAEFL 5%10°
AR T 24 fLbRT, SR, #iO“1.5.37 TR ik
HAZE25(25, 50, 100, 200 pg-mL"), [E2S XTI
AR IMALIRE N 1 pg-mL " 5 20,
24 h JE A AR 3R B, R Griess i74
452140 s b NO B9 &, JT 4% I ELISA Ut
HF 5 0 2% 2H 4 A B WP TNF-a, IL-6 AT IL-1P8
KA

1.5.5 Western Blotting ¥4 K5 I 41 il iNOS. COX-2 L)
K NF-«B 38 F§AH G 8 R 5 B X 8o K W
RAW264.7 4 LA AL 2x10° N 5F0 T 6 FLARH, 48
MuAb3E “1.5.47 TR e REEER FH 4R BOER &
VLR RN R 1, BCA B EEAWRE,; &
FIRE S il 2 S BUn , AT SRR Lk, iR L
e B i B AR R b, =T R 5% Wi IR W Ky
TBST {41 2 h, TBST VeI ; SRS I ACKH WA ¢ L4
1:1 000 —#1(iNOS, COX-2. Lamin B I Actin, DA
S NF-«B il B A ¢ 8 H IkBa, p-IkBa, p65)iEH
i, TBST ¥EIE 5 A 1% B iS5 %5 TBST F B

1:5 000 HRP — 45 1 h; VEMS F ECL R 7 ik
i, R LSBT, i Gel-Pro
Analyzer FRAFRTEE 5407 IR BE AT /0 i, D) B bR
ZA K E(H 5 N2 Actin A1 Lamin B 5507 K EE(HZ 1
o HERER N FRE K.

1.5.6 I 5 LK I RAW264.7 40 il i p65 1) 4%
it & 1557 TR ITIE AL ERAN AL, SRS
FRREFR AL, FHBERREhZ vk VE 3 IR, H 4% 2 R
76 26 T [ 2 20 min, fH 0.1% Triton—-X 100 B &
10 min; 2R J5 H 1% FBS i W3k & P4 30 min, H]
p65 —PHi(1:200)MFF LR, H PBS nik; FiH FITC
PRIEH —Hr(1:2 000)#IEHEE 1 h, PBS PE3 ks H
DAPI(0.5 mg-mL™)WEHE 5 min, PBS V&3 ¥; #4hE
TR HGE, A, ZIOCRME TSI,

1.6 Fil“FREP )i R SPSS 20.0 it #fFitty
SR BRI = biiE2E (x x5) Fon, Z4LH
FE R FH B 2R 7 2650, WA LU BRI T K 56 o
P<0.05 h2EREATOITEE L

2 R

2.1 IR 3F SEERE MU MG 25 B 5 3 18 JBE R 58 /D Bl
RAEPARF-Igm SIS R ILEE 1. 525X
ML, Be BRI /)N BRI 0 E e v v ARE X 1
IL-18. IL-6. TNF-o MK BT, 2565
THEE X (P<0.01), SIREZMEEIIA L, BORIT
CEEFERUCR S 41/ B TNF-a 7K (P < 0.05) 1
ST BB (P <0.05) . T (P <0.01)7HE4H
FIHLZEARANZH (P <0.01) 1Y TNF-a, IL-6 1 IL-1B 7K
SEIREAR, ZRABEGIFE S SR, IR IT
C R v REAR NG 22 W5175 5 04 /) FoURE s 8 ke v
TNF-a, 1L-6 F1 IL-1B /K-, HEmmsEENg 2% S
/N ER B RE B S

R 1 FEHIFZEHRE IR RIS S R P R AEE F R FHERA (v £5, n=10)

Table 1  Effects of NA on the inflammatory cytokines in the peritoneal lavage solution of mice(x s, n=10)

2053 Fl/ (g kg ™) TNF-a/(ng-mL") 1L-6/(pg-mL™") IL-1p/(pg-mL™)
25 X IR - 4054.90 = 113.02 729.85 +33.91 140.78 + 23.88

B AT ZH - 10 156.79 + 169.69" 2439.65+75.20 25633.60 = 1535.44
HbFERIAL 0.000 5 5226.11 + 173.47" 1293.23 + 69.55* 3 601.38 = 690.50"
I B U IR 1 0.500 8 626.70 = 187.43" 2126.29 + 53.70 4424.19 +327.90
FEOTIIT C B U ) 1.000 3072.30 = 104.03" 1810.17 + 76.10" 3 605.08 + 353.93"
FEORIIT 2 B HUY) (R ) 2.000 2514.55 + 15.40" 1756.23 + 124.81* 2 877.88 + 172.34"

T GEsax gL, TP<0.01; SIS, 'P<0.05, “P<0.01
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2.2 NS CREREIY AN s R AR S R S5 R
2R, SEAXNBAHLE, HRIHIT BRI
VIR FEAE 25~200 pwg-mL ' LI, XF RAW264.7
G TC R, ERTGIEE X (P>0.05); 4
WJE R F] 400 we-mL B, HIAEAETE R TR R, 22
SAGIFE X (P<0.01), HIt, AWF5RH 25~
200 pg - ml" YRR T £ B R B AT 2 A0
SLH

x2 MHITTZERIDIABFERAOZM (v £5, n=6)
Table 2 Effects of NA on the cell viability (x s, n=6)

5 W/ (pg-mL™") ML %
25 X HRZ - 100.00 = 13.41
FEOFIIT L B U 25 97.91 £ 10.65
50 98.76 + 11.26
100 98.75 + 12.06
200 91.18 £ 11.20

400 6741 £16.96

Ve Hospntmglis, TP<0.01

2.3 AT SIEGE MR 2 Bl e 0 ELORANL |
Wb SRE I OKCF RS SR AR N 3 R

oz axt AL e, Ne 2 MR 2 20 LV W Y
FIEF T NO. TNF-a, IL-6 & IL-1B /K FHH i |-
Tb, ZRAEGHFEL(P<001), S5IELBHERIAH
FL, MRGRIT S REER IR N 25 pg e mL B,
A R NO, TL-6. TL-1B /KP4 1H 8 F
W, ZRASITHE L (P<0.01), TNF-a KA
FRAL, H2EFTEIEE L (P>0.05); SE0HIT 2
P HE U e B A 50~200 g - mL ' B, 40 & W
NO. TNF-a. IL-6 &% IL-1B /KA W B R, 2%
SHGFEX(P<0.05, P<0.01), HILUEH,
FITT 2 BERE I W] ARG 22005 5 00 5 s 20 b 7
W A R 7K

2.4 R T SRESE WY IR 2 6 5 S W A0 i v
iNOS. COX-2 Vi & NF-kB il % Hi ¥ 5 11 % ik iy
Mmoo E s, S AR AR, IE2
RUZH 40 1B INOS Fil COX-2 IR K ER THE, 27
At E X (P<0.01), SHE2mid thir, 4
FEIFIIT CBESE U B R 50 g -mL™ A1 100 pg-mL™!
I, 200 iNOS 1 COX-2 Kk —EFE T
e, HZEFLGIH2E L (P>0.05); YHEHIT R

R 3 FEHITTZEHRE A P R AE E F AR TR (v £5, n=3)

Table 3 Effects of NA on the level of pro—inflammatory cytokines in cells(x +s, n=3)

2151 WeIE/(ug-mL™") NO/(umol - L) TNF-a/(pg-mL™") 1L-6/(pg+mL™") IL-1p/(pg-mL™)
25 X IRZH _ 6.06 +0.71 12 434.02 + 281.26 44.97+7.19 12.41 +0.09

FEZ T EE 1 1821 +1.54" 828 397.36 + 21 712.43 4904.12 + 190.94" 345.46 + 66.54

HORIIT BRI 25 10.79 = 0.97* 575 196.16 + 30 146.14 4000.28 + 262.69" 203.52 + 45.13"

50 10.55 = 1.27% 480 423.86 + 26 098.28" 3576.82 + 277.99" 144.61 +22.18"

100 8.74 + 0.35" 194 878.77 + 23 187.17" 2 113.48 + 394.08" 135.03 = 20.08"

200 8.00 + 0.85" 146 425.96 + 17 238.21" 1 734.64 + 369.06" 99.45 + 18.52"

T gEs A, TP<0.01; SIRSEEIMALE, P <0.05, "P<0.01

A LPS - + + + + +
AT B (g mL) _— - 50 100 150 200
iNOS | T T S—— - | 130 kDa

actin I- — — — --|43kDa

Folds of control

LPS - + + + + +
T LS (ug-mL") - - 50 100 150 200

B LPS + + + + +
TIRTF BRI (g -mL") - - 50 100 150 200
COX-2 | — A = o |72 kDa
actin |- — — — — — |43 kDa
10
ok
3 8
s 6
= #
s 4
=
£ 2
0
LPS - + + + + +
ORI ORI (pg-ml)  — - 50 100 150 200

T GE xR g, TP <0.01; SEEZME(LPS) I LEE, "P<0.05, "P<0.01

B 1 BT ZEREXT4RAEH iINOS(A)#1 COX-2(B) &R KRiIX
Effects of NA on the protein expression of iNOS(A) and COX-2(B) in cells(x s, n=3)

Figure 1

Y00 (x £5, n=3)
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FEHUYIE EE M 150 pg-mL7 B, iNOS By ik FRE
B (P<0.01), COX-2 iRk mIRMA FRE(P>
0.05), HZERII IR X YREIfIT CRERREY)
el N 200 wg-mL ' B, iINOS(P<0.01) % COX-2 )
FKIAEH IS FRHE(P<0.05), ZRA50%E X,
WE 2 i, 525 X Ra i, N
YR pes KxEBTHE, ZRAESITFE
X(P<0.01), S5 bk, #HIT 2 REde
WY 50, 100 weg-mL ' i, p65 FisEHZEF
TG it E L (P>0.05); WEEHR 150, 200 pg-ml
i, p6sS Fikm PR, ZRAFKITFEL(P<
0.05, P<0.01), 5250 B4 i, 2 i A
2 41 LS IkBa 192638 & B B T FE (P <0.05)
p-IkBa MRIA R EF(P<0.01), ZRHH451T
N 5IRZ PSR IR, wIRIT L
WeJE H 50, 100 wg-mL ' B}, IkBa il p-IkBa ik
W ZERH LG FE L (P>0.05); WEHN 150,

LPS - + + + + +
BORIT LB _ - 50 100 150 200
/(pgemL™)
lamin B | |68 kDa
]KBOLI- ’ 1! - -|39kDa
p-IkBa I — — . |39 kDa
actin | |43 kDa
47 .
D IkBa
sk - p-IkBa
3 -
=
2 4
= oy
= # # #
1 -

LPS - + + + + +
kR R s
RURSF LR _ - 50 100 150 200
/(pug-mL™)

Ve S X IRALILE, P <005, TP<0.01; SiE 2R (LPS) B
gL, *P<0.05, *P<0.01

B2 T ZERRYXERS NF-«BESEBELE
BN (x 5, n=3)

Figure 2 Effects of NA on the activation of NF-«B signaling

pathway in cells(x +5, n=3)

200 pg-mL' B}, IkBa FiAEHBFE, p-IkBa %
U REAL, ZRWASIEE (P <0.05), H
AT, 150, 200 wg-mL ™ IR FT £ FEHE B AT H0]
HE 2475 S0 NF—«B {5538 15 175 1k

2.5 R 3T SREBE U M TG 2 B 5 S 1 RAW264.7
4N p6s B S DL WA 3 iR, SREH p6s
PHMEYe W5 60k DAPT 40A% Bt ge o, &l 3 ]
H, S5 AxHRA e, IR 2 WA AL AL 40 i A% b
) p6s Fik it B W, SR 2 MR R4 LA,
200 pg-mL JEIRITT £ BESE IO ZH A A% ) p6s 3R
kA —EBRE TR, RYDEIAIT OB R
PIHIE Z 8575 314 p65 % Z 1 .

c. WHIIF LB
(200 pg-mL™)

a. 45 I IR b. fRZ MR

E 3 HHITF ZEHRIAIXT A p65 #%5 i BIRSNE (x400)
Figure 3 Effects of NA on the nuclear translocation of p65 in
cells(x400)
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t, IREMERE WHAEHEERKMEER, HiESs
3 20 Ji R il R R R, 1R R RIE O . A
Ut JRZWES S 20k I8 I 58 /N BRUBEAL AT RAW264.7
M RAEALTY, 2 T IR 2P K AE L
w2,

— LA (NO ) & — b 51 2 1 4 2 1 S A I,
— i — E AL A A T (NOS) i Ak LK 2 8 7= 2R Y,
B —E AR S (INOS) &2 5 40 Mg S8 AE 21 Y
FENEVERE, ARy — AT 20 B ) R TR R AS
U ME VRS IR 2 RIS, A S iNOS R
ik, HEMPA R NO, SFEERAEME, COX-2 &%
i S I 3ok AR T AR A BT Y DGR, e Gk ]
e Bl 50 1Y & J SRR, ARWFIE SRR A R oK,
TR £ FEHEHUY mT B S DI 22 W55 5 RAW264.7
AN RAEBLRL T NO £ 8, 34 n] BH fnb 68 {1 200 it A 75
iNOS Fll COX-2 HEHFEIA,

IR RSE R T a(TNF-a) . A2 (IL)-1B.
IL-6 EHUATE MR RF T, " RBRIENLES
Ko Ho, TNF-o 2 20 7= A 10 2 1 4
-, AT 51 RAE RN, 38 nT g #E B 4 i A4
W NO KisS IL-1B. IL-6 HIREIL, TS0 i
NP TL- 18 2 LA ik A 4 3 1 1 - LA % A
T, TESRAE R BN R OCEEE R, 5 i
5 A TN 20 I A R A B P 48 i 45 9 0E o R % B AH
Koy TL-6 SE—FhINAE) Z 220 A 1, 2441
PR JSAE SN & AR, TL~6 AT HGHE A T I0s 2k
BPERIE, LAk, TL-6 WA N RENE 2 A S &
(N TRPEA B, ARSCIOHFE R, ORIT 2 BEdE
IS4 W R ARG S L RSE % S RN /)N BRSO Ve W P
TNF-a, IL-1B. IL-6 BY7KF-, o] Ry 4 i I
THW 3 FPARAE 5 &, UAHH R T £ B U
XFTARP AN RIERIY , 4 5A7 B I A S REF VR

g 22 4 1] 5 5 TLR4-MyD88 %5 {5 5 i B i 1%
NF-kB {5538 H, 51 & A0 RAE R F 3R R E A
ik, mAFERIERNTFHRETE, 51 &AImE
ST MR NF-kB — & L) S — R IAIE R A
TETYM R, #EIRE T, NF-kB ~HRIA&5 kB #
IR, DI U A e
ARG G, kB B SR i 2 T A, [RIET
pS0/p65 TR AV 28 AN A% N 5 F5 2 1Y) «B P91 2
A, 25 iINOS, COX-2. #f T3 H h £k,

AT 75 L W 40 L 53 A 5 2R A X 1, B AE Y
RN ARSI AR BR , BORIIT SRR
AT AR 2 S B AR M A0 A% b pes RIS h
p—IkBa BJFRIK, i IkBo FRIEFFiEr, 1d B AT )]
EL W20 f A A b NF-B 3l B0 S 64k, B R
YER.

Zi b, EORTT CBEERIR AT REARR 2 E S S R0 14
A A1 2 i A5 Y 1 9 E PR oK P, HAR TS A o
NF-«B i #1596 0S5G3R s I i i R
PSR HE T —E W SR ARYE . A Tz gt —
TFRSFI .
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