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fift 1 15 17 TR i X i ME S W 9 /N B TLR4
FH O % 2 SR AE R 1~ 2 3K 1Y 52 Wi

FaE" xExR oz R ox o ox B ok R s’

BE BH RKitMashirEZmEnstimnirdgmE (UC) DK Toll #2444k 4 (TLR4 ).
HETIR EMBHEEZEE (TRIF), THREATE-T 3 (IRF3) B R& G & A8k Ko B F &k ah % vﬁ
Fik ek C57BL/6 R 80 R, MBRMM F R A4 A Pha, B BAAf a4, 54120 X,
Fohn . G, AL R 3% W RBAEAB A (DSS) Bk T X, B REFHRAK, RS
e ¥ henvh 12.24 glkg ¥ AR R ERER, WAL T 1.33g/kg £V EEEMAER, A M
TOWMLTETARLEARER, HBR1K, ZELH TR, LEIRAE, BEERAERENL, HH
FIREH I (DAl), #%nlhikgmiasi-% 18 (IL-18). gw@iai-% 10 (IL-10) 4%, £ /A Western
Blot #&ml 45 i 48 4% TLR4. TRIF. IRF3 i@ %% & & i & % 8f % £ & & PCR %40 mRNA K-F, 45
B S aamrki, A4 DAl FH (P<0.01), i IL-10 B4% (P<0.01), IL-18 # & (P<0.01),
4R TLR4, TRIF, IRF3 & @ % mRNA &ix 7% (P<0.01); 58RI mrki, |mham, Phas
W 9% 22 2% &, DAl 4% (P<0.01), i IL-10 7+ % (P<0.01), 2548 IL-18 %4% (P<0.01), &
41 TLR4 & & . +254 TLR4, TRIF, IRF3 & & &k B4k (P<0.01), @240, F 2548 TLR4. TRIF,
IRF3 mMRNA % i& F&4& (P<0.01); 5 ®m5anikss, P HALHmTKE, DAl A& (P<0.01), fiF
IL-10 7+ & (P<0.01), IL-18 F&4% (P<0.05), 2541 TLR4. IRF3 & & & ik %1% (P<0.05), TLR4,
IRF3 mRNA %k 4% (P<0.05), 4&it MAEh#EMH 5T F#H TLR4. TRIF. IRF3 5@ %, 74
R E B FH, i KB FRFE, AmRZEmE £ R R, 1Rt mEis 2

KR RBELEM K MAEE RS ; TLR4A/TRIF/IIRF3 Z5:@%; g% -10; 9/i-% -18

Effects of Jiedu Huoxue Recipe Enema on Expressions of TLR4 Related Signal Pathway
Proteins and Inflammatory Factors in Ulcerative Colitis Mice WANG Jian-yun', JIANG
Hai-yan', LIU Guo?®, LIU Yuan', LIU Chang', ZHANG Qiang', and HUANG Zheng-qi° 1 Department of
Gastroenterology, Third Affiliated Hospital, Beijing University of Chinese Medicine, Beijing ( 100029 ) ;
2 Collage of Traditional Chinese Medicine, Beijing University of Chinese Medicine, Beijing ( 100029 )
ABSTRACT Objective To observe the effect of Jiedu Huoxue Recipe ( JDHXR ) enema on expressions
of Toll-like receptor 4 ( TLR4 ) /TIR-domain-containing adaptor inducing interferon-p ( TRIF ) /interferon regulatory
factor 3 (IRF3) signal pathway proteins and related inflammatory factors in mice with ulcerative colitis (UC ) .
Methods Eighty male C57BL/6 mice were divided into Chinese medicine group, Western medicine group,
model group, and blank group by random digit table, 20 mice in each group. Mice in Chinese medicine group,
Western medicine group, and blank group were administered with 3% sodium dextran sulfate ( DSS ) solution for
7 days, while mice in blank group drank water normally. After successful modeling, mice in Chinese medicine
group were given 12.24 g/kg JDHXR enema. Those in Western medicine group were given 1.33 g/kg Mesalachin
enema. And_mice in the model group _and the blank group were given the same amount of normal saline enema.
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All medication was performed once per day for 7 consecutive days. Body weight, fecal traits, and blood in stool
of mice were recorded to calculate daily activity index ( DAI) . The levels of serum IL-18 and IL-10 and mRNA
and protein expression levels of TLR4, TRIF, and IRF3 pathways in colon tissues were detected by Western
Blot and real time fluorescence quantitative PCR. Results Compared with the blank group, DAI of model
group increased ( P<0.01), serum IL-10 decreased ( P<0.01), IL-18 increased ( P<0.01), protein and mRNA
expressions of TLR4, TRIF, and IRF3 in colon tissue increased ( P<0.01) . Compared with the model group,
the pathological colon conditions were improved, DAl decreased ( P<0.01), and serum levels of IL-10 increased
(P<0.01) in Western medicine and Chinese medicine group. IL-18 decreased ( P<0.01 ) in Chinese medicine
group. TLR4 protein decreased ( P<0.01 ) in Western medicine group. The expressions of TLR4, TRIF, and IRF3
protein decreased ( P<0.01) in Chinese medicine group. mRNA expressions of TLR4, TRIF, IRF3 decreased
in both Western medicine and Chinese medicine group (P<0.01) . Compared with Western medicine group,
colon pathologies were improved, DAI decreased ( P<0.01), serum IL-10 increased ( P<0.01 ), IL-18 decreased
(P<0.05), protein expressions of TLR4 and IRF3 decreased ( P<0.05 ), and mRNA expressions of TLR4 and IRF3
decreased ( P<0.05) in Chinese medicine group. Conclusion JDHXD enema down-regulated TLR4, TRIF,
and IRF3 signaling pathways, inhibited the release of pro-inflammatory factors, and increased the levels of anti-
inflammatory factors, so as to reduce intestinal inflammatory response and promote colon mucosal repair.
KEYWORDS ulcerative colitis; Jiedu Huoxue Recipe; TLR4/TRIF/IRF3 signal pathway; IL-10; IL-18

Bz 4 % 46 (ulcerative colitis, UC) J&—7h
DAREW M fE, B 25 B SRR o SR I 1
SR ANE N B RAE VSN . IEAER, RIE UC 1Y &K
R GAE ETHE " ARRIT R, AR
5, HiF AR A UC iR & J8 R 45 s (XU 12
Toll ¥ 3 1k 4 (Toll-like receptor 4, TLR4) I T
Ui B TR TIR 458151 & (1 ( TIR-domain-
containing adaptor inducing interferon-g , TRIF)
AR S TR 35 K 3 (interferon
regulatory factor 3, IRF3) &2 Wi i I 1 5 % b 2,
e AL 1 8 0 28 S 50 RV, TE N #E 3R R 20
(lipopolysaccharide, LPS) %S UC 484 [ i
BTEEER . AFEARE UC “EEimgs” 1
WAILARE R, R F B TS I HE A C & rh 2 BIRIG T
RER A m TR, ARNTR, W E R, LT
WYY Yo A 0L A SRR R4 ( dextran
sulfate sodium, DSS ) #57 UC /MR, M TLR4/
TRIF/IRF3 {55 1 i ik — A5 W a2 305 1 )5 iR 97 UC
15 F-HL

S

1 ¥ SPF 2% C57BL/6 Mt /NEL 80 H, 1A
0 20~22 g, BB 7 M, g A DDA CdE T ) AR
BARGRAH, YA HIES . SCXK (5 ) 2019-
0010, b 5t v B 245 K24 S Wi v s ) s 1 5%
REE23~27 T, MHXHRIE 45%, = NiE MR, 5
HOEIR 12 h, @SR 1, AP 2db a0 h

RS GNYL IR B ¥ s T (No.BUCM-4-
2018101701-4007 ), S50 )5 ZATE A% L A E
W, SIS AF A B O SR S A G K

2 W RGN A Rl R B 2 RS
“RER R . A B 10 g W
10g %109 Tif5T10g =t#¥ 39, 259l
A BUBURLR, IMZE IR K R 5 e e iU R, 290k
e A2 0.612 g/mL, KE 55T 4 CUKFARAT

3 AH H51{# DSS ( % [E MP Biomedicals
AT, B 100g/ i, it 5. 0216011080 ) ;
Vb iR HE I Wk (7% [ Dr.Falk Pharma GmbH 23
Al AR, MM 4 9l 32, it 5 H20150127 ), /)
B IL-10 . 1L-18 i E 75 1 o A ) 3 550 65 [ it 1
BTN AR A R, S A5
DS-MB-02649. DS-MB-12766]; % #i il TLR4 ( 2
[= Proteintech 2 ], #t*5: 19811-1-AP ) ; % T i
TRIF ( 3£[H Proteintech A F], b+ : 23288-1-AP ) ;
bt i IRF3 ( 3£ Proteintech A ), 5 : 11312-
1-AP ) ; Trizol TMReagent i 7] & ( 3¢ [ Invitrogen
AN, #5: 15596026 ) ; PCR 514 [ 2B T4 T4+
( B BRAH ] M-MLV %5485 & (Promega
/% 7] ) ; Real-time PCR ¥ 4 it #| & ( Qiagen /2
F] ), Agarose (Promega#\ wl ); DEPC ( Sigma
73'F) ) 5 Powerpac HQ #a kA2 i HL UK AX . MP34f: H
i, Jk A . Trans-BlotSD 2 T4 Hi 5% E1{L ( 3&[H Bio-
Rad A F] ) ; MR 23i ki =yt 2.0 0L (F1E Thermo
N Hl ) 3 BS224S L F K F ((#2[E Sartouris 23 F ) ;
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Biophotometer 2543t 1T (1 E Eppendorf 24
] ); 7500 fast Real-Time PCR {X ( £ ABI 2AH] ) ;
B PCR Y ( 2 [ Bio-Rad /A wl ) 5 i & e i 1%
Z24¢ (BINTA A ).

4 Jrik

41 EESTHOEE 80 H/NEARIEREILE T
Koy Adl, BRI, Va4, hidl, HdA
20 H. 2 HH/NBA T SPF Y sh Wbtk e 3%,
Hi4y 60 H/NR A AR HZRIB /KL E 1Y 3% DSS i,
HELE T K, g UC /N ' /N B
W Z M, R TR, FEu SR, B
55 7 REEHLIER 2 SRR HE 1 a5 e BRAG A, WG
WIS, WA 7 KIg, i /RSB,
To/NRBET:, WERIETIFEN 100%, /T )
JE S BE TR, R AWK, ELET R, R
/N RAR S B AR =N 12.24 glkg, UG T
fRTEIE IMIRBRE N, PN T P Hi
1.33 glkg #E WA, AL K 2s A2 T AR R R A=
PRER K HE N o

42 AP EEIS ST KiE, MG,
PRS- HUN R — IR ER, B, 250, HBCEJR I,
BHT-8 CHkHifr. TELHEES LATHIERE,
WAL I 2 E RSS2, T Ha LT
FEIRER/N RS AP 5 Bl e SIS W azs v o3
I R E 3T TT, ] 0.9% NaCl i vk 4k in
wYE, Kainesh 2 Br, —BiE T-8 Tk
17, —BOitA 4% MZ R H 1 ( paraformaldehyde,
PFA) ¥ 8 25 o

4.3  —JBE L SR s S HR BOEAL RO
NG S . RS BaARL . REARL,
ek /N BRI HERE R 2R . IF ATV A
Do AR/ INERAER | A A PR IS i A7 250 3 43 AR i >y
P e 4L (disease activity index, DAI) 143 1/,
NERE TR RE N A SR (REAAE R 0,
1~5 1 145,5~10 4 243,10~15 K 343 ,>15 Ky 443 ),
KAEHRIESr: IEH T 0 43, BAEEAIETT 155, K
BOBAET 2 43, WfHIE 4 4y MO0 Wi B
0 4%, W FHMET 1 43, Erhai it 2 43, imfEt4 455

4.4  ELISA ¥ # I /)N B 1M %% 1L-10. 1L-18 /K
Vo BB, HRE T = | PEE 90 min, 3
IH, fnA™M00 w L & 25 3 1 2080 1Y B 6 056 R B
(tetramethylbenzidine, TMB ), & iR EHEIFF 30 min.
ACT00 L &0k IR A8 A% A T 450 nmix
570 nm AbFFA ARG KA, B OD fE, Zsilbn

HEMZ 15 IL-10. IL-18 54,

45  HEpRHEA LA K EE 48 h 4L
INRES A A S, VIR 4um, 1T
FLHE Yo, S5 PR ZS A 2 AR e oL, FARTE
SARREANTR : B9 (0 43 Jolitdzm; 147 5t <3 mm;
2&3\:73%%>3 mm ), RIE (Oﬁi}’:ﬂﬁ;'] ﬁj\:%&f;zﬁz
FIE), WM (020 J0;1 204 ), WS (0 4.
Tos 150 BT )2 247 WUZE; 343 KEZ), £
“defk (043: Jos 140 B 250 FHE ),

4.6  Western Blot 7% £ | 45 i 41 41 TLR4 .
TRIF, IRF3 & R A KV 5 45 W 4 2155 5% )5 fn
50 w L 4ilf 24 25 O B L3, BCA ETE B
a; Wl B K (HREERCFEEH 80 V, SR
AR 100V, AkEE Lk BLZ VR Y 0k A B Y
Z); HARMABERE (H 30 mA, 90 min ) ; i
1 1] (PVDF & T 5% TBS-T iR WM in i, %
A% 60 min ) ; TBS-T YRR/ I AR B —
$i (TLR4 3} 1:2 000, TRIF 34 1:1 000, IRF3 3k
1:1 000, GAPDH Jy 1:3 000), 4 CHH k9
URPEIE 3 Y ARG RS 9t (TLR4 & 1:1 000,
TRIF % 1:2 000, IRF3 % 1:2 000, GAPDH }
1:5000), 37 CHE 60 min, VIR, REEET
5min, BOEW S, R IPP X4 4
1) B 18 2% 1A T B 73BT o

47 SERFPEOGE & PCR K TLR4, TRIF,
IRF3 mRNA K ih7KF /N B2 I 20 8L B8 I A
1 mL Trizol 2, MAZNE LG, HIMARNEE
AH, FRBCE RNA, L RNA JgHRR 5 5% 57 i cDNA,
F e R 7 AR 20w L [RNA 5L, Oligo (dT)
2nL, dd H,0 (DEPC Ab#) 4.5uL, 5xBuffer 5pL,
dNTP (10 mmol/L) 2L, Ribonuclease inhibitor
0.5pwL, M-MLV RT 1L]. LA cDNA N 3 H
i) % A, Real-Time PCR{& % & & 1 Jy 20 L
[cDNA2 L, 51 4% 1 (10 pmol/wL)0.5uL, 514
2 (10 pmol/pnL) 0.5pL, SYBR mix 10 L, dd
H,O 7pL]o RN At (94 C, 2 min, fEH
1K) P FE (94 €, 5s;60 €, 30s), faH
45 7 FfR £ 72 <€, 10 min, 514 AT
TR (R GRARER, EHERITI LY
KB, RAMAE 22 e aras ®,
BNFEAS 1 H 1 3L G B -4 S FEAS (19 58
(GAPDH) 1 Ct {E.{ 147 delta Ct; /] delta-Ct —Xf
PR KA 24 {5 15 3] delta delta Ct.¢7 %), M
27 SRR A REAR H B SE R i FA AR
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®1 SIS RKE

EIE7ELRS R T G E (bp)
TLR4 5'-GATCTGAGCTTCAACCCCCTG-3' 5'-GTACCAAGGTTGAGAGCTGGT-3' 148
IRF3 5'-CTTACGACAGGACGCACAGA-3' 5'-CGGTCCTCAGCTAATCGCAA-3' 165
TRIF 5-GGTGTCTCTTCTGTCATTCCA-3' 5-GGGATGCCCAGAAGAACTTGTA-3' 129
GAPDH 5'-GATCTGAGCTTCAACCCCCTG-3' 5-GGCATGGACTGTGGTCATGA-3' 128

5 Liit* itk SR SPSS 24.0 XU TS
TEOHT, FFA B A S AU L 2 0 A (A 1T i R
X+s F£m, ZARBELE R SNK K5, 64
BT HG X oA B ¢ R 56 E R kR
\EE WG Z W E T2 0. P<0.05 hZERA 4

U0
% R

1 RSN s A4/ REBEAIER,
R R A%, KW 3% DSS IR 2 WG 4 24H /N
BRI T R, REER . BaTA.
PR¥G . KEREGEZ, nlULAIRINGE, H2hdl . pizh
M55, ANRIINGE . B, RS T #F;,
KRR

2 SN U RS [F] ] 05 DAL Ebds (3
2) HSEPA4E, AR 1 RES TR, B
21 DAl FHE (P<0.01) 5 SBRIZ thde, rheh 2 S
2 KEEH T K, FHLHLAINEE 3 KERES 7 K DAl %
it (P<0.01); SVE25411bEe, 244 NEE 4 KiEE
%57 K, DAIFEME (P<0.01),

A LS e BETE I, BRI o E, ARIR IR UL
eI s RV IS b Je i, BRARK/NANEE, HEDIZE
BL, sty S, JEEREMRIE, FBor RN
WL R AR, A 2R LRI . P
AT LRI, A RERTEIE K. a2
P s, WRARHESV RS, PR bkt An i
TCHH I A

4 HAU/NEUALTE IL-10 A1 IL-18 K FHAE (£ 3)
52 F 4 e, B A Bl v IL-10 o FE
ik (P<0.01). 5HAIAL b, VG 24 41 /) B i
IL-10 & & B X (P<0.01), i " 25 41 IL-10 &5 &
T (P<0.01)., 5762540 g, w240/ B
W IL-10 & 2 Th s (P<0.01), 525 A4l b %, i
R4 /N BUIM Y IL-18 & & 35 T+ & (P<0.05), 5
A2 LA, v 2 2 BRI T IL-18 e R AR
(P<0.05). 572541 tbir, W24l IL-18 & & FEAIX
(P<0.05),

5 HA/NRLEmAL TLRA, TRIF, IRF3 &
Fik (K2, £4) HoasAdiibie, BAILUNRL,
41 41 TLR4 ., IRF3, TRIF & 1 £ 15 7+ & (P<0.01),

3 KAUNRURHEFAMEILE (B 1) =SHdlh SRR E, 4R 412! TLR4, TRIF,
2 AUA/NET WU R R E S DAL LEEE (4%, X+s)
DAl ¥4y
205 n 1d 2d 3d 4d 5d 6d 7d
2=H 20 0.03+0.01 0.10+£0.19 0.08+0.18 0.06 £0.17 0.08 £0.18 0.10+£0.21 0.06 +0.17
A 20  2.07 +0.52* 2.30+0.45" 2.43+040" 2.37+0.40" 2.30+0.46" 2.33+041" 2.36+0.40"
7§25 20 2.27+0.45 2.10+0.54% 1.93+0.57" 1.80+0.53% 1.67+0.56" 1.35+0.53" 1.23+0.69"
Fiz 20  2.33+0.57 1.89+0.39 1.74+052" 1.33+0.19%4 0.94+0.33%4 0.74+0.31%* 0.39+0.24°*

T HaSHA S, "P<0.01; SHONA AL, “P<0.01; 56254 ik, * P<0.01

R X — Xz lan \
il Ll ¥ ot P B o ]

TE: Az AL B BRI C ONVEZG4; D Oy P24l i h3om N RPN, M IZERL, B et s
B 1 SRS (HE 448 ,°x 100)
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®3 AUUMBUMTE IL-10, IL-18 K HE. (Xxs)
21531 n IL-10 (pg/mL) IL-18 (ng/mL )
=] 20 36.67 £2.18 0.39+0.07
s 20 19.41+1.38"" 0.94 +0.16"
e 20 1226+ 1.17°4% 0.73+0.12
h 18 34502134044 0.58 +0.09°*

W 525 4 Ik &, *P<0.05, **P<0.01; 5 A A 4 I #,
4P<0.05, ““P<0.01; SP5244{IL#, *P<0.05, **P<0.01

R4 BUAPRSEHALA TLRE, TRIF, IRF3HEEHFEIL (X+s)

A n TLR4 TRIF IRF3

2 5 1.000 + 0.000 1.000 + 0.000 1.000 = 0.000
il 5 3.261+0.028" 1.585+0.013"  3.901+0.040"
7izy 5 1.784 +0.032° 1.284 + 0.005 3.589+0.026
bz 5 1.385+0.058“* 1.153+0.019° 3.014+0.035"*

T S5 ALIE, *P<0.01; SR EE, “P<0.01; 5752541
tb4s, *P<0.05

TRIF S— --— 63 kD

w— — —

e s

GAPDH -.“ 35 kD

A B C D
e A NS ; B MBI C NPEZG4 ; D APZhd
B2 HH/NREEmAHL TLR4 . TRIF, IRF3 E A HRIKAE
IRF3 I #5 FF (P<0.01), Fizhd] TLR4 E A%
KR (P<0.01), SFZ541tbig, 254 TLR4,
IRF3 #1335 TR (P<0.05),

6 4% 4/ R 454l 40 TLR4, TRIF, IRF3
mRNA i X ik K (£5) 54l
B, % 4 TLR4. TRIF. IRF3 mRNA 3% ik 7 &
(P<0.01), SHAIZ A, Pazhdl. 254l TLR4,
TRIF.IRF3 mRNA k&L (P<0.01); 5PH254 Hb#k,

x5 KH/PELIHHAL TLR4. TRIF. IRF3 mRNA

AXTFRIBAE L (Xxs)
419 n TLR4 TRIF IRF3
251 5 0.99+0.019 0.96 +0.025 1.01+0.014
Kl 5 2.28%0.016" 1.49 +0.035" 2.03+0.031*
7§25 5 #29+0.037" 1.07 =£0.030/" 1.33+0.035"
2 54.91.06+0.043%% 1.1 +0.026" 1.23+0.018%4

e 5o Ad bk, *P<0.01; 24584 thds, 2 P<0.01; 5525
Ak, *P<0.05

rhzh2H TLR4 . IRF3 k4% (P<0.05),
15 I 1>

UC J&—F g ML i A B AR 1) 1 B 18 ME TR 00
TEAERVEEN, UC BRFEEAE LTk .
T UC By mpLil i R 5e 2, BT a 2y
HaefEhaER, MARIIRIG AL, HBE MFKEH K
TULEMZFALEGIH, UC ZhnhRiEgEds, 11
&, NoEan, WEshil UC 85 N RN 451
RS MK, 2R MEEEE: . B, A
Je R MPERRIES 15 A SORBRMI BN R, B4R
WORCIR SN, F il o HR A SR B AT 2R i i .41
B, AR M, ORT UL 22 A R B it
37 5 bR A5 WA SN 15 1 A SO AR R B
W, Tt A, FRIBHSZ %, B2 A,
PRI B B R, oA A, [RIBSBHA L, H
AT, SEORWRE AE, TEAE, TR
AL ZAE, 8 UC TG SNHIAEAE “FEHims” Mi%.On
Mlo FET I, ARWFFERIBNSL TR R, A
JrLAEGE R FZ, WL WS, SEE AW
i, DIRITERRR, 5 KWEE, BB, FEW. B
WL RO, PEDIREMIME IR TS . HASEFIESE, IR
FRIE, DhTiim kTS . MEEIE . o1k, B A
15200, MR MR . — B H AR, DTk
BRI, JEMER, BAWEMCAGIN, 1Rz
o R =LA HIMEIAS EAY), A EZ,
HCAT IS IMTTANFE S . 07 W AR R W], SR
TH IR LS, BCREET X UC RGN 2 A . AT G
57 UC ISR, IR b, EL i oA Wil 1) A8
H AR BN BT B

BTN, UC BEATEmIBE AR, BUW
B, NERNN, SE05E R s R,
M K FE I, K BERS . S5 &Rk B
1M Toll £ 5Z 1A ( Toll-like receptors, TLRs) & it 4F
K B IR HEDT IR G S g v v ke E A Y A2 A
B, ATz AR B 2 RO AR P e A
X% #i X (pathogen molecular associated pattern,
PMAP) "8 HEI&I7E TLRs i, TLR4 &5
o PEPIR B SREVE DG 2R B8 V) ) — i DL A s =X E
ZMs S5 SERNG RGEPER DN, e A
YL IR TERCAR RN T AR R | s e
Rl 5 EEAE ALY O SRS, KPS %
JG ¥ TLR4 25, 7°UC (R ™. BEE 1 TLR4
T i AR A )3 e AT i AR RN oAk R
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( myeloid differentiation factor 88, MyD88 ) 4 4 '
FEE MyD88 K i 1 & 12 J 3l F s o % 5. o,
MyD88 i 1l 3 1 7 4 i M o g JUHZ UC Y i 4%
VRN HRTROF T i 21, il MyD88 {5
HEBRBEN T T UC R A LR, AR ENIEE,
4l MyD88 i i X Fx TRIF i i, 1%+, TRIF
P SO N A S e VL L2 7 e Y (= s [ M A 12 25 S )
KA A R NI E 5 0 F——IRF3 &5 —
ANEEWF SRR T, 7 LPS 155 0 5 0E [ 2k
AR TR T R T, TLRA HEE TRIF 1
HEEEE T, TR IRF3 52005 by e %
MBS, DT SERLAA 8 G 8 8 S S SN o M i
A RE, Wil RS I IE P9 o R i
5, BUEMBIERERE, T R M L Y
=, W A L ik A EEE A 2R, 91k
TLR4 /- S GRe 8, NITE & RIEVERG, X
RSP ES 87 NESHSS, FERE,
P, MRS, S5E M58 e Uine
Tk R . B REZABAE, MTOE, ANEE,
MAFEGS, sz, i UC k4. ERENE R
YERIRHLICEE T 7E .

AWFFEH, DSS it UC /N B H B A R B
Z, RAEWMan, (RE TSR, SERYE,
VU2 S 2GS I N oA el AR RS N,
DAI i, L5 RIS, T 25 20 AT T
ST, SPaZ54l i, hEG4LREN B
PAHLR A F IL-10 KV, SRS A4 i A4
TLR4. TRIF, IRF3 % 1}z mRNA ik [ 1H, H2j
T 5 /N L4515 TLR4 . TRIF, IRF3 2 1 )2 mRNA
Ao 2 L, MEglimin MR YT e T TLR4
TRIF, IRF3 H IRy KIE, WF UC /RS I RIE,
R RIS R . (R A 0 I iy B (R it
TR, AR 5 I F AR X JE A EH . LA
TR R VRN fREE R RS I A iR
UC I HLH AT fE 5445 TLRA/TRIF/IRF3 i &, %%
BT P e 2T, K ARGt B BE, ATk
A2 MU TE 5 A9 G I 285 R AR M I I e 23k 313R 97 UC
I H I . ARRWFFE A LB, Zevhdy . PZ5EmIA
J7I5, /N DA BASARIA I W RRAK, LR 254008 T8
2540, BEHIARIIG T ik AR UG/ MR BB
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