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TLR and NLRs Signaling May Synergistically Affect
Expression of IRFs in Mouse Pleuropneumonia Model
Induced by Actinobacillus pleuropneumoniae
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Abstract: Porcine contagious pleuropneumonia, caused by Actinobacillus pleuropneumoniae (App), is a very important
disease in pig industry. NLRs and TLRs may involve in the pathogenesis of this disease. It was reported that IRFs played
an important role in regulating the expression of inflammatory factors during infectious diseases, thus regulating the
occurrence of inflammation and the antibacterial reaction, In order to investigate their role in the pathogenesis of
pulmonary lesions in porcine contagious pleuropneumonia, we employed a mouse model of intranasal infection by App,
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which resulted in lung inflammation. Mice showed dyspnea and anorexia after intranasal inoculation with App at
post-inoculation 48 h. In the autopsy, the lungs were found to be severely damaged by acute hemorrhagic pneumonia.
The histopathologic changes were characterized by hemorrhage, eosnophils and lymphocyte infiltration. Expression of
interleukin-8 (IL-8), IL-10, IL-1B. IL-6, interferon-a(INF-a), toll-like receptor-2 (TLR-2), TLR-4, interferon regulatory
factor-1(IRF-1), IRF-5, IRF-7, and NLRP-3 were increased significantly concomitantly with decreased expression of
IRF-3 and IRF-4 in the lung of App infected mice compared with control (P<0.05 or P<0.01). The present results
suggest that TLR/NLRs signaling may synergistically activate IRFs in mouse pleuropneumonia model induced by App
and then regulate the inflammatory response and lung inflammation in mice.
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WEFER ], AR 7 ARG ke os B 2R,
TATEFR AR T RERL, 2] &Rl T, A

I =-8(1L-8). IL-6. IL-7 R R FE ] F--o TNF-0r)

THE-Y(IFN-Y)FI IFN-0/B 1] Z 5153 B T 18R
RIS, DASHAT IR RS . TR BRI G HSV
TG RIS AR 98 B R AR [1-8]. IRAEAR SR At K]
TAHEAL G R AR RGBS 25, A G RR
AR TAE IR OTE I ARL, 2, 8].
KA G i e 28 R — b el TR it 8 TR 2 AT B

(Actinobacillus pleuropneumoniae, App) & 4L 51 E K
— P I A Y, R A e AR
NI 1B A i P TR b & 2B AN PSR G . S BN =17
o2, (RIS 38 A 5] R 18 1 i e () it R S A2 [9] .
FEW, 400 F(L-1a. IL-6+ INF-a.. TNF-o Fll IL-8)
HAEEIEEZ 5ok H App IR 28 (LPS) 51 L 4 i 15 i
#[9-11]. PR ZHMWEIMESE S (Indomethacin) A {3 %
/N App IG5 I 2H S0 AR FIFET- 28 [9] . e 2t
FPETN, IR LEAH M PR Rk AR AL RT Be v 2 B FE NOD
¥t 5% {&  ( nucleotidebinding oligomerization domain,
NLRs)#1 (Toll-like receptors, TLRS)f 2 M {5 5 1%
SEH[11, 12].

B AR B A= 0 9 T 1 1030 2 o A R i) 52 1k
(pattern recognition receptors, PRRs)/ 3 [1[13]. 15 3= 7]
DU IS e ARk M 2 F PRRs U P A7 AE
B AN [R5 T A4 A O 43 F 8 X ( pathogen-associated
molecular patterns, PAMPs), M7= A4 33— 45 il 41 il 5
Z bR, G0 A AE VI3, 4, 6] PRRs 5 NLRs Al TLRs
%o NLRs {5 5 1@ B & 5E iR AR 1E 3 B AAH 5 1)
HEAY, nELAREME (NLR 42EHE AR A 14)
755 caspase-1 WUE[13], R A AENE RN, TETEE
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HARG A T T EEAEH . AR, TLR 55
X NLR E 56 1EdEH, AR, AHkiE+EH NLRs 1
TLRs 2 [a] ity B [/ FH [13] - T4k 875 K 1~ (interferon-
regulatory factors, IRFs) £ 17 &L F2 o 1) 285 R 1
FIE, AT JEORE I & AE RO LA (¥ B 1 J oy L B 2
{EFH[14]. WF5E3K B, TLR A1 NLRs #B ¥ IRFs 15
SR M[13]. AiEEEY, NLR (5 5@EKS 5 1 Mislx
SiE R HE[11]

AW UL S App ST /N B R SR I,
FIF qPCR HEA AN b g5 BN R AE Sk AR A 3%
K 7KF5F PRRs (TLR. NLR AT AIM)ZE 7) 3 FEfii 8 %
i PR - AR Y 2 B ARE W R I IRFs S8 220 K
AT RT REAE R AT TR .

2 MR ETTE
2.1 MBEERIIBFFFM

APP [f1iE | BT 15 pg/ml NAD (Jb 5t 5
BB A ARAE R ST AT 1 10%3H A= /N 13 (3§
R RBHE (RED BRARD KIBEEARKGR
¥ FRIL(TSB) (B & HAKEVE ARG RAF)H, 37T
5% 1) A BRIE TR R 7R

2.2 IERGEhYIRRL B L

12 H 4 JEEE BALB/C /INR GRS SIA SEIR S,
BENL /AR HRAAAISEIOZH (B2 6 ). SEGZH/NR &
BB 0.25mL 1x10% CFU/ML . STIR4L/N R &
PR SRRUE B ER K. Bobh 2 RIGALAE/ANER, SRAENTHS
HEHTHEHUS RNA, EE B AH SR 25 H[12]
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2.4 SERPRuE B PCR 24T

M NCBI KA/ A REER IR 751, A H
Primer 5.0 81t 51¥)5 , & Ll AMRHECA A 7] & e

R 1 AL S5O E B PCR 514

Genes Primers(5'—3") Amplicon size(bp)

p-action F: 5 TTCCTTCTTGGGTATGGAAT3' 178 b
R: 5 GAGCAATGATCTTGATCTTC3' P

IRE-1 F: 5" AAGTCCAGCCGAGATGCTAA3 116 bp
R: 5 TAGCTGCTGTGGTCATCAGG 3'

IRF-2 F: 5' ATCTGCTGCCCAGCATGGCG 3 189bp
R: 5 TGACACTGGCCCGGGTCTCC 3'

IRE-3 F: 5 TCTACCGAGGCCGCCAGGTC 3 198bp
R: 5" ACAGTGCCAGCCCATTGCCC 3'
F: 5' CATGGGCCACCCCTACCCCA 3

IRF-4 R: 5 CCTTGCCAGTGGTGGCCTCG 3' 180bp

IRF-5 F: 5'CCCGCCGTGTGAGGCTGAAG 3 241bp
R: 5' CAGCGCAGGTTGGCCTTCCA3'

IRF-6 F: 5 GCCCCGAATCAGTGTGGCCC 3 236bp
R: 5 GAGCTCCTCCTGGTCGGGCA 3'

IRF-7 F: 5 AGACCCCGTCCCACCACAGG 3 179bp
R: 5' CCTGTAGCACTGTGCGGCCC 3'

IRF-8 F: 5 GGTCCAGCAGCCCAGTGCAG 3 230bp
R: 5' TGTCGGCCGTCGGAAAGCAC 3'

IRF-9 F: 5ATGGTGGCCGAGTGGTGGGT3 176bp
R: 5'ATTGCTGGCCACCAGGACGC3'

IL-18 F: 5 GCCTCGTGCTGTCGGACCCA3 199bp
R: 5' TCCAGCTGCAGGGTGGGTGT 3

IL-10 F: 5 GCACCCACTTCCCAGTCGGC 3' 217b
R: 5'CCATGCTTCTCTGCCTGGGGC 3' P

IL-6 F: 5 GCTGGTGACAACCACGGCCT 3' 107b
R: 5'AGCCTCCGACTTGTGAAGTGGT 3' P
F: 5'ACCTGAGAAGCGCCAGGGGG 3'

NLRC-4 R: 5" AGGCACTCCGTGGTGGTGGT 3 241bp
F: 5" ATCTGCTGCCCAGCATGGCG 3'

NLRP-3 R: 5' GGTCTGGCCGACTGCTGCTG 3' 168bp
F: 5'ATCCGCGACGTGGAACTGGC 3'

TNF-a R: 5' TTGGGGACCGATCACCCCGA 3' 15%bp

IEN- F: 5 CCTGATGGTCCTGGCGGTGC 3' 184b

* R: 5' GGCATCCACCTTCTCCTGCGG3' P

IEN-p F: 5ITCCACGCTGCGTTCCTGCTG3 ' 130bp
R: 5'AGTCCGCCCTGTAGGTGAGGT3
F: 5 GGTGGAGGGCTGGCCTGACT3'

LR R: 5' TGGCCCTGTGCCTGGTCTGT3' 2330p
F: 55CTGCACGGCCACAGGCTTCA 3

TLR-2 R: 5 CTGCACGGCCACAGGCTTCAZ' 172bp
F: 5CTGGCCACCAGCGAGAGCAC 3

TLR-3 R: 5" AGAGCGAGGGGACAGACGCT3' 171bp

TLR-4 F: 5 CTGAGCAAACAGCAGAGGAAGAAC 3 124b
R: 5'ATAGCAGAGCCCCAGGTGAGC 3' P

TLR-5 F: 5 CTGAGCAAACAGCAGAGGAAGAAC 3 139bp
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Genes Primers(5'—3") Amplicon size(bp)
R: 5'ATAGCAGAGCCCCAGGTGAGC 3'
R: 5 GCTGCGACCATGCCCCCAAT 3'

TLR-9 R: 5" AGCTTGCGCAGGCGGGTTAG 3' 247bp

AIM2 R: 5'ATAGCAGAGCCCCAGGTGAGC 3 102bp
R: 5' GTGGCAGAGGCAGCAGAGCA 3'

SORNA FRREL: BUMZHZR, WEE . F Trizol
RNA ¥ JE .

cDNA )& /% : HFIH 5xTransScript®All-in-One
First-Strand cDNA Synthesis SuperMix (AT341) (b4
NEEMBEARBABRA A )IXFME RNA S sk
CDNA. R EARFUA 20 W, BH5E 1 pg & RNA. 4ul
5xTransScript*All-in-One SuperMix. 1ul gDNA Remover,
T\ RNase-Free ddH20 % 20 J. FEATE 42T 1 H 15
min, #RJ5 85T ¥ H 5s, MIA TransScriptRRT/TI #1
gDNA Remover,

SR E & PCR ¥ 3% (gPCR) : F H
2xTransStartR Tip Green gPCR Super Mix (AQ141) (dt
A B AR BOR B A A PR A =) ) BEAT 52 5 0t E B
PCR ¥, RLEARFN 20, GFE Lk cDNA A
FE AR cONA 1, EA 514 14 (10uM), A 5]
¥ 14 (10uM), 10ul 2xTransStartR Tip Green gPCR
Super Mix, I ddH20 % 20ul. [ZNifE 94T WIUHTH
¥ H 30s, FHEfEREAT 40 NI 94T 55, 60T 30
o IBELINZR 3 HTTE 65-95C K G LR T, JELRR

FLRA N FRIA B AR R RIA R R
F“Delta-delta V£ #EAT AR & BI04 o K prde 3 R A
ﬁ%*ﬁ&ﬁ 2—[ACq sample - ACq control] - 2—AACq UE_,pC%W
Z B-action BRI HIRIEE, FHENWNHENT mRNA &Ik
#[12].

2.5 HHAREZIT

it 2 £ rh B EE 2R 1 [14]. A Bradford 15
(Bio-Rad Laboratories, Hercules, CA, USA)l|5E i
HIE RS . BAFERE 20 ~ 30pg #E4T Western blot
M. FERE 10% P9 I % e AL HL 1k (SDS-PAGE) ) »
B BRI A 4E R JeE L. I 5% (wiv)IIRFLIY
PBS 4bFE 2 /N, 485 5 IRF-1. IRF-3. IRF-5. IRF-7.
NLPR-3 I B-actin(1:1000) — i3 R AERHZA R A FD
E 4T WEEK, H5 HRP ARclEd/N R 1gG
(1:1000) (X EFERHG AR A F)IFE 1h, &£, Western
blotting 7 F BioRad % {4 & & .
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CEAEMTRE CRE) AR R)EFRAI S U RNA. 7306 AT E &

2.6 Gttt

K F B 3R 07 22 3 Wi (ANOVA) #E 47 4 i 43 At
R 2 HI P bR 12 2 (SEM) R

3 &8

3.1 Z2E8EM App J5/> RIHERAHL
R HEL A

NG BN HERD App 48 h T IR R A, PR
SRR HIRLRIL, NERTEA SV A A .
HZH 25 o DU I TR A s 20 % bk L 4 I T
FFHIE (B AB) , XA 20K W2 (] 1A).

B L /NBRERGYJ5 48 /)N il 8 (10 ZH 20 B 2 W ¢

A, IR/ YD R R WAL B. App G/ SRS U
A LR, A RAEAR AR IE (4000
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3.2 /NIRRT E T AHLE T mRNA
HIRIA K

K FH S 5% A i S v (real-time polymerase chain
reaction, qPCR) il &2/ R ZHZ IL-1B. IL-6.
IL-10. TNF-a Al IFN-B mRNA ik /K F. i 2 frw,
JEG /N RS IL-1B+ 1L-6+ 1L-10. TNF-a fl IFN-B
MRNA 7K 2 2 5 T ARG/ (p < 0.01)

A
50 r .
o | —
K<)
g 40 O health mice
o
x
v H infected mice
< 30 f -
= —
o=
£ x
£ 20 | —
é
- -
£
3
‘:>; 0 1 1 1
IL-1B 11-10 IL6 TNF-a
B
- 3 * %k
°
wy
< 2.5 O health mice
3
=1 2 F B infected mice
=
£ 1.5
S
<
<& 1
[«
w
£ 05
4
[V
E O L J
IFN-ot IFN-B

2 RGN R A R T mRNA Rk /K-T A2 4E

A 2 & B T /p-Actink mRNA ] % i& K °F, B. IFN-q,
IFN-B/B-Actin mRNA Fik/KF. ("FR P<0.01, 5IEH/PNRE
BEZER)

3.3 BYwNRHA TLR mRNA RiEKF
1384k
SER 56 't 78 B PCR 43 SIS I 6o R 4 R0 SIZEG2H /)N B
fliZH 234 TLR-1. 2. 3. 4. 5 Fil 9 mRNA ik /K F,

RIS TLR-2 F1-4 mRNA /KPR ARG/
BT 5 B 55 3 (p < 0.05) (&1 3)

6
. -

O health mice
4r M infected mice

some TLRs /B-Actin mRNA expression

—
2+ ;
1 ﬂ : ’_Ei m
0 . . . . .
TLR-1 TLR-2 TLR-3 TLR-4 TLR-5 TLR-9

("FIR P<0.01, SIEW/IREEZEMEER
B 3 &4/ TLRs mMRNA ik K781k

3.4 BYL/NEITE IFR mRNA RikKF
1224k

S G E B PCR Z3 il K6 Ik Fi 2 A S5 2H /) B
fliZH 24 IRF-1~9 mRNA [FJRIEKFo KI, G
BRUIER I IRF-1. -5 F1- 7 mRNA /K FH B Em T RK
Ze/NR(p < 0.05). [EII, IR IR YN B 2H 21
IRF-3 Fl- 4AmRNA 7K-F KT ARG/ L (p < 0.05) (&
4A) . Western blot 455 .7x IRF-1. 5. 7 FRikHEhn,
IRF-3. 4 F£i&b (K 4B).

Ohealth mice

5r Binfected mice

IRFs/B-Actin mRNA expression

IRF-1 IRF-2 IRF-3 IRF4 IRF5 IRF6 IRF7 IRF8 IRF9

|..- ---l IRF-1

‘—--—-_ -s| IRF-3

|---—.-“| IRF-4

|---—.--._.-| IRF-5

‘~- S —»~---| IRF-7

W R R e S — B-actin

B 4 Bge/NRITHE IRF A /KT R4 4L
A. /NEJFES IFR /B-Actin MRNA Fik/KFE ("H£5R P<0.01, 5

IEFNRAREEZESR) , B, /MRS IFR Ri&/KF western
blot FryAS: .
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3.5 BYUNEIHSH AIM2. NLRC4.
NLRP3 mRNA XK K24k

ST 5K 8 B PCR R Wl Xof 1 4 A0 STz 56 28 il 38
AIM2, NLRC Fil NLRP-3 mRNA [ #&ik /K. RIEK
Ao/ NLRP3 mRNA /KP4 883 5 T R K G/
f(p < 0.05) (B 5A) . Western blot 45 R, &G/l
UM NLRP3 %1% B 4855 (/&1 5B).

A
4
o=
K=
7] * %k
g 3 | O health mice e
b
<
2
<3
£
2
s 1T
>
fr}
=
0
NLRC4 NLRP3
B
e NLRP3

W S S e e e | B-actin

& 5 J#&Z/NER NLRC FT NLRP3 ik 7K 11484k

A. /NESEE NLRC F1 NLRP3/B-Actin mRNA HIEIEKTF (**
FoR P<0.01 SIEF/NRARZEEZR) , B, /MNRIE NLRP3
2235 7K 1 western blot FIRE I 45 5.

4 R

TGRS 28 2 et App TS 51k I — b EA AR
PRI . ARWFTORIL, /NRESEF App 48 h J5 HiHL
I IR S T PR A o A A I/ BRAT S ) I e i %
PAAURI AT AR, MEBALUE K. wERR M kg
AN AR o RGN ERRZH 2 1L-8, 1L-10.
INF-o. TNF-a. IL-1B. IL-6 A BT &, SHTAR
W g R —2K[10, 11]. WF5R M, TNF-a. IL-1 KF5
PR ) R B S AR OC[9). B AR I, IL-1B-
IL-6. 1L-8. IL-10 o] H ka1 #1555 App UL/ I
RIERN . IXLELE RS RE App AT 51EE App & PG/
B At ¢ A AR %

WIEEH, | BT R (FN-a Al IFN-p) 22K
P G 5 FISRAT P S B S B 1Y) 32 BE DTk o IFN-o0 3
BERUR T 1 4 BRT S A B RE A% R4 (DC) , IFN-B

http://lwww.lifescitech.org

TLRs F1 NLRs i [7] 52 1 6 J il ¢ il & AT B 75 S IO B S 28 IRFs 3R 0A

FESRIE T AT 4E A E 4. IFN-a A1 IFN-B
{55l L F 224K IFNAR KIE1E . dIRRN T 5i%%
G FE JAK-STAT 15 5@ 5% 1BE0E, MIm-FEC |
A IFNs BIRIE PR B AP 1E - =42 [3, 15].
FRM, IFN-o F1 IFN-B 66 A 55 R, HARi/E
AN[E[16, 17]. HUR A0 HBV, IFN-a Eb IFN-B 545 %%
IFN-o. ATASE P 22 RIE R (1ISGs) BA K A2 4 41 g
K7 EH 42 6(1L-6)KIAKF-THEr, 1M IFN-B AbEE
AN FFHIE PR 0 T 1L-10 AT TGF-B 1R IA
IKPHY I [3-5, 161 AN T IRATTE JeAr 3] /N B App /2
el INF-a (OB Z TR, 10 INF-B IRIATLHE Z R .
FFIXAFRIEZE TR LU INF-a 75 App /B4 11
ER, BRE—2 5.

IRFs /&5 | B IFNs FI1 IFNs 75 53k R A 1 3
SERT, 5 P00 B S0 AR e ) R AR e T . 4
B o34k T DL A IR A A=A OR[18, 19]. /MBI
IRF A 9 MNFEEMA: IRF-1. IRF-2. IRF-3. IRF-4.
IRF-5. IRF-6. IRF-7. IRF-8 Al IRF-9. IRF-1. IRF-3.
IRF-5 F1 IRF-7 % | % IFN JEHA E AR .
IRF-3.IRF-5 Fl IRF-7 J& i B e b5 5 3 S I E 3
S, EFES | A IFN B UL R 7L R 1 Rk
ik B L F[18]. IFN-y %S IRF-1 #iA[14, 19].
AU R, IFN-y 7E5E G it 2 23 2 A 4 i [11]
AL, FRATHEWT, App J&4es IRF-1 RIA M0 h T
IFN-y ik hnFTE. Puthia Z5[201 %30, KT H R
e S R a2 1 B FRAE KT IRF-3 T IRF-7 22 [8] 1)
ST, EATIAE /S BRUR R B0 M K I AT 1R R e ot
YN R 7RIS A B AP RTTER o IRF-7 3RS 4O0E
SN S8 s 1 R B o 0 ) ) Bt K A R R 4 1) DR A
YEHI[20]. IRF-4 R IRF-5 MU i TLR &ML %
K-G0 TNF-o £ 1L-6[21] ()3 1A [20]  AHf Fi 45 SR B
App G5 RN R 2, IRF-1. IRF-5. IRF-7
IFIERZETHE, 1M IRF-3. IRF-4 Fik 53 FK.
M, BATAN IRF-1. 3. 4. 5. 7357 App BE4H
RIRIEFE . 7E App B2, IRF-7 A1 IRF-5 FIRiA
AT PR PR BN BRI SO /R B, T IRF-3. IRF-4
J% IRF-5 X /N G App B J5 1) 98 RE IROSLES (e A F

B 78 R A B 1R 531 2 i 3 e R e e (i ¢
fE) M—AEEREK. PUAK PRRs 5095 &A1
PAMPs J&, a3l—RINESEFIRE, i SFiEkRmHEIRE
IRFT R ISR Y. . PRR 55 [ AT 5 S0 S IR 40 A

(dendritic cells, DCs) Jzh, B ZIRGH 2 155 505 =
B BB 2R 1 G s LR AR FH RIS BV G s O ) B
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. TLRs i R KN PRRs, BAITAI 7405~
) PAMPs, tnflE 2 3 (TLR-1. TLR-2 Al TLR-6 iR %)+
LPS (TLR-4 1% F#iEHEH (TLR-5 D . XL
TLR 7RI H 1) PAMPs J&, HHZ5EE 2 MIER 8 7T
1 MyD88 1 TRIF, JHZI s 5& 34k, SHRE
FELAMIEE 7 1| B4 IFN. B 7 R0 g Ik ik Al gy
Wh, BRG] R 2 PR A B R R PR R A
PRRs FIlJ#3E R 15 T30k, i B BB R Rk . [F
i, TLR {55 A% DCs lizh, A8 Ti%SE MM A
JE N [15, 22-25]0 AHIE TR E] TLR-2. 4 FKIAIG N,
KERE TLR-2. 4 1JRe2 5 App IR AL .

SRR 22 (EHE B, TLR {55 % NLR 15 52
WEEH[26, 27]. NLRs H40f N 2R KA %, %%
AL 5 NS ANE B K% : NLRAVNLRBNLRC.
NLRP #1 NLRX. 31, NLRPs f45 NLRP1. NLRP3.
NLRP4. NLRP6. NLRP7. NLRP12 %, HZ& 54
IMETERIVE ] . NLRPs AT 3G A 40 1 2= P 5 22 Fif
TSAE B [ B, TERL NLRP-#8 1 /NA[26, 27]. — 4
NLRs FMER A, W1 NLRP-3, TR 5 —Leqr ik iy i
VIR A TR 1, CEB0E 285 /M Th g o R %
OERI[28]. NLRP-3 %8 hE /AT AE KR4 A T4 % Bt
J ke rh 4R B (28] AR TE, AT App
JL/NERU R NLRP-3 Rk 34 . R, FAT1HEM NLRP-3
RYEMETTRES S T App BN SOE R B, X 1]
RESE App 20X LI Apx 25 R 5.

7R B, TLR A IFN {5 538 8 2 (81 B H
[29]. #RiEFE HH, TLR Wl R IRF X155 | 3 IFN
(IFN-a A1 IFN-B) 5814, 40 TLR-3 A TLR-4 i i
% IRF-3 1% S IFN-B, TLR-9 i#id IRF-7 i S IFN-o I
IFN-B[29]. It4h, NLRs #1 TLRs 2 [a)7E L hE_FARAE
FER . PIANSZARES AT IS IRFs {5 5@ B [13]. FRAIT
&5 BRI App B/ RS INF-0. TLR- 2. TLR-4,
IRF-1. IRF-5. IRF-7 f NLRP-3 f) ik B Fh &, 1M
IRF-3. IRF-4 FIFRIEEK. JEHERATHEN, 7€ App 5l
FES /N BRI 6 P, TLR/NLRS 13 538 5% 7T 8 1 5] 5 i
IRFs [1FIA, BE T4 PR 7 RE 84k, ot
RAERERIREK

5 &b

AHFFFI, /NG App 1 512 ) i i
fiti 9%, FLHtZH 230 40 B & -8 (IL-8). IL-10 IL-1B-
IL-6. T3 -a(INF-0) 55 2ORE R 1 W3 38w, (R toll

FESZAKR-2(TLR-2). TLR-4. T ZHMF A F-1(IRF-1).
IRF-5. IRF-7. NLRP-3 ik W&, Ifi IRF-3. IRF-4
Tk BE R (P<0.05 B P<0.01) . Fit, FRATHENT
TLR/NLRSs 15 ‘5 i@ 2% 1] et [ 520 App 755 B/ BRI
FELRIT 98 A28 Hh (1) IRFs (R Rk, gk /=15 4 i PR
FARBA, ORISR R A IR E .
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