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Toll-like receptors (TLRs) &% JE 1K @ #§ B B 5
(Pathogen associated molecular patterns; PAMPs) %
#8395 Pattern recognition receptors (PRRs) & L
Ty OIS EPEA T LS THTH L, TD)
Y FTHLWREAROHB & LTid, TLRL %%
(TLR2 L H[AT) P 7Y VYETTFA ¥, TLR2
WBRTF TV ARV KRTZE )<+ v, TLR3
AR RNA, TLRADSY ARV ¥ 54 FLPS).
TLR5 78X AE (Flagellin). TLR6 #% (TLR2 & 3§
T) YT YMYRTUT A Y, TLR7 %1 A§{ RNA,
TLR8 & — 4§ RNA, TLR9 2% CpG- 4V I DNA T
HHZEVPTTITHLENIZR > TWAHD, TLRIODY
Ay PNZFELRFAESNTEST. ZTOEELDAHTH
%P, —J, £AED TLRs 25 AR A X 0 R
RORER 77 % Bk 3 5 & MileNO &MY 7 F vz
R 2 T A IZIE BN @ Nuclear factor-
kappa B(NF-kB) % Interferon regulatory factor (IRF)
EIFEN G WO L Z b 726 L, HiE 046
ERIEETA M4 VOB BEOEEIZA v
¥y —7 x> (IFN) FHEEE OB %28 L T,
MR G w7 4 ) ARG 5 BRI S 2 5] &
L, OWTIIERIEINEICS BB L LTI,
L2 Lah 5, 5 OFFEARDHER T 516
FORFEIFE—TIE%<, TLRZIZL®H LT 5 PRRs
12135 K DEHAENAAE L. £ OHITI3TE E OB
W29 % Rk A AT TR TF LR L. 15
EOREARITH S 5 FIRIRISE L RIFT T &
Mo BRI T B IR PRI b B R KT T
CEMHEESN, ITARE MIBWTIEEFICE S

DRI N T THE SN TE TV EDH,

AIHTIE w7 AR MIBITFHEW R TLR ©
—1i 34 M (single nucleotide polymorphisms; SNPs)
EFBOBMEMEIZ O W TR R, FETH
LR EM TLRs IZB9 2L k1% SNPs B L V2 h
LOFEBEDOBHEIZOWTINE TOMRE ZET 4278
LI %o

ST %

Y AIBUT B HATIIEDS {1X. %8 TLRs %%
DY T FIMEERBE DD/ v 777 b= A%
WTHFZEE T 39, C3H/He] ¥ 7 A BIT 5,
LPSIZH§ ZIBEED KM E 7T KPR &G0
BEEZMEOR S1X, TLRADTI2HEOT I/ BAH 71
VYMHBERF TV VITEDo TSI EITERL Ty
%5, F7z, TLR2 R~ 7 A3 5 OWOHEER A
T L. RIEPHINT S Z & 225, Streptococcus pneu-
moniae \Z X B HIRERNERZETH L Z WG S h
Twap, —}T, TLR3 R~ A TZ, #ER~
ZAZHART, 72 A PFA VT 4V RRERITH LT,
PP TIICBUT 2 7 4 VARSI, AT
MRS NS 2 L3 ST 5B, TLRS RIE~
A BWTIE, BRE HRIIET 5 2 & RO KR
2 & BRI G U TRl o 2 K ) b ek
THDHIEPMEINTWEOI, F72, £ <D TLRs
DY T FMEERKOT ¥ 77 —4TF L LTERR
Myeloid differentiation primary response gene 88
(MyD88) DRI~ 7 AZBWT b Staphylococcus au-
reus JEGIR U CIFIEZUDBE LS 20, HloT s
7% — 45§ CT& 5 Toll-interleukin-1 receptor domain
containing adaptor protein (TIRAP) IZ2WTd., &
DRI~ A TIERERIERITH LT, B 250
EIBERT L. RO T LBl TOROER
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L BAi SR BTV 51910,

L MZBWTid, TLRIOFaE— % —HETH 5
(-7202A > G) 1ZBWT, G# 7))V TiE TLRI KA
PEDH A b A A YIRS NF-kB OPEAL, %\ TLRI
O ER OB 2 R0, MIERZ BTS2
A— MIETIE, ZREATH S GET Y IVIIIETES
TEPEAN DS L DB L, BT ARk ER 7T A Bk

WOEERA D Fh o 72 2 EDRENT VDN, T/,

TLR2 Tl K L OBENIZ {HMEEINLTED,
2029C > T (Argb77Trp). 2258G > A (Arg753Gln) @
L\f?hﬁb Arg IZx LT Trp & Gln 2% #ICHT 5
ZU ORI & BT 5 & W STV B0, L

L\ TLR3 CTid. Leudl2Phe i3 MIERLEY 4 L A
(HIV) J&Heo HRMPUIEICEHMR L. 412Phe ® & 3K
RS M A% ER Tl HIV ORI S N5 v )i
MR ENTWBEY, TLR4 Tl 2 2 @ I 3K i i
(Asp299Gly K 0¥ Thr399lle) 7% b % < #hr SN TH
D\ BRA IR & OBIED I STV A5, Kbk
ST O, TLRA/MD-2/LPS #& RO - 1
21T L. Thr399le & g LT Asp299Gly D13 9 %3
IO REGMELEMEZ DL TIELIREINTY
%2, 51T, TLR5IZBWTIE, 32 FHDT I/
BEAA Ny Fa RKVIZZEb D SNP (Arg392Stop) #%
FAET 5 D3 DAL Legionella pneumophilia 2 X %
LUF A THiRDEZEZ WM S5 2 A S h
Twb, TLR7 )t 0" TLRSIZDW T, TLR7 D4 2
4~ 1 ¥ TdHA intervining sequence? (IVS2)-151G
> A JtO° TLR8 ™-129G > C DA FHLHIZ LD .-
151G Je T%-129G Tix C BRI 267 1 W ANDIEZ AT
b V) WEHDH 552, TLRI IZDWTIE, 1635A
>G EWw) SNPIZBWT, 1635A 2 KETHROEE
(&, HIV-1 &GE O FRRIEIRS, CD4 Bt ia £ oK
TROHIV-L 7 4 VADILH Y 4 v 25 ORINAED
LNDHEVHIIENDH D B E OBBIIATTH B
2%, Pro99Leu & 9 £k, CpG-ODN 129 % Bt
DRI EHHET S Z & bMBE I N TV HWDI8,

INHDOITARE MIBITFLMEICOVWTIX, £
LM, Carpenter and O'Neill 3 & OF Skevaki 512 &
DRI 2 DB N TW B DT, BIENH 5513
—Fik B3 %03,

D &EIE TLRs (CH 1T 3R
012 XKD &y 7 MG E T Ly Ko7 7 AL
(21X TLR1-10 D 10F4H 0 TLRs DFAES 5 2 L A5 5

Mo TnAEY, ZZTlE, FNEFNOIK TLRs 12
DWTC, FOMED S —IERLEMEDFRIZOVTD
SCHR M O & 0 B 2 7R3 % SCRRIC D W T 1T 7
ORI %o

1—1 TLR1

K TLR1 O @ A= BEH B O 7 2K 3 12200645 12
Smmm%‘;of%%#’éﬂt%oTMH%E%@
JEBEICIE. TLR6 3B X OF TLR10 O #E s T b AE4E L.
TLR10-TLRI-TLR6 ®i{nf 27 7 A% — %L T
o DY TAY—HHMICIT 6 FHEEHOEHIEE AT S
*A 7Y TFIA M= H—PHEETLHIEZHMEL
=39, Z D%, Shinkai 513, K TLR1 ® 2 — KR
2T 3 ) RAREZMES SNP BFEAET 52 L &2
LAl 2% iE, MilgsbEiou L 2 v T
VE—=TFOHBIHFET S I L 2R L0, £ 72,
Bergman Hix. I—1 v /84 2 ¥ ¥ EREFKD TLR1
BT AT vDIE) BREKRL D S SNP OEDHE
AN EERLTWDY, S 512, TLRLIZEGE R
WM B B ) > SRR DT RTTRILLTEY,
BB HICTORBUIHAETIK L D b K To%BL
MEVWZ EATRENTWAEY, gk~ A 7055
A h~—=F—0HH, 2% TLR] Bz FICE#T %

FIREEUALE LW CRIZ T RBUSGEEZ 52 Tw»
BLUREMED D U . BB & OB OIS
%o

1—2 TLR2

K TLR2 @it {x T A 2w T, 2003412 Mu
neta 512 & Y &, TLR6 & & & 12 Mycoplasma
IG5 2 EAUREE S iz,
ZD#%. TLR2 ® 406C > G (Prol36Ala) &\ SNP
(#£1) IZBVWT, CHRZREATLMALID S GH%E
TRA S B AR TT D3 A D MBI E N E v ) &
W) iR, 20— 3L MO % 7% PCR I X i
HEHHIEI N2, F 72, Borjigin bid. ¥4 275
A MRHEEZ NS LT BHMTHRLAZT Y FL—
AFERIE, SRERARIC BT A TLR2 B X O TLR4 O
EFFEPERL TV BWVT ¥ FL—ZFKIZHRT
W@t L TwaY% 2512, 4D Darfour-
Oduro 512 & 2 #ii5Tld, TLR2 @ 376G > A (Alal
26Thr) &9 SNP %%, TLR2 ® =kjchins T, N
RIHE LMD 5T & OMENEIEE L RIZLH 5
FRME LT, VP FREICEEERIZL) S

hyopneumoniae O 7R\
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ERAlad S The ~NDOT I/ BRIEHRIL Y V7 HD
PRI BB 2 RIZT 2 EATHENDL T L2
HLTBY . MEEOREAKI T 2 RIEIEE I
ZRITTEERRELTWBY,

1—3 TLR3

KD TLR3 2B L Tix. 20084F12 Sang 12X D,
WA OMEN % SN TWBED, & 512, Moro-
zumi 512 & 5 T20094E 2205 7 Az S
TW2D, 7 ML, & Mev 7 A L FEBRICREE
ENTEH. TLR1 X TLR2 FOMREmICFHEH L T
W2 TLRs IR LCT7 I VAR 2 £ 9 % SNP
BAZWZEPHEINTVE, LI LRV H,
Wang 53, TLR3 ® 2 — N4 @ 5 ffiJH » SNPs
(Thr267Met, Ile311Met, Lys372Asn, Thr710Ser,
Nle720Met) {Z2WT, YA ¥ FTH 5 Poly (I:C)
B2 ¥ 7 F MEERE LR =5 =T v A T
AR 72fE A, Tle311Met (SNP933A > G) (1) 128
WT, ZARSHRNA TH 5 Poly (1:C) DFBIEAMKT
LTWwabZEREML, 20 SNP IZHEOT — V7%
KRFEICOARFAEL TN DH T L2 HE L TnEY, i
& OB TIZ, PRRSV & OB#EPIESINTEY,
TLR3 U 77> PRI L 72K TLR3 % 5|58l S € 72
MARC-145 flifgix PRRSV 124 LTHLY 4 W APEZE IR
L. #ichife~2 a7 7 —2I12817 % TLR3 D38l %
small-interfering RNA T4 % &, TLR3 ® mRNA
FEBLA380% Vil & L. PRRSV O EGeE I L 72 2
ENHE ST 53,

1—4 TLR4

& TLR4 1ZBI L CTid. 20064F12 Alvarez 512 & ) i
FERCHI AT S A, Shinkai 575, 2 — FHEIRLC 7 T
® SNPs % iy L T 5010, 2ok, 20094121 Pal-
ermo HAS, TUE—F —FIE DL FO T, UEIO
SNPs % #ti LCTH 1. 201241213 Shinkai 528, 1) #
¥ FTd» 5 Lipid A ®##AS KA L 72 1518T > G
(Cys506Trp) & \»9 SNP 2SHARA /¥ ¥ DARIHFE
TLIEEMRE LA (21)892, F7-, Yang 513,
WL DD SNPs (611T > A, 962G > A KU 1027C
>A) IZBWT, A MO A VEBARMBIRER T
EOMEEZHELTBY, TLRA DY 7 FIUHMLTF T
% SNP(1605G > T) I22W T H R LT 5 (F1 )55,
X512, Fang 513, 1027C > A &9 SNP &, #iE
W & PEPERE L O T, KRE RO R E->THEY

HHEMETORAMT ) VEZRELTWSE I E &2
HLTWD, F72. LPSIIH$ % TLR4 O nT-38H
H31027CC BT <. — 75T tumor necrosis factor-al-
pha (TNF-o) % interleukin-1 beta (IL-13) & o7z
RIEVET A DA A OFEBLUE 1027TACHL L DR % %
CEEWEL, 7T AR T B REINEIC C R
TUNPERBREZRIZTTILE2IE LT E,
F 7z, Kich 512X % TLR4 ® SNPs (5521 » bu v
? 298C > T MO 3untransrated region @ 208C > T
oNTuy 47 CCM) LEHIVERTOEMP~DOHE
B O E OREEIZOWTORED H 51,

1—5 TLR5

JIK TLR5 122w Tid. 20064F 9 Shinkai » O T,
O — NI NICI3ME T O SNPs 233 ST h,
20114E 12 Shinkai 513, #® 9 % Argld48Leu B L U
Pro402Leu @ 2 D DIEFFEEHRIZOWTIX, Salmonella
Choleraesuis DFER AR Salomonella Typhimurium @
Flagellin ICH 3§ A IEMET T2 L 2#HEL TV D
(F1)0D, dcd, VTV FBRIIR O EEDOKE
W 1205C > T (Pro402Leu) &9 SNP IZDOWTIZ,
Allele specific primer-PCR (ASP-PCR) % i\ 72f§%)
BB X D KR TIEZ ¥ FL— A/I2IEE
FRTH o729, i, Muneta 51, 1205C > T
(Pro402Leu)  In vivo (2B A &hH 2>V T, SPF
Z v KL — A %& 72 Salomonella Typhimurium O &
ek BRIC & 0 BEGIE L 72 GRTIS D W THes LT v 529,
F 72, Shinkai 5. 1205C > T (Pro402Leu) 254V
E AT PN S K FE Rk D Flagellin I LT, 3
HWEBETSETVDEIEEHLRMILTEBY (REX
57— %), Flagellin & TLR5 2/ % ¥ 7 F IV H5GE
DT W HIHIVEY 4 N H 4 ~TH 5 interleukin-
10 (IL-10) OFEBLEBHES 52 L BIRIZBWTREN
TWBPN, X 52, KT, Flagellin #i#%® Alterna-
tive Pathway T2 % NLR family CARD domain-con-
taining protein 4 (NLRC4) & NLR family of apoptosis
inhibitory protein (NAIP) O O fnTHVKHH L T
BORBELTVWRWI L /RENTEY, Flagellin 72
W2 BT % TLRS O EE A S e 533910, 54
TLR5 ® 1205C > T (Pro402Leu) %i&H L72KD
VE A FREKT ZPUREE R OERSHIF S5 &
ZHThb,
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1—6 TLR6

K TLR6 OIEILEHNIZDOWTH, 2003412 Muneta
5 & 0 s &, Mycoplasma hyopnewmoniae FIEZ
LM~ 2707 7 =L ORFEETA M A v
FEENDOG 2R E 722, D%, Shinkai 512X )
I — FHHIRO 11T SNP 23t X 1. Bergman 5
(&, 265D SNP 2B LT, €095 b 1 &Ik
FiiE A R3 SNP (977G > A ; Arg326Lys) &, V
7 N & AT R 2 S LT 5109,
X 512, Regia Silva Sousa 5. Bz LE S 2 &
DR FER Ty Mycoplasma hyopneumoniae 7 7 F ¥
(29" % TLR6 D= FRBIERDH 5 Z & 2l
LTw5390, F72, Zheng 51&. Streptococcos suis 12 %}
TE5HA M A VIREDPKRO MR TRZL Y. TLR6
HEORELEEELRIZLTVEILEZMELTS
DI 77 FVIREOKmAEMTOAEREIZHL T,
SROMBEOBEE;NFEI NS,

1—7 TLR7

TLR7 2B LTI, 20084F(Z Zhang 512 & ) JK TLR7
Hru—=r7ENTEY ., MBoBYHE L ORPEA
[N = N AMEAY VNI TS N N L UL
mRNA OFEBLDHERR S T %%, i & OB T
BRZR VR, EE Y 4 VAR S A g%

FIBT 2 RNAA Y IX 7 LA F F25, TLR7 24 L C,

NF-kB Z{&EMAL L. IFN-« OFEBLZFET 5 &) Ml
RTdH 5%, 20094 121F Morozumi 512 & 0 K TLR7
DL RS SO, 8 SITH4ETIE, Clop HITX
) Porcine TLR genotyping array & \» 9 #8112
TLRs OBz LRI Z M T 2 R s hTB
D9, Stk CIFHEY 4 )V AD X 9 B KO EGE
23 2 B IR PR S D 2 3 B B L RO
FEC2%h 5 2 e MfEsh s,

1—8 TLR8

TLR8 & TLR7 & [FERIC— A RNA #3895
PRRTHY., B b TIETLRT DADY H Y N TH5bH
imiquimod Z%f L C. K Ti& TLR7 & TLR8 OWjH A%
imiquimod TIEMWAL E N5 2 & A HEHEEI LT 59,
S 5ZHTIR @ Porcine TLR genotyping array (2 & 5 fif
MrCld, TLR8IZIE, 7 3 / R #12 X - T Stop codon
WU LEIIOFECSNP #E50T,. TLR7T L) 6%
S DERMED R ENTWBEY, TRH5DELEIN, LD
L IRREMTHA L TBY . KDY 1)V 2 JEGhE

WCRLTEDE) EBEERIZLTVREDNIIDONT
SHOMIEDMEREIIATF I NS,

1—9 TLR9

& TLRY O3 ILELH 1. 20034F 12 Shimosato & (2
FoTHESIN, VY FTH5 CpG 4 T DNA D
FGRICEE L. X TR I ) > SEiT & < FE
HLTWaZ ARG IN TS, E 512, Shimo-
sato HIE. LMW H KD AT-+) I X7 L+ F KO
WA HBG- Ly TLRY 24 L72RIEISEIC & o THIR
H1k® DNA 1283 % Thl/Th2/3 7 >~ 2 OFHii A H
THHI EERELTWSED, F72, Schneberger 5
(&, TLRI 2508 LIS BIL TnD 2 &2k
F Ly B DA & il T ORGS0~ 0 T S % 7RI
LT3, K TLRI O &Mtk % i L 72 i34 2
WA, Clop H1i&. K TLR @ genotyping array % fw
72WF5E T, TLR4 % TLR7 & [MAIZAL TLRs & H#x
L CEMMEI D T As, 72 AT R ISP AR O 3
BRRIFTIernTFllens 8HEAT 0L &2 LT
W59,

1—10 TLR10

&K@ TLR10 \ZB9 L T, 20064E 12 Shinkai & O#Hf:
&> T, PO TEOBIZTRAIIHE S, Z07
J AREREIZ e P EFULTW B, Ml Y 7
R B A, TLR1 % TLR6 &\ o 72l
TLR L3R Z o TWAHE I EPRME ST W B,
20124F121% Bergman 5%%, TLR10 ®&fnF%4R12>
WTHRELTHB Y, 33 SNP (9 H20M257 3 /
ZEAEES SNP) AR S7zhs, #REIC Y T
FTEI) B SNPIIABENTELT. 73V BEREIE
9 SNP Tt ¥ VHIBICH 72 5 5 4ET 5 SNP B
Girol:Z EEHELTWSY, TLRIOD) ¥ FIZ
BLTIE. WEZAHTH L2 v FTlEA Y7
VY4 NVARERT s 0T 7= VB TR L
FEEN, A YT NVIUHFY 4V AR B HIRGE
SICBE A 2 EAE SN TE D, BRI HRIC
BWTH TLRIO DEHMEL KA v T VT V3 4 )
ANIHT B HRSIE IS S OWZE DM RSN S N 5

BhH)IZ

P ERRTE72L 912 KT/ 2 DffGAE T L7z
BUIE, 7 A LICHEAET A2 LM S o7z, K
TLRI1-10 22V TIEZ O {n T B & 0L Mk
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TLRs SNPs TI/BRER BERREDOREE Kamig S & Xk
TLR2 406C>G Pro136Ala iR EDHIRELDEE SURL—R 49)
TLR3 933A>G lle311Met  Poly(:O)IZx T B REHEET hERE 53)
TLR4 1027C>A  Gly343Leu LPSIZ 3 BEMHDEL N 12)
" 1605G>T Leu535Pro  TLRAV ST FILDIET hEE. 1/ 56)
" 611TOA Leu204His fiRRERIT LDREE T ER 55)
" 1518T>G Cys506Trp  LipidAIZX9 % RIG R 40 1/ 42)
TLR5 1205>T Pro402Leu  HILERFAEICX 9 HRRZHEIEM SURL—R 24)
" 443G>T Argl48leu  HILERTRAEDRBIET FERE 41)

WHABHEN L TLR DY) 7y Nl e B2 R T
SNPs R JKEG & TLRs OFEIHO B IZBI$ % Hir 1%
BWINL T&TWwh, SNPs & HiRS%E & DR HIRIE S
NTW5 TLR OLTICET 2 IZE LITRT L)
WEZTH LRV, EETIE, 7/ afED
Hfrhk& SR L, —RZM 2 58 EEOEET
DFFEDIBIIE S L 50 IKOBIRWE R S A
SNIHD TV B8, SIS OH L=
SNP &% & DRI 2 A TGH L2872 2
RO BURYEE R OB T 723 7 B e A2 25
fFEh s,

FIZEHESCRREDH &
FTRTOFEFIFR TN EFIEHBCIRE X B v

B F

ARHOHEICH 720 . BT 2 AL IEOHEA
D—ERIZBWTIE, ERE304EE H A Je 5t 16 235 e IR
BHEICLZWRICLVEREINELZOT, 221
WA LET
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