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Abstract ; Allergic rhinitis (AR) is a chronic inflammatory disease of nasal mucosa involved in a variety of signal
pathways and cytokines. Toll-like receptors ( TLRs), an important pattern recognition receptor ( PRRs ), mediate
intracellular signal transduction pathways, participate in the innate and adaptive immune responses, and play an important
role in the initiation and progression of AR. Recently, TLRs as therapeutic targets have achieved good efficacy in the
treatment of AR, and TLRs agonists can be used as immunological agents or immunological adjuvants, which have a
promising future in the immunotherapy of AR. To further develop the possible value of TLRs agonists in the clinic, this

article summarizes the research progress of TLRs agonists in the treatment of allergic rhinitis.
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PRIPHR S — S L, X AR R R4 AL 77 4 1 2R
i SN, FCAE S RN B s v (9 4 T i A 31 17K
FHM—BOART . PTAER, TLRs Wl HIE A6 7
SIRTT 7 RS SOSAYESRE 1AL T AN ) & R B B, H Rl
W ERAR R AE TLRs 33051 2.3 4.7 8.9 WA, A
SCH R DL B RAE AR YR YT BT AT AR,
Al AR AR SEOEHT BRI 51

1 TLRs Z&#gF0ThgE

TLRs & A 30 i1 BE AT JEAR X 2 T4 X
(1) 1 BUPS R AZ A4, A M iy 3 FF A3 4R : & % 5
TIRMIMIANBE SRR MINBE, B3 19 ~ 25 /v
TR ST Y 5 M 4 e A B 11 3 A PR iR
TLRs FHN AL, N B 2S5 TLRs 15 51538,
SERCEAME A BRI S RS . NRNBLE &
i) TLRs A& 10 4, B TLR1 ~ TLR10, . TLR1 .2 4.
5.6 1 10 Fk TANMI T , 5 HAR B P B AR AHZS 4 5
i TLR3.7 .8 #1'9 @ A TN, T AT KRB A
AREAAEAE T4 o ARRIAY TLRs 5 HA4E & 1
BeiRZs G- TP ARG 5 L .

RIRGIE R GRS G i A b ) 5 — 36 B
2%, TLRs YE M P — A8 R B PRRs, 78 KSR e
FIZRATAE S 3 S PP 8 % P B B4 . TLRs 303
Ji 18 5 R BN ] PAMPs i ffi 4 SR 2 i (- dendritic
cells, DCs) BUZ, 16 4L T 4010 . B 4 i )5 2 3R A5 e
PE SR T 0 E N 25 RN AR RE T 32 ) O B 41 -5 TLRs
AT LS SHUATMUE DR 8 R 58, 77 A 45 Rtk
DR A A R, 15 ML B T 40 ( T helper
cell, Th) 1 FI Th2 ", TLRs 34307l 15 K
GURETATT I S, 8 1 5 T S B iR A% s A e S
JO7 1) Th 3P BE L A8 BT s

2 TLRs #BhFIFE AR i&F7 P HIIER

2.1 Z0iE4h TLRs ¥z

2.1.1 TLR2 3y TLR2 {ii TN |, F=2H
BIANG L5 )7 H1, AT 5 TLR1 5 TLR6 JE )i
S RRPUNAS R A BECAR . 24 TLR2/TLR1 J& i 5
TIRIRE I A AT R Sk 2% B B 4 B R S
JEAR I = AR R K™ A I 5 T 24 9% it TLR2/TLR6
S RARES B RO U K R 24 IR Y 4 R RS
JEUAR G —BEARNR K", T B R 57 — SR A AT AR 1
ANTR P LA, 0 AN [ 15 5 R

AWF 5 K B, % A A TLR2/1 3 3h 5
Pam3 Cys {5 5 7 25 11 080 BLUG Hh300 0  1 f) 1
Wity , AL F G g S22 DR B 2K W R T s 4
i g Pam3 Cys , S — AR W) & B =k
FRNEEE 1, WA Sy i R B A 9% 4457 . Pam3Cys
] UG bR 2 1 AR &5 4 CD8O Al CD86 1) %
ik, A2 DCs (0 , SR E R P TR -y
R T -y BEA A Th2 )5 , 40 8l
RE TR MERLAN N A TE AL o AN S A, AT s < %
BEPERAE . 3 —Fh TLR2/1 ¥ 5)57] Pam3CSK4 AJ [
R rh— %L A (aNO ) K-, AT LA ] CD4 " T
AN A Th2 4i D 2= AR B s 2
A LA S B S AR O AR o DL ARSI MEERY T /N
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AR R-2 , 72 i /N RS ey | 285540 ) AT fe <C0E
JS2BE  WE TR AL A0 L R Th2. 40 i R - S S WA, T
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T E-y e,

HHH TR 97 e dE 1) OK-432  FE y —Fh TLR2
WShH, AT N IATT AR RN T AT 2
TERE 2SRRI FE H, TLR2 7ERFIR R GE i AN R T4
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Th2 SR, W83 SO IR, TR AR 1) CAEh i it — 20
ARV A, ]I T IRIRIGST AR
2.1.2 TLR4 #3h# TLR4 25— Plidmig
EOTESE R R ) TLR  Faik FANMME [, 228
BV E SR R R B AR A 1 T, L e A 2
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TLR4 5 LPS 254 J5 S B4 Ml N 422 3k B0, i — 20
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25 DCs "4 A IE & B, LPS nl {23 (14 2 -12p70 #Y
e B ) Th SRR RIS o FERER 26K i i
SN RL R fdT L HEAE R A1 LPS 1565 I
M2 AL, A& 30 Th2 J i T, B4 &R-13 42 s
el Rodriguez 2SR LPS 34 15 i NO &k
it T A Th2 S 28 285 SO, X B LPS 7E47t
AR R EEAE M. T AR BT, WU
B RN SEHEVE A0 M b TLRA 3K 71, 24 {722 1
J T LPS [w] s 00 5 S5 s I, AT UL 3] S5k Jis v Thl 1
Th2 248 i PR 5~ 9 R 38 im0 7 A2 1o Jer il 8 2 i Sl
JHLPS, B A W55 ok — B4 ™, A8 B J5U AT LPS
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H HTC B RS Boa 77 iy ks S il 5], H
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A L I R PR A A 11137

A, el — TR I 58 F A TLR4 J 3l 7510 ik
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SV, 755 Thl 434k, 3201 i 2o BeRe IR
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FERF SR AL (pDC) FH KL AN 22 Fh 8 HoA S R
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£ U L AR 1 A B AN AP TLR3
55 TIR Z5Ab IR 8 A BAE R, Al
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AR DY G E SN R A OCAEAE T AR B ) A
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M A 2R -12p70 554, A R FA2HE Th2 484E, Dh k-
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F1 TLR8 FE45 4 b A7 /& BE 3 4] [R) Pk, 9 HL o fe
AH Y HZ I I P e 32 14 TLRT /8 32 1R S5 A AH |
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W ORI IR SRR A R e R
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Re—TET X 2P AR BB B R 78 & B, (i
FH TLR7 3857 AZD8848 Wi & ifhy7 Ja, AR [E 1
TR AR AT AR B R0 G2, I B S H Thl 74
J PR T R s B N P 2 R A AR AR A R
i I 1 I RN o2- 5 BR AR (R Kk, I R 40 i
AT PEREAR' 2] TLRT $sh#I4 AR 4 251
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2.2.3 TLRY %3 % TLRO {o; F4iMafsE Py, AT 2 51
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W, #5453 TLRO WahMILEIRYT AR VR FIAFETE 53 L
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WA AT B TIRYT AR, TLRs a2 —1
AN & S (R S5, A Ry BB IR ) B AR AR YT
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