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NS REES R BRI 2y ISl FEZ
B DNA Bk RNA 55, X6 2 B A B2 2 H ip
T fFREE HE B Toll BE3Z44( toll like receptors, TLRs ).
TLRs 2 AN Z-1 2 {&( interleukin 1-receptors, IL-IRs )
MGG N 5L, 78 N R AL b s AR SF o T 3L 3h P Y
TLRs AR50 40 T i B | L 78 A7 A A5 3R 0K 1Y 5
PEghE e, B A 56 4 T 185 = ( pathogen-associated mo-
lecular patterns, PAMPs ) % il 3, A LA Y [ A7 4 4
JEE 2B DT 75 365 7 P B 928 1y 257 9 & A= o TLRs 7E I
22 G0 I 8 THT AT S I AR R B SR T2 R T
ASCXS TLRs BYZ5H (T BE e S e 16 97 S HAE 1M
FRYGGNE M b R AT 2R A

1 TLRs B&# R IThaEE

1997 4E N2 & S —> TLR, Bl TLR4, & 5 i
Toll F FAAHL. HATZEMZLah YL & B 13 Ff TLRs, A
KPS # 38 TLR1-10, 17 TLR11 .12 A1 13 HAE
Fik' L TLRs & 1 BUBS BB (A, AR X B X
FIL R X 3 3432, MEAMX & & 2 | R E P41, 4l
BRI R o K = MR X TL-TIR R X
SEFMIARL, FR TIR 45488, TIR 4549508 3 4w 2 {7
SEIX L3 3 AMESEIX B AE TLRs FME S5 S8 3 &
5 TR A B AR R R TIR Mt
5 PR MyD88 & TIR 45k E A AT
IFN-B A TIR 254438 /) 757 42 25 F1( TIR domain-contai-
ning adaptor inducing IFN-B, TRIF ) TRIF #H 5 4% &
17 sterileaw 5 HEAT-Arma dillo 3 M2 E H .
ANIAI B TLRs { FAS [R) (4 167 42 26 L0 8 R Ui (S 555
i %, TLR4 & H Fr & e —— M B i E H
TLR"'. TLRs =275 84 1 50 2 50 40 o 26 1 4535
PUNEER i1t OIS o 1] 0N R o vt AN 3 g v AN E S
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[ XZHE] 1007-385X( 2009 )03-0301-04
SRS R ZER AR L /N T/B KL et —
S Gy 200 M b B AR L PN R A0 L A T AR 0 L
2 RN E 0T LA 335 TLRs ' TLRs 76 A
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TLRs FCIARGLFE PAMPs N UL 5> F F1 A B PE 3 3h
#7!, TLR2 5 TLR1 . TLR6 (4 — 3 M 51 40 14 5 75 11
SR IR AR s TLR2 U G " B A KSR WS s TLR4 U1 G 18
A 1R 2285 LPS ); TLR3 1H %105 7 XU &% RNA ; TLRS
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HHT TLR10 A1 KL TLRI1,12 .13 35 51 4 Bt {4 16 oK 1
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TLRs EZA W[5 55 S i, — 450 MyD88 i
AR5 5 Tl . IR-1 SZARMIOCHGE4 554 51k %
i TIR-1 2 AAAHSERE-1"°, TNF AHSEH T 6 FiZ 2454
fitf 13 S50 2 A, BOE A AE KT g iGfL g 1
( transforming growth factor-B-activated kinase 1,TAK1 ),
TEAL T F0Y IkB M kB kinase, IKK )l 22 24 5 1% 1 25
1 i ( mitogen-activated protein kinase, MAPK ) i# ¥,
IKKo JIKKB KKy FER L 1«B( B 4 « o 1 5% 1
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e MAPK 38 % 0 JTE 15 3 0 — AN Sk - AP-1 A
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AR F RS I, IS c-Jun-NH2 BEFT p38, B Bl 75
5 TNF  Z A KN 7 6 . IL-1 IRAK-1 \ TAK1 A9 2E B,
Tie 24 T I 2 PR A0 L R 10 TNF - IL-12 11 FTH
[ 384 4% 7 10 CD40 .CD 80.CD86 94 i . 7 —%
F2AE MyD88 1< i 14 17 5 % S 4 %, TRIF 45 MyD88
RIS S B, TRIF C &35 X 4 Rip [F5+
PEF A5 TRIF A2 R TH0E A | M EAEM . TRIF
HZE TNF #82%HF 3( TNF receptor-associated factor 3,
TRAF3 )JF#0% IRF3, TRAF3 #l TRAF %%k % 51 AH 5%
NF-kB 3 1% ¥ ( TRAF family member-associated NF-kB
activator, TANK A5/ B, TANK 2545 Bif 1 #1 IKKi 4
SRS S SE . TLR3 §15 S5 Sl A0
i MyD88 , TLR4 I BE #4016 MyD88 i M 15 5 4% 53
I, L BR ITE MyD88 AR R i M 7 5 % 5 i, A
TLRs B 57 538 B #R M MyD88' ' TLRs 15 5 4%
38 AL REOE DCs FTE W 40 i 43 1L-12, 1L-12 BE
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o725 ARV A0 TR 3 2 A E b s S B A 4 b R P R A
FH AU SRR 35 4 28 2

2 TLRs F0pERIE &S

H AR 28 1697 B LU S A0 Ak e 4 S v
YR FEVE T 4 M B AL TS BRI MR A . EE
SZJURR TLRs 93820 350 B A B g 76 A -l ok oA i 54
OK-432 i TLR4 {5 5 % S8 i, 774 IFN-y 1t 31
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A PESRPE R A R AL . TLRs A X AE IE []
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ZHAEL CD8 T 4 AR VR AR A IR Y Ak
CpG A& MAHE T 34k CpG ZE 1A A% 1 #2( ODN ) #E
i3t TLRO 1555 338 2 5 e ol 96 40 A sl 1A VL B 22 i
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AU 1 BT AR 2 S5 B Thl R 2 MU W G s pi &,
H s £ 24 JF TLR9 A1 TLR7. TLRO 3 3h 74t
oo A FH B 1 DL B - A M G i 10 25 T g
ELHERHT AR R0 L 26 Th 40 7 Ak fb H 1 E Ry
SR A PR VR AR B T B e i

I8 240 Jf 3 187 TLRs A9 7% 16 1T R X g A 4 7= A=
ARFK A5 o b9 G 93 0k kit m] B 2 A 400 o 44 200 it 1R
T RV AR B K A A A N A AT
RAHTB T 78 5L, H Al X L B ok IR R T f#
JH TLR4 BYTCAR LPS Jll 3% Ji 723 240 Jf , & 38 Jib 96 A= B i
RVEDR -, T 8UM I 4 3k ke NK 48 fd F CTL i 25t
e G W KRR ] F B T TLR4 B35
AL, H o F TLR4 siRNA s 4fi a5 i 4 TLR4 9 il #
JIBEBELIET TLRA (1930 f% , 23 4E 38 g A 4, 2B K BB LAY

PEAE T, TLR 155 7 Sl B A KU R,
FESELCE BT IR 4 25 19 TLRs #E A% 3 kg A= 1<
TR REE KAE . FOEwrgE " % B TLRs 2 3 i
e A L %) 0 T T A7 5 g 4 28 0, O HLE s
W 40 ) B0 A543 1, CD4- T 4 M 2% 11 A4 TLRO HE i
YRR T, Ry I S VR T FBCHR YT ARG N FH 1
JnargetE .
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3.1 TLRs 5 &%

5 & & B9 B 48 Ml |- TLRs 1Y 3R 35 A1 2
AP LB B AN b L 0 s 40 B
cell chronic lymphocytic leukemia cells, B-CLLs ) 3% i5
TLR7 Fil TLRO, N3 1k TLRS. T B £ 2ok itk C 4
AL 195 4 BE( precursor B acute lymphoblastic leukemia
cells, pre-B-ALLs )# ik TLR1.2.3 4.5.6.7.9' ',
B ZHML Y TLRs fEJA 20 A3 5505 R 40055 3 0 1eM (1 3R
ik, TLRs TG LIS DC 55 DC B, fiilt 1 IR
IS BEIRTT 7 % P B A TLRs SEN ] , © AEHR 5 Mg
BT R S A T T 0% T 4088 . JH CpG ODN )3 B-
CLL RE 75 5 JL ifF A 4f i J&) 199, A 5% b & B 1L-2 Al
CD40L p[F]i75 5 B-CLLs FY3G5H , 3 FhHrF 4V FH 7T 6k 3=
PR CpG ODN Ay il 19 B-CLLs |- CD40 Y3
ko S5 IAH R, #E TLR7 MR, B-CLLs [ 34 58 4%
559, TLRO 175 5 i G 5 = 5 A A= e Ab T i a0k e 9] Bl fie
PERRE A AR E BRI VH )W A AR R B3 I SE )
FWG R . WFIE CpG ODN Hil B S 5 i 4 2 01 1
VH 55 5 I 177 I I3 Bl 1 A A% VR 2L B8 2 1 g 4
JOT, % B B-CLLs 5 TLRO AY#EA/KF-IK, £ 8 Y
1555 30 B AL IE A G, A0 45 Akt . MAP [if§ p38 Al
NF-kB 20 TLR7 |9 BT A BEE S B-CLLs th[A]
KB W 323k K284k, CpG ODN (1) il 384 3 A~ e
V5T 2k b O 40 M s 4B M T di MR GA I R, 5
CD40L AHH , CpG ODN 1 imidazoquinoline [ ¥4 CD40 |
CD54 .CD80 .CD86 Al MHC I . Il 284> FHURE J1 ik, A
KRB, A CpG ODN gl imidazoquinoline B, #p
JEAE TL-2 34590 B-CLLs CD86 1 CD8O (17 ik -4 i 5
AT 41 A 08, 15 B AR 9 AN FRIIE S 1L-2 RE
SR T 400, PO R A A T O R Y AE AE BE
i) 12T g BRI v BB A B W I e A
I, 8 FH TLR-7 BEAA( loxoribine )RE 2 E 15 B-CLLs 19
TR, 8 20 B 7 25 90 B4 9 7 R, R 40 B 4 A2 7 7
TR BEHA R,

3.2 TLRs 5 % & M58

N B #6940 M9 #& ( human myeloma cell lines,

HMCL )R KA Z ' TLRs 52 PAMPs WY [a] 41l 3L, 5
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A~ HMCL Z /> %35 —FF TLR, ££ 6 fl'. HMCL &%
ik TLR1.7.9,TLR3.4.8 £ ik w5, JL-F A LB
TLR2 I TLR 10", Jego %> W58 % 8, Ji TLR7 19
BCAAR S IR HMCL e fff H: 5 78 175 15 50 A ZE K A8 175
IR, X PR O AR R (R A B R A A,
i HMCL H & 70 W 8 1.6 A~ 5, o Al 1L-6 BE BH Wt
HMCL i) £ Ko K Z B0s #6948 & K35 TLR7 H
TLRY, & H £ 4k i) CpG-ODN Fl Loxoribine fig i &
HMCL A9 38 A= If & 4= M T 5% . Bohnhorst 5;‘? 2R
W&, TLRs B Al BeARiF 2 & 1 15 88 8 o b g
ML AR AR . REBEEW G 1L o-MAF #1 MAFB
FERT SR Y £ kP B BRI B 38 TLR4 11 £, 1l
JF2 P, TLRs Mo VA 8 3 I 1 B L A A SR 20
DR R4 200 B IR 20 A 4 PR T AR TLRs 5 5Pk il
L 1) 0§ PR ) B VA T 7 125 . Chiiron 45 BITSE
M, TLR3 FCARRES 5 22 & 1 B9 40 i NF-«B 38 1
T Ak, S 36 T IR 0 B R R A R
CLUESE, CpG-ODN M A7 ¥ 1 1y 22 il BRUM 988 A5 78 11 ¥z
JrA R, A5 T B R TR A0 R AR 5 IR AN i A K Gk
TLRs  JGY7 I 2% B2 AN R RV . LPS #1 W) %) TLR4
AT 1L6 AL 0 26 1, Bl BB i) T 48 i 3% Ak
Sl e ki , B BEE AN 16 A4 st BE 4 BT 1
BRI RIS
3.3 TLRs 5# 2

CpG ODN B3l 38 i 444 58 AN [W] S R0 3k 98 B 41 g
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IV CpG ODN FHIL g B s R B A, BRI B0 & A 2%
[T 70% o Leonard %“HEE%EIE, Gl e R
PEAR AT A0k LR R E B A 1 H CpG ODN AR 22
BB PR R A &, R 2B 76% ) B F IR IT A G
AN RSN R B R, R AR AL R R A B I Uk
FEREIR . B AT AR 56 1 7 1 — 25 PPk TLRO 3 3477
e A YT BB A 2 B BB IR T AT I
PRIRER' ™ AIESE TLR7 .8 s F T 52 ik T 40 i b £
TS T — 2 BRI AR

4 R E

H T S 2280 8 TLRs 38h 9] I A6 0 T 1 &
GEMMRIGST BT PSS E A B TLRs 387 5 17
LPWIERIR ST A A A . X TLRs 38 7
AR E— AP ISR AT BT B2 LB AT 7 L 2R 8 A e
FARI TS . L R ABFSE TLRs X MUV R 08 b ogg
MiRYT A B MR L. TLRs B3 FIAE G yT T B
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