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Fig.1 The mammalian Toll like receptor and its ligand
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( TIR-domain-containing adaptor protein-inducing IFN-
B,TRIF) \TRIF ACHY4% 3k 43+ (TRIF-related adap-
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TIR Z5H38 55 22 SR/ 75 2 R W Wl X 1% IRAKs AH A
YE I 23 W R Ak AE FH 76 1k IRAK4, $:5 HoAth 1-
RAKs, 1l IRAK1 I IRAK2 #H4k 8% 35 1k, BERR 1L 1-
RAKs #5583 IR FE K 4 5 Bl F- 6 ( TNFR-associat-
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# TRAF6 J HAlf5 5407 £ B 5E A MAHEAE
PRI 20 i 52 37, TRAF6 32 K AL G N Z K EZ &)
fif B IF4H 52 1 TGF-B 1 fL 3§ 1 (TAK1 ) Fl TAKI1
%547 11 ( TAK] binding proteins, TAB) : TAbl \TAB2
MITAB3, 76 4L (1) TAKL & & 9 o 0 1R 1k 35 0
IKB {7 ( IKB kinase, IKK) | 22 %4 J5 1% 16 25 1 30 it
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Fig.2 The molecular structure of IRAKs family
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MKK?2 , 5 B MG 5 98 55 B 1 (extracellular sig-
nal-regplated kinases 1, ERK1) il ERK2 #H1L'>)
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Fig.3 The TLR signaling pathway involved by IRAKs family
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I,
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kDa,{H5 5 J5 AT LLRIL 24 100 kDa BRI =,
HAB 4045 B 2 L ( phosphorylation ) |32 2 4k (ubig-
uitination ) 2877 E AL ('sumoylation ) F1 Z 1k ( acety-
lation ) , AN[RIAE T T & FEAS ] )R8 2 DR, AL F5 3
i IRF5/IRF77 MAP #4 i, NF-«B"™ F1 STAT1/
STAT3 ™ 2545 558 % . TRAK1 B9 b I B TRAK4
TS BRI AL ARG TG IR R R A B
BEIR AL, B0z R MR, IRAKL AR 2 B 1k
JAE KL 3 BE A — A~ B R AL T

BB 18 35 A1, B = AN A TR #9 B B2k (TRAKT | 1-
RAK1b IRAKIc) 7E Z F K K IEA R IFER, 1-
RAKI f IRAKI e 75 A 2tk T 40 A F1 RS 53 2 2L 4R
A, M IRAKLD B %k R AE (KT
1% ) HHIWRE M AERE Y, 5 IRAK] AN IRAK1D
I IRAK ¢ #% & A B IE X ) IRAKLe &
SERE SR R G R DR DR oA EL e e 3 BEL T T 8 0
AR T IL1-B A 51 MAP B4 E AL B T
T RIRAIERNIE B P G2, IRAKT 182 5 18 95 HoAlh
AR, T HEE MR LR T, IR
GARTELE B Tl S PR K F 5 80, e
ML C [ W& H RP( C- reactive protein, CRP) /K ;
I LA BRAH PR 0 o0 I S e AR OE L Ak 1
RAKI i S50 [ B 9092 M ki 5 88 R (experimen-
tal autoimmune encephalomyelitis, EAE ) T E
FH L IRAKL SERRER G /N RN BEAR T 8 EAE 19 XUR:,
B BRI R P2 R RIE

IRAK2 Hc#) Hi Dixit BB FE 4 & B0, Al A1 7E A2
FIRFI bR (EST) B4 1% 55 IRAKT [R] 8 1y
SR A B0 RS RGN i K Y R 40 eD-
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TEATH PR 55 I KA E TLRO A5 4 20 i 1R 7 A
L F 177 H 4490 TRAK2 7E TLRO 15 14 28 I
BB T T — S U Y o 8, DL ™ Tl A R
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() — A SRR 5 55 — 7 T, W2R A GG 5 5 B, 24
TLRY /-3 40 i A 777 4 5, TRAK2 T i i 3k 26
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TRAKM [ i 40 i i = A B8 Z A i K 5, IF
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Wik NF-«B M EE K, TRAKM 7] fE AR
JE— M

IRAK4 e HLAT 22 SR/ I S TR S 05 1k N 45
R P, PRI TRAKA LT 465 20 PR -4
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PRI TR 0 1 R 25, 3 10 BH B 7E R AR B i ke 5%
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F 20 i PR - R A 7 mRNA e E b B e E
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TE LPS (R848 F1 IL1 #l¥# &, IRAK4 it 2% 1% /N B
Fi L P ) mRNA A28 PR . IRAK4 3G
TN LPS 551 IRAKL I IRAK2 &4 fir b7, {5
IRAKI HI TRAK2 f91& 1 - N FH B AR, 31X & BH 1-
RAK4 J& IRAK1 1 IRAK2 FiiF 0¥, IRAK4 %
i1 X TLR A3 1Y T 98 5 40 B I mRNA F2 €
PR IR AR AT e T IRAK2 P35 I 5E sy, 4R
1M, IRAK1 1 TRAK2 2 [R] 26 (9 W 240 M 7F TLR2
BRI, NF-xB BTG TN H 55, (H A 2 4
THR IR IRAKS M2 K, X L2 LR i 57
FHA KL EHINR IRAKm 76 TLR 5 5 iy 3)
fiE : IRAKm WA AR — > 1708 57 B, 2 AT R
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I ST R B TLR 75 5 19 18 P R RE S I 7F
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FH UG KSR G E I 25 e P I S 30 1 B e g A
SAEPERIR I & A A T AR, A4
9 AEPER I S A B e i N B TRAKs kA 1% %8
A, RUAEE R TLR A5 19 98 i K 0T i) 42 7
JEIRYTT X EE GG A &0 0 (U, % E#] TLR
A5 5 A T AR T TR G P 5 s v 1 DG B
BCFPYA YT A RIE BT e R IRAE R, B, T
TLR {55380 #& v 0 90 1 43 R AR U, 7T e 23 il
AT P A S A i, IRAKs SO AR
P T FE IR YT PR R AR T — 2D AR
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