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Jigi 4 11 (intracerebral hemorrhage , ICH YEAEE )
CE SN ASE YT ¢ R SUES TP )7 N e N
SUEEERRY, TCH #5250 i 07 B H R 41 81
K CBRAR, A MR T ARAE BN A — R A Ak
PRI, T A I S ST e i oK i fef i A7 ak—
LA . Toll FESZ AR 4(Toll-like receptor 4, TLR4)VE
Ry — R GRS Z A, BEIR Bl FHCR S RE S0, 5
ICH Ji5 IfiLfif i) FETZH 2R 0 A e PR A0 G R 009, B
it i TLR4 5 ICH MBS IARER IR IR o

1 TLR4 &

L1 A 545 5 TLR4JE NI BN — > Toll #
ARG AR DGR 11, A5 0 22y AR X325 e
DRI A X3 B8 2H ik, B A X 32 B3 i A O
I TR S (pathogen—associated molecular patterns,
PAMPs) 5 55 JI5 DX 35 2 D 2R ) 25 ALk, ] 5
L EH (myeloid differentiation protein, MyD)—-88 [}
IR & BN X SN R 12K
(interleukin—1 receptor, IL-1R) B PN X [a] R, A Toll/
IL-1R X A5 32 44 Hof 5 1 TLR £E 401N B9 5
B, F 42 M AN T AR 5 s
Wei) 5 =55 . TLR4 EZMGTEMAE A B A
IV 41T 0 50 J550 200 L 5, 7 2 2 400 B 1 R E S o B
PENLE IS R A AR . WSS R TLR4 MY
TSGR 1 SN SO Hh & #E B EAE Y, i HL
ICH S5 R BRI 1 SR 45405 0C R B VIV

1.2 TLR4 2% 69 Befk TLR4 3= B8 i PR 5 B 25 e 14
5 ERAF 18 B R S, B PAMPs FIH5 45 4H ¢

doi:10.13798/j.issn.1009—153X.2015.01.019

P 07 - 350122 AR A v R 2GR 2 5 i AR B (il
/INZ) 5350003 45 M, AR A I 24 K2 D B N IR R B A 22 AL R
(R )

T HSEE A, E—mail : prwch@163.com

[x#kizEm] B

R AL

[FEEBERSES] R 743.34

7 F B X (damage—associated molecular patterns,
DAMPs)", H 1t PAMPs S — 8 4 5 g Ji o S HL ™
Y ALAT ) o 7 S5, A A g 2 B R T ) i 2
(lipopolysaccharide , LPS) , %= *% FH 14 7 (%) g i Fik 12
MR, o0 SO TR Y i B R AR H 2 SRR IR SRR 45
DAMPs JEZH 20 [ B AR N IR 7, R
PURSEE M mIE R A 1 B1 RIR S, & B W B
Bt , LA 355 LA TE 451405 16 7 = R B T R/ B TR 2R 4
I AR S DL R A A5

1.3 TLR41Z 583 TLRAVENBZ AT H A,
E BT 4505 S I, B MyD-88 4K A R -1
PE R Toll- 1 4 i /v 1 52 7K 45+ Bl ffr 422 45 B
(Toll-1L-1
inducing IFN-B, TRIF) {K#i Y . TLR4 7E 40 i L
MyD-2 % % 25 &5 J¥ i TLRA-MyD-2 &2 & ¥ , 4l 18
LPS 5 LPS 2545 # 1 (LPS binding protein, LBP) &5 &
¥ W LPS-LBP & 45 1A , LBP F-5 41l fifg 3 i A9 LPS 52
PR CD14 A E AR LPS A LPS-LBP & & k%12 1|
TLR4-MyD-2 &2 59 I, I E MyD-88 4 i 7l ik
2o WG ALIY TLRA FIANAE A Toll/IL-1 A5 H2 28 1A
HAF 4R 5F MyD-88, i1 9 MyD-88 #1155 T il A 11
I F& 2 K M & P B (IL-1R-associated kinase,
IRAK) -1 FIl IRAK-4, IRAK Z£ 4 3% £k it (14 Jir 988
IR FE I 5 52 AR A1 2C K] F 6 (Tumor necrosis factor
receptor—associated factor 6 S TRAF6) , 15 1Y) TRAF-6
P55 U 0 B A A K D U0 U - 1 (transforming
growth factor activated kinase—1, TAK-1) . TAK-1 5t
& H (TAK binding proteins, TAB) -2 & TAB-3 &
I A VRIS TAK-1, TAK-1 7546 FU#AY c—jun S5
A Ui i (c—jun N—terminal kinases , JNK)/p38 MAPK
A% 5% Rl ¥~ B (nuclear factory of kappa B, NF-k
B) {5 5 18 s, DT 5 2% b 58 E 40 Jf DY) 7 P 5 s
111 75 TRIF R 8 L5 5 i@ 42 1, 15 1L i TLR4 5345
TRIF AH &8 Bt 75 1 43 F- (trifrelated adaptor molecule,

receptor—domain—containing  adaptor—
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TRAM) 73F, 4l i 5 - Y LPS-MD-2-TLR4 & & {4
£ TRAM 73 (5 B R & 4 4k, Fl TRAM — i 5%
B 2| 9 4R BE, TRAM 2% 4 F i TRIF 4> T i %
TRAM-TRIF {5 5 & 2 0% H-554E TRAF-3 .TRAF-6
32 VAR B AR A 2R -1, 75 4 90 5 TBK-1 Al
TAK-135 5 THZ P8 B 7 -3 i8R 1k &% NF-«B
(14 SR ST TE A, A T A2 1280 B A e M A PR 1Y)
IR

2 ICH5RER

ICH $i 72 R F) | E SRR PR AR AE , ICH I i FB 52
L2 Jo] FRI A BV P AT AN R R 2 9 S AE B, Y B i
K B4R I B AR TR S AR 14— R S Ak
PEBR. 25 ICH J5 AAE SO 1 3 A7 W 19 /)N
U Jo 240 . . P 200 I 4 i A5 AR i 20, A R o
4> J& £5 [ i (matrix metalloproteinase, MMP) | F147 2%
(interleukin, IL) 7% P 4055 A0E 1 BT, 33X 26 40T 4 it
A 5T RS S e R B DA AR 0 i A A , s o
A8 PSP RN AR BB PR A ) T2 L Silva S5
WFFE A B 183 491 12 h N B4 i & ~F BR ICH (835 1L
TNF-o/IL-6 MMP-9 LK 20 il £F 4 25 & 2R £ ICH
RN THE . AR & BRI TICH AR K Rl i rh
TNF-o | IL—-6 S RAE F TR IATE 48~72 h A E
WA, Jik 20 2 K IR I 2 N, 27 ICH R AE S
A RE5 1L o 2 2R A D HK

3 ICHE5 TLR4 &Rix

3.1 &kik@mfe, TLRATEICH 53k 12, FEAM G LE
AN TR AR R AT R I 4T LA % PR B 44
JEAEAH AR B P Wang S5MFSY 7R ICH AR
SRR IS SRS 5 1~2 h e, L ] 1B /0N 5 S 4 B - s
BB IEAE L AR B 2 58 7 R A R &0, A 0F
FEIREH, X B 28 2R G0 PP TLRA 78 /NI ST 4t H 2
R, Sansing S8 1 WLEE TLR4 7 e i 45 714
KEAIZEIA , 455 & I ICH 5 #8550/ i B 4 i L
PRI A AT O S B ZH UK st

3.2 &R IAAH] TLR4LE ICH J5 S0 S i3 2 Hh iy 2
ISP A R 4% . A 5T 3R B TLR4 W] 8 8 U5
- Ui A TR S A B L S RE S, e
Al RE M U 3l A - O TLR4 P [A] MyD-2 F1
CD143R G LPS, 5| A& A4 A7 538 e A Ak S ™
@ i WAk ML 4T F B L JH TLR4 & ik, i T
MyD-88/TRIF #H 5 15 = 3 i ¢ il 2 5 I/ 7. 55
Hh, TLR4 FEZL 0 T #5510 I NF-«B g5 FSL A -

FEE 1 BT 045 &, 8 8 A% Nk TR EG SR 0 1)
mRNA 5 BT B A M S0 K 1, e & R 3R AT
JREM, Teng 2% B ICH AR A B TLR4 JE R 76 H
1.6 h JE TP IR, 3 dJF iR 3] @i, 1 NF-kB #ik 7K
F- 5 TLR4 F ik #H—3, I TLR4/NF-k B {5538 %
5 ICH J5 24E R W C R %] . Zhang 55"7E ICH
AR B & BN B 40 TLR4 mRNA ik B, 1
YA N NF-k B R EOE , 5 9808 SOV S g —3 )
A WF5E 8 5 W8 VST TLR4 45407 TAK-242, % FH
92 BV 30 5 A6 i TLR4 R ¥ {5 538 #% L 45 R kB
TAK-242 {4+ 1 n] 38 3 TLR4 A9 T i MyD-88/NF—«
B 55 U A TCH BN (1) R AE SR, A8 ki 7K b
PR DI REBR IR

4 YT

H A, 82 5 0 TLR4 {5538 % LAY 3 30T
ICH J& R AE W A G2 i i 4 /b . At oE &
B, 7E 1CH Ji5 AH OC A E e W o 72 v, A8 Ak 5 2
(Oxymatrine, OMT) R TS B(ginkgolide B, GB) &
FIFF REZF 259K -5 TLR4 (3 R R IR KR R
I,

Huang %5 ™ % 15+ OMT %} ICH X B TLR4 #0I
NF-k B A5 (8 S E S A 5200, 8 TCH A 78R BR 43
A BEER K 41 BT R 4 A1 60 mg/kg . 120 mg/kg
OMT PG YT 4, 45 5% % B 120 mg/kg OMT RE & 2%
7 TLR4/NF-« B ) 5L K 33k . A iF9% & BLAE ICH
IR R BRI S VR 55 10 mg/kg 1 20 me/kg F GB 2 7]
A {5 5 ) TLR4/NF—k B (1) 58 K 235, HL Ifi i J& [T 2
R TNF-a IL-1B \IL-6 %5 50 N TR JE B R
R, LIRS 156 BH — 2 7 4 1) OMT Fl GB ¥
i 1520 TLR4/NF—« B i 42 i /0 ICH J5 42 R A
PR R, I R A S o 3 A, it A T A I 5
RIBAEARA YT 7R AT 8 i 98 TLR4 A5 /9 ICH J5 i3
I ) [T 2 08 48 A 451 13 328 T o508 Pf 28 D) e ke 460 i
AR EBI ML ER

FITF R SEAR S b XU AL M & i v 2y
il R A& BUA T R AT R JH 1ICH K B TLR4
mRNA )ik, AF TR 2 RIgs e . BRI
FFRXFICH J5 i 2148 TLR4 25 (1 6 35 HAT — 2 f 14
P T, AT BE S L0k 3% ICH J i 7K Bl A V6 FE LR =2

o

£5 LTk, TLRAVE /i S KR e e i U]
MR Z—  BRIA Sh RN 7, s M OGRS % 5 ke
SAE SN, A TCH Ji I e J] Rl 2H 2 A 98 1 458 g
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