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NF-kB FINLRP3/caspase-1 {55 5 i , lRRAE RN . WF5E
TREM 1 5 A 19 0 2R R LASGE /N5 S5 40 i M6 B 1) A= 402
AW, UE W B LS TREMIL B4 380505 T LA /0N B o 490 g 1 2 ¢
FHRE g A2 [ TREMI o] DUE i /NI B4 (A R
(IL-1B.IL-18 . IL-6 %) . & {k A ¥ A= 4 8 75 £ A (CXCL-1 .,
CXCL-2) Fl A AN A Th K F- (MCP-1) B 7= A A A AL A it
(MPO) AHAEIAIZE 2T 1 ICAM-1) S e S i A 05 255k .

Liu 25O RIFFEIA g #M ) CD11b' CD45 8 22 4 Jfd 15 31 ] L)
T8 LS TREML 9 R il 453477 , 10 iz Sl ) 2 55 2 I . i A v
" E R AP A KW vh 30 Ik 4] 2€ (middle cerebral artery
occlusion, MCAQ ) FE# [  J& #8, 41 & & 2 41 i £ 11 1) TREM 1
ARSI, AEE R 4.5 h i R R AT R 8 R TREM
FERE T e, [ A T A R N, A0 B RS, S SR AE 4R
2R Bl G H 215, FE TREMI 2 9 R8s Bl MCAO B |
TR TR B SN, AR A7 R4 AT o0 2R 25 SR Bl | Sz 1
JEZAE -, Tl MCAO AR F TREM 1 :5470 7 145 3 LA A [
MIZE R 2 EoE R R e H IR AR Bt 2 1
TREM2 PR AR SEE AR5 R T AP R0% . FEB 4.5 h ¥
MCAO UM FH% 2835 IR (B2 RS BRI , W 18 PRI, Ah
JEL R B TREMIT B9 3635 A8 T e, TER TREMI 235384 0
JE R TS I 223K 26 (14 i 3 1 O I PAMIP 5 (v 386 i i 5 |
Y. BIFEAS P S S, TREMI 237550 AR ¥ 1 1 B 22 40 o %of
PAMPs [ 538 21V, Ji o B 25 i 27 40 6002 T 0] e 1t fig 41 280,
TREM1 23 R G TR 9 9E S o 24 H TREML 454051
VUG , 50005 P e g S R0 55 , [R] B TREM2 1, s 1 i 4
PR IR A R

e i P AR A R A S W R BRI AR A A A
B A 2 S R 00 A8 R T BB AR T R AN TS &, —
AT TEITG RIS 4 30, 5 HLA falis B3R ) gk Bl AAH L, Bk
M AR A v B 2 il TREMIL A TREM2 R340, I LA



M S e

24 h P TRMEL (19 20815+ 5 5 U5 A R (NIHSS W43 >6 43 H.
mRSIF4r>253) KR EVIA I, PrLA TREMI AP AT LAYE R —
A Wbk ST B Bt v A T R . (ST B KB
Bt PR KN PR R E e s 1)K 5 1fn P TREMIL T
o Z 1 B S R OGP

4.2 ¥R W BT = 8 o (subarachnoid hemorrhage, SAH)

SAH J& AR L ZR G0 8 UL — 285 M I 284 1t 387995 , 22 th
KRG, TV LI SAH G 3 d DL 4 L3 i 54 43
(early brain injury , EBD J& /G AMER 2R, B 52 4 0%
FIFREE B VI OE . SAH LAUSG R 2 BV /M B AT | 4 i M
JH0IS 0 AT B 7 A I B R I A EBT Y & AR HILAHI Y.
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