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[XER] DIRT @A A4 2 £ %R R
[REESEE] R741 [ mt#RiAEE] A

P28 Gk IR B £ W 42 R G S B T TR T IR A L AE
993 A5 IR I AR [ I B o /0 S JURE A0 L P ) — 2 6 E R Ak R
TRV I Y R R S AR . AR L A /0 RS B A B A
AR XCEAE A 5 /0N B 5T 240 B 93 25 35 1 P RE T 7K ST 1 42 % TR
TR M R R AR s AR A TR B —
TAT & 70 B T3 40 B 5 W 5 A% 00 B R O R M 8 A R R R it
RN TP 2B AR AL R . EREE R L
Pl 28 72 G 2R 1A R [R) B B« 1T DL /I B8 I 40 L 22 o 3 Ak 3% Y
B, X TR S R ERHORBE AR AL 06 . A SO /)N B B 44N i 2 Y
S ALAE B 2 R BRI G A 1Y AT 9 R BE AT
ZRIR Ry T AR N Rk 2 B IR T A0 AR S AR .
1 INRRARRE S

JINIRE S 440 AR Ay e A R 2 2R G ) [ G A0 L ke 4 i A
IS5 A AL AR RO Y A 2 R 2 B4 0 LRk e | i )
A5 e i P 58 4% I /0N G TR A0 D i A S B A O BT OK B R 1 3
A o WA /0N 5T A0 43 o 26 BRTE AR R ZS (ML D) ik £
HARIRA (M2 BT M1 RN 5 40 i Toll £ 32 4% 3% 1k, fity
PRAS K, S 1A 45 AR KL A8 4, Toll B AZ & 4 CTLR4A) AR B A
NS0 A% B W R (NADPHD S Ak il 52 & 1A 63k 0L 3 ¢
P F# B F-«B (NF-«B) I 46, 3 7= A R 28 ]+ A 4 i A R
(IL)-1B.1L-6 A1 i 9 3K 3 I F-o« (TNF-o) . #4 4k K 7 (CCLZ,
CXCLY #1 CXCL10 %) K A A AR ™ B 4 4 28 70 7 A= 3 P AR
R ARHE SO R R . R AL WAL A — AL A&
A (INOS) 35 48, 6 -2 (COX-2) Fp — 26 I8 55 1 73 1 40 CD16,
CD32.CD86 Fl MHC I %, /K BT 40 s M1 3R 84 b5 32 ¥ 13 18
A5 05 0 S SR A R S T R H R 4R B B A ML Ak T
VLR I 22 Bl bl 22 05 PR T 3 R 2 TR L Bl R g R SRR
AT PR

M2 TN T4 4 9 M2a . M2b 1 M2c 3 25 £ %, M2a
FHY IL-4 M IL-13 S B B8N, &k A2 AR K, W] 43 W
B K 0 46 B T A T4 1L-13 K 4k 4 K A T-B(TGF-g)

[XEHS] 1671-8348(2017)27-3866-04
A TL-12 fK AT TL-10 55 R 3k, 38 1 175 18 % 32 7k F1 5k i
Wik five T A PR 7 Wk 58 495 10 Al 4 A B R 1 00 5 B A e R AR
HE S SR A 4 T I B A R S gk R R RE B . M2a A
W AR DY B RS S R -1 Cagrinase-1) |, 1 #8 i 32 & (Mrcl) |
CD206.,Yml Hl Fizzl 4, X 1L-18 5 LPS [F 0 4 H T/ B R
AL, B R EE T TgA R R A RE T LUB R A S W R
BIfy M2b 7 B, R B ARE ) e B M1 GNOS, IL-1ra, TLR4,
CD74,CD86 ,MHC [| . NADPH %= 1k B & & 14 Al M2 (1l-4ra,
I11-10,Socs3) 4i Jifg 1 45 s » [ iy STAT1,NF-«B1 , NF-«B2 48 3%
ik R B AR g /P i TR A . /I R T A A T 40
Ja oA IL-10 55 T2 0G0 M2e TR R & S W30
HHE MR SLP-76.,M2c 41 i 7 & 2k KR T 7 5 7] 45 B 41
ST AN L T DU BL R ARR R W 45 CD163,CD206 , Sphk-1
F TGF-B 4,

2 MERABMRETUEHEZRSER

2.1 Ji§i ¥ 1fiL Gintracerebral hemorrhage, ICH) ICH 245 4E 6
AP M 2 R P IR 2 A 0 S L 9 kSR S K o A 48 A X T
0B 2 43 R — A R . TCH B 300 1 48 A 2R AN 100 VR 4
e R I K L 4T 2 A G IS B S T R 9 /N e T
JH 38T L BR ik 48 R T TL-18.1L-6 Fl TNF-a M &1k 7 CX-
CL2 AR HEMZ TR REBIG . ICH By ™ 2 2 B A 1 i i /3%
M M1 A M2 AR Ak R B AR e B 405 2 e 7 B I B S5 G
AR M1 R RIFESE ] SR B BT . TCH K B/ R 5 40 i 4
Wil e 1 h JFEPATREE B, 78 ICH /N M1 K A A5
W E 4 b JEBATUE - 4i8F 3 d,7 d )5 B Wi 0 s M2
RAGRICW KK EAREEE ML BERAE 7 dJFRET
RS, FEMR S AL S A1 (PAR-1) B B i ICH /N B,
M1 7 /I8 g o 48t 4t I 50 B F =3k W] 26 T B L 32 7R PAR-1
257 ICH S0 /NR B 40 M M1 A fb . 8159 T 40 g vT LA
i3 1L-10/GSK3B/PTEN axis 8 1%, 4 #F /N 58 R 40 ffg L M1
Rl [n) M2 RUEGAS . 72 050 19 35 05 B B, /0N JBE 5 4 i M2b
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AL UL, A AR 5B R 1 W E DI RE .

HATRSE R, 25 Y038 97 15 T /0N I 00 40 32 AL L ML [
M2 BV AR X T R S SL I S R A B R . Rk
0 0 2 R 40 3 L I TNF-o 635, W1 23k 3% ICH KR
T . miR-124 F1H B % AT LA 3 ICH /)y BRI S5 24
J A M1 R[] M2 B S, M2 /)N 8 S5 410 348 22 5 B F 30 41
MMP3/9 Fl C/EBP-a ik, NIl {3 82 {4t 2o g™ . fH
5,7- TR A BUEE T B AR W] LAREAR ICH /s B kb JH [ M1 4
5 30 TLR4 ¥4 - RAE R F 235 F B AHIF R 5 M2
U0 o st Je g . A8 TCH KRR Bk il 5 40 )R 38 45 7 114
5 F B 24 K O hr A ) SRR B 0N B B AN A M B [ M2
RUGE AR Rk 2 T B R A .
2.2 {4 #79% (Parkinson's disease, PD)  PD J& — F v 4% #i
26 Z G AR PR AT PR  FURAIE 2 a5 % MR B T R B 1Y
LM AT ER . 16 PD B#H P RRA WL F], o % fil
B ATER N RERE S M1 BRicY MHC I k5 nf B
WA . 7E PD WA A, MHC 11 i B T DA 0 4% o2
fil A% 2 1 g K /BT A ML M AR 4K L TR 22 N g
W2 ICIRFE . Pisanu 07 i — L MR 5, £ 18 M PD /MR, £
B A Rl A P 1 o AR 5 /0N R A0 M ML i b RS 32 T 5 M2
WAL KA CE . TEIE % & PD /MR ML 5 M2 i b1y
FAHE 0 PD /N BUR /MR A ML R AV 21 M2 R A
Ao JAK/STAT &A% 800G vl e s M1 /I i J5% 400 10 3% 1k 1)
Bz — . Chen 255 §F 585 W] MPP al 3 13 1 il Arg-1. Fizzl
AN Yml ) 2 2 DT 90 86 /0 e 5 4 i M2 i Ak L 22 5% WR 57 A
P AT 58 1L 4 55 TL-6 . 1L-18 Fl TNF-o 23k , #E 17 30 % MPP i
F M1 Hfk., Tang 255 BFo¢ & 42K 4 H3K27me3 2 A 24k
fiff Jumonji {5 & 3(JMID3) il i3 15 1 4 2 11 H3K27me3 14
SN JBE BT AN L M2 AR AL L X SR S A R s AT B B R E
I, ET UL /0N T AN G e M1/ M2 R ARE IR TT RE S 5
T PD 35 A5 oL A2 L T I/ BT A ML R AR Ak A E B T 5
WP 4 AR R

e PD AR AE Mg P44 R D AP EERIR #he4i 4K D
A DAL i s G AR . 7B PDUNE AhFEZE A & D AT DA R I /)
52 5% 24 M 98 3% - ML TR0 47 3 INOS Fl TLR-4 835 F 9. 10
M2 BIFRiC ¥ 40 1L-4 1L-10 Fl TGF-8,CD163.,CD206, CD204
B RVA L R 2 L RRE A e DT IR S PR T L Rh B R R
7T DA 2 B e R M 2 T AR 405 LU HR Bl T ML /N e
AL NF-B 3G AL F Mo F 3Rk . O3 4h 97 1 4 25 3 &7 dh UK
A L aF ROCK/NF-«B/Nrf2 {5 5 @& 4242 ¢k PD /v B /N B
JAH M R M1 27 ) M2 B e, 5 0 DR e S Ak B 0™ 0 1Y
FE 35T IR e R R B AR B T Nrf2 Rl Hmox 3Rk,
2.3 PR UF B9 (Alzheimer's disease, AD)  AD 2 #4E A
P d Ry LI A 2R AT PR AT RIE TR 1Y B VE R AR IR T
RER AD BRI G R, B-TE M FE B B (AR 3l i PISK-
Akt 5§ NF-«B 2257 AR BB/ BB 240 il M1 AR Ak 18 2
P, BHBARP miR-9.miR-125b, miR-146a 1 miR-155 3
K 1L X miRNA AT R JF /N 5 40 0 M1 #% Ak, 3% 90 il
M2 thefb, X g% ML/M2 RARA S 5T AD JRAEE . 78
R AD 55 45 B 6 P4 /0 B B 40 1 L ML/ M2a Sy 3= L 7
AD J5#1 M1, M2a 1 M2c i ¥H 80 ; 26 K BRI H 40 %
S FEAE H B A g R R L A A R (40 2 D K i M
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F M2b 41 KB A 22 i M2a Al M2c 40 55 4 /0 s 5 ) (40
#JEOM2b A 5 £ %k . £ APPswe/PS1dE9 /)N B . /NI 5 28
it M1 #RiCHI R R £ 5 TNF-o F 3k F R BB 78 B 1A
JINJGE T 440 B, R RE i B AR R IR /0N I 5 4t i SOCS3 il TNF-«
Fi5 BT REAIG SOCS3 =35 /] LAl 1L-6 33k, % M1
et

Latta FUHIE S IL-4 1EH T ZE R FIES & AD BEEL, 3 5/
Jie T A i M2a R RIS £, AR UL B Ik 2D, $2 7% 1 35 /0N S5 4
s R FIEAL A TR R ARk ADIRYT I — DR T I . R
BRI T A AR AR 5 & B/ BT 4 i M1 R AL INOS,
IL-18.TNF-o 335 T 1L-6 (% B ik, [A) B {2 iff M2 3R Arg-1.
TL-10 . fisg 51 o 25785 35 B 7 (BDNF) FLKe 5 40 i U5 1 i 28 78 35
K F (GDNF) B il » 4 B R 1% 5 # il ] 7 1 (SOCSD) & 22 fik
W A /0N I J5R 0 R A SR T A 0 5 e
THRBEE CB2 Z =400 M2 B W 4 i B Al )5 v] L@ 353
e ARL-42 i %W AD KUK IRF5/IRF4 b -, f2 #F M1
] M2 R RV AL BB AT RE R Ag'. TLR2 28 [0 2k th vl
PLE A HE ML o) M2 3¢ AU b, 3 T 22 /% AR 1 B0 i &8
2.4 ZRMEMEACIE UL ZE 45 0 & B 4k (multiple sclerosis, MS)

MS J& —Fi iR 1 22 R G4 v RO PRI BB B . 7E R R

AR SR G R AL L ML AR A /0N S T A0 i b 460 7 5 0
o S0 R R D M B R R, KA M, ML B L g L T M2
S fi L R TE AL R 2 R 2(CCRL2) e PR RA /N BL L A
R DLW 3]t 22 2F 4k I 8 85 5 28 £ B A /N TS 5T 48 i ML/ M2
FRTHREFTRED S . T 9 B 400 A M1/ M2 3R R/ 5 40 i
BT M AR TTRES 5 T MSHRAE LR, IL-13 Al i
SRS BT AN B E ML RS [ M2 BB Ak 2 E MS g g i
PF0 R R A A L Msx3 M Neuropilin-1 (Nrpl) 7] g &
P M2 AL TR . Msx3 5o 2635 n] DU #7085 5 40 i
M2 R Ak FE A ML AR AL RE AR Msx3 2835 0 i 8 48 5 5 & 19
ol 2 0 B0 B A2 5 1 AR Nrpl B2 S BRI RS B
W R B BRI E A T 0 B 25 B A ) flavocoxid ]
TR 3 0V T R /N BRI TR YT . N IR IR A A T COX ORI 5-
Ji A Bl (5-LOD I 14, B 18 e A5 8 MHC 11 ) #8973
ik ARHE M2 B AL T & BRI TL-10, 2 3E MS Sk % H . H
AIREFHTF MS i3a 7

L2547 ] 2% 4 fk, Camyotrophic lateral sclerosis, ALS) J&—
Tl RE N K55 1) 4 I i 2 R AT M 0 TR 38 Bl i 48 T B T 5 3L
WEE LI A AR . FE ALS B AE 1038 3 R R R R B
TR BT A 3R] DB NI B A A s . 5% ALS /)N
A L, 33 2238 8 A AL B fb W 1 1 ALS /N BUK 9 7 M2
WALARICHY Yml . CD163 #l BDNF 1k % 5 16 & 0% J5 1 M1
AL AR IE Y Nox2 FB AL, N EH AAVY i & & 3
scAAV9-VEGF-165 A #47% PI3K/ Akt 38 I , #8 ii Bel-2 % 113
KL AR HE M1 RS/ 5T 40 B 1 M2 RV 4, 2 it 38 dh i 2 JT T
AR AT o g 2R ek AT S A B AT NF-icB AR A AU
RIB BN G T T I B Pk 0 A BN B 5T 4 L NF-«B AJ
U ML R /IN I S5 240 i 1) 22 35 U2 /0 S O 4 L A 5 1) 32 Bl
ZICHET . AT UL /0 S A RS A R S M AR AR AR i
A ITCRE T T g2 ALS A HLH Z — .
2.5 IR PRIRR R A NN B SRR RO 45 bRz L A
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BT LSO AE R AL RS . (R 1 £ IR ) A B Y L 4
B /N T 20 M8 L e AL ) ML 5[] R R . R R AR B Bl 4 4
o1 dJE BEEE A ML/ M2 /N BG4 2585800 L H /N 55 48
A 1] ) ML e UG Ak . R A N TR T O A B M 2R A
FL 35 B0 9 58 B, k) M AR AR AR E 4 TL-18, TL-18 Al INOS
3k, 2 3 M2 #Ric 4 1L-10 #i1 TIMP1 3 k. Piotrowska
a2 g2 5], CCR5 45417 MVC (maraviroe) A 4 4L F i CCI
K EH B/ T4 i p38 MAPK B2 {7k 7, ERK1/2 FI NF-
kB R H IR B ML G AR iC Y R R 85 T M. i 0 4t
miR-124 5 /)5 J5E 50 4H J 37 4 400 6] 700 DK o 9 2R T A ok L A A
SRR B B 2 S5 FL W PR /D BUE RE T A N S BT AN i M A%
b o AEH RER A0 R R J2 B A5 AL, /I e S5 A0 B A Ak 35
DL M1 By 3 22 50 45T AN M A AR 1 ARORE M 8 3R] CR8
B DAF I8 i 2 F AL A eyelins A1, A2,D1,E2F1 & CDK4,PC-
NA 3k, U6 HH /N o 40 A Ak A8 A 1F: e A 400 it &) 400 26 1 1 i
o Ketz Z020 530 1o %45 1 28 25 LK B 5 075 4R i 284
R DI A3 M AR 3067 R BUOGYT A W R A 7
52 S5 448 it i) M2 2 TR 26 Ak o DA TG A 2080t 9 2 L i s 2o B
2.6 FUAR AR AE LA S T 4 QR0 BR IR O R B K
fE o 5 WFSE AR /N 5 40 M B0 J5 . ML A Ak R 0 Y 52
PR IR 28 3 M 0 A 19 R R 5 A 1 R 2 R R % 1)
MG, MBEERNOBEIMENE L SEMARES ML/M2 %
R R M Ak F B AR K. FEI R Z R T E « (IFN-)
KR YT 1 BB AT B AR BEAT s £ BALB/c N4 T
IFN-o ZJ5 #8537 B UM AR REAT Sy o H /0N s T3 40 il 2 34 K
MHC 1[I # CD86,iX #& 77 ML (b= . 675 7T F1 &0 IR B2 VG Tk
22 5 BRI K B P 5558 €0 e 745 IO o R o B AR
B 2 — gl 2 A /N JE T 40 . ML AR Ak, A 3k M2 AR 1B
Zhao % 5T W R PPARy CH A6 4y Bl 14 38 55 9 0% 2 1k v
U 7 Wb AR ) R T e P B B IO U LI CS7BL/6 /N R Y
TABERAT W0 /IN S 5 40 Jii ML A 35 9 3% 38 - 386 0im /0N I 5 40
JiL M2 g 3540 04 28 35 5 MR A S50 b UE S 0k A% 51 R 58 3 410 ) NF-
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5T LB AR AL AT B S 2 IE MIL/M2 AR Ak R A A
XL BRT BT IL-6. . 1L-10 K 5 g 40 i 5% s 4 A 5 % 3k
B, C- N 2R 1 020 - M2 A Ak 40 450 3 i M A Ak 40 i
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B R E RS R mie R T4 TROFRSE

I WL R ReM R RSB TAR

Q.7 MPEBHRFARTAER, M 510405 2. 7 A EMH LT FER

[kl AH. Hhkohibi EE 3F 46 T L 5%
[PEZESES] R658 [ mtaRiRAE] A

T Ik I 44 44 FESE (venous thromboembolism, VTE) & 4§ 7£
T DI P LA T B0 R 2 L 58 A2 BRS¢ 4 BEL ZE W bk o A
3 T K [0 I B T 1) — U B R e L A B R LR R R
R ER, K EERIAHE T BEH PN (deep venous
thrombosis, DVT) J fiili # 2& (pulmonary embolism, PE) , #f§
SMRAT IR = VR A RS 5 E P ARG 54 5 A UL AR B AR
#IFR VTE. H b DVT 3% 34 J7, PE 3% 27 7. SCHkR
T RB YT R E, 2405 24 h PR kiR 0 & R R R
2.6 % AHANRAZ GG 72 h K42 B A2 TE K T B R
7 U R AR 2 13,306, HAE DVT JE BT B W1 12 9 AE
ARFRIE AR DVT C & A4 & 518 F HCH ks % &
JBC i B 9 R L T g ™ R T RO Dk R L 9 R B
PR PE & AN R o A BLR 3 A 3 B AT E 4T DVT R
Bz B A OE SE AR AL A BB B IR RE L. AR

528000)

[XEHS] 1671-8348(2017)27-3869-04
B A AN B B 45 B B VTE KBS 3 A5 7 25 L 7 T FIBIF 5%
AR HEAT R LR A L LAY O i 3 3 T R R AR Y
VTE RBP4 TH B RHE AR B R VTE B4 16 350 B 42
g T,

1 VIERKE®#IER

1.1 VTE K& EAG 7 Ak VTE XU PEAG T 5 2 & i
of SC TR 25 ARG DR 9 Rk A T DB F 5 T T R . EL T A O iR
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