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H B 45 (spinal cord injury,SCI) & — Fl i £ 1 3K
PEB , IR G 153 X B E g U s R AR, AR
g R, SCL AT L2y Sy @ 4 45 3R ) s 1k WP 5 PR 31, kO
Hh R A 3 P SCI & 9 S8 AF T B T G vy B8 9 s 1 o 41
BE G BT B2 Tk, HUA SRt ERES W,
B3 PE SCI X 43 Ry I e P 5 i s M 0, Dl i P 0 05 & A=
Jii 23 M B A 4 I S 0 e A R M A Y R R LI A
JZ A (microvascular endothelial cells, MECs) 42 £ 4 Ifil —
& 4 Bt B (blood—spinal cord barrier, BSCB) ) 5 2 43,
Tl A 2 L ot A S S 2 R ) JR) S A R 1R I A
VI R 28 ) Jg 78 ke . | S5t 46 [ BT R T AR S
Jil BSCB IR, i A 3% 43 112 A B P9 B 358 3 I A B 3K
AL, e ma il 2 T D e AT, 2B 4538 MECs 7 SCI HAE
BT A A 1Y BIF 90 i, 255 b B 25 00 RO P R 2 9R 9T
SCI M 5E #E g, LU 0F 98 N LAt S 3T i 7 1) 5 %

1 MECs 5 BSCB #9X %

BSCB 1y 1fil ¥ 5 il =2 (1 1) 4 25 6, T 42 i 1f
YRR P PR T Y s R SRR A, T L
PR o D5 A | 8 RE R S A R A AR AT 2 R e
(central nervous system,CNS)., MECs 1E by H 5 %2 ) 41 h%
Ay, EARRAR AN K BRI T A0 S A2 5 I [ A
BSCB., fEAIMIZH 2L h \ MECs H A 4E 5 MLz i, 149 4% 1 4
M PERY DI RE 1 CNS 1 iy MECs 5 4Ma & 5 & 48 b iR
], i 2 B FLZ5 #7240 R ASE b AL B 5 20, B ol 248 it
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Or FHEATES A, H RS s LT B e 2
PRI BEROR R AR 47 BSCB T RE 1Y G B [ R W, 7
CNS 1 B 2845 5 09 A 3 AR T (A 5 (0 A2 |, 38 ik MECs
AN Z ) KB GEHE (tight junctions, TJs) M % B % 42
(adherence junctions, AJs) 4514 45 % BR i 40 it 55 B% 19 4 i
&4, T 4k 4F BSCB 1Y 56 % 1 X Bt B el SCI J& i T
HUA AT 75 350 i 7 45 48 58 B Pk 3 2K 8% R BSCB M T 5% il
B RE N HOR B0 A Mk S B0k K AR SR T 0 — 25
Tiaededk O, FEGEfR SCI MK ug b, Bf ik MECs 8T )%
BSCB IR, e 4576 Sl A B e AT AR 2 1B i 2 B

2 MECs 7 SCI R E R &
2.1 dERr RIS
2.1.1 MECs W T- MECs fE 8 R 4 5 g8 f 2 (9 4
R Ay 22—, AR R Gl 8 45 75 T A R S, Y
B SCI % A I, 45045 Jay 9 ¢ A6 3 il A8 45 4 v T[] 1)
W BSCB, BBEMERG N, T8 Mk 50 K 55 2 AR
i, R 2 I R kA0, WESESk B, SCI G MECs /&
B RAT I dn i, HORE 78 SCLJF 1h RF LT,
SCT 48h P W& LAAN S SR FE S 5, I Bl v Pk 40 i 19 i
W MECs J TR I IR T — RGP IEER, B ifi 4
SERGBEIR TR R AR R, A5t it D) HE — 25 ) MECs 1 4
T2, 1 MECs (%9 2R & 08 TR 51 i 45 45 1 3R

Assoian SR B TGF-B1 )12 & & F M/, & 5
24y S Ho A 20 1L (9 40~100 A%, SCI J 1/ A 58 4 345 43 7
7, 3% Al BE & 2tk SCT 1 TGF-B1 /KF- T i JE A F 51
R TCF-B1 A LhAE #F MECs H ik 25 4 48 i A= K B+ 2
(fibroblast growth factor 2,FGF-2) 131k M i b 4 il 4
WK T (vascular endothelial growth factor, VEGF)
K- 38 2o 1045 PN R 4N B A PR 32 4 2 45 VEGE 55
38 5, I p38MARK MTBH 1k TGF-B1 55 (9 A ML 4 1,
Li SFU0FE 20 0 52 5 vh R 30, H IR 2 485 9 1 MECs #5105 410
M B Ay Ay DU 3 v KT B S R AR K BT 1 (insulin-like
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growth factor, IGF-1) 4 i A , 38 /> MECs #€ 1, [A] B A] L
40 02 5 0 M D - i 3R 3k, 98 MECs H 89 28 5E LN 5 7
SCI /N BB A rh & 3, w85 &k 19 IGF =1 AT LA 3@ 2 i
PI3K/AKT 15 5 3@ it , A %8008 > MECs B9JA T2, Ritz S0
ST R, 1% A2 B Z 1 (angiopoietin—1, Ang—1) 3 1 ¥ I
PI3K/AKT {5 5 3 % , o _E 38 9 740 8 25 F Survivin, I >
MECs 417, 4t 4§ MECs P B B0 T2 3058, £ 2F 1l 45 F4=
212 A EM LR R M SCI K i Bt  MECs (19
A P T AE B B A S R A AR 7E SCL Y i
I S s R e A A A R R R AR B il A A K
W2, FELS5 08 A K0 A s N A KN
F A (vascular endothelial growth factor A,VEGF-A) .
Ang-1 5% {6 A K A F B (transforming growth factor—beta,
TGF-B) LA X il /MR AT A= 4 & I F (platelet—derived  growth
factor-BB,PDGF-BB)!™, VEGF Ji: I 4 A= i ) i5 5 71, 1 LA
TR I A G, AR AT AN A I O T 1
B U B KUK X R TR AN Y I T 2 R AR i
Ang—1 W] LA L8 & 28 43 3, 1L S5 I R4 VEGF
B AR AE SN A S R 45405 5 98 T AR IRl B VEGE B A7 k9L
MECs 8 T 8 4E 1, 1 TGF-B1 #1 Al 7% S 40 i 98 =19, 7
SCI 2 T AW %€ 8] PDGF-BB mRNA 1% 8. 3% 129, 1]
fEZ T MECs ., /MR A 38 Y i 5 4= A 1 B W 40 it R
T, W58 BRAE (R A1 52 48 o PDGF-BB 1] LA R 37 b 28 5T I
Jo 240 i B 52 2% iy T M AR 150

Benton %5U"7E SCI J& 24h & 3 MECs 7 IfiL /N #2527
& 1 -1 (thrombospondin—1, TSP—1 ) Fl bR {# fiff 5 £ % ifg )57 3%
1 1 (urokinase—type PA,uPA) 3 ik 8 L9, i TSP-1 2
TGF-B1 W H, H uPA JREEFLTE TCF-B F 42 i 3k it
4 & & H B 9 (matrix metallo proteinases 9,MMP-9) ] 3%
ik, i MMP=9 [F] B 7R )2 TCF-B 1% 383 71, i st JE i — Fh
E [0 SR AR B B . MMPs 352 5 5 41 i A0 35 i i) [
fife LS5 AN AN L B A M A | A AR R bl 4 R
UM G, AR B, MMP-9 7£ 2 1% SCI J5 5 BSCB
T R R 4 i B W AR 56, 3 i MMP-9 36 ¥ R LA &4 % AIK
BSCB 38 3 1 , [F] i sl s i 2 T RE . Ye S5 B, 1
A MM K I F  (basic fibroblast growth factor,bFGF)
TE MECs FF ol AS I TJs M i@ 8 A 1 (caveolin—1,cav—1)
B KF i MMP-9 (93235205 BSCB B 782 . Ang-1
JE PN B 20 B R S P T A R R A7 4K Tie—2 11— i T 4,
AT UL A Akt 38 B% R 5 MECs B9 B BE 2 AE, 4 Il 45 i fa
EL HA T EE Ang-1 HRBEREMNIIRE P RS R TR
BFAKE T ZEEBKIKY 8 (EGF receptor pathway
substrate 8,Eps8)Z: 5 £F i fk WL 3l & 11 A1 B2 8 11 2 (A1 A
HAER Wl 52 m MECs Y Eps8 117K - 2028 MECs
22 V] B 3 2 e DTG 4 54 57 B ) BP0
2.2 FrWEBEEHIE A

BERAE S —Fh 2 2 N5 B L5 1, f 28 Tl 45 20 it
BN N ST (R DA QLS S R E SR CE 2R ORGP

SRk Bl JE A5 5 B S AR AR, fE CNS b, D SRR Al
JIES 70 D A A 4 5 Tl S 1 A Y B R 1 S e X e
P25 248 FifL () D) i %2 G F B2, SCI G BSCB # B0k I8 | 8
PRBR 2L, B0 OR /0 5 g I 200 i R AE s T, 5 0 A
WL B ) It 2 LR A R T 9 7 2 4
T PR A 10 AR, A4y )Tz N SCL IRl 22 1)
il B 15 = 2 Hhy T B0 B AR 0 20 e B R R A 2R
BRI A 5 TR - 0l fil 5 B A E A 1 kA, R
B B0 2D 58 B8 5T A M AE T 3k 4 R 2% A ] 5 0 A R
S IROME  BELAS Pl 22 4 U D REVR 52 . 7 SCI 4 19 2 72
rh B T2 A W A R R AR I A I AE SCI R
5510 K, A TRARA O3 R 6r, R0 0 T i Ko i
B AN BE e IR T B3k B0 B A A B AR R, B R A
A3 B AL 65 9 1 R T L AR R SCL S Al & T RE K A2 IR T
LY

Zhou SR BE T K B, 1€ SCIJR % 3 K ,MECs #t A7
TE T B AZ 0 Xk, HL% o IR H RS0 5 Ll b dd
L PRAEWONLE 5 BERE IR R 10 C R K BRI 1A 2 AN o
TR A B, P O 1 R I A R AR T AN T P e
R IR BN ERBERE O g B, ARy AR R —
Tl o £ 1) R AR AR A, K A2 B0 A L LR R AT e 1Y
BT RO SRR EAT A TR R R R E A B A
FEPERN | AT 2R AT AR S T R AR
TERFF AT HEABER PR A EEE LS, G &
AR A2 1R 2 M B AR -1 (G protein—coupled
receptor kinase 2 interacting protein—1,GIT1)J& — Fli fig #f
I 7B A SR 20 R 0 0 O M 1 S AR T RT DL IR] HCA
FIARELAE T, DT 52 M0 240 i 05 1429, Wan S8R #F 58 & B
GIT1 nJ LL#IE A W g R R G0t MECs 1 Wt # #5 7
Fr, IR B VEGF 2 3 MECs 9 A4 5, 35 2142 3t o 2250
Fh 520 2 04 B 1 R IR SFBIG B9 Rk B, 7E MECs 7 I
BEESTE R IR AL A 2 AL (histone deacetylase,
HDAC6) W) Tt & , 1 3 il HDAC6 nf LAY 5% 0 45 45 44 Fa
P TR IOE MECs (9 B -4 B R 52 12, 52/ MECs 7 1
BERE IR R B RE T o IR WFFEPIE R, MECs A] LU 3 47
PHFLER oG I AL 19 BEE 08 R, 53X — 11 WG 2o A 04 X 450 493 J)
ARSI AE AR R AR E SR RE I AR £ 4 R
IO, T R PN R N O A Y DGR T R L T
MECs 7 Wit 5 # 0% Jr 7l BE -t 234 K A F 9 — T, Zhou 5524
1 F 58 & B MECs 8 i TGF-B1 i 5 N 5 — i) Bt %% 1k
(endothelial-to—mesenchymal transition, EndoMT) i 44 % It
R R 7 S AT AR AN M, D AR T 4 AL R E
I, X K] MECs W] B2 AT 4E 0 ik iz — . 25 BRIk,
I B ) MECs %5 5% MU 77 W ) EndoMT & &, v g >
SCIJ5 #h 22 Dy ek 2 $2 ik S
2.3 iR AN - R AT A AN B e

L2 ¥ CNS 4L A8 J) A7 BRGNS 5 728 7 A= 4 i IR
LR AR T 90 0 e B A i R S TR R 2 2 7 A
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KK A BEL ARl 5 1 2E | S B0 22 ) R K TR HEROL, B 5P
BRI IEQNTE SCLS |, 25 Bl 42 i 240 Ffd 0 75 B Wi 48 it | PN 2
A0 N 2 3k i N A AR AR K T 24K B (platelet—derived
growth factor receptor—3,PDGFR—B) Y h £F 4 41 g )z 2
TGO, A S A LA AL, R 7™ A K o £ 4E 45 45
LI LR R B A0 S i B A RO EE
i 58 3 2 MR T 400 1 R 2 20 AR 0 T 5 A R A b 22 3
AE, X R UYL 4E LR 2 % CNS B2 1 A 20R YT
iz —. 7E CNS M R g b, A ) & 53 A, 9 B 4
L5 8 A0 A B 20 0 1:1~301 2 08 B, AN AR R SCI
Joi BT A 20 B ) F2 KR 2 — AT A0 — 1 2T A 2
AR BN AL CNS YIRERY IEIR YT AL

MECsf 28 PDGF-BB (9 32, HBE LK) PDGF-
BB & J&] 41 1 1] B 2T 45 20 f 5 8 18 e 57 W), Feid S50 BF
% KB ,MECs 7] LLi# i3 B it PDGF-BB %% PDGFR-B J
2T N 50 S 00 RE | A A Ay AT A A M AR R R 22U R,
i A J1J PDGFR -@ 4 il 5] £+ 5 % Jg w] L) BH K PDGF -
BB/PDGFR-B 15 “5- 1 4% , WA 1 #0 il 6 IR 21 4008 A%, ik 2> B
2T 24 0 it S A A 28 AR IR E AR 2 e
2.4 R E WA/ B ST ML 3 1) M2 3 B i

N A LS CNS i E M — PR R
BOE T R PEE EEAEH . AE SCT & B B, B w4 i/ /N
Ji T 200 0 2 AR R, B AR R R Ak (ML) R B AR E T
I P 2 B PR AR BT A0 Ak (M2) 2% T 00 B )R] 4 A
M R R 5 i & R 7 TR REARI, IRtk £
M1 R[] M2 35 70 56 4 2 ol i 4k e P SCT R TS A5 V8 7 3T
S0 SIS SA AR R 20 i AN 3 VR X A E ST A B
WA B Tt AR A SN RIS T,
A S0l BALE, ORBARB R L 5 F 5
BSCB #Kis 5 455807 , HA 7R 97 CNS P i B 71091 F
FEPR B MECs 43 I 19 4036 7R v] L ek 3% SCT = #f 42 2 R
Mk g, Houl B2 B BRSO A 13
(ubiquitin —specific proteasel13,USP13), 1l # IxBa 1
it | DT AR 2 I 00 L/ S 5 A0 B M 3R B ) M2 R AU A%
e IR BNARIT SCIIE M,

3 MECs » FEEEEHE

e AL 2T BL,SCI R 24h MECs i BL Y 1[4
FlEoWL, i caspase—3 ,caspase—6 ,Cflar il RhoB, H:
Ht RhoB Fh i die Jy Wl W, [6) B 1] DL SRE IH R ik T+,
it N 7 ZK-5 (C-X-C chemokine receptor type 5,
CXCR-5) . hi 41 fg - B W 41 j 45 V% 504 X F (granulocyte—
macrophage colony stimulating factor, GM-CSF) ., T 4%~
BI.H 41/ £ -3(IL-3) IL-6 Al IL-11, L J E—k % %
(E-selectin) Fll p—#E#& % (P-selectin) 55 , H. 1] fig 5 ¥4 1k
F RANTES/CCLS ik EFHAME . SCI 5 24h MECs 7R 7]
Uit /N 2 ;B 1 ~1 (thrombospondin—1, TSP—1)mRNA [
T, HiEE AN S caspase KB EMI T, M6l MECs 13

B, U S A A o R AT TR T 35 Tl 0K R (uPA)
FE SCI A ik W & 8 m, X Al REJE i+ SCLJF TSP-1,
VEGF 1 2 % TCF-B1 15 Z#b F8, XL 4419 45r F i
AR LR S i 25 SCI G L4 A A B9 1 72

4 HEZHRST SCINHARIE
4.1 PG KA R B X A U T Y 5

WFFECSR B, 58 W3R n] B o 310 1 b R A I /AR
19 % 1 (tumour necrosis factor receptor/receplor interact-
ing protein kinase 1,TNFR/RIPKI){5 5 38 i , ¥ 7 #i £& 41
JHL 2 9 5 JB 40 L B P S A L ) 0 T 0 SCL YIRE . Zhao
P ATIE R I, W5 A] RE il i PISK/AK 15 5 i | B
fik Bax .Caspase—3 #l NF-«B ) &5 7K F , il BSCB i %
T, AR R 20, AN R T SERUR RR e — R AT
TE TR g TR =i AL B9, AR TE T R 2 50 Rl
2y, o] DLl B0 ] p38/INK MAPKs 15 538 #% , %15 cas-
pase=3 MRk, Diwk /> SCI 5 20 M 98 T i 7 Ay 7= A
Luo ZEMARIFSE 2 B, 1 S0 11 A 6 B2 40 vl LUl HL,0, 75
T MECs /T2, B AR 20 it 3 37 1
4.2 2l KA S IO X il A T R 1145 )

SCI BERIF 58 & B, PS80 11 A i @2 & v] LR AR
BSCBill i 14 , Jai 45 i 1 Bz K b fE IR, PR3 Ths K Alls 145
FRE, 22 AT SRR B9 R B, D115 g wT LS i SCI =) 8 1Y
I 45 5% B W) i A il MECs #9986 T, 26 0] B 2 il i 3k
VEGF & # i & 15 2E | 0 SCI G Bk iz shoiag., BT
M2 J2 —Fh BT BT RAE I KR Z W b G, iF 5 R W] H
AL B E JmiC g5 R B 2 B 2 SR AR G
(jumonji domain containing=3,JMJD3) ik, FiF JMJD3
Jr %[ MMP-3 MMP-9 3k , 45 BSCB 58 # 1 , [A] i} ik
] R AR S P 2 B PR 941 2 8 RE SN 11 AR
4.3 2 KA RO U X S RN Y 5 T

Lyv S0 0 9 2 B, BRI WT LLA 3800 5 48 0 S i
B9 HEAT , 3L BT NF—«B {545 %h, 98 15 /)N 5 o 40 Jie vh
iNOS il NLRP3 % #:/ME R K K FIRYT SCLIRCR, ©
A W SESHE 52, M 2 3 AT LU S 5 mTOR A5 119 489 I,
T MAPK {55 306 382> NF-«B [94% 5 07, FRAIC
JNK .p38 .ERK 5 mTOR (% #5#R Ak , [A] i ] DL 4% X TNF-
o P NF-«B MG 1(AP-1) Rk my B, R
ST SN I A, B A Ak Pk SCY o 7 v 38 ot 0
il NF—«B {5 5 3 00 00 [a) i i & Sivt—1 15 5 4l , AN
U S E S, 410 1 I BT IR i, i o 28 DR AP A 1),
4.4 P KA R B X A N R 5

Ye SEMERIHIESE &, A2 AT Rb1 AT LU i 4 1) 4
AN IR R A E O T A 1T survivin (338 DR B
SRS S AN T 22 BRAE N RARBUAE AL
AT PL3E ) PO Nef2/HO-1 {554l 75 SCI 2 72 ol 2 5t 41
PEAEH, R AT POS B AR NF-B B 75 LR B, KA 4T
AR AU, IRATWF SR L, IR 2 i R4 4R T g
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K H Nel2-ARE 5 5 8 8 098005, F 8 NF-xB TNF-a,
IL-1B IL-6 /K- 3] SCI J= %4k 1w ot g | I8 48 4
NE o WFFEE B, PR AT T A A O Nef2/HO-1 15 5 3d i
SR tAe S NTTE! K E I AR 132 (o KN E
A, PURIE KRR, HIA YT SCI & il o 3
p38MAPK/INOS {5 538 B I |, 9 15 4k & Pk SCI i 1 4
(reactive oxygen species, ROS) 5 1 %Ak i it #0

5 RERREE

SCI J& BSCB A PR 55 1 25 L 2k 3 A 4k e P8 45 47 ) o
BRI R, Horh MECs 4 T4+ BSCB 5 e 2 g |- 73 1
B, H RS AR SRR R YT SCL R BB AR T 41 #
HE A PR UL SO AR T AR D5 T, T 6 MECs 72 SCI H
PILH IS I AN 22 DL, 3 2 X039 22 SCHR I AF 58 k3, MECs
FE SCI v A/ R AL 2 B8 02 2 5 B B IR 8 | 7 Wk S e
Fr 75 S T A0 T T A A L P A e AR O A L0
B M1 LB M2 R AL S5 7 T, R 254 Sy HLE
PR 2 9 T B AL oy HO R 5 45 2 0 i 2 R0 R
R P H 11 2 P iR y7 b R AR HEARE N . Bl
C A 2 il v 2547 2000 23 7T LAT 130 SCI S A0 A 94 1 1l 8 o
¥y S 4 E SN AR AR, BOGHE MECs TR IFA £ 0L H
i P R 24 T B SCL B0 i Yk S B OR A 52 |, s
BSCB e #1152 SCI J5 it 28 D e i — R QBT P ) W 7R
UREY RIS
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