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G R L ek TRt
W FwAEr

B HEHI % (spinal cord injury, SCI) & ™ 5 A sk My
LA ITEZ REMITRIE, 2R E THEMAENEE . BT
T BEBG 2 W BT K IIRE 4SS R 1 TR 3 EEAR S 5
I AR AR FTAAE B fE A5 27 B r A PRl R 2, (R EL S 1
T 2Pk AR E sl 2 R A TP 1 AR AT £ A R BR A o
BRIt 300 D) 5 —FhEmi B 204 70 7 0 e SC 3 i) 7 s
B, W s AR Ak e W Dy RE S R o WFSE SCLMLIE Ik A- I
FRIE B 5 F G L ARl , AN 45 S RI2TE FREE
A, 0878 B T2 B B SCT s B A BRAL ] o

SCI & —ZH i T4 Fl 5L I8 51 2 (9 15 BE 25 44 L S RE 19 451
F R R KO LR i 3 JBE T A E M2 T RERERT Y
Yo MNAHZIES IR o BIA: B A e A8 S £ 5308 66 118) 5
5 AR R AR IR T B SRR A, B
R HAW I ERRICY) , FTREN IE A YRR o A
FNBST T T 24 30 2% 1 2254 T 2 W S AP . A SO A
VLT JLJy T [ SCLA: Wrbsic ¥ o ik I .

1 BEEAHXEYRCY

1.1 dhgoeii A Yhmicy

1.1.1  c-Tau: Tau K 12— F 15y 48—67kDa [ WUE 45
G, AT 4 R R SRS R, O B 2 5 A T B
Wiski, FEIEF TGN T, 2 Tau KT 58 Y A K
B35, I T 2 1 AR A 1 LA R PR R o 28 2 Hh g ik
ML BRI tau RAE BLLZARBLIAIR RN Bl 28 i 2T 4
PG, T — PR B AR AE R 28 Bi4S . Tau W55 3R 1114 - 1
FRPE R A Hl-3 V) HI K Z K, 43 T4 43 511 17kDa 1 50kDa,
PR g B3 A S8 1816 Tau(c-Tau) o 2 H AT 9 K4 c-Tau il
Tk 7 453 49 1% 57 B (blood brain barrier, BBB) ¥ Hi A ik %
% (cerebrospinal fluid, CSF)FlIML , c-Tau HA K5 F & |
TR AR S R e Vs i AR AR AR IC O I RRAE . BT
A PR TR ) 83 R AR T B A R i G ot e o A VR B T
P32 Hr Y e-Tau KA CSE Y 17102, (K, CSE L
T8 o-Tau /K- 14 22 AR B AT Ak SCI I FiLFG 4

1.1.2  #Z 255 (neurofilament protein, NF): =% A2 iy

BN TR S R I8 NF RA W th 58 b aE M E Ak
L) IRV s i (NS R STk S o A
SCI & &, $005 J5 12 1L H A B IR A ol 28 &2 4 22 o i
(phosphorylated neurofilament-heavy chain, pNF-H) 7K 5
AR R, AL G A 21 RORRETH =" Mok, phg 224z
# (neurofilament light chain, NF-L)J&5l1%& " 12 e [H]
22 1% SCLERF 1 CSF HK V- I, HAiE /R 2 R 46
Pgp PR AR RS  NF-L (9 He A 12 FVENLZE 4 = A 4L
A 22 AT ARAE B S B i B A bR . B,
NE ] GEXS SCLIE# HAT Filf5 i

L1.3 B4 o045 = M I B 1k % (neuron- specific  enolase,
NSE ) « AR i Tt 475 T2 A T 140 1 56 , 8 o7 0441 28 0 1 4 L
o AR SRR R FRIR T, TR 28 N AT IR L SR
JE AN A0 N LT AR P 2R EA . 2015 4F Ahadi K&
PR 0 LA L B9 HR 1 26 B 1455 1 SCTER & i3 )i
48h I NSE /KX 225 T . SR, 76 34 AL B4
W NSE KA 3 A R Je B 22 R E T R RE A
NSE & & RefE R SCIAEWFR EWIR % TR

1.1.4 2 & C i /K f# fiff-L1 (ubiquitin carboxyl terminal hy-
drolase L1, UCHL1) : i FH & ITi i, 5 izl 21T
TR AR 1%—2%", B T8 B R G0
20, ALFE P28 JIL PR 2 Sk A T R M b 25 PN 4y U 4 i
Jii . UCH-LI1 fE 4 HHiX # 28 2 4t (central nervous system,
CNS) FEME A Z —, S 5 T i 2,
R GG R M0 4 RS B A8 M b 2 AR M . b
Ab, T I UCH-L1 © 28 1 0 25 I =X i) 2ot b 2240
A CNS HUG A AR AR &Y. UCH-L1 W - Lu B 5
B 0T i JL E 400 M 35 I A UCH-L1 (C) [fa) JEEAH 56 A UCH-L1
(M)TE AL, X BT 1E o- 28 % & 1 PR A, UCH-
L1(C) ¥4k UCH-L1(M)JE AT g2 5 UCH-L1AHSE
ZRAR BRI TT I DG, I HE R A R 151 47 e il
e JLBHB BRI SR R B0 E SRS A
B O E A YRR B UCH-LIAE M dp e8P 45
MR G2 WA A AR R AT T .
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115 [l % % (15 % 7= 9 (spectrin  breakdown products,
SBDP) : 5E ¥4 (1] 1fil 5% 45 [ (adI-Spectrin ) 24l & F1 2 fil Ay s =
B AR AN SRR . IR TR SR PR R 1l (5
FEUBGD) R TP A0 M P T 2R 1B b 2R AR -3 1
B, AR AN 45 RN A0 AT T ) 3 Ao 2 e 22 R 2 11 -3
45 25 11 1] %) 2 150kDa Al 145kDa ) SBDPs (SBDP150
H1 SBDP145) , i 6 SBDPs A 43 51 Fl T 46 I $1 52 1 41 it I
To. 16 SCIERIh & Bl SBDPs , JEAEH 45 15min Kl 5],
[ SBDPs A Vs 7 iy FFI A dft 28 e 451 453 (1 R 30 A= Wb i 7
Siman R &k IWESEE PG UIE] ™ AE (1 N-2K Ui olL- I 5% 25 1
F Bt (SNTF) B9 T K5 R sk S s A L 56, i b
KA R DL A2 A A REEA T T3 -

1.2 WP A AT A 1 A bR i L)

1.2.1 i 21 4 2 1k 25 11 (glial fibrillary acidic protein,
GFAP) : & 2 TV I 0 4 b1 A G 1 e ) 22 26 1, SR F o At
TR 55 240 6 {2 PORRIC I 2 — o FRARER AT F
SR WIAE SCLIR # 1) CSF Hh GFAP ik /K V-7t i, H A fEH
PEA HAD O 0 7™ AR BE HE b , (HAE LT T GFAP Rk K-F-7t+
WA A IR IE R, Elizei SSUHIE7E 35 i) 2 1k SCI R
o1, GFAP .pNF-H J& NSE 7£ IfiL i #H ¥ 7+ 55 , H:+h GFAP /K
S0 EAL MG, AN, ONS BT, JE G ST I R 4
Ji At Ak Ay S I P AT IS T A A, S Fme 2434k A mT A il il
FA PN BB A (PRI R R ST 4 i, 3 i B2 1) 2R AU AR Ak
TRk Sy S TR e I 240 LS9 A 0 , Bk B ) R T 3, e
I PR BRI 0/ BB b R REBHIT T BRI il 24
YIVE F T PO R I A4t L, 2 3 mT 400 ikl S T 20 IR T
B, AT i 4 2 P2 T RERIE . L, GFAP 2 AR
AV I TR 1 R 1 R 5

1.2.2 S100p: & — 7 322007 T ALY e JoT 4 B 0 = 1 [ 24 i
H R ARG SE A R R Y S A i i e e h i
APRICH . S100B FEANREE A T RG22 4t v, o F
T AN I s 20 I R AN o i A I b . B9 A BRAE 12 5
2 I Re BB e BB T R B P, S100B K-8 TGt 2 I fg
B 22 1R F S 51 RE R SR R A AR SR BT
[ei) A (1 3, Horp 7R R BRI RE T R Y B A 2 0K R4k
S100B 7K F-Fh & , 1 28 Dy e R 5 Mk &2 1) 2 49 AR S
5 S1008 BAf 7K FF, Rk, S100pB B k= Rk, {H4)
SRATVE S SCLIM T AEA= Wrbr &4, 9 H. S1008 /KF- W] BEZE )L
Fift SCUIR 28 Hh BAT S TS PEAS M. BeAb, A Rl %
HHIN I R R 1 45 il 15 S 1008 /K P-4 56

1.2.3 MAP2: FEAMA R G RSB, RS R w5
BARZ —. MAP2 i i HAME 88 11 25 6 45 W 1 5 1 A
AR, R B S O R 1 C AR s X R X A DG B
MAP2 VR SR B IR SRR 1, B S B A i i

M R

1.2.4  BESBENE I 2 A (myelin basic protein, MBP) : /&
HB RS W O R — SRR FE . SCIHifh
JUT-3 R | 1 BT AR, 05 5 2 g LT R A
it R 5 VR 2R 1 1S MBP 43 /N T 2K, i 28 4 i
YAT DAAE N W N L3 TR U S o AE SCL sl 10 i i 5%
S BLFCILE A CSF Hf MBP (19 B2 £ 451 493 /5 3h i 2 19 m ™
H AT, MBP /215 ATV 2k SCI 1 e A WbR -5 W08 A TR E

2 WERERXEWIRICY

TE SCIES BB, P1EBEE ST S K HE — R A IRTT1E
AH DG % (1 300E . BBB MRS | i 412 48 241 A R - A At
RAEA T, WA A & (interleukin, TL) FlAHE 58 H 7
(tumor necrosis factor, TNF)ZEKiH K B i R, i Zen]
feth EAME M . XL RN O AESI YA IR
FRUESE, 5 A BRI E R HA A SGHE  WT 1S CNS i
i E R AR S
2.1 WEWR AR

TE SCLE E 1Y CSFAEA T B9 T K iy R A
Jit. £ SCIEF 1 CSF Hh 5% BREAH Hb , 2 48 20 i R (f31)
WIL-1B,1L-6,1L-8,1L-16, TNF) , #4 4k K 1 (il dn a4k K1
(CXCL)-10 Az iy a1k 85 [ (monocyte chemotactic pro-
tein, MCP)-1 & Pz 41175 5 £ 1 (neutrophil-activating
protein, NAP) -2 FI A 1 K F (4] 40 4 28 A= 4 K F- (nerve
growth factor, NGF)Z5 )B4t CNS H#i43He B 1 i iy
RN BT ATE R SCLAEYIFRICY) -
2.2 M PR SRIEAEbR i)

B REH 5203 W v PR MR AR A% A i )
T (£ 75 A3 7 (CSF)-1,1L-2 , IL-2R \IL-3 \IL-6 . IL-9  IL-
16 IL-18 I TNF %5 ) i B 2 X BHA ™, B T2 s 4 g IR 7
A, SCI B [T 48 4t R 7 TL-10 F1 IL-1 32 (A5 5155 (1L-
IRA) K- & TF e >, BeAbh, fE SCL B # p , Btk IR T
(CCL4 MCP-1 ., B B4 g i A% #1fi IH 5~ (macrophage migra-
tion inhibitory factor, MIF) ,CXCL-1,CXCL-9,CXCL-10
CXCL-12 %) Y I ACE- W B b . b — s LA
T J& CXCL12 ( SCFREE 5T 4 M 47 A= X -1, stromal-derived
factor-1, SDF-1), H:fE CNS & & Fifa s R A K A5
{5 I8 KA E Y . SR WF9E & IS PE SCLER A () 1L
4% C J2 i 25 [ (C-reactive protein, CRP) Fll IL-6 /K-, 5
FEV1 FI FVC & 156, 55 SCI ™ R | B 1A it i 45 4K
(body mass index, BMI) FIHA AT IC I, X— KL,
4 By RAE AT 2R SCLIR H I T BE TR,

SR, SCI Ry I 2 vh Z2 4 it [R] - & A ik K1 Y A8
b, TV A NG VA S LY 1, 33 6 24 Jfd PR - 103493 B oL
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FRIRIAA A 22 JRAE 1 T R ) R P B A . AR, BT X
240 DR AR A A58 AT bR A5, S W A T
FHSRPER A N EL, 140 35 1 — A I S E B

3 ERAZEHEAR

Wi AR DRI e 14 ¢ Je | 6 TR 20 2 A 5 s 455 )i 114 1
FHBOR M AZ A 8 R 5 1R AT (R 3R R 4 T (553
BITEE . AT AR E AR S RIS S5 ST T BE M
PJ5 R S S 24 W B B 5 8 L2 W 5 1) £ SRR
Ko TMSH BG5S S Sy BRI T LA 7, HoAe
B3 I BRI RSB V38 I R E B SRk o T e 57
7K |, microRNA (miRNA/miR) € %% i & Sk b 8 $l 25 5§,
SCI I H LA FIRAN FES 5 H ALFEM R  RIE
M T RS AR I 2 TR 1R . Tigehelaar S™IIfi RBFSY
FEBH M0 3 P ) micro-RNA AT AE A 0 44 SCIHz #A TS 4%
A YR W

73X B AE LRI SCLR — 28 miRNA #4814, SCI
YT BTG BT B B AR . SRS ME 5 40 TNF-a Fll
IL-1 AT LA AR R, B BR o FAHe o v 2R (1 i SR 7
¥R ¥ «B(nuclear factor-kB, NF-«xB) , S5 Hix 4 #iL ) &
SRR Z — o SCLJF #E K 23k _F i, % NF-xB 5|
K— F NGB S, A % 3K AT LA 5 miR- 181a, miR-
125b . miR-411 Fl miR-99a 15 , L 482 A T TNF-o 23X
PURPAS ] miRNA 1955 — 4R, 2B, miR-411 Al miR-
99a 35 TNF-a #H5¢ . SCIJi7 miR-9 1 miR-199 (44 P T 4
530 R KB NF-KBPY LA, 55 25 W miR-146a 7F SCI
G L R AR A A R TR S Y, oA SCUR AU — KA
R FIEHE N, SEPR b, 7E A PERY BOA S 1Y miR-146a 13 35
IR IARAE (IS5 T AR5 1 miR-146a 1 A0/ & 15244
AH T 1-TNF 52 A0 3¢ F 6 IRAK1-TRAF6-MAPK) %2
HETRHWT . R, 7245 ) miR-146a 2 SCI ARV LE Gy
PR . LU, miRNA F9VE FH /2 B8 4 it 0/ T AL 1 19
SCHEDT ANET TR 4% R S A i) AR Ak R Rt 2 DA AN
T AR A R 2 e AR AE T  FE SCT A — ki 1]
ZE| ZFPHE R AT, R 2R Z M miRNA, /047 7F
EL AT miRNA 2 5 100 F O B2 R . H
H, miR-21 fl miR-200c 2 5 T Fas- FADD- CASPASE §-
CASPASE 3 (*F:Job 24 iR K 4 % MR 35 [ ) 20 i M T2 42
miR-29b . miR-16 ,miR-20a . miR-34a %5 T Mcl-1 5 Bcl-2-£k
RN {62 c- CASPASE 3 4 T3 4% ; 1fif miR-223 A1l
miR-384-5p 1] LA B 45 1 F CASPASE 3 1=, 1] il CAS-
PASE 3 & iX F miRNA [ EZLHEAR , 8k SCLET AN JH =
MRS R AR,
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4 EARERRGFHEBZEAR

B A R AR AL BRI T R G T 12, 2 g%
4 SCI Sl A5 10wl FLAE WAt SR F 5 2 Sk 4 11 Jo 26
Tk RAE A B S EAR R R T 5 S A 1S FITTAE
ARSI & T, Rl SCLE _HiE kg & 1 ek L
E A K IEN B RIS 5524 K1 Q0 GFAP FIIE
B IL TR A, AU E R MG PR e
(serological antigen selection, SAS) K 1 A =58 2 0 1 5
228 B S HURE B — AR, 75N SCL Rl
Rl #1122 CNS 2 11 (4 GFAP, MBP , 1 25 |1, B i K G
HEHA(MAG)) HEIE (GMIHREAT TR ) AT IR S, i 1
TR E I LI, BV BEHD 5 )5 Pl 26 RE B ik R0 25 1037
BERARKFET KT,

AR 25 53 B B AR AT R 1R 2k SCL 4540 ™
R R AR &Y, A IR A A b R BT A G
Y CSF Q) AL At , CSFACIY A INE R il L
i N-Z, IBESE I e NN 12 2, PR e A N- i JE-D- K ] 48
SR, MG Y S- R e, XL A R T
il SCL U ™ AR FE AR 54, JH AR IR ASZ IR S gk e
o TiAh RS R I BRI R ™ i )RR I R R

R

5 Hfts
5.1 SCUHSCHIE A A-bric

A R B WL RE R 1 S ARG, K0 )
iy 5 1 W BB S5 I A RE NN o AR B SRS AR bR )
T BB ANE B T B S A S5 0 P A R T8 By v o 4
BEAEM, A5 & IS SCLR IR MR B 2 & B T B b
JEE AR L B EIAR R, TR B R T RS T A R
A 5 R RO, PR A28 M SCT Hh i g A ™ E A
JE e A ARSI WFSE & B SCU # 22 1k P #) Jit (sub-
stance P, SP)IRETH, 5 SCIM &M RO A &%)
MIDCZRE, IR E N SR B RS R rRic ), 10 A
B BT R
5.2 SCUHSRIIRA P APIbRICY)

PRI b A= bR e ) e 3 AR R B AR T SUGES Y RIF ST TR
WFFE B SCLIR A 1 R HH 1% FR NGF A Shy pft 28 Y5 i R L
12 J& % 5)) (neurogenic detrusor overactivity, NDO) il R ]l
F5 29 JL-A 5 iE (detrusor sphincter dyssynergia, DSD) )3
BAEA Y bR ED) , wT LAT 55 e NDO 512 79 B 451 32,
PR A AE R —Fh AT 5 PE TERIRY 7 =X, A58 SCTRM
A bR AT T R T 3 R SRR 5
53 S TRRAEMIENCY)

MR BORTEIRIRIIZY P h 2R, )y 7218
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ARG AE X4 CT MR 5545 5 R ek
1953 F AR R s iE AR TR 4 7K 2R 4k, %) SCI
MIBIEE , AT TE SR 5 AR A s ) Jr ) 8% 3 03
40 MRIFRECINAL A Z (diffusion weighted imaging, DWI) |
) i 1 3 PR B 4% (functional magnetic resonance imaging,
fMRI) | fi JE 4 3 1% (MSV) Je 47 Bl K 5 U4 (diffusion ten-
sor imaging, DTI),DTI A] 454 fMRI & #H K&, M-
RIJE 1 28 TC IR0 1 [ H2 b7 25 49, DT AT foff 4o 22 of fige 51wl 4
fb. DTLFI TG WA ZE Ko FF R 4 8uE 5 7
gt e A 1 B b 2 A 2 o St R A AR S N
SR, AT ER AU A S RE R S RO (5 B R M
G A W bR R W AE AR SR SCLIZ iR B TU Th 689 52 J5 T IR
L TIPS

6 REFMFER

BHEH ARG SR — L, B A . HRTRE
VA 5 4 g A X R 455 < COVERAY 1) 3 i B 52 1) V5 A E ) 7
JE 3 @SCI o BE B A — B0k, i Z AN HAL RS A A s D an iy
VPG R R B . sk L, R R R 3 A ARl
Wi R AT B T IG5 AE K L MDA A YT, )
P R SR R PP A XU, , A2 R 58 2 7 (i P i FERRE R
TRE L A5G HUCE I I R BRI R S 8 08, A B4R bR S
I7 IR S

IR, SCIAH AR W5 bn 325 4 19 K 22 Gk 36 U5 A sh P
T, JE TR R A AR IC s . BAR eI s AL
(9 SCI A= WIS R IR, ELR X BEAR L AR 1L 5 I R A
J Tz B E , HA Rk K R E A R R A I R R B
UE, AT AR B TSR A4 58 . LRI, I PR = S i i
SR RAEIR S A A R B AG A, Qb 22 SR
A B A 2 22 05 LA TER SRR SRR — A AR
HEAT BN ) O I Sy i b Y PR 2 2 AR AR I A A
SCIAEWIARIC Y T 9T K S 224 | OB BIAR 2 R M, (B AT5 A
TRK AN .
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