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IRFERF-o(tumor necrosis factor-o, TNF-o). i
4 Z (interleukin, IL)-la. IL-1BFIIL-6, ZEH5i1% )5 6~12
NI IR FEAE, FEBG IS AR TR &L B, sk
SEAMRERGEEE, FEONAE M. A AL
AIRE Bt A Ak, 2 — 257 S AER PR FE g g T

FyAb, A O BV IR T A0 B, O 1) R TR 5 48
JH AR e NS A, AE A R DL IR ) T UK N5
A9 DX 3 B SRR SR AR 3 32 40 2 A DAy 1 — 2P
AR SR, XA 2 J5 i IR 5035 1) = A 48 R AE 43 4 5 A
FERE T PEAS S P A O B B B, Bk T RS SR IR 4B,
B RED 2T A AERR. AT 440 e e B 5 5 263
R AR B3 [ 453 477 B0 S, 7R 5 SN M3
I R E A MRAN R, WV, Y aiE
102 38 2 T R R 5 4™ R
AT HEINEE, MO I 2R AR K, A
HUDIRFE A F REIRGE, TR ZEYE IR, Bl A ST A
AR, FrEIEEIF, RATERH IR -4 4E IR
BB D T ELRR R (40 M o I BRI
FK H Z #(chondroitin sulfate proteoglycan, CSPG)-
NG2HEHAZ K. BRFEA . WNE T EE3AZEMH
oA KRR, GRS R SRS %
B AT, TR A B AR, §ORR
KA TEE DA REALZR, RRERRTAK, Bibdd
AUE A MR, B BRI 0 AR I
Ak R F U, BT — 2T, FFEEL
REZRJLHE.

L1 AR el R A R R

JRAB B A RS S i T AT D i 1 Je
B R ARG DLRIIAR, il SR ) 5 3 i A5 S
FE— /NI A 2 A SRR BE R SR R A . TR
FERRDT R A6/ RIS B A 2F, BB sl KA, (H
RERIEFRARKIEE. 1EZ 5 K148/ Hl AT
WEAH, JEE LR, e s Ae i 75 BE B AR AL
29300 pmAth, T3S 0 HE LR AR . 9 A L 1
BOR AL E TR A R AR ROIR A5 4R 5 H 2 1R
F, AR 32 B I e 22 2T 44T B T, (H 0V E5
AL ARSI B, IRFREIR A K R
Do A, NSRRI IR, BRI
THE TR AR E KRG A BTN T, ER4E
A BRI AL AR, 2B K Se e phas 1k,

1.2 B e B IR 5 4 i R B

BERKRMBEF ML RgH S EEYEE,
WA RS UMK, S 5RTTME AT
Bl RARATEEVE. #HE 0 N ANES T AN R 2 R
THC LA o 5 o fi e o B TSI 20 L AT A
JEBUNE B E A TR IR T AR IG5, 1545 5 3~5 R 1Y
FHIS B g, 7T~10R 04 TH XA, S 5R 5%
BRI R, BUE G e e B ot > BB
5 20 A B 549 110 9 B e AR Bk R b 4 v O A
th, — 7 T I T B FURR BR ) 28 RE 9 Je, R — 7
TR T AN S Re = AL R IR R H R 255 5 M R4 i
AL I o, AR 2 A TR T A TS Ak
S PR RN, 7E 9ORE R 7 BIVE FH R AT AL AL p
2 gt gk, R R TR RS
R Z PR, BFE A E IR TR SO T
FEREHG AT BEH /) B IR0 478 72 7 T4 (proNGF)
(1%, proNGF #4518 s 5] P& el T2 IF N =
HraR R,

ST A M AR R 16 T R 2 B2 R,
W 0 3 Ay SR IR T TR TV R o3 44t e = S 1 4% L T e
FREIL, NS BIFRgl REME HER 055 57 2 I I i 41
J#1 4> WAbFGF, GDNFAINGEF, i id 0% PI3K/Akt(5 5 18
% 1 5 T I BT AR B K AR s e, S e KR
(REEh B RER. 7 P 35 R A K S TR R 40 e v A 2
J5 AR T E R PR Ak —Fh e Re. B0, fF
ADAMTS4ZAAV TN\ BRI TAM G, IR
TR R T 0T 40 T B R A 2 O Jf SR 1 )
HRRK, A BPE BRI E RIS B E i R
A HE A RN SR EE, I kR TR i
REph 2 £ 4 pry 25 )

L3 ARG M RAE R R

TEE B RN E R, A R 5 1 hk
TSR, A5 A 98 5 A0 M B0 AR SORE 4R R, A
B G = N FERE UK = AR 28 ¥ (WIIFN-y, TNF-a,
IL-1, IL-6, IL-8ANIL-12). #fk[X T (CXCL1H
CXCL12). —HMAA(NO). FAtbil. B W s
T EAMGERSEEARN. SEOEARREA
i) FIAMA S i 5 1340 5 4L AR N B ST, Wt
Wk 24 0 fi s R T 7 1 K SO R 2 RS
MU R I, A5 BER 5 R R 245 S R
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SRR AR T T O R E B, BRI SR 2
KA ZERE S D RetR 2y 3240, F-LClg2R i) A8 A0 75 ] 39
FUE I, ndt i L R A 4 1T (NADPH 1134,
TEHAEH T O % H HHAL. 1 P IR MDA B (] o
o S A A AT AL D) AR 2 1 B PR T (AR
FEH IR, PR IER . JREZ. B -F BRI 210 32) 3 fd 4
MIE R A, I BT BR e 7, FERRIEAL T AR
S H tHAE(-OH), ~OHPFR J {5 )i S HALA ML T
PRGN, IE AT DL 90 5 5 i 7K S 23 CRy il £ SR
) A N A I R B ER RO N, R B R
G JRLIE 3 WA A5 S TR T B 48 T i A Y A 1 B T AR
t[27,28].

G E REB 1 A S L PRV E B RIS, A0 R
rRPE RN . AT AR R Ik B4 i R i 4 4
A, T B [ 7 110070 o 24 Lt A J80 , T A2 6 0 4
TEAR BEA TP AFAEA 2 MU S5 I 7 T IR .

(1) hvERigff. R i S e s RE
LSRRG, A BES 0 5 SR B X A,
B R4/ NN A B 0, B — R T Rk e 0,
EATERIMRA S IE R, RNt A H 2 ORI
F A EE RS BT S R4k R R, AR E
). B, FRAE RN R U BT R
[, BRI Z RS W], LG L e i R A
5RREGRMMBLUERIER, RIEAHBERE i
AP R R T A A N R I o 5
(secretory leukocyte protease inhibitor, SLIPT)J& /b %% JiE
TR 33k 5 A DY, S R RO 42 iR 28 1 10 2
KR Tk P 2 RS B oS AR Bt s &
B, T RE IRV T A v R 4 I T Ly 6 G RE I
NI 2 AP BE S O B R I A, #E— BT R
7%, Ly6G" 84 INGFHRIGF-1 A o fih A= K R 71
S, YRR A BEER O ORI T, n e A
B HEIT AR HA s K D Re T 75 E il — PR R,

(2) EWRA/ NPT, 5056 fE N I B2
Ji/ /NI B A LA PR SRE, — bk B B /N B 5T 4
T, T3 — T2 A1 SRR ) A a4, 335 A /R
Y TC IR AE T A 1 R T TR A TA B RN L 5 B
A XE L3 T LR L /N B o 4 A B 545 )k
TR ETE R AL, IURG IR R HLRGET
PER. IR L/ /)N J2 J5 248 i v 52 P 28 1A 11 8 3 4
J, 7 JRE T IR A AMURIM2 3 e 0T,
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M1 [5G 24 /708 e Jo 448 e el A it o R B s, T B
P AL A RN SR ;. M2 2R G 400 /D e i 4
873 e P A 8 M 200 B ERL 1~ (AR TL- 1 0) M A R - P A
(CCL17, CCLISFICCL22)W 5|48t FA4Hf, ixXLLs)
JoR BT AEM2 28 WG 20 /) 2 S5 4 PR 4T 98 IO, T
BT P IR U A S T g /N R
Y1 g 3% 05 ok B S A R, Wl RN
STAT1HINF-kB&E #4715 5 % T IS i 4 M A LA
F(UNTNFa, IL-1pB, IL-6, CCL2HFIROS), {2 FLIW: 41 it/
N A I A ML i STATG,  IRFARN I 4
Ak A A 38 BEL A0 075 5% 4R (peroxisome proliferator-acti-
vated receptor, PPAR)Z% U {2 {5 [ W 40 it/ /)N i It 4 g
T AMR R A B 40 FE M2 TR AR /NI 5
20 B3 B 0 B 7 ek B ek e e R F g
N R A AR TR M2 2R AN A/ R A A A 2
B R LA BRSBTS R IR R 2 5500 F
BRI J5 48 /NIl TL-4 BE 38 0 B 5 40 i/ /) Jise Jo 4
g MBS B AL A, 98/ CD45™", CD11b", F4/80°,
Ly6G ki i ds, Rk asasi i K Rissh )
REMIMRE . BHTIL-645 53 B 7T {2 SE453 105 3 L SR
BRI, D IFN-y/KF, BESRIL-4FIIL-133R0A, 18
JFIL-4Ra/JAK/STATA 538 B 5 05 241 i/ /) e I 241 i
B MBI JOE R RE, I BRI AL
B B R 2 4, A 3t el S A RE B T g )
S T 7 BRI BT IL- 745 5 A S 42 48 IR T [
T, AR M2 G 200 L/ ) R JoR £ PRV e 0 i 45347 40
Fr SRR, e B R e iz s hae™. Ecto-
51 RRFE(CD73) RE4 1] F e 4 A/ /)N i o 24 [y M 1
TURAL, (Rt L M2 TR AL, BT 5 R B, Bl 2 2 2%
PR B PR AESCLE 1] B AR M 1 2 [ 3R 18 I 1 i M2 & [A]
F3k 0 KRG T AR R 3 R TR
1 K F5(interferon regulatory factor 5, IRF5)ifi% 25
BESOT /N A, S0 T M V20 B/ 5 2 B A
SIS, MR EMRIRIE, HOLEE 7
B lEiE s shae vk 20,

2 FHRERA IR Y R

BRI B2 g 2 A R T I % T
e, KRBT BRI T ORE. DI, nfer s g
3 3 (14 % 5% 2 S S SR A K 2R BN R R 14 1] L
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{2, BREDI0) 5 B 2R AR e V0B, IR R AU OA
855 0Tk, [ A AR RS A 4R T I N 7 A E
IR AN R AEROA ST T T ORI T AR, IR
7 NGIRIHERE.

21 ARy

B RED 1 S I B VE T 3 BRI SORE OB,
Wil AR I R B, A DR IR e PR A A0 ]
% [ 3R 0 AR 24 Y R O ) A I B B R 4 (methy 1-
prednisolone sodium succinate, MPSS)#%) iz |l T-#
BES HIBYT, R BEITBA S8 A 4 4 B (Al aj itk v
HTMPSS 5 R % Hig ah e, 4w AR i DY
MPSS 5 fig i 6] 78 i T 41 il (adipose-derived stem
cells, ASCs)IK& N FH RE PR 40 177 5 1) 20E R 1
FIE(COX-2, IL-6FITNFo) Rl sz 1 A2 T 5 I 40 i 3k
i, SRR BRI K, eE R NME R i
e, [F ARG WA RS R A
Y R e R 2 FD A FHAE R LR, B RE
HilA S R B R 2 T e R, TR
LG P 2R AL AEDY, e A BRI AT b, A&
M B BB BP0 5 i S A PE AT B B 2R T IR AE, R
BHET I 2AE, gl D05 IR AE T, DR B AhR
HIAH B ZE e R . AT SR, RS mT g i 5
WiV P2x 7 32 A% 1) 2 34 Sk i 15 ot 20 P 2 0 DK B 2 v )
R 24 L/ /8 P2 D 4 T P AR A, 38 M2 2 5 4 b
ICHIMRNAZKCF, FEFBEMIARE I mRNAZK P,
RKANERRPUERTFMERBHTHMA N, B
W AR S AR, AR S S
REPRAR 28 0E, BRI AL 2 T R A i /e 2, 386
M TEIAEIE R W T R (K 25 TG A T
BET J5 14 28 0 A7 35 A1 I e Uk &2 35 B A #0480 3P
T, AT LAl 22 e g T2 GABA B2 AR B sh 1
FUSFAE 58 4 1 REL1 J5 H 1) c AMP i (V)35 46 (2 i3k
T TAT P e R A, PRGN T HESB Y 3£
ik, I AR A v B e ph 2 T A, (A
se, EHRFIEMER 2 RENER, KT AR
SN 7GR, 9 RSB AL e R HEE R YT, T
EFRAEPEIRTT 712

22 B
19754, BungeFIBunge! ™ JF- A #E 145 P 4h 15 55 )

Jits J3 41 ffi(Schwann cells, SCs)H T H #6158 & Ik R,
fER R TRAB S . AR REE 7 & DhRE Tk A
Al Re. b, A2 N TR SR R E i g
Bl TR R AL T . H AR s 12 2 1)
FEAEAN A #4814 /AL 40 i (neural - stem/progenitor
cells, NSC/NPCs). [A] 78 /i T4 ffd(mesenchymal stem
cells, MSCs). SCs. %3 % i T4ii}fd(induced pluripo-
tent stem cell, iPS). /> JE i o7 40 i i 744t i (oligoden-
drocyte progenitor cells, OPCs)F1U#44H i (olfactory
ensheathing cells, OECs)& ™). 41} 4 1 ] i £ i
BUHIA TS0 5 D Re s, AR 28 wh
LU MBER A, RN, FEAEYE N RE 7> 2 Fhvg 7R A
FHNEVEY) ORI R e E MM AR, T RO
9 i 45 f) AR,

NSPCsEAF/ETHEA Rge b B A 4y 2B Re A H 3R
SR RE I BRI, PR 5 A A X P 4 A [ I i
AREFRIEIT IR KERNYEIRUESE, NSPCsH
TS AT e AR 2 oo BRI B T &R & e, 5
R A A YRR LT R A R, IS B S
DifE "% TuszynskilHBA 7 NSPCs 5 47 3 A KA 1
X R PR £ A 2 1 R o B AR 2 K B R A T
sk, KINSC/NPCREME R E I MEATT, IR
KIEEAE KA SEEMAE AR T RMEER, BIH
NSCiaY7 ™ H ARG 9 /7. 1% BB\ s i N Jia
AR IR FINSPCsF2 1l 2 fE i E Sl dn i hr, I
FrAEMA TR S e EMA IR, BV RERE
TE A S AT I B8 70 e, FF FLNSPCsHE 7 Wb # £22
B 75K T(BDNF, IGF-1, GDNFFIVEGF-A)HIH % A
T(TGF-BIFIIL-10), S804 3O A 358 e ik b 28
A A,

B B8 78 5 T-40 i (bone  marrow stem cells,
BMSCs) A& AITLEN 7L 3040 1B 8 25 o o o I ) —
BAESIERE . KE. BN P44 2
Fhor i Re 4l A, DR B SR it . Bt
JifEL PR BE Y SAR e R, EHA T
HAH J fe e DR VG 97 45 7 T BT RE R N RIS
BMSCs[al#h & 40 R B T7 1015 5, 1EAR A AT LAk
WM& e BT, 8 T i caspase-3 FIHELE
M 2B R 2170 ST 4Rk, BMSCSTEHR
BB S EATE B 22 2 ad 43w R SR o A A
P 1. BMSCsA] DLl 2 Fg FR A, WiBEIk
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228 7R [A T (ciliary neurotrophic factor, CNTF). #%
A= K K 7B 1 (transforming  growth factor-B1, TGF-
B1). B #2577 R F(brain-derived neurotrophic
factor, BDNF). 15 5% 5K 7 F 5% 05 13 (signal
transducer and activator of transcription 3, STAT3)%1i¢
E Al SR A 22 AH ) B4R, DR A SR A AL 2R
BMSCs 43 i) 4R (BMSCs-exosomes, BMSCs-Exo)
A LA I 5 /N 5T 40 i 45 A A MAMRNA ) B B
FBE, FHEINH|ISCIHNF-«BE 5 KIS, 5
R R . R P s K 9 TE ST BMSCsJE, AT
L@ R P UBDNF, NGF, NT-3FINT-4%5 4475
DRl SO R 40 0 ) Sl R BB A T A, ORAT B BT R E5
B ThAE.

ASCsE K5 T i 97 L 2L T3 — ] 78 51+ 41 i,
Zy TR, 5 HAh 40 i Rk U5 A b BT B R
ASCsit 1 7 WA 4 A PR 5~ A0 A K R 1 (i ik 22 A 2H 24 g
A FMEET ASCsA A 40 i R T F A KR T3 5 4
Y5 (HGF, PGE2, TGF-BFIIL-6). L% 4 (FGF-2,
HGF, VEGF, TGF-B2fIbFGF). ##%: 4 (GDNF, NGF,
IGF-1#IBDNF). i [f.(HGF, GM-CSF, IL-6IFIIL-11
55), SIANERE W AR T (IREAER . ML KK E AN
CXCL12)™ R R LA 15 ASCs v B3 ok B R e 473
73 1B BRI A IS S P 2 TO R AL P 22t T 0 i A 4
R, bR 24 4 ASCshg T 4k
NMETTAFAE L. BT () — LS ST HE ASCsTE R ST
FS) 3 A A 22 1 2R 40 A it 75 40, ASCsH] #iA H
TR B ) AR A AR I nesti™. FRAMEAIA
JEPEASCs(human adipose-derived mesenchymal stem
cells, hADSCs)fEASMNEAL N RA A B D RENTIZ 3
R TCREAIN, RS R 518 R BEH BT DhRe
BE, IFESWNIEMEME TR RAK R EES S HE
SZAREAL 22 [ Y, Ngn2JE K| i AADSCs(Ngn2-
ADSCs) {8 A\ 456 6 J5 7] 40 4L NeuN FlTuj1 #p £
JE, MR R RRIE K, b VEGEHIBNDF {1514,

SCs/z Ji Bl #h & R IR B dm i, 058 A [l #h 4 2 4k
TERHESY. U I R, SCsHT LAd i #5172 i LA
BNl R SCRFORAP 1 LRl R 14, FI T4
BEEBS. IR, SCsAESM W ML E IR T 41
FAMEE . AR B BRI, BF ST 18 5 B
P rIAL ] 32 e 7 Wik 2 A 278 TR IR 1 S AR A
P 4135 R 5 05 0 AR B, R AR I SCs kA
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AR B2 4R (pattern recognition receptor, PRR), {37
VAR B, TR AR R R I S R g R E
HWt AR E Y, SCse/™ AR R MM T, WIL-1B,
TNF-0, IL-6, LT LA —S AL RAE, HRAHE G e i
JIB3E B AL O e BN, TS B 48 R
N, OPCSTEME 5 5 B0k AR A S 1 5 21
Jia, B A 7, EL4EIGF-1, GDNFAIBDNE, ‘B4 10]
TRIEANE TC AT, dEFF R AE 1, FHAEAE TS 1)l o8
SRS T I, SRR TR A R R T
RIE R AHM -S54 o2 A BAEH, TEZ280E BE
TR et 2 a1 OECs/&Z 7E Th g _EA Tt i
S B A0/ 9 B 5 40 A 2 1) () — PR R I e o 4 A, 20
UABDNF, NRGAINGF, HAMZE IR, BTG,
PR IR T I, 3k RV 2 o RER" ). SCIG OECs
TR (2 1 ke i 1 PRI R 28 TCAF 3% T ORAP 0 K AZ O R AR
(RIFRZE T, ok 28 O il AT T AN i P CSPG I R
i LA BT R R g e,

iPSC [ H B 40 B #2 A8 V6 7 A BE 4 1 5 ok 18T
)75 . iPSCH] LU 5 34 K K 1-(Oct3/4, Sox2, c-
MycHIKIf4) WARAR R =42, 15T 0t A B X
W ARG MIEHEFINPCS™.  NiPSCHTZE HINPCsHE
R A s R A, IR 518 E e gn A
W i T 45 K 2 S AP Z IR 4iPSCHE SRS
PRSI 2 A M V6 7 8 R A0 9 B4R T AT = 00 BORR
KPS CIR A A A2BS S A AE AR SR Py 35 2 7 H el
2ol 2 (R A AL TE RE, HAE T RE R UINPCE)

TEBNY) S B0 B AT S et e () it b, T
VB T il 401 00 1 i R R 38 AR AR T 8. Ciaccil4]
BAPTh6 A BE SR V5 INSPCs 2 8% A 2118 M 45 BET 5 70
AT2~TI12/kE, RJ518~274 HRILH R AP % 4,
HEFH— AR GE. MSCsT] LLEE M &
HE RN RIS ST B A, RAEEARE I
IR 20, CEFMMGEE P RR 7
Kijgae. REE KM B AR ER, Sk
HEEEMMSCsIE 2 a RN, £ IR RS, o
H13460E 6 A E & TRe 58 . REf
L1 K 2 B R o = e A R AT AL O 5 il T 41451042
P BRSO 52 B e B BE YT, R SR T IR R
NS5 78 )52 41 B (human umbilical cord mesenchymal
stem cells, hUC-MSCs) %4> A2, At i35 s 2
2 I5e, feTt H RIS s Ee
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Zib, TR T RIS T4 NIEH
MR, (ER AR LT LA R E e (1) &
451 05 Uk ST R 453 0 A7 6 OE S 25 2, R R A
I A A T 8 P R AL PO L 22 F 24,
MPA L ERORA Y. B, BT K S v AR
AR AR AR i R AL, (EZ B AT [ R 20 fi
A A To gt — HIbRE, 5 Bt —PatT. (i) %
PRI R B AR A0 i RS e A AR S HE T, A
RAR L AR R A REUE R T )5, = SR
PURBAR S E K, AT AR A T e~ 2 1E &
T A k. (D) FANM LGB i L ERAATE
ZNIIR A 2 BT AR R [ R T 1 e 4k, (HZ X e
W FCAEBN A LI TR 2 A BR, 1 4 SR 21
AR 5 75 2 R U 5 S A ) LR A5 58 O ] 4 ) 4L
. J34h, THES R R4 B 5 RA%aRE 0, W
RESRE B BIRAE LAARIFRAL. itk H—F 40 0[] 72 7244
A FRIEAT REAR 2 ] TR B AR 5 R T R

2.3 ARWIRORHER ES A A R

EYM B &z N TR AR, BA RIFA
VAR B AN B8 B S 7 e (1 ARz, PR AF A
FHLARE MRS, Rt m FHLREE
HUL AR, A7 edn . HaTA 2 M AEY
PR T RE M s S 0t 7L, AR RR LM KL
WA R . 72 2 M (chitosan). % B )5 B (hyaluro-
nic acid). BJEE F(collagen). £[#EE [ (fibrin). B
A (agarose), LAK A AAE WA RIS FLIR (polylactic
acid, PLA). % ZBEfR (polyglycolic acid, PGA). &
P4 i (polycaprolactone, PCL) J 3t B4yl 0102 g5 ik
VAR TR = 4E AR B/ 20l TE T R K Rk
B, VE R MG N A PR R S 4%

=Y 2 FLSCHETT O AR B R B AR ON T 40 i A B
R, NEITAEA SR @, [, PR RE R E s
TR ECE A K, R A KSR A K E A
HEA K R, 7 57 48 Py (LIS PO 3B T DAYE N5
A0, H BRI A K A X, 2 ALIRR
F 37 8 (porous collagen scaffolds, PCS) 41 #NSCs/5 4
JTEBER I, 459 EoR, PCSHAEYI R "NSCs, JH7E
A Y SEBINSCs I A L A D RE B &, (ENSCITH F|
JAFEIH A, o BRI BT AR, A Ah s s, /)
LTS MR AH 224 (dorsal root ganglion, DRG)ZH AR A i

JREAEEESR, A iz MRS 2R b, ME e
SRR EAEAR T HA R AE MK A, TR SRR
TEUDRGH 2 TG HI3D M 45, Jf H 45 22 5 % A 98 fih
Hi bR AC S fih 2 e g R ),

IR A — MRS K I = G 28 55 0, B TEK
HORE A IR R FER AR IR, BRI ZRIE
FREALE LM FRKERFE MRl , B 554
SR E A VT EC KRR, R ) nT VRS K EE I B
p M A UL DALY =W B DN = NS S N6
FH H AL s A AF 5 3 A I PR R AN L AR (1
BGERAL, WA R A a7
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Pathological changes and repair strategies for spinal cord injury
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Spinal cord injury causes necrosis of nerve tissue, disruption of conduction pathways, loss of movement and sensation below the
injury level, resulting in paralysis and even death. The pathological changes of spinal cord injury are extremely complex. At the early
stage, the changes were mainly at the molecular/gene level, while the changes at the cell/tissue level were mainly in the subacute
stage. These changes cause secondary damage, resulting in tissue necrosis, neuron death, axon rupture, the formation of cystic cavities
wrapped by scar tissue and the subsequent inhibition of axon regeneration. At present, the function of the damaged nerve cannot be
fundamentally improved by surgical decompression alone, or by symptomatic intervention with drugs. There are several reasons for
the difficulty in functional recovery after spinal cord injury: inflammatory reactions take place through the whole process of spinal
cord injury, and the inflammatory mediators lead to degeneration and necrosis of neurons and glial cells in the injured area, and axon
atrophy due to valerosis. Regeneration of neurons and axons are both weak, and scar tissues prevent axons from crossing the damaged
area to form connection with the contralateral axons. This article reviews the pathological changes after spinal cord injury and
discusses the repair strategies.
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