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AEgRASRNATE B BT A P HI{E

fERAR E—3' KK ZFEA HER TFFEW
(2PN R B — PR IE 2 B, 220 730000; > 22 MUK 35— ZEBe &, 221 730000)

WE A (spinal cord injury, SCI) R —FHEX 4 B & 4 FARAY 2 R 4ok, BA RS9
BREFHE, L FOERRAETRENGEEATERE. B, MRZATR A7 FERE
SR . RAFRAESE, ERARNAES MG 9 R A X BRI RETZGATHR. Z
X EZAEHARNAG KB A4, IEHARNAL R Homitf2 b g A A b4k, &
EHFR AR G ARNAZE AR /5 09 SRR . BRI GRIEAT. BALRL. SE i RURBR A b
A AR AR IR T LA a9 R AL, X B A AR 69 o T ALE], TR HAR
4§ S5 B AT S W A K ARG T ¥ b

XHER) ERENVD; AERESRNA; M8 AR B ST SO SR A R 4R T

Role of Non-Coding RNA in Spinal Cord Injury

YANG Qinglin', WANG Yikun', QIN Qingqing', LAN Zhijie', GUO Haoran', WANG Yongping'**
("The First Clinical Medical College of Lanzhou University, Lanzhou 730000, China; *Department of Orthopedics,
the First Hospital of Lanzhou University, Lanzhou 730000, China)

Abstract SCI (spinal cord injury) is a serious disease of the central nervous system, with a high dis-
ability rate and fatality rate, and its clinical symptoms depend on the location and severity of the lesion. At
present, there is no effective treatment for spinal cord injury. Recent studies have confirmed that non-coding
RNAs play an important regulatory role in the occurrence and development of spinal cord injury. This paper
mainly reviews the classification and function of non-coding RNAs and the mechanism of action of non-cod-
ing RNAs in the pathogenesis of spinal cord injury, focusing on the mechanism of action of non-coding RNAs
in the inflammatory response, mitochondrial dysfunction, oxidative stress, excitatory amino acid toxicity,
angiogenesis, autophagy, apoptosis and other processes after spinal cord injury. This paper attempts to clarify
the molecular mechanism of spinal cord injury and search for specific diagnostic markers and key therapeutic
targets of spinal cord injury.
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tophagy; apoptosis
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IR [N, T SR & et T, Bk R Mt
Ji R A5 BRI AR 2L A BE R 199 IR AT 43 AL
RN E 2%, HAMGRa REfAERe S 207, Bl &
BESH V697 FBOG AR IS 2 N R AR . I,
N T AR B — BT IR T R M R AR A R AR A BB
P REVK S, A W Bk — D) AR BB 41 1 ) 48 A A
oAU TR TR B, dE4 TS RNA(non-coding
RNA, ncRNA)TE 5 #4347 1 20 1 72 v k#5522
YEH, BRI AR BES 00 B VE TT i SR B 7 Al AR SR
M AIRNA 7328 K i e AR AL RNALE 5 B 1
P Bow i 2 b B E - BL AT 2508, DU A 3R g
RNA 55 #4007 (A S S $e 225 KON 8E 411
I IT HRALHT N o

1 JE4mABRNARY 5> 2EFNINEE

NBE RN 7R, FEHFEHIEED
Jii 2w RODNAZH f, A K 293%01) 25 T B 44 2= G 5
FEAS, JE g FERNAS T8 A B gn 19 7= A4 8 1R
FIRNAZG T, 25 TG K E . 408 5E. 005
o AT UGS DL R G958 I 5 S5 2 AR 2
(T, SRR O RGN ARG
o R 92 1 5 0 5 1) R AR R R A B ) O R0
e S RNAM R RE %, 475 IncRNA. miRNA,
piRNA. snoRNA. siRNAFIF K RNA(circular
RNA, circRNA)% . W 70K, IncRNA. miRNAFI
circRNATE B8535 47 1973 B3k A2 e 5 B E F
1.1 IncRNA

IncRNA & — KK FE R i 2004 2% H i H A Zw s
HEARNAS T, SAMAK. 48 E B, 40
I3 AR T S8R S IV S A B S A T AH
KW, EAFE R, IncCRNATE R0 « o IS 974
G PRSI A 22 RGP S (T 1 A P P 5 0 78
HOR PR BRI, A PR R B R K R,
IncRNAXT 5 K] 22 35 11 %% 55 1 428 BIL i) A i o 1) 1
IncRNAW] DLl 5 2 1 . DNAFIH ALRNA S AH
HAER, 1ER SRRV BURE 5 5 K T35 R 1 JE R 3Rk,
HEEREFZNEH . FRERERRT . %
D 53 A FH G2 2R G0 I s A5 E B RO LY, HE R,
IncRNA I 7x H EEmRNA B K5 5 4 ) 3R TR 1, 388 5 4
WO B RS AR AL o
1.2 miRNA

miRNAJE — Fh K & 4 18~244 1% T R IIRNA

Iy F, G P I mRINA ) R P R R B ok R S A
FIEMH G R, miRNARZERE T RNAE
G Bl 11 S AT BN W) R J 37 7 W) (pri-miRNA), #
B % B2 i Drosha¥ pri-miRNAY) | Bk /N4 70 nt
(1) 25 3R 1T /K miRNA (pre-miRNA), R 5 77 /& miRNA
P 20 0 3R A% B A% R B Dicer HE — 25 i T A4 i B3 1)
miRNA! 1, miRNAR] DU LGl 2E B AN 77 20
WA FEMRNA, FAR 35 B AN E A [F 48 SR E
B P B R FEmRNA B BH 18 SEmRNA B 26, MM
2 I mRNA )£ P FEI R A 5 5 R Rk (1 5 5%
Je gz N,
1.3 circRNA

circRNA & —BBONFFIR I AEGm S RNA S T, H
FAZAE W) A T B AT ARmRNA K [A) BY 42 7= A1),
545 G5 1 28 PERNAAA EL, cireRNAZS T 2 85 P ERR
S50, INZRNASMIIEG )52, ik Faoe BAS 5w %
fift o circRNAE T LME/K - 2RIE, - How i R I H 41
Ji ARy S P RN 2H SRR S 1, AT DATE R LI A% 7K
B SRFG 3 J5 KF 2 5 R R IAY. cireRNA
HA RSB miRNABCE (. T 5 XTI eT 3.
BHVE = A 22 BKZE TR, 76 AR () A= 2 B R o
RAE R R EE I,

2 B SIERIBRNA

R 45 £ B )RR BEATL 1, AT DURE 42473 20
AR W B B T R 4 455 AN S 1 4k R VR g, L
Ak R A LU T R AR T SE I A o 4k R 1 B A
B3 973 BRI FE 4y N B TS T DA R 8 1 A
SV OB A% S (48 h, L LR A I 45 45
SIS i, BT S B UK R G i Z02, o A R
A1 B8 == 7 N1 X (A = X - A e S TN A
GALFREEYE . B R B R A R SORE R, KT
SR AL T AL LB IRCY, B EE S, 40 R
195 23 455 VLR T 145 R Ca? Vs AL 54T it R, AT 3 504
M Ca™ & Bt — Tk N Ca* /K FRITH R
i k45 SR HRE T, A 43 SRR /K P AE AR A 3B A1 AR R
B p 22 FEPE KT [ B 4 PN Ca® 94 B T v 2 AR
BT RS R B kLA Th R, T T BH H
B A FUHE R O R AR, BRI A, TAHR. BN
M /0N R 5 A i AT b e 4 P K TS IR i e
28 UL 2R, BRI 40 B A - 1B(interleukin- 1P, IL-
1), E 4l Z-1a(interleukin-lo, TL-1o)). JHRIER
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BE A F--a(tumor necrosis factor-o, TNF-o) FIIL-655 4
J PR 2 s i 8 0 R AR AR AT 1 AR T R4k R 1
SRS RREEAEAE, WIHE T SV E ST B B, R A A
ZeT. BRBRER . Wallerian Bk, il 5% 2
RO R IR T s S50 B AR Al SR 4 R A S S v 43
PRF AR AE, WIENGR RVEE S I B, 20w B
A TE R il SRAG SEAN I IR E e B 5T
RW, AE EIRA RES0 A B AR b, AR SRR D
RNA S I 72 5 A R0k, IR I8 A R 8 20 -1 HL ]
PEA R .
2.1 HEXIELRISRNAVEIS B4 AL

A8 45 A7) 2 AR HE Ak R P 453 5 ) B LA . /D
L7 R 4 L A 452405 4 0 2 3 4 e A 0 4 e
B, RS2 A0 1 S A 236 0 R 70 9 1 — B RUA
MR AL, o e ey 3 ML /87 25 L, 1T 3 30 0 2
MG, MAEEALHMEENRERE ST
B M AL T AN ZAURIR PR, R, X TR TR
PG5, AT (2 3k I A8 A BT 1) 52 40 1 A i 92
PEAL ERE T MEARE IR TR B R
(. BFFER M, JE4u FIRNATE G B85 4% 5 1) i &
A e B v AR A AR Y X ik = A R DY
Ik E & 55 1 (ubiquitously transcribed tetratricopep-
tide repeat on chromosome X, UTX) & — M2 EH
i R, AR R 00 5 L AR . SOAE
DA A 28 50 0 55 R 41 O PR 40 B A T v R 4% AR
R B 78 &K I, UTX I 235 167 Bl 42105 /5 2 3%
ETv, MUTXHE f bR T DA 3 3 57 miR-24 89 )5 3
¥ R A A R R A i R I AR A
ot — T AN A B, A EE . Y. W)
A RIAZ R 25 AN R B RSG5 A0 A - T2 5 i 46 47
YT EERT R 2 — TN FRER S, ok
U5 W 20 A A WA A i miR- 15538 3 00 1) 48 Jfa R
{5 5% 5 6(suppressors of cytokine signalling 6,
SOCS6) 153 ) p657Z 21 A6 Al B fif K i NF -« Bl
6, DT 45 5 I AE P R A L ) SR A Ty e, 1T N
J&) I —56 % B# [ (blood-spinal cord barrier, BSCB)
FE BN BARY . B Ah, 1 3k HImiR-325-3pH]
DAERIP I BE 1) 56 B8, /b RAE B IE, JF s
FRED JE 1iE B Dh el
2.2 HHXIELRASRNAVEIE RAE R B

BREUI S, TAM. EWRgEA. /B4 i
AT AL 2 i S SRR I ph 22 T 2 2R, BT IL -

1B+ IL-lo. TNF-ofIIL-6Z5 40 R T2 P4 6 kA=
IBATHEAR . [FIR, A HE S P H I e i 28 40 i A
THIKF, FE¥ JOREAN (S AR . e 4 A A vk
EL4H ) B2 AL B R, JE— 20 0 2 A R e I AR A
W7t 26 B, oL B A miR- 1820 4% 1 A BB 2L 23 1) T
SN, HE/D T TNF-an IL-6FTIL-1PI 26k 7K FLY; 3k
— 55206 B, miR- 18218 i B KT IKK B/NF-«xBif %
SR AN 20 S BE, AT 8 T 9 0 I B K IR 8 i
B 5 — IR TSR I, A miRNA-22117 (7] 785
41 g (mesenchymal stem cell, MSC)#74E 41 i 4b 22
#(extracellular vehicle, EV){E 3 [FAK 2H 23 Fh 1 58 E
DR 7K ST RO 1] 70 J2 I 00 B P Bty AT % il K B,
A BEI IS B SR SN A BERR R T RER L BY .
Ab, miR-22 1 it § 6] TNF-ocf i 1) 48 35 i & A48 A 7
B, AT AR 3E T BE B4 K D ek 2. LneRNAFE
FE I 58 R . DNAFImMiRNAZE (IF HAEF, 76
B K ORGSR S5 /K S A BE DR 3R A, T T T
HUAR (975 B8 4R 385 P2 . ANZEPYBE 95 % B, IncRNA
NEAT1 )~ il i 5 m miR-211-5p/MAPK 1 4 >k
SRR B I JORE [N . AP, IncRNA GASS5IE
T 5% M miR-93/PTENF il 55 5 6 45 475 J5 (1 %0 %
i, JXCGE S SRR 5 112 3h Th g, ZHOUZEPIR
FFW, IncRNA MALAT 138 _F i miR-199b 4
HIINF-kBA 5 18 2 (1380, AT 0086 A6 i 4 45 )5 7>
JE 5 40 O 1) 98 E S B o [RIFE, IncRNA Airsciff] i
T I I NF-«BAS 5088 2% ok 4% 28 S R, A T ik 4%
HRELH L, FEOLEE REH 05 K FRIZ 3 T R i 1k
HPT, HARRNASE — KO I N R PEFESR AGRNA
CHENZE PSHIER] , R8Ik RNA Prkeshid i | i
miR-488 1) 7 I ek A4 4 58 R 4H i PR -1 43l 1, AN
TG B8 45 13 5 19 JE I . o
2.3 FAXIEHRARNA ISR ATHE

200 VA PR I 7L 3 40 40 40 B A1 1R BT A 4 i 2R
R R RN 38, 761 2 O AR Y FR (A= e
BIFEL WA S R SRS IR A 4
FBE T () ik e S50 ki o AR . Rk T e
B 15 TE 4 22 R Gu e s b 7 2 B B A 04 2 ki
1R I BE B A5 2 5 30U 14 Al(reactive oxygen species,
ROS) =R 3G, M S o 2 A0 st T2, 2ok
A 15 2 FAMitoNEE T miR- 1271 5 b 58 A= KA A
PR JCRI B B AR 2 — . BFFE R B, miR-127
I I P HIMitoNEET 1A SR 2 ma 2Rk Th g, AT
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R T T2, 5 — D Fi R B, SRR T
55 200 Jf A1 96 4% (FmiR- 15538 1o 411 ] SOCS 615 11
PO5Z 2L AN [ M O NF - B 4, A T 45 25 1ML 7Y
B 4 B i Aok AR D e, 0 JRE BE P, B AR SR
TIRNAZ 5 7 1 #4045 )5 1 Rk D) gE Bk, (2
FE G ABRN A 545 B 452477 1) KB 73 AR AL i) 1 A 4
e4 T . DL, FEEEEE D R SEIR R BN AR SR D
RNATEZRLAR P B/ AL .
2.4 HHXIELREIRNAVHIZE LR

FA SR FR R N AL S UG F R4, &
7K ROSHI{E 4 & (reactive nitrogen species, RNS) [f]
A GEZ M. BRI, miR-219-5pfEH B
1095 )5 223k W I8 A, TR A JORE R F(TNF-a., IL-1B
FIIL-6) ROSHI# £ 5 4 73 A4 & [12(neuronal differ-
entiation factor 2, NEUROD2)J 7K1 B & F #&5; MimiR-
219-5pBEAUY) B Ge i i | X A iE ™. b4k, miR-
99 a i Tk 411 1 AR T el R M A Y IR Tl TR SR AL I
4(nicotinamide adenine dinucleotide phosphooxidase 4,
NOX4) )ik, T LEAFLPS 5 (PC 1241 i i) 4
iE R T AR B 4 00 )5 A S #E ™. DING
LU R B, miR-7al) bR 38 i 47 I NF-«Bif 2%
KGR REAI 5 I AL R, R AR T
W58 K I, IncRNA GASSifiid 5 CUGBP Elavif 5 &
% 71 2(CUGBP Elav-like family member 2, CELF2)
ghg, (et SIS AL 1 IR B 45 Kl F- 1(Vav guanine
nucleotide exchange factor 1, VAV & ik, M i
JEI A BB 450 J B SR LR 2 PR 4 A 1T 5 — Tt
FOR I, IncRNA CASCOTEH i 15 11 K BRFILPS 15 5
PIPC124H fg H 2238 B &6 i, 1fimiR-383-5p#ik b
W, [FIB A ZEE(MDA) FLER i ZBF(LDH). TNF-a
FIIL-1B7KF 235 T i T CASCO I B ik 4] 1
miR-383-5p#& i&, [A] I} [£(K MDA, LDH. TNF-a
ANIL-1B ) 2 7K 7K P, 1 3% B IncRNA CASCYH] LA
i 3 ¥ Z4RmiR-383-5p ik 1 LR Il S il ) 5 1) 8
P40 S LSO SE SO NE, T 411 1) i 452 47 ) ik
J&. YAOZEWHER i 11 K Bl rF WL & Fcire_014260
A I 7N AR 2 B 1 1(thrombospondin-1, THBS1) ]
IR KV 10 L FemiR-384 (1) A K F b, R Bk
circ_014260(1) & 1K 7] LA 1] 45 i 453 45 0K B #ih 42
JCI T AE A R AN, A AR cireZFHX 338 1
1 47miR-16-5pfig 1 Jik & 25 FF 42 K K11 (insulin-like
growth factor-1, IGF-1)[J5R 1A, M| £ LPSHE T

FIBV-24H IR T+ JORE AR AL NI,
2.5 1HXIEHIERNAEIEL TS ERES Y

BRI AR — P EE R s &0 R, AR
WME RS FhEMG R EE, BT EERRAR
P FH 5 A7 2 BRI R 2 40, 4 MR 7 45 SRR /K T AE 5
PR A7 & AR R B 2 3 KF, KECaT RARTE
B8 77 A L AN R) 42 (1) 451 FF P, miR-23bw] B I
EHINADPHE L BF4(NADPH oxidase 4, NOX4)[) 3
i, DT 52 Ve 2 9 30 A5 AL Hh 9 i DR 1 FIROS R &
AR W TR I, SRS AR L, - B T R
(GABA) I R R i R B (GAD) [ Rk /K P A PR Bl
YRR A7 BT R B B, IMAE SOURE 5T % 1, miR-23b
L HHINOXA K] F Ak, M) 28 5iE K F-(COX2.
IL-1BFITNF-o) [ 3, [F 53 R GABARIGAD
[FZ21% . miRNA-1557] LLR 5 4 &R (Glu) Fly-2 5
THR(GABA)IZRIE, M S5 o S 1L 1R i3k JEE 57,
FLR I, FHINOX2[) R IA 2 [R5 B 41 f 21
H. ROSHI ™A & DA AR % 5E R R 3 I8 7K P, [A]
et /)5 o Jo A0 G 440 A FRmiR- 155 )RR, R
EHIIRNAZ 5185588 484 J5 10 0% & M 2 2 1R
BEPEAE R, (HAESMADRNA WA 8 5 2% 75 M 2 2L R ok
WA A 1 2 R R DS A AR AL R A e A T
filto Rk, FEHE— DR SEI0RAIA, AERISRNAL
AT DB PR S R R R A R A (i e
2.6 1HX<IEZRASRNAVIIZ 00 B 1%

2 1R 1 T A 2 2 ) B A S PR I B AL
il W LA 40 B, (2 2k 4 P £ 7 TR = (R 15 L
TAFE, 0 2 R P A A RN A R
ELFE A A R ISR A A R SRSk A R IS S
R R BEAH Y B T 2 R 4 i N AR S DA S 4 e e
MR & i FEBAEA A H B A HEEN, HE
W 3k B T RE SRR TR . BRI R 4, H % 5]
ECAHAET 5 . BHAURE, AMEARIRES. 2.
T g IR R AR e i 2 AR AT T R 2 £ A AR B
T FE rp R 1 AR RN, ZHOUZE I 5t 26 W,
miR-384-5pil i 1 | Beclin- 13 [K] ) % i S 101 1] Fe
290 HWEAR I I L. Ak, miR-421-3p il & ik
B35 BRAK 7 mTOR [ W il 4% 1 3& P, R T 4
EWE, J T e R TR, Rt TR
JE I RE MR ), LIZECYHF 78 % I, miR-30cif il £t
PE % Beclin- 135 5] [ 218 501 B WEAR IR i, AT
A EE S K R BEE . miR-3727E F B 155 K
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B P I Rk 1 R 2 B T, T Beclin-1 13048 5 2 2 R
b HImiR-372 1) 3k vl LLIE IS | i Beclin-1k {2
320 1 I, T ek 2 A4 40 200 9 R 4 E A
21, WANGEE i A B K A AR(E B
Hh 0 S5 DR 308 5 B MR T A2 AR BB, RN AR BE AR
15 v K 7 5 A I IneRNA, 45 5 % B3N IncRNA
S35 g 2 AN A A S R T R,
HHXR_3508517E 5 s 404403 i () 40 i 5 e v e o o
YEH . RENZECTHT 5% % B, IncRNA TCTN2/ 3 J& %
IS T miR-216b) KA, MM _FifBeclin-1%5 F 1)
Rk, 1M L HBeclin-145 H 2 E L 0E T 400 5 I, M
MG 7 AT T IR M 7 A fatifh. LAk, In-
cRNA SNHG i i i 43miR-362-3p 4G JAK2/STAT3
%, MR T L LPSALEE FIPC 1240 g ¥ 40 i 71«
R = 1N
2.7 FXIELRBRNAVIITMAAE T

HAYE TR —Fh e R R 4 B T
O, XN IRERARE . HUAR BB Al S )2, i
SRR A R R, UL AR A gk Ak S5 ke A B A A
M, B EZER DB X R0 TEYFH
il 7T B, miR-1828 ok 1l NF-«BId B (1) >k
O] 9 TR H S s B, AT G R A e [
FE, miR-7a3 i F0 8 NF- B3 5 B0, AT 0 1) 2
MO T, HAE R 1S 5 — TR 7 B,
miR-212-3pif i # [5] PTEN 0T AK T/mTORGHE #%, M
MAPHILPSE T 1 2 40 B T2, I 008 5 Rl
KB T REST, CUTZEDWE 7t R B, 5 KR A5
#1155 )5, IncRNA LEF1-AS1 )31k &3 i, MimiR-
222-5plf) IR BT T, HIHILEF1-AS1#) 314 i 3%
W58 7 miR-222-5p ) F ik F4H JLE 77, FF 83
THIRF T . CAOSEPHE 5L K B, IncRNA GAS5H)
N 5 miR-93/PTENA, M 1M #4040 it 7 12
MRIEDT R AERH . FFE, IncRNA KCNQI1OT1i# it
5 M miR-589-5p/NPTNI, 2 ik /1N 1 J5it 20 M 1) 48 At
SO0 R A G R A RN A JE i i 1 1)
) 240 L R TR A R A R, (BRI T
ML 75 B K 1 0 R SRAIE
2.8 HHXIEHMIBRNAFIZH fhfRIE

B RES N 2 B BUE, 2K AEME
JCATS. FZR IR AE RS . Walleriands . 4k 5 =5 9 il
2 SR IR i S B AR AR SRk R 1 S S 45
PP EARAE, W22k Nk R NS IR B B, 220

PR T R RS il TEA BEAN R o3 IR RS A7
LUANZEPIE 53 % 31, miR-1738 i #° [/ PTEN I $]
PI3K/Akt/mTORIE #% > i 15 5 & 41 1 (1) 3 g, 4170+
miR-17 ) 1A W] LAY/ 5 Rl 924055 B0 o e IR 1)
. 9T & B, miR-106-3pit ik 766 Bl Ja K
KR 70N 2 S5 4 B A B 5B $0miR-106-3p ) K IA
TEIH TR RN IRIE, RN B2 T2 AE
Bl () R TR A AR AR . WANGRETI 5t 45
FRW, i FmiR-155-5pn] LLIE it i cAMP/PKA
T SR AR AR 2 Ju R AR K, TS S E BRI
RARTT S, JE D RNAE i 18 715 b 5% 2 50 AR 53
IR T BERE 52 Wi 35 BB 492 0 ) a2 g, R 1T AH S 1 40 1ML
A7 75 B K= BT 7R BIE

3 BRESERE

BB BRI R — AN LB, G
R A5 25 22 5 T 2 /R S B A RIS i B 1 5 2
T2 AR Y 2 A S LI (B ). B AT, A
A BURTRIT 7 R A B 5 2 J5 1 4k %
5. URBEFCERN], B RS, KSR AT
RNAM AR E T WA, EL7EA B4R 405 (075 B2
SRR R BAE . A2, MRS DRNAG 7
B RO RS S M T S W bR B R
7, B B 5 18 S SR A — A7 S

BEAh, A LA I R A 3k — 2 B 10 T 5
. o, LT IEAIDRNA S G BB 0K £ %
B FEH I PR A0 S 9, T3k — b 6 7 T
N, AT 0 16 1 PRS0 1 ELf e vk, RS D
RNATE S BRI 5 03 154 Bif, B T, x4
B0 P AR R P . A A . T LA R
MR 6 A SO RNA 35 SRRk il AR K . 4
PR AE L 20 5 8 DL S 0 A B 5405 1 B A
TR A BE B D RE R A . BkAh, FERAIRNA
(R RIA F B, A% 26 RN 4 5 2%, B
AR IRNA K 2 50 T R 2 . Rk, 7
T RN HUTF 5 A R 0 P JE S T RNA K 1
(S DR R S, S B AT R (AR SRAIRNA, HE )
ARSI RN ATE LB 197 o 0
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