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Advance in the study of pathophysiological effects of miRNAs

on spinal cord injury
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F HE R A7 (spinal cord injury,SCI) & 3& WK 32 2h
A E TR A B AR, A G R M SCLRN4E & 14
MrBe, HH 2 SCI i £ 2R YT I 2R A R T AR1,
{8 H8 35 32 2 D) g Rk T RE I K B BUAE AR 25 3 N TR
MG FE EXF SCY 149 LA BRAL I HEAT AR IR ST, 3T 1B
FH 22 75 SR s DAAE HE DD RER A W, BU/IMZ BE B R (micro
ribonucleic acid,miRNA) J&—F i1 K2y 22 44 F R A4 i,
B/ AE ST RNA 7 1, 38 2 % 5% 5 DTSR e o
WA iR oA 532 1 240 L 1) 22 ) 2 D g, I 2o 5 0 37 s oK 1 IX
SRR S W 240 A HG SR i e T LT 4% i B R POt
ZER HOk B Z MR R, miRNA 25 SCI 5 4k &
PSR, EF X miRNA 75 SCI s #LA: B )
W TS SRR A AT

1 miRNA 5 SCI ERiE R K H % &

RSB 28 2R G4 ) U 5 A E B0 A SCT, h kE
L. WA /N T A R T i 2 SC S A kI
N BB B, 40 #E SCLJE 1.7 .9d BEBE AN 2], #2405 )5
60d 4 M hr ik B g, B R =R AR AR 0 5 180d
i BB B AG IS phy O A BT 58 S N M L K R IR A L
T R TS SR 2 MR A SCL R 25 A B Be k& #5245
EH.

1.1 miRNA 5/ B0

T A B /0N JBE J50 40 BRI 7 AR b R IR A8 I T o (tumor
necrosis factor-o, TNF-a) .15 5 — % AL & & W (inducible
nitric oxide synthase,iNOS) .y—+ % % (interferon—y,IFN-
¥) SR 48 K1, Papa SEUOMF 5 & B 28 LA (M1 A Ak ) 1
FEL W3 200 /70N T J5T 4 Jif S SCI JS 4k kR P 45405 i i TRl 22

o

E€WE  HEKARPAEGIUH (4 :81660215)

E—IEFEE T2 (1995-)  FERLAT A AR5 T5 1] - AL S i
K5 B hih BT 52

L35 . (0871)65324888 E—mail : :512218373@qq.com

JIRAERE M3 E-mail : chenlingqiang@163.com

.M

B ERER FERA, R B
I e 2B R 650032 FEHT)

X EHS :1004-406X(2019)-11-1046-06

111 /MR AE AR AL /NS 5T 4 it BB S Toll - A2 4%
(Toll-like receptors, TLR )/#fi Fﬁﬁﬂﬁ.?(myelmd diff—er-
entiation factor 88,MyD88) Tu?ﬁﬁ% FIRAL @(F]E ﬁﬁ
M2 3K A H A I 1 ) RE
Louw 512857 % 8L, A 42 M1 %%iﬁﬁ & ,miR-124 s-iaafﬁ
HE AR 28 R 55 (central nervous system, CNS) H1/IN e J5T 4l
Mo M2 AR A, TR SCI S RPESON . Yip F1k
B 8 7S B R (docosahexae noicacid, DHA) 76 W 14 31
Wy B P A AR Y A S (P JS 35d) T AR EE N IS B
i fg M2 F I A AL, I RT3 A0 ) miR—-124 98070/ I i
21 F 5 A A R R A R 2 R B VE AT, Kigerl 8144 3
M1 BB w3 20 i A% A6 72 SCI A7 AT 5 PRk 175 5 9 H 4k 47
FE30 AR RS BT 9 M2 B AR Ak 520, AT 5 e S it 9 1Y
FRLE T HU R A - 7 A M2 A i i 1
S 3G g S R B T A -1 Sy R S R B T 4
M1-2 g, AR TR TN BT A A M2 M B Y AR
b, SCUR 2 S DI RE M 219, Sz, /N B BT 4 i, M2 AU A% Ak
X 7 A5UE AT #5290 RO B A A R 2 T ™ A R AR
Mo
1.1.2 RN EIE BT kappa-B #HE B 37 3L 41 i
7l (inhibitor of nuclear factor kappa—B kinase—,IKK@)
WAAEN T TREREMMS S 7 #8405 1R %E
SN0, Zhou 5% Bl miR-199b 7F SCI J& 3 1& 1) BV2 /)
RS 5 440 e e B R i TKKB AH ¢ mRNA F#k 2 1k p6s
A K T R S0 5 A B miR-199b i % ik
AENS il T TKKB—4% 7 kB (nuclear factor kappa—-B,NF-
KB ) {5 538 5% 410 1 /0 T T3 48 L ) U0 ¢ Leindeers A5 0858 4 41
PR miR-132-3p 09 #F B 45 25 300% 1 H R M b/ i
A, 3 % B miR-132-3p 19408 Bk 20 47 32 4 FH mT 3%
TG 2 RPN . Gaudet 5518 3 14 4 52 56 90 /0 g ot 4t
Hrh miR—155 T i F 05 240 0 FS 98 A PP e A 22 T AR
JF-BE BRI # 22 T A R R g€ A K B . B, miR-155
1) & SR 4 1 AT JE B — F s M AR S A A T SCI S D RER
AL
1.2 miRNA 541 H -+
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121 TL-1 Z KM X EE (IL-1 receptor associated ki-
nase—1,IRAK1)/TLR ¥4 Xu 55 PO7E K FUA B bk i 5 9
545 8580 bk B miR-497 i B AR GA W W A T I
RAKI/TLR4 it i 030 W8 B 15 2 NG PH 25 & 3 1 (cAMP-
response element binding protein, CREB) 19 % ik | BH 1k T
TNF-a . 14+ % -1B (interleukin-1B, IL-1B) .IL-6 .IL-18 £
IFN—y 724z , miR—146a ££ SCI FE 1Y i ) 3k b 8 ) 3k
B IRAK /MR IR SE T T Z R A E B F 6 (tumor necrosis
factor receptor ssociated factor—6, TRAF6) 13k , i /b it
RAEM F IL-1 IL-6 IL-8 Fl TNF—c [ B2, Toll #f 32
& # 5y 7 2 (Toll-interleukin—1 receptor homology do-
main—containing adapter molecule-2,TICAM-2) A] 4 & -
T &K (interferon—B , IFN—B ) Y 7= A= 24251 K LA 4 e 1P
HEE B JG miR—-27a 19 %G8 T T 0 TICAM=2, 40 ]
TLR4/NF-kB/IL-1B HYLTG , W% TLR4 /v 5 A 4k & MR
PRI A2,

122 2535 46 25 H 0 (mitogen—activated proteinki-
nase, MAPK)# 4% Yan ZFPWE R I T SCI K BRI/ e BT 40
Jitd Hp & B miR-325-3p 113k 3k 7T i % 4 A K H P A2 0k
(epidermal growth factor receptor, EGFR)/MAPK {5 i %
/> TNF—a Fl IL-18 BRI, SCI /) B A H1 miR-30a—
Sp Wit 3235 ATl F MAPK/ZH MG A1 98 755 2 0 (extracel -
lular regulated protein kinases, ERK) {53 i 4 1) i 42
Neurod 1 #MH, B8k TNF-a IL-1p F1 L1-10 41 i
ERLCE R

1.2.3 NF-«B &1 Li 5FPIEIR 2 07 5 09 PC-12 41
SCI#E AL 4z B miR—223 B9 1 98 A] LU ] NF-«B {5 5 il
B O, WA IL-1B . IL-6 DL & TNF-o 19335, 1297
PC-12 A 452 e 2 WE 5 S I RAE 403 . He 55 0 @
Allen’s 1548 & K FRSCIAR R % B, 5 58 H 2234 Y miR-136-
5p REfL I P A20 4, IE m P BERR 1k NF-kB, Hiid &
ikfigiE ) NF-kB/A20 {55 @ # 1L-1B . IL-6 TNF-a |
W5 200 i 58 P 85 1 BT 28 (macrophage inflammatory pro-
teins , MIP-2) Fl B 4% 41 i s#a fb B H -1 (monocyte chemotac-
tic protein—1,MCP-1) 45 % 4 P F F#a {6 B+ 9 mRNA F1
HrRk,

124 HAbi@te  Xie FPE L C57/BLO /B N B H
BEPE OB T miR-21 (YRR, B miR-21 nl i &
P4 B (protein kinase B,PKB/Akt)f5 5 i 78 0 /b it R JiE
A H P % 4k A2 < ¥ (transforming  growth factor—f3,
TGF-B) TNF—cu . IL~13, 3% 55 igi 5 1 bf 22 %8 5% A (brain-
derived neurotrophic factor, BDNF) A9#% 5%, M #f SCI
JEANZE A, /N BN B R A B AL miR-155 IR
AT /0 T 2 0 200 R e A A 1 AR L e TL-
17A TL-6 A1 TL-23 i ik, HAE R A 5 i b 9 20 i
FAE S H Y 1 (suppressor of cytokine signaling 1,
SOCS1) ¥ > #f ZE AN P (W B M T 4088 17(T helper cell
17, Th17) 1 A 401 A, 40 4 Th17 40 853 46, e & A ik

SCIJRz s D RE AR L2 3, Hu 25345 i 44 & miR-126 i
B3R B R B B PR 5 AT | R SO A P R A L K Y il
&A1 RGBT 1 (vascular cell adhesion molecule 1,
VCAMIL) AT 5 P9 K2 40 K B BE 7, miR—126 ] it i 97
PAE VCAMI 2 K i 2 S5 M SCT S 11 4A g = 3

2 miRNA 5 SCI EHBEATHX R

20 B TSR AN AR A B R A TR R AR R
FETTib AR, RIS R AL U0 i R ) — R AR AL (A
TEAL L J5 L 2 3R ), SCI 4k J M40 i b 4H I SE T2
T 23 St A 2 4 T AL A O R B2 SCT Jm I T A ¢
miRNA R EAH T R R MR, e 2 516 R
SN 45 G A SR 43 S SCI AR T 3R BERT 19 77 1) 5
LU NER 7
2.1 T miRNA

Fas #H 5C W5 2 [ % (Fas associated phosphatase 1,
FAP-1) {14 g% 4 10F W] J2 A 0 08 1 S0 M R AR i D PRI el A
T M ST s 1 /0 BN RS B 400 B (BV -2 4L ) 45 47 462
B, miR=-200c FY 32k 2 1538 3 X FAP-1 2 47 6Pk 3 4%
T Bel-2 #156 X % A (Bel-2 associated X protein,BaX)
Ml Bel-2 #:8 H 11(Bel=2 like protein 11,Bcl2111 E ST
T Bel-2 M2 s e B, MR TR B e 2,
miR-15b Al G ) $EAE ] T H008 1256 Bel-2, HAe 24
F 5 Caspase-3 ,Caspase—8 Hil Caspase—9 3% ik # il F P8
TEI A C57BL/6 /N B IK A i 10 28 o0 40 i b & 8L miR -
199a i 4% 3K W] 0 1 Bl 28 oT AT 4E A0 i Ak KT
(fibroblast growth factor 1,FGF1) ¥ &1k , M i 41 il 40 ff
W e AN T, Fan 4O % B SCL R miR-214-
3p ik B, P T-H A Bel-2 HEHEH 2 (Bel-2 like
protein 2,Bcl212) 335 T8, 76 B S i 7o v A op G
SRR AL R4 5 I F—1 (hypoxia inducible factor—
1LHIF-1) &2 B AN #2400 & AGELHN 40 g
miR-204 (13235 38/ Bel-2 HLI8 T2 11 ik,
2.2 T miRNA

Zhu ZEWIBF 5 K W], MicroRNA-494 AE 1) 1 [7] J5 7
W W2 i — 5K 71 8 1 (phosphatase and tensin homolog,
PTEN), Mnsf Akv/mi L 2 9 0 25 R #4E B (mammalian
target of rapamycin,mTOR) 3 Bk 1558 SCI 5 DRk &2 |
U/ 2H A5 R 28 B R T, miR-21 38 i 6 A O 45
PTEN FI 7 41 M T2 F 4 (programmedcelldeath 4,
PDCD4) & 42, & 3 i A8 52, 48 g 1l 28 A7 05 %, HL o)
TNF—o 505 1) B AR 1 51 Fas fiif& (Fas ligand,FasL),
[ (% Caspase—7 Hil Caspase—9 ) mRNA ik /K F-E88.40 fi
JHT-AHCHE B, 40 ERK Bax Bel-2 Bel—xL , Caspase-3 It
R EK 485 CREB 19 T 4 ¢, miR—497 i Ji R ik fg
i F > CREB (W35, miR-124 W TT/EH T p53 %%
0 TR R R DY, R U pS3 BRI R ik, Bl
L R 1 W, DA TR 5 5 100 A R ) 2 R
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AT T AE P, miR-199a-5p i) f i N 5 R 546
fif 1(endothelin converting enzyme 1,ECE1){£#F Bel-2 %
ik, Ml Caspase—9 . .c—Jun & % K i ¥ (c-Jun N-
terminal kinase, JNK) 8§ B2 1t ERK, 7 5 ##1 2 50 1) 18 5 |
o iak EZ ST N

3 miRNA 5 SCI EEHXNHMXR

INENOPNE S e K e § TR N R R T A
A Aok o i A T 1 SN 5 A T K Rl IR ™ A g
i PEUR LI~ S Wi = DN R S e SR K ]
A 2800 BT A IR R B A A I 51 AR 4k K R 5
L SCI /& 9 miRNA b KF LU aE1E AT A S, LAh
30T SCI (A4 5 90 Ak ¢ R AR SCI 1 & Ji i /2
LT I B i

miR-372 B4 il — S 1k %06 R AH AR A 2 A (nitrie
oxide synthase interacting protein, NOSIP) )3k, NOSIP
SR — TR R 22 T 240 Bt 3R T R R 48 kAR A DG 1 A
WL ] — R > — AL AU A B, NOSIP
IR AT R BOF A G b — S A S B0, FE
J&l SCI Ji Y % Ak 07 38 B 7 B0, M 20 3R Al 4 5 -1 (heme
oxygenase 1,HO-1)7E 1L %Ak 21755 19 88 010 0 B i 4
Rl _E AR TN miR-137 B2 E T R S N S
MAPK/JNK3 i 6 4 8 2 A 7K1, DT i o 22 200 1t vy 9
T HIRIE, (HZE miR-137 3010 726> H0, 40 80m 15
SRS O R g s Al iR M T, B miR-137 1EIE
175 50 B X5 T 22 e B A7 s R A Y, miR-30a-5p
it i MAPK/ERK {5 5 38 # # 1i] Neurod 1 FE [, [F] i 36 Jil
fili 2 1 N1 (selenoprotein type N1,SEPN1) i & ik & 1A
# [ (thioredoxin-like protein 1,TXNLI) 14 bt H Ak i 44
LW i 1 (glutathione peroxidase 1,GPX1)7E /) LT 5 45
i b g R0k R B R A A i RE R SCER S A
A7 B 1 R

4 miRNA 5ESCIEGERRENXR
4.1 A%

P2 P — A MR, R th B R &
g 2R P 51 HRe AE 2 8 0E 5 h O O o SR S K
PRI, B2 M R ELA R 0 A R R 24 R A 2 )
WAFAMRET B 2T R AR RS, R, %) SCI
A A 28 MR 1 miRNA 0] yR 97 HoA F IR R
X

Im S B, 76 SCI /) U 38 405 % B 4 21 b miR -
23b it KA ZCF 98 NADPH A fL % 4 (NADPHoxidase
4,NOX4 ), H- 4l y-% I T & (y—aminobutyric acid, GA-
BA)REMI 220 I P T, e & 3 TR IR Tl 65/67 K3k IE
B N8R SCI /N BB 22 PR P o Zhang SISV 145 i
it 22 45 4L (spinal nerveligation, SNL) #4 7 [l 2S b 28 1% ¥ g
MR B i AR M 221 T miR-142-3p 1Y 3Rk W& BE

i, miR-142-3p MY i 33k v) 3l 43 4 5 18 B8 ik 4 1 Bl
(High mobilitygroup box1,HMGB1) 1l #it £ 4 4 Fl i 22
PEPERT . Yan 550048 7 SNTL S B 5 465 /0N e J5 4 it v % B0
miR-32-5p W i I8, miR—-32-5p w B fil 3 ik 14 49 WU 5
PEBE W[ 5 (Dual-specificity phosphatase 5,Dusp5 ) # il fif
ZoVETEI I R A 2o PR 7 A 1) EL R L 9 P9 2R 1
A iR TE SCT T A 2 MR 1 4y T LE W 2 LK, =
FRHTH G T O BT I T R e M MR R A
T
4.2 Pxfgfk

SCI J5 95 56 2T 2k B0 00 7T LA el 5 B DA 44 it 28 [ i
S 51 AR B, AT IR M b R O X — SCT Y
H LGN A MR AR A e A b AR AR KRR B 1 g T2
A TR A0 N A3 K Y S SR A,
421 N-HFHE-D-RZ %R (N-methyl-D-aspartic acid,
NMDA ) &Z ARG B 2 90 A B — 4> SE SR A, 5
BT Y NMDA A2 13005 38 5 oA R 2 S 80k 2 B i i 5
rhRX SR AR JER AT A 19 FF IR o MicroRNA-182-5p 38 o X /i
SA TR K 1B type—B 21K 1 (ephrin type—=b receptor 1,
EPHB1) (4 671 HH 56 I8 42 5 5% i CCT 5 3000 8 58 0 80, P &
&[] 2 B NMDA 52 & 19 8 4%, EPHB1 1 803 b 7T 1 5%
NMDA {1 3% ¥ ,NMDA 52 {& EPHB1 1 MicroRNA —
182—5p I HH A FH 2t B 280 30 3 SO I 3R @, Jiang
8O0 7 SNL /NERAE AL & B, BB A A 47T miR-
186-5p [ ¥ fg 38 & f PRI 4% C-X-C M a1k IH 7 Fid 44 13
(C-X~-C motif ligand 13,CXCL13) & H i 2 ik o Wl %
NMDA 5z &2 5 ) CXCRS/ERK #4815 5 i Hh i i1k
4.2.2 AMPA SZARANOG 78 KB AL 248 1 30 5 4
BERI T o- -3 -5-H 45 WRER (a-
amino —3 —hydroxy =5 —methyl -4 —isoxazole —propionicacid,
AMPA) [RI WV #4437 T2 L % AMPA Z & 2(AMPA Receptor
2,GluA2) B 5 BOUH B IR T b — 20 5 2 1 45 2R ik
5 fiuh Az ] R AR AT AR A o AR 22T, e O
K B 1 R 2 5 A 0 A o 2 5 AR S R R A 1
Ay AR B 8 M R S BT 5 1R Y 5 Y miRNA
F ARG 2 Ml 728 Ak v] AR aff v MR AR A I A G A R 3
T P25 1 20 FL e A EL AT L RO A R ik — 2D
PR Leinders S5 U8 12 [a] K A B W5 P 78 3 miR-132-
3p B, KB miR-132-3p &L %L T IEAHE 36 AMPA %2
1A B, AMPA 3Z{& 1 (AMPA Receptor 1,GluAl) ¥ 3
3K, IR 0T LU AL AR S B B L R AR v i,
miR-132-3p Al GEHAG M JF 9/ b B AE . A o & B
miR-132 7E g Z B A 5 19 PC—12 4 g i 475 B A0 rpr 635 F
PS8 4 miR—-132 1Y 235 14 BL7ESCIM 7R P4 2 30 &
T As , R AR 4k & PESCTH e 75 HL A 1 il v R fge 1k 11
YER , 328 Y 254 R IR A IIBIFSE
4.2.3 B Z A Xu S04 53 SN 19 J7 123 1
TR R A0 10 75 M 251 HP DNA P 26 5% B T 3A (DNA
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methyltransferase 3A,Dnmt3a) M2k, T miR-143 %
5 o FEZ B MR 2245 7 miR—143mimics (957 1 AT DL e
SNL BN , 138 Jin i AH 5C HE AL (A Oprm 1) B H: i 5 11
BT R B2 A R e 3k, 0o i RK B AR S D Y R AR
FH o Bl o BT 2 S2 AR I W S T 2 O SCLR Ak B
A5 1R 1 5 R 4R AT 1 IR T SR

424 B FHIEAHK  Hains %97 SD K EUE B #4145 1
A ) JH R A S8 R e 9 A A 2 S DT T IROR B
Nav1.3 i 18 76 B8 75 /A Y se oo 1l Jf5 ik 2=
JEAZ R BE R 2 IC A BE Ay Navl.3 19 52 SCBE SR i %
Ti% W] B AR 22 75088 A2 0 08 1 28 J0 1 2% Ay PR IR IR SCT S 1Y
HUBR P 6 58 5 6 RAR R B 1 B R T 438 1B Navl.3
T G B 5 R P 58 4 R (isolectin B4, TB4) 5 % 415 3
JE [FAH G BK (calcitonin gene related peptide, CGRP) ¥ &
FRic, )i P 2 0 IR A B AL A G C SR 4R AR G, U
Nav1.3 7E98 & Al ol 45 O Z A /E T, SNL K U #Y
H miR-30b 5 Nav1.3 764 il 5 AR M 4805 oAy 35 L85 5 0
A, miR=30b {42 2 34 BE A% 38 52 10 ] A T AR R 1A e 3
a3 M JE (voltage —gated sodium channel « -3 subunit,
SCN3A) T Navl.3,JFusi 4% SNL & P2 P imte, b,
miR -30b & AJ LA i 88 () Hy e AR PR A o T 9
(voltage—gated sodium channel a subunit 9,SCN9A) % [A
PR E R DT A RS AR E Navl.7 B3R5, MO Bicss
B8 A9 Sakai FFSTE SNL K BLAZ 458 19 1 AR AP 2895 Ak T B
miR-7a MR EH] 8T I8, B miR-7a 2 2% 3K W] 5 58 ] 1
FHT SCN3C FE K, #0f f R 1145 gl 8 B2 W By R ik,
AT Al 975 i P 28 0 1) 45 8 5 2 P TE A S0 4 ) bRk
AL BAE M . Favereaux 5191 & BLEE A~ miR-103 4+ A
[F BT 254 L B Cavl.2 #5383 (Cavl.2—comprising L-type
calcium channel,Cavl.2=LTC) R =4~ W5 | JFFH 1k & 11145
AL A Cav1.2-LTC,miR-103 #4711 RE 1 1o 410 1
B B R 2% % SNL AT 1 P .

5 R4

H Hi K B B9 BF 58 & B miRNA 5 SCT A o5 B AR 2 i
B YIAAE, th miRNA A5 9 38 AE 38R A SCT 45 4
W B & 14 25 R R A 1 T miRNA RE S8 03 75 H T AR H 0 15
3 % R i S R ()2 5 8 SCHJR G 2 B AR v
0 BRI A 2 miRNA 19 D) 68 i R A 58 48 7%, 45 ¢ SCI
BRI DL BTS2 AP 4R (B A5 56, T 219 miRNA B4
FERI, BFLEEZ PR UEY] SCIAH XA miRNA 1Y
YIBE AL A5, B0 miRNA BCHE )V F B A5 04 2 e A 52
Al 0% 50 2 A5 B AT T i SCT A9 & LI . [RIB IncRNA |
circRNAZEAE 4 % RNA 5 miRNA 2 8] J& 75 47 76 242 ) 24 B
R AFFEATFPIR R X 3 R CR (5T BE 85 S SCI W 5T
PEPUH 0 B S 2% IRl SCT IR YT B BEB BRI T IS
FEIT Ik
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