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(IncRNA) T REAF 5T 19 2438 | IncRNA 7367 IDD 1 i 7% )
W H 5 B ELH K, B IneRNA Q04§20 IDD & 4= K & ik
FERYAH W o e SR R I T,

1 HEENRETHE

HE 0] 2% (intervertebral disc, VD) J2& #H 48 HE 1< [a] 18 K
S AR T AR TR DR R I R e R g M Ty TR A G
EEMEH . IVD P YeE 4 9 4E4%  (nucleus pulposus,
NP) SN E B £F 45 3 (annulus fibrosus, AF) VL X B F A58
M7 (cartilaginous end plate, CEP)F4 B NP & —Fl & & 11
T E D 2 1 P 22 00 B IR I AUy AF 2
ZLAF 43 RN FANER | AR B9 O AF 3 B (extracellular
matrix, ECM) =22 iy 1 B e J F1 20 i 25 11 SROBE 4G L, 14 B
[0 o W | Y - R R s A E R 7 N R S e R 1 4
FSRME B i, N D IR I I 2 A N s M B A A A TR O
HEF A, A ) TR 32 e ) 9T A6 A2 R 72 v 4EHF NP
B ERE ;CEP & L TAEM B 209 E B4R 4140 NP
Fo AF & A5 L8] I 55 A A M A % 42 o (E AT 2092 IVD 2
A PN i R I TG I 5 4, P 8 R RS AN GR N B, B T I R 4
FRRAE  IVD B 5y e A A8 e, A HOR B i #e b JIVD kA T
S22 B A WA DA B3 T K P B | G S P ) 5 4R
SR A s b I B ey TR R DAY e 2 S NP 4 i
BB REAR A, FIR O B4R S B IVD SR AR D RE RO
R G EEH NI, N AE SRR NP R A AR DD
1A R g AL TR 1 R o 4 B ], ELRE SR . A Y T\ ECM
Wik fige T 0L AE 0% D) 2 5 1DD W & AR R e A e e W]
Kt IncRNA TEIRZE IVD P 2 v gk, Horh — SE R 52
3 A 5 e b R L B AT AE TDD H A #E AR FH O

2 IncRNA 7 IDD % % % B3 2 h 19 1E B

IncRNA I 4F e 4 TN S B0 AZ 400 0 v T 2 17 5 PR O
WHZ—., 4KZHM IncRNA B 7= E ML 5 mRNA 2%
1,3 RNA B4A G I (RNAP I ) 4% 5 7 2 AR 3 oA 4y
R T HS IncRNA LIS R 43 R LS. (1) RIE T &
o1 2t T8 e PR3 0~ 05 2 A B S =05 (2) iR e Rk 4
| B R S 7 AR T B S 5 ()RR A 3t A% TR A
330005 A - S I B N 7 A (R SR 5 (4) SRR AL R IR
FE I 05 %778 . IncRNA (1928 927 h g 0F 40 Hi 45
ZREME— RSy RS R S RO I H AL R R
FF U5 i A 5 A1 A B IR R R DN B A 4 T BE R R T L D
IncRNA 3 3 /7 FH - HAtb 3 BOD T 76 20 384 401 90 1 0
PRI R & FEEEAE . 152 IncRNA 7638 28 1 1% 41 21
eIk 2 5 i Y SR BT IncRNA T HETE IDD 19 & &
KB RE EEN IR EM.
2.1 BAE IVD M2 5 #iAM IncRNA #%

38 A JE RS s RNA U i 47 4 JE P 2 IncRNA 43
M, B 5 A S i 453 7 5 PCR (qRT-PCR) %5 22 3%
K IncRNA , 2 78 5 52 P9 Hh 22 5 23K IncRNA 7%

ik,

Wan 2504958 i3 IncRNA-mRNA & K0S 15 B 748 1 E
H IVD P NP REA BEAT 4007, Horh 22 A5 BUB ALK T 10
B4 116 4~ IncRNA (67 A~ L JAF1 49 4~ Fil) F1 260 4
mRNA, 1 H 25 % ik i b B IncRNA #3250 HiR
A7 A A 0 0 B R A0 A0CE AN 1 o Ak | T £F 4t 4 21
T Z B4 . Wan ZE0950IE 28 NP 41 N i 3% 1k
i FAS 1 5¢ A 7 1 (FAS-associated factor 1,FAF1) % A
HEATHFSE  FAFL 2 —Fp 245U F J2 Fas SET2R 15
AN — A FAFL 1 35 R8I0 172 2 405 1 R
FALUE Fas A5 B9 IR T, Bt $E90 IDD NP 40 it s
FEWT- 5 FAF1 s2 23k 56, 1 FAF1 3% [ B3 3% 3 7 B¢
IncRNA RP11-296A18.3 th. 7R 458 IVD #EA Py it ik, H
5 FAF1 ikt B3 EAH G, ST 98 7 FF IncRNA BE
T Gt Ak PR30 ity e 3 DT il 38 e 5k, Rtk Wan 418 R
A8 TVD M R RP11-296A18.3 # A 7l 6% G FAF1 (¥
JE R IR AL UER AE TVD P NP 40 A9 5% R T {3
X —HEM 5 BT Wang 250915 19 4538 K AR BE | J5 0
S RP11-296A18.3 ¥£ 1DD % #IL 3 A2 b 32 22 58 5 98 35
miR138—HIF Lo i A2 3E NP 40 i 54 58 A1 ECM 9 DLRL , il
ik RP11-296A18.3 W] fg A K9 A ¥7 1DD (1 — A4~ i %2 50
Ho

Chen ST B J5 (4 BF 55 TP 0 FH Wan SEM R 52 05 15
g TARAS IVD BEAR P 135 A~ LB 170 A~ F Y
IncRNA, H ot 8 A~ 3d 3R ik 4 7 B 1 IncRNA 8 IF 55 76
IDD & J& & & b i 45 ¢ 8 /E O (LINC00917,CTD -
2246P4.1,CTC -523E23.5,RP4 —639]15.1 ,RP11 -363G2.4,
AC005082.12 ,MIR132 il RP11-38F22.1); 4k ifij mf % ik 22
S 9 LINCO0917 AT CTD-2246P4.1 A7 5% , %
U5 A R A I Y e R B I O 1 (SPHKD) W 7E iR
ARt Rk . SPHK AT i i P 52 20 B 9 5 % BT i
B, e LINCO0917 Fl CTD-2246P4.1 W] 6t i i 14
¥ SPHK1 fy3d 35, S8 IVD P 8 A9 28 B, {5 A il %
0 i — 2B (0 SE IR ORABUE LR A5 A . Zhao % U7E
Mumina “F &5 1§k iR 28 B2 1E % NP 4 ZUHEAT T % sk 41 D)
J7, R 1854 22 H AR AL AT 2 £5 19 IncRNA, Hh
1530 4~ IncRNA 38 25 02X 8 35 15 F 5% i 6386 A~ 3k A i) 3%
K, X2 T RIEAY IncRNA 2L )2 T 6 A0 55 X 75 B 14
W25 BEFNIZ A T 10 8 117K M DA B 22 24 0T b 2R 11
(MAPK) 55 & K 3 35 1 455 5 9F HAEW1R A2 NP A b |
P19 IncRNA PART1 FI i 3 aof 6 43 W B 7 JH U 2D miR-
34a il miR-148a 19 & &, M 900 i AH 57 48 3k K] E2F3,
VEGFA #l ACVRI1 23k

RS IncRNA & i 4R AR TVD 8 4K IE
HOIVD AFE 25 X & IncRNA 25 IDD & ML Y
— KA SUE . SR E A R 2 R [ A AF 5T A5 H 1 25
WARRHMIFE . Zhao i 33 Mumina F & % E AT 10 4
EIR/F U IneRNA 5 Wan ZE04958 35 56 LS F & Y 10
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A28 S RB N B IncRNA 6 — & & X 0l g5 5058
PP A TR) 9 11 PR 2 2R AR S 7 F-BoA K (R 1),
2.2 IncRNA 520 NP 4 i 39 58 sl 94 7~ B9 HL )

NP 20 J 5 58/ T 9 2 5 5 TDD [ 9 Bk R A7 15
HYIMER . Wang 55 5 IR AE NP LA FHA RP11-
296A18.3 HEATHESY , A BLAE H: 77 19 A2 NP i i v, i 1
RP11-296A18.3 /& miR-138 ik & FF i, [FH HIFla 19
TR, Wit Western Blot K& HIF1o 3635, K
HIFla B3R5 55 NP 40 M3 8 A0 OC . 1 HIFla 52 miR-
138 M EEEAEIE Y, A RELE IDD & Jiad B i i i NP 20 i
G GE M T R A5 B AR T, T 3 b R 4 T T B i 7K OT 1Y
RP11-296A18.3 i# it 4 I 5% 4+ RNA (competing endoge-
nous RNAs,ceRNA) #4240l miR—138 Y A& ¥ 24 %0 0 1
PR . X5 iR Wan™ (HEIZE RAEAE 2 5, W REIX
IncRNA A1k id — 70 J7 2078 IDD iR vh 48R .

Chen SEUSIR RS K BE A B IR LY 1(TUGT) 1818
A5 NP AU & B B T, TUGT il ik 5 Wntl (B i
WA H AR B R 5 F B B B DG . TUGT 278 A0
Jiggg v gk 2Rk B Wint /B N VIO A G MR B
B7E NP AN A0 TUGL 3T Watl B iEH &M
FAEE R FE N o (tumor necrosis factor, TNF—a ) B9 25 12 5 5
IR B AR 98 T2 8 11 Bax A1 Caspase—3 11 2 & 35 1, bt 4
T8 11 Bel=2 098 & A/ 5 JAh i Rk TUGT LX)
ECM B3 [ 4 R & A H 3 (matrix metalloproteinase
3,MMP3) F1 5 & 1 2 B B 5 (ADAMTSS) )i % 1F 5 4% 7E
M, HEHIE ECM Zifith 5 [ 8 1 SROBE A I 280 e it 4 1
(Col2) My 235 ; Mk NP 4 9 TUGT Ji5 1 i 5 i 3% ik )
EHMR AL, AW TUGT 3 &35 51 1 4 2
MR P T DL R AR HE ECM R 7 (14 2800 34T B Wnt/B— % 2R
AR ) XAV-939 FTEH M 18, KB TUGL 7T fig i i
Wnt/B—3% PR 1138 15 5 NP 40 M 2 % 08 1 IR 42 ifF ECM
PR . X5 T IR H19 09 A2 92 800 A R) , — 3 44 S e 3ot
FEF T R R Wnt/B— % PR AR 130 5% 1052 00 NP 46 i i
P K ECM £ 5, B0 #E I Wny/B—1% 3R 25 (38 2 IDD %
hRIESB P EE I,

Xi AR BLEG Sk H 6 5 B AR 1) IncRNA HCGI18 £
IDD & NP HEA A7 R B 00, B i 5 VD I8
AR IEAHOG; B HEFR B HCG 18 il T ceRNA
A W B miR—146a~5p DA T 410 44 200 Jfa 384 7, 412 32F 40 i oA
TJF HAR 3E NP 20 MR i L 240 i A e 5]k AR i
Nf 5 T4 ] miR—146a-5p & ik J5 L& HCG18 Y 4: ) 2: 5%
R K. Bb AN TINF 3Z (R M 56 & 6 (TNF  receptor

associated factor 6,TRAF6) M & & WBi#E HCG18 it %
IR RGN, AR R S, TRAF6 /& NF-kB 2 5 (1% - W 1E 6 15
K7, 1 H& miR-146a-5p 9 FLEEFL AL 2 Xi AER AR
TRAF6 J&i ,HCG18 i 3k 5 ) NP 41 g 52 & A1 A 12800
RENIE IR S A5 R R W HCG18 AT 3 i % B miR-
146a-5p M1 il il TRAF6/NF-«B i3 NP 40 i 94 1=,

Tan 5P AF 5T HE 92 IncRNA SNHG1 %3k & 45 IDD
T A G, /N IR S K FE ] 1 (small nucleolar RNA
host gene 1,SNHG1 )i 3 ik B B E 92 76 i o i 2 4%
it RV 45 T I o 2 A PR 2 U P A A LS R 2 Y T R
FAVEDIA & . Tan 55 P9 47 1, IDD 240 214 i 38 3k 1
SNHG1 i it i 7 20 i J 1 45 11 D1 (ceyelin D1) F1k4 78 40
JUAZBUE (PCNA) 45 3 PR A 2 38 AT 3 NP 9 48 it 3
B, TEE X R IDD 28U AR 437 B & 3 SNHGT il miR-
326 RBEIAOEH . FiRE5 R KW SNHG1 R A 7l
HEFE N ceRNA WL Fff miR-326, M i f€ # cyclin D1 A
PCNA HyFk LU T NP A0 58

Wang SERU B 58 & B, 76 4G NP 28 Jd % 4% miR -
155 mimic fifi Hoik FikJ5 NP 40 IncRNAGASS # ik 7k
- I REAR T Y A K BT R 5 M SR TR 5 (growth
arrest—special transcript 5,GAS5) it 5 09 548 NP 40l
PR TR B Xt HR 4 I S 34 5 3 Western Blot K i 2| 15 32
ik GAS5 ¥ NP 4l N Caspase—3 Rk, 1fii Bel-2 FRik
TP BEAR Hi I GASS W BE 3 A #0 ) miR-155 >k T 4
Bel-2 & I Caspase-3 335, it fi2 iF NP ML 95 T,

Wang 4 S0 4100 (1 1@ 2 5 1DD B9 % R L,
miRNA H1 IncRNA 740 g [ g id 8 i % 45 2 0 2EAE A il
i Xt miR-153-3p A1 LINCO0641 7& 1DD 2 A& Hh U faf 35 45
A A W AR RIS, B IAR B 35 2 1175 S REAZ A0 A 04 1
& B LINCO0641 #1 miR-153-3p 1Y) 43k 7 2 A R &
FORHE RSB E R LR PR R Y miR-153-
3p BEELIEAE T ATGS B9 3"UTR, M #0 i NP 41 At [ 1
LA K IDD 9 % Ji& 5 fHSE 2 A i 25K 9 LINCO0641 1]
3T ceRNA &2 miR-153-3p, T 38 5% - 3 Az 9y
B, LINCO0641 52 Wi Y miR—153-3p/ATGS i 717 3 f# 1T
S IVD AR W, 345 A 5T IDD 14 R BL R RN Y
PR T — T 42 Y L

5 LR £ K IncRNA KA, Zhang 52% BUA%Z
£ % 5 K 2 (nuclear enriched abundant transcript 2,
NEAT2) 71848 IVD #4240 a9 B 2 25 4R B, D REAIT 52
] NEAT2 fEAE 8k Caspase 3 B 5 1 I B A A (TL) -
1 -6 953 M, X R W] IDD AR 5 #) NEAT2 ] BE

&1 BEIVD AZEF&RiEH LncRNA

275 SCHK WIREN i

1\

Wan!"! JERLE i (GSE56081)qRT-PCR 1B A8 A 1] 4
Chen"!  GSES6081 ¥ili e /LW f Bz b b iR 28 Ak ] 3%

Zhao" Muminaf- & ¥ T 8 A 1] 9%

i 35 7 oA i T
A H>10,P<0.05 67 LncRNAs 49 LncRNAs
A LA Ke>1.5, P<0.05 135 LncRNAs 170 LncRNAs

AT E>2 916 LncRNAs 938 LncRNAs
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F] 22 175 5 NP 40 B 98 T AR e M 7ok 2 5 1DD 19 &
AR, Yu 5PN 5 RT—qPCR A58 & 3, TNF-a 175 5
HYIR 28 NP 40 s N HOX #& 5649 [ L RNA (HOX  transcript
antisense RNA,HOTAIR) %35 & B &2 9, il miR-34a Y
Er M T FEMAME U miR-34a J&§ ,miR-34a i i
BLEEAER T Bel-2 #9 3" UTR i i il Bel-2 #9341k 9 H.A2
ENP AIRAY IR T, iRk miR-34a J5 thEEE S NP 41 Hy
BIPATS SO AN Bel-2 S miR—34a (9 B AE LN, Lif
B9 miR—34a i 32 7 F T Bel-2 WA 75 A TVD P4 20 ffd 1 4
T2 fH B3R miR-34a 194 92 %00 v] Bl #3519 HOTAIR
Frail, B LU > HOTAIR RE %38 i 1895 miR—-34a/Bel-
2 AN BERZ AN A T, iR IncRNA R4S AR %58 o
F252 0 NP 41 0 35 P i 52 e IDD 1) & A & e (R 3L A B
22 7K B (9 L TR ATS T 2 — 25 B R A s JLAE IDD i R o
MR S50 (E .

2.3 IncRNA 3% ECM & &t i AL

1E VD iR AE i R ECM H Col2 FZR (R BE A9 E 17
P i 0 3 B B, R 42 8 7R 1 W (MMPs ) F 5
I Z B (ADAMTSs ) J2 4 5 ECM R 1 = 2ERE 28 5
T IncRNA T2 AW 2A/E/H, o LIS 2 — 28 IncRNA i
i 5 MMPs 1 ADAMTSs % 5O B0 ECM it

Wang %52 YA 18 3R 25 NP 41414 line—ADAMTSS
FmBIER NP AW B TR, IFIEY line—ADAMTSS i
15 R A A AN A R I 1 B 4 TR (SFPQ)AH &S &
A 5E Ras IV CHFS5 & 814 1(RREB1) 2 ADAMTSS Ji3 )
T 25 A L A, DT 5 3 G 68 5 1) 6 0 7 43 A 11 A IR A
B A% 4 ALk % B, line—ADAMTSS il RREB1 4 75 # 55
ADAMTSS &5 F L AAC, LIRS R KW line-
ADAMTS5 1 RREB1 & £E ] ol #0 #] ADAMTSS 1) 3% ik
AT Bk 2 iR A% TVD N ECM /9 B g, Bk, O line -
ADAMTSS s 78 7] LAE I8 /> ECM FR R . ZEZ8 TVD iR 48 iX
— i R E R,

Wang 9 FFBA 29 5 15 PR AR 45 IVD £ A TF 5% i % 31
IncRNA-H19 #1F% TVD 14Uk 5 W] B 38 A, H19 2 in
Ji B 209 755 26 1K A9 EDURE IneRNA, {HAE B £ 5 41 LT
WA kP, i H0, 31 NP AU sl it p il
FAK M H19 7T HE i ADAMTSS At MMPs 1 2 (4 7K 7 A &
I AR ER 1 & i, O OE Wat/B-HE R R L E
Tl NP 40 5 5 Sk hn i H,0, 5 S AR ATk As b pe, {3
miR-22 W] B4 4F T ik 03 5 - 45 5 B F 1 (lymphoid
enhancer-binding factor 1,LEF1) %4 3"UTR #il LEF1 ¥
Fik N0 H] WayB—iE 38 K H 5 57 5 dk i % 1
HI19 [ JHR B LUAlIA N H19 7524 ceRNA 5 LEF1 354+
miR-22, M NPC o Wnt/B—i% 3 & H {5 515 %, ik
M H19/miR-22/LEF1 W] fig /& 4E 28 NP 41 it 5 % Al ECM F%
fife (14 5 40 1 1201

IncRNA NEAT1 T B HiE 55 7E A\ 2 2 Fh i g3 26 22 b A7
TE3d FIRTE B, Ruan 552 LA NEATL .p21 Fl p53

B F R BB NP 41200 i, ik — A0 iF g0 R W1 R AR
IVD W3 #3519 NEAT1 T 3 5:f MAPK/ERK 15 5 i f#% I+
P ADAMTSS Al MMP13 ) %35 , I 3E ECM 1 [ A 5
HL A 28 R BERT Col2 %M Y 2% 15 5k 0 > ECM A9 & 1
RS R NEATT = 2238 5 37 1% ECM A 18/ ik 1) 57
HiE IDD M & R fh it F B EAEA . Wang 58 ™ Sl
RT-qPCR #F5% & 3, IncRMRP 75 1 763 45 (1) NP 41 21 B
IR miR—-206 7 & 05 RMRP /) 235 &% L 7F
N NP 403 %% % peDNA-RMRP i Hoid 35 5 , miR-206
By & R, JF H MMP13 il ADAMTS4 B 3 1k i ]
2B HH ;W5 Y miR-206mimic A NP 41 il /9 RMRP
FEIR R, U5 R 3 R 1 Ak 4 A5 B K Oy Ik B E
miR-206 5 RMRP Z [i] i 36 4+ ¢ &, JF HIEWIRAE NP 40
2Py 3t % 15 A9 RMRP Al 3@ s 30 ) miR —206 & #1 i
MMP13 #1 ADAMTS4 193835, BUTTHEIS IneRNA £ 258 o
PR MMPs PLE ADAMTS #2635k 50 ECM )& it

2.4 IncRNA i RIE(E 5B HS 5 1DD K E KR

RAT AL IDD #E R B R, B 5T R 4
IncRNA . 38 5o o 52 i TDD A9 FHL i

Xi %R A HCG18 T AEH ceRNA W Fff miR-146a-
Sp Mt A2 3 NP 41 R il 1 1 200 0 1 e Ak 9 51 kS 48 0 I
ML, Zhang %2k 3 NEAT2 7E3R 75 IVD (# NP 4l 4 119 3=
KER B, TS W NEAT2 BEMAR NP 23 20 20l T1.-1
A IL-6, BT A% VD N T 81 NEAT2 7T [8] 45 T &5 1VD
N TL-1 F1 TL~6 [ 5t M TN B 98 40 S

Yu 5 PV R B, fE AR A NP 4140
LINCO00969 Fil TXNIP ik it W & [}, {3 miR-335-3p #
S T H R MR, Western Blot 4 11118 28 NP 41 iy
P TXNIP Al IL-18 A9 75 £t 5 6 I 20 0] 8 3 22 5 9 il
LINC00969 J& , TXNIP J IL-1B HY % & F % ,miR-335-3p
[ 26 35 H e 6 R 41 T NP 40 B B 0 Tt BE =22 0k D i
TXNIP J& miR-335-3p (18 5L B, 7T B 76 A 18] 18 A8 5o 72
AR E TL-10 %5 R M B 19 B B T 5 5 NP 4H i 19 94
T, 1 33 R R AT R K SF B9 miR-335-3p AT il {H
F AKX LINCO0969 I 3 i 9 15 miR-335-3p/TXNIP fiy %
IR miR-335-3p X HE 0] £ A9 AR .

SR F IR IncRNA 43 BE A% B 252 i) 28 4 X 5 1) 3%
SRR E IDD & J& {0 H 95 K 1) 4 0 AH 3G i 24 AN BT
F PR R WO T BT 1DD B R M
IncRNA 43 Jf B 4 Jo A FE L2 A5 BHF LAR 9 & AT,
J12RALLE IncRNA 7E 1DD w9 iz I F 52 42 4t 5 22 114 23
WA

3 RES5RE

L5 F Ak, BAR IncRNA i it 2 Fh A ) i )7 2L 78 DD
HRETEMEHE (£ 2), (AAME KB H §E X IDD T
IncRNA BIWF5% 3 F 4L TP /e NP 41U, i) AF il CEP A ) fif
B K, WX IncRNA TF 58 (0 R IBEER A Bk ik £ 22 57
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% 2 LncRNA 7 IDD ##91E A #L#l

LncRNA FEIDD 133k 25 X IDD (150 ALK DR/ T M 75 Z:7% Sk
RP11-29A18.3 B i it miR-138 HIF1A 213 R ECM [ fi Wang!"
LINC00917/CTD-2246P4.1 Hm fie it SPHK 1 ST I I I Cheney!™
PARTI i i 3t miR-34a gl o Zhao!""
TUGI o fie ik Wntl/B—i # 4K [ A0 JE TR ECM R fie Cheney!"™
HCG18 e m fE it miR-146a-5p . TRAF6 20 61 B/ T L S RE NN Xil®
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