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Abstract: Intervertebral disc degeneration (IDD) is a common clinical degenerative disease of the musculoskeletal system. About 70%
to 85% of people will experience low back pain at least once in their life span, which seriously affects the quality of life of patients, and
brings a heavy financial burden to their families. However, the specific pathogenesis of IDD is not fully understood currently. Nuclear factor
E2 related factor 2 (Nrf2) is an important transcription factor that regulates the oxidative stress response of cells, and maintains cell homeo-
stasis as a central regulator. Current studies have shown that Nrf2 can inhibit oxidative stress, inhibit inflammation, improve mitochondrial
function, etc., on the other hand, Nif2 is regulated by noncoding RNAs (ncRNAs) to alleviate the progress of IDD. This article reviews the
structure of N1f2 and its role in IDD to provide a reference for following related research.
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7z AL FIBE S (9 26 B A 5 C i Neh3 2549 5§
BA UGS, 15 Nehd F1 Neh5 25+ 4u 5 7] 1%
T Nef2 $BEEP G 55 Neh6 B2 — N5 & 2 &R
X3, 25057 F Keapl A9 Nef2 a5 P 1) 608 15
Neh7 ZEAA 3] Nef2 fR%G btk o0

Nrf2 7] 5 1 U3 [R5 5 ARE 3RS 10 240 B (5 4 ke
PR SRR SR I 3 . RAE FZR R T g R 7'
Hof ARE L4045 NAD (P) H [ 48 1k 4 Ji ity
(NQO1), T EMMEB-1 (HO-1), #BA YL
fitg 1 (SOD-1), A LEEE 1, AP H ALY
fit, A BEH RO JEE , o A ALY GRS . Nef2 1)
REAH 1 B4 ARE U3 R R R R B ™. B,
Nrf2 S H Ui R G T4 R A i 45 2 G 2

2 HEEEMNSHEE N2 BRIE

METE] 3% (intervertebral disc, IVD) &—5 24/
Eky, B E IR A 4E2R  (anulus fibrosus, AF) | H
(BRI BER%  (nucleus pulposus, NP) FliE$E [T #E{A
B &K B 2B (cartilage endplate, CEP) = 5 73 #4
B AR —RAELG R RN, FERAAEE AL
B BRR L e B, SR TRIIR ;. NP EE
O AR AR L SR R AR SRR ) 40 P A
FE (extracellular matrix, ECM) #HA, HPEOER
WEm s TR, SEANBE R, [ NP 72544
BT T ORFR B A RK s CEP 762548 15 ] 5% [
SETEAHSBIOMER b, LA AT 225 & 1A
JEEE RN AR 1 220 o A R] R AR R R A S
SR N, JEFTE R, HER S Rk, &
AR Z R EE, A TR, BOEPR R,
IDD % NP LU Nef2 (33K BEH NP 78 1 i o 1
GEHTREAT, . Nef2 BB 2 g NP 40 g
e, Nif2 IGERZATRES 5 T IDD Ik A KT

3 Nrf2 B3R IEZ B)ELRED RNA A3

AT, AE4S RNA (noncoding RNAs,
ncRNAs) 7EFG ST BER 236, JE7E 1DD s
EOCHEIEH ™, B AIES 2R miRNA 25 41 i )4
T2, AUMIAMIERAIRE AR, SRE N A AR 2 ()R
A RS R, IncRNA BEASE 14855 Nref2 8
#ik, 25 1DD (PERE . Li 25" FSC & & PCR
TR R LSURA, 250 R LncRNA NEAT1 3k
JKSFBE IDD SR A3 hn; 76 NP 4, #%
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JL IncRNA NEAT1 i ik, nl 'S80 Nef2 9355
B, [IAE, Kang 48 " FHSCHT & & PCR A In-
cRNA ANPODRT ) #ik, 255 W78 ANPODRT (1)
KRG 1DD SEZ G s 78 NP 4ifrh, g
ANPODRT ffi Hik ik, W] LABEIR Keapl 5 Nif2 4
Ay DT R U O S PR (G . X B2 SRR
FEW AL 24 TP Y neRNAs ] RER4E Nef2 K H R 43
FhyFeik, W2 IDD AR (K1),

4 Nif2 7 IDD HI4E R #LE

4.1 Nrf2 ¢ IDD FPAgHT AR

E=R AN GINDY &K ik =K L EIE T2 | e 51 £
AAE, FEGTE MR (ROS) X 41 A4 .
ROS fu G M HA LB 7 (07), BEAhIE (-
OH) A4 H i (ROO™), & 1F % 40 4L
AR —FE S5 7, ATIE R AR A R A 2R
Tl A0 A AP LR R 58 1 Y WFSE R, REE 1IDD
FIERE, TVD Hl ROS F=AERin 7, i ROS #E 3R
i P R AR B AR A, T NP A AT T
M, HIEBARIEMIAEE, 2 T8 ECM R M .
Nrf2 7531 i S Ak 0 8 P R B AR, RERS BT T Ui
BB S, 3 NAD (P) H 401k b 5 1
(NQO1), IMLrZEhn% 1 (HO-1) FHEE YL
fiti (superoxide dismutase, SOD) % *', TBHP £ H,0,
S AR N B N 915 50 o Tang 58 1 RS R I,
Nif2 ()35 5 A RME R SR A 2 A 56, H.0. 155
KB NP A& AR A, 30 Nef2 AR IAFEAK. Ke-
apl FEPIGUER M Keapl 55 Nef2 BUSFE], 2 p62
By FEIRBE AN, T HAE L HO-1 A1 NQO1 Y 235
. Bai 55 Y AL R ™ IDD K HE NP 1F
TER R KB ROS,  FLAFSTIESE Nrf2 (133 2 15 BRIk
B ROS WK, B AR N B 7 . xS RSk
B Nrf2 ELRTAT LA S NP 4 iR AR o FE

ORISR, Z RGP SR T LSO
Nrf2 JER IR, R NP 40 52 S8 A0 0 37 4
i, MIMAELE IDD My, LR RN LS iR
B R — RSP G, BA R AT BT
FESFTIRE . Wang 55 ™ BFSTHGE , S 2R N
Nif2 (235, W i TBHP 755 NP 40 i v £k i
ROS 7K, M Nef2 @BRFEAR T 4 28115 BR ROS
MIBEST . & TR U RMEYI I RIRZSEI, A
PO A, VAT AU T AR Y A A N T
T, Wang % ™ RIE T 44 5 ¥ E 0K 10,14
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NP 40 g ROS (97K, A0 Nef2 PL K R 355> 1
HO-1 FI NQO1 fyZIk; Ml Nef2 FbR 238055 4 46 57
RPUEER .. 2B Rgash iR 2mEhs
Yy, X 2R CELFERIEAE . BRI O R
W5) BAAAEH ™. Song % Y HFSE R, 2L
HAN Nef2 B2 HR i NOX4 A1 SOD2 iy ik, k>
ROS 17714, HAT A AL i HL 6 2 8 i Keap1/Nrf2/
ARE {55l R FEAEH . B EET R EE o5
T W WA AL 2y, REAE IR St R St g ) TR
P, IEZANMEAYIEE . Wang &5 P R R LT
AT DAY A N R UM (R AR A, (R ifFIR AR NP 2 g
BE, IR NP 4 b R AR T IL-18 . 1L-6 Kk,
AN, Hua 25 ik DCFH-DA #4101 ROS Y&
i, HO, FICF 20 ROS By = A3 i R 1
TouAh BEET LS NP 4 j Nef2 iR 38, JF Hoskb
ROS My 4: . [IFE, 2 D Eidie—Frk | T H 8%
RUEN SRR ES, RRUERE S Nef2, 37> ROS
= B IR A5 SRR BT Nif2 J2 I ROS /K-
1) B R

AR JE = A ROS ) B, Lok U e f
fig 2R AR 05 1 4 B ROS BY/K 524, X4
FEA A G . H o SR AR 1] B AR 5] Mitoqui-
none (Mito()) GRS TR N R A i TR Kang
S YRS R MitoQ AT BEAR 41755 I NP 21
Jitg FR £ ki A& ROS 197 £ Fil Keapl 2B (1235, misEhn
Nif2 FE 1R3R 5 Nrf2 DUBRER /TR T MitoQ XHi4a ik
IO SO A B A VE o R BT AR (Mito—
TEMPO) Wi B0 N 19 ROS., Kang 25 ™ WF5¢ &
P Mito-TEMPO A [ H,0, 75 5 ZM 0 40 i rh £
iR ROS [ FFR, B Nef2 2 11 SRR SOD-2,
HO-1 1 NQO-1 fy 3Rk ; T Nef2 mFR -5 B4 M N
ROS M/KFHE N, XS4 LRI Nief2 2 520 1A T)
RERAERE, MM/ AL % . Besh, WF5EaR
B AR B MR 2, 20 W25 ) N2 (1) 25K
AL, IWIMFERIPUA LR R ERL, P4
M b 32 B AN R AR PE B (BR 1, 1),

42 Nif2 75 IDD H 42/

IVD 4 5% 05 200 B e 4 0 ) 12 2 1 240 A PR )
Fh 5 IDD A G FERILGUR R, N
AF 1 NP (AT B, B W20 fa % 2] 1vD
SECSE PR RO, TR T IDD Ay
L MR TEA T, FEAE TNF-a. IL-1a/B.
IL-6. 1L-8, IL-2, IL-17, 1L-10, IL-4., IFN-y
PGE 2, it T HMAMEE TR . e T 7,

VARG BT, Nef2 38 00 P I8 98 0 20 i ) 55 4 A ik
ARE W SE R RO E b e it # . BRI, Nif2
A ] R R SORE Y T IR AR

FEPRE R SRARAL S Y, B S 2R it
. GARE. RERMEHZFMHIRMEN, Z#
T Nef2 JEPR TR, DRI NP 20 6032 0
BI45405 . Fang 25 ) 40 1085 % 28 3005 KB NP 41 i
HONe2 5, LUK SOD-2, NQO-1 Al HO-1 &R fiy
ik, MR RMEA BT RIE ;T Nef2 AU — 2
HESEARIEAN FAIFEIA M Nef2 /5. Shao %5 1 Bf5T 3
WY, i 2R AR R Nef2 R R 0N A HO-1 13
ik, AE T TL-18 A8 NP 4 1L-6 F TL-8 7K
R TR . Wang 55 Y R IA AR EIE INAL N Nif2
FEHLLL R HO-1, NQOIL £1 SOD fy ik, i
THBP %5 5 i 48 5E [ F iNOS Fl COX-2 )ik, Gu
25 0 H] ELISA Rl 9 5 H T 638, &5 878 LPS
B E RN T 1IL-18. 1L-6 A1 TNF-a fJ7KF,
Nrf2 Al HO-1 KPR iR /AL 38 m T
Nif2 F1 SOD fyERik, Wi T RAEK FRYRIL; Y
Nrf2 PR B OBR I, &3 2 BT R A FH B R K
B Cherif %5 ' G2 414k B 7n 1B A0 9 HE [R] 45 21 21
HONe2 (Y FRIRIED AL R HLHS, Nif2 [
FIRMAN, ELISA R IL-6. IL-8 (30D, /)
G5 Z 0 I S Nef2 / HO-1 155 3ok 4 i) NP 41 ity
HOIL-18 B SR RER FR R 7, g LR
W1, Nef2 DL T2 5 NP 415 RE R Y
PN B, Nef2 ATRE RS 54 NP 4050 [
RGN (R 1, K1),

4.3 Nrf2 B35 IDD YL RIIAR T RE R fi

SRR TVD 20t rh g R 1 2R IR, L
i i AR R A AR 7 AR =R AR TT (Adenosine tri-
phosphate, ATP) M1 AR UE 4 1E 5 DR s 3, JIF
HAbE ROS 2 A BTk g . Gk [ s 2 iE B
Z 11 ROS DAAEFREZRLRTR A ; ROS KV i R 34k
RARTIREREDS , il AR P rEAEIAE T, finEk IDD fY
HEJE DT Drpl DA S S B Zeob A R A iR
AR 55 o Kang 55 ™ WF5Y K BUE 4R 18 58 Drpl
BRI )0 5 FHE KR 2L A B 7] Mdivi-1 4b 2
NP #iiffd, Mdivi-1 S HE T Drpl m 4k A 5
fio DRI, ZRAAARZERE I 58 8 X T AR AR FRAS AT NP
YUPAFTE B CH T,

WFFEUE 5L, HE W O U5 Rk 5 1 Rl LA
Nef2 JE[R, 2 54 obi R 4548 5 ohfE . Lekifk
PEHE S T8 1 Cytochrome C (Cyto C) B 21 40 iy
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Frrf, REMEfCUEANMAY I T SZGETID TBHP i
SRR BEELA (mitochondrial membrane potential,
MMP) £, JEME T Cyto C ORI T Nef2 1
T BRVR 55 4 23 1 X L p AR 1 R4 4B 2 Mito-
Tracker Green JE&—Fh4k (5 CYVRL, BEAZ /i 41 i
rp 2R A B R A Y G . Wang 45 7 MitoTracker
Green Y4, \p} 75 FIZE P 0] DU AE TNF-o 15 5211 NP
4 B ¢ S5 B A 45 R ATP AR A2, IR %
Nef2 Al HO-1 (7K F 5 Nef2 #if A% 5 75 56 55 (1 Mito-
Tracker ZEEHRIE, HE7n Nef2 7ELRR AR P AR R 4
PER . Hua % ™ H JC-1 Yeta R 2Rk i 5 s
L (AWm) FSREE, ¥ FALT AT LA NP 40 rh
Nef2 133k, I FLFEAIR HL0, 313 NP 40 rf AWm 1)
FRA, AERFEORLIR IR LA I RRE

bR BRI ZAh, ORLAR AT E AL (Mito-
TEMPO) SERSHEMN Nef2 123K BT H.0, 4 L5 2
M ALY AWm 42, JF ELISH ATP A4, I8
RAARART RERR T Y, X LEEE IR, Nief2 7] fEiE
o Bl SORL A 1) 25 7 5 T BE HE 0T SE 22 IDD 1) i Jre
F1, K1),

R 1 Nef2 BIEGEF

E i) KR YEFIFLE
GrLRIELY BERE. 55 % AKT-ERK1/2-Nrf2 >
BHESER SR PG Nif2 )

P2l G5 0% Keapl/Nrf2/ARE %!
PR BFE WiF N2 B

LR Cigs WG Nif2/ARE

Hit e R R, ASHHAE BT Nef2/NF—«B
BEWHK W WiF N2

R¥R RIBHIR % Nef2/HO-1 1
LR LRHEY s N2

UNGE:+ AT IR WO Nef2/HO-1 ¢
FIAE i;ii%ﬂ@ﬂf T Keapl/Nef2 7
5 N2

Nif2 f R385 IVD B8 MR 2 G, JFH
Nif2 (3R 1R8I0 32 B R st AL 2= i ¥, Bk, Nif2
HE 5 IDD A e UIA G o Nef2 BR A iR i
b, Bigk . BB LRART REBR A AE IS, Nef2 38
AlE A S AR 1 p62 FUHA A WEAH JC LR fY F ik
SRARTE AW, PR A AN RO B A B s IRZ
ISR =B AL S N 25 | SERHE .
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KEW . FFER . DUESR . WHERMARE s
AR ROBOE Nef2, D8 AR . RAEXT TVD 41 i
B, FHEAEFRLRR S S5ThEE. Bk, B
Nef2 XPE TR . 2 PEE . BRI S AT —
MCEVER . BHRT, A Nef2 BRIFSE R £ 2 i 41 iy
B LB TG, Sl AH D A R o Bifi 5 X
MQ%IK%%ﬁAH% A BRI ) Nef2 11
I PRZ5%), i IDD By 3B FLGA 7 5 B8 0 7 v AR
%

THBP IL-1p LPS THBP  TNF-a H202
N
TUUUUCOUNIIGCUV NN ISUVVVNIKNIN VNNV, /Tﬂﬂ/\/ww UVVVVVVVIVIVIVR YD
m\vm\mw\ v\u A AAYONNANAOANAAAN NV
[ / ROS \
e i . I—

SR T

G

IL-6,IL-8,COX-2,iNOS,COX-2| A¥m |, MMPATPT ROS|

@

B 1 Nef2 fEH IDD FTREAGHLEIE  ZFpANFI B 2 %
T30 IVD AR A RAE . SN ORI R AR ) R A
SN IDD Y . Nef2 B930S R ATEE it RNA RE %5
P2 Nef2 P K H R JE 48 (NQOL. SOD, HO-1 #il
NOX4) MRk, WA AW, KEPUAI. i, e
RRTHREREAS, MIMTAESE IDD (194
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