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FEE: MEMAHRZS (intervertebral disc degeneration, IDD) &% UWLAYIG RBER , BEE A O ZIRALHINE , AR REEH
B, AR TULE AU i, IDD RIRHLEIE 2, W RAUR G SRIERN . A B REFE2A . IL-17 2B T
#fd 17 (T helper cell 17, Th17) B FZRN KN, S5RAEMH SRS AEY LR, gk otse k8 1L-17 5 IDD
RS, TL-17 T REE I A AN E R (extracellular matrix, ECM) [#f#, BURIJSAERON , 81 BERZAMMOACIE, 12 ki
A AR IDD HERE . ASCREXT IL-17 /-5 IDD BARCHLHIE T8, JEXF BRI T IL-17 J4Y7 IDD RS R BEA 7453
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Abstract: Intervertebral disc degeneration (IDD), a common clinical disease, brings serious economic burden to the society with the ag-
gravation of population ageing. The pathogenesis of IDD is complex, involving many aspects, such as mechanical loading, inflammatory reac-
tion, autoimmunity and so on. The IL-17 is a major effector of T helper cell 17(Th17), and is involved in a variety of biological processes, in-
cluding inflammation and autoimmunity. At present, more and more studies have found that the IL-17 is highly correlated with IDD, which
may accelerate the process of IDD by promoting the degradation of extracellular matrix (ECM), exacerbating the inflammatory response, regu-
lating the metabolism of nucleus pulposus cells, and promoting extracellular matrix angiogenesis. In this article, we will discuss the mecha-
nism of IL—17-mediated IDD, and review the current research status of IL—17-based treatment of IDD.
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#ME 8] 2% 3B 2% (intervertebral disc degeneration,
IDD) S iE MR B FE R 2 —, g 4k 60%
~80% ) N 11, &5 4t 25 Tl 5 2 4y o U B 19 42 3% 1R
Y, IDD bl AR, AU . RAERE |
H 5 G S5 AN R R R . 1L-17 & il B T 40
17 (T helper cell 17, Th17) 43UhH—Fh R MR+, 7F
RAEFN A B et B R EEAE . HETA R
KB, A ] B 2 R A A HE ) (intervertebral
disc, IVD) W IL-17 MBI, 1L-17 Al fgil
SR SN PR ARSI & IDD . R, TRA T i
IL-17 7£ IDD A Bl o BRI HRAH L 4367 7
ZHAEEIGIRE L . ASCK NAIHANEEST (extra-
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cellular matrix, ECM) F#f# . RAER N . 4145 .
B A S A B &, X TL-17 A% IDD A ML
PEATTEAA A, JF X HATHE ) [L-17 3647 IDD A4
FAATEIE, BFEHR 1DD 3G HE AL Y B

1 IL-17 &fafnEW=Z2ThEERE i

IL-17 T 1993 415 ¥ /)N Bk L4 28 L Y cDNA
SCEER TR, Rk 24 o A EEPE T Ik T 40
M EPE 8 (CTLA-8), 1995 4F 1E 20 8 4 hy 1L-
17 %%, 1L-17 W 155 DAFERA N, 7+ H 35
kDa, PAPHABAATE B i [) 70 — SR AR Ry =2 A7 A
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B O, 1L-17 FE i Thi17 7242, 43R 6 B [EIE
R (IL-17A~I1L-17F) , fEH T 5 Fi AR 524k (1L-
17RA~IL-17RE) . fEFTA 1L-17 H, TL-17A il 1L-
17F 2 YT REE A PRI Y, i el ad /] —
Bk F R 1L-17R, HS 8 IL-17A fin
IL-17F i S 015 545 S He ol il 1L-17A 88 1L-17F
N RESESEAER " . Baramsiry, 510
17F A, IL-17A J2 A R0 H B s O i -5
N, ATLAE S AR T SRERLN B AR R
FAEZRIT, AR RIRPESCT & | WG A JORE T
F 95 45 N TR) S B A 0 19 R TR R 5 £ S AE
FH S IL-17RA & B RTAETER) 12 1 1L-17 524K,
W5 IL-17RC Al w ZRIKE A Y, H2kA 1L-
17A 1 IL-17F 915 515 F . IL-17RA 1 IL-17RC
P20 B A AT 3 35 LU AR 485 R RN — A 4 PN R
SEFIR Z5H3a i, 1E452k A 1L-17 055 Ja it
S48 A [ B SEFIR &5 K4 38 1 A% IR 7 00 7 1
(Actl) JFIRME S MRIRAL S ' B WY IL-17 {5
SR S Actl A3 TNF SZ (K4 CH 5 6
(TRAF6) ZZ A4k, #EMIKTE NF-xB. MAPK. TAK1
P, B Actl /3 JAK/STAT JE %S ',

2 1L-17 45 1IDD #1%

HAT, 8k 2 iUk &R 1L-17 /KF5 IDD
HX, B¥HEM, 76 1DD BEW IVD H4H, 1L-
17 R EH BT, 5 1IVD A 8UHR AR S 5
IEARSG, BEHA IL-17 W25 1DD AR, Jfn]
REAE A S e > TR B AR Y P A s 2 T~
17 o] 38 i 2 Fh A W4 A2 DD, Hb R AE 2
N ECM B . REA% A MG el 48 A R i
LB
2.1 IL-17 SN ECM FEf#fEE IDD

ECM & IVD By HZ2H 5y, H 38008 R
TR I n] DL 4EFr8ER% (nucleus pulposus, NP)
MR E FRARE . PRRFE NP SR . ZEAF I RS S
T, IVD 2 LA T R OBE A I 2 i R R
ECM 3R R i AR AR R B, MMP Fl ADAMTS 7
o RS T R . MMP 2 2B P BRI 58 0% 14 i
By, AT LB A I S B ORI B SR, ZEIRAE TVD
WEEHE BT B A, F IL-17A ZAbFER
NP 40/ i MMP-3 #l MMP-13 (335, MisEs
ECM BRI R B i . %P NP 4o
WA, 1L-17 i NF-«B i g1 MMP-13 (17~

Az, FRATRER (SRR 11 AU AR (A ek 1 X R
1L-17 W] DL R 3 MMP B9800, hinis ECM B .
ADAMTS J&—Ff Zn2+{CH %) 50 WA T 4 i & 1l , L
A F MMP AU E5H), TR T R 8 R 2
25 ECM oA, pF9E 8, 75 NBAE TVD
AL A R KB ADAMTS-4, ADAMTS-5 K AD-
AMTS-7, HH&H5 VD B AS R 2 A G o
1M IL-17A A] DL3d 875 A BERZ 40 M ) TNF-o 3
58 ADAMTS-7 B3k "', ADAMTS-4 Fl ADAMTS-5
FE IL-17 (/R Rt lRlRE 2B T m i > i
1L-17 A LA ADAMTS 435 ECM J3#
2.2 IL-17 J@ MR 5 e S A 2 IDD
RAE N EFHIDD (WEERZZ —, KER
JiE R 7 B R VD NEREERRAS, MRt ECM ¥
fif, HER IDD HEFE 2, TNF-a J2& IDD i 2 5 i 56
RIEH T, T UEHE IR 430, DN 5 A
MO AL AN SE 4L, 51 & RAEHRIK AL, i VD
YRR IH T ECM [Ef# . HRTA MRS &KL, 1DD &
FHIIVD N IL-17 F1 TNF-o kK EEIEA G, 7
HHEA MR REN, AT NO, PGE2 il IL-
6 2 RAE K, 1 TNF-o B TE £ 35 2 )
IVD 4 TL-17 K-, 3B IE R 5 PR HOR 15
IVD K4k T RAE A EE ek IDD HEfR 2,
IL-6 J2& CDAT 41434k N Th17 20 A ik % 1) — £
WF2Z—, ERIEMGES B R EEEIEN, ME
IDD FEEEZHINE, 1VD P IL-6 & & BT,
AL S R TL- 18 F TNF—o 149 40 i AR 3 1 o e
ECM [#ff ', TL-17A Al 306 p38MAPK {55+
B, 4N NP i 1L-6 Rk, in it — A
RAER N, N IDD BAE . PGE2 J& M M A & il
(cyclooxygenase, COX) A AEAE DU IR ™ A ) —Fh 22
Res R EALE Y, S 5N 2 A 3 Bt
T, AT U IS R . PRI, 7R
5 IVD H, PGE2 Fl COX-2 &R FJ, HS
IVD R AF SRR B UIAOE 70 IL-17 DL AP-1 AKH Y )7
38 1 p38/c—Fos Hl INK/c—Jun 18 % 42 JI PGE2 HI
COX2 7KF-, DN BTE A% A LAY S8 A8 S g > 1
RITHE R IFN—y & —Fh o] SRR R 7, h
NK I NKT 4o, S5HALNRE . Fpe i
RAER I TEAT . WFFE & B, TFN—y ] 3 i 4038
R AIIE AT & NP W RAE, IR 2 5155 Ak
A 0 Gabr 55 P IOBFR LI, 1L-17 5 IFN—y HAT
PMEIEON, AT LA R I AR AT NP R 4E 24
iR NO FIBECRT ICAM=-1 AU TE, SRALAAE S .
1589



HREE 1T
202449

T LSRR S
Orthopedic Journal of China

Vol.32,No.17
Sep.2024

2.3 IL-17 3@ fA A A i 1DD

NP {37 - IVD Hrde, 2 IVD NERAE YRSy 3222
Yifr, ARAHEWOE S AR TVD NI EERa S A &
BEH . FEIER AT, NP 4UORRR & 5 4
R TERRAS . AR R, 1L-17 W] DL Y
ML NP Z0HE A9 RIHRIRAS, Lin &5 B0 76 A FHAN R e 2
IL-17 X NIRAE NP 4 A ARSI T35 L3, 1L-17
A DA BE AR 20 ) NP 43458, HLAE 15 ng/ml
WeRE T ISR e, #E IL-17 fERR, NP 401
1A e J AR R SRR R Ak KT B 2 R AR
MMP3 1 ADAMTSS kK& F . H 2 —Fh
PRS2 A R AT RE SR AR AR A AR AR, AT LA
YeRrdnffacss, JEEE AR N AE A 5 L
FIfe =4 P #E IVD N, BEAZ AN E o 3 v T 2
ks ECM . i fAL D ORI R U R IE RN, A
BEZE 1DD #E#E . Bel-2 J&—Frnl LI [ w15t i
T M, A PI3K/AKYBel-2 {5 Sl i R IEHLE T
YEHT, He % ™ @M KM, IL-17A W] LA ) B
() AR S AR D KRN NP 4BM iy A meiE A, I
IR R NP 400 PI3K ., p—Akt H1 Bel-2 fFRA7K
-, R IL-17A AT LAE & PI3K/Akt/Bel-2 38 EA
NP ZHfif A g, {2 IDD.
2.4 IL-17 i@ e s A8 A e i IDD

IEH I IVD WHRTC A 53 A, USRS IR I
ZCEZRY #E] IVD N, B IDD By &4, 1IVD
PR A AR 0, I T LR i 1 A K
1M N 24 KK (vascular endothelial growth factor,
VEGF) J&—Fh 8 Z A48 45 A= s 7, mT LUK
FE AR AE AT RS, AN HERTAE A R . A
FRM, TERAE VD HEUNH, VEGF & it U k4
Jt, F W] VEGF 78 IDD ¥E 2 vh & ¥ T & H4F
H 0 Hu 88 BV 05 &3, VEGE Fil IL-17A 1
NZERAE I NP A8 ik, IL-17A A LU &of
JAK/STAT i #% [ NP 4iigrh VEGF By3Rik, #R
IL-17 w3t VEGF #7520 58 24 1 A5 1) 1R 174
IVD VN A KBRS & .

3 ETFIL-173897 IDD AR IR

H A& %t IDD W3R Y7 I € EZ LR SHIR T fil T
ARIGIT R E, (HIR LT I DI Im ARE Ry 5 Y
Toik MARZR i il IDD fy#a %, %F 1L-17 7€ 1IDD
R R A EEER, A IL-17 AT AT ]
AEJETGE IDD f—FhA kst
1590

METE A RO KB, W BT 1L-17 (e EE
AT LA VD IRASIOAEE, $E2% IDD #fE . Sa-
lubrinal J&—Fh EL I elF2o R IR AL AN HI 7, %F 28
fi#% IDD 18 M R AR HATEAEEH . Yao 55 1 X Sa-
lubrinal (3% 1L-17 75519 NP 4 iR A5 ik 47 1
WA SE , S5 R LB, 1L-17 Al LLi i NF-kB i&4%
FIE NP ZHfLr MMP-13 7KF, FFRAR 11 70 e )5
M ERBRYFR L, 1 Salubrinal 7] LA B H0 X —
AR, AR W 5 T NF-«B A9 4R 5 3 1 55
(BAY11-7082). Suyama %5 " FFf] IL-17A /N34
7 STK630921 (STK) X IL-17A 4Py A NP 48
MEAT T, 53R, SKT v LA Rl NP 41
e COX-2. IL-6. MMP-3 1 MMP-13 /K45,
FEIES IL-17A FE BRI R TR ERCR 4
V5T A, E B TL- 17 496l 550 77 A7 240 il 1IDD i
o S RS FE G Z K y (PPAR-Yy) &
— 7l NF—«B {5 Z# B0, ArZ ik NF-«B {5538
PRSI R W RAE LN, Liu 55 5 B, #E1B7ZE VD
PPAR—y ZEH B T, 1L-17 B4 TNF-o 1] B
ik NP 48l PPAR-y 7K °F- 5 ik 4% %] [ & — Fob
PPAR-vy W2, W W] IL-17 BA TNF-o 75
SRR A DR R0 G A it 1 ™= A, (] s T e 2 i e
IL-17 5 51 NF-«B 38 J6 0806, 1F B nta ) i £
S —Fh PPAR—vy 343, HATHPH] IDD AAE Fl o
NF-«B il #E (B #5842 (g D g . R DL LR R
WY, EFXE IL-17 B0 50 28 B0 H S 2% 1DD B9AE I,
(X8 FIRRATIFIE, TP G PRI F A

H AT A A B ) IL-17 Y87 0259 i Tl
IR, WFRARPT . KA. AP R, |
B AR R e B R RIS, gl
I BT AT DA SR IO ARRE AR T8, ARS8
W AR 2E Tt e By il IR AT BR B PT T DA R4
2f HP AL SCT R EE BRI FAER s AR
B IR BPTAT LAZE /N R AR SR T A Y R LA 24
PR IL-17 RO8E IR P IG RS B3, (R R A
N T IDD 697 A SCHGE , 1E 1DD 3597 1 7E
2Pk, RO R E— PRI 5E

BREGYIARITAHN, FRA RS & BUE AT X TR
IL-17 KPP B —EE R . RlERREAE ™ ]
SRS B S O Xof R [ 25 5 HH R B R LI 2 3 3
P, 2558 & IR E I PRAE R AR /K 15 21 B
WHCE, M -6, TL-17 KFI R FE . BEME
SO0 T PR R A AT IR IR A ST VR T A (] 2 28
FE R, S5 AR I AR FUEAE D B A 2142 7T
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M35 1L-6. 1L-17. TNF-a KB R, R pE
0] DAFERRSE 1L-17 K D7 T R R E T, ilmT
AESEET X TL-17 YRY7 B e e

4 1N £

IL-17 YER Th17 4HME A 28500 R, #ERAE
FH B et B k% T EZEEMN . BRTCIER,
IL-17 A7 L i e o ECM B A . sl 98 5 2 by . 7
5 ONP AU AR . PR i A A A AR i R
IDD, FFXF IL-17 $EATHE ) PG T R BEAf# R IDD Y
BgAE . IL-17 515 A 3R DD JR7 $4E T 35
PERR, (HBEAYR,  HE 2805 s B AR I R RT Y
Br, H IL-17 M50 97 IDD Bl R i 8 55 20 o
H e i A ER X TL-17 #8858 B LR 23697 DD
MV TERERE, (R THv AN, e T2
I PRI IS A B E AT Rt . & R BEAIS 1L-17 7K
1GYT IDD $R4E TR R, AR T R T 2 AR G
7%, MIHIRITHLRE TR R . BT 1IL-17 25 1DD
B AE YRR RIS NS 2T, 1L-17 & &5 ECM
H? EAAT VD AR 2E S5 VD N
AARRI? SR AR I XL B B 2
KA

S 30k
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