B2 H 21 ) T EBIEAMHE Vol.32,No.21
2024411 H Orthopedic Journal of China Nov.2024

TLR R F A& R
FAMIEAT 217 A S5 ARAE S A ] 1R A

TFBLIR, LA

O PHER RS — R BB A A B SR, T PY R T 530021)

FZE. HEMAHEZE (intervertebral disc degeneration, IDD) 25 EIEL Y FE R H 2 —. IDD E’J%zﬁﬁﬂ%]im, LAERS . Al
i, BN A B RPEIIE RN A G, BRI, AN FRAE IDD hiniiE SR M6, AN Z A SHER A
RIESIN, NS NS B Ae LA AR R] S AN TR INGE 1DD AR EREAE . FI4IIEAN2E-17 (interleukin—17, lL—17A) TEIRARHY
HEM A 3as, R AR —FE SN SIER T, 25 DD AR, [L-17A 80 F R AAE AN 7 . A0S E TR
FARPEF LA B R 7250 A, AR IDD B9 R4 SRR . ASCEAERRIT IL-17A ZEMER &P 7= 4 S5 1E R IAF IDD &
A RIS FHLE], AR IDD S AEE R

KA AN FR-17A, HERELDRAE, ¥k, d0Mp

hESES: R3I8 XHEFRERG: A XEHRS: 1005-8478 (2024) 21-1970-06

Interleukin—17A mediated inflammatory responses in intervertebral disc degeneration // XU Hong—yuan, JIANG Hua. Depart-
ment of Spinal Surgery and Orthopaedics, The First Affiliated Hospital, Guangxi Medical University, Nanning, Guangxi 530021, China
Abstract: Intervertebral disc degeneration (IDD) is one of the primary causes of low back pain. The pathogenesis of IDD is intricate and

involves factors such as age, trauma, genetic susceptibility, and autoimmune inflammatory responses. Research indicates that interleukin—17
(IL-17A) plays a crucial role in IDD by mediating intra—discal inflammation, promoting extracellular matrix degradation, and accelerating in-
tervertebral disc cell apoptosis, thereby expediting the pathological process of IDD. IL-17A is highly expressed in degenerated intervertebral
discs, suggesting its importance as an inflammatory factor in the pathophysiological processes of IDD. IL-17A induces the production of in-
flammatory cytokines, factors related to extracellular matrix degradation, and chemokines, thus promoting the occurrence and development
of IDD. This article aims to explore the production and function of IL-17A within intervertebral discs and its role in mediating the occur-
rence and progression of IDD, offering new insights for the prevention and treatment of IDD.
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Figure 1. The production of [L.-17A and its potential role in IDD.
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Figure 2. The signaling pathway of IL-17A and antibody regu-
lating IDD.
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