P15 2021 4 6 H S 34 4555 6 ] China J Orthop Trauma, Jun.2021, Vol.34,No.6 589 -

R4 B R HyE R FH A
Sema3A 15T g

FhAULGIELE@® RO L0 EE L ORR !
(LWL SEIRIEEE BB RE MEIE B 310012 2.7 1k 25 W A i 4 B e B R UL M

(EREEA

310016)

(BE] HERAREERBZEHFREHENEZIFHREAE, 125 % SemadA (Semaphorin3A) % — %
BREE G Kk, @it 5 NRP-1/plexinA % 4k 54,9445 Sema3A-NRP-1-plexinA 12 5@ % , £V 2 LEH WG 55 AL
FARPEAETRANLTBUORFOER ., L RFFR LI Sema3A 474 DRG (dorsal root ganglion)4¥ 22 T 4h % 4 %k , ik
THMHeR E P Sema3A B F T B, ik FHBAMNZ RN LI N E R, 9, Sema3A T 4p 4] KLF5 (Kriippel-like factor
SINFoRBR R ETARERAFOEE, FRN AT, R 0E R Lmed KLk, Ak, @id
Sema3A i 3B 2 Ak 18] ok Bk AV 22 n RN K IE B R A — ASH 4908 9T T 6o

(k@A) resm; AERMERTEE; SemadA

I E 5 %S :R681

DOI:10.12200/j.issn.1003—-0034.2021.06.021

Current advances in research of semaphorin 3A : a potential target for the treatment of nospecific low back pain X/N
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ABSTRACT Nonspecific low back pain is closely associated with afferent nerve ingrowth into degenerated IVDs and in-
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creasing the inflammatory response. Members of the class 3 semaphorins signal their response through two prominent receptors ;
the NRP (Neuropilin—1) and the Plexin A. Sema3A (Semaphorin3A) is primarily known for their role in modulating neuronal
survival as well as neurite outgrowth and guidance via regulation of Sema3A—NRP-1-plexinA signal pathway. Also,sema3A is
shown to be conductive to innervate the inner painful degenerated IVDs (Intervertebral discs). Furthermore ,sema3A is thought
to act as a barrier to endothelial cells survival and migration on vascular endothelial growth factor (VEGF) and inhibition of
KLF5-induced (Kriippel-like factor 5) inflammatory mediators within degenerated IVDs. Therefore ,Sema3A produce a new
perspective of dual —action therapeutic agent for attenuating the regulator of innervation and angiogenesis into degenerated
IVDs and inhibition of KLF5-induced inflammation.
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