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Abstract

The Nuclear Factor Kappa-B (NF-kB) signaling pathway serves as a central driver of chronic inflam-
mation and intervertebral disc degeneration in low back pain (LBP). Upon activation, this pathway
upregulates pro-inflammatory factors, pain mediators, and matrix-degrading enzymes, thereby ex-
acerbating neuroinflammation, tissue destruction, and pain sensitization. Numerous studies have
demonstrated that the therapeutic effects of acupuncture are closely associated with its precise
modulation of the NF-kB pathway. Acupuncture exerts its effects by inhibiting IKK/IxB phosphory-
lation and blocking NF-kB nuclear translocation, thereby curbing the downstream inflammatory
cascade at its source. Additionally, through mechanisms such as activating the cholinergic anti-in-
flammatory pathway, acupuncture multi-targetedly delivers anti-inflammatory, analgesic, and tis-
sue-protective actions. This review systematically elaborates on the molecular mechanisms through
which acupuncture ameliorates low back pain by intervening in the NF-xB pathway, providing a
theoretical basis for deepening its scientific understanding and promoting research into targeted
therapies.
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1. 5|8

LBP 24 BRIGH P 3 BORE A GG IS N R EEEOR[1], WATHR SRR RE S, BRI,
BT FARPTE 2], i R T 2 KAk 155803, HARF R e TRARITIE, W ERZ 0, Wi
AALRAR . /N EEL ARV S VU B 45 A IR 56 2 Flom BRI R3] B ATERXT R IR IR IT
LAZIIRTT R, iRIT IR R MR, oA IR SE LBP i iR (4], AR SRR 241 5 51 Kk B niE
SNE[S], TR SR 2 v X B 25 ) LA R [6] . AFRIVE N —FPAEZY . RGN AR IIRTT
773 B AR R I AR BRI UE ST T LBP HAT Y7 &4(7]-[10], RIYENIGIRHES 1) LBP 697 77 3.

NF-xB 15 50 % 5t - i1 Sen 25T 1986 4E K B, NF-xB & —Fh 5 G BR A [ s B2 BEFE A (1) G 50 1~ [X 42K
RS A I [ 11]. NF-xB {5 5 BB MR EYs . RO 1A% O M5 55 S ia %, T2
PERRER L AUHOAFIG . 5 5 G A [12].

2. NF-«B {5 S5 TR

NF-xB {55 % = Bl NF-xB /&, NF-«B #llfil (inhibitor of NF-xB, IxB)f 1xB ¥ /i#(1xB kinase,
IKK)ZH . ez 2ok B 402 A S5 )5, IKK SAWHEE . WS IKK b S #R1L 1«B,
T IB Wz FUIE HE OBA ISR . 1B R B 1S NF- RS LR B HAZ e 675, Fag A
ZAMEAN, 5% DNA FA4EE, Rl REHIER, S5 TNF-a. IL-18. IL-6. COX-2 Z5{¢ % K1
PP T2H F ISR [13]. NF-«B 8% 130G A4S AEHEL 0L 2 Mg fe, SR T IKKB FlifE
T IKKy/NEMO, I BRI P4 1kBa, TR pS0-p65 k. IELMBZMKEBT NF-«B %3
WA IKK e, 8P BRI p100, 300 LR ps2. XA R K8 RG-S L, DR
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FERUZ[14]0 £ BT, Rl e AR AR 5 R 8 PE R, NF-«B 8 26 1 = 8 oS s 7“4
RIENPL” IR I, NF-«B BENUS ). 8 SE0GE S, B 7 RZEm
RNE R FNHZRBEIR[15] IEH BT, NF-xB ZRARGEE N p50-p6s5) 5 HAMH EH kB 456, A IEH
s mEMES I, SIS R EE R B A 4E3R . ZARENITT AR R R T, XL ) T LA
BERZAHM . ZFAERR A IR, S R A5 S, TGS NF-«B 3@ 16]. HERIE /2= D) ARk
T AN A FE 5 ) e . NF-«B 38 i b i 22 b o A B R A DR X M~ 4, A0 5 2R o <6 2 1 g
(Matrix metalloproteinases, MMPs). 5 IflL/IMIz s W 8 A IR AR o) iR 56 2 F R 4@ B H B8 (Adamalysin-like met-
alloproteinase with thrombospondin motifs, ADAMTS)% 1 57 [ fif i Jif 8 [ AN 2 1 S0 A% O B SR BE 171
B A S Mg ey, MEM S Rk R, SRR 0 N IR, IR AR . IX 2 T EOME IR) 2 R S OR
ARG, HERE, SRR E. Wang [18)15 W FUESE, & U T DA ) 4T 48 24 410 Py
JIHUEER [ (Yes-associated protein, YAP)FRIA, [FIBF4HALA p6s — AR R ZEHIM, MifiiEuE NF-«B 15518
%o

3. NREERIRRZS: $TRIZEE AT NF-«B i@k

ERRIME N — M B, Reig RaN Nk B B 101 RS0, i BESOE 1 NF-«B 5 5@ BT “ fa)
WY o XA B R, TR R 2SR EER . A OHURIZE TR BT
T IKK/IxB/NF-xB 15 5 i i L BEA 5

3.1. §HRIEEH$ IKK/IxB/NF-xB (S

4 NF-xB 5 S BB BIE 5, WIE 03005 2 R0 > & 9888 R 7 an g R S8R - TNF-0, MU 3R
IL-18 &%, XL A L N e NF-«B 5RACHIE A, ERREF T, TNF-a fil & # R GERH 2 5] s
i A0 o 205 B 0 BT DI AR T o TL-18 AL B 23 s RE N, B RE S MyDS8 & 454,
BOE TAKL E87[19], #M5S IKK BER1E Ba, i NF-«B B AL, 1 NF-xB 3l 54 13805 St —
WS IL-18 B R AN S AR (P, R AR AR, SURIBOR SOE IR B, T R — AN 58K 1)
ERIIGIR[20]. BFFLRI[21], il B8 525 PR AR S Atk (R 5 2 S B AR B2 1T b TKK e AT TKK B (1)
BERRAE/KF, 76 Qin [22]5F NRSEEG R, sl B S B AR =) o P b if/ P HE VR B 49 5 3 i 5 X IKK B RIA
Ko H BN TS WH] TGF-p-iGtb & HiEE 1 (Transforming Growth Factor-p-Activated Kinase 1,
TAK DS T EWE SRR E ARG, 24 IKK $ndla, ot kBa MIBEBRILIE s . X S8
IkBa 5 NF-«B W45 & AaE, Aoz AR, SCRibd Bor[23], FHiEE KR EERIVLIZEYE, p-
NF-xB & [R5 KF il SlaIT)E, AT kBa KA EAKTFEET S, mEmEREl, bT
IxkBo FEfFI>, NF-xB p65/pS0 — RAKHA BHINHITEGHMLR h, Joidt N g k%, EMEA D& NF-«B
BENZ AL, AR T A I S B S 51, Zhao S AW EHI[24], EHRIVAYT G4 3L R AL T,
NFxB p-p65 1l NFxB p-p50 HIF1E 3% FEAK, UE ST 4 mT LAIH] p6s ARk, BEEHI 5535 DNA
G5 RJR B FMRE . BT HBAEH TG S5, BHRIEE R PR R 0S5 S R A NF-xB.
Wu [25]55 (S BGESE T4 RNATT G, Bl IL-15. 1L-61 TNF-a. MMP-3 #ERERY S 5 25 BRAR, $0) 7 4=
TNF-a 1 IL-18 S5 7 (4B ML s, MRSk BIb T 30E NF-«B 18 2% 1 Sl il s 5

3.2. StRIELHLE

NF-xB 3 240 i s 4 B b 54, 2 EEHLHIE TR I8 s 4R 2L (), 0 SOX9 2E K], COL2A1
SEIRIE, BB RIS . RSN SOE MM S A AT, RS 4ERE
LR Ae a0 M S b, R AR ERE AN T AR [26] . 1B ASHE F AL P A BERVE RN R IR S A KRS
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444 (Reactive oxygen species, ROS), 1 ROS /& NF-«B ()£ #3475 K+, ROS w] PLE #2546 NF-«B i@ %
HRR KK W AR e R iR ik, MeE IKK 64, Ak ROS B DAL HBOE I 1245 5 U7 5
[ 1 (Apoptosis signal-regulating kinase 1, ASK1), &L ASK1 B 1M i H T iiF Y MAPK BRI IKK 1)
E¥rilE TAK], TAKI j& NF-«B Al MAPK 3 B () S22V 5, H g ELARBRIR AL IR AT IKK E59, N
M5 NF-«B 15 5@ B 10H0E([27]-[30]. HUEAATE AL SR 1 Nrf2 22 P40 M5t S8 00 SR ) 6 225
ST EFFEIRAT, Nref2 5HMEIE A Keapl 454, bR BEAR[31]. £ AT R EL Nrf2 5 Keapl
ff RS, Al Nrf2 FaE A BANMAZ, /RN, Nrf2 5 ARE 454, JH 30— RS if 2 A0 S LG )
R#es%, 5 ML ZE % EE-1 (Heme oxygenase-1, HO-1). B ALIE 5 -1 NAD(P)H: quinone oxidoreduc-
tase 1, NQO1). &t H K S-##2F#(Glutathione S-transferase, GST)&E[32]. 53 #Me il 3 UE B AT PABE SR BT 4R
1L, N LY AL (Superoxide dismutase, SOD). i % fb A ff#(Catalase, CAT)Z535 14 [33]-[35], _Lid
HURBERIR R T — AN SR KA A0 I 2%, = R0ERR ROS, s> ROS RIHERR, AT HI S5 ROS X IKK
BAEEAGOEE R . ANEORLAA 2 KB ROS 4RI S5, BT RIIE AT DA BEZRLAR AL & e, 1T 2k
KL B R TH REVS R DI BE 2 HIARLR,  BCE bR T BE[36], fIHIHCE MM, BERITHED.

3.3. StRIETHRGEX S FE R

MERVELVE N “ oyt 28E, HAMPEEZAL— BB, HapieE R5iR5H
N R (37]. RERZAN BB R B B . AR R A AT AR A 40 A G 4 T AR 2 (damage associated mo-
lecular patterns, DAMPs), == Z @i 4 i I f¥) Toll #£5244k 4 (Toll-Like Receptor 4, TLR4A)FI4H o Jii ££ 12K 4%
NLRP3 # % /MA& 442 (NOD-like receptor thermal protein domain associated protein 3, NLRP3)51i NF-xB il
%, {f TLR4 &4, DAMPs i TLR4 A 55545 A MyD88 #H4: &, U IKK E61), AR
14 1kBa J5 8 NF-xB i&12[38]. & NLRP3 &2+, H DAMPs /51 TLR4 5 TNFR #i% <% 'S NF-«B
GO, X B NLRP3 S5RE R oA SR IL[39]. BEJE, 2R 740 mtDNA . fH 5 7 25 fn 45
A BEWOE NLRP3, 58K PR/ NI A, W0 I 2R & 1 i (Cysteinyl aspartate specific proteinase,
Caspase-1), 74 IL-18 Hl¥ NF-«B {55 #%[40]. WFFLUESL[41], £FRIRESE 00> HMGB1 % DAMPs (15
i, PR HGE R TLR4 %552 AN NF-«B I8 I (1 3R S2 0005 - Xia [42]% NIOREFRE D], SHRAS08EH T s
PEZR % S 1 HMGB1. TLR4. MyD88 Al NF-xB p65 (17t &, 3203 T HUMHE U N . Zhao [43]25 1)
WRFCMAESE, S TAESAZ B T 1R AR 2 A A R e, B ) 5 ) 1 A v /0 ol 240 e A 2 T
A R AN S RIS F G 8 R TLR4 A1 NF-«B R (13RI, 3% A BEA S i VR 7. 51
(4456 7E JEME A 8 58 AR R R R SEBG HPE Sl 1, AT 50 VM A T4 HMGB1 8 AR I K G
' TLR4. NF-«B. IL-18. TNF-a 5 IL-8 %5 & S5 W& T M. BF R 1 AL &1 AT A 2 8 L 4 1
TLR4/MyD88/NF-xB 15 5 1 1 1 % 3 11 400 | T ¥l 98 R JROBK S B o

3.4. SRR AR REHTA IR R

£ NF-«B (& SR 2 )5, KERMERFHBESK, TNF-a. IL-18. IL-6. HiFIEE PGs 55, X
ST R I N AL o EATTREHE S AN, AN E RN T 40 A LG A 02 2118 AR (A )
BAZ20]. RMIIEARTIER, KEFRMER, HEERES MiEF4EIRINE . T KRN
KA, FEAEIRIRA5],  [FIA B R IR D04 8 R PR AL, S R T TGS (R T )t e A R
R, RIRSEBREON R . (8 REAME 3 A SR T M . LRI, NF-xB B A 1 JORE R F 2 e it
MR, N AEN IR ISR AE I . (RS K NMENIRL, Re Bl 10 i B i R AT 4 S IR BT AR
I N JE A TEA 2 1A A 18] 5% PN B IR 2 [46] o TR A IR AR R 1) 5 P9 38, AR 1B BRI ATATAIL
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O 77 B A 2 RS P e LR 51 R IR AE 5 o IHBRBE$T 2 38 B (Cholinergic anti-inflammatory pathway, CAP)
RGWPIIHE - G HEE, LBP KRS 5 M KM PR 2% DA S 2P RWE R4,
ESIEM TG, RIBOREME WIS S LT 4E, PPE AR BRI L BEAETS(Acetylcholine, Ach). ACh 5
HiE ELVEZE S e AN B R T R o7 MRS £ BRAEA® 32 4 (o7 nicotinic acetylcholine receptor, a7nAChR)F 4
ghitr, B IKK R AEOE R T F NF-«B J8 g, MTi5E )% NF-«B 55, [FIFISREH#
Janus BE/(5 5 55 5 S S B0E R 7 (Janus kinase/signal transducers and activator of transcription, JAK/STAT)
T 1) 9 0 DA B ¢ MR AR R - IR TR [4 7] AR FEUESE[48], &1 2 = B XAL T BUE K E M E, BN A%
HHEAES, TR IR SR E M AT c-fos FEFRFNFT A BV ERIE, INERAE KRR Ach,
MRS CAP 1@ B LBP & %00

4. $tRIXF NF-«B BB IBIER B S BB

TEEP IR T, T4 5 BB XS NF-«B Gl R BORAAE B35 2200 . FAHRBINLIRER 3% . $4d ™
AR AR N, B R R S R A HNH] NF-«B @5, FE(EHT TLR4/MyDS8 Liiifs 5, P
p65 AL 5 p-TBa BEFRILAKF, I8/ TNF-a IL-158 24 2 TR (HON LR N T . SR 555,
Higstg, MeESK, (CEH TR R M0 f e 7R T35 R Bl B ke s il g, v B
WG AMNE AS/IC L 4E, SAAHE - ITEE AR E A - RBRAE P, SCBI NF-«B B 1) 455 5 08
AN, AR TLR4/9 55 L7+, iERE W3 FEAIK p65. p-1kBa K&, il miR-146a 55 i K+,
{I2 2% IR 7 BRI IA 40%~60%, HAERVERESR /S48, etk &8 EialFe, 2B RryiRs
AR [49]

HLEFIT1% 2 R NF-xB Ol B R BRI S5, 2 Hz ARMTHAT 5 100 Hz w40 f e 52 50 B 2 Fr 43
RN ZE 5 o 2 Hz fIRAR HL B TR S kB A 22 - IR RE DL 2 26 5 VR TERT i R 48, @I BEWT IxBa Bf
file~ $MH p65 EAL, RN NF-«B @G, N2 IL-10. TGF-B 5415 K143k, #Ezh M2 A
EREA AL, FEDLH R ER B T R R . 100 Hz 45 i B D DR 9 B RON, % NF-xB 3 i (40
FIERA R, (URRE IL-6 B3 FigtE, & HFIEACH 2 Hz B 1/3~1/2 [50], PLRMRRE
By, HiEaatmESNREERT .

I FRAR & 3R R R AT HIXT NF-«B BB A R0R . o, 2 =H(ST36) + =FIZZ(SP6) +
Je3 BT 2 o BR3P AR S B 0t o A = L AT R IR T - AR P A H, RIS S B
FEINRE, Ry B P X IR NF-«B 366, —F WSl 4 5 5 R ED L, fERRIEE T
W p65. p-IkBa Fik, BRERNTKT. L=, =R o] o B %] NF-«B @i, &
FH T35 B 90 (1 A B T s AN BUR S0 s U LR B B e v 2, 545 NF-«B #1324 F e,
& F TR SR PR 2 HE[5 1]

Zi b, EHHIXT NF-«B @B 502 W1 JoA B8 S 8O, 2 Hz I + 2 =H(ST36)/=]
22 (SPO)/ Ja B il A2 7 AT B L P R A S EUA A - S Al I IR E M - JERRAE DT 2 5 5 P PR BT
REMPFEER, mAENH] NF-«B g 25 %000, SRS G P RN, NEMERE. 35 %%k
PRI SR AL TS A S ET I IUT &, HONIRIRE FIBL 2 M S EUR IR T S,

5. g
ARG AR T T NE-«B 152K /E LBP 18Pt i OFERT, T B S Eo e L Ay

2ok, WRMZRR. NIABCEIBAE ., R8s 2 mEURHLE], B AT #ia)7 07 3O 1 R G
7 BB LR E BN E MR STIRITONE, EEUEYNGST, BREIREARKRAY) . AR EY) . R
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A DL BT e 2o, b A NRYT . FAREIT S 7 X H BTG RYT 0N R A . BT RIAE S —Fh
LTS, AL T 2900ia YT BAA 2 80 2SR R VR YT SO 2 FLHI . NF-«B Ol B2 &8 NI YIih
Wi Rl 5 OGS BRI “ 0 FARAL” o ZIEEREROE S, 2R RRR, SR IKE — AN DURE R A g
Rl FRFIE I« 9O0E - BN — 07 BRI . I R B3R M) A 25 IKK/1IkB/NF-xB 15 5 Hliff]
BN A, AFERRIK IKK BERIL . /> kBa BEf# . FHLIE NF-xB p65 V3 (i ds A S b st . SUfF
M B, EIETERR ROS. 982> DAMPs B, Mk B IR NF-«B 8B FIBOE R . 55 lE
RERGUANT, WOSMIRAEPT R IEBX — P - 7 Mg, SLBLA B R RSEMESLR, A TNE
FGTT N ERIR AL 7RIS S, JRIRML T 6 NF-«B SR AE T R PR BB AR . ASHIF 901038 41 )58
REPUEA . AT S 2 IR R NF-xB, {HIXLRA 2 MM ER R HEAERH K205 A
B, RV A EDR R AN [R5 BRI B R TR AR R IE T T BE 22 e OB o AR SRAT T BT K
REAESNS, B2 HS MRS EYFE AT T, @ Pl T M RRSR R, KRR
DRACTRAT TR RIAE LI B AR, I i Al e T IR IR PR IE T A8 )32 S F AIRR AL R R

E&WE

5 H 2R B 45 4 (N0.82374587) .
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