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Abstract : The nuclear transcription factor — kB (NF — kB) signaling pathway is closely related to spinal cord injury,and a variety of
traditional Chinese medicine monomers and their active ingredients can target the NF — kB signaling pathway to treat spinal cord injury,
such as flavonoids, phenols , terpenoids, glycosides and saponins, etc. ,and its main mechanism of action is to inhibit inflammation, oxi-
dative stress and apoptosis after spinal cord injury,and accelerate the regeneration of spinal cord tissues and oligodends , axons and mye-
lin sheaths. Promotes recovery of motor function. The NF — kB signaling pathway may be a potential target for the treatment of spinal
cord injury. In the future, it is necessary to further explore the mechanism of multiple pathways in the synergistic treatment of spinal cord
injury, strengthen the in vivo and in vivo experimental verification, clarify the targets of traditional Chinese medicine,and develop safe
targeted drugs,to provide a reference for the clinical treatment of spinal cord injury and the research and development of new drugs.
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K -F (BAFF) .CD40 P4 bk I 20 Jfd 75 2 A NF - B
SZARWE AR T FCAR B8, NIK 5 TKKo % B R
1k, WAL p100 {2 RALIFFEAR Ay p52, WE 51 PS2 —
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A ALY AL i ( superoxide dismutase , SOD) F14 Bt H
Bkt AL P ( glutathione peroxidase, GSH) 28, 311 4
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AR E S, HREH A0 N B A AR
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Nrf2 S — 2H 1 480 Ak F i 75 Bl 5 38 1Y O B 5 I
T2 AR I 4T 2 N4 - 1 (hemeoxygenase — 1,
HO -1) .NADPH & AL it . ikt i Z /1 ( quinone oxi-
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S53WE A -2 (cyclooxygenase —2,C0X -2) IS
H— 4 Ak & 4 B (inducible nitric oxide synthase, iN-
0S) .TNFRI .TNFR2 .Bax . Bak % 3% [l 1 35 3k | [
Caspase —3 [1)7% 1, i 21|40 ] 4 6 21 24 4t B 04 2 1)
PERIY o AN, NF — kB {55 5 3 ml 3 3 410 )
FIRSEE R Z , IS A2 S5 A s O e R i
A&, WE P 57 miRNA - 372 miRNA — 142 miRNA —
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T o 5 408 0 P B 202 BB B,
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HOf 8.3 A, A AN TR A . Yang % R
ESE T 40P T3 Frh NF - B {5 5 5% 09 16
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B E A BEI . DRI R, B R
FRALEE IS , B E41 4% HMGB1 \TLR4 NF - kB ik
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NF — kB {558 E AT RS BLAY o (LA I B il A7
FEF I —F 2R AW, AL RIEH . BF
TS, LA I S B T 38 o ] TLR4 (R 3 3k, B¢
Ik LPS 551 NF — kB p65 \IxBow £ /K-, AT
il TNF — o« IL - 18 \IL - 6 55 RAEFH T 1 £ 5, v fg
54 TLRA/NF — B M5 . B e —Fh i
PR AT, NBEFFRR vh s i o, R HLR BT T4k
FH AR 5T 2% BB 0] g 3% N8 NF - «B p65 .p -
IkBa 7K, BEAK TL — 1B IL — 6\ TNF — o 2542 45 [A]
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WEER AL , 2 I P 4% AT 3 2k 310 ) NF - B {5 53l
BRI B A
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TNF - o IL -6 J 1L - 18 SEAY /K1, f7m 3 i
AiE L] SIRT — 1/NF — B ] RAE SN o P+
Fist 2 ph AP B SR — R 2R AL A, HA LR L
P AR Y B SAE 52, FF R B AT AR TLR4
MyD88 J¢ p — p65/p65 ik /K ¥, T 8 i ¥ J5
TNF - o \IL -6 1L — 1B /K, BEACE BELH 2 12
Bt KA 1 mRNA . NLRP3 mRNA 7K5F-, 15 B PJ iz it
AL ) K% TLR4/MyD88/NF — kB {553 g1 il 5
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G ZE IR R E Z I 2 T, A PLR BT
T-AEM . Ni RS & B, 25 0] 4 TLR4 (Y
mRNA 2235 & NF - kB /K, B Z AL TNF - o,
IL - 18.IL -6 /K-, BB B840 4 Caspase —3 7K
-, A 22 9 K 5 ] 3 i | TLR4/NF - kB {55

P ARAEPIR PR T-IIAL . RIEHF TR R Nk EF
TR I KR E 2 B i E Y R, B P
PURABUF TRk W98 LB, Lk 157 R AL i
RN Nef2 (HO - 1 363K, &% TLR4  MyD88 3 ik
K- IkB R fL S NF — kB p65 4% 5 ir , FEAIR
TNF — o IL -6 |IL — 18 45 48 4 4 ff A 3% 1, #0461
JINIBE S B P 375 A B MDA B 150 1 2k 2% 7 TR
A 58 33 414 Nef2/NF - kB . TLR4/NF — «B i /045 56
PR EAL I 8 S S0 2 . 7E Shang 257 BF 57 &
IR, R EA IR P 45 =y Nef2 7645 88 2 2L K8, k2
NF — kB 23k , [A] it @ 25 P AR i AL 9 \ROS Al
BRI o i A o, 0 AR AR A R oK
Vo BB 4R 3,4 - WH TEFEKE, 2K
HIREUT, RAPRIER . AREN, /NMUEHE
51455 T2 SIRT1 & 13351 p - AMPK/AMPK H(H
T WRAR, 202 BR T Ak B TT 5 R BRI
NF - kB 7K, B Z 4G IL -6 TNF - o 2R
H K, 3278 2 BR By 0T 3 1 90 ] AMPK/SIRT1/
NF — kB Ji s A B0 H BE AL 2100 R 9E SO M 48 AL
BB o FHEAER B J2 M FHS R 4R B 1 — b 2
teaw, BAEPRIER, PR A, &R B 4L B
J&i ,NF — kB p65 IkBa 350 55 , 41 4 ks 40
MR E D, ARG D, BB PHE R B Al i i
i) NF - B {2 754 864505 K R S RE K &2
THEBE—MAEYEEm ISy, 2 ETT
r AEE EURVE IS 2Ry B BLR DR
e Fo T e Y BRSE R L, T A T AR
TNF -« IL -6 .IL - 65 NF — kB p65 MDA .NF - kB
p38 . p3MAPK | iNOS > Jjt K 4 i — 3 /K°F, &5
SOD, CAT, GSH - Px 7K, & B T & By o] #10 4l
MAPK/NF — kB {553 5 M 171 F8 A 52 193 41 40 4 i A
BAC I S B T RRAE A — R HLER , WL T A
T W AR, AR BURAER L DFR
KW ETELT] NI NF - B COX -2 ik, ]
TNF — o IL -6 1L - 18 Fik, 350 hn i 35 41 4
fbRE ) AR IRES  GSH CAT ,SOD ,GSH - Px
PEAKSEA GST, 2 BT 3% A 43 7 38 3 4 5 COX -2/
NF — B 3 % , 10 1] 4 4 154 40 40 0 10 4804 7 38 46
fER

3.3 GEELEY DEBNERE—F R A LA,
NRYEA S 25 FAE P A5 > i s A iR, AT L RAE AT,
TR A0 NF - kB p65 25 /K- M R
I TNF = o IL =63 | IL =2 /K, AR AT {2 ik TGF - B,
IL - 10 1L — 13 ZEH0 R 40 R 1 (436 , ] M1 A
CoFFE N A I S5 4 M 4 35 A, 3R /N L 4G Y
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g A A A NF - «B {5 Sl B A H R
HAR A G I — R MR A AR AR ZE 73 55 1 i 52
WEALE Y, BA YR FuR T o™ . B g, A
AR PG AT 9520 /0N G J5T 448 B 1Y) TkBow, p65 B 2 AL,
PEHE M1 /NS T 20 L/ 1 W05 240 e 2 A6 R M2 /N e o 448
Ji/ EL R AR , 275 AR T L AT 5 4 i) NF - «B
15538 B AT T B 4 S RE L At ML T ok A 4k R
PRS0 T R — RS A ) 114 25 3
SR R A AR IR s B 2R AL B W), BA IR PR
AN (S N 0 e 2 e 1 -
NF — kB #HH %A, [FK TNF — o IL - 18 #1 IL -6
TEPE, B IR BRI R AT -3 R AT -9
M p - p38 MAPK 5 [F13R55 , 1B Z FEAUH #E 1014
KB IE MDA 3% P, & 2 34 hn i 3% SOD ., GSH |
GSH - Px {if %, 4& 7 7 i B A Ji i 6 5 MAPK/
NF - kB LGRS ST T-o o A2
ETATZR A PHR PR, & — i 2
HAPS BUATAERS o BF5eds i, @A 2547 b
P, A5G NF — B TcBo 535 19 10, 20 5 45 1
p65 K- EE L BLid T8 A Bel -2 K38 B, T
1 Bax .c — caspase —3 FiK i, TNF — o IL -6,
IL -1 1Y 52 34 , 2 BIAT 25 A 5 HE 40 1
REIKE 5] NF - «B/Bel -2 {5 518 # A
S BRI 20 T SR BB Y —
iR, BA PR BUAEN . BF5ERIT, 25038
ER AT # ] IkBa/NF — kB 3Rk, &5 Nef -2 Al
HO -1 TEEREL P A/K-F ek M2 A g 20 A Y
kP RYIZE O BN R AT Nif - 2/NF - kB {5
S0, DR O B A S B AR T R PN T
S NTE A R BRI B —Fh s 2Rk AW, RA T
R, WEFE4E 1R AN ER Al E i miR - 96 3%
K B AR /N B 0T 28 B S A6 A5 A& ) IBa — 1 IKKB/
NF - B #HOCEH H, #0615 6L 2R 2 520
INBETFAI A 11 TNF - o IL - 18 KF 3
N TR N e m S A A ] miR - 96/TKKB/NF - kB & 4%
PR BEI G KL o IR R, R A I IR AT R AIG
HREH R REREN NF - kB, COX -2 7K, 1) il
BHHEWHI X TNF - [ IL -6 IL - 18 M F 1
i, PR AR AT AR AT 3@ o f0f NF - «B/COX -2 fF
5 R R AR AR L SR B —
Pt ok A7 75 TAE Y A0 1R =i 2k &9, A Bt
& PUATVER  IFFE WA AT R p38 ¢ — Jun 4
FR Ui (¢ — Jun N —terminal kinase , JNK) IKKa .
IkBo NF — kB 25 [ 2 1k, B AR 2L /% caspase — 3 £
ik, (Al ik 2 BH T MAPKs (NF - B {5 5 38 B /9 7%
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Ak, VB SR 2 0] 38 1o 70 i) INK MAPKs/NF - kB
T A LR T 9 S R T A AT
FNVGLL A AR PG TS5 A 4 o BT f 1 il 2
&Y, BAYPIRIEM . AR, Tz £k
B NF — B 235, 3] TNF - o | IL - 1B IL -6 %
ik, FRBHATE M NF - «B {5 538 5 > R AE
RN B - HAE MR TR,
s R &Y, AR PrEs BrETER, B
FHF TR U NF - kB £k, [ Nef2 HO -1,
ROS MDA ,CAT ,SOD . GSH 7K -, [w] B 7] 38 32 #1) #h1
NF — kB p65 f) 4 ik 78/ PNF - o IL - 18, IL — 18
SRR AN T COX =2 =2k KRR R PLA
PEAER) Al BB A 3 ) Nif2/NF - kB & 425281
1o

3.4 FHELEY EHEET B & i mh—
MREEM T o B 2R S BETT, BA LR BLA T AE
FI BT R W RERS MR B A NF - B
TG AL po5 B2 1L 1 p65 % 5 i, ¥ i& Nrf38, #
p2 — MAPK/NF — kB {555 38 i , 5 25 B¢ I 40 i 0
R E A BT AR (INOS [ COX - 2) | RAE K
F(TNF — o L = 18 IL - 6) A7) | 48775 i S pig 1
B AJ/E T p2 — MAPK/NF — kB 3 ji# M 1T 40355
P )5 B9 AAE SN S SR A 3, I/ R A I T
21 KA RV B A A A T, 27 T4 R K g il
YIBOR T, B PR PraALE ' o prsr e, &
5 KAl 4 NF - «B 40 AME 5 8 15 350 (ex-
tracellular signal — regulated kinase , ERK) {553 [} il
JREAMIAPA T IL - 18 1L - 6 'TNF - o 33k, % FEh
AL HORAERT AR iz U8B 4T 5 K AT 3 o
P p38 MAPK/NF — kB {55538 B AR 37 52 8 (1) #f 2
TGo PRI B AL R I — PR W
HiEY, BAYR UM TIER. AU RN, R
WRAGHF AT LPS/ATP 55 BV -2 g%t p — p65
and p - IkBa M ik, & 3 ) /> NEK7, NLRP3
caspase — 1 \IL — 18 il IL — 1B 4§ NLPR3 R/MARH
KEHBZRE, AR 1 v @ L 0 NF - «B/
NLRP3 2 &5 8505k BB 2 Mot qese 17
EFHEAIRIERH, AR EN, & FHIB)T
J&i ,NF — kB p65 Fil NF - «B BEERALINHIF] p - kB &
FKE B AR, TR PRI 2m M3  TNF — o IL - 18,
IL -6 ¥ & & FEAK, 48 /R 08 7 nl 38 a3 3 i
NF - B {5 S5l gk 23 HiR o™

3.5 BEERELEY SWEH ARETERME
PrALsen e —Fh B e &, BA P REM .. A
FEFEW e BAE A LbFEJS ,NF — kB P65 NF - kB
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p - p65 AQP4 i H 1)Kk, TNF — o [ IL - 6 ¥
JIE 0 25 B A, AL 5l NF - «B {553 #% A
£ NSRBI Rbl B2—Fp ASEWENE RS, &
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