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Abstract: The eukaryotic transcription factor NF-«kB is involved in the regulation of inflammation, immune
response, programmed cell death, cell proliferation and differentiation by regulating the expression of multiple
target genes. RelA is one of the most important members of the NF-kB family. Its post-translational modification
can precisely regulate the transcriptional activation of NF-xB, and plays an important role in inflammation, tumor,
metabolism, immune, and the occurrence and development of related diseases. In this review, we summarized the
types, regulatory mechanisms, effects of post-translational modifications of RelA, and discussed its functions in
various diseases such as NF-kB-mediated inflammation and cancer.
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RelA (p65, NF-xB3). RelB.cRel.p50/p105 (NF-xB1).
p52/p100 (NF-xB2)!"?, %3 #7738 i N K ¥ DNA
gk A3, B Rel [A]J5 45 #18 (Rel homology domain,
RHD), & B[R] 5 B4 7 Y — SR A ke 75 A0 N 1) 1) g
Hor RelA/p50 2 d5e 7Y H fie BoA AR 1 — 2R 4K
K BT A 0 i R A 1) Rel [FIYREZE #3841, RelA &
H ARk 1Y s 805 45 #435 (transactivationdomain,
TAD) R4 2 s U 745 DR - 0 it 3 3¢ [R] 1 55 4 3
BREEDR, R T ECA PR )RSk, NF-«xB 5
Fe A & B IkBa C K by R € 1 8t H B2 B P
(ankyrin repeat motif) 455, JERIIGEVEE SVFLE
FHom A N, NF-xB EE#E, BT
L DR 1) 5 5% o NF-xB 13 14 30 5 R e P 2 1) 4
BRI, HRE ks s 800 B 5 % s
JOREEL & R SN MR . H T, NF-xB 41 it 7
S A N 2 PRI bR &, Rk, A
NF-«kB iV B AE 16 Y7 (1) B 28R, Q1 NF-xB @
FE A 737 TcB PR e Ade A0 ot 0B 25 42 oK © R T b
FIRTT U N T AEME IR T TS NF-«B s,
F2 450 ) R I I A T B A L) B A i HL B
B

14K, RelA/p65 1 # 18 J5 12 1fi % NF-xB 1
P ) AR I B RE, AT @ I X RelA R
MIEAER . foe AR AR ©, Xt NF-«B j##%
HEATREE RN S AR B W42, FEAH QIR (1) R AR R K
o Ry v B A, AR S E AN G E NF-kB (1)
RelA WV 81 J5 B 10 1 S Fr ik 70 g, 27348 RelA
BRSNS I HLE], X NF-«B 8 B E P
MY, PAAAE NF-xB A3 ISR e 55 2 Pl
i R T RE o

RelA IR R IEMAT S 2 b T RelA AORERR

Ut JARSE O RIS, AL, 2T, IEAL
SIETER RIS AR T, RelA B
BRI T M B G, SRR
SRR R RIS, RIS 167
A1 s,

1 RelA#ES{L1&1H

RelA T2 A6 %) NF-kB 38 B 7 P 1 8 7554 1A DA
Sk—H & NF-xB $ 5 J5 &1 70 ATk o A 1) 2 057 s
HAT, 2 1L RelA E3EER] T 7 MLERR (serine, S)
A3 NIER (threonine, T) ISR AL A7 55 LA K 2 A
FHER I (& 1), K2 H R A AL AL T Rel [A]
PR EE R SN % ST N . RelA A DA N 22 Ff il 54
&5, HEAE RS A% e B R AL« AR R
AN, AFA AR BEER A 0T DL 2 NF-«B 8 26 Bl
WS B A
1.1 S276R4EE 1L

S276 fii 22 TR A& W %78 1) RelA [T 1L
frel, 2% FES, W LPS. TNF-o 5 TGF-B
MPERT, IxBo BRI RelA 701, R B0E
H 2 H I A (protein kinase Ac, PKAc) fii RelA S276
Br AL U, JEBr R B ik R A E A
(ataxia-telangiectasia mutated, ATM) 7E IxBo [% fi# 1
RelA 8276 WAL R B ST B4 E T, 7 TNF 5%
(1) NF-kB S5 AL A% 5003 S BAS 5 IR 7. W9k
W, AEWE ATM 25 E3- 12 2 %40 B-TrCP ik
P T4 UL K R AL IxBa [P PR RR, (R 454 3 i
i PKAc, i H{Ti RelA S276 [RsIR1L . B4k,
TF 90 % AL 22 35 3% 2540l UBS109 ] i i #711) PKAc
N RelA 8276 HymEER AL, HEMIHIH] N Tu212 sk
030 % DR 4 B S8 (squamous cell carcinoma, SCC) [f]
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Ak, R TATT RS SCC MR M. Pim-1
S AL RelA S276 TR A1) 73 — Flil . />4 Pim
FWRMH)— b1, Pim-1 A 215 RelA S276 (Ff R 1L KT,
BEMTIRPLIZ B A S0 RelA (1) B AE, M 05
NF-«B 5 S5 ", Pim JH 147 NJC97-NH 7]
4] IxBa L f2 RelA S276 ff g4k, [ NJC97-
NH it 7] LR 1 Gy/M # B ¥ AH 2¢ 22 [ cyclin A Al
cyclin B1 DA A2 i 7 T2 AH 9% 82 1 Mcl-1 F1 XIAP )
ik, KB Pim WA E BN T 4 A s 6
T AT bR U

S276 R4 T 55 RelA HoAl A7 A B B AL 1)
[F) %) NF-xB B3GR FEAN A RIS Th e . B R
fii 2C (protein phosphatases 2C, PP2C) i & il 5% Jitk il
1 PPM1A GRS FE S536 Fll S276 17 5 EL 1218 RelA %
WERR AL, FEEEREMH] NFacB #5505 1, TS
M4 L EE 1 -1 (monocyte chemoattractant protein 1,
MCP-1). b [F ¥ B 4& 2 [chemokine (C-C motif)
ligand 2, CCL2] #1 IL-6 [)3ik. PPMIA i 7%
FYIDC,  HEPERE KRR 1% 38 5 2 FhOAS [R] S 2 g
Yl NF-xB k#2268 71 U
1.2 S536F4E&1L

AT Z W RelA FIBERR AL A7 AR A7
T TAD [X (1) S536, 1% £ 0] 52 1) 22 Pl i H &k
A BERR AL RS R AR TR HETCRIE S
A S536 P, £14E5 IKKs (IKKo. IKKB A% IKKe).
FZHEAR Y FE 5 1 (ribosomal subunit kinase-1, RSK1).
TANK %5430 1 (TANK binding kinase 1, TBK1) 2%,
WFFE R, S536 WEFRILI RelA 45 it ig 5 74 K 3
AR A 22 0N, SR R AR . O
SCHRFRIE, RelA S536 fif 2 A4 40 il FFJes 40 i 0 12,
RIUUAIGEVER U7 5 iS4 e LRI R AT 51 i
JEA R, HOm s S A R TR R R BN
YR,

RelA [ LB FR AL 2 NS 5 L PR R R &
IE%E 5 NF-xB 5 510 % 5 4 1E 0 i B 14 1) 5 2D
TR, S536 (1) 2 R A A5 4 th 2 B A B 575 10 34 5
Wang 25 " {5 5% &, HER2 BOHE3E RelA S536
EWEBAL . % EBERILI RelA AJGELE miR-22 [
ABEE R OCIE,  REm PR 4k = 4 1) FL I 4
JH T FRUAE B4R I BBUBR M o E o R AR R L B A 1)
— /N X R I =i fiff (haloacid dehalogenase, HAD) X jif
22 Z R RIS (phosphoserine aminotransferase, SerB)
A DAZE S Wb R 20 i R S 1 M A RelA ) S536 2
Bk, SerB it 5 RelA 454 3t 52 I hr e 4

Mg, {2k, FPH] TNF-o BO&E ) 52
g0 RelA 2 f%iz, dETm s 3 0 R AEEE, If
i) 285 A5 2 T 1 [ A 49 Y. Yang %5 PV B A
21 2A (protein phosphatase 2A, PP2A) %5 52 A RelA
WERR N, FLAE R MRE 5 M Hb A S536 22 Wi IR 4k I 417
| NF-«B % 335 1. Liu 2 PV AT k0L, 462
RT B TS R FR I R I 2 (tyrosine-protein phosphatase
nonreceptor type 2, PTPN2; %54 TC45) F1 PP2A
5 RelA LR LI 35 8536 L#iRiL, Mz
ZFEH H 4A (ubiquitin-like protein 4A, UBL4A) 7]
I TCA5/PP2A/RelA B & W) (11 7% B, JF i 1 4 3k
TC45 [R | RelA 1 £ g1k, 1EH%E NF«xB 15 5
W, YERPE A S N . HE R UBL4A W] R/
IRREVE B O B O I e N . RelA |19 55—
PR ES Wipl v ELEENF S536 L im b aldiii] p38
MAPK &, #0# RelA 5 p300 A EAEH, 1
75 NF-«B {5 Sl % . 2017 48, Xu %5 ™ #3H,
Wipl £l RelA W25 1 3G A= 114 bR o FR I g€ T A%
SRR b BT T 4R B A G AR AR . LPS Kb
5, BRI Wipl RIBEER 1L RelA 353
hn, mR Wipl 7] 2k — A2 38 58 LPS 5 3 1) RelA A
UL AR R 7 R, ERSR PP2A I Wipl
HRREME S536 LMEMR AL, (HIXLE S536 BEMLAE A HE b
FIVER, FEHAERN BB IETUAR RIS P
1.3 S468H4HEL 1L

RelA R 1L 18 5 5 NF-xB [ 5% 3% B0 A %,
{H B 6 B R 1 B3 R A4 TS B0 NF-xB 1) % S 0 M %
fik. RelA TAD P[¥] S468 1T LATEAS [F] I & A T
3 B AN [ 1 B B IR 1k, B S GSK3B. IKKB A
IKKe. 7535 ANR], S468 A st BR AV f5 K A% 1)
THEEBAAH A . S468 #i GSK3P 21 i 28 ik Wi A4, )5 T
T NF-xB ZEatyEtE. FFCiE, JENLANIERE
1 #5# 1A (non-myscle myosin heavy chain TA, NMMHC
ITA) 111 7 Blebbistatin J# il 7 5 GSK3B [ R 1k
P RelA B 547, Wi R AP ILREFE i 7
M5 FiREEEANE, 1IKKe 551K S468 MR tb £k
WP EC A8 (Kaposi’s sarcoma, KS) 5 4% o I & 4% 484
58 NF-xB 1% PE B AE B9 KS A& —Fh N 2 40 i &5 4
TR B 1 5 B AR NP D I A A R PR MR, 2 KS
IR IZ I 55 (Kaposi’s sarcoma-associated herpes virus,
KSHV) B4 5| e i 55 i LR 3050 A OSiE . KSHV
Y10 (1197 % FLICE #1451 85 [ (viral FLICE inhibitory
protein, VFLIP) & — Mk 8 80 5 H . Yang 2 P71 i
F R I, VvFLIP 7] i IKKe, 83075 RelA (p-RelA
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S468) 75T KS iR A& I AL, $27R IKKe
Al REAEIRIT KSHV A SCHEE AV (EREAR .
1.4 RelATEH bR E AL AR 1L

5 NF-«B 5B AL 15 FH QB Bk AL b A0 4% S205,
S281., S311. S529. T254. T435 I T505, FHrf1, T435
Af o S TNF-a 138, #0041 RelA 5 HDACT (1) 4H B
VEFH, FEIEEEME IG5 NF-«B 98 i 35k PR (g 2 ik B9,
RHD P S205. S281 #l oK His B W4k, WoE &7
NF-kB i3 R s s B, 1 2 A CC (protein
kinase C{, PKCC) AJ i RelA S311 ®lefk, Bk
NF-xB™., DNA XU i 240, ATM 5 RelA
AR IE R SR IR AL RelA S547 f7 i, i S RE
FH 2R 35 DR 7 S TG, RelA S547 A7 mi Tl 2 A0 A 52 1)
H 5 DNA 454 PV, B& 55 340 2 (casein kinase 11,
CKII) 7] /13 RelA S529 #ffgft.. Wik, TNF-a
)5, CKII o VIt 5 TNF-o & &44K4F (40 RIP.
c-IAP1 F1 TRAF2) 4fi-& LA IE A0 BT s 7% [X 35 (breakpoint
cluster region, BCR) ¥l 1) Y177 A7 pidF @2 —4 5
RelA 45 & 147 £, BCR-CKII a & &4 5 RelA 45
G S529 A SRR AL, IR = A p300 2567
A, W R RelA B 90 R AR N RIE ] N, $Em
BCR-CKII o 5 & ¥ 1] 68 42 % Fl 98 14 290 (1) % &L v
FrEEFR B SCHRIRGE, TS05 EEIRL 2 5 DNA i
i SR M T, A BOE (2 98 T2 2 K NOXA JIf
PO T3 A BeL-xL fes B eah, AR
TR, RelA T505 Z8748 /N R F A0 08, 40 B 1
KA 2 2 U S AR B (CCL,) 75 5 110 FFF 4 i g 22 1
USRI, FE T T505 BERRALAE (R e T, H0
) 4 e 458 i e g B Y

2 RelAZ L&

RelA 1] ZBAb B 2 ok B 2t i. 5
BERAFE, OB EZERAEEMMZ T, NFi%
B R 2 MG AT AE T A A% . B = 2
H 8 A L ¥ £ 1§ (histone acetyltransferase, HAT)
N SRR (lysine, K) FRFEEA N R, R4
A% O ALEE (histone deacetylase, HDAC) /S 11
MR IR R B 2 SRR T IS F . RelA L1k
e AB I A RS 4 35 NF-«B [ 2 FiZh g, BFEHLS5
IkBa DL J DNA 45 & 6877, 4k Re i s s i 14
FHAE NF-kB 4T 1) 2ORE S S A i Hh g B 2 E
2.1 RelAZRiit

A5 TR T A RelA ZBRAUAL AT, 5352 K122,
K123, K218, K221, K310. K314 f1 K315, f&/fiK

B 43 #81Z R A7 #5 () HAT A p300/CBP, i K221
B 2 AL e 3 NF-xB 5 DNA 454, Jf 5 K218
LA — i ] 55 NF-xB 5 IxBo (145 4. K310 Z
T £k B8 3 5 NF-«B 1) % 5% W0E Dh Ao 1 K122
K123 I8 0] P p300/CBP #H 2% K F (p300/CBP-asso-
ciated factor, PCAF) Z Btft., F Z WAk 2 A Al &
BRI IE L far,  SE A PRI A, e
RelA [¥) % fi '~ ] NF-xB #% 3¢ 35 4. p300 Xt RelA
K314 1 K315 ) 2, ¥ Ak BEAS 43 8 NF-xB 5 42 F
5 DNA 254, A m 2 fuid TR 1),
{H 2 22 R TNF-o Sl 80T 22 53 P4 1 1 71545 78 NF-xB
LR RIS 555 SRS BE T 3 (signal
transducer and activator of transcription 3, STAT3) 4}
5115 p300 1 5 (19 RelA ik & 2, Bt 4k % T NF-«xB ¥
AR S HE E, B R (lambertianic acid, LA) i i
miRNA-134 4/ S {14} STAT3 1 RelA Z AL fy 0114
VERES T 4T B,
2.2 RelAXZEHL

HDAC A2 # & % 5% 5 2 Wtk 19 W B R, 1o
RelA AcK310 J& £ i HDAC (i@ R . WL
P AT Z AL 5 & NF-xB 7% % [¥) HDAC f HDACI,
HDAC3 #1 SIRT1. Ding & "9 % 8, vFLIP fg 1 41
il SAP18/HDAC! & &6 1, {E il RelA [ 2. B
A FF O NF-xB I8, 2k e =05 78 1K A Rg 4
2 28 I A . H 8 3 & 4L EE SIRT1 4 3
RelA AcK310 % A8k, T JORE B o TN 48
SLAE AL T i ke B AR A, SIRT (380 d ik
FPU AR AR 7 R i OB A 56 1) R 5 Mk i A
J& B (deep vein thrombosis, DVT)"”, [A tt, SIRTI
A RE A HGE DVT B IR IT #E45  Bl A& BT 70 (1 AR
2, HAth HDAC, 711 HDAC6 % RelA AcK310 [f) 2=
AR TR NIRRT . il , SRS FIAR 230 A
F (migration and invasion inhibitor protein, MIIP) ]
PKCe {8 PE B R AL A2 12F 1 411 g #% i MIIP 1 RelA
2 1) W9 A HAE B, MIIP 3@ i 3% FoAH 5 4E B 30 1)
HDAC6 41 5 1#] RelA AcK310 %= Z. k4L, M58 RelA
(1 2 S M IR S bR 5 B Y. 2017 SE TR
7N, RelA AcK310 7] BA#¥ SIRT3. SIRT5. SIRT6
A HDACS % Z.Btft, 1 SIRT7 kit P,

WF9TE~, HDAC #5545 B iy NF-«B %
FH 2 IR IR T IR 254 . NF-xB {E i 5538 1% %
PR _E R AE Bl A IR 5T BESE IR (glioblastoma, GBM)
Y1 g %5 B % (temozolomide, TMZ) fiff 24 14 (3K 15 .
YR 2 284G (HDACT Al HDAC3) e #5818 41
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71 RGFP109 7] 5 5 RelA Fl4H 2 (4 103 1 4 Wk 4k,
] RelA 5 DNA (#1455, BHIr NF-«B il % 15 L,
TP A T O BE PR Sk, 30 B R I R 4T R A4
g () TMZ i 25 7%, A It RGFP109 5 3 il A TMZ
M 247 GBM f3% [R5 36 97 2549 ). Setoguchi %5 !
WEB T HDACS 25 % i if 141 i V3 S AR A ) &
N i £ 8 325, HDACS ] 7] LMK235 %f HDACS
(A HIAE FH 2 S350 H3K9 A1 HAK 16 (1) 2. WAk 1 i,
IR YL 5 Y, 1 RelA K310 Z k4L AT i — (i
BRI . LB RelA 7] 5 a1LIR 1521k 4
(CXCR chemokine receptor 4, CXCR4) J& 5T~ [X 45 4%
GRS CXCR4 [m3RIA, Wi 4 5% 34 i &1 i )
BB, B TR+ CXCRY K RIS 5 ##
PEIER A I, [Rtid i 8 7 HDACS #0118 41 i
FIERE LRI PR 2 AT AT

3 RelARREAL{ZIH

PRus R LA 2 A A, RS C RO T T
% NF-xB hREH) 7 —HEBME . &5 hik, &
28 1F NF-xB ] RelA W H % & 7 #iE IR (K) Fk
Z R (arginine, R) [ 3E{L. 6 DMHIIE BRI s K37+
K218, K221. K310, K314 F1 K315 A A /) 5K
TR R R L AL FEI (protein lysine methyltransferase,
PKMT) A1 i & R % ' 2L L B (lysine demethylase,
KDM) &1ffi. i RelA ] 5 MERIRTREE R30. R35.
R174. R304 F1R330 H A H AT HE 2 iR 2 R
FRILEEFZI 5 (protein arginine methyltransferase 5, PRMTS)
H BB
3.1 Set9T SHIReIAFRE (L

U R R T B B Set7/9 & SET Kk
BT, BRI A O R R 4 41 R (1 H3 1B
B k. BEE U WIR N, — 224035 RelA 7F
P2 2R TR BERE Set9 AL B, CIFSE Set9
AT DUEE 5P Hi F 340 RelA 19 K314 Fil K315 47 £ 9%
W uR LR, R B 45 NF-«B 3@ #% 1 1 ¥
2013 4, Hu 2 "V 7F U266 £ & P BE % 40 i &
RIL, /NEERE T Set9 /5 1) RelA K314 Al K315
fi7 B 34k FH A5 NF-xB A #%, ‘5 2 miR-21 1 Bcl-2
KFB#AE, TS ROS HIF=A 4 -, Kim
2 VR I, AR R S 25 AL 1 (lysine
specific demethylase 1, LSD1) )5 R fL 4R 7 S &
FH A Tl V3% R KT 9 R e L ) 2 W0 383 £ R 8 32 G B
35, LSDI 1E N5 Set9 Xf M [ RelA [ 25 B AL i,
7E RelA #2825 AR L iR EZEA, BRI

(1) LSD1 nJ 55 RelA AHHAF M, Ffidid = 2 &4k
it 5 1 BT A% Rel A Y JEAR AR A A: P B AR

Set9 82 5 RelA K37 {7t & R ik I 1) F ALK
5 K314 1 K315 H 34k T NF-xB (1) 67 i 3245 F A
], Set9 ifidfaE NF-xB 5 H G (1456 K B
5 NF-xB I3[R 55 19,
3.2 NSDIFIFBXL117} SHIRelARY AT 1% FH E Ak

76 IL-1B 3T, RelA 7F K218 Fil K221 fi7 i
i ] 30 R A, IO T R B TR I 1) R TR
K218 5 F 40 FN K221 (1) — H 25434 B H3K36 H
FEFEFE BEAZ AR 45 4 SET 4825 A 1 (nuclear receptor
binding SET domain protein 1, NSD1) {84k, M ifiikiE
NF-«B i #%. M7 A vy PL2s FE 4k, £k NF-«xB
TS PE, T R 2 LS FBXLLL Al A 3
K218 1 K221 (1) 2 H 4k, FBXLI1I ik RikpetE
A NF-«B 38 H3% 1F , 35 i sk HT29 38 4 i A 0,
3.3 SETD6/ SHIRelAFREAL

SETD6 #f % 7€ /T RelA K310 £ s 5. F Ok
1k (RelA K310mel) [ 56 2 B8 H SEF6 FE Bl 1% 400 oot
[ B4 B 1 T 1 RelA F5ME, k55 RelA UKzh
) 2 5%, i A0 ) s A e 2 A T b 1 OIE S
RelA K310mel 7] LA#E 4H 8 (1 H 2L 55 #2 B GLP 14
EABEREFHRA, 1%)T VIR A N GLP
A F I 1 H3K9me2 FF{IE RelA $EIE DR Ye a5 1)
THHCIRA . PKCC il i 21t RelA ¥ Ser311, FHWT
GLP 5 RelA K310mel HI45 6, ok 55 0 #E L (K (1) 400
1 U, SETD6 7F iC 17 & Bl Hh i 5% 8 1E 3L it
RelA K310 HEe Al DL S35 i 5 v H3K9me2 (1) 31
FRAE AT 5 K SETD6 2> FiRic iz 8 &, thAs
BERFRIEBN, RS Y AR R
HR R R Bl T DL O AR AR B s MRS i 2 AN A L
VEFSRIRIEY), M 3 56 FL 78 20 P R 358 (1) Ak
TR . Kublanovsky 25 ) #F78 &K B, SETD6
F1SETD7 ¥ifi 11 A7 £ 4150 (4 AH B A A 2 25 3 5 1 3L
X} RelA [ H B AL AL TE 1 o
3.4 PRMT5/+ SHIRelARYFREL

RelA 22 B2 F A0 A7 A RV 2 AL 1) 1) FF 7 ¢
NSEE, TR R 1L NF-«B T 7T RIRIT
G. WEALR I, W BLER (A & R AR RS T
PRMTS 0] I FE4h RelA [ R30 {7 45, {2k NF-«xB
TR S, PSR 8 BoR, R30A /AR
Al 1% % 2 85% 4% PRMTS %5 5 [ NF-kB #1 J& [K] %
IR Y PRMTS AL 4 55 4 H3 (S2Me-H3R8)
A1 H4 (S2Me-HAR3) 50738 G £, it 45 A4 DL A1 i B2 A
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. BPXFIX—HFPE, 8 PRMTS /N3 4l 571
Al R PRMTS, 53 miR-96 J5 5T I PRMT5/RelA/
HDAC3 #if| &Y ZEEEG K, miR-96 KA,
RARDH PR Y P BT PRMTS 24k, JL
1% PRMT, £0%5 PRMT1. PRMT2. PRMT4 f
PRMT6, 25 NF-«B SN FRIA1)H%E. TRAF6
AR REE TSI LFR SR E3 2 RiEH
fiff. Tikhanovich %5 ® ¢ i&i, TRAF6 5 PRMT1 4
SHIFSE R F AL RAY . PRMTI B 5 TRAF6
SEEIHE R AR AL, TRAF6 (RS & IR k4
BRI BB YE, HFHIH] NF-«xB i& L.

4 HtzihmN

B UL B 7 00k, 3K RelA 1) H AR E 1
WA RV, WK ADP- #ZpE L. SUMO b5

% ADP- % ¥ 5 4 B 1 (poly ADP-ribose poly-
merase 1, PARP1) s PARP S0 H e A R (4 1 R 3
HZ 5 ER ADP- &2 bRk /2 SAZ 40 i 75 (1 Al
PRI E B OB —, BT R N A4
A JRE M 59 B R 3 /7 7E . Liu 28 B R A LPS
N B ELE 0 Ana-1 B¢ Raw264.7 &8, PARPI
55 RelA A EAFE I PA B RelA [f13¢ ADP- A% 434k
$ahn, PR TR 2 MEGE R IL-1B A IL-18
FERRFEIE, BE T NF-xB #3051, k4L, ERK
TE R T PARP-1 FM0E, 1208 B 40 i) 551 ] DA RH Wy
PARP1 5 ERK1/2 FIAH EAER . PARP1 [ 1L LA
J RelA 5% ADP- & 5:4L, $&7~ PARPI {K#i ERK
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