Advances in Clinical Medicine IfiJREE243 &, 2021, 11(11), 5048-5052 Hans )0
Published Online November 2021 in Hans. http://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2021.1111742

¥ EF-kB (Nuclear factor-kappa B)EFEK TR
HLZEPERANGIRNER

FERR, I #H

Y rEERIERE SR, IR BT
T E - NRERN SR, IR 5

ks HiH: 20214F10A8H; FHHM: 20214F11A5H; &4 HM: 20214F11H12H

=

B PR R — 4L v 2 9 B 5 Ak ) DA A%k TR LB D R AIE A RO » = p R S 28 00k AR P SR B o 51
Bl PRI R A B 2 R IR RAE, JEAFRE BT TR BB T -kB (Nuclear factor-kappa B)FERE RIFH K
AEFEEEMEM.

Xiid
NF-kappa B, $ERAER, FERRUMBIRZE, BERROIRE

Research Progress in the Mechanism of
Nuclear Factor-kB (Nuclear Factor-Kappa B)
in Diabetic Complications

Yuzhuo Li!, Lin Sun2
'Clinical Medical College of Jining Medical College, Jining Shandong

2Department of Endocrinology, Jining First People’s Hospital, Jining Shandong

Received: Oct. 8", 2021; accepted: Nov. 5, 2021; published: Nov. 12", 2021

Abstract

Diabetes is a group of metabolic diseases characterized by chronic hyperglycemia caused by mul-
tiple causes, which is caused by insulin secretion and utilization defects. Diabetes is also accom-
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panied by a variety of complications. Recent studies have shown that nuclear factor-kappa B plays
an important role in diabetic complications.
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1. 5|15

AR, B 25 KT R8BSR J7 5RO EBe , B8 PROVT ) B0 3 H 2 1 n, e HORAE R IE
PR 6 T PR LA, ST M PR e I RE AR B ¥ 8 BB AR AR i R ) T 7L 1% 1A 7~k B (NFF-kappa
B) & 4 A B B A% e e R T B2 SV JORE SN S M, RE R T4 IE 121 NS M, NF-kappa
B W EHuE, 5K L ARSI OIS IR 1 SORE AR ARG o T PRIV A 4
FIRHU I e L3 [ M o

2. #%BEF-kB (NF-kappa B)

NF-kappa B (#% [ Fi#us B 4fr) k-2 560 98) 2 —ME A E &9, Hihl DNA #5%. 40+
FEAE RN A7 - NF-kappa B {5 5 i 2% 2 48 FL 3N 0 I 5% %[5+ NF-kappa B 5%, ‘& HH P50, P52, REL.
REL-A fIl REL-B 2, 1X%68 (A — KRG A EEN NF-kappa B. NF-kappa B 15 5@ 8 K LLR
PR — N B ) SO 5 SRR, B RS ] 0 AR R AR AR [1]: AL AEH TLRs FIfE %
YR 740 IL-1 fidk, S RelA FIGE, BC&R W LT, CD40L. BAFF il RANKL #i%, IS
RelB/p52 5 &1 - NF-kappa B {1 B2 0 75 A R A & #0E R IR TR P e AN AL ITE
T PRI AR 2 3 RORE -5 Ak LR 8 RE TR T <, (A NF-kappa B 7518 JR I & Hh 338 45 A L 2 22
A

3. NF-kappa B 5HRBRHELENXR
3.1. NF-kappa B 5§ DN

TENE R 5 5 73 (Diabetic nephropathy) )& 42 & I FEH, AR T T e Mvr 2w EisLs], tha,
S5 B AL SR R DAL BRI 1) 5 S BU™ B IR 2], R AR B 40 AR kR
(Extracellular matrix) (" FEAESZBH, fR1E T 5 /NE BRI WA e REgii, SFECE4e4k[2], RIAE
SR PR O R AR AL 2 — . AIFFURIN, KRB E D (ASD)iE I il NRF2/HO-1 i & A4
NF-kappa B it % 5% i) 0% JR 03 ' 3 /I8 BRI B A0 4, 50 ' DO Re AR A0 S B, 4t S A a0
B /NEYEMLE T3], SR K SR H ] A0 Y NF-kappa B 1S Nrf2/HO-1 i@ 148 R Bt 48 Al
FUAALTENE[4] . 5 B E A 2 2 R IR, 4 SR IR 8 1 T 5 NF-kappa B i A2 ek 15 I S804k N7 ORI 28 5 2 JR2[5] »
IR N, dlId HH] NF-kappa B 7] LA 2 #0140 M2, TR DN RS2 1 B 452477 « AN Atk
B — B2, NF-kappa B 7EHE bR B 9 K BRI B JIE 2k B SIS 0, B ARSEEU) PTY-2r &2
FHWH [ 1X—3RIKL(P < 0.001) [6], PTY-2r Al AE il 1L 1] NF-kappa B i i, {8 2 i 40 i X722 0% PR 1
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93 K BB I ) R IR A AT RSP T A& XWE 9T T — A 2080 NF-kappa B 01l 71) (1 22 7 gt DY 4
WE 75 5 1R KBRS S bR 2 0 RBE PR ' T 2 RE S B TR 520, 22 ™ BV T 41 2R HE 6 NF-kappa B
(RS A [7], ek 0 S A SR NF-kappa B PR35 A0 6 1 PR IS A 3 35 1R B FRE O FH o FE 0 PR3
I3 AR R RN R, 2 AE S m M S, S NF-kappa B. £ JFUE LR A BEF(MAPK) FE
il C (PKC)IE I - A HRIEFR =y MBS PKC J2 il i % NF-kappa B AT il — 22 51 98 4 2 6 s I 17 5K
U, SRR SRR SN RSO A1 B A DR 9O DR (R RR ke, T s R PR B e e . SR A 2
FECEDNERIEE RGNV EIRGE AR REREAT . AT R ) RE R AR 3L — R Y AR B
MUAS . RSN ], SR T AL(LDP)IE i 404 NF-kappa B 13 5 i TR 15 £ AL AMR47 5 /N BR 2 4
Ji, BEMORI SN A2 UE B, S ] B e ik ] A - ST A S ORI 98 PR PR Rl 5 (1) NF-kappa B
AR O B T RE R B AR 00 [8], DRI R AT T A 00 b, B =) B Skt R B PR O [ TR A o A 4RO
FR, I T BE 10 22 e R M AR T A A0 B R 775 3 o LA AL AN LA JE ,  JORE RN A Ay A A
PRI B 95 (1) SR R AL 2, FH e ] 35 sh A 2R 1) NIF-kappa B 35 P . 35 39 0 [9] - eH 3 1 [T I 1)
BT LS 2 NF-kappa B i 14 (1 34 in AL 280 , R b DAL 48 9 A BEARRAIE 2 — 1) DN 993 175 th 2 ik
I FIARSIG T LUK I, NF-kappa B 13 IS 2 7EAR RREE Fhnis DN ke .

3.2. NF-kappa B 5 DR

R I A0 4 5995 4% (Diabetic  retinopathy) i A R LA R 52 A ) B, ELFE AL, 2 ool fa 2t c
PRI . ZORiA ) BERRAT A S AE[10]. A BIMISRIGRET, SXFIRAIAE LG, FEMRVE B 2 A0 FR A K BRI
EBERR IG5, RGN PR = A, T2l T 2= D1 (RvD1)4bFEJ5 NF-kappa B #ik i 3 [, B
PRI R BRI IR 55 28 1 B S ip % [11], BRI AT LA RvD1 i@ d #illfi] NF-kappa B R 1Lk
NF-kappa B 155 3@, A0 Bl 5 6 98 RE SONE,  JRRAEE M PR s WL Y FEL P 7 - el RO 72 [12] [13]0 3
B EE R 1 (HMGBL) 2 5 0 LRI A0 S5 45 1 & A2 RTR S, NF-kappa B [ 380E /& @il {5 5 75 &
IkB-a 2K [ () AR A & FRI[14] 0 24 IKB B BRI, NF-kappa B (108 & 1A BE J5 gl PRI 40 A% b, #2783
ERLL “TF)R 7 REE FEE ST DNA 25607 s s & et B B 1IRIE, A58 K, 1kB-o fEAFZH
R BRPRPX i o () SR IBAFLE 72 7, 1KB-o0 ZEHE JRJ K BRI s KR 38, 1T NF-kappa B 725 bR K BRI
i 2RIA , 352 HMGBL 1 [14]. HMGB1 i & 75 Al B 75 4 3 AR5 401 IKB-au fIRIA , {233 NF-kappa
B 1261k [14], BEIULHEN HMGBL i@id 45 & IkB-a J5 317 XIS s S L e 51k 4k 1kB-o ik, HEMIfE
it NF-kappa B [3RIA T 520 DR #8 B /K 2 W PR s 0 I JE A8 £ 3 40 2k I B B fE G R 3%, B4
B T L 200 B ) T 25 2 T B A R R I A 4004 R R R REAAE W PR R I A A5 £ 5 P R T e B
FE R JGUAS S S50 B P B S5 1 BRI () T8 R A 9 [15] 0 5 NS PRI B 3 B s, 55 B AR AR EL,
Y1 ) NF-kappa B 4 G (i n[16]. X% B, NF-kappa B i i 75K R0 5 A5 Pk 5 o 5 440 g A
TR TR 2 e e ) s 23 T B PR R DX A AR PR 1 R . R G T RS EG 25 L, NF-kappa B
EARKFEEE 2T DR MR AR E

3.3. NF-kappa B 5 DM

Hit 97 Lo LY (Diabetic cardiomyopathy) (155 BL i AL 5 S8 AL BB I GO SOE . BREYZRHRDT. A
JR R R [17], B B L] B AT ATE 2. RIER— I iR W], NF-kappa B (215 10
JULET YA (R 5 A AR FRE [18] 0 B B0 T 5 5 20 b ik o P 7 A AN A 0 A/ Ik S 5 RSO ART e i ) e AL SR, B
MPAP P FEARER, I SBCL L HEAG[18]. LT LR R A AT, DA FIPTEr 4L 25 nnt 3k
JEBIAEIE RAT YL, Lol — B BT RGO LWL AT SR D REAE 2 BRAR, LA M 2 R A
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AR, [EREELO VL E B 25t in ACELL ARB A R IIRUR, O ZEA0 R 1™ 58 5 SRt
2O ST I 4 kb, 2430t i 20 I IR Ak 2 R0 32, BT L, O LT A SR I fE R AN BE 2R
TERE R KRR, 45 TIRALERYT B3 0GE T ONThRe, R T O NUIE SR R - 4L it e . 7E 8%
FRI HOC2 A A, pRAL T Ak B M ) B ARt 1 bk v B S S (o LA B A7, i — 2D SR, AL
AR Py AR S 25 B 30861 5 B BT B A 3 4 2K T . NADPH S Ak Bl P AN 2 VRN IR 7 7= 4, pRBLF
R0 S) Pe RE V F) HOC2 4 R RKE PR 5 0o lF Hh NOX4. NOX2 11 NF-kappa B [k, @it Fiksh BIRAT
A LR IR AL Tt LB T B0 VA543 ) R 1 P AEAR KA FE B i 401 NADPH 446§ NF-kappa
B iSRRI . AW AR R4EA 2K D AT BEANCIE I 2o i AR B 2K, T Hodid N i AGE Fg
CUERAE, PRI ZF NF-kappa B i&PE, MR BE IR O AS, A B RM 443 D v LR
Z A0 U4 H NF-kappa B (3514 [19]. WL RN, RERES 20 AR5 3 1) NF-kappa B #0E Al
Toll FE32A(TLRA)BIE A I, LA B B HERR 24 5 IR B 31 A5 5, Jm I 9t b o0 JTLRE 4] 267 47 P 5 L
T — G UIR B E[19] . &R S O EZE FR AR W, — ELC LAH M AN B 1 FH 2 27 8 84
A THI W 25 7™ PR 2R LA Th RS S TR T I S Co U A8 o R g SR U R AE O UL B 2 772 EE 52 o L2
FOFIACH, ARG NPT LAE B0 U0 2 PR BEIR 2% S0, O LA A A AL B R AL A2t 2 gl 3 ik,
AR O LA AR A RS ATP flge 40N, LA PRASRE 5E R IEH A ETES), RiTiE A KEF
R T E A= AN, I D LA HAE 253K 38, 10 NF-kappa B 3 S g 7 ix —id 8. 28 LAT
& NF-kappa B ()i B B0E R AR RFRE B 80T BE SR O WL -

4. INGE

ZREBURN RS THIRWH RIENRAERE, BHEAPRBILHMATEEWE T . TEKKE
FR I NF-kappa B (195 &G EAR KA B 7 08 R 9m I R IE Rt R, A1k NF-kappa B A NiE
7B FRIP I RORE TR . T NF-kappa B IR AT 7T A3 TR A1 5 3L [ %% 7.

&E 3k
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