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AP-1HIfARIHRE

W TAEE”
(P BRI 2B, A2 55 T/ LW 5091 5, 1 2 330006)

HHE % & @ -1(activator protein-1, AP-1)2 a e —R4E KM EFR T, T2 HREBLAR
Y2 64 % € i JunAnFos 2L A, VA ) R KA IR —TRK F A X5 & DNA¥F 7, Bds e K B KA,
AP-LiEid A P e A A RA R AT AR (LIE@RE T, A KRBT, EHBR@mEfmTRES)
3t m e Bk, AR mIaIE A b A TR KRS AT mie it A2, L HAP-189 4 M4 B

EWF A,
XA

EVRIE AL E FARR P O R A —4RiE
PG -1 ok N 7 #e 3t

Research Progress on AP-1

Han Changchang, Wan Fusheng™

(Department of Biochemistry and Molecular Biology, Medical College of Nanchang University, Nanchang 330006, China)

Abstract

Activator protein-1 (AP-1) is considered as a kind of intracellular transcriptional activator,

mainly composed of proto-oncogene encoding protein Jun and Fos, which binds DNA target sequence in the form

of homodimer or heterodimer complex, regulating the expression of target genes. AP-1 regulates the expression

of target genes in response to the effect of various stimuli on cells, such as cytokines, growth factors, pressure,

bacteria and viral infections, and it is also implicated in the regulation of variety of cellular processes, including

cell proliferation, differentiation, apoptosis, inflammation and other cellular functions. This review aims to

elucidate the structural characteristics, biological function, activity regulation and it’s application in medical study

of AP-1.
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zipper, bZIP)45 14 [f]Jun H Ji(c-Jun. v-Jun. JunB
F1JunD). Fos#E [ it (c-Fos+ v-Fos. FosB. Fral
FlFra2). 0% % 5% K] 7 (activating transcription factor,
ATF, f045 ATF2. ATF3/LRF1. B-ATF. JDP1#
JDP2) R LA i B £ 4 IRl J8 (musculoaponeurotic
fibrosarcoma, MAF, {45 C-Maf. MafB. MafA.
MafG/F/KAINI) Z 5 T s i FE f 7 ) [ 5 Bl e s —
SRAK, FIOE TR A ) 8 ), Junm] EAAMIFos.
ATFZ 5T 1 R IR 557 YR — 4K, {HFos H & 5 Jun
T R R — JRARD), FE AR 22 [AP-1 54K, Fost5
Junf I AP-1 5708 — B4R fa e, B4R, Junfll
Fosl = 3L A7 — A& 2 [F) R 45 14, (HAP-11) — R 4%
TE R FEDNAGE A 55 A 77 R0 B0 B0 1) 5 (8] (1) &k
HRFEZER, FRAP-1 RIERKHZEBEERR
PR,

B 1k 2 41, AP-138 7T DL -5 H Ath =E 5 M 55 2 1R
PSS MR S B U BAE . i, % 5% T NF-
kB(nuclear factor-kappaB) [l p65¥.7&. CBP(CREB
binding protein)/p300 & Rb%E, #f — D H KAP-15 ik
AT B2 A 22 R AT T SR R T R ) 2
Fak, AH 5 A HIAP-1 = SRARLE A [F Fh L 4 B A 5] By
B — P ohaell. #iln, c-JunfERIR K B
A B R AW IR A FRIA, T IunBAE AR
Ja BAA A AP, ALk, AP-11 D Re 5 H 5
A o BT B3 AR 40 L e Ak 1 A 58 ) Bt A % D) A
SN0, Fral 75 i A 1 1E & I 8 1 R Hh e 5C B A,
Frif RFrale SFEURIBIE T, ERCE 4K BT
2, c-FosAlFral th k& 4% 8 B A U2,

2 AP-1H9EHF ThEE

BRI, AP-1 4 A AN o3 b 5 N SR B )
e Rl 12— AR A A 5 8 B 1 58 £ R
AP-11 Dy i . KK, 4iiME S
VT B (extracellular signal-regulated kinase, ERK)
ARG PRI, S 5MREE .. R
ol T AR TR .
2.1 AP-154BREIEFEFNSTE

W9 R M, c-Jun. JunB. JunDHIFral*f it fig &
B LS I e 22 OC B WY, SR R A A
k2 BB, JunBYE K H [914.5~7.5 dIF AR RIEN,
FE AT YEAR I T, c-Junff) 5% S AE GBI Gy A% 28 S 18] B
PR 75 2. WangZ U0 R I, 7L 2R3 P e i

% Z #E2K [ (mammalian target of rapamycin, mTOR)
()3 3R 04 38 I 75 3 AP- 13 T A6 0f A P R AR K IR T
(vascular endothelial growth factor, VEGF)3# fill, {i¢ 3t
P R A0 B PR R B, SR I ) AR . IX R W], mTOR/
AP-1/VEGF I B 75 L A K2 20 i A R 42 vh A 4%
BREEMAEM . FIFE, ENBEEIKA B 4r i, i
FTAP-15 EmRNA, F K A AL 3 5 7K F-JunB ) 3
RGN, N FVEGFR IS N, 2 mid 5 ANk
P ARMa G TET . W TR B, PERT A KA B AR K
SEHITEES AN, c-Fos c-JunJE R FRIE B BT &P
AN Gn i, AP-134 7] DLE i 41 i & 1 &5 FID1(cyclin
D1)K 5 40 i i £ ARG 507

16— 8 %M N, AP-1i8 54 j 70t 7 — 5 K
Fo H U0 IS SR B, AP-1X) 40 B 43 4k (1) 52
REA s/, A E2E1ER . Bettina%: U 75 E
W], Fral T $fic-Fos& 5 £ ¥% 3% [A 7Btk L 41 g i 3
% #4& F11(B lymphocyte-induced maturation protein
1, BlimpI)If) J5 21§ X, #E T 401 Blimp 1 ) 223K, 0
HIBAA M 7> AL BRI AL . BRI, Toshihiro55! IR FTAIE
S, AR BE O Va7 5 20 L P )3 14 2 2K (reactive
oxygen specises, ROS)H i, it hlic-Fos Mlc-Juna i&
PEEEI RSB, A IEdEAP-1 g TR o, A B T
BCE Ao . IEAk, 183 #R 2 T Hre-Tun ) R IE (R
120 A 7 A0, Carcamo-Orive 56! Al Palcy S5 1 it
FUFFER B, AP-17] LAE 40 i 434k
2.2 AP-154AT

S M TR AERF AN R N B AR E . BRI
W2 40 e B A8 T U7 e AP-14E I 19 41 g 174
Tk 72 A B B E AR H, AR A R ) 40 B TR AP-17]
i 34F 2% 30 1) 40 i 98 7. RebolloZEPSIE A, c-Junif
o BT T B EIBAE ARk R/ I s -3(B-cell
lymphocytic leukemias-3, Bcl-3), 3k FH 15 (4 41 ffg
& -4(interleukin-4, IL-4)F KK TH T, [
FE, SantosZFHIE B, 75 18 Sk A B A Hi44 )5, c-Fos
Hlc-Junk A2 284k, AT R AE B BG JE AT T2 0 SR
1M, WangZ5EI0F 78 & 30, 4 20 i 42 52 G 3 0 T
i, 4F3% 85 [ 28 I (fibronectin type 1114 & [ &
35k 1 (fibronectin type 11l and ankyrin repeat domains
1, Fank ) B G HUH T2 2N . Fank 1 Fle-Junifig [X

4548 M 1(c-Jun activation domain binding protein

1, Jab1)7E 41 B o7 FO 40 B iz N 3 ml kAR e e e 45
Jab1 7] DLFTAP-11 B 53 c-Jundid i [X 38 45 & IF M B
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Y, X f&Fank 105 AP-1 T {461 Fank1/Jab1/
c-Jun=F S5 Gk IR HTIE T2 I BAH Btk LR/ A
1M1 995 -2(B-cell lymphocytic leukemias, Bel-2) ] 7K 1,
A AR P T B4R, c-Fos AMYAE K B it 72
A R TE S, T H AR 4 27 E 9B 0 R s S
[ SR A5 510,
2.3 AP-15HERER

PRI A R 28 B A HEER I B IR N 2R
AR F e, AP-1R] i I 1A 15 4 5T 4 A B (matrix
metalloproteinases, MMP) 5K % i3 T B4 fif 21 Jfa ~1 2
iR, W MR R 28 # R, AP-1th 3 % Zc-Fos
AIFral i TiMMP KA, 0 50K B, $i o 24
PIrEE R Z HOE it AP-15E L. B, AR
(chrysin)7E B % 40 0 AGS A i i BH B c-Jun % 2 K iy
P 1/2(c-Jun N-terminal protein kinase 1/2, INK1/2)
FIERK1/2(extracellular regulated kinase 1/2){5 5 1@
%, ] c-Junflc-Fost i1k, 2 M FEARAP-1 )75 1%,
B AIRMMIP-9 ) 328, 762 38 470 Jie g 1 4 0 i 7K 28
L>3% N g (dehydroandrographolide, DA)i#E i i
AP-11135 1 FEARMMP-2 ¥ 2238, #6128 H1 i i 1)
122807, H H 5 i (glabridin) i 1T #1 #NF-xB A1 AP-1
(v, 3 T AR MIMIP-9 1% 304, L L JH- e 200 B 1) 422

BB,

3 AP-18YEEFIEM R

AP-1H e SO YEAE A OIS . T2 RE K
LA S5 I AR b R B Ak T SCE AR A, R A
e A 52 25 Al A BRI ORI A B R s, L R B
Wi R ZRN: e-Juntllc-Fos R R e s b Ko 42 28R % Ak
8 M ¥ B (mitogen-activated protein kinases, MAPK)
i B A E TR B JE B Y. H RTA N, MAPK S
%A% AERKs. JNK. Fosiff % i i fllp38 MAPK A
SO I AEAN A BE IR AL, 75 3k PR K P A0 2 1 5K
FXFAP- 13 PEHEAT 400
3.1 JNKXTAP-189F1E1EF

INKIFFTAP-1/3E M, N F4IfmE T fEiR
ITVEARAL . AN BB TEA 23 Al . AT DA S 4 i R
Tre4 . fEJurkat T H, - 7L #%E % -1(galectin-1,
gal-D)AE A E INKH 30E 77§ 2UNK. MKK-
4(mitogen-activated protein kinase kinase-4)#/
MKK-7iF b, FEINKI T Jif W 5 3 gal- 1R i 6e
c-JunfBERR AL, 753 AP- 13 ' 3 B 5 B R ik 4

5 LA K AP-1/DNA R 45 & 35 PE 1S 58 . HISP60012547)!
A NKG 1 BT 22 5 3 I AP- 135 1k, 45 RDNAZ
fiR Rk 2, 2 B INK/c-Jun/AP-13 4% 7€ gal- 1§ 3 i T
AU AE TR RO S EEAE P Bao%E PP Fl K
I, AT TN B (regulatory T cells, Treg)kb T ik 7
REME, B AT PLE 3t Foxp3(forkhead box p3)fERix .
Foxp3# A A &2 Treg A5 & 1% 73, Foxp3JE PR 5848
Ae gl ™ E 1) B 5 g e, DRt Foxp3 £ 1 717
MU G A AR POV E R . IR BB 1 I s
FI(CGS21680) AT LA INK ) 3 W2 14, 38 3%, 7EINKI)
i c-FosFlc-Junft) £ 1 )i 7K ¥ Ft &, c-FosElc-Jun
45 & 1EFoxp3 a3 3 1 X, 5 T Foxp33: R ¥ 5%, {2
W Treg4i il Foxp3 K ik
3.2 ERKXTAP-189E1E1EF

ERK 24 U5 55 T B R 72—, Wik
RIERKA] /r S AP-1. c-Fos. c-Junff1%% ik, HEif
Z 5 Z A N . ChenZE I 5T R I, X &
[l (amphiregulin, AR) "] LLRIEN 2 P 41 JJ012,
i Rasf) 7% 14 4 58, 75 FRasf?) T i K 1 Raflif f2 1L
MEK/ERK. c-Junff yRafl¥) ~ Jii 5 -1, B Bl % AE
WERR AL, HLBEIR KT 2 2 T s, #E 1 3 A P-1 13
P35, c-Jungh A 7Ea6-B17%E B 25 [ (integrin) 1 J&
B X 35, ffa6-B1EE IR H B IE T = K A 15 40 i
(RIERE BE ), NIBIT BCE IR SR AT I SR mE o AR,
LUSC-FP(luteolin 8-C-b-fucopyranoside, % i £ ) —
FilnidE i #11 # ERK/AP-1 FIERK/NF-xBfE 5 & 1%, B¢
fEMMP-9FHIIL-8 ImRNAFI 8 [ )5 ) /K ~F, 33k 1 417
) 7L e 24 L ) A B
3.3 p38 MAPKXTAP-1RYIBIZ{ERA

p38 MAPKX AP-11# & M 5 S5 INKAHLL . Park
SEBSHIE B, 7 1 P15 WL4H B (vascular smooth muscle
cells, VSMCs) H, 12 21 4f ffil 4= 5% % (erythropoietin,
EPO) ¥ AT s (1 21 48 A il 3R S AR B IR A, P
4k 4 Ja e 33 T VSMCsHIDNA & B LA M p38 MAPK
Wi R AL, FEAP-145 & 3 T AIMMP-93& 15 48 fin.
SB203580(p38 MAPK I ffil] ) rl /i DNAG B B 1IK,
AP-1HIZ5 B i PRS2 40, BEifT FHBTMMP-Of{I 23, 411
HlA G TE . . LAk, BT oK B AR (amitriptyline)
FE K BRER TR I J57 48 i v 2 38 ik p38/c-Fos/AP-115 5
I %I % $2 55 143 (connexin 43, Cx43)[)JmRNAF!
B BT DA R TR) B % 422 41 g 1] 38 1H(gap junction
intercellular communication, GJIC)[] 7K *F, MM i& 2|
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IR IT AMARRE SR AT EE SO H P, LigEPTHE 5L K
I, TL-17ALE B8 4% 20 i 7 38 1 p38/c-Fos MINK/c-Jun
& 12 18 0 PR 4 B2 (cyclo-oxygenase 2, COX2)F1Hi %71
iR 2 E2(prostaglandin E2, PEG2) 4 JiE K F )R 1%, 1
T HRAE VL o
3.4 PI3K/AKTXTAP-109IF#E1E R
PI3K(phosphatidylinositol 3-kinase)/AKT(protein
kinase B, PKB){E Y4 il N 55 £ (15 55 kAL,
A FE R T RE R R MR SR A8 IR T B2 4 1 (tumor
necrosis factor receptor 1, TNFR1) & 7 FE 1 45 #4) 15
w|E R, (R A5 & E B R AH BAER, Rl
o5 AR T g MR B A BAE R . Yang 5P
FEHOC24M i /= BHL, B JBE A BB A -F--ou(tumor necrosis
factor-a, TNF-o)) A] LUE AL TNFR 1, Rl c-Srefi 2 1,
FF W %2 B c-Src T i 1 3 7 A K R 1 52 A& (epidermal
growth factor receptor, EGFR)FI ML /M 7 4 A4 K
T 524K (platelet derived growth factor receptor,
PDGFR)BER ALK TH s, WA PIBK/AK T, 5
AL AP-1)3 2l F 3% M 1 58, c-Jun mRNALL K % B2 14
KV B8 5 I ) ) SE KT T, IR 2% 5 BMMP-9 5L [
RIEH 0. X5 5T % B, DIXDC1(DIX domain
containing 1) 7] H i PI3K/AKT/AP- 13842 1 - fii 8 20
ML H, A B Nt Ia T S fhRr B .

4 AP-17EEZ LR

WEFE R I, AP-1H2H 1 S FL s R AR A 5 ok I P
JE V¥ (ischemia/reperfusion, I/R)AGPH. g, %
AE S MO, R AR 2 RO R R KR
HYIRFR, B, T4 K, AP-10 2 BN B 7 1) 34
Moo AP-1HEIA Ay — R e R I8 7, HLEI =40 il
T AN Z= MMMP™. & B 1 5 Wi H 6 (porcine
reproductive and respiratory syndrome virus, PRRSV)
At A2 I8 L INK/e-Junig 1215 FIL-8K ik, id ffii 48 ¢
PRGN PR 58, SR . LL2022& —Fh AL
E R R B ERAT A, Tl I MAPK/AP- & 12,
B ARAP-11¥ 2 3%, MMk PIL-1B+ IL-6FI TNF-aff)
G, BETIE BIPTR BRSO, LufEHHESE, AP-138
L AE R R A 4 41 fEMMP-1/MMP-3 )3 31 F [X 45k
FR 28 -G A R B RAR, AL H1I MMP-1/MMP-3
IS, B IEANG YT AN 51 1) B o E Ak

I (PRI 90 R B, AP-17E 8- Ff i 4 i R A7 7R 5%
K, A AT RE B9 R 5 S W R S

FHAEE R L™ VR 2 250 BT MRS 1 B il
HAP-1SEHLH . FufFIRHL, 3K A RNA-S5 &
5 M 1(RNA-binding protein with multiple splicing 1,
RBPMS 1) ] LA il c-Fos Bl % 5% [K] -7-Smad 55 c-Jun4f
B, o PEIRAP-1 I HE Sd v LSO R R
KEET > T, BFVEGE. FIMIEADIFEN, 42
o 40 ff 1 BEL AL RS B8 0 AR X — RILER B, WO
RBPMS1 . FEARAP- 1) it 1 m] B AL 16 97 ik Y
—ANEROEAR. [FIRE, 7R LN 20 T T AP-17]
PAAIRI G 30040 B o ) 2 B 3R, S50t i 39 RH.
el

5 NESRE

TR, XTAP-1HIHF FEAS W R N, 7] 2 AP-1
FIAE AR . 5A R 3 R A8 AR B AE
ANFEYREAE IR REH S AP-1E T 4IRS
SESIHOLE, RN AR R e, KR
FIAE R R R T, 858 205 iIER 5 E
PR X EE PR, 91 7T AT O%E.
TAP- 1754 B Bk A2 Hh ) EEAE A, el A nl e
VE NIRRT W HE . (HAP-1.EA5 40 i 4 55 1,
LA S S 20 it A () 52 e DA R A FE AL 1 A B A,
I, A7 75 BT A AP-17E AN [F 2385 B AR FH RS
WL, FFERA FEAP-1 5500 Z AR R, s 2T
N TR BTG -
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