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BE FHAEKKEETF 1 (early growth response 1, Egrl) £ % #r 4 8 B £ 1A T A feakl
&L, Ahmps k. BERATFSHARIE., AHKATF, Egl TLEE THL TR

T RBF AT, BELTHSTFTRERR G A,

Wbk A FE A4 F, Egrl 2590 £+ 908

ABERERELFT A, AVLREOGEE, 25T TR ESR, ATHLMXEZE 53
(transformation related protein 53, p5S3)% & KR €& 40T, UAA AP hE L A Fitf2. Bgrl £
WHRBFLRE LB, ALLEAT Bgrl A4 AE AT b bk,

K2R

B4 KR NEF 1 (early growth response 1,
Egrl) 2 B H4EK R N &K K (early growth response
family, Egr K1) H)— R, KK EHHE Egr2. Egr3
A Egrd. Egr ZKJRR TR K —A B EFRHERTE C ¥ B
ZAVBER BALA B — N REAR ST IDNAZE X3,
XEAFER AL RS GCHER) 9 N, P51 —
f&h: 5'-GCG(G/T)GGGCG-3'. TAMEFHEXS MR
=AM . B HEER R 3T X GC R Egr X
MTCfF, Bgr ZIRMR 2 5 0 B T iR R I o

B2 KR RPEF F Egrl R, BFEFZ
DRIE. AKET. BRET. SHET. #BE.
JREE . BBAT. 2R N ORI SE, XLk bR fE
MAREI AR HEERE, ¥ESERAREEA.
{2 5 2 R 1510 5 3 #ES (mitogen-activated protein
kinase, MAPK) XK &+ HI 4 B AME 5 17 15 & B S
(extracellular signal-regulated protein kinase, ERK)X} #{
& Egrl MIRSEEZEIER . ERK1/2 BERILBOEE,
MBI Egrl KPR B, ERK1/2 FIHIHIF]
PD98059 |4l Egrl HIREN, #-FREM Egrl &
Xt g e KMo e .. EARRET, Egrl
HWWEZMERNRE, BFEEERARSL. IERE
BF. aEF. ATETF. AREAHES. K
WHXS FMEABRS.

Egr1 X (K R 1A R T2 R B AR HE A3 Iy A
ARIRIVEF, 3252 48 Bh g0 Bl 7 R Bh 4kl B8 1
WY, cAMP NETUH S EAME & EH(CREB

- BEMAEKRNET 1 A, TE; IGf; A

binding protein, CBP)FIE1A %54 & FHp300 (E1A bind-
ing protein p300, p300)/E A BHEIE R F, AT HES
Egrl MBUGEX AL &, 1 Egrl MBERIEME.
ByiHIR 7 NGFI-1 456 % H 1 #1 2 (NGFI-A bind-
ing 1 and 2, NAB1 fil NAB2) 55 Egrl {EFlJ5, 4] H
#3350, NAB1 H NAB2 H1EH X847 F Egrl K
WO X AR I 1], KX — XA P 5 R SR,
Egrl fiE M55, NAB1I —f 2K FHFERIE,
M NAB2 RFHARRHEKNERILET . NABL #
NAB2fF7ERT, Egrl ARA AW RN, NAB2 K GE
1458 Egrl {)%A™. NAB2 HFRIES Egrl #77,
B Egrl REiEIT NAB2 =4 51 R W%, 75 B S 0vE .

Egrl /443 8 & 53 FXBERMEIREEH.

Egrl MAFER AR, ¥EHAR 2 h, ZF
WA 268 EABAS 5 EZA RS KI5
BAREFEERELE. 26S EABEAHHANES
YRk 20S AL LB AP 19S MR &Y. &
A E§ 44 C8 4H 43 (proteasome component C8, PRC8)#4)
% 20S EEHEBAZLE SYH) o B E. 75 Egrl iZ
FERBNE QR IEET, PRCS BT FF Egrl 1)
HABEKEED, FHIEEZB M.

Egrl @ T FE EARAEK. WEMFT
LZMAEEIRE. Egr KIEMRAMERRBRE R K
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I, Bgrl R R MEMEAR T, |5 Egrd RN RS R RE
MAFHIhREBR PG, Egr2. Bgrd MR Al &5 ML
REGRK. FHEREEERY, A0, Egrl £
YR AEREIET K IEEEERNRE. ACRELE
@& Egrl Z5WILsHN . FURKE . HRMG
1 A A 5 5 T RIBT SRR

1 Egrl 5008

{2 IR I B 78U % (gonadotrophin releasing
hormone, GnRH)X £ 3 {43 % B (luteinizing hormone
B, LHP) Wit 72, Bgrl K EE/EMH. GnRH
st Egrl f19¥¥ & ERK & CREB B M X2,
GnRH L1413 7% GnRH 4%, i@ ERK i&42 LI
Egrl #_E@®. GnRH Z/4#iE)5, CREB KABR
1k, BEER1L.) CREB 5 Egrl ) cAMP X ¥ TTf(cAMP
response element, CRE)4; &, £ 5 /A4 GnRH Xt
Egrl M55 . CREB R %455 GnRH ZARBIE X
Egrl ) LiR{ERI,

EAEKERVE R BRI 4 e, (R BRVEEE (follicle
stimulating hormone, FSH){RE . BT 5T Egrl Rik.
Fi LH ) N E AR 4 B# ¥ 38 (human chorionic
gonadotrophin, hCG)4b EEHE 5F BT IR VL B8 - IR LR IX
FEEH. Eapd, RERBELTES Egrl.
A= HE TR AT VA T P R R ISR 40 A A R T AR R A
i Egrl B SEH . EZREERBERTRITFSE
HH B FRBHMEE RS Egrl 461 GCHE. {2
PERR B 1 T B Egrl Pk KBk RS T 22>
PR M 5@ A MEeE, BIE BB A (protein
kinase A, PKA)F1ERK. F PKA X ERK HHE R
HIFIA 2 J5 AT AR E X Egrl KIS . 17
76 F Bgrl J8 3 F X 38 MLE & . T4 (serum response
element, SRE). GC #E & CRE #5550k 40 fg {2
MRRB R X Egrl MATIER. RERBEMEAT,
CREB A R BB, BERR{LH) CREB 5 CBP A H{F
H, R Bgrl MRk

IEFES AL R 40 B, Egr1RiAs LiRfE 512 H
1A% % 14 (luteinizing hormone receptor, LH-R) /2 5/
FHE/EH, 25 FSH %f LH-R %S RI&, /20
BHRE. F£RE2IH0RT IR Bk 4 e, 2R
% A&H 2 (cyclooxygenase-2, Cox-2). LRI FY
PjR % E A ABE 1 (microsomal prostaglandin E syn-
thase-1, mPGES-1)f1 7751 i % E 5214 2 (prostaglandin
E receptor 2, EP2)55RIA), Egrl idR &G LB

740 L ) Cox-2. mPGES-1 #1EP2, %75 Egrl 7
NP EILS SRR ERNEY SR, KEEE
fEF . SRS AT CD44 RIATHIRE L, 2
EHRR - N FEMARKRTMZA. Egrl @i
CD44 Z AWK EMER. ‘

AEEEREILED, Bgrl BB HEKRETF B
(transforming growth factor beta 1, TGFB1) i3 Ay %1
R % F2o (prostaglandin F2a, PGF2ov), & 5 8 AR E
1k, PGF2o B SR ARMIEFES, Egrl F£i& LA,
TGFB1 Rixth LA, FEH_FELEEHRIERE.
PGF20. ifiid Egrl YEF F TGFB1, F&AKZH 43, 12
BEABRAIO, Fith, EIRMIEAEK. HIH
AT REF, Egrl /824 FSH A LH IR R0 T
TP A K oA AR

Egrl 7EUR S0 EEAVEF ) 55— AL MR e
RABUY, XEm bk RO BRRE A, FEE4
B RFERIMERAHL, B RAONEERRAAEE
A, e FRES M BN ERE S IEH N EAHITK
SRV H, HE AR E BE D>, 25 LHB K2
2T FE, T HEECE AR IRV EE B (follicle stimulating
hormone B, FSHR)K PS5 EHEMLLEEEEET .
Egrl r FBMEME A E IR AT 82 B LHP A BB be
DL R GRS LH-R FIABRFE TR, 7] W Egrl 7ERE
EeEMP REEEMEM.

2 Egrl 53 R4E

FLIR RIS BB BRI, T A RE
B S AFIHEFL T RE R SEAR IR 4, DL GRS HFRE
FHIE R4y . BERE T EF «B (nuclear factor
kappa B, NF-xB)7E {3 FL IR g s EEAE A 2.
7E R ANFLIREF, NF-xB # 2 A REE, 7+
Fe{gisk L J7 - [ Fi%4k. RelA /E4 NF-xB f—/ME
2, ZHIER T E#HAARXED 53 (transformation
related protein 53, p53) I 1EF ZAHEHLHIM, (B7EFL
MRAH MBS R, FEMERILRETER. M
BEMZAF AL {3 RelA ITETE R FLAR L R 40
FI3E5E; RN, IR T8 Egrl KA HEIE5E pS3 HIvE
. Egrl 2 L8 p53 FF40H| RelA 131, AR AT BE
I =4 KB RelA SR X Fr 4 fu s 5, i p53 Xt
WFH I FEREAT I 3% LA X Rel A IE AT TS, X
AT FERT BRI T Egrl 1 p53 3% RelA RSEHH..
(Rl b, 70 MR AN SR T, FLAR b B 4 A E
% Egrl LA {R 40 MU s FE AN 170 2 2207 TRl & J&, T RelA
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F p53 T T8 1 G 5E e 40 A VES 5 4 D

KER ST HEF BB, Bgrl {R/KFRIE, IS
i FEFE . Egrl R AU HRom 518 & B 2 ]
7 MCF-7 3LI#E 4 M b Z R 3 309, XMEH
ARSI R E A AR A (A xS E 58
¥ . Egrl J33h T/ -600 2| +12 X & 1 SRE
CRE 1] RETEMEI XS Egrl FIA T P2 EEAEA . #F
7Y B, i MAPK #1 PKA i£4%, SRE F1 CRE #B.E
HEER NS, MCF-7 41, M@t s
ETS 3R FK A R Elk1 (member of ETS oncogene
family) I 7% fz . K] ¥ (serum response factor, SRF)
%3 Egrl RiAUS, FFREM Egrl LA EREM
AE B R IEA F TS ER

3 Egrl 5FE&

EgrlfgiRi B+, B 75 WEAIREE N IF
BT, HFEBEE/), EEUEHER R
ARMR T EEEN 30%. Egrl BEmBE, 2
KPHMEETHIRESBEFEEERONTEER
H. HRITES, A% -1B (interleukin 1, IL-1B)
FiE LR, IL-18 52 MBI R L Egrl KIREM,

£ 4 PGE2 & B 1A Ui B, mPGES-1 7EE K 72
FEEEE/ERAS, Egrl 85 mPGES-1 # XA
7 s MR GC B LT FI4 &, M HRIEH#ATR
¥ . #iIVE AT mPGES-1, Egrl 5 PGE2 4K

EHRIFES, Egrl 51— RBEHIFEERZ p53.
pS3 Xt Lif YT, S5 8 E R R, T Lif
YERERIRRIRES T, ARG T8 FEERZ
HHRR S BN T2 T . pS3 mBREHNH] p53 #B
S BB LIf MK PRIIGE TR, #mmiaE R,
HIRFFF=F4. Egrl it p53 BahF LK Egrl &5
A0 R BEERT ps3, H RS 53 p53 K H T Lif

HEFENETF, Egrl KPHHNER. METE
FIEAUE S, Egrl KFE TR IER FENER 10%,
XA SRR S e R T REFRT. AR
B, Bgrl MERE/KF UL K& % GnRH EF T
LIARIAKTERE BT T B, (B ARSESR 0T LR 4 P
1 Egrl FIRESIEERUZHMEAHER. XHH, £
PR Bgrl FRIA 1) Bl F 7RSS 57 B IR L8 40
M AT REHATEE . KA FENUES Egrl RiAT A
HIFLEMIATE 2 .

4 Egrl 5fR&

BRI =N A R IR AR BRF, BEgrl A A b
#£3%E¥(human telomerase reverse transcriptase, h\TERT)
f7R3E L. hTERT JeBE R 70 BA sk B 1 ) 41
Rk . g bl R O 2 4 B G PR IS T A — AN EE
BRE, @idme e e T EskEk. EERE
LR VE MR L, 952 hTERT HIFRIABE1E 40 A
TrhRIE RIS . Egrl 5 hTERT j3 357X I5
MeEaMmgdaR, B ERERE, £RAT
Egrl i hTERT HIRE, 2 5#FERNERK. Fk
T EH P Egrl MRIAKFIG M, XA RIERK L
BEAEREX. ZERFRESETRERIIRES
BHASFIRILRERIBE, AR IE 5L T 7~
AR A R SR B LT AR B 2
fE SR EREM. SEIFW T &1 Egrl
RS hTERT Ri&, Al GBIk E RIS E
o s 5E A ST IYE A . Egrl AhTERT AR{EA] LAAE
K IR TFIRAIE W 2, A F RIRIT MR T 4K
.

AR SRR R I, BSR40 fi Egrl A1 hTERT
EHMARIEH. EBUEMMF, Egrl A hTERT #7K
SPERLLIEH B HM T E S, H Egrl ERESFE
hTERT fJ RNA FI 8 [ UK E T B2, &K1 Egrl
¥ hTERT, RIB 1EE S8 I — 2 Bk RIS
FEFER TS F, TEA B Egrl B1E AT HE
SEAAA R, Xu5 K B4 Bh 3 BB A0 4 B E0E IR 1 B
HMREMEM. BEEX Egrl BEFIHIRA, A8
B 3UE RIRIT R 2 T AT T R

Egrl 7AiM I kAR P R EZEH.
FAA L BB 5 | A PR ML P B2 453453 e 3 Egrl BUSR
&, EMEREEREERSLE MRAEFLT.
FEA 0 P9 B I, AAH B B R TR PR BT 4 4 L A
K[ F 2 (fibroblast growth factor-2, FGF-2)if it 5% 43
WS HRAEARAEKE T4 1 (fibroblast
growth factor receptor-1, FGFR-1)& &, %% Egrl )
FiILLN, [FH MW FEH Egrl ARI&, HERETG
JEREFES . BFFMEgrl FES 5N RIER N KA
5k 1f ik 72 B R TS .

NHIBFER Bk A B2 40 e, Egrlid 5 5 Xk K 1
8 (coagulation factor XIDAETE R, &EEET 8
REf i R AR, ANEERRASEEPEE
EER . N KEKEF(vascular endothelial
growth factor, VEGF) 5 %K% & J5 al 35 3 2R 1 B
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HIRRHE B RIL, 2 J580% MAPK & PKC, Liff
Egrl @2, _iE[) Egrl S5&EHE FF 8 5% FIE & MAE
Ak, 2 5EERT 8 BSMILE kKA Memik
g.

5 Egrl 5i#44%%E

Egrl )5, ER T LIAET . SE AR, #
PERIBR B LH 7K BT T B, 1847 L mse B B
B, 3BT DA T R AR R AR TR FR Y
FEU, BREgrl RRHARTIEEEAT, H
Egrl 1 Egrd R rch BB B 4, LH 8 Rk K
FEAK, S2MA7KF T B, BEBME R AR K EEYE, 5
FRESETEE%M. {HEgrl A Egrd ELFRER
Near=rEXfpgs R, Hit, Bgrl MRJ5, Egrd T HE
KA AMEVEH .

TP AR TE R G TS R B T AR, RS AR Y
Sy bR FURE R pH RIS 723, M5
INFHERIRE S . Egrl 7ERTFIIREH AA EEAE
. SHAMMBREARR, Egrl 7E7T I TR
MR AERER . ERTE R RT3 B R
FiLmKFMEgrl, 35815 MRS 1A R S K]
FEEBEXR, Begrl KRGS MRS
b 5 AR &, 7E1EH BT S BR 4 M A L PR A B
Egrl ®ik. 7& Egrl B R/DRA, BIFIARME KR A
TFESZRHP, Ry RAKSM LR ERUESE, #0%) Egrl &
X B AT SRR 4 ML B #5410 129 . NAB2 7E RIS R
il P RIX T AR, EBRARIE. FHIEFHIRE
R FB Egrl H/KFERER—FHLE.

Egrl {23 515 MR 40 R ) R B EE 28t 3
TS FSEOLH . HEEE 24 (androgen receptor,
AR)Z—/NEEM TS F. Egrl 5a15RME4H
MR AR &4, FTRIEK AR [ 41 fuix 5z, HRlE
T ERE MR, R MR AR5 . Wilm
F:[K (the Wilm’s tumor gene, WT1)H1 Egr1 [RIB}RIX,
HEEEMFIN DNA & F5IM TS T, X5
Egrl FI{EA, 5 AR B FREMNZMIAE S,
Xt AR EH BB s FiatE RS FMHIER . Berl ££
AIFURRIE F 1 T i 785 TGFR1. RIFIRE
#, Bgrl 383t TGFR1 R #E Y Ak, W1 5E 4
A ALK EF, (R B Thae, FFECHr
Ji9ed P Bz 40 i R HE B K Th g, AN TR BB AR
ATFI RIS 40 B rp A — AR EE/EAM Egrl T
FRAEABBIES/4 1 (human protease-activated

receptor 1, hParl). hParl B3R IEK Tt 5 551 i e
RSB FEEMS. 2 Egrl BFR/KFERIATT, hParl
ERFRET RS, S S5MhEARARALERE,
REMEHIEE . T Egrl ZERIPIREARFTHE
BAER, ERWEITRETREFNSEKE.

g LB, Egrl B H R TR RESH ST
=, 2 5WIYERNEZANFH, REEEER
ER . (B2, Bt RIA Egrl BEAREE A MIET:,
WALTREIGHEE RN, XERH Egrl 7EEHI40 M
RESEPFEMBE FEMEXBEMLEEM.

ZFRBEFH Egrl GREBRIH, Z BB
RE B EAAKF. X—HRUHMBSRIERILE
Egrl MIFFEEA A, BUEEE LR HBI SN 7
NAB2 ZHLA4IRME Egrl H/B 30 Figtt. Bk, 3K
15 Egrl MmAud Rk WFE— SR, Fi, #or
—FhEgrl HFARENTHEF RGN T Egrl HKITN B A
REE. HEDEIME NAB2 4447 S 5K/ Egrl
o REEE, BE I E A B AR MG132 Ab 3
FEMT Egrl Mz K - B F A FRAR I 12, SRR &1
Egrl @ R&EME, HOBABEFHRIBR. HT Egrl
FEEE TS 7SR EA, #51T Egrl 1)
RN T Egrl MIIBEMI ARG EEHEEENE
o BTEFSHE ChIP &5 K, C8ME T —&
Egrl M$ERL K, iX L8 FL R0 TR 5T Egrl H TN RE e
BTRIFMER.
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Regulation and Function of Early Growth Response 1
during Mammalian Reproduction

Xiao-Huan Liang, Na-Xuan Qiu!, Zeng-Ming Yang*
(College of Life Sciences, Northeast Agricultural University, Harbin 150030, China; 'Department of Obstetrics
and Gynecology, First Hospital of Xiamen City, Xiamen 361003, China)

Abstract Early growth response 1 (Egrl) is upregulated in response to a wide variety of stimuli. Many
biological roles have been attributed to Egrl, ranging from cell growth, proliferation as well as apoptosis. Once
bound to the specific sequence in the promoter of target genes, Egrl participates in regulating their expressions and
executes various functions. Egrl plays important roles in female reproduction through participating in follicular and
luteal developnient, regulating the proliferation of mammary cells, involving in prostaglandin E biosynthesis in uterus,
affecting the expression of p53 during implantation and contributing to angiogenesis in placenta. In male reproduction,
Egrl is highly expressed in prostate cancer. The regulation and function of Egrl in mammalian reproduction were
briefly reviewed.
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