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Research progress of Elk-1 regulating skeletal system function
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Abstract; Elk-1 is a transcription factor, belonging to Ets transcription factor family, which plays an important role in gene
expression regulation. Recent findings show that Elk-1 is involved in regulating the function of bone tissue cells, mainly promotes the
differentiation and proliferation of osteoblasts, and inhibits the apoptosis of osteoblasts. Elk-1 can affect the pathological process of
bone tumors, osteoporosis and other bone diseases. It is closely related to the invasion, metastasis and poor prognosis of many kinds
of bone tumors, such as osteosarcoma, Ewing’ s sarcoma and metastatic cancer of bone. Moreover, the expression and
transcriptional activity of Elk-1 are abnormal in osteoporosis and other bone diseases. This paper will summarize the research progress
of Elk-1 regulating the skeletal system function.
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4¢3 12 A~ 41 . ETS .ERG .PEA3 ETV .TCF .GABP .
ELF1.SPI1 .TEL _ERF .SPDEF F1 ESE, Elk-1 & =
JLE 4 N T (ternary complex factor, TCI) TR,
TCF 2 A H 5% DNA J7 41 i i 3 200 TC A4 ( serum
response elements, SREs) | — 4 ¥ 5% X - IfiL 35 2% b7 A
- ( serum response factor, SRF) 25 & M =0 E &Y
MBE H T34 Y. B T Elk-1, TCF 3 % % i 42 45
SAP-1 il SAP-2/Net, fEA~ TCF 40 & =AM <F A9 45
FI 456 DNA By N-K i Ets £5# 5.5 5 SRF #
HAEF ) B-& 4544 B, ( B-box region ) #1442 MAPK
ZABRIRAAL B CoR i % SR BT 45 M 8. Elk-1
i B A S5 A, AT RN BB R O
( small ubiquitin-related modifier, SUMO ) 454, Elk-1
i) SUMO {46 i 2 i 4 oK i 55 4 2 38 1 IR £ B g
oA ) B G . ERK JE B BTG AT S Elk-1 Y
BERR AL FIZ SUMO Ak, MUTHT T Elk-1 DA %% s 1 i) 22
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AN RWMER Y ESERER TS A
DNA #0558 GGAA/T B 454, % 5 o =W
WU B3 P 5 B s g5 T Ets 5B (1 5 X4
AT RREFIRIERM . Es 5B E S SR
AH—ERITTA . BF5E T R B, Elk-1 3 Bk j /D
FRAD B AR R/ LA 2 0 E G B X 5, 4 424y Hr
WAL W57 H, RO H AR TCF B A EEE
AN AT A2 AR ELk-1 E A . Elk-1 B9 38
SRR 5 SRF FF N AH ¢, 1 3% 26 58 55 78 R [ ) 2%
PR LS HAl ET 45 E E 4ot o ok,
Elk-1 387 U2 5% IS RNA Rk,

Elk-1 FEEH 20 R ERAEKHFTF (B
EGF) il 3 4 B 1 354 06, B 22 24 505 fh 2] 1 g
(MAPK) fif #+ %, EGF 5 H: 52 {k EGFR/HER1/c-
erbB-1 254, 0% B 45 B4 W6 245 #4) A 5 5 I 24 e ok
LB AL , Grb2/Sos & & 45 M\ 41 M I B B € A B
40 M 7E A0 B IE b Grb2 BEdR 225 EGFR By R MR 1k
B, Grb2/Sos BEEWMB AT HE T A Ras 5
Sos WA H.AEF , #1% Ras F1 MAP3K, % 2 1k 41 1
&5 A I | A 2(ERKL/2) , #EWf#E4k Elk-1 55
LR T B R k. EGFR #{I% PLCy B 2%
RS AR T G B A MREBAZ K B2 454, L rl @ of
% C(PKC)-ERK1/2 i #4i% 4k Elk-1, [HRt,
4 22 TL-1 B35, Elk-1 d7] LR A i ie fb . 1L-1
HIL-1 ZE(IL-IRD & )5, 5 1IL-1 ZE5BEA
(IL-1RAcP) & A4 — 3 I I, 38 2 3 5% MyD88 B iR
b TL-1R ARG I A (TRAKS ) | 38005 22 24 5 0T 1 4
FI B B (MAP2Ks) |, BEMTBE R AL c-jun 220 3L K iy
Pg (JNKs) F1 p38 22 24 )7 3 % 85 1 ¥ B8 ( p38
MAPK) . 7 TL-1 H 3 B9 40 e 4 , % JNKs il MAPKs
SN, ERK1/2 11 A 8 3 3% . Elk-1 52 ERKs . JNKs f/I
p38 MAPK X = Ff MAPK i@ % 3L [7] ¢ T I 40 &
T, AT R R4S RNA (microRNAs) & K55 3E
#nfh RNA (IncRNAs) 7] H 3% 2 5 8 # Elk-1 1
Fakt

2 Ek-1 AT BHAMAMIEE

SR 40 Bt g 18] 78 B T 40 A ( mesenchymal stem
cells ,MSCs) /- AL, 2 B HAh —RE k0 A A
JSLE T RE 04 2 M, T ARG B Ak B A AR R R
TE . B¢ 3R B, Elk-1 7] {2 3F 5% & 40 B 43 1k
Zhang %1 B 5% & B, 76 B 40 P Elk-1 T 43 58
Runx2 /9 J5 3 16 1, 2 IR BUE 7 A oC s H 7
Runx2 ) 24 85 A+, Elk-1 7] 5 GC 4 %4

A8 H SP1 HEAE M, Elk-1 A1 SP1 ¥ 0] i 57 5%, B
AW Runx2 #5558, SMEPERE I MC3T3-E1 /)RR
B 40 M R AR R Edk-1 3R IK, A Z Elk-1 JEBS IR
5 A K, AT % § Runx2 (381K, Bk — 453F ] Elk-1
T AE 2 oL 5 MAPK 2 HK {5 5 3k Il 3 Runx2 3%
i, Wang 2" B9 59, #F MC3T3-E1 & Elk-1 /g
4 microRNA-139-3p [ #E KL K, 7] 2 5 1% & 40 B 19
AR AU T, IR B, Elk-1 4 32 35 1 52 3] IncRNA
ODSM f 3", i Z ik Elk-1 AT {2 H A 20 i 43
A, I R A T . A PRI R B, MAPK A6
fES s (4 Elk-1) fSERE b EEE
G R VR, 5 S B A0 B i &2 TR 2 T
ZGE R R EER . B MG-63 AUE AR, B R
E H K% 4 (Collagen hydrolysates ) F1 Ul 25 fiT 4= ik
(YPEP ) ¥4 A] 52 3] & 4 0 M 14 n Bl & 40 B 3% 58, 3F
i it MAPK/Elk-1 3 % 42 i B 40 Mo 20 4k, 38 1
TN T B 5 R B MR AR 1 SR LR AR R T Y
Feik-" R AT AL BT ERK1/2  INK1/2 FI
p38 AR {f Elk-1 8% Az 4k , i 1 42 2 5 40 M A9 B i
WA G 1 R A R AN A5 BT AR . Hori 45T T
gE R, B IR EE | T S Ak S 3R] HE i K B UMR-106
B A Elk-1 89235, 3 it ROS f= A4 Al ERK 1
BEAR I B 2T 4 A M AR K R 7 23 (FGF23) [ K3k,
U4, 2R 28 )58 it MAPK 5 % 12 it Elk-1 il c-
Myc 263K B89 b 8 4 3k B B 1) 78 5 T 20 M s g ™0

[l Elk-1 3.2 50 & 40 B9 R o Lee %12
WK B, 1P %1 R -1 (PHB) 76 1% & 48 Md AT 9 1)
p38-Elk-1- SRE 55§ i 7% 4k , 60 17 8 5 % B 4 e
HIIE K o

3 Ek-1 EB W& IER

3.1 Elk-1ZEHMESSEM

Elk-1 5 (= 28 5% KB A R % % UM
SN gy ( osteosarcoma, OS) & & 40 4 & &
TLBY IR R Ve IR . Hou 2517 BF 5% & 91, 045
ARSI 61 (Cyr61) 4b B MG-63 41 /g, Hf LA
[E] AR 1Y 7 2085 i ERK1/2 #1 Elk-1 8% B2 16 F A
% i3 Raf-1 MEK.ERK.Elk-1 {55 % &2
¥ EMT 4r &8 R iF OS 4228 KR, sk
WL ENE WA U208 A1 SAOS o, p53 35|
nutlin-3 7% B9 ERK1/2 R] ge 8 1 ¥ i% Elk-1,iB5
LA T BCL2 2 H R FR B 5% 3¢, T BCL2AL B9 338
A REA B T ERK1/2 #I ) nutlin-3 %S A 41 A0 1=,
TR IR pS53 5 S 41 Mo U 0 B S S B LA . T
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TR H s 5 0UEH I G A 7 W BB TG p38 MAPK/
Elk-1 38 8%, % S 40 M08 T, 4 feomg 42 K77, i
A BB EFY 2 B Elle-1 d0 7T DL 3d 3 52 i K 4% JE 4
i RNA (IncRNAs) i 35 J # 0S @, Su 2
WFoT & W, 76 MG-63 F1 143B ‘B [ % 40 ffd 1, Elk-1
AL H # 5 MIRI00HG B8 31 7 X 45 &, Elk-1 3
5 IncRNA MIR100HG A9 I 8 7T DX 38 1o 3¢ 0 2 (5 1T
B LATS1 LATS2 #0124 3% Hippo & 728 # 0S i it
B BILSCAR R LI A DA WA — R R
o, TEEILSCWIE[TC/siVEGF (7-1) 40 il v, K& i
AT AE B F 1o (SDF-1a) AT AE Elle-1 3 £, 1M 3800
19 Elk-1 W] 5 ifiL /5 A 35 2 £ K 5~ B (PDGF-B) Ji§
BT X454, A PDCF-B fy 3Rk, 755 B B 40 M 1]
JE 40 M 44k, 0 b g B AR

B S AL R it A L R R S HL A AR e R R L Y
R . Hsu 25" R 5E R B, FLIR Mg AH 6 B
4 Hl (TAOBs ) &A1 3fF b 8 3 e i 22 IR 7, 76 i
40 i 3P ) CXCLS AT LA 2> TAOBs i 5 B 988 4 F
B, T TAOBs A3+ WA B CXCLS St E S Raf/
MEK/ERK 7% | Elk-1 # B2 {48 3¢ . Elk-1 7E $% 45
S5 BE S R 7 Snail BRI T IX A 45 & 0005, 8
1% Elk-1 4 B T2 2 Snail J3 8 F XA EH H3 L
WAL A B B8 Ak, [ Snail ik, %I b -
B R ZE,
3.2 Elk-1 768 B A A 55 8 M 5 T i 1E A

H AT SEIA R Elk-1 76 B BT B A0 E 5 204 B 1k
PR R E — o BIAE . 7E B B AR I B 5T
wh, Lin 2558 3 075 6 20 M7 B R A O R A IE B
EEHB AR THAETERREIER, KRB
Elk-1 . REL #H5¢ 2 © (RELA ) F1 b i 4 B A 1 1
(USF1) % 9 MH W ¥ RXW & F &, Cheung
s U e PR B I 2 A 2 (A M 2 & B S(LRPS)
MR TR 2SS % BN R Rk
WLLRPS {3 FIE LSS LM E®EAR X,
B EL T Y rs682429 £ F 5° UTR X, 5 Elk-1 %
G ot Ry IR A S AR AR, AT BERZ I Elk-1 B9 %% 5%
WG T R 0B . Peng 25U R H B R BT
B R B, R AR A LR B A BEAE A
o E2F 845k BBl 1 (E2F1) \GA Z 5 B HE W 1
(GABP) % 5H+ NRF2 il Elk-1 %% 5% 7 BH
R IE M, X S A SR L REA R
Ube2d3 .Ubal \Phb2 f Tomm?22 1] f 7 i & 4 4 £
AFFHAEREERPEEEEEN. EFLTR
BB S R B, A OQ T B 4 L b Elk-1 )2 MAPK

NF«B A9 BT i #05, BP s 40 4 20 i 28 R A 1
(bFGF) 0] 3 7% MAPK A1 NFxB {5 5@ i1 Elk-1,
V5T R R 6 R 8 - 13 (MMP-13) , S EURKE
HEF T IR . FERRIA ST RN R
iR INK A E AR & A 3 0] #0 f] INK/ELK-1 i %
BT R LT A SUR B B L A B A
JE IR A0 A 1] R 7 B MR B, MR A= T
RERBER AN ERK 8 BTG 1L, Elk-1 8RR AL 32 Jn
AR T BEA% A0 I AE B B B A

4 HEESRE

¥ ¢ F Elk-1 1] 5 ERKs JNKs fI p38 MAPK

S5 108 B RO DT S D ) 2R A A R SRR Y T

W R REPRIEEEZMHEM, o2 ikss, Elk-1

AT LLYA T B 20 240 M Th B, 32 T i 80 R A0 A

e B FE IS AR MR T, Elk-1 ZE B # RS

MR P A IEE —E MR, S e 3

SCAE R R S 2 IR R R R TS

ANREYIRG, HAe B BRBARNE A KB i ok

RSB BN TR T B Elk-1 % 5% 05 1% 5

WL AE Elk-1 78 H A g B ARVE FAL I M e 2k — 2 B

Who MHT, Elk-1 758 # 5 9 b AR TR B 58 A 52

BRI R Elk-1 89 FE LS, LA AR T HUH

TERUF 0 M R 335 5, BET 52 W L AR I T RE L 3

A2 P T A A, B B B A IR S R P N

Rt — WA . R, Elk-1 768 40, & 40

e B A R W, TR R R R G b S B KR

HAR A B WA G SR, HILX

Elk-1 FIR AT T A B T o> 77K 3 S S &

R G RE A BB, A S i B2 W AT A B

U 1R LT R L
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