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SALL4EMEAE XRPHMERARIZITENX

The role of SALL4 in tumorigenesis, development and its significance in diagnosis
and therapy

BAaT twik kB FAGCLAKRF HFRLABHFALH, LA Fd 250012)

[ ZFE] AP XU FERE R 4 (spalt-like transcription factor 4, SALL4) & — i & I F 9 R FE R, t 2 4EFr IR IR T4 i 5 3
SRR Z [F) A T BB R 4B R A S R . SALLA JEDK (1) 31K Bt B R o AR B 28 A8 K 2 HOEF 1 R 2 2 A
FKIK o RT T RIHITE T8 2R B . SALLA 7 25 Bl it 8 G0, 475 S A firb 8 01 1L 70 22 8 e 989 vh e 5 iy 3205, HL SALLA R IA /KT 15 s
AR R T IR S AN R TS AR A7 JAH DG, BRI B e 00 ) A= 0 274 76 o T SALLA Rk B R R e 1k T U7 Tl A
R AR AR A A IR VR T TS CERE o AR S SALLA 71 s kA8 Je v A IR e e A2 R S IR ML) S SALL4 1E

PIRSST AP IO T TR — 2R

[fiE]  ASSED XU FER N 4(SALLA) ; i A s PR R 8 s VR Tl A
(B S] R730.54;R730.2  [XEAFRIRTE] A [MXEHS] 1007-385X(2021)06-0624-05

N 2R UM FE [ 4 (spalt-like transcription
factor 4, SALL4) 52 4 47 I /15 41 il Cembryonic stem
cell, ESCs) [F 58 3 1 22 1] 7344 15 B 1 5% B 1 %5 K]
T ARG K E RS BT O RE R
ERU, SALL4 FRiEBEH 23K & R Mz ek 2>
HEBERZENIET PR H R P ARKIE, IR
5 22 Fh b J8 6 455 S Ak Ji g DL R I YR R G i
SALL4 2% 5 W0 » LT 3R, H SALL4 R i&/K-F
L5 vyeg 3t Fee DA K e eg A6 FUFS AH OG0, 78 IR (1) &
AR, SALLA T B 1 3k PR 53t RO A% A i
A5 IR 4 PR B B PR T AR 28 IR R AT I 2
SR AR W AT N SALLA J: R R S MR A A
TR L s A e )4 FE A G ol ek e 5 £
(YR IT B f>10 AR N SALLA 72 it i K 4R
J& TR AR FH R R R A R R LR . SALLA 7
PR 2IT IR SOX =AN T T 4508, B NS
BT IR S W bR SV FE TT S SRS E AR

1 SALL4BIEZ4E S

1.1 SALL4AB5&ALH

SALL & [R 2 JL 6 Spalt 3 K] 1 [F] Y5 5 BY L[], £
¥ 0 Spalt J2 K] /) DNA [7] 5 75 5] 5 % 753 211
SALL4 s& SALL 5 jf (SALLI. SALL2. SALL3.
SALL4) i 12—, N SALL4 £ R T 20 5 Yo ik
q13 b, Y440 2 ¥ (Exonl. Exon2. Exon3. Exon4)
R, SALLA ARG K & 1 oCk I A, 724k
FEANBAUNREBSERKE TR EREEEH . IR
FU R 8 , SALLA 3 i 7 WNT/B-catenin 15 5 1@

I 2 R 20 IR 2 A 40 P 1 R e 5 e 4k, SALLA Al &
i B /N BRZE TR i 5 BB B 2 JE T2, 1 N 28 SALL4 2k
(1) 98 A% o= 5 S0 Y B 4k S 1 388 4% 9% 3 Okihiro/
Duane-radial ray syndrome F1 5 % M IVIC 5 A 1E 1) &
AL A GRS E RS . TR R
Y[ AR S M 7 R B SALLA Z8 48 25 U 1] it 2> i
SALLA FIEPE , T T B2 (1) i

SALL4 B[R gafi i 2 —H &0 2 A4
() ER LSRR 25 2L N R I C2HC 2R 7 /> C2H2
RV B AR AL . SALLA 25 (A T HAMEF Exon2
W BT 7 U AN [R5 L 2 A5 SALLAA H1 SALL4B 1
MY, SALLAA A 8 MeEEfaEh ), Horp 74~ C2H2
A, 1N C2HC %Y, 4% 1 053 N LWL ; 17 SALLB 2
B 3NEHBER, Horh 2> C2H2 2, 4fiY 617 NEIERR
(/b 386-822 5), hAh, HIEE LS MWIE S B2k
Ji% Q IX 45k , 1% X 5k 3= B 41 5 8h SALL ik 2 [
(SALLI-SALLD) Z [HAHEAEH . SALLA & & —Fh
ZEA, EE AT ARZNE,
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1.2 SALL4 48489 oy R KA

SALLA4 J PR 7E /)N BV i B 31 e 2R 3K, (HL B 3 /)N
K B A, SALLA R IE B WHR /D , & AT AR AR
FEAH A 2R ANORN D Rk N, BRAETE 4
5 & i 1 48 K/ad 1fn 4 48 ffd (hematopoietic stem/
progenitor cells, HSCs/HPCs) 4l , K38 43 1F 5 1 B A4
LH AL RTINS B SALLA L[ (1 3Rk, SR 1T 7E 2 Ff
SCARIE S I W R G MR b, SALL4 JE [N EE B 3R
BB AR IR R G ML R 48 P, SALL4 B A
HSCs/HPCs 1 31k , {EL i 1 5 73 A6 J5 SALL4 J K] it
TR,
1.3 SALLA % T fmfe & 1F A

SALLA4 71 447 VR b 40 i 15 F 50 8 0 22 434k
TE e T R CBEVE R » SALLA Ji ik J30E OB 14
W 2 Kl F Oct4 Nanog- Sox2. C-Myc ] & 1% , & &
“SALLA4/Oct4/Nanog” % 55 1 44 W £ K 4 £ i Jifs 4
Ji 1) B 3 BT, b SALLA 7E BN M 2% v
FHUAZP . GRS I, 42 3 Wnt {5 5 18 2% R
T AT AR R/ BRUVE G T 40 L 1Y) B 3R BE 8T, SALL4
A BhE R A R .45 & B-catenin, JE Wnt 55
TR, 4 — A U 4 LT i AR R IR ) R R T 4
SRS TR

2 SALL47ERE & % & B EER MBI HLE

IR, R B A 7 R B, SALLA 78 2 F i
JE R KA K R R T R AR,
H IR 2 5 3ROULBE A% A 10 S5 L ot R 47 G A 6 [ 1 3%
3K, T 5 P88 20 e ) 38 4 R T VIR 28 RS e fh
I 1 25 55 R LE AT A
2.1 SALL4 5XR# %
211 SALLA SRt 40 R ey 2578 A Jm IR A
SALLA 2 ity - 41 B 386 4 ) T ek A2 Hp 10 O g 1 %
BRI, JFC = S0 o v 4 4 PR R T AR o T R
PR T R R ) 3R Sk 4 FF A M A7 05 58 T, fEE
L9 BF 7827 e % B, SALL4 A] 5 5 % 45 & HOXA9,
N SALL4 FiA S HHOXA9 F£ik g/, %S A i
AT . AN R I SALLA W] 55 40 2K (1 R L 44
ol (ML AH AR, B 5 & A SRR IL A
i 95 HOXA9 J& 3+ X 35, $#2 75 SALL4/MLL 3 % 7]
RE 4% HOXAO 31K , A2 2 FF 1 197 40 I A7 3% 1) 9%
B LR PR B TS B, 8 it siRNA-SALL4
DUER SALL4 Kk J5 , H R UiE AL K PTEN 3218 Fif,
25 ] PISK/AKT I8 85 PR3 S » AT 400 il Jise o 9
YRR AE K o IR 2 P B A 7R A AR 2R A T ATk R A
W figp o7 2Ok 2 40 TR 1G58 BT 75 1) ATPY, RE %
H 98 A B 7R A AR 2K R R KR T OB BE A SR

SALL4 3T [ Ji I8 241 At 50 44 5t T 2 hor A 4810 T TR
b BRI 4 L R SALLA BE R RIA Tl 5, n] 38U
1k, % B2 1k A1 5% % K] (ATPSD. ATPSE. ATP5G2.
NDUFA3) 32 1 7 1 A0 2 b 4 8 S & (1) B A, 3k 1
AR JH- o 20 B PR A2 35
212 SALLA 5 Eafem iz 2% AR EE
g e o i e LU BOR K I, SALLA i
it i TGF-B1 2K 5815 , 0% TGF-B/SMAD 15 %
R 15T AR b R 4 R e ) 78 5 41 A A e
MRS S e (R %, [R5 B0, T I TGF-B1 1A
Al SALLA /i 5 (1) B e A i A2 22 A BB ik
WILE B R 70 R B, SALL4 dE L ki HK-2 1) 3%
15175 T e R O T A ok A, AT 2 B e 1
1RZEFNERE . T ILE i i 70 TR R B, Bk SALL4
FIb Ja ] BRI 40 B (T RS AR B e T .l HAYE
it R T 7B h & B, SALL4 3 358 i FoxM 1/PrxIIl
R Y PR R () 3G 5 L IE S , SALLA T g id it 5 5 i
Ji g P b B 44 B e () 75 J53 40 e 2 46 3k 2 32 i3 ROS
()5 5%, AT AR 4 Ji e AR e 1%
213 SALLA 5B e eh it 25 IR AE SR R,
SALL4 /i 5 2 T i 988 AT TS 245, FL 98 76 1R 24 4L
RS — PR T . SALL4 W] #5502 % E3 5l
CUL4B 3| 7 YL )i 25 (1 HP 1o, 5| #2 HP 1o 32 1L L %
il B e €0 o T, i3k — R g R A, AT 5 3 LAk
ST 2509, AL, FEBE 78 1 8 IR IO B, B3
SALLA4 31K 2= 5 el F1|Jas 40 BT A0S 2540 40 1 Uk
P R AT 2, Foi 2501 E 22 SALLA 5 H T
JE HE L TR c-Mye RF 72 1% 45 &, BB o-Myc 1 #%
%, I AE ATP 454 & %2 5 H 1 (ABCBD 3R 1A
K5 FHUMIE AT 2 .
2.2 SALL4 5 & W3E A% 154

W R R R RIS AL 2 22 2 I, b RO i
fEABMRE T EAE o FROUEAE AB 1 A2 48 72 H5E R
IR 7 41 A S8 R AT 32 R, 5 350 BT ) ] st A% O
BRCO, SALLAE N —MizE O sl ¥, F 2
PRI TR 95 LR R R e o
221 SALLAME A% F WG HF  AE N30
T3k 2 MR R AR R JE . SALLA FE 5 Z Fh
* W ot & K 7 DNA H X 2 B B (DNA
methyltransferases , DNMTs) \#% /M B 1) Fl 2 2. Bk 40
i (nucleosome remodeling and deacetylase, NuRD) &
.2 M E B 5 A & (polycomb repressive
complex, PRC) F1 41 & [ 25 H J& AL i (histone lysine-
specific demethylase 1, LSD1)AH H.{E A , il it i 45
I U L R R R R B s AR R R T e
TFFL22 R 30, SALLA 1] 43 S5 4% /N 7k # 44 A NuRD &
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Er A R UF LR PTEN (13 31 X 38, $0 il 18
JEH PTEN [ 3% .

222 SALL4AME A3 FHBEE T AFERNEBEER
F AT E 22 B 1 R Ak e iR . SALLA W] 4 5
2H 7 H 3L F2 1 (mixed-lineage leukemia, MLL) &,
- I 1 (B-catenin) 22 FLEE LR 1) 5 2 X 2k, i
o b FRE R R R A R S BOE B  I T
ECY, N B 2AMkdE & B i (AML) 1, SALL4 7] 43
SR R 7 4 2 A AR R A i (ML) 22 H B gk
HOXA 9 JA 87X 35, L HOXA9 ik, i fie it
L5 A A R R dEARRO 78 NGk B s it 77
W, SALL4 = 45 & B-1E M &5 H (B-catenin) , UK
WNT/B-catenin 5 5 i 4% , {2 13F p-catenin 7£ 41 iy 1%
W1 ¥ 18 , 3t — D 35 c-Myc 215 12 135 i 4 A 1) 14
Wi . (R FE N B B0 B 7 R I, SALLA /R N
e A TR R RS VR R 8 O 4l 5 CTTNBIL, I
U B-EM R A i B4tz , bR R et
c-myc Fl cyelinD1 [} 3215 , % Wnt/B-catenin 5 5
10 % M TR 3 25 5000 4 L 10) 36 5 % e g PR T e o

3 SALL4 {EJ e T B0 & 49 S AR A Fn B iR T
B S

SALL4 JE R 1) K5 e e Rk A 2 45 IR 1 2
T A= 5 208 LA S 5 AN B 1R 50 248 H O R =
PEIZ TR S S ) SR VR T I AR A A
3.1 SALLA4/E A I8 M &9 £ 4 547 &

SALLA4 7£ 2 P i e v S i e AR 1A, HLR kK
g kit fE B A AR E SRR —
SE RS PERY 78 56 R 1 A HE A B8 O IF e e, A
FU R F G P 2 AN ARG M =2 R O 53 R 1 iR A1 5
2 AN HRAL 1) A F% VR A BE 41 B RS Y SALLA R IA1E B,
S5 BRI, BRI B R 1 AR AR E 40 A R b
SALL4 JL 55 55 41 , 7 % 11 A 5 240 Hu Ji 98 1 SALL4
Yty 25y 5 58 P, $E 78 SALL4 A] A — P i) U
PRIV S5 M (10 5 1 A T 40 PR B R A 4, T &
F TR O R 2 . Il it 7E 2 R 3,
Jiti i 55 HR SALLA Rk /KF 5 il 2 % 2 1EAH K,
TE it e 25 AT ARSI L SALL4 2R 35 7K~ 0] Tl
it S AT TS B RS L. 4 e AR AR R I %
7% H SALL4 mRNA ) IA 7K1 5 JiJ8g 1) s A 22
RRAE 2 25 A0 5C , SALLA nI Ay FL 1A S5 i 07 25 12 W
J TG B AR S, BEAk 5T HBV R B
i & B, SALL4 %3k 5 miR-200c 1A B [t , SALL4
FIE AL miR-200c 328 55 e 1 e i 5 v L AR A7
A K, [t miR-200¢ A1 SALL4 7] /E 4 1l HBV*
JHHe AN RIS AR b B

3.2 SALLAAE A MG &7 b9 # e e &

N SALL4 K35 J5 ] W0E PISK/Akt 18 % H P AIK
1 1% 1k % 1 p-Akt Al p-GSK-3p 2 VEGFA [#) % ik /K
S5 AT 0061 375 ) 400 e e R () AR T R
T L AR S IR A AT O, A SALLA A B bl
VAT IR P A B A, LRI 2 Tk = A e
FIFERR 2T, B 78 8 R qQPCR 3 AR I L i e £
B 92 2L 43 % T 36t e 55 41 23 7 SALL4 mRNA R IA 7K
-, 28 B IS5 E T R 55 2H 2 B, 86.1%(31/36)
A5 A% 1 SALL4 mRNA ik 7K F F+ &, i i RNAG
FEAR S VA 7L R 40 SALLA (1) 223 AT B 3 4 i1 L
Ji g8 41 i MCF7 14386 5 , 75 5 L 20 it J& 9 B 72 G 1
Wi, L g5 B4R, SALL4 mRNA A 2 o 3L e
TR 2 W B 6T 7 R B ),

B RS R B, SALL4 3 B3 i #H 52 HDAC/
NuRD & &4 % H F ¥ R PTEN 18 ) 1 [X 3ok
0 AR) JEL S e A s R o R ke T R 2 1 ot o A P 1)
KA K€ SALLA J& T A0l e 25 B R , B 70 Al
T REFE W —Fh AT 5 SALL4 5% 4+ 45 & NuRD
R 5 M 45 B 00 A 2 Bk, AT BE BT NuRD /5 1)
SALL4 B 330 Th e , HxX Fh 2 Bk fig 100 4% Fo0 i
2[R PTEN 4 SR 08 BTG IT 3R o AR AMIT Fil4+7
RIL,1%% BRI TT SALL4 5 335 1 A U9 & A
AT S L T g 4 9 T A e S e 4 i 1 42 280
o AT IR Z AR Y BE IT ROR AL
SRR 98 B2 T IR AR R, 45 R Rk B 5 o R AL AR EL , VR T
ZH /)N BRUPRY Sieb e A AR B S 4 /)N | b e B L PRI,
—SBE SR B AT B R R AR . IR A B AT
H R4 T T 24 21 i 28 PLC8024 7 37 T8 AL 7 i
ZIRLAY, S50 RRAAR LG, B AR JE VR 9T 4/ BRI R
(NGANEIS NIy N e = A N L TR N AR
g5/, 1 Z A AR JE 5 SALL4 2 B BE A IR 97 /0N BRI R
AR R AR AR SR K A SR
JUEPE . HEET L, % 2 kR T SUE N R A L
T 499097 19— 5 4 T Be X IR R CRLEE X &R A dE
Je ToR ) D) B AR T AR Y. Btk al WL, 2 e FE
W SALL4 5 H 32 WL i A% PR A0 B A 6 77 7 9 B )
1RYT I8 SALLA 1) SRR K MR R SR de it 1
HIYEIT 7 1) 6

AT S8 I v I Y B ik S 4 Rl AR AR
P A A 181 1) 5 RT3 4 1 PR AR 1Ry 2R A SALLA 11 JHH-ess 4
MUAE TG 2, JUH 2 ATP & BRI 52 8 2, nl ik Bk
#E 1) SALLA = RIA M T AL R . fE3I L8,
/NN FEERBR R ARG, W5 H X R A K
mgem, &R ER, SRNECHML, FHERA
SALL4 = 2 1 14 68 41 B 22 5% A I Jea 19 28 K B 2 ik
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G2, HXP/NRICB . i3R1E SALL4 I i /83 240 g ot
AR 771 2 ) 4P B G 1 370 1) 771 B UK S 4R S AL B IR
FsFR AT TR YT RIS SALLA H iR /3124,

4 %5 1B

SALLA J [R5 57 e e ik 4 2 R JLAE g R B
R AR FAS F RO — AN B TE R R AL IR AR
ke bk 22 OB 9T R B, SALLA 7 5 i 5k PR %
TRV R 353 g S5 AL o) O 4 L R R ) B SRRk,
AR G5 A T A2 28 OB T 255 4
V24T s T R 5 R 1) R AR R R . $E 1) SALL4
BT I R, 22 LR ] BH T SALL4 5 H 3R
W35 R A ELAE T 2 IR & 1 IkT 5 SALL4
LS HRMNEER T HEEY, 3 SALL4 1)
B SR ) Th B L 3R 1 00 5 SALLA X R i #E 3 ]
PTEN [{)3%3k , SR 1M HeBE 7] SALLA4 7 22 R e b 136
IT 2R O R R A A 13 3 — 28R . 7ok,
SALLA 1 45 i 98 1 5 HE K R AL 13 % 56 4= ) B, A7)
FTit— B9, H A% T SALLA 7E % ik ik | o %
FEum bR AR 7 T A A R AR — 2P
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