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Abstract

Tumor has always been a hot topic in medical research all over the world. In recent years, it has
been found that the expression of cell fate determinant DACH1 in a variety of human tumor cells is
closely related to the development of tumor. However, the exact role and mechanism of DACH1 in
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tumor have not yet formed a unified understanding. In this paper, the origin, distribution, struc-
tural characteristics, biological function and the mechanism of occurrence and development of
DACH1 in a variety of tumor cells were reviewed, all of which were to explore the inhibitory effect
of DACH1 on tumorigenesis and development.
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1. 518

DACH1 (Dachshund homolog 1)/2& $:## dachshund & [K () NS [RIJESER, 25 REIRES . #4 RGR
VU)K B [1]. DACHL H: R %t 760 N HElR, 7015 N 52 kDa. &5 k% s K1~ 1 i DACH £:[4]
Hifih, 4K 400 kDa, H 12 MMRT 9D, ZIEE AT AKME 13 55 EE(13922) . B —Fpje s
JRAHREE, HHAR DNA &R ET46, EREEHEPFTERNPRE. mRNA FEIEE. 5
TS E AN A M YUE o MR JLAERIIE SR I, DACHL B RI7E iR 1) A R R R R 36 AN m] 71
BRIIVEF -

2. DACH1 EEMG& R EB REM

DACHL Ji [K 4 DY g i AN [ W AR PR BY 2 SR AR, A /B4 B AT O IELE 7 190 2 A N SR A A 3]
DACH1 mRNA. Dachshund Z5#4J1% 1 (Dachshund domain 1, DD1, X Box-N)EA — STl g i - &
i - BHEFR LR . N DACHL1BOX-N [1] X-5$ £k S ik 45 /) K B, DACHL 2 & — AN 5 I L K] SKI/SnO
RPN, ZEEMBRT ofp 56 EOMBEIBRE/SCRWH, TiZRETE8. M. 4. ]’ O,
B ORF. Bl BEIR. MASRIR. RS, RUSINR. ALK, EERAILEEERA

DACH1 # il {t. ZFik Al SUMOlation #&1fi, DACH [f] Z.Et{k ¥ € T DACHL 5 p53 #1e FE K 1)
ghh, WIURE 1 -5 40 B 300 R0 1) 40 e 1 A DG ) p53 ThRE 48, 1 DACH (1) Z Btk € T HDAC
454 . Dachl FIBEER AL IR yb-1 BIZs-& . E4HA 53 A FIE T §HE emt 4R 5 EMT R E .

3. DACH1 ByTh&E

V)R E: DACH & Ski FER b )— 52, DACHL K%tz 5 TR MALR KT, IR
BNIKAIAK2] [3], FEXTE ThRE I IE & K3 HA E AR F[4]. Dachl 2 [RIsk kN BRAE AR 5 R 58T, (2
EFTRINFATEAT 2 B R, RN, #%A KK GG, 5 Dachl JEH BRI /N BRUE A J5 5
WU, 1 Dachl FEPRIGR /N BRUEE AR J5 Rt 200 T, SRS EFTRI AAE AT 28 B R G h # A
MBI GGG, EFEE . DACHL 75 I 5 T {4 40 B3t 56 e A i b b 5 S22 R0 /EH .

BEs: DACHL iBit 560035 c-jun. MEBESZAK o MEBCE S AR TN At i 320 BB 6 PN AR sk R 7 M LA
HI, i S PR 1 CALS0 HI4E & RS AL R TR . A Ef)e, DACHL B S c-jun [ 6 L5304k
By AZEERIR NS IR RSNE R FA EAE A . DACHL BL#: 5 XCSKIR DNA FRHI45 4, ] FKHR
EATHEMBUEES . DACHL #6 EMT 4% 1 mRNA Fi% M1 Snaill 1545 .
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2RI F2 e A 20 1 4 . DACHL RERS NI I P B2 AR« BET AR 4R AN BT 51 iR L Bz AR K32
Hrh DACHL il B AUE S4ERFIER 107 M. DACHL B I RES BRI LA M (. FLAR. A0 21 R) i3 5
[5] [6], JF4miia] L Ao 4 A MR S2 AR

4. DACH1 FE & B &2 £ B P R/ER
4.1. DACH1 5.8

FLARE BARTE R RS Wi Ra T S RIS T R R, H i T m R RS TIR, 52 3
T2 1 i BE SRV [ 7] [8]

IR Ji55 e 5 3 TR X 4% (RDGN) 245 DACHL. EYAL 1 SIX1, fEZ8E KB s ECHEEER,
£y RDGN PN EE A, SIXL AT EYAL [ 5k /2 52 i 7L 8 I R 45 R AN R 2R [9] [10].
FH M, DACHL HIR LA /E R, H DACHL ik, Fvn AL B AR AERe )1 Ik,
Z IR R W 3 3) 7 X IR AL S 30T DACHL (R, 3X 50055 7L 75 N I VR 22 i R 3 B
R B VI G . DACHL #E P B R A AR e, 5%, % LAY s Ak[11],
MBI A, RIBBANTHE. ISR TR, I T4 (cancer stem cells, CSCs) A5 58 A [ 5
wraeds, W SEMEE AR, WM DACHL 257 CSCs [ iiix.

CDA44 & —F | VZAFAE T FLAN I E i, fE40M /2. BE AT HE S 2 Pl B 22 D Re
RIFEBEENWER . CDA4 fER CSCs HI—ANFT A A bR EX, (1R RIRA . 228, BB ARITH
Pi[12]. ‘&iEL A $5 Ras-Raf-Mek-Erk-Cyclin D1 i . phosphoinositide 3-3# 7 (P13K)-Akt {5 5 1 i 2541 56
PR B SIG TE . I GEE T, R EMT, (ERERRR 2B

MEHT I E R P, DACHL 5 CD44 iAo, CD44 nfg 2 FLIRE DACHL FIHit . 5IEW
FUIRAREL, FUIR MR 420 DACHL iz, 1 CD44 H9hn. K2 m) A & 2 S e 2 44858 IHC 245
Z7nH DACHL 5400 2 FAHK, CD44 S5IE S IEASG: [FI, fEHEAK DACHL 767 e
4 Met-1 3% 2 HRIA 5, 183 mRNA 734, CSC #3454 CD44. KLF4. MYC #il/b: EMT FrEY) FN1.
VIM g /b, @it Western bolt <3, DACHL {7315 T Met-1 4ifi CD44. £FEEH. WIEEH
REEC, p21. p27 2% bBifl. RA Met-1 40z MHEABRE, )54 DACHL 7£ Met-1 4ifig b 3Lk,
50t HEZEUR L, T D S 255 P 00 5 81 R ) A AR B B AT B T B2 90%, L g A K Aty 3 3 1 4 PRI

W JE N T VPG DACHL 78 FL AR U5 N8, T8I 40 Hr O R 3R 1 R0 52 (GEO) , L Hh AL 45 3574
LI B . 5 T B DACHL () mRNA 5 531k, HIET A 2L 5 .

4.2. DACH1 5kfiB3 7

C-X-Cmotif ligand 8 (CXCL8)/& —F e &L T, it B 7Wh Bl 55 43 WA 1 75 2k i3 240 A () 184 3
1RERTR A ZFER . CXCL8 XFRANEN K-8 (IL-8), B THRAMR - &AM - Fi&M(ELR) + CXC
BT — B, FRAMR. SOEE IR A A0 A . RSB T @ (TNF-)
AEA -1 (IL-1p)15 S 74 . 5 CXCL5. 1L-6 55 2 AEK 2848, CXCL8 Bt 5iF {44 4H B AR 4H
] SR SAL R SRR AR A [13] . I ik CXCL8 7Efii s (lung adenocarcinoma, ADC) (& 4 & e K45 T
HEEH.

W43k, ADC 7 mRNA R F/KF B % I DACHL F#1K[14]. DACHL LA p53 f77 2 FHL T ADC
YA, MR AE M E Wi . sk, DACHL Al S kAL B A 3 (PRX3) A1) ADC IR A Fl
f%2&[15].

M &R A FE K I, CXCL8 Jhit mRNA ZK-Fisi e Al /K-35 ADC Kt e K [16].
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CXCLBMRNA 7K Fifi 5 g /N3G i 5 B FH& s s ELISA v:% ADC &3 (1 1iiE CXCL8 HH
APHAT 0T, o ADC B35 15 CXCL8 KPS & T IEH A, ok, Bl ADC B3 LhF i
ADC HF W £ CXCL8 F4MEATEH . Liu Q.25 N it 76 i fi 2L 3 Fn 4 ffl b i 4T 7 CXCL8 #
DACHImMRNA 7KV (A S 041, Hodh B8 7% CXCL8 #1 DACHL 2 [f] 2 AR5 & . 1] CXCL8 FlH:Al:
CLAN A iR 40kl 25 D5 p53 Al CDKINLB %5 JCHA M A OGOC R TEfE2RSieh, Liu Q.58 Nilid i 7 REe
Fpik DACL 1) A549 g 4 it B /INBR, R BLFrE1L DACHL 1) A549 il B A SR BUm RE /15
B2 (1) iR 2B K S L 7E RS E 3R 1K DACHL (1) ADC 21 i 2 (A549 F SKLU)H HEAT 1 SE SR B 7R B, CXCLS8
£ MRNA I (/K _E38 N 55— J5 T, DACHL 2k v] LLYE BRI 6T CXCL8 F4iil 1 , S8 CXCLS
it S . 7EDhRE -, DACHL B &40k T CXCL8 #5517 A549 1 SKLU 4ijiiT#, 8] CXCLS 1
&g A FH AT @ i DACHL 78 ADC H [RIA IS . J T ADC S RhFE A /N BB R ) 45 5, DACHL 5 R
il CXCL8 J A2 4%E K - cyclin D1, Ki-67 HIFRKIA, M35 0 g A= 4 . £% LTk, CXCL8 /& DACH1
[V ERE i, DACHL 1J A4 CXCL8 fE/R 43 NSCLC Al A K AN LA (R IX T RE[17]. k4T,
DACH1 g% B B4 CXCLL F#RIA, 3% ADC & HiJE[18].

4.3. DACH1 545 B #E

4& M ¥ (Colorectal cancer, CRC) & AT 8 14 i Hh v i 28 s i R R 22— RS2 1k SR 08 DU RaiE
FIRIETI RN . B RZHAEIRERY], T35 KI5 microRNA (MIRNA/MIRYIE i 540 1 =5 Ji ik 3k 2 1 35 [ 1)
FikkfEHt CRC IR JE .

BOHT BT KL, miRNA-552 5 CRC HHE# AT 7KK & . Cao J.55 A\[19]1 JciEid RT-gPCR il
20 Xf CRC LUK HART IEH LR RIL, 458 /8 miRNA-552 7E CRC HZUh I RIA /KPR & T
I X R AL 17 55 16 45 W9 NCM460 4 il ZAH L, miRNA-552 7E CRC. LOVO. SW620 fl HCT116
F6 210 L 22 34 R o [ B 3R I R T T S o B miRNA-552 it 6 1 38 i 1 iR CRC 240 R (19 39 B fie
[}, Cao JEENGHAT T D@EA Transwell 5236, miRNA-552 {KFRIAH SXTHRAAHELE, LOVO 5
SW620 4 i @ &3 FE B 2 R B

C&1 DACHL 7£ CRC & Nill, S5/ Z% VIFHK. Cao LA NK LOVO 5 SW620 4Hfrh i
mMiRNA-552 %k T2 J&, @it RT-gPCR A1 western blot 4347 &7~ DACH1 i mRNA 1 H# A8 8
P o

Wbz Ah, CAMIA T EFL IR 590§ b DACHL 23k 4 KK 7 g 15 58K, 7£ CRC x|
Wt/ I 8 B o Wnt/B- 3 30 8 FE B2 — P RSP IR AR, IR AR H S AT JE Sl R0 5 % ol 5B
MAEMLS 2, EFEAMEIGTE. RS, AR Z HARE A IE Wntg-EHE A5 58Kk, A
c-Myc J:[H, 41 & & 1 D1, MMP3 I LEF. REA:HF 50 % B, DACHL 5 c-Myc Fl cyclin D1 2 £ 5.
LI DACHL AR LM c-Myc. K miRNA-552 Fifl2 J5, DACHL &% Lif, [ c-Myc %
A FTIEAS, 7EH 2 5 western bolt £ FI4E 55 g 38 (GSK3pB), Alifu/E A& D1 1 g iE
WEH.

4.4. DACH1 58t#&

JFF M i (HCC) A2 28 DU WLAORERE, FESERE HAE T R A 50 0 I ERAER,  FIE 1 4 7 S Aty T HY
BTV 2R, R, #ie TSR SRR 2 FE RIS TSI E M E> . 3 B X
FMEAERRE RN, MELUES R, 1HHSE RAEERKE BTN

SIX1 2 [FIPREE MR FE S IR 7 SIX R — 51, WIFZ 8 ENRE LA DN, FL b, BN
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Je— MR E E, U TES IR A, f T SIXL (2 P AIANE 24 1 B R A 2 SRR H AR E
MRS . R NV Z HRRE T R I SIXL FBRIE, R 5B e BRI BE L
1734 5[20]. SIXL Il 8 Tan i i fe 45 B e i A K SR, il i i A K R
(Vascular Endothelial Growth Factor, VEGF) R BSUMLE LB BEAh, SIXL HITHE, 58 PR S ARG RA10H
Ko

Cheng Q.Z5 A\ [2114 1 50 15l iF-Ji 4L SURE AN RN 50 il 55 L REAR . TEFTA 22 S RIBHE R, 43 il ik
B 5 AR IA R R AN 5 AMIERIAFE R 2 H A R I SIXL 7R 44 s 3Rk, DACHL TEH@E 4 2
flkKik. Hrp SIX1 1 log fold-change {E A IEAE, 3R BH R 20 2R () Rk AR I iR 21 23 /5. DACHL 119
log fold-change {1 {H, MBS TARIEHANRIARAK. @IL RT-gPCR 24T 50 HilFr A [F] £
SORTERFEAL, SIX1 m#KiA, DACHL KA. MifE =Fp AT % (SK-HEP-1, Huh-7 and HepG2)
i, HepG2 4 3R 3 5 B 2.

BeiJ5, Cheng Q.2 Aiid 737l A1~ HepG2  SIX1 il DACHL 2 j5 &K H: 7E4iEdE it #E
SIX1 EHIFIEAH, DACHL &t fERH . AMiufEscin R, Ml SIX1 Flid*ik DACHL J&, it
G2/ MK EIRLE. [RINRIIAEM ARG, 4] SIXL I, P21 FRiksfhn, CDK1 ik 1
FiIA SIXL i, p21 FRLZH|HMH], COKL FikFtE. MFEIAMINE DACHL 2 J5, 5245 B 5 M X

PS5 e AR A A HAE ], Cheng Q.45 A KB DACHL 5 SIX1 1 p53 M EAEH, 1
SIX1 HfE5 DACHL AHHAEM . B JmiEid western bolt #— 5 464IF T DACHL. SIX1. p53 1 MDM?2 2 ]
(IAH HAEH . DACHL 1 p53 & H M KIA 5 SIX1 EIE R AAHIC. SIXL Rk T DACHL Hl p53 ()
Fik. M pb3 LXK, MDM2 T, X5 p53 Mkt 5. 1 DACHL i Fik s 2T SIX1
EARBLEEFM ., DACHL dRiA T+ p53 £k, il MDM2 £ik, XJ SIX1 FiATH B, it
Fik SIX1 FIPEAE DACHL R IA I — 2 F#AIK p53 Ik, 753 o 1 AE /N BB W2 A, SIX1
IE A /N R A A KA R, M DACHL 33 1 /0N SR 40 Bt i A= Koo - i (K B K
/NS AR I L T K

5. BESRE

4, T DACHL 7EMYR h AR AE BT FUaR Rl 2, BRACSCEE S MR 2 Ak, (R TUR
FRIAE FALLE ST RO BIE FE v A A B [22] [23]. DACHL AE N — MMk B, FEHI AR 3] 7AAT, (HIEHEHD)
PURATI AR T . AEAE IR U, SR 5 Z A5G HT miIRNA BVF 2 — D HT 5 17 .
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