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Research progress on the function and molecular mechanism of

CHDI1L in malignant tumors

GUO Chuangchuang'*, GUO Xuefeng', WANG Guangliang'**, CHEN Jinli'*, YE Lijing’,
ZHAO Guojun®, WANG Na'*

(1. a. College of Public Health, b. College of Basic Medicine, Guilin Medical University, Guilin 541199,
China; 2. The Sixth Hospital of Guangzhou Medical University, Qingyuan 511500, China)
Abstract  The occurrence of malignant tumors is closely related to key cancer-related genes in cell
proliferation, apoptosis or other biological processes. Chromodomain helicase/ ATPase DNA binding protein
1-like gene (CHDI1L) is a newly discovered carcinogenic gene located in CHR1Q21. CHDI1L is expressed
in many normal tissues of human beings. CHDIL is highly expressed in various human malignant tumor
tissues, including liver cancer, colorectal cancer, gastric cancer, ovarian cancer, and glioma. CHD1L, as
a promotional factor in the development of malignant tumors, affects biological processes such as the
proliferation, migration, invasion, apoptosis, and autophagy of tumor cells, and its high expression is
closely related to the adverse prognosis of malignant tumors. CHDI1L also plays an important role in
transcriptional regulation, maintenance of chromosomal integrity, and DNA repair. This article reviews the
role of CHDI1L in malignant tumors and the research progress of the mechanism, in order to provide a
reference for CHD1L to become a new target for potential markers and clinical treatment of malignant

tumors.

Keywords: chromodomain helicase/ATPase DNA binding protein 1-like gene ( CHDIL) ; malignant
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tumors ; molecular mechanism

VEZ LGRS (4 & A ke 55 A a3 5 A T
sl b A= 2ol R v S P A DG IR R 2% DDA DG
ER, AT Ay AR E T 140 MRE SR S 5L A | 5
AN NS USR8 RE R 20 L3 Al B e PR AT A
Bz ARFE T Y T2 L AR ERE/ ATP i DNA
4543 A 1 AE3E X ( chromodomain helicase/ ATPase
DNA binding protein 1-like gene, CHD1L) , tH#5 ¥
P 1K 1 (amplified in liver cancer 1,ALCI) , & —
Ft & BT Chrlq2l WEUE SR, eV 2 g vh
PHEZK . CHDIL Mf5fff RNA 2 KA 2 980 4~
BREE A6 1 At 897aa 1Y H H BT TR B
PHESS . CHDIL J& T SNF2 K1, B & 1 M
) SNF2-N 25 #8) B 1 /> il i€ B R 2K R 45 1 B

(HELICe) 1 1 224594, CHDIL B SNF2-N 2%
FE 5 55—~ SNF2 Z Rt CHD1 22 [8] 1 3 51 [i]
JEE N 45% ,CHDIL 1 CHD1 Z [6] HELICce 45 #418
AP R 59 % . TP a5 H AR, © A B
PGSR, CHDIL 7555 sy 4 | 45 g 6o fA 58
M DNA MBS rh R 4 B

FIHT, CHD1L 7 2 Fl W P b 983 2 2 i 3R 3k
W 25 B B DS R 2 PR 4 H
Hos 3R 8 5B R R R WS 4 ¢, CHDIL 7E
DNA 5 Rl RIG T A & T EAEH . Ak
CHDI1L EENE g & 28 & Ji v (4 A FH B JLAIL i
TR,
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gl
1.1 CHDIL 5HFE

JAAER 2 NS s DL IR S oo 2 —  FE T %
YL IR, ELIRUS B 2% , H A R S b i oy 5
PLEI AT 2 I 4ESk , CHDIL 78 PR iF 55 p 12
W2 BIOCH, MHOCH ST 45 KW CHDIL 78 i
Hgirh g Rk, HS T A R T8 B R R
TG A RA G, FEX/IN BB 5E 4 8L, 40 A v
1435 CHDIL ﬂuﬁiﬁ%%d\ﬁ%ﬂ#@%@ﬁ,
Jf H. CHDI1L i ] i i {2 #F DNA & A G1/S %%
Mo, AR E e A0 M B A L AR R R A R B
CHDIL 5 NTKL (Zix ¥ & 5, CHDIL n] LA 5
NTKL i3 8+ X3k 45 &, 4 7 3 p53 & A A b
CyclinD1 25 1, fi #F -9 40 L 1) G1/S HIoG 46, DT
i TP A B e

CHDIL 78 40 i 0/ 7~ v th % ¥ 25 3 OKRAE
CHDIL A DA 33 98 4% Nur77 1 SPOCK1 #% 5%, 41 il
JF98 40 L B9 98 T, CHDIL 5 Nwr77 454 I 40 %l
Nur77 WA AEA% ) SoRL A4 S A3, AT BEL A5 400 i (53R C
(R, I R 4 A P8 717 . CHDIL 3R 7] L.
25 SPOCK1 WY Ja 3+ 45 &, W H % o, JF 0
Akt {555 3 %, [ B il Caspase-3 ., Caspase-9 [
T, AT 0 ol B9 40 M R T 53 46, CHDIL 3£
AL A 1 S B M % & A2/B1 (hnRNP
A2/B1) 1Y 3K 35 Ok 42 #E UL K & AR E B
(nmMYLK) 3 34 | M1 0 7] JFF 96 400 He i 0 114
7341, CHDIL 75 96 41 M A 3 7% (R 28 F0 A W i
FHRHEVER ., CHDIL AT LUAE 3F 40 il iz o) JF 38 1
ARHGEF9 i Cde42 55 22RO 2 I WA | K [
AR, St 4R 0 F 98 A0 i i AT R B R R
CHDI1L & FT L5 H Wl il X 5~ ZKSCAN3 15 3l 1
DX & I 30 i Ho e 5i, BIk CHDIL 5, ZKSCAN3
mRNA FIZE [ A9 2305 01 S5 b0, I 9 20 ) 1 ke
SRR [ B g A A A R RS e D W T
RO BRI 1,

.12 -

{5 T, U842 e R R S PR 1) e S5 o8 52 ) T
ARG TE T ARAR TR I E I, CHDIL fEJiF
T8 R PR e R R A E B I, RS A B
WA E Y bR S ANGT 7 BBTE A,

*F1 CHDILEREXZREAXESRRNIERAENE

NMISHY VAR AN/ FE A 1 AL
QGY-7703 . NTKL 5 NTKL ()3 3h 45 &, (2
MHCC-97H AN AY GL/S M4
Vec-7703 . N7 5 Nwr77 45 & 3 W H Nar77
CHDI1L-C3 o S5t AT IS5 4 L 7
QGY-7703 .
PLC-8024 SPOCKL 5 SPOCK1 WA 745 &, 1
BEL-7402 . T G S R A R
QGY-7701
it LA hnRNP A2/B1, {2k
HepG2 hnRNP A2/B1 nmMYLK (5235, #0461 ¥ 40
MagE T
Hep3B .
Huh7, @it ARHGEF9 # i Cdc42,
ARHGEF
MHCC-97H . RHGEFS i WAl e
HMVEC
5 7ZKSCAN3 [¥))5 sh F45 & I+
Huh7. QGY-
uhT QGY- N SCANS IG5 R A

7703
I 7K S

1.2 CHDIL E4EME

S5 e R DL — ROl R R T AR ok
HRAERABET R LA IRAWFSE CHDIL
TESS B Wi 2 A 8 i VR FH B IL TR, vl BE XS 45
i WA R IS WA R L, R LA
S gE ™ GE R LI, CHD 1L 7R 45 E Wi i 48R
A rpE Rk, HRMR TR IR 4 i N 2 4L A
AR, FESE A AN A SW480 1 ik CHDIL, & B
CHDI1L nf LW At SW480 4t Ay 3458 R 2
BB A, e B SW116 41 il it ik
CHDIL, % 45 1 9 240 M0 1 800 RE 7 LA SRR B
MBSO P B E R, S — 2B R gEt Y 4 R R

CHDI1L il i fie E 45 H A 4 AE DNA 195 R G1/S
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A A, DT 2 32 45 M Js 200 IR 10 1 5 400 o)
T-, CHDIL /& &k ik 5 W 01 Ve B R 245 o i
FASE . TCF e St b R 1) Ak ) 3= 2298
T, e i iE B R K 8L, CHDIL F#: 5 TCF &
HWssG Rk CHDIL S50 TCF 4% 5% WA . b3,
I 3E 45 1 9 20 B 1) b B2 ) B e 1k . #IR CHDIL
J& il it Western blot #6010 % B, 45 B 9 240 i v
TEHE IR R U, i B A AR ek R 3R
R CHD1L BELAS-45 15 i g 20 M %) b 2 1] Jo ¢z £,
) 245 EL P i A M A 6 A

DL BFFE 4 W], CHDIL 2 545 B i 40 i
A TR MR 22 % AR ) 1h 72 4878 CHDIL 7
S5 R BUR LS RS A,
1.3 CHDIL5BE

e At R R DL M R 2 — i T
S22 W) G AR TR IR , A L S B0 % 7 8 A
WG INANA BERYT S MOCHRIE ' 25 SR A X
T BB E B IE R 4140, CHDIL 76 B fE 414U (1 BH
PEFIRARTE 5 9 H CHDIL J2& B8 S AR A7 30 0 i ~7
BUGAREY . AT IR & B, AR IR &
BRI b A A, R A CHDIL mRNA F12E
% ® 335, CHDIL &1k 5 B TNM 4341 ik
FREE SOk 2556 B 1 25 AR O, 25 35 45 I o 4
R, R CHDIL w] LAPD ] BB 40 19 G1/S 11
A, AT I 6 75 i 4 IR 3957 . Western blot 6
LER R, B CHDIL B B 8 40 i b ps3.p21,
Nur77 Fl ARHGEF9 # ik W] i F 3, SR Wt
ik CHDIL ] LA B i 4 i i) 4= 28 B AN i it
TR AT

AR R LW, CHDIL 25 8@ r kA4 &k
Je AR R Dy BE A 53 A HL AT SR AN 805 185 1A
AR TT BARLLRA RIS, B CHDIL 76 8 i (1
WIS W U5 PEAR RS P AL IR YT B 416 8 R RS it 0
ARSI
1.4 CHDIL 5

it 2 X NI Fe R R A i e R 14 S v

Z—, Baifti B Wia B, BB 422", /D
1 H i i 225 B 2R G R T R R AR B 114
SEAFM SRR, 75 2 3K 7 T, 38 3 4 982 2 Ak
PECIFAL Z S T 25 5 2 B, CHD 1L 7E 3R/t A
Jif%5 ( non-small cell lung cancer, NSCLC) 41 ZUREAS rhr
Ik, CHD1L /383K 5 i vh Fh s i pN RS 1
e R B B R g s Ak e % B DA 5C, B CHDIL
Pk 5AAAINGRE BE MG, FEIRYT I, LT AE
WFIE 45 5L R W, JH WA Ak 236 9 20 i AS49 ),
CHDIL By &3k b9, 17 75 0040 it 25 240 B v e %
CHDIL, 4 Jf X5 MU 4 SEURR PR3 i, £ 32 NSCLC 4 i
AT, 3333k CHDIL A LMEHE c-Jun 5 ATP Z56 &
FEHTZEE B W5t (ATP binding cassette subfamily B
member 1,ABCB1) JA 3456, e HA% 5%, ABCBI
FEE R P EOTE NF-«B 3 %, AT e iF NSCLC 41 i
MR TN 245

IR 5T 45 SR R B, CHDIL A] g i c-Jun/
ABCB1/NF-kB #lI1E NSCLC 4 g JIFU4A i 24 v e 5 4
VERT, kA B8R NSCLC AT 25 i 18 76 167 50
Mo
1.5 CHD1L 50&E

O G942 Bk R e T M A A i R 1
iR — AR R R R AT, H USR8 2%
i [ BP SR  AE & R 1 43 T IR Es ML o A A5 2]
FEAMUEIA P AR G5 RR I 7R 102 AR K 1
YN 44 D EERE RS (M L B ) 1) 2H 41
CHDIL #3835, CHDIL R Rk 5 Mg H 4w 6 B 2
] 2 2 AH 56, H CHD1L &3R8 PFAk S 828 HL 57 1)
WS RZR =28 78 2 52 e O S5 A AR A ) %
2, 7EURSEANI HO-8910 it %5k CHDIL, B &L
SRR R 22 R RS B8 ) B WS N, SIC CHDIL, w]
D Sk 2 0 46 B9 S0 A0 A2780 N ES2 AR 2B RE J1 .,
FEHoE ) 50  7E 00 SR AL 804, CHDIL Al
B 2 Ik 2 2L K B 2 ( methionine aminopeptidase 2,
METAP2) (1) 3R 1k 58 18 3 1EAH G . METAP2 J& CHDIL
()T EHE 25, CHDIL il i b 18 METAP2 1) 3354 iF
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bR SR AR R R R R . AR AR AR R R,
M CHDIL, A LA P 549 HO-8910PM 4l g iy 14
B AE 7, A B B 590 240 B rf NF-«B , MMP-2 , MMP-9
B FRIA AL T VA 40 SR A ) R 2R AT
FeREST . S3oh, IR S0 Transwell 5256 [F) FE 36
W, A CHDLL, ] B g 400 ] B9 555088 200 it 1) 52 4% R
&,

DL EWFoR S5 SRR, CHD1L nJ e i 8 #8456
FERA IR LA K NF-kB/MMP 25 {55 53 5% 5% i B
FRANM S TE R AT RS, (H HETOCT CHDIL 78
TR 988 & A= 2 JR v i P FH B BILIR A 5 i | 5 2 T
A BIBFFE KA 78 CHDIL J2& 75 Al LA A oK ok B 82
SETRYT AT IR T AR B
1.6 CHD1 53lis%E

FLIR I 2 2 P o UL R R I 2 — AR 2
PIE Th R B 2 S ARSR  FLIRE R R K
FET- AR5 BLBAE b T #he | 7™ H 5 Lo 0 B A fi
JE o TR AR LI K A R R 1) 43 F HILTIN T 7L AR
SRR RS e R R AR R A EEE L, K
HMIFFE TR G SRR 5 IE R FLIR R 40 L
CHDIL 75 FL I s 40 e & b 2 3% = 3834, H CHDIL
2R IR G R EE IR R S5 e 43
PRI &b %% # A0 5, CHDIL 76 3L I 9% 40 . MDA-
MB-231 W3k, Bk CHDIL Ji5 , MMP-2 F1MMP-9
EAMZFR L TR, R AP0 EGF 5514 Akt
ARKS il mTOR {5538 6 10 | 5 25071 i 40 B i
R RERE ) 3 T e, Sh S i mER ], R
& CHDLL ] LA ) 2L g 200 e ) SCID /)N Bl i) il 38
R AN, TRE S s R I, miR-504
TEFLIRIRE AN MDA-MB-231 " i3 35 B B4 T A IE
WILIR R A miR-504 fiE5 CHDIL mRNA 454,
113635 miR-504 J& , CHD1L 2 1365 0 . T M, FLAR
AR AR ZERE 11 W R AK, Tiid %35 CHDIL )5,
FUIR A p-Ake  MMP-2 Fll MMP-9 75 |4 32353
R, KB IR CHDIL, #6045 T miR-504 iR X) 7L
A8 20 B A= 22 e 0 ARV E F

.14 -

PU_EWFST 25 30, CHDIL 7] g i 4% PI3K/
Akt/ARK5/mTOR/MMP {5558} , 515 miRNAs 1 H.
VE VR AR SC B 11, DT 5% 1 2L B g 40 J6 174 £ 28
¥4 Ha7n CHDIL A7 S A FLIR I VA YT T B v 7E
P, HHATSE T CHDIL 5L E B )&
1RZBIITFFCE LRI, A3k 56 F CHDIL 7 3L
A BARIE FHOLHIA Frtt— L TRARF ST

2 CHD1L FEE bR ERSHLE
21 CHDIL 5WEZRRE

28 8 SR S — T AR R I S A T P g, B
DAHRIRYT by 32 (HE LA AR I FLFUS 267 . CHDIL
T J5E J5 968 2H 2RI G S8 440 Jf R b s R 3k A I TR
4 &I CHDIL Ji5 , pS3 il p21 & 2k il [H]
B} cyclin E fil edk2 BRI T 94, RUIFAK CHDIL
S, A S o R A A Y G BE . it A, I CHDIL 38
SO JFRE AN M 5 M Caspase-3 635 A Bel-2
B FRIA T AL TR A g T

DL E#FITSE LW, CHDIL 2 5 5 B 1 % 2k
R | AR T BRI B PR e B R 22 1
5

i Yel

22 CHDILEBRE

B PR Rt B L BB M R Ak S 2 1
R R TR R IR R R A Y M SRR
SZ5RELH], CHDIL 7E8 PR A U A th s R 5, OF
HAENEATE 25 5 b 825 R 08 ik CHDIL /Y
PR 20 X T AEF Ak P B 5B, AR CHIDILL A i
TG 245 PR JRE 4 i ERK1/2 Akt F1 NF-kB
SEES P T A AT VLT T 245 2 DA 98 400 B Fy 34 5, 5
PEE AR A0 A PR T

IRBFSEAE R F W, CHDIL AT LLJE 55 1 P98 40
X6 MBEAEFT P9 e 2 T 2454, DT A9 9 7 - PR R T 24 4
FEAEBHE AL
2.3 CHDIL SHEBR%E

I R ARA e — o v E B A R MR R, T
figt J J g %) A R R T 2 B IR YT FBE R G
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Ji

g OMSERE I G5 R KM, CHDIL MRk S
gLz

JidEE TNM 4330 bk LU 25 55 B8 e /N Fn 2
P FEANIC, H CHDIL /583K 2 o i 52 & Fl i I
AN RS FOAR &Y, FERCIK CHDIL (1% Jige i 98
HHM Panc-1 HR I, B-7E M 11 mRNA FIHE 3%
S T, S5 Panc-1 40 A4 G AE I BT

R

Seh. e W ST

Wnt/p-
Catenin
ARHGEF9

Cdca2 @
o | -

R

IRBFIESE R E  CHD 1L ] B8 i 3% Wt/
-1 PR 17 5 I , M 52 M e g 110 % A K e
S IR AR 1 I R 2 97 B AR Y BRI MK 3% . CHDIL
PR WL e 2 28 % J b VML an & 1
No

B e e e e

c-Jun/ABCB1/
NF-kB

o " Ter

&

1 CHDIL 7B MEMELE & X BRI IER R

3 RIE

CHDIL 5 T4 45 B | 18 9 s | O 5506
FIFL I 55 22 Tl N 200 1 I 1) O 2B K T 25 D) AH
%, TERAERRE b CHDIL 3 3 P8 DNA 194 %
ANME G1/S W4 A b i ) 5 4% 4k, 4% p53 | NF-
kB PI3K/Akt/MMP {5538 % , I 5 miRNAs A B
VR 30 o ) S L R 3 2 1 2R 3k, 5 i o 98 240
s TR MR 28 T/ A L, I 2 5 2 0%
PR R A R R AE Y R . CHDIL 5 2500
PR G R 53 4 AR RS AR RN RS & IE
M, BEH AR CHDIL BITEABFSE , A3k CHDIL
A B2 W RS PR R BT 1 A b iC ) R o
FEAS

CHDIL 5 ZFl i g & A8 & i 25 1A G (B
HEARIVE F B A3 T EE DL SR R 9535 i, Aok

D3 ZERARIHT TR T CHDIL FE5 M g &
A R rh U 4 E A 8 S TR L R
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