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Abstract

DNA Damage-inducible transcript 3 (DDIT3), also known as C/EBP Homologous Protein (CHOP), is
a transcription factor belonging to the CCAAT /enhancer-binding protein family. It plays a pivotal
role in the cellular stress response pathways, responding to endoplasmic reticulum stress and DNA
damage in tumor cells. Recent years have seen significant progress in the study of DDIT3 in malig-
nant tumors, where it plays an important role in the occurrence and development of various can-
cers. This review aims to summarize the research progress of DDIT3 in malignant tumors, explore
the correlation between the abnormal expression of DDIT3 and the malignant progression of
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multiple tumors, and discuss its potential as a therapeutic target, providing a theoretical basis for
in-depth research and treatment of cancer.
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1. By

ERVEE N, 2020 FE294 1930 738 K S v 491 (HEBR AF R85 2088 F Jik s 5 v 1810 J7) Fllils 1000 /7%
JiE AU T ] (HERR AF 2 60 20080 F da J5 o 990 J3), L HbB R 491 Hh i s 41 20 11.4%, FLARSE N 11.7%,
BN 10.0%, FLIYE OB, BN AN S EIE (L], PG R R, TR R A LI S
KRR R KRR T TE, T AR (320 %) I 5 R 1 R R AR AL R R ONEE 10 5 A 5.82
I[21, i o F 8T A R N R 10 75 N4E 10.82 il[3], [RIL, IR AR S ATF 78 1) S B e g e 3 7E JE G o

2. DDIT3 M FEREEMZEIER

DDIT3 FHE A T ALtk 12913.3, XFRAEKAFHFI DNA $i51%5 S8 1 153 (growth arrest and
DNA damage inducible protein 153, GADD153)k CHOP, DDIT3 J& T CCAAT /158 145 & 4K 11 (C/EBP)#%
SR DR 5% o G R PR 2 1 5 2 500 182 A Jo D IS ) G B 4% i), DDIT3 FH N 3y % ) 3877 (N-terminal transcrip-
tion activation) 5 C st - =% B2+ 5% (C-terminal basic-leucine zipper, bZI1P) 45 k35 55 A T RS 45 K 144 it o
N Uiy 45 K438 /2 DDIT3 5 AR AR FEME AT L 75 1, Horp =8 10 2 R/ 5 2R 2 7 (97-100) AT LAKE B A POZ
EH(SPOP)IRAI, BT & - HABHARAM R DDIT3 FEAR, RN bZIP 453N i — SR iR
BET 4541 [5]. DDIT3 V3 B A S 070, LB DX I35 I B A H Rk A, X el ik i
S E AR DNA Mgs&TEME, SN SR IR = Sk LW HAth C/EBP B 103& 1%, A1, DDIT3
WA DA I AL S DNA, 15 T IR i #455[5] -

DDIT3 £y —Fh4i N K 7, BAE 2 PR S N RIS CBAE R, BLHE N J5 I 238
DNA {55, FEREFMEAEH . E9EH G MEREZE[6]. 7E N RN M, DDIT3 it B T3t i
DR5. TRB3. BIM #l PUMA FKERKFEFAMMPB T N8N RS T 7 0] LEsd TNFRSF10A F
TNFRSF10B /iS4 MaJ8 1=, 1 DDIT3 A LA A% s A il it i 4% TNFRSF10B (1) 4% s 3k 1 | ifd
TNFRSF10B [IRIA[7]. TERZ BRI R+ T, DDIT3 i#id GCN2-ATF4 flifl s i, ki 6t
Vi1 TIGAR (R HEREREfE, (R E E N b A B fift v AL B BE B 1 COQ9 f COX4, il Bk A S Ak Tk
B A, I T T S (ROS) = A, 35 B i e 40 M I B 45 S Jic R R R A 15 [8] . DDIT3 i Bz b i e 5
K7 CEBPS 13k, SEUMET4iMubrE 8 SOX2. NANOG. OCT4 1 CD133 & 5% T4l i %
i, TR IR 4T PE[9]. DDIT3 255 iR 240 A 15 Wa R 1, e a1 4 e e 4 L P 5 e R 12
Wi 20 A& [ 7] FEITR SRS R I E T, DDIT3 Wi # 4R B W AR T, LUK 2 i 240 i 1) AR & 12 (6]

3. DDIT3 53584
U S A Bk Lot RS W LR, R S MRS T R TR R, = B (Triple-

Tk
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negative breast cancer, TNBC) i R Filj5 58 %2 » fE4EHI4HARM T, DDIT3 i@ % nl et 4T, Ao
TIE B 8 41081 R 7~ % fi# 2% (complement factor properdin, CFP), REWS{Zilt DDIT3 (334 K % 5 7L IR 41 i
FIVRIT,  TT F0 PL FJes 400 F F 2B K[ 10T« Hlamiyeins S A IR SR T 1) 25 B TP 20 5 L1 1 B i i vk
(IRIRF=0), WETER I, Namycin-E REW6 FEARANRIE /7, H0H] GL/S 4 i Wk AE, IRk TNBC 4 &
HCC1937 #1 MDA-MB-468 [T, Ilamycin E @i 0 MR MR, 90 CHOP [RIA, FF Fi$1AE
T2H A Bel-2 FIFRIARMEHIIT:. CHOP HIFEMEEL Bel2 KRk B4R T Namycin E ST,
llamycin E S0 T-E A (1: Bad. PUMA. NOXA. Bax 25)%ik, i SERRMEIERE T, #Eim
P = B L 2 M R R [11] . PR X SER] e B R AT 2 R AR B, MTTROE AR 3 & B RS,
DDIT3 i 41 40 i & B FE AL 382 5 TR A% 10 7 1 SR X A8 Y o R 28 12] «

4. DDIT3 5fifE

it A2 o i DL PRI R 2 — R AN T BRI SRR AT T B A5 L e Ay I 25 MO o (R X A, /)4 i
Ji&(non-small-cell lung cancer, NSCLC) & ifii i fi & WL 2H 23 20 A, 249 5 P A it e o 491 1) 80% [13].
DDIT3 53/ il 73 Wi« AEAF R OC, BRI, RIMEEY) a-Hederin e FIHA K [ B 1
(early growth response 1, EGR1)#% 5 i 3 BEL 411 miR-96-5p, {£#f 7 DDIT3/ ATF3 4+ SIEAET:, MM
% NSCLC 4T 25[14]. circRNA_103762 7£ NSCLC ik Eif, FH7E NSCLC R {E Jys 3k [ & 1%
YEH, circRNA 103762 i#id 4| CHOP 7 NSCLC i il H i) 26 ik i 38 sk it 25 E [15] . iz #Ef 2
(Lipocalin2) & —F#i K I DDIT3 #EEER, A3 7 A NSO, 75 3 s 40 B T2[16] . #d DDIT3
FEAR T e 4 i R RIS 3 B 2 RIA, DUBRIRIS3RE T 2 [E s i dl A i fs AR, i —20 45
/N7 DDIT3 5 M ZE VIR R HAEMFRIL, Mk ATF4 A1 DDIT3 A 5 BREXE % (Parthenolide, PTL) %
SHMRET:, $oR PTL i #om i i N &2 %S NSCLC 4 T-[17]. 1hy7 25934 ] L i
PERK/elF2/ATF4/CHOP {115 5 i@ B 40 il filifie AS49 N sE . iR LR 28, (Rt anpuidr:, N
FZGDTT ISR I B R FE AR (18]

5.DDIT3 54 E#E

& B W% (colorectal cancer, CRC) 2 JH AL TE & WIS MR 2 —, A7 T 4Bk WS s 156 3 4L,
JEMRE A DGR T2 2R 4 o, 7B E N B AR S 2 4x[19]. Rk, iR BT AL g
a2 E R i 7T AT R A R R ) 1) . DDIT3 A S A0 B T2 (R ML/ 45 B R 4% T — 2 1F
i, DDIT3 T IEBHTE S, B e fil & 08 T PR A BB T2 [20] o 76 T A RIS A% 15 S 25 B IR - J 221
J7- %1 DDIT3 235 5 20 M 39 GE R T2 L Z2 (A 5T o, R BAH [R) 84 15 5t 1 45 B R - s 2040 %1+ DDIT3
RN 2 B T A 3 R O L T [21], #E—2PHE R T DDIT3 545 B W 4n i T i 1 % VA
Ko U W FFRM, M2 tn 445 2wl LU /-5 CHOP/TRB3/AKYmMTOR 3 #4175 S5 45 B 41D 19
PEFET [22]. TELE B IBUE /> FHLEIF, DDIT3 KL Rk SCHE 3 R RIA 1 i v] DU 45 B
FEAIME TS, BB RIE T DDIT3 7845 B s i 58 o Al B Bk

6. DDIT3 5E BRI

I 2 5T R e P PN i L TR SR PR, H R R 5 R4 SR (Glioblastoma, GBM) 2 ST 2 i S5t s 110 fii e
Jed, IR A i 1) S A 2H SRR ARG, B I B R FEANBE T B AT AN SR [23] o B T80 B R i AL
il AN A, WO PR i JE AR SR AR R i . MG AU R B, Rmi R R R (BITC)X GBM 4l 44
ENEEN B R R, RENE 5] GBM 4EMITEA A FRRLE LS 710 S A T, BITC R gEXS
GBM 41 ifi ) DNA & fk 7 /™ FE 35405, AN T GBM 41 (25 KA T FE[24] . AEAHIC R 2 5 s
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MIAHC R RIWE 7, DDIT fEH A RFERS R R E A E, AR RN -R LA /KE FlavokawainB
(FKB)RT LA 3 AR i B My 4H B R I B i AN 22, FKB B E0E GBM 4iiffarh i) ATF4-DDIT3 1)
ER NS 5K FEABEFAWE, R FKB i SRR B W LAFE B GBM 4 f fRFF1E 3 2R E 40
WA RAE TG R T2 ftl, FKB 2l i o BR4H MR (GBM) 41 i ¥ ATF4-DDIT3-TRIB3-AKT-
MTOR-RPS6KB1 415 S (#3711 E [ 25].

AT 7~ , WA BRI E A (WithaferinA, WA) R] LS S0 41 i 0 410 i & 3R (523 75 G2/M 1, w]i@
It ATF4-ATF3-CHOP #ifs 511 P9 J5ii X B 3 (ERstress) (2 GBM L& - F1 G2/M 1575 [26]. i X H2
PR IR A 7T, A 25 HU OR RS2 5 26 S s A o 300 65 SR I8 AR 5 1 328 34 1) W IS 1 e Je e 38 245 1)
R, HILT 2P AR, NP TR 2 R B R A B R A

7. B4

IN=A

5 1, DDIT3 jiid 5 2y T P LE 3G R AT Dy fif g a2t Jee g e o R, JHL S5 s v LG L %
FEMRIAEAR MU AR BN AS R AR BE R R A= o [RIG DDIT3 7 it 7T 7 r ke 21 1R X A FH e oA R ) e
FCHAR. DDIT3 W] LLE 22 1 HL DI RES 5 2R D, L2 510 Ao X S J850RT fir e 240 9 e A4 1A
LR, AL W] DDIT3 £ 2 At bl 2R 1 R AL, D 5e 38 R (K BE A1 96 97 7 R 1 A 2 ik

B

RT3 K A T B I R R0 B B 0 A TR 5 95 14 1 2 0 T 18 30 5 f it
FOfR PSR, [ B TR RO VR, B Sk, TR TG %, SR
E&MHE

I H TR KA AR LI Rt R T H B8, 30 H 465 202213980020Y
S5
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