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45 B EB[E] AKHEFRPI3K/AKYmTOR{SS@ 15 S = BAZLIE
il gl =]

FEg R KA BER
CREBRE LR, Tk 7R 067000)

5% B & RO PIBK/AKYmTORSE S3d i 1 IR B HX T = PP FLIE (TNBC) MDA-MB-4634H il [ W)
PSR MRS, F 3 FMDA-MBA6SANAREHL Y et B2 (AN B 254) S840 (8 mg'mL ' 22J1%) . Akt
WG 7I4H (8 mg-mL ' 22Ji%+10 pmol-L™ SC79) , 43 MIgh TAHM 25401124 hig , SR FART-qPCR#: A I 2% 41 413K
Akt mTOR, AN & [ (Beclinl)  AMEAHICE 5 (ATGS) SEE M RHER I3 (LC3) B A1 (P62)mRNAK
157K s Western blottingZ: il £ 2R ZHEIPI3K , Akt p-Akt, mTOR, p-mTOR  Beclinl , ATG5, LC3 P22 [ %35 /K 5
GIE VYA A H AL C3 P2 A E ML LD EHRE . 4R ST HRAIHLL , 928 4IMDA-MB 468411
PI3K, Akt, MTOR, P62 mRNA K PI3K , Akt, p-Akt, MTOR, p-mTOR , P62 [ /K-35 1 24 A1 (P<0.05) , Beclinl , ATGS,
LC3 mRNAZKF-KBeclinl  ATG5,LC3 I/LC3 1 & AR FEIRETHE (P<0.05) s 559040 L , AKEEIE FIZIMDA-
MBH4684HIHfIPI3K . Akt. mTOR , P62 mRNAJ%PI3K . Akt, p-Akt, mTOR . p-mTOR ., P62 [ /K P38 37} 85 (P<0.05)
Beclinl , ATG5,LC3 mRNAZKF- K& Beclinl , ATG5,LC3 1 /LC3 1 ZH/KFEEIEEREIL(P<005), % ZHEAMDA-
MB-4634HIA 1 kA5 S P T DAAKCATHE e 5 PIBK/AKYmTORAE i s 0% 5ok S8,

Yeblinl: 2205 s = B FLIE s PIBK/AKYmTORAE S ; [ W s MDA-MB-46841 i

rhPE 58S R587.1 kbR GRS . A

SCEGS : 1004-6879(2025)06-0456-07

RBAB .BE G RAE R 4R B (81441133), 2025 F K AR [E 5 [ Al A A1 70 4 A1 86 3535 % B B (CYCXZZ202501)

wBAEEH
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Sericin targets akt to regulate the PI3K/Akt/mTOR signaling pathway to induce autophagy in
triple-negative breast cancer cells
LI Jingyao, ZHANG Rui, JIN Meiqi, CHEN Zhihong’

(School of Basic Medical Sciences, Chengde Medical University; Chengde, Hebei, 067000, China)
Abstract: Objective To investigate the induction of autophagy of MDA-MB-468 cells in triple-negative breast cancer (TNBC)
by sericin through regulating the phosphatidylinositol 3-kinase (PI3K)/protein kinase B (Akt)/mammalian target of rapamycin
(mTOR) signaling pathway, and to clarify the target of action. Methods MDA-MB-468 cells were randomly divided into a
control group (without drugs), an experimental group (8 mg'mL" sericin), and an Akt activator group (8 mg-mL" sericin +
10 umol-L" SC79). After 24 hours treatment with corresponding drugs, the mRNA expression levels of PI3K, Akt, mTOR,
autophagy effector protein (Beclin1), autophagy associated protein 5 (ATGS), microtubule associated light chain protein3 (LC3)
and chelator 1 (P62) in cells of each group were detected by RT gPCR. The protein expression levels of PI3K, Akt, p-Akt,
mTOR, p-mTOR, Beclinl, ATGS, LC3 and P62 in cells of each group were detected by Western blotting. The localization
and fluorescence intensity of LC3 and P62 proteins in cells of each group were detected by immunofluorescence staining.
Results Compared with the control group, the mRNA levels of PI3K, Akt, mTOR, and P62 and the protein levels of PI3K,
Akt, p-Akt, mTOR, p-mTOR, and P62 in MDA-MB-468 cells of the experimental group were significantly decreased
(P<0.05), while the mRNA levels of Beclinl, ATG5, LC3 and the protein levels of Beclinl, ATGS5, LC3II/LC3 I were
significantly increased (P<<0.05). Compared with the experimental group, the mRNA levels of PI3K, Akt, mTOR, P62 and the
protein levels of PI3K, Akt, p-Akt, mTOR, p-mTOR, P62 in MDA-MB-468 cells of the Akt activator group were significantly
increased (P<<0.05), while the mRNA levels of Beclinl, ATG5, LC3 and the protein levels of Beclinl, ATG5, LC3 I /LC3 I
were significantly decreased (P<<0.05). Conclusion The induction effect of sericin on autophagy of MDA-MB-468 cells can be
achieved by targeting Akt to regulate the transduction of the PI3K/Akt/mTOR signaling pathway.
Key word: sericin; triple-negative breast cancer; PI3K/Akt/mTOR signaling pathway; autophagy; MDA-MB-468 cells
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=PI FLIRI% (triple-negative breast cancer, TNBC) j&
— PP LA Sk 2R R N R B A R -32 12
IR R PIME G T B R R R I FLIRE , 29,5 2Bk
FARFUBME RIS NN 15% ~20%" 7, BTk h 4R 28
FRCE LI BRI, AT, TNBCRIRERIAYT /7
ELMLTT A EY HRTNBCHA SMEFL R A2 221
B RS R R e, LB R R i 25, A K,
MR IAIT i B P FLIE R P, 55—
FhEFXFTNBCZ2 4 A UM 254 , I Wi HAE ISR s IR
bR ZG iR ]

H e Sz AR RN IRR SRR
Wz —, AR R AR B Ak,
A5 1B B 9 . Il o <5 22 Fohoe o o, B2 R Wk JUL 12 - 3 - K iy
(phosphatidylinositol-3-kinase, PI3K) /2 [9 11 B (protein
kinase B, Akt) {5 5 il #% # S BUE i, T SR R A

% 1 (mammalian target of rapamycin, mTOR ) £ 5411 ifd [
MRS, 2RREER BT RS Z—, BABUR i
b B S oh e, B NRET s R B, 2 e]
T JREPIBK/AKHE Sl i A TNBCAN I ZMDA-MB-468
AN, (R UE AT, IRAIR T 22 B 1 AL K
B, ARWFFE IMD A-MBA6S4H I AR 5% G 45 T 22
FEET 15, W24 4 HEPT3K/Akt/m TORTE 538 1% S 1 Wi AR &
TFBAEL, R4 T ARGRIE FIE T 22T 1 Y
MDA-MB-4684IJifl, 53 M1 22 B A2 PI3K/AktmTOR {5 5 18
H175 FMDA-MB-468411 i 5 Wi L , ABOAIG IR 6T
TNBCHAEHT R
1 MRlEA=%
L1 %ajie, 22X MFHE

A\ TNBCAH il ZMDA-MB-46841 i (3103 3 58 A= iy
FHEAMRAT) . 228 (HATEAIZ A F]) , DMEME; 57

+ 457 -



koo O BE¥ k¥
JOURNAL OF CHENGDE MEDICAL UNIVERSITY

e (ZEE Thermo Fisher Scientific’AH]),SC79(ZEEMCEZ
F]) .FastKing cDNA % —4% A ik 77l . TRNzol Universal
BRNASREUAF] (AL RIVE R BR A7) ,PCRS |
Y (CE T AEY TRB G AR A E]) , BCATR Rk I 2 ik
& RIPA (LA EVANN) RARIR (AL R IFEERHECA R 2
i) , fabiAkt, p-Akt, mTOR  p-mTOR¥SEREH LA (£
CST2Al) , B SE AR L DT Sl g G & S hPBK
I R0 2 9 (autophagy effector protein, Beclinl ) | [ WAH
FH 15 (autophagy-related proteins, ATGS) &R
555 93 (microtubule-associated protein Light chain3,LC3) .
A K1 (sequestosome-1,P62) HL i hifA (3¢ E AbcamZ2y
A]), fbip-actinfiLse DA (S E ABclonal A H]) ,CO4H
k3% 46 (32 B Thermo Fisher ScientificZ2A &) , Mx3000P%¢
Jese mPCRAL ( R A BHCA R AR , B bk
LA —LER ) WO S B s ( H A BUbk 2307
AMRAT],
12 #mpggsh 2 m R A

37°C 5% CO, &M ¥, /EDMEM; 375 (£10%45 4%
Rt 1% 53R ) P MDA-MB-46841i 374 ~ 5 d
JR AR AT . BOEUE R IMD A-MB-468 411 ifafiti
BLAT A LA =40 0 B, A A & 25 ) 58 A 8 37 2k
RE3524 hy SeieH, i &8 mg-mL ' 22y se ks gkt
B53524 h ARG 4L, {18 mg mL " £2)+10 pmol L
SCT9 i SE ARG TR A 3R 24 h,
1.3 RT-qPCR#%#& MIPI3K/Akt/mTOR4E 5898 & B * 48 %
B FmRNA#) £ A

BA A 40, PBSTH UL G #2 BUGRN A, I 5€ #k
J | aE R T e R R IR A A A0 R N A SRk,
cDNA, PIcDNAMEH, GAPDHMHZ:, R HIRT-gPCR
WS H YRR v B, @ 0 i 245 B C il 5 ok
FA2 28 5 B R S R R Rk R, R & T
T:95 C,30 ;95 'C,5 sfn60 C,30 s, 40N EH, 5l
#)¥51:PI3K,F 5'-CTGCCTGCGACAGATGAGTGA
TG-3',R 5-ACTGCCCTATCCTCCGATTACCAA G-3';
Akt,F 5"-GCAGGATGTGGACCAACGTGAG-3',
R 5-GCAGGCAGCGGATGATGAAGG-3'smTOR,
F 5'"-CAACCAGCCAATCATTCGCATTCAG-3',R
5'-ATGTCCGTTGCTGCCCATAAGTG-3';Beclinl,

+ 458 -

Vol.42 No.6 2025

F 5-ACATCTGGCACAGTGGACAGTTTG-3',R
5-AGCATGGAGCAGCAACACAGT C-3';ATGS5,
F 5-GGACAGTTGCACACACTAGGAGATC-3/,
R 5'-CTCAGATGTTCACTCAGCCACTGC-3';
LC3,F 5-GCCTTCTTCCTGGTGAACC-3',R
5-TCCTCGTCTTTCTCCTGCTCGTAG-3';P62,
F 5-TGATTGAGTCCCTCTCCCCAGATGC-3',
R 5'-CCGCTCCGATGTCATAGTTCTTGG-3';
GAPDH,F 5-GCACCGTCAAGGCTGAGAAC-3',R
5-TGGTGAAGACGCCAGTGG A-3',
1.4  Western blotting# 4 RPI3K/AkmTORAZ 538 % & A
AR TEOHER

A LA, PB ST BEfE A RIPAZLAFIK (RIPA
PMSF=100:1)F-80 C &M F7es4i#,4 CELIRIE
IERCA R SR, Mg iR g G 4 TSDS PAGEHL
VKRR B (Bl kY , iR2~3 h) . —Hil B[ PIBK
(1:2 000), Akt(1:1 000)~p-Akt(1:1 000)~mTOR(1:1 000).
p-mTOR(1:1 000) .LC3(1:1 000).P62(1:1 000)-ATG5(1:1
000) . Beclinl (1:1 000) , %37 2 hfi54 Cit 7], TBSTHER, —
BisEE (1:10 000,337R 1 h) TBSTHEE . B 5 AR IUEE
I FlImage VRIS 57 IR AR, B IR 1K IBKP=H
B 9 4% K S AR/ B-actin®R 19 4541 K FE AR
15 %FERAREZANEZEMDA-MB-46849 e LC3,
P28y % AR ER & G R4

AR, PBSTRUE G HEA T € (2 R PEE 4 C,
30 min) . £171(04 g BSA + 1 mLILZE NI + 19 mL PBSZE
i, 37 C,1 h) . —HiFETLC3(1:1 000),P62(1:1 000), 2
30 minf54 Cilfg] PBSIEVE. —Hill & (1:10 000, Eii
1 h) A% (DAPIAR , S min) PBSIEVE, 1EBEEAE
P TR PO R AR 2 e IR LS L ) B e DS
U, K Fllmage VR BT HH 5 H B B I SO SRE
1.6 %t

RHSPSS 26058 AR A TR AT, BT AT S
YyE 53K, FAINS- TG % TR HHBmRNA
(PIBK, Akt mTOR Beclinl ,ATG5,LC3.P62) &% H &
(PI3K, Akt,p-Akt, mnTOR,p-mTOR, Beclinl ,ATG5,LC3,
P62) KB BIFF A IR A, LA (7+5) TR, 2401 L
BER P RIZR F5 225307 , 21 1] 9 9 L R FHLS D¢ 465
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2.1 &#MDA-MB-4684ajP13K/Akt/mTOR ¥ i@ %
PI3K , Akt,p-Akt, mTOR ,p-mTOR &5 & i&

534, LB 4MDA-MB-46841HPI13K .
Akt,mTOR mRNA K PI3K,Akt,p-Akt, mTOR,p-mTOR
B A ROE 2 B AL (P<0.05) 5 5 5B 4 L , ARG
HZHMDA-MB-4684fiffi Akt nTOR mRNA Jz Akt, p-Akt,
mTOR . p-mTORK 7K V¥ B & T+ (P<0.05) ,PI3K
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M
1 2 3 ’ LA T m s m scuas m ARSI
PEK (D S G 85000 12 b

Akl D w— - 60 000 ik
:‘SJ *
Rosl
p-Akt S — e 0 000 =
O 06
WTOR G W G— 259000 i
04 |

p-mTOR . = gy 200 iz |-

Practin M G —13 000 9

PBK Akt  p-Akt mTOR p-mTOR

EAWKBBALSE; A2 55,3 AKUKE A ;
Had @ mnrt, P<0.05; 5% % 400 ,°P<0.05,
Bl Z&MDA-MB-468%a @ PI3K , Akt,p-Akt, mMTORFw

mRNA K& /KT B 25 5 (P>0.05) , W K], p-mTORE & &k
&1 &mPBK/AK/mTORAE 5@ %40 % B F#y Rk (7+s,n=3)
s mRNA Protein
- PI3K Akt mTOR PI3K Akt p-Akt mTOR p-mTOR
SR 1.00£0.00 1.00£0.00 1.00£0.00 1.01£0.04 1.030.08 1.0420.08 1.09£0.04 1.10£0.09
LI 0.75£0.02° 0.830.04° 0.72£0.05" 0.73£0.02° 0.82+0.04" 0.72+0.05" 0.6440.02° 0.74£0.05"
Akt B AR 0.74£0.03 1.09£0.12%  1.08+0.06° 0.73£0.02  098+0.04°  1.010.06%  1.07£0.03° 1.06+0.08 %
. 5t manrt, P<0.05; 5 £ % mamrt > P<0.05,
A B
22 ZmMDA-MB-4684a g B v 48 % B -FBeclinl ,ATGS, 1 2 3 Mr SRR EERA W AKEN
Beclin | i_—_— i T
LC3.PO2# Ak - g
ATGS e D S ;) =g
L% B A L , S5 LMD A - M B-468 41l 4 1 B
LO3L - — - 14 000 Beclinl ~ ATGS LC3IVLC3I P62

¥ FBeclinl ,ATG5,LC3 mRNAZK - K Beclinl , ATGS .,
LC3N/LC3 1 &EA/KFEHBEF# (P<0.05),P62 mRNA
o % /KB BB RER (P<0.05) s i M b, Akt
TEFIZAMDA -MB-46841Jifi F Wi FH 5 Bl Beclinl ,ATGS,
LC3 mRNAZKF K Beclinl ,ATG5 LC3TI/LC3 T ZEE/KF
¥ BRI (P<0.05) ,P62 mRNA K & /K T BE T
(P<0.05), L2, %2,

Lo - - == 17000 E

P s — )

pactn D D W 00 =[]
¥ |

AR W SIAL W AkEE R4

EAWKBBASE; I ABM 2 EBM 3 AKURKE R A,
B¢ mAnrt, P<0.05; 5 £ %mAart,P<0.05,
B2 X#MDA-MB4634nfBeclinl , ATGS, LC34=P62%& G 4%

A2 & #MDA-MB-4684a it & vii 49 % B T Beclinl ,ATG5,LC3 ,P62# £ 3% (7+s,n=3)

.- mRNA Protein RHTOERE
Beclinl ATGS LC3 P62 Beclinl ATGS LC3N/LC3 T P62 LC3 P62

Jiceil 1.00£0.00  1.00£0.00  1.00£0.00  1.00:0.00  0.99:0.01  1.01x0.06  095:0.09  0.86x0.04 17.36x0.69  32.07£1.27

el 1372017 1.56£0.19° 2.03£0.24"  0.64£0.06° 1380.09° 1.57+0.12°  14120.13°  0.75:0.02° 38.65+1.53" 21.48+0.74"

Akt BUERIAL 1.04£0.06°  1.0120.05% 1.09£022° 0.91£0.08% 1.18£0.07° 1.0240.06°  0.96+0.11°  0.90£0.05° 20.62+0.84% 27.63+0.91°
i . 5B mAat, P<005; 5 528w Ak, 2 P<0.05,

23 A4AMDA-MB46824aL.C3 . P2E G A2 R % A% E
MDA-MB-4684 fn¢f i e DA PIRE 4Y 5 S e i £ (P<0.05) , P62 355 e i JiE I 5 T4 B 21 (P<<0.05) 5

LC3 . PO2EARZMIE, HWN A TR, %
MDA -MB 46841l L C3 345 e 5if Ji 1 25 i -0 e

AKtEIEFILHMDA -MB-4684H ML C3 P35 Y6 i i 3%
T 525040 (P<0.05) , PO2 -3 e il i 12 3 i T4l
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(P<0.05), WLIEI3 4. 32,

Merge Amplification

DAPI LC3
o .- :
. .. “;’..
e . 30um
o .. : -

B3 &4#MDA-MB468aLC3% & 2z R R X RE

3 iTig

I W 2 — 2 i ) P o il A B R AR AT B R A
WA R , E RS PRI B TR ) B A R AR AR
Fiiin AR BB, AR bl 58 S s ik e
AN, RERE B RS B AR AR 5 T REEA S E
W = RPN ORI R AR A B A (DT
TapR A B ) , R T AR AR 8. BREAIE K. B
Wi SRR AR A R R AR B, IS SRR Z
A BRI B S SRR E R T A P B RS A
B B IS , 2 il I UNC-5 LRESR 1 (UNC-51-like
kinase 1,ULK1) & & ¥R {LPBKA &4 (LHEBeclin-1,
Vps34, ATG14%5)™"* Beclin-1/& PI3K & A 41 5 B4H %,
R4, TR B W AR AR AT B A, U i (2
BT B, DA A it B e bR B ATGS 5LC3
B A R B, E A BB R R A
(ATG5-ATGI12-ATG16) BIEREAL(LC3 1 iz Figtekk
L ALC3 1) £ 5 A VGRS I I A 5 14 &, 0 e itk
ELRLNINpA N =L AN AT Y= 3 g e A
it A R R £ , A0 2 ok R R T TR A L R T R0 Y N 2 ) i
TR, W e g e e 7 o R s 22 A s v, S BRAG P
FIA ) ARBFgeH, Sl MDA-MB-46841)fiBeclinl |
ATG5,LC3 TT/LC3 T FRiR/KFEAT IR T,
2ol L MDA -MB-468 4 [ Wi 4 F 50 e 1 WA
TR S HVERY & A P62 7R 1A 1 — i 8 Wil = 7R
1, BB IR B0 25 B 12 F AL R A S B 4 23 55 i
Py, FR i S JEC A 1) B8] [ Wt AR e ) L A T A
BEATREAR , DAAERR AN N ) & iR A, P B WA A
fiif & H WAL Sl ) FE bR — , I 5 BRI T 5 Ui
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Amplification

xR

KHA

AKtHUTIZE |

B4 & MDA-MB-4684aP62%& & 212 B % X% E

Fel7 KBEgE, SRR 4lMDA-MB-46841IP62 % 12k
4T RR A A I P A1, 3R W 22 B W]l el 4 Pe2 K ik
KARFFMDA-MB-46841 i H Wi iU E 1%, HILe] W, 22
JEATMD A -MB-468 40 il |5 Wit ik B2 0 2 AN A1 3 m] R 5
PEEER

PI3K/Akt/mTOR/E Siligk) 1z 55 MM HY%H.
W R PR T SR AR R P R R SR R T,
PI3K R Ml i% E i G #5550, — BB , nT i ak
PR — B2 & A pR IR 1L, 16 RERR fL T iFA ke, 16 1k
M AKtA] 4k BTG mTOR™ . mTORAE AW s h e &
A, R RR AL 5 nT I R U LK L3k FELIE B
Wi R, W T R AR R G R A Y, FEARHT
g, SEELIMDA-MB-46841ifIPI3K , Akt, p-Akt, mTOR,
p-mTORMWJFRIBIK -2 B Z AL T X A, 25 & Lk 22 Jext
MDA -MB-4684H ifd [ Wi AH 3 P B R e 3R
22 MDA -MB-468 40 it & A= [ Wik i i R PI3K/
Akt/mTORME Sl s I SOR LI, FEMLEER |, Ak
— IR 22 R AR PR, AT 9 R FH ARG IS CT9,
2o AL [RIALFEMD A -MB 4684111l , 45 5t B 7R e AP 13K/
Akt/mTORME Sl S FWEAHSC B F I K 1G 3 S5 22
FEE LA SR Bt LS, B 22 ISR DA A Kt 1 PR BE v, 3
EXFPI3K/Akt/mTORE S5l i i 8% S #EA TR , BE T 175
SMDA-MB-A684HIif & A= Wik , 3X AT R 2 22 B BT TNBCHY
PERALEZ —. TEARDFZE M AR HEAR R p 22 fighi
TNBCHAEFIALEL, %1 22 Rl R b A1 B AT — s iR
BRI, Jo S0l T B T IR AR ST
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EID2BTEZE A P HIFTRIE K S MAE R HItE R o i

R R EET 3k R AR

(1. A SR L R B e T AR 06700052, AKEEIEE 2B BEEBE AL PR WL 7 067000)
fi%: B % RIEEID2BIES I (COAD) SR o B A ARIE R HsE i, 7 i B TCGABR RS
HIEID2BAECOADH Y Z B K- , Ko H SR 53 301 B A A7 IR 9K % s HPAKLHR P43 HTEID2BIY 2R 1 KKK T 5
TIMERKR 5 HTEID2B 5 Sy AR M Gk s TCG AR A UE A TEID2BA: My ik 5 56 4007 s R 1
AMEEE S T SIRN ARG THP- 1355 S 1 WG DL ETID2B 3% , RT-qPCRAG EID2BR i3 %, R 256
Transwell L3 PP AR XTHCT116ANHER REJI A5 M. 4R EID2BIECOADH ALK (P<0.05), GRS
FERS ANM2 ELWE AN I R /K 2 5056 (P<<0.05) s i R EID2BIY ELE A s 35 13 rI{2 #EHC T116/iTF%
(P<0.05). i EID2BEE M SCOADIMKE AL RS HIS: | MUREID2B A (L SE I RS
Sefltin] ;. EID2B; S5l U s o s AN ; Evsani
RS K733 SCHRERER: A SCREG'S : 1004-6879(2025)06-0462-06

Correlation between EID2B expression and cell migration in colon cancer
ZHAO Wei', WU Yudan®, WANG Yixiao', LIU Qiuyan’, HOU Zhiping""
(1.School of Basic Medical Sciences, Chengde Medical University, Chengde, Hebei, 067000, China;

(2. Department of Gastroenterology; Affiliated Hospital of Chengde Medical University, Chengde, Hebei, 067000, China)
Abstract: Objective To investigate whether EID2B affects tumor cell migration within the colon adenocarcinoma (COAD)
immune microenvironment, and to provide a reference for subsequent research in this field. Methods The expression levels of
EID2B in COAD were analyzed using the TCGA database, along with its relationship to clinical staging and survival curves;
the HPA database was interrogated for analyze the protein expression levels of EID2B; the TIMER database was utilized
to analyze the correlation between EID2B and immune cell infiltration; the TCGA database was applied to enrichment
analysis of EID2B biological processes; in vitro experiments involved the design of siRNA transfection in THP-1 induced
macrophages to knock down EID2B expression, with RT-qPCR detecting the efficiency of EID2B knockdown. Scratch
assays and Transwell assays were conducted to evaluate the impact on the migration ability of HCT116 cells. Results EID2B
is underexpressed in COAD (P<0.05), correlated with lymph node metastasis (£<0.05), and significantly correlated with
macrophage infiltration (P<<0.05). The culture supernatant from EID2B knockdown macrophages promoted the migration
of HCT116 cells (P<0.05). Conclusion EID2B underexpression is associated with lymph node metastasis in COAD, and
knocking down EID2B promotes tumor migration.

Key words: EID2B; colon adenocarcinoma; prognosis; immune cell infiltration; macrophage
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