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Abstract

Myeloma overexpressed gene (MYEOV) has attracted widespread attention in recent tumor re-
search. MYEOV is highly expressed in multiple malignancies and can activate signaling pathways
such as TGF-B, TNF and NF-kB, promoting the invasion, proliferation, and migration of tumor cells,
playing a key role in carcinogenesis. MYEOV is also involved in the construction of the tumor micro-
environment and is closely related to cellular immunity. Although the gene is closely related to tu-
morigenesis, the molecular mechanism, protein expression, and immune correlation mediated by
MYEOV in tumorigenesis are still unclear. Therefore, we summarize the biological processes and
carcinogenic mechanisms of MYEOV in different tumors, and discuss the relationship between
MYEOV and the tumor microenvironment and the immune system, providing new ideas for tumor
treatment.
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1. 51§

FIH AT AL, FEREAR SR th AL P8 0 B A L AR A, e i s A BRI PR B R . T
MRAER, BARSHT T 185 NEZK A 36 MmiERAY 5, A P A H I EH bR iE it S WU (TARC) 2 4515 3]
“2022 FE = KIEIERI” Ay RN . FUEE RIS B . A, =T MYEBOV G W &, HH
TRFEHE T MA B . MYEOV s RAKKENWIM G RIER, ]2 idid s sege /e B h R, EhiT
11 S Yk 11q13 X3, X2 SFiE fl B 4 A iR o g ik s HE R DAL AL, %R A T A A
D1 (Cyclin D1, CCND1){J# 227X 360 kb |, 5 CCND1 &4 3#4[1]. CCND1 & EE\Eu@m LR, £
S 54 A AR O R T, R MR R YT R W A[2]. MYEOV fEFLIME . M. &
L . S E RS S MRS ERIA[3]. MYEOV 52 MR 4u i s . 228, R Rk
IRTIE B VIR, EHATA MYEOV W45 2 Fhis i) 7 F AL 8 AR R e Il A g 2, A
SCALEIE X MYEOV AHIRHIEFEHEAT SL45, i O 7 FIVa I 7 SR A5 O BSR4

2. MYEOV 53 EMiE
2.1. MYEOV 5[ERB#E

TEMZ MR H, MYEOV 7E M R B T %, HAE N —FEUR R, S5 e K AE R
JE[1] TE R A0, i siRNA R MYEOV A BR S 4051 i gg 36 58 JOE 4%, % S A T2 . MYEOV
WU G P Z 4G 5B, OREMBIRIER T (TNF). NF-«xB. STAT3 %%, HAif T TNF {5 5@+
AL FECAAR 1 (CXCL). Aikigh i IR 7 (CXCL2) AL R FHEAA 3 (CXCL3)HIRIA[2] [4] [5].
Hongjin Wu % \¥ MYEOV #fiG)5 #EAT #2450 A K B, siRNA @ik MYEOV i 1 4 fifd i JAH 5G3 [
HFIRIE, JHEFERW T PDAC M 4% R N, MYEOV 5 #U&E 5% A7 SOX9 (SRY—Box Transcription
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Factor A EAFH], $4H0T SOX9 Aecimth, Miufedt it i s 4 & [4]. MYEOV )31k 32 DNA H
FEACH MRS, IRTAE R A A I T L IR, SBUZHE RE MR il FERI& . Zihan
Zhang 5& N, BEATERE A HTHIEN] MYBOV R SAL AN Rk R I R AR 0 H P R 2 AT
THHT I MYEOV FJEPRI 5 5 AN R A7 ni ) FR SRR P 22 A OR [6] . EASTERE U2, MYEOV IR
2P B c-Myc M mTORCI i #% LK A 35 HAEIE DR (it I AR IR [7], AT # )R A 1 - MYEOV 12
[ e L e R B S IR 5 A G, AL IR AARIE,  WTRE RO IR IR VR T AT SR

2.2.MYEOV ERERE. B&. SE®E

7£ TIBNOMO I & e (ESCC) g, MYEOV JE A 228 1] it 5 A B Tl J5 4 5% [8]. Keisuke Sug-
ahara 5 N R I, MYEOV [¥1#5 DUEd 389 5 25050 (1) 9k B2 45 5 B (LNM) S22 3 AH ¢ (P = 0.0035) . J. Leyden %5k
P, TEARSN T MYEOV K 0] LASNE R 4u a3 5 5 42 2% . Ak, ARFFRIEN, 20RE (et B wK
AR RSB R 2, 26 T 40 2-1b (IL-1b). TNF-o A1 ZEKAA RS IR AE A, (HER 2, £ 5
FEAE, MYEOV 5 RE N T K IL[9].

MYEOV #2245 B )l (colorectal cancer, CRC)FIJT LK 2R [10]. A T #iE MYEOV TE45EH
Jad AT R R 1R . Garrett Lawlor 25 N, K45 BELRREIE 1 T84 4 f# I siRNA HEAT T ¥E I RbR . 45
RRILMYEOV bk 580 T84 4h H e Ja ik 40 FiL #% Jek /b o [RIB A 5 MYEOV 1 I R84, 4 CRC
H—Fl AN A ——RT PR R B2 BAAWF A RBL: MYEOV M CRC 4IfEiLf, HEIAAREMKET
PGE2 [11]. X—RIA MYEOV AT IR FHE £ 18 i B

2.3. MYEOV 555

1E 2017 F B KUEH MYEOV TE Mt 40 i sk, 2 i 105 AR DG I R IR [12], R AR Ml e A2 R
JEHR/E I A& 28 . B R0 Lishan Fang [13]. Masafumi Horie [ 121252 A FIBVIERT, MYEOV 7E3E/NH
Ja e R s, (B L TR A2 2%, HWLHI AT e 2 I BUE TGF-B i@ B (e it s 45 72 . MYEOV
HI#IE 5 NSCLC HLaREF R ZHIIMIE, N HB NSCLC Filf5 1AL YIbs £

Masafumi Horie 2 AW FEIEH], MYEOV iRk 5 KRAS 78 S B0 ML 2 [ v] BEAATE R -
Liexi Xu %5 K MYEOV 49N DNA FEALFFIEFUG AL, 456 40 M SLIRI0E/E LUAD 4+ MYEOV
FIHAK I mRNA RIE, 5% DNA HEAA AT LLFE MR T I &, 18 nT DLAEZ TR
TG bR E[14].

Hrp, — N8BS A, Lishan Fang AW 75 & 1L, 7£ 2 #& NSCLC H T WB 525, #3796 MYEOV
HHMEIL, #78 MYEOV A BeAEA—My G156 5+ T RNA, Gl 0% TGF-B BB (L 7 # .
A SCEARGE . H 2 R 25 5-RUR-2- I AU AL BB SRR A i (ESC) 5, MYEOV [RIAFEH
SR R PR, IXE ] MYEOV i & hiliid DNA FIEALHL I FE SR ITER[15]. IXRhEN G AE % 1B 25 H %
T 987 NSCLC B AR E X, & IR TT 1T Re s S0 2L

2.4. MYEOV S57LBR% . SR M EHIHE KL HERMHE

MYEOV i [ 15 FL IR i I8 F 5 3214 16]. Jerome Moreaux 25 XA TE S, 171 I K2 K VEE BEE
(MM) &3 s MYEOV 3% Ei3Rik . MYEOV 7E MM B RIS TG AR A X[17]. I MYEOV
FESL S I = OB I B, HO SRR s, E UG RS . LE D AL R A R IR
MYEOV TE kSR b R FE s S R A, Hoad i (2 ik s 4 A6 v R TR il AR ZBFNIERS, DA SR ik i
A K REF[18]
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2.5. MYEOV 5 B4paiE

P28 BESH 8 (neuroblastoma, NB)/& )L H i # WL AR SRUE T 22 U85 (1) 4 S0 . A BT FE R0,
MYEOV J2 iz #h 2 B0 HsRs K A R R I B 2y, HEEEEAL T 11q13 [X38[19]. Jinfeng Wang 58 A K
I, miR-490-5p 3@ LA MYEOV 7E NB H R FEHREAEHI[20], XTI REN NB VAT 1R H8 @42

3. MYEOV 5 &AMt R

TP 5 E 1) R AR R R B UIAR G . H AT S 1897 SO 2 R IR AEF ARG T I E . )k
TBIT T R B T i, HARfE LUSC 1, MYEOV 31k 5 CD8'T 4iiffl. CD4'T 4, #5IR
S LR R PR B S AR DG o H v P R 2 B RORE AR A3 PRI BERIURE . RO'S. (147 A R 2 I Bl P R s LA
K PD-L1 23 R AMH 98 CDST 4 [ Si[21] [22]. Ak, MYEOV 787 % i B4 2 (UM)h 5
HPE R A A AR, CD8'T 4HAIRE 2 1EMIS5[23], X n] RE A MR B R AT A 7 B TR T
I

Ziang Li 2 Nt KB, MYEOV BEZIATE T bk E4T o S0 F B A £ i 470 AR 8 b 7 46 25 - MYEOV
SR FIARSSE NI R, MYEOV 1] BETE R iE %)% 1697 B M E[24]

X e IR, S e L DR AT BRI SRR AR B I AL A e i A L P B B A BB (4], R
i, XL AT A e i R A R TE R 4B i R R Rk, IR PRI BRI SEAERRE, M
T A J 98 200 B 5 2 A i o [ 7 A — P S i OB A AR . X — IR, BRI I AR I iR
WBITRRIEEEAEH, BOSEIERZ9PIR T HEbR, A B R A

Pingfei Tang %5 NAEJRM AT 70 h R IL-EAS SR th 8 AH K 1) JE AI(ARNTL2. DKK1. CEP55. CTSV,
MYEOV. DSG2 #1 GBP2). F£7£ GSE62452 it — B Wi kI, FRhaMCm a8 E AfFARIK. B
IR AR 20 s H B & 2 FE Y CDR'T AR ANE AL B AR R4, IF B S s RS AR L, TR TS
EE AT 1 G2 YR TT N B [ 25]

BEX H BT BRI T AR M RERIAE A, DR A A S A 2 s 3 57U T 2233847 TMB. PD-1. PD-L1 )
Tor i, 72 R, MYEOV 5 HAth 5 ANBEPRR U EAREIVR 43, SE 1T BRI 70 B, ik [RId 2% & 4 40 BT (GSEA)
S5 RRE, MYEOV (15 3R IA (23 PDAC H [WJe 4H i Fry BB R fige , 70 48 i S8 R A3 B I0HIE[ 26 ] . WEE A S
SR P R AR 1 AT (TMB) B AT S B A [27]. [RINE, 257 7 TMB S48 s B e i )7 2
AP TE DR R, TMB AT DN S e a7 sh BUS AR Wb Bk T V6 T 7 [ B2 [28] . B HF L 1) I8 TMB 1J
BN PC TG, I IR A B8 o S eI A 5 [29]. ARG, i AE# R PC BF AR 5 TMB
RIEME, It HAK TMB FURARBIVE 5 A0 L & 1 58 TG Bl PRI, X B8 R Re 2R BH i AR PP 4 2L F0
AR PP o3 2 2 B S By T S BT AE 22 3 . FERRIIE T, MYEOV S50 it 5, H A s
5 TMB 2IEMHZK, Htt#El, MYEOV 5 TMB & & BA MK, [HAH— 2070, WR MYEOV 1E )
Jidge s R TIN TMB,  HBA %% MYEOV 3 0A 1 S 38 FATR 15 T LLEAT ICTs T A 25, (E153
i@ % MYEOV H B FE AT S 45 k48 Tont Hodk— P IR R .

4. MYEOV ZE B RIEBTER YL

MYEOV 7EJ@E R« &5 8% 2 MR iy RIAHED . A@K2, EMEMET, A549. Calu-
3. H1975. H1299 &£ kil 4 it Jc MYEOV & A [13R1A[26], XA HEZH T MYEOV & HRIAZH|
FEMBAL AR 3], BB BRI MR KYSE-510. 790, 1170 40 LA K #55 MMC A4 FH 25 B 3L 4k,
20 5-FoR-2- AT AL E S, MYEBOV RIBRFEWE[17] [30]. £ LW MYEOV REEREZZ KR
. £H0 MYEOV 7EZFiug s RiE, (HHEHRIAS DNA AR IEXFILE, HATH L
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WEUIRALE T DR, (HREAT DUSSE: —. AR I8 S A MYEOV #3t i s /e L IR TR
KAEEES: . ARSI A E A 2 AR T MYEOV 5 DR f) 5 55 1 AN 005 T L35 DR 4 2 DL K (e
HATOA ST T HIN): = AR EE N —FY 24 IEPE RNA, FIEEAMR
i5; VU, MYEOV HEFFIEIE AT RESZ 2] IRES JPAIMRT, HIfEeT 7+ &I MYEOV & A EH 2 2|
5-UTR ' uAUGs /4% 4%, uAUGs MAZETEISS T MYEOV [#Hi%E[30]. Kk MYEOV JUERRE L
F AV IhRE R R (A — 5 .

5. RESRE

MYEOV EAy—M i e, Tl e i 1) OS St 1 ilm RN,  FAVUAR 2 b8 4 7 4 16 5
TR LIRS, S5 ZRMBA NS, 85 2 RS I R AR G, ] Qi i 5 R 4
HLLL B A T e A ML A IR 7, AT R0 CD8T Ui [ Bi. Ak, ELARILFR ML 3k O 4
FENESE, H MYEOV K& A FE LS. MYEOV FRsblil, [ 5 %Rt y7 J7 H Ik R E 152
— B SR ARG REE DT A PR, MYEOV 2584 S 1097 il e IR 187 i IR i 7 2.

E&WE

E 5 H AR5 400 H 1 K1(82072927) .
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