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Abstract

Lung cancer currently has the highest global incidence and mortality rates among malignant tu-
mors, with precision treatment facing challenges including insufficient coverage of targeted thera-
pies for driver gene mutations and low response rates to immune checkpoint inhibitors (ICIs). Tu-
mor mutational burden (TMB) reflects neoantigen generation potential and influences immune sys-
tem recognition and activation of anti-tumor responses, serving as a predictive biomarker for ICls
efficacy. However, its underlying mechanisms remain unclear. This study integrated lung cancer
sample data from TCGA, CCLE, and cBioPortal databases, identifying 751 upregulated differentially
expressed genes (DEGs) through TMB median-based stratification. Intersection with 1170 progno-
sis-associated genes yielded 24 key genes. Multivariate Cox analysis identified MYEOV as an inde-
pendent prognostic risk factor (HR > 1), showing significantly higher expression in tumor tissues
versus normal tissues (p < 0.05) and elevated levels in high-TMB groups (p < 0.05). Enrichment
analysis revealed DEGs primarily involved in olfactory transduction, lipid metabolism, and G pro-
tein-coupled receptor signaling pathways. Immune correlation analysis demonstrated MYEOV’s sig-
nificant associations with immune checkpoints including TNFSF15 and CD80 (p < 0.05), and positive
correlation with TMB (r = 0.16, p < 0.001). Whole exome sequencing (WES) confirmed TMB'’s posi-
tive correlation with somatic mutation counts, while transcriptome sequencing validated MYEOV
overexpression in tumor tissues (p < 0.05). These findings establish MYEOV as an independent prog-
nostic risk gene in lung cancer, with its high expression correlating positively with TMB. MYEOV
likely modulates immune checkpoints to influence the tumor microenvironment and promote im-
mune escape. Combined assessment of TMB and MYEOV may enhance prediction accuracy for ICIs
therapeutic efficacy, offering novel strategies for precision treatment in lung cancer.
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it VE g 4= 3RV TR P R 2 FNAE T2 36 f e RS M IR 22—, L0 7 40 S5 4k 2 5 i 52 B R 22 AN A
L ARSI VT . 2022 FFEARRIAESTHEIE on, Wl LB 248 T34 (e ] 12.4%) ERT L
N KENE, FETIRBIL 182 Jif(/5 BAET: 18.7%) [1]. HFT, M4 & R ABE T 5 b5 1w 1)
WCERIRE, 2022 SRR 106.06 Ji, FET 73.33 Ji, AT RPEIRI ) 22.0%F1 28.5% [2]. F I
WA EAER, HBUERE SO, EEESSUE B E TS 2, AN 55 5 AR LAIME 20% 4
£[3].

g 32 B 53 Ny /NG B s (Small Cell Lung Carcinoma, SCLC)F13FE /N4 i fifi s (Non-Small Cell Lung
Cancer, NSCLC), NSCLC 3 %44 fiti i % (Lung Adenocarcinoma, LUAD). filif@: R £ % (Lung Squamous
cell Carcinoma, LUSC) A1k 4H g2 (Large Cell Carcinoma, LCC). WY MY A& il 1 B faf R 25, 44 859 fif
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SR 5 M R ELAEAR G, H MR R B A T Z M (IRR=2.2~5.6). Mok, BUOVERTE (WA, fil).
IG5 Y(PM2.5) 384% S Mk (U0 EGFR. ALK 3 [K 45 5) K A i 50 <55 (41 COPD) IR A EE L [A . (B 19
TR, AR AT Ll BT, SRR S RN AR AR IR A 4]

WTAESR, i IR T AL e AT T 1208 % ) R 0 1) 5 G e VA7 o L 1) 2 0 o 5 X 8 356 TR 9948 (an
EGFR. ALK. ROS1 &) B #40hi it Je 4n B 3 58 A5 Sl ik . 2810, IGIR BAUH 30%~50% i35 465 il §E )
MIKBN R R R4, F W RAZ (W0 HER2. RET S9)5Ek =G RZM[5]. Kk, SirikNigme. ok
B, PR s IR (1CIs) BA AT 52 1) 2 AV . Aaic iz S 8UNRR SR T IR M SE R 545 [6] . 1H ICIs Xf
SEARIRE R S RN 20%~40%, HAFEREFIR ZR B3, T MR, fR—nEmA
JE AR THIVEAG B N, 5 B2 Fhbm SR MR T TURE 1, SCBURS HE S e 6T I A THI V4 HA [ 7]

Jif983 584 471 faf (Tumor Mutational Burden, TMB)#& g 22 PR 28 4 ) [X B JK A (mut/Mb) (1 3E 7] SCAR 4
MR H R, R R = AR PR AN o B BUR AR e RGN “AERRT , BUE T AR S 1h
PR G BE SN, AT ICIs HY7 2%[8]. TMB 7E— @ FERE LAl LA MBI 40 i 9 DNA & & 13545 1%
L. DNA ALIEE & 41 (Mismatch Repair, MMR) %0 DI RE A2 IR A2 1IE DNA 2 il i F2 A 7= A [ s
L. MMR %482 G EUE A PR XIR EE P A 75 oL, XA LR RR y i TR AR e v
(Microsatellite Instability, MSI). EZFfigt, dMMR #1 MSI-H B B A& TMB [9] [10]. B &
B, TMB ] LUER TR ICIs 167 A Dnbsic s, (B3 BAARPLH WA RG[11]. Rk, A#F5E S e A4
Y B2 T I AT A A TMBOIRAS T 1R DR 5 1 S RIA R, 3P4 R TMB Sl 2 (R E R .

2. MM ERZE
2.1, BiEKIR

The cBioPortal for Cancer Genomics (https://www.cbioportal.org/) & — A% & 43 B 1 K FUAR e i Fit
BRI 20 2 B35 1 A FE S U B 2 . S T A\ cBioPortal H13REL LUAD 1 LUSC 235 3 Al 15 B,
8 495 % LUAD FEAART 474 f] LUSC #£4<. M The Cancer Genome Atlas Program (TCGA)¥¥s &
(https://www.cancer.gov/ccg/research/genome-sequencing/tcga) T %% 33 Fii i (3% R ik 1 M IR RS 2, A
CCLE %t# P (https://sites.broadinstitute.org/ccle) i ™ %% 21 Firfas ir 41 il 52 K3

2.2. REMERIH

K H Wilcoxon R FIAS 56 LU BRE AR [A] (204 22 57 L TMB WA 73 2, W4 il 6 AR 43y v TMB (TMB-
H)ZHAMIK TMB (TMB-L)ZH. >R R Studio limma G317 2 54087, Lh|log2FC|>0.58469, p<0.05 Afiiik
B{E KRS TMB-H 21 TMB-L 2H 2 8] i) 7% 7 K 1A HE K (DEGs) . i%4% log2FC > 0.58469 ] DEGs Jyi#f ]
BRI BEREAT G 22007
2.3. EEAH

f#1H R Studio clusterProfiler % DEGs #t47 GO That & %4 Fl KEGG il & &0, H, GO
LIRE A AL 35 A= it 2 (Biological Process, BP). 4l fitu4H /i (Cellular Component, CC) #1433 fit (Molecular
Function, MF) =771 . PA p <0.05 MW MERME, RN 45 R VBRI TE R .

24. £EFSH

FIH R Studio survival fLE & AEA7RS [A]. A AFIRSAIIE R R IA B, Cox EL XU [ V92 1Al B A
IRl F1 525 1%, R Studio forest L H T4 il AR K &, Log-Rank 656 FH T PEA5 AN R 4 A A 2 8] O 7l 2
wEME, Kaplan-Meier A& T RNMAFEAR Z R AEFZER . p<0.05 HEAZEREEME.
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25.TMB 5 MSI, ®RErHExXY

i#%E# R Studio IOBR @ /) CIBERSORT %, FETFRKFRIAE SV NFEAR 6 Fh iR IH 40 ¥
43. f#FH Spearman SEZAH SN E D HTIE BT ZFEA T MYEOV 5 TMB. MSI R i & R R o

2.6. BRERTHH
BT A R R A R A B, R EEE B v AL MYEOV 7EAS R I8 A iR i 2825 3R . F| A
R @itH MYEOV TEARHMABRHFHREZER, MAHAEB XA Wilcoxon & 363E4T % 7 5.2 M4

Mt o 14, FIFH Spearman S5E 4% AH S 0 BTidi o BT & FEA H MYEOV 5 DNA 282 2 [K(MMRs, £ 4§ MLH1.
MSH2. MSH6. PMS2. EPCAM)IHH =1

2.7. MFEERESH

Wtk 8 flfie s, o Aotk R 3, Bk 5 1, ATA RGBSR A RE K H Bo
BEfi. BUREMIM2HZY, BT 44887 5 (Whole Exome Sequencing, WES)H ARG Il 5 il & A= & J&
FHOSHIFE R AR R, AN AE R, TMB & MSI. BfiJG, S8 1 MAEEEAR)G, BTSN 7
ST, BB ANEE T SRR SE IR RIARE . R t A I L i 4L SURE 55 A 2L R ) MYEOV 3RIA 2%
F, p<0.05 NEAS ¥ E L.
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Figure 1. The screening of differentially expressed genes with prognostic significance based on TMB grouping
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FHEEE/R T LUAD il LUSC HA RN RPER Z ARG R (4] 1A). AL EIRR, 75 LUSC H
TMB 43 B ¥ s 2 & 4% (& 1B). Kaplan-Meier A7 HiZkEox, RELEEZER, (H TMB-H 445
S TS AR 1C). BT AE A/ M ik 2144 455l UG 2 3% 15 125 (K (p < 0.05), M rRakik
1170 A &R HE R (HR > 1) oA — N8 128 R A (1] 1D) o K it B 4 53 2 TMB-H 2H A1 TMB-L 41317 DEGs
M, 183 751 A LA, A1 247 AR (B 1E). K TMB-H 41 _Eiff 751 4> DEGs 5 1170 4N
JEfEREE RIS 4, £33 24 S OCHEERER (A 1F).
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Figure 2. KEGG pathway and GO functional enrichment analysis of DEGs
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Figure 3. COX regression model and survival analysis
3. COX AR REF 5

DOI: 10.12677/acm.2025.1561903

1675

[MANFSE St A/


https://doi.org/10.12677/acm.2025.1561903

ERY %

LR 2R Cox AT R B, 24 AN R34 5 i 13 f5 AH 9% (p < 0.05) (121 3A), T 2 K1 2 Cox 43 4T i 7x MSRB3-
AS1 Fl MYEOV #2 i ft) 3 37 5 3 Kl (p < 0.05) (/4 3B). Kaplan-Meier 4777347 & ¥, MSRB3-AS1 #l
MYEOV ¥ 5 fitifi 1 i Z AR, AR, MSRB3-ASL & filie R 2K, i MYEOV J& fifife 1) /& 6
RIZ (5 3C. [#] 3D). KA TTIESE MYEOV TG40, 455K, MYEOV £ LUAD Al LUSC
FEATmRIE, EIEEHSTCRIE(E 3E). MM IEA 58 TMB-H. TMB-L 4, K MYEOV £
TMB-H 21 BA 5 5 K- 1) 2k (B 3F).

3.4. MYEOV EARMEPRIRIEFTE

WEFTR, SEHAZEL, MYEOV TERER o i A 2 2 5 KRR, A3 LUSC Al LUAD (4]
4A). & 4B IR T MYEOV 7E 2% M 40 il 5 b i) a8 K- o X LU TR &5 R mT A, 0k S AEAFH(0S) T &
MYEOV ff LUSC 1 LUAD ¥ HA 3%, 1mxtT it R A (PFS) ki, MYEOV H 5 LUSC &3
HHI%(F 4C. [ 4D).
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Figure 4. Expression and prognosis analysis of MYEOV in different tumors
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Figure 5. The immune scores and MSI scores of the TMB-H group and the TMB-L group
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Figure 6. The tumor mutation of MYEOV
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i 5 CT(LDCT) 2 H AT AR A Nl 7 A A% 0 F B, BT Hmar #ee g i %, LDCT mlA il B A%
<5mm fHZET, JEHE TR R B, AT BRI = i AT I e SE T 2R (20%~24%) Fl 42 [R 3T
T2#(6.7%~32%). LDCT 1) 5 PR A0 35 15 B 1 256 v A e e e U 25, 0o AR A s R SR R A 25 2 11
AR AT A AE AN 8 PE[12] o M3 Db 5 ARG I 5 368 i 7 2 PR e B e o 5 B 57 BLAS A o2 PO M
T SCREANMAR AR AT BT I R B LA R 5 Bh IR A6 B iR I (0 S BT TS R AEVE T, R Bh T4 s AR
BRI A H 2R [13] o B AR R] SCORAR 7= A8 1) R B e S A7 AE T I i B AT e AR b, HOANE M i 3R08
AT 51 A2 B G BT O, IR ER g R G R R A I B B B R IR A5 R bR S B RE[14]
[15]. HRHE Cgs 5878 S gar Al A e PR B L o ) X 4L 38(2020) ) #E7E,  TERE T NSCLC S B2 iR )7 Al
AT TMB, FEBCA HAb bR B (0 PD-L1) 4 A ff32[10]. TMB 383 84k o8 2345 Gy S W 70 5 70
ST 1CIs J7 U EZ AN EY), AR FH TR 45 G AR v B . R URR AL S 2 4 FE A= Wb )
3T

2020 £, ZEEE WA 5% ¥ R (Food and Drug Administration, FDA)Z: T KEYNOTE-158 IIfi JR
PRI6 &5 S HE T WA R Bk 5 Bt (Pembrolizumab) I - TMB-H (I S2A98 % . —T5% T NSCLC &£
s BA BT T 45 5L 8], TMB /K F T 5 PD-1/PD-L1 #3517 2t o B & 4 o¢, H 5 CD8* T 41
M2 PD-L1 FIAAKT I R e IR S A %, BtA PD-L1 Rik4rZ)5, TMB-H H PD-L1 &
Fik B B AR 7 2 (Overall Response Rate, ORR) [ 1A 57% [16]. fE< TS 12 4220 brp, 4550
TR TMB B35 1) OS FJCHs AE A7 WI(DFS) W3 T TMB 4,  H e 4u fiRiiE (wisfh iy CD4* T 41
)5 TMB /K P2 IEMISE[17]. BB R ER, TMB W0 mR S iE B EMHE R LR EE L, HE
TMB Fi& A 58K A AA 3 4, MSI-H AT TMB-H B — € A G, 29 83%I11) MSI-H &3[Rl Jy TMB-
H [18]. MSI-H RAS i SE A8 HA 35 i 0 e g S e SR P, %o ICTs BRORR, I (2 8 ey e Bk B0 R 8 e ik b
F-T MSI-H B dMMR R ZS [ 86 5 S pA00eg 238 B3R 7, SR FLAE e o AR G 75 12— 2B it FT 30 0E[19]
ARWFFEE LW, g IR [FIREE T i .

WES & TMB Kl K] b #E[20], 9 BEARIN 5 e AR AN 73 A i B, 285 B0 ik P 322 1) — AR 7 (Next-Gen-
eration Sequencing Panel, NGS Panel) a] /£ Jy Il ARG TMB 198 R [21]. AWt 3ET WES $obfs T e it
F, fKHE TMB KA 7y TMB-H. TMB-L A, 7331 5C 8 MYEOV. MYEOV £:[X(Myeloma
Overexpressed Gene, ‘& #EJ8 ik FKIE I R T N KRG tifk 11913 X8, =& —Fh 5 2 Rl kA2 ke 55 VA
KIERE N . 2RI E A ThRe A e 2, EAEZMEEME T EMEERE, BS5EENEA
R EIIE[22]. MYEOV 2 AR 38 i s S M AR AP OO BUG TR 2, 38 S R AR i 12 (|
W MTHFD2 S35 R (e i A% B AN 2 2R A A, [T 1958 c-Myc 1 mTORCL 5 ‘5@ Bk Pk, DRsh IR 4 i
ARG N A8 A [22]; BRIEZ 4, MYEOV i8] LY ARHGAPL AH 1 Sk i3k it e (1) 2B R e
S [F) 8 42 4 B 28 R MR AR 28 e 1123] .

KRR KL, MYEOV TEflfH 4 h mRiE, 5MEMARTUSZEVIMEE, HFHHERELKES
fitife TMB 2 IEAH G 3 — 250 MYEOV 5 futa & ik &R, KM MYEOV 5 TNFSF15. TNFSF9.
KIR3DL1. CD80. CD28 %% e A £ i Wi 5 AH ¢, XL G e i 25 i E B I T 40/ NK 40 &5 9% 20
MGzl . 1X—45 55 Rui Zhang 55 NHIWE 45 RARTE, AT KL, MYEOV Kik 55 i 46 B2 R i 7K
SFEAMIK, 5 LUSC H CD8* T 4ilffil. CDA* T 2. A SR A AT o M KL 40 i 5 1R AH O [24] o 75 R
FEH, MYEOV R 5 2 ] TNF {55 38 % -h {4k [ 7 CXCL1. CXCL2 il CXCL3 [k, Al Bedk
/U Ji R A DG P MR 4 B PR SR AR, TR 42 S i IR S L [25] . BRIKZ 4N, MYEOV & nf LLd i T i E-
cadherin. 1l N-cadherin 1 Vimentin {i 3 i Jl e 40 b 52 W) 78 i 3% A (EMIT), 1IX—1EFl 5 TGF-g/Smad
15 5 I8 % (0S5 V) AH 06 [23] . TGF-B 15 5 M sl 1 5 S e Ml PEROABEAE O, dEIPEAIK 1ICTs (1 BU
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PE[26], #&78 MYEQV BRIEDN ICIs y7 AU S A PN AR S . A AV LR T MYEOV 59 et & 1
FIASRHE, (HHEFISECT MYEOV MRt 2 £ T HAL R DhRE (WG 5E . FeRe5s), H AL 25T
{5 S B ORI PEHEN ,  EL A 42 308 it A7 7 S s R R R B R N e kP BRIE s eAh, SRR T
FUHINIERFAE D0 IR P e B V7 I 1) 22 53 7T RE 5 N e, 38 75 A2 KRR A TS PE BN A it — B BiE, 10K
TR A E

i LEPTE, AFUKB MYEOV fEfififE 4 makik, RikKT5 TMB RIEMK, 52 R GE

KA m AR, SRl fA RIS . MYEOV BXE TMB G I sl m] I A0 iR S 5 va 77 28 TS
M, Nl R AR HE R AR S A A .

SEEk

[1] Bray, F., Laversanne, M., Sung, H., Ferlay, J., Siegel, R.L., Soerjomataram, 1., et al. (2024) Global Cancer Statistics
2022: GLOBOCAN Estimates of Incidence and Mortality Worldwide for 36 Cancers in 185 Countries. CA: A Cancer
Journal for Clinicians, 74, 229-263. https://doi.org/10.3322/caac.21834

[2] (2024) [Chinese Medical Association Guideline for Clinical Diagnosis and Treatment of Lung Cancer (2024 Edition)].
Chinese Journal of Preventive Medicine, 104, 3175-3213.

[3] Allemani, C., Matsuda, T., Di Carlo, V., Harewood, R., Matz, M., Niksi¢, M., et al. (2018) Global Surveillance of Trends
in Cancer Survival 2000-14 (CONCORD-3): Analysis of Individual Records for 37 513 025 Patients Diagnosed with
One of 18 Cancers from 322 Population-Based Registries in 71 Countries. The Lancet, 391, 1023-1075.
https://doi.org/10.1016/s0140-6736(17)33326-3

[4] Cai, L., etal. (2024) [Interpretation of Global Lung Cancer Statistics]. Chinese Journal of Epidemiology, 45, 585-590.

[5] Ruiz-Cordero, R. and Devine, W.P. (2020) Targeted Therapy and Checkpoint Immunotherapy in Lung Cancer. Surgical
Pathology Clinics, 13, 17-33. https://doi.org/10.1016/j.path.2019.11.002

[6] Lahiri, A., Maji, A., Potdar, P.D., Singh, N., Parikh, P., Bisht, B., et al. (2023) Lung Cancer Immunotherapy: Progress,
Pitfalls, and Promises. Molecular Cancer, 22, Article No. 40. https://doi.org/10.1186/s12943-023-01740-y

[71 Holder, A.M., Dedeilia, A., Sierra-Davidson, K., Cohen, S., Liu, D., Parikh, A., et al. (2024) Defining Clinically Useful
Biomarkers of Immune Checkpoint Inhibitors in Solid Tumours. Nature Reviews Cancer, 24, 498-512.
https://doi.org/10.1038/s41568-024-00705-7

[8] Anagnostou, V., Bardelli, A., Chan, T.A. and Turajlic, S. (2022) The Status of Tumor Mutational Burden and Immuno-
therapy. Nature Cancer, 3, 652-656. https://doi.org/10.1038/s43018-022-00382-1

[9] Luchini, C., Bibeau, F., Ligtenberg, M.J.L., Singh, N., Nottegar, A., Bosse, T., et al. (2019) ESMO Recommendations
on Microsatellite Instability Testing for Immunotherapy in Cancer, and Its Relationship with PD-1/PD-L1 Expression
and Tumour Mutational Burden: A Systematic Review-Based Approach. Annals of Oncology, 30, 1232-1243.
https://doi.org/10.1093/annonc/mdz116

[10] i Wh o s bn & L b2 R eGP IR bR B AR, [ 0 B IR o 38 L MV 25 B 43 T B P
SR iR AR B SR R I A IS T H [ R R (2020 4RAR) [3]. R ERERE B v 24 35, 2020, 12(5): 485-494.

[11] Sung, W.W.Y., Chow, J.C.H. and Cho, W.C.S. (2020) Tumor Mutational Burden as a Tissue-Agnostic Biomarker for
Cancer Immunotherapy. Expert Review of Clinical Pharmacology, 14, 141-143.
https://doi.org/10.1080/17512433.2021.1865797

[12] Adams, S.J., Stone, E., Baldwin, D.R., Vliegenthart, R., Lee, P. and Fintelmann, F.J. (2023) Lung Cancer Screening. The
Lancet, 401, 390-408. https://doi.org/10.1016/s0140-6736(22)01694-4

[13] Wu, J., et al. (2019) [Study of Clinical Outcome and Prognosis in Pediatric Core Binding Factor-Acute Myeloid Leuke-
mia]. Chinese Journal of Hematology, 40, 52-57.

[14] Mezquita, L., Auclin, E., Ferrara, R., Charrier, M., Remon, J., Planchard, D., et al. (2018) Association of the Lung
Immune Prognostic Index with Immune Checkpoint Inhibitor Outcomes in Patients with Advanced Non-Small Cell Lung
Cancer. JAMA Oncology, 4, 351-357. https://doi.org/10.1001/jamaoncol.2017.4771

[15] Yuan, M., Huang, L., Chen, J., Wu, J. and Xu, Q. (2019) The Emerging Treatment Landscape of Targeted Therapy in
Non-Small-Cell Lung Cancer. Signal Transduction and Targeted Therapy, 4, Article No. 61.
https://doi.org/10.1038/s41392-019-0099-9

[16] Ricciuti, B., Wang, X., Alessi, J.V., Rizvi, H., Mahadevan, N.R., Li, Y.Y., et al. (2022) Association of High Tumor

Mutation Burden in Non-Small Cell Lung Cancers with Increased Immune Infiltration and Improved Clinical Outcomes

DOI: 10.12677/acm.2025.1561903 1681 Il R 125 23k i


https://doi.org/10.12677/acm.2025.1561903
https://doi.org/10.3322/caac.21834
https://doi.org/10.1016/s0140-6736(17)33326-3
https://doi.org/10.1016/j.path.2019.11.002
https://doi.org/10.1186/s12943-023-01740-y
https://doi.org/10.1038/s41568-024-00705-7
https://doi.org/10.1038/s43018-022-00382-1
https://doi.org/10.1093/annonc/mdz116
https://doi.org/10.1080/17512433.2021.1865797
https://doi.org/10.1016/s0140-6736(22)01694-4
https://doi.org/10.1001/jamaoncol.2017.4771
https://doi.org/10.1038/s41392-019-0099-9

ERY %

[17]

(18]

[19]
[20]

[21]

[22]

[23]

[24]

[25]

[26]

of PD-L1 Blockade across PD-L1 Expression Levels. JAMA Oncology, 8, 1160-1168.
https://doi.org/10.1001/jamaoncol.2022.1981

Zhang, C., Shen, L., Qi, F., Wang, J. and Luo, J. (2019) Multi-Omics Analysis of Tumor Mutation Burden Combined
with Immune Infiltrates in Bladder Urothelial Carcinoma. Journal of Cellular Physiology, 235, 3849-3863.
https://doi.org/10.1002/jcp.29279

o [ I R R S ISR VAT T R R, TP E I R R 2% 2 e/ N R e & K2 Gl 2. iy 9748 i A )02
Tl iR T R IR, P EME S E, 2021, 24(11): 743-752

FES. AR/INR AT S BRI RO BN A MR S W S RE R (3], o [ A 2% 3, 2024, 27(6): 459-465.

Battner, R., Longshore, J.W., Lopez-Rios, F., Merkelbach-Bruse, S., Normanno, N., Rouleau, E., et al. (2019) Imple-
menting TMB Measurement in Clinical Practice: Considerations on Assay Requirements. ESMO Open, 4, e000442.
https://doi.org/10.1136/esmoopen-2018-000442

Hellmann, M.D., Ciuleanu, T., Pluzanski, A., Lee, J.S., Otterson, G.A., Audigier-Valette, C., et al. (2018) Nivolumab Plus
Ipilimumab in Lung Cancer with a High Tumor Mutational Burden. New England Journal of Medicine, 378, 2093-2104.
https://doi.org/10.1056/nejmoal801946

Tange, S., Hirano, T., Idogawa, M., Hirata, E., Imoto, I. and Tokino, T. (2023) MYEQV Overexpression Induced by
Demethylation of Its Promoter Contributes to Pancreatic Cancer Progression via Activation of the Folate Cycle/c-
Myc/mTORC1 Pathway. BMC Cancer, 23, Article No. 85. https://doi.org/10.1186/s12885-022-10433-6

HIAH. BRI RIEE K (MYEOV) M ARHGAPL 7E JB i 240 b i AE 2 Dy e LWLt 72 [D]: [ 221830
TR 22O TR, 2023

Zhang, R. and Ma, A. (2021) High Expression of MYEOV Reflects Poor Prognosis in Non-Small Cell Lung Cancer.
Gene, 770, Article ID: 145337. https://doi.org/10.1016/j.gene.2020.145337

Ke, H., Wang, X., Zhou, Z., Ai, W., Wu, Z. and Zhang, Y. (2021) Effect of Weimaining on Apoptosis and Caspase-3
Expression in a Breast Cancer Mouse Model. Journal of Ethnopharmacology, 264, Article ID: 113363.
https://doi.org/10.1016/j.jep.2020.113363

Gulley, J.L., Schlom, J., Barcellos-Hoff, M.H., Wang, X., Seoane, J., Audhuy, F., et al. (2022) Dual Inhibition of TGF-
S and PD-L1: A Novel Approach to Cancer Treatment. Molecular Oncology, 16, 2117-2134.
https://doi.org/10.1002/1878-0261.13146

DOI: 10.12677/acm.2025.1561903 1682 Il R 125 23k i


https://doi.org/10.12677/acm.2025.1561903
https://doi.org/10.1001/jamaoncol.2022.1981
https://doi.org/10.1002/jcp.29279
https://doi.org/10.1136/esmoopen-2018-000442
https://doi.org/10.1056/nejmoa1801946
https://doi.org/10.1186/s12885-022-10433-6
https://doi.org/10.1016/j.gene.2020.145337
https://doi.org/10.1016/j.jep.2020.113363
https://doi.org/10.1002/1878-0261.13146

	MYEOV与TMB：评价肺癌预后及ICIs疗效的新指标
	摘  要
	关键词
	MYEOV and TMB: Novel Biomarkers for Assessing Lung Cancer Prognosis and ICIs Efficacy
	Abstract
	Keywords
	1. 引言
	2. 材料与方法
	2.1. 数据来源
	2.2. 表达和差异分析
	2.3. 富集分析
	2.4. 生存分析
	2.5. TMB与MSI、免疫的相关性
	2.6. 基因突变分析
	2.7. 测序数据分析

	3. 结果
	3.1. 预后基因选取
	3.2. DEGs的功能与途径分析
	3.3. 关键基因选取
	3.4. MYEOV在不同肿瘤中的表达和预后
	3.5. MYEOV与免疫检查点、TMB、MSI的相关性
	3.6. MYEOV突变比较
	3.7. 测序数据验证MYEOV的表达

	4. 讨论
	参考文献

