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ACOTS8 pan - cancer analysis and its potential role in the prognosis of prostate

WEBE i AEWEEEINRE ML A A B 8 (ACOTS) 1E 2 Ff
it JE I Fir 1 i FP I S REAE D, PP TE N2 8 P i 22 S R I R B 0 {
TUT ACOT8 SHICT R M B Z B A . ik AR REAS ok A
JEEE A DR 2L PR Al P2 ( TCGA)  FIHT R AR PF RS ACOTS (EZ 98 Hh A R TR 2 5
ISR AR SR HEAT 23 A7, i FH B AR 3 DR 4 B 4R 0 A (ssGSEA) B335 70 #r
ACOT8 SERALT AN A, B CIBERSORT Ty 3 1 i 96 0 3¢ ) i o A 5 HE
(TIDE) 53573 #1 ACOTS 5 G e R BE A G M. 855 16 33 PRI KB,
ACOT8 1E 11 FhMRE v 2k TH iR, HF H AR R 19 B A A7 BUR B 22, IXAE T 51
i R N B . AWFFEE— P R B ACOTS n] RE -5 Rij 1) e £k SE T4 il
TBEANEIA 5, Fik ACOT8 TEFTF I & 25 , & RS I 1A R BUR
PUE 40 ACOTS H)FEIREVFAT Bl 1755 I 4 M R A8 1 A R o835 e e e 1
KRR AL A BRIRNG 8 UG s BRIL T RO s 12 0 20 A

DOI.:10. 13699/j. cnki. 1001 —6821. 2025. 24. 011

HE 532K -S : R966 SCBRARARED: A

XEHS:1001 -6821(2025)24 -3518 -06

Abstract; Objective

(ACOT8) across cancers, particularly its prognostic value, and its links

To clarify the role of acyl — CoA thioesterase 8

to ferroptosis and the immune microenvironment in prostate cancer
(PCa). Methods

(TCGA) , R software was used to analyze the gene differential expression

Using data from The Cancer Genome Atlas

of ACOT8 in pan — cancer and the correlation between prognosis. The
single sample gene set enrichment analysis ( ssGSEA ), cell - type
identification by estimating relative subsets of known RNA transcripts
( CIBERSORT ) and tumor immune dysfunction and exclusion
( TIDE ) algorithms were employed to assess correlations with

Results ACOTS8 was

upregulated in 11 cancers and high expression predicted poor

ferroptosis and immune cell infiltration.

survival, most significantly in PCa. In PCa, ACOT8 expression was
negatively correlated with ferroptosis activity and positively correlated
ACOT8 is a poor
prognostic marker in PCa, potentially by inhibiting ferroptosis and

with immunosuppressive cells. Conclusion
promoting an immunosuppressive microenvironment.
Key words: acyl — CoA thioesterase 8; prognosis; ferroptosis; immune

microenvironment ; pan — cancer analysis
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Figure 1  Distribution of acyl — CoA thioesterase 8 (ACOT8) gene expression in tumor and normal tissues

The x - axis represents the different sample groups, and the y — axis represents the distribution of gene expression levels. The asterisk(s) in the top — left cor-
ner denote the significance level ( Compared with normal tissue, * P <0.05, " * P <0.01, " " * P <0.001). ACC: Adrenocortical carcinoma; BLCA: Bladder
urothelial carcinoma; BRCA ; Breast invasive carcinoma; CESC: Cervical squamous cell carcinoma and endocervical adenocarcinoma; CHOL: Cholangiocarci-
noma; COAD: Colorectal adenocarcinoma; DLBC: Diffuse large B — Cell lymphoma; ESCA; Esophageal carcinoma; GBM: Glioblastoma multiforme; HNSC
Head and neck squamous cell carcinoma; KICH: Kidney chromophobe; KIRC: Kidney renal clear cell carcinoma; KIRP: Kidney renal papillary cell carcino-
ma; LAML: Acute myeloid leukemia; LGG: Brain lower grade glioma; LIHC: Liver hepatocellular carcinoma; LUAD: Lung adenocarcinoma; LUSC: Lung
squamous cell carcinoma; MESO: Mesothelioma; OV Ovarian serous cystadenocarcinoma; PAAD: Pancreatic adenocarcinoma; PCPG: Pheochromocytoma
and paraganglioma; PRAD; Prostate adenocarcinoma; READ: Rectum adenocarcinoma; SARC: Sarcoma; SKCM: Skin cutaneous melanoma; STAD: Stomach
adenocarcinoma; TGCT; Testicular germ cell tumors; THCA ; Thyroid carcinoma; THYM: Thymoma; UCEC: Uterine corpus endometrial carcinoma; UCS: U-

terine carcinosarcoma; UVM: Uveal melanoma.
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Figure 2

A; Overall survival (OS) analysis; B: Disease — free survival ( DFS) analysis
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Correlation of ACOTS with prognosis across cancers based on univariate Cox regression analysis.
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Figure 3  Correlation of ACOT8 with prognosis in prostate cancer
(A) Relationship between ACOT8 gene expression, survival time, and sur-
vival status in TCGA data, with the top section representing a scatter plot of
gene expression from low to high, the middle section representing the distri-
bution of survival time and survival status corresponding to different sample

gene expression, and the bottom section representing a heatmap of the

gene’ s expression; (B) KM survival curve of ACOT8 gene in TCGA data.
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Figure 4
(A) Correlation between ACOT8 and ferroptosis based on ssGSEA analysis; (B) Correlation between ACOT8 and GPX4 gene expression
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Figure 5  Correlation analysis of ACOT8 with the immune microenvironment

A Correlation between the CIBERSORT - based prediction model and immune scores; B: Analysis of ACOT8 immune response based on the TIDE algorithm ;
Compared with low — expression group, * P <0.05, " * P <0.01," " * P <0.001
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