Advances in Clinical Medicine IfiRE2£3EFE, 2026, 16(4), 4689-4706 Hans X
Published Online April 2026 in Hans. https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2026.1641741

EZH2TEZ I PHIFRIARFHE, FEMERRES
TR BRI ERNXR

RFEN, FBER?, XX, £3HE2, HEFY

VERIERR S R R R e R R, 2R B
PRI — IR R B AR, 2 S

ks HiA: 20264F3H23H; FHHEM: 20265F4H18H; KA H: 20264F4H27H

H E

HE: BT 2ALE, BITEZH27EZ 8 T RRIARHE . BUEME RIS B SR SRR . J7¥E:
BEZNAYEEEE, SEZH2ZKREREA . ARARE. ZRBER . WRMXME., ZERR L EERHE
FHE, FHFBEEEEROENESREREFT AN . 58 EZH2ES MM PRE LE, 57/
FEAE 2 0 ARWRAE /> 2 IEARSR, A17R IR RIS RIUS B R - ZEFE S, EZH25 SR 40 iR
SRR ER R EAR, FNE AR, AANSERS SHERR. 4. EZH2ZEREEKM
B SHEEYREY, BEMERRRIASREIIAER, AR RERT IR T BRI

e Ak
EZH2, 2, Ba, 8, %2&ERE

Expression Patterns, Prognostic Value,
and Association with the Immune
Microenvironment of EZH2 in Pan-Cancer
and Hepatocellular Carcinoma

Qingjie Zhul, Yuhan Huang?, Wenwen Maz, Weijia Jiang?, Guoping Sunz*

!Department of General Practice, The First Affiliated Hospital of Anhui Medical University, Hefei Anhui
2Department of Oncology, The First Affiliated Hospital of Anhui Medical University, Hefei Anhui

Received: March 23, 2026; accepted: April 18, 2026; published: April 27, 2026

CHEHASEE

XEGIH: ARIEA, EARE, D0, EEER, PNE. EZH2 81T T B RIS . TS OB K 3 5 I S R B
KRN, PR3 &, 2026, 16(4): 4689-4706. DOI: 10.12677/acm.2026.1641741


https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2026.1641741
https://doi.org/10.12677/acm.2026.1641741
https://www.hanspub.org/

Abstract

Objective: To analyze the expression characteristics, prognostic value of EZH2 in pan-cancer and its
relationship with the immune microenvironment of hepatocellular carcinoma based on multi-om-
ics data. Methods: Multiple public databases were integrated to analyze the gene localization, tissue
expression, pan-cancer differences, clinical correlation, gene variation and immune infiltration char-
acteristics of EZH2. Its potential mechanism was explored via protein-protein interaction network
and functional enrichment analysis. Results: EZH2 was upregulated in various tumors, positively cor-
related with tumor stage in 7 cancers and tumor grade in 4 cancers, and served as an independent ad-
verse prognostic factor for 17 tumors. In hepatocellular carcinoma, EZH2 was significantly positively
correlated with immune cell infiltration and immune-related genes, and participated in tumor pro-
gression by regulating immune response, cell cycle and other pathways. Conclusion: EZH2 is a poten-
tial biomarker for tumor diagnosis and prognosis, and is closely related to tumor immune microen-
vironment, which provides a theoretical basis for it as a new target for immunotherapy.
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Figure 1. Genomic localization and expression profile of human EZH2 in normal cells and tissues
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Figure 2. EZH2 expression across different cancer and its subcellular localization
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CancerCode pvalue Hazard Ratio(95%CI)
TCGA-GBMLGG(N=619) 3.6e-25 c . 1.77(1.59,1.97)
TCGA-KIPAN(N=855) 1.8e-9 .l 1.59(1.37,1.84)
TCGA-ACC(N=77) 2.9¢-7 B | 2.54(1.75,3.68)
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Figure 4. Association of EZH2 expression with patient survival outcomes
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Figure 6. Genetic alterations of EZH2 and their prognostic relevance in pan-cancer
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Figure 7. Correlation between EZH2 expression and the immune microenvironment in LIHC
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Figure 9. Functional enrichment analysis of genes correlated with EZH2 in LIHC
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