46 45 5 8 ] L NI Vol. 46 NO. 8
2026 4F- 08 H JOURNAL OF GANNAN MEDICAL UNIVERSITY AUG. 2026

mEERFENERERIZENFRER

5 A i ,"J DA UE = 2
1 R PRS0 — I PR 2 5 2. WA BB KRR DS 258, T00 M 341000)

W ERERaRnEEEAERFTARNREN —XEaR, AP omama(MEsrErEEZRE

ﬁE)ﬁ AR Z LML THENRAZ - FHEEANE AR E £ AEI TR RAE, K
FEHNREEARANEEEARRRRAREN L ENH  EFTREREEES AL WHAERE R

% FETHRMG AR URERME REMIE, XEH - FRETHNREZANGER TR, W ERE

EAKY REAEEFAERTAERAGT R, FRRGEEERITREL G RAR T BRI — € H#A,

EFEGEHAE RIS AR RKE T ZHNMEFRR., KRR EEMTEEE, RNENGEEaAER

%K %% B ARG K, DLk SR R BT .

KEBIA A OE R e kR O ORE s ek

hESES.R730.3 CHEERERAD:A iagﬁ?:2097—7174(2026)08—0750—07

DOI: 10. 3969/j. issn. 2097-7174. 2026. 08. 010

Advancements in virus protein-mediated regulation of
tumor immune evasion
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Abstract: Virus proteins, synthesized within host cells from viral genetic templates, play pivotal roles in modulating tumor
immunity. Immune evasion constitutes a major bottleneck restricting the efficacy of current cancer immunotherapies, and
the intricate regulatory functions of viral proteins in tumor immune escape have become a growing research focus. This
review highlights the mechanisms by which these proteins orchestrate immune evasion and promote tumor progression,
including disruption of innate immune signaling pathways, impairment of antigen presentation systems, induction of T-cell
exhaustion, and remodeling of the tumor immune microenvironment. It further summarizes current clinical intervention
strategies targeting viral proteins, encompassing vaccines based on viral antigens, immune checkpoint modulation, and
novel combination therapies. These approaches have shown preliminary promise in preclinical and early-phase clinical
studies. However, it still faces challenges such as microenvironmental heterogeneity, immune tolerance, and the need for
optimized combination regimens. Future efforts should be made to integrate comprehensive characterization of the tumor
microenvironment, deepen the understanding of viral protein regulatory networks, and develop multi-target combination
strategies to facilitate precision immunotherapy.
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