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Research advances on centromere proteins shaping immunosuppressive tumor
microenvironment to promote immune escape

Wang Sugin, Tan Jiayan, Li Ya

(Dept of Laboratory Medicine, The Affiliated Hospital of Yunnan University,Kunming 650000)

Abstract Tumor immune escape represents a pivotal determinant of cancer immunotherapy
failure. It’s mechanistically linked to immunosuppressive tumor microenvironment (TME). The
TME comprises tumor cells, immune cells, stromal components and extracellular matrix. These
components interact synergistically to suppress antitumor immunity through multiple pathways,
thereby promoting immune evasion. As crucial chromosomal stability regulators, centromere
proteins (CENPs) remodel the TME via multifaceted mechanisms to potentiate immune evasion.

This review synthesizes current knowledge on CENPs’ role in tumor immune evasion, offering
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novel insights for cancer diagnostics and immunotherapy.

Key words cancer; centromere proteins; tumor microenvironment; immune evasion ;
immunosuppression; metabolic reprogramming

Fund programs National Natural Science Foundation of China (No. 82160696); Science and
Technology Plan Project of Yunnan Province Science and Technology Department (No.
202401AY070001-033)

Corresponding author Li Ya, E-mail: 13708710060@139.com

il R G 92 6 3 AF D R RE VR T I E EERRAS, HOR A ML S R SR B8 Ctumor
microenvironment , TME) (¥ % 3% # il F5 2 UIMH M. PR, H2hEA
(centromere proteins, CENPs) 57 % &k 5 e il TME & E M5, ARGk 5
%0 IS, CENPs Dfe s i 38U R AT e MR AR B (A i), Hoad i 2 il
R bR S e ki . BORTIF FC IR B, CENPs ZXMBEIN7E Z il b i i mR ik, If
5 BH A R TUE DL R s B . X B A IR CENPs A B8 AR 8 78 (1 T T 5,
SRIT H AT i HE 0] CENPs 53U iy VEIE & B A IR R AL 7 . RIBE, ARSRidoHs g
CENPs B EImAE . S I IRIEA Y. SR A fr T IERIE . R ELAE A
FR- G B PO 28 G e I e TME (3 e eg S e i 1y 23 Lk (I 1, IR
FE T CENPs 43 F A& S 10T SRR S AL IR AR 4R

B 1 CENPs i G 1 % TME {23t G idbik

Fig.1 Centromere proteins shape the immunosuppressive tumor microenvironment to promote immune
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