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AMMR)/i# B 2 5 5 A e %€ (microsatellite instable
high, MSI-H ) j& 1 > & #LI01Z J8 #h 1ICTIR YT 1997
BT 43 FAR G 2017 4F, Le S UEA T 1) — T 44
12 I 28 7R Y AMMR B 319 i S8 I R A5
2%, AMMR B0 38 PD—1 B30 I6 T % UL 2% fift %
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21% BAEPAGTE M. AL A VIR IR
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PRAR 25 B TC R AR 25 55 A4 110 ek 7 2k P10 e 45 SR BA
FWRFFE , WARIE T 4 41 POLE/POLD1 58 78 i % #fy2s
RITJE AR T 8~14 1 H Lt R A fE 1 R 4P TT
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Advances in research of POLE/POLD1 mutations in cancer
immunotherapy
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Abstract This article expounds the involvement of subunits encoded by DNA polymerase (POLE) and DNA polymerase delta 1
(POLD1) in DNA replication and proofreading, summarizes the effects of POLE/POLD1 mutations on tumor mutation load and
intratumoral immune cell infiltration, and reviews the research progress of POLE/POLD1 mutations in immunotherapy of
endometrial cancer, colorectal cancer and lung cancer. This article also discusses the challenges faced by POLE/POLD1
mutations as potential molecular markers for the predicting efficacy of immune checkpoint inhibitors.
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