78 WAL IR 2k (R TR 92025 4F 3 A58 17 % 55 13 ] Dig Oncol (Electronic Version) , March 2025, Vol 17, No.1

LA .
BEZREHENREEAE LRG0

MRokof | R2BEF 2 AME XM BZAMI RE EFEZE ! SREY
ILEHERKER =-MBERE=MAMBEER MEANR, =/ EHWH 650000

QEMET KM EREEAESE —~ ANRER JFHEESE, =M E# 650000
SERHEMREE -WEERE - mMAMEER  MARITR, =M EW 650000
ARHERREE-MBERE=MAMEER ERAWIERIZBIIGERTRE, = BW
650000

[(AZE] 2FEZAREEAZWLOTEREZ — FTEREALMER, BRIV EZ -
FAWEZRNERAE SEMRFAX, AEXR AR AERALGRAERTIMEE TR
W E KR E R TS B RA R ROE AT B R R BRI AL R R
R EADBLERINEE R A FT DNA GG FRAREBRENH T 2L EEEH X
R RAEGMET S, BAEBREF TN T TRREHE - FBANTBE T R AT EEEHS
MR, B, KXHEABREHTEREBLELR T RELET FHERPIARTLES,

[kgm] Emhbirw,;, &€E;, EANLEH;, BTRN

The role of Fusobacterium nucleatum on the emergence,

progression, and treatment outcomes of esophageal cancer
Lu Bingxiao', Gong Xiaoyu’, Zuo Xiangzeng', Wu Na', Gong Chengshu’, Zhao Juan', Li
Yunxia', Lyu Dongjin™
1.Department of Medical Oncology, the Third Affiliated Hospital of Kunming Medical University (Tumor
Hospital of Yunnan Province ), Kunming 650000, Yunnan, China
2.Department of Hepatobiliary Surgery, Affiliated Hospital of Kunming University of Science and Technology
(the First People’s Hospital of Yunnan Province ), Kunming 650000, Yunnan, China
3.Department of Radiation Oncology, the Third Affiliated Hospital of Kunming Medical University (Tumor
Hospital of Yunnan Province ), Kunming 650000, Yunnan, China
4.Department of Clinical Research, National Institute for Drug Clinical Trails, the Third Affiliated Hospital of
Kunming Medical University (Tumor Hospital of Yunnan Province ), Kunming 650000, Yunnan, China
“Corresponding author: Lyu Dongjin, E-mail: lglg] 983 @sina.cn

[Abstract] Esophageal cancer ranks among the most prevalent malignant tumors globally, posing a
significant threat to human health. Fusobacterium nucleatum (Fn), a common gram—negative anaerobic bacterium,
has been linked to various diseases. Recently, Fn has been found to be playing a pivotal role in esophageal
cancer development. This association is attributed to its ability to induce the expression of cancer—related
genes, disrupt polyamine metabolism, stimulate the release of inflammatory factors, and modulate the immune
microenvironment, among other mechanisms. Furthermore, Fn can diminish the body’s immune defense
capabilities, induce DNA damage, and promote autophagosome formation, thereby rendering esophageal cancer
patients resistant to chemotherapy and immunotherapy drugs. Targeted therapy against Fn may present a
promising anti—tumor strategy, potentially enhancing patient outcomes. This article provides a comprehensive
overview of the role and mechanisms of Fn in the onset, progression, chemotherapy, and immunotherapy of
esophageal cancer.
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