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Abstract

Intestinal microbiota is an important component of the human microecosystem. Current research
demonstrates that intestinal microbiota plays a significant role in maintaining barrier function, vitamin
synthesis, metabolism, neural activity, drug metabolism, as well as inflammation and immunity.
Dysbiosis of intestinal microbiota is closely associated with numerous diseases such as malignant
tumors and inflammatory bowel diseases. Compared with bacteria, intestinal fungi are a minor
constituent of the intestinal microbiota, while their impact on human health and disease cannot be
ignored. In this review, we describe the composition and function of intestinal fungi, and summarize
their relationship with the development and progression of digestive system tumors, thereby providing
a reference for future studies.
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B8 i 32250 O 12 %8 IR (esophageal adeno-
carcinoma, EAC) Fl £ 45 % R 40 Jfd ¥ (esophageal
squamous cell carcinoma, ESCC) ¥ Ff 4 21 2% W A
O E WA B, B i A2 b B E DNA K
tE R DLAE L A0S B e TR A 24U AR
BAR o X ESCC B #9041 21 5 98 55 4L 4000 H A R
N R H BN B TE o ZREEREAR, B 7
[T (Basidiomycota) i Fo % @& 5 Ho b A 36 & (Clado-
sporium ) #1 #H 55 B & (Aspergillus) (£ 95 H 4 & 4
LTE R

EAF T A2, SR E T BE 5 ESCC M & 4
PG B RREME 2 P 43 WA B A5 B TR S IR 2
ERARLGAHIE(APECED) 5 W A & R 1
e e S EUPAX T 40 M I 52 B B, S 7R AR AR M
TR Y A ESCCY . —TgH A 92 il APECED
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CC, H v 5 ff & Bk B e st .
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W oo Z AR W FEAR, B B @& H (Candida al-
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Fusicolla aquaeductuum 5 ¥ oF B & A6 5 100 fd 5
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R .
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ma X S. aeria TE BB A AP B EFE, HAE |
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