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BB 4 (Acyl-CoA synthetase long chain family
member 4, ACSLA ) J2& i 55 Iig 5 25 Jili i O B il , T £
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phosphate pathway , PPP) [ Qi 8 41, PPP /= A2 16 5
AU 11 ( triphosphopyridine nucleotide, NADPH ) ,
NADPH /2 GPX4 & 4L 4 bt H K ( glutathione disul-
fide,GSSG) ¥4t GSH BYHH A 1, LL K RIE T4 il
[K-F 1 (ferroptosis suppressor protein 1,FSP1) i F )
TG Q10 FHAE YA T, NADPH AJ LA NADPH
LB o A A R AR A e e EERAE T,
0 f B B Bk JUL -3 -0 ¥ ( phosphatidylinositol 3-ki-
nase , PI3K) -2 H ¥4 B ( protein kinase B, Akt) -l
S A B F FU 8 [ (mammalian target of rapamy-
cin, mTOR ) Fl Hippo {5551 i PTG 2R BT, AA 1)
R 7= ) Z — 1 5 i % E2 ( prostaglandin E2,
PGE2) 55 ivig i i 0 b R AT 0 24 K G, JE £ 14t
RETATNE PTGS2 77 A= PGE2 B T-4F 2k — H 4
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PEVATRIB TR B R AL B T A A
W pS3 if AT LB R4S A KL K 4 ( dipeptidyl
peptidase-4 , DPP4 ) | M 17 B 2 o 485 76 40 f B N,
DPPA { A g 2 40 Jfd it 45 5 NADPH %A fb Al 1
(NADPH Oxidase 1, NOXI) A2 JE#RFET- 09 & 4
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FEREBEHNEIN) J5 , 0-3 PUFA W0 IR 7R FH ik — 2
B HER R -3 PUFA AT RLAG 54 i kb 75 24 3~
J7 P T R Il B BT R vk A,
PR 2RI I S AT LA S P A0 L i AR R AE T, I
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sophageal squamous cell carcinoma (ESCC) being the predominant pathological type. The exact etiology of ESCC
remains incompletely understood. With advances in 16S rRNA gene sequencing and metagenomics, microbial dys-
biosis has been suggested to play a significant role in the pathogenesis of ESCC. Currently, research on the rela-
tionship between microorganisms and ESCC is still in its early stages. This review summarizes the association be-
tween oral and esophageal microbiota and ESCC, factors influencing microbial composition, and microbial commu-
nities linked to ESCC prognosis, which may contribute to early detection and optimized treatment strategies for ES-
CC.
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Research progress on ferroptosis and intestinal diseases
Wang Xiaoge'”,Li Zelun®, Kang Lijie*,Ma Shibo”, Cui Kaige”,Xu Erping’
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Abstract Ferroptosis, a novel, non-apoptotic form of cell death discovered in 2012, has garnered significant at-
tention. It is implicated in the pathogenesis and progression of various intestinal diseases, including colorectal canc-
er, intestinal ischemia-reperfusion injury, functional gastrointestinal disorders, and inflammatory bowel disease.
These processes involve multiple pathological mechanisms such as inflammation, immune dysregulation, and intesti-
nal epithelial dysfunction. By reviewing and summarizing recent literature on ferroptosis-related mechanisms in in-
testinal diseases, this article explores the roles and effects of ferroptosis in different intestinal pathologies.

Key words colorectal cancer; ischemia — reperfusion injury; functional gastrointestinal disorders; inflammatory
bowel disease ; Ferroptosis; mechanism
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