(Rt B85 %% ) 20224F5E3 155610

Oncoradiology 2022 Vol.31 No.6 Xﬁﬂﬂ?’&&ﬁ?u/&ﬁ 617

AEARER KIS E A TE AR REME RIS R

% &, R IE, AR

1. B B R¥EMB R R E R 224 R, I 200040 ;
2. A REr 2 B R A LN R R BE i L, R 200011
(HE ] SEIUESR, 45 EmR e E R RS FAETHE R, R AR TRk, 3B EsiA AR

IEARE o R TR FIE B DT SRR Z R IR AR, IR —Fh g BRI s B A 8 B . 7ER
IR IR A — 543, BEITER BRI 23 MR AR DG ) JE S, . B R B AN i i 2 W LA D TR M Igg 20 4. I HAS
)43 (8 W 10 P A P F oA B P AR S AR VE L BRI 1) 5 5 A D A R S 25 T M o S5 P e i AR R A, IR —
ST A A QIR 7R T RE A 25 TR T AL M R S S . IR TR AR 545 B R A . BRI R, VLR SRR
SR EAE R A R ISR I B A ARk W RS o8 8 T TS AR N BB W R AR 0L o R S =X 5 45 EL e i
RO A BR DT B A A T I AN B, IFA AR R A U S MR oE e .

(kx| 45HWE; B, MIERErE

DOI: 10.19732/j.cnki.2096-6210.2022.06.011
RESYZES. R7353  XEEREE: A XEHS: 2096-6210(2022)06-0617-08

Advances in fatty acid metabolism in the tumor microenvironment of colorectal cancer ZHANG Xiao', YUAN
Zheng®, LIN Guangwu'
China; 2. Department of Radiology, Shanghai Ninth People’s Hospital, Shanghai Jiao Tong University School of
Medicine, Shanghai 200011, China)

Correspondence to: LIN Guangwu E-mail:lingw01000@163.com
[ Abstract ] In recent years, the incidence of colorectal cancer in China has been increasing year on year, with the incidence of
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the disease tending to be younger and colorectal cancer is considered to be an obesity-related cancer. This is due to modern research
demonstrating that adipose tissue is not only a storehouse of excess calories, but also an active endocrine and metabolic organ. As
part of the tumor microenvironment, fatty acid metabolism may affect tumor tissue in terms of tumor-related inflammatory responses,
hypoxic environment and gut microbes. The abnormal metabolism of fatty acids is thought to be a metabolic feature of malignant
tumors such as colorectal cancer, while some other metabolic pathways may be potential specific targets for colorectal cancer therapy.
The relationship between fatty acid metabolism and colorectal carcinogenesis and progression, as well as the interaction with the
tumor microenvironment, is the focus of research. Medical imaging, on the other hand, can help researchers to observe fatty acid
metabolism in humans. This paper summarized the fatty acid metabolism related to colorectal cancer tumor microenvironment and
introduced the progress of fatty acid metabolism imaging.
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