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Abstract: As one of the common malignant tumors of urinary system, the morbidity and mortality of
renal cell carcinoma are still increasing. Although the emergence of targeted drugs has greatly improved
the prognosis of patients with advanced renal cell cancer, the occurrence of drug resistance still brings
great pressure to patients. Renal clear cell carcinoma is the most common pathological type of renal
cell carcinoma and has been widely reported as a metabolic disease involving metabolic reprogramming.
This metabolic abnormality not only supports the synthesis of macromolecules such as proteins, lipids
and nucleic acids, but also promotes tumor progression. Changes in lipid metabolism, especially fatty
acid metabolism, which is involved in the synthesis of biofilm components, providing energy for tumor
progression, and regulating tumorigenic signal transduction, are crucial in tumorigenesis and development.
This paper systematically summarizes key molecules in lipid metabolism pathway, aiming to find potential
therapeutic targets for renal clear cell carcinoma and further clarify the potential clinical application
prospect of interfering with fatty acid metabolism pathway in the treatment of renal tumors.
Keywords: Renal tumor; Renal clear cell carcinoma; Fatty acid metabolism; Metabolic reprogramming;
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. RE DL RCE IR o A Y O T e Y R
AR R AR v B E

B A 40 g (clear cell renal cell carcinoma,
ccRCC) & "B 241 Mg e 5 UL g B2 A D] L 48 i
B E R NE AR EoR A R CE ] RS
M2, R, BEIIR (fatty acids, FAs) 7E
ccRCC WSS . R AR R A5 5 5 545 Oy Tl & 4%
YERT, $&75 9875 B 17 IR /K 1 %o 98 428 g & Ak ke
BABEEAER], XA HE IR 5T I8 55 i 5 1R
MY L, BRI, A DA H: A i Jo b 25 rp
AR IR RAERFFEUESS, BE MR AR AE ccRCC
i R B R X, B ) A D R AU T R
TR 25 5003 ccRCC WA MU FE 4% o

AR S ZE g T R AR A DG B I - 7E ceRCC Y
WEoE k2, R HAE ccRCCHEB R, LT3k
ccRCCVETEMITRITHI A, #F— 20 e W] 4R g 7 R 1%
WAL B NE R 6 T T i T LR I PR N FH i3 o
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5 I 7 1R %) 5 IR 9 A L & 2 0 e MR 7 IR
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B2 1 £ AR o 46 B B Ay . — T G AR
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A ¥ (hypoxia—inducible factor la, HIF—1a) TJLA
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ik 5 0 45 RN A7 o B ccRCC Mg 43 3 1 36 o
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synthetase, FASN) Hsg/K-F-Tha . X £, Wil
ccRCC MR B i Bt ccRC.C AT LAH 1 384 i B 5 2 9
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