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[Abstract] The ability of tumor to proliferate indefinitely depends on its unique metabolic mode. It has been confirmed that non-
coding RNA has the ability to encode micropeptides/proteins, of which a small number of micropeptides/proteins can participate in the
regulation of tumor energy metabolism and play a key role in the occurrence and development of tumors. This article reviews the
current research on the relationship between micropeptides/proteins encoded by ncRNA and cancer metabolism, and discusses the
mechanism and clinical significance of these functional micropeptides/proteins in tumorigenesis and development. We believe that in-
depth understanding of the regulatory mechanism mediated by ncRNA - encoded micropeptides/proteins in tumor metabolic
reprogramming will play an important role in cancer diagnosis , treatment and prognosis.
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1.1 IncRNA %A% Ak

IncRNA & — 28K 1 200 MZH B K/ Y
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D7 eas =5 S R L P ¢ S o 2N 7 = S S A

TR AN 1HE A ZRORLAAR , T2 78 240 BRI v Bl e £k S LR
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Figure 1 HOXB-AS3 peptide competitively binds to hnRNPA1 and antagonizes the regulation of PKM splicing mediated

by hnRNPA1
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Figure 2 A proteinencoded by circFNDC3B negatively regulates Snail expression and thus enhances FBP1 expression
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ik A Ay e R A 2 AR AT AR i 10 A
it o7 2ARIBCRE 5, [R] I 25 410 ] E # 9 OXPHOS &
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B2, 2R 1 D Re 5 e 2 e 195G RO R TR
AR RAIS AT B, A2 R, — e ) %
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Figure 3 P113 encoded by ecircCUX1 promotes lipid metabolism reprogramming in NB cells
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Figure 4 ASAP promotes oxidative phosphorylationof tumor cells by enhancing the activity of ATP synthase
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