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Abstract

processes of normal cells extensively. The unleashed MYC oncogene frequently produces abundant c-Mye

The transcription factor ¢c-Myc regulates the proliferation, differentiation, metabolism and other key

protein, which directly regulates the gene expression of key metabolic enzymes, or tumor-related metabolic
pathways by inhibiting microRNA, leading to abnormal metabolism characterized by heightened nutrients uptake,
enhanced glycolysis and glutaminolysis, and elevated fatty acid and nucleotide synthesis. This paper briefly
summarizes how c-Myc regulated metabolism on glycolysis, glutamine metabolism, tricarboxylic acid cycle, lipid
metabolism and nucleotide synthesis in cancer cell, which provides some theoretical reference for the
development of antitumor targets and drugs involving c-Mye.

Key words c-Myc; antitumor; glycolysis; glutamine metabolism; tricarboxylic acid cycle; lipid metabolism;

nucleotide metabolism
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(phosphofructokinase 1, PFK1) Fl 4 B AL B 1 (eno-
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% B e-Mye 7] |18 SHMT (& 2) , s & S35 0H
FIR G G, P M A i AR A
JEE S RL R RS 2 3R I SO B S T e-Mye B
P B () B2 2 5 O 4 e e AR v A R I AR R AR
5 W) S A e W S SRR A Y LR ) 7 A ]I
Z: 5RO A 1 TS AR B U 3
3.2 c-Myc B4 it 5 2m e 69 - B BR e AX A

A R 2 — Tl A7 T B AT g A AR b
AR e MW b & o B, LS S5 A
ML A A A BGRRE . FEGEIPE A 2k
& () — A~ T AR FH R AE A E kA B (glutaminase,
GLS) (AL T 7K il 2B A 2R 3 ) 7% 2 R T
fif (glutamate dehydrogenase, GDH) f# 1t ) B % il
FAEH L -1 1% — 1R (a-ketoglutarate , a-KG ) B TE
FCHEA ZIRIRAGER , Ay A0 110 0 1 1 5 4 A o
P BUAR Z A A It e " il A2 e e
200 0T A S T M S AR A - A T i
s RTEA R R A0 P A B Qing 55
WF9E R WY, 6 plt 28 B 40 0583 A o, e-Miye 7] B 3
T 3 AR K% 2 1 (solute carrier family 1 member
5,SLCTAS) Ay 3A (181 2) , £ e 4 i o) 45 2t



382 ‘r @A B # X # 2~ #% Journal of China Pharmaceutical University 2021,52(3):379 - 386

52 &

JE ) B o LA, e-Mye RJ L T 42 55 8] 22 b 1 9
GLS %3k (J&12) , il e-Mye £ F: 1 miR-23 235410
il FT LS 1o 2 4 N bk L 93 200 i AR T 470 s 4 e
GLS B A B BRI Z b, A W5 i, JiR
g v i 2238 1 e-Mye 23 LA mTOR R 1 75 30 4%
il GLS /K07 MR B AR N BT o, e-Mye U 52
T S HE5R GLS1 (1 FIA R (2 A 2 e KA

H A A Tt B 38 it 77 A B A3 R R T L a-KG
ML A =R IE R A1, 38 AT LUAE 5% 24 i i 1
R AL B 78 B Bt £ TR el N B AR L, [R] N
PR T B LR R A AR AN ER . 1 e-Myc
SRR 51 A B e b T LRSI 381 K A S R TN =R
KB T LR v 20 M A e S
o G T PR (R AR R 5 e-Mye 1Y e 7K P AH 5GP
WeAh , 4 AR IE W] LA A=W o A o il 28R . B
SR AW I, AT R A AR AR X
PP LR 22 0] B e Al o vl a0 ) (B 7R b L2 988 il
I RS SR BT B MR S M R P e-Mye W] ]
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