ApE TR X e Tr i R R R

oW, FER,FE &, KAER, K W
(W JR 3 BB R 2 Jes R = B, SR Je V1 I R 356 150081)

MR AN 1 B e A R A8 A S S AN B A R RS (R R AR Y A A I
2y, DT X Jif 96 ) 25 A= o b e 380 W A D e 3 0T A A0 T A 52 R 0 R o A R A
A0 1) 98 RS T RE A AL o e A 2 A Bt J L I AR I ST A T 20 4l i 9 H H TS 1)
IR AR T R AT o G . FUA AR T AU B R R 25 W 1 A SO o R AT I R
PRIk, TR ARG S 58 A3 19 ML o) A7 2 R S P o 28 00 T IR IR T R R L, & CE
X JifJgE A b R S 285 W T 5 i e R AT 2R

FE IR AR 5 A ST vk

& 4325 :R730.231 X HERFRIR G A MEHRS:1671-170X(2023)09-0783-04
doi:10.11735/j.issn.1671-170X.2023.09.B010

Progress on Therapeutic Targets and Drugs Development Related

to Tumor Metabolism
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Abstract: The energy metabolism of tumor cells regulates the cell proliferation, growth, migra-
tion and invasion, playing an important role in the tumorigenesis and progression of malignant tu-
mors. Based on understanding of specific metabolic pathways related to tumor progression, target-
ing tumor metabolism may effectively prevent tumor tumorigenesis and progression. The studies of
tumor metabolism began in the middle of last century. However, the progress of targeted tumor
metabolic therapy is still very slow, and only a few metabolism-based antineoplastic drugs have
been tested in clinical trials. Therefore, further studies on tumor metabolism and progression of
corresponding targeted drugs are of great significance for tumor therapy. This paper reviews the
research progress of tumor metabolism and the related drug development.
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