I D:ug Evaluation Research E4255E38] 201943 A - 385 -

W E B R IEIE Y = (R X B s E OSHBIT M it R

Rz, A 55
R E 2GR 2R ) ) S E S, VEOF BE At 210009

W OE: EEE I TEY) R (PPARS) 240 MRS AR 1) 3 BT R, PPARs I 3 R0 IE BYTE £ R fiogi 41 i B A
[ 3 SR PE 5 8, R AR U AR S X A L ) A B 0GB, OG0 T MRl i R AR — B A s inl /. T AN LT B A e 2
AT o0 AR RN A5 AR IR AR 2 (B (P47, WK B B P AN IO BE, K 2 B LR — R 0 1 A 5, 4 i 4 A Y B 1
LRRLARIPIR gk, AU MRZE T HIVER 5, BT A R S R e SR A SR DR . T AR E R A AT I R R e B PPARS (4 1R 45 B
EIREACE: [ OR(=ERg

KRR WSROI T 2k REERARI: RE

FESES: RI69.1 RS : A XERS: 1674-6376 (2019) 03-0385-07

DOI: 10.7501/j.issn.1674-6376.2019.03.003

Advances in research on regulation of tumor energy metabolism by PPARs

WANG Qizhi, ZHOU Fang
Key Lab of Drug Metabolism and Pharmacokinetics, China Pharmaceutical University, Nanjing 210009, China

Abstract: Peroxisome proliferator-activated receptors (PPARs) are the major regulators of cellular energy metabolism. The three
subtypes of PPARs have different transcriptional activities and effects in various tumor cells. And the energy metabolism of tumors
has always been a hot spot problem. Energy metabolism homeostasis is critical to cell fate because all cellular activities are strongly
dependent on the balance between catabolic and anabolic pathways. Destruction of energy balance and microenvironment will show
a cascade of metabolic changes including increased glucose consumption, decreased mitochondrial respiration, and increased cell
death resistance, all of which are responsible for cancer progression. Understanding the metabolic processes and elucidating the
regulation mechanisms of PPARs will lead to new therapeutic strategies.
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