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[ Abstract ]

advanced stage of disease when they are diagnosed, and their 5—year survival rate is only 2%, so it is urgent to explore new

Lung cancer is one of the main causes of cancer—related death.Clinically, most patients are at the

prevention and treatment methods for lung cancer.In recent years, reverse the process of cell formation has become one of
the main research directions in cancer treatment.Peroxisoma proliferator activated receptors ( PPARs ) are a class of nuclear
transcription factors activated by ligands, belonging to the type I nuclear hormone receptor superfamily. PPAR- vy is known
to promote differentiation, antiproliferation and apoptosis in adipocyte maturation and lipid homeostasis.This paper summarizes

the mechanism and clinical evidence of PPAR—+y in the treatment of lung cancer by reviewing the related literature at home and

abroad, in order to provide some reference for PPAR—y agonist as a new way to treat lung cancer.
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