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[ Abstract] Peroxisome proliferator-activated receptor-y( PPAR-y) ,a member of the superfamily of intranucle-
ar receptor transcription factor that regulating the gene expression, involves in the regulation of metabolism, cellular
proliferation , differentiation and apoptosis. Its crucial role in immune system determines the close association with the
occurring and development of metabolic diseases and immunological diseases. Recently, further studies have demon-
strated that PPAR-vy is critical in the pathogenesis of chronic respiratory diseases such as asthma,chronic obstructive

pulmonary disease (COPD) ,lung cancer and pulmonary fibrosis et al. And PPAR-y agonist might hopefully be a new
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therapy to chronic respiratory diseases.
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Progress in early diagnosis and treatment of mild cognitive impairment MO Ying-min, HAN Min. Department
of Cadre Ward of Neurology ,the People’ s Hospital of Guangxi Zhuang Autonomous Region, Nanning 530021 ,China
[ Abstract] Mild cognitive impairment (MCI) is a transition state between normal aging and dementia. It is a

high-risk group of Alzheimer disease (AD), so the early diagnosis and early intervention is the key to prevention of

dementia. In recent years, neural imaging and neural biology research of MCI have made good progress.
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