Peroxisome proliferator—activated receptor ¢ (PPARg)
and its clinical significance
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2. PPARa and transcription factor
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3. PPARa and atherosclerosis
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Fig. 3. PPAReC| TES E':’E MXIE O|§ STXIE0 ot X|&
LjAL PPARZS) TEL F:’._ SHIEL JE9 promoterd
functional PPREE 7tX|d UOM, + or — sign& ZIZt S
Rpoio| FEHO| HXITHL AHMIEl= W& LIEHHLL ACBP,
acyl-CoA binding protein; ACC, acetyl-CoA
carboxylase; CM, chylomicron; CPT, carnitine palmitoyl
transferase; CT, carnitine. acryicarnitine translocase.
FAS, fatty acid synthase; FATP, fatty acid transport
protein; FFA, free fatty acid.

:10

4. PPARa and obesity
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A ¥}-& 7+ A X )15} (Chaput et al., 2000; Guerre-Millo
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5. PPARa and type 2 diabetes
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