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— Abstract

Peroxisome proliferator-activated receptor (PPAR) is a class of the nuclear transcription factors that regulates lipid
metabolism and cell differentiation. Among three different PPAR isotypes, PPAR 7 is known to be a critical regulator
of adipogenesis. Because osteoblasts and adipocytes are originated from common marrow mesenchymal progenitors,
PPAR 7 can also impact on osteogenesis. Recent evidences have shown that PPAR y plays a certain role in bone
metabolism and bone turnover. In this review, we summarize its general bone actions of PPAR 7 including bone cell

growth and differentiation, bone formation and loss.
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Fig. 1. Development schema of bone cells (Modified from
Lecka-Czernik B and Suva LJ V).
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Fig. 2. Rosiglitazone inhibits RANKL-induced osteoclast
formation from osteoclast precursor cells of mouse bone
marrow (x40, unpublished data).
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