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[Abstract ] The protein phosphatase 2C family (PP2C), belonging the protein phosphatases , is a kind of importantly spe-
cific serine/threonine dephosphatase . Recent studies show that PP2C control a lot of critical cellular functions ; proliferation ,
cell cycle arrest , senescence and programmed cell death , apoptosis and autophagy , showing potentially biological role in regula-
ting immune response , aging, neurogenesis and tumorigenesis. Several dominant cellular signaling pathways controlled by
PP2C gene subtypes were reviewed in this paper , such as mitogen-activated protein kinase (M APK ), phosphatidylinositol 3-ki-
nase(PI3K -AKT , transforming growth factor B(TGF-B)/Smads, transcription factor nuclear factor-«B (NF-xB) and DNA-
damage response pathways , which offered new ways to clarify the molecular basis and regular mechanisms for those physiologi-
cal and pathological processes .
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