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Abstract: PAQR3 or raf kinase trapping to golgi (RKTG) is a newly discovered tumor suppressor
and belongs to the progesterone and adipoQ receptor (PAQR) family. PAQR3,a seven-transmem-
brane protein with type Il topology structure,is localized at the Golgi apparatus. PAQR3 modu-
lates cell proliferation and malignant transformation,and also inhibits the angiopoiesis, neoplasm
invasion and metastasis. Recently,accumulating data demonstrate that tumor progression can be
influenced by the expression level of the PAQR3,which is in turn modulated by various
molecules,such as DDB2 (damage-specific DNA-binding protein 2) and some microRNAs. Under-
standing the function of PAQR3 provides a new theoretical basis for the future treatment of tumors.
Key words : PAQR3 ; tumor suppressor gene ;cell proliferation ;invasion ;metastasis
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