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6. GPRCO6A induces cell cycle delay at G1 and S phases
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8. GPRCGA ameliorates the effects of CAA on PDAC migration ability
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3. GPRCOGA signaling inhibits the cell proliferation and EMT in PDAC.

Taken together, these findings indicate that GPRCG6A signaling activated by DJ-V-159
exerts multifaceted anti-tumor effects both PDAC and CAA. Thus, it holds promise as
a potential preventive and therapeutic target for PDAC.
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