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reactive oxygen species, which may alter GPCR function and interaction with ligands. Thus,
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POBECE o A) Affinity elution from anti-FLAG M1 antibody resin. B) The concentrated receptor from affinity elution.
Conformational change in GPCR upon ligand binding. A) Structure of human p-opioid receptor. C) The SEC profile. D) HPLC and SDS-PAGE showing the purified receptor. PNGase F treatment
B) Schematics of the p-opioid receptor activation on ligand binding. C) Overlay of active ligand-bound removes the N-glycans on the receptors.

h-opioid receptor and inactive p-opioid receptor.
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