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hotoreceptor all-trans-retinol dehydrogenase pAb (Rattner et al., 2000) and anti-rhodopsin mAb B6-30N . . . modifications were identified after light damage. Some of these proteins also appear to be
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Figure 3: DHA-PC Lipid Oxidation Products Increase Figure 6: Argpyrimidine (AP) immunoreactivity Increases Rattner A, PM Smallwood and J Nathans (2000) J Biol Chem 275, 11034-11043. « AMD drusen and light damaged rat retina both appear to contain increased amounts of
Protein Identification.: Gel bands/spots were excised, digested with trypsin and proteins identified by LC with Light Exposure. Lipids were extracted from rat retina with Light Exposure. Western analysis of rat retina with anti- Seteguel] X DMyl B 8 Rellalzkl B el e o G (R R Bye s crystallin and carboxyethyl pyrrole adducts. We hypothesize that AMD retina also
MS/MS using a CapLC system and a quadrupole time-of-flight mass spectrometer, ProteinLynxTM Global Server after light exposure (1500 lux) for 0 h, 1h or 4h and analyzed AP mAb before (0 h) and after (4 h) in vivo light exposure e N SN O NN S PO SV S contains increased amounts of oxidative protein modifications. The rat light damage
ardzhélggsLynxTM software (Micromass), and the Swiss-Protein and NCBI protein sequence databases (Crabb et by LC MS/MS [n=8 rats (16 retinas) per time point]. (1500 lux). AP-crystallin was used as the positive control. Res 73, 479-491L. model may prove useful for testing the effacacy of various antioxidants and scavengers in
al., ) reducing oxidative protein damage in retina.






