Identify Potential Mechanisms for Oxidative Regulation of Group VI Group VIA Phospholipase A, by Mass Spectrometry
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This suggests that iPLA,B might be subject to redox regulation. formation of higher molecular weight oligomers that
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Here we report that biological concentrations of H,0,, NO, and 120

HOCI inactivate iPLA,B, and this is partially ?evzersible by 3 % - - - "dw fzr:]s:!h:!erd:;cendot)yrg;;ble with DTT and could be
dithiothreitol (DTT). Oxidant-treated iPLA,p modifications were s o 005 o1 015 o2 - -.- ..'- .- d by T Met oxidati by formation of
studied by LC/MS/MS analyses of tryptic digests, and included o m (= - — ba f— ' caused by Trp or Met oxidation or by tormation o
DTT-reversible events (e.g. formation of disulfide bonds and :: 5 Cys sulfonic acid derivatives

sulfenic acids), and irreversible events (e.g. formation of 0 —_— 34

_ Acknowledgement:

This work was supported by United States Public Health
20 1 2 3 4 5 6 7 ° 12 3 4 5 6 7 89 Service Grants R37-DK34388, RO1-69455, P01-HL57278,
P41-RR00954, P60-DK20579, and P30-DK56341.

sulfonic acids, Trp oxides, and Met sulfoxides). W4 oxidation
could cause irreversible inactivation because it is near the
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