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Role of lysophosphatidylserine-producing enzyme (PS-PLAl) in the pathogenesis of
SLE and further applications as SLE biomarker

Sawada, Tetsuji

3,800,000
SLE
(ATX) (PS-PLAL) SLE PS-PLA1
SLE PS-PLA1 In vitro
T LPS PS-PLA1 PS-PLAL 1
Na PS-PLA1 T IFN-a signature

We determined the serum levels of lysophosphatidic acid-producing enzyme (ATX)
and lysophosphatidylserine-producing enzyme (PS-PLA1l) to clarify the role of the lysophospholipid in the
pathophysiology SLE. The serum level of PS-PLA1l was significantly higher in SLE patients, and correlated
with some of the SLE disease activity indices. In pristine-induced mouse SLE model, PS-PLAl positive
cells were more frequently detected in spleen. T cell stimulation led to the increase of PS-PLAl
expression and decrease of LPS receptor expression. High concentration of IFN-a increased the PS-PLAL
expression in Eeripheral blood mononuclear cells. Therefore, PS-PLAL is considered to be a T-cell
activation marker as well as a member of IFN-a signatures.
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