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WFZER R OB (330) : We investigated possible lipid-metabolizing activities of HRASLS
family members which were originally identified as tumor suppressor genes. We found that
all of HRASLS family members possess lipid-metabolizing activities using
glycerophospholipids as substrate. Thus, we termed the products of HRASLSI-5 genes as
phospholipase A/acyltransferase (PLA/AT)-1-5, respectively. To analyze the biological functions
of PLA/AT-3 in living cells, we generated HEK293 cells stably expressing PLA/AT-3. The
examination of the cells revealed dysfunction of peroxisomes and a drastic decrease in the levels of
ether-type lipids caused by the peroxisomal dysfunction. The results suggest that PLA/AT-3
regulates intracellular content of peroxisomes by functioning as a phospholipid-metabolizing
enzyme.
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