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e RO (330) : We have investigated the mutant mice bearing a point mutation in
Ca—independent PLA2 (iPLA2 + , Pla2g6) . They showed a progressive paralysis in their lower
limbs since several weeks after the birth. The mutant mice were realized as model mice
of human infantile neuroaxonal dystrophy. The mice also showed some immune abnormality
such as increase of NKT cell population. We can use the mutant mice for further

investigating the disease mechanism and developing new therapeutic strategies.
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