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WIER R OME (3L) : To understand the molecular mechanisms underlying neuronal
dysfunction and cell death caused by loss of ALS2, we tried to generate ALS2 deficient
cellular model using marmoset ES cells. We succeeded in determining ALS2 sequence in
marmoset, and cloned siRNA-mediated ALS2 down-regulated marmoset ES cells. By
differentiating these ES clones, we will analyze the function of ALS2 in primate motor

neuron.
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