#xXc—19

HERAREWRERE (BEZHREMBIE) ARBEREE
WRE 2 445 A 7 HIE

HEEES 32202
MEER - EBHME (C)
TAZ2HEART - 2010  ~2011
SEREES 22591135
MZEERESR (F130)
774

BRAMEEICSTHERR L ADEMHILDIERA L ABENAETILOE

HZeiERE®R () Activation of ER stress as the major molecular pathology in autism
spectrum disorder and the animal model for intervention study
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We reported that the loss of Cadmi, one of the autism-related gene, caused decreased
social ability, anxiety and aggression. The cells expressed mutated CADM1 protein
showed the aberrant and aborted extension of neuronal spikes and the decreased
synaptogenesis. We also detected that the mutated CADM1 expressing cells showed
the activation of CHOP and beclin, that suggest the activation of ER stress in the cells.
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