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WFZE R O (FnS0) - AMPA 2 AR 2R L Ca® Bt 2 R &3 53 7 ==+ b GluR2 |, RNA
PSR ADAR2 MB) < Z ST K 0 EFEFER = o — 5 o CIIHRER D GluR2 DA% FHL L
HAREETY GLuR2 DFEFL I HALZR N FATZ B 29 Bl ORERR 72 FEFRAY 2 F5 > I M A ZEME AR 28
EALIE B FIRRARBE A A L7 R, 20 CRMmER! GluR2 ZREBLT 2 EH = = —n V23 L
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WFZeR R EE (3530) : In humans, all GluR2 mRNAs in neurons are completely edited at
the Q/R site and the majority of AMPA receptors have GluR2 in their composition, making
AMPA receptors Ca’—impermeable. RNA editing at this site is specifically catalyzed by
adenosine deaminase acting on RNA 2 (ADAR2) in mammals including humans. We analyzed the
expression levels of ADAR2 mRNA and its activity at the G1uR2 Q/R site on laser—captured
motor neurons from 29 cases with sporadic ALS compared with those from normal subjects.
We demonstrate that inefficient GluR2 Q/R site—editing occurs in a significant proportion
of motor neurons in all the ALS cases examined. Universal reduction of ADAR2 in motor
neurons is likely a pathognomonic molecular change in sporadic ALS.
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