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Toinvestigatetheanatomical origi nof P3awavegenerationinrabbits.

Intracranialelectrodes

weredepositedatchosenbrai nregionsfortheirdestructionandevent-rel atedpotentials (ERPs) weresubsequentlyrecorded.
P3awavewaselicitedandrecordedatPztoassesstheimpactofassociatedbrai nregiondestructiononit, therebytoestimate

thepossibl eoriginwhereP3awavei sgenerated.

Theamplitudeof P3awavewassignificantlydecreasedafterdestruc-

tionofAcg ( <0.05)oracg7'( <0.01), andthel atencyoftheP3awasmarkedlyprolongedafterthedestructionofacg7'( <0.01)
whilethedestructionofAcg didnotsignificantlyaffectthelatency( >0.05).P3awavedisappearedonlyafterthedestruction

of Acg TheAcg areaistheoriginof P3awavegenerationinrabbits.
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