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Most of autosomal dominant familial AD can be attributed to mutations in one of three genes: EERMS: BREIZ B -20°C T EE—F, BRRkEFER.
those encoding amyloid precursor protein (APP) and presenilins 1 and 2 Most mutations in the fETFEMK: & 0.15% ProClin300 BAfE5I, 100 ug/mL &1
APP and presenilin genes increase the production of a small protein called AB42, which is the BEEERM 500 H AR ENR.
main component of senile plaques. Some of the mutations merely alter the ratio between Ap42
and the other major formsparticularly AB40without increasing AR42 levels.
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IHC 41 beta Amyloid 1-40 ZA(HS K1333591). IHC #:30 beta Amyloid 1-40 ZH (S K1333501).
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