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WFERR RO (F130) = ¥ U VEBEHOJRIKNBIE T2 RET A7 ) —=v TR EZBR LT,
B AEEREE T L~ 7 A DML TR H D EEERE CaMKIT DA A7V —=2 7D
~v—H—E LT, RNA FUIETRY Y I —fEIR OB REEZIH Lz L &~— T — T8
LT Z R REGEFOBEME TS, ZORZ V—=U PRNARENRET 5720, MY VU
—FEIICAFEAE L CaMKIT IS4 2 WIREMEAN & 5 Reanl SR FE2HWTT A &7~ T, FD
B, Reanl WAsF DI 2 TNHIT 5 & EEERE CaMKIT 28 B U 7= e B2 A3 i+ 4 i m A3
RENTZ, BREIEBRLIEAYZ Y —= EICdGEERE AL, RRBEFORAT ) —=7
MNAR[RELE 2 b,

e RO EE (33T) : 1 constructed a screening system based on RNA interference (RNAi)
to identify a gene responsible for mental retardation in Down syndrome (DS). I identified
an aggregation—like CaMKII in primary neurons as a useful marker for screening. If the
maker is changed by specific gene knockdown, the target gene could be a candidate one
responsible for DS. To assess whether the screening system run or not, I performed a test
for the screening system using Rcanl gene that could be associated with CaMKII. The result
of screening showed that specific inhibition of Rcanl gene tends to decrease in a rate
of neurons with aggregation—like structure of CaMKII. The method of screening should be
improved some points, and a candidate gene responsible for DS could be found by this
screening system.
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control 18.0 11.2
control 14.5 10.9
control 8.8 11.3
miRNA #1 7.2 14.3
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miRNA #1 2996.0 48.6
miRNA #1 2066.0 48.8
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