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MERERL (EX) Interaction between calcium dynamics and actin skeleton on
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RGERCR OBEE (Fn30) « S WANS X D REMEAFIZ AR IZ actin depolymerizing factor Z 41 L

72 actin turnover OTLEC Y T 7 A EIZ B 1> 5 synaptophysin X° PSD95 # > /37 EOFEH
HWMNEbHLY, F-ohboZic, LBEILY D AF vy XL E2NhTH A H3OT7F
MENBES 3B Z EMALNE o7z, LIz o> T, BEWANZ L DRI, L&D
N T LT X RNV EN LTI T DO EAIE D T 7 F B OENNBEEGT 5 25 2
LD,
WHZER R OMEEL (9£3C) : METH-conditioning significantly increased the protein levels of
ADF, synaptophysin and PSD95 including the enhancement of actin turnover. In addition,
increased acetylation of histone H3 was found in specific gene—promoter regions related
to synaptic plasticity, such as synaptophysin and PSD95 showing METH-induced place
preference. These findings indicate that interaction between calcium dynamics and actin
skeleton are important to the methamphetamine—induced rewarding effects.
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