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Abklirzungen:

ABC: avidin-biotinylated peroxidase complex
ACSF: artificial cerebrospinal fluid

AP-2: activator protein 2

BT: biotinylated tyramine

CaMKII: Ca ?*/Calmodulin-dependent kinase I
CaMKIV: Ca %"/ Calmodulin-dependent kinase 1V
CRE: cAMP responsible element

CREB: cAMP responsive element binding protein
CREM: cAMP responsive element modulator protein
Cy3: cyanine 3.18

DTT: Dithioreitol

Elk-1: Transkriptionsfaktor

ERK :extracellular signal regulated kinase
fEPSP: field excitatory postsynaptic potentials

fos: nukledrer Transkriptionsfaktor



GTP: guanosinetriphosphat

HFS: high frequency stimulation

5-HT:5-Hydroxytryptamin

ICER: inducible cAMP early repressor

IEG: Immediate early genes

ir: immunoreactive

li: like immunoreactivity

JEG-3: human chorio-carcinoma Zellen

JUN: Transkriptionsfaktor

LFS: low frequency stimulation

LTP: long-term-potentiation

MAP2: microtubule associated protein 2

MEK: MAPK-Kinase

MAPK: mitogen activated protein kinase

NGFI-A: nerval growth factor

NGS: Normal goat serum



NO: Nitric Oxide

pCREB: serine 133-phosphorylated CREB

PBS: phosphat buffered saline

PKA: protein kinase A

PKC: protein kinase C

PMAP: p42/44 phoshorylated MAP Kinase

POP-Spike: population spike

RAF : Kinase der MAP-Kinase-Kaskade

RAS : GTP-bindendes Protein

RSK 2: ribosomale Kinase 2

RT: Room temperatur

SDS: Sodium dodecylsulfate

SRC: tyrosine kinase

TPBS: Tris/phosphate-buffered saline

Zif268: Transkriptionsfaktor
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