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ABKÜRZUNGEN 
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∅   Durchmesser 

[3H]   Tritium 

µ-Rezeptor  mu-Opioid-Rezeptor 

A   Ampere 

AC   Adenylylcyclase (-en) 

AgCl   Silberchlorid 

AKAP   A Kinase Anchoring Protein 

AMV   Avian Myeloblastosis-Virus 

ANOVA  Varianzanalyse (analysis of variance) 

ATP   Adenosintriphosphat 

AUC   Area under the curve 

bp   Basenpaare 

BSA   Bovines Serumalbumin 

CaM   Calmodulin 

cAMP   zyklisches Adenosinmonophosphat 

CB   Cannabinoid-Rezeptor 

cDNA   copy Desoxyribonukleinsäure 

CFA   Complete Freund´s Adjuvant 

CGRP   Calcitonin gene-related peptide 

CL   contralateral 

CMV   Cytomegalie-Virus 

COX   Cyclooxygenase 

CP   crossing point 

CREB   cAMP response element binding protein 

CTOP   D-Phe-Cys-Tyr-D-Trp-Orn-Thr-Pen-Thr-NH2 

DAMGO  D-Ala2, N-MePhe4, Gly5-ol-enkephalin 

DMSO   Dimethylsulfoxid 

DNA   Desoxyribonukleinsäure 
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dNTP   Desoxyribonukleosidtriphosphat 

DTT   Dithiothreitol 

E. coli   Escherichia coli 

ECS   extrazellulärer Puffer 

EDTA   Ethylendiamin-Tetraessigsäure 

EGTA   Ethylenglykol-bis-(2-aminoethylethyl)-Tetraessigsäure  

ERK   extracellular signal-regulated kinase  

f   femto (10-15) 

FBS   fetal bovine serum 

FEN   Fentanyl 

FITC   Fluorescein-Isothiocyanat 

FSK   Forskolin 

g   Gramm 

GAPDH  Glycerinaldehyd-3-phosphat-Dehydrogenase 

GDP   Guanosindiphosphat 

GIRK   G-protein-gated inwardly rectifying Kaliumkanal 

GPCR   G-Protein gekoppelter Rezeptor 

GRK   G-Protein Rezeptorkinase 

GTP   Guanosintriphosphat 

H-89   N-[2-p-bromocinnamylamino)ethyl]-5-isoquinolinesulfonamid 

HEK   human embryonic kidney 

HEPES  Hydroxyethylpiperazin-N’-2-Ethansulfonsäure 

HPETE  Hydroperoxy-5Z,8Z,10E,14Z-Eicosatetraensäure 

IBMX   Isobutylmethylxanthin  

ICS   intrazellulärer Puffer (intracellular solution) 

KD   Dissoziationsgleichgewichtskonstante 

LB   Luria-Bertani 

LC   Locus coeruleus 

MAPK   mitogen activated protein kinase  

Me   Methyl 

MgCl2   Magnesiumchlorid 

min   Minute  

Mo   Morphin 

mRNA   messenger RNA 
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n   nano (10-9) 

n.s.   nicht signifikant 

NEAS   nicht essentielle Aminosäuren 

NGF   nerve growth factor 

NLX   Naloxon 

NMDA  N-Methyl-D-Aspartat  

NSAID  nicht-steroidale Antirheumatika  

(non-steroidal anti-inflammatory drugs) 

p   pico (10-12) 

P/S   Penicillin/Streptomycin 

PBS   Phosphatgepufferte Salzlösung (phosphate buffered saline) 

PCA   patient-controlled analgesia 

PCEA   patient-controlled epidural analgesia 

PCR   Polymerasekettenreaktion 

PGE2   Prostaglandin E2 

PIP2   Phosphatidyl-inositol-4,5-biphosphat 

PKA   Proteinkinase A 

PKC   Proteinkinase C 

PLA   Phospholipase A 

PLC   Phospholipase C 

POMC   Proopiomelanocortin 

PTX   Pertussistoxin 

Raf   rapidly growing fibrosarcoma 

RNAse   Ribonuklease 

RPL19   ribosomal protein L19 

rpm   Umdrehungen pro Minute (rounds per minute) 

RT   Reverse Transkriptase 

RTK   Rezeptor Tyrosin Kinase 

RTX   Resiniferatoxin 

sec   Sekunde   

TM   Transmembrandomänen 

Tm   Schmelzpunkt 

TMB   Tetramethylbenzidin 

TRIS   Tris-(hydroxymethyl)-aminomethan 
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TRP   Transient receptor potential 

TRPV1  transient receptor potential vanilloid 1 

TTX   Tetrodotoxin 

V   Volt 

YFP   yellow fluorescent protein 


