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v ABKURZUNGEN
Abkiirzungen
AA Aminosdure B-Gal B-Galaktosidase
Abb. Abbildung GLUT Glucosetransporter
AP Alkalische Phosphatase JAK Januskinase
ATP Adenosintriphosphat JNK c-Jun N-terminale Kinase
BAT braunes Fettgewebe Kap. Kapitel
BCIP 5-Bromo-4-Chloro-Indolylphosphat k/o ,knock out*
BMI ,,body mass index* BMI=w/h’ KV Kiristallviolett
(w=Gewicht [kg]; h=Hohe [m])
BSA Rinder Serumalbumin LAR ,Jleukocyte common antigen-related”
cAMP zyclisches Adenosinmonophosphat luc Luciferase
CAPK Ceramid aktivierte Proteinkinase MAPK ,;mitogen-activated protein kinase*
CS Kilberserum Mio Million(en)
DAG Diacylglycerol MSH Melanozyten stimulierendes Hormon
DAPI 4,6-Diamino-2- MTT 3-(4,5 Dimethylthiazol-2-yl)-2,5-
Phenylindoldihydrochloridhydat diphenyltetrazolium-Bromid
DC Diinnschichtchromatographie mu murin
DNA Desoxyribonukleinsiure NBT p-Nitrotetrazoliumblauchlorid
DTT Dithiothreitol NF-kB ,nuclear factor kappa B
E. coli Escherichia coli NGT ,;normal glucose tolerance*
EDTA Ethylendiamin-N,N,N‘,N*-tetra NIDDM ,non insulin-dependent diabetes
Essigsiure mellitus”
EGTA Ethylenglykol-bis-(2-aminoethyl)- NPP p-Nitrophenylphosphat
tetra Essigsiure
ELISA ,enzyme linked immunosorbent NPY Neuropeptid Y
assay"
EMSA ,electrophoretic mobility shift assay” PAGE Polyacrylamidgel Elektrophorese
Erk ,extracellular signal-regulated kinase* PAME Palmitoylmethylester
F(ab‘), Antigen bindendes Fragment (Dimer) PBS ,,phosphate buffered saline
FCS Fotales Kélberserum PFA Paraformaldehyd
FFA/FFS Freie Fettsdure PI 3-kinase Phosphatidylinositol 3-Kinase
g Gravitationskonstante PIG-PLC Phosphatidylinositol(glycan)

spezifische Phospholipase C
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SDS
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Tab.
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Protein Kinase B/Akt
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,peroxisome proliferator activated
protein y*

Phosphoserin

Phosphotyrosin bindende Doméne
Phosphotyrosin Phosphatase
Phosphotyrosin
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Raumtemperatur
Natriumdodecylsulfat

,stc homology”

,signal transducer and activator of
transcription”

Tabelle

Tumor Nekrose Faktor

TNF Rezeptor Typ 1

TNF Rezeptor Typ 2

,,INF R1 associated death domain
protein®

. INF receptor associated factor*
Tris(hydroxymethyl-)aminomethan
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,.very low density Lipoproteine
Volumen pro Volumen

weifles Fettgewebe
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