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Abkürzungen

Adr Adriamycin

AIF Apoptosis inducing factor

ANT Adenine nucleotid translocator

APAF Apoptosis associated factor

APS Ammoniumperoxodisulfat

Bak Bcl-2 homologous antagonist killer

BCA Bicinchoninsäure

Bcl-2 B-cell lymphoma/leukemia-2 gene

BH Bcl-2 homologous domain

Bik Bcl-2 interacting killer

BRCA Breast cancer gene

CAD Caspase activated deoxyribonuclease

CAPS 3-Cyclohexylamino-1-propansulfonsäure

CARD Caspase recruitment domain

CHAPS 3-(3-cholamidopropyl)dimethylammonium-1-propansulfat

CMV Cytomegalievirus

Cyt c Cytochrom c

DD Death domain

DED Death effector domain

DFF DNA fragmentation factor 45

DISC Death inducing signaling complex

DMSO Dimethylsulfoxid

DTT Dithiothreitol

DYm mitochondriales Membranpotential

ECL Enhanced chemoluminescence

EDTA Ethylendiamin-tetraessigsäure

EGF Epidermal growth factor

FACS Fluorescence activated cell sorter

FADD Fas associated protein with death domain
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FBS Foetal bovine serum

FLICE Fas associated death domain-like interleukin-1beta-converting
enzyme

FLIP FLICE-like inhibitory protein

FITC Fluorescein-isothiocyanat

FSC Forward scatter

G418 Geneticin 418

HE Dihydroethidin

HEPES 2-[4-(2-Hydroxyethyl)-1-piperazinyl]-ethansulfonsäure)

H2DCF 2‘7‘-Dichlorodihydrofluoresceindiacetat

HRP Horse radish peroxidase

Hsp Hitzeschockproteine

IAP Inhibitor of apoptosis protein

IC50 Hemmungskonzentration, bei der 50 % Hemmung vorliegt

ICAD Inhibitor of CAD

ICE Interkeukin-1b-converting enzyme

I.E. Internationale Einheiten

JC-1 5, 5‘, 6, 6‘-Tetrachloro-1, 1‘, 3, 3‘-tetraethyl-benzimidazolylcarbo-
cyaniniodid

JNK c-Jun N-terminale Kinase

KIE Kallidiogenase-Inaktivator-Einheiten

LRP Lung resistance-related protein

MAP Mitogen-activated protein

MEM Minimum essential medium

Mdm2 Mouse double minute-2 Protein

MDR-1 Multidrug resistance

MRP Multidrug resistance related protein

MTT 3-(4, 5-Dimethylthiazol-2-yl)-2, 5-diphenyltetrazoliumbromid

N-Ac N-Acetylcystein

Nbk Natural born killer

pAb Polyclonal antibody

PAGE Polyacrylamide gel elektrophoresis

PARP Poly-ADP ribose polymerase
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PBS Phosphate buffered saline

PCR Polymerase chain reaction

PI Propidiumjodid

PMSF Phenylmethylsulfonylfluorid

pNa p-Nitroanilin

PT Permeability transition

ROS Reactive oxygen species

ROI Reactive oxygen intermediates

Rh Rhodamin

RB Retinoblastom

RAIDD Receptor interacting protein (RIP) –associated ICH-1 homologous
protein with death domain

SCID Severe combined immunodeficiency

SDS Sodium dodecylsulfate

TEMED N, N, N‘, N‘-Tetramethylethylendiamin

TGF Transforming growth factor

TNF Tumor necrosis factor

TRAIL TNF-related apoptosis inducing ligand

Tris Tris-(hydroxymethyl)-aminomethan

TM Transmembrandomäne

UPR Unfolded protein response

VDAC Voltage-dependent anion channel
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