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ALL  

AML 

Akute lymphoblastische Leukämie 

Akute myeloische Leukämie 

HTH  

Ig 

helix-turn-helix  

Immunglobulin 

AUL  Akute unklassifizierbare Leukämie Kb  Kilobasen 

BFM Berlin-Frankfurt-Münster KM  Knochenmark 

bp  Basenpaare KMT  Knochenmarkstransplantation 

BSA bovine serum albumine Log  Logarithmus 

CALLA common ALL antigen LOH loss of heterozygosity 

CBF  core binding factor MAPK  mitogen activated proteinkinase 

CD  

cDNA 

cluster of differentiation Komple-

mentäre DNA 

MCSFR  

 

monocyte colony stimulating factor 

receptor  

CML  Chronische myeloische Leukämie  MDS Myelodysplastisches Syndrom 

CMML Chronische myelomonozytäre Leu-

kämie 

MFD  

MgCl 

matched family donor  

Magnesium Chlorid 

CP crossing point MHC  Major histocompatibility complex 

CSF colony stimulating factor MRD  minimal residual disease 

ddNTP  Didesoxynukleosidtriphosphate mRNA  messenger RNA 

DMSO  Dimethyl Sulfoxid MUD  matched unrelated donor 

DNA Desoxyribonukleinsäure PBC  peripheral blast cell count 

dNTP  Desoxynukleosidtriphosphate PBGD  Porphobilinogen Desaminase 

DTT  Dithiothreitol PBS Phosphate buffered saline  

EBS  

EFS 

ETS-binding-site  

Ereignisfreies Überleben 

PDGFRβ  platelet-derived growth factor recep-

tor-β 

ETS  

ETV6 

E-twenty-six-specific  

E-twenty-six-variant gene 6 

REH  

RHD 

Humane prä-B-Leukämie Zelllinie 

Runt-Homologie-Domäne 

FAB  French-American-British RNA  Ribonukleinsäure 

FBS  Fetales Bovines Serum  RPMI Roswell Park Memorial Institute 

FisH  

FRET 

Fluoreszenz in situ Hybridisierung 

fluorescence resonance energy 

transfer 

RT-PCR  

 

SMMHC 

Reverse Transkription – Polymerase 

Ketten Reaktion  

smooth muscle myosin heavy chain 

GAPDH Glyceraldehyd-3-Phosphat-

Dehydrogenase 

SRV  

SZT  

Gesamtüberleben Stammzelltrans-

plantation 

GC  Guanin / Cytosin TBP  TATA-box-Binding-Protein 

GM-CSF granulocyte/monocyte colony stimu-

lating factor 

TD  

TEL 

Transaktivierungsdomäne transloca-

tion, ETS, leukemia 

HLH  helix-loop-helix TZR T-Zell-Rezeptor 

HPLC high performance liquid chromatog-

raphy 
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