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FasL Fas ligand 
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GSH Reduced glutathione 
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IF Intrinsic fluorescence 
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Mcl-1 Myeloid cell leukemia-1 protein 
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NADP+ Nicotinamide adenine dinucleotide phosphate 



List of Abbreviations 

 
 

 

NADPH Reduced nicotinamide adenine dinucleotide phosphate 
NBTI Nitrobenzylthioinosine 
NLS Nuclear localization signal 
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THF Tetrahydrofolate 
TK Thymidine kinase 
TNF-α Tumor necrosis factor-α 
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TS Thymidylate synthase 
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