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2 Disulfides 
3 tHcy 
4 Methionine synthase 
5 5 –Methyl – THF  
6 Methyl Tetrahydrofolate Reductase=MTHFR  
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1 Severe homocysteinemia 
2 Hepatic steatosis 
3 Ectopia lentis 
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4 High – performance liquid  chromatography 
5 Methionine loading 
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SAM: S-adenosylmethionine                           SAH: S-adenosylhomocysteine 
CBS: cytathionine B synthase                         MS: methinine synthase 

methylene tetrahydrofolate reductase:MTHFR
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