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BACKGROUND 

Members of the fatty acid desaturase (FADS) family, including FADS1, FADS2 
and FADS3, regulate the desaturation of fatty acids by introducing double 
bonds between defined carbons of fatty acyl chains, thereby playing an 
essential role in the lipid metabolic pathway. Members of this family share  
N-terminal cytochrome b5-like domains, C-terminal multiple membrane-span-
ning desaturase regions and 3 histidine box motifs. FADS2 (fatty acid 
desaturase 2), also known as D6D, DES6, LLCDL2 or TU13, is a 444 amino 
acid multi-pass membrane protein that localizes to the endoplasmic reticulum 
and contains one cytochrome b5 heme-binding domain. Expressed in adult 
and fetal heart and in adult liver, brain, lung and retina, FADS2 functions as 
a component of a lipid metabolic pathway and catalyzes the first step in the 
pathway, namely the formation of unsaturated fatty acids from polyunsatu-
rated fatty acids. Defects in the gene encoding FADS2 are the cause of cause 
of fatty acid Delta-6-desaturase deficiency, an affliction that is character-
ized by skin abnormalities, corneal ulceration and growth failure. Multiple 
isoforms of FADS2 exist due to alternative splicing events. 
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STORAGE 

Store at -20° C. Repeated freezing and thawing should be minimized. Sample 
vial should be boiled once prior to use. Non-hazardous. No MSDS required. 

CHROMOSOMAL LOCATION 

Genetic locus: FADS2 (human) mapping to 11q12.2. 

PRODUCT 

FADS2 (h): 293 Lysate represents a lysate of human FADS2 transfected 293 
cells and is provided as 100 µg protein in 200 µl SDS-PAGE buffer. 

APPLICATIONS 

FADS2 (h): 293 Lysate is suitable as a Western Blotting positive control for 
human reactive FADS2 antibodies. Recommended use: 10-20 µl per lane. 

Control 293 Lysate: sc-110760 is available as a Western Blotting negative 
control lysate derived from non-transfected 293 cells. 

RESEARCH USE 

For research use only, not for use in diagnostic procedures. 

PROTOCOLS 

See our web site at www.scbt.com for detailed protocols and support 
products. 


