ATREYA LLC

Lipids and Biochemicals
/ 2178 High Tech Road, State College, PA 16803
Tel. 814-355-1030 Fax 814-355-1031 www.matreya.com

PRODUCT DATA SHEET

N-Hexanoyl-biotin-D-erythro-dihydrosphingosine
Molecular Formula: C;4;HesN4O5S

Catalog number: 2212 Molecular Weight: 641
Synonyms: N-C6:0-Biotin-sphinganine; Storage: -20°C
N-C6:0-Biotin-dihydroceramide Purity: TLC >98%, identity confirmed by MS
Source: synthetic TLC System: chloroform/methanol 80:20
Solubility: chloroform/methanol 4:1 Appearance: solid
CAS number: N/A
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Application Notes:

This dihydroceramide analogue contains a biotin unit attached to the amine of the dihydrosphingosine moiety via a
hexanoic acid linker and is ideal for use in sphingolipid studies. The biotin structure allows for attachment of the ceramide to
streptavidin and avidin making it extremely useful for binding to substrates and for toxin detection'.

Dihydroceramide is a critical intermediate in the de novo synthesis of ceramide, leading to many complex
sphingolipids. It is synthesized by the acylation of sphinganine and is subsequently converted to ceramide via the enzyme
dihydroceramide desaturase or into phytosphingosine via the enzyme C4-hydroxylase.” Inhibition of ceramide synthase by
some fungal toxins (such as fumonisin B1) causes an accumulation of dihydrosphingosine and sphinganine-1-phosphate and
a decrease in dihydroceramide and other dihydrosphingolipids, leading to a number of diseases including oesophageal
cancer.’ The dihydroceramide desaturase inhibitor N-(4-Hydroxyphenyl)-retinamide (4-HPR) has been tested as an anti-
cancer agent; It inhibits the dihydroceramide desaturase enzyme in cells, resulting in a high concentration of dihydroceramide
and dihydro-sphingolipids and this is thought to be the cause of its anti-cancer effects.* Oxidative stress in cells causes an
increase in the amount of dihydroceramide by potently inhibiting the desaturase enzyme.’ Dihydroceramide inhibits the
formation of channels by ceramides and may thus reduce ceramide induced apoptosis in cells.” While ceramide is well known
for promoting apoptosis, dihydroceramide has long been considered to be inactive. However, there has recently been
evidence that an accumulation of dihydroceramide can induce cell cycle arrest.’
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This product is to be used for research only. It is not intended for drug or diagnostic use, human consumption or to be used in
food or food additives. Matreya assumes no liability for any use of this product by the end user. We believe the information,

offered in good faith, is accurate.
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