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BACKGROUND

Aldehyde dehydrogenases (ALDHs) mediate the NADP+-dependent oxidation
of aldehydes into acids and play an important role in the detoxification of
alcohol-derived acetaldehyde, as well as in lipid peroxidation and in the me-
tabolism of corticosteroids, biogenic amines and neurotransmitters. ALDH3A2
(aldehyde dehydrogenase 3 family, member A2), also known as SLS, FALDH
or ALDH10, is a 485 amino acid single-pass membrane protein that localizes
to the cytoplasmic side of the endoplasmic reticulum and belongs to the alde-
hyde dehydrogenase family. Expressed in a variety of tissues, including liver,
heart, lung, brain, kidney and placenta, ALDH3A2 catalyzes the NAD+-depen-
dent oxidation of long-chain aliphatic aldehydes to fatty acids, a process that
is necessary for detoxification and lipid metabolism. Defects in the gene en-
coding ALDH3A2 are the cause of Sjoegren-Larsson syndrome (SLS), an auto-
somal recessive neurocutaneous disorder characterized by severe mental
retardation, seizures and speech defects. Multiple isoforms of ALDH3A2
exist due to alternative splicing events.
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CHROMOSOMAL LOCATION

Genetic locus: ALDH3A2 (human) mapping to 17p11.2.

PRODUCT

ALDH3A2 (h2): 293T Lysate represents a lysate of human ALDH3A2
transfected 293T cells and is provided as 100 µg protein in 200 µl SDS-PAGE
buffer.

APPLICATIONS

ALDH3A2 (h2): 293T Lysate is suitable as a Western Blotting positive control
for human reactive ALDH3A2 antibodies.

Control 293T Lysate: sc-117752 is available as a Western Blotting negative
control lysate derived from non-transfected 293T cells.

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.

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.


