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BACKGROUND

Sall1 (Sall1, sal-like 1, TBS, HSAL1) and Sall2 (Sall2, sal-like 2, HSAL2, p150 
(Sal2)) are mammalian homologs of the Drosophila region-specific homeotic 
gene spalt (sal), which encodes a zinc finger-containing transcription regulator. 
Drosophila spalt (sal) is an essential genetic component required for the speci-
fication of posterior head and anterior tail as opposed to trunk. Mammalian 
Sall1 may mediate higher order chromatin structure and may be a component 
of a distinct heterochromatin-dependent silencing process. Sall1 is present in 
kidney, brain and liver. Sall2 is a p53-independent regulator of p21 and Bax, 
and can function in some cell types as a regulator of cell growth and survival. 
Human Sall2 is present in brain, heart, kidney or pancreas. Sall1 and Sall2 are 
expressed in different areas of the fetal brain that may represent distinct sets 
of neurons.
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CHROMOSOMAL LOCATION

Genetic locus: SALL1 (human) mapping to 16q12.1.

PRODUCT

Sall1 (h): 293T Lysate represents a lysate of human Sall1 transfected 293T 
cells and is provided as 100 µg protein in 200 µl SDS-PAGE buffer.

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.

PROTOCOLS

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

APPLICATIONS

Sall1 (h): 293T Lysate is suitable as a Western Blotting positive control for 
human reactive Sall1 antibodies. Recommended use: 10-20 µl per lane.

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

RESEARCH USE

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


