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PRODUCT

Vav (110-320) is purified from bacterial lysates (>98%) by glutathione
agarose affinity chromatography; supplied as 10 µg in 0.1 ml SDS-PAGE
loading buffer.

APPLICATIONS

Vav (110-320) is suitable as a Western blotting control for sc-7206 and
sc-8039.

STORAGE

Store at -20° C; stable for one year from the date of shipment.

RESEARCH USE

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

BACKGROUND

Vav (VAV, VAV1) is a proto-oncogene of the Dbl family of guanine nucleotide
exchange factors (GEF) for the Rho family of GTP binding proteins. Vav pro-
tein is important in hematopoiesis, playing a role in T cell and B cell devel-
opment and activation. Vav is the specific binding partner of Nef proteins
from HIV-1. Coexpression and binding of these partners initiates profound
morphological changes, cytoskeletal rearrangements and the JNK/SAPK
signaling cascade, leading to increased levels of viral transcription and
replication. Vav functions as an adaptor protein responsible for targeting
PI 3-K to its intranuclear substrates. Vav is regulated by Cbl in human and
mouse cells. Vav becomes an ectopically expressed, growth-stimulatory
protein in primary pancreatic adenocarcinomas due to demethylation of the
gene promoter.
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SOURCE

Vav (110-320) is expressed in E. coli as a 50 kDa tagged fusion protein
corresponding to amino acids 110-320 of Vav of human origin.


