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Host: Rabbit Isotype: IgG
Clonality: Polyclonal

Target: BRLF1
Immunogen: KLH conjugated synthetic peptide derived from HHV4tp2 BRLF1:

81-180/605.
Purification: affinity purified by Protein A

Concentration: 1mg/ml
Storage: 0.01M TBS (pH7.4) with 1% BSA, 0.02% Proclin300 and 50%

Glycerol.
Shipped at 4℃. Store at -20℃ for one year. Avoid repeated
freeze/thaw cycles.

Background: Expression of the Epstein-Barr virus (EBV) immediate-early (IE)
protein BRLF1 induces the lytic form of viral replication in most
EBV-positive cell lines. BRLF1 is a transcriptional activator that
binds directly to a GC-rich motif present in some EBV lytic gene
promoters. However, BRLF1 activates transcription of the other IE
protein, BZLF1, through an indirect mechanism which we
previously showed to require activation of the stress mitogen-
activated protein kinases. Here we demonstrate that BRLF1
activates phosphatidylinositol-3 (PI3) kinase signaling in host cells.
We show that the specific PI3 kinase inhibitor, LY294002,
completely abrogates the ability of a BRLF1 adenovirus vector to
induce the lytic form of EBV infection, while not affecting lytic
infection induced by a BZLF1 adenovirus vector. Furthermore, we
demonstrate that the requirement for PI3 kinase activation in
BRLF1-induced transcriptional activation is promoter dependent.
BRLF1 activation of the SM early promoter (which occurs through a
direct binding mechanism) does not require PI3 kinase activation,
whereas activation of the IE BZLF1 and early BMRF1 promoters
requires PI3 kinase activation. Thus, there are clearly two separate
mechanisms by which BRLF1 induces transcriptional activation.

Applications: WB (1:500-2000)
IHC-P (1:100-500)
IHC-F (1:100-500)
IF (1:100-500)
ELISA (1:5000-10000)

Reactivity: (predicted: HHV-4)

Predicted MW.: 66.5 kDa
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