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BACKGROUND

The phosphorylation and dephosphorylation of proteins on serine and threo-
nine residues is an essential means of regulating a broad range of cellular
functions in eukaryotes, including cell division, homeostasis and apoptosis.
A group of proteins that are intimately involved in this process are the ser-
ine/threonine (Ser/Thr) protein kinases. In humans, the cyclin-dependent pro-
tein kinase complex is essential for cell-cycle control and is comprised of
catalytic and regulatory proteins that function as Ser/Thr protein kinases.
The catalytic cyclins, four of which are designated Cdc2 p34, Cdk2, Cdk3 and
Cdk5, function at different stages of the cell cycle. Together, these proteins
catalyze the ATP-dependent reactions that allow the cell to progress through
the G1/S-phase transition and, ultimately, through mitosis. The cyclin-depen-
dent protein kinase complex is regulated by proteins such as p21 and p27 that
associate with the complex and control its activity. Further regulation of the
catalytic subunits is achieved via phosphorylation at residues such as Thr14
and Thr15, an event that either activates or deactivates the target protein.
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SOURCE

p-Cdk (Thr14/Tyr15)-R is a rabbit polyclonal antibody raised against a short
amino acid sequence containing Thr 14 and Tyr 15 phosphorylated Cdk2 of
human origin.

PRODUCT

Each vial contains 200 µg IgG in 1.0 ml of PBS with < 0.1% sodium azide
and 0.1% gelatin.

Blocking peptide available for competition studies, sc-28435 P, (100 µg
peptide in 0.5 ml PBS containing < 0.1% sodium azide and 0.2% BSA).

STORAGE

Store at 4° C, **DO NOT FREEZE**. Stable for one year from the date of
shipment. Non-hazardous. No MSDS required.

RESEARCH USE

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

APPLICATIONS

p-Cdk (Thr14/Tyr15)-R is recommended for detection of Thr14 and Tyr15 dually
phosphorylated Cdk1, Cdk2, Cdk3 and Cdk5 of mouse, rat and human origin
by Western Blotting (starting dilution 1:200, dilution range 1:100-1:1000),
immunoprecipitation [1-2 µg per 100-500 µg of total protein (1 ml of cell
lysate)], immunofluorescence (starting dilution 1:50, dilution range 1:50-1:500)
and solid phase ELISA (starting dilution 1:30, dilution range 1:30-1:3000).

p-Cdk (Thr14/Tyr15)-R is also recommended for detection of correspondingly
dually phosphorylated Cdk1, Cdk2, Cdk3 and Cdk5 in additional species,
including equine, canine, bovine, porcine and avian.

Molecular Weight of p-Cdk: 34 kDa.

Positive Controls: HeLa whole cell lysate: sc-2200 or HeLa + serum starved
cell lysate: sc-24693.
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PROTOCOLS

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

Western blot analysis of Cdk phosphorylation in
untreated (A,C) and lambda protein phosphatase
(sc-200312A) treated (B,D) HeLa whole cell lysates.
Antibodies tested include p-Cdk (Thr14/Tyr15)-R:
sc-28435-R (A,B) and Cdk2 (D-12): sc-6248 (C,D).

Western blot analysis of Cdk phosphorylation in
HeLa (A,D), Nocodazole-treated HeLa (B,E) and
serum starved HeLa (C,F) whole cell lysates.
Antibodies tested include phospho-specific antibody,
p-Cdk (Thr14/Tyr15)-R: sc-28435-R (A,B,C) and
control antibody, Cdk2 (D-12): sc-6248 (D,E,F).
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