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|BACKGROUND

[RESEARCH USE |

Epilepsy affects about 0.5% of the world's population and has a large genetic
component. Epilepsy results from an electrical hyperexcitability in the central
nervous system. Potassium channels are important regulators of electrical
signaling, determining the firing properties and responsiveness of a variety
of neurons. Benign familial neonatal convulsions (BFNC), an autosomal dom-
inant epilepsy of infancy, has been shown to be caused by mutations in the
KCNQ2 or the KCNQ3 potassium channel genes. KCNQ2 and KCNQ3 are
voltage-gated potassium channel proteins with six putative transmembrane
domains. Both proteins display a broad distribution within the brain, with
expression patterns that largely overlap.
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[CHROMOSOMAL LOCATION |

Genetic locus: KCNQ2 (human) mapping to 20g13.33; Kcng2 (mouse)
mapping to 2 H4.

[SOURCE

KCNQ2 (N-19) is an affinity purified goat polyclonal antibody raised against
a peptide mapping at the N-terminus of KCNQ2 of human origin.

[PRODUCT |

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

Blocking peptide available for competition studies, sc-7793 P, (100 pg peptide
in 0.5 ml PBS containing < 0.1% sodium azide and 0.2% BSA).

|APPLICATIONS |

KCNQ2 (N-19) is recommended for detection of KCNQ2 and KQT2 of mouse,
rat and human origin by Western Blotting (starting dilution 1:200, dilution
range 1:100-1:1000), immunoprecipitation [1-2 ug per 100-500 pg 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).

KCNQ2 (N-19) is also recommended for detection of KCNQ2 and KQT2 in
additional species, including avian.

Molecular Weight of KCNQ2: 120 kDa.

Positive Controls: rat cerebellum extract: sc-2398, rat brain extract: sc-2392 or
KCNQ2 (h): 293T Lysate: sc-128912.

|STORAGE

Store at 4° C, **D0 NOT FREEZE**. Stable for one year from the date of
shipment. Non-hazardous. No MSDS required.

For research use only, not for use in diagnostic procedures.
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KCNQ2 (N-19): sc-7793. Western blot analysis of
KCNQ2 expression in rat cerebellum (A) and rat
whole brain (B) extracts.

KCNQ2 (N-19): sc-7793. Immunofluorescence staining
of methanol-fixed EOC 20 cells showing membrane
localization.
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Try KCNQ2 (C-4): sc-271852 or KCNQ2 (F-3):
sc¢-365115, our highly recommended monoclonal
alternatives to KCNQ2 (N-19).
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