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BACKGROUND | [APPLICATIONS

Voltage-gated sodium channels drive the initial depolarization phase of the Na+* CP type Vo (4G8:1G7) is recommended for detection of Voltage-gated
cardiac action potential and, therefore, critically determine conduction of sodium channel subunit o Nav1.5 of human origin by Western Blotting
excitation through the heart. The sodium channel gene SCN5A, which encodes (starting dilution 1:200, dilution range 1:100-1:1000) and immunofluorescence
the Na* CP type V. protein, possesses two fundamental properties, ion con-  (starting dilution 1:50, dilution range 1:50-1:500).

duction and gating. The human SCN5A gene maps to chromosome 3p22.2.
Delet|0n§ or I.oss—of.—functlon mutations in SCNSA resultin a ywde range of Nat CP type Vor shRNA Plasmid (h: sc-42640-SH and Na* CP type Ve
arrhythmias, including bradycardia, atrioventricular conduction delay and - L

. L - . ) shRNA (h) Lentiviral Particles: sc-42640-V.
ventricular fibrillation. Specifically, patients with Brugada syndrome have
mutations in the SCNSA gene, which reduces the sodium current. Additionally, ~ Molecular Weight of Na* CP type Vou: 260 kDa.

Suitable for use as control antibody for Na* CP type Vo siRNA (h): sc-42640,

gain-of-function mutations are associated with long QT syndrome type Il
(LQT3), a cardiac disorder that causes sudden death from ventricular tachyar- | SELECT PRODUCT CITATIONS
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[ CHROMOSOMAL LOCATION |
Genetic locus: SCN5A (human) mapping to 3p22.2.

[SOURCE |

Na* CP type Vo (4G8:1G7) is a mouse monaclonal antibody raised against a
synthetic peptide corresponding to an extracellular region of Na* CP type Vo
of human origin.

[PRODUCT |

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

[RESEARCH USE |
For research use only, not for use in diagnostic procedures.
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