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Recombinant Human TAR DNA-binding protein 43
(TARDBP), partial

Product Code CSB-YP023129HU

Relevance DNA and RNA-binding protein which regulates transcription and splicing.
Involved in the regulation of CFTR splicing. It promotes CFTR exon 9 skipping
by binding to the UG repeated motifs in the polymorphic region near the 3'-splice
site of this exon. The resulting aberrant splicing is associated with pathological
features typical of cystic fibrosis. May also be involved in microRNA biogenesis,
apoptosis and cell division. Can repress HIV-1 transcription by binding to the
HIV-1 long terminal repeat. Stabilizes the low molecular weight neurofilament
(NFL) mRNA through a direct interaction with the 3' UTR.

Abbreviation Recombinant Human TARDBP protein, partial

Storage The shelf life is related to many factors, storage state, buffer ingredients,
storage temperature and the stability of the protein itself. Generally, the shelf life
of liquid form is 6 months at -20°C/-80°C. The shelf life of lyophilized form is 12
months at -20°C/-80°C.

Uniprot No. Q13148

Product Type Recombinant Proteins

Immunogen Species Homo sapiens (Human)

Purity Greater than 95% as determined by SDS-PAGE.
Greater than 95% as determined by SEC-HPLC.

Sequence MSEYIRVTEDENDEPIEIPSEDDGTVLLSTVTAQFPGACGLRYRNPVSQCMRG
VRLVEGILHAPDAGWGNLVYVVNYPKDNKRKMDETDASSAVKVKRAVQKTSD
LIVLGLPWKTTEQDLKEYFSTFGEVLMVQVKKDLKTGHSKGFGFVRFTEYETQ
VKVMSQRHMIDGRWCDCKLPNSKQSQDEPLRSRKVFVGRCTEDMTEDELRE
FFSQYGDVMDVFIPKPFRAFAFVTFADDQIAQSLCGEDLIIKGISVHISNAEPKH
NSNRQLERSGRFGGNPGGFGNQGGFGNSRGGGAGLGNNQGSNMGGGMN
FGAFSINPAMMAAAQAALQSSWGMMGMLASQQNQSGPSGNNQNQGNMQR
EPNQAFGSGNNSYSGSNSGAAIGWGSASNAGSGSG

Research Area Microbiology

Source Yeast

Target Names TARDBP

Expression Region 1-396aa

Notes Repeated freezing and thawing is not recommended. Store working aliquots at
4°C for up to one week.

Tag Info N-terminal 6xHis-tagged

Mol. Weight 44.9kDa

Protein Length Partial
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Image
(Tris-Glycine gel) Discontinuous SDS-PAGE
(reduced) with 5% enrichment gel and 15%
separation gel.

The purity of TARDBP was greater than 95% as
determined by SEC-HPLC

Description
TAR DNA-binding protein 43 (TARDBP) is a crucial component in the
pathogenesis of amyotrophic lateral sclerosis (ALS), a fatal motor neuron
disorder. TARDBP encodes the transactive response DNA-binding protein 43
(TDP-43), which is frequently found in pathological inclusions in various forms of
ALS [1]. Mutations in TARDBP have been identified in both familial and sporadic
ALS cases, highlighting its significance in the disease [2][3][4]. TDP-43 is a 43
kDa nuclear protein involved in RNA metabolism [5]. It is the major protein found
in the ubiquitinated inclusions in affected motor neurons in ALS cases [6].
Studies have shown that TARDBP mutations are prevalent in Italian ALS
patients, further emphasizing its role in the disease [7].

TDP-43 is an RNA/DNA-binding protein that belongs to the heterogeneous
nuclear ribonucleoprotein family [8]. It has been associated with various cellular
functions, including transcriptional regulation and splicing [9]. The protein is
essential for early embryonic development and is highly conserved across
different species [10]. In ALS, TDP-43 forms aggregates in the motor cortex of
aging brains, indicating its involvement in the disease progression [11].

The complexity of ALS pathophysiology involves interactions with other proteins
and pathways. For instance, TDP-43 interacts with progranulin to reverse motor
neuron defects, highlighting its neurotrophic effects [12]. Additionally, loss of
TDP-43 in zebrafish models leads to muscle degeneration and reduced motor
neuron axon outgrowth, further underlining its role in ALS-related degeneration
[13].
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Shelf Life The shelf life is related to many factors, storage state, buffer ingredients,
storage temperature and the stability of the protein itself.
Generally, the shelf life of liquid form is 6 months at -20°C/-80°C. The shelf life
of lyophilized form is 12 months at -20°C/-80°C.


