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Product Detalls

Available Variants
Conjugate
Isotype

Clone

Gene Name

Host Species
Concentration
Format

Physical State
Buffer

Production Notes

Applications
Species Reactivity

Immunogen

Specificity
Molecular Weight

Quality Control

Storage

100 pL (SKU:75-345)

Unconjugated

IgG2a

N360A/24

ATF4 CREB2 TXREB

Mouse

1 mg/mL

Purified by Protein A chromatography

Liquid

10 mM Tris, 50 mM Sodium Chloride, 0.065% Sodium Azide pH 7.125

Produced by in vitro bioreactor culture of hybridoma line followed by Protein A
affinity chromatography. Purified mAbs are >90% specific antibody.

ELISA, ICC, IHC, WB
Human, Mouse, Rat

Fusion protein amino acids 25-327 (nearly full-length, all but first 24 amino
acids) of human ATF4 (accession number P18848) produced recombinantly in
E. Coli

Does not cross-react with ATF5
60 kDa

Each new lot of antibody is quality control tested by western blot on rat whole
brain lysate and confirmed to stain the expected molecular weight band.

Aligquot and store at < -20°C for long term storage. For short term storage, store
at 2-8°C. For maximum recovery of product, centrifuge the vial prior to
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Antibody Registry ID

UniProt ID

removing the cap.
AB_2315807

P18848

UniProt Summary: Transcription factor that binds the cAMP response element
(CRE) (consensus: 5'-GTGACGT[AC][AG]-3") and displays two biological
functions, as regulator of metabolic and redox processes under normal cellular
conditions, and as master transcription factor during integrated stress response
(ISR). Binds to asymmetric CRE's as a heterodimer and to palindromic CRE's
as a homodimer. Core effector of the ISR, which is required for adaptation to
various stress such as endoplasmic reticulum (ER) stress, amino acid
starvation, mitochondrial stress or oxidative stress. During ISR, ATF4
translation is induced via an alternative ribosome translation re-initiation
mechanism in response to EIF2S1/elF-2-alpha phosphorylation, and stress-
induced ATF4 acts as a master transcription factor of stress-responsive genes
in order to promote cell recovery. Promotes the transcription of genes linked to
amino acid sufficiency and resistance to oxidative stress to protect cells against
metabolic consequences of ER oxidation. Activates the transcription of NLRP1,
possibly in concert with other factors in response to ER stress. Activates the
transcription of asparagine synthetase (ASNS) in response to amino acid
deprivation or ER stress. However, when associated with DDIT3/CHOP, the
transcriptional activation of the ASNS gene is inhibited in response to amino
acid deprivation. Together with DDIT3/CHOP, mediates programmed cell death
by promoting the expression of genes involved in cellular amino acid metabolic
processes, mMRNA translation and the terminal unfolded protein response
(terminal UPR), a cellular response that elicits programmed cell death when ER
stress is prolonged and unresolved. Activates the expression of
COX7A2L/SCAF1 downstream of the EIF2AK3/PERK-mediated unfolded
protein response, thereby promoting formation of respiratory chain
supercomplexes and increasing mitochondrial oxidative phosphorylation.
Together with DDIT3/CHOP, activates the transcription of the IRS-regulator
TRIB3 and promotes ER stress-induced neuronal cell death by regulating the
expression of BBC3/PUMA in response to ER stress. May cooperate with the
UPR transcriptional regulator QRICH1 to regulate ER protein homeostasis
which is critical for cell viability in response to ER stress. In the absence of
stress, ATF4 translation is at low levels and it is required for normal metabolic
processes such as embryonic lens formation, fetal liver hematopoiesis, bone
development and synaptic plasticity. Acts as a regulator of osteoblast
differentiation in response to phosphorylation by RPS6KA3/RSK2:
phosphorylation in osteoblasts enhances transactivation activity and promotes
expression of osteoblast-specific genes and post-transcriptionally regulates the
synthesis of Type | collagen, the main constituent of the bone matrix.
Cooperates with FOXO1 in osteoblasts to regulate glucose homeostasis
through suppression of beta-cell production and decrease in insulin production.
Activates transcription of SIRT4. Regulates the circadian expression of the core
clock component PER2 and the serotonin transporter SLC6A4. Binds in a
circadian time-dependent manner to the cAMP response elements (CRE) in the
SLC6A4 and PER2 promoters and periodically activates the transcription of
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N360A/24
anti-ATF4

COS-ATF4-HA
COS-ATF5
COS-Kv2.1

these genes. Mainly acts as a transcriptional activator in cellular stress
adaptation, but it can also act as a transcriptional repressor: acts as a regulator
of synaptic plasticity by repressing transcription, thereby inhibiting induction
and maintenance of long-term memory. Regulates synaptic functions via
interaction with DISC1 in neurons, which inhibits ATF4 transcription factor
activity by disrupting ATF4 dimerization and DNA-binding.

United States
Shipped on ice packs
24 months from date of receipt

These antibodies are to be used as research laboratory reagents and are not
for use as diagnostic or therapeutic reagents in humans.

468

Adult rat brain immunohistochemistry.

Transfected cell immunoblot: extracts of COS cells
transiently transfected with HA-tagged ATF4 or untagged
ATF5 or Kv2.1 plasmid and probed with N360A/24 TC supe
(left), Rabbit anti-ATF5 (middle) or K89/34 TC supe (right).

COS-ATF4-HA
COS-ATF5

COS-Kv2.1
COS-Kv2.1
COS-Kv2.1

Rabbit K89/34

anti-ATF5 anti-Kv2.1



- Adult rat brain low-speed pellet immunoblot.
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