HSC70/HSP73
polyclonal antibody

The Hsp70 family of heat shock protiens contains multiple homologs
ranging in size from 66-78 kDa, and are the eukaryotic equivalents of the
bacterial DnaK. The most studied Hsp70 members include the cytosolic
stress-induced Hsp70 (Hsp72), the constitutive cytosolic Hsc70 (Hsp73),
and the ER-localized BiP (Grp78). Hsp70 family members contain highly
conserved N-terminal ATP-ase and C-terminal protein binding domains.
Binding of peptide to Hsp70 is assisted by Hsp40, and stimulates the
inherent ATPase activity of Hsp70, facilitating ATP hydrolysis and
enhanced peptide binding. Hsp70 nucleotide exchange and substrate
binding coordinates the folding of newly synthesized proteins, the re-folding
of misfolded or denatured proteins, coordinates trafficking of proteins
across cellular membranes, inhibits protein aggregation, and targets the
degradation of proteins via the proteasomal pathway.

This antibody is covered by our Worry-Free Guarantee.

Citations: 28
Ordering Information

ADI-SPA-816-J 1mg
ADI-SPA-816-D 50ug
ADI-SPA-816-F 200ug

Manuals, SDS & CofA
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Immunohistochemistry analysis of human spleen tissue
stained with HSC70/HSP73, pAb at 10pg/ml.
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Western Blot Analysis of Hsc70 (Hsp73): Lane 1: MWM,
Lane 2: HSC70/HSP70 (bovine), (recombinant) (Cat #:
ADI-SPP-751) Lane 3: HSP70/HSP72 (human),
(recombinant) (Cat #: ADI-NSP-555), Lane 4: HelLa Cell
Lysate, Lane 5: L929 Cell Lysate, Lane 6: PC-12 Cell
Lysate, Lane 7: CHO-K1 Cell Lysate, Lane 8: RK-13
Cell Lysate
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Post-transcriptional dysregulation of Mmp28 in the
sciatic nerve. (A) Mmp28 resolves in SDS-PAGE as two
distinct electrophoretic isoforms with apparent masses
of 48 [Mmp28 (48)] and 90 kDa [Mmp28 (90)].
Immunoblots of equal amounts of homogenates of
sciatic nerve (ScN) and spinal cord (SpC) show that
Mmp28 (90) and Mmp28 (48) levels are reduced only in
—/- sciatic nerve. Hsc70 is a loading control. For ScN
d0, the same blots were used for P-Stat3, Stat3, Mmp28
and hsc70 in Figs 7 and 9. For SpC d0, the same blots
were used for P-Stat3, Stat3, hnRNPH3, Mmp28 and
hsc70 in Figs 7-9. For SpCd10, the same blots were
used for P-Stat3, Stat3, Mmp28 and hsc70 in Figs 7 and
9. Lanes shown are experimental replicates. (B)
Quantification analyses of immunoblots of Mmp28 in
ScN showing a significant decrease in the levels of
Mmp28 (90) at dO and d10, and of Mmp28 (48) at d10 in
-/— mice. *P<0.05, Student's t-test, n=4 mice/genotype.
Data are expressed as meants.d. (C) RT-gPCR
showing that the temporal and transcriptional profile of
Mmp28 mRNA in the sciatic nerve is not changed
between +/+ and —-/- mice. Student's t-test, n=4
mice/genotype. Data are expressed as meanzts.d. (D)
Representative confocal images of motoneurons in the
anterior horn immunostained for Mmp28 show that
YFP+ motoneurons do not show changes in the Mmp28
subcellular localization between genotypes. —/-, SLICK-
H::Ranbp2flox/flox; +/+, SLICK-H::Ranbp2+/++/+;
hsc70, heat shock protein 70; dO and d10 are days 0
and 10 post-tamoxifen administration, respectively.
Scale bars: 25 ym; n.s., non-significant.

Image collected and cropped by CiteAb under a CC-BY
license from the following publication: Loss of Ranbp2 in
motoneurons causes disruption of nucleocytoplasmic
and chemokine signaling, proteostasis of hnRNPH3 and
Mmp28, and development of amyotrophic lateral
sclerosis-like syndromes. Dis Model Mech (2017)
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Post-transcriptional deregulation of hnRNPH3 in sciatic
nerve and neural cell bodies by loss of Ranbp2. (A)
Proteomic analyses by 2D-DIGE of homogenates of
optic nerves of +/+ and —/— mice at d10. Insets are
volumetric analyses of spot intensities marked by the
yellow circle and arrow and that show an increase of a
protein, which was identified by mass spectrometry as
hnRNPH3, between +/+ and —/- mice. (B) Immunoblots
(top panel) of equal amounts of homogenates and
quantitative analyses (bottom panel) showing
dysregulation of hnRNPH3 proteostasis in sciatic nerve
(ScN) and spinal cord (SpC) at d0 and d10. *P<0.05,
**P<0.01, Student's t-test, n=4 mice/genotype. Data are
expressed as meants.d. Hsc70 is a loading control. For
SpC d0, the same blots were used for P-Stat3, Stat3,
hnRNPH3, Mmp28 and hsc70 in Figs 7-9. A statistical
outlier was excluded in the dataset of hnRNPH3 in ScN
at d0. Lanes shown are experimental replicates. (C) RT-
gPCR showing that the temporal and transcriptional
profile of hnRNPH3 mRNA in the sciatic nerve is not
changed between +/+ and —/- mice. Student's t-test,
n=4 mice/genotype. Data are expressed as meanzs.d.
(D,E) Representative confocal images of cross-sections
of sciatic nerve (D) and spinal cord (E) immunostained
for hnRNPH3. (D) YFP+Hoechst—-axons lack hnRNPH3
and hnRNPH3 is localized in YFP—- Hoechst+-Schwann
cells, which have enhanced immunostaining of
hnRNPH3 in —/- mice at d10. (E) The soma of YFP+
motoneurons in —/— anterior horns conspicuously lack
hnRNPH3. Images of a'-d' and e'-h’ are magnified views
of the outlined regions in a-d and e-h, respectively. —/-,
SLICK-H::Ranbp2flox/flox; +/+, SLICK-
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Extraction ion-containing PMs (PM2.5 El) cause
ferroptosis in macrophages.A Western blot analysis
after incubation of RAW264.7 cells with three types of
PM (100 pg/ml) for 18 h. B Malondialdehyde (MDA)
formation in RAW264.7 cells after incubation with 100
pug/ml PMs for 12 h, investigated using a lipid
peroxidation assay kit. C Intracellular ferrous iron levels
are detected in J774A.1 cells incubated with 50 ug/ml of
PMs for 12 h. D WST-8 assay demonstrating the cell
viability analysis in RAW264.7 line after pretreatment
with ferrostatin-1 (Fer-1; 2 yM), liproxstatin-1 (Lip-1; 2
MM), or deferiprone (DFP; 100 pM) for 2 h followed by
the stimulation with 100 ug/ml of PM2.5 El for 24 h. E
Western blot analysis using RAW264.7 cells after
preincubation with Fer-1 (2 uM), Lip-1 (2 uM), or DFP
(100 pM) for 2 h followed by stimulation with 100 pg/mi
of PM2.5 El for 24 h. F Detection of lipid peroxidation in
terms of MDA in J774A.1 cells after preincubation with
Fer-1 (2 uM), Lip-1 (2 uM), or DFP (100 pM) for 2 h
followed by treatment using 50 pg/ml of PM2.5 E| for 12
h. All data are presented as the means + standard
deviations from at least three independent experiments.
*P < 0.05, **P < 0.01 and #P < 0.001. All experiments
were conducted at least three times.

Image collected and cropped by CiteAb under a CC-BY
license from the following publication: The mechanism
underlying correlation of particulate matter-induced
ferroptosis with inflammasome activation and iron
accumulation in macrophages. Cell Death Discov (2024)
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Extraction ion-containing PMs (PM2.5 EIl) cause
ferroptosis in macrophages.A Western blot analysis
after incubation of RAW264.7 cells with three types of
PM (100 pg/ml) for 18 h. B Malondialdehyde (MDA)
formation in RAW264.7 cells after incubation with 100
pg/ml PMs for 12 h, investigated using a lipid
peroxidation assay kit. C Intracellular ferrous iron levels
are detected in J774A.1 cells incubated with 50 pg/ml of
PMs for 12 h. D WST-8 assay demonstrating the cell
viability analysis in RAW264.7 line after pretreatment
with ferrostatin-1 (Fer-1; 2 uM), liproxstatin-1 (Lip-1; 2
MM), or deferiprone (DFP; 100 uM) for 2 h followed by
the stimulation with 100 pg/ml of PM2.5 El for 24 h. E
Western blot analysis using RAW264.7 cells after
preincubation with Fer-1 (2 uM), Lip-1 (2 uM), or DFP
(100 pM) for 2 h followed by stimulation with 100 pg/ml
of PM2.5 El for 24 h. F Detection of lipid peroxidation in
terms of MDA in J774A.1 cells after preincubation with
Fer-1 (2 uM), Lip-1 (2 uM), or DFP (100 uM) for 2 h
followed by treatment using 50 pg/ml of PM2.5 El for 12
h. All data are presented as the means + standard
deviations from at least three independent experiments.
*P < 0.05, **P < 0.01 and #P < 0.001. All experiments
were conducted at least three times.

Image collected and cropped by CiteAb under a CC-BY
license from the following publication: The mechanism
underlying correlation of particulate matter-induced
ferroptosis with inflammasome activation and iron
accumulation in macrophages. Cell Death Discov (2024)
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Differential transcriptome and gene expression analyses
of sciatic nerve upon loss of Ranbp2 in motoneurons.
(A) Differential RNA-Seq-based whole-transcriptome
analysis of sciatic nerves between SLICK-
H::Ranbp2flox/flox (-/-), SLICK-H::Ranbp2+/+ (+/+) and
TgRBD2/3*-HA::SLICK-H::Ranbp2flox/flox (TgRBD2/3*-
HA::-/-) mice. Forty-five upregulated and four
downregulated transcripts were found in —/— mice at day
10 post-tamoxifen administration. (B) Validation of
ranked RNA-Seq dataset by RT-qPCR and temporal
and directional changes of expression of MRNAs
between —/- and +/+ mice. Twenty-four transcripts and
Frzb were confirmed to be uniquely upregulated and
downregulated, respectively, by RT-gPCR in -/- sciatic
nerve. Cxcl14 had the strongest upregulation (I10.5-fold)
as early as day 3 (d3). *P<0.05, **P<0.01, ***P<0.001,
Student's t-test, n=3 or 4 mice/genotype. (C) Temporal
and transcriptional changes in expression of Ccl3 in
sciatic nerves at d0, d3 and d10. **P<0.01, Student's t-
test, n=3 or 4 mice/genotype. (D) Immunoblots (left) and
quantification of Cxcl14 (right) from equal amounts of
homogenates of sciatic nerves (ScN) and spinal cords
(SpC) at d0 and d10. Cxcl14 levels are decreased in
ScN and SpC at d10. *P<0.05, Student's t-test, n=4
mice/genotype. Hsc70 is a loading control. All data are
expressed as meants.d. —/-, SLICK-H::Ranbp2flox/flox;
+/+, SLICK-H::Ranbp2+/+; hsc70, heat shock protein
70; d0 and d10 are days 0 and 10 post-tamoxifen
administration, respectively.

Image collected and cropped by CiteAb under a CC-BY
license from the following publication: Loss of Ranbp2 in
motoneurons causes disruption of nucleocytoplasmic
and chemokine signaling, proteostasis of hnRNPH3 and
Mmp28, and development of amyotrophic lateral
sclerosis-like syndromes. Dis Model Mech (2017)
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Presynaptic protein levels in the brains of terminal AD-
ANCL patients. a Representative western blots (top)
and semi-quantitative analysis (graph, bottom)
displaying the protein levels of CSPa in the membrane
(M-CSPa) (normalized to Flotillin) and cytosolic/soluble
(S-CSPa) (normalized to HSC70) fractions from the
occipital lobe of three controls and three terminal AD-
ANCL patients. The graphs show the expression level of
the indicated proteins normalized to flotillin or HSC70
expression. b Representative western blots (top) and
semi-quantitative analysis (graph, bottom) show the
protein levels of SNAP-25, vesicle-associated
membrane protein 2 (VAMP2/ Synaptobrevin), Syntaxin
1 (STX1), and Synaptophysin (SYP) in the occipital lobe
from three controls and three terminal AD-ANCL
patients in the membrane fraction. Values represent the
mean + S.E.M. of three independent experiments. **, p
<0.01; ***, p £0.001 using Student’s t test

Image collected and cropped by CiteAb under a CC-BY
license from the following publication: Clinically early-
stage CSPa mutation carrier exhibits remarkable
terminal stage neuronal pathology with minimal
evidence of synaptic loss. Acta Neuropathol Commun
(2015)
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Avoid freeze/thaw cycles.

-20°C

Blue Ice

RUO - Research Use Only

Heat shock protein 70, Hsc70, Hsp73

IHC (PS), WB

Detects a band of ~73kDa by Western blot.

Liquid. In PBS, pH 7.2, containing 50% glycerol and 0.09% sodium azide.

Y00371

Rabbit

Synthetic peptide corresponding to a portion of human Hsc70 (Hsp73). The sequence is
completely conserved in rat, mouse, hamster and bovine.

Protein A affinity purified.

Western Blot (1:1,000, colorimetric)Suggested dilutions/conditions may not be available
for all applications.Optimal conditions must be determined individually for each
application.

Purified from rabbit serum.

Bovine, Dog, Guinea pig, Hamster, Human, Monkey, Mouse, Porcine, Rabbit, Rat,
Sheep

P11142
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