
Cell experiment [1]:

Cell lines PC12 cells

Product Name: Amyloid Beta-peptide (25-35) (human)
Cat. No.: GP10082

Chemical Properties

Cas. No. 131602-53-4

Chemical
Name

Amyloid?Beta-peptide (25-35) (human)

SMILES CCC(C)C(C(=O)NC(C(C)CC)C(=O)NCC(=O)NC(CC(C)C)C(=O)NC(CCSC)C(=O)O)NC(
=O)C(C)NC(=O)CNC(=O)C(CCCCN)NC(=O)C(CC(=O)N)NC(=O)C(CO)NC(=O)CN

Formula C45H81N13O14S M.Wt 1060.27

Solubility ≥106mg/mL in DMSO Storage Desiccate at -20°C

General
tips

For obtaining a higher solubility , please warm the tube at 37 ℃ and shake it in the
ultrasonic bath for a while.Stock solution can be stored below -20℃ for several months.

Shipping
Condition

Evaluation sample solution : ship with blue ice All other available size: ship with RT , or
blue ice upon request.

Structure

Protocol
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Preparation method

Preparation of Aggregated Amyloid beta(Aβ)-peptide (25-35) (human):
Amyloid beta(Aβ)-peptide (25-35) (human) was dissolved in deionized
water with a concentration of 1mM, filtered and sterilized,37℃
Incubated for 4 days to induce aggregation, and stored at -20℃ for
use.

Cells were seeded onto 96-well culture plate at a density of 2 ×10 4

cells/well. The cells were at first stabilized at 37℃ for 48 h and
subsequently cultured in free serum medium and Aβ-peptide (25-35)
(human) at a final concentration of 20 μM was then added to the culture
for an additional 24 h.

Reaction Conditions 20 μM; 24 h

Applications
Treatment of PC12 cells with 20 μM of Amyloid beta(Aβ)-peptide (25-
35) (human) for 24 h induced cytotoxicity as the cell viability was
reduced to 67% of the control value (100%).

Animal experiment [2]:

Animal models Male rats of the Sprague–Dawley

Preparation method
The flinch, vocalization and jump thresholds with electric footshock
were measured, 8 days after the injection of Amyloid beta(Aβ)-peptide
(25-35) (human) at the dose of 15 nmol/5 μl.

Dosage form 15 nmol/5 μl; i.c.v.;8days
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Applications
Amyloid beta(Aβ)-peptide (25-35) (human) induced a marked decrease
in latency in step-through passive avoidance task.
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Background

Amyloid beta(Aβ)-peptide (25-35) (human) is an fragment of Alzheimer's Amyloid beta peptide which
is commonly found in the brains of people with Alzheimer's disease (AD) and is a major component

of Alzheimer's amyloid plaques[1-3]. Amyloid beta-peptide (25-35) (human) is considered a functional

domain of Aβ due to its neurotoxic effects, and it is the bioactive region of beta-amyloid[4].

Amyloid beta-peptide (25-35) (human) treatment (20 μM, 6 hours) activated tau protein kinase

I/glycogen synthase kinase-3beta (TPKI/GSK-3beta) in primary culture of hippocampal neurons [5].
The Amyloid beta-peptide (25-35) (human) (100nM, 1μM, 10μM, or 30μM) reduces the viability of

cultured cerebral cortical rat neurons [6]. Amyloid beta-peptide (25-35) (human) (10μM) increased
the amplitude of excitatory responses produced by local iontophoretic applications of glutamate and

NMDA [7]. Treatment of PC12 cells with 20 μM of Amyloid beta-peptide (25-35) (human) for 24 h

induced cytotoxicity as the cell viability was reduced to 67% of the control value (100%)[8].

A single intracerebroventricular (i.c.v.) injection of Amyloid beta-peptide (25-35) (human) (15 nmol/5
μl; i.c.v.;8days) at a dose of 15 nmol/rat induced a marked decrease in latency in step-through

passive avoidance task[9].
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