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As a committed member of the research community, we practice responsible and
sustainable business methods and invest heavily in research and development.
We also encourage thoughtful use of our limited natural resources by highlighting
enviranmental issues in our catalog and by promaoting conservation and recycling.

All pathways were created by research scientists at Cell Signaling Technology and
reviewed by leading scientists in the field. Visit www.cellsignal.com for additional
reference materials and comprehensive validation data for over 3,000 antibodies
and related reagents.

Ou}/‘ CO}}Z }n zt}/}zenz l(O You As a company driven by science, our goal is to accelerate biomedical research by

developing a “research tool box” that enables researchers to monitor and measure
protein activity. We strive to meet contemporary and future research challenges by
creating the highest quality, most specific, and thoroughly validated antibodies and

related reagents.

Amyloid Plaque and Neurofibrillary Tangle Formation in Alzheimer’s Disease
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Amyloid Plaque and Neurofibrillary Tangle Formation
in Alzheimer’s Disease Pathway Description:

apoptosis of the neuron

Dupamlne Signaling in Parkinson’s Disease Pathway Description:
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anglmme Signaling in Parkinson’s Disease

Normal State Parkinson’s Disease State

& MKK4/7 < <—Cell Stress, € Microglia

JNK Cytokines Activation
Apoptosis HEDD1 Environmental Toxins,
o Neurotoxins
mTORC2 .
Akt Dopémine

Cell Dopamine

Survival Metabolism
Apoptosis €——Rgps -
a » @ b J-1)
., : LRRKZ Mutation
* . PINK1 Mutation _ G
l f rx—synucleln ——— Mi‘:gﬂ;ns
. M|sfold|ng \/

Aggregation > me PATKIN
Lewy Bodies

d@-synuclein U9

N

Proteosomal Degradation

D2 type D1 type D2 type D1 type
AMPAR AMPAR
NMDAR NMDAR

B | G ﬂ){-ﬁﬂ;g Py
(AC

Post-Synaptic Signaling Blocked
C 24
% Neurodegeneration
DARPP-32 e
‘DARPP-32 '
- " ~PKA)
= rd
(DARPP-32)
1
PP1

G ED D>

Transcription

Hedgehog Signaling In Vertebrates
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