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Q127 effects on Ca++ signaling pathway at 4 weeks
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Q127 effects on Ca++ signaling pathway at 8 weeks

CALCIUM SIGNALING PATHWAY
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I ENDOCRINE AND OTHER FACTOR - REGULATED CALCIUM REABZORPTION
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LONG-TERM DEPRESSION
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I NEUROACTIVE LIGAND-RECEPTOR INTERACTION
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I SEROTONERGIC SYNAPRE
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GLUTAMATERGIC SYNAPRE

=

04724 5117111
(c) Kanehisa Laboratories

OLIS Citrate cycle
—————————————————————————— ——————{= Citratecye
r |
| Grocimhﬁgacm Am%%hes |I ( =
. ucaon ac T
Glial cell # astrocyte) (mi‘croglia) ol h
u O
Cln | |
P | |
el
SN1 mGluR3 |mGluR5 EAAT

= L

-~
- IAuwrecepmsI

Neuron
(Postsynap tic cell)
~
Long-terma Long-terma
\\.\ ( pot:lﬁﬁaﬁon ( deélrgéssion )*
~
~
! Jo—] —» 2 ewond itbility
LVPA — — — — — Neuronal excitah
e y gt plstilty

Endoplasraic reticulur

— - Newronal excitability
Symaptic plasticity




I GABAERGIC SYNAPSE
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DOPAMINERGIC SYNAPRE
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I RETROGRADE ENDOCANNABINOID SIGNALING I
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I CHEMOKINE SIGNALING PATHWAY |
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I MAPK SIGNALING PATHWA
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I PHOSPHATIDYLINOSITOL SIGNALING SYSTEM |
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Regulator of G-protein signaling 8 is a protein that in humans is encoded by the RGS8 gene.!1[2

This gene is a member of the regulator of G protein signaling (RGS) family and encodes a protein
with a single RGS domain. Regulator of G protein signaling (RGS) proteins are regulatory and
structural components of G protein-coupled receptor complexes. They accelerate transit through
the cycle of GTP binding and hydrolysis to GDP, thereby terminating signal transduction, but
paradoxically, also accelerate receptor-stimulated activation.!?

Regulator of G protein signaling 4 or RGS4 is a protein which regulates G protein signaling.[t) A

number of studies associate the RGS4 gene with schizophrenia,!2IBI45] while some fail to detect an
association.®!

RGS4 is also of interest as one of the three main RGS proteins (along with RGS9 and RGS17)
involved in terminating signalling by the mu opioid receptor,”! and may be important in the
development of tolerance to opioid drugs.[8I2I[101[11][12]

Regulator of G protein signaling (RGS) family members are regulatory molecules that act as GTPase
activating proteins (GAPs) for G alpha subunits of heterotrimeric G proteins. RGS proteins are able
to deactivate G protein subunits of the Gi alpha, Go alpha and Gq alpha subtypes. They drive G
proteins into their inactive GDP-bound forms. Regulator of G protein signaling 4 belongs to this
family. All RGS proteins share a conserved 120-amino acid sequence termed the RGS domain.
Regulator of G protein signaling 4 protein is 37% identical to RGS1 and 97% identical to rat Rgs4.
This protein negatively regulates signaling upstream or at the level of the heterotrimeric G protein
and is localized in the cytoplasm.!




* |Include LTP pathway, focal adhesion



