Neuroinflammation Signaling Pathway : Phase 2 HRGG80 : Expr Fold Change
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Neuroinflammation involves numerous cell types, acts to clear neuronal damage, and plays a key role in maintaining the homeostasis of CNS.
Homeostasis can be lost through various regulatory failures, or when humoral immune components cross the blood-brain barrier, causing chronic inflammation with
excessive cell and tissue damage, which is associated with neurodegenerative diseases.
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Neuroinflammation involves numerous cell types, acts to clear neuronal damage, and plays a key role in maintaining the homeostasis of CNS.
Homeostasis can be lost through various regulatory failures, or when humoral immune components cross the blood-brain barrier, causing chronic inflammation with
excessive cell and tissue damage, which is associated with neurodegenerative diseases.
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Neuroinflammation involves numerous cell types, acts to clear neuronal damage, and plays a key role in maintaining the homeostasis of CNS.
Homeostasis can be lost through various regulatory failures, or when humoral immune components cross the blood-brain barrier, causing chronic inflammation with
excessive cell and tissue damage, which is associated with neurodegenerative diseases.
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Neuroinflammation Signaling Pathway : Phase 2 HRGG80 : Expr Fold Change

Neuroinflammation involves numerous cell types, acts to clear neuronal damage, and plays a key role in maintaining the homeostasis of CNS.
Homeostasis can be lost through various regulatory failures, or when humoral immune components cross the blood-brain barrier, causing chronic inflammation with
excessive cell and tissue damage, which is associated with neurodegenerative diseases.
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Neuroinflammation Signaling Pathway : Phase 2 HRGG80 : Expr Fold Change

Neuroinflammation involves numerous cell types, acts to clear neuronal damage, and plays a key role in maintaining the homeostasis of CNS.
Homeostasis can be lost through various regulatory failures, or when humoral immune components cross the blood-brain barrier, causing chronic inflammation with
excessive cell and tissue damage, which is associated with neurodegenerative diseases.
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Neuroinflammation involves numerous cell types, acts to clear neuronal damage, and plays a key role in maintaining the homeostasis of CNS.
Homeostasis can be lost through various regulatory failures, or when humoral immune components cross the blood-brain barrier, causing chronic inflammation with
excessive cell and tissue damage, which is associated with neurodegenerative diseases.
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Neuroinflammation Signaling Pathway : Phase 2 HRGG80 : Expr Fold Change

MNeuron

D20

~ Tecruitment

.

S i P pﬁphf@r&inn

-'&-=._

Neuroinflammation involves numerous cell types, acts to clear neuronal damage, and plays a key role in maintaining the homeostasis of CNS.
Homeostasis can be lost through various regulatory failures, or when humoral immune components cross the blood-brain barrier, causing chronic inflammation with
excessive cell and tissue damage, which is associated with neurodegenerative diseases.
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Neuroinflammation involves numerous cell types, acts to clear neuronal damage, and plays a key role in maintaining the homeostasis of CNS.
Homeostasis can be lost through various regulatory failures, or when humoral immune components cross the blood-brain barrier, causing chronic inflammation with
excessive cell and tissue damage, which is associated with neurodegenerative diseases.
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Neuroinflammation Signaling Pathway : Phase 2 HRGG80 : Expr Fold Change

Neuroinflammation involves numerous cell types, acts to clear neuronal damage, and plays a key role in maintaining the homeostasis of CNS.
Homeostasis can be lost through various regulatory failures, or when humoral immune components cross the blood-brain barrier, causing chronic inflammation with
excessive cell and tissue damage, which is associated with neurodegenerative diseases.
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Neuroinflammation Signaling Pathway : Phase 2 HRGG80 : Expr Fold Change

Neuroinflammation involves numerous cell types, acts to clear neuronal damage, and plays a key role in maintaining the homeostasis of CNS.
Homeostasis can be lost through various regulatory failures, or when humoral immune components cross the blood-brain barrier, causing chronic inflammation with
excessive cell and tissue damage, which is associated with neurodegenerative diseases.

AlzHelmer
sate

Rk1 100 nM

Endosome

/ Neuron
7
rd
s
’
Neuron —
4
//
cD20 /f
ParKinson yl
d 7
4
SNCA P
i |
i
4 IL1B
i A [T~
¥ e body i
»~  Aormatie
B3 s e“‘\\
IL34f -- r o M
// //// v
/ IL6 I =)
/ a4 IFNy s
o 7 T
. " ¢ |
F1 ROE - ' ndothelial cell
3C o MHCKIH 0 T\'I:/R | 1R
-~ H“'-. 1 “ " l I 1 |
__,..-f' ﬁ p pto&iE‘ﬁ_gf.l[%ﬂs | ;‘f\ N | \ I I \T/ - B%
P ;’ I ; hﬂg%i%@%ﬁx . . : / Mjeroglia K| \ li : N : Astrocyte formation
MFGES . . I YIJ;- HH“‘H Mig%_ﬁ%ﬂ**@&@ M \ : |I damage ! |
| ; e rhﬁpﬁf@r&inn =g \\ \ !| 1 /A= | f
Phagodytosis ] ; = J“"‘?h e - | / " | vy X l
of damaged ; 1 | <7 /AN L2ARQ NS Y [N/ [
neurons ] | - — \ \ I 4 ;:“
1 \ LS ]
Microglial | | | \ @ @I ﬁ V
proliferation! ; P il =/ $100
RAF %:._-.E}Hk:iﬁ / Gin———4———§— TGl lu “GABA
¥ Astrocyte Pre-synaptic

| . l ' X - :
IRF? . r _ it 1;(_‘ P f :
_ B
| y di&%ﬁ; tion
I

1/
' | : IJXI /]
Pro-inflammato : - o= ! INBACE1 i h 4
g ; Anti-apoptotic o y-Secr Eﬁ‘ pREEq L5
proteins < proteins i )Ie[l}{l g}ifbriy N/ / i‘[ﬁ_@ﬁj
l FN-c W\ e . A ?!eu enesis "I’“ P 2k
= _ NBCLANFEN M~ L} \1‘,‘;, ase / e ' recruitment
M\ jor T [ gl DA §E50n5 Cacd
L3 stryival Rl '
I\ TNFa |
|
_ urg I
& y; Nucleus IL1B I
\ / I l XY L 1] ‘
Respohise to ;; \ ' f /] \ | ! X R / : | |
uxida[ﬁ,\@;stress l \ \ | Ap fibrils N -4 ) [ I
|\ IL18 phagocyitosis' EUrONS accumulatio | '
; | . survival 7 I Mi li |
Neur@fpﬁl}:ectinn ll Egj@ﬁj \I@Iﬁtm
, ~ s
+ apoputﬁﬁis
| CX3CR1 ce '
: : ' Post-synaptic
Microglia \ |, recﬂ;mgent ”El}(m”p
oA A |

MAPT i |
&

|

|

|

ETZANN ;

As -ﬁu If', \ ~ :
¥

—— — —— — — — — ]

@ 2000-2021 CHAGERM. All rights reserved.


apphy_000
Typewritten Text
Rk1 100 nM


	Phase 2 HRG Neuroinflammation signaling WG
	Phase 2 HRG Neuroinflammation signaling HRG1
	Phase 2 HRG Neuroinflammation signaling HRG2
	Phase 2 HRG Neuroinflammation signaling HRG3
	Phase 2 HRG Neuroinflammation signaling HRG4
	Phase 2 HRG Neuroinflammation signaling HRG5
	Phase 2 HRG Neuroinflammation signaling Rb1
	Phase 2 HRG Neuroinflammation signaling Rg3
	Phase 2 HRG Neuroinflammation signaling Rg5
	Phase 2 HRG Neuroinflammation signaling Rk1
	Untitled



