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Activation of NOD2 Inhibits Migration of VSMCs

in Response to PDGF-BB
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The Most Important Phenomena in Plaque Rupture and

Thrombosis During Atherogenesis 

◈ Cell death

- Macrophagy 

- VSMC



Model of ER Stress–Induced Apoptosis in Advanced

Lesional Macrophages 
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Model of ER Stress–Induced Apoptosis in Advanced

Lesional VSMC 
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NOD2 Overexpression Attenuates ER Stress-Induced Apoptosis

V 3 6 12 24 48 3 6 12 24 48V

CHOP

pCDNA3
pCDNA3/NOD2

-FLAG 

cCasp-3

XBP1s

p-eIF2α

IRE1α

ATF6f

ATF6p

Bcl-XL

Bcl-2

β-actin

ATF4

p-IRE1α

BAX

BAK

eIF2α

Casp-3

A

B

NOD2

GFP

C NOD2
WB: FLAG

C



CONCLUSION
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NOD1/NOD2-Activating Peptidoglycan Moieties





NOD2 Deficiency Has Minimal Effects on Cell Death in VSMCs. 
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Inhibition of the PI3 kinase Signaling Pathway Prevents 

Increased Migration in NOD2-/- VSMCs. 
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ERK and p38 Signaling Inhibitors Do not Alter Increased Migration 

in NOD2-/- VSMCs.
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The Chemical Structure of NOD2 Ligand
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