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Small plaques — underastimated risk in CHD

CHD-patient with small plaques: no intervention

3 months later:
Acute MI caused by plaque rupture with thrombus formation
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Figure 2-13 Immunobiology, 6/e. (© Garland Science 2005)



S ————

B P e KA 5] Sy
arasites rHos

ey —=g f s = I =T
e e —— VSV and Trypanosoma
‘Gram  Myco- All All All RSV Some Influenza cruzi
©) bacteria
o
v
4 GFI HSPED
¥ v ¥ v = v v anchors, fibrinogen,
LPS Lipoprotein Lipoprotein  CpG  Flagelin Zymosan F protein Polt:C ssRNA GIPLs fragments

l sl

TLR4-  TLRZ- TLR2-  TLRS-  TLRS-  TLR11- TLR2- TLR4- TLR3- TLR?-  TLR2- TLR4-
TLR4  TLRG TLR1 TR TR TLR? TLR6 TLR4 TLR? TLRS TLR? TLR4

{adapted from: Liew F.Y. et af, 2005)



IL-6

Sel Hepar

Disfungsi endothel

| eNOS mRNA NF, B aktif T ET-1 T VCAM T AT-1R
L NO 1 ekspresi Sitokin 1 [CAM T MCP-1
T ROS
| BCL-2 T VSM proliferasi
T Restenosis

T Apoptosis Endothel (Szmitko PE, 2003)
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Mekanisme kerja Clopidogrel

Reseptor ADP (P,Y,,)

Clopidogrel
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Trombin
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ADP = Adenosin difosfat ; GP llb/llla = Glikoprotein lla/lllb ;.
TXA, = Tromboksan A,; COX = Siklooksigenase



Patogenesis Komplikasi Hipertensi

Stressor endotel

Ekspresi
TNFa IL18 3
Plag
Apoptosis Nekrosis HCRP
Aterosklerosis
Gagal Jantung
ginjal koroner

Robbin, 2005
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Angiotensin |l plays a central role
INn atherosclerosis

Oxidative stress

Inflammation

NAD(P)H oxidase activity M Vascular permeability N, leukocyte infiltration A

Reactive oxygen species N Activation of signalling pathways

LDL peroxidation, LOX-1
Inflammatory mediators
« Adhesion molecules (VCAM-1, ICAM-1...)

o : : - * Chemokines (MCP-1, interleukin 8...)
Nitric oxide ¥ Ang IOtenSl n ” » Cytokines (interleukin 1 & 6, TNFa)

* Growth factors

Proliferation of vascular
smooth muscle cells (VSMCs)

Vasoconstriction

Activation of plasminogen

activator inhibitor type-1 (PAI-1) Matrix deposition

Platelet aggregation Matrix metalloproteinase (MMP) activation

Endothelial dysfunction Tissue remodelling

Schmieder et al. Lancet 2007:369:1208-19
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Mekanisme Fibrosis

Robin, 2007



CV Risk Factors
And Endothelial Dysfunction

Angiotensin [l

Smoking

Hypertension

oxLDL

Bradykinin/NO

oxlidative stress

EndothehaliDystunction

Mod. from Gibbons GH, Clin Cardiol 20 (1997)

Homocysteine

Diabetes

Antioxidants (?)



TCR

Gambar 9. Epitop

(Karnen GB, Iris R;2006)




