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Figure 10 Risk stratification with the levels of CRP
and LDL-cholesterol in acute coronary syndrome
patients in PROVE IT-TIMI 22.

Patients with CRP levels of 0 0.2 mg/dl and LDL-
cholesterol levels of O 70 mg/dl had 2.5 fold higher
risk of recurrent myocardial infarction or death, com-
pared to those with CRP levels of < 0.2 mg/dl and
LDL-cholesterol levels of < 70 mg/dl.

CRP: C reactive protein, LDL: low density lipopro-
tein

Based on reference 2.

Figure 200 Effect of atorvastatin on CRP reduc-
tion in patients with acute coronary syndrome.

In the MIRACL substudy, atorvastatin showed 34%
reduction of the CRP levels 16 weeks after the on-
set.

Based on reference 3.
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Figure 30 Leukocyte adhesion to and transmigration into injured vessel wall.

In the injured vessel wall, endothelial cells were denuded and absent. Platelets adhered
to subendothelial tissues and the platelet layer is formed. Leukocyte adhere to the
platelet layer and then migrate into vessel wall through the platelet layer (transplatelet
migration). Adhesion molecules are essential for the platelet-leukocyte interactions.
Binding of platelet P-selectin to leukocyte PSGL-1 mediates rolling attachment and
Mac-1 mediates firm adhesion (sticking) of the leukocytes via the binding to platelet
membrane surface molecule GPIba . P-selectin-PSGL-1 binding signals activation
and up-regulation of Mac-1.

PSGL.: P-selectin glycoprotein ligand, GP: glycoprotein
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Figure 40 Effects of atorvastatin on agonist-induced upregulation of Mac-1 (CD11b)
on the surface of neutrophils A and monocyte B. LPS stimulated Mac-1 to be upregulated
on the surface of both neutrophils and monocytes. Atorvastatin inhibited LPS-induced
Mac-1 upregulation. Maximum inhibition was 16% for neutrophils and 17% for mono-
cytes by a dose of 100 nM.

LPS: lipopolysaccharide
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Figure 50 Plasma PDMP levels in each of the clinical settings
as healthy control subjects, patients with risk factors, stable
angina patients, patients at 48 hr post-PCl, and acute coronary
syndrome patients.

PDMP: platelet-derived microparticle, SAP: stable angina pec-
toris, PCI: percutaneous coronary intervention, ACS: acute coro-
nary syndrome

Figure 600 Serial changes in PDMP levels during acute phase
of the acute coronary syndrome.

In overall patients, plasma PDMP levels increased 12 to 24
hours after admission. These changes were suppressed in pa-
tients who received atorvastatin, compared to patients who did
not.
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Phar macological Approachesfor Acute Coronary Syndrome
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Inflammation plays an essential role in pathophysiology of plague instability and rupture that culminates in acute
coronary syndrome (ACS). Recent progressin coronary intervention has improved mortality and morbidity of ACS. In
addition to culprit lesions, vulnerable plaques can exist in non-culprit lesions without significant stenosis. Therefore,
adjunctive pharmacotherapy is essential in stabilizing whole coronary arteries, especially in targeting inflammation.
Pharmacol ogical interventions using statins, angiotensin receptor blockers or thizolidines, which have pleiotropic effects
including anti-inflammatory effects, have the potential to stabilize plaque, thus improve long-term prognosis of acute

coronary syndrome.
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