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Cholesterol biosynthesis reduction

Improved immunomodulation
Antioxidant effect

Reduced signaling and gene transcription

Reduced cell proliferation

Atherosclerotic plague stabilization [N
Reduced platelet aggregation ASTEROID

Improved endothelial function

Reduced hemorrhagic stress
Reduced prothrombotic state

Enhanced fibrinolitic state
Reduced inflammatory state

Cardioprotection

Stroke orotection

Anticancer action

Improvement dementia
Improvement glaucoma
Improvement multiple sclerosis
Improvement rheumatoid arthritis
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Polet pacientd s rizikem:

Rosuvastatin 8 901 8631 8412 6540 3893 1958 1353 983 544 157
Placcbo 8901 8621 8353 6508 3872 1963 1333 955 534 174
HR — pomér rizik; IS — interval spolehlivosti
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LDL < 3,4 mmol/l (i 50% ) CRP > 2 mg/dl (i 37% )
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