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Circulating Factor :
ANP, ET, All, vasopressin,

Circumferential/axial stretch
catecholamines, IGF—1, insulin,

estrogen Platelet Factors :
Shear stress PDGF, NO, efc.
- > [
Endothelial Factors : | -7 /, ‘/w
ET, NO, PDGF, ! s i °
heparin \ | el |
v~ =7 F° -

(3 Endothelial cell

Extracellular Membrane

>« Extracellular matrix proteins Autocrine VSMC Protein Fragments
® Platelet Factors : IGF—1, PDGF,
O Vascular smooth muscle FGF, NO, TGF
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BP — Lowering Treatment Trialists Comparisons of Active Treatments and Control
BP Difference (mmHg) Relative Risk RR (95% Cl)
Stroke
ACEI vs placebo —5/—2 0.72 (0.64, 0.81)
CAvs placebo  —8/—4 - 0.62 (0.47, 0.82)
Coronary heart disease
ACEl vs placebo —5/—2 0.80 (0.73, 0.88)
CAvs placebo  —8/—4 R — 0.78 (0.62, 0.99)
Heart failure
ACEI vs placebo —5/—2 _ +——————— 0.82(0.69, 0.98)
CAvs placebo  —8/—4 _— — 1.21(0.93, 1.58)
Major CV events
ACEI vs placebo —5/-2 0.78 (0.73, 0.83)
CAvs placebo  —8/—4 0.82 (0.71, 0.95)
CV mortality
ACEI vs placebo —5/—2 0.80 (0.71, 0.89)
CAvs placebo  —8/—4 e ——  0.78 (0.61, 1.00)
Total mortality
ACEl vs placebo —5/—2 0.88 (0.81, 0.96)
CAvs placebo  —8/—4 0.89 (0.75, 1.05)
0.5 Favors Active 1.0 Favors Control 2.0
Blood Pressure Lowering Treatment Trialists Collaboration. Lancet 2003;362:1527—1535.
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Stroke CHD
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