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TABLE 1. MAJOR OBSERVATIONAL STUDIES OF HOMOCYST( E)INE AS A RisKk FACTOR FOR ATHEROTHROMBOTIC DISEASE.*

Mean Homocysr(E)mNE ReLative Risk
ReFERENCE Stupy DesiGn Main Enp Point CONCENTRATION (95% CI) P VaLuE

CASE PATIENTS CONTROLS

umol/liter
Taylor ct al.# Casc—control Progression of CAD, CVD, 14.37+6.89 10.10%£2.16 NA <0.05
or PVD
Graham ct al3?  Case—control CAD,CVD,PVD 11.25 9.73 19(14-24) <0.001
Stampfer et A5 Nested case—control Acute MI or death from cardio- 11.1+4.0 10528 34(13-8.8) 0.026
vasaular causcs
Verhoef et al*®  Nesed case—control Ischemic CVA 11.1+x4.0 10.6+3.4 12(0.7-2.0) 0.12
Arnesen et al*?  Nested case—control Development of CAD 12.7+4.7 11.3%3.7 1.32 (1.05-1.65) 0.002
Perry ct al 3! Nested case-control CVA 13.7 11.9 NA 0.004
Nvgard ct al 33 Prospective, observationa Overall mortality, extent of CAD Males, 11.4 NA NA 0.005¢1
Females, 10.5 0.021

*Plus-minus values are means =SD. CI denotes confidence interval, CAD coronary artery discase, CVD cercbrovascular discase, PVD periph eral vascular
discase, NA not available, MI myocardial infaraion, and CVA cercbrovasailar acddent.

1The P value is for the trend in the relative risk of stroke as a funaion of quartiles of plasma homocvst(¢)ine concentration.

$The P valuc is for the trend in the relative risk of death as a function of plasma homocyst(¢)ine concentration.
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