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Adapted by permission from Macmillan Publishers Ltd: Sanz J, Fayad ZA: Imaging of atherosclerotic cardiovascular disease.
Nature 2008; 451: 953-957. Fig. 1. Copyright © 2008 Nature Publishing Group, a division of Macmillan Publishers Limited. All
Rights Reserved.
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Adapted by permission from Macmillan Publishers Ltd: Ozaki K, Ohnishi Y, Iida A, Sekine A, Yamada R, Tsunoda T, Sato H, Sato H,
Hori M, Nakamura Y, Tanaka T: Functional SNPs in the lymphotoxin-alpha gene that are associated with susceptibility to myocardial
infarction. Nat Genet 2002; 32: 650-654. Table 3. © 2002 Nature Publishing Group, a division of Macmillan Publishers Limited. All Rights

Reserved.
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Adapted by permission from Macmillan Publishers Ltd: Ozaki K, Ohnishi Y, Tida A, Sekine A, Yamada R, Tsunoda T, Sato H,
Sato H, Hori M, Nakamura Y, Tanaka T: Functional SNPs in the lymphotoxin-alpha gene that are associated with
susceptibility to myocardial infarction. Nat Genet 2002; 32: 650-654. Fig. 3. © 2002 Nature Publishing Group, a division of
Macmillan Publishers Limited. All Rights Reserved.
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Copyright © 2006 Elsevier Ireland Ltd. All rights
reserved. Mizuno H, Sato H, Sakata Y, Ohnishi Y,
Hishida E, Kinjo K, Nakatani D, Shimizu M, Kondo
H, Tanaka T, Ozaki K, Hirayama A, Ito H, Otsu K,
Hori M: Impact of atherosclerosis-related gene
polymorphisms on mortality and recurrent events
after myocardial infarction. Atherosclerosis 2006;
185: 400-405. Fig. 1
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