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[ ABSTRACT] Environmental factors such as air pollutants, plastic micro-particles, ionizing radiation, and traffic noise
promote the onset and progression of atherosclerotic cardiovascular disease (CVD) through mechanisms including inducing
inflammatory responses, promoting oxidative stress, and accelerating lipid deposition. ~ Notably, the modification of apoli-
poprotein ( Apo) by reactive oxygen species ( ROS) accelerates this process.  On one hand, ROS can oxidize key amino
acid residues in Apo, altering its structure and thereby impairing its normal physiological function. ~ On the other hand,
ROS can induce lipid peroxidation of Apo, rendering the oxidized Apo more susceptible to recognition and uptake by macro-
phages.  This accelerates foam cell formation and drives the progression of atherosclerotic (As) plaques.  This review
summarizes recent research advances on the role of ROS-induced modification of Apo by environmental factors in atheroscle-
rotic CVD.
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CVD KA R, HURKIN 28 T2 5 Y
R AR P NP SEFRE R 1 I, 1A Y AR I I
Ty, T2 ROS IR, T ROS /Y X
WL, a3 4% Z R AW R e 1, Heh Apo fEi%id
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TERSHURE T 6L TA 20 M R 0l 5 T S UL A AR AE B0 ik
PR BRUR 5245 A B2 4, B TL-6 (118 Al
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