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It causes chest pain, heart attack





age invaders) and signaling molecules,
such as small proteins called cytokines,
that orchestrate the activities of defensive
cells. Researchers therefore document an



BIRTH OF A PLAQUE

1Excess LDL particles accumulate in the
artery wall and undergo chemical

alterations. The modified LDLs then stimulate
endothelial cells to display adhesion
molecules, which latch onto monocytes
(central players in inflammation) and T cells
(other immune system cells) in the blood. The
endothelial cells also secrete “chemokines,”
which lure the snared cells into the intima. 

2 In the intima, the monocytes mature into
active macrophages. The macrophages

and T cells produce many inflammatory
mediators, including cytokines (best known
for carrying signals between immune system
cells) and factors that promote cell division.
The macrophages also display so-called
scavenger receptors, which help them ingest
modified LDLs.



PLAQUE PROGRESSION

4Inflammatory molecules can promote further growth of the plaque
and formation of a fibrous cap over the lipid core. The cap develops

when the molecules induce smooth muscle cells of the media to
migrate to the top of the intima, multiply and produce a tough, fibrous
matrix that glues the cells together. The cap adds to the size of the
plaque but also walls it off safely from the blood.

PLAQUE RUPTURE
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