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Whatis ACZ885?

ACZ885 is a human monoclonal antibody, which is a protein that
is designed to bind to only one substance in the body. ACZ885 is
designed to bind to human interleukin-1g (IL-13)."5

BINDING SITE

N

BINDING SITE

/

ACZ885 STRUCTURE

) NOVARTIS

How does ACZ885 work?

How does it work?

'L-18 is a messenger molecule that plays an important role in the
body's inflammatory response to infection or injury. These molecules
are one step in a chain of reactions in the body that lead to
increased levels of inflammation. [L-13 works by binding to

IL-1 cell receptors.®’
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This triggers the next step in the inflammatory process and
increases levels of inflammation. High levels of inflammation in
arterial walls are a key risk factor for cardiovascular events as they
cause a build up of plaque, which can rupture and form a clot,
leading to a heart attack or stroke.®”
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ACZ885 interrupts this process by binding to [L-1$ before it can
bind to the IL-1 receptor. This prevents more inflammation
building up in the body.%’

INHIBITION OF IL-15 IS EXPECTED TO:

» Slow the progression of inflammation of the
arteries (atherosclerosis) ¢’

* Improve plaque stability &”

« Decrease cardiovascular (CV) risk associated with
inflammation and atherosclerosis progression 67

« Reduce subsequent CV events ¢/
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