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We know what causes cancer!

Cancer Is caused by damage to DNA

“Onco’ genes  “Tumour suppressor’ genes



In the past six seconds - you have made

e 70,000 new lymphocytes

e 8,000,000 new neutrophils
30,000,000 new red blood cells

* 0.00005% of all your skin cells

* 0.0002% of all the lining cells in your intestine... @

to replace some of the 100,000,000,000,000 cells in your body
that have died!



Cancers are not just gene-damaged cells

ny YT NG
- Al




Cancers are not just gene-damaged cells




Inflammation - and age-old process

* Kills germs

« Gathers ‘intelligence’ for
the immune system

« Removes damaged cells
 Repairs damage
 Restores normal function

 But sometimes inflammation
does not switch off

e Such inflammation may ‘drive’
cancer and other chronic diseases















Ovarian Cancer - the Silent Killer




The ovarian cancer microenvironment
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Section through a cancer Inflammatory cells ‘highlighted’



Cancer is caused by
damage to DNA

Cancers are more than
just gene-damaged cells

When some cancer-causing genes are
damaged, they ‘switch’ on inflammation!



Cancers are not just gene-damaged cells

Anti-inflammatory drugs may help prevent cancer i

Treatments for inflammation may work in some cancers
Switching off the cancer inflammation may slow %
the growth of cancers and help other cancer

treatments work better @

We may be able to switch the ‘bad’ inflammation cells
to ‘good’ cells that fight the cancer
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Targeting cancer-related inflammation

Drugs that inhibit inflammatory cytokines - e.g.

anti-TNF-a (e.g.J Clin Oncol 2007)

Thalidomide and Lenalidomide (e.g. NEJM 2007)
anti-1IL-6 (underway)

anti-chemokine CCL2 (underway)

Drugs that target the tumour blood vessels - e.g.
avastin

Drugs that target the ‘bad’ cells - e.g
anti-CTLA4

Combination of anti-inflammatory drugs with
‘targeted’ therapies



Summary

Cancers are not just made of gene-damaged
malignant cells

The ‘other half’ of a cancer has similarities
with chronic inflammation or wounds that do
not heal

Successful treatment of early and advanced
cancer may best be achieved by targeting
both the malignant cell and its support
systems

More research in patients and mouse
models is needed to exploit this new
iInformation

This is likely to be a general approach that
will complement personalised medicines
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