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Case sharing by Dr. Kwan



Outline

* Discuss how iImmune system is central to
the formation of the tumor

 How are the current approaches to use the
new generation of immune therapy to fight
cancer

« What can we look forward to?



During progression from normal to precancer and cancer mutations may provide immune
response to continuously survey and eliminate these mutated cells.
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History of Cancer Immunotherapy
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Immune recognition of somatic mutations leading
to complete durable regression in metastatic
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Left chest wall corebiopsy

Immune infiltration is heterogeneous

Right breast subcutaneous resected mass




How they did it
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22 months
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Looking ahead

» IO pathway is a universal anfi-tumor pathway.

» In order to harness it, we are only learning again how
to think about fumor and host interaction

» It is not a simple break and accelerator paradigm

» The host immune system can be tweaked internally
and externally to recognise tumors which had been
fooling the system. Perhaps it is a matter of balance
of numbers

» Therapies that we have considered standard of care
can be used to stimulate the immune system but we
have yet to come up with the winning recipe
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