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Variable Th2 gene expression in asthma
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Subtypes of asthma
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Asthma: from immunopathology to treatment
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Type 2 directed biologics in asthma
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arkers within Type 2 asthma

PN

. Type 2 cytokines are
\., released as part of the
' inflammatory response

IL-13 / IL-5 IL-13

EOSINOPHILS

Airway
lumen -
Bronchial Secretion of Induction of iNOS,
epithelium periostin leading to increases in 'J \
- - . ~  FeNO that can be
Subeni measured in the breath Eosinophil migrate into the
Uoep!. Periostin is secreted airway lumen and can be
space basolateraly and enter:::/tbg measured in sputum
blood stream

Eosinophils can be

SerUm/plasma/ Bloodstream measured-in-the blood
TR Bone \
marrow IL-5 induces eosinophil
PERIOSTIN FeNO maturation

1.Sidhu SS, et al. Proc Natl Acad Sci USA 2010; 107:14170-5;

2. Suresh V, et al. Am J Respir Cell Mol Biol 2007; 37:97-104;

3. Menzies-Gow A, et al. J Allergy Clin Immunol 2003; 111:714-719;
4. Hershey G. J Allergy Clin Immunol 2003; 111:677-690



Exacerbation reduction by biomarker
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Questions (and opinions!)

* |s all Type 2 asthma the same: are there
subgroups with allergic (IgkE) disease, eosinophil
predominant (IL-5) or IL-13 driven?

— Possibly, but likely overlap

* |s Type 2 allergic inflammation the same in

different sites (lung, nose, skin)

— Similarities but tissue specific differences
(microbiome)

* How much allergic inflammation in non-Type 27
— Probably less than we think!
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