Deciphering the key innate Immune cells that mediate
fungal allergic inflammation.
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What mediates anti-fungal allergic disease? Does type-2 / type-17 inflammation underpin

* The fungus Aspergillus fumigatus (Af) is a major pathogen of the human airways. Af-sensitisation can lead to fungal aller- human anti-fungal allergic disease?
gic airway disease which accounts for 50% of the 500,000 annual asthma related deaths.
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4) Are distinct DC subsets important for anti-  Af type-2 vs type-17 allergy?

6) Summary
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