Defining Asthma: Clinical Criteria
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Impaired Ventilation in Asthma

Mucus Plugging is a Prominent Feature of
Moderate to Severe Asthma

Defining Asthma:
Bronchial Hyperresponsiveness
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Dynamic Imaging of Asthma

Some Landmarks in the History of
the Immunology of Asthma*

1989: Early genetic mapping assigns chromosome 5q to the
“cytokine gene cluster.”
Early 1990s: Asthma is an inflammatory disease.




Nature of Inflammatory Cells in
Biopsies From Airways of Asthmatics

Defining Asthma: Pathological Features
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Tissue "Compartments” in Asthma
P : Adhesion Molecules ICAM-1 and LFA-1 in

Experimental Asthma

Early- and Late-phase Allergic Reactions




Eosinophils and Asthma

Presence of Degranulated Eosinophils in
Asthmatic Airways e T

First Recognition of a T,,2 Bias in
Lymphocytes Obtained by BAL in Asthmatics

Emergence of T, 1 and T2 Cells STAT-6 Signaling Pathways
from Naive Precursors Leading fo the Asthmatic Phenotype
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Potential Drug Targets in Asthma

Understanding the Immunology of Asthma
Leads to Insights Into Novel Therapeutics
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Environmental Influences and Asthma:
The Hygiene Hypothesis

Table 2. Odds ratios for alopy and for cocurmence and remission of atopic symMPloms in positve.
Versus negative nr by agge. Multiple logistic anslysis was conducted with the
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Asthma, rhinicls, other respiratory diseases Paradox:

Hay fever and asthma in relation to . . . .
mmwtors of ifevbon s S Uohed st Why Does Chronic Infection with Helminths
S n Not Predispose to Allergy?
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The Role of Regulatory T-cells
in Modifying T;2 Immunity
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Immunotherapy of Atopic Diseases:

S R T Regulatory T-cells (Tregs) in Asthma
a Role for Tregs?

A IL-10 Ag-IgE binding to B cells "
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Chemokines Direct Traffic

Chemokine Receptor Specificity Potential Drug Targets in Asthma:
in T,2 Cells and Eosinophils Chemokines and their Receptors

- ‘cm.-
,-e Fom
5
v

lmw




Lipid Mediators in Asthma:
LTB,, PGD,, LTC,

Biological Activities of LTB, and PGD,

Pro- and Anti-inflammatory
Activities of Adenosine in Asthma




Summary of Genes Associated With Atopy

Summary

¥,

1. Asthma is a chronic disease of the airways characterized by reversible airway
bronchial hyp ivity, chronic ir ion, and mucus h: i

The allergic response is characterized by an early phase, dominated by degranulation of
mast cells, followed by a late phase, involving T cells and ecsinophils.
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