Pulmonary Anatomy and application to current therapies.



PULMONARY ANATOMY:
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ANATOMY:
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ANATOMY:
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BRONCHUS:
Cilia







NORMAL AIRWAY CELLS:
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EMPHYSEMA:
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EMPHYSEMA, MICROSCOPIC:




DYNAMIC HYPERINFLATION:

Normal COPD




TREATMENT OF COPD:

ICS/LABA Theophylline
LABA/LAMA Oxygen
SABA Stem cell therapy?

PDE4 Inhibitors
Oral steroids

Pulmonary
rehab/exercise
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Cigarette smoke and biomass
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AIRWAY INFLAMMATION: XOLAIR
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GM-CSF, granulocyte-macrophage colony-stimulating factor; IgE, immunoglobulin E; IL, interleukin
Rabe KF, et al. Allergy 2011;66:1142-51; X = direct effect
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STEROID EFFECTS ON THE AIRWAYS:
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SMOOTH MUSCLE HYPERTROPHY:

Mechanisms of action of bronchodilators
on airway smooth muscle
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THEOPHYLLINE;
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2nd Edition, www.accesspharmacy.com

Copyright © McGraw-Hill Education. All rights reserved.
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Usual interstitial pneumonia (UIP) Histopathology:
Patchy scarring/honeycombing with active fibroblast foci

Subpleural/paraseptal
distribution
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CELLS INVOLVED IN IPF:
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INFLAMMATION IN IPF;
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TREATMENT OF PULMONARY FIBROSIS:

UIP Ofev

NSIP Pirfenidone

DIP N-acetyl-cysteine
HSP Oxygen

_IP Pulmonary rehab
Sarcoidosis

RA

Scleroderma



Treatments tried in IPF

Antifibrotic Activity

Anti-inflammatory

Interferon-ylb
Pirfenidone

Endothelin receptor
antagonists

Sildenafil

Etanercept

ACEls

Statins

NAC
Immunosuppressants

Corticosteroids

Treatment options include corticosteroids, immunosuppressive/cytotoxic agents
(e.g., azathioprine, cyclophosphamide) , and antifibrotic agents alone or in



MECHANISM OF ACTION:
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Possible Mechanisms of Pirfenidone Action

Pirfenidone

* Antifibrotic

* Molecular target
unclear

* Active in several
animal models of
fibrosis (lung,

liver, kidney)
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