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1. Fibrosis is an intended endpoint following a wide 
variety of injuries.  (Physical, chemical, immunologic) 
 
2. Some injuries are more “fibrogenic” than others– a 
complicated formula involving:  
 

 a. Mechanism of tissue injury 
 b. Anatomic location-extent 
 b. Severity 
 c. Duration 
 d. Host factors 
  
 

 
  
3. Most forms of established fibrosis are irreversible, 
i.e. Targeting ongoing injury is the goal of therapy. 
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Based in part on: Cell plasticity in lung injury and repair: report from an NHLBI workshop, April 19-20, 2010. Borok Z, Whitsett JA, Bitterman PB, Thannickal 

VJ, Kotton DN, Reynolds SD, Krasnow MA, Bianchi DW, Morrisey EE, Hogan BL, Kurie JM, Walker DC, Radisky DC, Nishimura SL, Violette SM, Noble PW, 

Shapiro SD, Blaisdell CJ, Chapman HA, Kiley J, Gail D, Hoshizaki D.  Proc Am Thorac Soc. 2011 Jun;8(3):215-22. 
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BAUM AND ARPEY: CUTANEOUS WOUND HEALING AND CELLULAR 

AND MOLECULAR EVENTS 
Dermatol Surg 31:6:June 2005 

Wound repair:  
A complex and highly conserved mechanism of events 
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Slide based on data from RM Strieter, MD. 
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Take home messages 

1. Clinicians need guidance for use of the 

limited therapeutic interventions available 

currently for patients with diffuse lung 

diseases with fibrosis. 
 

 

2. We should collect the data from the lung 

biopsy and provide a narrow differential 

diagnosis for the pattern(s) observed, imply 

a mechanism when we can, and help guide 

the clinician’s hand in the approach to the 

patient. 

Questions? 


