Introduction

Histologic characterizatfion offers a framework
forthe understanding and diagnosis of viral
interstitial pneumonitis. Moreover, due to the
serious consequence in delayed diagnosis of
respiratory failure, the clinical findings and
physiology of viral inferstitial pneumonitis are
fundamental fo prevent mortality. Thus, there is
a need for ecrlier detection and treatment of
viral interstitial pneumonitis. Here, human
cadaver lung tissue is evaluated and
characterized in a cadaver with aknown cause
of death of “respiratory failure.” Notably,
cadaveric studies arerelevant due to the
pathological examination of fissue
microscopically and grossly remains the gold
standard formost diagnoses.
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Figure 1: Normal lung tissue

Obijective

The present study aims to ide ntify
histopathologic characteristics of viral
inferstitial pneumonitis in human cadaver
lung tissue. Understanding the physiology
wil help to prevent delayed diagnosis and
mortality of respiratory failure. Making a
timely diagnosis is especially pertinent in
immunosuppressed patients and those in
critical condition.
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Traditionally, inferstitial pne umonitis is diagnose d base d on a combination of clinical
presentation, computerize d tomography imaging, and bronchoalveolar lavage.
Howe ver, the se approaches are limited by cell differenfiation diagnostic challenges
and imaging due fo similarity in lung pathology. As aresult, diagnosing interstitial
pneumonifisis parficularly challe nging. Thus, there is aneed forimproved diagnostic
methods that allow for earlier dete ction and treatment. Specifically, histologic
evaluation s avaluable tool to accomplish this.

In health, the alveolarsepta of the lungs are very thin and contain only simple
epithelial cells, capilary endothelial cels, and occasional fibroblasts (Figure 1).
Examination of the lungs from this body revealed wides pre ad thickening of the
alveolar septa with a dense inflammatory lymphocytic infittrate (Figures 2 and 3).
Often thisis seen in viral infections, referred to as “chest colds”, though there are
other possibilifies. The thicke ning interferes with oxygen diffuse from the airspaces
into the bloodstream. In a few areas, there were neutrophils in the alveolarspaces,

indicating sec ondary bacterial infection (Fgure 4).
Methodology

Human lung tissue specimens were collected by dissection from a donated
cadaver made available to the WCUCOM department of anatomy. All the
cadaversin the lab were reviewe d for suspicious lesions to determine, as far as
possible, the actual cause of death. The samples were processed as standard
tissue specimens to create he matoxylin and eosin stained (H&E) slides. A board-
cerfified pathologist evaluated the slides under a light microsc ope to assess

alveolar moriholoii, immune cells, and fissue architecture.

The histologic slides were high quality without evidence of staining or other artifacts
from the embalming process. The lung sections showed diffuse thickening of the
alveolar septa with some cuboidalizafion of the alve olar e pithelium. Furthermore,
there was presence of a predominantly lymphocytic infilirate within the lung
inferstitium, in the absence of bacteria. Together, these findings are highly
suggesﬂve of vwrol |rﬂershhc1| pneumonlfls as the undenylng mechonlsm of decﬂh
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Conclusion
Lung tissue from human cadavers is particulany useful to observe
the histologic manifestations of lung disease. Addifionally,
understanding the structural and physiological changes in viral
interstitial pneumonitis demonstrates the osteopathic principle
that structure and function are inferelated. This cadaveric study
and microscopic findings highlight the feasibility in histologic
analysis to diagnose viralinterstifial pneumonifis, which presents
with lymphocy fe-predominant interstitial inflammatory infiltrate.
By leveraging lung samples, analyzing laboratory cell
differentials, and histological analysis at an e arier time,
physicians can more rapidly diagnose viral interstitial
pneumonitis, there by initiating appropriate therapy. This
umrr?olfeiy wil reduce the risk of re spiratory failure and prevent
mortality

Figure 4: Lung specimen with thickened alveolar se pta
and lymphocyte infiltrate
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