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The appreciation of extreme COVID-19 pathology consists of the 

evaluation of autopsy examinations. The disease, whilst doubtlessly 
affecting many organs with a systemic effect, is often related with lung 
injury. This COVID-19 lung damage is a full-size contributor to the 
motive of loss of life in these patients, and as a result, its histology has 
been the center of attention of countless post-mortem series, This has 
led to insights into a heterogeneous lung disorder that encompasses 
simultaneous patterns of exudative and proliferative organizing 
phases of diffuse alveolar injury (DAD), however in addition consists 
of different patterns of acute, subacute and now persistent damage 
with extended sickness main to recovery phases, together with these 
with pulmonary fibrosis. The interaction of chronic viral-induced 
pulmonary harm and achievable superimposed results of secondary 
bacterial and fungal infections has made it hard to emerge with a single 
pathway of viral-induced progression. Immune response and systemic 
effects, such as the effect of giant vessel and microscopic thrombosis on 
sickness severity is significant, and might also be greater time-honored 
in extreme COVID-19 lung harm than different varieties of acute lung 
injury. Modern methods have performed a function in teasing out 
these problems of pathogenesis, incorporating immunohistochemistry, 
RNA in-situ hybridization, constant tissue polymerase chain response 
exams alongside usual histo morphology and electron microscopy. 
Also, novel in this duration is the incorporation of confined autopsy, in 
some instances guided by means of imaging techniques.

Although descriptions of mucous plugging and airway obstruction 
had been mentioned in the affected person care setting, these have 
been now not prominently encountered in post-mortem series, 
with one exception in which this findings used to be observed with 
suppuration [1]. An inflammatory, regularly neutrophil-rich tracheitis 
and tracheobronchitis is described in 47% of instances in one series; 
of these cases, the majorities had been by no means intubated, except 
for airway trauma from intubation as a cause. This discovering 
used to be additionally described in two different collection at an 
extremely decrease rate, however additionally as an acute tracheitis or 
tracheobronchitis. Chronic airway irritation used to be additionally 
reported. These variations may additionally be the end result of the 
extent of giant airway sampling [2].

Organizing pneumonia used to be considered in a subset of 
cases, characterised via intra-alveolar fibroblastic plugs. This was 
once described in 50% of instances in one series, however much 
less regularly in others. In addition, squamous metaplasia of distal 
airway and in alveolar zones was once seen, a characteristic usually 
related with longer period of disease [3]. In one case, points related 
with extreme acute and fast progression, however with squamous 
metaplasia, increase the opportunity that viral contamination was once 
current for some time earlier than the decompensation and in guide of 
this view, viral trying out was once high quality one month prior to the 
extreme decompensation. Several corporations additionally describe 
pulmonary hemorrhage in a vast percentage of cases [4].

COVID-19 lung damage at post-mortem is predominantly DAD, 
with different harm patterns regularly co-existing. Patterns such 
as organizing pneumonia, squamous metaplasia and proliferative 
phases of DAD viewed alongside exudative DAD point out temporal 
heterogeneity of ongoing damage in some patients, whereas others 
development to proliferative section only, some with fibrosis [5]. 
Thrombi, in particular micro-thrombi are common. The interaction 
of continual viral brought on injury, immune response, systemic 
endothelial dysfunction, and thrombosis suggests that mixture of 
sickness states might also differ and may also affect therapeutic 
approaches.
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