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Dear Editor,

We recently read with interest the editorial by Gat-
tinoni et al. [1], conceptualizing ‘type L' and ‘type H’
(typical acute respiratory distress syndrome, ARDS)
phenotypes for COVID-19. We hypothesize that what
the authors label a type L phenotype is actually a!
any other pneumonia, -19 pneumonia can result
in complications like severe ARDS; we believe that refer-

ring to this as a ‘type H phenotype’ may lead to confu-
sion. Furthermore, we are

ere 1s our reasoning.

key mechanism for the onset of severe hypoxia,

to give any for this vasoplegia.
We instead propose a
hypothesis that may provide a better explanation for
different stages of COVID-19 pneumonia:

lal cetls

SARS-CoV-2 enters the type II alveolar epithelial cells

following binding of its spike protein to the ACE-2
receptor. This causes H2 on the
alveolar epithelium. Of note,

oV-2 seems to
produce little or changes in the
pulmonary epithelium [3].
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ii.

on pulmonary epithe-
ects of— on the
H cells.” Consequently,
e level of protective 2 Ang 1-7-mas-R activ-
ity is reduced, while the level om
eleterious effect o -Ang II-AT1-R overactiv-

ity is the endothe-

*of a poten
lin-1, from the pulmonary endothelium.
1_7-mas-R*

oxide (NO)

[4]. The intense

so developed is severe,

in the * of! eds with relativel
less vasoconstriction. As a result, the

_gmd_ ensues. As the dis-
ruption of the alveolar—capillary barrier progresses,

proteins, fibrin, cells and fluid leak into the alveolar

space, resulting in_ glass opac-

ities on CT scan.

The evolution of the pulmonary manifestations of
COVID-19 disease

While patient-self-inflicted lung injury is com-
mon, as z!underlying“for e progression
of COVID- eumonia to severe ARDS, it appears to

n
be mechanical
policies are now large

cells assume a
This accel-

erates Fas-induced apoptosis of alveolar epithelial and


http://orcid.org/0000-0002-0012-9491
http://crossmark.crossref.org/dialog/?doi=10.1007/s00134-020-06083-6&domain=pdf
John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel


John Vogel



endothelial cells and and Publisher’s Note
the progression of C - ) . Springer Nature remains neutral with regard to jurisdictional claims in pub-

lished maps and institutional affiliations.

Implications for respiratory treatment Accepted: 30 April 2020
The above hypothesis has treatment implications that ~ Published online: 18 May 2020
warrant further investigation. It appears that
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