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Highlights 

COVID-19 major culprit is mediated through dysregulation of the immune system. 

n-AIDs involves ARDS and/or multi-inflammatory syndrome. 

Para COVID Syndrome involves autoimmune complications during or after recovery of 

COVID-19. 

Summary 

In this short communication we present a COVID-19 recovered patient who suffered from 

a first time cutaneous delayed type cell mediated hypersensitivity lichenoid reaction and 

we suggest para COVID syndrome to include similar Post COVID conditions including 

the long haulers. Moreover, we explain our previous recommendation to reclassify 

COVID-19 and similar potentially fatal acute viral diseases as novel acute immune-

dysrhythmia syndromes as we suggest that the main culprit that results in acute respiratory 

distress syndrome and multi-inflammatory syndrome is viral induced immune-

dysrhythmia. 
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To the Editor, 

Dysregulated immune response was suggested to be correlated with COVID-19 mortality 

both in immunocompetent[1] and immunodeficient patients[2,3] and here we report a 

patient who has developed a post COVID abnormal immunological response that might 

help us to postulate a reciprocal interaction between SARS CoV-2 and the immune system 

which might also contribute to the pathogenesis of critical COVID-19 in other patients.  

Case 

A female in mid 30s, has been presenting, one month after COVID-19 recovery, with a 

clinically suspected lichen planus like contact dermatitis or an eczematous delayed type 

cell mediated hypersensitivity lichenoid reaction to gold, distally on her forearm, that has 

not ever been encountered before though wearing the same jewels for years (Figure 1), 

which has gradually resolved upon our advice to remove the jewels and to apply topical 

betamethasone which she has reported to use for one day and stopped after desquamation 

was noticed and she has experienced a similar, though milder, reaction when she moved 

the jewelry to her other forearm and thus decided to abandon wearing them and it took 

three months from stopping wearing the jewels until full skin recovery was reported.  

Interestingly, her brother, in late 20s, also previously managed almost a year ago by us 

when he has encountered high fever and a first-time oral lichen planus, as clinically 

suspected through telemedicine, which we later considered a potential unusual 

manifestation belonging to our described COVID-19 spectrum. However, he was not 

counted among our COVID-19 patients due to insufficient suggestive criteria as he had 

declined to perform any further investigations and yet we recommended proper self-

isolation while and after he was safely managed with our adopted COVID-19 protocol [4].  

Discussion 

Lichen planus and lichenoid eruptions have been previously described in some patients 

suffering from paraneoplastic pemphigus and suggested to be induced by dysregulated 

autoreactive T cell-mediated with subsequent B cell activation and humoral auto-immune 

responses [5] and dysregulated CD8+ T cells have also been described in both diseases[6] 

to be noted that half of hospitalized COVID-19 patients were reported to become, at least 
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transiently, positive for some potentially pathogenic autoantibodies[7] and COVID-19 has 

been described to induce several autoimmune diseases [8]. Interestingly, perivascular 

inflammatory lymphocytic infiltrate; 65% CD4+ and 35% CD8+ cells was described in the 

papillary dermis of a patient suffering from COVID-19 induced erythematous and pustular 

cutaneous rash and a direct SARS CoV-2 cytopathogenic effect on skin cells was 

suggested[9]. 

Importantly, we have recently suggested in a preprint, was recently revised at a reputable 

journal, that COVID-19, and other selected potentially fatal viral diseases, might be 

reclassified under a category of as immunopathological novel acute immune deficiency/ 

dysrhythmic Syndrome (n-AIDS)[10] and we have previously described an immunological 

monocytic dysrhythmia that plays a crucial role in development of the cytokine storm [1] 

while suggesting further investigations for a potential latency of SARS CoV-2 in some of 

the immune system cells especially the migrating  interstitial macrophages [10]. Moreover, 

we have previously postulated lymphocyte distraction into and/or away from the lungs to 

reason for the lymphopenia frequently encountered in COVID-19 and previously with 

SARS[11] and we would like to present a combined theory to reason for COVID-19 

pathogenesis especially in severe to critical cases that might also be determined, at least 

partly, on a genetic basis[12].  

Taken together, we would like to postulate that SARS CoV-2, and other selected potentially 

fatal RNA viruses, might exploit the pattern recognition receptors expressing innate 

immune cells, which also function as antigen presenting cells to lymphocytes, e.g. 

monocytes, macrophages and tissue resident macrophages including the skin Langerhans 

cells, also described to share in the pathogenesis of our case report, triggering the cytokine 

storm in genetically predisposed patients through known and yet to be discovered cytokine 

and lymphokine dependent functional dysregulation or dysrhythmia and distraction of T 

and B lymphocytes as clinically manifested by lymphopenia, into the lung causing ARDS 

or away into other tissues causing multi-inflammatory syndrome, and thus n-AIDS might 

develop and we like to opt for immune dysrhythmia over immune deficiency as the immune 

system might express pseudo-hyperactivity though the ultimate outcome is incompetent 

and deficient immune response. Moreover, a potential direct or indirect SARS CoV-2 
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unconstrained immunological dysregulation might induce another form manifested with 

autoimmune responses causing one or several autoimmune proved and suspected diseases 

including the post or long COVID-19 (long haulers) and we would like to describe this 

form and its autoimmune correlated components as para COVID syndrome which might 

occur during or after recovery of COVID-19 and includes our case report.  

Finally, we continue our one year repeatedly neglected/ignored call for a prompt adoption 

of our immunomodulatory COVID-19 management protocol which has been recently 

reprinted and updated to be tested in sufficiently powered clinical trials for the best interests 

of patients who are globally succumbed by COVID-19 every day [1,4].  
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Figure Legend 

Figure 1 

Eczematous lichenoid eruption/ lichen planus like contact dermatitis  
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