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SARS-CoV-2 infection causes a spectrum of symptoms varying from a mild form to a very severe 
and multiorgan/multisystem fatal disorder. Despite several cutaneous manifestations reported 
during the course of COVID-19 illness,[1,2] there is not much evidence of other concomitant viral 
infection except isolated cases of reactivation of varicella zoster virus (VZV). We believe, this 
might be caused by a powerful viral interference caused by the SARS-CoV-2 virus.

Herpes zoster is an acute dermatological affliction caused by the reactivation of VZV. This human 
neurotropic virus causes chicken pox. Following this primary infection, this virus migrates to 
sensory ganglion and establishes a lifelong latent infection. Its reactivation occurs whenever there 
is an immunocompromised state – trauma, old age, chronic debilitating diseases, malignancy, 
diabetes, prolonged corticosteroid therapy, etc. This triggers the virus to multiply and spread 
centrifugally down the sensory nerves to skin and mucosa of that specific area innervated 
by the affected nerve. Usually, it involves one or a few dermatomes unilaterally [Figure  1]. 
However, disseminated herpes zoster can be seen infrequently in conditions of extreme immune 
suppressions.

However, only a few isolated reports of herpes zoster occurring during COVID-19 illness are 
available [Table  1]. Nofal et al.[3] recorded herpes zoster ophthalmicus in four patients within 
5 days of the development of COVID-19 infection; two of their patients were children as small 
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as 7–9 years of age. Tartari et al.[4] reported necrotic herpes 
zoster ophthalmicus in four elderly patients who developed 
the eruptions between 4th and 7th day of COVID-19 infection. 
On the other hand, Elsaie et al.[5] recorded classical herpes 
zoster in two patients of which one developed COVID-19 
infection and herpes zoster simultaneously, while the other 
had herpes zoster infection 2 days preceding the development 
of COVID-19 infection. Ferreira et al.[6] reported one 
case of COVID-19 infection developing herpes zoster 
ophthalmicus on 10th  day of illness. SARS-CoV-2 infection 
is known to cause lymphopenia due to direct affliction of the 
lymphocytes, impairment of anti-viral responses, and the 
activation-induced cell death.[7,8] Lymphopenia, in turn, may 
result in reactivation of dormant VZV virus in those sensory 

ganglia where its concentration is maximum.[3] Necrotic 
herpes zoster which is more common in HIV-positive 
patients was reported by Tartari et al.[4] All of their patients 
were elderly, HIV-negative, and had a decreased CD3+ and 
CD8+ lymphocytes, a situation that makes them more prone 
to the reactivation of VZV.[9]

Apart from these reports, there has been a substantial lack of 
cases where the two viral infections (COVID-19 and VZV) 
occur simultaneously. It is noteworthy that in “long COVID,” 
a special situation encountered in several of the confirmed 
SARS-CoV-2  patient who survived, zoster reactivation was 
conspicuous by its absence among the symptoms of “long 
COVID.”[10] Further, after COVID-19 vaccination two, there 
is a paucity of reports of herpes zoster.[11] This appears to be 
in stark contrast to the regularly occurrence of herpes zoster 
in non-COVID people with other comorbidities.

This brings an interesting hypothesis in light that despite the 
disease causing an acute physical and psychological stress on 
the affected individual, SARS-CoV-2 virus did not permit 
the reactivation of the dormant VZV – probably due to its 
presence causing a viral interference. This situation makes 
a strong case for the research workers to think about the 
development of super infection therapy (SIT), an innovative 
therapeutic approach of introducing a non-pathogenic virus 
to infect the patients harboring a pathogenic virus.[10] Such 
a host-directed therapy strategy could activate endogenous 
innate immune response through a toll-like receptor. This 
will exert a post-infection interference through constant 
presence of an attenuated non-pathogenic viral strain, thus, 
boosting potent endogenous innate response. Kovesdi and 
Bakacs[12] stress that SIT can be developed into a biological 

Table 1: Development of HZ in COVID‑19 patients.

Authors No. of 
patients

Age (in years) HZ onset after 
COVID‑19 
infection (in days)

Site(s) involved COVID‑19 
serology

Inference

Nofal et al.[3] Male: 3
Female: 1

Mean: 21.5
(Range: 7–42)

Mean: 4.5
(Range: 4–5)

Herpes zoster 
ophthalmicus

Positive HZ is an indicator 
or complication of 
COVID‑19 infection

Tartari et al.[4] Male: 1
Female: 3

Median: 70.5
(Range: 68–74)

Median: 5.5
(Range: 4–7)

Necrotic HZ of 
trigeminal nerve (3)
Classic HZ (1)

Positive HZ is precipitated by 
COVID‑19 induced 
decrease in CD3+ and 
CD8+lymphocytes

Elsaie et al.[5] Male: 1
Female: 1

Mean: 64
(Range: 60–68)

HZ preceded 
COVID‑19 infection 
by 2–5 days

Thoracic HZ (1)
Lumbar and thigh HZ (1)

Positive HZ might be an 
indication for latent 
COVID‑19 infection

Ferreira et al.[6] Male: 1 39 10 Facial HZ involving three 
divisions of trigeminal 
nerve

Positive Retrograde 
reinfection of HZ in 
trigeminal area due 
to local impact of 
SARS‑CoV‑2

HZ: Herpes Zoster

Figure  1: Grouped vesicles on an erythematous base in the left 
upper back.
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platform for “one drug-multiple virus” broad spectrum 
therapeutic approach. This may open a new vista to combat 
future viral challenges such as newer mutations of SARS-
CoV-2, and thus curtail effectively any virus emergences, 
which previously used to take shape of an epidemic and 
pandemic due to limited therapeutic options.
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