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Introduction 
 
Varicella zoster virus (VZV) infection is associated with two 
clinical entities: Primary varicella infection, also known as 
chickenpox, typically occurs in childhood and is associated 
with a vesicular rash primarily involving the face and trunk. 
Subsequent reactivation of latent VZV results in a dermatomal 
vesicular rash, known as herpes zoster or shingles.1 Age is the 
most important risk factor for herpes zoster infection, with the 
majority of cases occurring in patients over 50 years of age.2 In 
addition, immunocompromised patients, including patients 
with hematopoietic stem cell and solid organ transplants, are at 
increased risk.1 Some studies report physical trauma associated 
with herpes zoster infection. One age-matched, case-control 
study using Medicare data found herpes zoster patients were 3.4 
times more likely to have experienced physical trauma in the 
week prior, compared to controls.3 Herpes zoster has also been 
reported following invasive medical procedures.4,5 However, 
the relationship between herpes zoster and noninvasive medical 
procedures remains unclear. 
 
We present a case of herpes zoster infection following a recent 
cosmetic facial procedure in a young, immunocompetent 
patient. 
 
Case 
 
A 32-year-old woman with no significant medical history 
presented to the emergency room with progressive right facial 
rash. One week earlier, she had undergone a cosmetic facial 
procedure which included massage and microcurrent therapy. 
Over subsequent days, she developed erythematous, tender 
papules on the right cheek which progressed to purulent 
vesicles, associated with a burning sensation. She had initially 
presented to urgent care where she was diagnosed with a 
hypersensitivity reaction and prescribed corticosteroids. How-
ever, the rash progressed despite this treatment. She had no 
chronic illness and was not taking medications. Vitals were 
unremarkable. Skin examination was notable for numerous 
grouped vesicles and bullae with purulent drainage in the 
distribution of the right maxillary nerve. Laboratory studies 
included a white blood cell count of 8.74 x103 cells/uL, 
hemoglobin of 13.8 x103 cells/uL, platelet count of 235 x103 
cells/uL. Bacterial cultures of the vesicular fluid demonstrated 
few Propionibacterium acnes and rare Propionibacterium 
granulosum. Polymerase chain reaction of the vesicular fluid  

 
 
detected VZV. The patient was initiated on oral antiviral 
therapy and antibiotic therapy. At one-month follow-up, she 
reported resolution of the facial lesions but continued to 
experience localized neuropathic pain. 
 
Discussion 
 
This young immunocompetent patient developed herpes zoster 
infection following a cosmetic facial procedure. The majority 
of herpes zoster cases occur in older patients,  with less than 20 
percent of cases occurred in patients less than 40 years of age.2 
In younger, immunocompetent patients, herpes zoster infection 
may be misdiagnosed and mistreated, as occurred in our patient, 
who was initially diagnosed with a hypersensitivity reaction. 
Although molecular testing including PCR assays may be 
available to identify VZV in fluid or tissue samples, herpes 
zoster is ultimately a clinical diagnosis. 
 
The association between herpes zoster infection and physical 
trauma has been established in observational studies.3,5,6 How-
ever, these studies evaluated the association of herpes zoster 
infection with serious inadvertent physical trauma resulting in 
bruising or musculoskeletal injury. Herpes zoster infection has 
been reported following invasive cosmetic procedures, such as 
rhinoplasty or liposuction.5,7 However, there are few reports of 
herpes zoster infection following elective, noninvasive proce-
dures, in our patient. The pathogenesis of VZV reactivation in 
the setting of physical trauma remains unclear, although it has 
been hypothesized that physical manipulation of regional 
sensory ganglia may result in transient release of VZV to the 
sensory nerves.3 In addition, physical trauma or local inflam-
mation may disrupt cell-mediated immunity in the direct 
vicinity of the trauma, enabling propagation of the VZV 
reactivation.3  
 
Oral antiviral therapy, such as acyclovir and valacyclovir, is the 
mainstay of treatment for herpes zoster infection. Treatment 
reduces duration of cutaneous lesions and pain, as well as 
reduced incidence of post-herpetic neuralgia at 3 to 6 months.4,8 
Treatment is most effective when initiated within 72 hours of 
onset of the rash. Thus, timely recognition and initiation of 
empiric treatment is important. The addition of corticosteroids 
to reduce inflammation and pain associated with herpes zoster 
infection is controversial, particularly in the postsurgical 



  
 
patients. Our patient used corticosteroids prior to her emer-
gency room presentation which did not improve her symptoms 
and may have contributed to the progression of her rash.9 
 
Conclusion 
 
Risk factors for herpes zoster infection include older age and 
immunocompromised status. However, severe cases may occur 
in young, immunocompetent patients. Clinicians should main-
tain a high index of suspicion in patients presenting with 
clinical features of herpes zoster and consider sending VZV 
PCR analysis of lesions to confirm the diagnosis. The 
association between physical trauma and herpes zoster has also 
been previously established. Our patient developed herpes 
zoster following an elective, noninvasive cosmetic procedure. 
Treatment with oral antiviral therapy facilities resolution of the 
zoster infection and mitigates risk of post-herpetic neuralgia.  
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