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Anogenital Herpes Simplex Virus Infection Mimics
Sacral and Gluteal Pressure Injuries
Igor Melnychuk, MD, CLT and Alexandra Gaither, OMS IV
acral and gluteal ulcerations are commonly en-
countered in wound care practice. Typically, these
Figure 1. SHALLOW GLUTEAL ULCERATIONS IN AN
IMMUNOCOMPETENT HOST
The left gluteal ulcers have coalesced.

The patient provided consent for this image to be published.
S ulcerations are attributable to pressure injuries,
skin tears, and erosive moisture-associated skin

dermatitis. Encounteringmultiple gluteal ulcerations is un-
common and can be puzzling when they occur in areas
away from bony prominences or whenmoisture is absent.
However, there is a subtype of sacral and gluteal ulcera-
tions unrelated to the above: Anogenital herpes simplex
virus (HSV) infection can also present as recurrent sacral
and gluteal ulcerations.

HSV INFECTION
Herpes simplex virus is very prevalent: More than 90%
of adults have antibodies to HSV type 1, and HSV type
2 seroprevalence is 16%.1 The cumulative lifetime inci-
dence of HSV-2 is 25% in White women, 20% in White
men, 80% in Blackwomen, and 60% in Blackmen.1 Even
though it is typically thought that HSV-1 causes herpes
labialis andHSV-2 causes herpes genitalis, HSV-1 causes
a significant number of herpes genitalis infections as
well. Both HSV-1 and HSV-2 are well adapted to infect
most regions of the body, except for the restricted ability
of HSV-2 to establish an orofacial infection.1

Among patients with primary HSV-2 infection, 9% de-
velop extragenital lesions, most commonly on the but-
tocks.1 Although 80% of seroprevalent individuals deny
genital lesions, their genital lesions may not be recognized
and diagnosed as herpetic.2 Further, HSV-2 has high mor-
bidity due to a 90% reactivation rate.3 Herpetic infections
are contagious because two-thirds of individuals withmu-
cosal HSV-1 or HSV-2 shed the virus asymptomatically.4

HSV-RELATED ULCERATION
Anogenital HSV is contained within sacral dorsal root
ganglia, where it can remain dormant. It can cause sacral
and gluteal ulcerations in both immunocompetent and
immunocompromised adults, although HSV-related ul-
cerations are usually shallow and typically resolve faster
in immunocompetent patients (Figure 1). Lesions in im-
munocompromised patients appearmore often in atypical
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locations, such as the buttocks and lower back,1,5–7 and
can develop into chronic necrotic ulcerations that are
larger and much more difficult to heal. These ulcerations
can also worsen due to ongoing mechanical forces or
recur. Without timely treatment, herpetic ulcerations
can coalesce. Clinicians often fail to recognize the true
culprit: HSV. Some examples of extragenital HSVman-
ifestations include “herpes gladiatorum,” occurring in
various areas of skin-to-skin exposure from contact sports,
and “herpetic whitlows,” typically located on the tips of
the fingers.
When anogenital HSV causes gluteal ulcerations, they

typically form from multiple small vesicles. When vesi-
cles rupture, round erosions form, which can coalesce
due to pressure and shearing. Patients can also self-
inoculate to distant sites. Many patients report a recur-
rence of gluteal ulcerations. During the reactivation phase,
immunocompromised patients often develop more se-
vere disease, lasting up to 2 weeks.6 When nonhealing
erosions and/or ulcers appear on the buttocks of an
immunosuppressed patient, HSV infection should be
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Figure 2. NECROTIC SACRAL AND GLUTEAL
ULCERATIONS IN AN IMMUNOCOMPROMISED HOST

Image courtesy of John Greene, MD. The patient provided consent for this image to be published.
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considered.7 The hallmark of HSV ulcerations is ser-
piginous borders (Figures 2–4).6

Anogenital HSVmay appear similar to erosive irritant
contact dermatitis (ICD), which can also present with
skin erosions or ulcerations, especially if pressure or
shear is involved.8 The presence of underlying erythema
Figure 3. SACRAL ULCERATIONS IN AN
IMMUNOCOMPROMISED HOST

Image courtesy of John Greene, MD. The patient provided consent for this image to be published.
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and edema of the affected area may point to ICD over
HSV. Certainly, both conditions can coexist. Pressure in-
juries rarely appear as a cluster of ulcerations with ser-
piginous borders. Further, anogenital HSV lesions are
not often located over bony prominences.
Violaceous edge discoloration of the long-standing

HSV lesions seen in Figures 2–4 may add pyoderma
gangrenosum (PG) to the differential diagnosis. Classi-
cal ulcerative PG typically starts as a painful papule or
pustule and progresses to a painful ulcer with a viola-
ceous undermined border and a purulent base.9 Simi-
larly, anogenital HSV may start as multiple blisters with
clear fluid and progress to ulcerations. However, these
may be painless or mildly painful, whereas pain associ-
ated with PG is typically severe and out of proportion
to lesion. In addition, PG is typically associated with a
preceding trauma and occurs in individuals with predis-
posing autoimmune conditions; it is rarely located in the
gluteal or sacral areas where anogenital HSV is typical.

DIAGNOSIS AND TREATMENT
The diagnostic approach includes clinical recognition of
the atypical manifestation. Multiple ulcerations may
have started as blisters or recurred. They are often lo-
cated in the sacral area, along the gluteal fold, or in the
center of the buttocks. Serpiginous borders of the ulcer
should always suggest herpetic origin. When the ulcera-
tions are new, a swab checking for an HSV-1 and HSV-2
DNA is the recommended modality. If available, HSV
DNA detection is the preferred diagnostic method be-
cause it is three to four times more sensitive than viral
isolation, less affected by variation in specimen transport,
and cost-effective as compared with culture.10 However,
the virusmay no longer be recoverable in the ulcerations
after a few weeks, and at that point checking HSV-1 and
HSV-2 immunoglobulin G antibodies via Western blot
Figure 4. SERPIGINOUS BORDERS OF HERPETIC
ULCERATIONS IN AN IMMUNOCOMPROMISED HOST

Image courtesy of John Greene, MD. The patient provided consent for this image to be published.
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may confirm clinical suspicion. Herpetic cultures are not
very sensitive and not used in general practice.
Treatment includes either oral aciclovir, valaciclovir, or

famciclovir for 7 to 10 days. Unlike aciclovir, valaciclovir
or famciclovir have better bioabsorption. Intravenous
aciclovir at a dose of 5 mg/kg is used in critically ill pa-
tients or patients with severe immunocompromise.1

CONCLUSION
Wound care clinicians need to keep anogenital HSV in-
fection in their differential diagnosis of sacral and glu-
teal ulcerations and be able to differentiate them from
pressure injuries. Early recognition and treatment may
improve outcomes.•
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