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presented with a slowly
, erythematous papule of

a. angiolymphoid hyperplasia with eosinophilia
b. cutaneous lymphoid hyperplasia

c. granuloma faciale

d. leukemia cutis

e. mycosis fungoides

PLEASE TURN TO PAGE 143 FOR THE DIAGNOSIS

H&E, original magnification X100.
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THE DIAGNOSIS:

DERMATOPATHOLOGY DIAGNOSIS DISCUSSION

Cutaneous Lymphoid Hyperplasia

utaneous lymphoid hyperplasia (CLH)(also known

as pseudolymphoma or lymphocytoma cutis) is

a benign inflammatory condition that typically
presents as a flesh-colored to erythematous or violaceous
papule or nodule on the head or neck. Cutaneous lymphoid
hyperplasia may arise in response to an antigenic stimulus,
such as an insect bite, infectious agent (eg, Borrelia species),
medication, or foreign body (eg, tattoos and piercings)."?
Given the benign nature and potential for spontaneous res-
olution, treatment is conservative; however, high-potency
topical steroids, cryosurgery, surgical excision, or local radio-
therapy may lead to improvement.* Our patient was started
on clobetasol ointment 0.05% and topical tacrolimus 0.1%.
After 3 months of use, she reported lesion improvement, but
a new lesion appeared on the nose superior to the original.
She was offered a steroid injection and liquid nitrogen
freezing but was lost to follow-up.

The histopathologic features of CLH are variable and
can resemble a cutaneous B- or T-cell lymphoma (quiz
images). If there is B-cell predominance, histopathology
typically shows a dense dermal infiltrate of lymphocytes
admixed with sparse histiocytes, eosinophils, and plas
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FIGURE 1. Angiolymphoid hyperplasia. A, Numerous eosinophils are
evident (H&E, original magnification X100). B, A vessel with plump
endothelial cells and apparent fenestrations (H&E, original magnifica-
tion X200).
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cells. Multiple germinal-center phenotype lymphoid follicles
also may be seen.” Histopathology of T-cell-predominant
CLH commonly shows CD4" T helper lym

sible papillary dermal edema and red cell
Immunohistochemical stains for CD3,
CD20 usually are positive. Most |
T cells. Admixed clusters of CD20*

Angiolymphoid hyperplasia
cular tumor of the skin compose
inflammatory cells.®” The itio sents as single or
multiple flesh-colored to[purple papules most commonly
on the face, scalp, and ear logically, lesions appear
as well-circumseribed collections of blood vessels com-
posed of plu dothelial cells and an inflammatory
es and eosinophils (Figure 1A).

Endothel Iso may have an epithelioid appear-
ance enestrations—holes within endothelial
cel present (Figure 1B). Surgical excision is the

atment of angiolymphoid hyperplasia with
hilia. Success with laser and cryosurgery also has
been reported.”

FIGURE 2. Granuloma faciale. A and B, A grenz zone of uninvolved
dermis and a mixed infiltrate with eosinophils, lymphocytes,
neutrophils, and plasma cells (H&E, original magnifications X100
and x200).
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DERMATOPATHOLOGY DIAGNOSIS DISCUSSION

FIGURE 3. Leukemia cutis. Monomorphic large leukemic cells infiltrat-
ing the dermis (H&E, original magnification X200).

FIGURE 4. Mycosis fungoides. Prominent epidermotropisi of [ympho-
cytes forming Pautrier microabscess (H&E, original magnification %x400).

Granuloma faciale typically presents as a solitary red-
brown papule or plaque on the face. Linear arborizing vessels
and dilated follicular openings withbrown globules fre-
quently are seen on dermosgopy.” Although it may resemble
CLH clinically, the histopathology éffgranuloma faciale is
characterized by a perivascular and interstitial dermal infiltrate
of numerous eosinophils.admixed with lymphocytes, plasma
cells, and neutrophils underneath a grenz zone (Figure 2)."
Leukocytoclastic vaseulitis may be seen in early lesions, and
lesions can show variable angiocentric fibrosis."! Treatment
options“iriclude,intralesional triamcinolone, topical steroids
or calcineurin inhibitors, topical psoralen plus UVA, surgical
excision, and laser therapy, but outcomes are variable."

Leukemia cutis is a malignant hematopoietic skin
infiltration that presents as multiple pink to red-brown,
firm, hemorrhagic papules most frequently involving
the head, neck, and trunk." Rarely, lesions of leukemia
cutis may present as ulcers or bullae. Most lesions occur
at presentation of systemic leukemia or in the setting of
established leukemia. The cutaneous involvement por-
tends a poor prognosis, strongly correlating with addi-
tional extramedullary leukemic involvement.** Histologic
features vary based on the specific type of leukemia
(eg, acute myelogenous leukemia). Generally, neoplastic
infiltration of the dermis and subcutaneous tissue in a
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nodular, diffuse, perivascular, or interstitial pattern is seen
(Figure 3)." Leukemia cutis typically resolves after suc-
cessful treatment of the underlying leukemia.

Mycosis fungoides (MF) is the most common type of
cutaneous T-cell lymphoma. In its early stages, MF pres-
ents as erythematous, brown, scaly patches and plaques.
With progression to the tumor stage of disease, clonal
expansion of CD4" T cells leads to the development of
purple papules and nodules."® Microscopic findings of MF
are dependent on the stage of disease. Early‘patch lesions
show superficial or lichenoid lymphocyticinfiltration of the
epidermal basal layer."” In the plaquestage, dermal infil-
trates and epidermotropism become more pronounced,
with increased atypical lymphocyteshwithy, cerebriform
nuclei and interspersed inflammatory cells (Figure 4). In
the tumor stage, lymphocytie infiltratés may involve the
entirety of the dermis or éxtend into the subcutaneous tis-
sue, and malignant cells become larger in size."” Mycosis
fungoides lesionstypically stain positive for helper T-cell
markers with aminority staining positive for CD8.
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