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cannot be prevented.9,10 AD is a specific complication in
patients with medullary injury that can involve risk of death,
therefore a hypertensive crisis must be known and suspected
of in this group of patients. Its management will be focused on
its detection and avoiding the triggering cause of hypertensive
crisis.
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Grover’s disease in chronic kidney failure�

Enfermedad de Grover en fracaso renal crónico

Dear Editor,

Patients with chronic renal failure may present multiple cuta-
neous manifestations such as pruritus, xerosis, cutaneous
pigmentation, metastatic calcinosis cutis, calciphylaxis, pseu-
doporphyria and late cutaneous porphyria. Grover’s disease
(GD) must also be included in the differential diagnosis of
cutaneous lesions in these patients.

We are presenting a case of a 69-year-old woman who pre-
sented with one and a half moth of cutaneous lesions in the
back with moderate itching. She had no personal or family his-
tory of skin pathology. She had been receiving haemodialysis
for five months due to Good pasture syndrome induced rapidly
progressive renal failure. During the previous months, she
had been treated with plasmapheresis, IV cyclophosphamide
and IV methylprednisolone. At the time of consultation, her
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treatment included prednisone 5 mg/day, calcitriol
0.25 mg/day, omeprazol 20 mg/day, enoxaparin sodium
20 mg 3 days/week and darbepoetin alfa 30 mcg weekly. Phys-
ical examination shows non-confluent papular erythematous
lesions with keratotic surface, located in the back (Fig. 1a).
She did not have lesions on palms or soles, back of the hands
or the oral mucosa. She did not have a facial or scalp lesions
either. Microscopic evaluation showed areas of hyperkeratosis
with parakeratosis, acanthosis and focal acantholysis with
presence of round and granular lesions (Fig. 1b). Taking into
account the almost asymptomatic character of the lesions,
the patient preferred to adopt an expectant attitude. Three
months later, the lesions disappeared spontaneously. The
absence of a previous family history, the onset at an adult
age, and the spontaneous resolution of the symptoms led to
the diagnosis of GD.
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Fig. 1 – (a) Aspect of the skin lesions: non-confluent brownish keratotic papules. (b) Areas of focal acantholysis
with dyskeratosis (H&E, 200×).

Discussion

GD, also known as persistent or transient acantholytic der-
matosis, is a rare condition characterised by the presence
of small papules and papulo-vesicles, of the same color as
normal skin or erythematous and pruritic, which usually
affect the back. The disease is usually transient and resolves
spontaneously within weeks. In some cases, lesions may
be recurrent or persist throughout years. The histological
changes are characterized by focal acantholysis and dysker-
atosis. Four histological patterns have been identified: Darier
type, Haley–Haley type, pemphigus and spongiotic type.1

The aetiology of GD is unknown. Fever or prolonged
bed rest, sweating or excessive heat, exposure to UV radia-
tion, treatment with ionizing radiations, xerosis, some drugs,
chronic renal failure and immunosuppression have been asso-
ciated with this disease.2

To date, including our case, there has been twelve cases
published of GD associated tochronic renal failure (Table 1).3–10

The mean age has been 57 years and, except for two cases,
all of them were men. The normal presentation was kera-
totic, pruritic papules located in the back. In three cases, the
lesions were asymptomatic.4,6 The head was affected in four
patients3–5,9 and in one of them it was the only location.3 The
cause of renal failure was variable. In eleven cases the lesions
appeared when the patient on regular haemodialysis (7 cases)
or peritoneal dialysis (3 cases) and in one case the disease
manifested itself after kidney transplant. The mean time from
the beginning of dialysis until the appearance of the lesions
varied from months to eight and a half years. The most fre-
quent histopathological pattern was the Darier type. Evolution
was variable and there is a poor response to the treatment. In
seven cases the lesions were transient and in five persisted.
Among patients with transient lesions, in three cases resolved
spontaneously,4,7 in one after treatment,9 in two cases the
lesions reoccur after kidney transplant4,8 and in one patient
they resolved after changing the dialysis solution.10

Although the reason why GD appears in patients with
chronic renal failure is unknown, it has been stated that

the decrease in sweat secretion, cutaneous xerosis and the
obstruction of sweat ducts may act as triggering factors. In our
patient, the treatment with cyclophosphamide and methyl
prednisolone previously administered in order to treat her
kidney disease could also have played a role in the devel-
opment of the lesions. The association of GD with other
states of immunosuppression„ such as HIV infection, bone
marrow transplant, and several haematological and non-
haematological malignancies has been described.

With respect to treatment, in the mildest cases, an
expectant attitude can be adopted since the disease usually
resolves spontaneously. Sun exposure and other triggering
factors such as physical exercise and heat should be avoided.
If treatment is necessary, corticosteroids, calcipotriol, or
calcineurin inhibitors may be used topically as the first-line
of drugs. Antihistamines should be used to reduce symp-
toms. For refractory cases, corticosteroids, oral retinoids and
phototherapy can been used.

GD should be taken into account in the differential diag-
nosis of the cutaneous lesions in patients with chronic renal
failure, specifically in those patients on haemodialysis or per-
itoneal dialysis.

r e f e r e n c e s

1. Fernández-Figueras MT, Puig L, Cannata P, Cuatrecases M,
Quer A, Ferrándiz C, et al. Grover disease: a reappraisal of
histopathological diagnostic criteria in 120 cases. Am J
Dermatopathol. 2010;32:541–9.

2. Parsons JM. Transient acantholytic dermatosis (Grover’s
disease): a global perspective. J Am Acad Dermatol.
1996;35:653–66.

3. Chua G. Acantholytic dermatosis in chronic renal failure. Int J
Dermatol. 1997;36:200–2.

4. Casanova JM, Pujol RM, Taberner R, Egido R, Fernández E,
Alomar A. Grover’s disease in patients with chronic renal
failure receiving hemodialysis: clinicopathologic review
of 4 cases. J Am Acad Dermatol. 1999;41:1029–33.

5. Wong WM, Chua SH. A case report: persistent acantholytic
dermatosis in chronic renal failure. Ann Acad Med Singap.
2000;29:770–2.



Download English Version:

https://daneshyari.com/en/article/3892593

Download Persian Version:

https://daneshyari.com/article/3892593

Daneshyari.com

https://daneshyari.com/en/article/3892593
https://daneshyari.com/article/3892593
https://daneshyari.com

