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Abstract

Anhidrosis is a failure in sweat production in response to physiological thermal or chemical stimuli. Acquired idiopathic
generalized anhidrosis is a rare disorder without sweat gland pathology and without neurologic symptoms. Most cases
have been reported from Far East. We report a case of a 58-year-old Caucasian male who suffered from heat intoleran-
ce, heat-induced cutaneous burning and failed to sweat even in sauna for five years. A skin biopsy disclosed no patholo-
gies. He had no neurologic disorders. The diagnosis of acquired idiopathic generalized anhidrosis was confirmed and tre-
atment with methylprednisolone initiated. This led to improvement of heat tolerance, remission of burning and partial re-
mission of sweating. (/ Dermatol Case Rep. 2014; 8(4): 120-121)
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Anhidrosis is a failure in sweat production in
response to physiological thermal or chemical
stimuli. Acquired idiopathic generalized anhidro-
sis is a rare disorder. A 58-year-old Caucasian
male presented with heat intolerance, burning
skin when exposed to heat and failure to sweat
even during sauna. Five years ago this condition
developed without any precursor symptoms. Be-
fore that time the patient easily sweated and re-
ported on diminished quality of life due to exces-
sive sweating. His medical history was positive for
arterial hypertension. There was no family histo-
ry of sweating disorders nor neurologic diseases.

On examination we found an obese patient (bo-
dy mass index 35.7) without neurological or cu-
taneous symptoms except the failure to sweat. Mi-
nor’s iodine starch test was performed but rema-
ined negative (Fig. 1)." A skin biopsy was taken,
which revealed normal eccrine gland morpholo-
gy, no inflammatory infiltrate (Prof. W. Sterry, Cha-
rité Berlin). Serum IgE was in the normal range.  Minor’s starch test in acquired idiopathic generalized anhidrosis. No response at all.

Figure 1
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The diagnosis acquired idiopathic generalized
anhidrosis was confirmed. He was treated with
80 mg methylprednisolone per day for 8 weeks.
The treatment was well tolerated. A second io-
dine starch test demonstrated a partial respon-
se of eccrine sweat glands (Fig. 2). The patient
reported improvement of heat tolerance. Bur-
ning sensations were no longer existent even du-
ring sauna. The corticosteroid was tapered down
to zero.

Anhidrosis is a failure in sweat production in
response to physiological thermal or chemical
stimuli. Eccrine secretion of sweat is important
in body temperature control, innate immune sys-
tem, skin barrier function, mineral and hormo-
nal metabolism.? Sweat glands are also an im-
portant source of somatic stem cells in skin con-
tributing to epidermal wound healing.?

Congenital absence of eccrine sweat glands,
hereditable disorders, neuropathies, or drugs  Figure 2
may lead to anhidrosis.* In contrast to these di-  Minor’s starch test with a partial response after 8 weeks treatment with 80 mg
seases, acquired idiopathic generalized anhidro-  methylprednisolone/d.
sis is a rare disorder without sweat gland patho-
logy and without neurologic symptoms.>

Unlike our patient most reported cases were
young men form China, Japan or Singapore.>®
It has been speculated that a postsynaptic de-
fect in the cholinergic receptors or secretory cells Heat induced
of eccrine glands might be responsible. Three ~ Type Histopathology IgE pain or
subtypes of the condition may be differentiated urticarial
(Table 1). Our patient fulfilled the criteria of idio-
pathic pure sudomotor failure. Treatment options Sora gl v maiar) inflammation around
are limited but higher doses of systemic corti- eccrine glands
costeroids have been used successfully in seve-
ral patients.>®

In conclusion, acquired idiopathic generalized diopathic pure sudo-  normal 1 pain andj/or
anhidrosis is a rare disease — in particular in motor failure urticaria
Caucasians. It severely impairs quality of life due
to diminished heat tolerance. Systemic cortico- LVIP-positive nerve
steroids can improve sweating and quality of life. Sudomotor neuropathy  endings around sweat = hormal = Absent
However, dosage and duration of treatment are glands
not standardized.

Table 1. Subtypes of acquired idiopathic anhidrosis.

normal = Absent
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