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Transient increase in plasma histamin levels have been documented in patients with
cholinergic urticaria and exercise-induced anaphylaxis (2. 3. 5), but we found no clinical
beneficial effect of H I or H2 antihistamine drugs. Funher no therapeutic effecl was seen
<luring treatment with betasympathomimetics and anticholinergics.
The anaphylactic attack provoked by the warm bath was most severe. and could have
been lifc treatening. For this reason we find it imponant 10 warn patient!> with exercise
induced anaphylaxis of the possibility of a scvere anaphylactic reaction after heating.
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23 patients suffering from psoriasis and being treated with ,8-blocking agents were com
pared toa control group regarding psoriasis activity. Seven out of the 23 were affected by
psoriasis after introduction of the /j-blocking drug. The mean age of onset was significantly
higher (p<0.00 I) than that of the control group, which supports the provoking effects of P·
blocking agents. Remission occurred in 3 out of 4 patients after medication was stopped.
(Received February 23. 1984.J
G. Volden. Department of Dermatology. N-901� Troms�. Norway.

Ten years ago Ridley ( l) reported psoriasiform dermatoses a� a side effect of creatment
with the ,8-blocking agent practolol. Two years later S�ndergaard and co-workers (2)
reported aggravation of psoriasis due to the same drug. Healing or marked improvement
occurred. however. when practolol treatment was stopped. In the recent years other {3blocking agents have been reportcd lo induce psoriasiform dermatoses as a side effect (3).
Provocation of psoriasis has not been reported. We therefore call the attcntion lo our
findings that 7 out of 23 psoriatics on /1-blocking agenls got their psoriasis after che <lrug
was introduced.
PATIENTS AND METHODS
23 patients suffering from psoriasis and taking /j-blocking agents. were interviewed about acticity of
lheir psoriasis in relation tothe medication (group Il. As controls served 25 patients with psoriasis not
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using /J-blocking agents (group Il). This group was matched to the characteri stics of group I regarding
age, sex and intensity and extension of skin lesions.
Stat.istical analysis was carried out with the Student's , test.
RESULTS
In seven patients (4 men and 3 women) of group I (psoriasis and /1-blocking agents) the
diagnosi� of psoriasis was made after imroduction of /3-blocking drugs (Table I) The
average age of onset was 60.3 years (43-80). This was significantly higher than in the other
group (p<0.00 I). The period of latency from a .B-blocking drug was given until outbreak of
psoriasis averaged 1.8 years Wi-5 years). The intcnsity of psoriasis was slight in I.
moderate in 2 while 4 patients had generalized psoriasis.
In 4 out of the 7 patients the medication was stopped. Their cardiac situation wa�
carefully monitored by the internist. Three of these patients experienced remission after
2 1/2-6 months.
21 patients in group I reported penods of aggravation the last 2-3 years. 23 patients in
group Il (psoriatics not taking .B-blocking agents) had periods of aggravation <luring the
same time. Jn both groups periods of aggravation were ascribed to causes like stress,
infections and winter climate. but in some patients aggravation could not be relatcd to a
specific cause.
DISCUSSION
Most psoriatics report periods of aggravation without being able to relate that to any
specific known provoking factor. Accordingly, it may be difficult to evaluate aggravation
of psoriasis by a certain drug. The age of onset in the 7 patient� who were affected by
psoriasis after starting P-blocking medication is. however. remarkably high compared to
previous reports (4). It i5 significantly higher (p<0.O<ll ) in the group taking .B-blocking
drugs compared lo the other group. Only in 2.7 % of psoriatics the disease starts after the
age of 50 (4). compared lo 30.4 % in group I. From this it may be concluded that it is
probable that psoriasis in these patients was provoked by the /3-blocking agents. Other
additional aggravating factors may explain the long latency ( 1.8 years) from start of /3blocking medication until outbreak of psoriasis.
The contraindication of /J-blocking medication in psoriatics is only relative. The cardiac
situation must be most carefully considered. Howcver, after stopping /3-blocking mcd1ca
tion remission occurred within 2 Yz-6 months in 3 out of 4 cases.
lntracellular cyclic adenosine monophosphate (cAMP) is lowered by /1-blocking agents
(3). This increases the ratio between cyclic guanosine monophosphate (cGMP) and cAMP
which may be responsible for increased epidermal proliferation in psoriasis f.'il.
Table I. The d(fferenl /3-b/ocking agents 1aken hy 23 p.wrwsis pn1ien1s
Registered name

Genenc name

Aptin�
Blocadren:®
Eraldin�
lnderalQ!
Seloken:!I
Tenormin.l\'
Visken�

Alprenolol
Timolol
Practolol
Propranolol
Metoprolol
Atenolol
Pindolol
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A case of acrogeria, a premature aging syndrome with acral distribution, is reported in
association with perforating elastoma and bony abnormalities. Key words: Premature
aging syndrome; Atrophy af the skin; Hyperpigmentation. (Received December 6, 1983.)
P. Y. Yenencie, c/o Section of Publications, Mayo Clinic, Rochester, MN 55905. USA.

Acrogeria is a rare developmental defect first described by Gottron in 1941 (I). Since then,
more than 20 cases have been reported, pointing out interesting associations. including
perforating elastoma and bony abnormalities.

REPORT OF A

CASE

A 14-year-old mentally retarded white boy was seen at the Mayo Clinic in 1959. He had a 3-year
history of asymptomatic. grouped, horny, red papules with an annular configuration on the left side of
the neck. just below the posterior hairline (Fig. I).
On clinical examination, tbe skin was found to be diffusely atrophic and hyperpigmented. with
atrophy most pronounced on the extremities. The hands were small and hyperpigmented, with
spindle-shaped fingers. and the venous pattern was readily visible because of the atrophic skin (Fig. 2
A). The feet were small, with atrophic wtinkling of the skin, varus deformation of the right foot. and
dystrophic toenails (Fig. 2 B). The nose was pinched. A deep venous pattern was seen on the anterior
aspect of the upper trunk. and there was moderate gynecomastia. The fingernails. hair. and dentition
were normal. No joint hypermobility or skin hyperextensibility was noted. The family history was
f
negative for acrogeria, and there was no history of consanguinity. The personal hislory was dificult
to obtain from this mentally retarded patient, but the mother had noted "thin skin" from birth and
easy bruising af the skin. Bone roentgenograms showed varus deforrnity of the right foot, congenital
dislocation and elongation of the right radial head at the elbow, deformity of the left radioulnar joint
with shortening of the ulna, cervical and )umbar scoliosis, and spina bifida occulta. Resulls of an eye
examination were normal. A hemogram, sedimentation rate, and blood chemistry values were
normal. A biopsy specimen of a skin lesion in the neck showed elastosis of the papillary dermis and
* Yisiting clinician from the Clinique Dermatologique, Höpital St. Louis. Paris, France.

