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Acute Urticaria Associated with Amoeboid Forms of Blastocystis sp. Subtype 3
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Sir,

Acute urticaria characterized by whealing lasting up to
6 weeks is a common condition, which can be caused by
various factors. Although intestinal parasites are a pos-
sible cause, there is only one published report concerning
the role of Blastocystis sp. in acute urticaria (1).

It is not known whether the common human intestinal
protozoan Blastocystis should be regarded as a mere
commensal organism or a potential pathogen (2, 3).
Blastocystis has been found both in patients with gastro-
intestinal symptoms and in asymptomatic individuals
(3, 4). However, extra-intestinal manifestations, such
as chronic urticaria and other skin lesions, have been
reported (1, 3, 5-9). We present here a patient infested
with Blastocystis sp. identified as subtype 3 producing
amoeboid forms throughout cultivation, who presented
with acute urticarial lesions together with minor gastro-
intestinal symptoms.

CASE REPORT

A 19-year-old Caucasian male with hives of 3 weeks’ duration
presented with itchy wheals over his body and extremities.
He had no trouble swallowing or breathing. His personal and
family history was negative for nasal allergies, asthma, allergy
and hypersensitivity to particular foods or drugs. He had not
previously experienced urticaria and did not take any drugs
during or prior to the episode of urticaria. There was no history
of fever, arthralgia or insect bites prior to onset of symptoms.
He had no pets and had not travelled recently. On further
questioning, the patient noted that his stools were becoming
softer. He also reported having experienced abdominal pain for
approximately 2.5 months, but had tolerated this and therefore
had not visited the doctor with the abdominal symptoms. The
patient was otherwise healthy, with no hypotension. Dermato-
logical examination revealed urticarial eruptions on his trunk
and extremities. Dermographism was negative. As the diagnosis
was compatible with acute urticaria, laboratory tests to identify
an underlying cause were performed. An elimination diet was
prescribed. The patient was commenced on oral desloratadine
(5 mg, every morning) and oral levocetirizine (5 mg, every
night). On review 4 days later, he was still taking antihistamine
drugs with no relief of symptoms. Routine haematological and
biochemical screening tests were within normal limits. There
were no indications of hepatic, renal, autoimmune or endocri-
nological diseases. Total immunoglobulin E (IgE) levels were
in the normal range. The elimination diet gave no positive
result. A decrease in stool consistency was observed visually.
Stool examination disclosed the presence of Blastocystis sp.,
but no other pathogen intestinal parasites. The patient had 5
Blastocystis per high power field. Oral metronidazole treatment

Acta Derm Venereol 88

was started (750 mg 3 times a day). The parasite was isolated
by in vitro cultivation using Robinson’s medium. By day 2
parasite culture, up to 7% of the protozoa were present as
amoeboid forms of Blastocystis. Genotype analysis identified
Blastocystis sp. isolate as subtype 3. Following treatment day 3,
oral metronidazole was continued for one more week. Although
urticarial eruptions had not improved despite regular use of
antihistamine drugs, one week after starting oral metronidazole
treatment the patient experienced an amelioration of his symp-
toms. One week later, the patient reported that the urticaria had
almost completely resolved since finishing the metronidazole.
The minor gastrointestinal symptoms had also disappeared. His
stools returned to normal. Results of subsequent stool exami-
nation were negative for Blastocystis sp. Oral desloratadine
was discontinued one week after the end of metronidazole
treatment, and 10 days after finishing the metronidazole, oral
levocetirizine was also ceased. Despite stopping antihistamine
drugs, no relapse has been observed.

DISCUSSION

Although Blastocystis sp. has been implicated in seve-
ral specific intestinal disorders, including enteritis and
colitis (3), non-specific symptoms, such as diarrhoea,
abdominal cramps and nausea, have also been attributed
to Blastocystis infection (4). In addition, Blastocystis
has been associated with otherwise healthy individuals
suffering from irritable bowel syndrome (IBS) (4).
However, people with IBS rarely seek medical attention

Fig. 1. Light micrograph of amoeboid forms of Blastocystis presented in
culture using Robinson’s medium (x400). The amoeboid form with prominent,
extended pseudopodia is clearly visible (arrow).
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(10). Since only a possible correlation has been found,
it has been assumed that only some Blastocystis sp.
genotypes might have relevant pathogenicity (11). In
symptomatic patients, amoeboid forms of Blastocystis
sp. might adhere to the epithelial cells lining the gut (4,
12). Amoeboid forms of Blastocystis have been detec-
ted both in patients with diarrhoea and in colonoscopy
samples (12, 13). It can be speculated that amoeboid
forms might affect gut immune homeostasis maintained
by both enterocytes and different gastrointestinal im-
mune cells (1). There may be an immune response (1)
against carbohydrate antigens on the surface coat (4)
that is thought to surround the amoeboid forms (12, 13).
Furthermore, in active inflammation, inflammatory cell
recruitment and accumulation might occur (1, 3). Urti-
caria could result from a variety of pathophysiological
mechanisms. The activation of cutaneous mast cell de-
granulation is a complicated mechanism, which has not
yet been elucidated. Histamine-releasing factors could
be released by immigrant cells and activate mast cells
and basophils (14). One case report concerning specific
IgE-mediated chronic urticaria due to Blastocystis has
been published (9). Furthermore, antigens might cause
urticaria, and concomitant exposure could precipitate
this reaction by increasing antigen absorption or by
modulating the release of mediators (6, 8). Mast cell
activation might involve membrane receptors for the
complement molecules (14); this mechanism might
explain toxic-allergic reactions possibly caused by
Blastocystis (1, 3). Hence, histamine might be released,
leading to short-lived urticaria.

The pathogenesis of acute urticaria in the case presen-
ted here was unclear. Both investigation and a thorough
medical history failed (15) to reveal any IgE-mediated
sensitivity (14); however, the patient was encouraged
to reveal gastrointestinal symptoms (10, 14). He did
not, however, report any exposure to Blastocystis (6,
8). The appearance of the amoeboid form of Blasto-
cystis on culture day 2 concurred with the previously
reported findings. It can be speculated that subtype 3
might contribute to Blastocystis sp. pathogenic poten-
tial only when the amoeboid form is present (11). It is
of interest to note that, like in the case presented here,
the successful eradication of Blastocystis producing
amoeboid forms during the cultivation period resulted
in complete resolution of urticarial lesions (1, 7, 8, 15).
This is the first report of acute urticaria associated with
Blastocystis sp. subtype 3 amoeboid forms seen in cul-
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ture. It appears helpful examining amoeboid forms of
Blastocystis sp. in parasite cultures from unresponsive
patients who have acute urticaria of unknown aetiology
and minor gastrointestinal symptoms, in order to admi-
nister appropriate anti-parasite treatment
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