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. REACTIONS TO Hymenoptera stings are

usually local pain and dermal

manifestations, but may develop into

venom-induced hypersensitivity and

anaphylaxis

(1,2). The skin

may manifest

erythema,

pruritus,

urticaria, or

angioedema

over a large area, whereas the

cardiovascular and respiratory systems

may manifest potentially lethal

consequences, such as laryngeal edema,

bronchospasm (i.e. severe asthma), and

cardiovascular collapse (i.e. anaphylactic

shock) (1,2).

We present a 25-year-old nonsmoking

man, without a history of pneumothorax,

Hymenoptera sting or venom allergy.

While hiking in the mountains in Cyprus

during his vacation, he experienced abrupt

pain on the left upper back.Within 10 min

local angioedema and edema became

visible, and he shortly lost consciousness.

Subsequently, signs of generalised

erythema and urticaria, dyspnoea, swollen

tongue, and a sense of fullness in the throat

became apparent. He was immediately

transferred to the local hospital where an

embedded Hymenoptera stinger was

removed from the left upper back. Forty-

five minutes after the initial symptoms had

appeared, the persisting dyspnoea

increased acutely, with ipsilateral chest

pain. A radiograph of the chest revealed a

tension pneumothorax that was

subsequently punctured.

On the 10th hospital day the patient was

transferred to our hospital. Physical

examination showed a minimal pectus

excavatum, but no signs of Marfan or

Ehlers–Danlos syndromes (i.e. dislocation

of the lens, joint hypermobility,

arachnodactyly, or dolichostenomelia).

The patient was tall and thin (height

1.995 m, weight 73 kg; body mass index

18.3 kg/m2), with two brothers taller than

1.9 m. Laboratory tests indicated some

muscle injury (elevated creatinine kinase

and aspartate aminotransferase, but

normal creatinine kinase MB isoenzyme

and other liver enzymes), which

normalised over the subsequent days.

Increased eosinophils were found in all

white cell counts. Levels of total IgE and

wasp-, bee-, bumblebee-, hornet-, and

phospholipase-specific IgE titres were

normal. Subsequent radiographs of the

chest showed a gradual reduction of the

residual space.Thechest tubewas removed

on the 17th hospital day and he was

discharged with instructions to take

prophylactic measures, to carry an

epinephrine pen as emergency medication,

and to wear an alert device identifying his

risk for repeat anaphylaxis.

Primary, spontaneous pneumothorax

has an incidence of 7–18 cases per 100 000

of thepopulationper year amongmen, and

1–6 cases amongwomen,with a recurrence

rate of approximately 30% (3). In this

patient, a ruptured subpleural bleborbulla

mayhaveactedasaone-wayvalve, causing

tension pneumothorax, which is a

complicationof one to twopercent of cases

of idiopathic spontaneous pneumothorax.

What could explain the sequence of

events: aHymenoptera sting resulting in an

acute anaphylaxis that evolved into a

tension pneumothorax? The venom froma

A rare hazardous

sequel to a

Hymenoptera sting..

for the lifetime of the platelet, accounting

for an extended biological half-life ofmore

than 10 days (1). The immunogenicity of

this presentation of abciximab may be

postulated. The immunohistological study

is compatible with a T cell mediated

allergy. Seventy percent of cells are

activated T cells, with a predominance of

CD8+ cells. These features have been

observed in drug skin reactions (2,3).

Thrombocytopenia is an adverse effect

of abciximab, with an incidence of 4.2% to

5.2%, starting in the first 24 h (4,5). It

occurred eight days later, unrelated to hep-

arin: the search for heparin antibodies was

negative, and besides this Reopro1 inhib-

its heparin-induced aggregation (6,7). The

eruption and the transient eosinophilia

may favouran immunoallergicmechanism

of this thrombopenia.

Sparsepublicationsdrawattention toan

allergic risk of abciximab, despite the fact

that anti-abciximab antibodies have been

observed in 5.8% of cases receiving it (8).

This is the first documented case of T cell

mediated allergy to abciximab (9).
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singleHymenoptera sting contains a rather

large quantity of a complex mixture of

pharmacologically active substances, such

as enzymes (e.g. hyaluronidase, acid

phosphatase phospholipase A2), kinins,

serotonin, and histamine (1,2). IgE

directed against such substances may

induce anaphylaxis by the release of potent

biochemical mediators, recruiting

inflammatory cells. Thismay induce upper

airway obstruction, due to laryngeal

edema,aswell as lowerairwayobstruction,

due to bronchospasm, intraluminal

secretions, submucosal edema, vascular

congestion, and influx of inflammatory

cells, especially eosinophils. Indeed, our

case showed clinical signs of asthma and

laryngeal edema, andmanifested increased

eosinophils in peripheral blood samples.

Airway obstruction, pulmonary

hyperinflation, and an increased effort of

breathing all increase alveolar pressure,

which may have ruptured pre-existing

subpleural blebs or bullae, causing

pneumothorax (3). Likewise, the Valsalva

manoeuvre, emesis,boutsof coughing,and

labor are also related to pneumothorax.

Tall, thin young males, as in this case, are

predisposed to develop pneumothorax (3);

at the apices pleural pressure is more

negative and mechanical stress is

increased, consequently over-distending

the alveoli of tall persons.

Other reported respiratory tract

sequelae of venom-induced anaphylaxis

include pulmonary hemorrhage,

respiratory arrest, macroglossia, and

pharyngeal edema. More common

hazardous complications are respiratory

obstruction, kidney failure due to

rhabdomyolysis, and cardiovascular

collapse. We conclude that

pneumothorax should be considered in

the differential diagnosis of severe

dyspnoea with anaphylaxis as a

precipitating factor, since it may be lethal

if the diagnosis is not appreciated.
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