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Anaphylaxis on skin exposure

to grass

W. M. A. J. Miesen*, J. G. R. de Monchy,
A. E. J. Dubois
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e SysTeEMIC anaphylaxis represents

the most dramatic manifestation of

IgE-mediated allergy, commonly involving

the pulmonary, circulatory, cutaneous,

and gastrointestinal systems (1-3).
Nonrespiratory reactions to allergens of

grass pollen

have been
described, and

contact urticaria

A severe reaction in a
case of contact
urticaria.

after direct skin

exposure to grass has been reported (4, 5).
This last entity has been thought to be a
benign condition, and anaphylaxis

following direct abraded skin exposure to

grass has never been reported previously.

A 33-year-old man presented with rapidly
progressing pruritus, generalized urticaria,
rhinoconjunctival mucous membrane
swelling, hypotension, tachycardia, collapse,
and wheezing occurring within 5 min after
extensive grass contact caused by a sliding
action during a soccer game. Laceration,
abrasions and slight bleeding of the skin
(area=16 cmXx10 cm) were seen pretibially,
below the knee. He had not been bitten or
stung by an insect, and had had no unusual
ingestions or exposures. The patient had a
history of immediate contact urticaria
caused by grass during the grass pollen
season, but no symptoms of
rhinoconjunctivitis, asthma, atopic
dermatitis, food allergy, or exercise-induced
anaphylaxis. A presumptive diagnosis of
anaphylaxis to grass was derived from the
above-mentioned history and physical
findings. Successful treatment consisted of
intravenous saline infusion, oxygen, and
clemastine (2 mg intravenously), with
remission within 1 h.

At follow-up 8 weeks later, a diagnosis
of anaphylaxis was confirmed by elevated
methylhistamine (MH) (297 pmol/mol
creatinine; upper limit of normal: 150)
level in urine sampled immediately after
arrival in the emergency room. At follow-
up 8 weeks later, urinary histamine
metabolite level had normalized
(MH =80 umol/mol creatinine). A skin
prick test with commercially available
extracts (ALK, Denmark) was strongly
positive for grass pollen (HEP 2.1). Several
other inhalant and food allergens, as well
as latex, were also positive, although HEP
scores were lower (range 0.7-1.6).

Although this was not strictly necessary,
this patient was given an epinephrine
autoinjector. Furthermore, avoidance of
skin contact with grass during the summer
season was advised.

It seems probable that abrasion of the
skin associated with the sliding allowed

sufficient subcutaneous access of grass

pollen allergens to cause anaphylaxis. The

increased cutaneous blood flow during the

vigorous exertion of playing soccer for

40 min probably contributed to the severity
of the symptoms.

This case illustrates that the route of
exposure is a key factor in determining the
risk of anaphylaxis in highly sensitized
individuals, and that the nature of the
allergen or the original route of sensitization
is of less importance.

In summary, this case report
demonstrates that life-threatening
anaphylaxis can be caused by direct
exposure of abraded skin to grass in a grass
pollen-allergic patient with a previous
history of contact urticaria. Such patients
should be cautioned on the possible dangers
of grass contact in combination with
superficial skin injury incurred during

sporting activities.

*Academic Hospital Groningen
Hanzeplein 1

PO Box 30001

9700RB Groningen

The Netherlands

E-mail: w.m.a.j.miesen@int.azg.nl

Accepted for publication 27 March 2001
Allergy 2001: 56:799

Copyright © Munksgaard 2001

ISSN 0105-4538

References

1. BocHNER BS, LICHTENSTEIN LM.
Anaphylaxis. Review article. N Engl J Med
1991;234:1785-1790.

2. FisHEr M. Treatment of acute anaphylaxis.
BMJ 1995;311:731-733.

3. PumpHREY RSH, StANWORTH SJ. The
clinical spectrum of anaphylaxis in north-
west England. Clin Exp Allergy
1996;26:1364-1370.

4. PaNAszek B, MaLoLEPsY J, KUuryszko J,
Litwa M. Specific allergen activates
eosinophils of the patient with chronic
allergic contact urticaria. Arch Immunol
Ther Exp (Warsz) 1994;42:253-258.

5. Kon D, Gon CL, Taxn HT, NG SK, WonG
WK. Allergic contact dermatitis from
grasses. Contact Dermatitis 1997;37:32-34.

799



