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Atrial fibrilation in anaphylaxis

Three cases of atrial fibrillation during anaphylaxis.
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ABSTRACT:

Background: The relationship between anaphylaxiscandiovascular events has been
reported in the past. While skin and respiratomgipms are usually the most common
and the first to appear, cardiovascular complicatiplay a key role and represent the
leading cause of death in anaphylaxis.

Methods: We report 3 episodes of atrial fibrillatimiggered by anaphylaxis. Allergy
and cardiology studies were performed. In bothegpasi, the etiological agent was

identified: Anisakis simplex hypersensitivity and food allergy.
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Results and Conclusions: Heart is the source agdttaf chemical mediators released
during an allergic reaction. In the heart, theee@enty of mast cells, and are
predominantly located around the coronary advenditid in close contact with small
vessels in the muscle wall. The release of mediatan influence ventricular function,
heart rate and coronary artery tone. Anaphylaxmstigger any kind of arrhythmia. In
these cases, the very interesting point of disonssias: which should be first, treating
anaphylaxis or cardiac events?

The other controversial point was the use of eginep, the first line of treatment for
anaphylaxis. Recommendations about epinephrinargiac patients during an
anaphylactic event, is still a mayor dilemma. Wephasize the importance of the
priority of establishing protocols between cardgish and allergist in treatment of
cardiac complications during anaphylaxis and wenvedrout the correct diagnosis of
arrhythmias in anaphylaxis, in order to treat treessoon as possible, to prevent other

consequences and complications.

Manuscript:

The relationship between anaphylaxis and cardialas@vents has been reported in
the past (1). While skin and respiratory symptomesusually the most common and the
first to appear, heart and cardiovascular comptioatplay a key role and represent the
leading cause of death in anaphylaxis. Such comdphies include: arrhythmias,
angina/ischemia, hypotension, syncope, or evenamaeirest.

Atrial fibrillation is the most common cardiac aythmia (4-5% in patients older than
40 years) (2) and is associated with increased iohitbrband mortality, being a risk

factor for embolic events and heart failure.
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We report three atrial fibrillation episodes asatei with anaphylaxis in two different
patients.

First case: A 42-year-old man with personal histafrgyslipidaemia, but with no other
remarkable medical records, was attended at therdemey Department (ED) of our
Hospital, complaining of general discomfort, itahnfacial angioedema and
tachycardia, 45 minutes after eating fresh grifistd (hake). Blood pressure (BP) was
155/90 and electrocardiogram (EKG) showed atrailfation with a ventricular rate of
160 bpm.

Initially he was treated with 5 mg of subcutane¢®€) dexchlorpheniramine and 100
mg of intravenous (IV) dexamethasone. Chest X4o&yod count and biochemical tests
were all normal. No data available on tryptase It the moment of the anaphylaxis
were registered.

Cutaneous symptoms disappeared in less than 3@itesinbut atrial fibrillation
persisted after all, so he was treated with 5 mdVoatenolol and 200 mg of oral
flecainide. After a 24-hour observation periodta ED, the patient was asymptomatic
with a heart sinus rhythm so he was discharged.

Allergy workout showed a positive skin prick testthwAnisakis Smplex, negative
specific IgE (0.15 kU/L) and challenge test wittk&@aTotal IgE: 6820 KU/L, specific
IgE to AS >100 KU/L. Biochemical tests were normatluding parameters of thyroid
function. The transthoracic echocardiography shomedtructural heart disease and no
arrhythmias were recorded in a 24-hour EKG-Holter.

Diet recommendations foknisakis simplex allergy were applied and no new allergic
events were observed or atrial fibrillation afteeog/ear-follow-up.

Second case: An 84-year-old patient with a histofyallergy to beta-lactams and

hypertensive cardiomyopathy, was attended at théé&dause he developed generalized
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urticaria, palpebral angioedema, syncope, vomiting atrial fibrillation after the intake
of a piece of kiwi. At this time BP was 130/70, geyn saturation 92%, heart rate 160
bpm and EKG showed atrial fibrillation rhythm. Heasvtreated with 80 mg of IV 6-
methylprednisolone, 5 mg of SC dexchlorpheniramifanetoclopramide and 5 mg of
IV atenolol. After an observation period of 24 hsune was discharged asymptomatic
in sinus heart rhythm.

Three months later he developed another similateagpisode of generalized pruritus
and hives, dizziness and vomiting after the intakpeanuts and again atrial fibrillation
was registered. He was treated with 80 mg of IV hyletednisolone, 5 mg of IV
dexchlorpheniramine and 5 mg of IV atenolol and ggms resolved in two hours,
with a normal sinus rhythm in EKG upon discharge.

Allergy workup confirmed hypersensitivity to foodlemgy: skin tests were positive to
peanuts and kiwi. Total IgE: 444 KU/L, specific Igh peanut 1.16 KU/L. Basal
tryptase: 7.8 mcg/L. No data of tryptase levels waorded during anaphylaxis. The
transthoracic echocardiography showed normal lefitnicular function and moderate
left ventricular hypertrophy. Culprit food were fadden and no new allergic reactions
were observed during more than two years of follgw-

We report 3 episodes of atrial fibrillation triggerby anaphylaxis. In both patients, the
aetiological agent was identified: hypersensitiv@yAnisakis simplex and food allergy.
The heart is the source and target of chemical a@di released during an allergic
reaction. In the heart, there are plenty of madis,cand are predominantly located
around the coronary adventitia and in close contattt small vessels in the muscle
wall. The release of mediators can influence veualar function, heart rate and
coronary artery tone. Anaphylaxis can trigger amgdlof arrhythmia: atrial fibrillation

in the course of an allergic reaction has beenrtegspecially after insect sting (3).
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In these cases, the very interesting point of disicun was: which should be first, the
treatment of anaphylaxis or cardiac event?

Treatment with Hl-antagonists is controversial; fact, these drugs prevent slow
atrioventricular conduction and inhibit ventriculdibrillation (4) but they are
considered safe. Corticosteroids are potent affairnmatory and immunosuppressant
agents. However, a meta-analysis has ruled oudental to its use in cases of ischemia
(5) and no contraindications have been reporteddniterature in case of arrhythmias.
Our patients were treated with antihistamines antiaosteroids with good response in
both cases, and no adverse effects were observed.

Another important point was treatment with betackkrsversus other antiarrhythmic
drugs, like calcium channel blockers.

Beta-blockers could be considered an absolute @odication in anaphylaxis, but there
are no really treatment guidelines of arrhythmiasnd) the acute episode. Cardiologists
considered that beta-blockers were the first edaatnstead of calcium channel blockers
in these cases, for a better control of the rhyéimah low risk of inotropic negative effect
than calcium channel blockers. In some interestingks reported in the literature (6,7)
about the effect of antihypertensive medicatioroassed with anaphylaxis, is not clear
that beta-blockerger se could be a risk factor, taking into account thatignts treated
with this drugs have cardiac diseases as welllar dacts such as advanced age (8). In
these 3 cases, the treatment of atrial fibrillatwas prior than the anaphylaxis and
atenolol was administered. Assessing risks and filereardiologists considered the
best option to treat atrial fibrillation. Although our experience beta-blockers were
safe and no complications appeared, we think tmatfdct that atenolol is a selective
inhibitor of B1l-adrenoceptor, could explain its teettolerance regarding to other B2-

adrenoceptor inhibitor beta-blockers in these sitna (9).
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The other controversial point was the use of epinep, the first line treatment for
anaphylaxis, which was not administered in anyheté cases. Recommendations about
epinephrine in cardiac patients during an anaplglasntinue to be a dilemma (10).
We assume that epinephrine was not administeredubecof the risk of worsening
atrial fibrillation.

We only report 3 cases, so we emphasize the impmetaf registering more cases, the
priority of establishing protocols between cardgéd and allergist for the treatment of
cardiovascular complications during anaphylaxis. ¥eso warn about the correct
diagnosis of arrhythmias in these patients, in otddreat them as soon as possible to

prevent other consequences or a worst prognosisagfhylaxis.
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Clinical Significance points:

The heart is the source and target of chemical mediators released during an allergic

reaction.

Anaphylaxis can trigger any kind of arrhythmia.

Recommendations about epinephrine in cardiac patients during an anaphylactic event

continued to be a dilemma.

We emphasize the needed of established protocols between cardiologist and alergist

in treatment of cardiovascular complications during anaphylaxis




