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Abstract. This article presents the current paradigm for the diagnosis and active management of patients with food allergies and
anaphylaxis in pediatric practice. It analyzes the evolution of the WAO and EAACI 2025 clinical criteria, the specific “masks” of
anaphylaxis in young children, and the elimination of strict time frames for symptom manifestation. A step-by-step algorithm for
emergency care in accordance with the latest ERC 2025 recommendations (Pediatric Life Support), the principles of risk
stratification for biphasic reactions, and the prospects for the use of nasal epinephrine are provided.

The aim of this study is to analyze two clinical cases of patients with anaphylaxis and to find opportunities for developing food
tolerance, taking into account current algorithms.

Research materials and methods. Analysis of the patients' medical records and the results of clinical and laboratory tests.
Research Results. A 4-year-old girl had two episodes of anaphylaxis (at the ages of 11 months and 1 year and 3 months of age)
following the consumption of a lysozyme-containing lozenge and an egg, respectively. After a prolonged adhehernce to the elimination
diet and oral provocation tests, treatment using the egg ladder method was initiated. The dynamics showed a decrease in the levels of
specific antibodies to egg components: ovomucoid (Gal d 1) from 3.53 to 0.2 kU/L, ovalbumin (Gal d 2) from 9.47 to 1.59 kU/L, and
lysozyme (Gal d 4) from 9.9 to 1.81 kU/L. The child successfully began to tolerate eggs that had been thoroughly cooked.

A 2-year-and-3-month-old boy suffered two episodes of anaphylaxis (at the ages of 8 months and 1 year and 3 months) following
the consumption of dairy products. The results of molecular diagnostics revealed high levels of specific IgE to the major protein
components of cow’s milk: a-lactalbumin (Bos d 4) — 37.45 kUA/L, B-lactoglobulin (Bos d 5) — 28.25 kUA/L, and casein (Bos
d 6) — 32.45 kUA/L. Taking into account the patient’s medical history, clinical presentation, and laboratory test results, it was
recommended to completely eliminate milk and all dairy products for at least six months.

Conclusions. 1. Treating a patient with a history of food anaphylaxis allows for the identification of a “window of opportunity” to
consider the reintroduction of the product, but this must be supported by an accurate diagnosis, supervision of an experienced team
in a hospital setting, and only after an elimination period lasting at least 6 months. 2. Patients at high risk for anaphylaxis should

1. Anaphylaxis in Modern Pediatrics: Prevalence,

Triggers, and Scientific Debates

Anaphylaxis is a severe, potentially life-threatening
generalized or systemic hypersensitivity reaction. It is
characterized by a rapid onset with critical impairments
of respiratory and circulatory functions and is typically
associated with manifestations on the skin and mucous
membranes [ 1, 2, 3]. However, in clinical practice, ana-
phylactic shock can develop even without skin symp-
toms [1, 3]. This pathological condition has an acute
course with severe hemodynamic disturbances, leading
to a systemic circulatory failure and hypoxia of the vital
organs [1, 3, 4].

be provided with a first-line medication — epinephrine — and given clear instructions on actions to take.

Key words: anaphylaxis, children, food allergy, molecular diagnostics, epinephrine.

The pathogenesis of anaphylaxis is based on the
rapid activation of mast cells (tissue basophils), primar-
ily through IgE-mediated pathways, accompanied by a
massive release of biologically active mediators, partic-
ularly of tryptase and histamine. Basophils may also
contribute to the development of anaphylaxis. The
lifetime prevalence of anaphylaxis ranges from 0.3 % to
5.1 %, and its incidence is steadily increasing worldwide
among both adult and pediatric populations, a trend
linked to the rapid rise in the overall prevalence of aller-
gic pathology. The results of recent meta-analyses indi-
cate that the global incidence rate is approximately 46
cases per 100,000 people per year, with an annual
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increase in the number of new cases of anaphylaxis of
about 7.4 % [1, 3, 5].

Today, scientific discussions on anaphylaxis are
focused on a number of pressing issues [6]:

Risk of anaphylaxis recurrence;

An optimal algorithm for the dynamic monitoring
of patients who have experienced an acute condi-
tion;

The use of intranasal epinephrine as an effective
needle-free alternative;

Characteristics of the microbiome in patients prone
to acute, life-threatening systemic reactions;

The mental state of patients who have experienced
anaphylaxis and the need for psychological inter-
vention to address associated risks;

The use of targeted biological therapy in patients
with food allergies to reduce the risk of anaphylaxis
during oral immunotherapy;

Concomitant mastocytosis as a factor that signifi-
cantly increases the risk of severe, life-threatening
anaphylaxis development;

A reassessment of the role of serum tryptase as the
primary laboratory criterion for verifying and
assessing the risk of anaphylaxis.

In pediatric practice, the main triggers of anaphy-
laxis are foods (40-4S5 %), medications (30-35 %),
stinging insect venom and latex (10-12 %), and other
factors (10-15 %) [7]. Among the foods that most
commonly cause anaphylaxis in children are cow’s
milk, chicken eggs, soy, wheat, peanuts, tree nuts, and
seafood [2, 8]. According to statistics from
FoodAllergy.org, peanuts are the most common cause
of fatalities due to food-induced anaphylaxis in the
general population.

2. “Masked” and multi-organ manifestations

of food anaphylaxis in young children

Food anaphylaxis in children may present with
nonspecific symptoms, including persistent inconsol-
able crying, drowsiness, watery eyes, a sore throat,
severe anxiety, numbness in the limbs, as well as diffi-
culty swallowing and speaking. For this reason, it is
extremely difficult to identify the etiological triggers in
young children, since taking a medical history and sub-
jectively assessing symptoms is less informative, and
clinical symptoms are often transient or nonspecific. In
clinical practice, a severity classification is used that
distinguishes three degrees of anaphylactic reaction:
mild, moderate, and severe, involving various target
organs (the skin, the gastrointestinal tract, and the

CLINICAL CASE

respiratory, cardiovascular, and nervous systems) [1,
3,4,9].

Most young children exhibit a variety of dermato-
logical symptoms: urticarial rash, itching, generalized
erythema, angioedema, as well as indirect signs such as
difficulty swallowing or constant licking of the lips [9].
Gastrointestinal symptoms range from mild itchiness
or a tingling sensation in the mouth and nausea to
severe cramping abdominal pain, repeated vomiting,
and diarrhea. Respiratory disorders may present as
nasal congestion, rhinorrhea, hoarseness, broncho-
spasm, cyanosis, and respiratory arrest [2, 9].
Cardiovascular manifestations include tachycardia,
bradycardia, hypotension, vascular collapse, arrhyth-
mias, and cardiac arrest. Neurological symptoms
include changes in activity level, lethargy, disorienta-
tion (or delirium), fear of death, confusion, or com-
plete loss of consciousness [1, 4].

According to statistics, in cases of anaphylaxis in chil-
dren, skin symptoms are reported in 80-90 % of cases,
respiratory symptoms in 70 %, gastrointestinal symptoms
in 30-45 %, cardiovascular symptoms in 10-45 %, and
neurological symptoms in 10-15 % [4, 8]. Thus, early
acute signs of anaphylaxis may include nasal discharge,
itching of the eyes, lips, or ears, and facial swelling. Severe
reactions are associated with the development of broncho-
spasm and laryngospasm, gastrointestinal symptoms, and
progressive hypotension [ 1, 4].

Clinical signs of anaphylaxis usually develop within
a few minutes to two hours after exposure to an allergen,
and in cases of acute IgE-mediated food allergy in chil-
dren, symptoms typically appear as early as 15-30 min-
utes after consumption of the causative food.

However, it was precisely this strict time-frame
approach that became one of the factors leading to the
revision of international protocols.

3. The evolution of the anaphylaxis definition and

diagnostic criteria

Current data shows significant differences in the
definitions of anaphylaxis, which have long posed chal-
lenges for clinicians and complicated the standardiza-
tion of treatment approaches [2, 3, 9-14]. The main
drawback of many classical definitions was the strict
requirement that multiple organ systems be affected
simultaneously. However, current clinical practice and
comprehensive reviews by leading specialized organiza-
tions (WAO, EAACI, AAAAI) show that critical and
life-threatening symptoms can manifest only within a
single organ system [15-17]. The view that anaphylaxis
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is solely a multi-organ process has been recognized as
erroneous and dangerous, as it disorients physicians
and leads to a fatal delay in providing care.

Another important aspect is the perception of ana-
phylaxis as a potentially fatal reaction. Statistical data
indicates that fatal and near-fatal cases are relatively
rare, even in the absence of timely treatment [18-22].
Since it is impossible to predict the rate and nature of
symptom progression in a specific patient [21], a fun-
damental principle of emergency care is the immediate
intramuscular administration of epinephrine at the first
reasonable suspicion of anaphylaxis to preventively
reduce the risk of lethality [22].

Systemic glucocorticoids (GCs) and antihista-
mines have been reclassified as strictly adjunctive ther-
apies due to their significant pharmacodynamic limita-
tions. Antihistamines block only HI1/H2 receptors,
affecting only local skin symptoms, whereas the clinical
effect of corticosteroids is delayed (at least 4-6 hours),
making them ineffective for the emergency treatment
of acute airway edema or progressive vascular collapse.
Furthermore, current body of evidence has refuted the
claim that GCs can prevent the development of bipha-
sic reactions. Thus, the initial use of glucocorticoids or
antihistamines—based on the mistaken perception that
they are a “safer” alternative-and the delay in adminis-
tering epinephrine until the patient’s condition has
critically deteriorated are considered a serious tactical
error. In clinical practice, this therapeutic strategy most
often precedes the development of irreversible vascular
collapse and asystole in cases of anaphylaxis.

Therefore, epinephrine remains the only pathoge-
netically justified first-line treatment; its administration
in the first minutes of anaphylaxis provides an immedi-
ate effect due to the synergistic activation of al-adreno-
receptors (vasoconstriction, hemodynamic stabiliza-
tion, reduction of tissue edema) and B -adrenorecep-
tors (potent bronchodilation and inhibition of further
mast cell degranulation with the release of inflammato-
ry mediators).

The evolution of diagnostic approaches has made
it possible to address several critical “blind spots” inher-
ent in the previous NIAID/FAAN criteria [14, 23].
Firstly, it has been established that a significant propor-
tion of fatal reactions caused by food triggers, medica-
tions, or insect stings begin in isolation with respiratory
or cardiovascular disturbances [15-17], which now
serves as a direct basis for the diagnosis of anaphylaxis.
Secondly, a clear classification of systemic manifesta-
tions by severity has been established: the development

of generalized skin symptoms (urticaria, angioedema)
provided that the airways remain unobstructed, with-
out bronchospasm, and with stable age-appropriate
blood pressure and pulse rates is classified as acute
generalized urticaria. This nosology does not pose an
immediate threat to the patient’s life and does not
require urgent administration of epinephrine, thereby
avoiding unnecessary polypharmacy [2].

Thirdly, modern diagnostic protocols take into
account the specific characteristics of triggers with
delayed onset, particularly alpha-gal allergy syndrome
(IgE-mediated hypersensitivity to the oligosaccharide
galactose-a-1,3-galactose) [24]. In this pathological
condition, the first symptoms appear only 3-6 hours
after consuming mammalian meat (due to the pro-
longed digestion of lipids and transport of glycopro-
teins); however, following the initial onset, the reaction
is characterized by an aggressive course and rapid pro-
gression to a vascular collapse. Verification of this
mechanism prompted the WAO Committee to remove
the strict time limits (“from a few minutes to a few
hours”) from the updated criteria.

Fourthly, in order to eliminate geographical and
conceptual discrepancies in global practice [25, 26] the
ambiguous term “persistent gastrointestinal symp-
toms” was replaced with the definition “severe gastroin-
testinal symptoms,” which includes severe cramping
abdominal pain, repeated vomiting, etc. According to
current criteria [1, 3], isolated severe gastrointestinal
manifestations after confirmed exposure to a known
systemic non-food allergen (insect bite, administration
of medications) are considered equivalent to anaphy-
laxis requiring immediate administration of epineph-
rine, even in the absence of cutaneous markers.

Finally, the most dangerous factor delaying the
verification of a diagnosis is the stereotype that skin
symptoms are mandatory. It has been clinically proven
that in 10-20 % of anaphylaxis cases (especially in fatal
episodes involving fulminant shock or asphyxia), skin
manifestations are completely absent [16, 17].

Usually, the absence of these skin markers confus-
es clinicians, leading to misdiagnosis and, as a result,
inappropriate treatment strategies (for example, an
incorrect diagnosis of an isolated severe asthma attack
or acute heart failure). The official recognition that
anaphylaxis can occur without skin involvement served
as the basis for a fundamental change in the formula-
tion of diagnostic criteria, stipulating that, in the pres-
ence of a clear link to an allergen and the rapid onset of
respiratory or hemodynamic collapse, a diagnosis of
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anaphylaxis should be given immediately, regardless of
the skin condition.

The WAO Anaphylaxis Committee has proposed a
new, more precise definition. Anaphylaxis is a severe
systemic hypersensitivity reaction that typically mani-
fests rapidly and can be life-threatening. In recognition
of this, the focus of diagnosis has shifted to the stan-
dardized ABC triad of vital criteria: airway patency
(Airway-laryngeal or tongue edema), adequate breath-
ing (Breathing-severe bronchospasm), and stable cir-
culation (Circulation—arterial hypotension) [23]. In
this context, the expert group of the WAO Special
Committee made an important conceptual break-
through by establishing that the severity of anaphylaxis
is determined not by the number of organ systems
involved in the pathological process, but by the imme-
diate threat to vital functions. It also debunked the

CLINICAL CASE

widespread clinical myth that the development of obvi-
ous signs of shock (collapse, loss of consciousness) is
mandatory for verifying a critical condition. Researchers
have demonstrated that a terminal life-threatening con-
dition-specifically, complete asphyxia resulting from
fulminant laryngeal edema—-can occur even when sys-
temic blood pressure remains normal or within the
normal range. This clarification allows clinicians to
diagnose severe anaphylaxis and initiate epinephrine
administration in the early stages, without wasting time
expecting hemodynamic parameters to deteriorate.

To simplify the practical application of the criteria,
the World Allergy Organization (WAQO) introduced
unified diagnostic criteria in 2020 [3]. According to
these criteria, anaphylaxis was considered highly prob-
able if at least one of two criteria was present simultane-
ously:

Table 1. Updated 2025 GA>LEN and WAO Consensus Criteria for the Diagnosis of Anaphylaxis

The probability of anaphylaxis is high if at least one of the three criteria listed below is met

Criterion 1:

allergen UNKNOWN
(anaphylaxis without a
clear link to a specific
allergen)

In infants — a hoarse cry).

Sudden onset of the disease (ranging from a few minutes to several hours) with inevitable
involvement of the skin and/or mucous membranes (hives, diffuse redness, a sensation
of heat, erythema, swelling of the face, lips, tongue, or oropharynx, a feeling of tightness in
the throat, and difficulty swallowing).

In infants: marbled skin, repeated lip licking.

+ at least one of the following symptoms:

1. Respiratory System: wheezing, shortness of breath (dyspnea), increased respiratory
effort, hypoxemia, cough; laryngeal symptoms: stridor, voice changes.

2. Cardiovascular System: arterial hypotension, loss of consciousness, dizziness,
unexplained changes in mental status.
In infants: persistent, unexplained tachycardia.

Criterion 2:

PROBABLE or known
exposure to an allergen

In infants — a hoarse cry).

diarrhea.

An acute, sudden onset accompanied by the simultaneous, rapid involvement of at
least two of the following systems:

1. Skin and mucous membranes: hives, diffuse redness, a sensation of heat, erythema,
swelling of the face, lips, tongue, or throat, a feeling of tightness in the throat, difficulty
swallowing. In infants: marbled skin, repeated lip licking.

2. Respiratory system: wheezing, shortness of breath (dyspnea), increased respiratory
effort, hypoxemia, cough; laryngeal symptoms: stridor, voice changes.

3. Cardiovascular System: arterial hypotension, loss of consciousness, dizziness,
unexplained changes in mental status.

In infants: persistent, unexplained tachycardia.

4. Gastrointestinal tract: intense, cramp-like abdominal pain, repeated vomiting, and

Criterion 3:

KNOWN exposure to an
allergen

In infants — a hoarse cry.

changes in mental status.

The manifestation of any one of the following systemic disorders (regardless of the
time elapsed since exposure to the allergen):

Respiratory system: wheezing, shortness of breath (dyspnea), increased respiratory effort,
hypoxemia, cough; laryngeal symptoms: stridor, voice changes following exposure to a non-
inhalated allergen (such as food allergen, medication, or an insect bite). |

2. Cardiovascular system: hypotension, loss of consciousness, dizziness, unexplained

In infants: persistent, unexplained tachycardia.

=—=—— ASTHMA AND ALLERGY . 3 . (25) - 2026

ISSN 2307-3373



KNIHIYHUIA BUNAROK

Table 2. A Comparative Analysis of the WAO (2020) and GA*LEN (2025) Consensus Criteria

Indicator

WAO (2020) Criteria

New GA’LEN tool (2025)

Diagnostic Framework
simplicity)

2 rigid points (an attempt for maximum

3 flexible clinical scenarios (depending on
exposure to the trigger)

Scenario without
known contact

Requires a combination of skin/mucous
membrane AND (breathing OR blood
pressure OR severe gastrointestinal symptom). | cardiovascular disorders)

Requires a combination of skin/mucous
membrane AND (breathing OR

Status of severe

Considered an additional manifestation

They became a fully-fledged, equivalent

gastrointestinal (primarily for non-food allergens). criterion in Scenario 2 (even for food
symptoms triggers)

Known contact with an | May cause isolated respiratory AND/OR Clearly states: the sudden onset of an
allergen cardiovascular disorders. isolated respiratory or cardiovascular

disorder is sufficient

Clinical focus
anaphylaxis.

Aimed at standardizing the definition of

Aimed at minimizing hypodiagnosis and
facilitating rapid decisions regarding the
administration of epinephrine

1. Typical skin symptoms (generalized urticaria,
angioedema) in combination with significant abnor-
malities in at least one other organ system (respirato-
ry, cardiovascular, or gastrointestinal);

2. Rapid onset of isolated respiratory and/or car-
diovascular abnormalities upon exposure to a known
or suspected allergen for this patient.

However, this simplification of the criteria had a
downside, as it often led to underdiagnosis of ana-
phylaxis in emergency care settings. The rigid
two-component protocol complicated the diagnosis
of anaphylaxis, causing physicians to have doubts
when the condition presented in a non-typical pat-
tern.

The new clinical guidance Anaphylaxis Clinical
Support Tool (GA”LEN, 2025) successfully address-
es this issue [ 1]. Instead of a standardized definition,
it offers a flexible, tactical approach, categorizing
patients into three distinct clinical scenarios based
on the presence and certainty of allergen exposure
(Table 1)

The updated diagnostic approach requires that
even early, systemic reactions that are just beginning
to develop during allergen immunotherapy (in par-
ticular, subcutaneous administration of allergens) be
considered and treated as anaphylaxis.

Despite the expansion of diagnostic criteria, differ-
ential diagnosis remains critically important in clinical
practice. The symptom complex of anaphylaxis must be
carefully distinguished from other acute conditions that
present with a similar clinical picture, in particular severe
exacerbations of bronchial asthma, isolated localized
angioedema, vasovagal syncope (fainting), as well as
acute anxiety attacks and panic attacks.

5. Algorithm for Providing Emergency Care for
Anaphylaxis in Children (based on the official
2025 guidelines of the European Resuscitation
Council (ERC))

In pediatric practice, immediate recognition and
urgent treatment of anaphylaxis are critical to prevent-
ing asphyxia and cardiac arrest. The current European
Resuscitation Council (ERC 2025) protocol [27] out-
lines the following sequence of actions:

Step 1. Initial assessment and elimination of the
trigger

Immediate recognition: the condition is typically
characterized by an acute onset and rapid progression
of cutaneous, respiratory, cardiovascular, and/or severe
gastrointestinal symptoms.

Elimination of the allergen: if possible, administra-
tion of or contact with any potential allergen must be
immediately stopped.

Step 2. Emergency Administration of Epinephrine
(First-Line Treatment)

Epinephrine (1 mg/mL) must be immediately
administered intramuscularly (IM) into the anterolat-
eral surface of the middle third of the thigh.

Dosage - 0,01 mg/kg (maximum single dose 0,5 mg).

Quick dosage guide by age (if weight is unknown):

1-5 year olds: 0,15 mg IM (or an autoinjector
with the appropriate dosage);

6-12 year olds: 0,3 mg IM or an autoinjector with
the appropriate dosage);

over 12 years of age: 0,5 mg IM.

Repeated administration of epinephrine. If symp-
toms persist, repeat the specified dose of epinephrine
intramuscularly every S minutes.
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The official approval by the U.S. Food and Drug
Administration (FDA) and the European Medicines
Agency (EMA) of the first nasal epinephrine spray was
a true breakthrough. The nasal form eliminates the fear
of injections among children, their parents, and teach-
ers, which dramatically simplifies the administration of
first aid in critical situations. Studies have confirmed
that the bioavailability of epinephrine in spray form and
its onset of action are equivalent to intramuscular injec-
tion, and that absorption remains effective even in the
presence of concomitant rhinitis. Intranasal epinephrine
solution is recommended for children at a dose of one
spray in each nostril: 2 mg/0.1 mL for children weighing
more than 30 kg, and 1 mg/0.1 mL for children weigh-
ing between 15 kg and 30 kg,

According to current international standards [1,
27, 28], there is no strict limit on the total number of
intramuscular doses of epinephrine. The remedy is
administered as many times as the situation requires to
save the patient’s life. However, the recommendations
mentioned above clearly define the critical points at
which treatment strategies should be adjusted. Thus, if
the expected therapeutic effect is not achieved after the
administration of 2 intramuscular doses of epinephrine,
the condition is classified as refractory anaphylaxis,
which, in particular, calls for a switch to an intravenous
titrated infusion of epinephrine. However, this procedure
is performed exclusively in an intensive care unit under
continuous cardiac monitoring (ECG, blood pressure,
pulse oximetry) due to the high risk of arrhythmia and
hemodynamic instability.

Step 3. Positioning and Oxygen

Assess using the ABCDE criteria and continuously
monitor vital signs.

Optimize body positioning. Place the child in a posi-
tion appropriate for the predominant set of symptoms.

If there are signs of shock (the child is pale, impaired
consciousness/ lost consciousness, low blood pressure),
place the child in a strictly horizontal supine position
with the legs elevated. This positioning is critical for pre-
venting the development of “empty heart syndrome,”
since distributive shock is characterized by massive vaso-
dilation and redistribution of blood. The patient must
not suddenly stand up or sit down, as this can trigger an
immediate and irreversible vascular collapse.

Ifsigns of respiratory failure are predominant (wheez-
ing, stridor, cyanosis of the lips), the patient should be
placed in a sitting or semi-sitting position (to facilitate
chest excursion and reduce shortness of breath).

CLINICAL CASE

Owxygen therapy. The administration of 100 % oxy-
gen should be prescribed for all children exhibiting
signs of respiratory failure, as well as for patients who
have required more than one dose of epinephrine.

Step 4. Ensuring airway patency and vascular
access

Airway management. Early tracheal intubation
should be considered in cases of progressive respiratory
distress or if there is a risk of laryngeal or tongue edema.
Since maintaining airway patency under such condi-
tions is technically challenging, it is essential to imme-
diately call a qualified pediatric anaesthesiologist expe-
rienced in complex intubation techniques.

Volemic support. To catheterize a peripheral vein or
establish intraosseous access.

For hemodynamic stabilization and management
of shock, administer a bolus of crystalloid solutions at a
rate of 10 mL/kg.

Step S. Additional therapy

To relieve symptoms of bronchospasm, short-acting
inhaled (2-agonists (salbutamol) should be used as
adjunctive therapy to the baseline intramuscular admin-
istration of epinephrine.

Expert assistance. If the symptoms persist and more
than two doses of epinephrine are required, immediate-
ly call (consult) a pediatric intensivist.

Step 6. Medical follow-up, second-line therapy,
diagnosis

Following the complete resolution of acute symp-
toms, the duration of inpatient monitoring is no longer
routinely 24 hours, but is determined by an individual risk
stratification for the development of biphasic reactions.

Low-risk group: if symptoms resolved quickly and
completely after administration of the first (single)
dose of epinephrine, the observation and monitoring
period may be shortened to 2-4 hours.

High-risk group: patients with severe anaphylaxis
accompanied by hypotension, requiring multiple doses
of epinephrine, as well as those with concomitant
severe bronchial asthma or mastocytosis, require pro-
longed monitoring (6-12+ hours).

Once the patient’s condition has stabilized, sec-
ond-line medications may be used. Antihistamines are
indicated exclusively for the treatment of isolated skin
symptoms such as itching and urticarial rash.
Glucocorticosteroids are recommended for patients
with concomitant bronchial asthma.
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During the acute phase, it is recommended to draw
blood in order to measure serum tryptase levels for the
purpose of retrospectively confirming mast cell degran-
ulation (ideally within 1-2 hours of symptom onset).

6. A new era in the treatment of food allergies:
A comprehensive approach based on the
updated EAACI standards
The current strategy for managing patients with

IgE-mediated food allergy has undergone a fundamen-

tal paradigm shift. While the traditional approach

involved passively waiting for spontaneous remission
while following a strict elimination diet, the updated
guidelines from the European Academy of Allergy and

Clinical Immunology (EAACI, 2025) call for a shift

toward active management [29].

The final recommendations of the working group
systematize clinical approaches in five key areas; the
fundamental differences between these approaches and
previous guidelines are presented in Table 3.

Clinical Glossary EAACI Guidelines 2025

Desensitization is a temporary increase in the
sensitivity threshold, during which a patient can safely
consume a certain amount of an allergen exclusively
while undergoing therapy (once treatment is discontin-
ued, the protective effect disappears and sensitivity
returns).

Remission, or persistent lack of reactivity, is the
ability to safely consume a specified amount of a prod-
uct after discontinuing active treatment for a certain
period of time (sustained clinical tolerance following
discontinuation of therapy).

Tolerance is the body’s persistent ability to con-
sume food without developing any symptoms, regard-
less of the amount or frequency with which the food is
consumed (full recovery).

Detailed description of key management focus

areas according to EAACI 2025

Dietary management of patients

The cornerstone of treatment remains the ratio-
nal limitation of exposure to the causative factor:
experts have issued a strong recommendation
(despite the low certainty of the evidence) that
patients must avoid a specific food allergen or the
form of that allergen to which they have a confirmed
clinical reaction. At the same time, a strict inclusive
approach to diet planning has been adopted. Based
on moderate levels of evidence, a strong recommen-
dation is made regarding the need for long-term and
regular consumption of all other foods that the
patient can tolerate. This helps prevent iatrogenic
nutritional deficiency and support natural immune
tolerance.

Table 3. A paradigm shift in food allergy management: a comparative analysis

Area Traditional Approach Modern Concept (EAACI 2025)
Patient management A passive “watch-and-wait” approach, with | Active management: early prophylactic
strategy monitoring of spontaneous resolution over |introduction of allergens into the diet,
time. individualized dietary algorithms, and active
immunomodulatory interventions.
Philosophy of dietary Total elimination based on the “just in case” | Maximum range and inclusivity: foods that the
therapy principle. Strict diets that led to nutritional | patient can actually tolerate are kept in the diet.

children.

deficiencies and developmental delays in

Introduction of heat-treated foods (baked milk
and egg products).

Specific immunotherapy |Lack of etiological treatment.

Treatment was limited to managing
symptoms in cases of accidental exposure.

Allergen-specific immunotherapy (ASIT): oral
(POIT), sublingual (SLIT), and epicutaneous
(EPIT) therapy to increase the sensitivity
threshold.

Pharmacotherapy Extensive post-factum symptomatic Target biological therapy:
treatment (routine and often unjustified the use of omalizumab (anti-IgE) for
prescribing of antihistamines and systemic | desensitization of patients with multiple
steroids). allergies, minimization of the risk of anaphylaxis,
and preventive protection.
Psychological support The psychological well-being of the child | Official recognition of allergy-related anxiety

considered secondary.

and the parents was either ignored or

as a factor contributing to severe distress for the
entire family. It is recommended to involve
clinical psychologists and utilize cognitive-
behavioral therapy (CBT).
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Psychological support

For the first time, the guidelines devote specific
attention to the mental health of families. Based on low
certainty of evidence, a conditional recommendation
has been formulated regarding the advisability of
involving qualified healthcare professionals to provide
psychological support to certain categories of patients
and their parents (caregivers) with the aim of reducing
allergy-related anxiety and improving quality of life.

Emergency care organization and treatment

plans

To minimize the risk of fatal consequences from
accidental contact with a trigger, the EAACI insists on
the implementation of clear safety protocols. The fol-
lowing are mandated as strong recommendations (with
low certainty of evidence):
1. Development of a personalized written manage-
ment plan for each patient.
2. Mandatory prescription and constant carrying of
epinephrine autoinjectors (EAIs) by individuals with a
documented risk of anaphylaxis.
3. Conducting structured, comprehensive trainining
for patients, their parents (or legal guardians), as well as
staff at children’s institutions (caregivers, teachers) on
how to recognize the early signs of anaphylaxis and the
proper use of Els.

Food allergen-specific immunotherapy (ASIT)

All types of desensitization carry a potential risk of
systemic side effects; therefore, the working group issued
a strong recommendation (level of evidence: low) that
any food ASIT protocols be conducted exclusively under
the supervision of an experienced clinical team trained in
providing emergency care for anaphylaxis.

Peanut allergy: has the strongest evidence base.
Peanut oral immunotherapy (POIT) for children and
adolescents has received a strong recommendation
based on high certainty of evidence. The epicutaneous

CLINICAL CASE

method (EPIT) and the sublingual variant (SLIT) are
proposed as alternative desensitization approaches at
the level of conditional recommendations (certainty of
evidence: high and moderate, respectively).

Allergies to chicken eggs and cow’s milk: oral
ASIT for eggs or milk is recommended as a conditional
recommendation (low quality of evidence), primarily
for children over 4 years of age and adolescents with
persistent forms of the disease (given the high frequen-
cy of spontaneous development of natural tolerance in
early childhood).

Biologic medications in Allergy Medicine

The use of monoclonal antibodies has marked a new
step forward in the management of this condition. Based
on moderate levels of evidence, experts have issued a con-
ditional recommendation regarding the use of omalizum-
ab (anti-IgE therapy) to successfully desensitize patients
to one or more food allergens simultaneously.

Based on the results of the groundbreaking
OUTMATCH study led by R. Wood and co-authors
[30], omalizumab as monotherapy enables patients
with multiple food allergies to safely tolerate significant
doses of peanuts, milk, eggs, and cashews. Given its
high clinical efficacy, this drug has already been official-
ly approved by regulatory agencies (including the
FDA) for the treatment of food allergies in children
aged 1 year and older.

Thus, the integration of allergen-specific immuno-
therapy, targeted biologics, and mandatory psychologi-
cal support within the EAACI 2025 strategy facilitates a
shift from passive patient isolation to the controlled
development of immune tolerance and an improve-
ment in the patient’s quality of life.

ANALYSIS OF CLINICAL CASES

Clinical Case No. 1

A girl, 4 years old.

She was born following a full-term pregnancy in a
normal delivery.

Table 4. Criteria for prescribing epinephrine auto-injectors (AIA) for IgE-mediated food allergy (accord-
ing to current EAACI guidelines)

Absolute indications

Relative indications

Previous epidodes of food anaphylaxis
Concomitant unstable or moderate/severe
persistent bronchial asthma

Concomitant systemic mastocytosis

An allergic reaction to foods that are commonly associated with
anaphylaxis

An allergic reaction to minimal (trace) amounts of food
Adolescence or young adulthood (due to the high risk of dietary
violations)

Geographical distance from medical care or extended trips abroad
Patients currently undergoing ASIT for food allergy
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She was breastfed for 8 months, during that time
the mother did not follow any specific diet.

There is an aggravated family history: the mother
suffers from hay fever, and the father is allergic to cats.

Medical history: The girl has had symptoms of
atopic dermatitis since birth (dry skin, recurrent rashes
of unknown origin on her body, which resolved after a
short course of antihistamines).

At 11 months of age, the child experienced ana-
phylaxis for the first time in her life after consuming a
crushed lozenge containing lysozyme (generalized rash
over the body, itching, swelling around the eyes and lips,
vomiting). The emergency medical team administered
dexamethasone and chloropyramine. Up to that point,
eggs had never been introduced into the child’s diet.

Introducing crushed lozenges to a young child
carries several risks: legal liability for off-label use of the
medication, the risk of aspiration, and the individual
risk of a severe allergic reaction.

After their child experienced an anaphylactic reac-
tion, the parents followed an egg-free elimination diet
and kept a first-aid kit on hand for emergency treat-
ment.

When the girl was 1 year and 3 months old, she
experienced a second anaphylactic reaction (severe
rhinoconjunctivitis, vomiting, restlessness) after acci-
dentally ingesting a lightly fried egg (one teaspoon).
Her mother administered epinephrine using an auto-in-
jector. The ambulance crew administered ondansetron
and prescribed desloratadine.

The allergist provided the following long-term
recommendations:

1. A diet that completely and strictly excludes
eggs and egg products.

2. Ensuring the availability of two epinephrine
auto-injectors. During the visit, the parents received
repeated training on how to recognize symptoms of
anaphylaxis in their child, as well as the rules and
procedure for administering emergency treatment.
3. Vitamin D

4. Skin moisturizing.

Oral provocation test with an egg

At age 2, an oral egg provocation test was per-
formed in a hospital setting. The child asymptomatical-
ly consumed muffins containing egg (baked at 180°C
for 30 minutes), reaching a cumulative dose of 1.5 g of
egg protein.

Thus, after 9 months of complete elimination of
eggs from the diet, the process of developing oral toler-

ance to eggs was successfully initiated by using the food
ladder method at home.

After receiving the results of the oral food provoca-
tion test, the mother began introducing foods containing a
minimal amount of egg on a daily basis, but only those that
had been thoroughly cooked (muffins, cookies, crackers,
egg noodles) — Step 1 of the egg ladder. At the same
time, she strictly avoided giving the child eggs as a separate
food item (boiled or fried). This stage lasted 4 months.

Over the next 4 months, the duration of heat treat-
ment was reduced, and the number of egg-based dishes
(pancakes, crepes, waffles, cutlets, meatballs) was grad-
ually increased — Step 2 of the egg ladder.

Introduction of well-cooked egg dishes - Step 3 of
the egg ladder. For S months, the girl ate hard-boiled
eggs (15 minutes), toast, or vegetables baked or fried in
an egg-and-milk mixture or egg batter.

The consumption of eggs after light heat treatment
is step 4 of the egg ladder. At this stage, the patient is
currently consuming omelets, scrambled eggs, custard,
and boiled egg sauce (10 minutes). This stage allows
for the consumption of a sufficient amount of egg
white, but only when cooked, and includes a warning
against including raw forms of the product in the diet.

Step S of the egg ladder — consuming raw or nearly
raw egg components—was something that mom delib-
erately avoided.

At 3 years and 10 months of age, the girl developed
mild acute urticaria after consuming a tablespoon of mini-
mally cooked eggs. For breakfast, her father prepared 8
egg whites for himself, cooked for 1-2 minutes, which he
sometimes eats after exercising. After taking antihista-
mines, the symptoms regressed in 45 minutes.

The girl underwent molecular testing using the
ImmunoCAP method three times to determine specific
IgE levels to egg components.

Ovomucoid (Gal d 1) is the primary and most
aggressive allergen in chicken egg white. The level of
specific antibodies decreased from 3.53 to 0.2 kU/L.

Dynamics of ovalbumin (Gal d 2) from 9.47 to 1.59
kU/L, and lysozyme (Gal d 4) from 9.9 to 1.81 kU/L.

This clinical case demonstrates successful treatment
and the development of egg tolerance in a child with a
medical history of two episodes of anaphylaxis.

Clinical Case No. 2

Aboy, 2 years and 3 months old.

He was born of his mother’s first pregnancy and
first delivery. The pregnancy, delivery, and neonatal
period proceeded without complications.
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Figure 1. Shows the dynamics of specific IgE (sIgE) levels (molecular components)
for egg in a child with a history of anaphylaxis during allergy treatment based on

the food ladder method.

There is a family history of allergies: the mother has
been diagnosed with hay fever, and the father with chronic
urticaria.

The first signs of an allergic condition appeared at 2
months of age following consumption of a fermented milk
formula and were characterized by the appearance of mac-
ulopapular rashes on the skin. Based on the clinical pre-
sentation, the family doctor diagnosed an allergy to cow’s
milk proteins. The child was recommended to be fed a
formula based on extensively hydrolyzed whey proteins
for six months, and a short course of treatment with anti-
histamines was also prescribed.

At 8 months of age, an acute systemic allergic reac-
tion developed approximately 7 minutes after consuming
one teaspoon of yogurt. The clinical presentation included
generalized urticaria and angioedema, repeated vomiting,
and respiratory symptoms such as a dry cough and short-
ness of breath. Upon arrival, the emergency medical
team diagnosed anaphylactic shock and administered
emergency treatment, which included the administration
of epinephrine, ondansetron, and salbutamol.

Another episode of anaphylaxis occurred at 1 year
and 3 months of age following the consumption of milk
chocolate. The reaction was accompanied by a combina-
tion of cutaneous, gastrointestinal, and respiratory symp-
toms. Before medical personnel arrived, the mother
administered epinephrine to the child on her own.

As part of a follow-up allergy evaluation, molecular
diagnostics were performed using the ALEX-3 test. High
levels of specific IgE to the major protein components of

cow’s milk were detected: a-lactalbumin (Bos d 4) - 37.45
kUA/L, B-lactoglobulin (Bos d 5) - 28.25 kUA/L, and
casein (Bos d 6) - 32.45 kUA/L.

Based on the patient’s medical history, clinical pre-
sentation, and laboratory test results, the following recom-
mendations were provided to the parents:

1. Complete exclusion of milk and all milk-containing
products from the child’s diet for at least six months,
followed by a reassessment of the child’s condition and a
review of the management strategy. At this stage, oral
challenge tests are contraindicated.

2. Always carrying two epinephrine auto-injectors.
Parents have been retrained on the early recognition of
anaphylaxis symptoms, the algorithm for providing
emergency care, the technique for using an auto-injector,
and the administration of antihistamines

Thus, treating a patient with a medical history of food
anaphylaxis allows for the identification of a “window of
opportunity” to reconsider reintroducing the food, but this
must be supported by an accurate diagnosis, supervision by
an experienced team in an inpatient setting, and only after
an elimination period lasting at least 6 months.

Conclusions and perspectives for future

development

Based on the analysis of current international con-
sensus and evidence-based data, several key points can
be made.

Anaphylaxis remains a purely clinical diagnosis.
Detecting elevated levels of tryptase in blood plasma
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and histamine in urine allows for retrospective labora-
tory confirmation of this condition; however, such tests
should under no circumstances delay the initiation of
treatment, as the results are not available quickly. The
first step in emergency management at the slightest
suspicion of anaphylaxis is the immediate administra-
tion of epinephrine.

A long-term monitoring of patients (long-term
management) should focus on accurately identifying
triggers by taking a detailed medical history, specific
IgE testing, skin prick tests, or provocation tests,
although up to 10 % of anaphylaxis cases remain idio-

pathic. After stabilization, each patient (or parents)
should receive a written, individualized action plan and
have constant access to epinephrine autoinjectors or
nasal sprays for self-administration.

At this stage, there remains an urgent need to
ensure global access to epinephrine delivery systems,
standardize severity assessment criteria, improve medi-
cal education, and integrate digital health tools. Further
research into biomarkers, genetic profiles, and cofac-
tors of anaphylaxis is a priority area that will help opti-
mize the diagnosis, prevention, and dynamic monitor-
ing of this life-threatening condition.

AHAQUIAKTUMHUIA LLOK Y AITER, CMPUMUHEHUA XAPYOBUMMU ANIEPTEHAMM:
CYYACHI NIAXOAU A0 AIATHOCTUKU TA CTAHAAPTU HEBIAKNAAHOI AONOMOT Y

B KNNIHIYHUX BUNAOKAX
J1. B. bew, O. . Mautopa, 3. J1. Cntozap O. I. Bopuciok

AHT «JIbsigcokuli HayioHaneHUl MeouyHUU yHieepcumem imeHi JaHuna [anuybkozo», Jlesis, YkpaiHa

Pestome. Y CTaTTi BUCBITAGHO Cy4acHy MApapUrMy AlQarHOCTHKM Ta aKTUBHOTO BEAGHHS IAIEHTIB i3 XapuyOBOI aAeprieio i
aHadirakciero y mepiarpuyniit mpakrui. [Tpoanasisosano eBoatomito kainiynux kpurepiis WAO ta EAACI 2025 poxy, cnermdixy
«Macok» aHaQiAaKcCil y AiTell paHHBOTO BiKy Ta CKACYBaHHA JKOPCTKMX YacOBUX paMok MaHiecrarii. HaBepeHO moxpoxosuit
AATOPHTM HEBIAKAAAHOI AOIIOMOTH BiAIIOBIAHO A0 HaiiHOBimmx pexomenpanist ERC 2025 (Paediatric Life Support), HPUHIUIN
crpatuikanii pusuKy 0ipasHUX peakiil Ta epCHIeKTHBI BUKOPUCTAHHS Ha3aABHOTO aAPEHAAIHY.

Mema docaidncenns TpoOAHAAISyBATH ABA KAIHIYHI BUITAAKH TALJi€HTIB 3 aHA(iAAKCi€I0 Ta MOLIYK MOXKAHBOCTEH (GOPMyBaHHS
Xap40BOI TOAEPAHTHOCTI, BPAXOBYHOYH CyJacHi aATOPUTMH.

Mamepiasu ma memodu docridnenns. AHaAi3 AAHUX iCTOPIiil XBOPOOH MAIi€HTiB, Pe3yAbTATIB KAIHIYHMX Ta AAOOPATOPHHX
AOCAIA)KEHbD.

Pesyarvmamu docaidxncenns. Y AIBIMHKN BikoM 4 poku 6yAo ABa Bunaaku aHadirakcii (11 micsuis, 1 pix 3 Micsui) micas BxuBaHHA
ABOASIHHKA 3 AI3OIIMIMOM Ta IiCAS BKMBAaHHS i, Ilicas TpuBaaoi eAiMiHaIifHOI Al€TH i MPOBeAEHHX OpPaAbHO-TIPOBOKAIHHUX
1po6 6yAO pO3IIOYATO AIKYBAHHSI METOAOM SIEYHOI ApabUHI. B AnHaMil cocTepiraAocs 3MeHIIeHHs PiBHS ClIeU(IYHIX AHTUTIA AO
KOMIOHeHTIB siist: oBomykoia (Gal d 1) i3 3,53 po 0,2 kU/L, osaab6ymin (Gal d 2) i3 9,47 a0 1,59 kU/L, izoram (Gal d 4) i3 9,9
A0 1,81 kU/L. AutnHa ycmimHo ovaaa ToAepyBary sifiie 3 A0OpUM piBHeM TepMiYHOI 06po6KH. Y XA0m4KKa BIKOM 2 poku 3 Micsni
3adikcoBaHO ABa BuNaAKu aHadirakcii (8 micauis, 1 pik 3 Micsli) micAs BXMBAHHA MOAOYHUX IIPOAYKTIB. Pe3yAbTaTy mpoBeAeHOi
MOAEKYASIPHOI AlATHOCTHKE AO3BOAMAM BISIBUTH BUCOKI piBHi cienuéiunmx IgE A0 0cHOBHYX 6IAKOBHX KOMIIOHEHTIB KOPOB sMOr0
MOAOKa: a-AakTaabbyminy (Bos d 4) — 37,45 KUA/L, B-aakrorao6yainy (Bos d §) - 28,25 kUA/L ta xaseiny (Bos d 6) — 32,45
kUA/L. 3 ypaxyBaHHSM aHAMHECTHYHUX AAHHX, KAIHIYHOI KAPTUHI Ta PE3yABTATIB AAOOPATOPHOTO AOCAIAKEHHS PEKOMEHAOBAHO
TIOBHICTIO BUKAIOYATU MOAOKO Ta BCi IIPOAYKTH IJOHAMMeHIIe Ha IICTh MiCAILIiB.

Bucnosxu. 1. AixyaHHA MmalieHTa 3 XapuoBOI0 aHAaPiAAKCi€I0 B aHAMHE31, AO3BOASIE ITYKATH «BiKHO MOXXAMBOCTEH>» AASI IIEPETAIAY
TUTAHHS IOBTOPHOTO BBEACHHS IIPOAYKTY, A€ BCe Ije [IOBHHHO OYTH MAKpIlAeHe TOYHO0 AJATHOCTHKOIO, CYTIPOBOAOM AOCBIAYEHO]
KOMaHAH B YMOBAX CTaIliOHAPY Ta BUKAIOYHO MiCASI ITepioAy eAiMiHalii, sika Ma€ TpuBaTy moHaiiMeHme 6 Micsnis. 2. [TamienTn 3
BUCOKMM PU3HKOM aHadirakcii MalOTh OyTH 3abe3IedeHi IpenapaToM epIoi AiHii — apApeHaAIHOM i MaTH 4iTKi IHCTPYKIIT IOAO AlfL.

Kawuogi cao6a: anadirakcis, AiTH, XapyoBa aAepris, MOAEKYASIPHA AlaTHOCTHKA, aAPeHAAIH.

Conflict of interest. The authors declare that there is are no conflicts of interest.

Kondaikr inTepecis. ABTopH 3agBASIOTH IPO BIACYTHICTb KOHQAIKTY iHTEpeCiB.

Aexaapanis eruxm. ITip yac mArOTOBKY KAIHIYHOTO BHITAAKY AOTPHMAHO HPHUH-
IIMIiB KOH(iASHIIMHOCTI IepCOHAABHUX AAHHX NMarlieHTa. [Hpopmarito moaa-
HO B y3araAbHEHOMY BUTASIAL 6€3 PO3KPHTTS epCOHAABHUX ipeHTHIKALif-
HUX AQHHX.

Axepeaa piHaHCYBaHHA. \OCAIAKEHHS He OTPUMAAO 30BHIIIHBOI (iHaHCOBOI
MiATPUMKH.

Ethics Declaration. Patient confidentiality principles were strictly observed
accounted for during the preparation of this clinical case report. The
information is presented in generalized form without disclosing any personal
identification data.

Sources of Funding. This study did not receive any external financial support.

ACTMA TA ANTEPTIA « 3 + (25) + 2026

http://asthma-allergy.com.ua



10.

11.

12.

13.

14.

1S.

REFERENCES
Cardona V, Ansotegui IJ, Ebisawa M, et al. World allergy organization anaphy-
laxis guidance 2020. World Allergy Organ J. 2020;13(10):100472. DOL:
https://doi.org/10.1016/j.waojou.2020.100472.
Muraro A, Worm M, Alviani C, et al; European Academy of Allergy and
Clinical Immunology, Food Allergy, Anaphylaxis Guidelines Group. EAACI
guidelines: Anaphylaxis (2021 update). Allergy. 2022;77(2):357-377.
DOI: https://doi.org/10.1111/all.15032.
Cardona V. Overview of allergic disease: Anaphylaxis - WAO White Book on
Allergy 2026 - 2.11. World Allergy Organ J. 2026;19(3):101338. DOI:
https://doi.org/10.1016/j.waojou.2026.101338.
Golden DBK, Wang J, Waserman S, et al. Anaphylaxis: A 2023 practice param-
eter update. Ann Allergy Asthma Immunol. 2024;132(2):124-176. DOL:
https://doi.org/10.1016/j.anai.2023.09.015.
Pithringer V, Jilma B, Herkner H. Population-based incidence of all-cause
anaphylaxis and its development over time: a systematic review and meta-anal-
ysis. Front Allergy. 2023;4:1249280. DOI: https://doi.org/10.3389/
falgy.2023.1249280.
Fowler ], Lieberman P. Pathophysiology of immunologic and nonimmunolog-
ic systemic reactions including anaphylaxis. Immunol Allergy Clin North Am.
2022;42(1):27-43. DOL: https://doi.org/10.1016/j.iac.2021.09.011.
Greenhawt M, Gupta RS, Meadows JA, et al. Guiding Principles for the
Recognition, Diagnosis, and Management of Infants with Anaphylaxis: An
Expert Panel Consensus. ] Allergy Clin Immunol Pract. 2019;7(4):1148-
1156.e5. DOL: https://doi.org/10.1016/j.jaip.2018.10.052.
Sampson HA. Food allergy: Past, present and future. Allergol Int.
2016;65(4):363-369. DOL: https://doi.org/10.1016/.alit.2016.08.006.
Shaker MS, Wallace DV, Golden DB, et al. Anaphylaxis: a 2020 practice
parameter update, systematic review, and GRADE analysis. ] Allergy Clin
Immunol. 2020;145(4):1082-1123. DOI: https://doi.org/10.1016/j.
jaci.2020.01.017.
Johansson SG, Bieber T, Dahl R, et al. Revised nomenclature for allergy for
global use: Report of the Nomenclature Review Committee of the World
Allergy Organization, October 2003. J Allergy Clin Immunol.
2004;113(5):832—836. DOL: https://doi.org/10.1016/j.jaci.2003.12.591.
Simons FE, Ardusso LR, Bilo MB, et al. World Allergy Organization guidelines
for the assessment and management of anaphylaxis. World Allergy Organ J.
2011;4(2):13-37. DOL: https://doi.org/10.1097/WOX.0b013e318211496c.
Sampson HA, Munoz-Furlong A, Campbell RL, et al. Second symposium on
the definition and management of anaphylaxis: summary report—Second
National Institute of Allergy and Infectious Disease/Food Allergy and
Anaphylaxis Network symposium. J Allergy Clin Immunol. 2006;117(2):391-
397. DOL: https://doi.org/10.1016/j.jaci.2005.12.1303.
Lieberman P, Nicklas RA, Oppenheimer J, et al. The diagnosis and manage-
ment of anaphylaxis practice parameter: 2010 update. ] Allergy Clin Immunol.
2010;126(3):477-480.e42. DOL: https://doi.org/10.1016/j.jaci.2010.06.022.
Turner PJ, Worm M, Ansotegui IJ, et al; WAO Anaphylaxis Committee. Time
to revisit the definition and clinical criteria for anaphylaxis? World Allergy
Organ J. 2019;12(10):100066. DOL: https://doi.org/10.1016/j.wao-
jou.2019.100066.
Campbell RL, Li JT, Nicklas RA, Sadosty AT; Members of the Joint Task

16.

17.

18.

19.

20.

21.

22.

23.

24.

25.

26.

27.

28.

29.

30.

CLINICAL CASE

Force; Practice Parameter Workgroup. Emergency department diagnosis and
treatment of anaphylaxis: a practice parameter. Ann Allergy Asthma Immunol.
2014;113(6):599-608. DOL: https://doi.org/10.1016/j.anai.2014.10.007.
Pumphrey RS. Lessons for management of anaphylaxis from a study of fatal
reactions. Clin Exp Allergy. 2000;30(8):1144-1150. DOI: https://doi.
org/10.1046/j.1365-2222.2000.00864.x.

Bock SA, Muiioz-Furlong A, Sampson HA. Further fatalities caused by ana-
phylactic reactions to food, 2001-2006. J Allergy Clin Immunol.
2007;119(4):1016-1018. DOI: https://doi.org/10.1016/j.jaci.2006.12.622.
Pouessel G, Turner PJ, Worm M, et al. Food-induced fatal anaphylaxis: From
epidemiological data to general prevention strategies. Clin Exp Allergy.
2018;48(12):1584-1593. DOLI: https://doi.org/10.1111/cea.13287.

Turner PJ, Gowland MH, Sharma V, et al. Increase in anaphylaxis-related
hospitalizations but no increase in fatalities: an analysis of United Kingdom
national anaphylaxis data, 1992-2012. J Allergy Clin Immunol.
2015;135(4):956-963.e1. DOL: https://doi.org/10.1016/jjaci.2014.10.021.
Tejedor Alonso MA, Moro Moro M, Migica Garcia MV. Epidemiology of
anaphylaxis. Clin Exp Allergy. 2015;45(6):1027-1039. DOI: https://doi.
org/10.1111/cea.12418.

Turner PJ, Baumert JL, Beyer K, Boyle RJ, et al. Can we identify patients at risk
of life-threatening allergic reactions to food? Allergy. 2016;71(9):1241-1258.
DOI: https://doi.org/10.1111/all.12924.

Baseggio Conrado A, Patel N, Turner PJ. Global patterns in anaphylaxis due
to specific foods: A systematic review. ] Allergy Clin Immunol.
2021;148(6):1515-1525.e3.  DOI:  https://doi.org/10.1016/j.
jaci.2021.03.048.

Turner PJ, Campbell DE, Motosue MS, Campbell RL. Global Trends in
Anaphylaxis Epidemiology and Clinical Implications. J Allergy Clin Immunol
Pract.  2020;8(4):1169-1176. DOIL:  https://doi.org/10.1016/j.
jaip.2019.11.027.

Commins SP, Kelly LA, Rénmark E, James HR, et al. Galactose-a-1,3-
galactose-specific IgE is associated with anaphylaxis but not asthma. Am ]
Respir Crit Care Med. 2012;185(7):723-730. DOL: https://doi.org/10.1164/
rccm.201111-20170C.

Comberiati P, Innocenti F, Bernardini R, et al. Diagnosis and management of
anaphylaxis in children. Glob Pediatr. 2024;7:100106. DOI: https://doi.
org/10.1016/j.gpeds.2023.100106.

Rona RJ, Keil T, Summers C, et al. The prevalence of food allergy: a meta-anal-
ysis. ] Allergy Clin Immunol. 2007;120(3):638-646. DOI: https://doi.
org/10.1016/j.jaci.2007.05.026.

Djakow J, Turner NM, Skellett S, et al; ERC Paediatric Life Support Writing
Group collaborators. European Resuscitation Council Guidelines 2025
Paediatric Life Support. Resuscitation. 2025;215 Suppl 1:110767. DOI:
https://doi.org/10.1016/j.resuscitation.2025.110767.

LoVerde D, Iweala O, Eginli A, et al. Anaphylaxis. Chest. 2018;153(2):528~
543. DOL: https://doi.org/10.1016/j.chest.2017.07.033.

Santos AF, Riggioni C, Agache I, et al. EAACI guidelines on the management
of IgE-mediated food allergy. Allergy. 2025;80(1):14-36. DOLI: https://doi.
org/10.1111/all.1634S.

Wood RA, Togias A, Sicherer SH, Shreffler WG, et al. Omalizumab for the
Treatment of Multiple Food Allergies. N Engl ] Med. 2024;390(10):889-899.
DOL: https://doi.org/10.1056/NEJMo0a2312382.

Iumysanna: Bem AB, Mamopa OI, Catosap 3A, bopuciok OIT. AHadisaxTiaHMII MOK Y ATeH, CIPHYHHEHMI XapYOBIMH aAePreHaMH: CyJacHi AXOAM AO AlArHOCTH-
KH Ta CTAHAQPTHU HEBIAKAAAHOI AOTIOMOTH B KAIHIYHUX BUITAAKAX. ACTMA Ta aAepris. 2026;25(3):51-63. DOI: 10.31655/2307-3373-2026-25-3-51-63.

Cited: Besh LV, Matsyura OI, Slyuzar ZL, Borysiuk OP. Anaphylactic shock in children caused by food allergens: current approaches to diagnosis and standards of
emergency care in clinical cases. Asthma and allergy (Ukraine). 2026;25(3):51-63. DOIL: 10.31655/2307-3373-2026-25-3-51-63. Ukrainian.

=—=—— ASTHMA AND ALLERGY . 3 . (25) - 2026

ISSN 2307-3373



KNIHIYHUIA BUNAROK

Biaomocri npo aBTopis

A.B.Bem*

AHT «AbBiBcbKuii HALIOHAABHII MEAMYHMI yHiBepCcUTeT iMeHi Aanuaa ['aaumpkoro>
npodecop kadpeapu neaiaTpii Ta MEAUYHOT reHeTHKH

A. Me. H., podecop

Bya. ITexapcpka 69, 79010, AbsiB, YkpaiHa,

E-mail: Lesya.besh@gmail.com

ORCID iD https://orcid.org/0000-0003-1897-7461

0. 1. Mamopa

AHT «AbBiBCbKuii HALIOHAABHII MEAMYHMI yHiBepCcUTeT iMeHi Aanuaa ['aaumpkoro>
3aBiAyBalu<a KadeApH meaiaTpii Ta MeAMYHOI FeHeTHKH

A. Me. H., podecop

Bya. TTexapcpka 69, 79010, AbsiB, YkpaiHa,

E-mail: omatsyura @gmail.com

ORCID iD https://orcid.org/0000-0003-2656-259X

3. A. Carozap

AHT «AbBiBCbKuii HALIOHAABHII MeAMHMI yHiBepcUTeT iMeHi AaHuaa ['aaumpkoro>
AcucrenTka Kageapy meaiapii Ta MeAUMHOI FeHeTHKI

Aoxrop ¢pirocodii

Bya. ITexapcpka 69, 79010, AbsiB, YkpaiHa,

E-mail: zoryana.slyuzar @gmail.com

ORCID iD https://orcid.org/0000-0001-5001-8063

0. I1. Bopuciox

AHT «AbBiBcbKuii HALIOHAABHII MEAMYHMI yHiBepCUTeT iMeHi Aanuaa ['aaumpkoro>
Aorentka KadeApH meaiaTpii Ta MeAMYHOI FeHeTHKH

Bya. ITexapcpka 69, 79010, AbsiB, YkpaiHa,

E-mail: olenabora@gmail.com

ORCID iD https://orcid.org/0000-0002-4384-230X

Haniitmaa Ao peaakuii / Received: 01.07.2026 p.
ITicas poonpargioannst / Revised: 24.08.2026 p.
Ipuitrsro Ao ApyKy / Accepted: 15.09.2026 p.

Information about autors

L.V.Besh*

State Nonprofit Company “Danylo Halytsky Lviv National Medical University”
Professor, Department of Pediatrics and Medical Genetics

Doctor of Medical Sciences, Professor

69 Pekarska St., 79010, Lviv, Ukraine,

E-mail: Lesya.besh@gmail.com

0. 1. Matsyura

State Nonprofit Company “Danylo Halytsky Lviv National Medical University”
Head of the Department of Pediatrics and Medical Genetics

Doctor of Medical Sciences, Professor

69 Pekarska St., 79010, Lviv, Ukraine,

E-mail: omatsyura @gmail.com

Z.L. Slyazar

State Nonprofit Company “Danylo Halytsky Lviv National Medical University”
Assistant of the Department of Pediatrics and Medical Genetics

PhD

69 Pekarska St., 79010, Lviv, Ukraine,

E-mail: zoryana.slyuzar @gmail.com

0. P. Borysiuk

State Nonprofit Company “Danylo Halytsky Lviv National Medical University”
Associate Professor of the Department of Pediatrics and Medical Genetics

69 Pekarska St., 79010, Lviv, Ukraine,

E-mail: olenabora@gmail.com

ACTMA TA ANTEPTIA « 3 + (25) + 2026

http://asthma-allergy.com.ua



