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TaggedAPTARAP� Anti−immunoglobulin E therapies are an emerging and promising treatment option for food allergies, particularly in patients with multi-
ple food allergies.

TaggedAPTARAEndTaggedAPTARAP� Omalizumab has exhibited promising results when used as monotherapy or in conjunction with oral immunotherapy (OIT) for food aller-
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TaggedAPTARAEndTaggedAPTARAP� Omalizumab seems to increase the reaction dose threshold, decrease the time to reach maintenance OIT and decrease OIT dosing-related
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Objective: To review the safety and efficacy of anti−immunoglobulin E (IgE) monotherapy or as an adjunct to
oral immunotherapy (OIT) in the treatment of IgE-mediated food allergy.
Data Sources: Literature searches were performed using the Excerpta Medica dataBASE, Medline, Scopus, and
PubMed Central to identify articles in English related to food allergy and anti-IgE therapies, including omalizu-
mab and ligelizemab.
Study Selections: Original research articles reviewed include interventional studies, retrospective and prospective
observational studies, peer-reviewed reviews, and systematic reviews. Data were reviewed and summarized.
Results: Here, we discuss the current anti-IgE therapies being studied as a potential treatment option for food
allergy. We also review trial design, safety, and efficacy data on the use of anti-IgE therapies as monotherapy or
in combination with OIT for food allergies. Finally, we discuss clinical trials in progress using omalizumab and
ligelizumab and highlight important clinical considerations.
Conclusion: Over the past 20 years, substantial progress has been made in understanding the potential role of
anti-IgE therapies for food allergy. Anti-IgE therapies seem to be a promising option that may increase reaction
dose thresholds and decrease time to reach OIT maintenance and OIT dosing-related reactions. Two phase 3 trials
are currently in progress studying anti-IgE potential monotherapy for the treatment of peanut and multifood
allergies. It is important for clinicians to be aware of these emerging treatment options.
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TaggedAPTARAH1Introduction TaggedAPTARAEnd

TaggedAPTARAPFood allergy is a worldwide public health problem in children and
adults.1 This long-term condition impacts individuals from infancy
through adulthood and has been increasing in prevalence over the past
2 to 3 decades, with many food allergies persisting into adolescence or
adulthood.1 In addition to the risk of potentially severe reactions, food
allergies can also affect the quality of life (QOL), nutrition, and cost of liv-
ing.2-4 For all these reasons, safe and effective treatment is needed.TaggedAPTARAEnd

TaggedAPTARAPCurrent management primarily includes allergen avoidance and
prompt use of emergency medications in the event of an allergic reac-
tion.1 Successful allergen avoidance can be complex and involves the
education of multiple stakeholders, including the patient, caregivers,
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schools, and childcare providers.5 Several studies have reported that
there are many misconceptions around allergen labeling and avoid-
ance6-9 and that unclear or erroneous labeling, restaurant meals, and
risky behaviors can lead to unexpected reactions.1 Furthermore, epi-
nephrine has been found to be a safe and effective life-saving medica-
tion, but numerous barriers exist to prompt use.10-12TaggedAPTARAEnd

TaggedAPTARAPIt has been approximately 2.5 decades since the first randomized
control trial reported on the potential efficacy of food immunother-
apy.13 Since that time, various forms of food immunotherapy (oral
immunotherapy [OIT], sublingual, subcutaneous, and epicutaneus) have
been studied as a potential treatment option.14 Oral immunotherapy
has been known to induce desensitization for numerous foods,15 and in
2020, the US Food and Drug Administration (FDA) approved Palforzia
(Nestl�e, Vevey, Switzerland) peanut OIT (POIT).16 Whereas these studies
are promising, there are high rates of allergic reactions to the treatment
itself, ranging from mild oral pruritus to severe anaphylaxis.17 A 2019
meta-analysis of POIT found that the risk of anaphylaxis while on POIT
is 3.1 times higher compared with peanut avoidance (risk ratio, 3.12,
95% confidence interval, 1.76-5.55).18 Hence, there is a need to identify
alternative or adjunct treatment options that improve safety and,
potentially, efficacy.19,20 More recently, the landscape has shifted to the
evaluation of biological drugs, primarily anti−immunoglobulin E (anti-
IgE) treatments, for the treatment of food allergies. Here, we review the
use of anti-IgE therapies for the treatment of food allergies.TaggedAPTARAEnd

TaggedAPTARAFigure

Figure 1. The role of IgE in food allergy. In food allergy, the allergen is recognized by allerge
mab and ligelizumab bind to free IgE, preventing binding to effector cells and limiting the rel
TaggedAPTARAH1Anti−immunoglobulin E Therapies: What They Are and How They
WorkTaggedAPTARAEnd

TaggedAPTARAPImmediate-type food allergies are mediated by IgE and result in a
specific immune response on exposure to a given food.21,22 For that
reason, anti-IgE therapy is a logical approach for the treatment of sin-
gle or multiple IgE-mediated food allergies (Fig 1). Almost 20 years
ago, in the first study of an anti-IgE antibody for the treatment of
food allergy, tazilumab (TNX-901) was found to increase the peanut
threshold dose.23 That drug was not further developed, but omalizu-
mab was found in multiple studies as monotherapy or as an adjunct
to OIT to have potentially dramatic effects for the treatment of peanut
and other food allergies.23-38 It is fortunate now that both omalizu-
mab and another anti-IgE antibody, ligelizumab, are in phase 3 trials
for the treatment of food allergy. TaggedAPTARAEnd

TaggedAPTARAH2Omalizumab TaggedAPTARAEnd

TaggedAPTARAPOmalizumab (Xolair) (Novartis, Basel, Switzerland) is the only
licensed anti-IgE therapy for clinical use, with a wealth of clinical
experience since its approval for asthma 20 years ago.39 This human-
ized monoclonal anti-IgE antibody binds to the Ce3 domain located
in the heavy chain constant region of the free IgE molecule and pre-
vents IgE from binding to FceRI and CD23 on effector cells and hence
interferes with degranulation and release of proinflammatory
n-specific IgE bound to FCeRI, which leads to the degranulation of mast cells. Omalizu-
ease of inflammatory mediators. IgE, immunoglobulin E.TaggedAPTARAEnd
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mediators.40-43 In addition, the binding of omalizumab to free IgE
leads to a marked decrease in free IgE and down-regulation of FceRI
on basophils and mast cells.40,41 Since its approval for the treatment
of asthma in 2003, omalizumab has been approved for chronic urti-
caria and chronic rhinosinusitis with nasal polyps, with expanded
labeling in asthma for children down to the age of 6 years.39 Omalizu-
mab has also been studied for numerous other conditions in which
IgE may play a role, including food allergy.44-46 TaggedAPTARAEnd
TaggedAPTARAH2Ligelizumab TaggedAPTARAEnd

TaggedAPTARAPLigelizumab (QGE031) (Novartis, Basel, Switzerland) is a next-
generation, high-affinity anti-IgE monoclonal antibody.47,48 This
therapy binds to a distinct epitope in the Ce3 domain of free IgE and
has been found to bind to IgE with a 20-fold higher potency than
omalizumab.49 Compared with omalizumab, in vitro data suggest
that ligelizumab has enhanced inhibition of IgE binding to FceRI,
effector cell activation, and IgE production by B cells, but is inferior in
blocking IgE:CD23 interactions.49,50 Though there are no preliminary
data on its effect on food allergy, its potential promise for this indica-
tion led to the recent initiation of a phase III trial for the treatment of
peanut allergy (NCT04984876). TaggedAPTARAEnd
TaggedAPTARAH1Food Allergy Clinical Trials with Anti−immunoglobulin ETaggedAPTARAEnd

TaggedAPTARAH2Anti−immunoglobulin E as Monotherapy TaggedAPTARAEnd

TaggedAPTARAPIn 2003, Leung et al23 published the first study on the potential
clinical benefit of anti-IgE therapy (TNX-901, talizumab) in patients
with peanut allergy (Table 1). This was a double-blind, placebo-con-
trolled (DBPC) trial of 84 patients (age 12-64 years) with peanut
allergy who were randomized to receive 150 mg, 300 mg, or 450 mg
of TNX-901 or placebo every 4 weeks for 4 doses and then undergo a
peanut oral food challenge (OFC) 2-4 weeks after the final dose. This
study found that the mean dose of peanut eliciting symptoms
increased in a dose-responsive manner with the 450 mg TNX-901
group increasing from 178 mg at baseline to 2805 mg peanut flour at
the final OFC (P < .001). TaggedAPTARAEnd

TaggedAPTARAPRafi et al24 reported the effects of omalizumab on IgE-mediated
food allergy symptoms in patients on omalizumab for asthma. There
were 82 patients in this real-world study who were on omalizumab
and of those, 46 had a food allergy history and positive skin prick
test. A total of 22 out of 46 had an accidental ingestion of their aller-
genic food while on omalizumab and all reported a decrease or
absence of clinical symptoms. This study was limited by patient self-
report of food allergy, symptoms of allergic reactions, and allergen
ingestion, and a lack of information on the exact amount of allergen
ingested. TaggedAPTARAEnd

TaggedAPTARAPIn 2011, Sampson et al25 published a phase 2, randomized, DBPC,
parallel-group OFC trial of omalizumab in peanut allergy (Fig 2). The
study intended to randomize 150 patients but was stopped early
because of anaphylactic reactions that occurred during the screening
OFCs (before receiving the study drug), with only 14 patients reach-
ing the final end point. Eligible patients underwent a screening OFC
and then a final OFC at week 24. There seemed to be a greater
increase in peanut tolerability in the omalizumab group (80.9-fold
improvement in tolerated dose compared with only 4.1-fold
improvement in the placebo group), but this did not reach statistical
significance (P = .054). TaggedAPTARAEnd

TaggedAPTARAPIn 2012, an open-label study evaluated the OFC responses in
adults with peanut allergy who were treated with omalizumab for 6
months.26 Patients (n = 14) had a DBPC food challenge (DBPCFC) at
baseline and then after the basophil histamine release to peanut
decreased to less than 20% of baseline values (or at week 8 if no
decrease) and again at 6 months. The median dose of peanut required
to induce allergic symptoms increased from 80 mg of peanut protein
to 6500 mg at the second OFC. At the 6-month OFC, there did not
seem to be added benefit compared with the initial posttreatment
OFC. TaggedAPTARAEnd

TaggedAPTARAPBrandstr€om et al27 used a novel approach in a 1-armed, two-part,
phase 2 trial of individually dosed omalizumab monotherapy, fol-
lowed by omalizumab-facilitated peanut OIT. In the first part of the
study, 23 adolescents with peanut allergy (age 12-19 years) were
treated with omalizumab for 8 weeks.27 They then underwent a pea-
nut challenge or received 8 additional weeks with an increased dose
of omalizumab on the basis of basophil allergen threshold sensitivity
(CD-sens) and symptoms, followed by a peanut challenge or a final 8
weeks of omalizumab. After 8 to 24 weeks of individualized dosed
omalizumab, patients completed an open peanut challenge to a maxi-
mum of 2800 mg peanut protein with no (18/23) or mild (5/23)
symptoms. Part 2 of the study is discussed in the next section. TaggedAPTARAEnd

TaggedAPTARAPIn 2019, Fiocchi et al28 performed a real-life, retrospective, obser-
vational study on the impact of omalizumab on food allergy in
patients being treated with asthma. Patients (n = 15) underwent
diagnostic paired food challenges at baseline and 4 months into oma-
lizumab treatment with dosing on the basis of asthma guidelines.
Patients exhibited significantly increased food tolerance thresholds
for egg (P = .04), baked milk (P = .04), milk (P = .001), and wheat
(P = .01).TaggedAPTARAEnd
TaggedAPTARAH2Anti−Immunoglobulin E Combined With Oral Immunotherapy TaggedAPTARAEnd

TaggedAPTARAPOver the past few decades, numerous studies have evaluated the
safety and efficacy of food allergen OIT.51 Whereas OIT is able to
increase the threshold of reactivity, most will regain clinical reactivity
when OIT is stopped.15,51 In addition, reactions can appear at any
phase of treatment and range from localized pruritus to severe ana-
phylaxis.15,52-58 Omalizumab has been evaluated as a potential pre-
or adjunct treatment to OIT with hopes of reducing adverse reactions,
decreasing the time to desensitization, and improving efficacy
(Table 2).59 These clinical trials have focused on peanut, milk, and
multiallergen OIT and have varied in OIT dosing, omalizumab dosing
and duration, and study design (open-label vs DBPC) (Fig 2).59,60 TaggedAPTARAEnd
TaggedAPTARAH2Peanut TaggedAPTARAEnd

TaggedAPTARAPIn a pilot study, omalizumab was used to assist rapid oral desensi-
tization in 13 children with peanut allergy, with peanut IgE of at least
20 kU/L and reactivity to 100 mg or less peanut flour (186 mg cumu-
lative) at baseline.29 Patients received omalizumab as pretreatment
for 12 weeks, followed by a 1-day rush initial dose escalation (IDE)
and then build-up OIT over weeks 12 to 20.29 Omalizumab was
stopped at week 20 and the peanut OIT was continued until final OFC
12 weeks later. All patients reached the goal dose on IDE (500 mg
peanut flour) and 12/13 (92%) tolerated a challenge to 8 g of peanut
flour (equivalent to approximately 20 peanuts) 12 weeks after stop-
ping omalizumab. Reactions did occur, with 6/13 (46%) experiencing
a mild or no reaction, 6/13 (46%) had grade 2 reactions, and 2/13
(15%) had grade 3 reactions. During the up-dosing phase, the most
common reactions were nausea and salivation or abdominal pain.
One patient received epinephrine at home during the build-up phase
(nausea, lightheadedness, and hypersalivation) and 2 patients
received epinephrine at home during maintenance and after stopping
omalizumab, with 1 participant receiving epinephrine on 3 occasions
for grade 2 reactions associated with exercise. A total of 7 out of 13
(54%) were consuming dietary peanuts at month 72, with 6 (46%)
stopping because of adverse reactions.30 TaggedAPTARAEnd

TaggedAPTARAPIn the second part of the Brandstr€om study noted above, partici-
pants (n = 23) were started on peanut OIT combined with individu-
ally dosed omalizumab.31 Peanut OIT was started at 280 mg of
peanut protein and increased to a goal dose of 2800 mg. Omalizumab



Table 1
TaggedAPTARACaptionUse of Anti-IgE as Monotherapy for Food Allergy TaggedAPTARAEnd

Author, y Individuals TaggedAPTARAEnd Design TaggedAPTARAEnd Product and regimen TaggedAPTARAEnd Allergen TaggedAPTARAEnd Key inclusion criteriaTaggedAPTARAEnd Main findings TaggedAPTARAEndTaggedAPTARAEndTaggedAPTARAEndTaggedAPTARATbody

Leung et al,23

2003 TaggedAPTARAEnd
N = 84
12-64 y TaggedAPTARAEnd

Multicenter, DBPC dose-ranging trial
of TNX-901 vs placebo for 16 wk TaggedAPTARAEnd

Talizumab (TNX-901) 150 mg,
300 mg, or 450 mg or placebo
every 4 weeks TaggedAPTARAEnd

Peanut TaggedAPTARAEnd -Total IgE 30-1000 IU/mL
- Body weight within 20% of ideal
- Reaction to a single dose of ≤
2000 mg peanut flour at screening TaggedAPTARAEnd

450 mg of TNX-901 significantly
increased the dose-reaction
threshold from 178 mg to
2805 mg.

TNX-901 was well tolerated TaggedAPTARAEndTaggedAPTARAEnd
Rafi et al,24 2010TaggedAPTARAEnd N = 22

14-66 y TaggedAPTARAEnd
A prospective cohort of patients on

omalizumab for asthma, ques-
tioned on food reactions while on
OMATaggedAPTARAEnd

Omalizumab
Dosing ranged from 150 mg every 4
wk to 300 mg every 2 wk on the
basis of weight and IgETaggedAPTARAEnd

Fish, shellfish, peanuts, tree nuts,
egg, soybean, wheat TaggedAPTARAEnd

- Being treated with OMA for moder-
ate to severe asthma

- History of an allergic food reaction
- Positive SPT to foods
- Unintended consumption of aller-
gen while on OMATaggedAPTARAEnd

All patients reported a decrease or
absence of food-induced allergic
reaction symptomsTaggedAPTARAEndTaggedAPTARAEnd

Sampson et al,25

2011 TaggedAPTARAEnd
N = 14
OMA: mean age 16.3 y
Placebo: mean age 26.6 y TaggedAPTARAEnd

Phase 2, RCT
Randomized 2:1 to OMA or placebo
for 20-22 wk

OFC at baseline and 24 wk. TaggedAPTARAEnd

Omalizumab or placebo every 2-4
wkTaggedAPTARAEnd

Peanut TaggedAPTARAEnd - Total IgE ≥ 30 to ≤ 1300 IU/mL
- Body weight ≥ 20 to ≤ 150 kg
- React to ≤250 mg peanut flour at
baselineTaggedAPTARAEnd

After 24 wk
- OMA group had an 80.9-fold
improvement in tolerated dose
compared with 4.1-fold improve-
ment in the placebo group
(P = .054)

- 5/9 (56%) on OMA and 4/5 (80%) on
placebo reacted to ≤ 1000 mg pea-
nut flour TaggedAPTARAEndTaggedAPTARAEnd

Savage et al,26

2012 TaggedAPTARAEnd
N = 14
18-44 y TaggedAPTARAEnd

Open-label prospective study
OFC2 timing on the basis of peanut-
BHR

OFC3- after 6 mo of OMA TaggedAPTARAEnd

Omalizumab
Dosing per package insert TaggedAPTARAEnd

Peanut TaggedAPTARAEnd - Total IgE of 30 to 700 IU/mL
- Body weight within dosing guide-
lines for OMA

- React to a cumulative dose of ≤
1000 mg peanut protein

- Peanut allergen-induced BHR of >
20% TaggedAPTARAEnd

- Median threshold dose of peanut
increased from 80 mg at baseline
to 6500 mg of peanut protein at
OFC2 with no additional changes
in the threshold at OFC3.

- Fold increase in threshold dose
ranged from 3.2-1000 mg peanut
protein TaggedAPTARAEndTaggedAPTARAEnd

Brandstr€om et
al,27 2017 TaggedAPTARAEnd

N = 23
12-19 y TaggedAPTARAEnd

Open-label, Phase 2 study
(Part 1 of the study- open-label
OMA)TaggedAPTARAEnd

Omalizumab
Duration of 8-24 wk before OFC2 and
the start of OIT

Duration and dose on the basis of
CD-sens ranged from 100% to 400%
of the recommended dose for
asthma TaggedAPTARAEnd

Peanut TaggedAPTARAEnd - Total IgE 30-1500 kU/L
- Anaphylaxis to peanut within the
past 5 y or at screening OFC TaggedAPTARAEnd

All completed the open peanut OFC
after 8-24 wk of OMA:

- Mean dose given was 2352 mg of
peanut protein

- 15/23 (65%) tolerated the 2800 mg
peanut protein final OFC2 dose
(cumulative of 3083 mg) TaggedAPTARAEndTaggedAPTARAEnd

Fiocchi et al,28

2019 TaggedAPTARAEnd
N = 15
8-23 y TaggedAPTARAEnd

Single-center, real-life retrospective
observational study in patients
being treated for asthma TaggedAPTARAEnd

Omalizumab
Dosing per asthma guidelines TaggedAPTARAEnd

23 foods TaggedAPTARAEnd - Severe asthma
- History of immediate food reaction
to ≥ 2 foods

- Total IgE between 30 and 1500 IU/
mLTaggedAPTARAEnd

After 4 mo of OMA, the food allergen
reaction threshold increased to
8.6 £ baseline TaggedAPTARAEndTaggedAPTARAEndTaggedAPTARAEnd

TaggedAPTARATableNoteAbbreviations: AE, adverse event; BHR, basophil histamine release; CD-sens, basophil allergen threshold sensitivity tests; DBPC, double-blind placebo-controlled; IgE, immunoglobulin E; IU, international units; OFC, oral food challenge;
OMA, omalizumab; SPT, skin prick test. TaggedAPTARAEnd
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TaggedAPTARAFigure

Figure 2. Examples of different trial designs. Studies have reported considerable heterogeneity in the duration of omalizumab pretreatment, the timing of overlap in omalizumab
and OIT, the timing of final food challenge in relationship to omalizumab and OIT, and OIT dosing and food challenge protein amounts. OIT, oral immunotherapy. TaggedAPTARAEnd
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was withdrawn on the basis of symptoms and CD-sens and then par-
ticipants continued POIT for 12 weeks without omalizumab (n = 11).
They then underwent an open single-dose peanut OFC with their cur-
rent OIT dose. A total of 9 out of 23 patients (39%) met the primary
end point of a POIT daily dose of 2800 mg of peanut protein for 12
weeks after stopping omalizumab, followed by a negative open chal-
lenge with 2800 mg. Two patients completed the study with a
reduced POIT dose (1120 and 700 mg peanut protein) because of
taste aversion (not reactions) and, hence, authors considered 11/23
(48%) to have treatment success. After omalizumab was stopped,
symptoms returned in 50% of patients with 6 individuals unable to
stop omalizumab and 6 dropping out. The authors concluded that
omalizumab can be an effective monotherapy or combination ther-
apy with POIT; however, adverse reactions were more frequent with
decreased omalizumab dosing and omalizumab doses higher than
recommended for asthma might be needed for the treatment of food
allergy.27,31 TaggedAPTARAEnd

TaggedAPTARAPMacGinnitie et al32 performed the first randomized, DBPC multicen-
ter study of the efficacy of peanut OIT combined with omalizumab. A
total of 37 patients (age 7-19 years) were randomized to omalizumab
(n = 29) or placebo (n = 8) for 12 weeks, followed by an IDE up to
250 mg of peanut protein (cumulative 490.5 mg), followed by increases
up to a goal of 2000 mg peanut protein. The omalizumab group toler-
ated more than 10 times the peanut protein dose during IDE compared
with the placebo group (median 250 vs 22.5 mg, P < .01). In addition, in
the intention-to-treat analysis, those receiving omalizumab were more
likely to reach the primary end point of tolerating 2000 mg of peanut
protein 6 weeks after stopping study drug (omalizumab group: 23/29
(79%) vs placebo: 1/8 (12.5%); P < .01). Similarly, 22/29 (76%) receiving
omalizumab vs 1/8 (12.5%) receiving placebo passed the open OFC to
4000 mg of peanut protein 12 weeks after stopping study drug (P <
.01). There was no statistically significant difference in frequency of dos-
ing reactions between groups (omalizumab: 7.8% vs placebo: 16.8%;
odds ratio, 0.57, P = .15), despite the higher peanut doses in the omalizu-
mab group. Most reactions were mild and occurred during the IDE and
dose escalation visits, but moderate and severe reactions did still occur
in both groups. In addition, 3 patients (2 on omalizumab, 1 on placebo)
stopped OIT dosing because of gastrointestinal symptoms; 2/3 under-
went an endoscopy and both had biopsies consistent with eosinophilic
esophagitis.TaggedAPTARAEnd
TaggedAPTARAH2Cow’s MilkTaggedAPTARAEnd

TaggedAPTARAPIn 2011, Nadeau et al33 completed a pilot study of omalizumab in
combination with rapid oral milk desensitization in 11 children. They
found that 9/11 (82%) could reach 1000 mg milk powder on initial
dose escalation (IDE) and 2000 mg by week 16 (primary end point).
Omalizumab was stopped at week 16, but daily milk OIT continued. A
total of 9 out of 11 passed the DBPCFC to 7250 mg of milk at week 24
and continued daily milk ingestion of greater than 8000 mg/d of vari-
ous milk products. In terms of safety, all participants had some
adverse event (AE) with reactions occurring in 1.8% of the doses.
Most (70%) were mild, with 20% moderate and 10% severe. Overall,
this study found that omalizumab allowed OIT dosing to be escalated
more rapidly but that adverse reactions still occurred with a rate of
epinephrine use similar to previous studies without omalizumab. TaggedAPTARAEnd

TaggedAPTARAPWood et al34 performed the first DBPC trial of omalizumab com-
bined with milk OIT. In this study, patients received 4 months of
omalizumab or a placebo and then initiated milk OIT (minimum
maintenance dose of 520 mg of milk protein = 15 mL). At month 28,
omalizumab was stopped and all participants underwent a DBPCFC
to 10 g of milk protein. Milk OIT continued for an additional 8 weeks
for those who passed this challenge. At month 32, the study evalu-
ated sustained unresponsiveness (SU), defined as the ability to toler-
ate 10 g of milk protein 8 weeks after stopping milk OIT. This study
found no significant differences in the treatment groups on the effec-
tiveness of OIT, defined as tolerating 10 g milk protein at month 28
(88.9% vs 71.4%, P = .18), nor SU, (48.1% vs 35.7%, P = .42). However,
omalizumab did reduce the time needed to reach the maintenance
OIT dose (median: 25.9 vs 30 weeks, P = .01) and improved safety,
with the omalizumab group having fewer doses with symptoms
(2.1% vs 16.1%, P = .005) and fewer dose-related reactions requiring
treatment (0% vs 3.8%, P < .001) compared with the placebo group. TaggedAPTARAEnd
TaggedAPTARAH2Multiple FoodTaggedAPTARAEnd

TaggedAPTARAPB�egin et al35 conducted a single-center phase 1 clinical trial of
omalizumab plus rush multifood OIT in children with at least 2 of the
selected food allergens (cow’s milk, egg, peanut, nuts, grains, and ses-
ame seed). Participants received omalizumab for 8 weeks before and
8 weeks after initiation of rush OIT with up to 5 allergens.35 A total of



Table 2
TaggedAPTARACaptionUse of Omalizumab Combined with Oral Immunotherapy for Food Allergy TaggedAPTARAEnd

Author, y Study design TaggedAPTARAEnd OMA dosing TaggedAPTARAEnd Individuals TaggedAPTARAEnd Key inclusion criteria TaggedAPTARAEnd Efficacy findings TaggedAPTARAEnd Safety findings TaggedAPTARAEndTaggedAPTARAEndTaggedAPTARAEndTaggedAPTARATbody

Peanut TaggedAPTARAEnd TaggedAPTARAEnd

Schneider et al,29

2013 TaggedAPTARAEnd
Pilot Study, open-label TaggedAPTARAEnd Started 12 wk before OIT

and continued for a total
of 20 wkTaggedAPTARAEnd

N = 13
8-16 y TaggedAPTARAEnd

-Total IgE > 50 to < 2000 ku/L
-Peanut IgE > 20
-Peanut SPT > 6 mm
-React to ≤ 186 mg cumulative pea-
nut flour TaggedAPTARAEnd

- All reached max dose (500 mg pea-
nut flour, cum 992 mg) on IDE

- Twelve wk after stopping OMA, 12/
13 passed OFC to 8 g peanut flourTaggedAPTARAEnd

-OIT-related reactions occurred in 2%
of doses

- 96% of reactions during build-up
while on OMA were mild, 4% mod-
erate

- 17 reactions occurred during main-
tenance (off OMA): 59% mild, 29%
moderate, 12% severe

TaggedAPTARAEndTaggedAPTARAEnd

Yee et al,30 2019 TaggedAPTARAEnd Long-term follow-up study
of Schneider et al,29 2013TaggedAPTARAEnd

Off OMA during LTFU TaggedAPTARAEnd N = 12 TaggedAPTARAEnd Previously enrolled in a study by
Schneider et al,29 2013 TaggedAPTARAEnd

-At month 72, 7/12 (58%) continued
peanut OIT and 6 (46%) stopped
because of adverse reactions

-At follow-up, peanut protein dose
ranged from 500 mg to 3500 mg TaggedAPTARAEnd

-All patients had ≥ 1 AE: 86% mild,
5% (n = 12) treated with epineph-
rine

- One patient was diagnosed with
eosinophilic esophagitis TaggedAPTARAEndTaggedAPTARAEnd

Brandstr€om et al,31

2019 TaggedAPTARAEnd
Open-label, Phase 2 study
(Part 2 of the study- open-
label OMA + OIT) TaggedAPTARAEnd

- Initial dose and duration as
detailed above
(Brandstr€om et al,27 2017)

- Individualized withdrawal
of OMA on the basis of
symptoms and CD-sens TaggedAPTARAEnd

N = 23
12-19 y TaggedAPTARAEnd

- Previously enrolled in Part one
- Tolerating >1 g of peanut (280 mg
peanut protein) at the open OFC at
the end of Part 1 (after OMA for 8-
32 wk)

- Total IgE 30-1500 kU/L
- Anaphylaxis to peanut within the
past 5 y or at screening OFC

TaggedAPTARAEnd

- All reached the 2800 mg peanut
protein maintenance dose

- 9/23 (39%) tolerated a 2800 mg
peanut protein single-dose OFC 12
wk after stopping OMA TaggedAPTARAEnd

- Mild oropharyngeal and GI symp-
toms of OIT were common

- Systemic reactions occurred with
43 doses (0.3%) with 91% occurring
when no longer on full dose OMA

- Allergic symptoms returned in 50%
of patients after OMA was stopped

- One patient was diagnosed with
EoE TaggedAPTARAEndTaggedAPTARAEnd

MacGinnitie et al,32

2017 TaggedAPTARAEnd
Multicenter, phase 2, DBPC
(OMA vs Placebo), plus
open-label peanut OIT TaggedAPTARAEnd

-Started 12 wk before OIT
-Duration of 19-25 wk on
the basis of OIT dose

Dosing on the basis of
weight and IgE level TaggedAPTARAEnd

N = 37
7-19 y TaggedAPTARAEnd

- Total IgE 50 to ≤ 2000 IU/L
- Peanut IgE ≥ 10 kU/L TaggedAPTARAEnd

- OMA group tolerated a higher
median peanut dose on IDE

- Higher % of the OMA group toler-
ated 2000 mg peanut protein 6 wk
after stopping the study drug
(79 vs 12.5%) and 4000 mg 12 wk
after stopping the study drug
(76 vs 12.5%) TaggedAPTARAEnd

- Frequency of dosing-related reac-
tions was similar, although the
OMA group was exposed to much
higher peanut doses TaggedAPTARAEndTaggedAPTARAEnd

Milk TaggedAPTARAEndTaggedAPTARAEnd
Nadeau et al,33 2011 TaggedAPTARAEnd Phase 1 pilot study TaggedAPTARAEnd - Started 9 wk before OIT

- Duration of 16 wk
If IgE < 700 kU/L, OMA
dosed per package insert

If IgE >700 kU/L, the dose
was 225 to 300 mg
(»0.016 mg/kg/IgE) every
2 to 4 wkTaggedAPTARAEnd

N = 11
7-17 y TaggedAPTARAEnd

- History of acute reaction to milk TaggedAPTARAEnd - On 9/11 reached 1000 mg milk
powder (Cumulative 1992 mg) on
IDE and 2000 mg by week 16.

- On 9/11 passed the week 24
DBPCFC to cumulative of 7250 mg
milk protein = 220 mL milk TaggedAPTARAEnd

Reactions occurred with 1.8% of
doses- 70% mild, 20% severe, 10%
severeTaggedAPTARAEndTaggedAPTARAEnd

Wood et al,34 2016 TaggedAPTARAEnd DBPC OMA vs placebo, and
open-label milk OIT TaggedAPTARAEnd

- Started 4 mo before OIT
- Duration of 28 mo
- OMA dosed per package
insert or using the formula
of 0.016 mg/kg/IgE IU TaggedAPTARAEnd

N = 57
7-32 y TaggedAPTARAEnd

- React to < 2 g of milk protein
- Milk SPT ≥ 3 mm or milk IgE > 0.35
kU/L

- Weight-IgE combination that
required a dose < 750 mg TaggedAPTARAEnd

- OMA group reached maintenance
faster

- No significant difference between
the groups in passing the month
28 10 g milk protein OFC nor in the
month 32 10 g milk protein SU
OFC TaggedAPTARAEnd

OMA group had fewer dose-related
reactions, doses requiring treat-
ment, and adverse events com-
pared with milk OIT alone TaggedAPTARAEndTaggedAPTARAEnd

(continued)
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Table 2 (Continued)

Author, yTaggedAPTARAEnd Study design TaggedAPTARAEnd OMA dosing TaggedAPTARAEnd Individuals TaggedAPTARAEnd Key inclusion criteria TaggedAPTARAEnd Efficacy findings TaggedAPTARAEnd Safety findings TaggedAPTARAEndTaggedAPTARAEndTaggedAPTARAEndTaggedAPTARATbody

Multifood TaggedAPTARAEndTaggedAPTARAEnd
Begin et al,35 2014TaggedAPTARAEnd Open-label Phase 1TaggedAPTARAEnd - Started 8 wk before OIT

- Duration of 16 wk
OMA dose on the basis of
weight and total IgE TaggedAPTARAEnd

N = 25
4-15 y TaggedAPTARAEnd

-Allergy to ≥ 2 foods (milk, egg, pea-
nut, nuts, grains, sesame seed)

- React to < 182 mg cumulative food
protein

-SPT > 3 mm
-Food-specific IgE >0.35 kU/LTaggedAPTARAEnd

-19/25 (76%) reached the final dose
of 1250 mg protein (up to 250 mg
protein of each allergen; cumula-
tive of 2380 mg) on IDE

- Median time to reach maintenance
dose (4 g per allergen) was 18 wk
(range: 7-36 wk)

- All reached a 10-fold increase in
allergen dose by 2 mo TaggedAPTARAEnd

- Most (94%) reactions were mild
- 13/25 (52%) had some symptoms
on IDE

-5.3% of home doses caused a reac-
tion, with decreased home reac-
tions after 6 mo of therapy

- 1 severe reaction during mainte-
nance, treated with epinephrine TaggedAPTARAEndTaggedAPTARAEnd

Andorf et al,36 2018 TaggedAPTARAEnd Phase 2, DBPC OMA vs pla-
cebo and open-label OIT

Randomized 3:1TaggedAPTARAEnd

- Started 8 wk before OIT
- Duration of 16 wkTaggedAPTARAEnd

N = 48
4-15 y TaggedAPTARAEnd

- Allergic to >1 food (Cashew, wal-
nut, hazelnut, almond, sesame,
cow’s milk, egg, peanut, soy, or
wheat)

- React to ≤ 500 mg food protein
- SPT ≥ 6 mm
- Food-specific IgE > 4 kU/L TaggedAPTARAEnd

Compared with the placebo, the
OMA group had:

- Greater likelihood of passing week
36 DBPCFC to 2 g protein for ≥ 2
and ≥ 4 foods

- Greater median tolerated dose on
IDE

- Decreased time to reach
maintenance TaggedAPTARAEnd

-OMA-OIT group had fewer dosing-
related reactions while receiving
OMA compared with the placebo-
OIT group

- No increase in adverse events after
stopping OMA

- No severe or serious adverse events
in either group TaggedAPTARAEndTaggedAPTARAEnd

Andorf et al,37 2019 TaggedAPTARAEnd Phase 2
Open-label wk 0-30 and
then randomized parallel-
arm blinded phase (1 g or
300 mg food protein OIT
vs placebo OIT) (30-36
wk)TaggedAPTARAEnd

-Started 8 wk before OIT
- Duration of 16 wk
OMA weeks 1-16, multi-OIT
weeks 8-30

Dosed per package insert TaggedAPTARAEnd

N = 70 (open-label)
N = 60 (blinded phase)
5-22 y TaggedAPTARAEnd

- Allergic to ≥ 2 foods (almond,
cashew, egg, hazelnut, milk, pea-
nut, pecan, sesame, shrimp, soy,
walnut, wheat)

- Reaction to ≤ 500 mg cumulative
dose of food protein ≤ 12 mo
before enrollment

- SPT ≥ 6 mm and/or
- Food-specific IgE > 4 kU/L
- Total IgE < 2000 kU/LTaggedAPTARAEnd

- 92% in the combined treatment
arms vs 69% on placebo could pass
≥ 2 OFCs to ≥ 2 g in week 36

- No significant difference in 300 mg
and 1 g doses in maintaining
desensitization, but both were
more effective than the placebo

- 69% in the placebo OIT arm had no
objective reactivity 6 wk after OIT
discontinuation. TaggedAPTARAEnd

- Overall OMA+multi-OIT was well
tolerated with no difference in AE
rates between arms

- The 1-g group had a higher number
of doses treated with epinephrine
(n = 4) compared with the 300 mg
and 0 mg groupsTaggedAPTARAEndTaggedAPTARAEnd

Azzano et al,38 2021 TaggedAPTARAEnd Clinical cohort TaggedAPTARAEnd - Started ≥ 2 mo before IDE
- Doses varied on the basis
of asthma dosing and
patient factors

- OMA is typically discontin-
ued when reached final
maintenance OIT dose

OIT to up to 6 food allergens TaggedAPTARAEnd

N = 181 TaggedAPTARAEnd - Undergoing OMA-enabled OIT at 1
of 3 academic centers

- Recent IgE-mediated reaction or
allergy test results >95% PPV for
IgE-mediated allergy TaggedAPTARAEnd

-OMA dosage per weight alone was
associated with progression
through IDETaggedAPTARAEnd

- Occurrence of immediate dosing-
related reactions after weaning
OMAwas associated with a greater
ratio of specific IgE to total IgE at
baseline TaggedAPTARAEndTaggedAPTARAEndTaggedAPTARAEnd

TaggedAPTARATableNoteAbbreviations: CD-sens, basophil allergen threshold sensitivity tests; DBPC, double-blind placebo-controlled; DBPCFC, double-blind, placebo-controlled food challenge; EoE, eosinophilic esophagitis; GI, gastrointestinal; IDE, initial dose esca-
lation; IgE, immunoglobulin E; IU, international units; multi-OIT, multiallergen OIT; OFC, oral food challenge; OIT, oral immunotherapy; OMA, omalizumab; PPV, positive predictive value; RCT, randomized control trial; SPT, skin prick test;
SU, sustained unresponsiveness. TaggedAPTARAEnd
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Table 3
TaggedAPTARACaptionAnti-IgE and Food Allergy Trials in Progress TaggedAPTARAEnd

Name of trial Study drug TaggedAPTARAEnd Design and intervention TaggedAPTARAEnd Population TaggedAPTARAEnd Allergen(s) of interest TaggedAPTARAEnd Primary outcome TaggedAPTARAEndTaggedAPTARAEndTaggedAPTARAEndTaggedAPTARATbody

OUtMATCH
NCT03881696 TaggedAPTARAEnd

Omalizumab
Dosing on the basis of
weight and total IgETaggedAPTARAEnd

Phase 3 multicenter, ran-
domized DBPC trial

Stage 1: Omalizumab vs pla-
cebo SC injection £ 16-20
wk

Stage 2: 8 wk of open-label
OMA, and then random-
ized to
placebo + multiallergen
OIT or OMA + placebo OIT

Stage 3: DBPCFC-based
treatment

- dietary consumption
- avoidance
- rescue OIT TaggedAPTARAEnd

-Age 1 to 55 y
-Peanut allergic (SPT ≥
4 mm, peanut IgE ≥
6 kU/L, reaction to a single
dose of ≤ 100 mg peanut
protein)

-Allergic to ≥ 2 of 6 other
foods (+ SPT, IgE, and
symptoms to single dose ≤
300 mg food protein) TaggedAPTARAEnd

Peanut + 2 other allergens:
milk
egg
wheat
cashew
hazelnut
walnut TaggedAPTARAEnd

Number of participants by
stage 1 treatment who
consume a single dose of ≥
600 mg peanut protein
without dose-limiting
symptoms during the
DBPCFC at the end of
stage 1

Estimated primary comple-
tion date: November 2023TaggedAPTARAEndTaggedAPTARAEnd

Efficacy and Safety of
QGE031 (Ligelizumab) in
Patients with Peanut
Allergy

NCT04984876 TaggedAPTARAEnd

QGE031
(Ligelizumab) TaggedAPTARAEnd

52-wk, Phase 3, multicenter,
randomized DBPC trial

Randomized to ligelizumab
240 mg or 120 mg, or pla-
cebo SCq4wks for up to 12
wk.

After week 12 DBPCFC, pla-
cebo groups cross-over to
ligelizumab TaggedAPTARAEnd

- Initially enrolling ages 12-
55 y and then will expand
to ages 6-55 y

-Peanut allergic, defined as
peanut IgE ≥ 0.35 kU/L,
peanut SPT ≥ 4 mm, reac-
tion to a single dose of ≤
100 mg peanut protein TaggedAPTARAEnd

Peanut TaggedAPTARAEnd The proportion of partici-
pants who can tolerate a
single dose of ≥ 600 mg
peanut protein without
dose-limiting symptoms
at week 12

Estimated primary comple-
tion date: January 2025 TaggedAPTARAEndTaggedAPTARAEndTaggedAPTARAEnd

TaggedAPTARATableNoteAbbreviations: DBPC, double-blind placebo-controlled; DBPCFC, double-blind placebo-controlled food challenge; IgE, immunoglobulin E; OIT, oral immunotherapy; OMA, omalizu-
mab; SC, subcutaneous; SPT, skin prick test. TaggedAPTARAEnd
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13/25 participants (52%) had symptoms on IDE, but 19/25 (76%) were
able to reach the highest single dose of 1250 mg (2380 mg cumula-
tive) for each treated food. Home reactions occurred in 5.3% of doses,
with most occurring in the first month of therapy. Most (94%) dosing
reactions were mild, with 1 severe reaction. The median time to
reach the goal maintenance dose of 4000 mg per allergen was 18
weeks (range of 7-36 weeks). In addition, multifood OIT plus omali-
zumab lead to a significant improvement in health-related QOL at 6,
18, and 24-month follow-up compared with baseline (p<0.001 for
each time point).61,62 A long-term study that followed these partici-
pants for up to a maximum of 62 months found that all participants
passed the 2-g OFC to each of their offending food allergens at the
end of the follow-up study and egg and milk were the allergens most
frequently consumed at a high long-term maintenance dose.63 TaggedAPTARAEnd

TaggedAPTARAPThis same group then conducted a DBPC, randomized phase 2
trial in 48 multifood allergic children aged 4 to 15 years.36

Patients were randomized 3-to-1 to omalizumab or placebo in
combination with multifood OIT to 2 to 5 foods. The study drug
was given for 16 weeks with multifood OIT starting at week 8.
Those on omalizumab tolerated a higher dose of IDE and reached
the 2 g maintenance dose per food faster than participants on a
placebo. Compared with placebo, a higher proportion of patients
on omalizumab passed the week 36 exit DBPCFC, defined as toler-
ating 2-g protein of at least 2 of their offending foods (83% vs
33%; P = .004). There were no serious or severe AEs. There were
fewer OIT dose-related reactions in the omalizumab group with
no increase in AEs once omalizumab was stopped. TaggedAPTARAEnd

TaggedAPTARAPIn 2019, a multisite, double-blind, randomized phase 2 study eval-
uated the sustainability of omalizumab-facilitated multifood OIT.37

Participants underwent open-label omalizumab (weeks 0-16) plus
multifood OIT (weeks 8-29) and then underwent week 30 OFCs. They
were then randomized to receive 1 g or 300 mg of protein of each
food allergen or 0 mg (inactive placebo) and then underwent addi-
tional OFCs at week 36. This study found that sustained desensitiza-
tion after multifood OIT plus omalizumab is best achieved with
continued maintenance OIT dosing (either 300 mg or 1 g) compared
with discontinuation (85% vs 55%, P = .03). TaggedAPTARAEnd
TaggedAPTARAPAzzano et al38 reported a cohort of 181 patients who underwent
omalizumab-enabled accelerated food OIT for up to 6 food allergens.
Omalizumab doses varied on the basis of asthma dosing and patient
factors, but all participants received omalizumab for at least 2 months
before their IDE. A total of 65% (118/181) had a reaction during their
IDE, but only 8 (4.4%) were grade 2 or higher. There were 42% who
tolerated the final dose of 1200 mg of total food allergen protein.
When evaluating determinants of efficacy, the study found that oma-
lizumab dosage per weight alone was associated with progression
through the IDE (P < .001) whereas the standard asthma-based dos-
ing using weight and total IgE level was not (P = .97). The specific IgE
to total IgE ratio was found to be a predictor of immediate OIT reac-
tions during the omalizumab weaning phase. TaggedAPTARAEnd
TaggedAPTARAH2Trials in Progress TaggedAPTARAEnd

TaggedAPTARAPThe OutMATCH study (Omalizumab as Monotherapy and as
Adjunct Therapy to Multiallergen Oral Immunotherapy in Food Aller-
gic Children and Adults; NCT03881696) is a phase 3 multicenter ran-
domized, DBPC study in participants aged 1 to 55 years who are
allergic to peanut and at least 2 other foods (milk, egg, wheat,
cashew, hazelnut, or walnut) (Table 3).64,65 This study is comprised of
3 stages: stage 1, a comparison of 16 to 20 weeks of omalizumab vs
placebo, followed by OFCs with a cumulative dose of up to 6044 mg
for each allergen; stage 2, consisting of 8 weeks of open-label omali-
zumab followed by 1:1 randomization to either of the following: (1)
open-label omalizumab plus multiallergen OIT for 8 weeks followed
by placebo injections plus multiallergen OIT for 44 weeks; or (2)
open-label omalizumab plus placebo OIT for 8 weeks followed by
omalizumab plus placebo OIT for 44 weeks, followed by OFCs with a
cumulative dose up to 8044 mg for each allergen); and stage 3, the
dietary introduction of foods or rescue OIT as needed (Fig 3). The pri-
mary outcome is tolerance of a single dose of at least 600 mg of pea-
nut protein (cumulative ≥ 1044 mg) at the end of stage I. Key
secondary outcomes include a single dose of at least 1000 mg cashew,
milk, or egg protein at end of stage 1, a single dose of at least 2000 mg
peanut protein and other allergens at end of stage 2, and QOL. TaggedAPTARAEnd



TaggedAPTARAFigure

igure 3. OUtMATCH study summary schematic. This figure was published in JACI Global, Volume 1, Robert Wood, R. Sharon Chinthrajah, Amanda Spergel et al, Protocol design and
nopsis: Omalizumab as Monotherapy and as Adjunct Therapy to Multiallergen OIT in Children and Adults with Food Allergy (OUtMATCH), 225-232, Copyright Elsevier (2022).
CI, Journal of Allergy and Clinical Immunology. TaggedAPTARAEnd
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TaggedAPTARAPIn addition, ligelizumab (QGE031) is currently being studied in a
52-week, phase 3, multicenter, randomized, DBPC study to evalu-
ate the safety and efficacy of 2 dosing regimens of ligelizumab in
participants with a peanut allergy (NCT04984876).66 The primary
outcome is the proportion of participants who can tolerate a sin-
gle dose of at least 600 mg (1044 mg cumulative) of peanut pro-
tein without dose-limiting symptoms at week 12. Key secondary
outcomes include the ability to tolerate a single dose of 1000 mg
or more of peanut protein at week 12 and week 52, a change in
maximum tolerated dose from week 12 to week 52, and a change
in QOL. TaggedAPTARAEnd
TaggedAPTARAH2Clinical Considerations TaggedAPTARAEnd

TaggedAPTARAPWhereas there is currently no FDA-approved anti-IgE therapy for
food allergy, we are hopeful that that will change in the next few
years. Although there are still many unanswered questions, we
believe that this could dramatically change the landscape of treat-
ment options for the millions of patients with severe food allergy.
The potential advantages of anti-IgE treatments include safety, inter-
mittent dosing, and most importantly, that these treatments will not
be food specific, which would be a tremendous advantage for
patients with multiple food allergies or those with less common aller-
gies for which allergen-specific treatments are unlikely to be devel-
oped. In addition, the use of anti-IgE therapy may enhance the safety
of OIT, which is a treatment with the potential to be disease-modify-
ing in a subset of patients. Furthermore, at least with regard to omali-
zumab, patients may benefit from relief this treatment could provide
for many of the comorbidities that are typically associated with food
allergy. TaggedAPTARAEnd

TaggedAPTARAPDespite this optimism, there are potential downsides that will
need to be considered. First, although the cost of biologic therapies
may seem prohibitive, we hope that the overall benefits of anti-IgE
for the treatment of food allergy will be justified after careful analysis,
especially when considering ancillary benefits like QOL and the con-
trol of allergic comorbidities. Second, as with most treatments for
allergic diseases, it is not likely that anti-IgE will be a cure, such that
the protection provided will likely disappear after treatment is dis-
continued. For this reason, there are important considerations related
to starting this therapy in children and the need for ongoing, possibly
lifelong therapy, with a particular need for additional long-term data
on adherence, safety, efficacy, and patient-reported outcomes,
including impact on QOL. Third, and maybe most important, most
previous studies have been limited by excluding individuals with a
total IgE level outside of a set range. If the current limits are main-
tained, many highly atopic individuals who might benefit most from
these therapies may be excluded. We are encouraged by the results
of the study by Azzano et al,38 noted above, who suggested that dos-
ing omalizumab by body weight alone was more predictive of success
than IgE-based dosing. Hence, there is a great need to study these
anti-IgE therapies in a broader range of patients, and it is even possi-
ble that fixed dosing regimens, such as those that have proven so suc-
cessful in chronic spontaneous urticaria, could be used for food
allergy. TaggedAPTARAEnd
TaggedAPTARAH1Conclusion TaggedAPTARAEnd

TaggedAPTARAPIn summary, over the past 20 years, substantial progress has been
made in understanding the potential role of anti-IgE therapies for
food allergy. We are optimistic that the world of biologics will soon
have a major impact on the treatment of food allergy, just as they
have had on other allergic conditions. Studies to date have reported
that anti-IgE therapy may increase reaction dose thresholds and
decrease the time to reach OIT maintenance and OIT dosing-related
reactions. At this point, we do not think that there will be any “1 size
fits all” treatment for food allergy, and we believe that many patients
will still prefer avoidance over any type of treatment. However, if
anti-IgE performs as well in the ongoing phase 3 trials given that it
has in the preliminary studies to date, these therapies could dramati-
cally reduce the risk of allergic reactions and provide real relief to the
millions of patients burdened by their food allergy and the impact
that it imposes on their day to day lives. TaggedAPTARAEnd
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