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OBJECTIVE: To evaluate the natural course of FPIES in adults.
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CONCLUSION: Some patients may outgrow adult-onset FPIES.
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FIGURE 1. Symptoms reported by adult patients diagnosed with food protein—induced enterocolitis syndrome.



TABLE I. Demographics of adults diagnosed v th food

protein—induced enterocolitis syndrome (N — 42)
Characteristic Mean or n Range or 9%
Sex (n. %)
Male ri 16.7
Female 35 23.3
Aoge (v)
At first reaction (mean. range) 0 19-T6
Comorbidities (n., )
Rhinoconjunctivitis 22 52.3
MAcsthrma 12 28.6
IgE-mediated food allergwy 12 28.6
Sensitization to Arnisalis sirmplex 11 26.2
Adtopic dematitis 3 7.1
Eradicated Helicobacrer pvlori infection <4 9.5
Bone marrow transplantation 2 4.8
Obesity 2 4.8
Lactose intolerance 2 4.8
Celiac disease 2 4.8
Mastocytosis 1 2.4
Recurrent urticaria 1 2.4
MNSATD allergy 1 2.4
Eosinophilia 1 2.4
Family history (n. 96)
IgE-mediated food allergwy 2 4.8
MNon—IgE-mediated food allergy 2 4.8
Implhicated food (n. 9&)
Shellfish 19 45.2
Fish 19 45.2
Wegetables 3 7.1
Miushroom 2 4.8
Egs 2 4.8
Orat 2 4.8
MNo. of food groups implicated (n. %)
1 36 B5.7
=2 a3 14.3
Latency period (h) (mean. range) 2.8 .56
Duraton (h) (mean. range) 15 5-48
MNo. of episodes per patient (n. S6)
=35 15 357
G- 10 18 429
= 10 o 21.4
Emergency care (n. 96) b 21.4
Hospitalization (. 9) 1 2.4
Treatment administered (n. &)
Intravenous (1.9% saline solution 5] 14.3
Analgesic 2 4.8
Antiemetic 5 11.9
Aantibiotic 1 2.4

NSALD, Nonsteroidal anti-inflammatory drag.
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FIGURE 2. Resolution or persistence of food protein—induced enterocaolitis syndroame after an oral food challenge in adults.
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TABLE Il. Characterization of positive oral food challenges in adults with food protein—induced enterocolitis syndrome

Time from Time from first Symptoms during
Patient no. Food Portion (%] last reaction (mo) reaction (y) oral food challenge Latency (h) Treatment
I Tomato 25 15 9 D, C, AP U -
Avocado 100 15 9 D,C, AP, AD, L I P,EM
2 Tuna 55 5 3 AP, AD,N U M, H
Hake 25 0 ] AP, AD, N I M.F
] (lam 55 13 10 D,N,L ] M
4 Sardine Jhl 14 2 D, AP 2 P
Megrim 25 16 2 D, AP 15 P
5 Sepia 25 1 2 D, AP, L 0 P.M
0 Egg 55 55 3 N, D, AD, AP, C 4 -
1 Hake 100 14 ) AP ] P
§ Mussel %5 12 4 AP, D I F M
9 Mussel 55 12 5 AP, D,N 3 F,0

AD, Abdorminal distension; AP, abdornal pain; C, chills; D, diarrhea; £, fluids; H, hydrocoisone; L, lethargy; M, metoclopramide; N, nawsea; (), ondansetron; P, paracetamol.
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FIGURE 3. Changes in laboratory findings before and after a positive oral food challenge (OFC). Analysis of differences between the
groups was performed using the t-test. Differences with P values < .05 were considered significant. n.s., Not significant.
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FIGURE 4. Baseline tryptase levels in adults with negative
(passed) and positive (failed) oral food challenges (OFCs) and
tryptase levels after a positive OFC (post). n.s., Not significant.



TABLE lll. Comparison of patients with negative and positive oral
food challenge (OFC) results

Negative Positive

OFC OFC
(n = 6) (n = 9) P value

Coexistence of atopic disease (n) 4 5 535
Coexistence of other food allergy (n) 1 1 1
No. of reactions (mean) 1.3 4 .06
Severe reaction at onset (n) | 3 46
Multiple FPIES (n) 0 | 1
Offending food group (n)

Fish 1 4 .58

Shellfish 4 4 .6

Egg 0 1 1

Vegetable 1 1 1

FPIES, Food protein—induced enterocolitis syndrome.
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Adults who develop FPIES have been shown to have a comorbid
IgE-mediated disease (72% of cases in Spain7 and 51.6% in Australia5). This frequency
could vary between countries, with only 3 of 19 patients being shown to have an atopic
background in a recently published Canadian case series.14 We observed frequencies of
52.3%, 28.6%, and 7.1% for rhinoconjunctivitis, asthma, and atopic dermatitis,

respectively. Moreover, we found a high rate of IgE-mediated food allergy in atopic



patients (48%), thus implying a more restrictive diet.
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