LETTERS TO THE EDITOR

Unique Method to Manage
Ingested Magnets

T o the Editor: Swallowing multiple magnets has a high risk for
morbidity because of related gastrointestinal injury (1-5). A
young child ingested 18 magnetic metal toy balls. x-ray of the
abdomen showed 18 balls attracted to each other in the duodenum
(Fig. 1). A 9.8-mm endoscope passed into the duodenum revealed
the first of 17 spheres strongly adherent to the duodenal wall and
attracted by the 18th ball located in another bowel segment.
Attempts to remove them with traditional endoscopic devices were
unsuccessful. A magnetic ball was put into a glove finger tied as a
bag to a 2/0 suture wire and was back-inserted through the endo-
scope. Unlikely other magnetic tools (6—8), the bag was kept 5 cm
away from the tip of the endoscope to allow front view (Figs. 2
and 3). The endoscope was reinserted to the foreign bodies, and the
magnetic ball in the bag contacted the other spheres allowing easy
retrieval of the long chain. The last, more distal magnet was
evacuated 36 hours later. This novel technique proved to be
effective for magnet removal.

FIGURE 1. The magnetic balls joined together like necklace beads,
presumably in the duodenum.

FIGURE 2. The magnetic spheres attached to the ball in the finger
glove bag tied to a long-braided suture wire and inserted in the
gastroscope operative channel.
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FIGURE 3. The magnetic spheres attached to the ball in the finger
glove bag.
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Comments on “Diffuse Esophageal
Spasm in Children Referred for
Manometry"’

T o the Editor: 1 read with interest the article by Rosen et al (1);
however, I would like to comment on certain aspects of the
study, which are questionable and not well elucidated. First is
disagreement regarding the criteria used in this study for labeling
a given child as having DES with “‘simultaneous esophageal body
contractions associated with >10% of swallows”” versus ‘“>20%
of swallows,”’ that is, a criteria used in majority of esophageal
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manometry literature (2,3). Hence, it may have led to false higher
reporting rate of DES as 13% in this pediatric study, whereas
in adult studies, it accounts for 4% to 7% of all esophageal motility
disorders (3). Nevertheless, much has changed with advent of
high-resolution manometry and esophageal pressure topography
followed by the Chicago classification for esophageal motility
disorders, wherein the term DES is replaced by distal esophageal
spasm defined as ‘‘spasm with (CFV >8 cm/s) >20% of swallows”’
(4). Many of cases labeled as DES on conventional manometry
were later reviewed by high-resolution manometry and found to be
lower esophageal sphincter pseudorelaxation secondary to esopha-
geal shortening, leading to erroneous diagnosis of DES instead of
achalasia (5,6). Recently 2 new tools have been applied, contractile
deceleration point and distal contractile latency that in EPT analysis
improve the recognition of spasm (7). Moreover, ineffective eso-
phageal motility in patients with severe eosinophilic esophagitis
may mimic DES; therefore, results of esophagogastroduodeno-
scopy in lieu of unavailable esophageal biopsy results would have
given better insight. Additionally, the statement has some disparity
of the total number of patients included in the study (n=278) and
actual number (total for all subgroups is 277).
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Stop Considering Atopic Dermatitis
as an Allergic Disease

T o the Editor: We read with interest the review by lyengar
and Walker (1) about the implications of breast milk in
the development of atopic disease; however, we strongly disagree
in considering children’s atopic dermatitis (AD) as an allergic
disease.

The majority of cases of AD emerge in the absence of
signs of immunoglobulin E—mediated sensitization (2) and many
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children will not develop it (3). Increasing evidences confirm that
AD is the result of a primary epidermal barrier defect, mainly
residing in filaggrin abnormalities (4), which increases skin
permeability and allows environmental allergens, such as food
allergens, to penetrate and stimulate a T2 immune response (5);
the more the skin is altered, the earlier and the stronger the
sensitization (6). Nowadays, because of these facts, we must accept
that the traditional way to conceive the cause and effect between
allergy and AD has been inverted (7).

We believe that future studies about the effects of breast-
feeding or of environmental factors, such as hydrolyzed
formulas, on the development and expression of allergy should
be based on immunoglobulin E—mediated symptoms and not on the
evaluation of AD. If breast-feeding has positive effects on the
clinical expression of AD, mechanisms other than allergy must
be considered.
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Authors’ Response

T o the Editor: The response from Bramuzzo et al to our
review article examining the complex relation between
breast-feeding and allergic disease development underscores
several important issues. As highlighted in the response, many
infants initially develop atopic dermatitis (AD) because of deficits
in their skin barrier that lead to a predisposition to food sensitiz-
ation. These events can, in turn, serve to initiate the atopic march
(1,2). Indeed, approximately 15% to 20% of patients with AD have
mutations in filaggrin, a protein that is important in skin barrier
function. Filaggrin-deficient mice have demonstrated permissive-
ness to epicutaneous sensitization to allergenic proteins and exhibit
Ty17-dominated skin inflammation, which is characteristic of
atopic skin lesions (3). Although we agree with this concept out-
lined in the response from Bramuzzo et al, to state that ‘‘atopic’’
dermatitis is not an allergic disease would be to deny the interplay of
this skin condition with multiple exacerbating factors, such as food
allergens that have been proven to result directly in AD skin lesions.
Approximately 40% of patients with AD have concomitant food
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allergies (4). Regardless of whether the initial food sensitization
occurred through the skin or by another route, studies have also
demonstrated the ingestion of implicated allergenic foods in these
patients triggers immunologic changes characteristic of allergic
responses in the skin that result in the formation of AD skin lesions
or “‘flares’” (5). This established concept is supported by the
European Academy of Allergy and Clinical Immunology and the
consortium of European research centers specialized in allergic
diseases (6). In addition, a recent study in 92 exclusively breast-fed
infants with established AD demonstrated that 73% of infants
showed improvement of skin lesions when their mothers avoided
highly allergenic foods such as dairy, tree nuts, and soy (7). In
addition, nearly 40% of people with filaggrin mutations do not
develop AD (8). Similarly, patients with ichthyosis vulgaris, an
inherited dry, scaly skin disorder, who also have filaggrin mutations
do not have clinical skin inflammation that is characteristic of AD
(9). Therefore, additional factors are necessary to interact with
filaggrin in the pathogenesis of AD.

We agree with the authors that future studies of the effects of
breast-feeding on the development and expression of allergy should
be based on immunoglobulin E-mediated symptoms and not solely
on the evaluation of AD. In our review, we stated that future studies
examining the association between breast-feeding and allergy
development should evaluate for immunoglobulin E—confirmed
allergic disease (by examining both clinical symptoms and IgE
testing simultaneously) and not just the presence of allergic sen-
sitization. In addition, we recommend that each type of allergic
disease be examined separately, rather than being grouped into the
same category. This would serve to elucidate more precisely
the complex relation between specific breast milk factors and the
development of different types of allergic disease.
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