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ABSTRACT
Eosinophilic gastrointestinal diseases (EGIDs) constitute a spectrum of disorders distinguished by
the abnormal infiltration of eosinophils into the walls of the gastrointestinal tract, a phenomenon
that frequently results in delayed or overlooked diagnoses due to the nonspecific nature of symp-
toms and endoscopic findings. This article discusses a noteworthy case characterized by chronic
diarrhea andmild abdominal discomfort. The presence of peripheral eosinophilia and the evidence
obtained from biopsies raised suspicions, ultimately leading to the diagnosis of EGIDs. Despite a
two-month diagnostic delay attributed to limited disease awareness, the patient responded well
to medical management. The therapeutic regimen comprised methylprednisolone, ketotifen, and
montelukast, complemented by dietary modifications, culminating in the full resolution of symp-
toms. A notable complicationwas the onset of severe cellulitis during steroid treatment, necessitat-
ing an expedited reduction in the steroid dosage while continuing with other medications and un-
dertaking surgical debridement. This infection was successfully controlled, and the corticosteroid
therapy was gradually tapered off and discontinued over an eight-week period. The administration
of ketotifen and montelukast was maintained, with no further recurrences reported. This case ex-
emplifies the critical need to consider EGIDs in the differential diagnosis of individuals presenting
with gastrointestinal symptoms, particularly when peripheral eosinophilia is evident. Furthermore,
it emphasizes the imperative of holistic patient care, inclusive ofmanaging infectious complications
that may arise during the course of treatment.
Key words: Eosinophils, Gastrointestinal disease, Corticosteroid, Diarrhea, Eosinophilic Gastroin-
testinal Disease

INTRODUCTION
Eosinophilic gastrointestinal diseases (EGIDs) en-
compass a group of rare disorders characterized by
the atypical infiltration of eosinophils into any section
of the gastrointestinal (GI) tract, excluding known
secondary causes1. This classification includes dis-
orders such as eosinophilic esophagitis, eosinophilic
gastroenteritis, and eosinophilic colitis2. The clini-
cal presentation of EGIDs is varied and depends on
the specific GI tract segment involved. Common
symptoms include abdominal pain, diarrhea, nau-
sea, vomiting, and early satiety 3. A study conducted
in Malaysia reported a prevalence rate of 2.6% for
eosinophilic gastroenteritis, highlighting its rarity 4.
Nonetheless, the prevalence of EGIDs in Vietnam and
other SoutheastAsian countries remains poorly docu-
mented. Diagnosing EGIDs is complex and often de-
layed due to the general nature of the symptoms asso-
ciated with these conditions and their infrequent oc-
currence. Managing EGIDs presents a distinct chal-
lenge, especially in developing countries, due to the
limited available evidence on these rare conditions.

This report details the case of a patient diagnosed
with eosinophilic colitis and eosinophilic duodenitis,
who presented with chronic diarrhea and abdominal
pain. The patient initially responded positively to cor-
ticosteroid therapy, followed by sustained remission
with the administration of ketotifen andmontelukast,
demonstrating the potential effectiveness of this treat-
ment regimen for EGIDs. This case contributes valu-
able insights into novel therapeutic strategies for the
management of EGIDs.

CASE REPORTS
A 63-year-old male farmer was admitted to the hos-
pital due to a two-month history of persistent, non-
bloody, watery diarrhea, with approximately ten daily
bowel movements that were not alleviated by fast-
ing. This significantly interfered with his daily ac-
tivities. He concurrently experienced mild perium-
bilical abdominal cramps, which were relieved post-
defecation. Despite the pain not disrupting his sleep,
he was awakened by nighttime bowel movements. He
reported no difficulty swallowing, food impaction,
heartburn, chest pain, postprandial fullness, or early
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satiety. No adaptive behaviors, such as prolonged
meals, avoidance of hard food, or concurrent water
drinking with meals, were noted. He denied symp-
toms of fever, nausea, vomiting, night sweats, arthral-
gia, or weight loss. The patient had no knownmedical
history andwas not taking anymedications or supple-
ments at the time of admission.
The patient presented in good health with stable vi-
tal signs: a temperature of 37◦C, blood pressure of
120/70 mm Hg, and a heart rate of 70 beats per
minute. His body mass index was 21. Physical ex-
aminations of the skin, thyroid, lungs, heart, joints,
and abdomen were unremarkable, and no peripheral
lymphadenopathy was detected.
Initial blood and fecal tests were performed to inves-
tigate the patient’s chronic diarrhea (Table 1). The pa-
tient exhibited mild anemia with a hemoglobin level
of 126 g/L (reference range, 130 to 170) and a normal
mean corpuscular volume. The complete blood count
revealed an elevated eosinophil count of 5300 per mi-
croliter. The patient had a normal C-reactive protein
level and mildly low albumin levels at 31 g/L (refer-
ence range, 35 to 55). Thyroid hormone levels, cor-
tisol levels, and liver and renal functions were within
normal limits. The patient’s immunoglobulin E con-
centration was significantly elevated at 10000 IU/mL
(reference range, <100). Serological tests for parasitic
diseases indicated the presence of antibodies against
cysticercosis and Echinococcus spp. and the absence
of antibodies against Entamoeba histolytica, Toxocara
canis, Strongyloides spp., and Fasciola spp. Thorough
stool tests were performed to confidently rule out in-
fections as the cause of chronic diarrhea. Microscopic
examination of three consecutive stool specimens re-
vealed the presence of fecal leukocytes. The patient
tested negative for Clostridioides difficile toxin. The
fecal calprotectin level was significantly elevated at
278 micrograms per gram. Stool culture indicated
normal flora.
Contrast-enhanced abdominal computed tomogra-
phy was performed to investigate abdominal pain, re-
vealing circumferential and symmetric colonic wall
thickening (Figure 1). Colonoscopy with endoscopic
biopsy served as a crucial examination to explore the
underlying causes of chronic diarrhea, particularly in
elderly patients. Endoscopic findings revealed spo-
radic superficial ulcerations in rectal, sigmoid, de-
scending, and transverse sections of the colon (as
depicted in Figure 2), whereas the mucosa of the
ascending colon appeared normal. Biopsy speci-
mens were obtained from sigmoid ulcers and nor-
mal ascending colon mucosa. Histology revealed
eosinophilic infiltration in the lamina propria, with an

estimated 100 eosinophils per high-power field (HPF)
(Figure 3). Tuberculosis (TB) polymerase chain reac-
tion (PCR) of the colonic biopsy specimens was neg-
ative. Additional blood tests and bone marrow exam-
inations were performed to explore secondary causes
of eosinophilia. The patient tested negative for antin-
uclear antibodies, perinuclear anti-neutrophil cyto-
plasmic antibodies, and cytoplasmic anti-neutrophil
cytoplasmic antibodies. Bone marrow aspiration re-
vealed an elevated eosinophil count (34%) and a nor-
mal blast cell count (1%). Fluorescence in situ hy-
bridization of bone marrow cells revealed no rear-
rangements of PDGFRA, PDGFRB, FGFR1, JAK2,
or FLT3. The patient was diagnosed with primary
eosinophilic colitis based on histological findings and
symptoms in the absence of other specific causes. Tu-
berculosis was deemed unlikely due to a normal chest
radiograph, a negative Quantiferon TB Gold IGRA
test, negative tissue TB PCR, and the absence of con-
stitutional symptoms and pathognomonic signs upon
histological evaluation.
Eosinophil infiltration within the colon wall sug-
gested a probable diagnosis of eosinophilic gastroen-
teritis and eosinophilic esophagitis. Consequently,
esophagogastroduodenoscopy was conducted. The
procedure identified superficial duodenal ulcers and
antral erosions, with the esophageal mucosa appear-
ing normal (Figure 4). Concurrently, a negative ure-
ase rapid test indicated the absence of Helicobac-
ter pylori infection. The mucosa of the esoph-
agus appeared to be in a normal state. Biopsy
specimens were procured from three distinct loca-
tions: the distal esophagus, the erosion site of the
antrum, and the superficial ulcer of the D1 sec-
tion of the duodenum. Histological examination re-
vealed eosinophil-predominant inflammation in the
esophagus (37 eosinophils per HPF) and duodenum
(120 eosinophils per HPF) (Figure 5), with minimal
eosinophil presence within the gastric mucosa (ap-
proximately 5 per HPF). Initially, due to the presence
of serum cysticercosis and Echinococcus spp. antibod-
ies, the patient was administered 400 mg of alben-
dazole bid for 7 days. However, symptoms of diar-
rhea and abdominal pain persisted. Subsequent his-
tological results from the colon, esophagus, stomach,
and duodenum mucosa indicated eosinophil infiltra-
tion within the gastrointestinal walls. After ruling
out potential secondary causes of eosinophil infiltra-
tion, such as inflammatory bowel disease, connective
tissue disease, vasculitides, parasitic infection (due
to the lack of response to antiparasitic medication),
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and hypereosinophilic syndrome, a diagnosis of pri-
mary eosinophilic colitis and eosinophilic duodeni-
tis was established. Despite the presence of abnor-
mal eosinophil infiltration within the esophageal mu-
cosa, the diagnosis of primary eosinophilic esophagi-
tis could not be conclusively established due to the
lack of symptoms typically associated with esophagi-
tis. The patient was administered a systemic cor-
ticosteroid regimen, beginning with 32 mg of oral
methylprednisolone daily for two weeks, followed by
a weekly taper of 4 mg. The patient was adminis-
tered a daily dose of 40 mg of oral pantoprazole in
response to the presence of duodenal ulcers. Prior
to the initiation of systemic steroid therapy, the pa-
tient tested negative for HBsAg, anti-HBc, and anti-
HCV (i.e., markers of hepatitis B and C infections).
In an effort to preemptively address concerns regard-
ing potential disease relapse following the cessation
or tapering of steroid therapy, a combination of ke-
totifen (administered twice daily at a dosage of 1 mg)
andmontelukast (administered once daily at a dosage
of 10 mg) was introduced concurrently with the on-
set of steroid therapy. This therapeutic regimen led to
a marked decrease in the frequency of bowel move-
ments, from ten to three per day. By the fifth day of
therapy, the patient reported a further reduction to a
single daily bowel movement, unaccompanied by ab-
dominal pain. For the best treatment approach, a diet
plan was taken into account. A radioallergosorbent
test (i.e., a blood test used to check what substances a
person is allergic to) was performed on the twelfth day
following the initiation of steroid therapy, the results
ofwhich are presented inTable 2. Based on the identi-
fication of potential food allergens, a dietary elimina-
tion protocol was implemented, which included the
removal of chocolate, milk, pineapple, shrimp, sar-
dine, barley flour, oat flour, corn, orange, and beer
from the patient’s diet. However, the extensive list of
dietary restrictions posed challenges to patient adher-
ence to the protocol, leading to occasional lapses in di-
etary compliance. Notably, rice was identified as a po-
tential allergen, but its central role in the patient’s diet
made its elimination impractical. Upon discharge for
outpatient monitoring, the patient was advised to ad-
here to an inactivated vaccination schedule due to the
risk of infection associated with corticosteroid ther-
apy. While the patient was on a regimen of 16 mg of
methylprednisolone, he sustained a laceration on his
right middle finger, which was inflicted by a crab pin-
cer. This injury subsequently progressed to severe cel-
lulitis, necessitating the implementation of an antibi-
otic treatment protocol and surgical removal of dam-
aged tissue. As a result, the dosage of methylpred-
nisolone was reduced to 8 mg daily for a duration of

two weeks, followed by a weekly decrease of 4 mg,
while the administration of ketotifen andmontelukast
was sustained. Over time, the infection was success-
fully resolved, and complete healing was observed af-
ter two months. The patient remained symptom-free
from abdominal pain and diarrhea for a period of
twomonths under the steroid regimen. Threemonths
post-steroid cessation, the disease remained in remis-
sion under a maintenance regimen of ketotifen (1 mg
twice daily) and montelukast (10 mg daily). Figure 6
delineates the patient’smedication dosages and signif-
icant occurrences throughout the disease progression.
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Table 1: Patient laboratory data

Variable Reference range Value
Blood
Hemoglobin (g/liter) 130 – 170 126
White-cell count (per µL) 4000 – 11000 12600
Differential count (per µL)
Neutrophils 1800 – 8250 4200
Lymphocytes 800 – 4400 2300
Monocytes 160 – 1100 800
Eosinophils 80 – 880 5300
Basophils 0 – 220 0
Platelet count (per µL) 200000 – 400000 225000
Glucose (mg/dl) 70 – 110 90
Alanine aminotransferase
(U/liter)

5 – 49 8

Aspartate aminotransferase
(U/liter)

9 – 48 15

Blood urea nitrogen (mg/dl) 7 – 20 12
Creatinin (mg/dl) 0.7 – 1.5 1.12
Natri (mmol/liter) 135 – 150 136
Kali (mmol/liter) 3.5 – 5.5 3.7
Albumin (g/liter) 35 – 55 31
C-reactive protein (mg/liter) <6 3.2
Free thyroxine (pg/mL) 8 – 20 14.07
Thyroid stimulating hormone
(mIU/liter)

0.4 – 5 1.349

Folate (ng/ml) 5.3 – 14 4.9
Vitamin B12 (pg/ml) 211 – 911 406
High-sensitivity troponin
I (pg/mL)

<34.2 <2.5

Anti-nuclear antibodies Negative Negative
Anti-double stranded DNA
(IU/mL)

<25 1.12

C3 (mg/dL) 90 – 180 64.4
C4 (mg/dL) 10 – 40 12.1
Cortisol (ng/ml) 50 – 230 88
Anti-neutrophil cytoplasmic an-
tibodies

Negative Negative

Bone marrow
Blast cells (%) 1 – 3 1
Neutrophil (%) 10 – 30 25
Lymphocytes (%) 10 – 15 11
Eosinophils (%) 0 – 5 34
Stool
Fecal calprotectin <50 µg/g 278
Clostridium difficile PCR Negative Negative
Culture Normal flora
Ova and parasites Negative Negative

Abbreviations: DNA: deoxyribonucleic acid; PCR: polymerase chain reaction.
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Table 2: Results of the radioallergosorbent test

Antigen Specific immunoglobulin E level (kU/liter)*
Egg white 0.22
Egg yolk 0.14
Codfish 0.23
Shrimp 0.39
Tuna 0.19
Sardine 0.39
Wheat flour 0.27
Rye flour 0.26
Barley flour 0.53
Oat flour 1.21
Rice 0.48
Soybean 0.20
Corn 0.56
Gluten 0.87
Peanut 0.18
Hazelnut 0.04
Almond 0.10
Cow’s milk 0.28
Chocolate 1.21
Goat’s milk 0.48
Tomato 0.20
Lemon 0.18
Orange 0.39
Strawberry 0.10
Apple 0.21
Pineapple 74.06
Cooked pork 0.08
Beef 0.12
Chicken 0.06
Brewer’s yeast 0.56
Baker’s yeast 0.24
Latex 0.11
Dermatophagoides pteronyssinus 0.12
Dermatophagoides farinae 0.87
Blomia tropicalis 0.53
Cat 0.39
Dog 0.23
Chicken feathers 0.26
Penicillium notatum 0.27
Cladosporium herbarum 0.17
Aspergillus fumigatus 0.31
Candida albicans 0.07
Alternaria alternata 0.13
Bermuda grass 0.12
Dandelion 0.19
Honey bee venom 1.55
Common wasp venom 1.21
Fire ant 0.21
Mosquito 0.26
Cockroach 0.03

*The specific immunoglobulin E levels (kU/liter) can be interpreted as follows: < 0.35: unlikely, 0.35 – 0.69: doubtful significance; 0.70 – 3.49:
possible; 3.50 – 17.49: more likely, 17.50 – 49.99: more likely, 50.00 – 100.00: very likely, > 100.00: extremely likely.
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DISCUSSION
EGIDs are uncommon conditions characterized by
the unusual infiltration of eosinophils into the GI
tract walls, potentially affecting any segment from the
esophagus to the colon5. Eosinophils, which are typ-
ically absent in the esophageal lamina propria, are
found in other segments of the GI tract under nor-
mal conditions. Their recruitment to the GI wall is
triggered by various inflammatory stimuli, including
parasitic infections and allergic diseases. Numerous
cytokines facilitate eosinophil proliferation and mat-
uration within the bone marrow, with interleukin-
5 being the most specific to the eosinophil lineage
and a potential target for therapeutic intervention6.
Depending on the extent of eosinophil infiltration
in the GI walls, the clinical manifestations of EGIDs
can be stratified into three distinct patterns: mu-
cosal, muscular, and serosal7. The mucosal pattern,
which is most prevalent, is characterized by symp-
toms such as abdominal pain, diarrhea, malabsorp-
tion, anemia, and weight loss5. Such symptoms are
nonspecific, potentially resulting in delayed diagno-
sis, as evidenced by the patient in this case who ex-
perienced two months of chronic diarrhea. A cohort
study conducted by Chehade et al. involving 4108 pa-
tients revealed an average duration of 3.6 years be-
tween symptom onset and diagnosis8. Hence, main-
taining a high degree of clinical suspicion is crucial,
particularly in patients exhibiting chronic gastroin-
testinal symptoms9. In our case, the patient exhibited
peripheral eosinophilia, a significant clue leading to
the diagnosis. However, it is essential to note that the
absence of peripheral eosinophilia does not reliably
exclude an EGID diagnosis, as approximately 20% of
patients do not present with elevated blood eosinophil
counts, as demonstrated by Kinoshita et al.10.
Endoscopic findings can range from a normal appear-
ance to nonspecific gastritis or colitis, and from ero-
sions to ulcerations10,11. Given the patchy nature of
eosinophilic infiltration in the gastrointestinal tract, it
is necessary to obtainmultiple biopsy specimens from
both normal and abnormal mucosa12,13. In our pa-
tient, even the normal mucosa of the ascending colon
exhibited an abnormal accumulation of eosinophils.
The diagnosis of EGIDs is typically straightfor-
ward in patients who present with gastrointestinal
symptoms, provided there is evidence of abnormal
eosinophil infiltration within the lamina propria of
the GI tract wall, and secondary causes have been
excluded14,15. There is no established consensus
on the quantification of eosinophils within the gas-
trointestinal mucosa15. Turner et al. characterized

colonic eosinophilia as the presence of more than 50
eosinophils per HPF in the right colon, more than 35
per HPF in the transverse colon, and more than 25
per HPF in the left colon16. Consequently, our pa-
tient was diagnosed with eosinophilic colitis, as evi-
denced by the detection of 100 eosinophils per HPF
in the colon mucosa. For reference, the eosinophil
thresholds per HPF for the mucosa of the esopha-
gus, stomach, and duodenum are 15, 30, and 52, re-
spectively 17. Biopsy specimens from the patient’s
esophagus and duodenum satisfied the aforemen-
tioned eosinophil thresholds, leading to a concur-
rent diagnosis of eosinophilic duodenitis. Despite
this, a diagnosis of eosinophilic esophagitis was pre-
cluded due to the absence of related symptomatic
manifestations18. A comprehensive medical history
was collected, revealing that the patient did not expe-
rience any esophageal symptoms, including dyspha-
gia, heartburn, food impaction, or chest pain. Con-
sequently, the patient was diagnosed with asymp-
tomatic esophageal eosinophilia. Given that approxi-
mately 75% of asymptomatic esophageal eosinophilia
patients exhibit lamina propria fibrosis and 20% de-
velop eosinophilic esophagitis, it is recommended
that these patients undergo clinical, endoscopic, and
histological follow-up evaluations19.
A notable limitation of this case report is the ab-
sence of small bowel endoscopy with biopsy, which
would have facilitated a more comprehensive assess-
ment of the severity of eosinophilic infiltration within
the small bowel wall. Nonetheless, findings from
contrast-enhanced abdominal computed tomography
merely indicated thickening of the colonic wall. Po-
tential etiologies for secondary eosinophilia include
hypereosinophilic syndrome, parasitic infections, in-
flammatory bowel disease, Helicobacter pylori infec-
tion, connective tissue disorders, and drug-induced
reactions5. Given the distinct treatment strategies
for secondary causes, comprehensive investigations
to identify these causes are imperative. Our patient
underwent an array of laboratory examinations, in-
cluding blood tests, fecal tests, and bone marrow ex-
aminations. These tests did not reveal any secondary
causes of eosinophilia, with the exception of positive
serology for cysticercosis and Echinococcus spp. De-
spite this, a regimen of antiparasitic treatment did not
ameliorate the patient’s symptoms. Consequently, the
final diagnosis was primary eosinophilic duodenitis
and eosinophilic colitis.
At present, there are no high-level recommendations
for the management of eosinophilic gastroenteritis
and eosinophilic colitis. Systemic corticosteroids have
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Figure 1: Contrast-enhanced abdominal computed tomography. Contrast-enhanced abdominal computed
tomography revealed circumferential and symmetric thickening of the wall of the sigmoid colon, as indicated by
the arrow.

Figure 2: Patient colonoscopic findings. The patient’s colonoscopy image revealed sporadic superficial ulcera-
tions located in the sigmoid colon (narrow band imaging mode).

6526



Biomedical Research and Therapy 2024, 11(6):6520-6531

Figure 3: Histological findings of the sigmoid colon. The histological examination of the sigmoid colon biopsy
specimen revealed significant eosinophilic infiltrationwithin the lamina propria. The density of the infiltrationwas
approximately 100 eosinophils per high-power field (H&E, x400).

been identified as an efficacious initial treatment, par-
ticularly for patients exhibiting severe symptoms, as
evidenced by a multitude of case reports and stud-
ies15. The treatment protocol commences with an
equivalent dose of 20–40 mg of prednisone, which is
gradually reduced over a period of weeks or months5.
Our patient was also administered an initial dosage
of 32 mg of methylprednisolone, equating to a 40 mg
dosage of prednisone. During corticosteroid treat-
ment, our patient developed severe cellulitis, poten-
tially indicative of systemic side effects associated
with steroid use. Furthermore, a study by Pineton de
ChambrunG et al. reported a 37% relapse risk follow-
ing steroid withdrawal, underscoring the necessity for
alternative, steroid-sparing therapies in the manage-
ment of EGIDs20. In the case under consideration, a
therapeutic regimen comprising ketotifen and mon-
telukast was initiated concurrently with steroid ther-
apy. Following the discontinuation of steroid treat-
ment, the patient remained in remission for a sub-
sequent period of three months. This was achieved
through the administration of a combined regimen of
ketotifen (1 mg, administered twice daily) and mon-
telukast (10 mg, administered daily). Ketotifen func-

tions as a mast cell stabilizer, inhibiting the release
of toxic mediators from mast cells and attenuating
the activation of eosinophils. This is noteworthy, as
mast cells and eosinophils exhibit mutual stimulation
in the absence of external activators15,21. In a re-
search study conducted byMelamed et al., six patients
diagnosed with eosinophilic gastroenteritis were ad-
ministered a daily dosage of 2 to 4 mg of ketotifen
over a period of 12 months. Notably, all patients ex-
hibited significant clinical improvement. The serum
levels of immunoglobulin E decreased substantially
during the 4-6 month interval of the treatment reg-
imen. Furthermore, eosinophilic infiltrates were ef-
fectively eradicated, underscoring the efficacy of this
therapeutic approach22. Montelukast, a leukotriene
receptor antagonist, serves to counteract the effects
of leukotrienes, which are released by eosinophils
and influence vascular permeability and chemotaxis.
There are case reports that illustrate the achieve-
ment of long-term remission in instances of recur-
rent or steroid-dependent eosinophilic gastroenteri-
tis through the administration of montelukast at daily
dosages ranging from 10 to 40 mg. These findings
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Figure 4: Findings from the patient’s esophagogastroduodenoscopy revealed normal morphology of the
esophageal (A) andgastricbodymucosa (B),milderosions in theantrum(C) andsuperficial duodenalulcers
(D).

Figure 5: Histological findings of the esophagus and the duodenum. The histological analysis of both the
esophagus (A) and the duodenum (B) revealed the presence of eosinophilic infiltration within the mucosal layers
(H&E, A x100, B x100).
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Figure 6: The administeredmedication dosages includedmethylprednisolone (represented by the orange
line), ketotifen (depicted by the yellow line), and montelukast (indicated by the green line). A gradual de-
crease in the dosage of methylprednisolone was observed, with the exception of an abrupt decrease due to the
onset of cellulitis. The dosages of ketotifen and montelukast remained consistent throughout the follow-up pe-
riod. Dietary elimination was initiated on the twelfth day, and symptom relief was fully achieved after the initial
week.

underscore the potential therapeutic efficacy of mon-
telukast in the management of this condition23,24.
Nonetheless, empirical data derived from those case
reports underscored the significance of ketotifen or
montelukast in patients experiencing recurring symp-
toms subsequent to steroid discontinuation, as op-
posed to the utilization of these two medications in
a preemptive strategy, as exemplified in our patient.
A study by Hui et al. revealed that an initial treat-
ment regimen of ketotifen and montelukast induced
a response in approximately 90% of patients4. This
study demonstrated the benefits of combining keto-
tifen and montelukast in treating eosinophilic gas-
troenteritis. However, in our case report, this combi-
nation was used concurrently with a systemic steroid
rather than as the initial treatment. In a previous
case report by Nguyen et al., a 59-year-old Viet-
namese patient with EGID exhibited an initial par-
tial response to systemic corticosteroids. However,
complete clinical remission was achieved upon the
addition of ketotifen, montelukast, and azathioprine,
suggesting their efficacy in treatment25. Nonetheless,
given its immunosuppressive properties, azathioprine
requires careful administration in elderly patients due
to the heightened risk of adverse events26. In an-
other case report, Huynh et al. described a 57-year-
old steroid-dependent Vietnamese patient who was

administered azathioprine. Despite symptom man-
agement, the patient succumbed to SARS-CoV-2 in-
fection three months after azathioprine initiation27.
Consequently, a therapeutic regimen combining ke-
totifen and montelukast may be a safe and efficacious
steroid-sparing treatment for patients diagnosed with
eosinophilic gastroenteritis. Nonetheless, empirical
evidence pertaining to the optimal duration and ini-
tiation timing of this regimen remains limited.
This case report suggests that EGID, particularly
in patients with peripheral eosinophilia, is a po-
tential etiology for chronic diarrhea. This find-
ing underscores the importance of obtaining endo-
scopic gastrointestinal mucosa biopsies and subse-
quent eosinophil counts for histological assessment.
This report also emphasizes the necessity of ruling out
secondary causes of eosinophilia, notably prevalent
parasitic infections in developing countries. While
corticosteroid therapy is effective for EGID manage-
ment, the associated infection risk necessitates the
consideration of steroid-sparing therapies such as ke-
totifen andmontelukast tomitigate long-term adverse
effects and maintain clinical remission.
This case report, while providing valuable insights
into the diagnosis andmanagement of EGID, has sev-
eral limitations. First, the findings are based on a sin-
gle patient’s experience, limiting the generalizability
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of the results to all EGID patients. Second, the re-
port lacks long-term follow-up data, leaving questions
about the durability of remission and the potential for
relapse over time. Third, the absence of a comparison
between the treatment regimen used in this case and
other potential treatments makes it difficult to ascer-
tain the relative effectiveness of the chosen strategy.
Fourth, we were not able to investigate potential ge-
netic, environmental, or lifestyle factors contributing
to the condition. Fifth, the diagnosis and treatment
decisions were based on available clinical, laboratory,
and pathology data, potentially introducing diagnos-
tic bias, as untested conditions could exhibit similar
symptoms and pathological findings.

CONCLUSIONS
In summary, this report delineates a case of primary
eosinophilic gastroenteritis and eosinophilic colitis
characterized mainly by lower gastrointestinal man-
ifestations. The patient showed a favorable response
to initial steroid therapy and achieved sustained re-
mission via a treatment regimen comprising ketotifen
and montelukast. This case emphasizes the signifi-
cance of considering eosinophilic gastroenteritis and
colitis in the differential diagnosis of patients pre-
senting with gastrointestinal symptoms and periph-
eral eosinophilia, especially when endoscopic assess-
ment revealsmucosal abnormalities. Thorough inves-
tigations to rule out secondary causes of eosinophilia
are imperative. Despite the potential side effects asso-
ciated with systemic steroids, their efficacy in induc-
ing remission has been substantiated. The adjunctive
use of ketotifen and montelukast with steroids, main-
tained post-steroid treatment, presents an effective
long-term remission strategy. Furthermore, dietary
modifications based on radioallergosorbent test find-
ings may offer additional advantages, albeit compli-
ance may pose a challenge. The insights derived from
this case underscore the necessity for prompt diag-
nosis and management of eosinophilic gastrointesti-
nal disorders (EGIDs) and illuminate the role of in-
novative treatment approaches in improving patient
outcomes. Accordingly, this case contributes to the
expanding evidence base supporting the employment
of combined pharmacological treatmentmodalities in
the management of these uncommon diseases.
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