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ABSTRACT: Functional dyspepsia is a common 

condition that involves a complex of symp-

toms, such as epigastric pain, postprandial 

fullness, and/or early satiety. While the patho-

physiology is not completely understood, it is 

likely a complex interplay between the gut–

brain axis, gut microbiome, and motor and 

sensory functions of the gastrointestinal tract. 

Endoscopy is not a mainstay of diagnostic test-

ing and should be reserved for patients who 

are 60 years of age or older, or for high-risk 

patients based on individual cases. Clinical 

diagnosis can be made using the Rome IV crite-

ria. Dietary modifications should be considered 

as first-line therapy prior to the use of pharma-

cological therapies. Other nonpharmacological 

treatments, such as exercise, psychological 

therapies, and patient counseling, should also 

be considered. Pharmacological treatments 
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involve the use of proton pump inhibitors, pro-

kinetics, and neuromodulators. Management 

may also require a multidisciplinary approach 

that includes dietitians and psychologists. 

F unctional dyspepsia is a chronic, 
complex constellation of symp-
toms that include epigastric pain 

or burning, postprandial fullness, and/or 
early satiety. Given the spectrum of symp-
toms, it is a common presenting complaint 
in primary care; the estimated prevalence 
is 8% in Canada and 20% globally.1,2 In 
addition to its burden on quality of life, 
functional dyspepsia is associated with 
significant health care costs: the annual 
economic impact is estimated at $18 bil-
lion in the United States alone.3 Symp-
tom overlap with other gastrointestinal 
disorders, such as gastroesophageal reflux 
disease, gastroparesis, and peptic ulcer dis-
ease, leading to misdiagnosis, unnecessary 
investigations, patient frustration, and sig-
nificant impact on quality of life.4 Given 
that functional dyspepsia affects almost 
1 in every 12 Canadians,1,2 primary care 
providers are uniquely positioned to diag-
nose and manage it effectively. Our aim is 
to provide a structured clinical pathway for 
diagnosing and managing functional dys-
pepsia in the primary care setting, which 
will allow family physicians to build on 
their expertise to both optimize patient 
outcomes and eliminate unnecessary wait 
times and testing.

Clinical cases
Case 1
Mohammad is a 51-year-old man who has 
had ongoing abdominal pain for several 
years. His medical history includes dyslip-
idemia on statin therapy and generalized 
anxiety disorder not on medical therapy. 
He experiences epigastric and right upper 
quadrant pain three to four times per week 
in both fasting and unfasting states, with no 
clear food triggers. He has no personal or 
family history of gastrointestinal disease and 
no weight loss; however, during these pain 
episodes, he often takes time off work. His 
physical examination suggests no abnormali-
ties. He has been on proton pump inhibitor 
therapy with escalating doses to twice daily, 
and he has cut out acidic foods, caffeine, and 
wine, with no effect. What should the next 
steps be in the management of his condition?

Case 2
Samantha is a 43-year-old woman who 
experiences chronic postprandial fullness 
with bloating and discomfort on most days. 
This is often associated with nausea, and 
less frequently with vomiting. Her medical 
history includes hypothyroidism, which is 
well managed on levothyroxine, and fibro-
myalgia, for which she takes gabapentin. 
Due to abdominal pain, she has been started 
on hydromorphone as needed. Her physi-
cal examination shows a mildly distended 
abdomen with mild left-side discomfort. 
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She has tried proton pump inhibitor therapy 
with no effect. What should the next steps 
be in the management of her condition? 

Pathophysiology
Due to the multifaceted nature of functional 
dyspepsia, its pathophysiology is complex 
and not yet fully understood. A number of 
potential mechanisms have been proposed; 
functional dyspepsia is likely a result of a 
complex interplay between them.

Gut–brain axis dysfunction
The gut–brain axis, communicated via the 
hypothalamic–pituitary axis, is modulated 
by stress, immune function, and the gut 
microbiome.5 Central signaling through 
corticotropin affects gut permeability, with 
eosinophilic and mast cell activation con-
tributing to barrier dysfunction.5,6 Adverse 
early life experiences can also contribute to 
functional gut disorders,7 which underscores 
the gut–brain relationship. 

Altered gut microbiome
Increased duodenal bacterial load is cor-
related with meal-related symptoms and 
thus links the small-intestine microbi-
ome with dyspeptic symptoms.8 Dysbiosis 
also alters the composition of bile acids, 
which promotes pro-inflammatory bacte-
rial overgrowth.9 This relationship between 
the microbiome and dyspepsia is under-
scored by the postgastroenteritis dyspep-
sia phenomenon10 and the effectiveness of 
Helicobacter pylori eradication in resolving 
dyspeptic symptoms.8 

Immune dysfunction
Low-grade duodenal inflammation, evi-
denced by abnormal populations of 
inflammatory cells in duodenal samples 
of functional dyspepsia patients,11 impairs 
duodenal mucosa integrity,11 which leads to 
delayed gastric emptying12 and decreased 
neuronal responsiveness,13 and thus disrupts 
gastrointestinal neuroregulation.5 

Motor and sensory dysfunction
While poor gastric emptying was thought 
to be directly correlated with dyspepsia, 

associations between functional dyspepsia 
and gastric emptying are inconsistent.14 Pas-
richa and colleagues showed that functional 
dyspepsia and gastroparesis are clinically 
and pathologically indistinguishable in ter-
tiary centres, which suggests they represent 
a spectrum of gastric neuromuscular disor-
ders.15 Additionally, visceral hypersensitivity, 
modulated by mechanical inputs, receptors, 
and enteral hormones,16,17 contributes to 
epigastric pain and is associated with non-
painful symptoms of fullness, bloating, and 
belching.16-18 

Risk factors for functional dyspep-
sia include female sex, smoking, use of 
NSAIDs, H. pylori infection,1 acute gas-
troenteritis,19 and psychiatric comorbidities 
such as anxiety and depression.20

Clinical presentation and 
diagnosis
Functional dyspepsia should be considered 
in patients who present with symptoms of 
postprandial fullness, early satiety, bloat-
ing, and/or epigastric pain or burning in 
the absence of alarm features [Figure 1].21 
Epigastric burning in particular should be 
further characterized in terms of location, 
timing, and modifying factors, because it 
is often confused with gastroesophageal 
reflux disease. Recurrent or cyclic vomiting 
or symptoms related to defecation suggest 
alternative diagnoses and warrant appro-
priate workup, although other gut–brain 
interaction disorders could coexist. Once 
functional dyspepsia is suspected, diagnosis 
requires a detailed history and, in appropri-
ate patients, can be made clinically using 
Rome IV criteria [Figure 2],21 which will 
minimize the use of generally low-yield 
endoscopy and delays in care. 

Rome IV criteria for the diagnosis of 
functional dyspepsia include one or more 
of bothersome postprandial fullness, early 
satiation, epigastric pain, and epigastric 
burning; symptom duration of the past 
3 months, with onset 6 months prior to 
diagnosis; and no evidence of structural 
disease as an alternative etiology.21 Once 
functional dyspepsia has been diagnosed, it 
can be further classified into two subtypes: 

postprandial distress syndrome and epigas-
tric pain syndrome.21 The former is charac-
terized by bothersome postprandial fullness 
and/or early satiation at least 3 days per 
week; the latter is characterized by both-
ersome epigastric pain or burning at least 
1 day per week [Figure 2].21 In certain 
patients, the two subtypes may overlap.22 
Determining subtypes may be beneficial 
in management. 

As per the American College of Gas-
troenterology and Canadian Association of 
Gastroenterology guidelines, endoscopy is 
not routinely required to diagnose func-
tional dyspepsia and should be reserved for 
specific patient populations: symptomatic 
patients 60 years of age or older, with a 
lower threshold of 55 years of age or older 
in patients from Southeast Asia, given the 
higher prevalence of upper gastrointestinal 
malignancy in that population [Figure 1].23 
In patients who are younger than 60 years of 
age, routine endoscopy is not recommend-
ed, even in the presence of alarm features 
[Figure 1].23 However, in patients from 
Southeast Asia who have a family history 
of upper gastrointestinal malignancy or a 
prominent alarm feature (e.g., rapidly pro-
gressive dysphagia, significant unintentional 
weight loss), the decision to use endoscopy 
should be individualized.23 

Aside from endoscopy, diagnostics for  
functional dyspepsia are limited. All pa-
tients should undergo H. pylori testing, via 
either gastric biopsies during endoscopy for 
patients 60 years of age or older or nonin-
vasive testing for patients younger than 60 
years of age, with treatment and confirma-
tion of eradication.23 It is also prudent to 
rule out celiac disease by ordering anti– 
tissue transglutaminase serology. In patients 
with predominant symptoms of nausea and 
vomiting or significant early satiety and 
postprandial fullness refractory to thera-
py, gastroparesis should be considered.24  
To establish the diagnosis, a 4-hour solid 
phase gastric emptying study is recom-
mended; however, upper endoscopy should 
be performed first to rule out structural 
causes.24 The use of 2-hour studies is dis-
couraged due to false negatives.24
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FIGURE 1. Functional dyspepsia primary care pathway. Adapted from Alberta Health Services.40

GERD = gastroesophageal reflux disease; ACG/CAG = American College of Gastroenterology/Canadian Association of Gastroenterology; TTG = tissue transglutaminase; 
LFT = liver function tests; FODMAP = fermentable oligosaccharides, disaccharides, monosaccharides, and polyols.

 Is it GERD?
Heartburn +/− regurgitation

Test for Helicobacter pylori
Stool antigen or urea breath test

Treat GERD

Treat with quadruple therapy

Symptoms of dyspepsia
1 month of:
•	 Epigastric discomfort, pain, or burning
•	 Upper abdominal bloating
•	 Early satiety; postprandial fullness

Refer to gastroenterologist for 
consultation/endoscopy

No further action required

Titrate to lowest effective 
dose with annual trial of 

deprescribing

If the response is adequate, 
continue for 6 months, then 

slowly taper off.

In patients younger than age 60, the ACG/CAG guidelines do 
not recommend routine endoscopy, even in the presence of 
alarm features. The decision to pursue endoscopy should be 
individualized in the following patients:
•	 Patients 55 years of age or older of age of Southeast Asian 

origin or with a family history of upper gastrointestinal 
malignancy

•	 Patients of any age with a prominent alarm feature (e.g., 
rapidly progressive dysphagia, significant unintentional 
weight loss)

Alarm features
•	 Age ≥ 60 with new and persistent symptoms > 3 months
•	 Gastrointestinal bleeding or anemia
•	 Progressive dysphagia
•	 Persistent vomiting (not attributed to drugs or medications)
•	 Unintentional weight loss
•	 Personal history of peptic ulcer disease
•	 First-degree relative with history of esophageal or gastric 

cancer

Baseline investigations
As clinically indicated based on history and physical examination:
•	 Complete blood count, ferritin, anti-tissue transglutaminase 

serology
•	 Liver function tests, lipase, abdominal imaging if hepatobiliary 

etiology suspected
•	 Abdominal X-ray to rule out constipation based on history

Lifestyle review and nonpharmacological options
•	 Review and discontinue any offending medications (NSAIDs, 

metformin, antibiotics, steroids, iron supplements, herbal, 
cannabis)

•	 Dietary changes: low FODMAP, exclusion diet, small meals
•	 Exercise, weight loss, smoking cessation, caffeine intake
•	 Stress management and psychological therapies

If age ≥ 60

Symptoms 
improve

Symptoms 
improve

Symptoms improve

Symptoms 
persist

Yes

Yes

Yes, but age < 60No

Normal

Symptoms persist

Symptoms persist

Symptoms persist

Pharmacological therapy

1. Proton pump inhibitor (PPI) trial once daily for 4–8 weeks
A PPI trial is the preferred initial pharmacological therapy. If the initial response is inadequate, 
ensure appropriate PPI dosage and administration.

3. Prokinetics
For patients who do not respond to a PPI or a TCA, consider prokinetic therapy. An exception is  
patients with postprandial distress syndrome, in whom prokinetics may be used earlier as a preferred 
option. Consider a domperidone trial (baseline ECG to ensure normal corrected QT interval and no 
family history of sudden cardiac death). Monitor for side effects closely with a limited trial duration.

•	 Consider investigations 
not completed in baseline 
investigations

•	 If symptoms are suggestive 
of gastroparesis, 4-hour solid 
phase gastric emptying study

•	 Referral to gastroenterologist 
for consultation/endoscopy

Other diagnosis +/− referral for 
endoscopy based on results

Abnormal 

2. Low-dose tricyclic antidepressant (TCA) trial
In patients with persistent symptoms despite adequate acid suppression, a neuromodulator 
is recommended, typically starting with a low-dose TCA and titrating to clinical response and 
tolerability. Titrate as needed every 2–3 weeks, with reassessment at 8–12 weeks. 
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FIGURE 2. Rome IV criteria for functional dyspepsia. Adapted from the Rome IV criteria for functional 
dyspepsia, with supportive features for postprandial distress syndrome (PDS)/epigastric pain syndrome 
(EPS) excluded21 and endoscopic investigation recommended only if clinically indicated as per the American 
College of Gastroenterology (ACG) and Canadian Association of Gastroenterology (CAG) guidelines.23 

* �As per the ACG/CAG guidelines, endoscopy is indicated in symptomatic patients 60 years of age or older; the 
decision for endoscopy should be individualized in patients 55 years of age or older of Southeast Asian descent 
and in patients of any age in whom an alarm feature is prominent.23

One or more of the following:
•	 Bothersome postprandial fullness
•	 Bothersome early satiation
•	 Bothersome epigastric pain
•	 Bothersome epigastric burning
AND symptom duration of the last 3 months with onset > 6 months prior
AND no evidence of structural disease (including endoscopy if clinically indicated*) 
likely to explain symptoms

One or both symptoms at 
least 3 days/week:
•	 Bothersome 

postprandial fullness 
(impacts usual activities)

•	 Bothersome early 
satiation (prevents 
finishing a regular meal)

No evidence of organic, 
systemic, or metabolic 
disease to explain symptoms 
(including endoscopy if 
clinically indicated*)

One or both symptoms at 
least 1 day/week:
•	 Bothersome epigastric 

pain (impacts usual 
activities)

•	 Bothersome epigastric 
burning (impacts usual 
activities)

No evidence of organic, 
systemic, or metabolic 
disease to explain symptoms 
(including endoscopy if 
clinically indicated*)

Epigastric pain 
syndrome (EPS)

Postprandial 
distress syndrome 

(PDS)

EPS/ 
PDS

H. pylori testing
The American College of Gastroenterology 
and Canadian Association of Gastroenter-
ology guidelines recommend noninvasive H. 
pylori testing in patients younger than 60 
years of age who have dyspepsia, because it 
is a cost-effective strategy that minimizes 
unnecessary endoscopy25 and reduces gastric 
cancer rates in Southeast Asian popula-
tions.26 In patients who do not undergo 
endoscopic evaluation, noninvasive testing 
with the urea breath test or stool antigen 
testing is preferred;27 the choice of modality 
is contingent upon local resource availability 
and patient preference. Serologic testing 
has lower specificity for acute infection and 
thus is not preferred. Patients should be off 

proton pump inhibitor therapy for 2 weeks 
prior to testing. If testing is positive for 
H. pylori, patients should be treated with 
quadruple therapy, and a confirmation of 
eradication test should be conducted after 
treatment.25 We refer readers to the Ameri-
can College of Gastroenterology guideline 
for H. pylori treatment recommendations 
and pharmacotherapy regimens,25 because 
this is outside the scope of this article. 

Management
The approach to managing functional dys-
pepsia is multipronged and may involve 
nonpharmacological interventions, pharma-
cological treatments, and alternative phar-
macological therapies. A stepwise approach 

is required [Figure 1], often with the 
involvement of dietitians and psychologists. 

Nonpharmacologic therapies

Diet and exercise: Managing functional 
dyspepsia through dietary modifications 
should be considered first-line therapy prior 
to the use of pharmacological treatments. 
Patients whose diets are low in fermentable 
oligosaccharides, disaccharides, monosac-
charides, and polyols (FODMAP) show 
symptomatic improvement, particularly 
those with postprandial distress syndrome.28 
Similarly, patients who follow a Mediterra-
nean diet have shown an associated decrease 
in dyspeptic symptoms.29 Conversely, alco-
hol, coffee, spicy food, and gluten are com-
mon triggers for functional dyspepsia29 and, 
depending on individual patient response, 
should be avoided. Although the data are 
primarily from observational studies, small 
meals, low-FODMAP diets, and avoid-
ance of trigger foods are generally recom-
mended, and specific dietary choices (e.g., 
gluten-free, Mediterranean) should be indi-
vidualized.28,29

Systematic reviews that evaluated the 
effectiveness of exercise—from aerobic exer-
cise or walking to traditional Chinese exer-
cises—found improvements in symptoms of 
epigastric fullness and pain, enhanced qual-
ity of life and sleep, and reduction in depres-
sive symptoms;30 however, many studies 
included concurrent pharmacological or 
psychological interventions.30 Thus, while 
the benefit of exercise alone remains unclear, 
given the lack of harm, it is a reasonable 
first-line lifestyle intervention.

Other: Before initiating pharmacological 
interventions, the patient’s medications and 
any associated side effects should be carefully 
reviewed. Medications commonly associated 
with functional dyspepsia symptoms, such as 
NSAIDs, steroids, metformin, glucagon-like 
peptide-1 agonists, antibiotics, and opioids, 
should be discontinued.5 Recreational drug 
use, specifically cannabis, should be reviewed 
and discouraged. There is a lack of evidence 
that smoking cessation, weight management, 
and alcohol cessation improve functional 
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dyspepsia symptoms, but they are important 
general health measures.

Psychological therapies: While pharmaco-
logical therapies are the mainstay of treat-
ment, a significant portion of patients may 
benefit from psychological therapy, given 
the coexisting mental health disorders.23 
While systematic reviews and random-
ized controlled trials have shown statisti-
cally significant benefits of psychological 
therapies,31 including cognitive-behavioral 
therapy, meditation, gut-directed hypnosis, 
and relaxation therapy, the quality of the 
data is very low due to study heterogeneity, 
methodological limitations, and study bias.23 

Pharmacological therapies

Acid suppression therapy: Given the pres-
ence of abnormal inflammatory cells, the 
immune response in the duodenum,11 and 
hypersensitivity to gastric acid, acid sup-
pression therapy is a recommended first-line 
treatment in functional dyspepsia.25 While 
the use of proton pump inhibitors is pre-
ferred,23 H2 receptor antagonists are reason-
able alternatives if proton pump inhibitors 
are not tolerated or are ineffective; however, 
evidence suggesting their equal efficacy is 
limited by trial heterogeneity and misclassi-
fication of diagnoses.23 Proton pump inhibi-
tor dosing is recommended as once daily; 
further escalation is unlikely to confer ben-
efit in the functional dyspepsia population.23 
Response should be reassessed in 8 weeks, 
and attempts to taper off or discontinue 
proton pump inhibitor therapy should be 
made every 6 to 12 months.23 

Neuromodulators: In patients who do not  
respond to proton pump inhibitors or 
achieve only partial response, the use of 
neuromodulators is recommended.23 Specif-
ic therapies include tricyclic antidepressants, 
which are preferred as first-line therapy, and 
mirtazapine.23 Patients should be started at 
the lowest dose. The dose should be titrated 
up every 2 to 3 weeks as needed, then reas-
sessed at 8 to 12 weeks.32 If efficacious, tri-
cyclic antidepressants should be continued 
for 6 months, then slowly tapered off; they 

can be re-initiated in recurrent dyspepsia 
at the previous lowest effective dose.32 In 
patients who cannot tolerate tricyclic anti-
depressants or have concurrent weight loss, 
mirtazapine may improve both symptoms 
and early satiety.23 Selective serotonin reup-
take inhibitors have not shown any benefit, 
and there is currently no role for them in 
functional dyspepsia.33 

Prokinetics: In cases where the above ther-
apies have failed, prokinetic agents, such 
as metoclopramide and domperidone, are 
third-line options, but there is limited 
improvement in quality of life.34 Consid-
eration could be given to using prokinetic 
agents as first-line therapy in patients with 
postprandial distress syndrome subtype. 
Notably, prokinetic agents, particularly 
metoclopramide, have significant adverse 
effects, such as tardive dyskinesia, which 
affects up to 30% of patients.23 Therefore, 
trial use with limited duration and close 
monitoring are advised. We recommend 
a baseline corrected QT interval prior to 
initiating therapy; cardiac arrhythmias and 
sudden cardiac death have been reported 
with the use of domperidone. Additional 
agents, such as buspirone, a 5-HT1A recep-
tor agonist that causes fundal relaxation, 
have not shown significant improvement 
in dyspeptic symptoms and only modest 
improvement in bloating severity and early 
satiety;35 however, they could be considered 
in patients with predominant postprandial 
distress syndrome subtype that have failed 
to respond to other therapies. 

Other: Other pharmacological therapies, 
including gabapentin and rifaximin, as well 
as nonpharmacological therapies such as 
FDgard, a duodenal-release caraway oil/
menthol formulation commonly used to 
treat irritable bowel syndrome, have shown 
some benefit in single trials or retrospec-
tive case series;36-38 however, further study 
is needed before definitive conclusions can 
be drawn, and they are not currently recom-
mended for the management of functional 
dyspepsia. Herbal medications, such as rik-
kunshito, artichoke leaf extract, and Zhizhu 
Kuanzhong, have been used traditionally 
to treat upper gastrointestinal symptoms. 
Symptomatic improvement has been dem-
onstrated in controlled trials and systematic 
reviews, but concerns remain regarding tox-
icity, quality control, and dosage regulation; 
thus, there are no current recommendations 
for the use of these herbal medications in 
functional dyspepsia management.39 

Patient counseling 
Patients would benefit from counseling  
and validation from their providers, given 
that symptoms may be dismissed in the 
absence of structural disease. Patients 
should be counseled that functional dys-
pepsia is a common condition that causes 
pain, discomfort, and/or a feeling of fullness 
in the upper belly, and they can feel bloated, 
full quickly, and nauseated. This does not 
mean there is something structurally wrong 
with their stomach or intestines. Rather, due 
to the complexity of the gastrointestinal 
tract nervous system, visceral hypersensitiv-
ity and interplay of the gut microbiome, and 
gut–brain interaction, patients may expe-
rience dyspeptic symptoms. Their symp-
toms can also be due to infection, such 
as by H. pylori, and can be exacerbated by 
medications such as NSAIDs. Emotional 
and psychological cofactors such as anxi-
ety and depression may also play a large 
role in symptomatology. Finally, diet can 
also play a role in symptom manifestation. 
Treatment includes dietary changes, regular 
exercise, and managing concurrent mental 
health disorders and may require a multi-
disciplinary approach with a dietitian and 

Patients should be 
counseled that functional 

dyspepsia is a common 
condition that causes 

pain, discomfort, and/or  
a feeling of fullness in 

the upper belly, and they 
can feel bloated, full 

quickly, and nauseated.
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psychologist. Treatment with medications 
includes acid reflux medications to calm 
down the lining of the gut, antidepressant 
medications that help regulate the gut–
brain interaction, and prokinetics that stim-
ulate gastric emptying. Opioids should be 
avoided, as they carry risk of dependence 
and tolerance and can further lead to nar-
cotic bowel syndrome; they have no role in 
the management of functional dyspepsia. 
Management of functional dyspepsia may 
require trial of various therapeutic options, 
as what works for one person may not work 
for another, but with the right care, most 
people with functional dyspepsia can man-
age their symptoms successfully. 

Clinical case follow-up
Case 1
Mohammad was misdiagnosed with gastro-
esophageal reflux disease and thus is non-
responsive to escalating doses of proton 
pump inhibitors. The lack of food triggers, 
association with meal times or positional 
changes, and localization to epigastric pain 
rather than typical retrosternal heartburn 
symptoms point away from gastroesopha-
geal reflux disease. He meets Rome IV cri-
teria for epigastric pain syndrome. Given his 
age, lack of alarm features, chronicity, and 
stability of symptoms, he does not require 
urgent upper endoscopy; a clinical diag-
nosis of functional dyspepsia can be made. 
He should be offered noninvasive H. pylori 
testing and treatment. If he is treated and 
his symptoms persist or the H. pylori test is 
negative, given his lack of response to pro-
ton pump inhibitor therapy, he should be 
started on low-dose tricyclic antidepressant 
therapy, such as amitriptyline, 10 to 15 mg 
by mouth every bedtime, or nortriptyline, 
10 to 25 mg by mouth every bedtime, with 
reassessment at 8 to 12 weeks.

Case 2
Samantha meets Rome IV criteria for 
functional dyspepsia, favored postprandial 
distress syndrome. Given her abdominal 
exam and opioid use, an abdominal X-ray 
is performed, which shows constipa-
tion. She is treated with osmotic laxative 

polyethylene glycol. While this mildly 
improves her symptoms, her quality of 
life remains impaired. She is counseled on 
tapering off her opioids to avoid depen-
dence and narcotic bowel and is started on 
tricyclic antidepressant therapy with nor-
triptyline, 10 mg by mouth every bedtime 
for 12 weeks, but shows little improvement. 

Given her intermittent nausea and vomit-
ing, an upper endoscopy and 4-hour gastric 
emptying study (off opioids) are performed, 
which show mild delayed gastric emptying 
with 15% retention of a standardized meal 
at 4 hours. She is then started on domperi-
done, 10 mg by mouth three times a day, 30 
minutes before meals, which significantly 
improves her symptoms. She is counseled 
on following a low-fibre, low-fat diet (gas-
troparesis diet) and is referred to a dietitian 
for further diet optimization. Her dose will 
be reassessed in 2 months.

Summary
In patients with functional dyspepsia, it is 
important to test for and treat H. pylori. 
Dietary modifications should be consid-
ered first-line therapy prior to the use of 
pharmacological treatments. However, the 
use of acid reflux medications can help by 
calming the lining of the gut. If the patient 
receives no relief, medications such as tricy-
clic antidepressants, which help regulate the 
gut–brain interaction and visceral hypersen-
sitivity, should be considered. If symptoms 
are mainly postprandial bloating fullness, 
prokinetics that stimulate gastric emptying 
may be considered as first-line therapy. The 
use of opioids should be avoided because 
they are associated with the risk of tolerance 

and dependence and can further lead to 
narcotic bowel syndrome. They have no role 
in the management of functional dyspepsia. 
Various therapeutic options may be needed 
to manage functional dyspepsia, because 
what works for one patient may not work 
for another, but with the right care, most 
patients can manage their symptoms suc-
cessfully. In addition, management may 
require a multidisciplinary approach that 
includes dietitians and psychologists. n
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