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Abstract
Psychotropic drugs are frequently used for functional dyspepsia (FD); however, the efficacy of these drugs for treating FD remains
controversial. We aimed to comprehensively compare the relative efficacies of different psychotropic drugs for FD in adults.
Toconduct thisstudy,wesearchedthePubMed,Embase,andCochraneLibrarydatabasesonMarch10,2019,andconducteda frequentist

networkmeta-analysison thesearch results. Theprimaryoutcomewas treatmentefficacyestimatedby theproportionofpatientswhoachieved
a certain percentage decrease in symptoms or who dropped below the threshold of the global FD symptom scores. The secondary outcome
was acceptability, defined as all-cause discontinuation. Odds ratios (ORs) were reported with 95% confidence intervals (CIs).
We deemed 10 trials to be eligible for analysis, and these trials included 970 participants and 10 psychotropic drugs. Flupentixol+

melitracen (F+M) (OR, 10.00; 95% CI, 1.59 to 62.73), tandospirone (3.24, 1.38 to 7.60), imipramine (2.21, 1.02 to 4.79), and
amitriptyline (1.71, 1.06 to 3.09) were significantly superior to placebo. According to the surface under the cumulative ranking curve,
the most effective treatment was F+M (89.0%), whereas the least effective was R137696 (13.6%). In terms of acceptability,
escitalopram (0.32, 0.11 to 0.92) was ranked as the worst drug (12.6%), followed by imipramine and sertraline.
The present network meta-analysis suggests that F+M, tandospirone, imipramine, and amitriptyline are more effective than

placebo as treatment for FD. Our results indicate that among the ten psychotropic drugs included, F+M is likely to be the most
effective drug for alleviating dyspepsia symptoms.

Abbreviations: 5-HT = 5-hydroxytryptamine, AMI = amitriptyline, BUS = buspirone, CI = confidence interval, EPS = epigastric
pain syndrome, ESC = escitalopram, FD = functional dyspepsia, FGIDs = functional gastrointestinal disorders, F+M = flupentixol +
melitracen, IMI= imipramine, MeSH=Medical Subject Headings, MIR=mirtazapine, NOR= nortriptyline, ORs= odds ratios, PDS=
postprandial distress syndrome, PBO = placebo, R13 = R137696, RCTs = randomized controlled trials, SER = sertraline, SSRIs =
selective serotonin reuptake inhibitors, SUCRA= surface under the cumulative ranking curve, TAN= tandospirone, TCADs= tricyclic
antidepressants.
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1. Introduction

Functional dyspepsia (FD) affects 10-30% of the global population
and is one of themost common functional gastrointestinal disorders
(FGIDs).[1] It is defined by fourmain symptoms, based on the Rome
criteria (presence of bothersome postprandial fullness, early
satiation, epigastric pain, and epigastric burning), which occur in
the absence of any structural disease that would otherwise explain
the symptoms. The disease can also be categorized into three
subtypes based on the symptom profile: postprandial distress
syndrome (PDS), characterized by postprandial fullness or early
satiation; epigastric pain syndrome (EPS), characterized by epigas-
tric pain or burning; and PDS-EPS overlapping syndrome.[2,3]

The FD mechanism involves complex pathophysiological
processes, including delayed gastric emptying,[4] decreased fundic
accommodation,[5] gastroduodenal inflammation,[6] visceral
hypersensitivity,[7] disorder of the brain-gut axis,[8] and psychi-
atric comorbidity.[9] Over the last few decades, several
pharmacological therapies such as proton pump inhibitor
therapy and prokinetic drugs have been introduced.[10] Although
they are widely used, a substantial number of patients do not
sufficiently respond to these treatments. Hence, many alternative
therapies such as psychotropic drugs have been proposed in
recent years.[2,11,12]
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Psychotropic drugs, such as tricyclic antidepressants (TCADs),
selective serotonin reuptake inhibitors (SSRIs), and 5-hydroxy-
tryptamine (5-HT)-1A receptor agonists (tandospirone, imipra-
mine), are used to treat various FGIDs, including FD and irritable
bowel syndrome.[12] These drugs are believed to alleviate FD
symptoms via their curative effects on comorbid psychological
diseases, enhancement of gastric accommodation, and ameliora-
tion of pain perception. However, the efficacy of these drugs for
treating FD remains controversial, as physicians may be reluctant
to consider using them because of their side effect profiles.
To gain a better understanding about these drugs, numerous

randomized controlled trials (RCTs)[13–26] and traditional
pairwise meta-analyses[27,28] addressing these issues have been
conducted. The results of these studies indicate that psychotropic
drugs are more effective than placebo for treating FD.
Nonetheless, the current evidence from traditional pairwise
meta-analyses is based solely on direct comparisons, which limits
its interpretation. Here, we employed a network meta-analysis,
which is more useful for comparing all relevant treatments based
on both direct and indirect comparisons. This new methodologi-
cal approach allows for the integration of direct and indirect
evidence from multiple treatment comparisons to estimate the
interrelations across all treatments.

2. Methods

This study was conducted according to the Preferred Reporting
Items for Systematic Reviews and Meta-Analyses for Network
Meta-Analyses.[29] The protocol was approved by the
Ethics Committee of University-Town Hospital of Chongqing
Medical University and registered on PROSPERO
(CRD42019141195).

2.1. Search strategy and selection criteria

This network meta-analysis was performed by searching for all
publications indexed in the PubMed, EMBASE, and Cochrane
Library databases from study inception until March 10, 2019.
There were no search restrictions on language, publication year,
or publication type. The references of previous meta-analyses,
reviews, and all included studies were also screened. Searches
were performed using Medical Subject Headings (MeSH) terms
and free keywords. The specific search strategies are described in
detail online (Table S1, Supplemental Digital Content http://links.
lww.com/MD/G144, which illustrates the search strategy used
during this study). The inclusion criteria were as follows:
1.
 RCTs, including crossover trials;

2.
 studies including adult patients (age >18 years);

3.
 studies including patients with a diagnosis of FD based on

international diagnostic criteria, such as Rome I, Rome II,
Rome III, and Rome IV;
4.
 studies comparing psychotropic drugs with either other
psychotropic drugs or placebo;
5.
 studies that continued for a minimum duration of 14 days;

6.
 studies with outcomes showing an improvement in global FD

symptoms; and

7.
 studies reporting dropout data due to any reason.

2.2. Data extraction and quality assessment

Two researchers (ZW and NG) independently extracted data
from the included studies according to a predefined data
abstraction form. The following clinical data were extracted
2

for each trial: participant characteristics (e.g., criteria used to
define FD, age, percentage of females), intervention character-
istics (e.g., dose ranges or mean doses of study drugs, trial
duration), study characteristics (e.g., publication year, country),
and outcome measures. To avoid carry-over effects, only phase
one data from crossover trials were included. The primary
outcome was efficacy, estimated by the proportion of patients
who achieved a symptom decrease of a certain percentage or
moved below the threshold of global FD symptom scores.
Intention-to-treat data were used where available; otherwise, we
used data from completers. The secondary outcome was
acceptability, defined as all-cause discontinuation. We assessed
the risk of bias following the instructions in the Cochrane
Collaboration Handbook.[30]
2.3. Data analysis

We performed a network meta-analysis within a frequentist
framework using STATA software version 14.0. The odds ratios
(ORs) with 95% confidence intervals (CIs) were calculated for
categorical outcomes. We examined the geometry of the evidence
by producing a network plot with the node and connection size
corresponding to the sample size and number of studies,
respectively. A comparison-adjusted funnel plot was constructed
to detect publication bias.[31] Inconsistencies were statistically
assessed globally (by comparison of consistency and inconsisten-
cy models) and locally (by calculation of the difference between
direct and indirect estimates within the network).[32] We
estimated the ranking probabilities for all treatments analyzed.
The treatment hierarchy was then compiled based on the surface
under the cumulative ranking curve (SUCRA).[31]
3. Results

3.1. Characteristics of the included trials

A total of 1569 records were identified. Initially, 317 duplicate
records were excluded, and 1190 more records were excluded
after reading the title and abstract. This left a total of 62 studies
that were categorized as potentially eligible studies. Of these, 52
studies were excluded for various reasons. Finally, we included
10 articles in the quantitative analyses. These studies included a
total of 970 FD patients, which we randomized for further
analysis (Fig. 1).[13–16,18,20,21,24–26] The 10 trials, which included
9 trials with a parallel design and one with a crossover design,
were published between 1986 and 2019. In total, 10 different
psychotropic drugs, including two SSRIs (sertraline and
escitalopram), three TCADs (amitriptyline, imipramine, and
nortriptyline), one antipsychotic+TCAD (F+M), and one
tetracyclic antidepressant (mirtazapine), were investigated in
the included RCTs. The duration of the different treatments
ranged from 2 to 12 weeks. Detailed characteristics of the
individual RCTs are provided in Table 1. We rated one of the
trials as having a high risk of bias, 6 trials were rated as having a
moderate risk, whereas 3 trials were rated as having a low risk
(see Figure S1, Supplemental Digital Content http://links.lww.
com/MD/G142, which shows the risk-of-bias assessment for this
study). Figure 2 shows a network plot of all eligible comparisons
that could be made from the 10 included articles. All
psychotropic drugs were assessed using placebo-controlled
comparisons, except for one drug, which was assessed using a
head-to-head comparison.
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Figure 1. Flowchart of the study selection.
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3.2. Assessment of inconsistency

Fitting the inconsistency model provided no evidence of
statistically significant inconsistencies for efficacy and accept-
ability (global Wald test: P= .35 and P= .13, respectively). One
closed loop was produced, and there was no evidence of local
inconsistency (P= .38 and P= .14, respectively) (see Table S2,
Supplemental Digital Content http://links.lww.com/MD/G145,
which shows the assessment of the inconsistency analysis for this
study).

3.3. Results of the network meta-analysis

Table 2 shows the results of the network meta-analysis for the
primary and secondary outcomes. In terms of efficacy, F+M
(OR, 10.00; 95% CI, 1.59 to 62.73), tandospirone (3.24, 1.38 to
7.60), imipramine (2.21, 1.02 to 4.79), and amitriptyline (1.81,
1.06 to 3.09) were more effective than placebo. No significant
differences between these drugs were observed (see Table S3,
3

Supplemental Digital Content http://links.lww.com/MD/G146,
which shows the treatment ranking and SUCRA plot for each
outcome). The most effective treatment was F+M (89.0%),
followed by buspirone (88.1%) and mirtazapine (73.1%). In
terms of acceptability, only escitalopram (0.32, 0.11 to 0.92) was
associated with higher dropout rates than placebo and was
ranked as the worst drug (12.6%) for treating FD, followed by
imipramine and sertraline. Nortriptyline (90.0%) had the highest
probability of being most accepted.
3.4. Publication bias and sensitivity analysis

A comparison-adjusted funnel plot was used to evaluate
publication bias. Figure 3 shows that the comparison-adjusted
funnel plot for efficacy is slightly asymmetric. We believe that this
asymmetry derives from the study by Braak et al.[16] By excluding
this study from the sensitivity analysis, we found that there was
no statistically significant difference between amitriptyline (1.47,
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0.46 to 4.76) and placebo (Table 3). No obvious publication bias
was found for the acceptability parameter (see Figure S2,
Supplemental Digital Content http://links.lww.com/MD/G143,
which shows a comparison-adjusted funnel plot for each
outcome).

4. Discussion

In this network meta-analysis, we performed a comprehensive
synthesis of data for ten psychotropic drugs (nortriptyline, F+M,
tandospirone, mirtazapine, amitriptyline, R137696, buspirone,
sertraline, imipramine, and escitalopram) used for the treatment
of adults with FD. The primary aim of this study was to compare
the relative efficacies of these psychotropic drugs. In line with
previous traditional meta-analyses, we demonstrated the overall
efficacy of F+M, tandospirone, imipramine, and amitriptyline
for treating FD. However, when the study by Braak et al[16] was
excluded from the sensitivity analysis, amitriptyline appeared to
be ineffective. According to the SUCRA analysis, F+M was
ranked as the most effective drug. However, the large CI raises
the question as to whether this evidence is sufficiently robust to
inform clinical practice. In terms of acceptability, only escitalo-
pram was associated with higher dropout rates than placebo.
Psychological factors such as anxiety and depression are

known to be associated with FD.[9] The mechanisms by which
anxiety or depressionmay drive FD are likely to bemultifactorial.
The brain-gut axis, which refers to the bidirectional communica-
tion between the central nervous system and the enteric nervous
system, may play a key role in patients with FD and psychiatric
comorbidities.[8] Numerous studies addressing disorders of the
brain-gut axis have been conducted. A prospective longitudinal
population-based study published in 2014 reported that the
brain-gut pathway is bidirectional and that both brain-to-gut and
Figure 2. Network of eligible comparisons for all relevant articles. The
thickness of the lines between the nodes represents the number of trials
comparing every pair of treatments, and the size of the nodes is proportional to
the sample number. F+M=flupentixol+melitracen; BUS=buspirone; MIR=
mirtazapine; TAN= tandospirone; IMI= imipramine; AMI=amitriptyline; PBO=
placebo; ESC=escitalopram; SER=sertraline; NOR=nortriptyline; R13=
R137696.

http://links.lww.com/MD/G143


Table 2

Network meta-analysis of efficacy and acceptability.

F+M 0.19 
(0.00,15.87)

0.28 
(0.01,14.04)

0.49 
(0.01,17.96)

0.11 
(0.00,3.59)

0.19 
(0.01,6.36)

0.28 
(0.01,7.67)

0.09 
(0.00,2.90)

0.16 
(0.01,4.80)

1.70 
(0.03,88.78)

0.20 
(0.01,6.73)

0.83 
(0.04,19.32)

BUS 1.50 
(0.04,56.00)

2.57 
(0.09,69.90)

0.56 
(0.02,13.84)

1.02 
(0.04,24.50)

1.50 
(0.08,28.89)

0.48 
(0.02,11.12)

0.83 
(0.04,18.32)

9.00 
(0.23,355.55)

1.04 
(0.04,25.99)

2.44 
(0.19,31.53)

2.93 
(0.13,65.80) MIR

1.71 
(0.13,21.99)

0.38 
(0.03,4.22)

0.68 
(0.06,7.42)

1.00 
(0.12,8.06)

0.32 
(0.03,3.32)

0.55 
(0.06,5.39)

6.00 
(0.29,122.94)

0.69 
(0.06,7.98)

3.08 
(0.41,23.34)

3.70 
(0.25,54.49)

1.26 
(0.18,9.07) TAN

0.22 
(0.03,1.48)

0.40 
(0.06,2.59)

0.58 
(0.13,2.53)

0.19 
(0.03,1.14)

0.32 
(0.06,1.82)

3.50 
(0.25,48.62)

0.40 
(0.06,2.82)

4.53 
(0.62,33.26)

5.44 
(0.38,78.26)

1.85 
(0.27,12.91)

1.47 
(0.46,4.65) IMI

1.81 
(0.33,9.88)

2.67 
(0.78,9.11)

0.86 
(0.17,4.32)

1.47 
(0.32,6.82)

16.00 
(1.31,195.94)

1.84 
(0.31,10.85)

5.53 
(0.82,37.41)

6.63 
(0.49,89.89)

2.26 
(0.35,14.49)

1.79 
(0.66,4.90)

1.22 
(0.48,3.13) AMI

1.47 
(0.46,4.76)

0.47 
(0.16,1.36)

0.81 
(0.18,3.61)

8.85 
(0.74,105.41)

1.02 
(0.18,5.77)

10.00 
(1.59,62.73)

12.00 
(0.94,153.89)

4.09 
(0.69,24.24)

3.24 
(1.38,7.60)

2.21 
(1.02,4.79)

1.81 
(1.06,3.09)

PBO 0.32 
(0.11,0.92)

0.55 
(0.22,1.38)

6.00 
(0.68,53.25)

0.69 
(0.19,2.48)

10.13 
(1.48,69.17)

12.15 
(0.89,165.80)

4.14 
(0.64,26.80)

3.28 
(1.18,9.13)

2.23 
(0.86,5.83)

1.83 
(1.05,3.21)

1.01 
(0.58,1.78)

ESC
1.72 

(0.42,6.97)
18.71 

(1.66,211.37)
2.15 

(0.41,11.30)

10.41 
(1.47,73.83)

12.49 
(0.89,175.21)

4.26 
(0.63,28.64)

3.38 
(1.13,10.06)

2.30 
(0.82,6.46)

1.88 
(0.79,4.48)

1.04 
(0.53,2.06)

1.03 
(0.42,2.50)

SER 10.87 
(1.02,116.18)

1.25 
(0.26,6.04)

11.76 
(1.44,95.82)

14.11 
(0.91,219.77)

4.81 
(0.62,37.30)

3.82 
(1.01,14.34)

2.60 
(0.72,9.30)

2.13 
(0.68,6.69)

1.18 
(0.43,3.24)

1.16 
(0.36,3.71)

1.13 
(0.33,3.84)

NOR
8.69 

(0.69,109.01)

16.00 
(1.65,154.91)

19.20 
(1.08,341.84)

6.55 
(0.71,60.54)

5.19 
(1.07,25.29)

3.53 
(0.75,16.53)

2.89 
(0.69,12.19)

1.60 
(0.42,6.08)

1.58 
(0.37,6.73)

1.54 
(0.34,6.89)

1.36 
(0.25,7.27)

R13

Efficacy(OR, 95%CIs)    acceptability(OR, 95%CIs) Treatment 

Drugs are listed in order of efficacy ranking according to the SUCRA. For efficacy (bottom-left), an OR greater than 1 favors row-defining treatment. For acceptability (top right), an OR below 1 favors the row-
defining treatment. Significant ORs of comparisons are in bold and underlined. CIs= confidence intervals F+M= flupentixol +melitracen BUS=buspirone. MIR=mirtazapine. TAN= tandospirone. IMI=
imipramine. AMI= amitriptyline. PBO=placebo. ESC= escitalopram. SER= sertraline. NOR=nortriptyline. R13=R137696. OR= odds ratio. SUCRA= surface under the cumulative ranking curve.
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gut-to-brain dysfunction may occur in patients with FD.[33]

Another study published in 2016 revealed that higher levels of
anxiety and depression at baseline were predictors of developing
FD and reported that individuals with documented FD at baseline
had higher levels of anxiety and depression at 1-year follow-
up.[34] Based on these studies, we believe that the relationship
between FD and psychological factors is clear.
The bidirectional communication between the central nervous

system and the enteric nervous system is not well understood.
Nonetheless, the common embryologic basis for the brain-gut
axis is clear: the enteric nervous system develops from the
embryonic endoderm, which is populated by the down ganglia
from the brain and spinal cord during fetal development. Thus,
the central nervous system shares common neurotransmitters
(e.g., serotonin, dopamine) and receptors with the enteric nervous
system. These neurotransmitters have critical functions in both
the brain and gut.[12] As the majority of antidepressants act on
these shared neurotransmitters and receptors, they will also have
effects on gastrointestinal symptoms.
Psychotropic drugs have been proposed as potential treatments

for FD formany years.Many clinical guidelines recommend them
as second-choice drugs, especially when PPI therapy and
prokinetic drugs fail to alleviate FD symptoms.[3,11] A traditional
meta-analysis published in 2017 showed that TCADs and
5

antipsychotics were more effective than placebo for treating
FD.[28] Similarly, in our network meta-analysis, F+M, a mixture
of the TCADs melitracen, imipramine, and amitriptyline and the
classical antipsychotic flupentixol, was more effective than
placebo. Therefore, TCADs could be a good choice for treating
FD.
Impaired fundic accommodation to a meal is considered an

important pathophysiological mechanism of FD.[5] The 5-HT1A
receptor agonist, a fundus-relaxing drug, has been implicated in
the improvement in FD symptoms by inducing the relaxation of
the gastric fundus.[35] Consequently, in theory, tandospirone,
buspirone, and R137696 should have all performed well in the
treatment of FD, especially when the patients being administered
these drugs had meal-induced dyspeptic symptoms, such as early
satiation and postprandial fullness. However, our network meta-
analysis showed that tandospirone performed better than
buspirone and R137696, neither of which showed a statistically
significant difference from placebo. This may be because these
RCTs did not distinguish between the FD subtypes, each of which
may involve different mechanisms. For instance, impaired gastric
accommodation is likely to induce symptoms of PDS rather than
EPS.[36] In light of this, additional studies on the effects of 5-
HT1A receptor agonists on different FD subtypes should be
considered in the future.

http://www.md-journal.com


Table 3

Sensitivity analysis after omitting Braak et al.

F+M 

0.83 
(0.04,19.32) BUS 

2.44 
(0.19,31.53) 

2.93 
(0.13,65.80) MIR 

3.08 
(0.41,23.34) 

3.70 
(0.25,54.49) 

1.26 
(0.18,9.07) TAN 

4.53 
(0.62,33.26) 

5.44 
(0.38,78.26) 

1.85 
(0.27,12.91) 

1.47 
(0.46,4.65) IMI 

6.06 
(0.89,41.47) 

7.28 
(0.53,99.36) 

2.48 
(0.38,16.07) 

1.97 
(0.71,5.48) 

1.34 
(0.51,3.50) AMI 

10.00 
(1.59,62.73) 

12.00 
(0.94,153.89) 

4.09 
(0.69,24.24) 

3.24 
(1.38,7.60) 

2.21 
(1.02,4.79) 

1.65 
(0.93,2.91) PBO 

10.41 
(1.47,73.83) 

12.49 
(0.89,175.21) 

4.26 
(0.63,28.64) 

3.38 
(1.13,10.06) 

2.30 
(0.82,6.46) 

1.72 
(0.70,4.18) 

1.04 
(0.53,2.06) SER 

10.62 
(1.55,72.71) 

12.74 
(0.93,174.15) 

4.34 
(0.67,28.18) 

3.44 
(1.23,9.62) 

2.34 
(0.89,6.15) 

1.75 
(0.99,3.09) 

1.06 
(0.60,1.89) 

1.02 
(0.42,2.49) ESC 

11.76 
(1.44,95.82) 

14.11 
(0.91,219.77) 

4.81 
(0.62,37.30) 

3.82 
(1.01,14.34) 

2.60 
(0.72,9.30) 

1.94 
(0.61,6.20) 

1.18 
(0.43,3.24) 

1.13 
(0.33,3.84) 

1.11 
(0.35,3.55) NOR 

16.00 
(1.65,154.91) 

19.20 
(1.08,341.84) 

6.55 
(0.71,60.54) 

5.19 
(1.07,25.29) 

3.53 
(0.75,16.53) 

2.64 
(0.62,11.26) 

1.60 
(0.42,6.08) 

1.54 
(0.34,6.89) 

1.51 
(0.35,6.45) 

1.36 
(0.25,7.27) R13 

 Efficacy(OR, 95%CIs)   Treatment 

Drugs are reported in the order of efficacy ranking according to the SUCRA. Comparisons should be read from left to right. The estimates are located at the crossing between the column-defining treatment and
row-defining treatment. For efficacy, an OR greater than 1 favors row-defining treatment. Significant results are emboldened and underlined. CIs=confidence intervals F+M=flupentixol +melitracen BUS=
buspirone. MIR=mirtazapine. TAN= tandospirone. IMI= imipramine. AMI= amitriptyline. PBO=placebo. ESC= escitalopram. SER= sertraline. NOR=nortriptyline. R13=R137696. OR= odds ratio. SUCRA=
surface under the cumulative ranking curve.

Figure 3. The comparison-adjusted funnel plot of the efficacy of the analyzed drugs.
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SSRIs have been used to treat symptoms of irritable bowel
syndrome, a highly prevalent FGID characterized by chronic
abdominal pain and alterations in bowel habits.[37] The rationale
for this is that SSRIs may improve visceral hypersensitivity and
treat psychiatric comorbidities. Thus, SSRIsmay be a good choice
for treating FD. However, we found that the SSRIs escitalopram
and sertraline[21,26] were not better than placebo for treating FD;
in fact, they ranked among the worst drugs analyzed in our study.
Furthermore, both had higher dropout rates than the other drugs
in our analysis. These results suggest that SSRI drugs should be
used with more caution when treating patients with FD.
The present study had some limitations. First, the majority of

the included studies exhibited unclear risk of bias, particularly in
terms of random sequence generation and allocation conceal-
ment. Notably, the overall risk of bias was deemed high for 1 trial
(9%). Second, the number of included trials was relatively small,
which restricts the interpretation of the findings. This limited our
ability to draw definitive conclusions for individual drugs, such as
F+M. Third, the Rome criteria for FD have undergone multiple
revisions over the past 30 years. Thus, there are variations
between individual trial populations. In addition, different
definitions of improvement in global FD symptoms may have
resulted in comparisons of different patient populations. Fourth,
because most psychotropic drugs were compared to placebo,
comparisons between different psychotropic drugs were primari-
ly based on indirect evidence. Because of the non-negligible
heterogeneity across the studies, we should treat these results with
caution, and head-to-head RCTs are needed to confirm our
results. Finally, only short-term effects were investigated in the
included studies, meaning that the long-term efficacy of
psychotropic drugs for the treatment of FD remains undeter-
mined.

5. Conclusion

In summary, our network meta-analysis supports the use of
psychotropic drugs, especially TCADs, for the treatment of adult
patients with FD. This information may assist clinicians in
choosing a second-line therapeutic strategy for FD. However, a
definitive conclusion regarding which drug is best cannot
currently be made because of the limited number of studies
and patients for each drug. Additional well-designed, head-to-
head studies are needed in the future.
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