IBS Treatment Breakthroughs: Quick-Reference Guide

A printable summary of the latest IBS pharmacological targets, mechanisms, and treatment classes.

Use this guide during your next gastroenterology appointment to ask informed questions about the advanced

therapies that may help your specific IBS subtype.

Treatment Summary Table

Target Class

5-HT3 Antagonists

5-HT4 Agonists

Neuromodulators
(TCAs/SSRIs)

Gabapentinoids

NK1R Antagonists

TLR Modulators

Peripheral BZD
Agonists

Mechanism

Blocks serotonin signals to

reduce colon spasms and pain.

Stimulates serotonin receptors

to trigger muscle contractions.

Central acting on the brain-gut
axis to alter pain perception.

Calms the overactive nervous
system (visceral
hypersensitivity).

Blocks Substance P to reduce
pain-induced emotional

distress.

Calms hyper-reactive immune

responses in the gut wall.

Targets gut-specific
benzodiazepine receptors to

calm spasms.

Key Molecular Targets Explained

Serotonin (5-HT) Receptors

Primary IBS
Subtype

Severe IBS-D

Severe IBS-C

All Subtypes
(dosage varies)

Refractory IBS
pain

Emerging

Research

Post-Infectious
IBS

Emerging

Research

Example / Notes

Alosetron (Slows

motility).

Tegaserod, Prucalopride
(Speeds up motility).

Amitriptyline, SSRIs for
comorbid anxiety.

Pregabalin (Used off-label
for severe visceral pain).

Currently in trials for
stress-related IBS flares.

Active area of research;

no approved drugs yet.

Aims to reduce gut
motility without CNS
sedation.

Over 90% of your body's serotonin is produced in the gut. Different receptor subtypes control motility and pain:

e 5-HT3: Blocking these slows the gut (helpful for IBS-D).

e 5-HT4: Stimulating these speeds things up (helpful for IBS-C).

Visceral Hypersensitivity Pathways

Your gut's nerves can become hypersensitive, turning normal digestion into severe pain:

e Substance P / NK1R: Pain and stress amplifier.

e BDNF: Elevated levels in IBS colonic tissue worsen nerve sensitivity.

* Gabapentinoids: Quiet overactive central nervous system pain processing.



Immune and Inflammatory Mediators

Low-grade inflammation persists in many IBS cases, especially post-infectious:

¢ Toll-Like Receptors (TLRs): Over-reactive immune surveillance triggers chronic inflammation.
¢ Peripheral BZD Receptors: Calming gut-specific receptors may reduce spasms without sedation.

Questions to Ask Your Gastroenterologist

1. "Based on my IBS subtype, would a serotonin receptor modulator be appropriate?"

2. "I've tried standard treatments without relief. Could a low-dose neuromodulator (TCA or SSRI) help with my
visceral pain?"

3. "Are gabapentinoids an option for my refractory pain symptoms?"

4. "Could any of the emerging therapies (like NK1R antagonists) be relevant in clinical trials near me?"

5. "What combination approach would you recommend as a next step?"
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This guide is for informational purposes only and does not constitute medical advice. Always consult a qualified
healthcare professional before starting or changing treatment.

Source: yourfitnature.com/blog/ibs-treatment



