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Substance use disorders (SUD) involving ketamine, cocaine, and alcohol present significant clinical challenges, 

frequently marked by high relapse rates and a lack of approved pharmacological options.

Ibogaine, an indole alkaloid derived from Tabernanthe iboga, has demonstrated potential anti-addictive properties but 

remains unapproved in Europe and North America due to safety risks, including QTc prolongation and potential 

cardiotoxicity.

This report documents the first longitudinally tracked case of sustained abstinence in severe ketamine use disorder 

following ibogaine therapy, supported by serial toxicology and standardized psychometric outcomes.

The patient completed a structured 13-day stationary program involving continuous medical oversight.

• Medical Clearance: Multiple 12-lead ECGs and laboratory tests confirmed medical eligibility and an absence of 

QTc prolongation prior to dosing.

• Dosing Strategy: Administration of a single 800 mg (10.1 mg/kg) encapsulated ibogaine-HCl flood dose on Day 8.

• Booster Protocol: Two supplementary doses of 300 mg (3.8 mg/kg) on Day 10 and 310 mg (3.8 mg/kg) on Day 

12.

• Cardiac Monitoring: Continuous 12-lead ECG and vital monitoring were maintained during administration; QTc 

prolongation peaked at 541 ms before safely resolving below 500 ms within hours

Immediate Efficacy: The patient reported a complete cessation of cravings for ketamine, cocaine, alcohol, nicotine, 

cannabis, and caffeine within 3 to 5 days post-treatment.

Sustained Abstinence: Over a 10-month longitudinal follow-up, serial toxicology assessments repeatedly confirmed 

abstinence from all previously misused substances.

We hypothesize a triphasic recovery process driven by ibogaine's unique polypharmacology.

Clinical Significance: This case provides rare, rigorously documented evidence supporting ibogaine's potential in treating chronic, complex 

ketamine dependence that is resistant to conventional therapies.

Ethical Dilemma: The necessity for the patient to seek unapproved care internationally highlights the conflict of integrating a therapy with 

known mortality risks back into formal psychiatric care.

Future Directions: These findings underscore the urgent need for controlled clinical trials within regulated frameworks to further investigate 

ibogaine's safety and efficacy.

INTRODUCTION & BACKGROUND

CASE PRESENTATION:

• Patient Profile: A 30-year-old male presented with a five-year history of severe polysubstance dependence 

comorbid with recurrent depressive disorder.

• Substance Use Baseline: The patient reported daily intranasal ketamine use (2 to 3 g/day), frequent 

cocaine co-use (approximately 1 g per session), episodic alcohol binges, and nicotine dependence.

• Clinical Status: Upon admission to a German psychiatric clinic, the patient exhibited severe cravings, 

depressed mood, and a Drug Use Disorders Identification Test (DUDIT) score of 34.

• Intervention Pathway: Despite receiving conventional psychiatric treatment, the patient experienced 

unbearable cravings and left against medical advice to pursue ibogaine-assisted therapy at a stationary 

program in Mexico.

TREATMENT PROTOCOL & SAFETY MONITORING

CLINICAL OUTCOMES

PROPOSED PHARMACOLOGICAL MECHANISMS

ETHICAL CONSIDERATIONS & CONCLUSIONS
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Ibogaine disrupts drug-
seeking behaviors through

NMDA antagonism and
nicotinic receptor

modulation.

Enhanced GDNF and BDNF
expression in mesolimbic
circuits facilitates long-

term behavioral changes.

Noribogaine stabilizes
reward pathways and
reduces depressive

symptoms through kappa-
opioid agonism and SERT

inhibition.
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