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Psykedelika til svært behandlelige 
psykiatriske sygdomme

MDMA (”ecstacy”) for PTSD
Afventer FDA godkendelse

PSILOCYBIN for TRD
Aktuelt i fase 3

PSILOCYBIN for AUD
Aktuelt i fase 3
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RANDOMIZED PLACEBO CONTROLLED TRIAL
PSILOCYBIN for AUD (n=95)
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Percentage of Heavy Drinking Days Following Psilocybin-Assisted
Psychotherapy vs Placebo in the Treatment of Adult Patients
With Alcohol Use Disorder
A Randomized Clinical Trial
Michael P. Bogenschutz, MD; Stephen Ross, MD; Snehal Bhatt, MD; Tara Baron, MA; Alyssa A. Forcehimes, PhD;
Eugene Laska, PhD; Sarah E. Mennenga, PhD; Kelley O’Donnell, MD, PhD; Lindsey T. Owens, MA;
Samantha Podrebarac, MA; John Rotrosen, MD; J. Scott Tonigan, PhD; Lindsay Worth, MA

IMPORTANCE Although classic psychedelic medications have shown promise in the treatment
of alcohol use disorder (AUD), the efficacy of psilocybin remains unknown.

OBJECTIVE To evaluate whether 2 administrations of high-dose psilocybin improve the
percentage of heavy drinking days in patients with AUD undergoing psychotherapy relative
to outcomes observed with active placebo medication and psychotherapy.

DESIGN, SETTING, AND PARTICIPANTS In this double-blind randomized clinical trial,
participants were offered 12 weeks of manualized psychotherapy and were randomly
assigned to receive psilocybin vs diphenhydramine during 2 day-long medication sessions at
weeks 4 and 8. Outcomes were assessed over the 32-week double-blind period following the
first dose of study medication. The study was conducted at 2 academic centers in the US.
Participants were recruited from the community between March 12, 2014, and March 19,
2020. Adults aged 25 to 65 years with a DSM-IV diagnosis of alcohol dependence and at least
4 heavy drinking days during the 30 days prior to screening were included. Exclusion criteria
included major psychiatric and drug use disorders, hallucinogen use, medical conditions that
contraindicated the study medications, use of exclusionary medications, and current
treatment for AUD.

INTERVENTIONS Study medications were psilocybin, 25 mg/70 kg, vs diphenhydramine,
50 mg (first session), and psilocybin, 25-40 mg/70 kg, vs diphenhydramine, 50-100 mg
(second session). Psychotherapy included motivational enhancement therapy and cognitive
behavioral therapy.

MAIN OUTCOMES AND MEASURES The primary outcome was percentage of heavy drinking
days, assessed using a timeline followback interview, contrasted between groups over the
32-week period following the first administration of study medication using multivariate
repeated-measures analysis of variance.

RESULTS A total of 95 participants (mean [SD] age, 46 [12] years; 42 [44.2%] female) were
randomized (49 to psilocybin and 46 to diphenhydramine). One participant (1.1%) was
American Indian/Alaska Native, 5 (5.3%) were Black, 16 (16.8%) were Hispanic, and 75
(78.9%) were non-Hispanic White. Of the 95 randomized participants, 93 received at least 1
dose of study medication and were included in the primary outcome analysis. Percentage of
heavy drinking days during the 32-week double-blind period was 9.7% for the psilocybin
group and 23.6% for the diphenhydramine group, a mean difference of 13.9%; (95% CI,
3.0–24.7; F1,86 = 6.43; P = .01). Mean daily alcohol consumption (number of standard drinks
per day) was also lower in the psilocybin group. There were no serious adverse events among
participants who received psilocybin.

CONCLUSIONS AND RELEVANCE Psilocybin administered in combination with psychotherapy
produced robust decreases in percentage of heavy drinking days over and above those
produced by active placebo and psychotherapy. These results provide support for further
study of psilocybin-assisted treatment for AUD.

TRIAL REGISTRATION ClinicalTrials.gov Identifier: NCT02061293

JAMA Psychiatry. doi:10.1001/jamapsychiatry.2022.2096
Published online August 24, 2022.
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Figure 2. Effects of Treatment on Continuous Drinking Outcomes
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Mean (SE) estimates for screening (84 days prior to screening), weeks 1-4 (28
days prior to first double-blind medication session; covariate in the model), and
eight 28-day bins following the first double-blind medication session (shaded

area: weeks 5-8, 9-12, 13-16, 17-20, 21-24, 25-28, 29-32, and 33-36). Arrows
represent double-blind medication sessions 1 and 2.

Table 3. Treatment Effects on Dichotomous Drinking Outcomes

Follow-up period

No. (%)a

NNT OR (95% CI)b P valueb,c
Diphenhydramine
(n = 45)

Psilocybin
(n = 48)

Abstinence Weeks 5-36 4 (8.9) 11 (22.9) 7.1 3.05 (0.89-10.40) .06

Weeks 33-36 11 (24.4) 23 (47.9) 4.3 2.84 (1.17-6.89) .02

No heavy drinking Weeks 5-36 5 (11.1) 16 (33.3) 4.5 4 (1.32-12.10) .01

Weeks 33-36 18 (40.0) 30 (62.5) 4.4 2.5 (1.08-5.76) .03

WHO risk leveld

Decrease 1 Weeks 5-36 32 (71.1) 40 (83.3) 8.2 2.03 (0.75-5.50) .16

Weeks 33-36 29 (64.4) 43 (89.6) 4 4.74 (1.57-14.39) .004

Decrease 2 Weeks 5-36 18 (40.0) 29 (60.4) 4.9 2.29 (1.00-5.26) .049

Weeks 33-36 18 (40.0) 29 (60.4) 4.9 2.29 (1.00-5.26) .049

Decrease 3 Weeks 5-36 6 (13.3) 14 (29.2) 6.3 2.68 (0.93-7.73) .06

Weeks 33-36 8 (17.8) 18 (37.5) 5.1 2.78 (1.06-7.26) .03

Abbreviations: NNT, number needed to treat; OR, odds ratio; WHO, World
Health Organization.
a Number and proportion of participants within each treatment group that met

dichotomous drinking outcomes for the 32-week double-blind follow-up
period following the first medication administration session (weeks 5-36) and
the final 4 weeks of double-blind observation (weeks 33-36).

b Confidence intervals and P values have not been corrected for multiple
comparisons.

c Nominal P value, Pearson χ2.

d WHO risk levels are defined as follows. Abstinence was defined as no risk (level
0), following a recent study evaluating the use of WHO risk levels as a
treatment outcome.48 For men, low risk (level 1) is defined as >0 g/d to
!40 g/d; moderate risk (level 2) as >40 g/d to !60 g/d; high risk (level 3) as
>60 g/d to !100 g/d; and very high risk (level 4) as >100 g/d. For women, low
risk (level 1) is defined as >0 g/d to !20 g/d; moderate risk (level 2) as >20 g/d
to !40 g/d; high risk (level 3) as >40 g/d to !60 g/d; and very high risk (level
4) as >60 g/d. Change in WHO risk level was calculated in relation to drinking
during the 12 weeks prior to screening.
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Psilocybin-terapi til behandling af AUD
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ABSTRACT
Introduction Alcohol use disorder is a difficult- to- 
treat psychiatric disorder and a major burden on public 
health. Existing treatment efficacy is moderate, and 
relapse rates are high. Preliminary findings suggest 
that psilocybin, a psychedelic compound, can safely 
and reliably occasion highly meaningful experiences 
that may spur a positive change in drinking behaviour 
when administered in a therapeutic context. However, 
the efficacy of a single psilocybin administration and 
its potential neurobiological underpinnings still remain 
unknown.
Methods and analysis To establish efficacy, we will 
investigate the effects of psilocybin- assisted therapy versus 
placebo in a randomised, double- blinded, placebo- controlled 
12- week clinical trial. Ninety treatment- seeking patients, 
aged 20–70 years, diagnosed with alcohol use disorder will 
be recruited from the community via advertisement and 
referrals from general practitioners or specialised treatment 
units. The psilocybin or placebo will be administered in 
accordance with a protocol for psychological support before, 
during and after the dosing. Outcome assessments will be 
carried out 1, 4, 8 and 12 weeks postdosing. The primary 
outcome is reduction in the percentage of heavy drinking 
days from baseline to follow- up at 12 weeks. Key secondary 
outcomes are as follows: (1) total alcohol consumption, (2) 
phosphatidyl- ethanol, an objective biomarker for alcohol, 
(3) plasma psilocin, the active metabolite, to establish a 
possible therapeutic range, (4) the acute subjective drug 
experience as a possible predictor of treatment outcome 
and (5) neuronal response to alcohol cues and cognitive 
flexibility within corticostriatal pathways by use of functional 
MR brain imaging 1- week postdosing.
Ethics and dissemination Ethical approval has been 
obtained from the Committee on Health Research Ethics 
of the Capital Region of Denmark (H- 20043832). All 
patients will be provided oral and written information 
about the trial before screening. The study results 
will be disseminated by peer- review publications and 
conference presentations.

Trial registration number EudraCT 2020- 000829- 55 and 
NCT05416229.

INTRODUCTION
Background
Alcohol use disorder (AUD) is a highly prev-
alent1 difficult- to- treat psychiatric disorder 
that causes premature mortality and 
disability.2 Despite its severity, few receive 
treatment accordingly, and relapse rates 
are high.3 To date, only four medications 
are approved by the European Medicines 
Agency: disulfiram, naltrexone, acampro-
sate and nalmefene, all with modest effi-
cacy.4 Thus, there is an urgent need for 
novel treatment modalities. Here, we argue 

STRENGTHS AND LIMITATIONS OF THIS STUDY
 ⇒ The efficacy of psilocybin- assisted therapy is 
evaluated in a randomised, double- blind, placebo- 
controlled 12- week clinical trial in patients with al-
cohol use disorder.

 ⇒ The self- reported treatment outcomes, that is, alco-
hol intake, are corroborated with unbiased objective 
biological markers such as phosphatidyl- ethanol 
and functional MR brain imaging.

 ⇒ The measurement of plasma psilocin concentration 
will help estimate central serotonin subtype 2a re-
ceptor occupancy and establish a possible thera-
peutic range.

 ⇒ Effectively maintaining the blinding in placebo- 
controlled clinical trials on psychoactive drugs is 
hampered by the inherent difficulties in using a non- 
euphoric placebo (here lactose).

 ⇒ Acquiring post- treatment brain scans only presumes 
equivalence between treatment groups at baseline.

Drejebog 
for 

projektet

Kan psilocybin-terapi behandle alkoholafhængighed?
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Psychedelics

Benjamin Kelmendi1, Alfred P. Kaye1, 
Christopher Pittenger1,2, 
and Alex C. Kwan1,3,*

Psychedelics are compounds that 
alter consciousness by acting on 
serotonin receptors in the brain. The 
term ‘psychedelic’, from the Greek 
for mind manifesting, refers to the 
drugs’ subjective effects and was 
fi rst proposed by Humphry Osmond 
in 1956. Other terms have been used 
to emphasize different aspects of the 
psychological experiences produced 
by various related compounds, 
including hallucinogens (perceptual), 
entheogens (spiritual), and 
empathogens or entactogens (social/
emotional). The diversity in terminology 
refl ects the existence of hundreds 

Primer of potential psychedelic compounds 
with a spectrum of behavioral and 
neurobiological effects. Recent data 
on the effectiveness of psychedelics 
for treating mental illnesses has led 
to a resurgence of interest in their 
neurobiological effects. The purpose 
of this Primer is to provide those 
interested in the fi eld of psychedelics 
with a concise and accessible overview 
of the scientifi c data. 

Chemistry
Psychedelics can be divided into 
three classes based on their chemical 
structure: tryptamines, ergolines, 
and phenethylamines (Figure 1). 
Tryptamines are characterized by an 
indole, which is a 6-member benzene 
ring fused to a 5-member pyrrole ring 
with an ethylamine chain at the C3 
position. Addition of methyl groups 
to the ethylamine chain and different 
functional groups at other positions, 
e.g. C4 and C5, yields psilocybin, 

psilocin (the active metabolite of 
psilocybin), DMT, and 5-MeO-DMT 
(see Figure 1 for full names). These 
compounds are closely related to the 
endogenous neurotransmitter serotonin 
(also 5-hydroxytryptamine, or 5-HT), 
which is a tryptamine with a hydroxyl 
group at the C5 position. Ergolines, 
initially isolated from the ergot 
fungus and then further processed 
via chemical reactions, include LSD. 
The phenethylamine class, based on 
a scaffold of a benzene ring with an 
amino group attached through two-
carbon, includes 2C-B, mescaline, 
amphetamine analogues such as DOI 
and DOM, and derivatives such as 
25I-NBOMe. 

In addition to the classical 
psychedelics, there are atypical 
compounds that produce related 
psychological effects, but do not 
share the same mechanism of action. 
These include some phenethylamines 
such as MDMA, deliriants such as 
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Figure 1. Psychedelic compounds. 
Classic psychedelics can be grouped based on their chemical structures into three major subtypes: tryptamines, ergolines, and phenethylamines. 
Empathogens such as MDMA are phenethylamines but differ from other compounds in the group by their weak or lack of binding to serotonin 
receptors. Dissociatives and deliriants are compounds with related psychoactive properties. Some psychedelics can be found in natural sources 
(green), whereas others can only be synthesized in the lab (blue). The illustrations depict examples of natural sources including Psilocybe caer-
ulescens for psilocybin, Bufo alvarius for 5-MeO-DMT, Ipomoea corymbosa seeds for LSA, Echinopsis pachanoi for mescaline, Salvia divinorum 
leaves for salvinorin A, and Amanita muscaria for muscimol. DMT, N,N-dimethyltryptamine; 5-MeO-DMT, 5-methoxy-N,N-dimethyltryptamine; LSD, 
lysergic acid diethylamide; LSA, d-lysergic acid amide; DOI, 2,5-dimethoxy-4-iodoamphetamine; DOM, 2,5-dimethoxy-4-methylamphetamine; 2C-
B, 4-bromo-2,5-dimethoxyphenethylamine; MDMA, 3,4-methylenedioxymethamphetamine; 25I-NBOMe, 2-(4-iodo-2,5-dimethoxyphenyl)-N-[(2-
methoxyphenyl)methyl]ethanamine.
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1. Et klassisk psykedelikum der forekommer naturligt i visse svampe i 
naturen

2. Er ret beset et prodrug der kløves til den aktive metabolit psilocin

3. Stimulerer flere serotonin receptorer, men udøver sin primære 
psykoaktive effekt ved aktivering af serotonin 2A receptorer i hjernen

4. Radikal påvirkning af perception, kognition og emotion i 4-6 timer

5. Kan ikke binges pga takyfylaksi 

Hvad er psilocybin?
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1. Kan være skadeligt for patienter med skizofreni eller 
personer med familiær disposition

2. Kan give frygt, angst, panik, konfusion, farlig adfærd

3. Øger blodtryk og puls

4. Ikke associeret med risiko for udvikling af psykisk 
sygdom

5. Ikke afhængighedsskabende

psilocybins risikoprofil
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Figure 1. Psychedelic compounds. 
Classic psychedelics can be grouped based on their chemical structures into three major subtypes: tryptamines, ergolines, and phenethylamines. 
Empathogens such as MDMA are phenethylamines but differ from other compounds in the group by their weak or lack of binding to serotonin 
receptors. Dissociatives and deliriants are compounds with related psychoactive properties. Some psychedelics can be found in natural sources 
(green), whereas others can only be synthesized in the lab (blue). The illustrations depict examples of natural sources including Psilocybe caer-
ulescens for psilocybin, Bufo alvarius for 5-MeO-DMT, Ipomoea corymbosa seeds for LSA, Echinopsis pachanoi for mescaline, Salvia divinorum 
leaves for salvinorin A, and Amanita muscaria for muscimol. DMT, N,N-dimethyltryptamine; 5-MeO-DMT, 5-methoxy-N,N-dimethyltryptamine; LSD, 
lysergic acid diethylamide; LSA, d-lysergic acid amide; DOI, 2,5-dimethoxy-4-iodoamphetamine; DOM, 2,5-dimethoxy-4-methylamphetamine; 2C-
B, 4-bromo-2,5-dimethoxyphenethylamine; MDMA, 3,4-methylenedioxymethamphetamine; 25I-NBOMe, 2-(4-iodo-2,5-dimethoxyphenyl)-N-[(2-
methoxyphenyl)methyl]ethanamine.
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Psychedelics

Benjamin Kelmendi1, Alfred P. Kaye1, 
Christopher Pittenger1,2, 
and Alex C. Kwan1,3,*

Psychedelics are compounds that 
alter consciousness by acting on 
serotonin receptors in the brain. The 
term ‘psychedelic’, from the Greek 
for mind manifesting, refers to the 
drugs’ subjective effects and was 
fi rst proposed by Humphry Osmond 
in 1956. Other terms have been used 
to emphasize different aspects of the 
psychological experiences produced 
by various related compounds, 
including hallucinogens (perceptual), 
entheogens (spiritual), and 
empathogens or entactogens (social/
emotional). The diversity in terminology 
refl ects the existence of hundreds 

Primer of potential psychedelic compounds 
with a spectrum of behavioral and 
neurobiological effects. Recent data 
on the effectiveness of psychedelics 
for treating mental illnesses has led 
to a resurgence of interest in their 
neurobiological effects. The purpose 
of this Primer is to provide those 
interested in the fi eld of psychedelics 
with a concise and accessible overview 
of the scientifi c data. 

Chemistry
Psychedelics can be divided into 
three classes based on their chemical 
structure: tryptamines, ergolines, 
and phenethylamines (Figure 1). 
Tryptamines are characterized by an 
indole, which is a 6-member benzene 
ring fused to a 5-member pyrrole ring 
with an ethylamine chain at the C3 
position. Addition of methyl groups 
to the ethylamine chain and different 
functional groups at other positions, 
e.g. C4 and C5, yields psilocybin, 

psilocin (the active metabolite of 
psilocybin), DMT, and 5-MeO-DMT 
(see Figure 1 for full names). These 
compounds are closely related to the 
endogenous neurotransmitter serotonin 
(also 5-hydroxytryptamine, or 5-HT), 
which is a tryptamine with a hydroxyl 
group at the C5 position. Ergolines, 
initially isolated from the ergot 
fungus and then further processed 
via chemical reactions, include LSD. 
The phenethylamine class, based on 
a scaffold of a benzene ring with an 
amino group attached through two-
carbon, includes 2C-B, mescaline, 
amphetamine analogues such as DOI 
and DOM, and derivatives such as 
25I-NBOMe. 

In addition to the classical 
psychedelics, there are atypical 
compounds that produce related 
psychological effects, but do not 
share the same mechanism of action. 
These include some phenethylamines 
such as MDMA, deliriants such as 
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Figure 1. Psychedelic compounds. 
Classic psychedelics can be grouped based on their chemical structures into three major subtypes: tryptamines, ergolines, and phenethylamines. 
Empathogens such as MDMA are phenethylamines but differ from other compounds in the group by their weak or lack of binding to serotonin 
receptors. Dissociatives and deliriants are compounds with related psychoactive properties. Some psychedelics can be found in natural sources 
(green), whereas others can only be synthesized in the lab (blue). The illustrations depict examples of natural sources including Psilocybe caer-
ulescens for psilocybin, Bufo alvarius for 5-MeO-DMT, Ipomoea corymbosa seeds for LSA, Echinopsis pachanoi for mescaline, Salvia divinorum 
leaves for salvinorin A, and Amanita muscaria for muscimol. DMT, N,N-dimethyltryptamine; 5-MeO-DMT, 5-methoxy-N,N-dimethyltryptamine; LSD, 
lysergic acid diethylamide; LSA, d-lysergic acid amide; DOI, 2,5-dimethoxy-4-iodoamphetamine; DOM, 2,5-dimethoxy-4-methylamphetamine; 2C-
B, 4-bromo-2,5-dimethoxyphenethylamine; MDMA, 3,4-methylenedioxymethamphetamine; 25I-NBOMe, 2-(4-iodo-2,5-dimethoxyphenyl)-N-[(2-
methoxyphenyl)methyl]ethanamine.
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Mere udvidet, mindre præcis og mindre hierarkisk kommunikation 

Hvad sker der i hjernen når man tripper?

Petri, G., Expert, P., Turkheimer, F., Carhart-Harris, R., Nutt, D., Hellyer, P. J., & Vaccarino, F. (2014). Homological scaffolds of brain functional  networks. J R Soc Interface, 11(101), 20140873. https://doi.org/10.1098/rsif.2014.0873
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Ly, C. et al. Psychedelics Promote Structural and Functional Neural Plasticity
Cell Rep 23, 3170-3182 (2018).
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Moliner, R et al. Psychedelics promote plasticity by directly binding to BDNF receptor TrkB.
Nature Neuroscience, 26(6), 1032-1041

Øget kapacitet for forandring

Hvad sker der i hjernen når man tripper?
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En katalysator for forandring?

Revision af fastlåst 
tænkning og 

adfærd?

Øget følsomhed 
for forandring?

Behandlingseffekt?5-HT2AR
aktivering

Hyper-
plasticitet

placebo psilocybin

Hyper-
fleksibilitet

Klassisk psykedelika

”Set and Setting”
• Psilocybin
• LSD
• DMT
• Meskalin
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Terapiens 3 faser:

FORBEREDELSE
• Etablere terapeutisk alliance
• Opvækst, traumer, livsværdier
• Alkoholens funktion
• Øve den ændrede bevidsthedstilstand ved brug af 

musik

DOSING
• Vende opmærksomheden indad
• Musik som støtte
• Vågning
• Psykologisk støtte
• Bevidning

INTEGRATION
• Meningsdannelse af oplevelsen
• Bygge bro til hverdagen
• Redskaber til vedligeholdelse af forandringen 
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THE QUANTUM TRIP PILOT - Hvordan foregår terapien?
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Efter jeg har fået stoffet, forsvinder min nervøsitet gradvist og bliver erstattet af en let beruset følelse. Jeg lægger mig i sengen og lukker øjnene og lytter til 
musikken. Min bevidsthed begynder at interagere mere med musikken, og jeg begynder at opleve farver og mønstre med lukkede øjne, som ændrer sig til musikken. 
Herefter stiger intensiteten af oplevelsen hurtigt, og jeg begynder se en form for havmiljø med tang, søanemoner og gopler, som bevæger sig rytmisk under havet. 
Jeg får en stærk fornemmelse af, at der er en anden livsform til stede. Den virker enorm og omslutter på en måde alle de andre organismer, som blot er forskellige 
udtryk for denne bagvedliggende livsform. Jeg har en kraftig oplevelse af, at den vil vise mig noget, men at jeg ikke umiddelbart kan afkode det.  

Herefter bliver oplevelsen så intens, at jeg periodisk glemmer, at jeg selv eksisterer. Jeg tænker, om det mon er sådan, det føles at dø, men det er ikke nogen 
skræmmende tanke. Jeg føler, at jeg er meget lille, og at det ’andet’ er enormt stort og udfylder hele rummet. Det, jeg før følte som en livsform, er nu erstattet af 
noget totalt abstrakt, som interagerer med mig. Jeg har følelsen af at være et meget lille punkt, hvor en enorm energi kanaliseres ned i. Jeg mærker, at energien 
reparerer eller sætter noget på plads i mig, som sad forkert. På dette tidspunkt i trippet er intensiteten med lukkede øjne så kraftig, at jeg har svært ved at skelne 
musikken fra de ting, jeg oplever, den materialiserer sig ud i sindet på mig og dirigerer oplevelsen. Når jeg åbner øjnene, er der også mønstre på vægge og loft, 
Mathias og Catharinas ansigter ser anderledes ud, og jeg får en mild paranoia over situationen, primært fordi jeg næsten har glemt, hvad der foregår på det rent 
praktiske plan, så jeg vælger at lukke øjnene og give mig hen til oplevelsen, hvilket virker godt. 

Den mest intense del af trippet er nu ovre, og jeg føler, at jeg bedre kan dirigere oplevelsen i den retning, jeg ønsker. Jeg tænker på mine børn og især min datter. Jeg 
kommer til at savne hende og bliver ramt af en stor sorg over ikke at være sammen med hende lige nu, og jeg græder. Jeg kan mærke mine børn som en fysisk del af 
mig og ser mig selv i et nyt perspektiv som far. Jeg oplever nogle forskellige billeder og symboler, som illustrerer vores familie og det bånd og sammenhold, vi har. 
Jeg tænker på min søn, og jeg bliver ked af, at jeg ikke altid er den far, jeg gerne vil være for ham. Jeg får oplevelsen af selv at være et barn og ligge i en livmoder 
eller ved min mor og høre en rytmisk puls eller vejrtrækning. Musikken er nu akustisk guitar, og det minder mig om at falde i søvn til lyden af min far, der øver, da 
jeg var lille, og jeg kan lugte hans pibetobak, mens jeg lytter. Det er en fredfyldt scene.

Herefter får oplevelsen en mere rolig karakter, jeg får følelsen af at blive sat sammen igen som person, som om jeg bliver genopbygget af forskellige elementer. Jeg 
håber, at det er en bedre version af mig, der bliver bygget. Jeg er stadig påvirket, men bruger tiden på at prøve at huske og tænke over de ting, der skete tidligere i 
trippet, hvad de betyder, og om jeg mon kan tage dem med ud på den anden side. Jeg har mere åbne øjne, og oplevelsen klinger af. Jeg får noget at spise, og det 
føles ekstremt mærkeligt at spise, men jeg føler mig i øvrigt på plads i min bevidsthed og tilbage i virkeligheden. Jeg kan stadig bruge musikken til at genskabe lidt 
af oplevelsen, men det bliver mere og mere til blot en dyb afslapning. 

En rapport fra et trip

Jensen, M. E. (2023). Lige nu er der alt for mange, der drikker alt for meget, selvom de for alt i verden, ønsker at drikke meget mindre. In Et Psykedelisk Danmark (pp. 61-68). Pressto Kommunikation.
 https://research.regionh.dk/en/publications/lige-nu-er-der-alt-for-mange-der-drikker-alt-for-meget-selvom-de
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Gisninger om mulige virkningsmekanismer

• Anti-craving?
• Øget tillid til at kunne kontrollere indtaget 

af alkohol?
• Øget affektregulering – være med det der 

er?
• Øget ”mellemrum” mellem stimuli og 

respons?
• Reperspektivering af værdier og 

prioriteringer – tabet af nærvær og 
relationer

• Rekalibrering af belønningssystemet – 
fornyet følsomhed for naturligt 
belønnende ting?
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opsummering

1. God sikkerhedsprofil i klinisk regi

2. Åbner muligvis et terapeutisk vindue for 
revision af fastlåst tænkning og adfærd

3. Hurtigindsættende og vedvarende 
behandlingseffekt efter én enkelt dosis

4. Skal undersøges i større 
lodtrækningsforsøg

Kan et psykedelisk trip behandle alkoholafhængighed?
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Hvem kan deltage?

ALKOHOLFORSKNING.DK/PSILOCYBIN

VÆR MED TIL AT REKRUTTERE DELTAGERE!
Henvis til projektet på:

 www.alkoholforskning.dk/psilocybin

1. Har et alkoholoverforbrug
2. Vejer 60-95 kg
3. Har IKKE modtaget medicin for 

alkoholafhængighed (Antabus, 
Naltrexon eller Campral den seneste 
måned)

4. Har IKKE modtaget medicin mod 
depression (anti-depressiva) den 
seneste måned

5. Har IKKE haft en psykose 
6. Har IKKE haft en blodprop i hjertet

mathias.ebbesen.jensen.01@regionh.dk
Tlf 61 63 46 63
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Mathias Ebbesen Jensen. "Lige nu er der alt for mange, der drikker alt for meget, selvom de for alt i verden, ønsker at drikke meget mindre"
Et Psykedelisk Danmark (redigeret af Kevin Mikkelsen), side 61-68. Oplag: 1. (10-11-2023), udgivet af forlaget Pressto 

Kevin Mikkelsen, Ali Ayoub, Jesper Tobias Andreasen, Mathias Ebbesen Jensen og Sidsel Marie. "Om ricisi ved brug af psykedelika"
Et Psykedelisk Danmark (redigeret af Kevin Mikkelsen), side 69-92. Oplag: 1. (10-11-2023), udgivet af forlaget Pressto

…og til de nysgerrige der vil vide mere…

”Psykedeliske stoffer udbredes med hastig fart i Danmark, hvor stadig 
flere prøver f.eks. MDMA eller psykedeliske svampe i terapeutiske 
sammenhænge. Men hvad kan disse stoffer og hvad kommer det til at 
betyde for vores samfund?

Det svarer Et psykedelisk Danmark på. Bogen er en antologi med bidrag 
fra flere end 30 af de førende eksperter på området i Danmark.”

Køb bogen ”Et Psykedelisk Danmark” 

Og læs mine to bidrag hvoraf det ene har den 
mundrette titel ”Lige nu er der alt for mange, der 
drikker alt for meget, selvom de for alt i verden, 
ønsker at drikke meget mindre” og det andet mere 
tørre (men yderst relevante) ”Om ricisi ved brug af 
psykedelika”. 

(disclaimer: jeg har ingen økonomisk interesse i at fremme bogens salg)


