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Background: Hallucinogen persisting perception disorder (HPPD) is characterized
by spontaneous recurrence of visual hallucinations or disturbances after previous
consumption of hallucinogens, such as lysergic acid diethylamide (LSD). The underlying
physiological mechanisms are unknown and there is no standardized treatment strategy
available.

Case Presentation: A 33-year-old male patient presented with persistent visual
distortions (halos around objects, intensified colors, positive after images, and trails
following moving objects) that developed after repeated use of hallucinogenic drugs
at the age of 18. Symptoms developed gradually and worsened several months
later, resulting in various pharmacological and psychosocial treatment attempts that
remained unsuccessful, however. At presentation, 32-channel electroencephalography
(EEG) showed increased delta activity over the occipital brain regions, reminiscent
of occipital intermittent rhythmic delta activity (OIRDA) usually seen in children. Two
sessions of cathodal (inhibitory) transcranial direct current stimulation (tDCS) over 30 min
attenuated visual hallucinations and occipital delta activity by approximately 60%. The
response persisted for over four weeks.

Conclusion: Pathological delta activity over occipital brain regions may play an
important role in the development and perpetuation of HPPD and can be attenuated
by non-invasive brain stimulation.

Keywords: hallucinogen persisting perception disorder (HPPD), transcranial direct current stimulation (tDCS),
delta oscillations, excitation/inhibition, EEG, non-invasive brain stimulation (NIBS)

BACKGROUND

The consumption of hallucinogens such as lysergic acid diethylamide (LSD) or
methylenedioxymethamphetamine (MDMA) can result in long-lasting and possibly permanent
occurrence of perceptual, mainly visual, and disturbances. Prevalence of such hallucinogen-
persisting perception disorder (HPPD) may further increase due to the growing diffusion of novel
psychoactive substances able to cause the onset of the disorder (1, 2). HPPD was first described
by Sandison et al. in the 1950s when the therapeutic value of LSD in mental illness was more

Abbreviations: tDCS, transcranial direct current stimulation; EEG, electroencephalogram; HPPD, hallucinogen persistent
perception disorder; MDMA, methylenedioxymethamphetamine; LSD, lysergic acid diethylamide; OIRDA, occipital
intermittent rhythmic delta activity.
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systematically investigated (3). Commonly, two types of
HPPD were described, an intermittent form characterized by
spontaneous and brief recurrence of perceptual distortions
or images (Type 1), and a permanent form where patients
experience ongoing changes that can fluctuate in their intensity
(Type 2) (4, 5). The disorder was later confirmed as a nosological
entity, first as post-hallucinogenic perception disorder in the
DSM-III-R and then later as HPPD in the DSM-IV-TR and
DSM-5. According to DSM-5, the following criteria must be
met to diagnose HPPD: (1) reexperiencing one or more of the
perceptual symptoms that were experienced while intoxicated
with the hallucinogens following cessation of hallucinogen use,
(2) clinically significant distress due to (1), and (3) symptoms
are not better accounted for by another disorder (e.g., delirium,
dementia, schizophrenia) or general medical conditions (brain
lesions and infections), and hypnopompic hallucinations
occurring during state transition between sleep and wakefulness
can be excluded.

While adverse reactions to hallucinogens are rare (6)
and prevalence of HPPD relatively low (7), it can lead
to severe suffering with episodes of major depression and
suicidality (8). While there are some reports of successful
pharmacological treatment with neuroleptics (9), anticonvulsants
(10), benzodiazepines (11), or clonidine (12), there is no
generally accepted treatment strategy available, and in some
cases, pharmacological treatment has also been reported to
exacerbate symptoms of HPPD (13). Depending on the
specific psychopathology and possible neurological or psychiatric
comorbidities, a combination of medications may be needed (14).

Currently, the underlying pathophysiological causes of HPPD
are still widely unknown. Currently, a multifactorial origin
of HPPD-related symptoms is assumed rendering a unified
pathophysiological model difficult (15). Neurophysiological
assessments using electroencephalography (EEG) could
previously associate occipital hypersynchrony in the delta
frequency band in HPPD (16) with reduced coherence of the
occipital region to more distant cortical regions. Based on this
finding, it was speculated that the primary visual cortex (V1)
decouples from higher cortical areas in HPPD facilitating visual
hallucinations. Such decoupling was also found in the context of
palinopsia, i.e., reoccurrence of visual images after the stimulus
is no longer present, e.g., due to a metastatic lesion of the
occipitotemporal region (17). While occipital delta oscillations
during wakefulness can be also seen in children, e.g., in the form
of occipital intermittent rhythmic delta activity (OIRDA), their
occurrence in the adulthood is typically appreciated as interictal
phenomenon or described in the context of hallucination-prone
dementias, such as Lewis-Body disease (18). It is unclear,
however, whether occipital delta activity plays a causal role for
visual distortions and hallucinations reported in HPPD.

CASE PRESENTATION

A 32-year-old man presented with complaints of visual
hallucinations that he characterized as “golden glitter” and
“glowing translucent patches” in his total visual field. He also
complained about seeing trails that follow moving objects.

Particularly, loud colors, such as neon-colored objects or clothes,
would intimidate him due to their intensity and could also trigger
more severe episodes of visual distortions over several hours.

He reported that symptoms started gradually in the months
after he repeatedly consumed hallucinogenic drugs at the age
of 18. Due to the symptoms, he withdrew from social contacts
and became increasingly insecure. At the age of 19, he sought
professional help. Cranial magnetic resonance imaging (cMRI)
remained unremarkable (except for a left cerebellar arachnoid
cyst). A clinical EEG was interpreted as normal. To attenuate
symptoms of depression with difficulties to sleep, he received
citalopram and quetiapine that improved these symptoms, but
not the visual hallucinations. About 8 years later, he developed
an acute psychiatric crisis with anxiety and irritability as well as
increased perceptual disturbances. During this time, he did not
feel safe in his apartment anymore and had increasing suicidal
ideations resulting in admission to a psychiatric hospital. At
admission, he also mentioned distortions of sound for the time of
one day that were classified as akoasms. The reported symptoms
were interpreted as signs of an acute (schizophreniform)
psychotic episode. During inpatient treatment, the daily dose
of quetiapine was increased, which led to an improvement of
symptoms. The leading tentative diagnoses over the coming years
were a suspected schizophrenic psychosis that alternated with
episodes of depression.

During this time, he became treated with various
neuroleptics, including clozapine, haloperidol, amisulprid,
ziprasidone, risperidone, quetiapine, aripiprazole, perazine,
and promethazine, but did not experience any lasting
improvement of visual hallucinations. Due to side-effects,
including akathisia and other extrapyramidal motor symptoms
(EPMS), neuroleptics were discontinued. Out of his despair, he
contacted numerous physicians and therapists, including the
Center for Neuromodulation at the Department of Psychiatry
and Psychotherapy of the Charité — Universititsmedizin Berlin
where he was diagnosed with HPPD at the age of 32 based on
his self-report and course of disease. A 32-channel EEG was
performed and showed diffuse slowing of brain oscillations
across broad areas of cortex with high power in the delta range
over occipital electrodes (Figure 1A). Resting state EEG did not
show a clear alpha-peak with eyes open and no alpha blockage
during eyes closed. Delta activity did not exhibit any notable
lateralization. The patient was asked to rate occurrence and
intensity of visual hallucinations or distortions using a visual
analog scale (VAS, ranging from 1 = minimal to 10 = extreme)
three times a day daily (Figure 2).

Based on the large body of literature showing reduced cortical
excitability after cathodal transcranial direct current stimulation
(tDCS) (19, 20), we delivered tDCS at 2 mA to the occipital lobe
using large rubber electrodes (5 cm x 7 cm). The electrodes were
placed perpendicularly to the midline, such that the cathode was
centered to electrode position Oz and the anode was centered to
position Fpz according to the international 10-20 system. Two
30-min sessions of tDCS each were performed, separated by an
intermission of 30 min. EEG was obtained immediately before
the first and after the second session of tDCS.

During the session, the patient reported that his visual
hallucinations gradually improved. After the second session, the
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FIGURE 1 | (A) Electroencephalography (EEG) showed intermittent pathological delta activity (marked in red) over occipital electrodes. (B) After delivering cathodal
transcranial direct current stimulation (tDCS) over occipital brain regions, pathological delta activity became substantially reduced. (C) While an EEG power-spectrum
averaged for occipital electrodes (O1, Oz, 02, and POz) showed a clear peak at ~4 Hz, this peak disappeared after cathodal tDCS.
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patient reported an improvement of visual hallucinations or
distortions by approximately 60% which sustained for 10 days
(Figure 2). A Mann-Whitney U test comparing baseline VAS
values provided for the 10 days before intervention with VAS
values provided for the 10 days after intervention was highly
significant (p < 0.001). Evaluation of the EEG recorded after
the second session showed that abnormal delta activity over the
occipital region disappeared (Figures 1B,C). Over the coming
4 weeks attenuation of delta activity remained reduced by
approximately 40% relative to the pre-tDCS level (Figure 2).
During this time, also symptoms of depression improved, and
the patient reported alleviation of anxiety and agitation. Although
visual distortions did not completely disappear and their intensity
remained at a level of 3-4 on a VAS, the patient underlined that
he felt great relief because tDCS provided him a mechanistic tool
to control his symptoms.

DISCUSSION AND CONCLUSION

In the presented case diagnosed with HPPD, we found
that pathological delta activity was causally linked to visual

hallucinations. While occipital delta hypersynchrony was
described earlier in HPPD (16), this is the first case report
in which clinical symptoms were successfully treated with
non-invasive brain stimulation to attenuate such pathological
delta activity.

It has been proposed that symptoms of HPPD are caused by
damage to inhibitory interneurons expressing 5-HT; 4 serotonin
receptors to which most hallucinogens bind. This loss of cortical
inhibition (21, 22) may manifest in aberrant occipital delta
oscillations (23-25) associated with visual hallucinations. Our
results support such model and suggest that disinhibition can be
restored with cathodal (inhibitory) tDCS. Future studies should
investigate whether the reported findings can be generalized to
larger cohorts diagnosed with HPPD.

While two sessions of cathodal tDCS had an immediate effect
on clinical symptoms and pathological delta activity, the exact
mechanisms by which tDCS affected pathological delta activity
are not entirely clear.

The most plausible and accepted primary effect of tDCS
relates to modulation of resting membrane potentials (RMP),
with anodal stimulation resulting in decreased RMP and cathodal
stimulation in increased RMP reducing likelihood of action
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FIGURE 2 | Intensity of visual hallucinations rated on a visual analog scale (VAS) ranging from 1 = minimal to 10 = extreme before and after intervention. While VAS
scores ranged at around 5 before intervention, tDCS resulted in a highly significant decrease of VAS scores for 10 days (Mann-Whitney U test, p < 0.001***) and
remained reduced for more than 40 days.

potentials (26, 27). It was shown, however, that this primary effect
can result in a multitude of other effects, e.g., on neurogenesis
and microglia activation (28), that may explain the outlasting
impact of tDCS on brain excitability and clinical symptoms. In
our case, stimulation effects sustained for more than 40 days with
a maximum within the first 12 days. It is unclear whether more
tDCS sessions would have further improved clinical symptoms,
a question we could not investigate due to the distance to the
patient’s place of residence.

After an initial clinical EEG was interpreted as normal
and was not repeated later over the course of treatment, our
case underlines the necessity for EEG re-assessments in the
management of neuropsychiatric disorders. Since the patient
developed a psychiatric crisis 8 years after the onset of symptoms
that was interpreted as acute schizophreniform psychosis, the
following treatment regime focused on the use of various
neuroleptic agents. Since comorbidity may often occur in severe
forms of HPPD, including anxiety and depression with psychotic
symptoms that may lead to the first admission to a psychiatric
hospital, proper assessment of patient history and drug use
is essential to disentangle different nosological entities. In this
context, it is also possible that the psychotic episode and
occurrence of HPPD had a common background.

In the presented case, cathodal tDCS did not completely
terminate visual distortions, but resulted in considerable
symptom relief opening a window for psychosocial interventions,
such as cognitive behavioral therapy that was previously
ineffective because of symptom severity. The experience of
symptom control using non-invasive neuromodulation could
end the vicious circle of stress and anxiety also described in
other neuropsychiatric cases, e.g., tDCS treatment of multimodal
hallucinations (29).

While the presented case suggests a causal role of occipital
delta oscillations for the occurrence of visual distortions or

hallucinations in HPPD, millisecond-to-millisecond precise
targeting of these oscillations using closed-loop transcranial
alternating current stimulation (cl-tACS), e.g., to purposefully
suppress such activity, could further corroborate this causal
relationship. While establishing such paradigm is very
challenging due to stimulation artifacts, recent advances in
stimulation artifact suppression may render such approach
feasible (30).

DATA AVAILABILITY STATEMENT

The raw data supporting the conclusions of this article will be
made available by the authors, without undue reservation.

ETHICS STATEMENT

Ethical review and approval was not required for the
study on human participants in accordance with the local
legislation and institutional requirements. The patient
provided his written informed consent to participate in this
study.

AUTHOR CONTRIBUTIONS

DH performed tDCS treatment, data analysis, and wrote the
manuscript. NN performed neuropsychological evaluation, data
analysis, and wrote the manuscript. MB and AH evaluated the
medical history and revised the manuscript. SRS performed
neuropsychological evaluation and wrote the manuscript.
All authors contributed to the article and approved the
submitted version.

Frontiers in Psychiatry | www.frontiersin.org

March 2022 | Volume 13 | Article 867314


https://www.frontiersin.org/journals/psychiatry
https://www.frontiersin.org/
https://www.frontiersin.org/journals/psychiatry#articles

Haslacher et al.

Occipital Delta Oscillations in HPPD

FUNDING

Preparation of the manuscript was supported in part by
the European Research Council (ERC) under the project

REFERENCES

1. Neicun J, Yang JC, Shih H, Nadella P, van Kessel R, Negri A, et al. Lifetime
prevalence of novel psychoactive substances use among adults in the USA:
sociodemographic, mental health and illicit drug use correlates. Evidence
from a population-based survey 2007-2014. PLoS One. (2020) 15:¢0241056.
doi: 10.1371/journal.pone.0241056

2. Martinotti G, Lupi M, Acciavatti T, Cinosi E, Santacroce R, Signorelli MS, et al.
Novel psychoactive substances in young adults with and without psychiatric
comorbidities. Biomed Res Int. (2014) 2014:815424. doi: 10.1155/2014/815424

3. Sandison RA, Spencer AM, Whitelaw JD. The therapeutic value of lysergic acid
diethylamide in mental illness. ] Ment Sci. (1954) 100:491-507. doi: 10.1192/
bjp.100.419.491

4. Halpern JH, Lerner AG, Passie TA. Review of hallucinogen persisting
perception disorder (HPPD) and an exploratory study of subjects claiming
symptoms of HPPD. Curr Top Behav Neurosci. (2018) 36:333-60. doi: 10.1007/
7854_2016_457

5. Lev-Ran S, Feingold D, Goodman C, Lerner AG. Comparing triggers to
visual disturbances among individuals with positive vs negative experiences of
hallucinogen-persisting perception disorder (HPPD) following LSD use. Am |
Addict. (2017) 26:568-71. doi: 10.1111/ajad.12577

6. Strassman RJ. Adverse reactions to psychedelic drugs. A review of the
literature. J Nerv Ment Dis. (1984) 172:577-95. doi: 10.1097/00005053-
198410000-00001

7. Halpern JH, Pope HG. Hallucinogen persisting perception disorder: what do
we know after 50 years? Drug Alcohol Depend. (2003) 69:109-19. doi: 10.1016/
$0376-8716(02)00306-x

8. Brodrick J, Mitchell BG. Hallucinogen persisting perception disorder and risk
of suicide. ] Pharm Pract. (2016) 29:431-4. doi: 10.1177/0897190014566314

9. Moskowitz D. Use of haloperidol to reduce LSD flashbacks. Mil Med. (1971)
136:754-6. doi: 10.1093/milmed/136.9.754

10. Abraham HD. Visual phenomenology of the LSD flashback. Arch Gen
Psychiatry. (1983) 40:884-9. doi: 10.1001/archpsyc.1983.01790070074009

11. Lerner AG, Skladman I, Kodesh A, Sigal M, Shufman E. LSD-induced
hallucinogen persisting perception disorder treated with clonazepam: two case
reports. Isr J Psychiatry Relat Sci. (2001) 38:133-6.

12. Lerner AG, Gelkopf M, Oyffe I, Finkel B, Katz S, Sigal M, et al. LSD-induced
hallucinogen persisting perception disorder treatment with clonidine: an open
pilot study. Int Clin Psychopharmacol. (2000) 15:35-7. doi: 10.1097/00004850-
200015010-00005

13. Morehead DB. Exacerbation of hallucinogen-persisting perception disorder
with risperidone. J Clin Psychopharmacol. (1997) 17:327-8. doi: 10.1097/
00004714-199708000-00020

14. Martinotti G, Santacroce R, Pettorruso M, Montemitro C, Spano MC,
Lorusso M, et al. Hallucinogen persisting perception disorder: etiology, clinical
features, and therapeutic perspectives. Brain Sci. (2018) 8:47. doi: 10.3390/
brainsci8030047

15. Hermle L, Kovar KA, Hewer W, Ruchsow M. [Hallucinogen-induced
psychological disorders]. Fortschr Neurol Psychiatr. (2008) 76:334-42.

16. Abraham HD, Duffy FH. EEG coherence in post-LSD visual hallucinations.
Psychiatry Res. (2001) 107:151-63. doi: 10.1016/50925-4927(01)00098- 1

17. Miiller T, Biittner T, Kuhn W, Heinz A, Przuntek H. Palinopsia as sensory
epileptic phenomenon. Acta Neurol Scand. (1995) 91:433-6. doi: 10.1111/j.
1600-0404.1995.tb00442.x

18. Kai T, Asai Y, Sakuma K, Koeda T, Nakashima K. Quantitative
electroencephalogram analysis in dementia with Lewy bodies and Alzheimer’s
disease. ] Neurol Sci. (2005) 237:89-95. doi: 10.1016/j.jns.2005.05.017

19. Stagg CJ, Best JG, Stephenson MC, O’Shea J, Wylezinska M, Kincses ZT, et al.
Polarity-sensitive modulation of cortical neurotransmitters by transcranial

NGBMI (759370), the ERA-NET Neuron under the project
HYBRIDMIND (01GP2121B), the DFG Cluster of Excellence
“NeuroCure” (DFG EXC-2049-390688087), and the Einstein
Stiftung Berlin.

stimulation. J Neurosci. (2009) 29:5202-6. doi: 10.1523/JNEUROSCI.4432-08.
2009

20. Sudbrack-Oliveira P, Barbosa MZ, Thome-Souza S, Razza LB, Gallucci-Neto
J, da Costa Lane Valiengo L. Transcranial direct current stimulation (tDCS)
in the management of epilepsy: a systematic review. Seizure. (2021) 86:85-95.
doi: 10.1016/j.seizure.2021.01.020

21. Abraham HD, Aldridge AM. Adverse consequences of lysergic acid
diethylamide. Addiction. (1993) 88:1327-34. doi: 10.1111/j.1360-0443.1993.
tb02018.x

22. Litjens RP, Brunt TM, Alderliefste GJ, Westerink RH. Hallucinogen
persisting  perception disorder and the serotonergic
comprehensive review including new MDMA-related clinical cases. Eur
Neuropsychopharmacol. (2014) 24:1309-23. doi: 10.1016/j.euroneuro.2014.
05.008

23. Batista-Brito R, Rossignol E, Hjerling-Leffler ], Denaxa M, Wegner M, Lefebvre
V, et al. The cell-intrinsic requirement of Sox6 for cortical interneuron
development. Neuron. (2009) 63:466-81. doi: 10.1016/j.neuron.2009.
08.005

24. Steriade M, Llinds RR. The functional states of the thalamus and the associated
neuronal interplay. Physiol Rev. (1988) 68:649-742. doi: 10.1152/physrev.1988.
68.3.649

25. Zhang Y, Llinas RR, Lisman JE. Inhibition of NMDARs in the nucleus
reticularis of the thalamus produces delta frequency bursting. Front Neural
Circuits. (2009) 3:20. doi: 10.3389/neuro.04.020.2009

26. Nitsche MA, Paulus W. Excitability changes induced in the human motor
cortex by weak transcranial direct current stimulation. J Physiol. (2000)
527:633-9. doi: 10.1111/j.1469-7793.2000.t01-1-00633.x

27. Stagg CJ, Antal A, Nitsche MA. Physiology of transcranial direct current
stimulation. ] ECT. (2018) 34:144-52.

28. Pikhovych A, Stolberg NP, Jessica Flitsch L, Walter HL, Graf R, Fink GR,
et al. Transcranial direct current stimulation modulates neurogenesis and
microglia activation in the mouse brain. Stem Cells Int. (2016) 2016:2715196.
doi: 10.1155/2016/2715196

29. Schwippel T, Wasserka B, Fallgatter AJ, Plewnia C. Safety and efficacy of
long-term home treatment with transcranial direct current stimulation (tDCS)
in a case of multimodal hallucinations. Brain Stimul. (2017) 10:873-4. doi:
10.1016/j.brs.2017.04.124

30. Haslacher D, Nasr K, Robinson SE, Braun C, Soekadar SR. Stimulation
artifact source separation (SASS) for assessing electric brain oscillations during
transcranial alternating current stimulation (tACS). Neuroimage. (2021)
228:117571. doi: 10.1016/j.neuroimage.2020.117571

system: a

Conflict of Interest: The authors declare that the research was conducted in the
absence of any commercial or financial relationships that could be construed as a
potential conflict of interest.

Publisher’s Note: All claims expressed in this article are solely those of the authors
and do not necessarily represent those of their affiliated organizations, or those of
the publisher, the editors and the reviewers. Any product that may be evaluated in
this article, or claim that may be made by its manufacturer, is not guaranteed or
endorsed by the publisher.

Copyright © 2022 Haslacher, Novkovic, Buthut, Heinz and Soekadar. This is an
open-access article distributed under the terms of the Creative Commons Attribution
License (CC BY). The use, distribution or reproduction in other forums is permitted,
provided the original author(s) and the copyright owner(s) are credited and that the
original publication in this journal is cited, in accordance with accepted academic
practice. No use, distribution or reproduction is permitted which does not comply
with these terms.

Frontiers in Psychiatry | www.frontiersin.org

March 2022 | Volume 13 | Article 867314


https://doi.org/10.1371/journal.pone.0241056
https://doi.org/10.1155/2014/815424
https://doi.org/10.1192/bjp.100.419.491
https://doi.org/10.1192/bjp.100.419.491
https://doi.org/10.1007/7854_2016_457
https://doi.org/10.1007/7854_2016_457
https://doi.org/10.1111/ajad.12577
https://doi.org/10.1097/00005053-198410000-00001
https://doi.org/10.1097/00005053-198410000-00001
https://doi.org/10.1016/s0376-8716(02)00306-x
https://doi.org/10.1016/s0376-8716(02)00306-x
https://doi.org/10.1177/0897190014566314
https://doi.org/10.1093/milmed/136.9.754
https://doi.org/10.1001/archpsyc.1983.01790070074009
https://doi.org/10.1097/00004850-200015010-00005
https://doi.org/10.1097/00004850-200015010-00005
https://doi.org/10.1097/00004714-199708000-00020
https://doi.org/10.1097/00004714-199708000-00020
https://doi.org/10.3390/brainsci8030047
https://doi.org/10.3390/brainsci8030047
https://doi.org/10.1016/s0925-4927(01)00098-1
https://doi.org/10.1111/j.1600-0404.1995.tb00442.x
https://doi.org/10.1111/j.1600-0404.1995.tb00442.x
https://doi.org/10.1016/j.jns.2005.05.017
https://doi.org/10.1523/JNEUROSCI.4432-08.2009
https://doi.org/10.1523/JNEUROSCI.4432-08.2009
https://doi.org/10.1016/j.seizure.2021.01.020
https://doi.org/10.1111/j.1360-0443.1993.tb02018.x
https://doi.org/10.1111/j.1360-0443.1993.tb02018.x
https://doi.org/10.1016/j.euroneuro.2014.05.008
https://doi.org/10.1016/j.euroneuro.2014.05.008
https://doi.org/10.1016/j.neuron.2009.08.005
https://doi.org/10.1016/j.neuron.2009.08.005
https://doi.org/10.1152/physrev.1988.68.3.649
https://doi.org/10.1152/physrev.1988.68.3.649
https://doi.org/10.3389/neuro.04.020.2009
https://doi.org/10.1111/j.1469-7793.2000.t01-1-00633.x
https://doi.org/10.1155/2016/2715196
https://doi.org/10.1016/j.brs.2017.04.124
https://doi.org/10.1016/j.brs.2017.04.124
https://doi.org/10.1016/j.neuroimage.2020.117571
http://creativecommons.org/licenses/by/4.0/
http://creativecommons.org/licenses/by/4.0/
http://creativecommons.org/licenses/by/4.0/
http://creativecommons.org/licenses/by/4.0/
http://creativecommons.org/licenses/by/4.0/
https://www.frontiersin.org/journals/psychiatry
https://www.frontiersin.org/
https://www.frontiersin.org/journals/psychiatry#articles

	Pathological Delta Oscillations in Hallucinogen Persisting Perception Disorder: A Case Report
	Background
	Case Presentation
	Discussion and Conclusion
	Data Availability Statement
	Ethics Statement
	Author Contributions
	Funding
	References




