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Company Disclaimer
Certain statements set forth in this presentation contain forward-looking statements that reflect the Company’s plans, beliefs, expectations and current 
views with respect to, among other things, future events and financial performance (collectively referred to herein as “forward-looking statements”). 
Forward-looking statements involve known and unknown risks, uncertainties, assumptions and other important factors that could cause our actual 
results, performance or achievements or industry results to differ materially from historical results or any future results, performance or achievements 
expressed, suggested or implied by such forward-looking statements.

These include, but are not limited to, statements about the Company’s ability to develop, obtain regulatory approval for and commercialize its product 
candidates; the timing of future IND submissions, initiation of preclinical studies and clinical trials, and timing of expected clinical results for our product 
candidates; the Company’s success in early preclinical studies, which may not be indicative of results obtained in later studies or clinical trials; the 
outbreak of the novel strain of coronavirus disease, COVID-19, which could adversely impact our business, including our preclinical studies and any future 
clinical trials; the potential benefits of our product candidates ;the Company’s ability to obtain regulatory approval to commercialize our existing or any 
future product candidates; the Company’s ability to identify patients with the diseases treated by our product candidates, and to enroll patients in clinical 
trials; the Company’s expectations regarding collaborations and other agreements with third parties and their potential benefits; the Company’s ability to 
obtain, maintain and protect our intellectual property; the Company’s reliance upon intellectual property licensed from third parties; the Company’s 
ability to identify, recruit and retain key personnel; the Company’s expected use of cash and cash equivalents to fund its operations; the Company’s 
financial performance; developments or projections relating to the Company’s competitors or industry; the impact of laws and regulations; the Company’s 
expectations regarding the time during which it will be an emerging growth company under the JOBS Act; and other factors and assumptions described in 
the Company’s public filings.

These statements are based on the Company’s historical performance and on its current plans, estimates and projections in light of information currently 
available to the Company, and therefore, you should not place undue reliance on them. The inclusion of forward-looking information should not be 
regarded as a representation by the Company or any other person that the future plans, estimates or expectations contemplated by us will be achieved. 
Forward-looking statements made in this presentation speak only as of the date of this presentation, and the Company undertakes no obligation to 
update them in light of new information or future events, except as required by law.
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Pasithea Therapeutics
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Developing best-in-
class & first-in-class 

drug candidates
based on deep 

scientific research 
& differentiated

chemistry

CNS Focused Lead Candidate

High potential 
discovery 

programs aimed at 
developing drug 
candidates based 
on novel targets

Pipeline

Proven track 
record of inventing 

and developing 
multiple clinical-
stage therapies 

and FDA-approved
drugs

Experienced Team

Multiple near-term
milestones 

targeting attractive
markets with 

unmet medical 
needs

Large Market Potential

PAS-004, a 
3rd generation 

MEKi,  supported 
by preclinical

evidence 
suggesting 

advantages over 
current MEK 

inhibitors



Leadership Team with Broad Range of Experience and Success
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Dr. Lawrence Steinman - Executive Chairman & Co-Founder
• Endowed Chair in the Neurology Dept. at Stanford University 
• Founded several successful biotech companies, including Neurocrine Biosciences Inc. and Tolerion Inc. (f/k/a Bayhill Therapeutics)
• Drug development pioneer in MS

Dr. Tiago Reis Marques - Chief Executive Officer & Director
• Fellow at Imperial College and lecturer at King´s College London
• Renowned psychiatric researcher and lecturer with decades of experience in the biological mechanisms of mental health and brain 

disorders

Daniel Schneiderman - Chief Financial Officer
• 20 years of experience in the capital markets and operations
• Senior financial roles at translational biotech companies, including, MetaStat, Inc., Biophytis SA and First Wave BioPharma, Inc.  

Dr. Graeme Currie - Chief Development Officer 
• 30 years of drug development experience in both pharmaceutical and biotech companies
• Senior leadership roles at Dynavax Technologies, Regeneron Pharmaceuticals, Inc., PDL BioPharma, Inc. and Gilead Sciences, Inc.



Diversified CNS Focused Product Pipeline
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Program Indication Target Target ID / 
Validation

Lead 
Identification

Lead 
Optimization

IND Enabling NOTES

PAS-004 
(CIP-137401)

Neurofibromatosis 
Type 1 (NF1) and 
Noonan syndrome

MEK 1/2 IND filing 
2H 2023

PAS-003 Amyotrophic 
Lateral Sclerosis 
(ALS)

a5b1 
Integrin

Lead 
candidate 
selection 
Q1 2023

PAS-002 Multiple sclerosis 
(MS)

GlialCAM

PAS-001 Schizophrenia C4 gene



PAS-004  (CIP-137401)
3rd Generation MEK Inhibitor 

for the treatment of Neurofibromatosis Type 1 (NF1) 
and Noonan Syndrome
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Problems with approved MEK Inhibitors: 
• Approved MEK inhibitors suffer from many liabilities including high toxicity which limits the Maximum Tolerated Dose (MTD) which in turn limits efficacy.
• In oncology, MEK inhibitors are ideally suited for combination therapy and the ability to dose higher would increase the opportunity in many cancer indications.  
• In the case of NF1, the approved MEK inhibitor Selumetinib (Koselugo) has modest efficacy, requires dosing 2x/day while fasting, which results in poor compliance.
• Tumor re-growth is observed during dosing holidays or after halting the treatment.       

Drug Company / Name Tumor Type Properties Liabilities

Selumetinib (mono) AstraZeneca / Koselugo Neurofibroma (NF-1)
Short Half-Life, BID dosing,
High Cmax/trough Ratio

• Dose limiting side effects
• Lack of efficacy at MTD in failed 

oncology trials
• Requires fasting before and after dosing 

in NF1 patients

Trametinib w B-Raf Novartis / Mekinist
Melanoma, NSCLC,
Thyroid cancer, BRAF V600E Long Half-life , High Potency • Dose limiting side effects

Cobimetinib w B-Raf Genentech / Cotellic Melanoma Long Half-Life • Dose limiting side effects

Binimetinib w B-Raf Pfizer / Mektovi Melanoma
Short Half-life, BID dosing
High Cmax/trough Ratio

• Borderline activity
• Dose limiting side effects

Approved MEK Inhibitors



Target Product Profile for a Next Generation MEK Inhibitor
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*This represents a top Key Opinion Leader’s assessment

● Improved efficacy and safety profile – Approved drugs are given at MTD with severe dosing limitations 

● Improved PK/PD/Pharmaceutics – once-a-day or less frequent dosing for compliance, combinations and improved 
tolerance  

● Sustained suppression of phospho-ERK – critical for clinical response
● Better combinability:

● In NF1, combination therapies are being explored preclinically with the goal of improving the percentage of responders and 
to achieve a more effective and durable response.

● In the broader oncology space, the MEK pathway is up regulated in many tumor types.  Single agent MEK inhibitors are 
ineffective because of upregulation of compensatory pathways upon treatment.  This requires a combination approach to 
effectively inhibit MEK as an important part of targeted therapy strategy 

● For NF1 – Efficacy of tumor shrinkage with selumetinib in a pediatric population (2-16 years old) is >20% shrinkage with a 66% response rate 
however there is fast regrowth after withdrawing drug, is required to be dosed 2x a day and needs to be given without food (2 hours before and 1 
hour after), there is strong GI toxicity, as well as skin rash which requires dosing holiday and as a consequence there are compliance issues. 

● CIP-137401 seeks to improve on dosing schedule, fasting elimination and potential for better efficacy – a 50% tumor shrinkage would be 
game changing.*



Why Macrocycle? Vastly Improved Drug-like Properties
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CIP-137401,
Molecular Wt. 570.32

Biochemical (MEK1/2 enzyme) 

Assay IC50 = 27 nM

Mechanism-based Cellular 

Assay (p-ERK) IC50 = 4 nM

Aqueous solubility 1.2 µM @ pH 7

cLogP 2.91

Rat PK T1/2 = 11.5 h; %F = 39%

Dog PK T1/2 = 52 h; %F = 96%

Chemistry 9-step synthesis

• Macrocycles, defined as large cyclic molecules, if 
designed correctly, can impart excellent drug-like 
properties, such as increased potency, metabolic 
stability, oral bioavailability

• Cyclization also offers a degree of rigidity that 
may offer stronger binding with receptors, but 
they are flexible at the same time

• We designed our macrocyclic inhibitors to get rid of metabolic 
liabilities that limited exposure and stability of known MEK 
inhibitors like selumetinib, binimetinib, mirdametinib, 
cobimetinib
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Differentiation of CIP-137401 with approved MEK inhibitors – Safety and PK

Trametinib (21 day-GLP)1 Cobimetinib2 CIP-137401 (28-day GLP)

Studies performed on Rats
pERK (EC50) 2 nM 2 nM 4 nM 

(M) NOAEL Dose, 28-day GLP (HNSTD)  0.125 mg/m2/day (0.02 mg/kg) 3 mg/kg (HNSTD) 2 mg/kg

28th day, Cmax at NOAEL Dose 2.89 nM 54 nM 2550 nM

Cmax/ pERK IC50 <2 27 >>600
Studies performed on Dogs

NOAEL Dose
0.5 mg/m2/day

HNSTD (0.025 mg/kg)
13-week study, 
<<1 mg/kg

0.5 mg/kg

28th day, Cmax at NOAEL Dose 5.41 nM 67 nM (day 30), 0.3 mg/kg 820 nM

Cmax/ pERK IC50 <5 33.5 >>200
Additional Information
hERG Inhibition (IC50) 1 µM 0.5 µM 13 µM

Pharmacokinetic, Rat Half-life 5.5h 5.56h 11.5h

Pharmacokinetic, Dog Half-life 13h 6.21h 52h

HNSTD = Highest non-severely toxic dose

1. Center for drug evaluation and research, Pharmacology review,  Application Number 204114Orig1s000 
2. Center for drug evaluation and research,  Pharmacology review,  Application Number 206192Orig1s000 



Wu et al. Bioorg. Med. Chem. (2017)

Efficacy and Potency of CIP-137401
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Dosing 

Improved CIP-137401 vs. 
Selumetinib In Vitro Potency 

CIP-137401 vs. Selumetinib in the 
Colo-205 Tumor Model 

Ref: Mol. Cancer Ther 2007, 6(8), 2209

The cellular potency of 137401 and its PK properties translate into superior activity in an in vivo tumor xenograft model

• CIP-137401 at 5 mpk (mg/kg) PO QD efficacy is 
comparable to published selumetinib at 25 mpk (mg/kg) 
PO BID 
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Selumetinib

02.8 RFP (CL 8)
97.4 RFP
95.11b C RFP
95.11b CT RFP

95.6 2 lambda RFP

Comparison of CIP-137401 vs Selumetinib: 
Effects on net cell growth of wild type SCs and NF1 PN cells in 3D Culture (n=1)
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02.8 RFP (NF1wt/wt)
97.4 RFP (NF1wt/wt)
95.11b C RFP (NF1-/-)
95.6 2 RFP (NF1-/-)

CIP-137401 has little activity against the control cells (that have wild-type 
neurofibromas expression) and has dose-dependent inhibitory activity against 
the proliferation of all three PN cells in 3D.

• CIP-137401 is more potent in all 3 cell lines
• No Plateau Effect was observed

Reference for the 3D culture assay, Ray Mattingly et al, Wayne State Exp. Neurology 2018, 289

Selumetinib CIP-137401 
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CIP-137401 was tested in a Genetically Engineered Mouse Model (GEMM) in a pilot study at single dose

• CIP-137401 was Administered at 10 mg/kg PO QD for 12 weeks
• AZD6244 (selumetinib) was administered at 10 mg/kg BID for 12 weeks 

(double the total dose compared to CIP-137401)

• CIP-137401 was generally well tolerated at 10 mg/kg/d PO
• CIP-137401 demonstrated clear efficacy in reducing tumor burden

• Reduction in tumor size and number was comparable or better than with selumetinib

CIP-137401 showed equivalent or better efficacy than selumetinib at half the dose, once-a-day v BID

The study was conducted at the Wade Clapp, M.D. Lab, Indiana University, School of Medicine
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GEMM Model of NF1 (Pilot Study)
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Uncorrected Fisher’s 
LSD:  
V vs CIP – 0.0048
V vs AZD – 0.0123
CIP vs AZD – 0.7333

Uncorrected Fisher’s LSD:  
V vs CIP —0.0009
V vs AZD —0.0058
CIP vs AZD —0.3736

The study was conducted at the Wade Clapp, M.D. Lab, Indiana University, School of Medicine
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CIP-137401 Reduces Tumor Size Comparable to Selumetinib (AZD6244)

In a pilot study, CIP-137401 showed equivalent or better efficacy than selumetinib at half the dose, once-a-day v BID 



Unique Macrocycle is the “Sweet Spot” for MEK Inhibitors
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PK Profile Tolerability

Potency

Sweet Spot 
CIP-137401 

Preclinical results demonstrate CIP-137401 may offer superior efficacy and solve existing MEK liabilities with unique profile 

Highly active in mouse efficacy studies
• Colo-205 tumor xenograft model 
• NF1 PN GEMM model
• LMNA-cardiomyopathy LmnaH222P/H222P mice

Potential for once daily or less frequent dosing
• Better patient compliance
• Long Half-life 
• Possible to avoid fasting with better metabolic profile

Better safety margin (based on rats and dogs @ d.28)
• Allows for higher dosing may lead to improved efficacy
• Possible better toxicity profile

Ideal pharmacokinetic profile 
• Key to combination therapy



RASopathy Syndromes
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Neurofibromatosis type 1 1:2,600 - 3,000

• Allomek Has Orphan Drug Designation for NF1 from US FDA
• Legius syndrome

Noonan syndromes 1:1,000 – 2,500

• Noonan syndrome 
• Noonan syndrome with multiple lentigines (formerly called LEOPARD syndrome) 
• Noonan syndrome-like disorder with loose anagen hair 
• Noonan syndrome-like disorder with or without juvenile myelomonocytic leukemia 

Cardiofaciocutaneous (CFC) syndrome 200 – 300 individuals

Costello syndrome 200 – 300 individuals

Incidence
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Expected Development Path for CIP-137401 in NF1

2022 2023 2024 2025

Expected IND Filing

Lead Manufacture

IND Prep

Phase 2  in NF1 patients

Phase 1 food effect
healthy subjects

Phase 1 SAD/MAD 
healthy subjects



Near-Term Milestones
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2,700,000 shares of restricted common stock

cGMP Manufacturing1H 2023

Initiate Phase 1 clinical trial in healthy subjectsQ4 2023

Complete Phase 1 clinical trial in healthy subjects 1H 2024

Initiate Phase 1 food effect study in healthy subjects1H 2024

IND submission2H 2023

Complete Phase 1 food effect study in healthy subjectsQ2 2024

Initiate Phase 2 Clinical Trial in NF1 patientsQ3 2024



PAS-003  
Monoclonal Antibody Targeting a5b1 Integrin 

for the Treatment of Amyotrophic Lateral Sclerosis (ALS)
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a5b1 Integrin is Known as the “Fibronectin Receptor”
• Integrins mediate cell adhesion, migration and activation of 

diverse cell types

• a5b1 integrin is expressed in 4 major cell types involved in 
neuroinflammation (microglia, macrophages, mast cells, 
perivascular glia) 

• Blocking integrin is a validated approach
• Three FDA-approved mAbs targeting integrins – Tysabri, Entyvio & ReoPro

• a5b1 integrin is well characterized as a target
• Anti-a5b1 mAbs developed for cancer by PDL/Biogen and Pfizer
• Volociximab advanced to Phase II with acceptable safety profile at 30mg/kg 

dose

20

Su et al PN
AS 2016

Inactive     Low Affinity    High Affinity

Integrin Structure



Mass Cytometry Identifies Alpha-5 (CD49e) Increase on Microglia as Disease 
Progresses in Mouse SOD1 Model of ALS
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(a5b1 integrin) 

ARTICLES
https://doi.org/10.1038/s41593-018-0100-x

1Department of Neurology and Neurological Sciences, Stanford University School of Medicine, Stanford, CA, USA. 2Baxter Laboratory in Stem Cell Biology, 
Department of Microbiology and Immunology, Stanford University School of Medicine, Stanford, CA, USA. 3Institute of Neuropathology, Medical Faculty, 
University of Freiburg, Freiburg, Germany. 4Institute of Anatomy, University of Leipzig, Leipzig, Germany. 5Department of Cellular and Molecular Medicine, 
University of California, San Diego, La Jolla, CA, USA. 6BIOSS Centre for Biological Signalling Studies, University of Freiburg, Freiburg, Germany.  
*e-mail: b.ajami@stanford.edu; steinman@stanford.edu

The term ‘neuroinflammation’ has been broadly applied to 
various neuropathological conditions1. A wide spectrum of 
neurological disorders, ranging from those immunologically 

driven such as acute disseminated encephalomyelitis and multiple 
sclerosis2, to degenerative diseases such as Alzheimer’s disease3 and 
Parkinson’s disease4, to genetic disorders such as HD5 and mutant 
SOD1-driven ALS6, are often collectively called neuroinflamma-
tory7. One rationale behind applying the ‘neuroinflammatory’ label 
to these diverse neurological conditions resides in the empirical 
observation of microgliosis in these conditions8. From detection 
of inflammatory mediators in Alzheimer’s disease and Parkinson’s 
disease brain sections at autopsy to genomic and transcriptomic 
studies of brain specimens4,9, it has been suggested that neurode-
generation might be promoted in part by microglia responding to 
inflammation in the CNS10,11.

Here we used cytometry by time-of-flight mass spectrometry 
(CyTOF) to enable a high-dimensional analysis of cell surface mark-
ers, signaling molecules and cytokines on brain myeloid cells at the 
single-cell level12. We characterized the myeloid cell phenotypes in 
commonly used mouse models of neuroinflammation and neurode-
generation: EAE, a model of multiple sclerosis2; R6/2 mice, a model 
of HD in which the mice express human mutant HTT exon 113;  
and mice overexpressing mSOD1, a model of ALS14.

Results
Phenotypic heterogeneity within the CNS-resident myeloid pop-
ulation. We used CyTOF to analyze the cellular phenotype, signal-
ing properties and cytokine production in single cells of both CNS 
tissues (brain and spinal cord) and peripheral blood. We first com-
pared different stages of EAE with R6/2 transgenic mice13 at a late 

stage of the disease when the R6/2 mice display tremor, irregular gait, 
abnormal movements and decreased survival15 (Fig. 1). The CyTOF 
panel was assembled on the basis of a high-throughput screen of 
255 antibodies to integral membrane proteins (Supplementary 
Table 1), proteins that regulate myeloid cell functions16, transcrip-
tion factors and signaling molecules relevant to neuroinflammation 
(Supplementary Table 2a–c). Single-cell suspensions of CNS tissue 
and blood were prepared as described previously17 (Fig. 1).

To explore the phenotypic diversity of immune cell populations 
in the CNS and blood, we applied a K-nearest-neighbor density-
based clustering algorithm called X-shift18. This algorithm allows 
the unsupervised clustering analysis of data from single cells18. To 
visualize the phenotypic continuum of cell populations, output 
is organized into a minimum spanning tree (MST)18, creating a 
two-dimensional layout. The size of nodes and the color coding is 
explained in the methods section.

Unsupervised clustering of 1,800,183 single cells from the CNS 
and blood of 75 samples created a detailed MST map of distinct cell 
populations (Supplementary Fig. 1). This analysis revealed three 
distinct CD11b+ myeloid populations in the CNS that were absent 
in peripheral blood (Fig. 2a). These populations, identified as CNS-
resident myeloid populations, are designated A, B and C (Fig. 2a 
and Supplementary Fig. 1).

To verify that populations A, B and C could be identified by 
manual gating, we applied a feature of the X-shift called a divisive 
marker tree (DMT) algorithm18. This feature automatically con-
structs an optimal marker-based classification of clusters18. By set-
ting the gates according to computationally defined thresholds, we 
verified that populations A, B and C were distinguishable by cell sur-
face marker expression of CD45, CD11b, CD317 (BST2/PDCA-1),  

Single-cell mass cytometry reveals distinct 
populations of brain myeloid cells in mouse 
neuroinflammation and neurodegeneration models
Bahareh Ajami! !1*, Nikolay Samusik2, Peter Wieghofer3,4, Peggy P. Ho1, Andrea Crotti5,  
Zach Bjornson2, Marco Prinz3,6, Wendy J. Fantl2, Garry P. Nolan2 and Lawrence Steinman1*

Neuroinflammation and neurodegeneration may represent two poles of brain pathology. Brain myeloid cells, particularly 
microglia, play key roles in these conditions. We employed single-cell mass cytometry (CyTOF) to compare myeloid cell popula-
tions in the experimental autoimmune encephalomyelitis (EAE) model of multiple sclerosis, the R6/2 model of Huntington’s 
disease (HD) and the mutant superoxide dismutase 1 (mSOD1) model of amyotrophic lateral sclerosis (ALS). We identified 
three myeloid cell populations exclusive to the CNS and present in each disease model. Blood-derived monocytes comprised 
five populations and migrated to the brain in EAE, but not in HD and ALS models. Single-cell analysis resolved differences in 
signaling and cytokine production within similar myeloid populations in EAE compared to HD and ALS models. Moreover, these 
analyses highlighted ! 5 integrin on myeloid cells as a potential therapeutic target for neuroinflammation. Together, these find-
ings illustrate how neuropathology may differ between inflammatory and degenerative brain disease.

NATURE NEUROSCIENCE | www.nature.com/natureneuroscience

© 2018 Nature America Inc., part of Springer Nature. All rights reserved.

• Alpha-5 integrin (CD49e) 
expression is significantly 
increased with disease 
progression in mouse models 
and human ALS 

• Anti-a5b1 integrin targets 
multiple cell types involved in 
neuroinflammation: Microglia, 
Macrophages, Mast Cells and 
Endothelial & Perivascular Glial 
Cells (regulating immune cell 
trafficking)



Alpha-5 Integrin Positive Cells Concentrated in Motor Neuron Tracts in ALS*

• CD49e (a5 integrin) is present on cells in motor tracts
• Sensory tracts relatively devoid of a5 integrin

• Significantly more a5 integrin staining in ALS vs. control non-
MND spinal cord

22

• a5 integrin positive phagocytic cells 
surround and ingest motor neurons in ALS

CD49e (a5 integrin) IHC

Trias et al. 2017

CD49e Staining
ALS vs. Non-MND

*Collaboration with Mayo Clinic



a5 Integrin is Significantly Upregulated with ALS Disease Progression
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a5b1 Integrin
Cell Surface Expression

a5 Integrin
Gene Expression

MOUSE (SODG93A)

CNS
Microglia

FLOW Cytometry

Ajami et al. 2018
Steinman Lab at Stanford



Proof of Concept: Anti-a5b1 Treatment With Mouse Surrogate Antibody 
(MFR5) Delays Symptoms and Decreases Mortality
Highly powered repeat of SOD1G93A mouse study using MFR5 shows significant improvement in behavior and mortality
• SODG93A transgenic mice were treated with 4mg/kg MFR5 (n=30) or isotype control (n=30) mAb bi-weekly I.P. until death/sacrifice
• 6 mice per group were sacrificed at 20 weeks for IHC/biomarker studies
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Survival Beam Walk Vercelli Scores Anti –CD3 Staining
Thoracic Spinal Cord

Anti –CD3 Staining
Thoracic Spinal Cord

• No treatment effect seen in wire hanging assay (full cohort) or on plasma NfL levels in a subset of mice (n=6) out to 20 weeks



a5b1 Antagonist for ALS
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Roadmap

• Selection of lead candidate (Q1 2023)



PAS-002 
A DNA Vaccine Targeting GlialCAM

for the treatment of Multiple Sclerosis (MS)

26



27

• GlialCAM, found in the brain’s white matter is attacked in MS
• GlialCAM shares a component of its protein structure that mimics an identical component of the Epstein Barr Virus Nuclear 

Antigen-1, which plays a critical role in triggering MS

Discovery of a DNA Vaccine Targeting GlialCAM



Pasithea’s Tolerance Technology Blocks Unwanted Immune Responses

• Multiple modalities induce tolerance (Peptides, DNA, 
RNA)

• DNA-induced tolerance is safe in autoimmune patients 
and modulates immune responses

• Broad therapeutic applications 
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Autoimmunity Gene therapy Allergy



Tolerizing to a GlialCAM -- a Novel Autoantigen Prevents EAE
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PAS-002 delays onset

PAS-002 reduces severity

PAS-002 prevents 
disease in 50% of 

mice

PAS-002 prevents 
relapse in 75% of 

mice

Dosing
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PAS-001 
Small molecule targeting the Compliment Component 4 

(C4) gene for the treatment of Schizophrenia
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Discovery of a small molecule targeting C4 for Schizophrenia 
• The complement component 4 (C4) gene is linked to schizophrenia and synaptic refinement 
• In humans, greater expression of C4A in the brain is associated with an increased risk of schizophrenia
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www.pasithea.com

Contact:
Tiago Reis Marques
CEO
tiago@pasithea.com


