
Faradarmani Consciousness Field 
Suppresses Alzheimer’s Disease 
Development in both in vitro and 
in vivo Models of the Disease

ABSTRACT 

Alzheimer’s Disease (AD) is one of the most common causes of dementia, 

imposing large financial and psychological burdens on nations worldwide. 

Thus, we direly need new treatment strategies or drugs for this disease. The 

aim of this study is to investigate the effects of a novel non-pharmacological 

method in the treatment of Alzheimer’s disease, based on employing Taheri 

Consciousness Fields. These fields function at the level of cellular and mo-

lecular processes. In this study, the effects of Faradarmani Consciousness 

Field (CF) on the AD mouse model (in vivo) and human neuron cell line in vitro 

were investigated. In this study, we established a human neuron cell culture 

as well as a traumatic brain injury (TBI) mouse model. We then measured 

changes in amyloidopathy, tau protein content, microtubule assembly, neu-

ronal cell survival, and finally behavior of TBI mice in Elevated Plus Maze un-

der treatment of the Faradarmani CF. According to the results, treatment of 

human neural cells and a mouse model of Alzheimer's disease by the Fara-

darmani CF leads to complete survival of neural cell models and elimination 

of amyloidopathy and tau protein, and remarkable behavioral improvement 

of the treated TBI mice model in the elevated plus-maze. Based on the re-

sults, Faradarmani CF treatment suppresses AD development in the labora-

tory models. In this regard, conducting a human clinical study with the aim 

of introducing a new global complementary and alternative medicine in AD 

treatment is highly recommended.
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INTRODUCTION
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MATERIALS AND METHODS

Faradarmani CF Application

Antibodies

Generating human embryonic neural
progenitor cells (hESC-NPCs)

11

Th
e 

Fi
rs

t J
ou

rn
al

 in
 

T-
C

on
sc

io
us

ne
ss

 R
es

ea
rc

h

V o l .  0 1
N o .  03
A P R I L
2 0 2 2 



Nutritional starvation stress

Live and dead cell assay

Cell staining

Traumatic brain injury

Immunohistochemistry
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Immunoblotting analysis

Immunostaining analysis

Elevated plus-maze

STATISTICAL ANALYSIS
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Figure 1.  Immunostained cultured neurons with pathogenic p-tau under (A) Control, (B) Nutritional starved and (C) Stressed 
out neurons treated with Faradarmani CF  (D) Quantification representation of Immunoflourescent intensity of A, B, and C (*: 
p-value < 0.001, **: p-value<0.01; difference between A and C is not significant).

RESULTS

In vitro assessments:

A

C

B

D
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Figure 2.  Immunostained cultured neurons with anti-amyloid antibody in (A) Control, (B) nutritional starved and, (C) Faradarmani 
CF (FCF) treated sample. (D) Quantification representation of A, B, and C (**: p-value<0.001; the difference between A and C is not 
significant).
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Figure 3.  Live and dead cell assay and immunoblotting assay (Left) and Immunofluorescence staining of microtubules (Right) 
of stressed-out cultured neurons. (A) Control, (B) Sham and (C) Faradarmani CF (treated samples.
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In vivo assessments:

Figure 4.   Immunoblotting (A) and Immunoflourescent (B) analysis of mouse brains stained with p-tau antibody upon various con-
ditions. (C) Quantification representation of A and B (*: p-value<0.01).

A

B
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Figure 5.  Immunoflourescent stained TBI mouse brains with p-tau antibody (A) Sham, (B) TBI, (C) FCF treated TBI mouse. (D) Quan-
tification representation of A, B, and C (*: p-value<0.01).
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DISCUSSION 

Figure 6.  Behavioral analysis of TBI mouse models with the elevated plus-maze. (A) Schematic representation of healthy and TBI 
mice. (b) The hit map road of the mice in the different arms of the plus-maze. (c) Quantification of mice behavior based on the 
time spent in the different regions of the plus maze.  (1) Healthy mice (Control), (2) Mice after 2-month TBI initiation, (3) Mice after 
2-month TBI initiation with the Faradarmani CF (FCF) treatment (*: p-value <0.05, **: p-value <0.001).
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CONCLUSION
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