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The	brain	is	in	crisis	
The	neurological	disorders	linked	to	the	brain	are	increasing	exponen<ally,	not	
linearly:	memory	loss,	hyperac<vity,	aHen<on	deficit,	MS,	Au<sm,	Parkinson’s	
and	Alzheimer’s	disease,	etc.	The	old	diagnos<c	demarca<on	lines	are	oNen	no	
longer	applicable:	one	set	of	symptoms	tradi<onally	linked	to	one	diagnosis	may	
be	mixed	with	symptoms	associated	with	another	illness	with	an	en<rely	
different	name.	MIT	scien<st	Stefanie	Seneff	PhD	predicted	that	by	2025	half	
the	children	born	will	be	developing	au<sm	or	other	neurological	problems.		
My	own	predic<on	is	more	grave,	especially	for	boys	(based	on	the	review	of	
available	sta<s<cs	from	CDC,	published	papers,	teachers	and	nurses	unions,	
personal	interviews	and	pa<ent	experience): by 2025 very few boys born will be 
achieving their gene6c poten6al.  Androgens	have	a	catastrophic	synergis<c	
effect	with	mercury,	other	toxins	and	many	microbial	infec<ons.		
In	most	homes,	kindergardens	and	primary	schools	is	an	atmosphere	of	crisis	
already,	which	both	media	and	poli<cians	s<ll	ignore.	



Testosterone and toxins: a catastrophic synergy 
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DSM Defini)on of Au)sm Spectrum Disorders 
An	inclusive	impairment	in…			

			1.		COMMUNICATION		
									2.		SOCIALIZATION	and	
									3.		REPETITIVE	BEHAVIOR	
	
The	e<ology	of	Au<sm	is	a	complete	interac<on	between	the	gene<c	or	
epigene<c	predisposi<on	and	environmental	triggers.	We	cannot	change	the	
gene<cs	yet,	but	we	can	avoid	and	change	the	triggers.	
	
ASD	is	now	known	to	be	not	just	central	nervous	system	dependent	but	rather	
mul<-systemic.	It’s	a	condi<on	of	the	whole	body	in	its	osmo<c	equilibrium	

with	an	ever	increasing	toxic	environment.	
	



“Since 1938, there have come 
to our a>en)on a number 
of children whose condi)on 
differs so markedly and 
uniquely from anything 
reported so far, that each 
case merits—and, I hope, 
will eventually receive—a 
detailed considera)on of its 
fascina)ng peculiari)es.”  

   1932 - 1936 was the 
beginning of mass vaccine 
programs all over the 
western world, using ethyl 
mercury as principle 
adjuvant 



Kanner’s descrip#on—behavior 
abnormali#es

•  inability to relate themselves to people and situa)ons 
•  poor (or absent) language skills 
•  echolalia 
•  excellent rote memory 
•  sensory sensi)vity 
•  persevera)ve and repe))ve behavior (stereotypy) 
•  an anxiously obsessive desire for the maintenance of 

sameness 
•  good cogni)ve poten)ali)es 
•  generally normal appearance (“Five had rela)vely large heads. 

Several of the children were somewhat clumsy in gait and 
gross motor performances”). 



If all else fails, blame the parents

• He refers to the parents as “obsessive,” “excitable,” or “preoccupied with 
details.” He also uses the terms “frosty” and “inapproachable.” In one 
case, he men)ons that, “Her father hated her ostensibly, and aTer the 
parents separated, she ‘blossomed out.’” He noted that all of the children 
came from highly intelligent families.		

• Kanner observed – without knowing it – the cascade of epigene)c 
changes that descend from the biological ancestry through the parents to 
the child. He no)ced in some parents the seeds to what became later an 
obvious illness in the children. Today these are explained with epigene)c 
changes of the way the DNA is methylated. 





THERE	IS	A	LACK	OF	OLDER	AUTISTICS!	

AUTISM	IN	DIFFERENT	AGE	GROUPS	IN	SCOTLAND	



•  "
Trends	in	the	Prevalence	of	Au<sm	Spectrum	Disorder,	Cerebral	Palsy,	Hearing	Loss,	Intellectual	Disability,	and	Vision	
Impairment,	Metropolitan	Atlanta,	1991	--	2010."	
	
	
Learn	more:	
hHp://www.naturalnews.com/049655_emo<onal_domina<on_mind_control_engineered_crisis.html#ixzz3Zn8WeMkE	



Hertz-PiccioEo and Delwiche, The rise in au#sm and the role of 
age of diagnosis.  Epidemiology 2009; 20: 84-90.



“Numbers are rising all over the world (2008)”. The     
numbers have more than doubled since.

1	in	245	

1	in	294	
1	in	83	

1	in	483	
1	in	1162	

1	in	166	

1	in	86	

1	in	84	

1	in	621	

1 in 54 
1	in	150	



Surgical Neurology Interna#onal, 23-Jul-2015 : “Neurological deaths of 
American adults (55–74) and the over 75's by sex compared with 20 Western 
countries 1989–2010: Cause for Concern”  
 Colin Pritchard, Emily Rosenorn-Lanng Bournemouth University, UK 

Abstract	
Methods:World	Health	Organiza<on	TND	data	are	compared	with	control	
mortali<es	cancer	mortality	rates	(CMRs)	and	circulatory	disease	deaths	
(CDDs)	between	1989-1991	and	2008-2010	and	odds	ra<os	(ORs)	and	
confidence	intervals	calculated.	
Results: Total Neurological Deaths	--	USA rising 368% (men) and 663% 
(women),	significantly	more	than	16	countries.	Cancer	mortality	--	
Average	55-74	male	and	female	fell	20%	and	12%,	USA	down	36%	and	
18%.	TC	average	over	75's	male	and	female	fell	13%	and	15%,	the	USA	
29%	and	2%.	Circulatory	deaths	--	TC	average	55-74	rates	fell	60%	and	
46%	the	USA	down	54%	and	53%.	Over	75's	average	down	46%	and	39%,	
USA	falling	40%	and	33%.	ORs	for	rose	substan<ally	in	every	country.	TC	
average	75's	ORs	for	CMR:	TND	male	and	females	were	1:2.83	and	1:3.04	
but	the	USA	1:5.18	and	1:6.50.	The	ORs	for	CDD:	TND	male	and	females	
TC	average	was	1:3.42	and	1:3.62	but	the	USA	1:6.13	and	1:9.89.	
Conclusions:Every	country's	neurological	deaths	rose	rela<ve	to	the	
controls,	especially	in	the	USA,	which	is	a	cause	for	concern	and	suggests	
possible	environmental	influences.	



5 preventable – and ocen curable -causes of au#sm

1.  Mercury	toxicity:	sources,	preven<on,	diagnosis	and	treatment	
2.  EMR,	the	pregnant	woman	and	the	fetus:	science,	problems,	preven<on	
3.  Ver<cal	transmission	of	Lyme	disease:	diagnosis	and	treatment	
4.  Aluminum	toxicity:	sources,	diagnosis	and	treatment	
5.  Glyphosate	toxicity:	sources,	diagnosis	and	treatment	(also	PBDEs	etc)	

The	brain	can	be	healed	from	3	different	“angles”:		
1.	by	modifying	the	sensory	input	(neurodevelopmental	and	behavioral	therapies)		
2.	by	modifying	the	biochemical	input	(BioMedical	approach)		
3.	by	modifying	the	psychological	and	energe<c	field	in	which	the	brain	develops				

	(trans-skull	physics,	laser	field	restructuring,	constella<on	work)	
4.	Improving	liquor	dynamics	and	lympha<c	drainage	



Au)sm: the biomedical approach – based on lab biomarkers 
	
1. 		Gene<c	Predisposi<on	and	Epigene<cs		
2. 		Mitochondrial	Dysfunc<on		
3. 		Increased	Oxida<ve	Stress		
4. 		Immune	Dysregula<on	
5. 		Intes<nal	Dysbiosis	
6. 		Impaired	Bio-detoxifica<on		
7. 		Nutri<onal	Deficiency	and	Dependency		
8. 		Allergic	Load		
9. 		Milk	and	Wheat	Pep<des		
10. 		Decreased	Methyla<on		
11. 		Decreased	Glutathione	Produc<on		
12.		Brain	Hypo-perfusion	



The au#sm web

Nutri<onal	deficits	

Intes<nal	dysbiosis	

GI	inflamma<on	

Mo<lity	issues	

Food	sensi<vi<es	

GASTROINTESTINAL 

TOXICOLOGICAL 

Methyla<on	issues	

Oxida<ve	stress	

Glutathione	deple<on	

Heavy	metal	toxicity	

IMMUNOLOGICAL 

Environmental	allergies	

Chronic	inflamma<on	

Autoimmune	reac<ons	

Frequent	infec<ons	

NEUROLOGICAL 

False	neurotransmiHers	

Neuronal	inflamma<on	

Dysregulated	neurotransmiHers	

Autonomic	dysfunc<on	



Examples of the biomedical approach:  
Mitochondrial Dysfunc)on 
0-50%	of	Au<s<c	children	show	mitochondrial	dysfunc<on		
Decreased	ATP	produc<on		
Elevated	levels	of	lactate		
Reduced	levels	of	carni<ne									These biomarkers correlate with disease severity 
Abnormal cellular immunity 
Abnormal	expression	of	PRO-INFLAMMATORY	CYTOKINES	and	ANTI-INFLAMMATORY	
CYTOKINES	in	the	brain,	GI	tract,	and	peripheral	blood	manifested	as	a	unique	inflammatory	
bowel	disease	and	immune	ac<va<on	of	neuroglial	is	designated	as	IMMUNOEXCITOXICITY	
(Russel	Blaylock)																													Treatment: fix the gut! (fecal transplant etc.) 
Immune Dysfunc)on 
High	presence	of	autoimmunity		
•  An<-myelin	an<bodies	(70-90%)		
•  An<-mitochondrial	an<bodies		
•  An<-folate	alpha	receptor	an<body	(47%	vs	3%	controls):	the	importance	of	the	folate	
metabolism	for	brain	func<on			Treatment: low dose immunotherapy 

	

 



•  These	an<-folate	alpha	an<bodies	are	linked	to	Cerebral	Folate	Deficiency,	which	results	in	
decreased	entry	of	FOLATE	into	neurons.	

•  This	folate	deficiency	may	play	a	role	in	many	NEURODEGENERATIVE	DISORDERS			
•  A	cow	dairy	free	diet	down-regulates	folate	receptor	autoimmunity	in	cerebral	folate	

deficiency	
•  The	Treatment	of	ASD	and	CFD	with	FOLINIC	ACID	or	METHYLATED	FOLATE	has	shown	

marked	improvement	in	their	clinical	status.	
•  The	recommended	dose	being	2mg/kg	up	to	50mg	
Dysbiosis 
It	is	es<mated	that	as	many	as	90%	of	cases	manifes<ng	mul<ple	autoimmune	diseases	are	
related	to	specific	molecular	mimicking	bacteria	and	other	organisms	colonizing	in	the	
intes<ne.	
Autoimmunity	is	a	prominent	part	of	the	ASDs.		Rebalancing	the	microbiological	flora	should	
therefore	be	included	in	treatment.	Fecal	microbiota	transplants	(FMT)	are	a	powerful	old	tool	
The	Gut	Microbiome	outnumbers	host	cells	10:1	and	Gene<c	Material	100:1.		It	behaves	as	a	
func<onal	“organ”	playing	a	major	role	in	the	Gut-Brain	connec<on,	immune	func<on,	
metabolism,	and	even	behavior	

	



Impaired Bio-Detoxifica)on 
	
Children	with	ASD	are	notoriously	found	to	have	high	body	burden	of	heavy	metals	
especially	Lead,	Mercury,	Arsenic	and	Cadmium,	recently	Aluminium	
Heavy	Metal’s	mechanism	of	ac<on	is	via	increased	oxida<ve	stress		
Increased	body	burden	of	other	toxic	chemicals	(i.e	glyphosate)	are	also	found	in	the	blood	
of	ASD	children		
Reported	reversal	of	ASD	with	chela<on		
•  Au<sm	Research	Ins<tute	data	

Environmental Toxicants and Au)sm Spectrum Disorders:	A	Systema<c	Review	
A	Rossignol,	S	J	Genuis,	and	R	E	Frye.		TranslPsychiatry.	2014	Feb;	4(2):	e360.		
	
What works? 
•  The	Au<sm	Research	Ins<tute	conducted	a	na<onwide	survey	of	25,000	families	with	
au<s<c	children	treated,	using	these	approaches	reflected	in	the	following	pyramid	of	
the	specific	percentage	of	parents	who	reported	gewng	beHer”	with	each	item.	

		





Evidence that Increased Acetaminophen use in Gene)cally Vulnerable Children Appears to be a Major Cause of 
the Epidemics of Au)sm, A>en)on Deficit with Hyperac)vity, and Asthma   
Journal of Restora)ve Medicine. Oct 2013				William	Shaw	
Abstract	
It	appears	that	the	marked	increase	in	the	rate	of	au<sm,	asthma,	and	aHen<on	deficit	with	hyperac<vity	
throughout	much	of	the	world	may	be	largely	caused	by	the	marked	increase	in	the	use	of	acetaminophen	in	
gene<cally	and/or	metabolically	suscep<ble	children,	and	the	use	of	acetaminophen	by	pregnant	women.	Toxicity	
of	acetaminophen	may	cause	au<sm	by	overloading	the	defec<ve	sulfa<on	pathway	catalyzed	by	
phenolsulfotransferase,	which	is	deficient	in	au<sm,	leading	to	overproduc<on	of	the	toxic	metabolite	N-acetylp-	
benzoquinone	imine	(NAPQI).	Increased	levels	of	NAPQI	reduce	the	ability	to	detoxify	a	host	of	toxic	chemicals	in	
the	environment,	increasing	oxida<ve	stress,	which	leads	to	protein,	lipid,	and	nucleic	acid	damage	from	free	
radicals.	Epidemiological	evidence	also	supports	the	associa<on	of	increased	acetaminophen	usage	with	au<sm,	
asthma,	and	aHen<on	deficit	with	hyperac<vity.	The	marked	increases	in	the	incidences	of	au<sm,	asthma,	and	
aHen<on	deficit	disorder	in	the	United	States	coincide	with	the	replacement	of	aspirin	by	acetaminophen	in	the	
1980s.	The	characteris<c	loss	of	Purkinje	cells	in	the	brains	of	people	with	au<sm	is	consistent	with	deple<on	of	
brain	glutathione	due	to	excess	acetaminophen	usage,	which	leads	to	premature	brain	Purkinje	cell	death.	The	
anomalous	hair	mercury	concentra<ons	of	children	with	au<sm	are	consistent	with	exposure	of	growing	hair	
proteins	to	NAPQI	derived	from	acetaminophen,	which	compe<<vely	inhibits	the	reac<on	of	mercury	with	hair	
sulyydryl	groups.	Finally,	large-scale	faulty	produc<on	of	acetaminophen	products,	such	that	the	labeled	values	
were	exceeded	by	the	true	concentra<ons,	in	addi<on	to	contamina<on	with	bacteria	and	tribromoanisole,	may	
have	greatly	increased	the	chances	of	children	receiving	overdosages	of	acetaminophen	and	poten<al	toxins	for	
perhaps	as	long	as	a	decade.	
Keywords:	Acetaminophen; Asthma; AFen6on deficit with hyperac6vity; Au6sm; Glutathione; N-acetyl-p-
benzoquinone imine (NAPQI); Phenolsulfotransferase; Tribromoanisole	
		



A comparison of temporal trends in United States au#sm prevalence to trends in suspected 
environmental factors. 
Nevison CD   Environ Health. 2014 Sep 5;13:73. doi: 10.1186/1476-069X-13-73. 

Abstract 

BACKGROUND:  

The	prevalence	of	diagnosed	au<sm	has	increased	rapidly	over	the	last	several	decades	among	U.S.	children.	Environmental	factors	are	thought	to	be	
driving	this	increase	and	a	list	of	the	top	ten	suspected	environmental	toxins	was	published	recently.	
METHODS:  

Temporal	trends	in	au<sm	for	birth	years	1970-2005	were	derived	from	a	combina<on	of	data	from	the	California	Department	of	Developmental	
Services	(CDDS)	and	the	United	States	Individuals	with	Disabili<es	Educa<on	Act	(IDEA).	Temporal	trends	in	suspected	toxins	were	derived	from	data	
compiled	during	an	extensive	literature	survey.	Toxin	and	au<sm	trends	were	compared	by	visual	inspec<on	and	computed	correla<on	coefficients.	
Using	IDEA	data,	au<sm	prevalence	vs.	birth	year	trends	were	calculated	independently	from	snapshots	of	data	from	the	most	recent	annual	report,	
and	by	tracking	prevalence	at	a	constant	age	over	many	years	of	reports.	The	ra<o	of	the	snapshot:tracking	trend	slopes	was	used	to	es<mate	the	
"real"	frac<on	of	the	increase	in	au<sm.	
RESULTS:  

The	CDDS	and	IDEA	data	sets	are	qualita<vely	consistent	in	sugges<ng	a	strong	increase	in	au<sm	prevalence	over	recent	decades.	The	quan<ta<ve	
comparison	of	IDEA	snapshot	and	constant-age	tracking	trend	slopes	suggests	that	~75-80%	of	the	tracked	increase	in	au<sm	since	1988	is	due	to	an	
actual	increase	in	the	disorder	rather	than	to	changing	diagnos<c	criteria.	Most	of	the	suspected	environmental	toxins	examined	have	flat	or	
decreasing	temporal	trends	that	correlate	poorly	to	the	rise	in	au<sm.	Some,	including	lead,	organochlorine	pes<cides	and	vehicular	emissions,	have	
strongly	decreasing	trends.	Among the suspected toxins surveyed, polybrominated diphenyl ethers, aluminum adjuvants, and the 
herbicide glyphosate have increasing trends that correlate posi9vely to the rise in au9sm.	
CONCLUSIONS:  

Diagnosed	au<sm	prevalence	has	risen	drama<cally	in	the	U.S	over	the	last	several	decades	and	con<nued	to	trend	upward	as	of	birth	year	2005.	The	
increase	is	mainly	real	and	has	occurred	mostly	since	the	late	1980s.	In	contrast,	children's	exposure	to	most	of	the	top	ten	toxic	compounds	has	
remained	flat	or	decreased	over	this	same	<me	frame.	Environmental	factors	with	increasing	temporal	trends	can	help	suggest	hypotheses	for	drivers	
of	au<sm	that	merit	further	inves<ga<on.	



Effect of a Vitamin/Mineral Supplement on children and Adults with Au)sm 
	
AudhyaT,McDonough-Means	S,Rubin	RA,QuigD,GeisE,GehnE,LorestoM,Mitchell	J,Lee	W..		
Effects	of	a	Vitamin/Mineral	Supplement	on	Children	and	Adults	with	Au<sm.	BMC 
Pediatrics	2011,	11:111		
Abstract	:	Vitamin/mineral	supplements	are	among	the	most	commonly	used	treatments	
for	au<sm,	but	the	research	on	their	use	trea<ng	au<sm	has	been	limited	
The	Au<sm	group	had:		
•  Low	levels	of:	Bio<n,	Glutathione	SAM,	ATP,	NADH		
•  Reduced	NADPH,	Free	&	Total	Sulfate,	Plasma	Tryptophan,	and	evidence	of	impaired	

methyla<on	high	URIDINE).	
•  These	low	levels	and	problems	of	methyla<on	correlated	with	severity	of	symptoms	
•  Au<sm	may	be	caused	by	a	Vitamin	D3	deficiency.		It’s	incidence	correlates	with	the	

level	of	25OHVitD3.	Vitamin	D3	up	regulates	Glutathione	reductase	and	increases	
Glutathione	levels	reducing	oxida<ve	stress.	

•  Vitamin	D3	also	decreases	autoimmunity.	
.	
	



•  Results 
•  The	vitamin/mineral	supplement	was	generally	well-tolerated,	and	individually	
<trated	to	op<mum	benefit.	Levels	of	many	vitamins,	minerals,	and	biomarkers	
improved/increased	showing	good	compliance	and	absorp<on.	Sta<s<cally	
significant	improvements	in	metabolic	status	were	many	including:	total	sulfate	
(+17%,	p	=	0.001),	S-adenosylmethionine	(SAM;	+6%,	p	=	0.003),	reduced	
glutathione	(+17%,	p	=	0.0008),	ra<o	of	oxidized	glutathione	to	reduced	glutathione	
(GSSG:GSH;	-27%,	p	=	0.002),	nitrotyrosine	(-29%,	p	=	0.004),	ATP	(+25%,	p	=	
0.000001),	NADH	(+28%,	p	=	0.0002),	and	NADPH	(+30%,	p	=	0.001).	Most	of	these	
metabolic	biomarkers	improved	to	normal	or	near-normal	levels.	

•  The	supplement	group	had	significantly	greater	improvements	than	the	placebo	
group	on	the	Parental	Global	Impressions-Revised	(PGI-R,	Average	Change,	p	=	
0.008),	and	on	the	subscores	for	Hyperac<vity	(p	=	0.003),	Tantrumming	(p	=	0.009),	
Overall	(p	=	0.02),	and	Recep<ve	Language	(p	=	0.03).	For	the	other	three	
assessment	tools	the	difference	between	treatment	group	and	placebo	group	was	
not	sta<s<cally	significant.	

•  Regression	analysis	revealed	that	the	degree	of	improvement	on	the	Average	
Change	of	the	PGI-R	was	strongly	associated	with	several	biomarkers	(adj.	R2	=	0.61,	
p	<	0.0005)	with	the	ini<al	levels	of	bio<n	and	vitamin	K	being	the	most	significant	(p	
<	0.05);	both	bio<n	and	vitamin	K	are	made	by	beneficial	intes<nal	flora.	
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