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IACFS/ME	12th	BIENNIAL	CONFERENCE	–	DAY	2	
	
Thursday,	28	October,	2016	
	

Day	1	had	two	agendas:	for	Patients	and	for	Professional	Workshops.		

• The	 Patient	 Agenda:	 http://iacfsme.org/Conferences/2016-Fort-Lauderdale/Agenda/Patient-
Agenda.aspx	

• The	 Professional	 Agenda:	 http://iacfsme.org/Conferences/2016-Fort-
Lauderdale/Agenda/Professional-Agenda.aspx	

	
Social	media	coverage	of	the	conference:		

Phoenix	Rising	thread:	Coverage	from	IACFS/ME	Florida	conference,	27-30	Oct	2016	
Phoenix	Rising	will	be	tweeting	from	this	on	https://twitter.com/aboutmecfs	
And	Cort	Johnson	on	https://twitter.com/CortJohnson	
The	ME/FM	Action	Network	on	Facebook	
	

I	have	to	say	that	I	was	a	little	star	struck,	seeing	the	folks	whose	names	dominate	ME	social	media	and	news	–	
Ron	Davis,	Cort	Johnson	(he’s	so	tall!),	Jaime	Seltzer,	just	to	name	a	few.	

I	had	the	great	pleasure	of	hanging	out	with	Margaret	Parlor,	President	of	the	National	ME/FM	Action	Network,	
and	Anne	Marie	MacIsaac,	also	of	the	Network.	We	ran	into	a	number	of	other	Canadian	advocates,	including	
Judy-Anne	Wilson	of	ME	Society	of	Edmonton.	Also	attending	the	conference	was	Nicole	Mardis,	Project	Officer	
for	the	Institute	of	Musculoskeletal	Health	and	Arthritis	at	the	CIHR.		

	

	

Judy	 Clark	 and	 Akosua	 Tomash	 are	 recruiters	 from	 BC	 Provincial	 Health	 Services	 Authority	 who	 are	 here	
recruiting	a	top	Medical	Director	for	the	Complex	Chronic	Diseases	Program	(CCDP)	at	BC	Women’s	Hospital.	
They	have	a	wonderful	booth,	centrally	located.	Rumour	has	it	that	there	are	some	people	possibly	interested.		

	

My	focus	for	Day	1	was	on	the	presentations	and	workshops	for	patients.	

Judy	Clark	and	Akosua	Tomash	-	recruiters	for	CCDP	

Patient/Advocate/Journalist	Cort	
Johnson	hard	at	work	at	the	conference	

Canadian	Patients	Laura	and	Anne	
Marie	



	

After	a	WELCOME	&	INTRODUCTIONS	by	Dr.	Fred	Friedberg,	President	of	 IACFS/ME,	Dr.	Vicky	Whittemore	
gave	the	Keynote	speech,	focusing	on	NEW	ME/CFS	DEVELOPMENTS	AT	THE	NATIONAL	INSTITUTES	OF	HEALTH	
(the	U.S.	equivalent	of	our	CIHR).	A	lot	of	her	discussion	was	around	funding	of	ME.	One	of	the	main	hurdles	for	
getting	new	researchers	into	the	field	is	the	highly	competitive	nature	of	NIH	funding.	Given	the	low	standing	of	
ME	relative	to	other	health	research	subjects,	young	researchers	are	less	likely	to	enter	an	area	which	is	difficult	
to	fund.	When	asked	if	the	NIH	would	make	a	formal	apology	to	the	ME	community	for	the	harm	and	neglect	
suffered,	Dr.	Whittemore	responded	that	she	didn’t	think	it	was	likely,	but	that	it	was	a	very	interesting	question	
and	would	 take	 it	 to	Francis	Collins,	Director	of	 the	NIH.	She	also	agreed	that	 the	current	$6	million	dollars	
allocated	to	ME	research	“is	a	fraction	of	what’s	needed”.		

_____________________________	

	

Dr.	Dan	Peterson	chaired	the	next	session,	RITUXIMAB	AND	EMERGING	TREATMENTS.	He	gave	a	brief	opening	
talk	in	which	he	outlined	some	caveats	about	treatments:	

• There	is	no	ME	treatment	strategy	approved	by	the	FDA	
• Patients	should	always	start	at	low	doses	of	medications,	and	increase	slowly	
• He	doesn’t	think	there	will	be	one	treatment	to	fix	all,	rather	multiple	treatments	which	will	probably	

need	to	be	introduced	one	at	a	time	to	see	effectiveness,	and	change	over	time.	
• Rituximab	is	very	expensive.	

Dr.	Peterson	noted	that	a	bio	marker	is	not	required	for	FDA	drug	approval,	but	that	as	it	takes	so	long	to	develop	
new	drugs	(7-15	years),	and	as	there	is	no	big	pharma	interested	in	ME,	drug	repurposing	is	the	way	to	go.	But	
the	real	challenge	is	to	figure	out	who	has	elevated	pro-inflammatory	cytokines,	as	there	are	17	drugs	which	
may	 be	 able	 to	 be	 used,	 including:	 cyclophosphamide,	 Low	 Dose	 Naltrexone,	 High	 Dose	 B12,	 and	 Fecal	
Microbiota	Treatment.	

The	first	to	speak	on	this	panel	was	Dr.	Ǿystein	Fluge,	an	oncologist	from	Norway	who	came	into	ME	by	accident.	
You	 can	 find	 their	 story	 here:	 http://simmaronresearch.com/2015/01/chronic-fatigue-syndrome-rituximab-
fluge-mella/		They	have	done	a	number	of	Rituximab	studies	now,	and	while	there	is	definitely	a	group	which	
improves	 (62%	showing	clinically	 significant	 improvement	 in	one	of	 their	 studies),	 there	 is	 still	 a	 substantial	
group	who	worsen	on	the	treatment,	and	so	he	do	not	support	treatment	being	done	outside	of	clinical	trials.	
He	will	 be	making	a	presentation	at	 the	 conference	on	B-lymphocyte	depletion	and	disease	mechanisms	 in	
ME/CFS.	

Dr.	Fluge’s	colleague,	Dr.	Olav	Mella,	is	also	an	oncologist	who	has	also	been	involved	in	the	Rituximab	trials.	
He	noted	that	the	response	to	Rituximab	shows	that	the	immune	system	is	impacted	in	ME	as	the	drug	reduces	
production	of	B-lymphocytes	by	reducing	antibodies.	The	fact	that	one-third	of	trial	patients	don’t	respond	begs	
the	question,	could	other	immune	manipulation	drugs	work?	They	are	looking	at	a	number	of	options,	with	a	
paper	coming	out	soon	on	a	study	they	have	done	using	Plasmapheresis	and	 immunoabsorption.	The	study	
indicates	that	there	could	be	a	subgroup	of	ME	patients	for	who	this	kind	of	drug	works	to	reduce	symptoms.		

The	Norwegian	lab	also	has	a	pilot	study	looking	at	the	use	of	a	low	dose	of	Cyclophosphamide	(used	in	high	
doses	in	breast	cancer	patients	to	suppress	the	immune	system)	could	help	some	ME	patients	by	stimulating	
the	immune	system.	This	drug	may	be	as	effective	as	Rituximab.	Interestingly,	ME	patients	cannot	tolerate	the	



same	doses	as	cancer	patients,	with	adverse	side	effects	lasting	for	some	people	for	weeks.	Dr.	Fluge	was	clear	
that	he	did	not	believe	that	ME	is	a	kind	of	cancer,	although	he	pointed	out	that	ME	patients	are	at	a	very	slightly	
elevated	risk	of	B-cell	Lymphoma,	which	is	a	“slow,	indolent”	lymphoma”.		

When	asked	if	they	had	data	on	subsets	who	will	respond	to	treatment,	Dr.	Fluge	responded	that	“this	is	the	
holy	grail”.	Nonetheless,	he	believes	that	things	are	moving	relatively	quickly	in	the	world	of	ME	research,	and	
he	feels	very	optimistic	about	the	future.	

_____________________________	

	

Next	 up	 was	 Dr.	 Lily	 Chu:	 ENSURING	 EFFECTIVE	 AND	 EFFICIENT	 MEDICAL	 APPOINTMENTS:	 WHAT	 CAN	
PATIENTS	 AND	 CAREGIVERS	 DO?	Dr.	 Chu	 is	 a	 patient,	 a	 former	 geriatric	 specialist,	 and	 currently	 Co-Vice	

Prepare:		

• What	is	the	purpose	of	the	visit?	Acute	issue	/	new	problem	/	follow-up?	
• What	do	you	hope	to	achieve?	Form	/	medication	/	referral?	
• What	is	the	most	important	issue?	
• How	familiar	is	your	doctor	with	ME/CFS	or	with	you?	
• What	are	your	new	symptoms?	
• What	are	your	chronic	symptoms?		
• How	do	they	impact	your	function	and	life?	
• Questions	and	concerns.	
• Prepare	list	of	medications	and	supplements	
• Prepare	a	short	agenda,	forms,	materials.	Send	ahead	if	you	can,	and	take	with	you.	

During:	

• Ask	a	relative	to	come	with	you.	
• Take	notes	or	ask	if	you	can	record	the	visit.	
• Negotiate	the	agenda	–	what	is	the	most	important?	
• Confirm	how	best	to	reach	your	doctor	after	the	visit.	

After:	

• Check	paper	hand	outs	and	web	information.	
• Create	a	little	summary	–	what	was	done,	what	needs	to	be	done	(tests,	medications,	

etc.)	

More	information	and	useful	tools:	

• ME/CFS	Worksheets	-	http://www.cfidsselfhelp.org/library/type/log_forms_worksheets	
• ME/CFS	App	-	http://www.me-cfs.org/	
• Examples	of	questions	to	ask	your	doctor	-	http://www.ahrq.gov/patients-

consumers/patient-involvement/ask-your-doctor/index.html	

	



President	 of	 the	 IACFS/ME.	 She	 outlined	 what	 patients	 can	 do	 to	 get	 the	 most	 out	 of	 their	 doctor’s	
appointments:		

_____________________________	

	

Up	next	was	Dr.	Jarred	Younger	of	the	University	of	Alabama	speaking	about	IF	NOT	OPIOIDS,	THEN	WHAT?		
Dr.	Younger	informed	the	audience	that	about	50%	of	ME	patients	have	pain.	While	he	addressed	the	issue	of	
medical	intervention	to	help	patients	with	pain	treatments	in	an	American	context,	his	presentation	was	equally	
relevant	to	Canadians.	He	described	the	kinds	of	opioids,	their	effects	and	side	effects.	What	makes	them	so	
problematic	is:	the	risk	of	abuse	and	addiction;	the	risk	that	breathing	can	be	suppressed	and	lead	to	overdose	
death;	 and	 the	 potential	 for	 opioid	 hyperalgesia,	 i.e.	 over	 time	 patients	 using	 opioids	 may	 become	 more	
sensitive	to	pain.	The	rise	in	the	number	of	deaths	from	prescription	opioid	pain	relievers,	and	the	high	level	of	
addiction	to	these	drugs,	had	led	the	CDC	in	the	States	to	warn	doctors	that	opioids	may	only	be	used	as	a	last	
resort,	and	to	introduce	guidelines	which	indicate	maximum	doses	and	a	timeline	for	doctor	follow-up	visits.	

	

	

Dr.	Jared	Junger:	U.S.	National	Overdose	Deaths	2001	-	2014	

	

One	of	the	reasons	 identified	by	Dr.	 Junger	for	the	rise	 in	the	use	of	pain	medication	 in	the	States,	was	the	
introduction,	in	2001,	of	pain	as	a	“fifth	vital	sign”,	along	with	blood	pressure	and	heart	rate.	This,	according	to	
Dr.	Junger,	turned	every	clinician	into	a	pain	doctor,	and	opioids	were	given	for	chronic	pain,	despite	a	lack	of	
evidence	that	they	are	good	for	pain	over	3	months.	In	June	2016	the	American	Medical	Association	dropped	
pain	as	a	vital	sign,	which	is	a	problem	as	pain	has	to	be	addressed.		

	



ME	and	FM	are	tricky	pain	syndromes.	What’s	needed	is	to	create	drugs	or	treatments	which	can	substantially	
address	pain	without	addiction	or	adverse	side	effects.	In	2016	there	were	35,000	publications	on	pain.	Whoever	
creates	pain	relief	without	addiction	and	with	minimal	side	effects	will	surely	get	a	Nobel	Prize	and	become	
incredibly	rich	–	this	is	a	huge	incentive.	

	

In	the	meantime….	

• Low	Dose	Naltrexone	–	blocks	opioid	receptors,	so	the	body	creates	more.	Dr.	Junger	explained	it	as	working	
in	a	similar	fashion	to	homeopathy,	but	in	pharmacological	doses.	

• Brain	imaging	is	showing	sites	needed	to	be	targeted	for	pain	treatment.	There	is	a	lot	of	good	science	going	
on	in	the	area	of	targeted	brain	drug	delivery.	

• Non-opioid	analgesic	agents,	non-steroidal,	anti-inflammatory	drugs.	
• Some	anti-depressants	help	with	pain.	
• Gabapentin,	Pregabalin.	
• Muscle	relaxants.	
• Kratom	–	extract	from	a	coffee-type	plant.	Possibly	addictive,	and	not	known	which	strain	is	best	for	pain	as	

there	have	been	no	valid	studies.	
• Cannabis	 –	 The	 National	 Pain	 Foundation	 did	 a	 study	 with	 1300	 FM	 patients.	 Sixty-two	 percent	 found	

cannabis	 to	 be	 highly	 effective,	 but	 this	was	 a	 self-selected,	 non-randomized	 study.	 The	 challenge	with	
cannabis	is	how	to	strip	out	the	adverse	side	effects	and	use	in	treatment.	

• Novel	anti-inflammatory	treatments:	
- Curcumin	–	many	studies	show	its	effectiveness	at	reducing	inflammation.	May	also	reduce	inflammation	

in	the	brain.	
- Dr.	Junger	will	be	testing	many	others.	(We	should	follow	his	work	in	this	area!)	

• Track	symptoms	for	two	months	to	find	a	pattern.	Note	any	potential	triggers	–	foods,	experiences.	There	
are	online	programs	to	help	with	this.	

• Tapering:	If	you	have	been	on	opioids	for	years,	the	best	option	is	to	reduce	the	dose	to	the	level	that	works.	
• Mindfulness:	This	came	up	in	the	Q&A.	Dr.	Junger	does	not	study	mindfulness,	as	he	feels	there	are	many	

other	groups	doing	this	research.	He	feels	mindfulness	is	a	coping	method.	He	is	looking	for	a	way	to	turn	
pain	off	entirely.	

• Ketamine	infusions:	This	came	up	in	the	Q&A.	It	works	by	disassociation,	i.e.	blocks	the	body	from	the	brain.	
Low	doses	may	calm	down	inflammation.	

_____________________________	

	

After	 lunch,	 there	 were	 a	 number	 of	 workshops.	 I	 chose	 to	 attend	 MOVING	 ME/CFS	 FORWARD	
INTERNATIONALLY,	 presented	 by	 our	 very	 own	Margaret	 Parlor,	 President	 of	 the	 National	ME/FM	 Action	
Network,	in	collaboration	with	advocate	and	author	Mary	Dimmock.	The	two	questions	asked	in	this	session	
were:	

1. What	happens	NOW	when	someone	has	ME/CFS?	
2. What	SHOULD	happen	when	someone	has	ME/CFS?	

	



	

	

1.	What	happens	NOW	

The	Canadian	Community	Health	Survey	indicated	that	30%	of	ME/CFS	patients	feel	that	they	have	unmet	health	
care	needs,	and	18%	have	a	very	weak	sense	of	community	belonging.	

				

Margaret	asked	the	audience	if	these	numbers	seemed	low.	She	answered	her	own	question	by	reminding	the	
audience	that	Canadians	a	very	gentle,	nice	people	who	don’t	like	to	complain,	and	these	numbers	don’t	include	
housebound	patients.	

	

Contributing	to	the	lack	of	a	sense	of	belonging	
to	the	community	are:	the	stigma	attached	to	
ME/CFS;	 the	 difficulty	 qualifying	 for	 and	
inadequacy	 of	 disability	 benefits;	 and	 the	
isolation	 cause	 by	 being	 so	 ill.	 The	 stigma,	
Margaret	argues,	is	structural,	built	into	public	
policy.	It	also	takes	the	form	of	“self-stigma”,	or	
self-blaming.	 In	 terms	 of	 financial	 difficulties	
suffered	 by	 ME	 patients,	 Margaret	 quoted	
figures	 from	 the	 US	 Social	 Security	
Administration:	 only	 13%	of	ME	 sufferers	 are	
diagnosed;	 75%	 are	 unemployed;	 disability	
assistance	for	those	with	no	work	history	(this	particularly	impacts	young	people)	averages	at	$737/month.	The	
level	of	unmet	health	care	needs	is	made	worse	by	the	lack	of	knowledge	of	medical	providers,	as	this	impacts	
their	attitude	and	ability	to	diagnose.	With	no	biomarkers	or	recognised	treatments,	patients	are	 left	with	a	
severe	lack	of	access	to	quality	medical	care,	and	in	many	cases	are	subjected	to	inappropriate	and	dangerous	
treatments	such	as	cognitive	behavioural	 therapy	(CBT)	and	graded	exercise	therapy	(GET).	 I	most	cases	co-
morbid	illnesses	are	simply	ignored.	Emergency	services	are	not	available	to	ME/CFS	and	the	severely	ill	can’t	
get	any	help	at	all.	

	

Canadian	Community	Health	Survey	Slide	
1Mary	Dimmock	and	Margaret	Parlor	



Margaret	also	identified	an	important	issue	which	impacts	the	eligibility	of	the	severely	ill	to	receive	home	care.	
Currently,	assistance	is	only	provided	for	Basic	Activities	of	Daily	Living	(ADL),	such	as	eating	toileting,	walking,	
continence.	She	noted	that	in	Canada	we	currently	have	ministers	in	cabinet	who	need	help	with	ADLs,	but	who	
then	have	the	energy	to	go	run	the	country!!	Meanwhile,	there	are	thousands	of	ME	patients	who	do	not	need	
help	 with	 ADLs,	 as	 long	 as	 they	 receive	 help	 with	 Instrumental	 Activities	 of	 Daily	 Living	 (IADL),	 such	 as:	
housework,	meal	preparation,	managing	money,	grocery	shopping,	talking,	transportation.	And	even	with	full	
assistance	with	IADLs,	they	cannot	leave	their	homes	or	their	beds,	yet,	these	patients	are	denied	home	care	
assistance.		

	

2.	What	SHOULD	happen	

• Accessible	clinical	care	
• Good	clinical	care	for	diagnosis	and	treatment	supported	by	research	–	Inflammatory	Arthritis	was	used	

as	a	good	Model	of	Care	for	ME	to	emulate.		
• Good	access	to	disability	support	
• Social	support,	understanding	and	accommodations	

A	 Model	 of	 Care,	 such	 as	 Inflammatory	 Arthritis,	 requires	 a	 huge	 increase	 in	 the	 number	 of	 doctors	 and	
specialists	to	treat	patients.	In	fact,	currently	there	are	no	specialists	who	work	in	this	area.	What’s	needed	are	
Centers	of	Excellence,	such	as	what	currently	exists	for	Parkinson’s	Disease.		

The	bottom	line	is	that	the	narrative	for	ME	must	change	at	all	levels,	from	being	seen	as	a	psychosocial	disorder,	
to	 being	 reframed	 as	 a	 disease	 with	 “profound	 neurological,	 immunological	 and	 energy	 metabolism	
impairment”.		

This	was	a	great	presentation,	and	could	really	have	gone	longer.	Thanks	Margaret	and	Mary!	

_____________________________	

	

Dr.	Lucinda	Bateman	and	Dr.	Jarren	Younger	gave	the	next	presentation:	FIBROMYALGIA	UPDATE.	Dr.	Bateman	
spoke	first,	addressing	the	issue	of	correlation	between	case	definitions	and	prevalence	of	FM	and	correlation	
with	ME.		

• Measurement	of	FM:	In	1990,	the	incidence	
of	FM	was	measured	at	1.9%	of	US	population.	In	
2010,	 American	 College	 of	 Rheumatology	
introduced	a	new	definition,	which	removed	the	
need	for	11+	tender	points	for	diagnosis,	and	the	
numbers	jumped	to	5.4%	(using	the	old	definition	
it	remained	at	2%).	
• Overlap	of	ME	&	FM:	While	some	definitions	
of	ME	do	not	screen	out	FM,	there	is	significant	
overlap	between	the	two	diseases.		

	

			

Dr.	Lucinda	Bateman	slide:	Overlap	of	ME	&	FM	per	Case	Definitions	



Interestingly,	she	said	that	FM	is	“much	easier	to	treat”	than	ME,	and	
that	these	patients	make	up	the	“bread	and	butter”	of	her	practice,	
facilitation	her	work	with	ME	patients.	

Dr.	Bateman	said	that	in	her	experience	pain	responds	to	calming	of	
the	central	nervous	system.	There	may	also	be	autoimmune	or	neuro-
immune	factors	which	explain/impact	the	illness.		

	

Dr.	Jared	Younger	focused	on	FM	research,	noting	the	most	important	
scientific	FM	studies	of	2016:	

• Brazil	–	High	frequency	of	asymptomatic	hyperparathyroidism	
in	patients	with	FM.	This	study	looks	for	misdiagnosis	in	those	FM	patients	with	high	calcium	who	may	
in	fact	have	hyperparathyroidism.	

• 40%	or	FM	patients	suffer	from	small	nerve	polyneuropathy.	Is	this	a	cause	or	consequence	of	FM?	
• A	small	Mexican	study	has	shown	that	there	is	a	link	between	increased	IL-6	and	increased	pain.	Low	

Dose	Naltrexone	seems	to	help,	and	other	supplements	could	also	help	(no	mention	of	which)	
• Genetic	studies	indicate	that	there	may	be	an	association	between	the	translocator	genes	and	symptom	

severity	in	FM.	
• Association	of	opioid	use	with	increased	pain.	A	study	of	more	than	1000	patients	indicated	that	after	

one	year,	those	patients	with	pain	not	using	opioids	had	less	pain	than	those	who	did.	And	those	using	
high	doses	of	opioids	had	worse	pain.	

• Meta-analysis	from	Taiwan	has	indicated	that	brain	stimulation	may	help	reduce	pain	in	FM.	

	

In	 the	Q&A,	 the	question	came	up	about	how	to	use	Low	Dose	Naltrexone	 (LDN).	Dr.	 Junger	 indicated	 that	
research	showed	that	starting	at	4.5mg	was	not	problematic,	but	many	physicians	are	starting	much	lower	and	
may	go	higher.	Patients	need	to	use	for	two	months	before	knowing	if	it	will	work,	by	which	time	they	should	
see	increased	function.	Titrate	to	target	rate.	The	only	problems	he’s	come	across	are	vivid	dreams	and	sleep	
disturbance.	

_____________________________	

	

The	final	 item	for	the	day	was	the	ADVOCACY	ROUNDTABLE.	There	was	some	attempt	to	organise	this,	but	
mostly	it	was	a	chance	to	see	what	other	groups	were	doing.	Highlights:	

• US	Action	Working	Group	–	set	up	in	2015	as	a	network.	Has	no	members,	just	participants.	
• Solve	 ME/CFS	 Initiative	 –	 has	 gone	 from	 an	 organisation	 raising	 fund	 for	 seed	 research	 grants,	 to	

including	advocacy,	focusing	on	government	agencies	to	increase	research	funds.	
• MEAction	–	provides	a	platform	for	actions.	Unfortunately,	their	main	representative	at	the	conference	

had	to	go	home	due	to	a	death	in	the	family.	
• Repeatedly	the	message	came	up	of	how	difficult	it	is	to	raise	awareness	and	funds	for	ME	as	compared	

to	other	illnesses.	There	were	people	with	backgrounds	in	Autism	and	HIV/AIDS	who	confirmed	this.	The	
lack	of	a	biomarker,	agreed	upon	diagnosis	and	name	makes	it	difficult	to	lobby.		

Dr.	Lucinda	Bateman	



• Historian,	Mary	Shwietzer	raised	the	issue	of	structure	for	an	ME	movement	–	should	it	be	top-down,	a	
network,	or	grassroots?		

• Ellen	Piro	of	ME	Norway	and	the	European	ME	Alliance,	is	a	strong	proponent	for	a	collaborative,	tiered	
structure.	

• Open	Medicine	Foundation	was	represented	by	Linda	Tannenbaum.	Her	organisation	does	advocacy	in	
the	background	as	they	apply	for	NIH	funding.	They	are	committed	to	sharing	their	research	results	and	
supporting	open	research.	Their	goal	for	this	year	is	to	disseminate	as	much	information	as	possible	to	
physicians,	pediatricians,	school	nurses.	They	are	also	speaking	with	PR	professionals	to	create	a	high	
level	public	awareness	campaign.	

• Jeff	Horn	of	ME/CFS	Australia,	explained	that	their	organisation	was	dormant	for	the	last	few	years.	They	
work	on	a	federalist	structure,	although	the	branch	in	Victoria	seems	to	be	taking	a	national	lead.	The	
problem	 in	 Australia	 (and	 this	 does	 seem	 to	 be	 the	 problem	 everywhere,	 including	 Canada)	 is	 that	
advocacy	and	fundraising	can’t	go	together.	He	would	like	to	set	up	a	legal	network	to	tackle	disability	
payments,	discrimination,	negligence,	and	adverse	treatments	such	as	CBT	and	GET.	

• Annette	Whittemore	–	Nevada	Network.	Annette	of	the	unified	voice	given	by	ME	Action,	which	has	
also	given	a	voice	to	those	too	ill	to	have	a	voice.	She	also	commented	that	advocacy	in	Washington	is	
missing	a	powerful	voice.	

• Judy-Anne	 Wilson,	 Treasurer	 for	 the	 ME	 Society	 of	 Edmonton,	 spoke	 about	 the	 successes	 of	 her	
organisation,	which	 has	 been	 in	 existence	 for	 20	 years:	 paid	 advocates	 assist	 people	 in	 applying	 for	
disability;	they	had	a	bus	poster	awareness	raising	campaign;	they	have	a	lending	library	in	their	office;	
the	communicate	with	 the	University	of	Edmonton	and	 insert	ME	patients	 into	 standardised	patient	
programs;	and	they	are	developing	an	Introductory	course	for	new	patients	with	ME.	

• Terri	Wilder	was	a	great	speaker.	Very	inspiring.	She	was	an	HIV/AIDS	activist,	and	brings	this	background	
and	 knowledge	 to	her	work	 as	 a	 Patient	Advocate	 for	ME.	 She	 is	 a	 proponent	of	 protest	 and	 social	
movement,	and	is	planning	civil	disobedience	actions	for	2017.	

	

_____________________________	

	

	 	



IACFS/ME	12th	BIENNIAL	CONFERENCE	–	DAY	2	
	
Friday,	29	October,	2016	
	
The	Agenda:	http://iacfsme.org/…/2016-F…/Agenda/Professional-Agenda.aspx	
	
	

The	morning	 session	 was	 about	 the	 search	 for	 biomarkers	 and	
pathogens	and	treatable	subgroups.	 It	was	surprising	to	see	how	
many	studies	used	the	Fukuda	criteria,	although	most	also	included	
the	Canadian	Consensus	Criteria.	

More	star	gazing:	Dr.	Jose	Montoya,	our	very	own	Dr.	Byron	Hyde,	
Kenny	De	MeirLeir.	

_____________________________	

	
	
Session	 1:	 THE	 LATEST	 RESEARCH	 IN	 IMMUNOLOGY	 AND	 THE	 MICROBIOME.	 The	 research	 seems	 to	 be	
indicating	 that	 the	 immune	 system	 is	 very	much	 implicated	 in	ME,	with	 research	pointing	 to	 some	 specific	
immune	markers,	such	as	Interleukin	8	or	TGF-β,	as	possible	biomarkers	for	ME.	It	seems	that	patients	can	be	
divided	into	those	with	suppressed	immune	systems,	those	with	over	active	immune	systems,	and	some	in	the	
middle.	 Inflammation	 seems	 to	 be	 the	 result,	 and	 it	 may	 be	 playing	 a	 big	 role	 in	 many	 of	 the	 symptoms	
experienced	 by	 patients.	 But	 when	 asked	 if	 cytokine	 profiles	 are	 ready	 to	 be	 diagnostic,	 Dr.	 De	 Meirleir	
responded	that	“eventually	they	will	be	part	of	diagnostics,	but	now	we	don’t	even	have	agreement	as	to	what	
CFS	is.”	
There	is	also	more	evidence	pointing	to	the	involvement	of	gut	bacteria	and	the	human	virome	(yes,	that	is	a	
real	word,	and,	yes,	you	really	do	have	a	collection	of	viruses	living	in	your	body,	ugh!)	although	what	exactly	is	
the	problem	is	not	so	clear.	

_____________________________	

	

Session	2:	TREATMENT	STUDIES	AND	CLINICAL	PRACTICE.	 In	his	presentation	on	Rtiuximab,	Dr.	Olav	Mella	
(Norway)	noted	that	ME	patients	are	remarkably	similar,	with	the	same	organ	systems	impacted,	but	with	no	
apparent	connection	to	explain	the	cause.	He	feels	that	there	is	a	blockage	which	limits	production	of	ATP	(this	
mitochondrial	 issue	has	been	echoed	 throughout	 the	 conference),	 and	 it	 impacts	 short	 term	exertion,	with	
serum	from	patients	showing	that	muscle	cells	react	differently	from	controls,	explaining	PEM.	The	patients	who	
respond	to	Rituximab	have	a	system	wide	improvement	in	symptoms.	To	colleagues	who	doubt	the	biological	
nature	of	the	illness	he	says	“ME	is	in	the	blood,	not	between	the	ears.”	
	

Lucinda	Bateman	 spoke	 about	 the	 "Synergy	 Trial	 Phase	 II	 in	which	methylphenidate"	 (Ritalin)	was	 given	 to	
patients	 with	 a	 combination	 of	 mitochondrial	 supplements	 (acetyl-L-carnitine,	 alpha	 lipoic	 acid,	 N-acetyl	
cysteine,	L-taurine,	B-vitamins,	and	others).	A	high	placebo	response	left	them	scratching	their	heads,	but	they	
did	learn	that	the	treatment	was	safe	and	well	tolerated,	definitely	lessened	symptoms,	and	two	sub-groups	
improved:	low-medium,	and	those	with	fatigue	and	pain.	

Canadian	Patient	Laura,	Dr.	Byron	Hyde	(Nightingale	
Foundation),	Dr.	Teresa	Clarke	(CCDP) 



The	next	 speaker,	Dikoma	Shunga,	 reported	on	 the	ability	of	 acetyl	 cysteine	 (nac)	 to	 cross	 the	blood-brain	
barrier	to	increase	the	levels	of	glutathione,	which	is	notoriously	low	in	ME	patients.	Glutathione	is	important	
in	dealing	with	oxidative	stress,	which	is	believed	to	be	responsible	for	inflammation.	
	

One	 of	 the	 highlights	 of	 the	 day	 was	 a	 young	
researcher,	 Madison	 Sunnquist,	 who	 presented	
work	 she	 has	 done	 with	 Leonard	 Jason:	 "A	 re-
examination	of	the	cognitive	behavioral	theory	of	
CFS".	 To	 the	 relief,	 but	 not	 surprise,	 of	 hopefully	
everyone	attending,	 their	 study	of	999	 individuals	
with	 CFS	 and/or	 ME	 clearly	 suggested	 that	
“individuals	 do	 not	 reduce	 activity	 level	 due	 to	
illness	 beliefs”,	 and	 that	 neither	 cognitive	
behavioural	 therapy	 nor	 exercise-based	
interventions	were	 appropriate	 as	 treatments	 for	
ME	or	CFS.	Interestingly,	the	study	used	three	case	
definitions	 to	 compare	 -	 Oxford,	 CCC	 and	 ME	
Ramsay.	

	

_____________________________	

	

Our	 very	 own	 David	 Patrick	 presented	
"Potential	for	an	Immuno-signature	Assay	to	
aid	 in	 Classification	 and	 Prediction	 of	
Rituxmab	Response	in	ME/CFS".	This	research	
is	 a	 collaboration	 between	 David	 Patrick’s	
study	at	UBC	Complex	Chronic	Diseases	Study	
and	 Norwegian	 trials,	 in	 which	 they	 were	
looking	 for	 a	 possible	 subset	 to	 determine	
candidates	 eligible	 for	 Rituximab.	 The	 study	
concluded	 that	 immune-signatures,	 which	
interrogate	serum	antibodies,	may	provide	the	
information	needed	 to	 identify	 a	 subset,	 but	
larger	studies	are	needed	to	properly	test	this.	

And	until	a	predictor	can	be	identified,	Patrick	believes	Rituximab	is	not	ready	to	be	used	outside	of	studies.	
	

Video	of	the	panel	MITOCHONDRIAL	DYSFUNCTION:	A	POTENTIAL	ETIOLOGY	FOR	ME/CFS?	Is	available	at	the	
Open	Medicine	Institute’s	Facebook	page.			
	

_____________________________	

	

The	final	afternoon	session,	DIAGNOSING	CFS/ME;	DIFFICULT	CLINICAL	CASES:	FOCUS	ON	FATIGUE	AND	PAIN,	
was	very	interesting.	Each	of	the	panel	presented	a	difficult	case,	asking	the	others,	or	medical	professionals	in	
the	audience,	to	suggest	solutions	or	ask	questions.	Some	novel	solutions	came	up,	such	as	giving	a	beta	blocker	

Slide	from	Madison	Sunnquist’s	presentation:	“A	re-examination	of	the	
cognitive	behavioral	theory	of	CFS”.	

Panel:	Difficult	Clinical	Cases	-	Dr.	Nancy	Klimas	at	the	podium	



in	the	form	of	an	eye	drop	to	a	patient	who	couldn’t	tolerate	the	GI	effects	of	oral	dosing.	We	learned	that	
enteroviruses	are	more	likely	to	be	the	culprits	of	infections	in	the	autumn.		
	

Dr.	Byron	Hyde	related	the	story	of	a	large	group	of	patients	with	Inuit	heritage	who	had	reacted	badly	(some	
died!)	 to	 Hep.	 B	 vaccinations	 because	 of	 their	 genetics.	 Dr.	 Hyde	 told	 of	 how	 Health	 Canada	 ignored	 the	
information	when	it	was	presented	to	them,	then	intentionally	misreported	it.		
And	Dr.	Chia,	who	is	quite	the	medical	sleuth,	referred	to	the	possibility	of	viruses	making	their	way	from	the	
gut	to	the	base	of	the	brain	using	the	vagus	nerve,	crossing	the	blood-brain	barrier,	and	causing	inflammation	
in	the	brain.	All-in-all	it	was	a	very	lively	session	which	allowed	the	doctors	in	the	panel	to	reveal	the	limitations	
of	their	knowledge,	and	the	concern	they	have	for	their	patients	when	they	cannot	help	them.	
_____________________________	

	
Canadian	Dinner	

Dr.	 Ellie	 Stein	 and	 Margaret	 Parlor	 organised	 a	 DINNER	 FOR	 CANADIAN	 RESEARCHERS,	 HEALTH	
PROFESSIONALS,	PATIENTS	AND	ADVOCATES.	There	were	at	least	30	people,	all	very	happy	to	find	each	other.		

	

Professor	Moreau	(Catalyst	Grant	lead)	lead	the	introductions,	and	everyone	had	a	turn	to	introduce	themselves	
and	 tell	 their	 stories.	Nicole	Mardis,	 from	CIHR	was	 there,	 along	with	 the	 folks	 from	 the	Complex	 Chronic	
Diseases	Program	and	David	Patrick,	as	was	Gordon	Broderick	(presented	at	the	conference)	and	his	young	
colleagues.	Dr.	Alison	Bested	(who	made	a	very	popular	presentation	yesterday)	attended,	as	did	Wilfred	de	
Vega,	 a	 young	 researcher	 working	 with	 Prof.	 Moreau	 who	 presented	 on	 Sunday.	 ME	 Edmonton	 was	
represented,	and	Association	québécoise	de	l’encéphalomyélite	myalgique	(AQEM).	And	there	were	a	number	
of	patients,	carers	and	independent	health	professionals.	
	

One	of	the	researchers	at	the	Canadian	dinner	commented	that	this	was	the	first	science	conference	he’d	been	
to	where	people	believed	ME	is	a	biological	disease.	And	Dr.	Bested	told	of	her	recent	experience	doing	Grand	
Rounds	at	a	Toronto	Hospital	where,	when	she	asked	her	audience	to	raise	their	hands	if	they	believed	ME	is	a	
real	disease,	only	20	percent	did.	So	it	was	immensely	heartening	and	encouraging	to	see	how	big	the	IACFS/ME	
has	grown,	how	collaborative	the	science	is,	and	how	many	Canadians	presented	and	attended.	

_____________________________	

	

IACFS/ME	Conference	Canadian	Dinner	 IACFS/ME	Conference	Canadian	Dinner	



IACFS/ME	12th	BIENNIAL	CONFERENCE	–	DAY	3	
	
Saturday,	30	October,	2016	

	

It	 was	 incredibly	windy	 in	 Fort	 Lauderdale,	with	waves	whipped	 up	making	 the	water	 too	 choppy	 to	 even	
contemplate	swimming	in.	My	room	looked	out	on	the	water,	and	a	sliding	door	allowed	the	wind	to	howl	in	
and	whistle	loudly	through	the	cracks	into	the	hallway.		

But	before	you	go	getting	all	jealous,	let	me	tell	you	that	there	was	no	time	for	swimming.	No	time	to	go	out	
into	the	balmy	humidity	and	walk	on	the	beach	promenade.	Instead,	we	all	rugged	up	in	whatever	warm	clothes	
we’d	brought	to	brave	the	frigid	air	conditioning	in	the	conference	ballroom.	

	

Saturday	was	very	interesting.	We	finally	hit	the	raw	nerve	of	name	and	definition.	They	opened	at	8	am	with	
Session	5:	CFS,	SEID,	ME	CASE	DEFINITIONS:	CLINICAL	VS.	RESEARCH	CRITERIA.	Heaven	help	the	poor	souls	
who	hadn’t	had	a	chance	to	grab	a	cup	of	the	insipid	dishwater	they	serve	for	coffee	in	this	country.		

	

While	it	seems	that	the	panel	agreed	that	they	didn’t	care	about	the	name	so	much,	as	long	as	it’s	not	Chronic	
Fatigue	Syndrome	or	SEID,	case	definitions	are	a	whole	other	matter.		

	

I	think	it’s	safe	to	say	that	everyone	agreed	that	the	Fukuda	definition	is	too	broad,	allowing	for	those	with	just	
clinical	 depression	 to	be	diagnosed	with	CFS.	Despite	 this,	 however,	 there	were	 still	many	 research	 studies	
presented	at	 the	conference	using	 that	definition,	even	though	there	seems	to	be	agreement	 that	 research	
definitions	can	afford	to	be	more	complex	than	clinical	definitions.		

	

Dr.	Leonard	Jason’s	team	at	De	Paul	University	have	done	various	polls	about	preferred	name	and	definition.	
Most	participants	do	not	like	the	names	CFS	or	SEID.	ME	is	the	most	favored	name,	with	ME/CFS	coming	in	next.	
Fukuda	and	IOM	definitions	are	the	least	favoured,	and	the	CCC	the	most	favoured.	

	

There	are	two	issues:	first,	with	as	many	as	80%	of	patients	estimated	to	be	undiagnosed,	there	is	a	desperate	
need	to	turn	this	around;	secondly,	a	rigorous	and	agreed	upon	case	definition	is	required	for	research.		

	

Leonard	Jason	and	Lucinda	Bateman	agreed	that	having	too	many	symptoms	included	in	the	case	definition,	as	
is	the	case	with	the	Canadian	Consensus	Criteria	(CCC),	makes	it	very	unwieldy	for	GPs	to	use	for	diagnosing,	
although	it	works	well	for	research.	But	they	respectfully	disagreed	about	the	definition	put	out	by	the	Institute	
of	Medicine	(IOM)	last	year	under	SEID,	and	in	which	Dr.	Bateman	was	involved.	Dr.	Bateman	liked	that	there	
are	 just	 four	 symptoms	 -	 	 seriously	 impaired	 function,	 post	 exertional	 malaise	 (PEM),	 unrefreshing	 sleep,	
cognitive	impairment	-	so	it’s	easy	for	doctors	to	use.	The	new	definition	was	based	on	Dr.	Jason’s	research.	Dr.	
Jason	argued	that,	unlike	the	CCC,	the	IOM	definition	failed	to	have	exclusionary	criteria,	and	that	this	makes	



the	diagnosis	too	broad.	He	doesn’t	believe	that	a	consensus	is	the	way	to	go,	rather,	he	supports	an	ongoing	
process	to	develop	criteria	that	is	informed	by	the	data.	

	

Jon	Kaiser,	also	on	the	panel,	is	a	researcher	with	a	background	in	HIV/AIDS,	an	ME	patient	since	1987,	and	Chief	
Medical	Officer	for	K-PAX	Pharmaceuticals.	He	argued	that	ME	needs	big	pharma	to	bring	big	dollars,	but	with	
no	known	cause,	at	the	very	least	there	needs	to	be	an	agreed	name	and	diagnostic	criteria.	Ninety-eight	percent	
of	big	pharma	he	comes	across	accept	that	ME	is	a	biological	illness.	In	the	case	of	HIV,	once	there	was	a	name	
and	diagnostic	criteria,	big	pharma	came	in	with	$30	billion.	He	believes	the	SEID	definition	is	easy	to	use	and	
fairly	accurate.	And,	like	everyone	else,	agreed	that	a	definition	needs	to	be	agreed	upon.	

	

At	the	end	of	a	long	and	lively	Q&A,	there	were	still	25	questions	from	the	audience,	but	no	time	to	answer.	The	
conversation	continued	at	lunch	time,	with	Dr.	Byron	Hyde	arguing	very	strongly	that	ME	should	be	defined	
differently	from	CFS,	and	that	ME	is	caused	by	a	enterovirus.	There	was	much	disagreement.	

	

So,	 where	 are	 we	 at	 with	 this	 important	 issue?	 The	 IACFS/ME	 would	 like	 to	 hold	 discussions	 with	 non-
government	stakeholders	to	decide	the	issue.		

_____________________________	

	

Session	 6:	 SYMPTOM	PROVOCATION	 STUDIES	 –	was	 a	 very	 interesting	 series	 of	 study	 presentations.	 Staci	
Stevens	was	unwell,	so	Dr.	Mark	Van	Ness,	who	spoke	to	our	group	this	last	May	in	Vancouver,	presented	in	
her	place:	Cardiopulmonary	exercise	testing	demonstrates	post-exertional	chronotropic	incompetence.	The	
two-day	Cardio	Pulmonary	Exercise	Test	(CPET)	was	used	to	show	that	physical	stress	amplifies	the	character	of	
the	illness.	In	particular,	this	study	showed	the	markedly	reduced	ability	of	the	heart	of	ME	patients	to	increase	
or	contract	in	response	to	exercise.		

	

Dr.	Lily	Chu,	ME	patient	and	co-Vice	Chair	for	the	
IACFS/ME,	 presented	 results	 of	 the	 Stanford	
study:	 Post-exertional	 malaise:	 multiple	 and	
unexpected	 symptoms,	 sometimes	 delayed,	
often	prolonged.	This	was	a	survey	study	of	150	
subject,	 which	 confirmed	 that	 PEM	 can	 be	
triggered	 by	 physical	 and	 emotional	 distress,	
with	physical	stress	causing	more	symptoms.	The	
symptoms	 are	 not	 just	 fatigue,	 but	 flu-like	
symptoms,	 sleep	 disturbances,	 sore	 throat,	
muscle	pain,	and	others.	And	PEM	generally	lasts	
long	than	24	hours	and	has	a	delayed	onset	of	24	
hours	 or	more.	 Her	 goal	 is	 to	 use	 this	 information	 to	 develop	 a	 set	 of	 formal	 bedside	 diagnostic	 tools	 for	
physicians.	 Interestingly,	 the	 self-assessing	 questionnaire	 Dr.	 Chu	 uses	 for	 patients	 is	 usually	 rejected	 by	
insurance	companies,	but	believed	by	juries	and	judges.	

Slide	From	Dr.	Lily	Chu's	presentation	



Dr.	 Sarah	Knight	 of	 the	Murdoch	 Children’s	 Research	 Institute	 in	Melbourne	Australia	 presented	Cognitive	
function	in	adolescents	with	chronic	fatigue	syndrome	/	myalgic	encephalomyelitis:	A	novel	paradigm.	Dr.	
Knight	referred	to	Norwegian	data	which	indicated	that	adolescence	was	one	of	two	peaks	of	incidence	of	ME,	
with	as	many	as	2%	of	adolescents	afflicted.	This	group	is	particularly	disabled	by	cognitive	dysfunction,	which	
impacts	their	ability	to	succeed	at	school.	 	The	study	found	that	adolescents	with	ME	are	slower	to	process	
information	and	have	less	capacity	to	sustain	their	attention	compared	with	healthy	adolescents,	before	and	
following	cognitive	exertion.	Her	concern	was	to	ensure	that	these	results	would	inform	how	schools	can	best	
support	young	ME	patients.	

_____________________________	

	

Session	7	covered	PUBLIC	HEALTH	RESEARCH.	Two	of	the	presentations	studied	pediatric	ME.	Leonard	Jason’s	
study	raised	the	importance	of	an	exclusionary	case	definition,	with	some	kids	experiencing	brain	fog	and	fatigue	
due	to	lifestyle	issues,	such	as	overtraining,	not	enough	sleep,	long	busy	days,	poor	diet,	but	too	active	to	be	
considered	to	have	ME.	

	

Australian	ME	specialist,	Dr.	Katherine	Rowe,	presented	a	 fascinating	demographic	 study	 of	1021	pediatric	
patients	who	attended	clinics	at	the	hospital	 in	the	last	25	years.	There	are	five	pediatric	clinics	at	the	Royal	
Children’s	Hospital	 in	Melbourne,	Australia,	all	are	available	to	the	public	 for	 free	through	the	public	health	
system.	Two	of	the	clinics	see	ME	patients,	but	these	two	have	a	very	different	demographic	profile	than	the	
others.	Gender,	age,	geographic	location	and	socio-economic	profiles	are	the	same	across	the	clinics,	but	ethnic	
profiles	differ.	In	the	ME	clinic,	80%	of	the	patients	are	Anglo	Celtic,	whereas	this	group	only	makes	up	10%	of	
the	general	population.	There	are	10.4%	of	patients	from	northern	Europe,	with	that	group	only	making	up	less	
than	1%	of	the	general	population.	There	are	no	middle	Eastern,	African	or	West	European	patients.	Only	5	
patients	are	of	Asian	families,	with	this	group	making	up	30%	of	the	general	population	in	Melbourne.	Also	of	
note:	90%	of	the	hospital’s	pediatric	patients	had	a	defined	onset,	and	10%	a	gradual	onset.		

	
Dr.	Peter	Rowe,	pediatric	doctor	at	Johns	Hopkins,	presented:	Two	year	follow-up	of	impaired	range	of	motion	
in	adolescent	chronic	fatigue	syndrome.	This	test	 indicated	that	adolescent	ME	patients	suffer	from	limited	
range	of	motion,	but	experienced	significant	quality	of	life	improvements	after	two	years	of	manual	therapy,	
using	techniques	developed	by	physiotherapist	David	Butler.	Dr.	Rowe	has	treated	patients	with	manual	therapy	
for	over	15	years	to	help	them	to	eventually	tolerate	exercise.	He	finds	that	yoga	can	overstretch.	
	
Dr.	Susan	Levine	uncovered	an	allergic	subgroup	through	her	study.	In	particular,	she	found	that	a	history	of	
sinusitis	and	hives	could	be	predictive	of	ME,	and	those	suffering	these	two	allergy	symptoms	were	able	to	be	
distinguished	from	controls,	and	more	likely	to	have	pain.	Dr.	Levine	speculated	that	mast	cell	products	may	be	
implicated	in	pain	in	allergic	disorders.	
	
Dr.	Gordon	Broderick	(University	of	Alberta)	looked	at	the	role	of	sex	hormones	in	driving	symptom	severity	
in	ME/CFS,	concluding	that	sex	hormones,	in	particular	testosterone	and	estradiol,	impact	the	severity	of	fatigue	
in	ME,	but	varies	according	to	progesterone	levels,	menstrual	cycle,	and	the	menopause	status	of	patient.	 It	
seems	that	high	androgen	may	also	be	problematic.	



Dr.	Ray	Perrin	is	a	Registered	Osteopath	and	Neuroscientist	from	the	U.K.	A	very	engaging	speaker,	he	proudly	
presented	the	world	premiere	of	a	study	of	his	work	which	was	just	off	the	press:	Examining	the	accuracy	of	a	
physical	 diagnostic	 technique	 for	 chronic	 fatigue	 syndrome/myalgic	 encephalomyelitis:	 a	 blind	 controlled	
study,	or,	as	he	put	it,	a	study	of	his	life’s	work.	The	study	explored	the	effectiveness	of	using	5	specific	physical	
signs	as	an	aid	to	diagnosing	ME.	The	signs	reflect	problems	in	the	lymphatic	drainage	system	in	ME	patients.	
The	physical	signs	clearly	 related	to	symptoms.	With	no	history	 from	the	patient,	and	with	only	one	week’s	
training,	 a	 physical	 therapist	was	 able	 to	diagnose	 a	patient	with	over	 83%	 success.	 The	more	experienced	
physical	therapists	had	a	higher	success	rate.	
_____________________________	

	
Session	 8	 looked	 at	 RESEARCH	 ON	 AUTONOMIC	 FUNCTIONING	 AND	 COMORBIDITIES.	Madison	 Keefe	 of	
Georgetown	University	presented	work	that	concluded	that	SOME	patients	experienced	POTS	in	response	to	
exercise.	
_____________________________	

	
Session	9	was	particularly	well-attended	with	ADVANCES	IN	BRAIN	RESEARCH	AND	NEUROLOGICAL	STUDIES.	
Dr.	Ben	Natelson’s	study	(Mt	Sinai	Beth	Israel)	of	spinal	fluid	found	no	differences	between	ME	patients	with	
and	without	psychiatric	diagnoses.	But	found	clear	abnormalities	in	the	spinal	fluid	of	ME	patients,	in	particular	
in	 ventricular	 lactate,	 cortical	 glutathione	 and	 cerebral	 blood	 flow.	 These	 abnormalities	 clearly	 indicate	
encephalopathy	 in	 the	 brain	 of	ME	 patients,	 along	with	 central	 neural	 inflammation.	 He	 thinks	 ventricular	
lactate	may	be	a	biomarker,	but	it	cannot	distinguish	between	ME	and	Fibromyalgia.		
	
Providing	further	objective	confirmation	of	post	exertional	malaise	(PEM)	is	the	work	presented	by	Dr.	Dane	
Cook	 (definitely	 not	 the	 famous	 comedian).	 Fifteen	 Canadian	 Consensus-defined	 female	 patients	were	 put	
through	sub-maximal	(70%)	exercise	on	a	cycle	ergometer.	Blood	tests	and	MRI	were	done	before	and	after	the	
test.	A	cognitive	test	was	done	after	the	exercise,	and	the	whole	thing	was	repeated	24	hours	later.	Functional	
MRI	was	also	done	during	the	test.	The	result	was	that	the	experience	of	worsening	symptoms	was	reflected	in	
the	imaging,	which	also	showed	that	ME	patients	were	using	more	neuroresources	to	do	the	cognitive	tests.	It	
was	clear	that	exercise	exacerbated	symptoms.	This	test	seems	to	be	an	objective	measurement	of	PEM.	

	
_____________________________	

	
	

Slides	from	Dr.	Dane	Cook's	presentation:	Objective	Confirmation	of	post	exertional	malaise 



Saturday	night:	Dinner	and	the	Awards	
	
As	you	can	imagine,	patients	attending	the	conference	were	relatively	high	functioning,	but	most	had	to	go	to	
their	rooms	to	rest	at	various	points	in	the	day,	trying	to	pace	throughout.	However,	there	was	the	occasional	
patient	pushing	to	sit	through	a	particularly	valuable	session,	knowing	that	they	would	be	paying	for	it	at	some	
point.	
After	a	bit	of	a	break,	there	was	a	Social	hour	with	drinks,	followed	by	DINNER	AND	AWARDS.	I	sat	with	Nicole	
Mardis	of	the	Canadian	Institute	of	Health	Research,	Cort	Johnson,	founder	of	Health	Rising,	and	a	fellow	parent	
whose	daughter	was	a	patient	at	Dr.	Klimas’	clinic	in	Miami.		
	

Dr.	Fred	Frieberg,	President	of	the	IACFS/ME	was	the	Master	of	Ceremonies	for	the	award	presentation,	along	
with	Dr.	Lily	Chu.	

	

The	following	awards	were	presented:	

Governor	 Rudy	 Pepich	Memorial	 Award	 for	 distinguished	 service:	 Dr.	 Lucinda	 Bateman,	 clinician,	 clinical	
researcher,	co-founder	of	Organization	for	Fatigue	and	Fibromyalgia	Education	and	Research,	and	served	on	the	
Institute	of	Medicine	committee	that	produced	the	recent	report,	Beyond	Myalgic	Encephalomyelitis/Chronic	
Fatigue	Syndrome:	Redefining	an	Illness.		
Nelson	Gantz	Clinician	Award:	Dr.	Ros	Vallings	of	New	Zealand,	who	has	been	practicing	for	over	52	years,	and	
seen	over	6,000	patients.	
Junior	Investigator	Award:	Sharni	Hardcastle,	Ph.D.,	Australia,	for	her	study	which	found	significantly	reduced	
immune	cell	markers	in	severe	me	patients	vs.	moderate	patients.	
	
Special	Service	Awards:	
Cort	 Johnson:	 Patient/Advocate/Writer,	 founder	 of	 Phoenix	 Rising	 (the	 most	 visited	 ME	 website	 on	 the	
internet),	founder	of	Health	Rising,	and	helped	to	found	the	IACFS/ME	Journal.	“Cort	is	the	quintessential	patient	
advocate.”	
David	Tuller,	DrPH:	Reporter/Advocate.	His	own	investigation	of	Pace	trials	in	Virology	blog	helped	unmask	Pace	
for	the	fraud	that	it	is.	David	tore	up	the	report	on	stage	saying	“this	is	what	you	do	to	a	trial	in	which	people	
can	get	worse	and	will	count	as	getting	better!”	David	gave	a	very	impassioned	speech	calling	on	researchers	
and	the	medical	community	to	speak	up	to	demand	that	the	Lancet	withdraw	Pace.	
	
A	surprise	award	was	presented	to	Dr.	Fred	Friedberg	for	his	long-standing	commitment	to	the	community	and	
the	IACFS/ME,	having	served	as	president	for	the	past	8	years.	
	
The	one	very	notable	feature	of	this	conference	was	how	approachable	and	friendly	everyone	was,	from	the	
doctors	and	researchers	 to	government	 reps	and	other	advocates.	 It	was	a	very	welcoming	atmosphere.	So	
when	the	awards	were	given	out	there	was	a	lot	of	affection	and	support	for	the	award	winners,	with	standing	
ovations	for	everyone.		
I	came	away	from	the	evening	feeling	a	part	of	a	very	special	community,	brought	together	by	an	illness	which	
brings	much	suffering,	kept	together	by	grit	and	spunk	and	a	very	strong	sense	of	comradery.	We’re	in	a	long	
game,	but	he	intelligence,	passion	and	commitment	of	all	these	wonderful	people	can	only	lead	to	better	days.	



	
IACFS/ME	12th	BIENNIAL	CONFERENCE	–	DAY	4	
	
Sunday,	31	October,	2016	

	
The	 last	day	of	the	conference	things	felt	 like	they	were	winding	down,	although	the	presentations	were	all	
great.	There	was	rolling	luggage	in	the	ballroom,	signs	of	immanent	departures	for	the	airport.	Judy	Clark	and	
Akosua	Tomash,	the	recruiters	from	BC	Provincial	Health	Services	Authority	who	were	at	the	conference,	had	
closed	their	wonderful	booth	and	were	flying	back	early	that	day	before	I	had	a	chance	to	get	an	update	from	
them	 about	 any	 candidates	 for	Medical	 Director.	 The	 truth	 is,	 given	 the	 frustrations	 of	 a	 number	 of	 older	
practitioners	and	medical	directors	looking	for	replacements	(more	below),	it’s	not	going	to	be	easy.	
	
I	finally	caved	in	to	buying	Starbucks	espresso.	This	gives	you	an	idea	of	the	coffee	standards	in	Fort	Lauderdale,	
that	Starbucks	was	a	big	step	up.	My	search	for	Cuban	coffee	was	a	complete	and	utter	failure	I	am	very	sad	to	
report.	
_____________________________	

	
Day	4	of	the	conference	started	with	Session	10:	SYMPTOM	PROVOCATION	STUDIES	II.	Katarina	Lien	of	the	
University	of	Oslo	presented	a	study	in	which	it	was	revealed	that	in	a	two-day	cardiopulmonary	exercise	test	
(as	developed	by	Staci	Stevens	and	her	colleagues),	where	arterial	blood	was	measured	for	lactate	analysis	every	
30	 seconds,	 it	 was	 revealed	 that	 where	 lactate	 accumulation	 in	 healthy	 controls	 dropped	 on	 day	 two,	 it	
continued	to	increase	in	the	ME	patients.	In	fact,	ME	patients	have	higher	lactate	levels	for	all	stages.	Katarina	
asked	if	this	was	unique	to	ME.	The	answer,	surprisingly,	is	no.	Even	more	surprisingly	is	where	else	it	is	seen	–	
over-trained	athletes.	As	it	turns	out,	overtraining	syndrome	has	many	features	in	common	with	ME.		
	
Betsy	Keller,	from	the	Department	of	Exercise	and	Sport	Sciences,	works	with	ME	patients,	doing	work	similar	
to	that	of	Staci	Stevens	and	the	Workwell	Foundation.	Her	study	revealed	a	number	of	subsets	of	ME	patients	
using	 the	 2-day	 cardiopulmonary	 exercise	 test.	 These	 subsets	 included	 those	 with	 autonomic	 dysfunction,	
where	blood	pressure	and	heart	rates	did	not	go	up	enough	after	exercise,	and	those	with	ventilator	dysfunction,	
both	explaining	slow	recovery	and	PEM.	In	some	cases	the	VO2	Max	results	were	the	same	as	controls,	which	
means	that	in	ME	patients	with	normal	CPET	results,	further	investigations	may	reveal	abnormalities.		Another	
potential	marker	has	been	seen	in	C-reactive	protein,	which,	in	a	very	recent	study	of	monozygous	twins,	where	
one	had	ME	and	the	other	did	not,	differences	in	production	of	C-reactive	protein	were	seen	through	exercise	
testing.	Betsy	Keller	speculated	that	healthy	people	may	have	a	more	diverse	gut	microbiome.	
	
	
	



	Dr.	Peter	Rowe’s	work	also	revealed	differences	in	
response	 to	 exercise	 which	 revealed	 PEM.	 Using	
real	and	sham	neuromuscular	manoeuvres	 in	 the	
form	of	leg	raises	(some	high	enough	to	provoke	a	
response,	 some	 not),	 the	 study	 showed	 that	
individuals	 with	ME	 have	 increased	 sensitivity	 to	
the	 straight	 leg	 raise	 because	 of	 the	 increase	 in	
neural	 tension	causing	changes	 to	 the	autonomic	
flow.	 It	 also	 seemed	 that	 duration	 of	 illness	may	
impact	 response	 to	 these	manoeuvres.	 Dr.	 Rowe	
suggested	 that	 if	 simple	 leg	 raises	 can	 provoke	
PEM,	 imagine	what	prolonged	or	repeated	action	
can	do?	
	

Maureen	Hanson’s	work	out	of	Cornell	suggests	a	possible	diagnostic	test,	with	results	which	echo	the	Naviaux	
metabolomic	study.	The	truth	is	that	I	really	have	not	understood	what	metabolomics	is,	not,	that	is,	until	Dr.	
Hanson	explained	it.	Metabolomics	studies	the	impact	on	metabolites,	and	it	seems	that	the	metabolism	of	ME	
patients	is	substantially	different	from	that	of	controls.	Dr.	Hanson’s	study	focused	on	a	subset	of	metabolites,	
called	polar	metabolites.	She	chose	these	as	they	had	been	well	characterised	in	a	previous	cancer	study.	The	
differences	found	were	not	only	significant	in	terms	of	the	number	of	metabolites	impacted,	but	also	because	
some	of	metabolites	are	more	significant	as	they	are	used	for	more	than	one	pathway,	or	function.	Her	study	
indicated	 that	a	 there	are	 significant	differences	 in	a	notable	number	of	metabolites	between	patients	and	
controls,	and	that	these	differences	are	found	in	the	area	of	energy	metabolism,	such	as	ATP	and	taurine.	While	
her	study	looked	at	fewer	and	different	metabolites	than	did	Naviaux’s	study,	and	used	different	methods,	it	
still	echoes	and	gives	validity	to	the	possibility	of	a	metabolic	test	being	used	for	diagnosis	of	ME.	
_____________________________	

	
Session	11	was	another	packed	house,	with	the	other	big	new	area	providing	lots	of	exciting	research,	GENETIC	
RESEARCH,	much	of	which	is	coming	out	of	Dr.	Klimas’	INIM	facility.	
	
First	up	was	Benjamin	Eike	presenting	Single	Nucleotide	Polymorphisms	(SNPs)	in	Myalgic	Encephalomyelitis:	
Possible	Genetic	Factors	Influencing	Pathophysiology.		This	study	used	genetic	data	provided	by	patients	from	
23andme	or	AncestryDNA.	The	review	of	the	genetic	data	resulted	in	three	SNP	variants	of	interest,	all	of	which	
reside	 within	 the	 NDUFS7	 gene,	 which	 is	 implicated	 in	 ATP	 production,	 and	 in	 particular	 with	 ubiquinone	
(CoQ10).	This	defect	is	found	in	a	number	of	illnesses	with	complex	deficiencies	which	increase	oxidative	stress	
and	inhibit	the	function	of	mitochondria.	Dr.	Kilmas’	Institute	of	Neuro-Immune	Medicine	(INIM)	is	collecting	
genetics	 from	 patients	 around	 the	 world	 to	 create	 a	 database	 which	 will	 include	 lifestyle	 and	 symptom	
information.	This	study	is	unfunded,	using	student	volunteers	and	genetic	data	provided	by	patients.	Benjamin	
announced	 that	 a	 crowdsource	 project	 is	 being	 run	 by	 his	 colleague	 at	 INIM,	 Kelly	 Hilton,	 where	 they	 are	
collecting	raw	genetic	datea	from	patients	with	23andme	or		AncestryDNA.	To	get	involved,	go	to	the	NOVA	
website	or	contact	Benjamin:	be254@nova.edu.	
	
Mary	Jeffrey,	also	from	INIM,	presented	on	a	study	which	reflects	a	particular	interest	of	INIM,	which	is	the	use	
of	computational	systems	biology	to	find	drugs	which	could	be	used	off-label	for	ME	patients.	The	study	pointed	
to	drugs	which	modulate	immune	and	hormone	pathways.	

Slide	for	Dr.	Peter	Rowe's	Presentation 



Next	up	was	a	very	interesting	presentation	by	our	own	Wilfred	de	Vega,	Ph.D.	from	the	University	of	Toronto,	
who	is	relatively	new	to	the	field.	Dr.	de	Vega’s	study	looked	at	Epigenetic	modifications	and	glucocorticoid	
sensitivity	in	myalgic	encephalomyelitis	/	chronic	fatigue	syndrome.	The	study	is	still	unpublished,	so	not	many	
details	can’t	be	shared.	But	I	can	let	you	know	that	an	epigenetic	mark	is	one	where	there	is	a	change	in	gene	

expression,	but	not	in	gene	mutation.	Gene	expression	
is	the	process	by	which	the	instructions	in	our	DNA	are	
converted	into	a	functional	product,	such	as	a	protein.	
The	 good	 news	 is	 that,	 according	 to	 Dr.	 de	 Vega,	
epigenetic	 changes	 are	 potentially	 reversible.	 This	
study,	like	many	others	at	the	conference,	was	looking	
for	 further	 evidence	 of	 immune	 dysfunction	 and	 its	
impact	on	PEM.	Hopefully	the	study	will	be	published	
soon.	
	
I’ll	be	honest	again	and	say	 that	 some	of	 the	genetic	
presentations	were	a	little	over	my	head,	but	Dr.	Jose	
Montoya’s	 presentation	 was	 fabulous.	 His	 study	

“Genomics	of	chronic	fatigue	syndrome	reveals	systemic	inflammatory	response”	continued	on	a	theme	at	the	
conference.	Dr.	Montoya	works	out	of	Stanford,	and	this	study	had	200	ME	samples	from	their	biobank,	which	
were	put	through	lots	of	testing.	He	was	very	excited	by	a	number	of	high	quality	collaborations	for	the	study,	
including	Ron	Davis’	group,	and	an	exciting	new	partnership	with	Purvesh	Khatri’s	lab	at	Stanford,	who	are	new	
to	ME	research.	Preliminary	results	have	found	that	there	are	an	unusual	number	of	genes	which	are	usually	
found	in	systemic	inflammatory	diseases.	In	fact,	they	found	a	100%	match	with	systemic	inflammatory	response	
syndrome,	strongly	suggesting	that	ME	is	an	inflammatory	disease.	Dr.	Montoya	believes	that	there	is	enough	
information	with	all	the	studies	done	to	date	to	establish	ME/CFS	as	an	inflammatory	disease,	which	could	lead	
to	a	new	name	(big	applause	from	the	audience	here!!).	
	
A	 very	 informative	Q	&	 A	 followed	 these	 presentations	 in	which	Wilfred	 de	 Vega	 declared	 that	 epigenetic	
changes	are	potentially	reversible.	Dr.	Montoya	indicated,	as	many	others	at	the	conference	had	also,	that	it	
seems	that	ME/CFS	can	be	triggered	by	different	things,	but	common	to	all	is	the	severity	of	the	symptoms.	The	
question,	 as	 he	 puts	 it,	 is	 whether	 the	 various	 insults	 can	 be	 re-activating	 the	 same	 pathogen.	 What	 is	
perpetuation	this	abnormal	inflammatory	response	for	years?		
_____________________________	

	
Session	12	was	PANEL	DISCUSSION:	COMMUNITY	ENGAGEMENT.	Lenny	Jason	spoke	about	the	Chicago	CFS	
Environmental	Study,	and	how	funding	for	this	study	was	turned	down	many	times	until	his	team	demanded	
that	an	epidemiologist	be	put	on	the	review	committee.	When	this	request	was	granted,	they	were	finally	able	
to	get	funding,	indicating	that	the	expertise	of	those	on	a	grant	review	committee	is	crucial	to	success,	as	we	oh	
so	know	from	the	recent	CIHR	Catalyst	Grant	rejection!	The	results	of	the	study	indicated	that	ME/CFS	was	far	
from	being	a	yuppy	flu,	targeting	predominately	mid	to	low	socio-economic	groups,	and	particularly	targeting	
female	Latinos.	
	
The	 current	 study	 pursued	 by	 Jason’s	 group	 is	 a	 Pediatric	 Community	 Study,	 which	 was	 generated	 by	 the	
community,	 and	 in	 which	 patients	 were	 very	 much	 involved	 in	 designing	 questions,	 recruitment	 and	
dissemination	of	the	results.		

Session	11	panel:	Dr.	Jose	Montoya,	Wilfred	de	Vega,	Benjamin	Eike	



Terri	Wilder	is	a	patient/activist	with	a	background	in	HIV/AIDS	activism.	ACT-UP	began	by	showing	up	uninvited	
to	research	meetings	and	conferences,	eventually	succeeding	in	having	patients	involved	at	every	level,	right	
through	to	clinical	trial	design	and	dissemination	of	results.	She	wants	to	bring	civil	disobedience	to	ME/CFS	
activism.	Terri	gave	a	great	slide	show	presentation	which	outlined	how	to	involve	the	community,	noting	that	
the	Treatment	Action	Group	in	the	U.S.	is	a	good	model	for	ME/CFS,	which	has	a	particular	challenge	to	include	
the	voices	of	the	severely	ill.	She	emphasized	the	importance	to	“know	your	epidemic”,	i.e.	know	as	much	as	we	
can	about	ME/CFS	as	a	disease.	Terri	directed	the	audience	to	http://www.avac.org/good-participatory-practice	
for	how	to	engage	patients,	and	to	the	Denver	Principals	for	a	vision	of	how	to	view	patients	as	people	with	an	
illness	and	not	victims.		
	
Sonya	Chowdry,	Chief	Executive	for	Action	for	M.E.,	is	involved	in	the	MEGA	big	data	study,	which	she	defended	
as	a	search	for	biomarker	set	up	in	direct	response	to	the	community.	There	are	15	patient	advocates	and	15	
researchers	involved	in	developing	the	study.	No-one	asked	about	the	involvement	of	Esther	Crawley	and	Peter	
White,	who	were	an	important	part	of	the	PACE	study,	and	are	now	on	the	team	for	the	MEGA	study.		
	
Dr.	 Jin-Mann	 Lin,	 spoke	 on	 behalf	 of	 the	 US	 Centers	 for	 Disease	 Control	 and	 Prevention.	 She	 was	 very	
disappointing,	with	statements	such	as	that	it	is	important	to	balance	patient	opinion	with	evidence,	and	not	to	
succumb	to	political	correctness.	
	
In	the	discussion	that	followed	the	presentations,	Terri	Wilder	posed	the	question,	why	aren’t	all	the	U.S.	groups	
working	 together.	 She	 observed	 that	 there	 is	 a	 lot	 of	 splitting	 in	 the	ME	 community,	 something	 she	 didn’t	
witness	in	the	HIV/AIDS	community.	
_____________________________	

	
Session	 13,	 the	 final	 session	 of	 the	 conference,	MEDICAL	 EDUCATION	PROPOSALS	 FOR	ME/CFS.	 The	main	
message	of	this	session	was	that	there	is	a	desperate	need	for	more	doctors	and	researchers	who	are	educated	
about	ME,	but	that	this	is	a	challenging	goal.	Dr.	Mady	Hornig	of	Columbia	University	Medical	Center,	spoke	of	
the	 need	 to	 develop	 a	 new	 cadre	 of	 clinicians	 and	 researchers	 who	 know	 the	 features	 of	 the	 disorder,	
understand	potential	triggers,	and	are	armed	with	a	framework	of	questions	to	ask	patients.	Currently,	only	6-
20%	of	medical	schools	provide	training	on	ME,	with	care	remaining	in	the	hands	of	a	few	expert	clinicians’	in	
private	offices.	She	proposed	a	fellowship	program	for	early	to	mid-career	physicians,	which	includes	training	
and	mentorship,	to	“develop	a	new	cohort	of	clinicians	and	clinician-scientists	that	is	knowledgeable	about	t	the	
range	of	clinical	and	laboratory	findings	found	in	complex	immune-mediate	disorders	such	as	ME/CFS”	
	
Dr.	Anthony	Komaroff	spoke	of	the	need	to	develop	more	clinical	researchers,	who	are	the	group	which	has	
produced	the	best	research	to	date.	Medicals	schools	and	residency	do	not	provide	the	skills	required	for	this	
work.	He	argues	that	additional	training	is	required.	He	suggests	to	bring	ME	fellows	to	established	programs,	
such	as	the	programs	at	Harvard	and	Columbia	which	focus	on	experienced	clinicians,	not	PHD	students.	
	
The	most	disappointing	news	came	from	Dr.	Dan	Peterson,	who	has	had	two	fellowships	available,	which	he	
has	unsuccessfully	recruited	nationally	and	internationally	to	fill.		He’s	looking	for	mid-career	physicians	with	an	
investigative	drive,	a	passion	for	complex	diagnostics	and	treatments,	to	work	with	a	challenging	but	regarding	
population	of	patients.		



Dr.	Peterson’s	difficulty	in	filling	these	positions	was	repeated	by	many,	and	points	to	a	deeper	problem:	what’s	
keeping	 physicians	 and	 researchers	 away	 from	ME?	 Lack	 of	 research	 funds	 is	 a	major	 problem,	 as	 it	 limits	
professional	success.	Many	of	the	specialists	who	are	working	in	this	area	speak	of	colleagues	strongly	advising	
them	against	working	in	ME,	describing	the	move	as	a	“career	killer”.	Added	to	this	is	lack	of	clarity	regarding	
the	definition	and	even	the	name.	But,	educating	the	next	generation	has	become	a	major	priority	for	the	small	
group	of	current	experts,	and	with	this	focus	will	surely	come	the	beginnings	of	change.	

_____________________________	

	
Finally,	Dr.	Komaroff	delivered	his	Conference	Summary,	for	which	he	has	become	a	legend.		
A	Compilation	Roundup	of	Coverage	for	the	conference	can	be	found	here.	
	
And	that	was	it!		
	
My	unprofessional	and	very	humble	take	away	was	that:		
• There	is	growing	evidence	that	ME	is	a	neuroimmunoligical	disease,	which	severely	impacts	the	metabolism;	
• There	is	strong	evidence	of	neuroinflammation	and	neurotoxicity;	
• We	seem	to	be	close	to	finding	genetic	markers	related	to	the	disease;	
• There	is	now	strong,	objective	evidence	of	post	exertional	malaise	and	how	it	impacts	patients;	
• CBT	is	of	no	use	as	a	treatment;	GET	is	harmful	to	ME	patients;	
• Coming	to	the	conference	was	extremely	valuable.	
	
Goodbye	Fort	Lauderdale!	
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