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is a word that gets bandied around 
an awful lot. It is often misinterpreted, 
misunderstood, or misused.
Like many things in the realm of health and fitness, once you start to look 
further into it and find out more about the causes and consequences of 
hypermobility, it is a far more complicated subject than it initially appears, 
and certainly more far-reaching than many people realise. For most people, 
when they refer to “hypermobility”, they are simply referring to the ability of 
a joint to extend beyond its normal range, i.e. its ability to hyperextend. We 
have all seen this in action at some point; it is particularly common in elbows 
and knees for the joint to go past what we would call straight, and it occurs 
quite naturally in many people. However, that description barely scratches 
the surface of what hypermobility truly involves.

Hypermobility was first described in the literature only relatively recently, 
towards the end of the 1960s. It is a collection of conditions we are only just 
beginning to discover, and this is where we hit our first problem - a problem 
that I will be referring to fairly frequently throughout this book. It can be 
reduced, very simply, to this: We really do not understand hypermobility 
that well. We are starting to get a clearer idea of the underlying causes, 
new tests are becoming more widely available, and new research that is 
improving our understanding is being published all the time; however, as 
PTs, it is sometimes hard to understand what constitutes best practice when 
it comes to dealing with it, and we must be able and willing to acknowledge 
when our knowledge is limited and incomplete. This is one of the most 
important aspects of being a truly evidence-based practitioner: knowing 
what we don’t know. We must never allow ourselves to use our biases to fill 
the gaps in our knowledge. Of course we can speculate, hypothesise and 
use lower quality evidence to aid in our practice, but we cannot claim that 
we have it “figured out” or that we “just know” the answer. That is what the 
scientific method is for.

The above being said, given the limited literature on hypermobility, this 
guide will contain a degree of speculation on my part. Please be assured that 
this will always be flagged and clearly explained as speculation. My long-
term aim for this guide is to continually revise and update it as the research 
gives us more answers. In the meantime, we must look for lower-quality 
evidence such as clinical experience and basic mechanisms to fill the gaps.

So, before we move any further, we need to understand both what the 
term “hypermobility” really means and how people who are hypermobile 
are classified.

HYPERMOBILITY
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THE 2017 EDS INTERNATIONAL CLASSIFICATION 
You may have heard the term ‘hypermobility syndrome’ 
in the past. It is a term I have often used myself; however, 
as of March 2017, the term ‘hypermobility syndrome’ is 
no longer used to describe patients exhibiting relevant 
symptoms. Joint hypermobility has been recognised as a 
continuum, not a collection of separate conditions, and 
so “hypermobility spectrum disorders” (HSD) is the new 
accepted terminology. Ehlers-Danlos Syndrome, which 
was - and still is - the most prevalent form of hypermobility, 
is now ‘the Ehlers-Danlos Syndromes’, with 13 different 
types having been identified. These will be explained in 
more detail later on. The revisions to the diagnostic criteria 
and the availability of genetic testing represent a huge step 
forward in the understanding and treatment of hypermobile 
patients, making it easier to clearly define an individual’s 
condition and requirements. 

THE BEIGHTON SCORE
The Beighton Score is an important diagnostic tool which 
has remained unchanged in the 2017 Classification. If 
someone has a high Beighton Score, they can be referred 
to as having joint laxity, which affects those with hEDS 
(hypermobile Ehlers-Danlos syndrome; formerly named 
EDS-HM type) and those with generalised hypermobility 
spectrum disorder, as well as a few of the other different 
subcategories of EDS. Joint laxity is not the only factor 
in assessing whether somebody falls on the joint 
hypermobility spectrum, and it does not automatically 
mean that their training will be affected.

The cause of joint laxity is very difficult to establish in 
an adult population; generally it will be the result of either 
ligamentous laxity or hypotonia, which is commonly seen in 
neuromuscular conditions. An established cause, accurately 
diagnosed by an appropriate medical professional, can be of 
value - however, we are not the ones to establish, or indeed 
even discuss, causes with clients. 

From a practical standpoint, as personal trainers, we 
can use the Beighton Score to assess joint laxity, but we still 
cannot make a formal diagnosis. 

In the Beighton Score system you score one point for each 
of the following:

• You can put your hands flat on the floor with straight legs.
• Each elbow that hyperextends (both elbows = 2 points).
• Each knee that hyperextends (both knees = 2 points).
• Each thumb that can touch your forearm (you get it  

by now.
• Each little finger that can be bent back beyond  

90 degrees.

I highly recommend that you run through this screen a few 
times on yourself, assess the joint laxity in each of these 
locations, and maybe test a few friends or family members 
for practice. Become comfortable with it.  However, do bear 
in mind that a high score does not automatically mean that 
someone has an EDS or an HSD (and this is where it starts 
to get kind of complicated); it can only give you an idea of 
the laxity of the particular joints tested, though it can also 
give a clue as to whether that laxity is localised to a certain 
joint, or widespread; and if so, to what degree. Jumping to 
the conclusion that joint laxity and a high Beighton Score 
equals a diagnosis of hEDS, HSD or any other form of EDS 
is a common mistake people make, both when assessing 
themselves and others.

THE NEW DIAGNOSTIC CRITERIA FOR HEDS
The way we program for a client will depend on which 
joints are affected, how widespread the effects of their 
condition are, and what their quality of life is currently like. 
This is why it is important for us to have at least a basic 
understanding of what the different types of hEDS/HSD are 
and how they affect the individual. There are many different 
forms of EDS. In each type, different genes are affected, 
resulting in different symptoms between each form. In 
the case of hEDS (the focus of this guide), it is our current 
understanding that the primary cause is a mutation in the 
collagen type-V encoding genes, COL5A1 and COL5A2. 
Unfortunately, however, there is currently no reliable genetic 
tests available for this mutation, making hEDS the only one 
of the 13 subtypes of EDS that cannot be directly tested 
for. Diagnosing it can at least be a process of elimination, 
where inappropriate classifications are ruled out during 
the diagnostic process. If no genetic causes are found for 
another form of EDS, the patient can undergo physical 
testing for hEDS. The tests are outlined below as a point of 
interest, and to inform your knowledge of hEDS - they are 
only to be performed by trained medical professionals.

Criterion 1: Generalised joint hypermobility (GJH)

• A Beighton score of 6 or higher for children and 
adolescents.

• A Beighton score of 5 or higher for men and women up to 
the age of 50.

• A Beighton score of 4 or higher for people over 50.

If the patient cannot go through the whole Beighton 
score, for example due to joint limitations from surgery, 
amputations, paralysis etc, the assessment may also include 
a five-point questionnaire regarding their history.
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Criterion 2: Two or more of the following features A, B and C

Feature A - For Feature A to be considered present, five or 
more of the following must be present:

1. Unusually soft or velvety skin.
2. Mild skin hyper extensibility.
3. Unexplained striae in the skin, without a history of 

significant loss or gain of body fat or weight.
4. Piezogenic papules (small, painful, reversible 

herniations of underlying adipose tissue into the 
dermis) on both heels.

5. Recurrent or multiple abdominal hernia(s).
6. Atrophic scarring involving at least two sites, without 

the formation of papyraceous scarring as seen in 
classical EDS.

7. Pelvic floor, rectal, and /or uterine prolapse in children, 
men or women who have never given birth, without 
a history of morbid obesity or other known medical 
conditions that may be the cause.

8. Dental crowding and a high or narrow palate.
9. Arachnodactyly (abnormally long and slender fingers). 

One or more of the following is present:  
a) Steinberg sign (when patient folds their thumb inside 
a closed fist, the thumb tip extends from the palm of 
the hand).  
b) Walker-Murdoch sign (when the patient grips their 
wrist with the opposite hand, their thumb and little 
finger overlap).

10. Arm span-to-height 1.05 or greater.
11. Mitral valve prolapse mild or greater, based on strict 

echocardiographic criteria.
12. Aortic root dilatation with Z-score>+2.

Feature B
Feature B is the presence of a positive family history. One or 
more first degree relatives (e.g. biological parents, siblings) 
must independently meet the current diagnostic criteria 
for hEDS.

Feature C
Feature C is the presence of musculoskeletal complications, 
of which the patient must have at least one of the following:

1. Musculoskeletal pain in two or more limbs, recurring 
daily for at least three months.

2. Chronic, widespread pain for three months or longer.
3. Recurrent joint dislocations OR joint instability in the 

absence of trauma (a or b): 
a) Three or more dislocations in the same joint, or two 

or more dislocations in two different joints occurring at 
different times, not resulting from trauma. 
b) Medical confirmation of joint instability at 2 or more 
sites, not related to trauma.

Criterion 3: All of the following prerequisites must be met.

1. Absence of unusual skin fragility, which should prompt 
consideration of other types of EDS.

2. Exclusion of other heritable and acquired connective 
tissue disorders.

3. Exclusion of alternative diagnoses that may also 
include joint hypermobility by means of hypotonia 
and/or connective tissue laxity, for example some 
neuromuscular disorders, other types of EDS, skeletal 
dysplasia. Exclusion of such consideration may be based 
on the patient’s history, physical examination and/or 
genetic testing.

SPECTRUM OF JOINT HYPERMOBILITY
If a patient does not fit the criteria for hEDS, they are then 
classified as having either a hypermobility spectrum 
disorder (HSD) or simply having joint hypermobility (JH). 
This essentially means that they are presenting symptoms 
that are significant enough to be taken into consideration, 
but they cannot be definitively diagnosed with hEDS or 
another type of EDS.

There are four types of HSD:

• Generalised HSD: A positive Beighton score and evidence 
of musculoskeletal involvement (e.g. lordosis, scoliosis, 
flat feet, dislocations, soft tissue injury, chronic pain).

• Peripheral HSD: Usually negative Beighton score, with 
evidence of musculoskeletal involvement and joint 
hypermobility limited to hands and/or feet.

• Localised HSD: Negative Beighton Score, with evidence of 
joint hypermobility and with joint hypermobility limited 
to single joints or body parts.

• Historical HSD: Negative Beighton score, with evidence of 
musculoskeletal involvement and a historical presence of 
joint hypermobility.
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If musculoskeletal involvement is not apparent, the patient 
is classified as having one of three types of asymptomatic 
joint hypermobility (JH).

• Asymptomatic generalised JH: Positive Beighton score. 
No musculoskeletal involvement. 

• Asymptomatic peripheral JH: Usually negative Beighton 
score, with joint hypermobility usually limited to hands 
and/or feet.

• Asymptomatic localised JH: Negative Beighton score, 
with joint hypermobility limited to single joints or 
 body parts.

ADDITIONAL NOTE: HDCTS (HERITABLE DISORDERS OF 
CONNECTIVE TISSUE)

Heritable disorders of connective tissue (HDCTs) are 
very complex, systemic disorders that affect the entire 
body, such as Marfan syndrome and Stickler syndrome. 
Sufferers often experience widespread issues with their 
bowel, lungs, heart and blood vessels as well as joints 
and ligaments. HDCTs are incredibly rare, and there will 
not be any lengthy discussion on their condition in this 
guide. It is unlikely that the average personal trainer 
will encounter HDCTs frequently enough to make an 
in-depth discussion of them worthwhile. If we were to 
engage in a large and detailed discussion of HDCTs this 
guide would stretch into multiple volumes, and would 
become something far more akin to a medical textbook 
than a practical guide. The vast array and unique nature 
of HDCTs makes it impractical to give them a lot of page 
space. The main point I would make here is that there 
is a strong argument to say we must be very wary of 
our scope of practice if we do find ourselves entering 
this realm. While it is perfectly acceptable for us to 
want to improve our knowledge in such areas, we must 
acknowledge the point at which we have moved beyond 
the role of a personal trainer. We may play a role as part 
of a multi-disciplinary team, but this should always be 
taken on a case-by-case basis.

As you can see from all the above, the range of symptoms 
that can affect an individual can vary significantly, which is 
why it is so important to program according to the client’s 
personal needs; not based on a blanket understanding of 
hEDS and hypermobility spectrum disorders in general.

FIBROMYALGIA AND CHRONIC PAIN WITH REGARD TO HSD
The comparisons between HSD and fibromyalgia/chronic 
pain raise some interesting questions, and I would like to 
draw your attention to the following by Dr. Steve Novella:

“CLINICAL SYNDROMES ARE DEFINED, MOSTLY OR ENTIRELY, BY A 
SET OF CLINICAL SYMPTOMS. SUCH DIAGNOSES ARE, THEREFORE, 
MOSTLY DESCRIPTIVE. THE LABELS SIMPLY RECOGNISE THAT A 
CERTAIN PATTERN OF SYMPTOMS TEND TO CLUSTER TOGETHER, 
AND MAY HAVE A CERTAIN DEMOGRAPHIC PROFILE OR NATURAL 
HISTORY. HOWEVER, THE DIAGNOSIS HAS NOT YET GRADUATED 
TO A SPECIFIC DISEASE BECAUSE WE DO NOT UNDERSTAND THE 
UNDERLYING PATHOPHYSIOLOGY.”

In this excerpt he was actually describing fibromyalgia, but 
it makes for a fairly legitimate description of hypermobility 
spectrum disorders as well. Symptoms are multifaceted and 
there are crossovers between the different HSDs and hEDS; 
although the diagnostic criteria are now a lot more rigorous, 
there are still limitations and “grey areas”.

In order to be diagnosed with fibromyalgia, you must 
have: a WPI (Widespread Pain Index) of seven or higher, 
and a SS (Symptom Severity) score of five or higher; 
alternatively, you must have a WPI of three to six and a SS 
of nine or higher; you must have experienced symptoms 
at a similar level for at least three months, and have no 
other reason for those symptoms. One can already see a 
crossover between the two sets of criteria. Both groups 
present with musculoskeletal pain that is chronic in nature. 
The issue is that to correctly diagnose a HSD or make a case 
for hEDS, a doctor must perform a Beighton Score to pick 
up the joint laxity. Whether it is likely that the average GP 
would do this, in addition to running the patient through 
the WPI, seems unlikely (currently, at least). Due purely to 
the poor understanding and limited education that many 
practitioners are exposed to.
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STEPHEN’S STORY

Stephen came to me with a diagnosis of fibromyalgia, 
after being advised by his doctor that more exercise 
would improve his symptoms. The issue was that 
Stephen had been exercising all his life: he loved 
amateur sports and regularly engaged in a range 
of activities, including football, squash, cricket and 
hockey. 

He told me that he was always having to take time 
out because he was, in his own words, “continually” 
injured, and was struggling to cope with excessive 
daily fatigue, which, combined with the pain he was 
experiencing from his injuries, often made playing 
his favourite sports unmanageable. Understandably, 
being unable to fully participate in the sports that he 
loved was negatively impacting his life.

Upon an initial movement assessment, Stephen 
actually moved relatively well, with large ranges of 
motion. He then went on to score 7/9 in the Beighton 
Score and presented Feature B of Criterion 2 for 
hEDS, technically meaning that he did not pass the 

diagnostic criteria for hEDS but was still experiencing 
symptoms that were negatively affecting his quality 
of life.

So, does Stephen have fibromyalgia or an HSD? Does 
he have both? 
When he was first diagnosed, there was no physical 
movement exam, so his joint laxity and excessive 
range of motion went unnoticed.

Does this mean Stephen does not have fibromyalgia? 
Was there any advantage to me in deliberately 
contradicting his doctor? As odd at it may sound, for 
Stephen, it was unimportant. I simply explained the 
outcome of the Beighton Score and explained the 
crossover between chronic pain syndromes and HSDs. 
Stephen was delighted, as he had gained a deeper 
understanding of the issues he was facing. As he put it, 
he had “found another piece of the jigsaw.”

PREVALENCE OF HEDS
It is reported that the prevalence of hEDS is estimated at 
between 1 in 5,000 and 1 in 20,000. This figure is based on 
the pre-2017 diagnostic criteria, and there may be significant 
issues with this estimate, given that men affected by the 
condition tend to both underreport their symptoms and 
seek less medical care than women. It is unknown whether 
there is a cultural or social reason for this phenomenon, 
or that women simply have a naturally greater range of 
motion than men, leading to women experiencing more 
physical issues. With the new diagnostic criteria, individuals 
previously diagnosed with hEDS (under the old EDS-HM type 
descriptor) have been told that, for now, they do not need 
to seek a reassessment for a new diagnosis. However, it may 
be that people receiving a diagnosis who have never had 
one before will be less likely to be diagnosed with hEDS, as 
genetic testing may lead to more people being classified in 
one of the other types of EDS, and the new diagnostic criteria 
for hEDS are more specific and leave less room for error. As 
it stands, if a client comes to us presenting symptoms of 
joint hypermobility that are significant enough to affect how 
we program for them, they are most likely to have hEDS or 
an HSD. The asymptomatic JH types are unlikely to have a 
profound enough effect on their movement and quality of life, 
unless a major joint such as the hip or shoulder is affected.
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“QOL (QUALITY OF LIFE 
ASSESSMENT) IS GENERALLY POOR 
IN ADULTS (WITH HEDS) [CASTORI 
ET AL., 2010; ROMBAUT ET AL., 2010] 
AND CHILDREN.” 
FATOYE ET AL., 2012
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Quality of life is one of the most significant issues that those with 
either hEDS, a HSD or a HDCT face. The daily battle with some of the 
symptoms we are going to discuss can be debilitating. 

Before we begin our discussion of the major symptoms affecting 
those with hEDS/HSD, I would like to build on our discussion around 
categorisation by explaining a simple process that I use myself to 
assess the impact of a client’s symptoms on their QoL when coaching. 
It does not come from any literature whatsoever, so please bear this in 
mind and understand that it does not have any predictive value, it is 
simply a process I personally find helpful.

When working with individual who is presenting with joint laxity or 
a diagnosed HSD, I find it useful to split them into two groups:
Group One: Highly Functioning
This group is for individuals who are presenting with joint laxity but 
are largely asymptomatic. They are still able to achieve high levels of 
physical tasks and their average day-to-day function does not appear 
to be excessively affected. Athletes and dancers are prevalent in this 
group. If we were to relate this group to the criteria described earlier 
they would fall into Asymptomatic generalised JH, Asymptomatic 
peripheral JH, Asymptomatic localised JH groups.
 
Group Two: Life-Affected
This group is essentially the opposite of Group One. Typically this 
is where I place people who struggle to complete basic daily tasks 
without their symptoms and injuries/dislocations causing them 
problems. Again if we were to categories based on the criteria 
described earlier this group would include all the forms of EDS, hEDS 
and the Symptomatic branch of HSD.

The management of each of these two groups is significantly different, 
and will be discussed in more detail in the “Coaching” section later on.

We will now discuss the major symptoms of hEDS and HSDs, as well as 
associative symptoms that we know to correlate but we are currently 
unsure as to why. We will also, where appropriate, touch on symptoms 
of other, more debilitating HDCTs. Ultimately, all of these symptoms 
have a negative impact on quality of life to some extent, whether it is 
minor or major. Understanding the symptoms and causes, as well as 
the impact they have, is absolutely key - not only in designing effective 
programs for clients, but in being able to give ethical and appropriate 
lifestyle advice.

As personal trainers, I think we have an important role to play in 
helping a person improve their quality of life. We must stay within our 
scope of practice, but as part of a larger multi-disciplinary team we 
can have a significant impact. So, what are the symptoms that can 
cause a deterioration in quality of life?

QUALITY OF LIFE

“DETERIORATION OF QOL IS AN EMERGING PROBLEM IN JHS/EDS-HT(SIC), AS THIS VARIANT MAY BE 
CONSIDERED THE MOST DEBILITATING FORM OF EDS.”  
ROMBAUT ET AL., 2010
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SYMPTOMS
PAIN/INJURY
The first and most consequential symptom affecting quality 
of life is chronic pain and acute injury. What follows is a very 
brief discussion of these symptoms. For a more detailed 
breakdown on this topic, please refer to specific chapters.

For people suffering from hEDS/HSD, their tissues are 
less resistant and less resilient. This means they have 
an overall increased risk of tissue damage. Repeated 
macro- and micro-traumas occur more frequently, and 
with less provocation. This is combined with repeated joint 
dislocations (full or partial), which also happen with less 
provocation compared to the normal population. hEDS/
HSD sufferers also present with slowed recovery times from 
injury, which further compounds the issue.

All those with varying degrees of hEDS/HSD also regularly 
present with poor proprioception; there is significant 
evidence to suggest that this plays a considerable role in 
both the development of chronic pain, and tissue damage. 
This is the point at which we must start to see beyond the 
tissue-only approach for people who are hypermobile. It is 
often overlooked that they also have a lot of the hallmarks of 
other chronic pain syndromes, including, but not limited to, 
kinesiophobia, anxiety, depression, etc. 

Unfortunately, we do not have any truly established way 
to treat their pain (obviously as PTs we do not treat pain 
anyway; here I use the term “we” to refer to the scientific 
community). In subsequent chapters, we will look at the 
multifaceted approach we must take to help people with 
both their pain and their injuries.

The symptoms beyond this point are all associative not 
specific, meaning that the symptoms correlate with the 
condition, but we cannot be certain that they are actually 
specific to the condition. 

AUTONOMIC DYSFUNCTION
Autonomic dysfunction is simply defined as “problems with 
the autonomic branch of the nervous system”. There is a 
high prevalence of autonomic dysfunction in hEDS. This 
is an associative problem and we do not currently have a 
complete explanation for why it occurs in those suffering 
from hEDS/HSD. The following three sub-symptoms are not 
truly separate issues; they exist as part of each other, but for 
ease and clarity we will discuss them individually. 

• Orthostatic hypotension: A drop in blood pressure of 
more than 20mmhg when an individual gets up from 
a chair or the floor. Orthostatic hypotension is caused 
by a poor physical response to postural changes 
in blood pressure. This regularly causes excessive 
lightheadedness, blurred or obscured vision and heart 
palpitations, amongst  
other problems.

• Orthostatic intolerance: Orthostatic Intolerance is a 
somewhat confusing symptom. The term orthostasis 
literally means “standing upright”. For a person to stand 
upright requires a complex interplay of physiology, 
including changes in blood volume, and physical, 
neurological and vascular factors to overcome the effects 
of gravitational venous pooling. If someone is classed 
as having orthostatic intolerance, it means they have 
difficulty remaining standing for a given period of time. 
They may experience a rapid heartbeat, dizziness or 
anxiety. The key here is that the symptoms are relieved 
by sitting or lying down.

• Postural Orthostatic Tachycardia Syndrome: This is 
defined as an increase in heart rate of over 30bpm 
caused just by changing position. Tachycardia alone is 
defined as a resting heart rate of over 100bpm, so an 
increase of 30bpm for many people would see their heart 
rate climb over the 100bpm mark. 

The above three symptoms carry massive practical 
importance for working with, and designing programs 
for, hypermobile clients. The first thing to consider is the 
emotional impact these symptoms can have on a client, who 
may already be very nervous at the prospect of exercise, or 
just movement in general. 

Perhaps they are totally terrified of movement, due to 
the repeated negative experience they have with injury and 
pain. Imagine this in conjunction with blinding head rushes, 
or a racing heart - especially if they are not expecting to feel 
this way. How does this affect their belief that what they are 
trying to do is worth going through the fear and physical 
difficulties they are experiencing?
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We must do all we can to reduce their fear of physical activity, 
and their fear of their own body (this will be discussed at 
length in the chapter on Kinesiophobia). This is of utmost 
importance if we are to have a positive impact on their pain 
levels and, subsequently, their quality of life. It is a good idea 
to speak explicitly about this issue with the client - firstly, to 
establish whether they have a history of experiencing the 
symptom in question; secondly, so that if it happens during a 
training session, we can be calm, controlled and reassuring, 
as this helps to normalise what the client is experiencing. 
Often, reassuring someone that they are not inherently 
“broken”, or that what they are experiencing is not just a case 
of them being at the mercy of random negative events, is one 
of the most important aspects of our role.

Good programming can also help to reduce the likelihood 
of their symptoms occurring. If you suspect autonomic 
dysfunction to be an issue for your client, check your 
programming for any unnecessary postural changes.

A simple example of this would be to group all of the 
floor-based exercise together, all of the standing exercises 
together, and so on. From an anecdotal standpoint, I 
would also be acutely aware of how much intra-abdominal 
pressure is needed to perform heavy compound 
movements. We know that high intra-abdominal pressure 
increases blood pressure in people who do not have HEDS/
HSD; if we take someone who already struggles to regulate 
their blood pressure during an activity as physically 
undemanding as getting up from the floor, we might be 
setting both them, and ourselves, up for difficulties if we 
try to progress them to heavy compounds. Whether or 
not we would actually do this with someone who has a 
hEDS/HSD is a serious question, which would rely on many 
different factors, individual to the client. This is where it 
helps to consider the highly functioning versus life-affected 
categories from before. For example, whether a client is 
struggling just to get through their days without repeated 
severe dislocations, or they simply need to try and improve 
tissue resilience and resistance because their activities 
demand it.

FATIGUE
Fatigue is an often-overlooked part of hEDS/HSDs. 
Unfortunately, it proves a very difficult problem to solve. The 
underlying mechanism of fatigue in those with hEDS and 
HSDs as a whole is not fully understood. Our current best 
understanding of fatigue is that it is due to a combination of 
autonomic disturbance, anxiety and depression (which have 
a high prevalence in the hypermobile) and interrupted/poor 
sleep patterns due to chronic musculoskeletal pain.  

To be quite honest, the vast majority of this work is 
outside our scope of practice as PTs. What we can do with a 
client who is experiencing these problems is treat them like 
any other client who is presenting excessive fatigue. Are there 
some basic behaviour changes they could make to positively 
affect their fatigue? Can we help with their sleep hygiene? 
What is their hydration like? We can recommend that they get 
their vitamin D levels checked, and speak to their doctor to 
rule out issues such as anaemia. The most important thing to 
remember is that even if we can help to some degree, we will 
most probably be unable to solve the issue.
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HORMONES
Hormones seem to be the trendy new topic in health and 
fitness, and EDS/hEDS/HSD have not escaped this. I have 
heard discussions along the lines of “If we reduce their 
cortisol levels their hypermobility gets better.” I would like 
to address these claims as simply and directly as possible: 
We cannot change hormone levels in any meaningful way 
without powerful drugs. As personal trainers, we should 
not be discussing issues like this with our clients. It is, at 
best, misguided. At worst, it is unethical and extremely 
inappropriate to give our clients poor information and 
false hope. Discussing hormone levels and their effects 
are for endocrinologists and their patients, not PTs. EDS/
hEDS/HSD are genetic issues, not hormonal ones. Changing 
somebody’s cortisol levels would not help a client in this 
population even if we had a means of doing so, and I would 
very much like this particular myth to be laid completely to 
rest. We have zero evidence, zero literature, and no plausible 
mechanism for why cortisol would work this way.

That is not to say that other hormones do not have an 
effect on joint laxity and hEDS/HSDs. Professor Howard Bird 
has presented a case for oestrogen and progesterone having 
a greater impact on female patients with hEDS/HSD than 
the equivalent male hormones do in males. It must be noted 
that there is little direct evidence to support this theory, and 
this area has not been well documented in the literature; 
however, there is a mechanism. It has been theorised that 
oestrogen has a stabilising effect on collagen, whereas 
progesterone loosens it, in order to aid the stretching of 
the uterus and abdominal muscles during pregnancy and 
childbirth. As a woman goes through her monthly cycle, 
these hormones are present at varying levels and each 
are elevated or lowered at certain times. Again, this is not 

certain and has not been conclusively shown to have an 
effect on women who have hEDS or a HSD, but it costs us 
nothing to observe our clients to see if they experience any 
effects.

If we track both the client’s menstrual cycle and their 
pain levels/dislocation frequency, is there a correlation? Do 
their pain levels or dislocations cluster at a particular time of 
the month? Bear in mind that doing this would not serve to 
prove or disprove Dr Howard Bird’s theory, but it might give 
us a rough guide to how best to programme. It might give us 
an idea of when to push the client a touch harder, or when to 
back off. Maybe they have a particular joint, or joints, with a 
high dislocation risk, so it makes sense to avoid working that 
area hard or through a larger range of motion at a certain 
point in the client’s cycle.

One final area that may be worth considering is whether 
the client is using hormonal contraception. There are many 
different types, which have differing effects on a woman’s 
hormone levels. It is beyond the scope of this guide to 
discuss them all, but it my be worth paying attention if 
your client is on a progesterone-based contraceptive; 
if their symptoms are particularly bad it may be worth 
recommending that they speak to their doctor.

Once again, we cannot be certain of any of this. Do 
women have worse symptoms of hEDS/HSD due to 
hormonal differences, or is it due to their naturally greater 
range of motion compared to men? Is it down to women 
being more likely to seek help and treatment for issues 
related to hEDS/HSD? Is there a social reason why they are 
happier to seek medical care than men? There is a lot more 
work to be done in this area before we can answer these 
questions with any kind of certainty.
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ANXIETY AND BOWEL
The final symptoms we are going to discuss are so closely 
connected to each other in hEDS sufferers that it only seems 
appropriate to examine them together.

There is clear evidence that hEDS and various types of 
HSD correlate strongly with anxiety, of varying types. This 
correlation is so strong, it has been suggested by some that 
joint hypermobility should be included as a risk factor in 
assessing people with anxiety. The causes of anxiety are 
highly individualised, and include a myriad of factors that 
it would take a whole other volume of this book to fully 
explore; if you are interested in further reading on this topic, 
refer to the appendix. However, for simplicity’s sake, we can 
look at this brief shortlist of some causes of anxiety, namely: 
pain, fear of movement, poor sleep, catastrophising, 
genetics, autonomic dysfunction. 

What about the practical implications of this correlation? 
The main point to remember, if you have a client who 
presents with hEDS or a HSD, is to be aware that they may 
experience some degree of anxiety and this will potentially 
have knock-on effects in terms of their training, pain levels, 
and kinesiophobia. To take in the bigger picture, we must 
consider the impact anxiety can have on someone’s lifestyle 
and quality of life, even without all the confounding issues 
that come with hEDS/HSD.

This are is often overlooked when helping those 
with hEDS/HSD. Once again, we must acknowledge the 
limitations of our scope of practice and realise, whilst we 
certainly have a role to play (particularly when it comes to 
helping to reduce their movement-based anxiety), we must 
know when to refer out to an appropriate psychologist. 

As well as correlation with hEDS/HSD, we also know from 
related literature that depression and anxiety correlate 
strongly with chronic pain. This adds yet more weight to the 
argument that those with a HSD need to be considered in 
the same category as those with chronic fatigue syndrome 
or fibromyalgia, and treated accordingly. 

Helping clients who suffer from anxiety and/or 
depression is, by itself, enough to cover an entire book. 
We will be talking further about anxiety in the Kinesiophobia 
section; for now, rather than trying to cover it too briefly and 
failing to do the topic justice, I would just recommend that 
you remain aware of it as a potential issue for those with 
hEDS or HSD.

There is also evidence to suggest that people with 
hEDS or a HSD get symptoms similar to IBS. The reason for 
this being discussed alongside anxiety is that digestion 
can be massively affected by emotional stress in many 
people. Trying to tease out what the actual issue is in these 
circumstances can be a near-impossible task, and we are left 
with many unanswerable questions. Are the IBS symptoms 
caused by depression or anxiety, or is it a physical issue with 
the increased laxity of the bowel (as one theory goes)? 

People with hEDS or HSD also have a greater risk of 
prolapse, bowel perforation and hernias (though this is 
more common in the classical and vascular types of EDS 
rather than the hypermobile type). This is, of course, a long 
way beyond our scope of practice, but being aware of this 
potential risk is essential. It gives us some very practical 
programming information - is asking the client to use a 
high degree of intra-abdominal pressure a good idea? Does 
it increase the risk of the above complications occurring? 
These are, again, unanswerable questions; however, as we 
bring this section to a close, consider just how important it 
would be to know whether your client has a history of these 
issues. There would be nothing that would more powerfully 
reinforce the fear of exercise, movement, and indeed their 
own body, than an injury on this scale. It would also just 
about guarantee that you would never see them again.

The symptoms covered here can be considered an 
overview at best. The range of symptoms that can be 
experienced, across hEDS, HSDs and JH types, would fill 
several textbooks. The ones covered above are the most 
common, and those that will have the biggest impact on us 
as PTs. It is of utmost importance that we have a good grasp 
of whatever symptoms our clients are facing, if we are to 
play an effective role in improving their quality of life and 
delivering a truly impactful training experience for them.
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PAIN, MOVEMENT AND PROPRIOCEPTION
Now that we have explored the general symptoms associated 
with hEDS and HSDs, we can now take a deeper look into the 
more specific areas and issues that we will run into in the 
course of working with these populations. In this section, we 
will be taking a look at the interaction between pain, tissue 
damage and proprioception, before moving on to explore 
how reducing kinesiophobia, anxiety and catastrophising 
plays an often-overlooked role in helping clients improve 
their quality of life.

In my practice, I often think that those with hEDS/HSD are 
an astoundingly accurate representation of the bio-psycho-
social model of pain. Both the literature and practice shows 
us that they regularly present with issues in each of these 
areas, all aggressively overlapping and interacting. From this 
point there is a larger amount of speculation than would be 
ideal; as discussed at the beginning of this guide, despite the 
recent advancements in diagnosis there are still a lot of gaps 
to fill regarding treatment; especially on the application of 
exercise to this population. I have used a variety of related 
literature to create some of the theories that inform the 
following sections, and will always be explicit about a theory 
or piece of information not being scientifically proven.

If we are to positively impact a client’s quality of life 
whilst staying within our scope of practice, we need a better 
practical understanding of what may be happening when a 
hypermobile person moves their body. For an individual with 
hEDS/HSD, the physical structure of their tissues and their 
increased risk of tissue damage plays a major role in their 
experience of movement and pain, and this is covered in the 
literature on hEDS/HSD. However, it is at best an incomplete 
picture. We have to remember that those with hEDS or a 
HSD often have chronic pain, and we know from the study of 
chronic pain that this goes a lot further than simply stating 
that a tissue is damaged and needs to heal.

I like to frame this in terms of “hardware” (muscles, bones, 
tendons etc.) and “software” (the brain and nervous system). 
Whilst the reality is a lot more complex, and there really is no 
such thing as a simple dividing line between the two, it can 
make it easier to understand some of the different aspects of 
hEDS/HSD and pain we will be discussing. 

Let us start by looking at the “hardware”. The term 
joint instability is used a lot, often inappropriately in my 
opinion. In a normal person, joint stability is provided by 
the surrounding ligaments, muscles and bony structures, 
and by definition some joints are less stable than others; for 
example, we can compare the hip (a stable ball-and-socket 
joint) to the shoulder (a large and complex joint with a huge 
variety of movement options). Generally speaking, the more 
unstable a joint is, the more movement it has, and vice-versa. 
So, how does this apply to someone with hEDS/HSD? There 
are two potential causes of joint instability in this population:

1. There is an increased likelihood of having abnormally-
shaped joints: An interesting example of this would 
be looking at the Marfanoid body shape, which was 
briefly mentioned earlier. Certain abnormalities of bony 
structure create a specific body type, recognisable by 
looking at ratios of limb length or arachnodactyly.

2. Laxity of supporting soft tissues: Those with hEDS 
or HSD have increased elasticity of the supporting 
soft tissue surrounding their joints. This increase in 
laxity decreases the stability of the joint, leading to 
a reduction in their control over the joint. The tissue 
also requires less force to become damaged (more 
on this later). All of this contributes to dislocations, 
osteoarthritis, other degenerative joint conditions, and 
possibly pain.

It is an interesting point to note here, if we look at those 
people who have joint laxity, who score highly on the 
Beighton score but do not meet the criteria for hEDS; this 
could simply be down to the difference in all of their bony 
structures, and not a genetic flaw or fault with collagen 
- hence the asymptomatic JH types who present with no 
systematic symptoms.
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DEALING WITH FORCE

Those with hEDS/HSD struggle to deal with force, which can 
be easily seen in the eccentric portion of a lift. We can break 
down our daily movement into a very simple description: 
when we move, our tissues must both absorb and 
produce force. For someone with hEDS/HSD, it is not that 
straightforward. If you refer to Figure 1, you can see that if 
we ask someone with hEDS/HSD to absorb force, often we 
are more or less left with the following two options - neither 
of which lead to a particularly favourable outcome:

Route One
Their soft tissue absorbs the force, similar to how a normal 
person’s tissue would. However, the issue is that their 
tissues are less resistant and less resilient, and so it takes 
less force to cause tissue damage. What degree of force can 
be considered as beyond that person’s current capabilities? 
This is entirely relative to the individual in question. For 
someone who does not have hEDS/HSD, that degree of force 
could be quite high; however, for the populations we are 
discussing, it could be something as simple as going down 
some stairs.

Route Two
Their soft tissue DOES NOT absorb the force. Those of us 
who have coached people with hEDS/HSD before might 
recognise the physical manifestation of this, which is that 
the person struggles to control a lot of their movements. 
They may use a bouncing motion to transition from the 
eccentric to the concentric phase, or they may “turn off”, 
and allow gravity to drop them through the eccentric phase. 
Imagine somebody standing at the top of a squat, and 
rather than lowering themselves with control, they simply 
drop downwards and bounce back up. Maintaining the 

necessary degree of control over the eccentric phase is very 
taxing for somebody with hEDS/HSD, so this is a practical 
example of the tissue failing to absorb the force - not 
“braking”, as such - and so this force must go somewhere 
else. This is where we can make an argument that this 
force may redirect in such a way as to cause a dislocation, 
so the chances of this type of injury are notably increased. 
Traumatic joint dislocations are a very common and 
extremely distressing symptom of hEDS/HSD, which often 
(and understandably) results in kinesiophobia. 

Unfortunately, similar problems occur when it comes to 
creating force (Figure 2). When a person with hEDS/HSD 
needs to create force, they contract their muscles and 
produce force to act upon a joint, in the same way a normal 
person would. However, due to their hEDS/HSD, their soft 
tissues are inherently lacking stability - either due to the 
extra extensibility of the tissue, or due to the differences 
in their bony structures as well discussed earlier - and so 
they must work overtime to create and maintain what 
stability they can. On top of this effort, the tissue must also 
produce enough force to move the joint as first intended, 
and so we often end up with a significant drop in output. 
If, on the other hand, the joint is not stabilised by the soft 
tissue, and the priority is strength of output, we have the 
increased risk of dislocation again. As you can see, when we 
consider even the very basics of movement, somebody with 
hEDS/HSD finds themselves in something of a Catch-22. 
We must remember that for many people with hEDS/HSD 
this is not just about how they produce and absorb force 
in the gym; they can dislocate and injure themselves from 
simple everyday movements, with little to no warning or 
provocation.

FIGURE 1
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If you refer to Figure 3, you can see how what we have just 
discussed might manifest. Beginning at the top left with 
Force and Movement, we have tissues being less resistant 
and less resilient, leading to the potential for injury and 
microtrauma. On top of that, we have slower recovery 
times - and if somebody is recovering from soft tissue 
damage for a longer period of time than usual, it increases 
their chances of repeated re-injury, as well as new tissue 
damage if they attempt to continue certain movements. If 
we have tissue damage, we have potential for pain; when 
we are in pain, we often have less inclination to move. This 
can begin a whole cascade of issues, in the context of both 
“hardware” and “software”. Our proprioception decreases. 
We begin to decondition, meaning it takes even less force to 
cause tissue damage. The psychosocial factors around pain 
start to build - whether that is fear and anxiety around the 
movement itself, or an increase in the brain’s perception 
of what kind of force and/or movement is potentially 
“dangerous”. It is all too easy to become stuck in this 
positive feedback loop of potential damage.

FIGURE 3
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“SOFTWARE”
Up to this point we have only really 
discussed “hardware” e.g. tissues, and 
some of the potential roles they may 
play in movement, injury and pain. 
However, this is only a tiny piece of 
the picture we need to build in order 
to help those with hEDS/HSD. If we 
are to give them the best advice and 
support possible, we must look at how 
the brain and nervous system come 
into play. To do this, we need to start 
by looking at proprioception. The key 
to understanding proprioception is 
understanding how the brain maps 
our movements. The more we move a 
given body part, or perform a certain 
movement skill, the bigger and more 
detailed our brain’s map for that body 
part or movement becomes. Maps im-
prove and grow when they are repeat-
edly stimulated by activity, such as 
learning to ride a bike, throwing a ball, 
performing a goblet squat and so on. 
We have all experienced this process 
thousands of times, in everything we 
do. The quality of your maps is what 
creates your sense of proprioception. 
There is interesting evidence to show 
that those with hEDS/HSD have re-
duced proprioception. However, there 
is a lack of clear evidence demonstrat-
ing why this is the case. That being 
said, it is possible to draw up some rel-
atively sound ideas by pulling together 
slightly different lines of research. 
We do know that people with hEDS/
HSD are likely to be in some degree of 
pain; we also know that pain reduces 
proprioception. Put simply, the brain 
prioritises the pain over the proprio-
ceptive feedback, and this causes the 
movement map to become “clouded”. 
Unfortunately, this is where we hit 
another Catch-22, because poor pro-
prioception increases the likelihood of 
pain. Remember, pain is not a received 
signal: it is a calculation that the brain 
makes based on a wide variety of 
information, encompassing everything 
from current circumstances to distant 
memories. So, when a movement map 

is “clouded”, the brain has less infor-
mation to work with and therefore less 
control over the relevant body part 
and movement, which contributes to 
its perception of a threat - as lack of 
control may lead to to damage. Pain 
also lessens our inclination to move, 
and the less we move, the less proprio-
ceptive feedback we receive. This, in 
turn, means poorer quality maps and 
further deconditioning.

Interestingly, the above points can 
also apply to a lot of chronic pain cas-
es. I will later be going into the details 
of my own viewpoint that we should 
view hEDS/HSDs in a similar way to 
other chronic pain conditions.

There is another major factor that 
I believe plays a big role in why those 
with hEDS/HSD have poor proprio-
ception: every time they move, they 
move in a slightly different way. Let 
me explain this further. When a normal 
person needs to learn a movement 
skill - for instance, throwing a ball - we 
initiate a task in the brain, the neural 
patterns fire, and the movement is 
executed. When we do this repeatedly, 
our maps improve through continuous 
feedback and so we get better at that 
skill. It becomes more efficient, more 
streamlined, more accurate, etc. In 
people with hEDS/HSD this process 
potentially works somewhat differ-
ently. I feel it is important to point 
out that the following is has a large 
degree of speculation. The task is still 
initiated in the brain, but the pathway 
to that movement happening can 
occur in any number of different ways 
each time it is executed, so the skill 
cannot be grooved as successfully. The 
metaphor I like to use to clarify this is 
as follows: Imagine you are standing 
by a gate, at one end of a field full of 
very tall grass. You want to cross the 
field to get to the gate at the opposite 
end. Perhaps the first time we do it, we 
simply walk through the tall grass in a 
straight line - A to B. The next day we 
come back, and do it again. 

Every time we walk this path from 
one gate to the other, we wear down 
the grass in a straight line. Do it often 
enough, and regularly enough, and it 
becomes an established path.

Now imagine a person with hEDS/
HSD standing by that same gate, 
at one end of a field full of very tall 
grass, wanting to get to the gate at the 
opposite side. They could walk through 
that field in a million different ways. 
The first day might be a straight line. 
The second day could be a curved line. 
The third day they might walk in a zig 
zag, or a spiral. The result? They never 
walk the same route often enough 
to wear down the grass. Even if they 
do occasionally manage to walk in a 
straight line through the field, it does 
not happen often enough to become 
an established path. This is why it is 
so hard for people with hEDS/HSD to 
develop their proprioception: they 
are never really practising one skill, 
they are practising a slightly different 
skill every time. From a practical 
standpoint, it is interesting to note that 
for someone who has hEDS/HSD, all 
of these potential movement options 
are equally valid and it is just about 
impossible to differentiate between 
them. They cannot clearly feel the 
difference between each movement - 
which is, of course, exactly what poor 
proprioception is.
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if we also take into consideration the observation that 
those with hEDS/HSD are generally able to still find ways 
to complete gross movement tasks, even when they are in 
pain. Typically, people who are injured move less. Those with 
hEDS/HSD may also move less, but only in specific ways. It 
may be their increased tissue laxity that allows them to find 
different ways to perform the task, and those compensations 
contribute to the development of more overuse injuries, due 
to specific areas having to work harder. The final piece of 
his puzzle is the idea that a person with hEDS/HSD’s ability 
to compensate, albeit in very subtle ways, allows them to 
perform movements way past what would be a normal 
fatigue point. Could this increase the chance of injury due to 
the excessive increase in workload?

All of these potential mechanisms are, as I said earlier, 
informed speculation at best. Verifiable mechanisms behind 
why hEDS/HSD sufferers experience the things they do will, 
hopefully, be discovered in the not-too-distant future. From 
here we are going to move into a discussion on why those 
with hEDS/HSD are significantly more similar to several 
chronic pain populations than we may think. It is simply 
not enough to look at the physical nature of a person’s 
movement; how the brain controls that movement, and 
why it chooses to move in one way over another must be 
considered too. It is the interaction between “hardware” and 
“software” that we need to investigate, not choose one at the 
expense of the other.

So, why do these different movement options actually occur? 
This is another question to which we have no concrete 
answers, and what follows is my best effort to explain based 
on the literature we currently have available. Is having so 
many different movement options due to a lack of skill? 
This is where we could make an argument for it being a 
positive feedback loop in action, e.g. the movement skill 
is never developed, therefore we never have the skill to 
move in one controlled way. It could be the brain’s way of 
spreading load across a wider variety of muscles and joints 
due to decreased tissue resilience. If we refer to Fig. 4, we 
find an updated version of our previous map. We start, as 
before, with force and movement; but now, to bypass the 
issue of reduced tissue resilience, we have lots of movement 
options we can use to spread that force, or workload, over as 
many joints and muscles as possible. We may preferentially 
use areas with more relative stability than others. In the 
literature, this preference is called compensatory relative 
flexibility, the theory of which states that movement occurs 
more readily at a joint with less stiffness, than it does at a 
joint with relatively more stiffness. Hardly groundbreaking, I 
know. It is not a theory I’ve ever particularly liked, because it 
is so “hardware” focused that I do not believe it does a good 
job of taking all the intricacies into consideration. However, 
if we were to consider a mechanism whereby the brain is 
actively controlling which joints have less or greater relative 
stiffness, it becomes somewhat more viable as a theory. 
The application of this becomes all the more fascinating 

FIGURE 4
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HYPERMOBILITY SPECTRUM DISORDER  
AS A CHRONIC PAIN CONDITION
In the Classifications chapter, 
we discussed the potential for 
misdiagnosing a HSD (and hEDS to 
a lesser extent) - especially when 
compared to a condition such as 
fibromyalgia. The fundamental reason 
that these misdiagnoses occur is that 
there is a large degree of similarity 
between chronic pain conditions and 
HSDs. This has been reduced since the 
introduction of the 2017 diagnostic 
criteria, but it is still a possibility. 
However, while similarities occur, there 
are also some key differences which 
prevent us from truly classifying them 
in the exact same way.

One of the key points from a lot of 
the literature on chronic pain is that 
there is not a 1:1 relationship between 
pain and tissue damage (it is beyond 
the scope of this guide to discuss 
the advances in pain science in vast 
detail. (If this is an area that is new to 
you, I highly recommend reading the 
work of Dr Peter O’Sullivan, Lorimer 
Moseley and Paul Ingram.). The longer 
a chronic pain condition continues, 
the less likely it becomes that the issue 
is a purely structural one; however, 
whilst this is true of something like 
fibromyalgia, one can never fully rule 
out the potential of tissue damage in 
those who have hEDS/HSD, due to their 
decreased resistance and resilience 
of tissues to force as we discussed 
before. Equally, I think it belies the 
research on chronic pain, and does the 
client a disservice, to automatically 
assume tissue damage just because 
they are experiencing pain. Thus we 
are left in an uncomfortable middle 
ground, where we know there is an 
increased risk of tissue damage, but 
this comes wrapped up in all the 
hallmarks of chronic pain conditions. 
The best thing to do is consider 
them to be both someone with an 
increased risk of tissue damage, and 
someone experiencing chronic pain. 
We have already discussed some of the 

potential mechanisms for both tissue 
damage and pain in someone with 
a HSD. Now, if we apply some of the 
markers for chronic pain conditions, we 
start to see a bigger and more detailed 
picture of both the issue at large and 
how we can help with it.

There are many complex reasons 
why an individual can be in pain 
without any tissue damage. To go into 
this at any length and do the subject 
justice is well beyond the scope of this 
small book. However, there are three 
systems that I would like to briefly 
touch upon that do play a significant 
role in chronic pain, and so could be 
relevant for those with hEDS/HSD. 
These are: Descending Modulation, 
Peripheral Sensitivity and Central 
Sensitivity. Descending modulation 
dictates how sensitive the brain is 
to different stimuli. In some cases, 
people can become more sensitive 
or less sensitive, and in chronic pain 
conditions people can become “stuck” 
in an over-sensitive state. What dictates 
how sensitive someone is is reliant 
on a number of different factors. 
Central and Peripheral sensitivity are 
two different but related systems. In 
peripheral sensitivity, our periphery are 
stimulated, the better they can become 
at detecting danger over time (though 
it actually less a case of becoming 
“better”, as much as it is of becoming 
over-sensitised, becoming like a smoke 
alarm that goes off every time you 
make toast). In central sensitivity, the 
response does not equate to the input 
coming in; this can often manifest in 
unexplainable “flare-ups” after what 
may appear a seemly normal activity. 
The practical application of how 
these three factors relate to those 
with h/EDS/EDS/ HSD is yet to be fully 
explored. However it those individuals 
where clearly chronic pain is present 
without obvious tissue damage it is 
important to bear these in mind. As 
I have said above we obviously don’t 

treat pain, but we can definitely have 
a role helping clients become more 
educated around what their sensations 
may mean. This is particular important 
for those with EDS/ hEDS/ HSD as 
they are regularly “signed off” from 
physiotherapy with the advice to now 
just “manage” their pain. I believe 
we can help with that management 
process. Wether it is specific exercise 
that do help them become more 
resistant to tissue damage, education 
on what different sensations and pain 
episodes may mean or encouraging 
them to keep symptom diaries so 
they can start to identify patterns and 
hopefully regain a little control over 
their average daily life. 

LEARNED RESPONSE
The first point I would like to 
address is how pain can become a 
learned response based on previous 
experiences. This is often forgotten 
when it comes to dealing with the 
hypermobile, but it should not be 
overlooked if some who has HSD/
hEDS/ EDS has been in pain for a 
significant length of time. As personal 
trainers, we can play a significant role 
in helping with this issue by creating 
pain-free movement experiences for 
those clients. This will also help to 
reduce the fear and catastrophising of 
movement.

KINESIOPHOBIA, CHRONIC PAIN AND 
MISUNDERSTANDING
People with chronic pain conditions 
of varying descriptions report feeling 
misunderstood, or feel like they have 
had the seriousness of their pain 
dismissed. Unfortunately, as some 
of the advancements in pain science 
trickle down to the public, whether 
by poor explanation or incorrect 
interpretation, people are taking it 
that medical practitioners are saying 
that the pain is “just in your head”. 
While this is technically true, as pain is 
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always in the brain, this is not another 
way of saying that the pain is not 
real. It is very real indeed, and this 
misunderstanding is a massive failing 
and one that is doing a lot of harm.
Those with hEDS/HSD are no different 
in this respect. It is well documented in 
the literature that they regularly report 
having their condition misunderstood 
and dismissed when they try to 
seek medical attention. This is an 
unfortunate consequence of the issue 
I have been referring to throughout 
this guide: that hEDS/HSD are still 
not fully understood, and if you do 
not fully understand a condition it is 
extremely hard to give appropriate 
treatments. What makes this even 
worse is the fact that if someone seeks 
medical attention and does not receive 
appropriate treatment, or feel that 
they have been taken seriously, it can 
- and does - have a legitimate impact 
on their chronic pain symptoms. It 
was actually the reporting of this 
misunderstanding that contributed 
to the newly revised 2017 diagnostic 
criteria. Here, it is important to stress 
again that chronic pain is affected by 
more than straightforward “damage”. 
Fear and catastrophising play a major 
role, and there are few things that 
will increase both of them so much 
as repeatedly trying to get help and 
being misunderstood, dismissed, 
or experiencing repeated failure of 
treatments. This leads us nicely into 
one of the biggest barriers that we 
face with any hypermobile client: 
kinesiophobia.

Kinesiophobia literally means 
“fear of movement”. Whilst personal 
trainers are not qualified to treat pain, 
we can have a significant positive 
impact on a client’s kinesiophobia. 
Repeated re-injury and chronic pain 
understandably leads people to 
become terrified that if they move, 
they will “trigger” the problem again. 
A point to note here is that those 

with hEDS/HSD often talk about their 
own body and their pain as if it were 
a separate entity from themselves, 
which has interesting ramifications 
for their self-efficacy and locus of 
control. If their body and their pain is 
not under their control, then they are 
a passive participant - not someone 
whose action can affect the outcome 
they so desperately want. Our ability 
to reduce their kinesiophobia will 
depend hugely on our ability to 
communicate ,and our ability to 
program and regress movements to 
a level that they don’t feel as scared 
by. One of the barriers here is that 
everyone will respond in different 
ways when asked to perform a task 
that they are uncomfortable with, or 
even terrified of. If we want a client 
to make progress, working around 
- or through - the fear of a particular 
movement will be a necessary step. 
There is a fine line between saying we 
are going to “treat” or “deal with” their 
kinesiophobia - as making such a claim 
and taking such an action is beyond 
our scope of practice - and identifying 
what movements they appear to be 
fearful of, and working out whether we 
want to build their tolerance to that 
movement, avoid that movement, or 
both. We must be careful of how we 
explain our intentions and what course 
of action we take. We can help, we can 
offer suggestions; we cannot treat.
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To find an effective solution in such cases I recommend 
going through the following questions:

1. What movement(s) do they seem nervous or scared of?
2. Why are they fearful of that movement? Do they have 

an injury history in that location? Is it an area that 
frequently dislocates? Are they aware of how their fear 
changes their sensation of movement?

3. Does working on that movement have a good 
risk:reward ratio? Have you discussed this with your 
client?

4. Can we regress the movement until the fear decreases?
5. What is a realistic improvement to look for?

One of the hardest things to establish is to exactly what 
degree a client is experiencing kinesiophobia. As I said 
before, this is where the relationship we build and how we 
communicate with the client are of utmost importance. 
It is very important, particularly in the early stages of 
working with a client, to create an environment where we 
give them the best chance to feel comfortable exploring 
movements they may have been avoiding for some time. In 
addition to this, it is vital that we give them permission to 
express and explore what may seem, from the outside, to 
be quite irrational thoughts and fears around movement. 
If, from the very beginning, we make it explicitly clear to our 
clients that they do not need to hide anything from us, it 
lays the foundation to start redeveloping their confidence; 
however in early sessions your client may not necessarily 
be forthcoming with their deeper feelings, as they still need 
to get to know you and build trust, and this is where our 
observational skills come into play.

Look at their body language and their facial expressions. 
How do you think they are feeling about the movement 
they are about to perform, or are currently performing? 
Remember, it doesn’t matter if this is a squat, walking 
together, or them getting out of their car. Look for key signs 
of discomfort. Are they using excessive tension to perform 
a movement? Perhaps they are clenching their fists, or 
their shoulders are hunched over. Are they holding their 
breath sporadically? If so, do they seem to be doing it in 
an attempt to feel more stable, or is it a fear response? Is 
it both? Conversely, has their breathing increased beyond 
the expected rate for their current level of exertion? Has it 
become ragged, or inconsistent? Remember, their breathing 
rate may have become excessive due to nerves, but it 
may also be due to autonomic dysfunction as discussed 
earlier. Are they trying to avoid performing the movement 
by stopping early, or using social diversionary tactics i.e. 
having a drink, starting a conversation? Look at their facial 
expressions. Are they scared? Uncomfortable? Worried?

We almost need to become a detective, of sorts. Look for the 
clues and cues, and try to come to a conclusion on how they 
are feeling. Then, the most important thing to do: ASK.

“Please correct me if I’m wrong, but I sensed that you 
seemed quite nervous performing that movement and I 
thought it was best to check in. How are you feeling?”

It is never a bad thing to start an open, client-centred 
dialogue. It help us to gain a better understanding of how 
the client feels, and it lets them know that we care about 
more than just the amount of weight they are lifting or how 
much time is left on the session. 

I think our role here can be summarised as “tour guide”, 
for movement and sensation. We can help to normalise what 
they are experiencing, and help them to feel “reconnected” 
to their body, allowing them to feel that it is something they 
have control over - not something they are at the mercy of.
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STRETCHING, MOBILITY AND TIGHTNESS
Of all the questions I am asked about 
hEDS and HSD, questions about 
stretching are the most common. 
The topic of stretching - what are we 
actually doing when we stretch, and 
should we be doing it? Is it a good 
thing? etc. - has been questioned more 
and more over recent years. When we 
try to apply such questions to those 
with hEDS/HSD, things become  
doubly complex.

Interestingly, people who are 
hypermobile often report feeling 
“tight” - despite how odd it seems that 
a group of people who are defined 
by their excessive range of motion 
actually have a significant sensation 
of tightness or stiffness. The key to 
this rests in the word sensation: this 
is where we need to get our detective 
hat on again, and consider whether 
the client genuinely has a restricted 
range of motion and feels “tight” 
because they are reaching end range, 
or if they are experiencing a subjective 
sensation of “tightness” when their 
range of motion is normal or excessive. 
In either case, what the client is feeling 
is subjective by its very nature and 
cannot be measured - so, what is 
informing that sensation?

We used to think that stretching 
would literally lengthen the muscles. 
This theory is called “plastic 
deformation”, and although it is 
technically possible (you have to do 
an unbelievable amount of stretching 
to achieve a tiny difference, though) 
for most people the increased ROM 
develops because the nervous 
system becomes more tolerant of a 
new position. Whilst stretching does 
increase ROM, it doesn’t have a big 
impact on the subjective sensation 
of tightness. Nowhere is this more 
apparent than in those with hEDS/
HSD - more often than not they have all 
the ROM they could possibly want, but 
still feel tight. This is where I feel many 
people make a key mistake: “Oh, you 

feel tight? Right, time to stretch!”
If we stretch someone who has hEDS 
or a HSD, what are we actually doing? 
Are we increasing their ROM? Is that 
even a desired effect? Personally I feel 
that this, at best, is a waste of valuable 
training time, and at worst it could be 
actively detrimental. The last thing 
a hypermobile person needs is more 
mobility and a greater ROM.

Perhaps the sensation of tightness 
is protective tension. We can make 
a fairly plausible argument that the 
extreme ROM and lack of control 
experienced by those with hEDS/HSD 
causes the brain to give us a subjective 
experience of tightness, in an effort 
to get us not to use that excessive 
uncontrolled range. In spite of this, 
we still need to go about attempting 
to relieve or reduce this sensation of 
tightness; at the end of the day, nobody 
ever said “I feel comfortably tight.”

Following the notion that it is 
protective tension, moving with 
good control through a full range of 
motion, with an appropriately scaled 
load, should be our first port of call. 
We could, temporarily, explore soft 
tissue work involving the use of foam 
rollers, massage ball etc., but beyond 
this creating a brief sense of relief 
from the feeling of tension our training 
time would, most likely, be better 
spent on activities that actually have 
measurable effects.

STEPHEN’S STORY
Stephen told me about his rigorous stretching routine, which he had 
undertaken for years in an attempt to stretch out the sensations of tightness 
- bordering on pain - that we was experiencing in various locations all over his 
body. One of the worst locations was his hip flexors, particularly if he tried any 
sort of running. He was forever stretching his quadriceps in a desperate attempt 
to relieve this extreme discomfort. I explained to him that most of the quadricep 
is basically unstretchable, and even if this were not the case it was unlikely to 
help him. So, what was the solution? We developed a series of knee flexion 
drills, based on gradually increasing demands. When followed thoroughly, this 
significantly reduced the sensation of tightness and allowed him to partake in a 
variety of sports that required running or sprinting without experiencing pain.
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COACHING
What follows is a step-by-step guide on how to work with 
clients who present with any degree of hEDS/HSD.

Step One: Assessment
Does this person have an existing diagnosis? If so, is it hEDS, 
or another form of EDS? Is it one of the HSDs?

This phase is absolutely essential. The decision we 
make will vary enormously for someone who has hEDS 
vs Asymptomatic peripheral JH vs EDS vascular type for 
example. We must gain more information than “I have a 
hypermobile client”. 

If they don’t have an existing diagnosis, we must 
recommend that they go and discuss it with their GP. If 
necessary, send a clear and concise letter with them, as 
we cannot rely on a GP’s knowledge of the spectrum of 
hypermobility. That is not a criticism of GPs, far from it; 
it is simply a reality of the average knowledge of these 
conditions. Beyond that we need to make full use of verbal 
and written questionnaires to find out as much as we can 
about this person’s day-to-day symptoms, as well as their 
injury history. We need to know about any areas that are 
causing them pain, as well as any areas that are known to 
dislocate or have dislocated in the past. We must avoid, at 
all costs, putting someone through a movement where they 
may dislocate.

Step Two: What are we hoping to achieve? What is realistic?
Being transparent and honest is very important. We should 
never promise that we will be able to somehow “cure” their 
condition, or stop them from dislocating, or any number of 
other ridiculous claims. Ultimately the client’s response to 
the questions in Step One will dictate the answers to Step 
Two - there will be some clients for whom some careful 
exercise prescription could go a long way to reducing a 
number of their physical symptoms, and others with a more 
severe condition for whom ultimately we can only hope for 
minor improvement. The bottom line here is that no matter 
what type of client we get, we can certainly play a role in 
improving their quality of life but we cannot be the only 
professional to be doing so.

Step Three: Applying the Principles
There are many different ways to successfully program for a 
hypermobile client, just as there are many different ways to 
successfully program for a “normal” client. These are the six 
key principles that will underlie most successful programs 
with hypermobile clients.

1. Breaking “boom and bust” cycles. 
Boom-and-bust cycles happen when a client’s chronic 
pain or injury continues in a positive feedback loop. For 
example: They are in pain > The pain dissipates > They 
understand they should do some exercise to help in 
the future, and are so excited about their pain reducing 
that they engage in larger quantities of exercise than 
they would have otherwise > They experience pain, or 
an unfamiliar sensation they perceive as potentially 
dangerous > They go back to not exercising or moving as 
much > They are in pain. 
Every time they go through this cycle, more and more 
deconditioning takes place, and their catastrophising 
and kinesiophobia is reinforced. If we can gently guide 
them back to regularly exercising and using their body 
without excessive relapses, it can work wonders for their 
perception of how they will be in the future and reduce 
their fears of “being that way forever”. Sometimes just a 
regular sustained period of exercise without significant 
“relapse” is an incredible  achievement. 

2. Education 
Does the client understand exactly what the objectives 
of their training are? Do they know exactly what each 
exercise is going to give them? As well, if clients haven’t 
been given relevant information about pain before, we 
should definitely be directing them towards appropriate 
resources on the nature of pain and, where possible, 
dispel any myths or misinformation they may hold 
to be true. Beyond this, we can act as a tour guide to 
their physical sensations. As they begin to exercise 
- whether it is for the first time, or coming back to 
it - they will experience a lot of unfamiliar sensation.                              
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How they interpret these sensations is of the utmost 
importance; they are likely to interpret them with fear 
and/or anxiety, and so, where appropriate, we can help 
to normalise some of these sensations. The simplest way 
to do this is to create an environment of exploration. If 
they experience a physical sensation they feel unsure 
or worried about, what happens if they keep doing 
the movement? Does it get better? Does it get worse? 
Does it stay the same? Is it still there after a rest? With 
less weight? Encourage them to explore the feelings 
objectively. This allows us to help them move away from 
the knee-jerk fear response, where any and all sensation 
is assumed to be bad or dangerous in some way. They 
less they see themselves as innately broken, the better!

3. Graded Exposure 
We want to grade their exposure to movements which 
may have been, or still are, painful. This will help us to 
see if we can reduce the difficulty of each movement, to a 
point where the client is able to tolerate some degree of 
load, or achieve more ROM in that particular movement 
pattern. Once we establish this point, we can begin to 
scale up from it. Extra attention needs to be paid to any 

areas where the client has previously had dislocations. If 
we can safely develop any strength or stability in these 
areas it is never a bad thing, but whether it can be 
achieved must be assessed on an individual basis. As 
always put first priority is do no harm. 

4.  Fun, relevant, meaningful movement 
When someone has spent much of their adult life being 
in pain, for what often feels like no reason at all, the 
concept of having fun whilst moving is probably a vague 
memory to them at best. If we can reintroduce fun to 
their movement world, it can have powerful effects. 
The reasons for this are multifactorial, but we can 
concentrate mainly on the following. Firstly, it is much 
easier to reduce a person’s kinesiophobia if they are 
happy and laughing.  Secondly, it opens up all kinds 
of possibilities to improve their proprioception, often 
without the need for specific coaching. The caveat 
here is that typical games may provide too much 
uncontrolled - and often reactive - stimuli, especially 
when the client is just starting out. This is not ideal for 
someone who moves poorly, and is prone to dislocation 
and tissue injury. As with everything else, suitability of 
games must be assessed on an individual basis.

5. Control 
As discussed earlier, those with hEDS/HSD can find it 
almost impossible to avoid compensatory movement. 
We must keep this at the forefront of our minds so 
that both our exercise selection and our coaching is 
consistently aimed at keeping each exercise under as 
much control as possible. Do not be fooled: clients often 
look like they move well due to their increased ROM. That 
should NOT be a green flag to move them onto harder 
variations. Progress exercises and volume (see principle 
6) very gradually. Improve control systematically across 
multiple planes, through individual refined ROM. Build 
control of and tolerance to movement above all else. A 
typical example of this would be we need to look for here 
is the eccentric portions of any movements. Instead of 
lowering themselves under control, from, say, the top 
of a squat, it is very common to see hypermobile people 
simply “drop”, using gravity instead, before “bouncing” 
out of the bottom position. We need to cue continually 
for them to maintain control at all times, and for them to 
feel muscle tension as much as possible. 

6. Total volume 
Be wary of the total daily, weekly, and monthly volume. 
The combination of slowed recovery times, tissues with 
less tolerance for force and high sensitisation makes 
it very easy to overwork clients. We want to stop well 
clear of high fatigue. They don’t need to do high volume, 
instead taking work to reap the benefits of regular 
exercise.  Also the more their fatigue increases, the less 
likely they will be to achieve principle number 5 and the 
more at risk principle number 3 becomes. 
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PROGRAMMING
WARM UPS
Normally we are very comfortable delivering mobility-based 
warm ups, because that is what most of our clients need. 
However, those with hEDS/HSD/EDS do not need more 
mobility, they need more stability and more control. The 
warm up is a fantastic opportunity to do that. Our “mobility” 
warm up becomes a “stability” warm up. In addition to this, 
often we need to create a window of opportunity from pain/
discomfort that will allow us to do the appropriate work 
required to see improvements in function. This can also act 
a great opportunity to improve proprioception. Providing 
truly effective and impactful exercise for a client with hEDS/
HSD is a balancing act between their current symptoms, 
their current abilities, and what they must develop in order 
to improve their quality of life. We can divide the work we do 
with a hypermobile client into three categories:

1. Force Tolerance
This type of work is designed to help their tissues
gradually tolerate more and more force, without relying
too heavily on stability. Preferably, the movements we
would choose here would be low skill and low stability
demand. By doing this we hopefully reducing injury risk.
A great example of this would be using a leg press versus
a squat: the leg press is much more stable, allowing us to
load it relatively more due to the increase in stability. Just
for clarity, I am not saying this is where we use heavy
singles or anything of the sort. 

Being more tolerant to force is relative. We aren’t looking
solely at the muscle’s ability to tolerate force, we are 
looking at the client’s ability to tolerate force. That
obviously includes a mechanical element (muscle, tendon 
etc), but it also includes a nervous system component 
(as discussed earlier regarding central sensitisation) 
and a significant emotional element i.e. does the client 
feel confident in what their body can do? Do they see 
themselves as someone who is strong and can deal with 
relatively more intense sensations? Can they build that 
esteem in a safe way? 

Each part is no more or less important than the other. The 
real magic happens when you achieve progress in all three 
simultaneously. 

2. Compound Movement
This is the category most similar to how we train the 
general population. This is where we use exercises like 
squats, deadlifts, pushes/pulls and so on. However, for 
those with hEDS/HSD there is a key difference: we don’t 
necessarily want to load them extensively with these 

movements, particularly when we begin training. 
We use this to develop movement skill more than 
anything else, and leave the tolerance of force to 
movements with less chance of compensation. This way 
their body does not end up working doubly hard, by trying 
to stabilise everything in three dimensions and then 
applying large amounts of force on top of that. For this 
reason it is best to use a medium rep range, so we do not 
encounter compensations as a result of long sets.

3. Endurance Tolerance
This can be a particularly useful category, and typically a 
chance for some more isolated work for specific joints and 
muscles the goal here is to become a little more resistant 
to volume. This shares some relationship with what some 
of us might think of as a “rehab protocol”. As this is high 
rep, we want as little room for compensation as 
possible, so again we want to choose exercises with very 
easily controlled ROM, with low stability demands and low 
compensation potential. Isolation work is the obvious 
choice here. It is another way we can build tolerance to 
movement and force if the gross movements chosen for 
force tolerance are still giving us problems. 

OR

4. Stability
This category will probably feel a little more familiar to 
most of us. This is where we utilise anti-extension, 
rotation and flexion to develop our client’s ability to resist 
external force demands of everyday life. Ultimately the 
primary intention of each of these categories is to make 
daily life easier and that goal should be kept uppermost in 
our minds at all times. 

EXAMPLE PROGRAM
Below is an example program based on an imaginary client 
who has a diagnosis of hEDS. We have identified joint laxity 
in both elbows and both knees. He is also able to put both 
palms flat on the floor. He has a history of dislocations in his 
right hip and general chronic pain in most major joints. 

The reasoning behind each exercise choice will be 
explains as we go through. Remember there is no magic in 
the exercise selection below. The real results will always 
come from the coaching and interactions you have with the 
client, as well as your ability to truly personalise their plan. 

Reps, ranges and sets are absent as they are defined by 
the client’s ability level and the presentation of symptoms on 
any given day. 
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Compound Movement - Higher Stability Demands. Lower 
Force demands 

1A: TRX supported Low Box Step Up
Of all the exercises in this session this is probably the most 
risky and challenging for our imaginary client. Single leg 
gives us very high stability demands in both frontal and 
transverse planes, which we have tried to grade by using 
TRX support. This also could present a high dislocation risk, 
however that is mitigated by us using a very deliberately 
low step which will keep him out of dislocation risk ROM. 
The trade off for these risks however could be great, as he 
has been significantly struggling with the stairs in his house, 
due in part to low confidence, pain and a loss of strength 
(particularly in his right leg) via disuse.

Force Tolerance - Higher Force Demands. Lower Stability

2A: Reduced Range Leg Press
Here the ROM on the leg press is reduced to avoid his risky 
dislocation range in his right hip. This also allows us to load a 
little higher than we would otherwise be able to.

3A: Chest Supported Fixed Weight Bar Row. 
3B: Fixed Weight Bar Floor Press. 

In both these exercises the client is placed in a position with 
more relative stability, with either the floor or the bench to 
support themselves and a reduced ROM. The floor press ROM 
is of course limited by the floor. We can then also use blocks 
to limit the range of the row. Machine based options could 
definitely be used here. 

Stability

4A: Standing Pallof Press 
The standing Pallof Press is used here to challenge the clients 
rotational stability. 

WRAP UP - IF YOU’VE GOT THIS FAR, THEN THANK YOU!

 You have just committed more of your time to your 
continued education and professional development 
than most people. This is, without a doubt, something 
to be celebrated. However, it is important to remember 
that education is meaningless without application. Take 
what you have learned here, think critically about it, put 
aside what is of no current use to you, and start putting 
the relevant parts into action where appropriate. 
Helping clients with the conditions discussed in this 
guide is, in my opinion, one of the most challenging 
populations to work with. It is all too easy to wind up 
chasing your tail and feeling helpless about the issues 
such clients may raise with you. There is a regrettable 
lack of practically applicable information available to 
PTs regarding EDS/hEDS/HSD, so I hope I have gone 
some way in addressing that with this guide.
 As stated at the beginning of this text, this guide 
is not finished - and most likely never will be. There will 
be continuous updates to the information presented 
here as the literature continues to evolve. With any form 
of knowledge, nothing is truly certain; we have only 
degrees of certainty. I have no doubt that in the future 
something I have written here will be proven incorrect. 
As Einstein said: “No amount of experimentation can 
ever prove me right; a single experiment can prove me 
wrong.” I welcome with open arms the day I am proven 
wrong, as then we can move another step closer to 
serving our clients in a better way. You will be the first to 
know about it when this happens!




