Ehlers Danlos basics:    EDS is caused by faulty collagen.  EDS affects your connective tissues
 — primarily your skin, joints (tendons/muscles/ligaments), blood vessel walls and internal organs. 
Collagen, (a mixture of proteins and other substances) provide structure, strength to connective tissue throughout the body.  
EDS affects all aspects of the human body – physical as well as the nervous system.

Symptoms and problems
· joint hypermobility, loose, unstable joints that dislocate easily, (particularly knee, shoulder, and jaw)
· Chronic joint pain or limb pain and clicking joints and cervical (neck) instability (and vagas nerve damage),
 as well as other musculoskeletal problems (myopathy, myalgia, spinal scoliosis, osteoporosis), 
· Tend to develop degenerative joint disease (osteoarthritis) at an early age -  Loss of bone density
· extreme tiredness (fatigue) and possible nervous system symptoms such as headaches and persistent body pains 
 (may lead to adrenal exhaustion or other Autonomic Nervous system dysfunction – SEE BELOW)
· Thin skin that bruises easily and may be very soft  (may also be translucent, blood vessels clearly visible)
· May experience prolonged bleeding (haemorrhaging) after trauma; have poor wound healing.
· May also have excessive fragility of blood vessels, and other bodily tissues and membranes. 
· Early onset of varicose veins, which are unusually widened, twisted veins visible under the skin 
· May have incisional hernia or wound dehiscence (sutures tearing through tissues and failing to hold)
 – do NOT use staples on EDS Patients).  . Post-surgical hernias can occur
· Collagen weakness of the intestines can cause hiatus hernia, constipation / delayed gastric emptying, gastritis and irritable bowel syndrome (functional bowel disorders) and Megacolon (abnormal dilatation of the colon) and other digestive problems, such as heartburn/reflux 
· People with the hypermobile type can develop asthma-type symptoms due to collagen changes in the lungs 
(and possible pneumothorax).
· Dizziness and an increased heart rate after standing up   (POTS)
· Weak collagen can also lead to problems inside the body - problems with internal organs, such as mitral valve prolapse or organ prolapse  and/or, more rarely, abnormal widening (dilatation) of a region of the aorta, the major blood vessel of the body. May have cardiovascular autonomic dysfunction (atypical chest pain)
· problems with bladder control (stress / urge incontinence)
· Autonomic dysfunction - Psychological difficulties can include anxiety and panic disorders - Psychological dysfunction, psychosocial impairment, and emotional problems are common – fatigue and pain exacerbate things. 
· Autonomic Nervous System Problems  (see below)
· May also have flat feet; and or have difficulty swallowing 
· High, narrow palate and dental crowding.  Sensitive gums and teeth. Prone to cavities, 
may have prolonged bleeding after extractions. Susceptible to Periodontitis.
· Local anaesthetics are not effective (Lidocaine/Novocain works poorly = very short duration 
or does not work at all on EDS patients) 
· Fluid effusions into the knees, ankles and elbows is possible 
· EYES:  Photophobic, or may have myopia (near sighted) astigmatism and early presbyopia (crystalline lens of eye loses flexibility, making it difficult to see close objects). May also have detached retina/ectopia (displaced) lenses  
· Pain:  Muscular or myofascial pain (around and between joints) Or Neuropathic pain, or Osteoarthritic
Pain may be exacerbated by Vitamin D Deficiency
· May also have other somatic disorders: chronic fatigue syndrome/fibromyalgia/tension headaches/migraines

Autonomic Nervous System: ANS Dysfunction -   the missing link to EDS
The Autonomic Nervous System (ANS) is responsible for controlling heart rate, blood pressure, temperature, respiration, digestion, ﬂuid and salt balance in blood and body tissues, without your conscious effort. The ANS is made up of two subsystems: the sympathetic autonomic nervous system (SANS) – fight or flight and the parasympathetic autonomic nervous system (PANS) – rest and recover.

Individuals with EDS-Hypermobility can suffer with symptoms that appear to be related to abnormal function of the ANS.  Many of the autonomic nervous system problems associated with hypermobility are characterized by an “over-response” to physical and emotional stresses, which often leads to fluctuations in heart rate and blood pressure, as well as digestive and respiratory symptoms. Sickness, pain, emotional stress, and even fatigue itself can raise adrenaline levels, and acute stresses can trigger adrenaline surges, leaving you jittery, anxious, and even more exhausted. Worse, such surges can trigger an excessive counter-response, causing nausea, sweating, light headedness, diarrhea, and of course even more fatigue. Even sensory stimuli, such as bright lights or loud noises, can trigger an exaggerated or over-response, causing sensitivity to light and sound. Treatment of underlying issues with abnormal function of ANS may help EDS patients. Managing the energy reserves of patients is very important – Pain management, sleep quality and quantity, management of exertion (prevent over fatigue), minimising emotional and other stresses, proper diet and hydration (glycaemic balance), monitoring and managing fluctuations in blood pressure (and optimal blood circulation)

Clinical characteristics.
Hypermobile Ehlers-Danlos syndrome (hEDS) is generally considered the least severe type of EDS, although significant complications, primarily musculoskeletal, can and do occur. The skin is often soft and may be mildly hyperextensible. Subluxations and dislocations are common; they may occur spontaneously or with minimal trauma and can be acutely painful. Degenerative joint disease is common. Chronic pain, distinct from that associated with acute dislocations, is a serious complication of the condition and can be both physically and psychologically disabling. Easy bruising, functional bowel disorders, and cardiovascular autonomic dysfunction are common. Aortic root dilation, when present, is typically of a mild degree with no increased risk of dissection in the absence of significant dilation. Psychological dysfunction, psychosocial impairment, and emotional problems are common.
Diagnosis/testing.
The diagnosis of hEDS is based entirely on clinical evaluation and family history. The gene(s) in which mutation causes hEDS are unknown and unmapped.
Management.
Treatment of manifestations: Physical therapy tailored to the individual; assistive devices (braces to improve joint stability; wheelchair or scooter to offload stress on lower-extremity joints; suitable mattress to improve sleep quality); pain medication tailored to symptoms; appropriate therapy for gastritis/reflux/delayed gastric emptying/irritable bowel syndrome; psychological and/or pain-oriented counseling.
Prevention of primary manifestations: Low-resistance exercise to increase both core and extremity muscle tone for improved joint stability; appropriate writing utensils to reduce finger and hand strain.
Prevention of secondary complications: Calcium, vitamin D, low-impact weight-bearing exercise to maximize bone density.
Surveillance: DXA every other year if bone loss is confirmed.
Pregnancy management: Labor and delivery may progress very rapidly, even in primigravid women. There is no clear advantage to vaginal vs cesarean delivery. Pregnant women with known aortic root dilation should have an echocardiogram in each trimester.
Agents/circumstances to avoid: High-impact activity increases the risk of acute subluxation/dislocation, chronic pain, and osteoarthritis.
Genetic counseling.
Hypermobile EDS is inherited in an autosomal dominant manner. Most individuals diagnosed with the syndrome have an affected parent. The proportion of cases caused by a de novo pathogenic variant is unknown. Each child of an individual with hEDS has a 50% chance of inheriting the disorder. Because the gene(s) and pathogenic variant(s) responsible for hEDS have not been identified, prenatal testing is not possible
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