Statement on Autonomic Dysreflexia
One of the issues the SCI community faces is the lack of awareness of the
seriousness and unpredictability of autonomic dysreflexia (AD) by healthcare
professionals outside of the specialist area of spinal cord injury centres. This is a
particular problem when individuals with a lesion of T6 and above are assessed for
eligibility for NHS Continuing Healthcare. If patients cannot demonstrate a recent
history of significant AD episodes, assessors and adjudicating panels commonly
downplay the risks associated with AD and do not accord it the gravity which they
should. The fact that the incidence of AD can be greatly reduced by well-managed
care, but remains a 'well-managed need' is conveniently overlooked. Moreover, the
views of SCI healthcare professionals are often disregarded. This often leads to a
decision of ineligibility for NHS Continuing Healthcare funding.
We have tried as an organisation to educate and address the issue of AD with
regard to eligibility for NHS Continuing Healthcare, but all too often we end up with
protracted Local Appeals and Independent Review Panels. We have therefore
produced a 'Statement on Autonomic Dysreflexia' which is backed by the
professional bodies of MASCIP (Multidisciplinary Association of Spinal Cord Injury
Professionals) and BASCIS (British Association of Spinal Cord Injury Specialists)
and can be used by our members and Spinal Cord Injury Centre discharge staff in
support of applications for NHS Continuing Healthcare funding.
This statement is provided on the following page.
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Autonomic Dysreflexia in Spinal Cord Injured Patients
There are a number of spinal reflexes that affect the sympathetic outflow and blood pressure, some of
which are useful to people with high spinal cord injury in managing to sit/stay upright. It is the altered, or
abnormal feflexes that become prominent in the chronic situation and it is probably because there are a
number of these, influenced by a number of factors, by lhe passage of time and "oeuroplasticity" and
subject to systemic factors, such ;,s atherosclerosis, that the occurrence and dangers of a condition known
as Autonomic Dysreflexia (AD) can be so variable and unpredictable. A ··track record' is no indication or
guarantee of what is likely to happen.
AD is an unpredictable, potentially life-threatening condition whereby there is a sudden, rapid and
uncontrolled increase in blood pressure (systolic blood pressure can rise >300 mm Hg). It signifies the
paralysed body's response to a problem that the individual, because of their paralysis, cannot perceive or
identify directly, and is triggered by acute pain or some other noxious or non-noxious stimulus experienced
below the level of spinal cord Injury. Provocative factors are diverse and disparate, but include over
distension of the bladder, urinary tract infection, scrotal compression, pressure ulcer and bowel-related
factors.
AD occurs in people with spinal cord Injury or dysfunction and affect_, those with neurological lesions (both
complete and incomplete) at or above thoracic level T6. The resultant acute relative rise in blood pressure
can lead to life-threatening outcomes including cerebral haemorrh,1ge, pulmonary oedema, epileptic
seizure, myocardial Infarction and even death 1.
AD should always be regarded as a MEDICAL EMERGENCY and needs to be addressed immediately�u;,
Mechanism:
Body functions involve central and reflex control systems within the brain, spinal cord and nerve structures.
Connections to the different parts of the body are organised segmentally from the spinal cord - the
sympathetic nervous system connections come from Tl to L2 segments; those to the major blood vessels
(in th·e trunk/abdomen and legs) are from TS to T12/L2 spinal cord levels.
Blood pressure is mediated by modulaling (increasing or decreasing) the sympathetic input to the {smooth
muscles in the walls of) blood vessels causing constriction (narrowing) or dilation, thereby rapidly adjusting
the blood pressure by effectively changing the resistance to blood flow.

When the neurological level of injury is T6 or higher, altered reflexes in the spinal cord, below the level of
the damage, mean that sympathetic activation, including rises in blood pressure, can result from a variety
of Inputs. Such sympathetic activation, can be erratic and unpredictable in both occurrence and severity;
subject to other things affecting the spinal cord and nervous system and also systemic factors, such a.s
infection. Loss of central control (the baroreceptor reflex} compromises, the body's ability to compensate
for changes in poslure or bring down high blood pressure. Baseline blood pressure may also be affected.
The sensing part of these baroreceptor connections remains intact- information comes from "pressure
sensors" in the circulation, via nerves {IX, X cranial nerves) to the control centre in Lhe brainstem. That
control centre can only activate the arasympathetic {vagus) nerve connection to the heart, and none of
Statement on Autonomic Dysreflexla June 2017

