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‘“Living with pain” is a contradiction in 
terms.
Why? If you are constantly in pain, you 
don’thave a life.’ Vanessa Wilson, 65

It’s shameful to live such a way with little way 
of escape. Over the years I have felt the loss of 
dignity and [been] left humiliated by pain.’
Vanessa Wilson, 65

‘There’s such humiliation in pain.’ Claire 
Rayner, OBE, 76

….but my chronic cancer pain is something 

which nobody really wants to know about and 

this results in a feeling of ‘you’re on your

own’.Annalise Sutton, 78

‘I feel like a dog thrown in the middle of a 
street  Anne Sutton, 85

Let’s start……..
Older person’s reflection about pain



Il dolore rappresenta uno dei maggiori 
problemi di salute pubblica

ITALIA - 2004 Indagine (aprile e giugno) 
Intervista random 30.000 persone.

Prevalenza di dolore cronico: 22,8

- 3/4 di loro ritengono il dolore scarsamente controllato. 

La metà degli intervistati ritenevano 

che il loro dolore sarebbe durato per 

sempre.

Fonte: paineurope 2005





Rilevazione del dolore
In 12 pazienti non si è proceduto alla valutazione del dolore; 3 di loro 
non erano in grado di interagire con il medico

•32,7 % dei pazienti (120) con dolore nullo o lieve
–NRS 0 66,6% (80 pz)
–NRS 1-3 33,4% (40 pz)

•67,3% dei pazienti (235) con dolore moderato-severo
–NRS 4 12,3% (29 pz)
–NRS 5 12,7% (30 pz)
–NRS 6 17,0% (40 pz)
–NRS 7 17,8% (42 pz)
–NRS 8 16,7% (39 pz)
–NRS 9 15,8% (37 pz)
–NRS 10 7,7% (18 pz)

Gianni et al, 2009



Trattati (%) Non trattati (%)

NRS = 4 38 62

NRS = 5 30 70

NRS = 6 52,5 47,5

NRS = 7 43 57

NRS = 8 59 41

NRS = 9 62,2 37,8

NRS = 10 61,2 38,8

Percentuale dei pazienti trattati
sulla base dell’intensità del dolore

Gianni et al, 2009



Tipologie di farmaci in uso per il 
trattamento del dolore

Trattati % Di questi il:

NRS = 4 38 91% FANS 9% oppioidi deboli

NRS = 5 30 100% FANS

NRS = 6 52,5 73% FANS 7% oppioidi deboli

NRS = 7 43 72,2% FANS
22,2% oppioidi deboli

5,6% antiepilettici

NRS = 8 59 43,5% FANS
39% oppioidi deboli

17,4% altro

NRS = 9 62,2 69,5% FANS

17,4% oppioidi deboli

4,4% oppioidi forti

8,7% antiepilettici 

NRS = 10 63 27,2% FANS
36,4% oppioidi deboli

36,4% oppioidi forti

Gianni et al, 2009
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• Transdermal buprenorphine may help relieve pain, but its use in 
elderly patients is hindered by fears of detrimental effects on 
cognition. The efficacy on behavioural profile and functional level has 
to be clarified as well.

• This pilot, real-life study was designed to provide preliminary data on 
the effects of transdermal buprenorphine on chronic pain, cognitive 
level, behavioural profile and functional abilities in elderly patients 
with persistent, moderate-severe chronic non-cancer pain (n=90).

• A 2-month improvement was observed in NRS score and NPI score. No 
changes in MMSE score, ADL/IADL scores were observed. Adverse 
events were all of mild intensity, with a decreasing trend over time.

• This study suggests a short-term efficacy of buprenorphine patch in 
reducing pain and in improving the behavioural profile in elderly, with 
a good safety profile. Cognitive level was unaffected by the 
treatment. 

This summary slide represents the opinions of the [author/authors]. For a full list of declarations, including funding and author disclosure statements, 
please see the full text online. © The authors, CC-BY-NC [YEAR]. 



Elaborazione cerebrale del dolore

➢ Sostanza reticolare: influenza la coscienza (un 
dolore lieve aumentare l’attenzione, un dolore severo 
può causare perdita di coscienza)

➢ Midollo allungato: stimola i centri respiratorio e 
cardiovascolare

➢ Talamo: stazione di collegamento, distribuzione dei 
segnali alle varie aree cerebrali, inclusa la corteccia

➢ Ipotalamo e Ipofisi: risposta endocrina e ormonale
➢ Sist. Limbico: regola la soglia del dolore e le reazioni 

emozionali
➢ Corteccia cerebrale: percezione dello stimolo come 

dolore



Tissue or nerve damage is detected by nociceptors. The flow of nociceptive information is amplified or diminished at the level of the 
spinal cord’s dorsal horn

The figure depicts the transition from tissue or nerve damage, detected by nociceptors, to dysregulation of homeostatic reward 
processes leading to impairments in sensory, psychological, behavioral, and social functions.



A model regarding brain circuitry involved in the transition from acute to chronic
pain. Nociceptive information, perhaps distorted by peripheral and spinal cord
sensitization processes, impinges on limbic circuitry. The interaction of limbic
circuitry with prefrontal processes determines the level at which a certain pain
condition transitions to a more emotional state. The limbic circuitry also provides
learning/modulation signals to the rest of the cortex inducing functional and 
anatomical distortions that reflect the suffering and coping strategies. Adapted
from [50]. LPFC, lateral prefrontal cortex; mPFC, medial prefrontal cortex; ACC, 
anterior cingulate cortex; NAc, nucleus accumbens; Amyg, amygdala; Hippo, 
hippocampus. 



Accumulating evidence indicates that chronic pain 
provokes morphological changes in the central nervous 
system.

Animal models of neuropathic pain have revealed that 
degeneration of inhibitory interneurons in the dorsal 
horn of the spinal cord contributes to persistent pain 
after peripheral nerve injury.

Brain imaging in patients with chronic pain 
demonstrates a decrease in neocortical gray matter and 
in brain metabolites, a sign of reduced neuronal density.

Shared disease mechanisms suggest that chronic pain 
should be considered a neurodegenerative disorder.Brain regions exhibit decreased gray matter density in patients with 

chronic back pain, compared to age- and sex-matched healthy 
controls

https://www.sciencedirect.com/topics/pharmacology-toxicology-and-pharmaceutical-science/neuropathic-pain
https://www.sciencedirect.com/topics/biochemistry-genetics-and-molecular-biology/interneuron
https://www.sciencedirect.com/topics/pharmacology-toxicology-and-pharmaceutical-science/peripheral-nerve-injury
https://www.sciencedirect.com/topics/pharmacology-toxicology-and-pharmaceutical-science/backache


Three key principles lay conceptual foundations for the investigation of the effects of neurodegenerative
pathophysiology on treatment mechanisms:

(1) a given intensity of stimulus produces heterogeneous levels of reported pain

(2) genetic and environmental factors predispose some to chronic pain

(3) diversity of pain physiology and pathophysiology results in heterogeneous responses to pharmacotherapy.



Neurodegeneration and its effects on the central nervous system can be considered as one 
such external factor contributing to heterogeneity, resulting in putative perturbation of pain 
processing and responses to analgesic treatments

Heterogeneous physiology and pathophysiology can give rise to divergent treatment responses



Neuroimaging studies have suggested that
neural activity in patients with AD may be
augmented in response to noxious stimulation,
despite relative preservation of sensory-
discriminative facets of pain

This reflects a failure to adequately
contextualise and appraise painful experiences
resulting in uncertainty and a higher threat
value ascribed to noxious stimulation.



Overall, patients with AD seem to be prescribed 
fewer analgesics than healthy individuals

Paracetamol/acetaminophen remain the principal 
treatment for mild-to-moderate pain in AD with 
additional use of nonsteroidal anti-inflammatory 
drugs and opioids. 



Of the 3 randomised control trials (RCTs) investigating
opioids, 2 were underpowered and in one
investigating the buprenorphine transdermal system,
23 of the 44 patients withdrew treatment because of
adverse events.

No trials have investigated antidepressants and antiepileptics



Pain processing is altered in Parkinson disease

Studies have largely reported reduced pain
thresholds (greater sensitivity to pain) and lower
pain tolerance

Interestingly, no relationship between pain
sensitivity and disease duration was reported across
26 studies



Pain is a prevalent nonmotor symptom in people with PD
affecting 68% to 85% of patients.

Despite this, it remains underdiagnosed and undertreated.

Pain in PD is multifaceted and may result from comorbidities,
be caused or amplified by motor symptoms, and is subject to
abnormal nociceptive processing, as PD-specific
neurodegeneration affects peripheral, spinal, and cerebral pain
pathways.

Attempts have been made to synthesize a clear picture of
heterogeneous pain in PD; however, to date, our basic
understanding of the relationship between PD pathophysiology
and pain remains underdeveloped.



Functional magnetic resonance imaging
has revealed maladaptation of pain
networks present even at early disease
stages in pain-free PD compared with
healthy controls

Pain in PD remains neglected and poorly understood, with only a minority of patients receiving 
adequate treatment



People with PD are more likely to be
prescribed analgesics, such as opiates,
acetaminophen, antiepileptics, and
antidepressants, as well as receive
chronic prescriptions, risking
polypharmacy or burdensome side
effects

Interestingly, pain reduction from L-dopa
administration or deep brain stimulation
does not correlate with motor
improvement suggesting it may act
directly on pain circuitry.

Dopaminergic replacement therapy 
might lead to pain relief in some PD



Opioidergic circuitry is known to be perturbed
by PD pathophysiology, and this may affect the
efficacy of opioid analgesia.



The most reliable 
indicator of the 
existence pain and its 
intensity is the 
patient’s description.









PAIN ASSESSMENT

• Gold standard for pain assessment is self-reporting.

If able to communicate symptoms of pain

• It is important to ask the patient about their pain





Thanks for attention


