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Introduction

Parkinson’s disease (PD) is the second most 
common neurodegenerative condition after 
Alzheimer’s disease,1 with a 2015 UK prevalence 
of approximately 137,000 cases.2 Age significantly 
increases risk, with diagnosis predominantly 
occurring after age 50 and peaking at 75–84.2,3 
Rarely cases present before 40, being termed 
early onset PD.3 Males are at increased risk, being 
affected 1.5 times more frequently than females.2

PD occurs from the loss of dopamine pro-
ducing neurons within the brain.3 Dopamine 
is a multifunctional neurotransmitter, work-
ing via four main pathways.4 Its gradual loss 
means these pathways alter or eventually cease, 
producing numerous symptoms which may 
impact oral health care and treatment. These 
are detailed in Table 1.

With an increasingly ageing population, 
there is a predicted 18% increase in PD between 

2018 and 2025.2 Dental teams can thus expect 
to see and treat more of these patients. Current 
research suggests little or no experience among 
dental students in managing these groups;5 an 
issue that may negatively impact upon future 
practising patterns.

This paper aims to provide an update on PD 
knowledge and discusses the holistic manage-
ment of two patients with the condition. It con-
siders the oral conditions these individuals may 
face and treatment strategies to manage them. 
While specialist care may be necessary at more 
advanced stages, it highlights simple modifica-
tions and techniques the general dental practi-
tioner (GDP) may use to help deliver the care these  
individuals need.

Current thinking around PD

Aetiology and pathophysiology
PD is predominantly considered idiopathic 
with both genetic and environmental aetiolo-
gies.3 A meta-analysis in 2012 reported twelve 
specific high-risk genes,6 while environmen-
tal factors have included infective agents, toxic 
agents, emotional stress and traumatic head 
injuries.7,8 While the exact mechanism for neu-
ronal loss is unknown, cellular mitochondrial 
dysfunction is advocated, resulting in loss of 

cellular repair mechanisms and the produc-
tion of large quantities of free radicals/oxida-
tive stress.3,9 Aggregates of misfolded proteins 
(Lewy bodies), are isolated within the brains of 
PD sufferers. These are largely considered the 
by-product of these dysfunctional cell systems 
and once built up to harmful levels, trigger  
cell death.3,10

These changes activate the brain’s immune 
cells (microglia), producing an inflammatory 
reaction which contributes to further neu-
rotoxicity.11,12 With increasing evidence of 
biological links between periodontal disease 
and other inflammatory disorders, a link with 
PD is also postulated, with the inflammatory 
by-products of periodontal disease potentially 
initiating or exacerbating the neurodegenera-
tion within the brain.13

Treatment
Currently, there is no cure for Parkinson’s dis-
ease. Treatments aim to reduce symptoms, delay 
progression and maintain quality of life. While 
predominantly pharmacological, non-phar-
macological and surgical options may be con-
sidered depending on individual symptoms, 
condition severity and progression, drug-related 
adverse effects, clinician and patient experience, 
and economic constraints.14
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increasingly prevalent condition 
within the UK population.

Discusses the holistic dental manage-
ment of two patients with Parkinson’s 
disease.

Details the potential complexities 
associated with dental treatment 
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potential solutions to overcome them.

Details the oral conditions patients 
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potential strategies/solutions to manage 
them.
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Pharmacological treatments
Pharmacological treatment primarily aims to 
enhance brain dopamine. As dopamine itself 
cannot be given due to its inability to cross the 
blood-brain barrier, alternative options must 
be used. Dopamine’s precursor (L-dopa) is 
the first line drug for treating motor distur-
bances,15 however longer term therapy results 
in motor complications, including dyskine-
sias (abnormal uncontrolled voluntary move-
ments) and ‘on and off ’ periods (fluctuations 
between moving with ease and moving with 
great difficulty).16 Attempts to control these 
effects are achieved by adding other dopa-
mine formulations, to allow L-dopa doses to 
be reduced. These include dopamine agonists, 
monoamine oxidase B inhibitors and COMT 
inhibitors, which either mimic or enhance 
dopamine’s effects. Antivirals are a newer drug 
class in PD treatment for advanced disease.16 
Table 2 shows examples of each drug type.

Surgical treatment
Stem cell replacement therapy
As PD results from the degeneration of dopa-
minergic neurons, stem cell therapy to replace 
these neurons has been considered. This is  
currently in the experimental phase.17

Ablative surgery and deep brain stimula-
tion
In advanced Parkinson’s, surgical destruc-
tion or electrical stimulation of certain 
brain regions may correct the neurochem-
ical imbalance present.18 While potentially 
effective, procedures carry the risk of stroke, 
confusion, worsening speech and vision, 
and are therefore reserved for patients with 
severe motor complications despite optimal  
pharmacotherapy.14,18

Non-pharmacological treatment
Options currently being researched but with 
limited conclusive evidence include acupunc-
ture,14 physical therapies,14 and natural anti-

oxidants such as vitamin E, coenzyme Q10, 
creatine, melatonin, omega-3 fatty acids and 
B vitamins.19,20

Smoking and PD
Cigarette smoking is shown to be a protective 
factor for PD development, though the mech-
anism is unclear.21 Current research focuses on 
investigating drugs using substances derived 
from tobacco and tobacco smoke.21

Case reports

Case A
A 68-year-old male attended the community 
dental clinic complaining of a gap at the front 

Function Symptoms from loss of function Relevance to oral health care and treatment

Pathway 1

Nigrostriatal pathway Smooth control of voluntary 
muscle movement

Delayed and uncoordinated 
movements. Specifically:

bradykinesia (slow movement);

muscular rigidity;

postural instability;

rest tremor

Bradykinesia may affect the face, mouth and larynx/pharynx, 
resulting in reduced facial expression, impaired mastication and 
swallowing, and speech difficulties.

Tremors commonly start in the hands/fingers, affecting manual 
dexterity, and may spread to involve the lips, chin, tongue and jaw.

Muscular pain often accompanies muscular rigidity with the muscles 
of mastication and mouth opening commonly being affected

Pathway 2

Mesiolimbic pathway Feelings of pleasure, 
satisfaction, motivation, desire 
and general emotion

Depression

Apathy

Anxiety-related disorders

May affect motivation (for daily oral hygiene and attendance at 
appointments), may affect ability to tolerate dental care

While lowered dopamine may directly influence mood and emotional wellbeing, the physical and functional problems experienced by patients and the psychological stress 
of living with a chronic condition may contribute to peaks in depressive symptoms at disease onset and deterioration

Pathway 3

Mesiocortical pathway Cognition, memory, attention/
mental focus and learning, 
emotional behaviour

Cognitive and emotional disturbances. 
Ranging from mild loss of 
concentration to severe dementia

May affect functional ability, capacity to make decisions about dental 
treatment, ability to tolerate dental treatment

Approximately 40% of sufferers develop PD-associated dementia ten to 15 years after diagnosis. Others may develop problems earlier, before other Parkinson’s symptoms. 
While this is termed ‘dementia with Lewy bodies’, the two disorders are generally considered part and parcel of the same disease spectrum

Pathway 4

Tuberoinfundibular 
pathway

Control of the hypothalamic 
pituitary endocrine system

Endocrine problems May significantly affect ASA and dependency status. May require 
specialist equipment/access for care. Increased risk of dry mouth

While loss of dopaminergic neurons is the fundamental problem in PD, a decline in noradrenaline and 5-hydroxytryptamine is also seen. This contributes to autonomic 
disturbances, including blood pressure variations, cardiac dysrythmias, excessive sweating, dry mouth, digestion problems, bladder, bowel and sexual dysfunction, and 
sleep disturbances

Table 1  Dopamine pathways and signs/symptoms of PD

Drug Examples

Levodopa. 
(L-dopa) formulations

Co-careldopa.
Co-beneldopa/maldopar

Dopamine agonists Ropinirole, pramipexole, apomorphine, bromocriptine, cabergoline

Monoamine oxidase B inhibitors Selegline, rasagiline

COMT inhibitors Entecapone, tolcapone or combined tablet with levodopa formulations: stavelo

Antiviral Amantadine

Table 2  Pharmacological treatment options in Parkinson’s disease
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of his mouth, and sharp teeth on the left side. 
He had been diagnosed with PD in 2000 and 
suffered shaking and tremors daily, difficulty 
sleeping with daytime drowsiness, speech 
changes and a feeling of imbalance when 
walking. He was medicated with co-careldopa 
(eight/day), ropinirole TDS, rasagline OD, and 
apomorphine and zopiclone PRN. He required 
apomorphine up to four times daily as a rescue 
treatment during ‘off periods’.

Previous dental treatment had been com-
pleted greater than 15  years ago with local 
anaesthesia at his general dentist. He had 
always attended regularly and cared about his 
appearance. Since his diagnosis, he had found 
access to care challenging and felt, due to his 
medical history and communication difficul-
ties, dentists were disinterested in him. He 
lived with his wife and two sons and brushed 
his teeth twice daily using a whitening tooth-
paste and manual toothbrush. Dietary analy-
sis revealed a highly cariogenic diet with an 
increased craving for sweet foods since his PD 
diagnosis.

Extraoral examination was normal, however 
the patient exhibited sporadic involuntary jaw 
movements and an occasional delay on mouth 
opening. There was generalised plaque and cal-
culus, gingival inflammation and toothpaste 
remains on the patient’s teeth. His mouth was 
slightly dry with thicker saliva and a BPE of 
two in all quadrants. Clinical and radiographic 
examination revealed a very heavily restored 
dentition. Caries was present in the 34 and 35, 
a carious uncomplicated fracture of the 21, and 
a retained 22 root. Additionally, multiple worn 
anterior restorations and evidence of general-
ised tooth wear was present. The patient’s pre-
operative radiographs are shown in Figure 1.

At the initial assessment, a sensitive discus-
sion was held with the patient with regards to 

the progressive nature of PD and its potential 
impact on oral health. Numerous preventative 
therapies were implemented, including high 
fluoride (5,000 ppm) toothpaste, sodium fluo-
ride mouthwash and saliva replacement spray. 
Treatment was staged over 12 appointments. 
During the stabilisation phase, preventative 
advice was reinforced at each visit and simple 
composite restorations completed on 11, 12, 
21, 31, 32, 33, 41, 42 and 43. The 34 exhibited 
a frank pulpal exposure and was extirpated. 
The 35 was restored with biodentine/compos-
ite. The 22 was extracted and replaced with 
an immediate denture which the patient was 
unable to tolerate and had difficulties insert-
ing and removing. By the sixth appointment, 
a review of risk status revealed significant 
improvements in oral hygiene and diet, with 
the patient brushing three times daily (once 
assisted) and reducing sugar intake.

The definitive treatment phase included a 
root canal treatment and crown on the 34, a 
conventional cantilever bridge from 21–22, 
and the construction of an upper biteguard; IV 
midazolam sedation was used to control move-
ments for the longer root canal treatment and 
crown and bridge preparation appointments. 
The patient’s clinical photographs at appoint-
ment two and post-treatment are shown in 
Figure 2.

Case B
A 63-year-old female attended the tertiary care 
clinic, complaining of a lost crown and dull 
pain from the lower left quadrant. She had 
been diagnosed with PD in 2005 and suffered 
symptoms of advanced disease, including Par-
kinson’s dementia, severe dyskinesia, unsteady 
gait and a history of recurrent falls. She used a 
wheelchair when out of the house. Addition-
ally, she had an overactive bladder, low blood 

pressure, anxiety and depression. She was med-
icated with co-careldopa (six/day), plus PRN, 
co-beneldopa BD, sertraline OD, clonazepam 
OD, rivastigmine transdermal patch OD, que-
tiapine OD, melatonin OD, adcal BD and alen-
dronic acid.

The patient had been a regular dental 
attender until her Parkinson’s symptoms lim-
ited her access to routine care. She had been 
referred by the community dental service who 
were unable to offer her treatment due to the 
severity of her dyskinesia. She lived in her own 
home with around the clock care and required 
help with most aspects of daily living. She had 
two adult children, with her daughter acting 
as her lasting power of attorney for health and 
welfare and finances.

The patient could transfer with support from 
wheelchair to dental chair. Extraoral examina-
tion was normal, however generalised, severe 
dyskinetic movements prevented an adequate 
intraoral examination or intraoral radiographs. 
Obviously carious/fractured teeth were noted 
and lateral oblique radiographs taken (Fig. 3), 
indicating a heavily restored dentition. Caries 
was noted on the 25, 27, 35, 36, 37, 46, and 
potentially the 47.

After discussion, treatment was planned 
under intravenous midazolam sedation to 
reduce her movements. The first appointment 
was for a full examination, to ascertain the 
prognosis of her remaining teeth along with 
a periodontal and soft tissue assessment. The 
patient was able to consent to this.

On the first sedation treatment, cannulation 
was achieved with minimal clinical holding. 
Midazolam was titrated slowly due to her rel-
ative frailty; 1 mg initial dose and 0.5 mg incre-
ments. Her movements stopped after 2 mg but 
quickly returned. Further 0.5 mg increments 
were titrated throughout the appointment to 

Fig. 1  Case A: preoperative radiographs
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a total of 4 mg. She was placed on supplemen-
tary oxygen at 2 L per minute in response to 
her oxygen saturation levels dropping below 
90% repeatedly. Treatment was abandoned due 
to these repeated drops in oxygen saturation, 
meaning that further midazolam could not be 
safely administered. Additionally, even when 

dyskinesias were reduced, the patient found 
it difficult to tolerate dental treatment. It was 
clear that she had significant treatment needs 
that could not be safely completed with seda-
tion. General anaesthesia was therefore cho-
sen to complete her treatment and a follow-up 
arranged to plan this.

At follow-up, there had been further pro-
gression of her Parkinson’s. She had been 
admitted as a neurology inpatient for two 
weeks due to an exacerbation of dyskinesia, 
confusion and an inability to sleep. There had 
been further cognitive decline and she lacked 
capacity to consent to the proposed treatment. 
A best interests decision was made with her 
daughter for completion of treatment under 
day case general anaesthesia (GA), to include 
full clinical and radiographic examination, and 
any necessary dental care, including periodon-
tal and restorative treatment, and the extrac-
tion of poor prognosis teeth.

Discussion

Treatment planning
Patients with PD may present to the dental 
team at varying stages of severity. While not 
clear cut, five main stages have been defined:22,23

1. Stage one: mild symptoms, on one side of 
the body, with minimal or no functional 
impairment

2. Stage two: symptoms affecting both sides of 
the body with daily tasks becoming more 
difficult

3. Stage three: mid-stage with person remain-
ing independent, but at increased risk of 
falls. Activities such as dressing and eating 
may become impaired

4. Stage four: severe and limiting symptoms, 
with disabling instability while standing or 
walking; person requires substantial help 
and cannot live alone

5. Stage five: advanced and debilitating symp-
toms, requiring wheelchair use and con-
stant care.

Progression between stages varies signifi-
cantly between individuals and is difficult to 
predict.24 While patients may wish for more 
complex treatments while independent, the 
longer term difficulties they may face with 
condition progression must be considered.

In case A, the patient was stage three, show-
ing slow deterioration over 17 years. He was 
still independent, accessing care by bus or 
taxi except on ‘bad days’, when he benefited 
from family support. Additionally, while able 
to dress and eat, increased time was taken for 
these activities. While his initial oral risk status 
was high, regular and appropriate patient and 
family education enabled improvement.

The decision to carry out indirect restora-
tions on the 21 and 34 resulted from a con-
sideration of the patient’s concerns about his 

Fig. 2  Case A: clinical photographs
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missing front tooth, his inability to manipulate 
a denture, his improvement in risk status and 
an excellent support network who understood 
the progressive nature of PD and the require-
ment for assistance. Additionally, treatment 
could be provided comfortably and safely with 
the use of LA with or without sedation where 
required. Treatment was designed to facilitate 
cleansability, with supragingival margins and a 
modified ridge lab bridge pontic design.

In case B, the patient presented at stage four 
but progressed to stage five by follow-up. At 
such a high dependency level, complex work 
was inappropriate due to the extreme difficul-
ties in performing and remedying treatment 
and maintaining oral health. The only option 
for treatment was GA, before which the patient 
was referred for a detailed preoperative medi-
cal assessment for the older person (POPS), to 
assess their fitness for surgery. Risks included an 
11.4% morbidity risk, with potential postopera-
tive delirium and functional decline. Addition-
ally, mortality risk was 0.5%. With such risks, a 
repeat procedure needed to be avoided and a 
lower threshold for extractions employed.

Seattle Care Pathway
The Seattle Care Pathway 2014 provides a guide 
to maintaining oral health in older adults with 
varying dependency levels.25 Access, current 
and future oral risk, palliative versus elective 
dental care, and the use of multidisciplinary 
teams are considered. Overarching treatment 
advice is given, with key concepts including the 
easy maintenance of restorations and prosthe-
ses, repair/replacement of strategically impor-
tant teeth guided by the shortened dental arch 
principle, and the use of the atraumatic restor-
ative technique at higher dependency levels 
when invasive treatment or GA may be too 
risky. The use of implants to achieve a short-
ened dental arch (SDA) may be considered.

Implants in PD
As shown in case A, conventional dentures 
are often poorly tolerated in PD.26,27,28 Com-
promised muscular control affects prosthesis 
stability and adaptation,27,29 while involuntary 
movements affect insertion, removal and con-
struction.29 Although implant-retained prosthe-
ses have been considered for this group, factors 

such as bruxism, dyskinesias, poor oral hygiene 
and poor balance may all increase risk of fail-
ure.27 Additionally, treatment provision may be 
unsafe due to involuntary movements, increas-
ing the aspiration risk of small implant com-
ponents, particularly in dysphagic patients.28,30

Despite this, short-term results in cases up 
to 12 months have been successful, with main-
tenance of implant stability and improvements 
in the patient’s masticatory ability, prosthesis 
satisfaction and quality of life.29,31,32 Addition-
ally, insertion and removal were not particu-
larly problematic.29,32 Longer term analysis 
is, however, less promising. Packer et al., in a 
study of 12 patients, provided implants to both 
completely and partially edentulous adults 
with PD.32 At 12 months, three patients had 
died with the remaining nine showing max-
illary success rates comparable to those in 
non-Parkinson’s populations (around 85%), 
and mandibular rates to be lower (81% vs 
95%). At seven years, only four patients were 
reviewed. All experienced prosthetic compli-
cations, mainly from dyskinetic parafunctional 
activity, leading to fracture of overdentures.28 
While quality of life was still maintained, the 
cost and time of these complications was sig-
nificant, averaging four appointments yearly.28 
The long-term affordability of this treatment 
option, not routinely provided on the NHS, 
must also be considered.

Prevention
The heavily restored dentition presented in 
both cases is representative of many older 
patients, with ‘natural’ dentitions being 
retained for longer.33 While this has benefits, 
the risk of failing dentistry and pathology sig-
nificantly rises. When combined with the other 
risk factors in PD, rates of caries and periodon-
tal disease accelerate, being much greater than 
age-matched controls,34,35 and often increasing 
in direct proportion to PD severity.36

Motor impairments, cognitive and behav-
ioural disturbances, and salivary alterations 
may all compromise oral hygiene,34 while 
stress and depression may directly increase 
periodontal risk, compromising the individu-
al’s host response.37 Reduced mastication and 
swallowing may encourage food retention, 
which when combined with the sugar crav-
ings commonly seen in PD, increases caries 
risk dramatically.

In case A, oral hygiene was hampered by 
bradykinesia and dyskinesias of the arms and 
hands. A personalised care plan was devel-
oped, suggesting twice daily toothbrushing 30 

Fig. 3  Case B: preoperative lateral oblique radiographs

Fig. 4  Bedi wedge (finger guard) used to facilitate toothbrushing for patients with involuntary 
movements
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minutes after medication when motor distur-
bances were reduced, and to switch to an elec-
tric toothbrush to reduce the need for patient 
manipulation. Honest discussions regarding 
the need for assisted brushing was empha-
sised and a bedi wedge suggested to enhance 

caregiver control during orofacial involuntary 
movements (Fig. 4).

Topical high fluoride therapies and dietary 
advice were provided. Altering the patient’s 
medication to avoid xerostomia was considered, 
however both GP and patient were reluctant to 

change regime due to the considerable time it 
had taken to optimise symptomatic control.

Communication and capacity
Up to 90% of PD sufferers experience speech 
disturbances (dysarthria) during their condi-
tion.38 As facial expressions and hand gestures 
may also become compromised, non-verbal 
communication additionally suffers. In case A, 
the patient demonstrated fast, quiet, mumbling 
speech. He felt frustrated and embarrassed as 
healthcare professionals often ignored or spoke 
over him, questioning his ability to consent 
and talking to his wife instead.

To improve communication and empower 
the patient, simple strategies were adopted 
(Box 1).39,40 Additionally, a referral to speech 
and language therapy (SaLT) was initiated, a 
management strategy advocated by NICE.15 A 
six-month course of ‘LOUD’ and pacing ther-
apy to increase speech volume and clarity was 
completed, with a notable difference observed 
by the seventh appointment. This not only 
aided communication during appointments 
but assisted in other aspects of life.

In case B, communication was hindered by 
the dementia diagnosis. In line with the Men-
tal Capacity Act 2005, the patient initially had 
capacity to consent. However, this was deemed 
to be lacking at follow-up and during her POPS 
assessment. A best interests decision was there-
fore made with the patient’s legal POA (her 
daughter in this case).

Controlling involuntary movements
Both patients suffered dyskinesias. In case A, the 
patient experienced ‘on’ and ‘off ’ periods with 
off periods predominantly occurring towards 
the end of the three-hour co-careldopa period. 
Conversely, symptomatic relief was seen 30–60 
minutes post-medication. Appointments were 
thus planned accordingly. For shorter, less 
complex treatment, this was satisfactory. How-
ever, for longer treatments, a small dose of IV 
midazolam sedation helped to reduce dyskine-
sias and facilitate treatment comfortably and 
safely. In case B, dyskinesias were continuous 
and unrelenting, despite medication. While 
IV midazolam reduced movements for a short 
while, this was insufficient for successful treat-
ment, making GA the only option.

Potential side effects of Parkinsonian medi-
cations may include sleep attacks, drowsiness, 
sedation and blood pressure disturbances.16,41 
These should be considered when using con-
scious sedation or GA. Additionally, recognis-
ing the older age of most Parkinson’s sufferers, 

Box 1  Simple strategies to improve communication with people with 
dysarthria39,40

• Ensure a quiet room with no background noise

• Ensure face-to-face communication and eye contact, remove masks

• Encourage the patient to speak slowly, loudly and use short sentences

• Repeat back to the patient what you have understood to prevent them having to say the whole sen-
tence again

• Politely ask the patient to repeat if necessary and don’t pretend to have understood

• Augment speech with visual aids or written information if possible

Box 2  Signs and symptoms of dysphagia.45 Reproduced with permission from 
the All Wales Special Interest Group dysphagia and oral health guidance

• Eating slowly

• Trying to swallow a single mouthful of food several times

• Difficulty in coordinating sucking and swallowing

• Gagging during feeding

• Drooling

• A feeling that food or fluids are getting stuck in the throat

• Discomfort in throat or chest

• Congestion in the chest after eating or drinking

• Coughing or choking when eating or drinking

• Wet or raspy sounding voice after eating or drinking

• Tiredness or short of breath while eating or drinking

• Frequent respiratory infections

• Colour change after eating such as going blue or pale

• Spitting up or vomiting frequently

• Food or fluids coming out of the nose

• Frequent sneezing after eating

• Weight loss

• Difficulty speaking

• Double vision

• Halitosis

• Nasal speech

Oral health care modifications for those with 
dysphagia

Dental treatment modifications for those with 
dysphagia

Position patient in ‘chin-tuck’ position Raise head and body to 30–45 degree position or 
upright

Use small dry toothbrush, smear of non-foaming (SLS-
free) fluoride toothpaste (such as Oranurse), twice 
daily on teeth and intraoral soft tissues. Consider use 
of suction toothbrush

Tilt head to one side to allow pooling in cheek rather 
than aspiration or consider chin-tuck position for 
treatment

Use suction or clean towel to remove excess 
secretions

Use high volume/additional suction or rubber dam if 
possible

Lubricate lips with water-based moisturiser if needed Allow regular breaks during treatment, reduce water 
flow from scaler/high-speed handpiece

Use fast setting, ‘thicker mix’ impression materials 
and post-dam on impression tray with red wax to 
prevent posterior leakage of material

Table 3  Modifications for managing patients with dysphagia44
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a slower titration regime (as was employed in 
case B) avoids the risk of over sedation and 
respiratory depression.

Bruxism and PD
Patient A was aware of daytime clenching and 
grinding, a finding commonly reported in PD, 
and contributing to an increased incidence of 
temporomandibular disorders, tooth wear and 
fractures.42 A mouthguard was suggested in 
the initial instance, with a notch in the upper 
border to aid removal. Other successful man-
agement strategies include botox, reported 
to decrease secondary bruxism for up to 1–5 
months with improvement in pain and man-
dibular functions.43

Dysphagia
Dysphagia (an impaired swallow) commonly 
follows dysarthria, and affects 40–95% of PD 
sufferers.38 This may present significant risks 
during dental treatment, increasing the pos-
sibility of oral bacterial aspiration and aspira-
tion pneumonia, currently the most common 
cause of death in PD.44 Identification of ‘at risk’ 
patients is crucial and should be explored dur-
ing initial medical history-taking. Patients may 
present with signs and symptoms (Box 2) sug-
gestive of dysphagia and an onward referral to 
SaLT should be considered.

Recommended modifications to oral health 
care and dental treatment are summarised 
in Table 3.44 For those at the highest risk, the 
need for elective treatment must be thoroughly 
considered and, if required, referral made to 
specialist services.

Conclusion

Parkinson’s disease is an increasingly prevalent 
condition, presenting numerous symptoms 
that may impact upon oral health and the abil-
ity to provide dental treatment. Holistic man-
agement embraces many issues common to 
special care patients, including patient commu-
nication, cooperation, education, prevention, 
access and consent. When treatment planning 
individuals with progressive conditions, a per-
sonalised, multidisciplinary approach is essen-
tial. While many patients with PD can be safely 
treated in general dental practice, referral to 
specialised services may be necessary at more 
advanced stages. Developments in medical and 
dental treatments, together with increased life 
expectancy, may result in implants being used 
more commonly in the future, however this 
requires further research.
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