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It is well recognized that the incidence and prevalence of Parkinson’s disease (PD) increase with age, but there is limited information on how
these change among the oldest old. Utilizing the national pharmaceutical database of community dispensed medications from 2005 to 2014
in New Zealand, Myall and colleagues found the prevalence of PD to be 191 per 100000 population and an incidence of 29 per 100000
person-years, both rates were higher in men. However, the rates increased signiﬁcantly until 75 years, reached its peak at 85 years and
declined considerably thereafter. The drop off among the oldest old could reﬂect an actual decrease after 85 years or fewer in this age group
got actively diagnosed with PD and/or physicians were less likely to initiate pharmacologic therapies due to advanced age and co existent
comorbidities. The authors concluded that there was a moderate increase in PD in New Zealand over 2006-2013 and the prevalence is likely
to increase in the future, and suggested that PD is an age-dependent rather than aging-dependent disorder. Due to potential confounding
factors in the oldest old, it would be interesting to further validate the latter hypothesis in other populations.
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Background: Traditionally the risk of Parkinson’s has been considered to increase monotonically with
age, although there is evidence that prevalence and incidence may decrease in the oldest old. To examine
this further we estimated the national prevalence and incidence of Parkinson’s in New Zealand, using
drug-tracing methods, to examine the relationship of Parkinson’s with sex and age up to 100þ.
Methods: Information on Parkinson’s-related medications was extracted from the national pharmaceutical database of community-dispensed medications from 2005 to 2014. Diagnoses for a large subset of
individuals were independently determined through national mortality and hospital admissions datasets. We used a Bayesian model, accommodating diagnostic uncertainty and bias, to estimate the number
of people with Parkinson’s.
Results: The 2013 prevalence of Parkinson’s in New Zealand was 210 per 100 000 population (95% uncertainty interval 208e212) with age-standardized prevalence rates higher for males (ratio 1.6:1). Incidence was 31 per 100 000 person-years (95% uncertainty interval 30e32), also higher in males (ratio
1.8:1). Incidence and prevalence by age increased exponentially until 75 years, peaked at 85 years, and
then dropped sharply.
Conclusions: The prevalence of Parkinson’s in New Zealand is expected to double over a 25-year period
but then increase at a slower rate due to the drop-off in prevalence and incidence in the oldest old. The
ﬁndings suggest that Parkinson’s disease is not an aging-dependent but an age-dependent disorder.
© 2017 Elsevier Ltd. All rights reserved.
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Parkinson’s is a neurodegenerative disorder with increasing age
as the primary risk factor [1]. Age-associated diseases can be classiﬁed into two types [2]: aging-dependent, which increase
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monotonically with the aging process, versus age-dependent,
which tend to occur at prescribed ages. For example, stroke can be
regarded as associated with the aging process itself, as the outcome
of a series of accumulating degenerative damage. Thus the probability of disease increases monotonically as a person ages. Other
disorders, such as multiple sclerosis and schizophrenia, are associated with onset in early or middle adulthood. Although these
disease processes presumably require a certain period of time to
manifest, the probability of onset does not then continue to increase with age, and indeed will begin to decrease once the age of
greatest vulnerability has been reached.
The majority of epidemiological studies of Parkinson’s have
shown a continual increase of prevalence and incidence with age
(for review see Ref. [3]). Hence Parkinson’s has traditionally been
viewed as an aging-dependent disease [2]. A limitation of many of
those studies is that the oldest age group considered was 80 þ or
85þ, due to small numbers of people beyond those ages. This has
limited the ability to differentiate Parkinson’s as a late-stage agedependent or aging-dependent disorder. In recent datasets which
have allowed this degree of analysis [4e6], there is an indication of
a drop-off in incidence of Parkinson’s in the oldest old.
Determining whether Parkinson’s is aging- or age-dependent
has implications for understanding the disease process. It also inﬂuences the estimation of the future burden of Parkinson’s disease.
Under an aging-dependent assumption, as life expectancy increases the burden of Parkinson’s must increase at a greater than
linear rate. That is, the burden of Parkinson’s is inﬂuenced not only
by any change in total population size but also by the growing
proportion of the population that survives into old age. On the
other hand, if Parkinson’s is age-dependent, then this will moderate
the increase in prevalence over time as life expectancies increase.
That is, as more people begin to live beyond the peak age of onset
for Parkinson’s, the proportion of older people with Parkinson’s will
be less than if the disease probability increased inexorably with age.
Use of electronic databases to estimate the rates of Parkinson’s is
becoming increasingly common and they have been used to provide estimates for regional populations [7e12], sub-national samples [4,13e16], and total national populations [6,17,18]. As part of
New Zealand's publicly-funded healthcare system, community
pharmacies are reimbursed by central government for dispensed
medications. Information about each dispensing is documented
within a centrally-maintained database, which can be linked to
demographic information. Using this dataset, we have previously
reported the prescribing patterns of anti-parkinsonian medications
in New Zealand [19]. We now directly assess the prevalence and
incidence of Parkinson’s at the total population level and estimate
future disease burden.
2. Methods
We utilised data from the New Zealand Pharmaceutical Collection database spanning a 10-year period (1 January 2005 to 31
December 2014). We extracted information for drugs that are
indicated for Parkinson’s and that were funded at the time by the
New Zealand government. Included drugs were: levodopa formulations (levodopa with benserazide, levodopa with carbidopa);
dopamine agonists (apomorphine, bromocriptine, lisuride, pergolide, ropinirole, and pramipexole); catecholamine-o-methyl transferase inhibitors (tolcapone and entacapone); monoamine oxidase
inhibitors (selegiline); amantadine; and anticholinergic agents
(procyclidine, orphenadrine, and benztropine).
Within the extracted data we traced individual consumers using
the patient-unique National Health Identiﬁer (NHI) number that
each resident is assigned either at birth or at ﬁrst contact with the
healthcare system. The NHI allows linkage to demographic
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information such as date of birth, sex, ethnicity, and date of death,
where applicable. We extracted data for the 10-year period
beginning in 2005.
The extracted data contained over 2 million records of dispensings of anti-parkinsonian medications to over 46 000 people
with each dispensing generally supplying three months of
medication.
Ethical approval was granted by the New Zealand Multi-Region
Ethics Committee, approval number MEC/11/EXP/047.
2.1. Parkinson’s classiﬁcation algorithm
After exclusions, a total of 33 917 people remained in the dataset
for further classiﬁcation. All data exclusions are outlined in
Supplementary Fig. 1. Our classiﬁcation algorithm is based on
speciﬁed combinations of anti-parkinsonian medications and
duration of use (Table 1). The medication combinations, doses, and
durations of use used in the classiﬁcation groups were chosen to
maximise the differentiation between Parkinson’s and other medical conditions treated with these medications and are similar to
those described previously [16]. Our algorithm reﬂects clinical
knowledge (TJA) and prescribing practices in New Zealand. Each
person was assigned to one of four categories to indicate the
probability of a Parkinson’s diagnosis (very probable, probable,
possible, or unlikely). Individuals received a single classiﬁcation
based on their medication usage for the entire period and were
included in prevalence estimates for the period they received
medications.
2.2. Independent calibration of classiﬁcations
Medical diagnosis information used to calibrate our medicationbased classiﬁcations was extracted from two national datasets. The
Mortality Collection, a register of the underlying cause of death and
the National Minimum Dataset, which contains information on
each publicly-funded inpatient hospital discharge, including the
primary reason for hospital stay as well as other contributing or
signiﬁcant medical diagnoses. Available data from the two datasets
(Mortality Collection 2005 to 2013 and National Minimum Dataset
2005 to 2014) was extracted using the following International
Classiﬁcation of Diseases (ICD) 10-AM-III codes. G20: Parkinson’s
disease, G21: secondary parkinsonism, G22: parkinsonism in diseases classiﬁed elsewhere, G23.1: progressive supranuclear ophthalmoplegia, G25.8: other speciﬁed extrapyramidal and
movement disorders, G31.3: Lewy body disease, G31.8: other
speciﬁed degenerative diseases of nervous system, G35: multiple
sclerosis, G90.3: multi-system degeneration, F20: schizophrenia,
and R48.2: apraxia (gait). These codes were chosen to give a wide
coverage of other medical conditions most likely to be treated with
anti-parkinsonian drugs. Additional diagnosis information was
taken from our local clinical research volunteer database, hospital
neurology outpatient clinics, and a review of outpatient letters for
those appearing in the database during 2011 from our local district
health board region (Canterbury). Individuals were matched across
data sources using NHI numbers.
2.3. Calculation of number of people with Parkinson’s
To determine the probability of an individual having Parkinson’s
given their medication classiﬁcation, sex, and 5-year age group, we
formed a Bayesian hierarchical Bernoulli regression model. This
model was ﬁt using the individuals with a known Parkinson’s
diagnosis (ICD-10 G20 code) versus a known non-Parkinson’s
diagnosis (e.g., multiple sclerosis, schizophrenia, restless legs).
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Table 1
Anti-parkinsonian drug combination and duration rules used to classify individuals.
Very Probable

Probable

Possible

Unlikely

e Tolcapone or entacapone or apomorphine or pergolide
e L-dopa and any of selegiline, amantadine, dopamine agonist, or
anticholinergic
e Dopamine agonist and either amantadine or anticholinergic
e Pramipexole only (>¼ 0.75 mg/day)
e L-dopa only, >180 days
e L-dopa & ropinirole (>0.6 mg/day)
e Selegiline only
e Lisuride only
e L-dopa, <180 days
e L-dopa & ropinirole (other dose)
e Ropinirole only (>180 days)
e Pramipexole only (other dose)
e Anticholinergic only
e Amantadine only
e Bromocriptine only
e Ropinirole only (<180 days)
e Bromocriptine & ropinirole

2.4. Adjustments applied to Parkinson’s counts

2.8. Predictions of future burden

Adjustments were then applied to account for individuals who
did not appear in pharmaceutical data. One source of these cases
was individuals who could not be uniquely identiﬁed in the dataset
due to prescriptions that were not labelled with an NHI. Within the
anti-parkinsonian medications dataset, the proportion of such
cases decreased over time from 3.5% to 0.2%. If uncorrected, these
cases would systematically lead to underestimation of prevalence
and incidence, particularly in the earlier years of the dataset. Calibrated estimates were therefore produced by adjusting them upwards each year accordingly, under the assumption that the
distribution of individuals with Parkinson’s was similar between
records with and without an NHI. We made a second correction to
prevalence rates to account for individuals with a diagnosis of
Parkinson’s but who remained unmedicated. The proportion of
such cases (5%, based on our clinical experience) was assumed to be
constant over the years and to be evenly distributed across ages,
and sex.
When calculating total new (incident) cases, we applied an
additional correction for the bias due to improved identiﬁcation
rather than actual disease onset, which would artiﬁcially inﬂate
new cases.

Statistics New Zealand median, 5%, and 95% national population
projections for the years 2014e2068 provided the basis for future
predictions.

2.5. Calculation of observed prevalence and incidence rates
To arrive at population prevalence (per 100 000 people) and
incidence measures (per 100 000 people per year), for the years
2006e2013, the total estimated cases and new cases by sex and by
year were divided by the appropriate Statistics New Zealand estimated resident population (ERP) values at June 30 of each year.

2.9. Software
We wrote a custom module in Python, run under Python 2.7, to
process the raw data and classify individuals. Statistical analysis
was performed in the R statistical environment version 3.2.1 [20].
The probabilistic language Stan [21] was used along with the R
package rstan 2.14.1 to ﬁt the Bayesian model and generate all
estimates. R Packages dplyr 0.5.0 [22] and ggplot2 [23] were
additionally used to manipulate, summarise, and plot the resulting
data.
2.10. Presentation of model Bayesian estimates
The means of the posterior distribution are provided, along
with 95% uncertainty intervals (intervals which contain the central
95% of the posterior probability mass), indicated with square
brackets after values in the text and by grey shading in ﬁgures. The
number of people with Parkinson’s disease was determined
probabilistically, taking into account the uncertainty in diagnosis.
Calculation of incidence, prevalence, and standardized rates are all
direct calculations, although the uncertainty in the number of
individuals with Parkinson’s are propagated throughout these
calculations.
3. Results

2.6. Calculation of age-speciﬁc prevalence and incidence rates

3.1. National incidence

Age-speciﬁc incidence was calculated over the period of
2006e2013 to allow for better estimation of age-speciﬁc rates in
the older age groups while age-speciﬁc prevalence was averaged
over the years 2006e2013.

There was a modest increase in the number of new cases of
Parkinson’s per year over time (Fig. 1a): 1130 [1110, 1140] per year in
2006, increasing to 1370 [1350, 1400] in 2013. This increase persisted when converted to incidence (Fig. 1c): 27 [26, 27] per
100 000 per year in 2006 increasing to 31 [30, 32] in 2013. However, the observed increase over time was largely eliminated when
standardizing to the 2013 age- and sex-population structure
(Fig. 1e): 30 [30, 31] per 100 000 per year in 2006 and 31 [30, 32] in
2013. That is, the apparent increase was due to a growing proportion of elderly people within the total population.
As expected, age-standardized incidence rates were higher for
males (Fig. 2e): in 2013 males had a rate of 41 [40, 41] per 100 000

2.7. Standardization of prevalence and incidence rates
The 2013 ERP New Zealand age and sex population structure
was used as the reference population for standardisation of the
overall prevalence and incidence rates for years 2006e2012. For the
sex-speciﬁc rates these were standardized to the 2013 overall age
population structure.
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Fig. 1. Number of new individuals with Parkinson’s in New Zealand (a) and total number of individuals with Parkinson’s in New Zealand (b) from 2006 to 2013 by sex and overall.
There has been a moderate increase in the number of new cases per year and total cases over the 8 year period. When dividing by the size of the population to get incidence (c) and
prevalence (d) the relative increase over time reduces in magnitude but still persists. Following standardization to the 2013 age-sex population structure there is no evidence of an
increase over time with incidence (e) but an increase over time in prevalence (f) persists. The grey bands represent the 95% uncertainty interval given the model and data.

per year, compared to females with a rate of 23 [22, 24] per 100 000
per year, a ratio of 1.8:1. Age-speciﬁc incidence was calculated from
incident cases over 2006e2013 (Fig. 2a, details in Supplementary
Table 1). Age-speciﬁc incidence increased exponentially until age
75, peaking at age 85 with a rate of 319 [313, 325] per 100 000 per
year. This was followed by a sharp drop above age 85, to a rate of
115 [88, 136] per 100 000 per year for the 100þ age group.
3.2. National prevalence
There was a modest increase in the number of people with
Parkinson’s over time (Fig. 1b): 7270 [7200, 7330] in 2006,
increasing to 9340 [9240, 9430] in 2013. This increase persisted
when converted to prevalence of Parkinson’s (Fig. 1d): 174 [172,
175] per 100 000 in 2006, increasing to 210 [208, 212] in 2013. In
contrast to incidence, an increase in prevalence over time persisted
when standardizing to the 2013 age- and sex-population structure

(Fig. 1f): 196 [194, 198] per 100 000 per year in 2006 and 210
[208, 210] in 2013.
As expected, age-standardized prevalence rates were higher for
males (Fig. 1e): in 2013 males had a rate of 267 [264, 269] per
100 000, compared to females with a rate of 163 [160, 166] per
100 000, a ratio of 1.6:1. The mean 2006e2013 age-speciﬁc prevalence (Fig. 2b) increased exponentially until age 75, peaking at age
85 at a rate of 2260 [2220, 2290] per 100 000. This was followed by
a sharp drop from age 90, to a rate of 760 [610, 860] per 100 000 for
the 100þ age group.
3.3. Future burden and prevalence
We predicted the number of people with Parkinson’s in New
Zealand to increase in a linear fashion and double in the next 25
years from 9340 [9240, 9430] in 2013 to 19 700 [17 900, 21 500] in
2038. Following this, the number of people with Parkinson’s is
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Fig. 2. 2006e2013 age-speciﬁc incidence (a) and mean 2006e2013 age-speciﬁc prevalence (b) by 5-year age groups. There is an exponential increase in incidence and prevalence
from ages 20 to 75. This is followed by maximum incidence and prevalence at age 85. Rates then sharply decrease, with a greater decrease in incidence than prevalence in the oldest
old. The grey bands represent the 95% uncertainty interval given the model and data.

Fig. 3. Observed (years 2006e2013) and predicted (years 2014e2068) number of people with Parkinson’s (a) and prevalence of Parkinson’s (b) in New Zealand. The predictions are
based upon Statistics New Zealand median, 5%, and 95% population projections by sex and age and the age and sex speciﬁc prevalence rates observed in 2013. There is a modest
increase over the next few decades in both total number and prevalence. This is followed by a period where the rate of increase is reduced. The grey bands represent the 95%
uncertainty interval given the model and data.

projected to continue to increase but at a slower rate, reaching an
estimated 27 200 [23 400, 31 000] in 2068 (Fig. 3a).
The prevalence of Parkinson’s in New Zealand is predicted to
follow a similar trend to the number of people with Parkinson’s,
increasing linearly from 210 [208, 212] to 357 [343, 372] per
100 000 in 2038. Prevalence then increases at a slower rate,
reaching 440 [400, 480] per 100 000 in 2068 (Fig. 3b).
4. Discussion
In this ﬁrst study examining the nationwide incidence and
prevalence of Parkinson’s in New Zealand, we found moderately
increasing incidence and prevalence rates of Parkinson’s over time.
We also found evidence that Parkinson’s is likely a late-stage agedependent rather than aging-dependent disease, with a sharp
drop-off in incidence and prevalence after 85 years of age.
Combining these ﬁndings, we predict that although there will be a
linear increase in the number of people with Parkinson’s and
prevalence over the next 25 years, this increase will be moderated
after this by the drop-off in rates in the oldest old, who will form an
increasing proportion of the population. The main limitation of this
study is that we indirectly inferred the probability of Parkinson’s,
based upon combinations of anti-parkinsonian medications and
durations of their use. Those inferences were, however, calibrated
using known diagnoses from a large convenience sub-sample of
individuals taking those medications.

4.1. Prevalence and incidence rates in New Zealand
Our standardized incidence rates remained stable over time
whereas the standardized prevalence showed an increase. This
indicates that the duration of disease is increasing, which likely
reﬂects the increasing life expectancy of the overall population
(which increased by approximately 1 year over the period of this
study, Statistics New Zealand Period Life Tables) as well as potentially earlier diagnosis and treatment. Stable incidence rates but
increasing prevalence have also been observed in Israel [16]. Our
estimate of Parkinson’s prevalence is higher than previous New
Zealand estimates (~110 per 100 000 [24,25]) derived from singlecenter ascertainment. The higher rate reported here is likely due to
the aging population. No previous estimates of incidence in New
Zealand exist.
4.2. Age-dependent disease
The drop off in the oldest old may reﬂect that the pool of individuals susceptible to developing Parkinson’s becomes depleted,
instead of Parkinson’s being a disease where a progressive accumulation of cellular and organ damage over time monotonically
increases the risk of developing the disease. While age-dependent
diseases such as motor neuron disease have a peak incidence in
middle age, it appears that for Parkinson’s this peak occurs at a
much older age, conﬂating the effects of age and aging. This may
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explain why the age-related decrease remained under-recognised.
An alternative explanation for this decline could be that the
oldest old aren't as actively diagnosed with Parkinson’s or
adequately treated. One audit of Parkinson’s [26] reported that the
ﬁnal 2 years of life was spent in palliative care, a phase characterised in part when people with Parkinson’s become unable to be
administered adequate dopaminergic therapy. However, our data
indicates that most people with Parkinson’s in New Zealand are
medicated until death (Supplementary Fig. 2).
It is also possible that it becomes more difﬁcult, or less important, to diagnose and start treatment of Parkinson’s in the oldest
old, due to other comorbidities. This would cause a drop in both
apparent incidence and prevalence in the oldest old. Whether such
an effect could be of sufﬁcient magnitude to explain the magnitude
of the observed decline is unclear.
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4.3. Future burden
Assuming no medical developments that will prevent or cure
Parkinson’s, the number of people with Parkinson’s in New Zealand
in 2038 is predicted to be double that in 2013. For Western Europe
and the most populous nations the number of people with Parkinson’s in 2030 has been predicted to be double that of 2005 [27].
Similarly for an analysis focusing solely on the United States, the
number of people with Parkinson’s in 2040 is expected to be double
that of 2010 [28]. These studies all point to a relatively consistent
picture of a doubling of the absolute number of people with Parkinson’s in the next 25e30 years, with the longer time to doubling
in the United States likely, at least in part, reﬂecting the lower life
expectancy in the United States compared to New Zealand and
Western Europe (World Bank 2104 values: New Zealand and
Western Europe, 81 years; United States, 79 years).
There is inherent uncertainty in these future estimates.
Although we are taking into account the uncertainty in the agepopulation structure, several other aspects have not been not
accounted for. These include the slightly increasing age-speciﬁc
prevalence of Parkinson’s over time due to the increase in disease
duration. It is uncertain whether there will be a continual increase
in disease duration due to general increases in life expectancy and/
or earlier diagnosis and treatment. Furthermore, there are changes
in lifestyle choices such as smoking, an activity which is correlated
with lower rates of Parkinson’s [29], that may inﬂuence the future
incidence of Parkinson’s. New Zealand has a goal of being smokefree by 2025, a policy that will potentially increase the number of
people with Parkinson’s if smoking is truly protective of Parkinson’s
[30].
In conclusion, we have observed a moderate increase in the
number of people with Parkinson’s in New Zealand over the years
2006e2013, largely explained by a change in the population proﬁle.
The rate of increase in prevalence of Parkinson’s disease is expected
to persist in the near future, doubling from 2013 to 2038, but then
increase at a slower rate after 2038. Our ﬁndings support the notion
that Parkinson’s disease is not an aging-dependent disorder but an
age-dependent disorder.
Conﬂicts of interest
None.
Funding sources
This study was funded by the Neurological Foundation of New
Zealand (Grant 1211 PG), and the New Zealand Brain Research
Institute.

We wish to thank Research Assistants, Gill Ebel and Helen Skene
from the New Zealand Brain Research Institute. We are also grateful
to the Ministry of Health's National Collections staff for assisting
with use of data from the Pharmaceutical Collection database.
Appendix A. Supplementary data
Supplementary data related to this article can be found at http://
dx.doi.org/10.1016/j.parkreldis.2017.06.018.
References
[1] A. Reeve, E. Simcox, D. Turnbull, Ageing and Parkinson’s disease: why is
advancing age the biggest risk factor? Ageing Res. Rev. 14 (2014) 19e30,
http://dx.doi.org/10.1016/j.arr.2014.01.004.
[2] J.A. Brody, M.D. Grant, Age-associated diseases and conditions: implications
for decreasing late life morbidity, Aging Clin. Exp. Res. 13 (2001) 64e67.
[3] W. Muangpaisan, A. Mathews, H. Hori, D. Seidel, A systematic review of the
worldwide prevalence and incidence of Parkinson’s disease, J. Med. Assoc.
Thail. 94 (2011) 749e755.
[4] I. Akushevich, J. Kravchenko, S. Ukraintseva, K. Arbeev, A.I. Yashin, Age patterns of incidence of geriatric disease in the U.S. elderly population: medicarebased analysis, J. Am. Geriatr. Soc. 60 (2012) 323e327, http://dx.doi.org/
10.1111/j.1532-5415.2011.03786.x.
[5] J.A. Driver, G. Logroscino, J.M. Gaziano, T. Kurth, Incidence and remaining
lifetime risk of Parkinson’s disease in advanced age, Neurology 72 (2009)
432e438, http://dx.doi.org/10.1212/01.wnl.0000341769.50075.bb.
[6] M. Nerius, A. Fink, G. Doblhammer, Parkinson’s disease in Germany: prevalence and incidence based on health claims data, Acta Neurol. Scand. (2016),
http://dx.doi.org/10.1111/ane.12694.
[7] S.K. Van Den Eeden, Incidence of Parkinson’s disease: variation by age, gender,
and race/ethnicity, Am. J. Epidemiol. 157 (2003) 1015e1022, http://dx.doi.org/
10.1093/aje/kwg068.
 , C. Magnani, D. Schiffer, Prevalence of Parkinson’s disease in North[8] A. Chio
western Italy: comparison of tracer methodology and clinical ascertainment of
cases, Mov. Disord. 13 (1998) 400e405, http://dx.doi.org/10.1002/
mds.870130305.
[9] B.C.L. Lai, M. Schulzer, S. Marion, K. Teschke, J.K.C. Tsui, The prevalence of
Parkinson’s disease in British Columbia, Canada, estimated by using drug
tracer methodology, Park. & Relat. Disord 9 (2003) 233e238, http://
dx.doi.org/10.1016/S1353-8020(02)00093-7.
[10] R. Masalha, E. Kordysh, G. Alpert, M. Hallak, M. Morad, M. Mahajnah, P. Farkas,
Y. Herishanu, The prevalence of Parkinson’s disease in an Arab population,
Wadi Ara, Israel, Isr. Med. Assoc. J. 12 (2010) 32e35.
[11] F. Moisan, V. Gourlet, J.-L. Mazurie, J.-L. Dupupet, J. Houssinot, M. Goldberg,
E. Imbernon, C. Tzourio, A. Elbaz, Prediction model of Parkinson’s disease
based on antiparkinsonian drug claims, Am. J. Epidemiol. 174 (2011)
354e363, http://dx.doi.org/10.1093/aje/kwr081.
[12] E.J. Newman, K.A. Grosset, D.G. Grosset, Geographical difference in Parkinson’s
disease prevalence within West Scotland, Mov. Disord. 24 (2009) 401e406,
http://dx.doi.org/10.1002/mds.22359.
[13] A. Wright Willis, B.A. Evanoff, M. Lian, S.R. Criswell, B.A. Racette, Geographic
and ethnic variation in Parkinson’s disease: a population-based study of US
Medicare beneﬁciaries, Neuroepidemiology 34 (2010) 143e151, http://
dx.doi.org/10.1159/000275491.
[14] T.A. Yacoubian, G. Howard, B. Kissela, C.D. Sands, D.G. Standaert, Racial differences in Parkinson’s disease medication use in the reasons for geographic
and racial differences in stroke cohort: a cross-sectional study, Neuroepidemiology 33 (2009) 329e334, http://dx.doi.org/10.1159/000254568.

84

D.J. Myall et al. / Parkinsonism and Related Disorders 42 (2017) 78e84

,
[15] P. Blin, C. Dureau-Pournin, A. Foubert-Samier, A. Grolleau, E. Corbillon, J. Jove
R. Lassalle, P. Robinson, N. Poutignat, C. Droz-Perroteau, N. Moore, Parkinson’s
disease incidence and prevalence assessment in France using the national
healthcare insurance database, Eur. J. Neurol. 22 (2015) 464e471, http://
dx.doi.org/10.1111/ene.12592.
[16] O. Chillag-Talmor, N. Giladi, S. Linn, T. Gurevich, B. El-Ad, B. Silverman,
N. Friedman, C. Peretz, Use of a reﬁned drug tracer algorithm to estimate
prevalence and incidence of Parkinson’s disease in a large Israeli population.
J. Park. Dis. 1 (2011) 35e47, http://dx.doi.org/10.3233/JPD-2011-11024.
[17] C.-C. Liu, C.-Y. Li, P.-C. Lee, Y. Sun, Variations in incidence and prevalence of
Parkinson’s disease in Taiwan: a population-based nationwide study, Park.
Dis. 2016 (2016), http://dx.doi.org/10.1155/2016/8756359.
[18] F. Moisan, S. Kab, F. Mohamed, M. Canonico, M. Le Guern, C. Quintin,
L. Carcaillon, J. Nicolau, N. Duport, A. Singh-Manoux, M. Boussac-Zarebska,
A. Elbaz, Parkinson’s disease male-to-female ratios increase with age: French
nationwide study and meta-analysis, J. Neurol. Neurosurg. Psychiatry 87
(2016) 952e957, http://dx.doi.org/10.1136/jnnp-2015-312283.
[19] T.L. Pitcher, M.R. Macaskill, T.J. Anderson, Trends in antiparkinsonian medication use in New Zealand: 1995-2011, Park. Dis. 2014 (2014), http://
dx.doi.org/10.1155/2014/379431.
[20] R. Core Team, R: a Language and Environment for Statistical Computing, R
Foundation for Statistical Computing, Vienna, Austria, 2016.
[21] B. Carpenter, A. Gelman, M. Hoffman, D. Lee, B. Goodrich, M. Betancourt,
M.A. Brubaker, J. Guo, P. Li, A. Riddell, Stan: a probabilistic programming
language, J. Stat. Softw. 76 (2017) 1, http://dx.doi.org/10.18637/jss.v076.i01.
[22] H. Wickham, R. Francois, dplyr: a Grammar of Data Manipulation, R package
version 0.5.0, 2016.

[23] H. Wickham, ggplot2: Elegant Graphics for Data Analysis, Springer-Verlag
New York Inc, 2009.
[24] T.H. Caradoc-Davies, M. Weatherall, G.S. Dixon, G. Caradoc-Davies, P. Hantz, Is
the prevalence of Parkinson’s disease in New Zealand really changing? Acta
Neurol. Scand. 86 (1992) 40e44, http://dx.doi.org/10.1111/j.16000404.1992.tb08051.x.
[25] M. Pollock, R.W. Hornabrook, The prevalence, natural history and dementia of
Parkinson’s disease, Brain 89 (1966) 429e448, http://dx.doi.org/10.1093/
brain/89.3.429.
[26] S. Thomas, D. MacMahon, Parkinson’s disease, palliative care and older people: Part 1, Nurs. Older People 16 (2004) 22e26, http://dx.doi.org/10.7748/
nop2004.03.16.1.22.c2290.
[27] E.R. Dorsey, R. Constantinescu, J.P. Thompson, K.M. Biglan, R.G. Holloway,
K. Kieburtz, F.J. Marshall, B.M. Ravina, G. Schiﬁtto, A. Siderowf, C.M. Tanner,
Projected number of people with Parkinson’s disease in the most populous
nations, 2005 through 2030, Neurology 68 (2007) 384e386.
[28] S.L. Kowal, T.M. Dall, R. Chakrabarti, M.V. Storm, A. Jain, The current and
projected economic burden of Parkinson’s disease in the United States, Mov.
Disord. 28 (2013) 311e318, http://dx.doi.org/10.1002/mds.25292.
n, B. Takkouche, F. Caaman
~ o-Isorna, J.J. Gestal-Otero, A meta[29] M.A. Herna
analysis of coffee drinking, cigarette smoking, and the risk of Parkinson’s
disease, Ann. Neurol. 52 (2002) 276e284, http://dx.doi.org/10.1002/
ana.10277.
[30] R. JE, The “protective” inﬂuence of cigarette smoking on Alzheimer’s and
Parkinson’s diseases. Quagmire or opportunity for neuroepidemiology?
Neurol. Clin. 14 (1996) 353e358.

