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Introduction and Aim of The Work

Long time before James Parkinson's classic "An Essay on
The Shaking plasy' {1817}, ancient Egyptian and Indian
sources reported many types of paralytic disorders and tremars.
Non fully described the distinctive features of the syndrome
which so justly perpetuates Parkinson's name (Stern,1989 and
Pearce,1989).

The last 5 years have been marked by rapid develop-
ments in understanding the pathophysiclogy of Parkinson
disease (PD) as well as by the iniroduction of a number of new
drugs for symptomatic treatment of the disease. On the other
hand the diagnosis of PD is still made on purely clinical
grounds. Due to Continuing advances in therapy, it is
increasingly important to recog-nize PD in its earlieét stages
and to distinguish it from other causes of Parkinsonism, for
which prognosis and response to treatment differ (Simuni and
Stern,1998).

Autonomic dysfunction in PD was first reported by James
Parkinson himself. Abnormalities of salivation, sweating,
bladder and bowe! function are common features of the disease
he described, and orthostatic  hypotension,  thought less
common, is perhaps the most disturbing form of dysautono-mia
{Rajput and Rozdilsky,1976).



The failure to increase heart rate with falling blood
pressure and the lack of blood pressure overshoot with
Vaisalva_ in patients of PD may be due to inadequate incr-ease |
In serum norepinephring on standing{tanner et al,, 1992).

Aim of the work

This work aimed at evaluation of the magnitude of
problem of dysautonomia in Egyptian parkinson patients and its
incedence and its impact on the activity of the patients.

Moreover to forecast the prognosis of such patients
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Epidemiology and Etiology

Parkinson’s disease is the commonest neurodegenerative
disease after Alzheimer's disease, with an estimated incidence
of 20/100 000 and a prevalence of 150/100 000 (Schapira,
1999).

A number of epidemiologic studies have begen carried out
to identify possible risk factors for the development of FD.
Increasing age is the only unequivocal risk factor independent
of disease prevalance in different popuiation groups {MayeLx
et al.,1992). It is a disease of the middie-to-late years with a
mean age of onset of 60. In about 5% of patients, symptom
onset occurs before age 40: in such cases, the disease is
classified as young-onset PD (Quinn et al.,1987).

PD prevalence is highest in Europe and North America
- {between100-300/100,000) with lower rates in Asia and Africa
{approximately 50/100,000) (Schoenberg, et al.,1988). PD is
slightl? maore common  in men than in women. In most studies,
the incidence is lower among blacks than whites, although this
observation might be bfased by a number of socioeconomic
factars such as access to health care and perception of the
disease (Bharucha, et al.,1988). One epidemiological survey,
conducted in Copiah County, Mississippi, used a door-to-door
design to overcome these limitations. There was no difference
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-in age-adjusted PD prevalence between blacks and whites
{schoenhberg, et al., 1385).

| Abdul Baki et al., (1999) conducted an epidemolo-gical
study using a door-to-door- design in a rural Egyptian
community(Monofia), PD prevalence was 152/100.000, and the

disease was commaon in women than in man.

The occurrence of parkinsonism as a late sequela of
encephalitis lethargica in the 1920, and 1230, suggests infection
‘as a possible etiologic factor. However, a viral etiology has
never been shown, and both the clinical picture and pathology
of postencephalitic parkinsonism and PD ére distinctly different
( Poskanzer, et al., 1969). A number of environmental factors
have been implicated as possible risk factors for PD. The
search for an environmental trigger has been fueled by a cluster
of cases of parkinsonism that are clinically and pathologically
"indistinguishable from idiopathic PD, caused by exposure 10 1-
‘methyl, 4-phenyl 1,2,3,6-terahydropyridine (MPTF), a comp-
ound used by narcotic abusers in the 1970; )(Ballard, et
al.,1985). It is unlikely that MPTP is present in the environment
in sufficient guantities fo be an important environmental risk
factor for PD. However, the MPTP story has resulted in several
pathogenetic theories that generally include oxidative stress as
.a possible common final pathway leading to nigral cell death
fand PD(Tanner, et al,1987). Rural living farming, well-water



