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A B S T R A C T 
 

Parkinson’s disease (PD), or simply Parkinson’s, is a long-term degenerative disorder of the central nervous system that mainly 
affects the motor system. Parkinson's sickness (PD) has a place with a gathering of conditions called motor system issues, 
which cause unintended or wild developments of the body. The precise cause of PD is unknown, but some cases are hereditary 

while others are thought to occur from a combination of genetics and environmental factors that trigger the disease.  In PD, 
brain cells become damaged or die in the part of the brain that produces dopamine--a chemical needed to produce smooth, 
purposeful movement. 

Parkinson's ailment is a dynamic sensory system issue that influences development. Indications start progressively, in some 
cases beginning with a scarcely observable quake in only one hand. Quakes are normal, however the confusion additionally 
ordinarily causes solidness or easing back of development.In this review article we include Introduction ,How  to Parkinson’s 
disease occurs , mechanism , pathophysiology , Diagnosis , treatment , medication , causes , symptoms  of Parkinson’s disease . 
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INTRODUCTION:  

Parkinson’s disease is a long-term (chronic) neurological 

condition that affects around 8,000 people in Ireland. It is 

named after Dr James Parkinson, who originally recognized 

it in 1817. Parkinson's infection influences the way the 

mind co-ordinates body developments, including strolling, 

talking and composing
1
. Parkinson's illness is a confusion 

that influences little locales in the cerebrum that control 

development, stance and equalization. It is a complex 

disease that has many different symptoms, so that not 

everyone with the condition suffers from the same 

problems.
2 

More than 1 million people in the United States have 

Parkinson disease (PD), more than are diagnosed as having 

multiple sclerosis, amyotrophic lateral sclerosis, muscular 

dystrophy, and my- asthenia gravis combined. PD affects 

approximately 1 in 100 Americans older than 60 years. It 

loads patients, their consideration accomplices, and the 

general  healthcare system.
3
 This article audits the study of 

disease transmission, clinical highlights, putative ecological 

hazard and defensive components, neuropathological 

angles, heterogeneity, clinical administration, and late 

examinations with respect to hereditary qualities and PD. 

The article suggests that based on new research, the 

prevalence of PD varies in different regions of the United 

States.
4
omee progress has been made in identifying the risk 

and protective factors of PD, and a newly emphasized area 

of study in PD is genetics. Patient care proposals, in light of 

American Academy of Neurology practice guidelines, are 

laid out to show the condition of contemporary clinical 

administration of PD and related disorders.
5 

How the Parkinson’s disease occurs 

In Parkinson's disease, certain nerve cells (neurons) in the 

cerebrum step by step separate or pass on. Huge numbers of 
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the manifestations are because of lost neurons that produce 

a compound courier in your mind called dopamine.
6
 At the 

point when dopamine levels decline, it causes anomalous 

mind movement, prompting side effects of Parkinson's 

disease.
7 

 

Mechanisms of Parkinson’s Disease 

 

 
Figure: 1 Mechanism of Parkinson’s disease 

PATHOPHYSIOLOGY  

The pathophysiology of Parkinson's infection is demise of 

dopaminergic neurons because of changes in biological 

activity in the cerebrum regarding Parkinson's illness (PD). 

There are a few proposed instruments for neuronal demise 

in PD; be that as it may, not every one of them are surely  

 

known.
8
 Five proposed mechanisms systems for neuronal 

demise in Parkinson's Disease remember protein total for 

Lewy bodies, interruption of autophagy, changes in cell 

digestion or mitochondrial capacity, neuroinflammation, 

and blood-mind blood-brain barrier (BBB) breakdown 

resulting in vascular leakiness.
9 

 

 

Figure: 2 A brain without and with Parkinson's Disease compared in Substantia Nigra 
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Diagnosis:-    

There is no “one way” to analyze Parkinson's disease (PD). 

Notwithstanding, there are different manifestations and 

indicative tests utilized in blend. Making an exact 

determination of Parkinson's - especially in its beginning 

phases- is troublesome, however a talented expert can 

arrive at a contemplated resolution that it is 

PD.
10

Remember that two of the four primary side effects 

must be available over some undefined time frame for a 

neurologist to think about a PD analysis: 

 Shaking or tremor 

 Slowness of movement, called bradykinesia 

 Stiffness or rigidity of the arms, legs or trunk 

 Trouble with balance and possible falls, also called 

postural instability 

Regularly, a Parkinson's  diagnosis is first made by an 

internist or family doctor. Numerous individuals look for an 

extra supposition from a nervous system specialist with 

experience and explicit preparing in the evaluation and 

treatment of PD . 
11 

Treatment 

Parkinson's disease can't be relieved, however drugs can 

help control your side effects, frequently significantly. In 

some later cases, surgery may be advised.
12 

Your primary care physician may likewise suggest way of 

life changes, particularly progressing oxygen consuming 

activity. At times, exercise based recuperation that centers 

around equalization and extending additionally is 

significant. A speech-language pathologist may help 

improve your speech problems.
13 

Medications 

Medications may assist you with overseeing issues with 

strolling, development and tremor. These medications 

increase or substitute for dopamine.
14

 Individuals with 

Parkinson’s disease has low cerebrum dopamine 

concentrations. In any case, dopamine can't be given 

straightforwardly, as it can't enter your cerebrum. You may 

have huge improvement of your indications subsequent to 

starting Parkinson's disease treatment. After some time, be 

that as it may, the advantages of medications much of the 

time reduce or turn out to be less predictable. You can 

typically still control your indications genuinely well.
15 

Medications your doctor may prescribe include: 

1. Carbidopa-levodopa. 

2. Carbidopa-levodopa infusion.  

3. Dopamine agonists.  

4. MAO B inhibitors 

5. Catechol O-methyltransferase (COMT) inhibitors. 

6. Anticholinergics. 

7. Amantadine. 

 

Symptoms 

Parkinson’s disease affects the nerve cell in the midbrain 

that produced dopamine   

 

 

Parkinson’s symptoms  

 

Initial symptoms   

A.  Expression less face  

Tremor  

Symptoms no hands and legs   

Can occur at rest in the hands limbs or can be postural   

Muscular   

Hardened muscles, trouble standing trouble strolling, with 

bodily movement involuntary movement, muscle 

unbending nature, issue with coordination, musical muscle 

compression, slow real development, or moderate 

rearranging stride.
16,17 

Sleep   

Early awakening nightmaras, restless sleep, or sleep 

disturbances   

Whole body   

Fatigue, dizziness, poor, restlessness, balance   

Cognitive   

Amnesia, disarray at night hours dementia or trouble 

thinking and understanding 

Speech   

Difficulty speaking, soft speech or voice box spasms   

Nasal   

Distorted sense of smell or loss of smell  

Urinary   

Ddribbling of urine or leaking of urine   

Mood 

Anxiety or   a pathy 

Facial 

Jaw stiffness or reduced facial expression   

Also common   

Clear gaze, constipation depression, trouble gulping 

slobbering, falling trepidation of falling misfortune 

interestingly affectability, neakfightness little handroring, 

shaking, accidental composition, or weight reduction. 
18,19 

Causes of parkinson’s disease   

Genetics,   

Environment  

Lewy bodies   

Loss of dopamine  

Age and gender   
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Occupation   

 

Genetic  

Some studies suggests that genes play a role in the 

development  of  parkinson’s 

An estimated is percent of people with parkinson’s have a  

Family history of the condition 
20 

Environment   

These include pesticides such as insecetide herbicides,   

And fungicides   

It also possible that agent arrgange exposure may be linked   

To parkinson’s 

Lewy bodies   

 Lewy bodies are abnormal clumps of protein found in the 

brain   

Steam of people with  parkinson’s disease   

Cluster of lewy bodies cause the brain to degenerate over 

time,  

This cause problem with motor coordination inpeople with  

parkinson’s disease . 
21 

Loss of dopamine   

Dopamine is neurotransmitter chemical that aid’s in passing 

message between different section of the brain . 
22 

The cells that produce dopamine are damaged in people 

with parkinson’s disease.   

Without an adequate supply of dopamine the brain is 

unable to property send and receive. 
23 

Massages this distribution affect the body ability to 

coordinate movement, it can cause problem with walking 

and balance .
24 

Age and gender   

Aging also play a role in parkinson’s disease advanced age 

is the most significant risk factor for developing 

parkinson’s disease   

Scientists believe that brain and dopamine function begin to 

decline as the body ages this make a person . 
25 

More suceptiole to parkinson’s diseases   

Gender also play in role in parkinson’s disease man is more 

susceptible to developing parkinson’s disease the women .
26 

Risk factor of parkinson’s disease   

Age and sex, genetic factor, head trauma   

Exposure to chemical, medication and drug   

Impact of smoking 
27 

Age  

In a most people who have parkinson’s disease, symptoms 

becomes noticeable at the age of 60 yr old   

However in 5-10 _% of causes they appear earlier, when 

parkinson’s disease devolve before the age of 50 yr . This is 

called early onset parkinson’s disease 
28 

Genetic factor and family history   

A person who have close relative, such as a siblings or 

parent when parkinson’s disease saliently higher risk of 

developing it.  Compar with other   

The other are” sporadic “there is currently on way to 

predict that they will occurs   

Autosomal dominant
29 

Autosomal recessive   

Risk factor modifiers gens   

Exposure of chemical  

People who work in certain profession may have higher 

chance to develop to parkinson’s disease,  because of 

exposure to certain chemical. 
30 

Toxic 

There is some evidence that exposure to certain toxic can 

increasing the chance of developing parkinson’s disease 

according to the parkinson’s disease foundation. 
31,32 

 Herbicides and pesticides   

 They may include   

 Some herbicides, such as paraquat  

 Fungicides, such as maneb 

 Insecticide, such as colourless, oderless, rotenone   

 Pesticides   

Impact of smoking   

Interestingy, who smoke cigarette apear to have a smaller 

chance of developing PD than those who do not   

This does not mean that people should smoke in order to 

stave off PD, because smoking is responsible for a host of 

unwanted health problems 
33 

CONCLUSION:  

Parkinson's disease is one of the most common 

neurodegenerative diseases affecting the aging population 

and is associated with an increased morbidity and mortality. 

Awareness of the disease manifestations, the treatments, 

and the progressive long-term course of the disease is 

necessary for the optimal management of the cases. 

Tremendous progress has been made in understanding the 

neuropathology of PD and its progression throughout the 

nervous system. However, none of these treatments is 

curative. PD remains a progressive disorder that eventually 

causes severe disability due to the increasing severity of 

treatment-resistant motor problems and non-motor 

symptoms. Modifying factors that lead to the disease 

progression and in further delaying its disability are the key 

unmet needs to be addressed by the current and future 

research efforts. 
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