5



Kay-Sachs Disease

Students’ Name
Instructors’ Name
Course
Date


Kay-Sachs Disease
Tay-Sachs is a genetic cark passed from parents to the sibling. The absence of enzymes that assist in the breakdown of fatty substances in the body causes Tay-Sachs disease. When fatty contents build up to toxic degree in the child's encephalon, the nerve cells' functioning is affected. The progression of the disease causes severe effects on the child's body. In my fact paper, I will discuss what Kay-Sachs disease is, the course, results, and the treatment of Kay-Sachs disease.  
Tay-Sachs is a uncommon but disastrous disease. It is an inherited disorder that continuously ruins the spinal cord and the neurons in the brain. The disease appears in three types; Juvenile, Classic Infantile, and Chronic Tay-Sachs. Infantile is the most familiar type of Tay-Sachs disease and gets evident in about three to six months. At the time, it becomes apparent the baby loses the ability to crawl, sit or turn over. The hearing problem, seizures, and inability to move to follow and death occurs by four. Chronic and juvenile very rarely occurs in late childhood or adulthood and tend to be less damaging. By the age of 15 years, juvenile causes death (Shapiro et al., 2010). 
A genetic variation in the HEXA citron chromosome 15 crusades Tay-Sachs disease. When the body fails to make a protein known as HEXA, the defective gene appears. The molecule GM2 ganglioside forms in the brain's neurons when HEXA protein lacks, destroying nerve cells. Autosomal recessive is how the disease is inherited from parents to the child—implying, for you to inherit the condition, you have to get two copies of the faulty gene, each from every parent (Clarke et al., 2011). A child becomes a carrier if just one parent passes down the defective gene. The child may pass the disease to their children, but they do not inherit themselves.
In most cases, Tay-Sachs is mostly noticed in infants of age six months old, responding to stimulus abnormally. The onset of age is used to differentiate the disease in various forms.  Infantile appear to infants within the first six months of age. Gm2 gangliosides then distend to the neurons, genial and physical power start to deteriorate. The infant turns; deaf, blind, atrophied, ineffective to swallow, and paralytic. By the age of four, probably the baby succumbs to death. Juvenile is uncommon compared to other forms of the disease. Children of two to ten years initially show the symptoms. They experience motor skill and cognitive deterioration, ataxia, dysarthria, and spasticity. At the age of five and fifteen years, death usually occurs. Late-onset shows its initial symptoms at the age of 30s or 40s. The fatality rate of late-onset is contrary to the other two forms of diseases as its effects can stop progressing. Progressive neurological declination and unsteadiness of gait are used to characterize the disease. The symptoms are initially seen in early adulthood and adolescence. They involve swallowing difficulties, speech, cognitive decline, and unsteadiness of gait. Late-onset mostly causes people to become full-time wheelchair users. The potential treatment might come from gene therapy, leading to slow progression or cure of Tay-Sachs disease. 
By around 3 to 5 years of age, the Tay-Sachs is usually very fatal, mostly due to lung infection. Tay-Sachs treatment is always meant to manage its symptoms rather than curing the disease. Support and comfort is the only goal for therapy. The therapy includes; prescription of medication to reduce the child's symptoms, chest physiotherapy to reduce the accumulated mucus in the lungs, using an assistive feeding machine to curb the problem of swallowing. Physical therapy may maintain the ability to move by keeping the joints flexible (Kitaeva et al., 2018). 

[bookmark: _GoBack]In summary, genetic testing is recommended if you have a family history of Tay-Sachs disease. Jews are the known joint group with Tay-Sachs disease. Other people also have the probability of having the disease. The aim of gene therapy is to replace the nonfunctioning enzyme. The process is closely similar to diabetes treatment. Direct installation of the deficient enzyme which washes the scientist has tried the brain.  But until now, no treatment can cure Tay-Sachs. Research is still being carried out to find out the exert cure. 
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