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Neuromuscular Transmission
	Neuromuscular transmission failure is not a new defect as many people have been diagnosed with the problem in the past. This situation has led to several researches on the same to distinguish the main causes of neuromuscular transmission failure. Neuromuscular transmission plays a critical role in transmission of electrical impulse from nerves to muscles. The muscles involved include the smooth, skeletal and cardiac muscles. Once the impulses have been sent, an appropriate muscle contraction or relaxation takes place. Unfortunately, neuromuscular transmission can fail due to various reasons. One of the causes that can make neuromuscular transmission to fail is due to diseases such as Lambert-Eaton Syndrome (LEMS), Myasthenia Gravis and Botulism. The aforementioned diseases lead to failure of neuromuscular transmission thus resulting to paralysis and muscle weakness. LEMS is an autoimmune disease resulting in blocking of the Ca2+ channels hence leading to a deficiency of calcium entry to the nerves (Bittner & Martyn, 2019). As a result, the neuromuscular transmission is interfered with and ends up failing causing some weakness and fatigue in the skeletal muscles. Such a situation has been noted to be serious which can lead to even death of a patient if not attended to as soon as possible. On the other hand, myasthenia gravis blocks the interaction of the ACh receptors which automatically results in neuromuscular transmission failing an occurrence that can lead to permanent paralysis and muscle weakness if not treated within a given period (Ollivier-Lanvin et al., 2009). 
	Last but not least disease is the botulism syndrome which is a fatal illness. The syndrome produces toxins that affect the SNARE proteins leading to exocytosis of ACh and fusion of SVs. The moment this takes place neuromuscular transmission is bound to fail since the neurotoxins produced interfere with the nerve impulse transmission. Besides, neuromuscular transmission can fail due to interference of some anesthetic agents and drugs which affect the neuromuscular junction as well as the impulse transmission. This interference takes place since the drugs and the anesthetics agents have to elicit their effects. Drugs such as carbamylcholine and nicotine attempt to mimic the acetylcholine's action since they have the same chemical structure. For that reason, competing with the ACh bidding to the ACh receptor they tend to reverse the intended impulse to the muscles, where for instance if the transmission was to cause relaxation of the muscles leads to contraction hence justifying the failure of the neuromuscular transmission (Ollivier-Lanvin et al., 2009). Both the diseases and drugs tend to interfere with nerve impulse transmission hence resulting in automatic neuromuscular transmission failure. The moment the neuromuscular junction has been affected there is no way any nerve impulse can be transmitted to the muscles for either relaxation or contraction. This clears the doubt and confirms that neuromuscular transmission plays a critical role in muscle relaxation and contraction and once the process is inhibited can result in adverse effect such as paralysis and muscle failure. Fortunately, scholars and medics have undertaken massive research on how neuromuscular transmission failure can be detected early and treated to reduce cases of paralysis and muscle failure.
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