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Question one
 According to Ware & Matthay (2000), the blood pH of a healthy individual is 7.35- 7.45. Therefore when an individual’s level of pH goes above this range, this is considered to contain alkalosis which implies that there is too much alkali in the blood. On the other hand, when a person goes below this range it is due to the presence of acidosis which is high levels of acid in the blood. In that, an individual has alkalosis simply because the blood pH is 7.5. it can also be illustrated that the patient contains PCO2 of 25mm Hg, PO2 of 96 mm, 24mmol/L level of bicarbonate and 80% SpO2. In comparison to a healthy individual is that PCO2 ranges from 35-45 torr, PO2>79 torr, 22-28 mmol/L level of bicarbonate and finally 94% of SpO2 or greater than that. Thus the patient has alkalosis.
Question two
The research conducted clearly shows that the patient is suffering from pneumonia in that the patient had a case concerning bacterial pneumonia. This is a kind of infection which is evidenced in one of the lungs or both. It results in a body to impair the ability of the body to exchange carbon dioxide and oxygen. Also being at the age of above 65 years increases the risks of being subjected to bacterial pneumonia. Therefore in our case, our patient is 65 years old. As such she has clear symptoms of concerning bacterial pneumonia, as a result, she was prescribed for a bronchodilator in help of treating her cough.

Question three
[bookmark: _GoBack]Methemoglobin does not affect CO2 directly, this is because the congenital result of enzyme deficiency produces methemoglobinemia. This is because the rate of conversion of methemoglobin to hemoglobin is not able to keep the pace of its formation (Guerra et al. 2016)

Question four
It is clear that Methemoglobin results due to alteration of hemoglobin confrontation in that Fe2+ get oxidized to Fe3+  in that it moves from ferrous to the ferric state. As that methemoglobin containing ferric heme gets it difficult to bind oxygen which the end result in id altered structure. In addition, is that the oxygen affinity is increased to the molecule, this causes the left shift in oxygen curve of dissociation thus interfering with O2 being delivered to tissues thus methemoglobin can be either acquired or congenital.  In the presence of deficiency of enzyme cytochrome b5  causes congenital methemoglobinemia this therefore because it reduces methemoglobin to hemoglobin. This creates a steady state of methemoglobin that a level of less than 1.0 %. This, therefore, illustrates that if an individual has a normal level of cytochrome reductase when exposed to an oxidizing agent is likely to result in an increase in methemoglobin production to an extent that when enzymes reduce it is not possible to be compensated due to this rapid increase (Bellani et al. 2016)
Question five
The factors that have played for the patient development of methemoglobin is the elevated levels of methemoglobin present in the blood. Thus the oxygen affinity in ferric is impaired, the joining of methemoglobin with oxygen results to an increased oxygen affinity for the remaining heme that is in the ferrous state still in the same tetrameric unit of hemoglobin. The end result of this is that there is an overall reduction of red blood cells to be at a position of releasing oxygen to tissues. Thus association with the oxygen-hemoglobin curve of dissolution shifts to the left. The elevation of methemoglobin concentration in red blood cells leads to the occurrence of tissue hypoxia (Pham & Rubenfeld 2017).

Question six
Hb +  O2               HbO2
It can be noticed that the patient was not able to respond to the oxygen therapy initially simply because her methemoglobin level was very high in that due to this level it prohibited her being unable to distribute oxygen to the blood. It also restricted the oxygen therapy in that it trapped the oxygen making it unable to circulate. Thus making oxygen therapy unsuccessful initially. 
Question seven
Carbon monoxide is odorless, nonirritating gas, colorless and tasteless. Thus when inhaled brings the production of toxicity which later causes cellular hypoxia as well as the damage.
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