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ABSTRACT
The active component of smoke which is nicotine plays its major role of for deposition of
cholesterol in the inner wall of arties as acting as centre of accumulation of fats. This cholesterol
which is considered one of the major factors of high blood pressure and heart attack, which
deposited on inner walls of arties due to involvement of nicotine and shorting the passage of
blood which finally develop a high blood pressure. It has found that aspirin effectively dissolve
the cholesterol and normalize the blood pressure and acts as dilator [dilating the arties for normal
flow of blood]. The concentrations of cholesterol in milli mole were treated with aspirin and it
has been found that aspirin effectively treated against higher concentration of cholesterol in
blood.
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INTRODUCTION
Nicotine is absorbed from the respiratory tract, and through mouth tissue and skin.
Approximately 80% to 90% of nicotine is metabolized in the liver, kidneys and lungs. The lungs
metabolize a major portion of inhaled nicotine. The major metabolites of nicotine are cotinine
and nicotine-N-oxide. The half-life of nicotine after inhalation or injection administration is
about 2 hours. The kidney eliminates both nicotine and its by-products. [1]
The brain requires high levels of oxygen and if the arteries in the brain are clogged with plaque
or clot, atherosclerotic disease advances rapidly with the possibility of clot formation which can
lead to a possibility of stroke and death. With more smoking, the level of nicotine in blood will
increase, and chances of high blood pressure increases with the increase in concentration of
nicotine in blood. [2]
Correlation of anti-enzyme activity of aspirin with its Aspirin inhibits cyclooxygenase
(prostaglandin synthetase) thereby reducing the synthesis of prostaglandins and thromboxanes.
These effects are thought to be how aspirin produces analgesia, antipyrexia, and reduces platelet
aggregation and inflammation. Mast cells can synthesize new cyclooxygenase, but platelets
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cannot. Therefore, aspirin causes an irreversible effect on platelet aggregation. Aspirin has been
shown to decrease the clinical symptoms of experimentally induced anaphylaxis in calves and
ponies. [3]
Aspirin is a weak organic acid, with a pKa of 3.5. Taken orally, it is absorbed in the stomach and
the upper small intestine, mainly in the non-ionized form due to the acidic conditions in the
stomach. Once absorbed, it is metabolized to acetic acid and salicylate by esterases in tissue and
blood. The free salicylate is then excreted unchanged, or converted to other water-soluble
compounds that are then excreted by the kidney. Salicylate and its metabolites are rapidly
excreted by the kidneys by both filtration and renal tubular secretion. Significant tubular
reabsorption occurs which is highly pH dependent. Salicylate excretion can be significantly
increased by raising urine pH to 5-8. Salicylate and metabolites may be removed using peritoneal
dialysis or more rapidly using hemodialysis. [4]
METHODOLOGY
The aim of this study to determine the effectiveness or otherwise of aspirin treatment the 186
patients were divided into smokers and non smokers and then divided into three groups made on
the basis of their original plasma cholesterol concentration. The patients were placed into three
groups namely: a) 5.9, b) 5.9-6.7 and c) 6.7 mmol/L. This resulted in the number of patients
who smoked in each of these groups being, 48, 39 and 58 respectively. The total number of
patients used in this part of study was 186(figure 1) of whom 145 were smokers.
RESULT AND DISCUSSION
Figure 1. The numbers of subjects in e ach group and their plasma cholesterol
concentration
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Table 1. The distribution of patients into three ‘plasma cholesterol levels’ and the numbers
treated by aspirin (75mg/day for x months). The difference between the total number of
patients and the treated group are those that received aspirin preparations.
Plasma cholesterol
concentration
(mmol/L)
5.9
5.9-6.7
6.7

Total patients
(n=186)
53
63
70

Aspirin treatment
(n=145)
48
39
58

Relative risk (to
show the benefit of
aspirin treatment)
0.96
0.55
0.95

Figure 1. Bar chart of the numbers of subjects in e ach group as defined by their plasma
cholesterol concentration of i) 5.9, ii) 5.9-6.7 and iii) 6.7 mmol/L. The number of subjects
who received aspirin is shown as blue blocks and before aspirin treatment as pink block for each
of the three cholesterol plasma level groups which were studied. In this experiment based on the
results that aspirin treated groups received 75mg per day for one and half months (45 days)
Of the 48 patients who smoked and had a cholesterol concentration of less than 5.9 mmol/L, the
aspirin treatment brought about a very small reduction in the plasma concentration and this was
reflected in a relative risk of 0.96 (see Table 1). In the second group, of 39 patients who had a
cholesterol concentration between 5.9mmol/L to 6.7mmol/L, aspirin brought about an even
greater reduction in plasma cholesterol levels which altered their risk of cardiovascular problems
as shown by the relative risk factor of 0.55. In the final group the 58 patients treated with aspirin
and whose initial cholesterol concentration was greater than 6.7 mmol/L a similar relative risk to
those below 5.9 mmol/ L was recorded.
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The total patients admitted high cholesterol concentration were 186 but only 145 who were
smoker and also have high cholesterol concentration were benefited by aspirin treatment. To
prove the effectiveness of aspirin three groups of 186 patients has been made on the basis of
cholesterol concentration. High levels of cholesterol in the blood can damage arteries and are
potentially linked to diseases such as those associated with the cardiovascular system (heart
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disease). 48 patients who have cholesterol concentration less than 5.9mmol/L has been cured
with aspirin treatment where as total admitted patient of this group were 53.The patients which
have cholesterol concentration between 5.9mmol/L to 6.7mmol/L have also been treated with
aspirin and only 39 patients out of 63 were benefited by this treatment.58 patients who have
heart problem due to cholesterol concentration greater than 6.7 were treated with aspirin and
aspirin treatment proved very beneficial for all of them for overcoming their heart problems.
CONCLUSION
Perhaps the last finding indicates that the changes induced by a high plasma cholesterol
concentration are such, that reversal of the long lasting effect of cholesterol, in terms of cardiac
risk factors, is extremely difficult to overcome simply by the use of aspirin.
Plasma cholesterol levels are considered to be one of the major risk factors along with high
blood pressure to make heart attacks and strokes more likely to occur. The finding that aspirin
can reduce this level in the group 5.9 – 6.7 mmol/L is potentially of great significance.
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