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Abstract  

This study will not include Apolipoprotein B, 

and the possibility of a second coronary 

ischemia event will not be considered 

because it is a case control study. 

Additionally, the atorvastatin dosage will not 

be increased to the maximum effective dose. 

The term "low density cholesterol" refers to a 

metric, but the particle itself cannot be 

precisely measured. 

 

 

INTRODUCTION 

LDL cholesterol is associated with an increased risk of heart attack and stroke. Other atherogenic 

particles, besides low-density lipoprotein (LDL), are well-documented. Other apoprotein B-

containing particles, such as VLDL and its remains, IDL, and Chylomicron remnants, are 

extremely important. Non-HDL cholesterol, a simple "metric," captures this. A fasting specimen 

is not required. Subtracting total cholesterol from HDL cholesterol. Even if people taking statins 

have lower LDL cholesterol, many of them still suffer a second coronary or cerebral vascular 

event. Patients with elevated triglycerides, low HDL cholesterol, and other remnant lipoproteins 

in their lipid profile are at risk. Non-HDL cholesterol, a term that encompasses all lipids other than 

HDL is important in determining the second level of risk for coronary or cerebral vascular events 
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in people taking statins. The study's goal will be to highlight the "usefulness" of other lipid profile 

factors in reducing ischemia episodes. 

Death from atherosclerosis and its complications is currently the leading cause of death worldwide. 

Because of sedentary lifestyles and a fast food culture, early-onset obesity is becoming more 

prevalent. Public education has led to an increase in the number of people taking statins. A decrease 

in cardiovascular disease, however, has not occurred. The goal of this study will be to investigate 

lipids other than LDL. 

LITERATURE REVIEW  

The medical history was used to identify "CAD patients. Each participant had their height, weight, 

waist and hip circumferences measured, as well as their blood pressure and lipid profile. The age-

standardized coronary artery disease anomalies appeared in the following order. Non-HDL 

cholesterol was followed by systolic blood pressure and abdominal obesity.  

Triglycerides, total cholesterol readings, low density lipoproteins, and HDL cholesterol were less 

relevant and had a decreasing correlation value in that order of importance. Non-high density 

lipoprotein cholesterol is used as a screening tool for people with the metabolic syndrome to 

determine their coronary vascular risk.  

Sigedel et al. will study non-HDL cholesterol to see if it can be used as an indicator of CAD. risk. 

Total cholesterol measurements and low density lipoprotein cholesterol values have been used as 

correlation indicators for many years. Several studies have described non-HDL cholesterol as an 

important and simple marker because it can be calculated by subtracting "HDL cholesterol" from 

total cholesterol 

STATEMENT OF THE PROBLEM 

Lowering low-density lipoprotein cholesterol levels is widely regarded as a method of lowering 

the risk of coronary artery disease. There are, of course, exceptions to the rule. A large number of 

people do not have high levels of LDL cholesterol. Non-HDL cholesterol is becoming more widely 

recognized as a risk factor for cardiovascular disease. Non-HDL cholesterol, which includes the 

components of all atherogenic lipoprotein particles, can be obtained by subtracting HDL 

cholesterol from total cholesterol. People with diabetes, for example, who have dyslipidemia (a 

condition characterized by low HDL cholesterol levels and high triglyceride levels), are more 

susceptible to non HDL cholesterol. Measuring non-HDL cholesterol is expected to reveal the 

dangers associated with triglyceride-rich particles. Non-HDL cholesterol has been shown to 

correlate with the severity of coronary artery disease and can be used to predict cardiovascular 

disease mortality. Lifestyle changes and medication are both options for treating non-HDL 

cholesterol. Only rosuvastatin and simvastatin significantly lower non-HDL cholesterol among 

statins as a whole. Fibrates are a class of medications that lower triglycerides and non-HDL 

cholesterol. The FRIEDWALDS equation is used to predict LDL cholesterol, while total 

cholesterol and HDL are used to estimate non-HDL cholesterol. Derived from direct 
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measurements. Non-HDL cholesterol contains all of the lipid particles linked to cardiovascular 

disease. Because it has a higher predictive value, it is widely accepted. 

 

THE STUDY AIMS  

To examine how L-arginine and BH4 affect I/R-induced endothelial dysfunction in patients with 

type 2 diabetes and coronary artery disease.  

Research Questions  

• How do L-arginine and BH4 affect I/R-induced endothelial dysfunction in people with type 2 

diabetes and coronary artery disease? 

RESEARCH METHODOLOGY  

This study will include atorvastatin-treated patients with coronary artery disease who had an 

ischemic stroke within five years of the first coronary event.  

Cases in Group 1 included patients who had been taking atorvastatin 10 mg daily for more than a 

year, had a cerebrovascular event, such as a stroke, within five years of their first coronary event, 

and had an ECG or ECHO confirmation of coronary disease.  

As a control group, we enrolled a group of patients with coronary artery disease who had been 

taking atorvastatin 10 mg for more than five years. These individuals must have a normal CT brain 

scan and no prior history of transient ischemic episodes. To be diagnosed. 

 

RESEARCH DESIGN 

The participants will range in age from 40 to 80, and both sexes will be represented. A committee 

within the institution approved the research. The study will include both modifiable and non-

modifiable risk variables, such as cigarette smoking, alcohol consumption, hypertension, diabetes, 

and obesity (BMI). A thorough history-taking procedure will be used to determine the risk factors 

associated with smoking and drinking. Medical history, normal lab tests, and blood pressure 

measurements will be used to identify risk factors for diabetes and hypertension. 

After a 10-hour overnight fast, total cholesterol, HDL cholesterol, and triglycerides will be tested 

at 7 a.m. using a Hitachi 704 Analyzer. Low density lipoproteins Cholesterol will be calculated 

using the FRIEDWALD formula, which is widely accepted in the medical community. To 

calculate non-HDL cholesterol, divide the total cholesterol by the HDL content. The ECG and 

ECHO revealed the presence of coronary artery disease in both patients and "controls." 

Metabolic syndrome will be ruled out based on all of the patient's standard blood tests. Participants 

with elevated renal parameters or abnormal liver function tests will be excluded from the study. 

DATA ANALYSIS  

Descriptive statistics such as frequency, mean, median, and standard deviation will be calculated, 

and unpaired t tests will be used to detect statistically significant differences in means between 
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groups for any variables with a normal distribution. The chi-squared test will be used to compare 

the independent variables.  

In contrast to Study, "data are presented as median and quartiles rather than mean and standard 

deviation (SEM)." Categorical information is typically presented numerically. Both sides will be 

considered significant if their p-values are less than 0.05. The effects of treatment on biochemical 

markers and FMD will be analyzed using Wilcoxon's signed rank test (within-group comparison). 

The Mann-Whitney rank sum test will be performed on clinical characteristics, laboratory data, 

and FMD as dependent variables. Compare groups. We will use the Wilcoxon signed-rank test to 

compare the means of the plethysmographic responses to different Ach doses in order to find 

statistically significant differences. In the Spearman "The correlation between the variables will 

be analyzed using rank." Different time points show distinct differences between the Ach and SNP 

dose response curves."In Study IV, a two-way ANOVA will be used to compare the effects of the 

two treatments on endpoints such as FBF, MAP, and P-glucose levels after reperfusion. Based on 

the results of Study I, we can estimate that we will need approximately 22 patients in each group 

to detect a 2% difference in FMD with 80% power and a two-tailed test at the 5% level. Because 

of the inherent speculative nature It is not possible to make reliable power estimates from studies. 

Here's how we intend to use historical data to make predictions. I counted 59, 145, and 157. Based 

on the data, there may be a significant difference between groups of 10 and 12, as evidenced by 

these findings. 

CONCLUSION  

In people with diabetes and coronary artery disease, lowering triglycerides is more important than 

statins' pleiotropic benefits of improving macrovascular endothelial function, microvascular 

function, and reducing inflammatory activity.  

Diabetes patients with eosinophilic thrombocytopenia-1 (ET-1) deficiency have impaired 

cutaneous microcirculation. Diabetic microangiopathy may benefit from treatment that inhibits ET 

receptors.  

L-arginine and BH4 inhibit I/R-induced endothelial dysfunction in people with type 2 diabetes and 

CAD when compared to placebo. Supplements such as L-arginine and BH4 may help these patients 

cope with the "threat of I/R malfunction."  

 

LIMITATIONS OF THE STUDY  

Because this is a "case control study," the atorvastatin dosage will not be increased to its maximum 

effective dose. The phrase "low density cholesterol" refers convert to metric. The low-density 

cholesterol particle will not be accurately measured. There will be no Apolipoprotein B in the 

study. This study will not take into account the possibility of a second ischemia event within the 

coronary system. Despite the fact that the research population's LDL cholesterol levels will be low, 

they will not meet the ATP 3 threshold. Despite the fact that controls have low non HDL 
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cholesterol levels, they do not meet the ATP 3 criteria. There is no need for a placebo group in this 

study because the goal is to compare the effects of the two treatment regimens on endothelial 

function. Moreover, the current The inclusion of a placebo group is not supported by statin therapy 

recommendations in people with established cardiovascular disease (CVD) and type 2 diabetes. 
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