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Lipids are fats, sourced out from food or synthesized by the liver.
Triglycerides (TGs), as well as cholesterol, contribute most to disease,
although all lipids are physiologically important. Cardio metabolic
conditions, and gradually increase in the risk for pancreatitis is closely
linked to Severity of HTG, specifically if triglyceride levels are not
attended reduction throughout the follow-up [1]. On the contrary,
mild-to-moderate HTG recognized as a cardiovascular risk factor,
yet extremely severe HTG may not increase further, the risk for MI,
stroke, or mortality. The reason behind is that the very low-density
lipoprotein (VLDL) particles and Large triglyceride risk chylomicron
are large enough to penetrate the endothelium and forming plaque.
Nevertheless, a familial HTG Is always associated with increased risk
of MI and strokes and death, smaller VLDL remnant particles, may
maximize the size of fatty plaques, increase inflammatory cytokines
and thrombosis [2-4]. More to that, it has been evidenced based
noticed that elevated TGs are significantly associated with more health
costs and care utilization raising the concern of reducing TG levels has
great benefits to the patient.
Increase levels of lipids (mainly cholesterol) can lead to long-term
problems, such as atherosclerosis. In general, increase total cholesterol
level (that includes LDL, HDL, and VLDL cholesterol), and in
specific a high level of LDL (the “bad”) cholesterol, eventually lead to
maximizing the risk of atherosclerosis and risk of heart attack or stroke.
It’s been obvious that not all types of cholesterol increase this risk. A
high level of HDL (the “good”) cholesterol recognized to decrease risk,
and conversely, a low level of HDL cholesterol may increase risk. In
parallel, the long-term impact of triglyceride levels to the risk of heart
attack is not as clear as enough [5]. As such, the very high levels of
triglycerides (exceeding 500 milligrams per deciliter of blood, or mg/
dL) associated with high risk of pancreatitis. Among all above 20 years
groups, the total cholesterol, triglycerides, LDL cholesterol, and HDL
cholesterol after fasting should be assess minimum every 4 to 6 years
by fasting lipid profile [6]. concerning younger age groups (Children)
a fasting lipid profile can be screened out at age 9 and 11 if they have a
family member who has severe hyperlipidemia or developed coronary
artery disease at a young age) they should be assessed age of 2 years
old. Recently Available data, emphasizing that elevated TGs are always
associated with worse outcomes among patients with ASCVD, even
when LDL-C appears well adjusted but, factors like the dietary pattern,
diabetic control, and physical activity, were not tested in multivariate
models, which may interfere with the relationship between TGs and
healthcare utilization [7]. Physicians are highly advised to educate
their patients to follow a healthy lifestyle, as it can improve TG
levels as well as CV risk factors. A researcher found that “Lowering
triglycerides or LDL-C appears to have the same effect on the risk of
coronary heart disease per Apo B particle lowered.” Hence, the clinical
benefit of any lipid-lowering therapy should be linked l to the absolute
change in Apo B levels, not necessarily linked to the change in plasma
triglyceride or LDL-C levels.”
In relation to Coronary artery diseases, lipid metabolism
disorders can play a significant role in progressing of CAD. Thus,
Dyslipidemia has a central role in the treatment protocol for both
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prevention and treatment of cardiovascular events associated with
coronary artery disease [8]. There are many pieces of evidence
generated by epidemiological studies which prove an association
between lipid parameters, and the risk of developing coronary artery
disease as well as a progression of a pre-existing disease [9,10].
In specific, up owing levels of low-density lipoprotein cholesterol
(LDL-C), reduced levels of HDL cholesterol (HDL-C), and high
levels of triglycerides as well as increased lipoprotein(a) [Lp(a)]
levels which should be taken in consideration when assessing the risk
stratification of patients when seeking primary prevention of coronary
artery disease. Dietary changes, Lifestyle as well as intensified statin
therapy, with an addition of ezetimibe stay the best interventions at
primary and secondary CAD; it will defiantly improve the prognosis
by lowering levels of LDL-C. Contributions by genetic studies led to
an understanding of the relationship between coronary artery disease
and lipid metabolism. Causal progression of CAD demonstrated for
LDL-C, Lpa and triglyceride-rich lipoproteins (TRL), and not be
demonstrated for HDL-C in various studies. Reduction of LDL-C by
proportion affect subtilisin/kexin type 9 (PCSK9) inhibitions and by
the cholesterol ester transfer protein (CETP) inhibitor anacetrapib on
cardiovascular events is investigating at the time being by different
research programs.
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