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INTRODUCTION
Abnormalities in lipid metabolism are currently recognized 
as one of the critical metabolic traits that contribute to cancer 
development, metastasis, and immune evasion.[1] Similar to 
noncancerous cells under resting conditions, cancer cells 

constant demands for the synthesis of cellular membranes, 
signaling molecules, and biomass.[2] Dyslipidemia, the 
condition of having abnormal levels of total TC and TG in 
the blood, has been shown to play a dual function in cancer 
development.[3,4] The mevalonate pathway, which is mediated 
by the enzyme 3-hydroxy-3-methylglutaryl-coenzyme A 
reductase (HMGCR), is the main biosynthetic pathway 
for the production of cholesterol and isoprenoids in the 
body.[5] Overexpression of HMGCR in cancer cells has 
been found to contribute to lipid accumulation within 

these cells, which subsequently activates small Guanosine 
Triphosphatases (GTPases) that are critical for their 
survival.[6,7] Furthermore, (TG) levels in the blood provide 
an external source of energy for cancer cells.[8] Cancer cells 
utilize the lipids stored within the lipid droplets in the cell 
and the free fatty acids released through lipolysis of (TG) to 
enable them to perform beta-oxidation to resist metabolic, 
oxidative, and hypoxic stress caused by the growth of these 
cancer cells [Figure 1].[9]
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