Effects of Cigarette Smoke Exposure on the Insulin Resistance-Related Metabolic Changes
in the High Fat Diet-fed ApoE Knock-Out Mice
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Introduction

Results

Insulin resistance (IR) has been linked to cigarette smoking and is known to contribute
to diabetes and lipid disorders. Cigarette smoke (CS) induces inflammation and alters
the normal immune responses, both of which can exacerbate diabetes and contribute to
atherosclerosis development. We use Apolipoprotein-E (ApoE)'/ “ mice to examine if CS

Comparability of the enriched biological annotations associated with HFD and CS exposure
derived from the transcriptomic data

CS exposure did not affect the

body weight of HFD-fed mice CS exposure was linked to elevated levels

of circulating atherogenic lipids and
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Shown are the % difference at *p < 0.05. Abbreviations: CE, cholesterol esters; Cer, ceramides; DAG, diacylglycerols; Gal/GlcCer, galac-
tosyl and glucosylceramides; Gb3Cer, globotriosylceramides; LacCer, lactosylceramides; LPC, lysophosphatidylcholines; LPL, lysophos-
pholipids, PA, phosphatidic acid; PC, phosphatidylcholines, PC O, ether-linked phosphatidylcholines; PE, phosphatidylethanolamines;
PG, phosphatidylglycerols; Pl, phosphatidylinositols; PL O, other ether-linked phospholipids; PS, phosphatidylserines; SM, sphingo-
mylines; TAG, triacylglycerols.
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Reference for the 3R4F cigarettes can be found in www.ca.uky.edu/refcig
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