Allicin Reverses Diabetes-Induced Dysfunction of Human Coronary
Artery Endothelial Cells
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ABSTRACT RESULTS
Cardiovascular disease (CVD) is the leading cause of death in the United States, and is the Allicin reverses diabetes-induced depression of NO Production in HCAEC Mass Spectrometry Analysis of eNOS Proteins Modified by Allicin
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various chronic diseases. Allicin (2-propene-1-sulfonothioic acid S-2 propenyl ester, diallyl 20

thiosulfinate) is the primary active component in garlic, and current literature supports its

therapeutic effects on lowering blood pressure, decreasing blood glucose levels, reducing . SUMMARY
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4.) modified the eNOS immunocomplex in DHCAEC-I cells

Figure 2. L-NAME, an inhibitor of eNOS, attenuated NO production and sodium nitroprusside (SNP) increased NO production in
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supplemented with EGM-2 MV (Lonza). Passage 4 cells were thawed and used for analyzed using Student’s t test. e oo
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Allicin Treatment: Cells were incubated in 10uM 4,5-Diaminofluorescein diacetate (DAF- o e
2DA) for 15 minutes at 37" C. Cells were then washed with KREBS solution and incubated Allicin increases eNOS expression in DHCAEC-I

for 20 minutes at 37" C. Afterwards, cells were incubated with L-NAME and images were

obtained with EVOS microscope at 10X, 20X, 40X and analyzed using ImageJ software. b <005 CONCLUSION

Immunoblotting: Cell lysates (20ug of protein) were analyzed by 8% Tris Glycine SDS 087 o ]
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polyacrylamide _gel electrophoresns and transferred to PVDF membrane. The me_mbranes_, o O 3 E ~ 0.6- Our data provide supporting evidence for the potential use of allicin as a preventative measure against CVD. We
were blocked with 5% milk + TBST 0.1% for 1 hour and then probed overnight with a anti- < S S E5 I {_ ropose that allicin may aid in treatment of endothelial dysfunction associated with type-l diabetes or other
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conjugated secondary antibody (1:5000) followed by detection with ECL substrate Allicin So 04- v %. Y conditions of high oxidative stress. Future research is needed to analyze the role of specific proteins involved in the
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were immobilized on the protein A/G ultralink resin. Trypsin digestion and MS analysis were _ HCAEC ~ DHCAEC-l  DHCAEC-II

performed at the proteomics and metabolomics core facility at the Georgia Cancer Center.
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they could be established at >95.0% probabillity as specified by the Peptide Prophet HCAEC (n=3), DHCAEC-I (n=3), and DHCAEC (n=3). The data are expressed as mean + SEM. Data analyzed using Student’s t test. analysis, respectively
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