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WFFERE R OMEEE (Z230) : The present study has investigated microRNA biology concerning
endothelial cellular injury and vascular inflammation, such as Toll-like receptor 4
(TLR4). Endothelial progenitor cells (EPCs) play an important role in the maintenance
of vascular integrity. The physiological role of miR-221/222, a newly discovered class
of small RNA, is closely linked to the proliferation of EPCs. In addition, this study
demonstrates that lipid lowering therapy (LLT) with atorvastatin increases EPC numbers
and decreases miR-221/222 levels in patients with CAD, possibly contributing to the
beneficial effects of LLT with atorvastatin in this disorder.

TLR4 signal plays an important role in immunity in CAD. One of the /Zet—7 family
microRNAs, /let-7i, directly regulates Toll-like receptor 4 (TLR4) expression and
contributes to immune response. The miR-146a / b regulates TLR4 downstream molecules
(IRAK1 and TRAF6). The present study has shown that miR-146a / b were expressed with
TLR4 signal in CAD patients, and combined treatment with a statin and RAS blockade might
affect these levels. Inaddition, /et—77 played a negative regulator of TLR4 in patients
with CAD, and atorvastatin affected TLR4 levels via let-77.

This study demonstrates that treatment with ARB and atrovastatin decreases miR-146a /
b and TLR4 signal in patients with CAD, possibly contributing to the anti-atherogenic
effects of ARB and statins in this disorder.
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