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Background: Cigarette smoking is a major risk factor for coronary artery disease (CAD), but whether smoking affects the vascular protective effects of statins remains unclear. Objectives: The aim of this study was to evaluate the influence of smoking and various lipid parameters on coronary plaque regression during statin therapy.
Method: In a sub-analysis of JAPAN-ACS (Japan Assessment of Pitavastatin and Atorvastatin in Acute Coronary Syndrome) study, we divided 252 patients with acute coronary syndrome into two groups according to smoking status (nonsmokers or smokers). Serum lipids, inflammation markers, and plaque volume determined by intravascular ultrasound were measured at baseline and after 8-12 months of treatment with pitavastatin or atorvastatin.
Results: Percent change in plaque volume during statin therapy was equally reduced in nonsmokers (-18.0 À15.1%) and smokers (-17.0 À12.8%). In smokers, low HDL-C (<40mg/dL) group (n = 49) was weaker in regression of plaque volume compared with high HDL-C (Ý40mg/dL) group (n=69), regardless of comparable reduction in LDL-C. Hs-CRP at follow-up was higher in low HDL-C group compared with high HDL-C group (p=0.05). Furthermore, higher level of circulating leukocyte count (p = 0.02) as well as hs-CRP (p=0.03) were observed more apparently in patients with low HDL-C at follow-up. These effects were not observed in nonsmokers.
Conclusion: Smoking-related low HDL-C level attenuated the regression of coronary atherosclerosis during statin therapy, which may be involved partly in elevated inflammation.

