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A Clinical Study of Percutaneous Transluminal Angioplasty for Treatment of Lower Extremity Arteriosclerosis Obliterans. Ye Haidong.
Zhejiang Traditional Chinese Medicine University Affiliated Hospital of Wenzhou, Zhejiang 325000, China

Abstract Objective To evaluate the safety efficacy and clinical rusults of percutaneous transluminal angio plasty( PTA) in the pa-
tients of lower extremity arteriosclerosis obliterans( ASO) . Methods 46 patients (24 in TASCII C and 22 in TASCIl C) with ASO was
analyzed respectively from June 2006 to July 2008. The ankle brachial index( ABI) cumulative patency rate and the perioperative complica-
tion rate was analyzed after operation. Results The perioperative complication rate was 13.0% (6/46). The ankle — brachial index after
operation was significantly higher than that before operation(0.36 £0.15 »s 0.75 £0.75,:=10.93,P <0.0001).40 patients completed
the 12 — month follow — up. The cumulative patency rate for the first 12 — month was 87. 5% . The hazard ratio of re — obliterans after the

operation between the TASC Il C and TASC Il D groups had no statistical difference( Hazard Ratio =1.13,P =0.85). Conclusion PTA

was an safe and effective method for treating patients with ASO.

Key words Atheroselerosis obliterans; Percutaneous transluminal angioplasty( PTA) ; Clinical effects
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Biomarkers of Alcohol Binge — drinking Induced Brain Damage in Mice.
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Abstract

Zhao Meiging , Feng Lidong. Third Affiliated Hospital of Inner

Objective

To study oxyradical — related biomarkers for binge — drinking inducing alcohol - induced brain damage
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