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Establishment of a Bama Miniature Swine Model of Chronic Myocardial Ischemic Models by Thoracoscopy. Zhang Bo, Chen Baofu, Ma
Dehua et al. Taizhou Hospital of Zhejiang Province , Zhejiang 317000 , China

Abstract Objective To explore the method to establish miniature swine model of chronic myocardial ischemia using thoracoscopic
minimally invasive techniques. Methods A ameroid constrictor was placed around the proximal of left circumflex coronary artery (LCX)
in Bama miniature swine by thoracoscopy. The chronic myocardial ischemia was formed by gradual occlusion of the LCX). Six weeks lat-
er, coronary artery angiography (CAG) was performed to evaluate the degree of stenosis. Single — Photon Emission Computed Tomography
was used to assess myocardial perfusion. Results The success rate of modeling was 80 % (8/10). The operation time was 45.3 +
7. 1min, and the amount of bleeding was 32.5 +11.3ml. Six weeks later, the CAG analysis showed the total occlusion of the LCX in 6

swines, stenosis degree >70% in 2 swines. SPECT showed the obvious myocardial perfusion defects in the left rear wall. Concluion

Thoracoscopic minimally invasive techniquesh can be successfully used to construct miniature swines chronic myocardial ischemic models

with less injury. This way represents a useful tool for the chronic myocardial ischemia model relevant experimental study.

Key words Chronic myocardial ischemia; Miniature swine; Thoracoscopy
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Preliminary Study of Arotinolol vs RAS Inhibitors on the Arterial Rigidity of Young and Middle Aged Hypertensives. Wang Yumet, Xiong
Minjun, Ma Yongjiang, et al. Department of Cardiology, The First Affiliate Hospital of PLA General Hospital, Beijing 100048, China

Abstract Objective Various antihypertensive drugs have different effects on blood vessel, which is the important target organ
damaged by hypertension. The present report elucidates the effect of Arotinolol (a vasodilating beta — blocker) on conductive arteries in

young hypertensives. Methods Totally 87 young patients without target — organ damage and concomitant disease were divided to 2 trea-
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