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Clinical Application of Pressure Wire in Chronic Total Occlusion Intervention

WANG Qiancheng, JING Quanmin
( Department of Cardiovascular Medicine , General Hospital of Shenyang Military Region ,Shenyang 110015 , Liaoning , Chi-

na)

[ Abstract ] Fractional flow reserve( FFR) can be measured in coronary by pressure wire. FFR can evaluate the relationship between
myocardial ischemia and coronary lesions objectively. FFR is regarded as “the gold standard” of myocardial ischemia. FFR is recognized as
physiological index of myocardial ischemia. FFR has been widely used in coronary isolated lesions, multiple lesions diffuse lesion, bifurcation
lesions, left main lesions, stable coronary artery disease and acute coronary syndromes, which had been confirmed by multiple random con-
trolled studies. The strategies of intervention based on FFR were safer and more economic, which also can improve the symptoms of pa-

tients. At present, we have not study the clinical application value of pressure wire in chronic total occlusion intervention in domestic center.
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There are only a few case reports and observation research of small sample about the clinical application value of pressure wire in chronic to-

tal occlusion intervention abroad, and there is no clinical research of larger sample at home abroad. We will study the application value of

pressure wire in chronic total occlusion intervention in this paper.

[ Key words ] Pressure wire; Chronic total occlusion ; Fractional flow reserve; Collateral circulation
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Mitochondrial Energy Metabolism and Pathological Cardiac Hypertrophy

CHEN Zhongxiu, RAO Li

( Department of Cardiology , West China Hospital ,Sichuan University, Chengdu 610041, Sichuan , China)

[ Abstract ] Pathological cardiac hypertrophy is a coadaptive process accompanied by metabolic profile change and mitochondrial bioen-

ergetic decline, and is an independent predictor of higher rate of cardiovascular events and mortality. Many signaling pathways are involved

in the maladaptive metabolism of hypertrophied hearts, and targeting abnormal metabolism is likely the new therapy of hypertrophic preven-

tion and reversion.

[ Key words ] Mitochondria; Energy metabolism; Cardiac hypertrophy
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