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Serological Indicators of Atrial Fibrosis for Sick Sinus Syndrome
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China)

[ Abstract ] Sick sinus syndrome(SSS) is a kind of common arrhythmia clinically. It can causes fatigue ,syncope and other discomfort
in patient,and severe cases can even result in sudden cardiac death. Serological indicators have many advantages in sampling collection,
economic costs and so on ,which are easy to be widely used in clinical practice. Recent researches have found that atrial fibrosis plays a key
role in the occurrence and development of SSS, but the serological testing indicators of atrial fibrosis for SSS still have not got enough

attention. This paper mainly discusses the relationship between atrial fibrosis and SSS,and research progress in serological testing indicators

of atrial fibrosis for SSS,thereby guiding the clinical active intervention in atrial fibrosis and improve the prognosis of patients.
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Fractional Flow Reserve for Evaluation of
Myocardial Bridge and Its Associated Critical Stenosis

YANG Jinfeng,JIA Xinwei, FENG Huiping, WANG Yu,SU Wei, TANG Wei
( Department of Cardiology ,The Affiliated Hospital of Hebei University , Baoding 071000, Hebei , China )

[ Abstract ] The proximal vascular of myocardial bridge is easy to be combined with atherosclerotic stenosis, which causes myocardial
ischemic events. Therefore, the indications for its treatment have become the hot spot of many researches. Fractional flow reserve is
recognized as an invasive functional evaluation index in recent years. However, the current fractional flow reserve assessment of myocardial
bridge and its associated critical stenosis is an empirical small sample. In this paper, the research status of fractional flow reserve, diastolic

fractional flow reserve, and instantaneous wave-free ratio for evaluating myocardial bridge and its associated critical stenosis is reviewed.
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