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Change of treatment concept of acute coronary syndrome

——From "vulnerable plaque" to "vulnerable patients"
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[ Abstract] In recent years, cardiovascular disease has become the "first killer" threatening human health. The
burden of patients with cardiovascular diseases is increasing in China, and it has become one of the major public health
problems. Therefore, it is urgent to prevent and treat cardiovascular diseases. Acute coronary syndrome (ACS) is a
cardiovascular disease with the highest mortality and disability rate in clinic. Vulnerable plaque and intracavitary
thrombus secondary to plaque rupture are considered to be the main pathophysiological mechanism of ACS. However, in
recent years, personalized risk assessment and diagnosis and treatment strategies focusing on "vulnerable plaques" have
not achieved the desired clinical benefits. With the proposal of the concept of "vulnerable patients”, the treatment center

of acute coronary syndrome has changed from "vulnerable plaques" to "vulnerable patients", and more emphasis has been
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placed on the new concept of taking it as a whole intervention for systemic diseases. This article summarizes the

transformation of the treatment concept as follows.

[ Keywords] Vulnerable plaque; Vulnerable patients; Acute coronary syndrome; early prevention
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