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Abstract: " Hyperactivity is harmful and commitment is a control" that is the theory of hyperactivity leads to harm. If the patho—
genic (i is excessive it will be hyperactivity and if the object is damaged by hyperactivity and pathogen it will do harm. There are
two causes of atherosclerosis: one is physique and the other is persistent pathogen. Modern medicine calls it " prosperity" when
substances that may cause atherosclerosis but do not form real lesions; When the accumulation of " prosperity" leads to the result
of "harm" the " prosperity" turns into " hyperactivity" . The increase of Low density lipoprotein is called " prosperity". At this
time the pathogen of phlegm and dampness appears in the blood due to diet emotion physique and other factors. The key patho—
logical changes of atherosclerosis are macrophages transformed into foam cells and secreting more inflammatory factors to induce
more severe immune responses. Finally foam cells and related immune cells accumulate in the intima and die to form atheromatous
plaques ( "harm") . " Hyperactivity" refers to blood stasis or mutual obstruction of phlegm and blood stasis due to the obstruction
of blood circulation caused by phlegm ( " prosperity") .
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