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Summary Protein losing enteropathy(PLE) is a clinical syndrome in which a large amount of proteins is lost
from the intestine due to a variety of primary diseases, most often secondary to gastrointestinal and cardiovascular
disease. The occurrence and development of PLE are closely related to the primary cardiovascular diseases. The o-
verall awareness of PLE in cardiovascular field is low currently. The failure to diagnose of PLE in time leads to
persistent or uncorrectable hypoproteinemia. The primary disease may also be complicated by the progress of
PLE. which seriously affects the life quality and prognosis of patients. This article details the characteristics and

pathogenesis of cardiovascular disease-related PLE, as well as diagnosis and treatment, in order to raise the aware-

ness, diagnosis rate and treatment rate of PLE, and improve the life quality and prognosis of patients.
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Figure 1 The diagnosis and treatment flowchart of PLE
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