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[Abstract] Branch atheromatous disease (BAD) is a common type of acute ischemic stroke (AIS) and an im-
portant cause of acute isolated subcortical infarction. The acute phase of BAD-related stroke is more prone to symp-
tom fluctuations or early neurological deterioration, resulting in a poor short-term prognosis. This article mainly re-
views the research progress of early diagnosis and prediction of adverse clinical outcome of BAD from the aspects of
epidemiology, pathogenesis, common risk factors, imaging, and biological markers of BAD, in order to strengthen cli-

nicians' understanding of BAD and provide basis for early diagnosis of BAD and improvement of adverse clinical out-
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come of BAD.
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