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[ Abstract]

impairs the ability of the ventricle to fill or eject blood and affects the function of multiple organs, including the brain, through diverse

Heart failure (HF) is a complex clinical syndrome that can result from any structural or functional cardiac disorder that

and complex mechanisms. In recent years, increasing emphasis have been put on bi-directional feedback interactions between the heart
and the brain in the research of HF-associated diseases, and HF-related cognitive impairment ( CI) has received great clinical atten-
tion. Although several studies have suggested that HF patients complicated with Cl is associated with prolonged in-hospital stay and in-
creased mortality, screening for CI in HF patients is not conducted routinely in the current practice, which contributes to misdiagnoses
and thus affects the prognosis of patients. Therefore, this articles reviews the recent progress in pathophysiological mechanisms, clinical
research, screening tools, and treatments of HF-related CI, which may warrant special attention in HF practice.
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Table 1

Screening instruments used commonly in clinical

practice to diagnose cognitive impairment

Screening Cutoff ~ Sensitivity Specificity

Type of CI Reference
instrument score (%) (%)

Delirium CAM 3/3 94~100 90~95 [19]

MCI MMSE <24 18 100 [22]
MoCA <25 90 87 [22]
CAMCOG <96 64 88 [23]
RCS <7 87 70 [24]
SLUMS <25 81 68 [25]

Dementia ~ MMSE <24 87 82 [22]
MoCA <26 92 85 [22]
CAMCOG <93 100 90 [23]
RCS <7 87 70 [24]
SLUMS <21.5 98 100 [25]

CI: cognitive impairment; MCI: mild cognitive impairment; CAM: Con-
fusion Assessment Method; MMSE: mini-mental state examination;
MoCA ; Montreal cognitive aassessment; CAMCOG: Cambridge cognitive
examination; RCS: rapid cognitive screen; SLUMS: Saint Louis Univer-

sity mental status.
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