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[ Abstract] Objective  To investigate the progression of mild cognitive impairment ( MCI) to Alzheimer’s
disease (AD) and the factors influencing the related changes in cognitive ability. Methods  Seventy-five subjects
with mild cognitive impairment (the MCI group), 32 with Alzheimer’s disease (the AD group) and 17 others with
normal cognition (the NC group) were recruited. The Montreal Cognitive Assessment (MOCA) and the Mini-mental
State Examination ( MMSE) were used to assess their cognitive ability. At the same time, relevant clinical information
such as their general condition and past history of disease were recorded. The subjects were followed up for 20 months
on average to evaluate their annual rates of progression ( APRs) , and logistic regression was used to highlight any in-
fluencing factors. Results By the end of the follow-up, 9 of the 75 MCI subjects had progressed to AD, with an
APR of 5.25%. Thirteen cases had recovered normal cognitive functioning (97.6 per 1,000 person-years). Also, 2
cases in the NC group (11.76%) developed MCI (69.1 per 1,000 person-years) , but none of them had yet pro-
gressed to AD. Both hyperlipidemia and a body mass index ( BMI) lower than 24 kg/m” significantly predicted the de-
terioration of cognitive functioning. Heart disease was significantly correlated with cognitive improvement, and self-
management of cognitive function was also a significant protective factor. Conclusions Patients with MCI are at
greater risk of developing AD than normal persons. Prevention and early treatment of hyperlipidemia as well as main-
taining a normal BMI may delay the deterioration of cognitive functioning. Self-management of cognitive function can
improve cognition.
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Urgent management of transient ischemic attack

BACKGROUND AND OBJECTIVE Previous research has demonstrated that, following a transient ischemic attack (TIA), untreat-
ed patients have an increased risk of stroke, with recurrence rates by 90 days of up to 17%. Studies have also demonstrated that urgent inter-
vention after TIA is associated with a significant reduction in the short-term risk of stroke. This study evaluated the three-year outcomes of pa-
tients treated with a predefined clinical pathway of urgent care after TIA.

METHODS Subjects included consecutive patients with TIA, diagnosed by vascular neurologists. The expedited protocol was imple-
mented within 24 hours, with measures including ; antiplatelet therapy (aspirin 100 mg per day) initiated immediately, except in patients
with a cardioembolic origin where anticoagulants were the first choice; antihypertensive therapy to obtain a target level of less than 140/80,
and 135/85 in nondiabetic and diabetic patients respectively; statins prescribed to achieve a low density lipoprotein target of 100 mg/dl or
less in moderate, and 70 mg/dl or less in high vascular risk profile patients.

RESULTS Subjects were 686 patients, of whom 63% had confirmed TIA. Stroke occurred in 90 days in nine patients, seven within 24
hours. The risk of stroke was 2.6%, 3.7% and 4.4% , at 12, 24 and 36 months, respectively. The composite outcomes of stroke, myocardial
infarction or vascular death were 3.5% 4.9% and 5.6% at 12, 24 and 36 months, respectively.

CONCLUSION This study of patients with transient ischemic attacks found that a rapid care model of urgent intervention can reduce
the risk of subsequent stroke.

[ #% A : Guarino M, Rondelli F, Favaretto E, et al. Short- and long-term stroke risk after urgent management of transient ischemic at-

tack ; the bologna tia clinical pathway. Euro Neurol, 2015, 74(1-2): 1-7.]



