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Background  
Cognitive functions are processes that work together to enable our brains to manage  
information and perform tasks, including speech and movement. They comprise twelve 
domains, which are controlled by different areas of the brain. 
 
Figure 1: Different areas of the brain manage and support 12 cognitive domains 
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These domains work together to support healthy cognitive function. They rely on nerve cells 
passing electrical signals to communicate with each other. However, certain chemicals can 
influence the speed and direction of these signals through the brain and the rest of the body. 
For example, alcohol acts as a depressant on some nerve cells; it reduces the frequency and 
speed of these signals, which may alter certain cognitive functions, such as speech and  
balance.  

Risk factors for a decline in cognitive function vary and can overlap with different  
neurodegenerative diseases, such as Alzheimer’s disease and Parkinson’s disease. Cognitive 
decline specifically involves memory loss and problems with learning; in comparison,  
neurodegeneration is clinically-observed nerve loss. The Alzheimer’s Association cites  
research by Baumgart et al. (2015) that indicates some modifiable risk factors include alcohol 
consumption, educational attainment, and other behavioral choices such as smoking, diet, 
and physical activity. Overall, the greatest risk factors for cognitive decline are non- 
modifiable: age and genetics [1]. 
 
This review discusses the role of alcohol as a risk factor for normal age-related decline. It 
also provides an overview of the available evidence on the role of alcohol as a risk factor  
for chronic cognitive impairment characterized by certain diseases, including alcohol- 
related brain damage (ARBD), dementia, Alzheimer’s disease, Parkinson’s disease, and  
Wernicke-Korsakoff syndrome. The associated delays in cognitive and motor function  
development as a result of prenatal alcohol exposure are covered in IARD’S Review of  
Fetal Alcohol Spectrum Disorders and therefore will not covered in this review. 

This Health Review presents the findings from meta-analyses, systematic reviews, large 
prospective cohort and case-control studies from the past 10 years (2008–2018) on 
alcohol’s effect on cognitive decline. We give priority to the results of meta-analyses and 
pooled cohort studies over presenting the results of individual studies, when possible. 
Where there is limited research available, we may include the results from individual 
studies and studies pre-dating the prior 10-year timeframe. The conditions and outcomes 
described in this review reflect those areas where there is a sufficient body of research 
on the association between alcohol consumption and cognitive function that could be 
considered more developed than exploratory research.

A glossary of key terms appears on page 9
Additional information appears on page 10
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Summary of recent research 
 
DRINKING LEVELS AND COGNITIVE DECLINE 

Light, moderate, and heavy drinking definitions 
There are no universally-accepted definitions for drinking levels. This is evident in the 
wide variation between national guidelines, as well as differences in standard national 
drink sizes. Many research studies refer to an assumed standard drink or to drinking 
levels associated with guidelines. The terms light, moderate, and heavy drinking – as 
defined by the studies included in this Health Review – vary widely in their definitions. 
For example, moderate drinking can refer to one to two drinks per day, one drink for 
women and two drinks for men per day; it can also refer to 12.5 to 25g of pure alcohol 
consumed per day, 10 to 20g per day, or up to 24g per day.

When describing the results of specific studies, this Health Review reports the drinking 
level information provided by the referenced study. When describing overall results 
across several studies, this Health Review may use light or moderate drinking to broadly 
indicate less than, or up to, one to two drinks per day, and may use heavy drinking to 
broadly indicate more than two or three drinks per day.

Heavy consumption: Heavy alcohol consumption sustained over many years may affect 
cognitive decline [2, 3].  

	X Long-term heavy alcohol consumption can cause neurodegeneration, specifically in the 
cortex [4] and hippocampus [5]. 

	X Studies using magnetic resonance imaging (MRI) have found that heavier drinking pat-
terns are associated with decreased grey matter, white matter, and hippocampal density; 
these are the tissues that support memory and learning [6-8]. 

Light-to-moderate consumption. As described in a recent scoping review [9], the impact 
of alcohol consumption on cognitive decline demonstrates that low-to-moderate drinking is 
associated with a lower risk of cognitive decline, relative to abstinence [10], whereas heavy 
and binge drinking [9, 11] are associated with a higher risk of cognitive decline. 

	X While several studies have found that low-to-moderate consumption is associated with 
lower risk of cognitive decline, some research has found that moderate drinking, starting 
with 8-16g/day, was associated with a small but significantly greater decline in lexical 
fluency, but not semantic fluency or word recall, compared with nondrinkers [6].  

Moderate drinking has also been associated with a reduced risk for all-cause dementia and 
Alzheimer’s dementia, as reported in a 2017 systematic review and meta-analysis [12].

	X The association between drinking and risk of dementia may be different for men and 
women [13], and the difference may not be solely explained by men’s higher average- 
drinking levels [14].
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EFFECTS OF AGING AND ALCOHOL ON THE BRAIN 
Older populations: Cognitive decline most commonly affects older populations [15-18]. 

	X Evidence suggests that light-to-moderate drinking may reduce the risk of dementia in 
old age, a finding that appears consistent for both infrequent and frequent drinkers [19].  

	X Studies that focus on adults who live in retirement communities have found that moderate 
drinking was more likely to be associated with survival up to the age of 85 years without 
cognitive decline [20], and with better visual memory retention [21], than abstention. 

	X Findings on the association between drinking levels and cognitive decline have been 
mixed. Some studies show no protective effect on cognitive decline among light drinkers, 
but show evidence of a greater risk of decline among heavy drinkers [6].  

	X Other studies show gender-specific differences that demonstrate that moderate drinking 
may have a protective effect for women but no significant association for men [22]. 

Neurodegeneration involves the loss of neurons or nerve function, inducing brain changes 
that are associated with some cognitive decline, such as problems with memory or executive 
function. Premature cognitive decline can occur as an acute impairment following an injury 
or from long-term exposure to a risk factor. However, neurodegenerative diseases are  
primarily an issue for the elderly population [23]; these diseases are characterized by a  
progressive decline in cognitive domains. 
 
The following common neurodegenerative diseases share many of the same risk factors [24]: 

	X Dementia [25]

	X Parkinson’s disease [26]

	X Alzheimer’s disease [27]  

Dementia: Thirteen studies in the past 10 years have examined the association between 
alcohol and the risk of dementia. Dementia diagnosis is a predictor of steeper cognitive  
decline in domains such as memory, executive function, processing speed, and global  
cognitive function for both men and women [28]. This neurodegenerative disease is  
characterized by a loss of cognitive functioning skills including memory, language skills,  
visual perception, and problem solving. 

	X Seven of these studies have found that light-to-moderate drinkers had a lower risk for 
dementia, compared to abstainers [12, 19, 29-33]. Two of these studies also found an 
increased risk for heavy drinkers [32, 33].    

	X A recent retrospective analysis of over 30 million people in France showed that having  
an alcohol use disorder (AUD) was a significant modifiable risk factor for dementia 
among men and women aged over 65 years. The study also showed that over half of 
those with early-onset dementia (individuals that are afflicted under the age of 65) had  
a history of alcohol problems [34]. 
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Parkinson’s disease: Four studies in the past 10 years have examined the association  
between alcohol consumption and the risk of Parkinson’s disease, which is a  
neurodegenerative disease characterized by difficulties with memory retrieval, executive 
function, motor function, and attention.    

	X Some studies found that regular, low-volume alcohol consumption reduced the risk of 
Parkinson’s disease [39, 40], and a meta-analysis found that compared to no or light 
alcohol consumption, heavy or moderate alcohol consumption had a reduced risk for 
Parkinson’s disease [41].  

	X A Swedish national cohort study found that diagnosis of an alcohol use disorder was  
associated with a high risk of Parkinson’s disease, particularly among adults younger than 
44 years who had been hospitalized with a diagnosis of Parkinson’s prior to, or concurrent 
with, admission for an alcohol use disorder [42].

Alzheimer’s disease: Two large studies in the past 10 years have examined the association 
between alcohol and Alzheimer’s disease. This neurodegenerative disease is characterized 
by progressive cognitive decline, usually involving memory loss and difficulties understand-
ing and producing speech. 

	X One study confirmed that heavy drinking increased the rate of decline among Alzheimer’s 
disease patients, compared to abstaining and mild-to-moderate drinking [43].  

	X A large systematic review found that low-to-moderate alcohol consumption was  
associated with a 32% reduced risk of Alzheimer’s disease, compared to abstainers [19].

Middle age: Neurodegeneration symptoms usually become apparent between the ages of 
40 and 64 years [11, 44]. 

	X Heavy alcohol consumption among people aged an average of 55 years old was  
associated with impairment of some executive function components at 72 years old, 
such as lower verbal fluency [45].   

	X Another study showed that moderate drinkers had larger hippocampal volume and light 
drinkers had better episodic memory recall, compared to lifelong abstainers [46].

Adolescents: Alcohol consumption in adolescence can affect short-term and longer-term 
cognitive function [47, 48]. Excessive alcohol use during “critical adolescent developmental 
stages” [49] or “windows of vulnerability” [50] may make young people more susceptible 
to alcohol-induced impairments [3, 51], including memory retrieval [52], attention, cognitive 
processing, and language skills [50]. These sometimes subtle cognitive changes can rapidly 
deteriorate cognitive functions as the brain reaches maturation, leading to irreversible brain 
damage [48].  

	X Research indicates that having an alcohol use disorder could be linked to an increase in 
inflammation brought on by long-term heavy drinking [35]; this inflammation has been 
linked to dementia [36]. 

	X Alcohol-induced dementia can occur before the age of 65 years [34], although research 
indicates that this type of cognitive impairment can potentially be reversed with alcohol 
abstinence [37, 38]. 
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Wernicke-Korsakoff syndrome: This neurodegenerative disease is caused by a vitamin B1 
(thiamine) deficiency [38], and is characterized by an acute onset of short-term memory loss 
[61], loss of coordination, abnormal eye movements, confusion, and memory impairment [62]. 

	X Heavy and prolonged alcohol consumption can cause thiamine deficiency by  
compromising normal thiamine absorption or reducing thiamine storage capability  
sustained by an alcohol use disorder [63, 64].  

	Z Acute thiamine deficiency can result in the brain disease Wernicke encephalopathy, 
which causes brain lesions and is one of the leading risk factors associated with this 
disease. If left untreated, Wernicke’s encephalopathy can lead to Korsakoff’s syndrome 
[38, 65]: a severe neurodegenerative disorder characterized by an inability to create 
new memories [66].

	X Wernicke encephalopathy can be treated with rapid thiamine treatment [63, 67].

OTHER RISK FACTORS 
Research suggests that alcohol consumption can worsen the risk of cognitive decline among 
people with cardiovascular or mental health conditions [3]. 

	X Cardiovascular disease has been found to be associated with a decline in cognitive 
domains over time, including language, attention, executive function, and psychomotor 
speed [68].  

	Z Cardiometabolic diseases, including both cardiovascular disease and diabetes, appear 
to explain some of the increased risk for dementia among alcohol abstainers [33].

	Z Stroke and hypertension diagnoses were found to be strong predictors for early onset  
dementia [69].

	X Depression has consistently been associated with faster cognitive decline [28, 69-72].

	X Studies focusing on adolescents have shown reductions in left-hippocampal volumes 
among drinkers compared to nondrinkers, [53] and hippocampal asymmetry among those 
with AUD symptoms [53, 54]. These reductions may impair visual and verbal memory 
performance. 

ALCOHOL-SPECIFIC NEURODEGENERATIVE DISORDERS 
These diseases are characterized by long-term heavy alcohol consumption and cognitive 
decline that cannot be better explained by another neurodegenerative diagnosis [55].

Alcohol-related brain damage (ARBD): ARBD is characterized by brain damage [7, 56] 
caused by long-term heavy alcohol consumption [57]. 

	X Research indicates that ARBD typically affects individuals aged in their 40s and 50s, with 
women commonly presenting symptoms a decade earlier than men [58].

	X Some people with ARBD make a partial or full recovery [59], but symptoms can still persist 
after abstinence from alcohol [60].
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Methodological issues 
 
Cognitive impairment assessments: The use of different cognitive assessment tests to 
measure and assess various components of cognitive function makes it hard to compare 
results across different studies.

A study subject’s comprehension of the assessment tasks and their motivation to perform 
well on cognition tests presents the following issues:

	Z Floor effects: these occur when study participants score poorly, perhaps as a result 
of an assessment being too difficult.

	Z Ceiling effects: these occur when study participants score better than expected, 
perhaps as  
a result of an assessment being too easy.

	Z Practice effects: test results can be influenced if subjects complete an assessment 
more than once [6, 28, 73].

 
Other methodological issues inherent in observational study designs include  
classification errors, selection bias, and residual confounding.
 
Classification errors: The way in which drinkers and nondrinkers are classified across studies 
and countries may have an impact on observed outcomes for cognitive decline [19]. The 
“sick quitter” hypothesis was first described in 1988 and suggests that many former drinkers 
have stopped drinking for health reasons [74]. If these individuals are classified as nondrinkers 
in the same group as lifetime abstainers, then any existing poor health conditions may make 
it appear that abstainers are at higher risk of cognitive decline than moderate drinkers.

	X A meta-analysis suggested that the results reported may be confounded by the inclusion 
of former drinkers in the abstainer or non-drinker category [30].

	X Some studies omit all abstainers from their analysis to reduce the “sick quitter” effect 
[16, 75]. However, this would not eliminate unhealthy individuals in the reference group 
because those who become ill may just reduce their consumption instead of stopping 
drinking completely [75].

Selection bias: Selection bias may occur when individuals participating in a research study 
are not representative of the general or targeted population, and may result in a distortion 
(underestimation or overestimation) of the relationship between alcohol consumption and 
cognitive decline. Another type of selection bias relates to survival bias: the unavailability 
of drinkers who have died prematurely from an alcohol-related cause, for participation in a 
research study. This bias assumes that individuals who die at younger ages are more likely 
to be drinkers than non-drinkers, because alcohol is a leading risk factor for the causes of 
death that are more prevalent among younger individuals: unintentional injuries and violence 

IARD / DRINKING AND COGNITIVE FUNCTION
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[76]. It is hard to make inferences about the relationship between alcohol consumption and 
cognitive decline over time because study groups naturally age [17].  
 
Residual confounding: Other healthy behaviors that coincide with moderate drinking may 
explain the observed decreased risk for cognitive decline among drinkers. Those who drink 
moderately tend to be better educated, have better diets, and smoke less. All of these are 
associated with a decreased risk of age-related cognitive impairment and dementia [77].
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 Glossary
	X Alcohol related brain damage (ARBD) is a brain disorder that covers conditions  

including Wernicke-Korsakoff syndrome and is characterized by long-term decline  
in memory caused by long term excessive alcohol use.  

	X Cardiometabolic diseases include cardiovascular conditions, as well as metabolic  
dysfunctions such as diabetes and hypertension.  

	X Cognitive decline is the gradual erosion of healthy cognitive function. 

	X Encephalopathy is the broad term used to define damage or disease to the brain that 
alters brain function.  

	X Episodic memory is memory that can be recalled regarding one’s personal past.

	X Executive function is a collection of cognitive skills related to mental control and self- 
monitoring – inhibition, working memory, planning, and organizing – that allow an  
individual to perform everyday tasks.

	X Grey matter is located on the surface of the brain and is made up of neuronal cell bodies 
present in every part of the brain and in the spinal cord. 

	X The hippocampus is the major brain structure associated with memory and learning 
processes.

	X Magnetic resonance imaging (MRI) instruments can be used to take direct  
measurements of the brain structure. 

	X Neurodegeneration is the gradual loss of neurons or supporting cells that form the 
nervous system. 

	X Neuron and nerve cells are cells of the central nervous system that integrate and  
transmit information.

	X Neurotoxicity refers to chemical, biological, or physical adverse effects to the nervous 
system from exposure to alcohol.

	X Verbal fluency, also known as phonemic fluency, involves knowledge of letters and their  
relationship with word formation. 

	X Visuospatial function refers to the ability to identify and analyze spatial relations critical 
to movement, depth, and distance perception.

	X White matter is found deep in the brain structure and provides insulation of nerve cells 
that improve electrical signaling. 
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Cognitive domains [78] Brain region

Working memory/short term memory frontal lobes [78, 79]

Executive function/problem solving frontal lobe [78] and parietal lobes [79]

Attention  frontal lobes [78] and parietal lobes [80] 

Verbal fluency/language/communication parietal lobe [81]; frontal and temporal

Sensory and motor functions sensory cortex/ motor cortex [82], cerebellum [83]

Verbal learning temporal lobes [84]

Verbal memory temporal, frontal and parietal lobes [85]  

Inhibition/impulsivity  frontal lobes [78, 86] 

Visuospatial abilities frontal lobes [87], parietal lobes and occipital lobes [88] 

Speed of processing frontal lobes, paretial lobes and temporal lobes [80] 

Visual learning occipital and frontal lobes [89]

Visual memory frontal, parietal and occipital lobes [90]

Appendix 
 
Table 1: cognitive domains and their respective brain region

Heavy, sustained alcohol consumption can also have long-term effects on the different  
neurotransmitters that control signaling between nerve cells in the brain:

	X Endocannabinoid signaling between nerves can be disrupted by prolonged exposure to 
ethanol; this disruption can perpetuate addiction [91, 92].

	X Serotonin neurotransmitters are also disrupted by heavy and sustained alcohol  
consumption and are involved in continuing alcohol addiction [93].

	X Glutamate neurotransmitter receptors are overstimulated by ethanol, which can change 
the shape of nerves over time [94] and damage them, with repeated, heavy ethanol  
exposure causing degeneration of the frontal lobes [35].

	X Alcohol consumption initially increases production of the neurotransmitter dopamine [95] 
but heavy alcohol consumption may have neurotoxic outcomes with the gradual loss of 
neurons in the brain [42].

IARD / DRINKING AND COGNITIVE FUNCTION

10



IARD / DRINKING AND COGNITIVE FUNCTION

References
1.	 Alzheimer’s Association. (2015). In brief: Brain health and population-based modifiable risk factors. 

Retrieved 30 October 2019, from https://www.alz.org/media/Documents/inbrief-brain-health- 
population-based-modifiable-risk-factors.pdf

2.	 Waszkiewicz, N., Galińska-Skok, B., Nestsiarovich, A., Kułak-Bejda, A., Wilczyńska, K., Simonienko, K., 
et al. (2018). Neurobiological effects of binge drinking help in its detection and differential diagnosis 
from alcohol dependence. Disease Markers, 2018, 9.

3.	 Hermens, D. F., Lagopoulos, J., Tobias-Webb, J., De Regt, T., Dore, G., Juckes, L., et al. (2013).  
Pathways to alcohol-induced brain impairment in young people: A review. Cortex, 49(1), 3-17.

4.	 Lu, Y. L., & Richardson, H. N. (2014). Alcohol, stress hormones, and the prefrontal cortex: a proposed 
pathway to the dark side of addiction. Neuroscience, 277, 139-151.

5.	 Geil, C. R., Hayes, D. M., McClain, J. A., Liput, D. J., Marshall, S. A., Chen, K. Y., et al. (2014).  
Alcohol and adult hippocampal neurogenesis: Promiscuous drug, wanton effects. Progress in  
Neuro-Psychopharmacology and Biological Psychiatry, 54, 103-113.

6.	 Topiwala, A., Allan, C. L., Valkanova, V., Zsoldos, E., Filippini, N., Sexton, C., et al. (2017). Moderate 
alcohol consumption as risk factor for adverse brain outcomes and cognitive decline: longitudinal 
cohort study. The BMJ, 357.

7.	 Thayer, R. E., YorkWilliams, S., Karoly, H. C., Sabbineni, A., Ewing, S. F., Bryan, A. D., et al. (2017). 
Structural neuroimaging correlates of alcohol and cannabis use in adolescents and adults. Addiction, 
112(12), 2144-2154.

8.	 Meda, S. A., Hawkins, K. A., Dager, A. D., Tennen, H., Khadka, S., Austad, C. S., et al. (2018).  
Longitudinal effects of alcohol consumption on the hippocampus and parahippocampus in college 
students. Biological Psychiatry, 3(7), 610-617.

9.	 Rehm, J., Hasan, O. S. M., Black, S. E., Shield, K. D., & Schwarzinger, M. (2019). Alcohol use and  
dementia: A systematic scoping review. Alzheimer’s Research & Therapy, 11(1), 1.

10.	 Brust, J. C. (2010). Ethanol and cognition: indirect effects, neurotoxicity and neuroprotection: a 
review. International Journal of Environmental Research and Public Health, 7(4), 1540-1557.

11.	 Virtaa, J. J., Jarvenpaa, T., Heikkila, K., Perola, M., Koskenvuo, M., Raiha, I., et al. (2010). Midlife alcohol 
consumption and later risk of cognitive impairment: A twin follow-up study. Journal of Alzheimer’s 
Disease, 22(3), 939-948.

12.	 Xu, W., Wang, H., Wan, Y., Tan, C., Li, J., Tan, L., et al. (2017). Alcohol consumption and dementia risk: 
A dose-response meta-analysis of prospective studies. European Journal of Epidemiology, 32(1), 
31-42.

13.	 Letenneur, L. (2007). Moderate alcohol consumption and risk of developing dementia in the elderly: 
The contribution of prospective studies. Annals of Epidemiology, 17(5, Supplement), S43-S45.

11

https://www.alz.org/media/Documents/inbrief-brain-health-population-based-modifiable-risk-factors.pdf
https://www.alz.org/media/Documents/inbrief-brain-health-population-based-modifiable-risk-factors.pdf


IARD / DRINKING AND COGNITIVE FUNCTION

14.	 Wardzala, C., Murchison, C., Loftis, J. M., Schenning, K. J., Mattek, N., Woltjer, R., et al. (2018). Sex 
differences in the association of alcohol with cognitive decline and brain pathology in a cohort of 
octogenarians. Psychopharmacology, 235(3), 761-770. 

15.	 Deary, I. J., Corley, J., Gow, A. J., Harris, S. E., Houlihan, L. M., Marioni, R. E., et al. (2009). Age- 
associated cognitive decline. British Medical Bulletin, 92, 135-152.

16.	 Piumatti, G., Moore, S. C., Berridge, D. M., Sarkar, C., & Gallacher, J. (2018). The relationship  
between alcohol use and long-term cognitive decline in middle and late life: A longitudinal analysis 
using UK Biobank. Journal of Public Health, 40(2), 304-311.

17.	 Hassing, L. B. (2018). Light alcohol consumption does not protect cognitive function: A longitudinal 
prospective study. Frontiers in Aging Neuroscience, 10(81), 81.

18.	 Oscar-Berman, M., & Marinković, K. (2007). Alcohol: effects on neurobehavioral functions and the 
brain. Neuropsychology Review, 17(3), 239-257.

19.	 Peters, R., Peters, J., Warner, J., Beckett, N., & Bulpitt, C. (2008). Alcohol, dementia and cognitive 
decline in the elderly: A systematic review. Age and Ageing, 37(5), 505-512.

20.	 Richard, E. L., Kritz-Silverstein, D., Laughlin, G. A., Fung, T. T., Barrett-Connor, E., & McEvoy, L. K. 
(2017). Alcohol Intake and Cognitively Healthy Longevity in Community-Dwelling Adults: The 
Rancho Bernardo Study. Journal of Alzheimer’s Disease, 59(3), 803-814.

21.	 Reas, E. T., Laughlin, G. A., Kritz-Silverstein, D., Barrett-Connor, E., & McEvoy, L. K. (2016).  
Moderate, Regular Alcohol Consumption is Associated with Higher Cognitive Function in Older 
Community-Dwelling Adults. The Journal of Prevention of Alzheimer’s disease, 3(2), 105-113.

22.	 Stott, D. J., Falconer, A., Kerr, G. D., Murray, H. M., Trompet, S., Westendorp, R. G., et al. (2008). 
Does low to moderate alcohol intake protect against cognitive decline in older people? Journal of 
the American Geriatrics Society, 56(12), 2217-2224.

23.	 	Feigin, V. L., Abajobir, A. A., Abate, K. H., Abd-Allah, F., Abdulle, A. M., Abera, S. F., et al. (2017). 
Global, regional, and national burden of neurological disorders during 1990-2015: a systematic 
analysis for the Global Burden of Disease Study 2015. The Lancet Neurology, 16(11), 877-897.

24.	 Licher, S., Darweesh, S. K. L., Wolters, F. J., Fani, L., Heshmatollah, A., Mutlu, U., et al. (2019). 
Lifetime risk of common neurological diseases in the elderly population. Journal of Neurology, 
Neurosurgery & Psychiatry, 90(2), 148-156.

25.	 Kim, J. W., Lee, D. Y., Lee, B. C., Jung, M. H., Kim, H., Choi, Y. S., et al. (2012). Alcohol and cognition 
in the elderly: A review. Psychiatry Investigation, 9(1), 8-16.

26.	 Bettiol, S. S., Rose, T. C., Hughes, C. J., & Smith, L. A. (2015). Alcohol consumption and Parkinson’s 
disease risk: A review of recent findings. Journal of Parkinson’s Disease, 5(3), 425-442.

27.	 Panza, F., Frisardi, V., Seripa, D., Logroscino, G., Santamato, A., Imbimbo, B. P., et al. (2012). Alcohol 
consumption in mild cognitive impairment and dementia: harmful or neuroprotective? International 
Journal of Geriatric Psychiatry, 27(12), 1218-1238.

12



IARD / DRINKING AND COGNITIVE FUNCTION

28.	 Zaninotto, P., Batty, G. D., Allerhand, M., & Deary, I. J. (2018). Cognitive function trajectories and 
their determinants in older people: 8 years of follow-up in the English Longitudinal Study of Age-
ing. Journal of Epidemiology and Community Health, 72(8), 685.

29.	 Neafsey, E. J., & Collins, M. A. (2011). Moderate alcohol consumption and cognitive risk.  
Neuropsychiatric Disease and Treatment, 7, 465-484.

30.	 	Anstey, K. J., Mack, H.A., Cherbuin, N. (2009). Alcohol consumption as a risk factor for dementia 
and cognitive decline: Meta-analysis of prospective studies. American Journal of Geriatric  
Psychiatry, 17(7), 542-555.

31.	 Heffernan, M., Mather, K. A., Xu, J., Assareh, A. A., Kochan, N. A., Reppermund, S., et al. (2016). 
Alcohol consumption and incident dementia: Evidence from the Sydney Memory and Ageing 
study. Journal of Alzheimer’s Disease, 52(2), 529-538.

32.	 Ormstad, H., Rosness, T. A., Bergem, A. L., Bjertness, E., & Strand, B. H. (2016). Alcohol  
consumption in the elderly and risk of dementia related death – a Norwegian prospective study 
with a 17-year follow-up. The International Journal of Neuroscience, 126(2), 135-144.

33.	 Sabia, S., Fayosse, A., Dumurgier, J., Dugravot, A., Akbaraly, T., Britton, A., et al. (2018). Alcohol 
consumption and risk of dementia: 23 year follow-up of Whitehall II cohort study. The BMJ, 362, 
k2927.

34.	 Schwarzinger, M., Pollock, B. G., Hasan, O. S. M., Dufouil, C., Rehm, J., Baillot, S., et al. (2018). 
Contribution of alcohol use disorders to the burden of dementia in France 2008-2013: A  
nationwide retrospective cohort study. The Lancet Public Health, 3(3), e124-e132.

35.	 Crews, F., Sarkar, D., Qin, L., Zou, J., Boyadjieva, N., & Vetreno, R. (2015). Neuroimmune function 
and the consequences of alcohol exposure. Alcohol Research: Current reviews, 37(2), 331-351.

36.	 Obad, A., Peeran, A., Little, J. I., Haddad, G. E., & Tarzami, S. T. (2018). Alcohol-mediated organ 
damages: Heart and brain. Frontiers in Pharmacology, 9, 81-81.

37.	 Cheng, C., Huang, C. L., Tsai, C. J., Chou, P. H., Lin, C. C., & Chang, C. K. (2017). Alcohol-related 
dementia: A systemic review of epidemiological studies. Psychosomatics, 58(4), 331-342.

38.	 Sachdeva, A., Chandra, M., Choudhary, M., Dayal, P., & Anand, K. S. (2016). Alcohol-Related 
Dementia and Neurocognitive Impairment: A Review Study. International Journal of High Risk 
Behaviors and Addiction, 5(3), e27976.

39.	 Noyce, A. J., Bestwick, J. P., Silveira-Moriyama, L., Hawkes, C. H., Giovannoni, G., Lees, A. J., et al. 
(2012). Meta-analysis of early nonmotor features and risk factors for Parkinson disease. Annals of 
Neurology, 72(6), 893-901.

40.	 Zhang, D., Jiang, H., & Xie, J. (2014). Alcohol intake and risk of Parkinson’s disease: a meta-analysis 
of observational studies. Movement Disorders, 29(6), 819-822.

41.	 Jiménez-Jiménez, F. J., Alonso-Navarro, H., García-Martín, E., & Agúndez, J. A. G. (2018). Alcohol 
consumption and risk for Parkinson’s disease: A systematic review and meta-analysis. Journal of 
Neurology, 266(8), 1821-1834.

13



IARD / DRINKING AND COGNITIVE FUNCTION

42.	 	Eriksson, A. K., Lofving, S., Callaghan, R. C., & Allebeck, P. (2013). Alcohol use disorders and risk 
of Parkinson’s disease: findings from a Swedish national cohort study 1972-2008. BMC Neurology, 
13, 190.

43.	 Heymann, D., Stern, Y., Cosentino, S., Tatarina-Nulman, O., Dorrejo, J. N., & Gu, Y. (2016). The 
Association Between Alcohol Use and the Progression of Alzheimer’s Disease. Current Alzheimer 
Research, 13(12), 1356-1362.

44.	 Lafortune, L., Martin, S., Kelly, S., Kuhn, I., Remes, O., Cowan, A., et al. (2016). Behavioural risk 
factors in mid-life associated with successful ageing, disability, dementia and frailty in later life:  
A rapid systematic review. PLOS ONE, 11(2), e0144405.

45.	 Gross, A. L., Rebok, G. W., Ford, D. E., Chu, A. Y., Gallo, J. J., Liang, K. Y., et al. (2011). Alcohol 
consumption and domain-specific cognitive function in older adults: longitudinal data from the 
Johns Hopkins Precursors Study. The Journals of Gerontology, Series B: Psychological Sciences 
and Social Sciences, 66(1), 39-47.

46.	 Downer, B., Jiang, Y., Zanjani, F., & Fardo, D. (2015). Effects of alcohol consumption on cognition 
and regional brain volumes among older adults. American Journal of Alzheimer’s Disease and 
Other Dementias, 30(4), 364-374.

47.	 Ewing, S. W., Sakhardande, A., & Blakemore, S. J. (2014). The effect of alcohol consumption on  
the adolescent brain: A systematic review of MRI and fMRI studies of alcohol-using youth.  
NeuroImage: Clinical, 5, 420-437.

48.	 Hendriks, H., & Schrieks, I. (2015). Adolescent alcohol consumption: Brain health outcomes.  
Journal of Child and Adolescent Behaviour, 03(05).

49.	 Guerri, C., & Pascual, M. (2010). Mechanisms involved in the neurotoxic, cognitive, and  
neurobehavioral effects of alcohol consumption during adolescence. Alcohol, 44(1), 15-26.

50.	 Bava, S., & Tapert, S. F. (2010). Adolescent brain development and the risk for alcohol and other 
drug problems. Neuropsychology Review, 20(4), 398-413.

51.	 Nguyen-Louie, T. T., Simmons, A. N., Squeglia, L. M., Alejandra Infante, M., Schacht, J. P., & Tapert, 
S. F. (2018). Earlier alcohol use onset prospectively predicts changes in functional connectivity. 
Psychopharmacology, 235(4), 1041-1054.

52.	 Courtney, K. E., & Polich, J. (2009). Binge drinking in young adults: Data, definitions, and  
determinants. Psychological Bulletin, 135(1), 142-156.

53.	 Medina, K. L., Schweinsburg, A. D., Cohen-Zion, M., Nagel, B. J., & Tapert, S. F. (2007). Effects  
of alcohol and combined marijuana and alcohol use during adolescence on hippocampal volume 
and asymmetry. Neurotoxicology and Teratology, 29(1), 141-152.

54.	 Nagel, B. J., Schweinsburg, A. D., Phan, V., & Tapert, S. F. (2005). Reduced hippocampal volume 
among adolescents with alcohol use disorders without psychiatric comorbidity. Psychiatry  
Research, 139(3), 181-190.

14



IARD / DRINKING AND COGNITIVE FUNCTION

55.	 Kim, S., Kim, Y., & Park, S. M. (2016). Association between alcohol drinking behaviour and cog-
nitive function: results from a nationwide longitudinal study of South Korea. BMJ Open, 6(4), 
e010494.

56.	 Crews, F. T., & Vetreno, R. P. (2014). Chapter Ten - Neuroimmune basis of alcoholic brain damage. 
In C. Cui, D. Shurtleff, & R. A. Harris (Eds.), International Review of Neurobiology (Vol. 118, pp. 
315-357): Academic Press.

57.	 Thomson, A. D., Guerrini, I., & Marshall, E. J. (2012). The evolution and treatment of Korsakoff’s 
syndrome: out of sight, out of mind? Neuropsychology Review, 22(2), 81-92.

58.	 The Royal College of Psychiatrists, t. R. C. o. P. L., the Royal College of General Practitioners 
and the Association of British Neurologists. (2014). Alcohol and brain damage in adults: With 
reference to high-risk groups (College report). Retrieved from https://www.rcpsych.ac.uk/docs/
default-source/improving-care/better-mh-policy/college-reports/college-report-cr185.pdf?s-
fvrsn=66534d91_2

59.	 Mulhauser, K., Weinstock, J., Ruppert, P., & Benware, J. (2018). Changes in neuropsychological 
status during the initial phase of abstinence in alcohol use disorder: Neurocognitive impairment 
and implications for clinical care. Substance Use & Misuse, 53(6), 881-890.

60.	 Ioime, L., Guglielmo, R., Affini, G. F., Quatrale, M., Martinotti, G., Callea, A., et al. (2018).  
Neuropsychological performance in alcohol dependent patients: A one-year longitudinal study. 
Psychiatry Investigation, 15(5), 505-513.

61.	 Kim, E., Ku, J., Namkoong, K., Lee, W., Lee, K. S., Park, J.-Y., et al. (2009). Mammillothalamic  
functional connectivity and memory function in Wernicke’s encephalopathy. Brain, 132(2), 369-376.

62.	 Pitel, A. L., Zahr, N. M., Jackson, K., Sassoon, S. A., Rosenbloom, M. J., Pfefferbaum, A., et al. (2011). 
Signs of preclinical Wernicke’s encephalopathy and thiamine levels as predictors of neuropsycho-
logical deficits in alcoholism without Korsakoff’s syndrome. Neuropsychopharmacology, 36(3), 
580-588.

63.	 Zuccoli, G., & Pipitone, N. (2009). Neuroimaging Findings in Acute Wernicke’s Encephalopathy: 
Review of the Literature. American Journal of Roentgenology, 192(2), 501-508.

64.	 Kril, J. J., & Harper, C. G. (2012). Neuroanatomy and neuropathology associated with Korsakoff’s 
syndrome. Neuropsychology Review, 22(2), 72-80.

65.	 Zahr, N. M., Kaufman, K. L., & Harper, C. G. (2011). Clinical and pathological features of alcohol- 
related brain damage. Nature Reviews Neurology, 7(5), 284-294.

66.	 Kopelman, M. D., Thomson, A. D., Guerrini, I., & Marshall, E. J. (2009). The Korsakoff syndrome: 
Clinical aspects, psychology and treatment. Alcohol and Alcoholism, 44(2), 148-154.

67.	 Jung, Y. C., Chanraud, S., & Sullivan, E. V. (2012). Neuroimaging of Wernicke’s encephalopathy 
and Korsakoff’s syndrome. Neuropsychology Review, 22(2), 170-180.

68.	 Okonkwo, O. C., Cohen, R. A., Gunstad, J., Tremont, G., Alosco, M. L., & Poppas, A. (2010).  
Longitudinal trajectories of cognitive decline among older adults with cardiovascular disease. 
Cerebrovascular Diseases 30(4), 362-373.

15

https://www.rcpsych.ac.uk/docs/default-source/improving-care/better-mh-policy/college-reports/college-report-cr185.pdf?sfvrsn=66534d91_2
https://www.rcpsych.ac.uk/docs/default-source/improving-care/better-mh-policy/college-reports/college-report-cr185.pdf?sfvrsn=66534d91_2
https://www.rcpsych.ac.uk/docs/default-source/improving-care/better-mh-policy/college-reports/college-report-cr185.pdf?sfvrsn=66534d91_2


IARD / DRINKING AND COGNITIVE FUNCTION

69.	 Cations, M., Draper, B., Low, L. F., Radford, K., Trollor, J., Brodaty, H., et al. (2018). Non-genetic 
risk factors for degenerative and vascular young onset dementia: Results from the INSPIRED and 
KGOW studies. Journal of Alzheimer’s Disease, 62(4), 1747-1758.

70.	 Chodosh, J., Miller-Martinez, D., Aneshensel, C. S., Wight, R. G., & Karlamangla, A. S. (2010).  
Depressive symptoms, chronic diseases, and physical disabilities as predictors of cognitive  
functioning trajectories in older Americans. Journal of the American Geriatrics Society, 58(12), 
2350-2357.

71.	 Kohler, S., van Boxtel, M. P., van Os, J., Thomas, A. J., O’Brien, J. T., Jolles, J., et al. (2010).  
Depressive symptoms and cognitive decline in community-dwelling older adults. Journal of  
American Geriatrics Society, 58(5), 873-879.

72.	 Allerhand, M., Gale, C. R., & Deary, I. J. (2014). The dynamic relationship between cognitive  
function and positive well-being in older people: a prospective study using the English Longitudi-
nal Study of Aging. Psychology and Aging, 29(2), 306-318.

73.	 Salthouse, T. A. (2010). Influence of age on practice effects in longitudinal neurocognitive change. 
Neuropsychology, 24(5), 563-572.

74.	 Shaper, A. G., Wannamethee, G., & Walker, M. (1988). Alcohol and mortality in British men:  
Explaining the U-shaped curve. The Lancet, 2(8623), 1267-1273.

75.	 Roizen, R., Fillmore, K., Chikritzhs, T., & Stockwell, T. (2012). Light-to-moderate drinking and de-
mentia risk: The former drinkers problem re-visited. Addiction Research and Theory, 21(3).

76.	 Naimi, T. S., Stockwell, T., Zhao, J., Xuan, Z., Dangardt, F., Saitz, R., et al. (2017). Selection biases in 
observational studies affect associations between ‘moderate’ alcohol consumption and mortality. 
Addiction, 112(2), 207-214.

77.	 Baumgart, M., Snyder, H. M., Carrillo, M. C., Fazio, S., Kim, H., & Johns, H. (2015). Summary of the 
evidence on modifiable risk factors for cognitive decline and dementia: A population-based  
perspective. Alzheimer’s & Dementia, 11(6), 718-726.

78.	 Stavro, K., Pelletier, J., & Potvin, S. (2013). Widespread and sustained cognitive deficits in  
alcoholism: a meta-analysis. Addiction Biology, 18(2), 203-213.

79.	 Wager, T. D., & Smith, E. E. (2003). Neuroimaging studies of working memory: a meta-analysis. 
Cognitive, Affective & Behavioral Neuroscience, 3(4), 255-274.

80.	 Turken, A., Whitfield-Gabrieli, S., Bammer, R., Baldo, J. V., Dronkers, N. F., & Gabrieli, J. D. E. 
(2008). Cognitive processing speed and the structure of white matter pathways: convergent evi-
dence from normal variation and lesion studies. NeuroImage, 42(2), 1032-1044.

81.	 Gow, D. W., Jr. (2012). The cortical organization of lexical knowledge: a dual lexicon model of 
spoken language processing. Brain and Language, 121(3), 273-288.

82.	 Yeo, B. T. T., Krienen, F. M., Sepulcre, J., Sabuncu, M. R., Lashkari, D., Hollinshead, M., et al. (2011). 
The organization of the human cerebral cortex estimated by intrinsic functional connectivity.  
Journal of Neurophysiology, 106(3), 1125-1165.

16



IARD / DRINKING AND COGNITIVE FUNCTION

17

83.	 Diamond, A. (2000). Close Interrelation of Motor Development and Cognitive Development and  
of the Cerebellum and Prefrontal Cortex. Child Development, 71(1), 44-56.

84.	 Kuhnert, M. T., Bialonski, S., Noennig, N., Mai, H., Hinrichs, H., Helmstaedter, C., et al. (2013).  
Incidental and intentional learning of verbal episodic material differentially modifies functional 
brain networks. PLOS ONE, 8(11), e80273.

85.	 Olichney, J. M., Taylor, J. R., Hillert, D. G., Chan, S.-H., Salmon, D. P., Gatherwright, J., et al. (2010). 
fMRI congruous word repetition effects reflect memory variability in normal elderly. Neurobiology 
of Aging, 31(11), 1975-1990.

86.	 Juan, C. H., & Muggleton, N. G. (2012). Brain stimulation and inhibitory control. Brain Stimulation, 
5(2), 63-69.

87.	 Seo, J., Kim, Y. T., Song, H. J., Lee, H. J., Lee, J., Jung, T. D., et al. (2012). Stronger activation and 
deactivation in archery experts for differential cognitive strategy in visuospatial working memory 
processing. Behavioral Brain Research, 229(1), 185-193.

88.	 Sekiguchi, A., Yokoyama, S., Kasahara, S., Yomogida, Y., Takeuchi, H., Ogawa, T., et al. (2011).  
Neural bases of a specific strategy for visuospatial processing in rugby players. Medicine and 
Science in Sports and Exercise, 43(10), 1857-1862.

89.	 Bassett, D. S., Yang, M., Wymbs, N. F., & Grafton, S. T. (2015). Learning-induced autonomy of 
sensorimotor systems. Nature Neuroscience, 18, 744.

90.	 Slotnick, S. D., Thompson, W. L., & Kosslyn, S. M. (2012). Visual memory and visual mental imagery 
recruit common control and sensory regions of the brain. Cognitive Neuroscience, 3(1), 14-20.

91.	 Parsons, L. H., & Hurd, Y. L. (2015). Endocannabinoid signalling in reward and addiction. Nature 
Reviews Neuroscience, 16(10), 579-594.

92.	 Pava, M. J., & Woodward, J. J. (2012). A review of the interactions between alcohol and the  
endocannabinoid system: implications for alcohol dependence and future directions for research. 
Alcohol, 46(3), 185-204.

93.	 Marcinkiewcz, C. A. (2015). Serotonergic systems in the pathophysiology of ethanol dependence: 
Relevance to clinical alcoholism. ACS Chemical Neuroscience, 6(7), 1026-1039.

94.	 Zorumski, C. F., Mennerick, S., & Izumi, Y. (2014). Acute and chronic effects of ethanol on learning- 
related synaptic plasticity. Alcohol, 48(1), 1-17.

95.	 Ma, H., & Zhu, G. (2014). The dopamine system and alcohol dependence. Shanghai Archives of 
Psychiatry, 26(2), 61-68.


