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ABSTRACT

Background and Purpose: Facial emotion recognition deficits impact the daily life, 
particularly of Alzheimer’s disease patients. We aimed to assess these deficits in the following 
three groups: subjective cognitive decline (SCD), mild cognitive impairment (MCI), and 
mild Alzheimer’s dementia (AD). Additionally, we explored the associations between facial 
emotion recognition and cognitive performance.
Methods: We used the Korean version of the Florida Facial Affect Battery (K-FAB) in 72 
SCD, 76 MCI, and 76 mild AD subjects. The comparison was conducted using the analysis 
of covariance (ANCOVA), with adjustments being made for age and sex. The Mini-Mental 
State Examination (MMSE) was utilized to gauge the overall cognitive status, while the Seoul 
Neuropsychological Screening Battery (SNSB) was employed to evaluate the performance in 
the following five cognitive domains: attention, language, visuospatial abilities, memory, and 
frontal executive functions.
Results: The ANCOVA results showed significant differences in K-FAB subtests 3, 4, and 5 
(p=0.001, p=0.003, and p=0.004, respectively), especially for anger and fearful emotions. 
Recognition of ‘anger’ in the FAB subtest 5 declined from SCD to MCI to mild AD. 
Correlations were observed with age and education, and after controlling for these factors, 
MMSE and frontal executive function were associated with FAB tests, particularly in the FAB 
subtest 5 (r=0.507, p<0.001 and r=−0.288, p=0.026, respectively).
Conclusions: Emotion recognition deficits worsened from SCD to MCI to mild AD, especially 
for negative emotions. Complex tasks, such as matching, selection, and naming, showed greater 
deficits, with a connection to cognitive impairment, especially frontal executive dysfunction.
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INTRODUCTION

Facial emotion recognition refers to the capacity to perceive, process, and identify emotions 
conveyed through facial expressions, and it has long been regarded as a fundamental human 
skill. Deficits have been observed in individuals with various neurodegenerative conditions 
and the impairment in facial emotion recognition skills is often attributed to global cognitive 
impairments resulting from pathological processes, rather than direct functional deficits.1 
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However, several studies have provided evidence suggesting the pivotal role of the prefrontal 
cortex in processing emotional stimuli; thus, making this brain region a likely candidate 
for potential impairments.2 Some studies have indicated that Alzheimer’s dementia (AD) 
patients exhibit difficulties in processing facial expressions of emotions.3-6 Specifically, 
there is evidence in AD patients that impaired facial emotion recognition has an impact 
on interpersonal behavior, independent of general cognitive decline.7 Therefore, adopting 
a social cognition approach could contribute to a deeper understanding of this intricate 
disorder.8 Notably, the Diagnostic and Statistical Manual of Mental Disorders V (DSM-V) has 
incorporated social cognition as one of the cognitive domains affected by and evaluated in 
Alzheimer’s disease.9

Nevertheless, the relationship between impairment in facial emotion recognition and 
cognitive deficits in AD patients remains somewhat enigmatic. Some studies have suggested 
that facial emotion recognition abilities are distinct from cognitive performance related to face 
processing, underscoring the involvement of separate systems in emotional and visuospatial 
processing.3 Conversely, some authors have proposed a connection between deficits in facial 
emotion recognition and cognitive impairment,10 particularly in terms of visual perceptual 
abilities.4 A potential explanation for these conflicting findings may be the variations in 
emotion recognition tests, types of cognitive tasks, and patient samples with varying degrees 
of illness severity.5 Facial emotion recognition is a complex process involving different cerebral 
structures, such as the occipitotemporal cortex, amygdala, orbitofrontal cortex, and right 
parietal cortex,11 and as such, it engages in a range of cognitive abilities that are differentially 
affected during the progression of dementia. Therefore, it would be intriguing to elucidate the 
extent to which facial emotion recognition impairment is associated with memory decline, a 
hallmark of Alzheimer’s disease from its preclinical stages.

Given the fact that facial emotion recognition impairment tends to escalate with the 
advancement of dementia,6 it raises the question whether it is also present in individuals with 
the spectrum of Alzheimer’s disease before the occurrence of symptoms of dementia, such 
as mild cognitive impairment (MCI) and subjective cognitive decline (SCD). Although limited 
information is available, recent studies have suggested that facial emotion recognition may 
be impaired in individuals with MCI.12 Thus, research has indicated that facial emotion 
recognition impairment is also present in individuals with MCI and mild AD,3-5,12 although 
authors have enquired whether the small sample size influenced these results.

No research has been conducted in Korea to date that evaluates facial emotion recognition 
among the elderly population and individuals with neurodegenerative diseases. With the 
recently validated measures, specifically the Korean version of the Florida Facial Affect 
Battery (K-FAB),13 this study was designed to explore the facial emotion recognition 
impairments throughout the Alzheimer’s disease spectrum, given that regions of the medial 
temporal lobe play crucial roles in both the memory and emotional processes and are 
affected early in MCI and mild AD patients.14-18

METHODS

Patients
Following comprehensive clinical evaluation, neurological examinations, laboratory tests, 
neuropsychological assessments, and magnetic resonance imaging (MRI), our study enrolled 
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a total of 76 individuals with probable AD as per the National Institute on Aging-Alzheimer’s 
Association criteria.19 Additionally, 76 participants with MCI, diagnosed according to the 
National Institute on Aging-Alzheimer’s Association criteria,20 and 72 individuals with SCD, 
as per the guidelines outlined by Jessen et al.,21 were included. The assessment of dementia 
severity and general cognitive function was conducted using the clinical dementia rating 
(CDR)22 and the Korean Mini-Mental State Examination, 2nd edition (K-MMSE-2),23,24 
respectively. Furthermore, we assessed depressive symptoms using the geriatric depression 
scale (GDS),25 and cognitive performance across 5 domains (attention, language, visuospatial 
abilities, memory, and frontal executive functions) using the Seoul Neuropsychological 
Screening Battery (SNSB), the 2nd edition of SNSB (SNSB-II).26 Participants with conditions 
that could potentially lead to cognitive impairment, such as hypothyroidism, vitamin 
B12 deficiency, syphilis, or a history of major psychiatric illness (e.g., major depression, 
bipolar disorder, or schizophrenia), were excluded. We also excluded patients with MRI 
abnormalities, such as brain tumors, radiation injury, hippocampal sclerosis, and multiple 
sclerosis. Subjects with severe white matter hyperintensities or multiple (more than 5) 
lacunar infarctions, consistent with Erkinjuntti’s brain imaging criteria for subcortical 
ischemic vascular dementia,27 were also excluded. None of the participants had a history of 
previous stroke or focal neurological symptoms.

The Institutional Review Board of the Catholic University of Korea, Eunpyeong St. Mary’s 
Hospital approved the study (PC23RISI0170), and informed consent was obtained from all 
participants or their caregivers. This study was conducted in accordance with the Declaration 
of Helsinki.

Facial emotion recognition examination
To evaluate the facial emotion recognition ability, we administered a standardized and 
validated instrument known as the K-FAB,13 which consists of 5 subtests. The original 
version of the Florida Affect Battery (FAB)28 was designed to assess the perception of facial 
and prosodic affect across various task demands, and it included 10 different subtests 
(comprising 5 facial, 3 prosodic, and 2 cross-modal subtests). However, the Korean version 
focused exclusively on facial affect tasks, including subtest 1 (facial identity discrimination), 
subtest 2 (facial affect discrimination), subtest 3 (facial affect naming), subtest 4 (facial affect 
selection), and subtest 5 (facial affect matching). These tasks involved the recognition of five 
different emotions (happiness, sadness, anger, fear, and neutrality).

In subtest 1, the facial identity discrimination task, subjects were shown pairs of unfamiliar 
faces and they had to determine whether the faces are the same or of a different person. 
The stimuli were photographs with a neutral facial expression. Their hair was covered by a 
surgical cap to reduce cues for identification. This identity discrimination task could serve as 
a perceptual “control” for the facial affect tasks. In subtest 2, the facial affect discrimination 
task, subjects had to determine whether two faces depicted the same or different emotional 
expressions. Subtest 3, the facial affect naming task required the subjects to verbally label 
facial expressions. Individual faces were shown as stimuli, and the subject was asked to 
name the emotion depicted by a particular face (i.e., happy, sad, angry, frightened, neutral). 
Subtest 4, the facial affect selection task assessed the ability to select target facial expressions 
named by the examiner. In each trial, subjects were shown five pictures of different people, 
each expressing different facial emotions. The subjects were asked identify the picture of 
the face that corresponded to the emotion named by the examiner (i.e., “point to the angry 
face”). In subtest 5, the facial affect matching task, subjects were asked to match the picture 
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of an emotional face to another face with the same emotional expression. The subjects were 
shown a stimulus slide consisting of multiple photographs. On the left side of the slide, 
there was a single photograph of a target emotional face. To the right of the slide, there were 
pictures of five people, expressing different emotional expressions. Their task was to match 
the target expression with its counterpart on the right of the slide.

Statistical analysis
Demographic characteristics and results of all K-FAB tests were compared among the three 
diagnostic groups using the analysis of covariance (ANCOVA), with adjustments for age and 
sex. Bonferroni corrections for multiple comparisons were applied to all post-hoc tests, 
as deemed appropriate. Normality was assessed using the Shapiro-Wilk test. Pearson’s 
correlation analysis was employed to evaluate the relationships between the results of all 
K-FAB tests and demographic variables, such as age, sex, and education in the entire sample. 
Subsequently, partial correlations, adjusted for age and education, were computed to 
estimate correlation coefficients and assess their significance for the relationships among the 
K-FAB test results, K-MMSE-2 scores, and the results of SNSB-II cognitive domains. Linear 
regression analysis was also conducted, examining the subtests of K-FAB and the cognitive 
domains of SNSB-II in relation to K-MMSE-2. Especially, in SCD subjects, who did not have 
any objective cognitive impairment, we investigated the domains of SNSB that will affect 
K-FAB, even if they had not yet deteriorated significantly.

A significance level of p<0.05 (two-tailed) was considered statistically significant, and all 
statistical analyses were performed using the Statistical Package for the Social Sciences 
version 28.0 software program (IBM Corp., Armonk, NY, USA).

RESULTS

Demographic comparisons
Sociodemographic characteristics of SCD, MCI, and mild AD are presented in Table 1. The 
three groups differed significantly in terms of age and sex. Therefore, subsequent group 
comparisons were performed after controlling for age and sex. Although the global cognitive 
level assessed by K-MMSE-2 differed, the GDS score was not different among groups. Post hoc 
comparisons revealed that K-MMSE-2 scores increased continuously from SCD to MCI and 
from MCI to mild AD.

Facial emotion recognition comparisons
Table 2 shows the differences among SCD, MCI, and mild AD groups for facial emotion 
recognition abilities. The ANOVA results indicated that starting from subtest 3, facial affect 
naming, there were differences among the 3 groups. More complex tasks, such as subtest 4, 
facial affect selection, and subtest 5, facial affect matching, also differed. Subtest 1, the facial 
identity discrimination task, served as a perceptual “control” for the facial affect tasks, and 
subtest 2, facial affect discrimination, was not different among the three groups.

Among the 5 target emotions, anger and fear were different among the 3 groups, although 
neutral emotion also showed a difference only in subtest 5. Post hoc comparisons revealed that 
deficits of anger recognition in subtest 5 increased continuously from SCD to MCI patients 
and from MCI to mild AD subjects (Fig. 1). Only fear emotion recognition was different, even 
after additionally controlling for the MMSE score (p=0.013).
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Correlation of FAB with cognitive impairment
As the age increased (with subtest 1, r=−0.329, p<0.001; with subtest 2, r=−0.339, p<0.001; 
with subtest 3, r=−0.378, p<0.001; subtest 4, r=−0.255, p<0.001; subtest 5, r=−0.429, p<0.001) 
and educational attainment decreased (with subtest 1, r=0.178, p=0.009; with subtest 2, 
r=0.306, p<0.001; with subtest 3, r=0.229, p=0.001; subtest 4, r=0.369, p<0.001; subtest 5, 
r=0.392, p<0.001), facial emotion recognition impairments were observed.

162https://doi.org/10.12779/dnd.2023.22.4.158

Facial Emotion Recognition in Older Adults

https://dnd.or.kr

Table 1. Clinical characteristics of study participants
Characteristics SCD (n=72) MCI (n=76) AD (n=76) p-value Post hoc
Age (yr) 72.86±8.04 73.92±7.03 78.92±6.92 <0.001 1 vs. 3, 2 vs. 3
Sex (male: female) 15:57 33:43:00 18:48 0.009 1 vs. 2
Education (yr) 8.81±4.73 10.00±4.55 8.71±5.07 0.195
APOE ε4 genotype 31 (29.03%) 41 (39.02%) 65 (44.62%) <0.001
K-MMSE-2 27.22±2.68 24.54±3.36 19.89±4.26 <0.001* 1 vs. 2 vs. 3
CDR 0.49±0.08 0.50±0.00 0.87±0.38 <0.001* 1 vs. 3, 2 vs. 3
SOB 1.24±0.74 1.60±0.83 5.30±2.23 <0.001* 1 vs. 3, 2 vs. 3
GDS 9.75±7.49 8.96±7.27 9.59±8.09 0.801
SNSB-II (domains) n=63 n=69 n=50

Attention 54.40±25.56 37.72±27.12 40.32±28.27 0.001* 1 vs. 2, 1 vs. 3
Language 66.09±25.28 44.48±28.26 32.03±26.62 <0.001* 1 vs. 2 vs. 3
Visuospatial 58.23±21.07 40.43±27.70 35.34±31.41 <0.001* 1 vs. 2, 1 vs. 3
Memory 62.83±23.77 15.46±15.60 7.21±14.98 <0.001* 1 vs. 2, 1 vs. 3
Frontal executive 65.31±24.93 48.57±86.82 15.74±20.53 <0.001* 1 vs. 3, 2 vs. 3

SCD: subjective cognitive decline, MCI: mild cognitive impairment, AD: Alzheimer’s dementia, APOE: apolipoprotein E, K-MMSE-2: Korean mini-mental state 
examination, 2nd edition, CDR: clinical dementia rating, SOB: sum of boxes, GDS: geriatric depression scale, SNSB-II: Seoul Neuropsychological Screening 
Assessment, 2nd edition.
Values are presented as means ± standard deviations or raw numbers of participants. Analyses were performed using the analysis of variance and *the analysis 
of covariance, adjusted for age and sex.

Table 2. Comparison of the K-FAB results in the 3 participant groups
Code SCD (n=72) MCI (n=76) AD (n=76) p-value* Post hoc p-value†

FAB1 18.81±1.91 18.55±1.92 17.68±2.12 0.146
FAB1_S 0.64±1.28 0.79±1.27 1.75±0.22 0.484
FAB1_D 0.61±0.99 0.66±1.04 1.14±1.36 0.988
FAB2 17.46±1.89 17.07±1.86 16.65±2.20 0.244
FAB2_S 1.14±1.69 1.75±1.95 2.18±1.90 0.153
FAB2_D 1.43±0.99 1.18±1.22 1.20±1.37 0.358
FAB3 16.96±2.42 15.38±2.79 14.76±2.27 0.001 1 vs. 2, 1 vs. 3 0.076
FAB3_H 0.00±0.00 0.03±0.16 0.05±0.21 0.502
FAB3_S 1.19±1.04 1.54±1.04 1.44±1.25 0.235
FAB3_A 1.17±1.11 1.49±1.11 1.94±1.05 0.017 1 vs. 3 0.969
FAB3_F 0.17±0.44 0.54±1.00 0.74±1.00 0.005 1 vs. 2, 1 vs. 3 0.288
FAB3_N 0.72±1.94 1.03±1.19 1.11±1.19 0.484
FAB4 17.54±2.47 16.60±2.36 15.82±2.40 0.003 1 vs. 3 0.206
FAB4_H 0.11±0.46 0.09±0.34 0.26±0.54 0.093 0.481
FAB4_S 0.61±1.06 0.61±0.90 0.49±0.62 0.474
FAB4_A 0.72±1.07 1.07±1.03 1.55±1.19 0.004 1 vs. 3, 2 vs. 3 0.733
FAB4_F 0.21±0.67 0.55±1.06 0.51±0.92 0.045 0.099
FAB4_N 0.89±1.02 1.08±1.06 1.40±1.07 0.167 1 vs. 3
FAB5 14.94±4.39 12.77±4.30 11.48±4.31 0.004 1 vs. 2, 1 vs. 3 0.009
FAB5_H 0.55±1.00 0.85±1.11 1.00±1.29 0.286
FAB5_S 1.85±1.21 2.12±1.09 2.08±1.14 0.432
FAB5_A 1.01±1.11 1.51±1.14 1.98±1.14 0.003 1 vs. 2 vs. 3 0.528
FAB5_F 0.58±0.97 1.04±1.17 1.37±1.17 0.019 1 vs. 2, 1 vs. 3 0.013
FAB5_N 1.01±1.18 1.67±1.42 2.09±1.34 0.001 1 vs. 2, 1 vs. 3 0.031
K-FAB includes subtest 1 (facial identity discrimination) and subtest 2 (facial affect discrimination), subtest 3 (facial affect naming), subtest 4 (facial affect 
selection), and subtest 5 (facial affect matching). Five different emotions (happiness [H], sadness [S], anger [A], fear [F], and neutral [N]) were used across 
these subtests.
K-FAB: Korean version of the Florida Facial Affect Battery, SCD: subjective cognitive decline, MCI: mild cognitive impairment, AD: Alzheimer’s dementia.
Values are presented as means ± standard deviations and analyses were performed using the analysis of covariance, *adjusted for age and sex and †adjusted for 
age, sex, and MMSE score.



After adjustments for age and education, partial correlation analysis showed that K-FAB tests 
correlated with the K-MMSE-2 score. The K-MMSE-2 score correlated with subtest 1 (r=0.237, 
p=0.002), subtest 2 (r=0.280, p<0.01), subtest 3 (r=0.363, p<0.001), subtest 4 (r=0.363, p<0.001), 
and subtest 5 (r=0.507, p<0.001). Linear regression analysis showed significant relationships 
of subtests of K-FAB with K-MMSE-2, subtest 1 (unstandardized coefficients B=0.333, 
standardized coefficients β=0.147, p=0.015), subtest 4 (unstandardized coefficients B=0.283, 
standardized coefficients β=0.154, p=0.039), and subtest 5 (unstandardized coefficients 
B=0.351, standardized coefficients β=0.349, p<0.001): constant 2.567 and R square 0.408. Only 
in SCD subjects, who had no objective impairments of cognition, frontal executive dysfunction 
among cognitive subdomains in SNSB-II was correlated with the K-FAB subtest 5 (r=0.338, 
p=0.009) and K-FAB subtest 2 (r=0.274, p=0.034). Otherwise, memory did not correlate with 
K-FAB tests, although visuospatial function was correlated with the K-FAB subtest 5 (r=0.324, 
p=0.012) (Fig. 2). Linear regression analysis showed a significant relationship between the 
K-FAB subtest 5 and frontal executive domain of SNSB-II (unstandardized coefficients B=0.044, 
standardized coefficients β=0.366, p=0.007); constant 27.636 and R square 0.162.

DISCUSSION

In this study, we explored the capacity for facial emotion recognition among individuals 
diagnosed with SCD, MCI, and mild AD. Our findings demonstrated a significant impairment 
in the recognition of anger and fearful emotions in individuals with MCI and mild AD when 
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Fig. 1. The K-FAB scores in 3 groups. 
The FAB subtest 5 (facial affect matching) total score (A) and in contrast to happy and sad emotions (B), especially angry, fearful and neutral emotions (C) of the 
FAB subtest 5 showed a significant difference among the 3 groups, SCD, MCI, and mild AD. 
The p-values indicate significant differences after Bonferroni correction for multiple comparisons, as post hoc tests. 
K-FAB: Korean version of the Florida Facial Affect Battery, FAB5: K-FAB subtest 5, SCD: subjective cognitive decline, MCI: mild cognitive impairment, AD: 
Alzheimer’s dementia, H: happy, S: sad, A: angry, F: fearful, N: neutral.



compared to those with SCD. It is worth highlighting that even after adjusting for MMSE 
scores, differences in fear emotion recognition persisted across the 3 groups. Additionally, 
our analysis revealed that deficits in facial emotion recognition were associated with 
advancing age and lower levels of education. Furthermore, we observed a correlation between 
impaired facial emotion recognition and overall cognitive decline, with a particular emphasis 
on frontal executive dysfunction.

These findings indicate potential progression of facial emotion recognition impairment 
in individuals with dementia, beginning with a difficulty in recognizing fearful facial 
expressions during the MCI phase and subsequently extending to those with mild AD. This 
progression is likely to be a consequence of the documented degeneration of brain structures 
responsible for emotion processing, including the amygdala and other limbic and paralimbic 
structures.28,29 While the amygdala has been found to respond to various facial emotion 
expressions,29 it appears to play a crucial role in perceiving fear,30,31 particularly in recognizing 
ambiguous or subliminal fearful cues.32 Importantly, deterioration of the amygdala can 
account for a mild deficit in recognizing fearful expressions and the early onset of memory 
problems in MCI patients. This is due to connections of the amygdala with the prefrontal 
cortex and the hippocampal complex, which together form the neural network for emotional 
memory.33,34 Indeed, the amygdala is well known for its role in consolidating the memory 
of fearful cues,35 which aligns with studies supporting the cholinergic model in Alzheimer’s 
disease.36 It is noteworthy that the amygdala receives a significant cholinergic projection 
from the nucleus basalis of Meynert, and the acetylcholinesterase activity in the amygdala 
is notably reduced in Alzheimer’s disease patients, with this reduction being positively 
correlated with the extent of global cognitive decline.37
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The amygdala is a component of an intricate network that links the neocortex, hypothalamus, 
thalamus, basal forebrain, and brainstem, enabling bidirectional communication between 
the cortex and the autonomic nervous system.38 Damage to the amygdala, in particular, 
has been associated with the loss of an autonomic fear response to aversive events,39 as 
well as difficulties in recognizing fear and other negative emotions conveyed through 
facial expressions40,41 and vocal cues.42 Researchers have previously assigned distinct brain 
structures to different emotions, designating the amygdala for processing fear, the insula 
for processing disgust, and the prefrontal cortex for processing anger and highly arousing 
emotions. Nevertheless, whether there are specialized brain systems for mediating various 
types of emotions remains a subject of ongoing debate. It appears that certain structures may 
play a role in attributes relevant to specific emotions rather than the emotions themselves. 
As such, the amygdala may not be exclusively responsible for perceiving fear but might have a 
pivotal role in triggering the orienting response to novel and potentially stimulating events.43

Although research studies have consistently indicated difficulties in recognizing both positive 
and negative emotions, it is noteworthy that positive emotions, particularly happiness, tend 
to be affected to a lesser extent.44-47 This difference may be due to the asymmetry in the 
representation of negative and positive emotional categories, which can be attributed to the 
conventional approach to assessing emotion perception. Most test batteries focus on six 
basic emotions, with four being negative (sadness, fear, anger, and disgust) and only two 
being positive (happy and surprised). The recognition of negative emotions typically requires 
more subtle discrimination compared to the recognition of positive emotions. Among them, 
'happy' is often the most readily recognizable.48

The amygdala is widely recognized as a crucial component of the “social brain”8 due to its role 
in modulating the neural system responsible for social cognition. Social cognition, in turn, 
underpins our capacity to interpret nonverbal communication, including facial expressions of 
emotions49 and respond to emotional cues with appropriate interpersonal behaviors.8 Thus, 
we interpret the result that the facial emotion recognition deficit in MCI patients is specific 
to anger and fear by hypothesizing that mild emotions are subtler and more challenging to 
recognize, requiring higher social cognition abilities than high-intensity emotions. However, 
low-intensity facial expressions are more frequently encountered in daily life. As a result, this 
type of impairment can have practical consequences in social interactions during the MCI 
phase, potentially affecting nonverbal communication, interpersonal relationships, and, 
consequently, the quality of life. Future studies should aim to confirm this hypothesis.

This study has some limitations. First, in terms of social cognition, we only examined 
social perception using the K-FAB. Additional assessments, including the theory of mind 
and empathy, could enrich the information on social cognition in elderly people and 
neurodegenerative disease.50 Next, it is important to note that our study had a cross-sectional 
design, and longitudinal studies should be conducted to elucidate the progression and 
predictors of facial emotion recognition deficits in individuals, ranging from normal elderly 
individuals to those with SCD, MCI, and AD. Considering these factors, future research 
should strive to better understand the deficits in emotional processing in SCD, MCI, and 
AD. Detecting facial emotion recognition impairment early in the pre-dementia stage of 
Alzheimer’s disease may have clinical significance, as it could enable preventive interventions 
aimed at mitigating the decline in cognitive performance, interpersonal behavior, and social 
abilities, thereby improving the quality of life of both patients and caregivers.

165https://doi.org/10.12779/dnd.2023.22.4.158

Facial Emotion Recognition in Older Adults

https://dnd.or.kr



REFERENCES

	 1.	 Kumfor F, Sapey-Triomphe LA, Leyton CE, Burrell JR, Hodges JR, Piguet O. Degradation of emotion 
processing ability in corticobasal syndrome and Alzheimer’s disease. Brain 2014;137:3061-3072. 
PUBMED | CROSSREF

	 2.	 Vandekerckhove M, Plessers M, Van Mieghem A, Beeckmans K, Van Acker F, Maex R, et al. Impaired 
facial emotion recognition in patients with ventromedial prefrontal hypoperfusion. Neuropsychology 
2014;28:605-612. 
PUBMED | CROSSREF

	 3.	 Hargrave R, Maddock RJ, Stone V. Impaired recognition of facial expressions of emotion in Alzheimer’s 
disease. J Neuropsychiatry Clin Neurosci 2002;14:64-71. 
PUBMED | CROSSREF

	 4.	 Burnham H, Hogervorst E. Recognition of facial expressions of emotion by patients with dementia of the 
Alzheimer type. Dement Geriatr Cogn Disord 2004;18:75-79. 
PUBMED | CROSSREF

	 5.	 Kohler CG, Anselmo-Gallagher G, Bilker W, Karlawish J, Gur RE, Clark CM. Emotion-discrimination 
deficits in mild Alzheimer disease. Am J Geriatr Psychiatry 2005;13:926-933. 
PUBMED | CROSSREF

	 6.	 Lavenu I, Pasquier F. Perception of emotion on faces in frontotemporal dementia and Alzheimer’s 
disease: a longitudinal study. Dement Geriatr Cogn Disord 2005;19:37-41. 
PUBMED | CROSSREF

	 7.	 Shimokawa A, Yatomi N, Anamizu S, Torii S, Isono H, Sugai Y, et al. Influence of deteriorating ability 
of emotional comprehension on interpersonal behavior in Alzheimer-type dementia. Brain Cogn 
2001;47:423-433. 
PUBMED | CROSSREF

	 8.	 Adolphs R. How do we know the minds of others? Domain-specificity, simulation, and enactive social 
cognition. Brain Res 2006;1079:25-35. 
PUBMED | CROSSREF

	 9.	 Ganguli M, Blacker D, Blazer DG, Grant I, Jeste DV, Paulsen JS, et al. Classification of neurocognitive 
disorders in DSM-5: a work in progress. Am J Geriatr Psychiatry 2011;19:205-210. 
PUBMED | CROSSREF

	10.	 Albert MS, Cohen C, Koff E. Perception of affect in patients with dementia of the Alzheimer type. Arch 
Neurol 1991;48:791-795. 
PUBMED | CROSSREF

	11.	 Adolphs R. Neural systems for recognizing emotion. Curr Opin Neurobiol 2002;12:169-177. 
PUBMED | CROSSREF

	12.	 Teng E, Lu PH, Cummings JL. Deficits in facial emotion processing in mild cognitive impairment. 
Dement Geriatr Cogn Disord 2007;23:271-279. 
PUBMED | CROSSREF

	13.	 Ahn BY, Oh JH, Jo MK, Na DL, Kim EJ. Poster session. The validity and reliability of the Korean version of 
Florida facial affect battery: a preliminary study. In: Proceedings of the Korean Neurological Association; 
Seoul, Korea; 2009.

	14.	 Jack CR Jr, Petersen RC, Xu YC, Waring SC, O’Brien PC, Tangalos EG, et al. Medial temporal atrophy on 
MRI in normal aging and very mild Alzheimer’s disease. Neurology 1997;49:786-794. 
PUBMED | CROSSREF

	15.	 Haroutunian V, Purohit DP, Perl DP, Marin D, Khan K, Lantz M, et al. Neurofibrillary tangles in 
nondemented elderly subjects and mild Alzheimer disease. Arch Neurol 1999;56:713-718. 
PUBMED | CROSSREF

	16.	 Gøransson LG, Brun JG, Harboe E, Mellgren SI, Omdal R. Intraepidermal nerve fiber densities in chronic 
inflammatory autoimmune diseases. Arch Neurol 2006;63:1410-1413. 
PUBMED | CROSSREF

	17.	 Korf ES, Wahlund LO, Visser PJ, Scheltens P. Medial temporal lobe atrophy on MRI predicts dementia in 
patients with mild cognitive impairment. Neurology 2004;63:94-100. 
PUBMED | CROSSREF

	18.	 Geroldi C, Rossi R, Calvagna C, Testa C, Bresciani L, Binetti G, et al. Medial temporal atrophy but not 
memory deficit predicts progression to dementia in patients with mild cognitive impairment. J Neurol 
Neurosurg Psychiatry 2006;77:1219-1222. 
PUBMED | CROSSREF

166https://doi.org/10.12779/dnd.2023.22.4.158

Facial Emotion Recognition in Older Adults

https://dnd.or.kr

http://www.ncbi.nlm.nih.gov/pubmed/25227744
https://doi.org/10.1093/brain/awu246
http://www.ncbi.nlm.nih.gov/pubmed/24773416
https://doi.org/10.1037/neu0000057
http://www.ncbi.nlm.nih.gov/pubmed/11884657
https://doi.org/10.1176/jnp.14.1.64
http://www.ncbi.nlm.nih.gov/pubmed/15087581
https://doi.org/10.1159/000077813
http://www.ncbi.nlm.nih.gov/pubmed/16286435
https://doi.org/10.1097/00019442-200511000-00002
http://www.ncbi.nlm.nih.gov/pubmed/15383744
https://doi.org/10.1159/000080969
http://www.ncbi.nlm.nih.gov/pubmed/11748898
https://doi.org/10.1006/brcg.2001.1318
http://www.ncbi.nlm.nih.gov/pubmed/16507301
https://doi.org/10.1016/j.brainres.2005.12.127
http://www.ncbi.nlm.nih.gov/pubmed/21425518
https://doi.org/10.1097/JGP.0b013e3182051ab4
http://www.ncbi.nlm.nih.gov/pubmed/1898252
https://doi.org/10.1001/archneur.1991.00530200027013
http://www.ncbi.nlm.nih.gov/pubmed/12015233
https://doi.org/10.1016/S0959-4388(02)00301-X
http://www.ncbi.nlm.nih.gov/pubmed/17351319
https://doi.org/10.1159/000100829
http://www.ncbi.nlm.nih.gov/pubmed/9305341
https://doi.org/10.1212/WNL.49.3.786
http://www.ncbi.nlm.nih.gov/pubmed/10369312
https://doi.org/10.1001/archneur.56.6.713
http://www.ncbi.nlm.nih.gov/pubmed/17030656
https://doi.org/10.1001/archneur.63.10.1410
http://www.ncbi.nlm.nih.gov/pubmed/15249617
https://doi.org/10.1212/01.WNL.0000133114.92694.93
http://www.ncbi.nlm.nih.gov/pubmed/16891386
https://doi.org/10.1136/jnnp.2005.082651


	19.	 McKhann GM, Knopman DS, Chertkow H, Hyman BT, Jack CR Jr, Kawas CH, et al. The diagnosis of dementia 
due to Alzheimer’s disease: recommendations from the National Institute on Aging-Alzheimer’s Association 
workgroups on diagnostic guidelines for Alzheimer’s disease. Alzheimers Dement 2011;7:263-269. 
PUBMED | CROSSREF

	20.	 Albert MS, DeKosky ST, Dickson D, Dubois B, Feldman HH, Fox NC, et al. The diagnosis of mild 
cognitive impairment due to Alzheimer’s disease: recommendations from the National Institute on 
Aging-Alzheimer’s Association workgroups on diagnostic guidelines for Alzheimer’s disease. Alzheimers 
Dement 2011;7:270-279. 
PUBMED | CROSSREF

	21.	 Jessen F, Amariglio RE, van Boxtel M, Breteler M, Ceccaldi M, Chételat G, et al. A conceptual framework 
for research on subjective cognitive decline in preclinical Alzheimer’s disease. Alzheimers Dement 
2014;10:844-852. 
PUBMED | CROSSREF

	22.	 Morris JC. The clinical dementia rating (CDR): current version and scoring rules. Neurology 
1993;43:2412-2414. 
PUBMED | CROSSREF

	23.	 Folstein MF, Folstein SE, McHugh PR. “Mini-Mental State”. A practical method for grading the cognitive 
state of patients for the clinician. J Psychiatr Res 1975;12:189-198. 
PUBMED | CROSSREF

	24.	 Baek MJ, Kim K, Park YH, Kim S. The validity and reliability of the Mini-Mental State Examination-2 
for detecting mild cognitive impairment and Alzheimer’s disease in a Korean population. PLoS One 
2016;11:e0163792. 
PUBMED | CROSSREF

	25.	 Yesavage JA, Brink TL, Rose TL, Lum O, Huang V, Adey M, et al. Development and validation of a geriatric 
depression screening scale: a preliminary report. J Psychiatr Res 1982-1983;17:37-49. 
PUBMED | CROSSREF

	26.	 Ryu HJ, Yang DW. The Seoul Neuropsychological Screening Battery (SNSB) for comprehensive 
neuropsychological assessment. Dement Neurocogn Disord 2023;22:1-15. 
PUBMED | CROSSREF

	27.	 Erkinjuntti T. Subcortical ischemic vascular disease and dementia. Int Psychogeriatr 2003;15 Suppl 1:23-26. 
PUBMED | CROSSREF

	28.	 Bowers D, Blonder L, Heilman K. Florida Affect Battery. Gainesville: Center for Neuropsychological 
Studies, Department of Neurology, University of Florida, 1998.

	29.	 Anderson AK, Christoff K, Panitz D, De Rosa E, Gabrieli JD. Neural correlates of the automatic processing 
of threat facial signals. J Neurosci 2003;23:5627-5633. 
PUBMED | CROSSREF

	30.	 Morris JS, Frith CD, Perrett DI, Rowland D, Young AW, Calder AJ, et al. A differential neural response in 
the human amygdala to fearful and happy facial expressions. Nature 1996;383:812-815. 
PUBMED | CROSSREF

	31.	 Hariri AR, Mattay VS, Tessitore A, Fera F, Weinberger DR. Neocortical modulation of the amygdala 
response to fearful stimuli. Biol Psychiatry 2003;53:494-501. 
PUBMED | CROSSREF

	32.	 Whalen PJ, Kagan J, Cook RG, Davis FC, Kim H, Polis S, et al. Human amygdala responsivity to masked 
fearful eye whites. Science 2004;306:2061. 
PUBMED | CROSSREF

	33.	 Cahill L, McGaugh JL. Mechanisms of emotional arousal and lasting declarative memory. Trends 
Neurosci 1998;21:294-299. 
PUBMED | CROSSREF

	34.	 Phelps EA. Human emotion and memory: interactions of the amygdala and hippocampal complex. Curr 
Opin Neurobiol 2004;14:198-202. 
PUBMED | CROSSREF

	35.	 Stork O, Pape HC. Fear memory and the amygdala: insights from a molecular perspective. Cell Tissue Res 
2002;310:271-277. 
PUBMED | CROSSREF

	36.	 Schneider LS. Cholinergic deficiency in Alzheimer’s disease. pathogenic model. Am J Geriatr Psychiatry 
1998;6:S49-S55. 
PUBMED | CROSSREF

	37.	 Shinotoh H, Fukushi K, Nagatsuka S, Tanaka N, Aotsuka A, Ota T, et al. The amygdala and Alzheimer’s 
disease: positron emission tomographic study of the cholinergic system. Ann N Y Acad Sci 2003;985:411-419. 
PUBMED | CROSSREF

167https://doi.org/10.12779/dnd.2023.22.4.158

Facial Emotion Recognition in Older Adults

https://dnd.or.kr

http://www.ncbi.nlm.nih.gov/pubmed/21514250
https://doi.org/10.1016/j.jalz.2011.03.005
http://www.ncbi.nlm.nih.gov/pubmed/21514249
https://doi.org/10.1016/j.jalz.2011.03.008
http://www.ncbi.nlm.nih.gov/pubmed/24798886
https://doi.org/10.1016/j.jalz.2014.01.001
http://www.ncbi.nlm.nih.gov/pubmed/8232972
https://doi.org/10.1212/WNL.43.11.2412-a
http://www.ncbi.nlm.nih.gov/pubmed/1202204
https://doi.org/10.1016/0022-3956(75)90026-6
http://www.ncbi.nlm.nih.gov/pubmed/27668883
https://doi.org/10.1371/journal.pone.0163792
http://www.ncbi.nlm.nih.gov/pubmed/7183759
https://doi.org/10.1016/0022-3956(82)90033-4
http://www.ncbi.nlm.nih.gov/pubmed/36814700
https://doi.org/10.12779/dnd.2023.22.1.1
http://www.ncbi.nlm.nih.gov/pubmed/16191213
https://doi.org/10.1017/S1041610203008925
http://www.ncbi.nlm.nih.gov/pubmed/12843265
https://doi.org/10.1523/JNEUROSCI.23-13-05627.2003
http://www.ncbi.nlm.nih.gov/pubmed/8893004
https://doi.org/10.1038/383812a0
http://www.ncbi.nlm.nih.gov/pubmed/12644354
https://doi.org/10.1016/S0006-3223(02)01786-9
http://www.ncbi.nlm.nih.gov/pubmed/15604401
https://doi.org/10.1126/science.1103617
http://www.ncbi.nlm.nih.gov/pubmed/9683321
https://doi.org/10.1016/S0166-2236(97)01214-9
http://www.ncbi.nlm.nih.gov/pubmed/15082325
https://doi.org/10.1016/j.conb.2004.03.015
http://www.ncbi.nlm.nih.gov/pubmed/12457225
https://doi.org/10.1007/s00441-002-0656-2
http://www.ncbi.nlm.nih.gov/pubmed/9581221
https://doi.org/10.1097/00019442-199821001-00007
http://www.ncbi.nlm.nih.gov/pubmed/12724174
https://doi.org/10.1111/j.1749-6632.2003.tb07097.x


	38.	 Emery NJ, Amaral DG. The role of the amygdala in primate social cognition. In: Cognitive Neuroscience 
of Emotion. New York: Oxford University Press, 2000;156-191.

	39.	 Bechara A, Tranel D, Damasio H, Adolphs R, Rockland C, Damasio AR. Double dissociation of 
conditioning and declarative knowledge relative to the amygdala and hippocampus in humans. Science 
1995;269:1115-1118. 
PUBMED | CROSSREF

	40.	 Adolphs R, Tranel D, Damasio H, Damasio A. Impaired recognition of emotion in facial expressions 
following bilateral damage to the human amygdala. Nature 1994;372:669-672. 
PUBMED | CROSSREF

	41.	 Kumfor F, Irish M, Hodges JR, Piguet O. Discrete neural correlates for the recognition of negative 
emotions: insights from frontotemporal dementia. PLoS One 2013;8:e67457. 
PUBMED | CROSSREF

	42.	 Scott SK, Young AW, Calder AJ, Hellawell DJ, Aggleton JP, Johnson M. Impaired auditory recognition of 
fear and anger following bilateral amygdala lesions. Nature 1997;385:254-257. 
PUBMED | CROSSREF

	43.	 Lindquist KA, Wager TD, Kober H, Bliss-Moreau E, Barrett LF. The brain basis of emotion: a meta-
analytic review. Behav Brain Sci 2012;35:121-143. 
PUBMED | CROSSREF

	44.	 Abbott JD, Cumming G, Fidler F, Lindell AK. The perception of positive and negative facial expressions in 
unilateral brain-damaged patients: a meta-analysis. Laterality 2013;18:437-459. 
PUBMED | CROSSREF

	45.	 Bora E, Meletti S. Social cognition in temporal lobe epilepsy: a systematic review and meta-analysis. 
Epilepsy Behav 2016;60:50-57. 
PUBMED | CROSSREF

	46.	 Bora E, Velakoulis D, Walterfang M. Social cognition in Huntington’s disease: a meta-analysis. Behav 
Brain Res 2016;297:131-140. 
PUBMED | CROSSREF

	47.	 Coundouris SP, Adams AG, Henry JD. Empathy and theory of mind in Parkinson’s disease: a meta-
analysis. Neurosci Biobehav Rev 2020;109:92-102. 
PUBMED | CROSSREF

	48.	 Rosenberg H, McDonald S, Dethier M, Kessels RP, Westbrook RF. Facial emotion recognition deficits 
following moderate-severe traumatic brain injury (TBI): re-examining the valence effect and the role of 
emotion intensity. J Int Neuropsychol Soc 2014;20:994-1003. 
PUBMED | CROSSREF

	49.	 Anderson AK, Phelps EA. Expression without recognition: contributions of the human amygdala to 
emotional communication. Psychol Sci 2000;11:106-111. 
PUBMED | CROSSREF

	50.	 Henry JD, von Hippel W, Molenberghs P, Lee T, Sachdev PS. Clinical assessment of social cognitive 
function in neurological disorders. Nat Rev Neurol 2016;12:28-39. 
PUBMED | CROSSREF

168https://doi.org/10.12779/dnd.2023.22.4.158

Facial Emotion Recognition in Older Adults

https://dnd.or.kr

http://www.ncbi.nlm.nih.gov/pubmed/7652558
https://doi.org/10.1126/science.7652558
http://www.ncbi.nlm.nih.gov/pubmed/7990957
https://doi.org/10.1038/372669a0
http://www.ncbi.nlm.nih.gov/pubmed/23805313
https://doi.org/10.1371/journal.pone.0067457
http://www.ncbi.nlm.nih.gov/pubmed/9000073
https://doi.org/10.1038/385254a0
http://www.ncbi.nlm.nih.gov/pubmed/22617651
https://doi.org/10.1017/S0140525X11000446
http://www.ncbi.nlm.nih.gov/pubmed/22849611
https://doi.org/10.1080/1357650X.2012.703206
http://www.ncbi.nlm.nih.gov/pubmed/27179192
https://doi.org/10.1016/j.yebeh.2016.04.024
http://www.ncbi.nlm.nih.gov/pubmed/26455876
https://doi.org/10.1016/j.bbr.2015.10.001
http://www.ncbi.nlm.nih.gov/pubmed/31899300
https://doi.org/10.1016/j.neubiorev.2019.12.030
http://www.ncbi.nlm.nih.gov/pubmed/25396693
https://doi.org/10.1017/S1355617714000940
http://www.ncbi.nlm.nih.gov/pubmed/11273416
https://doi.org/10.1111/1467-9280.00224
http://www.ncbi.nlm.nih.gov/pubmed/26670297
https://doi.org/10.1038/nrneurol.2015.229

	Facial Emotion Recognition in Older Adults With Cognitive Complaints
	INTRODUCTION
	METHODS
	Facial emotion recognition examination
	Statistical analysis

	RESULTS
	Facial emotion recognition comparisons
	Correlation of FAB with cognitive impairment

	DISCUSSION
	REFERENCES


