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Background: Somatic symptom disorder (SSD) exacerbates subjective cognitive 
decline (SCD). This association can be  significantly impacted by the mental 
well-being of the SSD patients. However, the underlying mechanisms remain 
obscure.

Methods: A total of 525 elderly patients, who visited the Department of Neurology 
of Fujian Medical University Union Hospital between October 2017 and August 
2024, and the Department of Neurology of Quanzhou First Hospital Affiliated to 
Fujian Medical University between August 2022 and August 2024, were included 
in the study. Data of sociodemographics, medical history, somatic symptom 
disorder, subjective cognitive decline, depression, and anxiety were analyzed 
by simple, serial and moderated mediation models to evaluate the impact of 
depression and anxiety on the linkage between SSD and SCD.

Results: SSD significantly affected SCD. Simple mediation analysis showed 
that depression and anxiety significantly mediated the association between 
SSD and SCD (βdepression = 0.079, 95% CI: 0.030 to 0.132; βanxiety = 0.058, 95% 
CI: 0.031 to 0.093). Serial mediation analyses indicated that the worsening of 
SSD exacerbates anxiety, in turn aggravating depressive symptoms and SCD 
(βb = 0.044, 95% CI: 0.026 to 0.069). Moderated mediation model revealed that 
the depressive symptoms-conferred mediation of the correlation between SSD 
and SCD was moderated by anxiety symptoms (β = −0.073, 95% CI: −0.131 to 
−0.014).

Conclusion: These findings provided new insights into possible avenues for 
prevention and intervention of SCD through SSD-based treatments with a 
multifaceted approach to psychiatric disorders.
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1 Introduction

Subjective cognitive decline (SCD) refers to cognitive decline 
without the presence of objective impairment in cognitive evaluation 
(Jessen et al., 2020). The prevalence of a certain degree of cognitive 
impairment has been documented in about 50 to 80% of older 
individuals who score within the normal range in cognitive 
assessments (van Harten et al., 2018). Declines in several cognitive 
domains, such as attention, executive function and visuospatial skills, 
can occur with the advancing age (Hoogendam et al., 2014). Other 
studies have also evidenced that cognitively normal people who 
present SCD complaints are at a higher risk of developing subsequent 
objective cognitive decline, leading to mild cognitive impairment 
(MCI) and dementia (Mitchell et al., 2014; Slot et al., 2019). Still others 
have argued that SCD is indicative of the primary symptoms of 
preclinical Alzheimer’s disease (AD), serving to aid the early diagnosis 
of AD (Ossenkoppele and Jagust, 2017) and that SCD evaluation can 
facilitate early intervention for those who are at a risk of developing 
dementia in their late life (Olivari et al., 2021). Due to the significant 
burden that cognitive decline can place on society, it is of great 
significance to investigate the risk factors that impact the 
development of SCD.

Currently, a body of studies demonstrate that the onset of SCD is 
highly correlated with various psychiatric disorders, particularly 
depression and anxiety (Jenkins et al., 2021; Jessen et al., 2020). Some 
studies suggest that somatic disorders, pain, and certain personality 
traits, such as neuroticism, may contribute to or exacerbate age-related 
cognitive changes (Comijs et al., 2022; Horgas et al., 2022). Still some 
report that individuals younger than 60 years are more likely to 
experience SCD and indicate that the condition is related to some 
potentially reversible factors such as depression (Jessen et al., 2020). 
Taken together, these findings illuminate the possibility of SCD 
prevention by addressing the psychological well-being and somatic 
symptoms of the potential patients.

Somatic symptom disorder (SSD) is characterized by a persistent 
physical symptom and related psychological impairment at affective, 
cognitive, or behavioral levels, including physical symptoms leading 
to dysfunction in daily life and health-related anxiety (American 
Psychiatric Association, 2013). A recent review indicates that the 
prevalence of SSD among outpatients in Chinese hospitals is 
approximately 33.8% (Cao et  al., 2020). The SSD prevalence is 
associated with a reduction in the quality of life of the affected 
individuals, a considerable increase in healthcare utilization, and a 
high frequency of medical visits for an array of symptoms, including 
pain, fatigue, and gastrointestinal discomfort, which has led to an 
elevated global disease burden (Henningsen, 2018). Moreover, 
evidence suggests that individuals diagnosed with SSD are at an 
elevated risk for suicidal attempts (Torres et al., 2021). Accordingly, an 
early diagnosis of and intervention for SSD should prove most 
beneficial for the afflicted individuals.

Despite the growing incidence of SSD and the high cost on the 
families and society, the current treatment for SSD is far from 
satisfactory and SSD-related factors are still needed to be pinpointed 

to facilitate timely interventions (Jongsma et al., 2023). Studies have 
shown that the incidence and severity of SSD are higher in the elderly 
than in the non-elderly (Wu et  al., 2022) and that SSD is often 
comorbid with anxiety, depression, and sleep disorders, with 
depression being the most common (Ionescu et al., 2021; Kohlmann 
et al., 2016; Wu et al., 2023). Compared with youth depression, late-life 
depression has higher rates of disability and residual symptoms, and 
the severity of depressive symptoms is closely related to white matter 
lesions (Taylor et al., 2013). Recent studies have shown that SSD can 
significantly affect cognitive function in the elderly population, mainly 
manifested as decline in cognitive functions, such as attention, 
working memory and executive ability (Huang et al., 2021; Kim et al., 
2021; Lee et al., 2010). Collectively, these findings suggest that these 
somatic factors may be  involved in the association of SSD and 
cognitive decline and that a further exploration of these factors may 
pave the way for timely intervention.

To date, most studies of the effects of somatic symptoms on 
cognitive decline have focused on objective cognitive dysfunction. 
They have largely failed to probe into SCD and the underlying 
involvement of psychiatric disorders. For example, a previous study 
investigated the effects of anxiety and depression on neurocognitive 
functioning in patients with SSD (de Vroege et  al., 2017) with a 
neuropsychological battery of tests that only assess objective cognitive 
abilities, including basic cognitive processes, executive functioning, 
and memory processes. Another recent study investigated the 
relationship between SSD and subjective cognitive functioning but 
only assessed patients’ executive functioning and failed to consider the 
role of psychiatric disorders at play (Huang et al., 2021). So far, no 
studies have investigated the direct or indirect effects of SSD on SCD 
and considered the potential mediating or moderating role of 
depression and anxiety. Therefore, the current study attempted to 
examine the relationship between SSD and SCD and to explore the 
role of depression and anxiety in their association. The following 
hypotheses were therefore formulated (Giannouli et al., 2022; Skoog, 
2011; Xu et al., 2021):

Hypothesis 1: Depression or anxiety mediates the relationship 
between SSD and SCD, respectively.

Hypothesis 2: Depression and anxiety together play a serial 
mediating role in the relationship between SSD and SCD.

Hypothesis 3: Depression or anxiety may, respectively, moderate 
the anxiety or depression-mediated SSD-SCD association.

2 Materials and methods

2.1 Research participants

This study recruited a total of 525 elderly patients who visited 
the Department of Neurology at Fujian Medical University Union 
Hospital between October 2017 and August 2024, and the 
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Department of Neurology at Quanzhou First Hospital Affiliated 
to Fujian Medical University between August 2022 and August 
2024. The patients were excluded from the study due to any of the 
following exclusion criteria: (1) serious heart, liver, kidney, or 
respiratory diseases; (2) Alzheimer’s disease, Parkinson’s disease, 
intracranial tumors, or other neurological conditions; (3) inability 
to complete cranial MRI examination. The study protocol was 
approved by the Ethics Committee at Fujian Medical University 
Union Hospital (Approval No.: 2013038) and Quanzhou First 
Hospital Affiliated to Fujian Medical University (Approval No.: 
2021160). Informed consent was obtained from all 
patients enrolled.

Participants underwent a series of scale assessments by 
neurologists trained in scale assessment and data collected included 
socio-demographic characteristics (such as age, sex, disease duration 
and education level), Fazekas grade (Fazekas et al., 1987), chronic 
disease, mental health (depression and anxiety), SSD score and SCD 
score. As this was cross-sectional and no further follow-up of study 
subjects was performed, there was no dropout involved and since 
we used a face-to-face questionnaire administered by physicians, the 
questionnaire response rate was 100%.

2.2 Assessments

2.2.1 Somatic symptom disorder
Somatic symptoms disorder was examined using the patient 

health questionnaire-15 (PHQ-15), which is commonly used to assess 
somatic symptoms (Kroenke et al., 2002). The scale includes three 
primary factors, including cardiopulmonary, pain and gastrointestinal 
factors, each factor consisting of 5 items and each item with a scoring 
range from 0 to 5. The total score was 75, with a higher total score 
indicating a severer somatic symptom disturbance (Liao et al., 2016). 
A PHQ-15 score of 5 or higher indicates somatic symptoms 
(AUC = 0.725). In addition, PHQ-15 scores of 5, 10 and 15 
correspond, respectively, to cut-off points for mild, moderate and 
severe somatic symptoms (Liao et al., 2016).

2.2.2 Depression
Depression severity in patients was assessed using the 17-item 

Hamilton Rating Scale for Depression (HAMD-17), each item with a 
scoring range from 0 to 4, in which a higher score indicates a greater 
severity. The HAMD-17 has good reliability and stability and can 
be used to screen depressive symptoms in primary care populations 
(Zimmerman et  al., 2013). The HAMD-17 measures depressive 
symptoms on a scale from no depression (0–7) to mild depression 
(8–16), moderate depression (17–23), and major depression (≥24) 
(Zimmerman et al., 2013).

2.2.3 Anxiety
Anxiety symptoms in enrolled patients were assessed using the 

14-item Hamilton Anxiety Rating Scale (HAMA-14), which has good 
reliability and stability and is widely used to measure anxiety in 
patients with depressive symptoms (Maier et al., 1988). The HAMA-14 
scale consists of 14 items assessing nervousness, insomnia, somatic 
and gastrointestinal symptoms, each item with a scoring range from 
0 to 4, in which a higher score indicates a greater severity. A total score 
of less than 7 indicates no anxiety; 14 or more suggests definitely 

anxious; 21 or more markedly anxious; and 29 or more severely 
anxious (Maier et al., 1988).

2.2.4 Subjective cognitive decline
Perceived Deficits Questionnaire for Depression (PDQ-D) 

evaluates four cognitive domains: attention/concentration, 
retrospective memory, prospective memory, and planning/
organization. It can effectively assess subjective cognitive dysfunction 
in patients with major depression, making it psychometrically valuable 
(Shi et al., 2017). The 5-item Perceived Deficits Questionnaire for 
Depression (PDQ-5-D), a simplified version of the PDQ-D, which has 
5 items, each item with a scoring range of 0–4, amounting to a total 
score of 20. This questionnaire is effective in assessing subjective 
cognitive function in depressed patients, with a high score indicating 
severer subjective cognitive deficits (Fehnel et al., 2013).

2.2.5 Demographic characteristics and medical 
history

Sociodemographic characteristics such as sex (male/female), age 
(in years) and education background were collected. Individuals were 
categorized into two age groups: under 70 and over 70. The education 
level was categorized as primary school or less (≤6 years), junior high 
school (6–9 years) and senior high school or more (≥9 years). Medical 
history included Fazekas grade, duration of illness, and concurrent 
chronic illness. Duration of illness referred to the duration of the 
somatic symptom disorder state and was divided into a state of less 
than 3 years and that of more than 3 years. Chronic conditions 
associated with the illness included hypertension, diabetes and 
cardiovascular disorders, and patients were categorized primarily 
according to their previous history of these chronic conditions when 
receiving the questionnaire.

2.2.6 Statistical analysis
The study employed t-tests and one-way ANOVA to examine SCD 

disparities in demographic characteristics and pertinent medical 
history (Xu et al., 2021). Spearman correlation analysis was conducted 
to test associations among essential variables. In determining the 
sample size, the study set the power at 0.9 and the type I error rate at 
0.05 (two-tailed). A correlation coefficient (r) of 0.16 was chosen as 
the effect size in this study since the correlation coefficients for any 
two variables between HAMD, HAMA, PHQ-15, and PDQ-5-D were 
above 0.16, with a larger effect size indicating a smaller sample size. 
As a result, to achieve an effect size of 0.16, the theoretically estimated 
sample size was 331, which corresponded to a “small effect size.” A 
total of 525 participants were ultimately enrolled in the study, 
satisfying the necessary sample size. The “pwr” analysis package 
within the R language pwr.r.test section was adopted for the sample 
size analysis (Xu et al., 2021).

The macro-program PROCESS 3.5 developed by Hayes (2013) 
was used to explore simple, serial, and moderated mediation models, 
which were used to test our hypotheses and explore the pathways that 
link SSD to SCD (Hayes, 2013; Xu et al., 2021). Of the three candidate 
models (Model 4, 5, and 6) for the mediation analysis in the macro-
program PROCESS, Model 4 (simple mediation) was adopted to 
explore the mediating role of depression and anxiety in the linkage 
between SSD and SCD (Preacher and Hayes, 2008; Xu et al., 2021). 
Subsequently, Model 6 (serial mediation) was chosen to investigate the 
relationship between mediators, which systematically examined the 
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mediators in sequence and assessed the indirect effects of each 
mediator independently (Xu et al., 2021). Finally, for the 2 moderated 
mediation models (Model 14 and 15) in the macro-program 
PROCESS regarding the b-path-moderated mediation, Model 14 
(moderated mediation via the b-path rather than the c’-path/direct 
effect) was employed to analyze the moderating role of depression in 
mediating the SSD-anxiety-SCD linkage and that of anxiety in 
mediating the SSD-depression-SCD correlation (Hayes, 2013).

If statistical significance was confirmed for SCD by one-way 
ANOVA test in the analysis of demographic characteristics and 
relevant medical history, further screening was performed by multiple 
linear regression method. The statistically significant variables were 
then included as covariates in the model. Follow-up bootstrap analyses 
were conducted to explore all indirect effects using 5,000 bootstrap 
samples (Preacher and Hayes, 2008) and 95% bias-corrected 
confidence intervals, in which the statistical significance was indicated 
if zero was not included (Mallinckrodt et al., 2006). Non-standardized 
coefficients (β) and 95% confidence intervals with their standard 
errors (SE) were reported for each model. All statistical analyses were 
conducted using IBM SPSS 25.0 software (SPSS Inc., IL, United States) 
and all tests were two-sided at a significance level of 0.05 (two-tailed) 
(Xu et al., 2021).

3 Results

3.1 Preliminary analyses

The demographic characteristics, medical history, and distribution 
of SCD among the 525 participants are summarized in Table 1. The 
scores for SCD were significantly associated with age, educational 
level, disease duration, Fazekas grade and somatic symptom severity, 
with a mean SCD score of 10.92. After the univariate analysis, the 
crucial factors were further screened by multiple linear regression. The 
results are outlined in Supplementary Table S1. Multivariate analyses 
reported a statistical significance for disease duration and Fazekas 
grade, which were therefore included as covariates in the model. The 
results of multicollinearity showed that the VIF for age, education, 
disease duration, Fazekas grade, and somatic symptom severity was 
all less than 5, indicating that no multicollinearity between these 
factors and SCD.

The correlations among SCD, anxiety, depressive symptoms and 
SSD are presented in Supplementary Table S2. SSD was positively 
correlated with anxiety symptoms (r = 0.316, p < 0.001), depressive 
symptoms (r = 0.169, p < 0.001), and SCD (r = 0.374, p < 0.001). 
Anxiety symptoms was positively correlated with depressive 
symptoms (r = 0.339, p < 0.001), and SCD (r = 0.287, p < 0.001). 
Depressive symptoms were positively correlated with SCD (r = 0.523, 
p < 0.001).

3.2 Simple mediation model

The statistical analysis revealed a significant impact of SSD on 
SCD (c = 0.260, 95% CI: 0.171 to 0.349) (Figure 1A). The mediating 
role of depression and anxiety was analyzed separately. The results 
indicated significant mediation effects of depression (a1 × b1 = 0.079, 
95% CI: 0.030 to 0.132) and anxiety (a2 × b2 = 0.058, 95% CI: 0.031 to 

0.093) (Figures 1B,C). The details of the effect value of the simple 
mediation model are presented in Supplementary Table S3. The results 
showed that SSD exerted not only direct effects on SCD but also 
significant indirect effects on SCD through depression and anxiety 
symptoms, with depression being a stronger mediator than anxiety.

3.3 Serial mediation model

The coefficients and significance of each path are presented in 
Figure 2 and the bootstrap results for the indirect effect are detailed in 
Table 2. The indirect effect path (SSD → depression→ anxiety→ SCD) 
(βa = 0.003, 95% CI: −0.001 to 0.009) of the serial mediation model 
was no significant, while the alternative indirect effect path 
(SSD → anxiety → depression → SCD) (βb = 0.044, 95% CI: 0.026 to 
0.069) of the serial mediation model was significant. This suggests that 
the worsening of SSD exacerbates anxiety, in turn aggravating 
depressive symptoms and SCD. However, SSD produced no direct 
effect on depression, which may be attributed to the effect of anxiety 
on depression.

3.4 Moderated mediation model

In light of the results presented above, we further developed a 
moderated mediation model. With disease duration and Fazekas 
grade controlled, we  found that anxiety moderated the mediating 
effect of depressive symptoms on the correlation between SSD and 
SCD (Figure 3A), whereas depressive symptoms did not modulate that 
of anxiety on the linkage between SSD and SCD (Figure 3B). The 
results revealed a significant overall positive correlation between 
depression and SCD (b1 = 0.483, 95% CI: 0.414 to 0.552), which was 
significantly modulated by anxiety symptoms (β = −0.073, 95% CI: 
−0.131 to −0.014) (Figure 3A), but no overall positive correlation 
between anxiety and SCD (b1 = 0.054, 95% CI: −0.017 to 0.125) 
(Figure 3B). Moreover, the effect of depression on SCD was greater in 
participants with severer anxiety symptoms.

4 Discussion

For the first time, this study examined the role of depression and 
anxiety in the correlation between SSD and SCD in an elderly Chinese 
population. Simple mediation analysis revealed that depression and 
anxiety separately mediated the SSD-SCD correlation. Serial 
mediation found a serial link between anxiety and depression in the 
association between SSD and SCD symptoms. Moderated mediation 
analysis showed that anxiety modulated the mediating role of 
depression in the SSD-SCD connection.

SSD refers to a spectrum of symptoms, such as pain, fatigue and 
gastrointestinal discomfort, which may occur alone or in combination 
(Wu et al., 2023). Patients with SSD may be afflicted with impairment 
in different cognitive domains. For instance, patients afflicted with pain 
often experience impaired executive function and attention, and the 
degree of impairment may be related to the severity of the pain (Phelps 
et al., 2021). Those afflicted with fatigue may suffer from impairments 
in processing speed, working memory, and learning (Michiels and 
Cluydts, 2001). Furthermore, SSD may exert multifactorial and complex 
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effects on subjective cognitive function by affecting areas such as 
information processing speed, executive function, and attention. Some 
studies have explored the neurocognitive characteristics of SSD patients 
and found that SSD mainly impact their working memory, executive 
function, attention and visuospatial function (de Vroege et al., 2020; de 

Vroege et al., 2017). Consistently, our results suggest that patients with 
severer somatic symptoms may experience more pronounced subjective 
cognitive decline. These results suggest that clinicians should also 
evaluate subjective cognitive function in patients with SSD during their 
diagnosis and treatment, which may identify potential subjective 

TABLE 1  Demographic characteristics and medical history of the included participants with subjective cognitive decline (N = 525).

Variables M ± SD N (%)a SCD (M ± SD) t/Fb p

Gender N/A −1.344 0.180

 � Male 260 (49.52%) 10.70 ± 3.55

 � Female 265 (50.48%) 11.13 ± 3.87

Age (year) 71.01 ± 5.83 −7.349 <0.001***

 � ≤70 238 (45.33%) 9.67 ± 3.42

 � >70 287 (54.67%) 11.95 ± 3.64

Education level (year) 7.65 ± 2.40 5.094 0.006**

 � ≤6 189 (36%) 11.44 ± 3.90

 � More than 6 less than or equal to 9 248 (47.24%) 10.86 ± 3.48

 � >9 88 (16.76%) 9.93 ± 3.81

Disease duration (year) 4.27 ± 2.61 27.762 <0.001***

 � ≤3 233 (44.38%) 9.70 ± 3.32

 � More than 3 less than or equal to 6 184 (35.05%) 11.49 ± 3.71

 � >6 108 (20.57%) 12.56 ± 3.70

Fazekas scores N/A 27.403 <0.001***

 � 1 149 (28.38) 9.40 ± 3.49

 � 2 213 (40.57%) 10.86 ± 3.45

 � 3 163 (31.05%) 12.37 ± 3.72

Hypertension N/A −1.858 0.064

 � Yes 232 (44.19%) 11.25 ± 3.97

 � No 293 (55.81%) 10.65 ± 3.49

Diabetes N/A −1.437 0.151

 � Yes 171 (32.57%) 11.25 ± 4.02

 � No 354 (67.43%) 10.75 ± 3.55

Cardiovascular disorders N/A −0.580 0.562

 � Yes 204 (38.86%) 11.03 ± 3.45

 � No 321 (61.14%) 10.84 ± 3.88

Somatic symptom severity 11.00 ± 3.77 39.886 <0.001***

 � None to mild (0–9) 199 (37.90%) 9.35 ± 3.20

 � Moderate (10–14) 224 (42.67%) 11.38 ± 3.65

 � Severe (≥15) 102 (19.43%) 12.96 ± 3.57

Depression severity 14.93 ± 4.63 48.353 <0.001***

 � None to mild (0–16) 310 (59.05%) 9.75 ± 3.47

 � Moderate (17–23) 206 (39.24%) 12.47 ± 3.31

 � Severe (≥24) 9 (1.71%) 15.78 ± 4.35

Anxiety severity 15.82 ± 4.81 22.990 <0.001***

 � None to mild (0–14) 207 (39.43%) 9.77 ± 3.53

 � Moderate (15–21) 253 (48.19%) 11.32 ± 3.62

 � Severe (≥22) 65 (12.38%) 12.97 ± 3.48

aNumbers are unweighted, but percentages are weighted.
bt, t test; F, one way ANOVA.
* Significance at the 0.05 level (two-tailed); ** Significance at the 0.01 level (two-tailed); *** Significance at the 0.001 level (two-tailed).
M ± SD, Values are presented as mean ± standard deviation.

https://doi.org/10.3389/fpsyg.2025.1545325
https://www.frontiersin.org/journals/psychology
https://www.frontiersin.org


Lin et al.� 10.3389/fpsyg.2025.1545325

Frontiers in Psychology 06 frontiersin.org

cognitive decline in patients with SSD and prompt further interventions 
to avoid further deterioration of cognitive function.

In recent years, studies have documented local structural changes in 
some brain regions that may be associated with cognitive complaints in 
SSD patients (Kim et  al., 2019). Studies of patients with SSD have 
reported an increase in mean gray matter volume in the bilateral 
posterior cerebellar lobes and found a significantly-increased functional 
connectivity of the gray matter with the postcentral gyrus, parietal lobe, 
cingulate gyrus and white matter (Liang et al., 2022). Other studies reveal 
that the structural changes in the cerebellum may affect the cognitive 
functions of SSD patients, such as attention and working memory 
(Phillips et al., 2015) and that local morphological changes in the frontal 
and anterior cingulate gyri of fibromyalgia patients may decrease their 
working memory (Luerding et al., 2008). Still others evidence that an 
increased functional connectivity between sensorimotor and dorsal 
attention networks is associated with impaired attention in patients with 
SSD (Kim et al., 2019). Overall, the structural changes in brain networks 
in patients with SSD are strongly associated with SCD. These findings 
may provide some insights into the relationship between SSD and SCD 
and guidance for the study, diagnosis and treatment of SSD and SCD.

Previous studies have documented a significant neurocognitive 
decline in SSD patients comorbid with depression (de Vroege et al., 
2017). In the elderly population, the severity of depressive symptoms 
is closely related to the severity of SCD, not to objective cognitive 
decline (Zlatar et al., 2018), and depressive symptoms can significantly 
affect subjective cognitive functions such as executive function and 
attention and are associated with white matter hyperintensity lesions 
in the frontal cortex (Taylor et al., 2013). In this study, mental disorders 
such as depression and anxiety mediate the association between SSD 
and SCD, with depression playing a stronger mediating role in the 

association between SSD and SCD when compared with anxiety, 
which, consistent with previous studies, suggests that SSD patients 
with comorbid depression will experience worse subjective cognitive 
functional outcomes. Therefore, for SSD patients with comorbid 
mental disorders such as anxiety and depression, especially those with 
depressive symptoms, we should pay more attention to their possible 
cognitive decline and initiate comprehensive intervention for them.

It has been documented that anxiety has a curvilinear 
relationship with cognitive function in the elderly population, i.e., 
mild anxiety symptoms are associated with better cognitive ability, 
whereas severe anxiety symptoms are correlated with greater 
cognitive impairment and depressive symptoms are linearly 
correlated with cognition (Bierman et al., 2005). Previous studies 
have suggested that the relationship between SSD and SCD may 
be influenced by psychological factors but failed to perform any 
relevant mediation analysis. Some studies have explored the 
effects of comorbid depression and anxiety on neurocognitive 
function in patients with SSD and found that anxiety does not 
affect cognitive function in patients with SSD (de Vroege et al., 
2017). Other studies have reported that patients with anxiety have 
some degree of subjective cognitive deficits (such as executive 
function, memory and attention). However, none of these studies 
have focused on the effect of anxiety on subjective cognitive 
function in patients with SSD (Castaneda et al., 2008; Tempesta 
and Serroni, 2013). In the current study, we evidenced that anxiety 
played a weak mediating role in SSD-SCD correlation. 
We  performed a serial mediation analysis of anxiety and 
depression, which revealed an insignificant indirect effect path 
(SSD → depression → anxiety → SCD) but a significant alternative 
indirect effect path (SSD → anxiety → depression → SCD). This 
finding suggests that the deterioration of SSD symptoms may 
aggravate the anxiety symptoms, in turn worsening the depressive 
symptoms and SCD while SSD does not exert a direct effect on 
depression. Contrary to our hypothesis, this discrepancy may 
be related to the special regulatory effect of anxiety on cognitive 
function. However, further in-depth investigation is awaited to 
explore the impact of anxiety on cognitive function so as to 
provide further guidance for clinical diagnosis and treatment.

Interestingly, we  found that the mediation analysis of the 
SSD-SCD correlation revealed that anxiety negatively moderated the 
depression-SCD pathway and that depression did not modulate the 
anxiety-SCD pathway. Though contrary to our hypothesis, the 
disparity may be accounted for by the following evidence. Previous 
literature has documented that patients with mild anxiety may have 
better cognition (Bierman et  al., 2005) and that although the 
comorbidity of anxiety with depression may affect the cognitive 
function of patients, when analyzed separately, anxiety alone does not 
predict the level of cognitive function (Freedman et  al., 2024). 
Therefore, it is of great importance for clinicians to incorporate into 
their decision-making process the severity of anxiety, its potential 
comorbidity with depression, and the impact of anxiety on SCD 
while diagnosing and treating SCD patients.

5 Limitations

Some limitations remain in this study. First, the study was 
cross-sectional and no causal relationship could be established 

FIGURE 1

Simple mediation model. (A) The total effect of somatic symptom 
disorder on subjective cognitive decline; (B) the direct and indirect 
effects of depression on the association of somatic symptom 
disorder with subjective cognitive decline. (C) The direct and indirect 
effects of anxiety on the association of somatic symptom disorder 
with subjective cognitive decline. Numbers associated with a, b, c, 
and c′ are unstandardized regression coefficients. *Significance at 
the 0.05 level (two-tailed).
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between SSD, depression, anxiety and SCD. Second, the symptoms 
in this study were all assessed using a scale, and potential reporter 
bias cannot be ruled out. In addition, the sample size of this study 
was small and future investigations should recruit a larger 
sample size.

6 Conclusion

Despite the above limitations, this study provides important 
evidence for the pathway linking SSD to SCD in the Chinese elderly 
population. This finding will provide important information about the 

FIGURE 2

Serial mediation model. (A) The pathway of somatic symptom disorder →depression→ anxiety → subjective cognitive decline and (B) the pathway of 
somatic symptom disorder → anxiety→ depression → subjective cognitive decline. Numbers associated with a, b, c’, and d are unstandardized 
regression coefficients. *Significance at the 0.05 level (two-tailed).

TABLE 2  Comparisons of the bootstrap results of the serial mediation models a and b.

Path Estimate SE t p Bootstrap 
LLCIc

Bootstrap 
ULCIc

Total effect 0.260 0.045 5.742 <0.001*** 0.171 0.349

Direct effect 0.170 0.040 4.225 <0.001*** 0.091 0.249

Total indirect effect 0.090 0.028 0.038 0.150

Model a

Indirect effect (Xa → depression →Yb) 0.077 0.026 0.027 0.130

Indirect effect (X → anxiety → Y) 0.011 0.009 −0.004 0.030

Indirect effect (X → depression → anxiety → Y) 0.003 0.002 −0.001 0.009

Model b

Indirect effect (X → anxiety → Y) 0.014 0.011 −0.006 0.037

Indirect effect (X → depression → Y) 0.033 0.024 −0.012 0.080

Indirect effect (X → anxiety → depression → Y) 0.044 0.011 0.026 0.069

aX, Somatic symptom disorder.
bY, Subjective cognitive decline.
c95% Confidence Interval.
*** Significance at the 0.001 level (two-tailed).
CI, Confidence interval, LLCI, Lower limit of confidence interval, ULCI, Upper limit of confidence interval.

FIGURE 3

Moderated mediation model with anxiety as the moderator (A) or depression as the moderator (B). Numbers associated with a, b, and c’ are 
unstandardized regression coefficients. *Significance at the 0.05 level (two-tailed).
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subjective perceptions of older adults and enable clinicians to 
understand SCD more deeply. It also suggests that researchers consider 
the effects of depression and anxiety on cognitive decline when 
investigating the etiological and psychological factors that may lead to 
cognitive decline. Future interventions targeting somatic symptoms, 
anxiety, and depression could help improve subjective cognitive decline.

Data availability statement

The raw data supporting the conclusions of this article will 
be made available by the authors, without undue reservation.

Ethics statement

The studies involving humans were approved by Fujian Medical 
University Union Hospital and Quanzhou First Hospital Affiliated to 
Fujian Medical University. The studies were conducted in accordance 
with the local legislation and institutional requirements. The 
participants provided their written informed consent to participate in 
this study.

Author contributions

YL: Conceptualization, Data curation, Formal analysis, 
Investigation, Methodology, Project administration, Resources, 
Writing – original draft, Writing – review & editing. PL: Data curation, 
Formal analysis, Methodology, Writing – original draft, Writing – 
review & editing. GZ: Formal analysis, Methodology, Writing  – 
original draft, Writing  – review & editing. SW: Data curation, 
Writing – review & editing. RC: Data curation, Writing – review & 
editing. YX: Conceptualization, Investigation, Writing – review & 
editing. HC: Conceptualization, Investigation, Supervision, Writing – 
review & editing.

Funding

The author(s) declare that financial support was received for the 
research, authorship, and/or publication of this article. This study 

received funding from Excellent Young Scholars Cultivation Project 
of Fujian Medical University Union Hospital (No. 2022XH026), the 
Scientific Research Start-up Fund of Fujian Medical University (No. 
2021QH1238), the Quanzhou Science and Technology Program 
Project (No. 2023NS056) and the Natural Science Foundation of 
Fujian Province (No. 2023J01648).

Acknowledgments

We greatly appreciate Professor Hongzhi Huang (Fujian Medical 
University) for proofreading and polishing the manuscript.

Conflict of interest

The authors declare that the research was conducted in the 
absence of any commercial or financial relationships that could 
be construed as a potential conflict of interest.

Generative AI statement

The authors declare that no Generative AI was used in the creation 
of this manuscript.

Publisher’s note

All claims expressed in this article are solely those of the 
authors and do not necessarily represent those of their affiliated 
organizations, or those of the publisher, the editors and the 
reviewers. Any product that may be evaluated in this article, or 
claim that may be made by its manufacturer, is not guaranteed or 
endorsed by the publisher.

Supplementary material

The Supplementary material for this article can be found online 
at: https://www.frontiersin.org/articles/10.3389/fpsyg.2025.1545325/
full#supplementary-material

References
American Psychiatric Association (2013). Diagnostic and statistical manual of mental 

disorders. Washington, DC: American Psychiatric Association.

Bierman, E. J. C. H., Jonker, C., and Beekman, A. T. (2005). Effects of anxiety versus 
depression on cognition in later life. Am. J. Geriatr. Psychiatry 13, 686–693. doi: 
10.1097/00019442-200508000-00007

Cao, J., Wei, J., Fritzsche, K., Toussaint, A. C., Li, T., Jiang, Y., et al. (2020). Prevalence 
of DSM-5 somatic symptom disorder in Chinese outpatients from general hospital care. 
Gen. Hosp. Psychiatry 62, 63–71. doi: 10.1016/j.genhosppsych.2019.11.010

Castaneda, A. E., Tuulio-Henriksson, A., Marttunen, M., Suvisaari, J., and 
Lönnqvist, J. (2008). A review on cognitive impairments in depressive and anxiety 
disorders with a focus on young adults. J. Affect. Disord. 106, 1–27. doi: 
10.1016/j.jad.2007.06.006

Comijs, H. C., Deeg, D. J., Dik, M. G., Twisk, J. W., and Jonker, C. (2022). Memory 
complaints; the association with psycho-affective and health problems and the role of 
personality characteristics. A 6-year follow-up study. J. Affect. Disord. 72, 157–165. doi: 
10.1016/S0165-0327(01)00453-0

de Vroege, L., Koppenol, I., Kop, W. J., Riem, M. M. E., and van der Feltz-Cornelis, C. M. 
(2020). Neurocognitive functioning in patients with conversion disorder/functional 
neurological disorder. J. Neuropsychol. 15, 69–87. doi: 10.1111/jnp.12206

de Vroege, L., Timmermans, A., Kop, W. J., and van der Feltz-Cornelis, C. M. (2017). 
Neurocognitive dysfunctioning and the impact of comorbid depression and anxiety in 
patients with somatic symptom and related disorders: a cross-sectional clinical study. 
Psychol. Med. 48, 1803–1813. doi: 10.1017/S0033291717003300

Fazekas, F. C. J., Alavi, A., Hurtig, H. I., and Zimmerman, R. A. (1987). MR signal 
abnormalities at 1.5 T in Alzheimer's dementia and normal aging. AJR Am. J. Roentgenol. 
149, 351–356. doi: 10.2214/ajr.149.2.351

Fehnel, S. E., Forsyth, B. H., DiBenedetti, D. B., Danchenko, N., François, C., and 
Brevig, T. (2013). Patient-centered assessment of cognitive symptoms of depression. CNS 
Spectr. 21, 43–52. doi: 10.1017/S1092852913000643

Freedman, D. E., Oh, J., Kiss, A., Puopolo, J., Wishart, M., Meza, C., et al. (2024). The 
influence of depression and anxiety on cognition in people with multiple sclerosis: a 
cross-sectional analysis. J. Neurol. 271, 4885–4896. doi: 10.1007/s00415-024-12409-x

https://doi.org/10.3389/fpsyg.2025.1545325
https://www.frontiersin.org/journals/psychology
https://www.frontiersin.org
https://www.frontiersin.org/articles/10.3389/fpsyg.2025.1545325/full#supplementary-material
https://www.frontiersin.org/articles/10.3389/fpsyg.2025.1545325/full#supplementary-material
https://doi.org/10.1097/00019442-200508000-00007
https://doi.org/10.1016/j.genhosppsych.2019.11.010
https://doi.org/10.1016/j.jad.2007.06.006
https://doi.org/10.1016/S0165-0327(01)00453-0
https://doi.org/10.1111/jnp.12206
https://doi.org/10.1017/S0033291717003300
https://doi.org/10.2214/ajr.149.2.351
https://doi.org/10.1017/S1092852913000643
https://doi.org/10.1007/s00415-024-12409-x


Lin et al.� 10.3389/fpsyg.2025.1545325

Frontiers in Psychology 09 frontiersin.org

Giannouli, V., Stamovlasis, D., and Tsolaki, M. (2022). Longitudinal study of 
depression on amnestic mild cognitive impairment and financial capacity. Clin. Gerontol. 
45, 708–714. doi: 10.1080/07317115.2021.2017377

Hayes, A. F. (2013). Introduction to mediation, moderation, and conditional process 
analysis: A regression-based approach. New York: Guilford Press.

Henningsen, P. (2018). Management of somatic symptom disorder. Dialogues Clin. 
Neurosci. 20, 23–31. doi: 10.31887/DCNS.2018.20.1/phenningsen

Hoogendam, Y. Y., Hofman, A., van der Geest, J. N., van der Lugt, A., and Ikram, M. A. 
(2014). Patterns of cognitive function in aging: the Rotterdam study. Eur. J. Epidemiol. 
29, 133–140. doi: 10.1007/s10654-014-9885-4

Horgas, A. L., Elliott, A. L., Yang, S., and Guo, Y. (2022). Cross-sectional relationship 
between pain intensity and subjective cognitive decline among middle-aged and older 
adults with arthritis or joint conditions: results from a population-based study. SAGE 
Open Med. 10:20503121221095923. doi: 10.1177/20503121221095923

Huang, W.-L., Liao, S.-C., and Gau, S. S.-F. (2021). Association between Stroop tasks 
and heart rate variability features in patients with somatic symptom disorder. J. Psychiatr. 
Res. 136, 246–255. doi: 10.1016/j.jpsychires.2021.02.002

Ionescu, C. G., V O, P., Mihăilescu, A. I., Talaşman, A. A., and Bădărău, I. A. 
(2021). Somatic symptoms and sleep disorders: a literature review of their 
relationship, comorbidities and treatment. Healthcare (Basel) 9:1128. doi: 
10.3390/healthcare9091128

Jenkins, A., Tree, J., and Tales, A. (2021). Distinct profile differences in subjective 
cognitive decline in the general public are associated with metacognition, negative 
affective symptoms, neuroticism, stress, and poor quality of life. J. Alzheimers Dis. 80, 
1231–1242. doi: 10.3233/JAD-200882

Jessen, F., Amariglio, R. E., Buckley, R. F., van der Flier, W. M., Han, Y., Molinuevo, J. L., 
et al. (2020). The characterisation of subjective cognitive decline. Lancet Neurol. 19, 
271–278. doi: 10.1016/S1474-4422(19)30368-0

Jongsma, K., Darboh, B. S., Davis, S., and MacKillop, E. (2023). A cognitive 
behavioural group treatment for somatic symptom disorder: a pilot study. BMC 
Psychiatry 23:896. doi: 10.1186/s12888-023-05141-9

Kim, S. M., Hong, J. S., Min, K. J., and Han, D. H. (2019). Brain functional connectivity 
in patients with somatic symptom disorder. Psychosom. Med. 81, 313–318. doi: 
10.1097/PSY.0000000000000681

Kim, H. J., Kim, H. R., Jin, J.-C., Han, D. H., and Kim, S. M. (2021). Body mass index 
and somatic symptom severity in patients with somatic symptom disorder: the 
mediating role of working memory. Clin. Psychopharmacol. Neurosci. 19, 361–366. doi: 
10.9758/cpn.2021.19.2.361

Kohlmann, S., Gierk, B., Hilbert, A., Brähler, E., and Löwe, B. (2016). The overlap of 
somatic, anxious and depressive syndromes: a population-based analysis. J. Psychosom. 
Res. 90, 51–56. doi: 10.1016/j.jpsychores.2016.09.004

Kroenke, K., Spitzer, R. L., and Williams, J. B. (2002). The PHQ-15: validity of a new 
measure for evaluating the severity of somatic symptoms. Psychosom. Med. 64, 258–266. 
doi: 10.1097/00006842-200203000-00008

Lee, D. M., Pendleton, N., Tajar, A., O'Neill, T. W., O'Connor, D. B., Bartfai, G., 
et al. (2010). Chronic widespread pain is associated with slower cognitive processing 
speed in middle-aged and older European men. Pain 151, 30–36. doi: 
10.1016/j.pain.2010.04.024

Liang, H.-B., Dong, L., Cui, Y., Wu, J., Tang, W., Du, X., et al. (2022). Significant 
structural alterations and functional connectivity alterations of cerebellar gray matter in 
patients with somatic symptom disorder. Front. Neurosci. 16:816435. doi: 
10.3389/fnins.2022.816435

Liao, S. C., Huang, W. L., Ma, H. M., Lee, M. T., Chen, T. T., Chen, I. M., et al. (2016). 
The relation between the patient health questionnaire-15 and DSM somatic diagnoses. 
BMC Psychiatry 16:351. doi: 10.1186/s12888-016-1068-2

Luerding, R., Weigand, T., Bogdahn, U., and Schmidt-Wilcke, T. (2008). Working 
memory performance is correlated with local brain morphology in the medial frontal 
and anterior cingulate cortex in fibromyalgia patients: structural correlates of pain–
cognition interaction. Brain 131, 3222–3231. doi: 10.1093/brain/awn229

Maier, W., Buller, R., Philipp, M., and Heuser, I. (1988). The Hamilton anxiety scale: 
reliability, validity and sensitivity to change in anxiety and depressive disorders. J. Affect. 
Disord. 14, 61–68. doi: 10.1016/0165-0327(88)90072-9

Mallinckrodt, B., Abraham, W. T., Wei, M., and Russell, D. W. (2006). Advances in 
testing the statistical significance of mediation effects. J. Couns. Psychol. 53, 372–378. 
doi: 10.1037/0022-0167.53.3.372

Michiels, V., and Cluydts, R. (2001). Neuropsychological functioning in chronic 
fatigue syndrome: a review. Acta Psychiatr. Scand. 103, 84–93. doi: 
10.1034/j.1600-0447.2001.00017.x

Mitchell, A. J., Beaumont, H., Ferguson, D., Yadegarfar, M., and Stubbs, B. (2014). 
Risk of dementia and mild cognitive impairment in older people with subjective 
memory complaints: meta-analysis. Acta Psychiatr. Scand. 130, 439–451. doi: 
10.1111/acps.12336

Olivari, B. S., Baumgart, M., Taylor, C. A., and McGuire, L. C. (2021). Population 
measures of subjective cognitive decline: a means of advancing public health policy to 
address cognitive health. Alzheimers Dement. (N. Y.) 7:e12142. doi: 10.1002/trc2.12142

Ossenkoppele, R., and Jagust, W. J. (2017). The complexity of subjective cognitive 
decline. JAMA Neurol. 74, 1400–1402. doi: 10.1001/jamaneurol.2017.2224

Phelps, C. E., Navratilova, E., and Porreca, F. (2021). Cognition in the chronic pain 
experience: preclinical insights. Trends Cogn. Sci. 25, 365–376. doi: 
10.1016/j.tics.2021.01.001

Phillips, J. R., Hewedi, D. H., Eissa, A. M., and Moustafa, A. A. (2015). The cerebellum 
and psychiatric disorders. Front. Public Health 3:66. doi: 10.3389/fpubh.2015.00066

Preacher, K. J., and Hayes, A. F. (2008). Asymptotic and resampling strategies for 
assessing and comparing indirect effects in multiple mediator models. Behav. Res. 
Methods 40, 879–891. doi: 10.3758/BRM.40.3.879

Shi, C., Wang, G., Tian, F., Han, X., Sha, S., Xing, X., et al. (2017). Reliability and 
validity of Chinese version of perceived deficits questionnaire for depression in patients 
with MDD. Psychiatry Res. 252, 319–324. doi: 10.1016/j.psychres.2017.03.021

Skoog, I. (2011). Psychiatric disorders in the elderly. Can. J. Psychiatr. 56, 387–397. 
doi: 10.1177/070674371105600702

Slot, R. E. R., Sikkes, S. A. M., Berkhof, J., Brodaty, H., Buckley, R., Cavedo, E., et al. (2019). 
Subjective cognitive decline and rates of incident Alzheimer's disease and non-Alzheimer's 
disease dementia. Alzheimers Dement. 15, 465–476. doi: 10.1016/j.jalz.2018.10.003

Taylor, W. D., Aizenstein, H. J., and Alexopoulos, G. S. (2013). The vascular depression 
hypothesis: mechanisms linking vascular disease with depression. Mol. Psychiatry 18, 
963–974. doi: 10.1038/mp.2013.20

Tempesta, D. M. M., and Serroni, N. (2013). Neuropsychological functioning in young 
subjects with generalized anxiety disorder with and without pharmacotherapy. Prog. 
Neuro-Psychopharmacol. Biol. Psychiatry 45, 236–241. doi: 10.1016/j.pnpbp.2013.06.006

Torres, M. E., Löwe, B., Schmitz, S., Pienta, J. N., Van Der Feltz-Cornelis, C., and 
Fiedorowicz, J. G. (2021). Suicide and suicidality in somatic symptom and related 
disorders: a systematic review. J. Psychosom. Res. 140:110290. doi: 
10.1016/j.jpsychores.2020.110290

van Harten, A. C., Mielke, M. M., Swenson-Dravis, D. M., Hagen, C. E., Edwards, K. K., 
Roberts, R. O., et al. (2018). Subjective cognitive decline and risk of MCI: the Mayo 
Clinic study of aging. Neurology 91, e300–e312. doi: 10.1212/WNL.0000000000005863

Wu, H., Manglike, A., Chen, Y., Liu, Z., Fritzsche, K., and Lu, Z. (2023). Scoping 
review update on somatic symptom disorder that includes additional Chinese data. Gen. 
Psychiatr. 36:e100942. doi: 10.1136/gpsych-2022-100942

Wu, Y., Tao, Z., Qiao, Y., Chai, Y., Liu, Q., Lu, Q., et al. (2022). Prevalence and 
characteristics of somatic symptom disorder in the elderly in a community-based 
population: a large-scale cross-sectional study in China. BMC Psychiatry 22:257. doi: 
10.1186/s12888-022-03907-1

Xu, W. Q., Lin, L. H., Ding, K. R., Ke, Y. F., Huang, J. H., Hou, C. L., et al. (2021). The 
role of depression and anxiety in the relationship between poor sleep quality and 
subjective cognitive decline in Chinese elderly: exploring parallel, serial, and moderated 
mediation. J. Affect. Disord. 294, 464–471. doi: 10.1016/j.jad.2021.07.063

Zimmerman, M., Martinez, J. H., Young, D., Chelminski, I., and Dalrymple, K. (2013). 
Severity classification on the Hamilton depression rating scale. J. Affect. Disord. 150, 
384–388. doi: 10.1016/j.jad.2013.04.028

Zlatar, Z. Z., Muniz, M., Galasko, D., and Salmon, D. P. (2018). Subjective cognitive 
decline correlates with depression symptoms and not with concurrent objective 
cognition in a clinic-based sample of older adults. J. Gerontol. Ser. B 73, 1198–1202. doi: 
10.1093/geronb/gbw207

https://doi.org/10.3389/fpsyg.2025.1545325
https://www.frontiersin.org/journals/psychology
https://www.frontiersin.org
https://doi.org/10.1080/07317115.2021.2017377
https://doi.org/10.31887/DCNS.2018.20.1/phenningsen
https://doi.org/10.1007/s10654-014-9885-4
https://doi.org/10.1177/20503121221095923
https://doi.org/10.1016/j.jpsychires.2021.02.002
https://doi.org/10.3390/healthcare9091128
https://doi.org/10.3233/JAD-200882
https://doi.org/10.1016/S1474-4422(19)30368-0
https://doi.org/10.1186/s12888-023-05141-9
https://doi.org/10.1097/PSY.0000000000000681
https://doi.org/10.9758/cpn.2021.19.2.361
https://doi.org/10.1016/j.jpsychores.2016.09.004
https://doi.org/10.1097/00006842-200203000-00008
https://doi.org/10.1016/j.pain.2010.04.024
https://doi.org/10.3389/fnins.2022.816435
https://doi.org/10.1186/s12888-016-1068-2
https://doi.org/10.1093/brain/awn229
https://doi.org/10.1016/0165-0327(88)90072-9
https://doi.org/10.1037/0022-0167.53.3.372
https://doi.org/10.1034/j.1600-0447.2001.00017.x
https://doi.org/10.1111/acps.12336
https://doi.org/10.1002/trc2.12142
https://doi.org/10.1001/jamaneurol.2017.2224
https://doi.org/10.1016/j.tics.2021.01.001
https://doi.org/10.3389/fpubh.2015.00066
https://doi.org/10.3758/BRM.40.3.879
https://doi.org/10.1016/j.psychres.2017.03.021
https://doi.org/10.1177/070674371105600702
https://doi.org/10.1016/j.jalz.2018.10.003
https://doi.org/10.1038/mp.2013.20
https://doi.org/10.1016/j.pnpbp.2013.06.006
https://doi.org/10.1016/j.jpsychores.2020.110290
https://doi.org/10.1212/WNL.0000000000005863
https://doi.org/10.1136/gpsych-2022-100942
https://doi.org/10.1186/s12888-022-03907-1
https://doi.org/10.1016/j.jad.2021.07.063
https://doi.org/10.1016/j.jad.2013.04.028
https://doi.org/10.1093/geronb/gbw207

	The impact of depression and anxiety on the correlation between somatic symptom disorder and subjective cognitive decline in the Chinese elderly population: an exploration by simple, serial, and moderated mediation models
	1 Introduction
	2 Materials and methods
	2.1 Research participants
	2.2 Assessments
	2.2.1 Somatic symptom disorder
	2.2.2 Depression
	2.2.3 Anxiety
	2.2.4 Subjective cognitive decline
	2.2.5 Demographic characteristics and medical history
	2.2.6 Statistical analysis

	3 Results
	3.1 Preliminary analyses
	3.2 Simple mediation model
	3.3 Serial mediation model
	3.4 Moderated mediation model

	4 Discussion
	5 Limitations
	6 Conclusion

	References

