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Background: Health risk factors (HRFs), including the adjustment of disturbed sleep patterns (including disorders and duration) and 
improvement of dietary intake, have become relatively novel and critical strategies to prevent the development of diabesity and treat 
diabetic complications.
Objective: We aimed to explore 1) whether there was an association between diet styles (including healthy and unhealthy diets) and 
diabesity; 2) whether sleep patterns could moderate this relationship; and 3) whether there was a complex interaction association 
between sleep patterns, diet styles, and diabesity.
Methods: The study was based on a national survey conducted by the China National Diabetic Chronic Complications Study Group, 
this study extracted data from some cities in Anhui Province and obtained basic and lifestyle information using a detailed ques-
tionnaire for analysis. The primary exposure was diet styles, and the outcomes were body mass index (BMI) and waist circumference 
(WC), while HbA1c and FBG and sleep patterns were moderators. Data were pooled using logistic regression and moderation analysis.
Results: The overall response rate was 92.0%. This study ultimately included 1765 participants. The mean age was 57.10 ± 10.0 
years. Sociographically, participants with lower educational levels were more likely to have lower levels of WC (χ2 = 2.73) and BMI 
(χ2 = 3.47), were female (t=6.54), were more likely to have lower educational levels (F=13.78) and were older (F=23.75), were more 
likely to have higher detection rates of sleep disorders and were more likely to have other HRFs (walking, SSBs, HbA1c and TG). 
Additionally, diet styles were also significantly associated with BMI and WC. In the moderation analysis, SES (socioeconomic status) 
also affected the correlation between healthy diet style, sleep disorders and WC (β=0.20), neither in BMI nor unhealthy diet style in 
BMI and WC; the combination effect between diet styles, sleep patterns and HbA1c was associated with WC and BMI.
Conclusion: Complex associations and interactions were found between diet styles, sleep patterns, HbA1c, and diabesity. Therefore, 
it is necessary to understand the dietary pattern and other HRFS that cause diabesity, so as to strengthen further preventive measures. 
These results can provide some theoretical basis for the treatment of diabesity in the public health field.
Keywords: diabesity, BMI, waist circumference, diet styles, diabetes

Introduction
Around one in every eleven adults worldwide has diabetes mellitus (The vast majority of people have type 2 diabetes 
[T2DM] (nearly 90%).1,2 Diabetes prevalence has been increasing annually, according to previous survey results.2 The 
International Diabetes Federation (IDF) forecasted in its 2021 report that the number of persons with diabetes will rise 
annually, reaching a record high of 597 million this year, and in 2045, this number will reach 783 million. In addition, 3 
out of 4 diabetics reside in low- and middle-income nations; the IDF Diabetes Atlas 10th edition shows an ongoing rise 
in diabetes prevalence worldwide, proving that the disease poses a serious threat to the health and well-being of people, 
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families, and society.3 The severity of the diabetes epidemic is highlighted by the current global estimations and 
predictions of T2DM. Over time, this number will keep rising. Over time, this number will keep rising. Diabetes itself 
is harmful, and its far-reaching effects should not be ignored. For example, people with T2DM are also at a higher risk of 
adverse complications, such as cardiovascular disease (CVD), which may be greater than not having diabetes at all, and 
cardiometabolic syndrome itself is associated with an increased risk of diabetes.4 Furthermore, studies evaluating the risk 
of CVD in diabetic patients have identified diabetic dyslipidemia and obesity as important indicators.2

To reduce the lives of patients who die as a result of the progression and death of atherosclerotic cardiovascular 
disease, early detection of diabetes-related risk factors and aggressive treatment for subsequent diagnosis of diabetes, 
such as dyslipidemia and prevention of obesity, are critical . One of them is obesity, especially diabetes combined with 
obesity, also known as diabesity, which refers to the combined detrimental effects of obesity and T2DM on one's health,5 

and the global-dependent obesity and T2DM epidemic is a critical public health concern.6 The negative effect of 
diabesity among older adults also has an essential role. As a result, “diabesity” is increasingly used to describe the 
combined harmful health effects of obesity and diabetes. In addition, the increase in diabetes and obesity is parallel, so 
a high body mass index (BMI) in diabetic patients is independently associated with an increased coronary plaque burden, 
providing evidence for the notion that diabesity is a dangerous mix of obesity and T2DM.7

Given its increasing prevalence, a proper diet is essential for diabetes management, and it is particularly important to 
emphasize diet as one of the five drivers in guidelines for glycemic control of diabetes. Increased consumption of poor 
diets with a high concentration of red meat and processed meat, refined grains and sugar-sweetened beverages (SSB) is 
one of the main reasons contributing to the global T2DM epidemic diet management.2 Among them, SSB consumption is 
positively associated with obesity, and weight gain has long been associated with CVD, which has also been confirmed 
by relevant studies. According to epidemiological studies, SSB consumption is a significant source of sugar consumed 
outside of the context of a typical diet and a significant portion of total dietary intake and is associated with metabolic 
syndrome, hypertension, and weight gain.8 Additionally, many estimated deaths were caused by diabetes (72.3%), 
followed by CVD (24.2%) and BMI-related cancers (3.5%), according to country-level data.9 The researchers estimated 
based on global data that the four modificable risk factors that meet the GBD criteria (high body mass index, high fasting 
blood glucose, high SSBs diet and smoking) likely account for 22.3% (11.8%-35.1%) of the total number of Alzheimer's 
disease DALYs globally in 2016,9 and other studies also brought up this phenomenon.10 The proportion of deaths caused 
by excessive consumption of carbon-containing beverages increased from 0.34% in 1990 to 0.46% in 2019, an increase 
of 35%.11 Furthermore, a series of meta-analyses have further confirmed adverse outcomes associated with SSBs, with 
a positive association between intake and diabetes and CVD.12,13 In addition, other factors, such as vegetables and fruits, 
also have benefits on diabetes.14,15 Some authoritative follow-up studies have demonstrated that these biomarkers are 
objective indicators of fruit and vegetable consumption and suggest that diets rich in even modestly higher fruit and 
vegetable consumption could help to prevent the development of T2DM.16 Major clinical trials have also demonstrated 
that diet and lifestyle modifications are effective in preventing T2DM in high-risk individuals.2 Previous articles have 
reviewed the factors influencing the underlying biological processes leading to diabesity and their clinical 
implications.12,13 Furthermore, T2DM is associated with a characteristic pattern of dyslipidemia, often termed diabetic 
dyslipidemia. People with T2DM typically present with low levels of HDL and high levels of low-density LDL particles, 
accompanied by elevated triglyceride levels.17 Therefore, it is important to understand the impact of dietary patterns on 
the management of diabetes and its complications.

Although many studies have concentrated on the detrimental consequences of a poor diet, it appears that additional 
factors play a role in the onset and progression of diabesity, and these risk factors may interact with each other. In other 
words, the interaction between risk factors may play a more important role. Interestingly, sleep disturbances were 
associated with a positive energy balance, possibly due to increased food intake, as a relatively novel risk factor related to 
metabolism.18 The sleep/wake cycle is linked to circadian rhythms, the internal clock that regulates metabolic processes, 
and it has been reported that some exposures that occur during sleep may affect functions such as insulin resistance, 
cellular function, and glycemic control.19 Circadian dysregulation, in which sleep occurs during atypical circadian 
phases, such as sleep disturbances and difficulty falling asleep, can also adversely affect insulin sensitivity. Sleep 
disorders may predict worse outcomes in those with existing diabetes. For example, Antza et al reported that restricted 
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sleep is linked to modifications in energy homeostasis, insulin resistance and β-cell function. Epidemiological cohort 
studies established short sleep duration as a risk factor for developing obesity and T2DM.20 Furthermore, van Cauter et al 
demonstrated that poor sleep patterns, such as sleep disorders and misalignment of the sleep-wake cycle and melatonin 
rhythm, may promote insulin resistance through regulation of the endocrine system, peripheral clock genes, and 
mitochondrial respiratory function.21

In general, it is interesting that improving dietary patterns can reduce the risk of obesity and related diseases such as 
T2DM, and the correlation between dietary patterns and diabetes has attracted considerable attention. Regarding the 
interaction between these factors, no system of study has been proven to prevent T2DM. Weight control is the major 
factor, and all programs for preventing diabetes and obesity and changing one's lifestyle must include exercise.22 The 
influence of dietary factors, such as decreased SSB consumption, increased fruit and vegetable intake,13,23 poor sleep 
habits and sleep disorders,19 also plays an important role. In addition, these studies on HRF, such as dietary patterns and 
sleep disorders, can contribute to the construction and evolution formation and development of diabetes management 
strategies and provide indirect evidence for the subsequent formulation of interventions. Similarly, HRF itself and 
research based on HRF elements require a comprehensive theoretical model, such as a moderation model. Therefore, the 
co-occurrence and clustering of obesity in middle-aged and elderly patients with diabetes (diabesity) should be 
considered comprehensively, including exploring the co-occurrence pattern of behaviors and regulating diet and sleep 
rhythm, to bring about the intended effect.

However, to our knowledge, few studies have looked at whether eating habits in different regions are related to 
disability, and whether the sleep patterns of people with diabetes play a role in this relationship. In addition, no 
population-based epidemiological studies on diabetes-related complications and comorbidities have been reported. 
Moreover, understanding the association between diet styles (including healthy and unhealthy diets) and sleep disorders 
in participants with diabesity in different regions and observing these relationships through blood glucose monitoring are 
essential to inform public health policy and tailor interventions. Therefore, we propose the following hypotheses: 1) diet 
styles and other HRFs were correlated with diabesity in China’s community; 2) sleep patterns could moderate this 
relationship; and 3) there was a complex association between sleep patterns, HbA1c, diet styles, and diabesity (Figure 1). 
Additionally, to address this critical issue, we extracted some data for analysis according to the results of the previous 
research design in China; detailed steps are shown in a previous study.24 In this study, we aimed to explore the correlation 
between sleep disorders, HbA1c, diet styles, BMI, waist circumference (WC), and other metabolic indices.

Materials and Methods
Sampling Setting and Collection
To investigate the epidemiological characteristics and related factors of multiple chronic complications and diabetes 
comorbidities (retinopathy, nephropathy, peripheral neuropathy, peripheral arterial disease, peripheral arterial disease 
(PAD) and cardiovascular disease (CVD)). The China National Diabetic Chronic Complications Study also evaluated the 
rate of achieving metabolic goals and the implementation of standardized diagnosis and treatment in Chinese adults with 
diabetes from March 2018 to January 2020.24 Using a comprehensive questionnaire, this study extracted data from some 
cities in Anhui Province and obtained basic and lifestyle information using a detailed questionnaire for analysis. 
Furthermore, multistage stratified random sampling was employed for the respondent selection. Detailed sampling 

Figure 1 Hypothesis model.
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techniques are provided in a previous study. This study was designed and reported following the Strengthening the 
Reporting of Observational Studies in Epidemiology (STROBE) checklist. The study met the standards for the ethical 
treatment of participants and was approved by the Ethics Committee of Anhui Medical University.

Sample Size Estimation
Based on previous studies, diabetes prevalence was 11.2%, corresponding to the trends in obesity and overweight, with 
a relative precision of 15% (ɛ), α = 0.05, Z1-α/2 = 1.96. Therefore, applying the following formula, the minimum sample 
size was determined to be 690. Through the preliminary study,24 combined with the geographical distribution of the 
region and given a multicenter design with different ages and regions, analysis, and future follow-up needs, this 
minimum requirement was used for grade sampling in all regions to ensure that the analysis was performed at multiple 
stratification levels in each community. Finally, 1400 participants were surveyed.

Inclusion Criteria
Participants: 1) had patients' informed consent, 2) were 18 years of age and older and had lived in the survey area for at 
least 6 months during the 12 months before the survey, and 3) were diagnosed with diabetes.

Exclusion Criteria
Participants: 1) informed consent was not obtained; 2) pregnant women and those with mental illness were excluded; 3) 
failure to submit a questionnaire; 4) congenital or acquired immunodeficiency; and 5) incomplete medical examination. 
The study’s flowchart is shown in Figure 2.

Investigation Contents and Methods
Questionnaire Survey
After drawing blood on an empty stomach in the morning, the participants waited in a room dedicated to the 
questionnaire, and then a uniformly trained investigator used a tablet computer to conduct face-to-face personal 
interviews with the participants. The investigator completed the personal questionnaire, which the respondents could 
not fill out. The questionnaire included sociodemographic characteristics and some HRFs, such as smoking, drinking, 
diet styles, physical activity, screen time, sleep duration (sleep disorders and sleep duration) and sedentary behavior.24 

Three HRFs, including diet styles, sleep disorders and sleep duration, were obtained in this study. When the mentioned 
questions are difficult to answer, they should be answered by a family member most familiar with the situation. In our 
study, diet styles included soybean products, fresh vegetables, fresh fruits, nuts, coffee and tea, tubers, SSBs and fruit 
juices. Diet styles were measured as follows:24 “Please recall whether you regularly consumed any of the following 
foods in the previous 12 months and estimate the frequency and amount consumed.” Participants answered, “Whether or 
not to eat, the frequency of consumption, and the amount of each consumption.” The consumption of each soybean 
product, fresh vegetables, fresh fruits, nuts, coffee and tea, tubers, SSBs and fruit juices was employed in the study’s 
analysis.

Furthermore, use the following criteria to assess sleep disorders: Have you had the following sleep complications at 
least 3 days weekly in the past 30 days?” including snoring, choking, or suffocating; difficulty falling asleep (more than 
30 minutes); more awakening twice (including twice); waking up early, and difficulty sleeping again; have you taken 
sleeping pills (Western medicine or traditional Chinese medicine) for at least 1 day in the past 30 days to help you sleep. 
The participants answered yes or no. Subsequently, we summed these answers into a total score and further manipulated 
other analyses. In this study, we also asked participants how much they slept at night.
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Body Measurement
Body measurements included height, weight, WC, blood pressure, and heart rate (HR). Height was measured as tide 
gauge zero (TGZ) height with a maximum scale of 2.0 m and precision of 0.1 cm; weight was measured using a TANITA 
HD-390 body weight scale with a minimum unit of 0.1 kg; WC was measured with 1.5 Meter soft retractable measuring 
tape a maximum scale of 1.5 m, 1 cm width, and precision of 0.1 cm; blood pressure and HR measurements were 
performed using the Omron blood pressure monitor.24 In this study, we extracted data on waist circumference and BMI.

Laboratory Testing
At the investigation site, a fasting venous blood sample (5 mL) was drawn from each recruited subject by a professional 
nurse and divided into standard tubes. All direct biochemical measurements were performed using automated chemical 
analyzers and off-The-shelf reagent kits in accordance with the manufacturer’s standardized protocols. Detection 
measures included fasting glucose (glucose oxidase or hexokinase method), FPG measured by the local laboratory 
with a unified quality control plan), glycosylated hemoglobin (HbA1c) (high-performance liquid chromatography), lipids 
(serum TC and serum TG, etc.), and blood glucose was measured by the local laboratory through the survey website 
(enzymatic method). Other blood and urine samples were then centrifuged and packaged at the investigation site, stored 
as required before being collected, frozen, and transported to the medical examination institutions designated by the 
National Project Working Group for testing and storage.

Covariates
Gender, age, educational level, residential area, overall annual household income, marital status, and ethnicity were 
covariates in this study.

Figure 2 Flow chart of participants in study.
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Statistical Analysis
The mean ± standard deviation (SD) were used to characterize continuous and categorical variables and were analyzed by 
the chi-square test. The t-test and/or ANOVA were used to observe the correlation between sociodemographic factors, 
BMI and WC. Then, linear regression was used to evaluate the relationship between diet styles (including healthy and 
unhealthy diet), sleep disorders and HRFs with BMI and WC. A step-modulated analysis was then performed using 
a process-modulated procedure to assess the outcomes of associations between dietary styles, sleep disorders and HRFs, 
BMI, and WC. Finally, we tested the correlation between HRFs, sleep duration, BMI, and WC.25,26 Finally, we adjusted 
for the impacts of sociodemographic correlates in the moderation model. The missing data were processed using SPSS 
version 23.0 after preliminary data sorting. Generally, the missing data rate in this study was minimal, and that for each 
item was < 1%. Therefore, a multiple imputation method is adopted in SPSS version 23.0 to analyze the missing data at 
the project level.26 The moderating effect was considered significant when the 95% confidence interval (CI) did not 
contain zero. Statistical analysis was performed using the Statistical Package for Social Sciences (SPSS) version 23.0.

Sensitivity analysis was used to test the robustness of the model: (1) Model 1 did not control for covariables, and 
Model 2 controlled for covariates. (2) We also examined the association between different HRFs and diabesity, such as 
physical activity (moderate), sedentary behavior, walking, alcohol drinking, smoking, sleep duration and BMI and WC. 
(3) We also explored the relationship between FBG, diet styles, sleep disorders, BMI, and WC. The China DiaChronic 
Study was approved by the Ethical Review Committee (Approval No: 2018–010) and was registered in the Chinese 
Clinical Trial registry (ChiCTR1800014432).24

Results
The General Demographic Characteristics of Waist Circumference (WC) and BMI
In this study, 1920 participants were included, of which those who did not complete the questionnaire were excluded, 
leaving 1765 participants. The mean age was 59.10 ± 10.0 years old, 49.5% of participants were male, the frequency of 
more than 3 types of healthy diet styles, 2 types healthy diet styles and 1 type healthy diet styles and none was 46.1%, 
32.4%, 19.0% and 2.6%, respectively, and the frequency of more than 3 types of unhealthy diet styles, 2 types unhealthy 
diet styles and 1 type unhealthy diet styles and none was 1.5%, 6.5%, 68.1% and 24.0%, respectively. Additionally, the 
BMI detection rates were 34.8% (obese), 36.7% (overweight), 1.0% (underweight), and 27.5% (normal weight), and the 
average WC was 89.71 ± 9.89 cm. Furthermore, the results of the relationship between general sociodemographic 
indicators and WC showed that a higher educational level was more likely to result in a lower level of WC (Table 1).

Sex (χ2=31.24), age (χ2=13.87), and total annual household income (χ2=21.91) were correlated with sleep disorders; 
sex (t=0.50), age (F=5.96), SES (socioeconomic status) (F=4.12) and educational level (F=3.47) were correlated with 
BMI; sex (t= −6.54), age (F=23.75), SES (F= 29.67) and total annual household income (F=13.78) were also correlated 
with sleep disorders (Table 2).

Multilevel Linear Regression Between Dependent Health Risk Factors (HRFs) and WC 
and BMI
Table 3 shows the correlation between health risk factors, BMI and waist circumference. After adjusting for covariates, 
some HRFs were positively correlated with BMI levels, and sedentary behavior, walking, sleep disorders, SSBs, 
glycosylated hemoglobin, and TG levels were dose-responsive to waist circumference. In addition, there was no 
correlation between moderate physical activity, dietary patterns, smoking, sleep duration, and waist circumference.27 

In addition, after controlling for covariates, sedentary behavior, walking behavior, sleep disturbances, SSBs, FBG, and 
TG were also dose-dependent with BMI. However, there was no correlation between moderate PA, smoking, diet, 
HBA1c level, sleep duration and BMI.

The Moderation Analysis Between SES, Diet Styles, Sleep Disorders, BMI, and WC
An unhealthy diet included tuber crops, SSBs, and juice. Accordingly, moderation analyses were performed controlling 
for educational level, marital status, ethnicity, and age. Based on sociodemographic indicators, we put SES into the 
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Table 1 The Characteristics of WC

Variables Total N(%) ≤p25 P25-p50 p50-p75 ≥p75 χ2 /F value

Age 13.87*
≤43y 194 59(30.4) 40(20.6) 40(20.6) 55(28.4)

44–59y 823 206(25.0) 193(23.5) 230(27.9) 194(23.6)

≥60y 748 178(23.8) 208(27.8) 175(23.4) 187(25.0)
Sex 31.24**

Male 873 179(20.5) 210(24.1) 227(26.0) 257(29.4)

Female 892 264(29.6) 231(25.9) 218(24.4) 179(20.1)
Ethnic 0.44

Han 1745 439(25.2) 436(25.0) 440(25.2) 430(24.6)
Nonhan 20 4(20.0) 5(25.0) 5(25.0) 6(30.0)

Married 0.39

No 30 9(30.0) 7(23.3) 7(23.3) 7(23.3)
Yes 1735 434(25.0) 434(25.0) 438(25.2) 429(24.7)

Education level 6.34

Primary below 800 208(26.0) 199(24.9) 207(25.9) 186(23.3)
Primary 262 64(24.4) 68(26.0) 61(23.3) 69(26.3)

Junior college 472 108(22.9) 113(23.9) 120(25.4) 131(27.8)

Senior high or above 231 63(27.3) 61(26.4) 57(24.7) 50(21.6)
Total annual household income (yuan) 21.91**

≤18,000 354 101(28.5) 70(19.8) 83(23.4) 100(28.2)

18,000–40,000 749 165(22.0) 185(24.7) 206(27.5) 193(25.8)
40,000–70,000 346 84(24.3) 97(28.0) 84(24.3) 81(23.4)

>70,000 316 93(29.4) 89(28.2) 72(22.8) 62(19.6)

Very good
Occupation status 2.54

No 653 161(24.7) 177(27.1) 160(24.5) 155(23.7)

Yes 1112 282(25.4) 264(23.7) 285(25.6) 281(25.3)
Social economic status 7.22

Low 835 219(26.2) 200(24.0) 208(24.9) 208(24.9)

Medium 461 102(22.1) 111(24.1) 123(26.7) 125(27.1)
High 469 122(26.0) 130(27.7) 114(24.3) 103(22.0)

Note: *P<0.05, **P<0.01. 
Abbreviation: WC, waist circumference.

Table 2 The General Demographic Characteristics of BMI and Sleep Disorders

Variables BMI (kg/m2) Sleep Disorders

N (%) Average Standard 
Deviation

t/F value N (%) Average Standard 
Deviation

t/F value

Gender 0.50* −6.54**

Male 874 25.97 3.59 873 6.85 1.21
Female 891 26.07 3.72 892 7.25 1.31

Married status −1.13 −1.09

Unmarried 30 25.27 3.90 30 6.80 1.19
Married 1735 26.04 3.65 1735 7.06 1.28

Ethnic 0.22 0.54

Han 1745 26.02 3.65 1745 7.05 1.28
Non-Han 20 25.84 4.15 20 6.90 1.25

(Continued)
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moderation model to evaluate diabesity, and the results are shown in Table 4 and Table 5. There was no significant effect 
between unhealthy diet and SES on BMI and WC, and there was also no significant effect between sleep disorders and 
unhealthy diet on BMI and WC. However, the effects of a healthy diet (including cereals, multigrains, legumes, 
vegetables, fruits, nuts, coffee and tea) on BMI and WC were significant, as shown in Table 6 and Table 7.

Table 2 (Continued). 

Variables BMI (kg/m2) Sleep Disorders

N (%) Average Standard 
Deviation

t/F value N (%) Average Standard 
Deviation

t/F value

Educational level 3.47*
Under primary 800 26.16 3.61 800 7.33 1.27

Primary 262 25.79 3.55 262 6.99 1.22

Junior high 472 26.23 3.90 472 6.82 1.27
Senior high above 231 25.40 3.34 231 6.65 1.18

Total annual 

household income 
(yuan)

1.19 13.78**

≤18,000 354 26.0 4.14 354 7.38 0.066

18,000–40,000 749 26.17 3.48 749 7.06 0.046
40,000–70,000 346 26.02 3.41 346 6.94 0.072

>70,000 316 25.71 3.75 316 6.78 0.067

SES 4.12* 29.67**
Low 835 25.99 3.67 835 7.16 1.24

Medium 461 26.39 3.78 461 7.25 1.33

High 469 25.71 3.48 469 6.67 1.22
Age (years) 5.96* 23.75**

≤43 194 26.540 4.4100 194 6.55 1.25

44–59 823 26.084 3.6472 823 7.0 1.27
≥60 748 25.821 3.4360 748 7.24 1.26

Note: *P<0.05, **P<0.01.

Table 3 The Multilevel Linear Regression Between Dependent Health Risk Factors and WC and BMI

Variables WC(cm) BMI(kg/m2)

R2 P β (95% CI) R2 P β (95% CI)

Physical activity (moderate) 0.02 >0.05 −0.29(−0.99, 0.71) 0.01 >0.05 0.21(−0.29, 0.71)
Sedentary behavior 0.02 <0.05* 0.15(−0.03, 0.33) 0.01 <0.05* 0.42(0.06, 0.78)

Walking 0.02 <0.05* −0.12(−0.24, −0.01) 0.01 <0.05* −0.004(−0.01, −0.001)

Sleep (dichotomy) 0.02 >0.05 −0.55(−0.12, 1.76) 0.01 >0.05 0.14(−0.21, 0.49)
Alcohol drinking 0.02 >0.05 0.97(−0.12, 2.07) 0.01 >0.05 −0.32(−0.68, 0.04)

Smoking 0.02 >0.05 0.24(−1.01, 1.49) 0.01 >0.05 −0.19(−1.10, 0.72)

SSBs 0.03 <0.01** 2.97(1.09, 4.84) 0.02 <0.01** 1.29(0.59, 1.99)
Sleep disorders 0.03 <0.01** 0.87(0.50, 1.24) 0.02 <0.01** 0.33(0.19, 0.47)

Sleep duration 0.02 >0.05 −0.14(−0.40, 0.13) 0.01 >0.05 −0.01(−0.11, 0.09)

HbA1c 0.03 <0.05* 0.28(0.01, 0.54) 0.01 >0.05 −0.03(−0.12, 0.07)
FBG 0.02 >0.05 0.02(−0.13, 0.16) 0.01 <0.05* −0.06(−0.11, −0.002)

TG 0.04 <0.01** 0.55(0.38, 0.72) 0.03 <0.01** 0.21(0.15, 0.28)

TC 0.02 >0.05 0.11(−0.27, 0.50) 0.01 >0.05 −0.03(−0.18, 0.11)

Note: Controlled for educational level, total annual household income, marital status, ethnic, gender and age. *P<0.05, **P<0.01. 
Abbreviations: BMI, body mass index; WC, waist circumference.
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The Moderation Analysis Between HbA1c, Diet Styles, Sleep Disorders, BMI, and WC
An unhealthy diet included tuber crops, SSBs, and juice. Accordingly, moderation analyses were performed using 
educational level, marital status, ethnicity, gender, and age as the control variables. To further explore the influence of 
blood glucose management on diabesity, we also included HbA1c in the model. Table 8 and Table 9 show the results. 
Notably, unhealthy diet was not significantly associated with BMI or WC level combined with HbA1c. Furthermore, 
sleep disorders were significantly linked to WC combined with HbA1c but not to BMI, whereas there was a three-way 
interaction effect between unhealthy diet, sleep disorders HbA1c and BMI and WC.

Table 4 The Moderation Analysis Between Diet (Unhealthy), Sleep Disorders, SES and 
BMI

Variables BMI

Coeff se t P LLCI ULCI

Diet (unhealthy) 3.72 3.88 0.96 >0.05 −3.90 11.33
Sleep disorders 2.24 2.75 0.81 >0.05 −3.16 7.64

SES 1.79 2.33 0.77 >0.05 −2.78 6.36

Int_1 −0.42 0.53 −0.80 >0.05 −1.47 0.62
Int_2 −0.40 0.45 −0.88 >0.05 −1.29 0.49

Int_3 −0.19 0.32 0.58 >0.05 −0.82 0.45

Int_4 0.04 0.06 0.68 >0.05 −0.08 0.17

Note: Int 1: diet × sleep disorders; Int 2: diet × HbA1c; Int 3: HbA1c × sleep disorders; Int 4: diet × sleep disorders × HbA1c. 
Abbreviations: BMI, body mass index; WC, waist circumferenc.

Table 5 The Moderation Analysis Between Diet (Unhealthy), Sleep Disorders, SES and 
BMI

Variables WC

Coeff se t P LLCI ULCI

Diet (unhealthy) 4.46 10.53 0.43 >0.05 −16.19 25.11

Sleep disorders 1.71 7.46 0.23 >0.05 −12.92 16.34
SES 1.40 6.32 0.22 >0.05 −11.0 13.79

Int_1 −0.35 1.44 −0.24 >0.05 −3.17 2.48

Int_2 −0.39 1.23 −0.32 >0.05 −2.80 2.01
Int_3 −0.02 0.88 −0.02 >0.05 −1.74 1.71

Int_4 0.02 0.17 0.14 >0.05 −0.31 0.36

Notes: Int 1: diet × sleep disorders; Int 2: diet × HbA1c; Int 3: HbA1c × sleep disorders; Int 4: diet × sleep 
disorders × HbA1c. 
Abbreviations: BMI, body mass index; WC, waist circumference.

Table 6 The Moderation Analysis Between Diet (Healthy), Sleep Disorders, SES and 
BMI

Variables WC

Coeff se t P LLCI ULCI

Diet (healthy) 8.52 5.30 1.61 >0.05 −1.88 18.92
Sleep disorders 14.39 7.69 1.87 <0.05 −0.70 29.48

SES 12.43 6.69 1.86 >0.05 −0.70 25.56

Int_1 −1.40 0.73 −1.93 >0.05 −2.82 0.03
Int_2 −1.28 0.64 −1.99 <0.05 −2.55 −0.02

Int_3 −1.98 0.94 −2.12 0.05 −3.82 −0.15

Int_4 0.20 0.09 2.26 <0.05 0.03 0.38

Notes: Int 1: diet × sleep disorders; Int 2: diet × SES; Int 3: SES × sleep disorders; Int 4: diet × sleep disorders × SES. 
Abbreviations: BMI, body mass index; WC, waist circumference.
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The Mediated Moderation Analysis Between FBG, Diet Styles, Sleep Disorders, BMI, 
and WC
We also performed moderated mediation analyses, as shown in Tables 10–13. The results demonstrated that HbA1c 
levels significantly moderated the effects of diet styles on BMI and WC. Remarkably, the mediation of sleep disorders on 
BMI and WC was significantly moderated by the HbA1c level.

Table 7 The Moderation Analysis Between Diet (Healthy), Sleep Disorders, SES and 
BMI

Variables BMI

Coeff se t P LLCI ULCI

Diet (healthy) 2.48 1.96 1.27 >0.05 −1.36 6.32
Sleep disorders 4.44 2.84 1.56 >0.05 −1.13 10.01

SES 3.55 2.47 1.44 >0.05 −1.29 8.40

Int_1 −0.42 0.27 −1.57 >0.05 −0.95 0.10
Int_2 −0.37 0.24 −1.57 >0.05 −0.84 0.09

Int_3 −0.59 0.35 −1.70 >0.05 −1.27 0.09

Int_4 0.06 0.03 1.82 0.069 −0.005 0.13

Notes: Int 1: diet × sleep disorders; Int 2: diet × HbA1c; Int 3: HbA1c × sleep disorders; Int 4: diet × sleep 
disorders × HbA1c. 
Abbreviations: BMI, body mass index; WC, waist circumference.

Table 8 The Moderation Analysis Between Diet, Sleep Disorders, HbA1c and WC

Variables WC

Coeff se t P LLCI ULCI

Diet (unhealthy) −0.72 0.70 −1.03 >0.05 −7.64 0.50

Sleep disorders −3.57 2.07 −1.72 >0.05 −0.95 0.50

HbA1c −0.63 0.44 −1.42 >0.05 −1.50 0.64
Int_1 0.68 0.41 1.69 >0.05 −0.11 1.48

Int_2 0.12 0.09 1.41 >0.05 −0.05 0.29
Int_3 0.56 0.26 2.15 <0.05 0.048 1.07

Int_4 −0.10 0.05 −2.05 <0.05 −0.20 −0.005

Notes: Int 1: diet × sleep disorders; Int 2: diet × HbA1c; Int 3: HbA1c × sleep disorders; Int 4: diet × sleep 
disorders × HbA1c. 
Abbreviations: BMI, body mass index; WC, waist circumference.

Table 9 The Moderation Analysis Between SSBs, Sleep Disorders, HbA1c and WC

Variables BMI

Coeff se t P LLCI ULCI

Diet (unhealthy) 0.89 0.74 1.19 >0.05 −0.57 2.34

Sleep disorders 3.68 2.21 1.67 >0.05 −0.65 8.02
HbA1c 0.62 0.47 1.32 >0.05 −0.30 1.55

Int_1 −0.77 0.43 −1.79 >0.05 −1.62 0.07

Int_2 −0.12 0.09 −1.35 >0.05 −0.30 0.06
Int_3 −2.54 0.28 −1.94 >0.05 −1.08 0.01

Int_4 0.11 0.054 1.97 <0.05 0.0004 0.21

Notes: Int 1: diet × sleep disorders; Int 2: diet × HbA1c; Int 3: HbA1c × sleep disorders; Int 4: diet × sleep 
disorders × HbA1c. 
Abbreviations: BMI, body mass index; WC, waist circumference.
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The Mediated Moderation Analysis Between HbA1c, Diet Styles, Sleep Duration, BMI, 
and WC
We also performed moderated mediation analyses, as shown in Tables 14–17. The results demonstrated that HbA1c 
levels significantly moderated the effects of diet styles on BMI and WC. Remarkably, the mediation of sleep duration on 
BMI and WC was significantly moderated by the HbA1c level.

Table 10 Model Characteristics for the Conditional Process Analysis (Diet 
[Unhealthy], FBG, Sleep Disorders and BMI)

Variables Sleep Disorders BMI

B t value P value B t value P value

Diet (unhealthy) −0.06 −0.40 >0.05 0.12 0.28 >0.05
FBG −0.08 −0.97 >0.05 −0.30 −1.18 <0.01

Diet*FBG 0.01 0.72 >0.05 −0.02 −0.54 >0.05

Sleep disorders −0.20 −0.97 >0.05
Sleep disorders*FBG 0.06 −2.65 >0.05

R2 0.003 0.02
F 1.92 6.48

Notes: Mediate variables: sleep disorders, moderated variables: HbA1c, independent variables: diet, dependent 
variables: WC. The model was uncontrolled covariates. 
Abbreviations: BMI, body mass index; WC, waist circumference.

Table 11 Bootstrapped Conditional Direct and Indirect Effects (Diet [Unhealthy], FBG, 
Sleep Disorders and BMI

BMI

Direct effect Effect SE (LL,UL)

Predictor BMI

Moderator (FBG) Low 6.17 −0.02 −0.43, 0.40
Medium 9.43 −0.09 −0.38, 0.20

High 12.69 −0.17 −0.56, 0.22

Indirect effect Effect SE (LL,UL)
Predictor BMI

Mediator (sleep disorders) Low 6.17 0.0006 −0.02.0.03

Medium 9.43 0.01 −0.02, 0.05
High 12.69 0.04 −0.03, 0.11

Table 12 Model Characteristics for the Conditional Process Analysis (Diet 
[Unhealthy], FBG, Sleep Disorders and WC

Variables Sleep Disorders WC

B t value P value B t value P value

Diet (unhealthy) −0.06 −0.40 >0.05 0.68 0.57 >0.05

FBG −0.08 −0.97 >0.05 −0.63 −0.90 >0.05
Diet*Sleep disorders 0.01 0.72 >0.05 −0.07 −0.60 >0.05

Sleep disorders −0.70 −1.24 >0.05

FBG *Sleep disorders 0.15 2.66 <0.05

R2 0.003 0.01

F 1.92 4.64

Notes: Mediate variables: sleep disorders, moderated variables: HbA1c, independent variables: diet, dependent 
variables: WC. The model was uncontrolled covariates. 
Abbreviations: BMI, body mass index; WC, waist circumference.
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Sensitivity Analysis
In the sensitivity analysis, we found a significant moderation effect between FBG, diet styles, sleep disorders, BMI and 
WC, and the results are shown in Table 18 and Table 19.

Table 13 Bootstrapped Conditional Direct and Indirect Effects (Diet [Unhealthy], FBG, 
Sleep Disorders and WC

WC

Direct effect Effect SE (LL,UL)

Predictor WC

Moderator (FBG) Low 6.17 0.57 −0.87, 1.37
Medium 9.43 0.40 −0.77, 0.81

High 12.69 0.54 −1.26, 0.84

Indirect effect Effect SE (LL,UL)
Predictor WC

Mediator (sleep disorders) Low 6.17 0.001 −0.05, 0.08
Medium 9.43 0.03 −0.04, 0.11

High 12.69 0.09 −0.060.28

Table 14 Model Characteristics for the Conditional Process Analysis (Diet [Healthy], 
FBG, Sleep Disorders and BMI)

Variables Sleep Duration WC

B t value P value B t value P value

Diet (healthy) −0.08 −0.52 >0.05 −1.16 −1.38 >0.05
HbA1c −0.19 −0.95 >0.05 0.69 0.59 >0.05

Diet*Sleep duration 0.02 0.02 >0.05 0.13 1.21 >0.05

Sleep duration 1.77 3.02 <0.01
HbA1c *Sleep duration −0.25 −3.32 <0.01

R2 0.01 0.01
F 5.40 3.96

Notes: Mediate variables: sleep duration, moderated variables: HbA1c, independent variables: diet, dependent 
variables: WC. The model was uncontrolled covariates. 
Abbreviations: BMI, body mass index; WC, waist circumference.

Table 15 Model Characteristics for the Conditional Process Analysis (Diet [Healthy], 
FBG, Sleep Disorders and BMI)

WC

Direct effect Effect SE (LL,UL)

Predictor WC

Moderator (HbA1c) Low 5.83 −0.40 −0.93, 0.13
Medium 7.58 −0.17 −0.55, 0.21

High 9.33 0.27 −0.47, 0.58
Indirect effect Effect SE (LL,UL)

Predictor WC

Mediator (sleep duration) Low 5.83 0.02 −0.005, 0.09
Medium 7.58 −0.01 −0.05, 0.02

High 9.33 0.05 −0.19, −0.02
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Discussion
Principal Findings
Here, the frequencies of more than 3 types of healthy diet styles, 2 types of healthy diet styles and 1 type of healthy diet 
styles and none were 46.1%, 32.4%, 19.0% and 2.6%, respectively; the frequencies of more than 3 types of unhealthy 

Table 16 Model Characteristics for the Conditional Process Analysis (Diet [Healthy], 
FBG, Sleep Disorders and WC

Variables Sleep Duration WC

B t value P value B t value P value

Diet (unhealthy) 0.49 0.30 >0.05 2.14 1.25 >0.05
HbA1c 0.23 0.20 >0.05 3.31 2.78 >0.05

Diet*Sleep duration −0.03 0.04 >0.05 −0.27 −1.25 >0.05

Sleep duration 1.62 2.78 <0.01
HbA1c *Sleep duration −0.23 −3.10 <0.01

R2 0.01 0.01
F 5.51 3.83

Notes: Mediate variables: sleep duration, moderated variables: HbA1c, independent variables: diet, dependent 
variables: WC. The model was uncontrolled covariates. 
Abbreviations: BMI, body mass index; WC, waist circumference.

Table 17 Model Characteristics for the Conditional Process Analysis (Diet [Healthy], 
FBG, Sleep Disorders and WC)

WC

Direct effect Effect SE (LL,UL)

Predictor WC

Moderator (HbA1c) Low 5.83 0.57 −0.55, 1.67
Medium 7.58 0.40 −0.71, 0.88

High 9.33 −0.39 −1.45, 0.67

Indirect effect Effect SE (LL,UL)
Predictor WC

Mediator (sleep duration) Low 5.83 0.08 −0.01, 0.26

Medium 7.58 −0.03 −0.12, 0.03
High 9.33 −0.09 −0.26, 0.002

Table 18 The Moderation Analysis Between Diet Styles, Sleep Disorders, FBG and 
WC

Variables WC

Coeff se t P LLCI ULCI

Diet (healthy) −9.02 0.74 −1.73 >0.05 −19.21 1.18

Sleep disorders −3.09 1.45 −2.13 <0.05 −5.92 −0.25
FBG −3.05 1.02 −3.01 <0.01 −5.05 −1.07

Int_1 1.37 0.74 1.85 >0.05 −0.08 2.82
Int_2 1.17 0.52 2.27 <0.05 0.16 2.19

Int_3 0.45 0.14 3.12 <0.01 0.17 0.73

Int_4 −0.17 0.07 −2.30 <0.05 −0.32 −0.03

Notes: Int 1: diet × sleep disorders; Int 2: diet × FBG; Int 3: FBG× sleep disorders; Int 4: diet × sleep disorders 
× FBG. 
Abbreviations: BMI, body mass index; WC, waist circumference.

Diabetes, Metabolic Syndrome and Obesity 2023:16                                                                          https://doi.org/10.2147/DMSO.S390101                                                                                                                                                                                                                       

DovePress                                                                                                                         
761

Dovepress                                                                                                                                                           Zhang et al

Powered by TCPDF (www.tcpdf.org)Powered by TCPDF (www.tcpdf.org)

https://www.dovepress.com
https://www.dovepress.com


diet styles, 2 types of unhealthy diet styles and 1 type of unhealthy diet styles and none were 1.5%, 6.5%, 68.1% and 
24.0%, respectively. The overall detection rate of obesity and overweight was 71.5% among participants, which was 
similar to a previous study.28 The average sleep disorder score was 7.05 ± 1.28, and the average sleep duration was 6.90 
± 1.74 hours/day. An association between diet styles, sleep patterns, HbA1c and diabesity was also observed. Sensitivity 
analysis verified the robustness of the results.

The Correlation Between Diet Styles and Diabesity
First, in our results, we listed some possible influencing factors based on previous studies. There are behavioral 
indicators, and there are also biological indicators.28 Obesity itself is a complex disease as is diabetes combined with 
obesity, which is influenced by a variety of factors, including but not limited to genetics, lifestyles (diet and food 
environment, physical activity, metabolism), psychosocial influences and other environmental factors,2,29,30 whereas 
abdominal adiposity assessment waist circumference or waist-to-hip ratio predicted T2DM risk independently of BMI.31 

Therefore, in this study, we listed two indicators to evaluate obesity, BMI and WC. Second, although T2DM has been 
known for a long time and its biological mechanisms have been studied, little has been done about the factors involved 
and potential moderation mechanisms when considered from an epidemic perspective. Zheng et al reviewed as is diabetes 
combined with obesity, which is influenced by a variety of factors, regular consumption of sugary beverages and red 
meats and low consumption of whole grains and other fiber-rich foods. Some studies have also mentioned the 
pathological process of diabetes. Insulin resistance and β-cell function play an important role, and their critical 
importance has been verified.2 Clinical practice guidelines recommend dietary and lifestyle changes as the basis of 
treatment to prevent diabetes and complications.32 Third, another mechanism, such as the dietary inflammation index 
(DII) and DII, was positively correlated with body weight, BMI, waist-hip ratio and body fat percentage, supporting an 
inflammatory diet as a risk factor for obesity.33 A positive dose‒response gradient was observed for the difference in GL 
and HbA1c.34 We looked at the relationship between diet styles, sleep disorders and sex differences in obesity since 
gender differences affect the development of obesity in a significant way. These results provide the basic theoretical basis 
for our study. Finally, we examined the correlation between diet styles, sleep disorders, glucose management (HbA1c and 
FBG monitoring) and WC and BMI. Our sensitivity analysis also explored the relationship between dietary behaviors 
(including SSBs, juice, and tuber crops), sleep duration, WC, and BMI. In addition, sleep patterns and diet styles have 
also been identified as appropriate targets for public health interventions because of their strong association with obesity, 
with poor sleep patterns and unhealthy diet habits providing circadian disturbances and “empty” calories, the latter of 
which have little nutritional value. In addition, unhealthy lifestyle choices, characterized by dietary imbalances and sleep 
deprivation, can lead to metabolic changes that contribute to the development of noncommunicable diseases (NCDs).35,36 

Modification of lifestyle, including weight loss, increasing physical activity and adopting a healthy diet, remains one of 
the first-line strategies for the management of T2DM.2,37 A high-carb diet also promotes the body’s accumulation of fatty 

Table 19 The Moderation Analysis Between Diet Styles, Sleep Disorders, FBG and BMI

Variables BMI

Coeff se t P LLCI ULCI

Diet (healthy) −3.46 1.92 −1.80 >0.05 −7.22 0.31

Sleep disorders −1.11 0.53 −2.08 <0.05 −2.16 −0.06
FBG −1.13 0.37 −3.02 <0.01 −1.87 −0.40

Int_1 0.52 0.27 1.90 >0.05 −0.02 1.05

Int_2 0.40 0.19 2.10 <0.05 0.03 0.77
Int_3 0.16 0.05 2.98 <0.01 0.05 0.26

Int_4 −0.06 0.03 −2.14 <0.05 −0.11 −0.01

Notes: Int 1: diet × sleep disorders; Int 2: diet × FBG; Int 3: FBG× sleep disorders; Int 4: diet × sleep disorders 
× FBG. 
Abbreviations: BMI, body mass index; WC, waist circumference.
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acids and triglycerides, increasing the risk of CVD by triggering high postprandial insulin levels (the carbohydrate- 
insulin model).38

Previous RCTs and cohort studies found a strong link between diet styles and T2DM, which is basically consistent in 
epidemiological studies,39 such as red meat, processed meat, and SSB, in the linear dose–response meta-analysis, which 
showed a significant relation with the risk of T2D. In our study, we also studied at the relationship between two aspects 
of diet, healthy and unhealthy patterns, with diet styles having a significant effect on BMI and WC and T2DM; moreover, 
better BMI management had a more pronounced effect on diet styles and T2DM, which corresponds with our results. 
Additionally, BMI itself is an important influencing factor, reflecting the complex interaction between diet styles and 
caloric intake in obesity and T2DM progression. They also looked at the availability of dietary interventions;40 this trend 
also provides a theoretical basis for our results, which show that diet styles correlate with obesity and T2DM. 
Furthermore, a large number of studies have shown that in patients with T2DM and obesity, more stringent dietary 
energy restriction management and intake of a very low calorie diet can significantly reduce HbA1c and fasting blood 
glucose levels and maintain sustained remission of diabetes41,42 and effectiveness of lipid management for at least 2 
years.43 Therefore, given the potential importance of lifestyle and glycemic management, we examined the associations 
and possible mechanisms among the influencing factors contributing to the development of diabetes. In this study, we 
found a three-way interaction of HbA1c, sleep disturbance (sleep duration), and diet style on BMI and WC. In addition, 
the effects of FBG, sleep disorders and dietary patterns on BMI and WC were treated in the sensitivity analysis. The 
above results indicate that diabesity may be the result of the interaction of multiple factors and provide a reliable 
theoretical basis for further intervention in diabesity.

The Results of the Conditional Process Model
The association of single risk factors with diabetes and its complications has been noted in previous and other studies. 
Because of the interaction between various factors, it is worth investigating whether there is an additional additive effect 
between these risk factors and diabetes. In previous studies, different dietary patterns have been found to be associated 
with both T2DM and CVD risk, in part because they may be mediated through both weight gain and insulin resistance.44 

However, this effect could also be due to the large amount of carbohydrates that can be absorbed quickly, such as any 
form of unhealthy food (including SSBs and fried foods). Furthermore, consumption of SSBs alone can lead to rapid and 
significant increases in blood glucose and insulin concentrations, which, when consumed frequently and in large 
quantities, can lead to a higher dietary glycemic load (GL);45 meanwhile, several cross-sectional observations provide 
evidence that food glycemic index (GI) or GL is correlated with body weight.46 These results further verified the 
significant correlation between diet lifestyles and obesity, which also provided some evidence to build our diabesity 
study. Moreover, among other things, studies have shown that patients with high SSB consumption had an odds ratio 
(OR) (without adjusting for obesity) of 2.56 for T2DM.40 Changes in diet toward unhealthy eating behaviors play an 
important role,39 and dietary limits like SSB intake are examples of lifestyle modifications for people with diabetes, with 
the advantage of SSB restriction achieved through BMI management.12

Combined with previous studies, it is suggested that obesity itself is affected by many factors, so obesity in diabetic 
patients also does not occur overnight. We tried to summarize previous studies and found that sleep also plays an 
important role in this, and insufficient sleep traits have become more prevalent in recent years.47 Poor sleep quality's 
impact on insulin sensitivity is one such pathway.19 Therefore, it is advantageous to discover new risk factors for obesity 
that may suggest straightforward and low-cost interventions with fewer potential iatrogenic effects.48 Therefore, since it 
is generally known that sleep/wakefulness regulation is connected to circadian rhythms, which are the body's internal 
clock that regulates metabolic processes, we also looked at sleep disorders related to diabetes in our study.19 In regard to 
sleep and diet, the relation between diet and sleep is an emerging area of inquiry. Two meta-analyses demonstrated the 
effects of quantity, quality and periodization of carbohydrate consumption on sleep,48,49 while the findings are not always 
consistent; they generally shed light on some issues that high-GI diets may increase the chance of developing insomnia.49 

Among them, higher intakes of dietary added sugars, starch, and nonwhole/refined grains were each associated with 
higher odds of incident insomnia. Therefore, we included sleep disorders in the analysis of diet and diabesity. In addition, 
the pathway to T2DM linked to obesity may be affected by disturbed sleep, and a preclinical investigation found that 

Diabetes, Metabolic Syndrome and Obesity 2023:16                                                                          https://doi.org/10.2147/DMSO.S390101                                                                                                                                                                                                                       

DovePress                                                                                                                         
763

Dovepress                                                                                                                                                           Zhang et al

Powered by TCPDF (www.tcpdf.org)Powered by TCPDF (www.tcpdf.org)

https://www.dovepress.com
https://www.dovepress.com


sleep deprivation increased nocturnal catecholamine levels.19,20,50 Here is substantial evidence that short sleep duration 
leads to the secretion of obesity-related hormones,51 which may be a risk factor for obesity. Corella et al also found an 
association between shorter sleep duration and higher regular soft drink intake.52 In addition, there is increasing evidence 
that sleep deprivation (short) and/or poor quality of sleep and obesity and other harmful health outcomes and the main 
mechanism between sleep and weight gain result in increased food intake, especially high-energy food intake. In 
addition, it is important to consider the relationship between obesity and metabolic indicators and sleep from the 
perspective of patients with diabetes.53 Therefore, screening for habitual sleep patterns in diabesity patients, including 
sleep quality and degree of sleep disturbance, is also critical. Earlier, Morselli et al concluded that there is a relationship 
between shorter sleep duration and the incidence of diabetes and/or obesity and that insufficient sleep also increases food 
intake. The need of identifying people with diabetes who have habitual sleep patterns is further demonstrated by this 
review.54

By assessing the relationship between correlated variables along these pathways and conducting formal moderation 
analyses, we enable observational studies to better understand the function and relative significance of the putative 
biological pathways that link unhealthy eating behaviors to chronic disease.55 Therefore, the constructive study also 
provides a reliable basis for our research. We will use previous research methods to analyze the possible factors, which 
will promote us to identify potential causal pathways and potential mechanisms of scientific knowledge. Combining 
statistical methods with clinical data will also help to identify potential intervention targets, especially considering the 
limitations of conducting long-term randomized controlled trials.56 A systematic review reviewed some studies showing 
that social determinants influence glycemic control, LDL, and blood pressure to a greater or lesser extent.57 A number of 
studies have noted that increases in the incidence, prevalence and burden of chronic diseases are associated with 
increases in poverty and hunger and decreases in income, education and socioeconomic status.57,58 Previous studies 
have paid attention to the influence of SES on chronic diseases,58 but the interaction between SES and other factors has 
not been well confirmed. Social determinants, such as SES, have an impact on people with T2DM, however research on 
this topic has primarily focused on the prevention or risk of developing diabetes. Therefore, this study proposes that SES 
is involved in the process of diabesity and complements diet and sleep disorders. As IDF reported, 3 in 4 people with 
diabetes live in low- and middle-income countries.3 This implies that social determinants of health have an impact on 
how T2DM develops.57

Conclusion
This study found that sleep disorders and unhealthy eating habits can lead to the occurrence and development of 
diabesity. Reasonable management of these two ways is an important modifiable risk factor in the prevention and 
treatment of diabetes and other metabolic diseases. In the process of blood glucose management, increasing the above 
factors that may affect diabetes has a good effect on the effective control of diabesity and other complications.

At present, in most health surveys and disease screening, waist circumference itself has a good correlation with total 
body fat and can be a good indicator of body fat distribution, thus showing good applicability in some studies.59 

Therefore, WC and BMI were used as outcome variables in this study. Through previous studies, it was found that factors 
acting on obesity itself can also lead to diabetes combined with obesity (diabesity) because WC and BMI can serve as 
predictive indications of the severity of diabetes according to several research.51,60

Strengths and Limitations
This study has certain advantages: the study used the correlation between diet style and sleep pattern to study metabolic 
indicators, which can provide a solid theoretical basis for the subsequent combined treatment of sleep intervention and 
diet intervention in diabetic patients. This research group will conduct additional studies in the future to further explore 
the predictive value of these HRFs for clinical outcomes and ultimately as a potential surrogate value for the growing 
cohort of diabetic patients worldwide. In addition, this study adopted a multicenter and multilevel design and included 
participants from 4 regions, which was representative to a certain extent.

This study also had some limitations. First, although the face-to-face interview method was adopted in this study, the 
overall sleep patterns and eating habits of the participants were mainly measured by self-report, which had certain 
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imprecision and recall bias, and the ability of accurate assessment was also limited. Second, as a cross-sectional study, it 
is difficult to observe the causal relationship between HbA1c, sleep patterns, diet styles, BMI and WC, and its general-
izability needs to be further confirmed by cohort studies. Finally, sleep duration was measured using a questionnaire, and 
follow-up studies will assess patients with accelerometers or sleep monitoring.

Data Sharing Statement
The datasets generated for this study are available on request to the corresponding author.

Ethics Approval and Consent
The study met the standards for the ethical treatment of participants and was approved by the ethnic community of Anhui 
Medical University, and this study complies with the Declaration of Helsinki. The China DiaChronic Study was approved 
by the Ethical Review Committee (Approval No: 2018-010) and was registered in the Chinese Clinical Trial Registry 
(ChiCTR1800014432), and all subjects signed informed consent forms.

Acknowledgments
We would like to acknowledge all hospital action teams, the staff and participants from the participating hospitals, and 
our cooperators for assistance in data collection.

Author Contributions
All authors made a significant contribution to the work reported, whether in the conception, study design, execution, 
acquisition of data, analysis and interpretation, or in all these areas; took part in drafting, revising or critically reviewing 
the article; gave final approval of the version to be published; have agreed on the journal to which the article has been 
submitted; and agree to be accountable for all aspects of the work. The work presented here has not been published 
previously and is not being considered for publication elsewhere. The author(s) read and approved the final manuscript. 
All authors have read and approved the manuscript.

Funding
The author(s) disclosed receipt of the following financial support for the research, authorship, and/or publication of this 
article: Funding for the project was provided by the Anhui Province Clinical Medical research transformation Project 
(202204295107020027) and National Natural Science Foundation of China (81970703).

Disclosure
The authors declare no potential conflicts of interest with respect to the research, authorship, and/or publication of this 
article.

References
1. Centers for Disease Control and Prevention. Type 2 Diabetes. Available from: https://www.cdc.gov/diabetes/basics/type2.html. Accessed December 

30, 2022.
2. Zheng Y, Ley SH, Hu FB. Global etiology and epidemiology of type 2 diabetes mellitus and its complications. Nat Rev Endocrinol. 2018;14 

(2):88–98. doi:10.1038/nrendo.2017.151
3. IDF Diabetes Atlas. IDF Diabetes Atlas 2021 10th Edition; 2021. Available from: https://diabetesatlas.org/atlas/tenth-edition/. Accessed December 

30, 2022.
4. Dunlay SM, Givertz MM, Aguilar D, et al. Type 2 diabetes mellitus and heart failure: a scientific statement from the American Heart Association and 

the Heart Failure Society of America: this statement does not represent an update of the 2017 ACC/AHA/HFSA heart failure guideline update 
[published correction appears in Circulation. 2019 Sep 17;140(12):e692]. Circulation. 2019;140(7):e294–e324. doi:10.1161/CIR.0000000000000691

5. Toplak H, Leitner DR, Harreiter J, et al. “Diabesity” – adipositas und typ-2-diabetes (Update 2019) [”Diabesity”-Obesity and type 2 diabetes 
(Update 2019)]. Wien Klin Wochenschr. 2019;131(Suppl1):71–76. doi:10.1007/s00508-018-1418-9

6. Khan MAB, Hashim MJ, King JK, Govender RD, Mustafa H, Al Kaabi J. Epidemiology of type 2 diabetes - global burden of disease and forecasted 
trends. J Epidemiol Glob Health. 2020;10(1):107–111. doi:10.2991/jegh.k.191028.001

7. Gullaksen S, Funck KL, Laugesen E, Hansen TK, Dey D, Poulsen PL. Volumes of coronary plaque disease in relation to body mass index, waist 
circumference, truncal fat mass and epicardial adipose tissue in patients with type 2 diabetes mellitus and controls. Diab Vasc Dis Res. 2019;16 
(4):328–336. doi:10.1177/1479164119825761

Diabetes, Metabolic Syndrome and Obesity 2023:16                                                                          https://doi.org/10.2147/DMSO.S390101                                                                                                                                                                                                                       

DovePress                                                                                                                         
765

Dovepress                                                                                                                                                           Zhang et al

Powered by TCPDF (www.tcpdf.org)Powered by TCPDF (www.tcpdf.org)

https://www.cdc.gov/diabetes/basics/type2.html
https://doi.org/10.1038/nrendo.2017.151
https://diabetesatlas.org/atlas/tenth-edition/
https://doi.org/10.1161/CIR.0000000000000691
https://doi.org/10.1007/s00508-018-1418-9
https://doi.org/10.2991/jegh.k.191028.001
https://doi.org/10.1177/1479164119825761
https://www.dovepress.com
https://www.dovepress.com


8. Qin P, Li Q, Zhao Y, et al. Sugar and artificially sweetened beverages and risk of obesity, type 2 diabetes mellitus, hypertension, and all-cause 
mortality: a dose‒response meta-analysis of prospective cohort studies. Eur J Epidemiol. 2020;35(7):655–671. doi:10.1007/s10654-020-00655-y

9. Nichols E, Szoeke CEI, Vollset SE; GBD 2016 Dementia Collaborators. Global, regional, and national burden of Alzheimer’s disease and other 
dementias, 1990–2016: a systematic analysis for the Global Burden of Disease Study 2016. Lancet Neurol. 2019;18(1):88–106. doi:10.1016/S1474- 
4422(18)30403-4

10. Manyema M, Veerman LJ, Tugendhaft A, Labadarios D, Hofman KJ. Modeling the potential impact of a sugar-sweetened beverage tax on stroke 
mortality, costs and health-adjusted life years in South Africa. BMC Public Health. 2016;16:405. doi:10.1186/s12889-016-3085-y

11. Jiang Y, Xu T, Dong W, Chu C, Zhou M. Study on the death and disease burden caused by high sugar-sweetened beverages intake in China from 
1990 to 2019. Eur J Public Health. 2022;32(5):773–778. doi:10.1093/eurpub/ckac067

12. Salas-Salvadó J, Bulló M, Estruch R, et al. Prevention of diabetes with Mediterranean diets: a subgroup analysis of a randomized trial [published 
correction appears in Ann Intern Med. 2018 Aug 21;169(4):271–272]. Ann Intern Med. 2014;160(1):1–10. doi:10.7326/M13-1725

13. Malik VS, Hu FB. The role of sugar-sweetened beverages in the global epidemics of obesity and chronic diseases. Nat Rev Endocrinol. 2022;18 
(4):205–218. doi:10.1038/s41574-021-00627-6

14. Jiang Z, Sun TY, He Y, et al. Dietary fruit and vegetable intake, gut microbiota, and type 2 diabetes: results from two large human cohort studies. 
BMC Med. 2020;18(1):371. doi:10.1186/s12916-020-01842-0

15. Jannasch F, Kröger J, Schulze MB. Dietary patterns and type 2 diabetes: a systematic literature review and meta-analysis of prospective studies. 
J Nutr. 2017;147:1174–1182. doi:10.3945/jn.116.242552

16. Zheng JS, Sharp SJ, Imamura F, et al. Association of plasma biomarkers of fruit and vegetable intake with incident type 2 diabetes: EPIC-InterAct 
case-cohort study in eight European countries. BMJ. 2020;370:m2194. doi:10.1136/bmj.m2194

17. Bahiru E, Hsiao R, Phillipson D, Watson KE. Mechanisms and treatment of dyslipidemia in diabetes. Curr Cardiol Rep. 2021;23(4):26. 
doi:10.1007/s11886-021-01455-w

18. Kravitz HM, Kazlauskaite R, Joffe H. Sleep, health, and metabolism in midlife women and menopause: food for thought. Obstet Gynecol Clin 
North Am. 2018;45(4):679–694. doi:10.1016/j.ogc.2018.07.008

19. Ogilvie RP, Patel SR. The epidemiology of sleep and diabetes. Curr Diab Rep. 2018;18(10):82. doi:10.1007/s11892-018-1055-8
20. Antza C, Kostopoulos G, Mostafa S, Nirantharakumar K, Tahrani A. The links between sleep duration, obesity and type 2 diabetes mellitus. 

J Endocrinol. 2021;252(2):125–141. doi:10.1530/JOE-21-0155
21. Van Cauter E. Sleep disturbances and insulin resistance. Diabet Med. 2011;28(12):1455–1462. doi:10.1111/j.1464-5491.2011.03459.x
22. Kirwan JP, Sacks J, Nieuwoudt S. The essential role of exercise in the management of type 2 diabetes. Cleve Clin J Med. 2017;84(7Suppl 1):S15– 

S21. doi:10.3949/ccjm.84.s1.03
23. Ojo O. Dietary intake and type 2 diabetes. Nutrients. 2019;11(9):2177. doi:10.3390/nu11092177
24. Hou XH, Wang LM, Chen SY, et al. Data resource profile: a protocol of China National Diabetic Chronic Complications Study. Biomed Environ 

Sci. 2022;35(7):633–640. doi:10.3967/bes2022.078
25. Preacher KJ, Hayes AF. SPSS and SAS procedures for estimating indirect effects in simple mediation models. Behav Res Methods Instrum Comput. 

2004;36(4):717–731. doi:10.3758/bf03206553
26. Jiang T, Zhang Y, Dai F, Liu C, Hu H, Zhang Q. Advanced glycation end products and diabetes and other metabolic indicators. Diabetol Metab 

Syndr. 2022;14(1):104. doi:10.1186/s13098-022-00873-2
27. Zhang Y, Liu C, Xu Y, et al. The relationship between sugar-sweetened beverages, sleep disorders, and diabesity. Front Endocrinol (Lausanne). 

2023;13:1041977. Published. doi:10.3389/fendo.2022.1041977
28. Rehman T, Rajaa S, Kumar G, Jayalakshmy R. Prevalence and factors influencing diabesity among persons with type 2 diabetes mellitus in urban 

Puducherry: a cross-sectional analytical study. Indian J Community Med. 2020;45(3):315–319. doi:10.4103/ijcm.IJCM_324_19
29. Theilade S, Christensen MB, Vilsbøll T, Knop FK. An overview of obesity mechanisms in humans: endocrine regulation of food intake, eating 

behavior and common determinants of body weight. Diabetes Obes Metab. 2021;23(Suppl 1):17–35. doi:10.1111/dom.14270
30. Bhupathiraju SN, Hu FB. Epidemiology of obesity and diabetes and their cardiovascular complications. Circ Res. 2016;118(11):1723–1735. 

doi:10.1161/CIRCRESAHA.115.306825
31. Carey VJ, Walters EE, Colditz GA, et al. Body fat distribution and risk of noninsulin-dependent diabetes mellitus in women. The Nurses’ Health 

Study. Am J Epidemiol. 1997;145(7):614–619. doi:10.1093/oxfordjournals.aje.a009158
32. Evert AB, Boucher JL, Cypress M, et al. Nutrition therapy recommendations for the management of adults with diabetes. Diabetes Care. 2013;36 

(11):3821–3842. doi:10.2337/dc13-2042
33. Alam I, Shivappa N, Hebert JR, Pawelec G, Larbi A. Relationships between the inflammatory potential of the diet, aging and anthropometric 

measurements in a cross-sectional study in Pakistan. Nutr Healthy Aging. 2018;4(4):335–343. doi:10.3233/NHA-180042
34. Chiavaroli L, Lee D, Ahmed A, et al. Effect of low glycemic index or load dietary patterns on glycemic control and cardiometabolic risk factors in 

diabetes: systematic review and meta-analysis of randomized controlled trials [published correction appears in BMJ. 2021 Aug 26;374:n2114]. 
BMJ. 2021;374:n1651. doi:10.1136/bmj.n1651

35. Schulze MB, Martínez-González MA, Fung TT, Lichtenstein AH, Forouhi NG. Food based dietary patterns and chronic disease prevention. BMJ. 
2018;361:k2396. doi:10.1136/bmj.k2396

36. Ul Ain Q, Bashir Y, Kelleher L, et al. Dietary intake in patients with chronic pancreatitis: a systematic review and meta-analysis. World 
J Gastroenterol. 2021;27(34):5775–5792. doi:10.3748/wjg.v27.i34.5775

37. Wing RR, Bolin P, Bolin P, et al.; Look AHEAD Research Group. Cardiovascular effects of intensive lifestyle intervention in type 2 diabetes 
[published correction appears in N Engl J Med. 2014;370(19):1866]. N Engl J Med. 2013;369(2):145–154. doi:10.1056/NEJMoa1212914

38. O’Neill BJ. Effect of low-carbohydrate diets on cardiometabolic risk, insulin resistance, and metabolic syndrome. Curr Opin Endocrinol Diabetes 
Obes. 2020;27(5):301–307. doi:10.1097/MED.0000000000000569

39. Schwingshackl L, Hoffmann G, Lampousi AM, et al. Food groups and risk of type 2 diabetes mellitus: a systematic review and meta-analysis of 
prospective studies. Eur J Epidemiol. 2017;32(5):363–375. doi:10.1007/s10654-017-0246-y

40. Jing Y, Han TS, Alkhalaf MM, Lean MEJ. Attenuation of the association between sugar-sweetened beverages and diabetes risk by adiposity 
adjustment: a secondary analysis of national health survey data. Eur J Nutr. 2019;58(4):1703–1710. doi:10.1007/s00394-018-1716-z

https://doi.org/10.2147/DMSO.S390101                                                                                                                                                                                                                               

DovePress                                                                                                                                

Diabetes, Metabolic Syndrome and Obesity 2023:16 766

Zhang et al                                                                                                                                                            Dovepress

Powered by TCPDF (www.tcpdf.org)Powered by TCPDF (www.tcpdf.org)

https://doi.org/10.1007/s10654-020-00655-y
https://doi.org/10.1016/S1474-4422(18)30403-4
https://doi.org/10.1016/S1474-4422(18)30403-4
https://doi.org/10.1186/s12889-016-3085-y
https://doi.org/10.1093/eurpub/ckac067
https://doi.org/10.7326/M13-1725
https://doi.org/10.1038/s41574-021-00627-6
https://doi.org/10.1186/s12916-020-01842-0
https://doi.org/10.3945/jn.116.242552
https://doi.org/10.1136/bmj.m2194
https://doi.org/10.1007/s11886-021-01455-w
https://doi.org/10.1016/j.ogc.2018.07.008
https://doi.org/10.1007/s11892-018-1055-8
https://doi.org/10.1530/JOE-21-0155
https://doi.org/10.1111/j.1464-5491.2011.03459.x
https://doi.org/10.3949/ccjm.84.s1.03
https://doi.org/10.3390/nu11092177
https://doi.org/10.3967/bes2022.078
https://doi.org/10.3758/bf03206553
https://doi.org/10.1186/s13098-022-00873-2
https://doi.org/10.3389/fendo.2022.1041977
https://doi.org/10.4103/ijcm.IJCM_324_19
https://doi.org/10.1111/dom.14270
https://doi.org/10.1161/CIRCRESAHA.115.306825
https://doi.org/10.1093/oxfordjournals.aje.a009158
https://doi.org/10.2337/dc13-2042
https://doi.org/10.3233/NHA-180042
https://doi.org/10.1136/bmj.n1651
https://doi.org/10.1136/bmj.k2396
https://doi.org/10.3748/wjg.v27.i34.5775
https://doi.org/10.1056/NEJMoa1212914
https://doi.org/10.1097/MED.0000000000000569
https://doi.org/10.1007/s10654-017-0246-y
https://doi.org/10.1007/s00394-018-1716-z
https://www.dovepress.com
https://www.dovepress.com


41. Steven S, Hollingsworth KG, Al-Mrabeh A, et al. Very low-calorie diet and 6 months of weight stability in type 2 diabetes: pathophysiological 
changes in responders and nonresponders [published correction appears in Diabetes Care. 2018 Apr 24;:]. Diabetes Care. 2016;39(5):808–815. 
doi:10.2337/dc15-1942

42. Lean MEJ, Leslie WS, Barnes AC, et al. Durability of a primary care-led weight-management intervention for remission of type 2 diabetes: 2-year 
results of the DiRECT open-label, cluster-randomized trial. Lancet Diabetes Endocrinol. 2019;7(5):344–355. doi:10.1016/S2213-8587(19)30068-3

43. American Diabetes Association. 10. Cardiovascular disease and risk management: standards of medical care in diabetes-2021 [published correction 
appears in Diabetes Care. 2021 Sep;44(9):2183–2185]. Diabetes Care. 2021;44(Suppl1):S125–S150. doi:10.2337/dc21-S010

44. La Sala L, Pontiroli AE. Prevention of diabetes and cardiovascular disease in obesity. Int J Mol Sci. 2020;21(21):8178. doi:10.3390/ijms21218178
45. Schmidt AB, Lund M, Corn G, et al. Dietary glycemic index and glycemic load during pregnancy and offspring risk of congenital heart defects: 

a prospective cohort study. Am J Clin Nutr. 2020;111(3):526–535. doi:10.1093/ajcn/nqz342
46. Vega-López S, Venn BJ, Slavin JL. Relevance of the glycemic index and glycemic load for body weight, diabetes, and cardiovascular disease. 

Nutrients. 2018;10(10):1361. doi:10.3390/nu10101361
47. Vlahoyiannis A, Aphamis G, Bogdanis GC, Sakkas GK, Andreou E, Giannaki CD. Deconstructing athletes’ sleep: a systematic review of the 

influence of age, sex, athletic expertise, sport type, and season on sleep characteristics. J Sport Health Sci. 2021;10(4):387–402. doi:10.1016/j. 
jshs.2020.03.006

48. Gangwisch JE, Hale L, St-Onge MP, et al. High glycemic index and glycemic load diets as risk factors for insomnia: analyses from the Women’s 
Health Initiative. Am J Clin Nutr. 2020;111(2):429–439. doi:10.1093/ajcn/nqz275

49. Vlahoyiannis A, Giannaki CD, Sakkas GK, Aphamis G, Andreou E. A systematic review, meta-analysis and meta-regression on the effects of 
carbohydrates on sleep. Nutrients. 2021;13(4):1283. doi:10.3390/nu13041283

50. Chaput JP, Tremblay MS, Katzmarzyk PT, et al. Sleep patterns and sugar-sweetened beverage consumption among children from around the world. 
Public Health Nutr. 2018;21(13):2385–2393. doi:10.1017/S1368980018000976

51. Ortega MA, Fraile-Martínez O, Naya I, et al. Type 2 diabetes mellitus associated with obesity (Diabesity). The central role of gut microbiota and its 
translational applications. Nutrients. 2020;12(9):2749. doi:10.3390/nu12092749

52. Corella D, Coltell O, Sorli JV, et al. Polymorphism of the transcription factor 7-like 2 gene (TCF7L2) interacts with obesity on type-2 diabetes in 
the PREDIMED study emphasizing the heterogeneity of genetic variants in type-2 diabetes risk prediction: time for obesity-specific genetic risk 
scores. Nutrients. 2016;8:793. doi:10.3390/nu8120793

53. Saslow LR, Mason AE, Kim S, et al. An online intervention comparing a very low-carbohydrate ketogenic diet and lifestyle recommendations 
versus a plate method diet in overweight individuals with type 2 diabetes: a randomized controlled trial. J Med Internet Res. 2017;19(2):e36. 
doi:10.2196/jmir.5806

54. Morselli L, Leproult R, Balbo M, Spiegel K. Role of sleep duration in the regulation of glucose metabolism and appetite. Best Pract Res Clin 
Endocrinol Metab. 2010;24(5):687–702. doi:10.1016/j.beem.2010.07.005

55. VanderWeele TJ. Mediation analysis: a practitioner’s guide. Annu Rev Public Health. 2016;37:17–32. doi:10.1146/annurev-publhealth-032315- 
021402

56. Dempsey PC, Matthews CE, Dashti SG, et al. Sedentary behavior and chronic disease: mechanisms and future directions. J Phys Act Health. 
2020;17(1):52–61. doi:10.1123/jpah.2019-0377

57. Walker RJ, Smalls BL, Campbell JA, Strom Williams JL, Egede LE. Impact of social determinants of health on outcomes for type 2 diabetes: 
a systematic review. Endocrine. 2014;47(1):29–48. doi:10.1007/s12020-014-0195-0

58. Kumari M, Marmot M, Rumley A, Lowe G. Social, behavioral, and metabolic determinants of plasma viscosity in the Whitehall II study. Ann 
Epidemiol. 2005;15(5):398–404. doi:10.1016/j.annepidem.2005.01.004

59. Petermann-Rocha F, Ulloa N, Martínez-Sanguinetti MA, et al. Is waist-to-height ratio a better predictor of hypertension and type 2 diabetes than 
body mass index and waist circumference in the Chilean population? Nutrition. 2020;79–80:110932. doi:10.1016/j.nut.2020.110932

60. Rosique-Esteban N, Papandreou C, Romaguera D, et al. Cross-sectional associations of objectively measured sleep characteristics with obesity and 
type 2 diabetes in the PREDIMED-Plus trial. Sleep. 2018;41. doi:10.1093/sleep/zsy190

Diabetes, Metabolic Syndrome and Obesity                                                                                       Dovepress 

Publish your work in this journal 
Diabetes, Metabolic Syndrome and Obesity is an international, peer-reviewed open-access journal committed to the rapid publication of the 
latest laboratory and clinical findings in the fields of diabetes, metabolic syndrome and obesity research. Original research, review, case reports, 
hypothesis formation, expert opinion and commentaries are all considered for publication. The manuscript management system is completely 
online and includes a very quick and fair peer-review system, which is all easy to use. Visit http://www.dovepress.com/testimonials.php to 
read real quotes from published authors.  

Submit your manuscript here: https://www.dovepress.com/diabetes-metabolic-syndrome-and-obesity-journal

Diabetes, Metabolic Syndrome and Obesity 2023:16                                                                      DovePress                                                                                                                         767

Dovepress                                                                                                                                                           Zhang et al

Powered by TCPDF (www.tcpdf.org)Powered by TCPDF (www.tcpdf.org)

https://doi.org/10.2337/dc15-1942
https://doi.org/10.1016/S2213-8587(19)30068-3
https://doi.org/10.2337/dc21-S010
https://doi.org/10.3390/ijms21218178
https://doi.org/10.1093/ajcn/nqz342
https://doi.org/10.3390/nu10101361
https://doi.org/10.1016/j.jshs.2020.03.006
https://doi.org/10.1016/j.jshs.2020.03.006
https://doi.org/10.1093/ajcn/nqz275
https://doi.org/10.3390/nu13041283
https://doi.org/10.1017/S1368980018000976
https://doi.org/10.3390/nu12092749
https://doi.org/10.3390/nu8120793
https://doi.org/10.2196/jmir.5806
https://doi.org/10.1016/j.beem.2010.07.005
https://doi.org/10.1146/annurev-publhealth-032315-021402
https://doi.org/10.1146/annurev-publhealth-032315-021402
https://doi.org/10.1123/jpah.2019-0377
https://doi.org/10.1007/s12020-014-0195-0
https://doi.org/10.1016/j.annepidem.2005.01.004
https://doi.org/10.1016/j.nut.2020.110932
https://doi.org/10.1093/sleep/zsy190
https://www.dovepress.com
http://www.dovepress.com/testimonials.php
https://www.facebook.com/DoveMedicalPress/
https://twitter.com/dovepress
https://www.linkedin.com/company/dove-medical-press
https://www.youtube.com/user/dovepress
https://www.dovepress.com
https://www.dovepress.com

	Introduction
	Materials and Methods
	Sampling Setting and Collection
	Sample Size Estimation
	Inclusion Criteria
	Exclusion Criteria
	Investigation Contents and Methods
	Questionnaire Survey
	Body Measurement
	Laboratory Testing

	Covariates
	Statistical Analysis

	Results
	The General Demographic Characteristics of Waist Circumference (WC) and BMI
	Multilevel Linear Regression Between Dependent Health Risk Factors (HRFs) and WC and BMI
	The Moderation Analysis Between SES, Diet Styles, Sleep Disorders, BMI, and WC
	The Moderation Analysis Between HbA1c, Diet Styles, Sleep Disorders, BMI, and WC
	The Mediated Moderation Analysis Between FBG, Diet Styles, Sleep Disorders, BMI, and WC
	The Mediated Moderation Analysis Between HbA1c, Diet Styles, Sleep Duration, BMI, and WC
	Sensitivity Analysis

	Discussion
	Principal Findings
	The Correlation Between Diet Styles and Diabesity
	The Results of the Conditional Process Model

	Conclusion
	Strengths and Limitations

	Data Sharing Statement
	Ethics Approval and Consent
	Acknowledgments
	Author Contributions
	Funding
	Disclosure

