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Abstract
Background: Non-HDL-C has been associated with the prognosis and long-term prognosis of acute
myocardial infarction, but the association between non-HDL-C and the occurrence of acute myocardial
infarction in the Chinese population remains unclear. The purpose of this study is to explore whether non-
HDL-C is related to the occurrence of acute myocardial infarction in the Chinese, and to further explore its
relationship with the occurrence of acute myocardial infarction in subjects with diabetes.

Methods and Results: We reviewed the medical records of patients who visited the Department of
Cardiology at the First Affiliated Hospital of the University of South China from May 1, 2012 to September
30, 2020. According to inclusion and exclusion criteria, 6558 subjects were included in the non-AMI group
and 3386 subjects were included in the AMI group. In the entire population, non-HDL-C was associated
with the incidence of acute myocardial infarction, regardless of adjustment for confounding factors. In
non-diabetic patients, non-HDL-C, HDL-C, LDL-C was found to be associated with the occurrence of acute
myocardial infarction. In subjects with diabetes, non-HDL-C was associated with AMI without adjusting
for confounding factors (Model 1) (OR: 1.268, 95%CI 1.035-1.547, P=0.022), and LDL-C was not
associated with AMI (OR: 1.129, 95%CI 0.904 -- 1.411, P=0.286), HDL-C was negatively correlated with the
incidence of acute myocardial infarction (OR: 0.577, 95%CI 0.418 -- 0.796, P < 0.001). After adjusting for
age and sex (Model 2), non-HDL-C was positively correlated with the incidence of acute myocardial
infarction (OR: 1.371, 95%CI 1.103-1.704, P=0.004), while the correlation between HDL-C and LDL-C and
acute myocardial infarction was not observed. After adjusting for age, sex, hypertension/smoking, and
BMI (Model 3), non-HDL-C was positively correlated with the incidence of acute myocardial infarction
(OR: 1.381, 95%CI 1.103-1.728, P=0.005), and no correlation was observed between HDL-C and LDL-C and
acute myocardial infarction.

Conclusions：In subjects with diabetes, after adjusting for confounders associated with coronary heart
disease, non-HDL-C was found to be associated with AMI, whereas HDL-C and LDL-C were not associated
with AMI. In addition, non-HDL-C can also be found to be related to the occurrence of acute myocardial
infarction in patients without diabetes.

1. Introduction
Acute myocardial infarction is the most severe manifestation of coronary heart disease. Nowadays, the
relationship between hypercholesterolemia and CHD has been well established, and lipid-lowering therapy
is an important strategy in primary and secondary prevention of CHD, and has achieved good clinical
prevention and treatment effect[1–5]. Non-HDL-C has been included and designated as a secondary
intervention target for patients with coronary heart disease in the Guidelines for prevention and treatment
of blood lipid in Chinese adults revised in 2016. However, non-HDL-C is more commonly referred to as a
common primary therapeutic target associated with LDL-C, or as a secondary target when triglycerides > 
200 mg/dl[6–7]. Although treatment to control LDL-C successfully reduces the risk of coronary heart
disease, there is increasing evidence that there is still a concept called residual cardiovascular risk after
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LDL-C reduction with lipid-lowering agents, which makes us have to pay attention to patients at high risk
of coronary heart disease who are still at some residual risk after LDL-C reduction[8–10]. CETP inhibitors
have been used to improve HDL levels, but no significant reduction in cardiovascular events has been
observed. This suggests that factors other than HDL concentration may be responsible for the increased
risk of CVD[11]. There is now more research supporting a relationship between reduction in non-HDL-C and
a reduction in cardiovascular risk[12]. In addition, individuals with type 2 diabetes with elevated levels of
non-HDL-C have a higher risk of cardiovascular disease compared to the general population[13].As early
as 2011, the European Society of Cardiology (ESC)/ European Atherosclerotic Society (EAS) Joint
Committee issued guidelines [14], which identified non-HDL-C and apolipoprotein B as alternative targets
of LDL-C, raising the importance of non-HDL-C in patients with diabetes. Currently, several important
guidelines, including the International Atherosclerosis Society (IAS) guideline[15], National Lipid
Association (NLA) guideline, and National Institute for Health and Care Excellence (NICE) guideline[16],
have flagged non-HDL-C as a primary therapeutic target for patients with CHD. However, blood lipids vary
widely among ethnic groups[17–19]. As far as is known, more studies have focused on the relationship
between non-HDL-C and the prediction of long-term prognosis of cardiovascular disease. Lack of studies
on the association between non-HDL-C and the incidence of acute myocardial infarction in diabetic
patients in the Chinese population, and lack of more data to support the association between the two.
Moreover, in daily clinical practice, most acute myocardial infarction patients admitted to emergency
hospitals are non-fasting, and non-HDL-C levels may be less affected by fasting state than serum
triglyceride level[20]. The present study aimed to investigate the correlation between non-HDL-C
cholesterol and the incidence of acute myocardial infarction in a Chinese population that participated in
the survey, most of whom were in non-fasting status.

2. Subjects And Methods
2.1 Study Subjects. We reviewed the medical records of patients who visited the Department of
Cardiology at the First Affiliated Hospital of the University of South China from May 1, 2012 to September
30, 2020. According to inclusion and exclusion criteria, 6558 subjects were included in the non-AMI group
and 3386 subjects were included in the AMI group. Subjects who had been diagnosed with myocardial
infarction, malignancy, mental illness, myocarditis, or regular use of lipid-lowering drugs in the past 1 year
were excluded. The subjects were selected in the non-AMI group based on the following inclusion criteria:
coronary angiography was completed and no abnormalities were found in the coronary arteries. Patients
with AMI were included in the AMI group. AMI was defined based on the universal definition criteria by the
joint European Society of Cardiology (ESC)/American College of Cardiology Foundation/American Heart
Association/World Heart Federation Task Force[21]. This study was approved by the Ethics Committee of
the First Affiliated Hospital of University of South China . 

2.2 Clinical evaluation and laboratory measurements. The patient's hospitalization information was
reviewed in detail, including resident admit notes, present history, history, personal history, progress notes,
coronary angiographic surgery record, and blood biochemical results during hospitalization. The data of
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the subjects were collected as follows: age, sex, body mass index(BMI= weight (kg)/height (m) 2),
smoking, and blood lipid indexes including TG, TC, LDL-C, HDL-C, and non-HDL-C(TC minus HDL-C).
Previous medical history includes medication history, previous hypertension and diabetes, and the
diagnosis of hypertension and diabetes at the time of hospitalization. Blood samples were collected
within 2 hours of admission from subjects with acute myocardial infarction, rather than on the status of
fasting. Measures of lipid profiles (including TC, HDL-C, LDL-C, and TG)were tested by a biochemical
autoanalyzer (Cobas 8000, Roche). The results of blood lipid in patients without myocardial infarction
were based on the results of the first blood drawing after admission (whether fasting or not).

2.3 Definition. Body mass index (BMI) is calculated by dividing weight in kilograms by height in meters
squared in kg/m2. A trained nurse placed a fist-sized cuff on the participant's right arm, measured
baseline blood pressure with a standard mercury sphygmomanometer, and the participant sat and
remained rested for more than 15 minutes. Information on smoking habits and medical history, including
cardiovascular history, hyperlipidemia, hypertension, and medication for diabetes, was collected by the
cardiovascular nurse. Hypertension was defined as systolic blood pressure ≥140 mm Hg, diastolic blood
pressure ≥90 mm Hg, and/or use of antihypertensive drugs. Diabetes was defined as non-fasting blood
glucose level ≥11.1 mmol/L (200 mg/dL), HbA1c level ≥6.5%, and/or use of antidiabetic drugs. Smoking
was defined as smoking at least 400 cigarettes a day for at least a year or in a lifetime, with one cigarette
considered equivalent to 1.25 grams of tobacco.

2.4 Statistical analysis. Baseline characteristics of participants are described using mean ± standard
 deviation (SD) for continuous variables with a normal distribution or approximate normal distribution,
median (interquartile range, IQR) for continuous variables with a skewed distribution, and number
(percent) for categorical variables. Binary logistic regression analysis was used to study the relationship
between AMI and the risk of LDL-C, HDL-C, and non-HDL-C. Multi-factors logistic regression analyses
were performed with no adjustments (model 1), after adjustment for age and gender (model 2), and after
adjustment for traditional coronary risk factors (e.g.hypertension, diabetes, smoking, BMI, ) (model 3).
Then the patients were divided into the diabetic population and non-diabetic population according to
whether they had diabetes or not, and subgroup analysis was also conducted using the above method.

3. Results
Clinical and Laboratory Characteristics of the Subjects. The clinical and laboratory characteristics of the
subjects are shown in Table 1.A total of 9,944 subjects (AMI group 6,558 and non-AMI 3,386) were
recruited. The mean age of subjects in the non-AMI group was 62.21±9.90 years, and that in the AMI
group was 66.55±11.92 years. The clinical and laboratory characteristics and univariate analysis results
of diabetic subjects are shown in Table 2, and non-diabetic subjects are shown in Table 3. In diabetic
subjects, the average levels of non-HDL-C, HDL-C and LDL-C in the AMI group were 3.34±1.16mmol/ L,
1.15±0.33mmol/ L and 2.60±1.06mmol/ L, respectively. The mean levels of non-HDL-C, HDL-C and LDL-C
in the non-AMI group were 3.00±0.96mmol/ L, 1.20±0.34mmol/ L and 2.32±0.86mmol/ L, respectively. In
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univariate analysis, the differences of non-HDL-C, HDL-C and LDL-C between the two groups were
statistically significant.

Multifactor analysis of the correlation between lipid parameters and acute myocardial infarction. Binary
logistic regression was used to analyze the correlation between lipid parameters and acute myocardial
infarction. First, the correlation between non-HDL-C, HDL-C and LDL-C was analyzed in the whole sample
population(figure 1). In model 1, non-HDL-C, HDL-C and LDL-C were mutually adjusted, and all three were
correlated with acute myocardial infarction. Non-HDL-c (p < 0.001) and LDL-C (p=0.002) were positively
correlated, while HDL-C (p < 0.001) was negatively correlated. In model 2, after adjusting for confounders
of age and sex, only non-HDL-C (p< 0.001) was positively associated with AMI, while no association was
observed between LDL-C and AMI (p=0.150). There was still a negative correlation between HDL-C (p<
0.001) and AMI. After adjusting for age, sex, smoking, hypertension, diabetes, and BMI, non-HDL-C (p<
0.001) and LDL-C (p =0.005) were positively correlated with AMI, while HDL-C (p< 0.001) was negatively
correlated with AMI in model 3. 

Next, multivariate analysis was performed in diabetic and non-diabetic subjects. It was found that in
diabetic subjects when non-HDL-C, HDL-C and LDL-C were adjusted mutually(figure 2), no correlation
between LDL-C and acute myocardial infarction was observed (p=0.286), and only non-HDL-C and HDL-C
were associated with acute myocardial infarction. In model 2, after adjusting for age and sex, the
association between HDL-C and AMI was not observed (p=0.285), as was LDL-C (0.304). In contrast, the
association between non-HDL-C and AMI was stable (p =0.004). After adjusting for age, sex,
hypertension, smoking, and BMI, only non-HDL-C showed a stable correlation with acute myocardial
infarction (p =0.005). In contrast, there was no significant association between HDL-C, LDL-C and acute
myocardial infarction. In non-diabetic subjects(figure 3), the association between non-HDL-C, HDL-C, LDL-
C and AMI was observed no matter how the confounders were adjusted. 

4. Discussion
A total of 9,944 subjects were included in this study, and the cross-sectional study was conducted data
from a full population. It was found that HDL-C and non-HDL-C were correlated with the incidence of
acute myocardial infarction in the whole sample population. This association remained significant even
after adjusting for age, sex, hypertension, diabetes, smoking and BMI. Many observational studies in
western populations have shown a significant association between non-HDL-C and coronary heart
disease[22–24]. Similarly, a Prospective study involving 27,020 participants in China found that higher
levels of non-HDL-C were associated with an increased incidence of cardiovascular disease, and the
extent to which LDL-C predicted the risk of CVD in Chinese people was similar[25]. In addition, most of the
lipid results of the patients included in this study were in the non-fasting status, indicating that the non-
HDL-C level was associated with the occurrence of acute myocardial infarction even in the non-fasting
status. Additionally, A study from Japan followed for up to 20 years reported that non-HDL-C levels were
clearly associated with future mortality by coronary heart disease, but not by stroke (The subjects were
mostly in the non-fasting status)[26].
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The total sample population was subdivided according to whether or not they had diabetes. It was found
that LDL-C, HDL-C, and non-HDL-C were associated with the occurrence of acute myocardial infarction in
the non-diabetic population after adjustment for age, sex, smoking and other factors, similar to the results
in the whole sample population. However, in diabetic patients, non-HDL-C was still associated with the
occurrence of AMI after adjustment for gender, age, smoking, hypertension, and body mass index.
Conversely, there were no significant associations between HDL-C and LDL-C and the occurrence of AMI.
In a meta-analysis of 156,381 patients with non-HDL-C, the combined RR of coronary heart disease in the
general population and patients with type 2 diabetes was 1.59(95%CI, 1.46 to 1.72) and 1.99(95%CI, 1.57
to 2.51), and indicated that elevated serum non-HDL-C level was independently associated with an
increased risk of CVD in the general population and individuals with type 2 diabetes. When comparing the
highest with the reference lower non-HDL-C level, CVD risk increased by 62% and 99% in the general
population and type 2 diabetes patients, respectively[13].

In terms of the results of this study, low levels of HDL-C did not differ statistically between the AMI group
and non-AMI group in diabetic subjects. Several studies have shown that an inverse relationship between
the antiatherosclerotic effects of HDL and the incidence of cardiovascular events, particularly concerning
reverse cholesterol transport (RCT), is increasingly being established. In addition to this protective effect,
HDL is also associated with other important functions, such as antioxidant protection, regulation of
cholesterol efflux, inhibition of cell adhesion molecule expression and leukocyte activation, and induction
of nitric oxide production[27]. Therefore, low HDL concentrations in patients with diabetes are considered
to be one of the major causes of increased cardiovascular risk. However, there have been studies that
increased patients’ HDL-C levels by using CETP inhibitors, and no significant reduction in cardiovascular
events was observed[11]. This suggests that there may be other factors besides HDL concentration that
contribute to the increased risk of cardiovascular disease in diabetic patients.

In the last few decades, low-density lipoprotein cholesterol (LDL-C) was recommended as the primary
treatment target on lipid management in CHD patients[28–30]. Selected worldwide dyslipidemia guidelines
and expert recommendations, including the American Diabetes Association/American College of
Cardiology (ADA/ACC) guidelines[31], Canadian Cardiovascular Society (CCS) guidelines[32] and European
Society of Cardiology/European Atherosclerosis Society (ESC/EAS) guidelines[33], have all identified LDL-
C targets of < 70 and < 100 mg/dl for patients at very high- and high-risk for CHD, respectively, and
recommended that first-line therapy should target LDL-C reduction. However, trials on the effectiveness of
lipid-lowering treatments suggest that the cardiovascular benefits of statins may outweigh their effect on
LDL-C levels. Studies have shown that lowering LDL-C in patients with diabetes is insufficient to reduce
cardiovascular events to the level of those without diabetes, and intravascular ultrasound studies have
shown less plaque regression in patients with diabetes after cholesterol reduction[34]. Residual
cardiovascular disease risk appears to be partially related to elevated plasma triglycerides and abnormal
metabolism of triglyceride-rich lipoproteins (TRLs). These lipoproteins are generally thought to be
composed of chylous, VLDLs, and their respective residual lipoproteins (residual lipoprotein particles),
many of which are present in intermediate-density lipoproteins[35–36]. In 2011, the Joint Committee of the
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European Society of Cardiology (ESC)/ European Atherosclerosis Society (EAS) issued guidelines similar
to the updated US 2004 guidelines (i.e., diabetes is a high-risk state with an LDL-C target < 70 mg/dl).
However, it included non-HDL-C and apolipoprotein B as alternative targets to LDL-C, mainly in patients
with T2DM[14]. Several studies in Chinese populations have shown that the association between non-
HDL-C and cardiovascular disease remains a stronger predictor of LDL-C for coronary heart disease and
ischemic stroke in urban populations and in the occupational cohorts[37]. In this study, it was found that
among diabetic participants, HDL-C, LDL-C and non-HDL-C were included in the model, and LDL-C was
not associated with the occurrence of acute myocardial infarction after adjusting for age, sex,
hypertension, BMI, smoking and other factors. Even if only HDL-C, LDL-C and non-HDL-C were mutually
adjusted, the correlation between LDL-C and the occurrence of acute myocardial infarction was not
observed.

Compared with HDL-C, non-HDL-C is associated with the occurrence of acute myocardial infarction in the
diabetic population, so more attention should be paid to non-HDL-C in diabetic patients.

Several potential limitations of this study should be considered. First, this study is a single-center study,
and the sample population is mainly Han people in the Hengyang region of China, so the generality of
other regions and races is limited. Second, data on blood pressure control at admission and history of
ACEI/ARB and β-blocker use were missing. Therefore, we cannot rule out the possible influence of the
drug on the results of the study. Third, participants in the non-AMI group were excluded from myocardial
infarction only by coronary angiography, and the presence of other diseases that may affect the outcome
was not excluded. Finally, due to the cross-sectional nature of the study, the current results only show an
association between non-HDL-C and acute myocardial infarction. Prospective basic and clinical studies
are needed to further confirm causality.

5. Conclusion
In diabetic patients, non-HDL-C was associated with the occurrence of AMI after adjustment for
confounders associated with coronary heart disease, whereas no association was observed between
HDL-C, LDL-C and AMI.

Abbreviations
AMI,acute myocardial infarction;CHD,coronary heart disease;HDL-C,high-density lipoprotein
cholesterol;LDL-C,low-density lipoprotein cholesterol;non-HDL-C,non-high-density lipoprotein
cholesterol;TG,triglycerides.

Declarations
Competing interests

There is no conflict of interest.



Page 8/13

Funding 

The present study was supported by the Natural Sciences Foundation of Hunan Province (grant no.
2019JJ50538, 2019JJ40268), Scientific Research Fund Project of Hunan Provincial Health Commission
B2019123,The Key Guiding Project of Hunan Provincial Health Commission (No. 20201920).

Ethics approval and consent to participate

The study was approved by the local ethics committee and is in accordance with the declaration of
Helsinki on ethical principles for medical research involving human subjects. Written informed consent
was obtained from all patients before participation in this study.

Consent for publication

All authors have read and approved the final version of the manuscript before submission. If the
manuscript is accepted, we approve it for publication in Cardiovascular Diabetology.

Availability of data and material

All datasets used in the current investigation are available from the corresponding author upon
reasonable request.

Authors’ contribution

Chen Chen and Su Hua wrote the manuscript. Xiaotian Luo, Jianbo Yue and Chen Chen participated in
the collection of original data. Chen Chen and Zhenwang  Tang jointly analyzed the data. Chen Chen
completed all the figures and tables. Changhui Liu , Yixin Tang and Chen Chen contributed in the
conception, design and planning of the study.All authors reviewed the manuscript.

Acknowledgements

There are no acknowledgements to this manuscript to be declared.

References
1. Hovingh GK, Davidson MH, Kastelein JJP, O'Connor AM. Diagnosis and treatment of familial

hypercholesterolaemia. Eur Heart J. 2013;34:962. 

2. Raal FJ, Hovingh GK, Catapano AL. Familial hypercholesterolemiatreatments: guidelines and new
therapies. Atherosclerosis. 2018;277:483–92. 

3. Stein EA. Management of dyslipidemia in the high-risk patient. Am Heart J. 2002;144:S43–50. 

4. Feldman HA, Zuber K, Davis J. Dyslipidemia how low should we go? Areview of current lipid
guidelines. Physician Assistant Clinics. 2017;2:633–50. 

5. Stroes E. Statins and LDL-cholesterol lowering: an overview. Curr Med ResOpin. 2005;21:S9–S16.



Page 9/13

6. Cziraky MJ, Watson KE, Talbert RL. Targeting low HDL-cholesterol to decreaseresidual
cardiovascular risk in the managed care setting[J]. J Manag Care Pharm, 2008,14 (8):S3-28; quiz
S30-21.

7. Adhyaru BB, Jacobson TA. New Cholesterol Guidelines for the Management of Atherosclerotic
Cardiovascular Disease Risk: A Comparison of the 2013 American College of Cardiology/American
Heart Association Cholesterol Guidelines with the 2014 National Lipid Association
Recommendations for Patient-Centered Management of Dyslipidemia[J]. Endocrinol Metab Clin
North Am, 2016,45(1):17-37.

8. Soran H, Dent R, Durrington P. Evidence-based goals in LDL-C reduction[J]. Clin Res Cardiol, 2017,106
(4):237-248.

9. Pradhan AD, Aday AW, Rose LM,et al. Residual Inflammatory Risk on Treatment With PCSK9
Inhibition and Statin Therapy[J]. Circulation, 2018,138 (2):141-149.

10. Lawler PR, Akinkuolie AO, Chu AY, et al. Atherogenic Lipoprotein Determinants of Cardiovascular
Disease and Residual Risk Among Individuals With Low Low-Density Lipoprotein Cholesterol[J]. J
Am Heart Assoc, 2017;6 7.

11. Srivastava RAK. Dysfunctional HDL in diabetes mellitus and its role in the pathogenesis of
cardiovascular disease. Mol Cell Biochem. 2018;440(1-2):167-187. doi:10.1007/s11010-017-3165-z

12. Nicholls SJ, Tuzcu EM, Kalidindi S, et al. Effect of diabetes on progression of coronary
atherosclerosis and arterial remodeling: a pooled analysis of 5 intravascular ultrasound trials[J]. J
Am Coll Cardiol,2008,52 (4):255-262.

13. Cao Y, Yan L, Guo N, et al. Non-high-density lipoprotein cholesterol and risk of cardiovascular disease
in the general population and patients with type 2 diabetes: A systematic review and meta-
analysis. Diabetes Res Clin Pract. 2019;147:1-8. doi:10.1016/j.diabres.2018.11.002

14. Catapano AL, Reiner Z, De Backer G, et al. ESC/EAS Guidelines for the management of
dyslipidaemias The Task Force for the management of dyslipidaemias of the European Society of
Cardiology (ESC) and the European Atherosclerosis Society (EAS)[J]. Atherosclerosis.2011,217(1):3-
46.

15. Rabar S, Harker M, O'Flynn N, Wierzbicki AS, Grp GD. GUIDELINES lipid modification and
cardiovascular risk assessment for the primary and secondary prevention of cardiovascular disease:
summary of updated NICE guidance. Bmj-Br Med J. 2014;349

16. Grundy SM, Arai H, Barter P, Bersot TP, Betteridge J, Carmena R, Cuevas A,Davidson MH, Genest J,
Kesaniemi YA, et al. An international atherosclerosis society position paper: global recommendations
for the management of dyslipidemia. Journal of Clinical Lipidology. 2013;7:561–5.

17. Boonvisut S, Nakayama K, Makishima S, et al. Replication analysis of genetic association of the
NCAN-CILP2 region with plasma lipid levels and non-alcoholic fatty liver disease in Asian and Pacific
ethnic groups. Lipids Health Dis. 2016;15:8. Published 2016 Jan 13. doi:10.1186/s12944-016-0181-z

18. Dhuper S, Bayoumi NS, Shah YD, Mehta S. Ethnic Differences in Lipid Profiles of Overweight, Obese,
and Severely Obese Children and Adolescents 6-19 Years of Age. Child Obes. 2017;13(3):236-241.



Page 10/13

doi:10.1089/chi.2016.0208

19. Gazzola K, Snijder MB, Hovingh GK, Stroes ESG, Peters RJG, van den Born BH. Ethnic differences in
plasma lipid levels in a large multiethnic cohort: The HELIUS study. J Clin Lipidol. 2018;12(5):1217-
1224.e1. doi:10.1016/j.jacl.2018.06.015

20. D. Sidhu, C. Naugler, Fasting time and lipid levels in a community-based population: a cross-sectional
study, Arch. Intern. Med. 172 (2012) 1707–1710.

21. Thygesen K, Alpert JS, Jaffe AS, et al. Fourth Universal Definition of Myocardial Infarction (2018). J
Am Coll Cardiol. 2018;72(18):2231-2264. doi:10.1016/j.jacc.2018.08.1038

22. Pischon T, Girman CJ, Sacks FM, et al. Non-high-density lipoprotein cholesterol and apolipoprotein B
in the prediction of coronary heart disease in men[J]. Circulation,2005,112(22):3375-3383.

23. Lewington S, Whitlock G, Clarke R, et al. Blood cholesterol and vascular mortality by age, sex, and
blood pressure: a meta-analysis of individual data from 61 prospective studies with 55,000 vascular
deaths[J]. Lancet,2007,370 9602:1829-1839.

24. Di Angelantonio E, Sarwar N, Perry P, et al. Major lipids, apolipoproteins, and risk of vascular
disease[J]. Jama,2009,302 (18):1993-2000.

25. Gu X, Yang X, Li Y, et al. Usefulness of Low-Density Lipoprotein Cholesterol and Non-High-Density
Lipoprotein Cholesterol as Predictors of Cardiovascular Disease in Chinese[J]. Am J Cardiol,2015,116
(7):1063-1070.

26. Ito T, Arima H, Fujiyoshi A, et al. Relationship between non-high-density lipoprotein cholesterol and
the long-term mortality of cardiovascular diseases: NIPPON DATA 90[J]. Int J Cardiol,2016,220:262-
267.

27. de Miranda Teixeira R, Cruz de Sá N, Caires Dos Santos AP, et al. HDL Particle Size and Functionality
Comparison between Patients with and without Confirmed Acute Myocardial Infarction. Cardiol Res
Pract. 2019;2019:3074602. Published 2019 Mar 3. doi:10.1155/2019/3074602

28. Dembowski E, Davidson MH. A review of lipid management in primary and secondary prevention. J
Cardiopulm Rehabil Prev. 2009;29:2–12. 

29. Shimizu R, Torii H, Yasuda D, Hiraoka Y, Kitada N, Hashida T, Yoshimoto A, Kita T, Kume N. Serum
lipid goal attainment in chronic kidney disease (CKD) patients under the Japan atherosclerosis
society (JAS) 2012 guidelines. J Atheroscler Thromb. 2015;22:949–57. 

30. Shirai K. Obesity as the core of the metabolic syndrome and the management of coronary heart
disease. Curr Med Res Opin. 2004;20:295–304.

31. Stone NJ, Robinson JG, Lichtenstein AH, Merz CNB, Blum CB, Eckel RH, Goldberg AC, Gordon D, Levy
D, Lloyd-Jones DM, et al. 2013 ACC/AHAguideline on the treatment of blood cholesterol to reduce
atherosclerotic cardiovascular risk in adults A Report of the American College of
Cardiology/American Heart Association Task Force on Practice Guidelines. Journal of the American
College of Cardiology. 2014;63:2889–934.

32. Anderson TJ, Gregoire J, Pearson GJ, Barry AR, Couture P, Dawes M, Francis GA, Genest J, Grover S,
Gupta M, et al. 2016 Canadian cardiovascular society guidelines for the Management of



Page 11/13

Dyslipidemia for the prevention of cardiovascular disease in the adult. Can J Cardiol. 2016;32:1263–
82.

33. Catapano AL, Graham I, De Backer G, Wiklund O, Chapman MJ, Drexel H, Hoes AW, Jennings CS,
Landmesser U, Pedersen TR, et al: 2016 ESC/EAS guidelines for the Management of Dyslipidaemias
the Task Force for the Management of Dyslipidaemias of the European Society of Cardiology (ESC)
and European atherosclerosis society (EAS) developed with the special contribution of the European
Assocciation for Cardiovascular Prevention & Rehabilitation (EACPR). Atherosclerosis 2016,
253:281–344.

34. Nicholls SJ, Tuzcu EM, Kalidindi S, et al. Effect of diabetes on progression ofcoronary
atherosclerosis and arterial remodeling: a pooled analysis of 5 intravascular ultrasound trials[J]. J
Am Coll Cardiol,2008,52 (4):255-262.

35. Xiao C, Dash S, Morgantini C, et al.Pharmacological Targeting of the Atherogenic Dyslipidemia
Complex: The Next Frontier in CVD Prevention BeyondLowering LDL Cholesterol[J]. Diabetes,2016,65
(7):1767-1778.

36. Sandesara PB, Virani SS, Fazio S, et al. The Forgotten Lipids: Triglycerides, Remnant Cholesterol, and
Atherosclerotic Cardiovascular Disease Risk[J]. Endocr Rev.2019,40 (2):537-557.

37. Chien KL, Hsu HC, Su TC, Chen MF, Lee YT, Hu FB. Apolipoprotein B and non-high density lipoprotein
cholesterol and the risk of coronary heart disease in Chinese. J Lipid Res 2007;48:2499e2505.

Tables
Tables 1 to 3 are available in the Supplementary Files section

Figures



Page 12/13

Figure 1

LDL-C, HDL-C and NON-HDL-C OR values and 95%CI forest plot in the whole sample population

Figure 2

LDL-C, HDL-C and NON-HDL-C OR values and 95%CI forest plot in the diabetic patients

Figure 3

LDL-C, HDL-C and NON-HDL-C OR values and 95%CI forest plot in the non-diabetic patients
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