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Abstract 

The platelets-lymphocytes ratio (PLR) is one of the inflammatory markers of atherosclerosis. Atherosclerosis is common among 
patients with compromised immune systems, including those with systemic lupus erythematosus (SLE). The occurrence of 
atherosclerosis at an early age (accelerated atherosclerosis) will increase the mortality and morbidity of SLE patients. The aim of  
this study was to assess the relationship between PLR and carotid intima-media thickness (CIMT) in patients with SLE. A cross- 
sectional study was carried out at Dr. Zainoel Abidin Hospital, Banda Aceh from July to December 2020. The PLR was 
determined by dividing the platelet count by lymphocyte count using a calculator during regular hematological examinations, 
while CIMT was measured using B Mode Doppler ultrasonography (USG). Other hematological parameters such as hemoglobin, 
hematocrit, erythrocyte, leucocyte, and diff count were also evaluated. Data analysis was performed using SPSS software. 
Fisher’s exact test was employed to determine significant association between PLR and CIMT, and p < 0.05 was considered 
statistically significant. A total of 33 SLE patients were enrolled in the study 2 of them (6%) showed an increased CIMT, with an 
average age of 53.5 ± 2.12 years and diagnosis duration of 78 (12-144) months. Increased PLR was observed in 54.5% (18) of the 
patient, where one of them was noticed the thickening of the carotid intima-media as well. However, the result of Fisher's exact 
analysis suggested no significant relationship between PLR and CIMT in the patients with SLE (p = 1,000). 
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1. Introduction 

Atherosclerosis is one of the leading causes of vascular disease worldwide. The main clinical manifestations 
include ischemic heart disease, ischemic stroke, and peripheral arterial diseases. Despite a dramatic decline in the 
incidence and mortality from ischemic stroke and vascular disease has been depicted in most low-, middle-, and 
high-income countries for several past decades, mortality from ischemic heart disease has been reportedly more 
variable. Some countries reported decreased probability, while others reported an increase, especially in Eastern 
Europe and Asia [1]. In the UK, CHD remains the biggest killer although the rate of death from coronary heart 
disease (CHD) has been decreasing slowly in younger age groups. Approximately 80.000 deaths (ratio of 2:1 male 
vs female) were reported in 2010 due to CHD. CHD has also been the most common cause of death in other 
European countries, causing more than 681.000 deaths per year in the European Union [2]. In Indonesia, the 
estimated prevalence of CHD was 0.5%, affecting approximately 883.447 people [3]. 

Atherosclerosis is common among patients with compromised immune systems. In systemic lupus 
erythematosus (SLE), atherosclerosis can occur at a relatively young age of onset (accelerated atherosclerosis), 
resulting in high rates of morbidity and mortality as a result of cardiovascular disorders. An increased risk of 
cardiovascular diseases in SLE patients was first reported in 1976. In the study regarding the bimodal mortality 
pattern of SLE, infection and cardiovascular disorders were suggested as the main causes of morbidity and mortality 
among SLE patients [4]. The prevalence of carotid plaque was also reportedly twice higher in SLE patients 
compared to those of the normal population, along with faster plaque progression and rapid destruction of the 
vascular wall due to the ineffectiveness of the repair mechanism [5, 6]. 

A study reported a significantly higher carotid intima-media thickness (CIMT) in patients with SLE compared 
to the controls [7]. CIMT has been suggested as an early marker of subclinical atherosclerosis [8]. Inflammation 
plays a central role both in the initiation and in the development of the atherosclerotic process [9]. Platelet to 
lymphocyte ratio (PLR) has been widely recognized as a common biomarker of inflammation and is often used to 
predict disease activities in patients with SLE [10, 11]. In addition, PLR was independently and positively associated 
with the severity of atherosclerosis. PLR is an expensive and easy-to-apply indicator for predicting the severity of 
coronary heart disease (CHD) [7, 9, 10, 12, 13]. In Indonesia, however, studies regarding the association of PLR and 

136

www.ijrp.orgIJRP 2022, 102(1), 136-141; doi:.10.47119/IJRP1001021620223246



  

CIMT in SLE patients are still limited. Therefore, this study sought to evaluate the relationship between PLR and 
CIMT among the patients with SLE. 

 
2. Methods 

A cross-sectional study was conducted among registered systemic lupus erythematosus (SLE) patients at Dr. 
Zainoel Abidin Hospital, Banda Aceh from July to December 2020. The patients aged over 18 years, diagnosed with 
LES according to American College of Rheumatology (ACR) 1997 criteria, and undergoing outpatient treatment in 
rheumatology division of internal medicine were included in the study. On the other hand, the patients who were 
pregnant, had severe LES or LES accompanied by thrombocytopenia, had chronic kidney disease undergoing 
hemodialysis treatment, and those with malignancy were excluded. Ethical Approval was obtained from the 
Institutional Review Board of Faculty of Medicine, Universitas Syiah Kuala/ Dr. Zainoel Abidin Hospital Banda 
Aceh (085/EA/FK-RSUDZA/2020). 

Two variables were used in the study: independent (the platelets-lymphocytes ratio, PLR) and dependent (the 
carotid intima-media thickness, CIMT). The PLR was determined by dividing the platelet count by lymphocyte 
count using a calculator during a routine blood screening. Other hematological parameters such as hemoglobin, 
hematocrit, erythrocyte, leucocyte, and diff count were also evaluated. CIMT was measured using B Mode Doppler 
ultrasonography (USG) at several anatomical points on the carotid artery. CIMT values of <0.9 mm was considered 
normal; > 0.9 mm (thickened); and >1.2 mm (atherosclerosis plaque) (24). Several demographic (age, gender) and 
clinical characteristics (duration of disease diagnosis, medicamentosa, and comorbidities) of the patients were also 
recorded. 

Data analysis was performed using SPSS software. Categorical variables were expressed as number and 
percentage (%), while quantitative variables were presented as mean ± SD (standard deviation) and median range 
(min-max). Univariate analysis was done to provide the distribution of frequency of each tested variable, whereas 
bivariate analysis using Fisher’s exact test was performed to identify the association between PLR and the CIMT. 
Variables examination was done at a 95% confidence interval and a p-value of ≤ 0.05 was considered statistically 
significant. 

 
3. Result 

A total of 33 SLE patients were included in the study and most of them (48.4%) aged between 26-35 years. The 
patients’ characteristics based on the carotid intima-media thickness are presented in Table 1. The vast majority of 
patients (31 participants, 94%) had a normal CIMT, whereas 2 (6%) patients were found with thickened carotid 
intima-media, with an equal contribution between males and females (50% each). There was a significant difference 
in ages between those who have normal and thickened tunica intima (p-value <0,001) with an average age gap of 
20.92 years. The thickening of tunica intima occurred in the patients between 44-55 years of age (mean: 53 years). 
No significant difference was noticed between the two groups in terms of gender, duration of the disease diagnosis, 
and medicamentosa. The average duration of the disease diagnosis was 24 months in the patients with a normal 
CIMT and 78 months in those with thickened intima-media. The PLR median was found higher, but not statistically 
significant, in the patients with normal CMIT (normal: 209 vs thickened: 129.26) (Table 1). There was also no 
significant difference (p-value > 0.05) in all of the hematological parameters between the two groups of the patients 
(normal and thickened tunica intima) (Table 2). 

The association between the PLR and CIMT is shown in Table 3. Most of the patients (51.5%) with elevated 
PLR had a normal CIMT. There was only 1 patient (3%) found with an increased PLR along with the thickening of 
the carotid intima-media. Fisher’s exact analysis suggests no significant relationship between the PLR and CIMT (p- 
value = 1.000) among the patients with SLE in the present study. 

 
4. Discussion 

We conducted a cross-sectional study among the systemic lupus erythematosus (SLE) patients at Dr. Zainoel 
Abidin Hospital, Banda Aceh. SLE is a complex autoimmune disease with unknown etiology, yet presents with 
highly variable prognoses and clinical manifestations [14]. Our data suggested that women and those aged between 
26-35 (mean age: 32.6 years) were more likely to suffer from SLE (Table 1). Previous studies have reported that the 
common ages for women diagnosed with SLE were 30-40 years [15], with the peak incidence occurring in the late 
(60 years) age group [16]. Age has been recognized as one of the multifactorial etiologies in SLE and is presumably 
associated with the use of hormonal contraception at both productive and menopause periods, causing the alteration 
in the hormonal mechanisms [15, 17]. 

137

www.ijrp.org

Kurniadi Abdullah / International Journal of Research Publications (IJRP.ORG)



  

Table 1. Baseline characteristics of the patients based on tunica intima thickness 
 

Characteristics   Tunica Intima Thickness  P-value 

 
 
 
 
 
 
 
 
 
 
 
 
 
 

Table 2. Hematological examinations of the patients 
 

Characteristics   Tunica Intima Thickness  P-value 

 
 
 
 
 
 
 
 
 
 
 

*Fisher’s exact test 

Studies have reported a higher risk of atherosclerosis in individuals with SLE [10, 18, 19]. Atherosclerosis is 
associated with the thickening or narrowing of the arteries as a result of plaque buildup [10, 20]. In SLE patients, 
atherosclerosis can also occur at a relatively young age (20-29 years) due to the early onset of vascular damage [21, 
22]. In our study, however, the thickening of the intima-media was observed in the age group of 46-55 years (mean: 

 Normal Thickened  

Gender, n (%)   0.335 
Male 5 (16.1) 1 (50)  

Female 26 (83.9) 1 (50)  

Age (year), mean ± SD 32.6 ± 7.83 53.5 ± 2.12 <0.001* 
Age groups (year), n (%)   0.001* 

18 – 25 5 (16.1) 0  

26 – 35 15 (48.4) 0  

36 – 45 9 (29) 0  

46 – 55 2 (6.5) 2 (100)  

Duration of the diagnosis (month), Median (min-max) 24 (1-96) 78 (12-144) 0.545 
Medicamentosa, n (%)   0.118 

Mycophenolate Mofetil 4 (12.9) 1 (50)  

Mycophenolate mofetil + Methylprednisolone 18 (58.1) -  

Leflunomide + Methylprednisolone 1 (3,2) -  

Cyclosporine 1 (3.2) 1 (50)  

Cyclosporine + Methylprednisolone 3 (9.7) -  

Hydroxychloroquine 1 (3.2) -  

Methylprednisolone 3 (9.7) -  

Comorbidities, n (%)   0.006* 
Hypertension 1 (3.2) 2 (100)  

None 30 (96.8) 0  

 209 129.26 1.000 
PLR, median (min-max) (76–520.8) (35.18 – 223.3)  

 

 Normal Thickened  

Hemoglobin, mean ± SD 11.7 ± 1.62 12.5 ± 0.98 0.482 
Hematocrit, mean ± SD 38.4 ± 3.26 42.5 ± 0.7 0.097 
Erythrocyte, mean ± SD 4.3 ± 0.63 4.3 ± 0.14 0.989 
Leucocyte, mean ± SD 6,879.7 ± 3043.07 8,650 ± 2474.87 0.429 
Thrombocyte, mean ± SD 283,716.9 ± 114,428.12 233,000 ± 41,012.19 0.542 
Eosinophil, median (min-max) 0 (0 – 2) 0 (0 – 1) 0.496 
Basophil, median (min-max) 0 (0 – 1) 0 (0) 0.379 
Band neutrophil, median (min- 1 (0 – 3) 1 (1 – 2) 0.18 
max)    

Segmented neutrophil, median 64 (19 – 84) 52 (38 – 66) 0.385 
(min-max)    

Lymphocyte, median (min-max) 24 (8 – 72) 36 (17 – 55) 0.428 
Monocyte, median (min-max) 8 (2 – 26) 12 (10 – 14) 0.184 

 
Table 3. The association between the PLR and the CIMT in the patients with SLE 

     Carotid arterial tunica intima-media  P-value*  

  Thickened Normal   

PLR, n (%) Increased 1 (3) 17 (51.5) 1.000  

 Normal 1 (3) 14 (42.5)   
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53.5 years), and a significant difference in age was depicted between the patient with normal and thickened intima- 
media (p-value < 0.001) (Table 1). Age has been significantly associated with the development of atherosclerosis in 
SLE patients as it affects the progressivity of plaque, tunica intima thickness, and coronary arterial calcium [21, 23, 
24], and the risk increases at the age of over 45 years in males and over 55 years in females [18, 25]. Other studies 
suggested that the highest prevalence occurred in the age group of 30-49 and the risk was twice to five times higher 
in the late-onset SLE [21, 26]. The exacerbation of various atherogenic risk factors in the elderly has contributed to 
the development of atherosclerosis in patients with SLE [22]. 

PRL has been considered a potential biomarker of inflammation and is associated with the severity of 
atherosclerosis [9, 11, 13]. Palette plays an important role in the early process of plaque formation, while 
lymphocytes serve as a marker of chronic inflammation. Our data revealed that more than half of the patients (18 out 
of 33, 54.5%) had an increase in PLR (Table 3). The exacerbation in PLR provides an overview of the inflammation 
and stability of atherosclerotic plaques, as well as indicates the activities of SLE disease itself [11]. Studies have 
demonstrated that PLR increased in patients with coronary heart disease, aortic stenosis, heart failure, renal failure, 
malignancy, and SLE [27, 28]. Elevated platelet count or platelet activation contribute to the atherosclerosis onset 
and development, and decreased lymphocyte count has been reportedly related to major negative cardiovascular 
events in patients with coronary heart disease [29]. 

Furthermore, platelets are associated with the pathogenesis of SLE. Compared to healthy individuals, platelet 
activation is higher in SLE patients as a result of increased production of thromboxane and く-thromboglobulin. 
Platelet and lymphocyte levels tend to decrease in SLE patients, and thrombocytopenia is one of the criteria 
indicating disease progression and poor prognosis. A low platelet count is presumably caused by the presence of 
platelet sequestration in blood vessels due to the presence of immune complexes in the circulation [30, 31]. The 
condition of lymphopenia in SLE patients is related to the presence of systemic inflammatory response in the 
pathogenesis of the disease. Thus, there is a relationship between platelet and lymphocyte levels with the overall 
pathogenesis of SLE [30]. 

CIMT has been widely recognized as a marker of subclinical atherosclerosis. CIMT examination is useful for 
predicting the incidence of atherosclerosis and cardiovascular events. It has been suggested as a risk factor for 
cardiovascular disease and potentially indicates the progression of atherosclerosis within blood vessels [8, 32]. A 
significant difference in CIMT between SLE patients and control (patients without SLE) has been reported [33]. In 
addition, CIMT was found to be positively correlated with PLR in hemodialysis patients, and PRL has been 
suggested as one of the independent predictors of CIMT [34]. Other studies exhibited a significant relationship 
between lymphopenia and CIMT progression (p < 0.05) in SLE patients. Lymphopenia in SLE has been associated 
with disease activity and the use of glucocorticoid and methotrexate therapy [24]. Long-term treatment with high- 
dose steroids can trigger the exacerbation of SLE and enhance the risk of cardiovascular complications in the 
patients [26]. History of lupus nephritis and the use of higher doses of corticosteroids also increased the 
development of CIMT in SLE patients [24, 35]. 

In the current investigation, 2 out of 33 SLE patients (6%) had a rise in CIMT, and one of them was discovered 
with exacerbated PLR as well (Table 3). However, unlike those reported in previous studies, the result of Fisher’s 
exact analysis suggested no significant association between PLR and CIMT in the patients with SLE in the current 
investigation (p > 0.05) (Table 3). In addition, PLR median was found higher in SLE patients with normal CIMT 
compared to those with thickened carotid intima-media (normal: 209 vs thickened: 129.3). The use of different 
therapies for SLE treatment and different number of samples utilized in the current study might have contributed to 
these contrary findings [36]. 

 
5. Conclusion 

In total, 33 SLE patients were enrolled in the study and more than 50% had increased PLR levels. Most of the 
patients (94 %) also showed a normal thickness of the carotid tunica intima (< 0.9 mm). However, one patient was 
found with an increased level of PLR along with the thickening of the tunica intima. The result of Fisher’s exact test 
suggests no significant association between the PRL and CIMT in the patients with SLE (p-value > 0.05). Further 
investigation or a prospective cohort study regarding the correlation between PLR and CIMT involving a larger 
number of samples should be conducted to obtain a more definitive conclusion. 

 
Acknowledgment 

The author would like to thank Universitas Syiah Kuala and all the staff at Dr. Zainoel Abidin Hospital for the 
assistance during the study. 

139

www.ijrp.org

Kurniadi Abdullah / International Journal of Research Publications (IJRP.ORG)



  

References 

1. Herrington W, Lacey B, Sherliker P, Armitage J, Lewington S. Epidemiology of atherosclerosis and the 
potential to reduce the global burden of atherothrombotic disease. Circulation Research. 2016; 118(4): 535-46. 

2. Wong MC, Wang HH. Rapid emergence of atherosclerosis in Asia: a systematic review of coronary 
atherosclerotic heart disease epidemiology and implications for prevention and control strategies. Current 
Opinion in Lipidology. 2015; 26(4): 257-69. 

3. Kemenkes R. Pusat Data dan Informasi Kementerian Kesehatan RI: Situasi Kesehatan Jantung. Jakarta: 
Kemenkes. 2013. 

4. Urowitz MB, Bookman AA, Koehler BE, Gordon DA, Smythe HA, Ogryzlo MA. The bimodal mortality 
pattern of systemic lupus erythematosus. The American Journal of Medicine. 1976; 60(2): 221-5. 

5. Kahlenberg JM, Kaplan MJ. The interplay of inflammation and cardiovascular disease in systemic lupus 
erythematosus. Arthritis Research & Therapy. 2011; 13(1): 1-10. 

6. Roman MJ, Shanker B-A, Davis A, Lockshin MD, Sammaritano L, Simantov Ret al. Devereux RB. Prevalence 
and correlates of accelerated atherosclerosis in systemic lupus erythematosus. New England Journal of 
Medicine. 2003; 349(25): 2399-406. 

7. Khairy N, Ezzat Y, Naeem N, Taha R, Wesam R. Atherosclerosis biomarkers in female systemic lupus 
erythematosus patients with and without cardiovascular diseases. The Egyptian Rheumatologist. 2017; 39(1): 7- 
12. 

8. Li X, Shen J, Lu Z, Chen M, Fang X, Wang G. High neutrophil佻to佻lymphocyte ratio is associated with increased 
carotid artery intima佻media thickness in type 2 diabetes. Journal of Diabetes Investigation. 2017; 8(1): 101-7. 

9. Balta S, Ozturk C. The platelet-lymphocyte ratio: a simple, inexpensive and rapid prognostic marker for 
cardiovascular events. Platelets. 2015; 26(7): 680-1. 

10. Akboga MK, Canpolat U, Yayla C, Ozcan F, Ozeke O, Topaloglu S, Aras D. Association of platelet to 
lymphocyte ratio with inflammation and severity of coronary atherosclerosis in patients with stable coronary 
artery disease. Angiology. 2016; 67(1): 89-95. 

11. Wu Y, Chen Y, Yang X, Chen L, Yang Y. Neutrophil-to-lymphocyte ratio (NLR) and platelet-to-lymphocyte 
ratio (PLR) were associated with disease activity in patients with systemic lupus erythematosus. International 
Immunopharmacology. 2016; 36: 94-9. 

12. Galkina E, Ley K. Immune and inflammatory mechanisms of atherosclerosis. Annual Review of Immunology. 
2009; 27. 

13. Moore KJ, Tabas I. Macrophages in the pathogenesis of atherosclerosis. Cell. 2011; 145(3): 341-55. 
14. Undang-undang HCD. Rekomendasi Perhimpunan Reumatologi Indonesia Untuk Diagnosis dan Pengelolaan 

Lupus Eritematosus Sistemik. 
15. Bae EH, Lim SY, Han K-D, Jung J-H, Choi HS, Kim HYet al. Kim SW. Trend of prevalence and incidence of 

systemic lupus erythematosus in South Korea, 2005 to 2015: a nationwide population-based study. The Korean 
Journal of Internal Medicine. 2020; 35(3): 652. 

16. Brinks R, Fischer-Betz R, Sander O, Richter J, Chehab G, Schneider M. Age-specific prevalence of diagnosed 
systemic lupus erythematosus in Germany 2002 and projection to 2030. Lupus. 2014; 23(13): 1407-11. 

17. Rees F, Doherty M, Grainge MJ, Lanyon P, Zhang W. The worldwide incidence and prevalence of systemic 
lupus erythematosus: a systematic review of epidemiological studies. Rheumatology. 2017; 56(11): 1945-61. 

18. Bayturan O, Tuzcu EM, Lavoie A, Hu T, Wolski K, Schoenhagen Pet al. Nicholls SJ. The metabolic syndrome, 
its component risk factors, and progression of coronary atherosclerosis. Archives of Internal Medicine. 2010; 
170(5): 478-84. 

19. Frieri M. Accelerated atherosclerosis in systemic lupus erythematosus: role of proinflammatory cytokines and 
therapeutic approaches. Current Allergy and Asthma Reports. 2012; 12(1): 25-32. 

20. SA P, LM W. Patofisiologi: Konsep klinis proses-proses penyakit. Jakarta: EGC; 2005. 
21. Katz G, Smilowitz NR, Blazer A, Clancy R, Buyon JP, Berger JS, editors. Systemic lupus erythematosus and 

increased prevalence of atherosclerotic cardiovascular disease in hospitalized patients. Mayo Clinic 
Proceedings; 2019: Elsevier. 

22. Sozeri B, Deveci M, Dincel N, Mir S. The early cardiovascular changes in pediatric patients with systemic 
lupus erythematosus. Pediatric Nephrology. 2013; 28(3): 471-6. 

23. Kiani AN, Post WS, Magder LS, Petri M. Predictors of progression in atherosclerosis over 2 years in systemic 
lupus erythematosus. Rheumatology. 2011; 50(11): 2071-9. 

140

www.ijrp.org

Kurniadi Abdullah / International Journal of Research Publications (IJRP.ORG)



  

24. Huang YL, Chung HT, Chang CJ, Yeh KW, Chen LC, Huang JL. Lymphopenia is a risk factor in the 
progression of carotid intima佻media thickness in juvenile佻onset systemic lupus erythematosus. Arthritis & 
Rheumatism: Official Journal of the American College of Rheumatology. 2009; 60(12): 3766-75. 

25. Rafieian-Kopaei M, Setorki M, Doudi M, Baradaran A, Nasri H. Atherosclerosis: process, indicators, risk 
factors and new hopes. International Journal of Preventive Medicine. 2014; 5(8): 927. 

26. Schoenfeld SR, Kasturi S, Costenbader KH, editors. The epidemiology of atherosclerotic cardiovascular disease 
among patients with SLE: a systematic review. Seminars in Arthritis and Rheumatism; 2013: Elsevier. 

27. Hansson GK. Inflammation, atherosclerosis, and coronary artery disease. New England Journal of Medicine. 
2005; 352(16): 1685-95. 

28. İdil Soylu A, Arıkan Cortcu S, Uzunkaya F, Atalay YO, Bekçi T, Güngör L, Belet Ü. The correlation of the 
platelet-to-lymphocyte ratio with the severity of stenosis and stroke in patients with carotid arterial disease. 
Vascular. 2017; 25(3): 299-306. 

29. Zhou D, Wang G, Fan Y, Wan Z, Liu X. Platelet to lymphocyte ratio is associated with the severity of coronary 
artery disease and clinical outcomes of percutaneous coronary intervention in the Chinese Han population. 
Experimental and Therapeutic Medicine. 2017; 13(2): 731-8. 

30. Qin B, Ma N, Tang Q, Wei T, Yang M, Fu Het al. Zhong R. Neutrophil to lymphocyte ratio (NLR) and platelet 
to lymphocyte ratio (PLR) were useful markers in assessment of inflammatory response and disease activity in 
SLE patients. Modern Rheumatology. 2016; 26(3): 372-6. 

31. Linge P, Fortin PR, Lood C, Bengtsson AA, Boilard E. The non-haemostatic role of platelets in systemic lupus 
erythematosus. Nature Reviews Rheumatology. 2018; 14(4): 195-213. 

32. Przywara-Chowaniec B, Gawlikowski M, Paluch M, Opara M, Pluszczyk M, Puzio A, Nowalny-Kozielska E. 
Evaluation of the intima-media complex in patients with systemic lupus erythematosus. Kardiochirurgia i 
Torakochirurgia Polska= Polish Journal of Cardio-Thoracic Surgery. 2014; 11(1): 63. 

33. Cacciapaglia F, Zardi E, Coppolino G, Buzzulini F, Margiotta D, Arcarese Let al. Afeltra A. Stiffness 
parameters, intima-media thickness and early atherosclerosis in systemic lupus erythematosus patients. Lupus. 
2009; 18(3): 249-56. 

34. Yasemın K, Yaman M, Karataş A, Tuba G, KAYGISIZ Ş, Altaş Het al. Ahmet K. Platelet Lymphocyte Ratio is 
Associated with Carotid Atherosclerosis in Hemodialysis Patients. Middle Black Sea Journal of Health Science. 
2018; 5(3): 199-205. 

35. Ajeganova S, Gustafsson T, Lindberg L, Hafström I, Frostegård J. Similar progression of carotid intima–media 
thickness in 7-year surveillance of patients with mild SLE and controls, but this progression is still promoted by 
dyslipidaemia, lower HDL levels, hypertension, history of lupus nephritis and a higher prednisolone usage in 
patients. Lupus Science & Medicine. 2020; 7(1): e000362. 

36. Haque S, Gordon C, Isenberg D, Rahman A, Lanyon P, Bell Aet al. Scott DG. Risk factors for clinical coronary 
heart disease in systemic lupus erythematosus: the lupus and atherosclerosis evaluation of risk (LASER) study. 
The Journal of Rheumatology. 2010; 37(2): 322-9. 

141

www.ijrp.org

Kurniadi Abdullah / International Journal of Research Publications (IJRP.ORG)


