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Abstract 
Background: Hyperuricemia is associated with coronary artery disease (CAD). 

Hypoalbuminemia is a prognostic marker of many cardiovascular diseases, including CAD.  

Objectives: This study investigates the value of the uric acid-to-serum albumin ratio (UAR) 

as a non-invasive predictor of significant CAD. 

Patients and methods: This cross-sectional study included 100 non-diabetic, normotensive 

patients tested for CAD by coronary angiography. Serum uric acid and albumin were 

measured, and UAR was calculated. On coronary angiography, coronary stenosis > 50% in at 

least one of the major coronary arteries was considered significant. 

Results: Significant coronary stenosis was found in 57 patients. Significant stenosis was 

more frequent among males and smokers. Albumin was significantly lower in patients with 

significant stenosis, while uric acid, UAR, LDL, and triglycerides were significantly higher in 

patients with significant stenosis (p< 0.001, for all). Hypoalbuminemia was significantly 

associated with coronary stenosis (p = 0.002), while hyperuricemia was not (p=0.181). The 

sensitivity and specificity of hypoalbuminemia to predict coronary stenosis was 77.2% and 

72.1%. UAR ≥ 1.56 predicts coronary stenosis with sensitivity and specificity of 71.9% and 
74.4%. Albumin, uric acid, and UAR do not expect the severity of coronary affection. 

Conclusion: Hypoalbuminemia is a valuable marker for the likelihood of severe coronary 

stenosis. Hyperuricemia is not associated with coronary stenosis, and the uric acid-to-albumin 

ratio does not improve the predictive value of hypoalbuminemia in diagnosing significant 

coronary stenosis.  
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Introduction 
Hyperuricemia is strongly associated with 

hypertension (Sun et al., 2015), type 2 

diabetes mellitus (van der Schaft et al., 
2017), and metabolic syndrome (Choi et 
al., 2007), which are well-known risk 

factors of atherosclerosis. Many 

epidemiological studies investigated the 

association between hyperuricemia and 

coronary artery disease (CAD). Numerous 

studies reported a positive correlation 

between hyperuricemia and cardiovascular 

diseases (Keenan, 2020; Çakmak et al., 
2021), whereas others did not find this 

association (Weintraub et al., 2011; 
Chien et al., 2017). A meta-analysis of 14 

studies, including 341,389 participants 

reported increased mortality risk from 

coronary heart disease (CHD) in 

association with hyperuricemia, especially 

in women. The risk of CHD mortality 

increased by 9% for every 1 mg/dL 

increase in serum uric acid (Zuo et al., 
2016). Another meta-analysis of 29 studies 

showed an increased risk of CHD 

morbidity and mortality in patients with 

hyperuricemia (Li et al., 2016).  
Serum albumin (SA), the most 

abundant human serum protein, has many 

important physiological functions, 

including anti-inflammatory, antioxidant, 

anticoagulant, and antiplatelet aggregation 

activity (Arques, 2020). Many studies 

identified hypoalbuminemia as a powerful 

prognostic marker in many diseases (Oster 
et al., 2022). In the context of 

cardiovascular disease, hypoalbuminemia 

is an independent predictor of various 

conditions such as CAD, atrial fibrillation, 

stroke, and heart failure (Arques, 2018). 
The complex interaction between 

synthesis, catabolism, and renal and 

gastrointestinal clearance of albumin 

generates albumin homeostasis (Levitt et 
al., 2016). Also, many dietary and genetic 

factors affect the development of 

hyperuricemia (Keenan, 2020). Therefore, 

Çakmak et al.(2021) used the Uric Acid-

to-Albumin Ratio (UAR) to investigate its 

relationship with the extent of CAD. They 

found that UAR is a better predictor of 

clinical outcomes than the C-reactive 

protein-to-albumin ratio in patients with 

non-ST-elevated myocardial infarction 

(Çakmak et al., 2021). 
This study aimed to investigate the 

value of the uric acid-to-serum albumin 

ratio as a non-invasive predictor of 

significant coronary artery disease in 

patients examined for ischemic heart 

disease by coronary angiography. 

Patients and Methods 
This cross-sectional study included 100 

patients recruited between January 2021 

and December 2021 from those 

investigated for ischemic heart disease 

(IHD) by coronary angiography at the 

coronary catheterization unit of Sohag 

University Hospital. The ethics committee 

approved the study (Approval no.: Soh-

Med-22-04-35), and informed consent was 

obtained from each participant. 

The exclusion criteria include 

hypertension, diabetes mellitus, chronic 

kidney disease, other cardiac illness, a 

history of gout, and patients on medication 

that may affect uric acid or serum albumin. 

All patients were subjected to 

detailed history taking and clinical 

examination. Laboratory investigations 

included serum uric acid, serum albumin, 

lipid profile, blood glucose, and renal 

function tests. The UAR was calculated as 

the ratio of serum uric acid (mg/dL) to 

serum albumin (g/dL). Electrocardiogram 

(ECG) and Echocardiography were done 

for all patients. The normal albumin levels 

were defined as 3.5 to 5.5 g/dL, and the 

normal urine acid values were defined as 

3.5 to 7.0 mg/dL.  

Selective coronary angiography 

was performed in all patients under local 

anesthesia via the femoral artery using the 

Judkins technique. The severity of each 

lesion was assessed by quantitative 

coronary angiography. The results of the 
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coronary angiography were classified into 

significant coronary stenosis (> 50%) in at 

least one of the major coronary arteries or 

Non-significant coronary stenosis (≤ 50%) 
(Weintraub et al, 2011). The results of 

the coronary angiography were then 

compared with the results of UAR. 

Statistical Analysis 
Statistical analysis was done using IBM© 

SPSS© Statistics version 25 (IBM© Corp., 

Armonk, NY, USA). Numerical data were 

expressed as mean and standard deviation. 

Qualitative data were expressed as 

frequency and percentage. The Chi-square 

test (Fisher’s exact test) was used to 

examine the relation between qualitative 

variables. For quantitative data, two 

groups were compared using an 

independent sample t-test. Comparison 

between 3 groups was made using the 

ANOVA test. The Receiver Operating 

Characteristic (ROC) curve was used to 

estimate cut-off values, Sensitivity, and 

specificity. A p-value < 0.05 was 

considered significant. 

Results 
The study included 100 patients with a 

mean age of 61.1±9.0 years. The baseline 

clinical characteristics of the patient are 

shown in (Table 1).  

Table 1. Baseline demographic, clinical, and laboratory characteristics of the studied 
group 

Variables Value 
Age (years) 60.1±9.0 

Sex (male/female) 70/30 

Smoking (Smoker/Non-smoker/Ex-smoker) 55/35/10 

BMI (kg/m
2
) 26.4±1.2 

Degree of coronary stenosis (> 50%/≤ 50%) 57/43 

Number of Vessels with significant stenosis  

1 25 (43.9%) 

2 20 (35.1%) 

3 12 (21.1%) 

Ejection fraction (%) 58.9±5.8 

Segmental wall motion abnormality 34 (34.0%) 

Diastolic Dysfunction 50 (50.0%) 

Albumin (g/dL) 3.7±0.2 

Uric acid (mg/dL) 6.0±1.0 

Uric acid-albumin ratio 1.64±0.31 

Low-density lipoprotein cholesterol (mg/dL) 120.4±27.8 

Triglycerides (mg/dL) 214.9±60.8 
     Data are presented as mean ±SD or number (%) 

 

According to the angiographic 

examination, 57 patients had significant 

coronary stenosis. Significant stenosis was 

more frequent among males and smokers. 

Albumin was significantly lower in 

patients with significant stenosis, while 

uric acid, UAR, LDL, and triglycerides 

were significantly higher in patients with 

significant stenosis than those with non-

significant stenosis (Table 2). 
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Table 2.Baseline characteristics of patients with significant compared to non-significant 
coronary stenosis 

Variables Coronary Stenosis p-value 
> 50% ≤ 50% 

Age (years) 61.0±10.5 58.8±6.6 0.214* 

Sex (male/female) 47/10 23/20 0.002§ 

Smoking (Smoker/Non-smoker/Ex-

smoker) 

39/12/6 16/23/4 0.003§ 

BMI (kg/m
2
) 26.4±1.0 26.5±1.4 0.864* 

Ejection fraction (%) 56.7±6.1 61.9±3.7 < 0.001* 

Segmental wall motion abnormality    

Yes 31 (91.2%) 3 (8.8%) < 0.001§ 

No 26 (39.4%) 40 (60.6%)  

Diastolic Dysfunction    

Yes 29 (58.0%) 21 (42.0%) 0.840§ 

No 28 (56.0%) 22 (44.0%)  

Albumin (g/dL) 3.6±0.2 3.8±0. 2 < 0.001* 

Uric acid (mg/dL) 6.4±0.9 5.5±0.8 < 0.001* 

Uric acid-albumin ratio 1.79±0.29 1.45±0.23 < 0.001* 

LDL cholesterol (mg/dL) 131.7±28.2 105.4±18.7 < 0.001* 

Triglycerides (mg/dL) 234.3±60.8 189.0±50.8 < 0.001* 
Data are presented as mean ±SD or number (%); Low-density lipoprotein cholesterol. * Independent sample t-

test; § Chi-square test. 

The serum uric acid and UAR have 

moderate sensitivity and specificity and 

comparable diagnostic accuracy in 

predicting significant coronary stenosis  

(Table 3).  

Table 3. Diagnostic accuracy of serum albumin, uric acid, and uric acid-albumin ratio 
for prediction of significant coronary stenosis 

Variables Cut-off level Sensitivity Specificity 
Serum Albumin (g/dL) ≤ 3.75 77.2% 72.1% 

Uric acid (mg/mL) ≥ 5.95 71.9% 74.4% 

Uric acid-albumin ratio ≥ 1.56 71.9% 74.4% 

However, low serum albumin 

below 3.5 gm/dL was encountered in 15 

patients; 14 of them had significant 

coronary stenosis (p = 0.002). In contrast, 

hyperuricemia (uric acid > 7.0 mg/dL) was 

not associated with significant coronary 

stenosis (p=0.181), (Table 4). 

Table 4. Association between hypoalbuminemia and hyperuricemia with significant 
coronary stenosis 

Variables Coronary Stenosis p-value§ 
> 50% ≤ 50% 

Albumin    

Hypoalbuminemia (< 3.5 g/dL) 14 (93.3%) 1 (6.7%)  

Normal (3.5-5.5 g/dL) 43 (50.6%) 42 (49.4%) 0.002 

Uric acid (mg/dL)    

Hyperuricemia (>7.0 mg/dL) 8 (80.0%) 2 (20.0%) 0.181 

Normal (3.5-7.0 mg/dL) 49 (54.4%) 41 (45.6%)  
Data are presented as numbers (%); § Fisher's Exact Test 
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Table 5. Levels of albumin, uric acid, and uric acid-albumin ratio concerning the 
number of vessels with significant stenosis 

Variables Number of vessels with significant stenosis 
p-value* 

1 2 3 
Albumin (g/dL) 3.6±0.3 3.6±0.2 3.6±0.2 0.981 

Uric acid (mg/dL) 6.2±0.8 6.5±1.0 6.6±1.0 0.305 

Uric acid-albumin ratio 1.74±0.29 1.83±0.29 1.83±0.28 0.501 
* One-way ANOVA test 

 

Regarding the number of vessels 

with significant stenosis, there were no 

visible variations in the levels of albumin, 

uric acid, or UAR between patients with 

one, two, or three considerably stenosed 

coronary arteries (Table 5). 

Discussion 
There is a growing body of evidence 

linking hypoalbuminemia to the 

development of many cardiovascular 

diseases (CVD), including ischemic heart 

diseases and stroke. Moreover, 

hypoalbuminemia appears to be a strong 

prognostic marker of CVDs, even after 

adjusting for conventional markers. In the 

current study, hypoalbuminemia (serum 

albumin < 3.5 gm/dL) was significantly 

associated with coronary stenosis (p = 

0.002). On the contrary, hyperuricemia 

(uric acid > 7.0 mg/dL) was not associated 

with coronary stenosis (p=0.181). A 

threshold for UAR of 1.56 was a useful 

marker of coronary stenosis. Nevertheless, 

it did not add to the diagnostic accuracy of 

hypoalbuminemia alone. The sensitivity 

and specificity of hypoalbuminemia were 

77.2% and 72.1%, and those of UAR was 

71.9% and 74.4%. Thus, we consider 

hypoalbuminemia alone could be a useful 

marker for the risk of significant coronary 

stenosis.  

Previous studies have reported a 

prevalence of hypoalbuminemia of about 

13% in stable coronary disease (Chien et 
al., 2017) and 20-30% in acute coronary 

syndromes and MI (González-Pacheco et 
al., 2017; Plakht, et al., 2016). Recent 

data from 4947 persons participating in the 

Atherosclerosis Risk in Communities 

(ARIC) Study revealed an association 

between hypoalbuminemia with adverse 

CV outcomes (Shannon et al., 2021). A 

significant inverse relationship between 

serum albumin level and MI risk was 

reported in the multiple risk factor 

intervention trial and the Framingham 

offspring study (Djoussé et al., 2002). The 

risk of incident MI was limited to current 

smokers in the atherosclerosis risk in 

communities study (Nelson et al., 2000). 
A prospective study on the elderly 

revealed a high risk for CAD in women 

but not men with hypoalbuminemia (Corti 
et al., 1996). Therefore, the risk 

categorization of incident CAD using 

serum albumin levels is inconsistent. 

Probably, hypoalbuminemia may have a 

direct causal effect on CAD but could be 

an indication of an underlying condition 

(Djoussé et al., 2002). 
The role of hypoalbuminemia in 

the physiopathology of CVD is possibly 

caused by the antioxidant, anti‐
inflammatory, anticoagulant, and anti-

aggregating capabilities of serum albumin. 

Serum albumin is the most important 

antioxidant in the whole blood (Taverna 
et al., 2013). It contained over 80% of the 

total plasma thiols, the scavengers of 

reactive oxygen and nitrogen species 

(Zoanni et al., 2021). The binding of free 

transition metals (copper and iron) to 

albumin can limit their availability to 

produce aggressive ROS through 

interaction with hydrogen peroxide 

(Young et al., 2001). Besides, serum 

albumin has anticoagulant and antiplatelet 

aggregation activity (Paar et al., 2017). 
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Patients with hypoalbuminemia have 

impaired cyclooxygenase-1 (COX‐1) 

inhibition and a higher incidence of long-

term cardiovascular events, especially 

coronary diseases (Sciacqua et al., 2021). 
Low serum albumin exerts its adverse 

action independent of other confounders 

like inflammation, malnutrition, or liver 

dysfunction (Manolis et al., 2022).  
Epidemiologic studies indicated 

that low serum albumin is a biomarker of 

vascular endothelial dysfunction (Arques, 
2018; Rohrmann et al., 2016). Kadono et 

al. demonstrated an association between 

hypoalbuminemia and increased risk of 

inflammation, which is the main 

mechanism of endothelial dysfunction 

(Kadono et al., 2010). Moreover, 

Kinoshita et al. showed that serum 

albumin correlated inversely with 

oxidative stress and positively with 

endothelial function in pregnant women. 

They suggested that serum albumin may 

be a significant determinant of vascular 

oxidative stress and that hypoalbuminemia 

can play a role in developing CVD 
(Kinoshita et al., 2017). Endothelial 

dysfunction is strongly involved in the 

pathogenesis of cardiovascular disorders 

(Boulanger et al., 2016). It leads to 

interrupted vascular tone, redox 

imbalance, and increased inflammation 

inside the vessel wall (Ooi et al., 2018). 
Impaired endothelium-dependent 

vasodilatation is responsible for 

atherosclerosis, among other 

cardiovascular disorders (Park K-H et al., 
2015). Besides, low albumin level after a 

percutaneous coronary intervention is an 

independent prognostic indicator of worse 

long-term outcomes ( Shiyovich et al., 
2020). 

In the current study, we did not 

find a significant association between 

hyperuricemia (uric acid > 7.0 mg/dL) and 

coronary stenosis (p=0.181). Previous 

studies have suggested that hyperuricemia 

may increase the risk of CVDs through 

endothelial dysfunction (Papežíková et 
al., 2013), oxidative stress (Sautin et al., 
2008), and inflammation (White et al., 
2016). However, other studies did not 

support a causal role between serum urate 

levels and CAD (Palmer et al., 2013; 
Keenan et al., 2016). Palmer et al., 2013 
found a causal effect between BMI, uric 

acid levels, and hyperuricemia. This effect 

proposes a role of increased BMI in the 

development of uric acid-related 

conditions. This may explain the 

inconsistent findings of these studies and 

the current one, which includes mostly 

normal-weight individuals.  

Importantly, hypoalbuminemia is a 

potentially modifiable risk factor for CAD. 

Therefore, screening for serum albumin 

levels in all patients with a possible 

diagnosis of CAD is recommended. 

Patients with low albumin should be 

subjected to the necessary investigations to 

identify the reason for hypoalbuminemia. 

Besides, they should receive aggressive 

therapy to reduce coronary risks, including 

nutritional support for those with 

malnourishment. Previous studies showed 

improved outcomes in patients with 

congestive heart failure with the correction 

of serum albumin levels (Bonilla-Palomas 
et al., 2018). Customized treatments, 

including nutritional intervention and 

albumin administration, in high-risk 

individuals with hypoalbuminemia should 

be investigated in randomized placebo-

controlled trials to explore the clinical 

efficacy and safety (Lim et al., 2012).  
We can conclude that 

hypoalbuminemia can predict significant 

coronary stenosis with a moderate 

sensitivity and specificity of 77.2% and 

72.1%, respectively. However, 

hyperuricemia alone is not associated with 

coronary stenosis. Using the uric acid-to-

albumin ratio does not improve the 

predictive value of hypoalbuminemia in 

the diagnosis of significant coronary 

stenosis. A uric acid-to-albumin ratio ≥ 
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1.56 has a sensitivity and specificity of 

71.9% and 74.4%, respectively, in 

predicting coronary stenosis.  

Hypoalbuminemia appears to be a valuable 

marker for the likelihood of severe 

coronary stenosis. Screening for serum 

albumin levels in patients suspected to 

have CAD is recommended. 

References 

 Arques S. (2018). Human serum 

albumin in cardiovascular diseases. 

Eur J Intern Med, 52:8–12.  

 Arques S. (2020). Serum albumin and 

cardiovascular disease: State-of-the-art 

review. Annales de Cardiologie et 

d’Angéiologie, 69(4):192–200.  

 Bonilla-Palomas JL, Gámez-López 
AL, Castillo-Domínguez JC, 
Moreno-Conde M, López-Ibáñez 
MC, Anguita-Sánchez M. (2018). 
Does nutritional intervention maintain 

its prognostic benefit in the long term 

for malnourished patients hospitalised 

for heart failure? Revista Clínica 

Española (English Edition), 218:58–
60.  

 Boulanger CM. (2016) 
Atherosclerosis, Thrombosis, and 
Vascular Biology. 2016; 36:e26-e31. 

 Çakmak EÖ, Bayam E, Çelik M, 
Kahyaoğlu M, Eren K, Imanov E, et 
al. (2021). Uric Acid-to-Albumin 

Ratio: A Novel Marker for the Extent 

of Coronary Artery Disease in Patients 

with Non-ST-Elevated Myocardial 

Infarction. Pulse (Basel), 8:99–107.  

 Chien SC, Chen CY, Leu HB, Su 
CH, Yin WH, Tseng WK, et al. 
(2017). Association of low serum 

albumin concentration and adverse 

cardiovascular events in stable 

coronary heart disease. Int J Cardiol 

241:1–5.  

 Choi HK, Ford ES, Li C, Curhan G. 
(2007). Prevalence of the metabolic 

syndrome in patients with gout: the 

Third National Health and Nutrition 

Examination Survey. Arthritis Rheum, 

57:109–15.  

 Corti MC, Salive ME, Guralnik JM. 
(1996). Serum albumin and physical 

function as predictors of coronary heart 

disease mortality and incidence in 

older persons. J Clin Epidemiol, 

49:519–26.  

 Djoussé L, Rothman KJ, Cupples 
LA, Levy D, Ellison RC. (2002). 
Serum albumin and risk of myocardial 

infarction and all-cause mortality in the 

Framingham Offspring Study. 

Circulation, 106:2919–24.  

 González-Pacheco H, Amezcua-
Guerra LM, Sandoval J, Martínez-
Sánchez C, Ortiz-León XA, Peña-
Cabral MA, et al. (2017). Prognostic 

Implications of Serum Albumin Levels 

in Patients with Acute Coronary 

Syndromes. Am J Cardiol; 119(7).  

 Kadono M, Hasegawa G, Shigeta M, 
Nakazawa A, Ueda M, Yamazaki M, 
et al. (2010). Serum albumin levels 

predict vascular dysfunction with 

paradoxical pathogenesis in healthy 

individuals. Atherosclerosis, 209:266–
70.  

 Keenan RT. (2020). The biology of 

urate. Seminars in Arthritis and 

Rheumatism, 50: S2–S10.  

 Keenan T, Zhao W, Rasheed A, Ho 
WK, Malik R, Felix JF, et al. (2016). 
Causal Assessment of Serum Urate 

Levels in Cardiometabolic Diseases 

through a Mendelian Randomization 

Study. J Am Coll Cardiol; 67(4): 407–
16. 

 Kinoshita H, Watanabe K, Azma T, 
Feng G-G, Akahori T, Hayashi H, et 
al. (2017). Human serum albumin and 

oxidative stress in preeclamptic 

women and the mechanism of albumin 

for stress reduction. Heliyon, 

3(8):e00369.  

 Levitt DG, Levitt MD. (2016). 
Human serum albumin homeostasis: a 

new look at the roles of synthesis, 



Elrashidy et al (2022)                                                    SVU-IJMS, 5(2):607-615 
 

 

614 

catabolism, renal and gastrointestinal 

excretion, and the clinical value of 

serum albumin measurements. Int J 

Gen Med, 9:229–55.  

 Li M, Hu X, Fan Y, Li K, Zhang X, 
Hou W, et al. (2016). Hyperuricemia 

and the risk for coronary heart disease 

morbidity and mortality a systematic 

review and dose-response meta-

analysis. Sci Rep, 6:19520.  

 Lim S-L, Lye J. (2012). Nutritional 

Intervention Incorporating Expedited 

10 g Protein Counter (EP-10) to 

Improve the Albumin and Transferrin 

of Chronic Hemodialysis Patients. 

ISRN Nutr, 2013:396570.  

 Manolis AA, Manolis TA, Melita H, 
Mikhailidis DP, Manolis AS. (2022). 
Low serum albumin: A neglected 

predictor in patients with 

cardiovascular disease. Eur J Intern 

Med.  

 Nelson JJ, Liao D, Sharrett AR, 
Folsom AR, Chambless LE, Shahar 
E, et al. (2000). Serum albumin level 

as a predictor of incident coronary 

heart disease: the Atherosclerosis Risk 

in Communities (ARIC) study. Am J 

Epidemiol, 151:468–77.  

 Ooi BK, Chan KG, Goh BH, Yap 
WH. (2018). The Role of Natural 

Products in Targeting Cardiovascular 

Diseases via Nrf2 Pathway: Novel 

Molecular Mechanisms and 

Therapeutic Approaches. Front 

Pharmacol, 9:1308. 

 Oster HS, Dolev Y, Kehat O, Weis-
Meilik A, Mittelman M. (2022). 
Serum Hypoalbuminemia Is a Long-

Term Prognostic Marker in Medical 

Hospitalized Patients, Irrespective of 

the Underlying Disease. J Clin Med, 

11(5):1207.  

 Paar M, Rossmann C, Nusshold C, 

Wagner T, Schlagenhauf A, 
Leschnik B, et al. (2017). 
Anticoagulant action of low, 

physiologic, and high albumin levels in 

whole blood. PLOS ONE. 

12(8):e0182997.  
 Palmer TM, Nordestgaard BG, Benn 

M, Tybjærg-Hansen A, Davey Smith 
G, Lawlor DA, et al. (2013). 
Association of plasma uric acid with 

ischaemic heart disease and blood 

pressure: mendelian randomisation 

analysis of two large cohorts. BMJ, 

347: f4262.  

 Papežíková I, Pekarová M, Kolářová 
H, Klinke A, Lau D, Baldus S, et al. 
(2013). Uric acid modulates vascular 

endothelial function through the down-

regulation of nitric oxide production. 

Free Radic Res, 47:82–8.  

 Park K-H, Park WJ. (2015). 
Endothelial Dysfunction: Clinical 

Implications in Cardiovascular Disease 

and Therapeutic Approaches. J Korean 

Med Sci; 30(9) 1213–25.  

 Plakht Y, Gilutz H, Shiyovich A. 
(2016). Decreased admission serum 

albumin level is an independent 

predictor of long-term mortality in 

hospital survivors of acute myocardial 

infarction. Soroka Acute Myocardial 

Infarction II (SAMI-II) project. Int J 

Cardiol, 219:20–4.  

 Rohrmann S, Garmo H, Malmström 
H, Hammar N, Jungner I, Walldius 
G, et al. (2016). Association between 

serum calcium concentration and risk 

of incident and fatal cardiovascular 

disease in the prospective AMORIS 

study. Atherosclerosis, 251: 85–93.  

 Sautin YY, Johnson RJ. (2008). Uric 

acid: the oxidant–antioxidant paradox. 

Nucleosides Nucleotides Nucleic 

Acids, 27(6):608–19.  

 Sciacqua A, Andreozzi F, Succurro 
E, Pastori D, Cammisotto V, 
Armentaro G, Mannino GC, 
Fiorentino TV, Pignatelli P, 
Angiolillo DJ, Sesti G, Violi F. 
(2021). Impaired Clinical Efficacy of 

Aspirin in Hypoalbuminemic Patients 



Elrashidy et al (2022)                                                    SVU-IJMS, 5(2):607-615 
 

 

615 

With Diabetes Mellitus. Front 

Pharmacol,12:695961.  

 Shannon CM, Ballew SH, Daya N, 
Zhou L, Chang AR, Sang Y, et al. 
(2021). Serum albumin and risks of 

hospitalization and death: Findings 

from the Atherosclerosis Risk in 

Communities study. J Am Geriatr Soc. 

69(10):2865–76.  

 Shiyovich A, Bental T, Assali A, 
Vaknin-Assa H, Kornowski R, Perl 
L. (2020). Changes over time in serum 

albumin levels predict outcomes 

following percutaneous coronary 

intervention. J Cardiol, 75:381–6.  

 Sun HL, Pei D, Lue KH, Chen YL. 
(2015). Uric Acid Levels Can Predict 
Metabolic Syndrome and 
Hypertension in Adolescents. A 10-

Year Longitudinal Study. PLoS One, 

10:e0143786.  

 Taverna M, Marie A-L, Mira J-P, 
Guidet B. (2013). Specific antioxidant 

properties of human serum albumin. 

Ann Intensive Care, 3:4.  

 van der Schaft N, Brahimaj A, Wen 
KX, Franco OH, Dehghan A. (2017). 
The association between serum uric 

acid and the incidence of prediabetes 

and type 2 diabetes mellitus: The 

Rotterdam Study. PLoS One, 

12:e0179482.  

 Weintraub WS, Karlsberg RP, 
Tcheng JE, Boris JR, Buxton AE, 
Dove JT, et al. (2011). ACCF/AHA 

2011 key data elements and definitions 

of a base cardiovascular vocabulary for 

electronic health records: a report of 

the American College of Cardiology 

Foundation/American Heart 

Association Task Force on Clinical 

Data Standards. Circulation, 124:103–
23.  

 White J, Sofat R, Hemani G, Shah 
T, Engmann J, Dale C, et al. (2016). 
Plasma urate concentration and risk of 

coronary heart disease: a Mendelian 

randomisation analysis. Lancet 

Diabetes Endocrinol, 4:327–36. 

 Young IS, Woodside JV. (2001). 
Antioxidants in health and disease. J 

Clin Pathol, 54: 176–86.  
 Zoanni B, Brioschi M, Mallia A, 

Gianazza E, Eligini S, Carini M, et 
al. (2021). Novel insights about 

albumin in cardiovascular diseases: 

Focus on heart failure. Mass Spectrom 

Rev.: e21743.  

 Zuo T, Liu X, Jiang L, Mao S, Yin 
X, Guo L. (2016). Hyperuricemia and 

coronary heart disease mortality: a 

meta-analysis of prospective cohort 

studies. BMC Cardiovasc Disord, 

16:207.  


