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Abstract Introduction: It is recognized that obesity is associated with a chronic low-grade inflammation and activation of immune 

system. Serum sialic acid and C-reactive protein (CRP) are markers of inflammation. Aims and Objectives: The aim of 

our study was to evaluate the serum concentrations of high-sensitivity CRP (hs-CRP) and total sialic acid and the 

conventional cardiovascular risk factors like lipid parameters, blood pressure and blood glucose in obese subjects and to 

find the possible correlations between these factors in such patients. Methodology: We studied 50 obese subjects and 50 

non obese controls, between the age group of 20 and 60 years. Lipid profile, hs- CRP, total sialic acid, fasting blood 

sugar, body mass index and waist hip ratio were determined in the two groups. Quantitative data of the two groups were 

expressed as mean and standard deviation and compared by unpaired ‘t’ test. Association between hs - CRP and total 

sialic acid with the various metabolic and anthropometric variables was assessed by Pearson correlation. A ‘p’ value less 

than 0.05 is considered significant. Results: Serum total sialic acid and lipid levels were significantly elevated in the 

obese group compared to the non-obese group (p<0.05). There was significant correlation between hs - CRP and total 

sialic acid with body mass index, waist hip ratio blood pressure and lipid parameters (p<0.05). Conclusions: Our 

findings suggest that in obesity, there is an association between serum sialic acid and hs- CRP levels with obesity indices, 

and various conventional cardiovascular risk factors like lipid profile, increased BP and blood sugar, thus contributing to 

cardiovascular risk. 
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INTRODUCTION 
Obesity is apublic health problem affecting countries rich 

and poor in epidemic proportions. An estimated 500 

million adults worldwide are obese. About 1.5 billion are 

overweight or obese
1
. Worldwide obesity has more than 

doubled since 1980. In 2014 more than 1.9 billion adults, 

18 years and older were overweight. Studies from 

different parts of India have provided evidence of the 

rising prevalence of obesity
2,3

. The ICMR-INDIAB study 

(Phase I) (2015), showed the prevalence of obesity not 

only in urban areas, but also in rural areas in India and 

that the prevalence of abdominal obesity was higher than 

generalized obesity and urban residents had a higher 

prevalence of both forms of obesity, that is abdominal as 

well as general obesity than rural residents
4
. Obesity is a 

consequence of many factors like increased energy 

consumption and reduced physical exercise. Obesity and 

inflammation have been associated with type 2 diabetes, 

cardiovascular disease, hypertension, stroke and gall 

bladder disease
5
. Obesity is commonly associated with 

other metabolic disorders as hyperglycemia and 

hypertriglyceridaemia, which are well known risk factors 
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for developing non alcoholic fatty liver disease 

(NAFLD)
6
. Inflammation is a physiological response of 

the organism to harmful stimuli, which is necessary to 

restore homeostasis altered by the diverse stimuli. The 

normal acute inflammatory response involves the delivery 

of plasma components and leucocytes to the site of insult 

and is initiated by tissue - resident macrophages and the 

mast cells. This leads to production of different types of 

inflammatory mediators
7
. The activated endothelium 

allows extravasation of neutrophils and soluble 

components to the tissue, where they become activated. 

These activated neutrophils release toxic agents and 

proteolytic enzymes and thus eliminate the injurious 

agent. This leads to resolution of inflammation and tissue 

repair. This is achieved by switching the lipid mediators 

from proinflammatory to anti inflammatory ones and by 

the action of tissue resident and newly recruited 

macrophages
8
. Tissue leucocytes undergo apoptosis, 

which are then phagocytosed by macrophages which 

leave the inflammation site by lymphatic drainage. The 

apoptosis of inflammatory cells is essential for the 

resolution of inflammation. After engulfing these 

apoptotic cells, the macrophages release anti-

inflammatory signals such as interleukin (IL)-10 and 

transforming growth factor-beta(TGF-β)
9
. However if 

these mechanisms fail, the inflammatory process persists 

and a state of chronic inflammation may arise. It has 

recently been demonstrated that the chronic inflammation 

associated with morbid obesity is characterized by a 

continuous activation of the innate immune system
10

. 

Several chronic diseases involve an inflammatory 

response characterized by the increase of cytokines and 

serum concentration of acute - phase reactants such as 

fibrinogen, C-reactive protein (CRP), complement, serum 

amyloid A, haptoglobin, sialic acid and low albumin 

concentrations
11

. The CRP is a sensitive acute phase 

reactant and a marker of systemic inflammation, the 

serum concentration of which increases rapidly in 

response to a variety of stimuli. It is present in low 

concentration under normal conditions
12,13

. C-reactive 

protein (CRP) is shown to be related to diseases including 

cardio vascular disease and Type II Diabetes
14 -17

. The 

serum sialic acid is a marker of acute phase response. 

This is because many of the acute phase proteins like 

haptoglobin, alpha 1- acid glycoprotein, fibrinogen, 

transferrin, complement, alpha-1 antitrypsin, etc are 

glycoproteins with sialic acid on the terminal sugar of the 

oligosaccharide chain. These glycoproteins together 

explain 70% of the total serum sialic acid concentration
18

. 

It is the most stable acute- phase marker and also a useful 

indicator of overall acute- phase response. In the same 

way as CRP, sialic acid has been shown to be associated 

with cardiovascular disease
19 

and type II diabetes
20

. This 

study examines the relationship between inflammatory 

markers CRP and sialic acid with various metabolic and 

anthropometric variables in overweight and obese 

population. 

 

MATERIALS AND METHODS 
This was a case control study carried out in the obesity 

clinic of Government Medical College, 

Thiruvananthapuram, Kerala. The study was conducted 

after getting approval from the Institutional ethical 

committee according to the provisions of Helsinki 

declaration. A written informed consent was obtained 

from the participants. The study subjects included 50 

obese subjects and 50 non-obese controls between the age 

group 20 and 60 years. The study groups were grouped as 

obese and non-obese based on the WHO criteria of 

obesity in adult Asians
21

. Height and weight were 

recorded for all subjects. The Body Mass Index (BMI) 

was calculated from the formula: BMI = Body weight in 

kg / height in m
2
. Those with a BMI more than 25 were 

grouped as obese and those with a BMI less than 25 were 

grouped as non-obese. Subjects with known Diabetes, 

treated dyslipidaemia, known hypertension, chronic 

inflammatory conditions, liver disease, malignancy, 

polycystic ovarian syndrome, pregnant ladies, smokers 

and alcoholics were excluded from the study. Blood 

pressure was measured twice using a sphygmomanometer 

from the right arm of the seated participant after 10 

minutes rest. The mean of the 2 readings were taken. 

Waist and hip circumference were taken. Waist hip ratio 

was calculated. 

Collection of Blood Samples 

7ml of venous blood was drawn after 12 hours fast and 

collected in two tubes. One tube containing sodium 

fluoride and potassium oxalate for plasma glucose 

estimation and the other was a plain tube for serum 

separation. Plasma was separated from the first tube and 

used for measuring plasma glucose with a commercial kit 

by GOD-POD method on a fully auto analyzer by 

Transasia Biomed. The blood in plain tube was allowed 

to clot to separate serum, which was used to measure 

fasting lipid profile, total sialic acid and hs-CRP. Total 

cholesterol, Triglycerides, and HDL cholesterol were 

measured using commercially procured kits in the fully 

auto analyzer by Transasia Bio med. LDL- cholesterol 

was calculated by Frederickson Friedwald formula. LDL 

cholesterol = Total cholesterol – [HDL cholesterol + 

Triglycerides/5] Serum hs- CRP levels were measured 

using a commercial kit from Transasia Biomedicals Ltd., 

Erba Diagnostics, Mannheim, Germany. hs- CRP was 

quantitated by particle enhanced turbidimetric 

immunoassay. Sialic acid was analyzed by thiobarbituric 

acid assay of Warren
22

. 
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Statistical Analysis was performed using SPSS version 

22.0. Quantitative data were expressed as mean and 

standard deviation. Qualitative data were expressed as 

proportion. Quantitative data for the two groups were 

compared with unpaired ‘t’ test. Associations between 

two quantitative variables were analyzed by Pearson 

correlation. A ‘p’ value of< 0.05 was considered to be 

statistically significant. 

 

 

RESULTS 
Table 1 represents the comparison of demographic and 

biochemical parameters in cases and controls. There was 

no significant difference of age between the two groups. 

The mean Body Mass Index (BMI) of cases was 

31.2±3.3kg/m
2
 and that of the controls was 24.6±2.5 

kg/m
2
. The mean waist hip ratio (WHR) of cases was 

0.93±0.06 and that of controls were 0.82±0.01. There was 

a significant difference of the two parameters between the 

two groups. (p< 0.001). 
Table 1: Demographic and biochemical parameters in cases and controls 

Parameters 
Case (N=50) Control (N=50) 

t p 
Mean SD Mean SD 

Age in years 41.4 10.0 43.0 4.6 1.014 0.313 
BMI (kg/m

2
) 31.2 3.3 24.6 2.5 11.125 <0.001 

Systolic BP (mmHg) 126.6 11.8 121.1 14.2 2.132 0.035 
Diastolic BP (mmHg) 83.6 6.7 80.3 7.3 2.390 0.019 

Total sialic acid (mg%) 64.5 6.6 57.1 6.3 5.646 <0.001 
Total Cholesterol (mg%) 204.8 34.8 189.2 34.1 2.264 0.026 

HDL (mg%) 47.4 8.6 48.2 8.8 -.447 0.656 
Triglyceride (mg%) 124.18 40.86 102.98 28.3 3.015 0.003 

LDL (mg%) 136.26 33.79 119.9 35.23 2.367 0.020 
hs-CRP (mg%) 1.41 0.69 1.16 0.52 2.090 0.039 

FBS (mg%) 100.8 35.3 83.1 9.6 3.418 0.001 
Waist hip ratio 0.93 0.06 0.82 0.01 12.146 <0.001 

Abbreviations: BP-blood pressure, HDL-high density lipoprotein, LDL- low density lipoprotein, hs-CRP-Highly sensitive C- reactive 
protein,FBS- fasting blood sugar. 
 

There was significant difference between systolic and 

diastolic blood pressure between the two groups (p< 

0.05). Serum total sialic acid in obese subjects was 64.5+ 

6.6 mg
%

 and that of controls was 57.1 + 6.3 mg%. 

Increase in total sialic acid was found to be highly 

significant (p< 0.001). Serum hs- CRP levels were (1.41 

+ 0.69) mg/L in obese groups and (1.16 + 0.52) mg/L in 

the control group. Increase in hs – CRP was found to be 

statistically significant (p< 0.05).There was a significant 

difference in the total cholesterol, low density lipoprotein, 

triglycerides (p<0.05) and fasting blood sugar (p = 0.001) 

between the two groups. There was a significant 

correlation between total sialic acid and hs- CRP with 

BMI and waist hip ratio (p< 0.001). Total sialic acid was 

also significantly correlated with systolic and diastolic 

blood pressure, total cholesterol, LDL cholesterol and 

fasting blood sugar (p<0.001) and with triglycerides (p< 

0.05). Total sialic acid was negatively correlated with 

HDL cholesterol (p< 0.05). hs – CRP was significantly 

correlated with total cholesterol (p = 0.001), systolic BP 

diastolic BP, triglycerides and LDL cholesterol (p< 0.05), 

Table 2. Fig. 1 and 2. 
 

Table 2: Correlation of TSA and hs-CRP with other parameters 

Parameters 
TSA Hs_CRP 

Correlation coefficient (r) p Correlation coefficient(r) p 

Age -.047 0.643 0.089 0.378 
BMI 0.521

**
 <0.001 0.389

**
 <0.001 

Systolic Blood pressure 0.500
**

 <0.001 0.262
**

 0.008 
Diastolic Blood Pressure 0.568

**
 <0.001 0.308

**
 0.002 

Total Cholesterol 0.479
**

 <0.001 0.341
**

 0.001 
HDL -0.213

*
 0.033 -0.025 0.805 

Triglyceride 0.318
**

 0.001 0.236
*
 0.018 

LDL 0.428 <0.001 0.226 0.024 
FBS 0.341

**
 0.001 0.151 0.134 

Waist hip ratio 0.518
**

 <0.001 0.347
**

 <0.001 

Abbreviations: HDL-high density lipoprotein, LDL - low density lipoprotein, FBS- fasting blood sugar, TSA - total sialic acid, hs- CRP- high 
sensitivity C- reactive protein. 
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Figure 1: Correlation of total sialic acid with other parameters 

 

 
Figure 2: Correlation of hs-CRP with other parameters TSA- total sialic acid 

 

DISCUSSION 
Obesity is defined by the American Heart Association 

(AHA) as a major modifiable risk factor for Coronary 

Heart Disease. Obesity promotes insulin resistance, 

hyperinsulinemia, type 2 diabetes, hypertension, 

hypertriglyceridaemia, low HDL cholesterol, small dense 

LDL and pro-thrombotic factors. It is associated with an 

increase in cardiovascular and all cause mortality. 

Obesity particularly central obesity is the prominent risk 

factor for insulin resistance and results in type 2 diabetes 

mellitus and other features of metabolic syndrome such as 

dyslipidaemia and hypertension 
[23]

.In recent years it has 

been demonstrated that obesity is associated with a low 

grade inflammatory process, characterized by increase in 

circulating levels of pro-inflammatory cytokines and 

acute-phase proteins like CRP in healthy obese subjects
24

. 

In the present study we estimated inflammatory markers 

hs - CRP and total sialic acid in obese and non-obese 

control subjects. Serum hs- CRP levels were significantly 

elevated in the obese group compared to the control group 

(p< 0.05). This is similar to other studies
[25,26]

. There was 

a very significant increase in serum total sialic acid levels 

(p< 0.001) in the obese group compared to the control 

group. This is in accordance with the study done by Fh 

Yerlikaya et al., (2015)
27

. The reason for this significant 

increase in total sialic acid may be that sialic acid is a 

more stable inflammatory marker and therefore may 

provide a more accurate reflection of an individual's 

habitual inflammatory status. Sialic acid acts as an 

integrated marker of a number of acute- phase proteins. 

Therefore it is a representative of the overall acute phase 

response, whereas CRP is an acute phase protein released 

from the liver as part of an inflammatory process
28

. The 

studies done by Neiman et al., (2002) and Kannel et al., 

(1997) prove that obese individuals have significantly 



Bindu Gopinathan Nair, Saleena Prameela Chinnaiah Rajadas 

Copyright © 2017, Statperson Publications, International Journal of Recent Trends in Science And Technology, ISSN 2277-2812 E-ISSN 2249-8109, Volume 7, Issue 1 2017 

higher serum total cholesterol, triglycerides and LDL 

values. The results of the present study is comparable 

with this
[29,30]

. Also many studies have shown that obesity 

is associated with increase in plasma triglycerides
31

. 

Pearson correlation of total sialic acid and hs- CRP with 

other parameters shows that both CRP and sialic acid 

were positively correlated with BMI, systolic and 

diastolic BP, waist hip ratio, total cholesterol, 

triglycerides and LDL. This is comparable to other 

studies
26,32

. Also recent studies have been confirming the 

positive association between obesity indices and CRP in 

women
33

. Serum total sialic acid was also associated with 

other conventional cardiovascular risk factors like 

increased serum glucose. The results of the correlation 

between serum total sialic acid and serum lipids may be 

due in part to sialylation of lipoproteins
32

. Many 

apolipoproteins contain sialic acid, which may influence 

the behavior of the associated lipoproteins. Changes in 

sialylation of LDL particles have been linked with 

atherosclerosis
34

. Increased sialic acid of very low density 

lipoprotein (VLDL) particles may contribute to hyper 

triglyceridaemia
35

 CRP may also have a direct effect on 

dyslipidaemia by mediating the uptake of LDL by 

macrophages
36

. The correlation of sialic acid and hs-CRP 

with BP and blood sugar shows the association of these 

inflammatory markers with features of metabolic 

syndrome
28

. Thus in the present study there is a 

significant relationship between inflammation and 

metabolic disease. It was shown that a potential basis for 

the initiation of inflammation in obesity is endoplasmic 

reticulum (ER) stress. Over nutrition and obesity cause 

ER stress in liver and adipose tissue due to excess lipid 

accumulation and disturbed energy metabolism. Studies 

in mice and humans prove that consumption of nutrients 

may acutely evoke inflammatory responses. Therefore it 

is thought that the starting signal of inflammation is 

overfeeding. The process origins in tissues involved in 

metabolism, which is adipose tissue, liver and muscle 

which in response of this stimuli trigger the inflammatory 

response
38

. It has also been shown that the inflammatory 

condition which is associated with obesity and 

overweight plays an important part in the etiology of 

metabolic syndrome, type 2 diabetes mellitus and 

cardiovascular disease. Some studies have reported 

weight loss, through diet is associated with reduction in 

circulating levels of markers of inflammation and 

cytokines
39

. Therefore interventions like dietary 

modifications, life style changes and weight reduction can 

be adopted to prevent metabolic syndrome and the related 

pathological outcomes. 

 

 

 

CONCLUSION 
Since sialic acid and C-reactive protein are elevated in 

obese subjects, this supports the view that obesity is in 

part an inflammatory disorder. Serum TSA and CRP are 

found to be associated with conventional cardiovascular 

risk factors including elevated lipid profile and increased 

BP in obese people, all of which may contribute to the 

cardiovascular risks in obese people. Acute-phase 

markers like sialic acid and C-reactive protein are 

important markers of inflammation and may be useful to 

study obesity related diseases. 

 

REFERENCES 
1. Finicane MM, Stevens GA, Cowan MJ et al:National, 

regional and global trends in body mass index since 1980 

systematic analysis of health examination surveys and 

epidemiological studies with 960 country- years and 9.1 

million participants: The Lancet. 2011; 377 (9765): 557 - 

567. 

2. Mohan V, Deepa R: Obesity and Abdominal obesity in 

Asian Indians: Indian J Med Res. 2006; 123: 593 - 6. 

3. Deepa M, Farooq S, Deepa R, Manjula D, Mohan V: 

Prevalence and significance of generalized and central 

body obesity in an urban Asian Indian population in 

Chennai, India (CURES : 47): Eur J Clin Nutr. 2009; 

63:259 - 267. 

4. Rajendra P, Ranjith, Mohan A, Shashank R. Joshi, A, 

Mohan D, et al: Prevalence of generalized and abdominal 

obesity in urban and rural India – the ICMR INDIA B 

study (Phase I) [ICMR – INDIA B- 3]: Indian J Med Res. 

2015; 142: 139 - 150. 

5. Kaplan MS, Huguet N,Newsom JT, McFarland BH, 

Lindsay J:Prevalence and correlates of overweight and 

obesity among older adults: finding from the Canadian 

National population Health Survey: J Gerontol A. 2003; 

58 (11) : 1018 - 1030. 

6. Angulo P: Medical Progress nonalcoholic fatty liver 

disease: N Engl J Med. 2002; 34 (16): 1221 -1231. 

7. Qatanani M, Lazar MA: Mechanisms of obesity- 

associated insulin resistance: Many choices on the menu: 

Genes Dev.2007; 21 (12): 1443 -1455. 

8. Serhan CN: Resolution phase of inflammation: novel 

endogenous anti – inflammatory and pro resolving lipid 

mediators and pathways: Annu Rev Immunol. 2007; 25: 

101 - 137. 

9. Huynh MLN, Fadok VA, Henson PM: Phosphatidyl 

serine- dependent ingestion of apoptotic cells promotes 

TGF-beta secretion and the resolution of inflammation: J 

Clin Invest. 2002; 109 (1): 41 -50. 

10. Nijhuis J, Rensen SS, Slaats Y, van Dielen FMH, 

Buurman WA, Greve JWM: Neutrophil activation in 

morbid obesity, chronic activation of acute inflammation: 

Obesity. 2009; 17 (11): 2014 - 2018. 

11. Pickup JC:Inflammation and activated innate immunity 

in the pathogenesis of Type 2 Diabetes: Diabetes care. 

2004; 27 (3): 813 - 823. 

12. Pearson TA,Mensah GA, Alexander RW et al: Markers 

of inflammation and cardiovascular disease application to 

clinical and public health practice: a statement for health 



International Journal of Recent Trends in Science And Technology, ISSN 2277-2812 E-ISSN 2249-8109, Volume 7, Issue 1, 2017 pp 43-48 

International Journal of Recent Trends in Science And Technology, ISSN 2277-2812 E-ISSN 2249-8109, Volume 7, Issue 1, 2017                                         Page 48 

care professionals from the centers for disease control 

and prevention and the American Heart Association: 

Circulation. 2003; 107 (3):499 -511. 

13. Pepys MB, Hirschfield GM: C - reactive protein: a 

critical update: J Clin Invest. 2003; 111(12): 1805 -1812. 

14. Haverkate F, Thompson SG, Pyke SD, Gallimore JR, 

Pepys MB: Production of C-reactive protein and risk of 

coronary events in stable and unstable angina: European 

concerted Action on Thrombosis and Disabilities Angina 

Pectoris study group: Lancet. 1997; 349: 462 - 466. 

15. Ridker PM, Hennekens CH, Burling JE, Rifai N: C-

reactive protein and other markers of inflammation in the 

prediction of cardiovascular disease in woma: NEngland 

J Med. 2000; 342: 836 - 843. 

16. Pradhan AD, Manson JE, Rifai N, Burling JE, Ridker 

PM: C - reactive protein, interleukin- 6 and risk of 

developing type 2 diabetes mellitus: JAMA. 2001; 

28:327 -334. 

17. Festa AD, Agostino JR, Tracy RP, Haffner SM: Elevated 

levels of acute -phase proteins and plasminogen activator 

inhibitor-1 predict the development of type 2 diabetes: 

the insulin resistance atherosclerosis study: Diabetes. 

2002; 51 : 1131 - 1137. 

18. Lindberg G, Rastam L, Gullberg B, Lundblad A, Nilsson 

EP, Hanson BS: Serum concentrations of total sialic acid 

and glycoproteins in relation to coronary heart disease 

risk markers: Atherosclerosis. 1993; 103: 123- 129. 

19. Lindberg G, Rastam L, Gullberg B, Eklund GA: Serum 

sialic acid concentration predicts both coronary heart 

disease and stroke mortality: Multivariate analysis 

including 54,385 men and women during 20.5 years 

follow up: Int J Epidemiol.1992; 21: 253 - 257. 

20. Schmidt MI, Duncan BB, Sharrett AR, Lindberg G, 

Savage PJ, Offenbacher S, Azambuja MI, Tracy RP, 

Heiss G: Markers of inflammation and prediction of 

diabetes mellitus in adults (Atherosclerosis Risk in 

Communities Study): a cohort study: Lancet. 1999; 353 : 

1649 - 1652. 

21. Erdembileg A, Kuninori S, Akiko N, et al:The new BMI 

criteria for Asians:J Occup Health. 2003; 45: 335 - 343. 

22. Leonard W: The Thiobarbituric acid assay of sialic acids: 

J Biol Chem. 1959; 234: 1971 -1975. 

23. Maximilian Z, Thomas M. Stunlig: Obesity, 

Inflammation and Insulin resistance - A mini – 

review:Gerontology. 2009; 55: 3799 -386. 

24. Niranjan G, Anitha D, Srinivasan AR, Kuzhandai V, 

Velu, Venkatesh C, Sathish Babu M, Ramesh R, Saha S: 

Association of inflammatory Sialoproteins, lipid 

peroxides and serum Magnesium levels with cardio 

metabolic risk factors in obese children of South Indian 

population: Int J Biomed Sci. 2014; 10(2): 118 -123. 

25. Lapice E, Maione S, Patti L, et al:Abdominal adiposity is 

associated with elevated C- Reactive Protein independent 

of BMI in healthy non - obese people: Diabetes care. 

2009; 32(9): 1734 -1736. 

26. Khan R, Haque SF, Quaiser S. The inflammatory 

markers. C-reactive protein and TNF-α predict 

cardiovascular risk in obese North Indian Subjects: 

Biomedical Res. 2011; 22(4): 475 - 480. 

27. Yerlikaya FH, Toker A, Cicekler H, Aribas A: The 

association of total sialic acid and malondialdehyde 

levels with metabolic and anthropometric variables in 

obesity: Biotech Histochem. 2015; 90(1): 31 -37. 

28. Browning LM, Jebb SA, Mishra GD, Cooke JH, MA O’ 

Connell, Crook MA, Krebs JD: Elevated sialic acid but 

not CRP, predicts features of Metabolic syndrome 

independently of BMI in women: Int J Obese. 2004; 

28:1004-1010. 

29. Neiman DC, Brock DW, Butter WD, Utter AC, Neiman 

CC: Reducing diet or exercise training decreases the lipid 

and lipoprotein risk factors of moderately obese woman: 

JAMColl Nutr. 2002; 21(4) : 344 -350. 

30. Kannel WB: Metabolic risk factor for coronary heart 

disease in women. Prospective from the Framingham 

study:Am Heart J. 1997; 114 (2): 413- 420. 

31. Folsom AR, Burke GL, Ballow C, Jacob JR, Haskell WL, 

Donatue RP et al: Relation of body fatness and its 

distribution to cardiovascular risk factors in young blacks 

and whites: the role of Insulin: Am J Epidemiol. 1989; 

130: 911 -24. 

32. Crook M, Lumb P, Andrews V, Swaminathan R: Serum 

total Sialic acid, A reputed cardiovascular risk factor and 

its relationship to lipids, plasma fasting insulin, blood 

pressure and body mass index in normal individuals: Clin 

Sci. 1998; 95:53-57. 

33. Bochud M, Marquant F, Marques- Vidal PM, et al: 

Association between C-reactive protein and adiposity in 

women: J Clin Endocrinol M. 2009; 94 (10): 3969 -3977. 

34. Demuth K, Myara I, Chappey B, Vedie B, Pech – 

Amsellem MA, Haberland ME, Moatli N: A cytotoxic 

electronegative LDL sub fraction is present in human 

plasma: Arterioscler Thromb Vasc Biol. 1996; 16:773 - 

783. 

35. Crook M, Tutt P: Serum sialic acid concentration in 

patients with hyper triglyceridaemia showing the 

Fredericksons II B Phenotype: Clin Sci. 1992; 83: 593 -

595. 

36. Mann CJ, Troussard AA, Yen FT, Hannouche N, Najib J, 

Fruchart JC, Lotteau V, Andre P, Bihain BE: Inhibitory 

effects of specific apolipo protein C – III isoforms on the 

binding of triglyceride rich lipoproteins to the lipolysis - 

stimulated receptor: J Biol Chem. 1997; 272: 31348 - 

31354. 

37. Zwaka TP, Homback V, Torzewski J: C-reactive protein 

- mediated low density lipoprotein uptake by 

macrophages: Implications for atherosclerosis: 

Circulation. 2001; 103: 1194 -1197. 

38. Gregor ME, Hotamisligil GS: Inflammatory mechanism 

in obesity: Annu Rev Immunol. 2011; 29: 415 -445. 

39. Heilbronn LK, Noakes M, Clifton PM: Energy restriction 

and weight loss on very- low fat diet reduces C-reactive 

protein concentration in obese, healthy women: 

Arterioscler Thromb Vasc Biol, 2001; 21(6): 968 -970. 

 

 

Source of Support: None Declared 

Conflict of Interest: None Declared  


