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INTRODUCTION
Diabetes Mellitus (DM) is one of the largest epidemics the world has 
faced, both in developed and developing nations. The International 
Diabetes Federation (IDF) estimated that in 2015 there were 
415 million people with DM and that by 2040 the number will be 
642 million [1]. China and India are the top two epicentres in the 
rapidly emerging T2DM global epidemic [2].

Early developmental factors (such as intrauterine exposures), genetic 
predisposition, an unhealthy diet, obesity, and a sedentary lifestyle 
are important etiological factors for T2DM [2]. The most common 
cause of insulin resistance in humans is obesity [3,4].

Due to its multiple effects on fat metabolism, T2DM results in 
the production of atherogenic dyslipidaemia characterised by 
elevated Very-Low-Density Lipoprotein (VLDL), elevated LDL, 
elevated Triacylglycerol (TAG), and decreased HDL cholesterol. This 
dyslipidaemia is attributed to insulin resistance [5].

Omentin-1 is a recently identified adipocytokine [a bioactive cytokine 
synthesised from Visceral Adipose Tissue (VAT)] consisting of 313 
amino acids. It is expressed in visceral (omental and epicardial) 
fat, as well as mesothelial cells, vascular cells, airway goblet cells, 
small intestine, colon, ovary, and plasma [6]. Omentin-1 and 
Omentin-2 are the two isoforms found in human circulation, with 
omentin-1 being the predominant isoform [6]. The important role of 
serum omentin-1 is to maintain the sensitivity of tissues to insulin. 
Omentin-1 enhances insulin-stimulated glucose uptake via Akt 
activation in human adipocytes [6,7].

Omentin, through Adenosine Monophosphate (AMP)-activated protein 
kinase signaling, acts as an anti-inflammatory, antiatherosclerotic, and 

cardiovascular protective agent [6]. Whenever there is an excess of VAT, 
as in obesity, an imbalance occurs among the adipocytokines released 
from the adipose tissues. This imbalance is characterised by increased 
production of many adipocytokines, such as Tumour Necrosis Factor-α 
(TNF-α), interleukin-6, etc., and decreased production of adiponectin, 
omentin, and vaspin, which are beneficial in the context of obesity-
linked complications and metabolic disorders, including dyslipidaemia 
[6]. Circulating omentin-1 values can be used as a biomarker for obesity, 
diabetes, dyslipidaemia, hypertension, atherosclerosis, ischaemic heart 
disease, inflammatory disease, and cancer, as these diseases are 
characterised by excess VAT [6]. Therefore, it would be useful to 
study hormones that promote and decrease the sensitivity of tissues 
to insulin.

Although there are studies suggesting that reduced omentin levels 
are the cause of insulin resistance [8,9], the novelty of this study 
is that it also highlights the important role of omentin-1 in lipid 
metabolism, thereby preventing dyslipidaemia and cardiovascular 
complications and related morbidity and mortality in T2DM patients. 
Thus, omentin may be considered a therapeutic target and marker 
for predicting cardiovascular complications in T2DM patients.

Hence, the present study was conducted to compare serum 
omentin-1 values in T2DM patients and non diabetic controls at 
Govt. Medical College, Trivandrum, and to evaluate the correlation 
between serum omentin-1 values and serum lipid profile in T2DM 
patients and non diabetic controls.

MATERIALS AND METHODS
This hospital-based case-control study was conducted at the 
Government Medical College, Trivandrum, Kerala, India, over a 
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ABSTRACT
Introduction: Type 2 Diabetes Mellitus (T2DM) is characterised 
by a variable degree of insulin resistance, leading to 
hyperglycaemia. Serum omentin-1, an important adipocytokine, 
plays a role in maintaining tissue sensitivity to insulin and lipid 
metabolism. Therefore, circulating omentin-1 can serve as a 
biomarker for obesity, diabetes, and dyslipidemia.

Aim: The aim of this study was to compare serum omentin-1 
levels between type 2 diabetic cases and non diabetic controls, 
and to investigate the correlation of omentin-1 levels with the 
lipid profile.

Materials and Methods: A hospital-based case-control study 
was conducted at Government Medical College, Trivandrum, from 
December 2017 to November 2018. The study included 30 T2DM 
patients and 30 non diabetic controls. Serum omentin-1 levels, 
fasting blood sugar, Glycated Haemoglobin (HbA1C), and serum 
lipid profile were measured in all study subjects. Statistical analysis 
included Student’s t-test and Pearson’s correlation coefficient to 
assess the correlation between variables. Chi-square test was 

performed to analyse age and sex distribution among the study 
groups.

Results: The mean age of diabetic cases was 56.7±7.9 years, 
while the mean age of non diabetic controls was 52.9±5.5 years. 
Among the subjects, 43% of diabetics and 50% of non diabetics 
were male, while 57% of diabetics and 50% of non diabetics were 
female. The mean value of serum omentin-1 levels was significantly 
lower in the diabetic population (273.37±60.18 ng/mL) compared 
to the non diabetic controls (573.4±51.6 ng/mL) with a p-value of 
<0.001. Serum omentin-1 showed a significantly strong negative 
correlation with total cholesterol, Low-Density Lipoproteins (LDL), 
and triglycerides, and a positive correlation with High-Density 
Lipoproteins (HDL).

Conclusion: In the present study, serum omentin-1 levels were 
significantly lower in the diabetic population, and their lipid profile 
exhibited abnormal values. This suggests that omentin promotes 
insulin sensitivity and affects lipid metabolism, thus preventing 
insulin resistance and dyslipidemia in T2DM patients. Therefore, 
omentin may play a role in reducing cardiovascular complications.
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one-year period from December 2017 to November 2018. The 
study obtained clearance from the Human Ethics Committee of 
Government Medical College, Thiruvananthapuram, on 24/11/2017 
(IEC.NO.13/11/2017/MCT).

inclusion criteria: The study included 30 patients with T2DM 
who were willing to give consent and had an age of onset of the 
disease ≥40 years. These patients were receiving treatment with 
oral hypoglycemic drugs. The selection of patients with T2DM was 
based on the standard criteria set by the World Health Organisation 
(WHO), which included fasting blood sugar values ≥126 mg/dL and 
Glycated hemoglobin levels/HbA1c ≥6.5% [10]. Additionally, the 
study involved 30 age and sex-matched non diabetic controls who 
were willing to give consent.

exclusion criteria: Patients who were not willing to give consent, 
patients on insulin therapy, patients with systemic illness or acute 
infections, and patients with gestational Diabetes Mellitus (DM) 
were excluded from the study.

Sample size calculation: The sample size was determined using 
the formula for comparing means of two groups based on a previous 
study [9]. The calculated sample size was 30 diabetic cases and 30 
non diabetic controls.

n=
2×(Z1-α/2+Z1-β)

2×σ2

d2

σ=σ1+σ2
2

σ is the standard deviation

Z1-α/2=1.96

Z1-β=0.84

d/difference between mean (mean of non diabetic controls is 27.4 
and diabetic cases is 19.7 and d is 7.7) [9].

Study Procedure
Demographic data, such as age, gender, weight, height, and Body 
Mass Index (BMI), were collected from all the study subjects. Body 
weight was measured using a standard weighing machine in kilograms, 
and height was measured with a wall-mounted scale in centimeters. 
BMI was calculated as weight (in kg)/height (in meters)2, with a BMI of 
18.5 to 24.9 considered normal [10].

Patients were advised to fast for 8 hours and 5 to 7 mL of blood 
samples were collected by antecubital venipuncture with strict 
aseptic precautions. Serum fasting omentin-1 levels (5-800 ng/mL) 
were assessed using commercially available human serum omentin-1 
kits (KINESIS Dx USA). Fasting Blood Sugar (FBS) (reference range: 
70-110 mg/dL) was determined using the Hexokinase method [10]. 
HbA1c (reference range: <6.5%) was determined with whole blood 
from a fully automated analyser using the immunoturbidometric 
method [10]. Serum total cholesterol (reference range: <200 mg/dL), 
triglyceride (reference range: <150 mg/dL), and HDL (reference range: 
>60 mg/dL) were measured using standard enzymatic techniques on 
a fully automated analyser [10]. LDL (reference range: <100 mg/dL) 
cholesterol was estimated using the Friedewald equation [10].

STATISTICAL ANALYSIS
The data were entered into a personal computer using the Microsoft 
Excel Worksheet computer package. For data analysis, the Statistical 
Package for Social Sciences (SPSS) version 22.0 for Windows was 
utilised. The data were found to be normally distributed. Statistical 
tests, such as Student’s t-test and Pearson’s correlation coefficient, 
were performed to determine the correlation between variables. 
The Chi-square test was conducted to examine the age and sex 
distribution among the study groups. A p-value of <0.05 was 
considered statistically significant.

Parameters

Diabetic 
(n=30)

Non diabetic 
(n=30) Total

p-valuen (%) n (%) n (%)

Age (in years)

40-50 8 (26.7) 12 (40) 20 (33.3)

0.334

51-55 7 (23.3) 9 (30) 16 (26.7)

56-60 7 (23.3) 6 (20) 13 (21.7)

>60 8 (26.7) 3 (10) 11 (18.3)

Mean age 56.7±7.9 52.9±5.5

gender distribution n (%) n (%) n (%)

0.605
Male 13 (43.3) 15 (50) 28 (46.7)

Female 17 (56.7) 15 (50) 32 (53.3)

Total 30 (100) 30 (100) 60 (100)

[Table/Fig-1]: Age and sex distribution among the study group. 
Chi-square test.
1χ2  (chi-square)=3.40 df (degree of freedom)=3
2χ2  (chi-square)=0.268 df (degree of freedom)=3

analyte
Diabetic (n=30) 

(mean±2SD)
Non diabetic 

(n=30) (mean±SD) T-test p-value

Omentin-1  
(ng/mL)

273.37±60.18 573.4±51.6 20.73 <0.001

FBS (mg/dL) 197.5±54.618 91.83±6.092 10.531 <0.001

Total cholesterol 
(mg/dL)

225.83±31.19 157.47±9.205 11.515 <0.001

LDL (mg/dL) 152.9±28.053 78.17±11.136 13.562 <0.001

Triglyceride  
(mg/dL)

151.7±27.739 106.8±17.407 7.51 <0.001

HDL (mg/dL) 42.5±6.501 58.2±2.644 12.253 <0.001

HbA1c (%) 8.30±1.76 5.13±0.31 9.709 <0.001

BMI 26.66±1.77 22.36±1.43 10.345 <0.001

[Table/Fig-2]: Comparison of analytes between T2DM and non diabetics1.
Comparison of analytes between T2DM and non diabetics using student t-test; FBS: Fasting 
blood sugar; LDL: Low density lipoprotein; HDL: High density lipoprotein; HbA1c: Glycated 
haemoglobin; BMI: Body mass index

RESULTS
A total of 60 patients were included in the study, comprising 32 
female patients and 28 male patients. Among them, 30 were 
diabetic cases with a mean age of 56.7±7.9 years, and 30 were 
non diabetic controls with a mean age of 52.9±5.5 years.

Regarding age distribution, 8 (26.7%) diabetic cases and 12 (40%) 
non diabetic controls were in the age range of 40-50 years, while 
8 (26.7%) diabetic cases and 3 (10%) non diabetic controls were 
over 60 years of age. [Table/Fig-1] provides a summary of the age 
distribution, mean age, and sex distribution.

The mean value of omentin in males was 457.6 ng/mL, while in 
females, it was 393.4 ng/mL. The mean value of serum omentin-1 
in the diabetic population was significantly lower than in the non 
diabetic controls. Additionally, the mean values of cholesterol, 
LDL, and triglycerides in the diabetic population were significantly 
higher than in the non diabetic population. Moreover, the mean 
HDL concentration in the diabetic population was significantly lower 
than in the non diabetic population. Lastly, the mean BMI in the 
diabetic population was significantly higher than in the non diabetic 
population [Table/Fig-2].

Serum omentin showed a significantly strong negative correlation 
with serum total cholesterol, LDL, and triglycerides in both diabetic 
cases and non diabetic controls. Furthermore, serum omentin 
exhibited a significant positive correlation with serum HDL in both 
diabetic cases and non diabetic controls. Serum omentin also 
showed a significantly strong negative correlation with BMI in both 
diabetic cases and non diabetic controls. The results have been 
summarised in [Table/Fig-3,4a-e].
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Correlation

Cases and controls

Pearson correlation r value p-value

Omentin-1 with total cholesterol -0.811 <0.001

Omentin-1 with LDL - 0.845 <0.001

Omentin-1 with triglyceride -0.667 <0.001

Omentin-1 with HDL 0.796 <0.001

Omentin-1 with BMI -0.771 <0.001

[Table/Fig-3]: Correlation of omentin 1 level with lipid profile and BMI in diabetic 
cases and non diabetic controls.

[Table/Fig-4]: a) Scatter plot showing correlation between omentin and total cholesterol; b) Scatter plot showing correlation of omentin with LDL; c) Scatter plot showing  
correlation of omentin with triglyceride; d) Scatter plot showing correlation of omentin with HDL; e) Scatter plot showing correlation of omentin with BMI.

DISCUSSION
The present study demonstrated that the mean value of serum 
omentin-1 in the diabetic population was significantly lower than 
in non diabetic controls. This finding is consistent with previous 
studies conducted by El-Mesallamy HO et al., which also reported 
significantly reduced omentin levels in the diabetic population 
compared to non diabetic individuals [9]. A review conducted by 
Escote X et al., also supported these findings, showing a significant 
reduction in omentin levels in the diabetic population [11]. Similarly, 
Elsaid NH et al., observed significantly reduced serum omentin 
levels in diabetic patients compared to healthy controls [12], and 
Pan HY et al., reported a similar reduction in omentin levels in 
diabetic individuals compared to healthy controls [13].

Furthermore, the mean values of total cholesterol, LDL, and 
triglycerides in the diabetic population were significantly higher than in 
the non diabetic population, and these values exhibited a significant 
strong negative correlation with omentin. El-Mesallamy HO et al., 
observed significantly higher total cholesterol and LDL levels in the 
diabetic population compared to non diabetic individuals, and these 
values showed a strong negative correlation with serum omentin [9]. 
Herder C et al., reported a significant negative correlation between 
triglycerides and serum omentin levels [14]. Zengi S et al., also found 
a significant negative correlation between both triglycerides and total 
cholesterol with serum omentin levels [15]. Moreno-Navarrete JM et 
al., observed a significant negative correlation between triglycerides 
and serum omentin levels [16].

Moreover, the mean HDL concentration in the diabetic population 
was significantly lower than in the non diabetic population, and 
these values showed a significant positive correlation with omentin. 
De Souza Batista CM et al., Herder C et al., and Urbanová M et 
al., all observed a significant positive correlation between HDL and 
serum omentin levels [8,14,17].

The effects of Diabetes Mellitus (DM), including dyslipidemia and long-
term organ damage, are attributed to defects in insulin secretion, 
insulin action, or both [18]. Specifically, defects in insulin action can 
be attributed to reduced secretion of insulin-sensitising adipokines, 
such as omentin, with obesity being a major contributing factor. 

in Type 2 Diabetes Mellitus (T2DM), is considered to be the most 
significant consequence of reduced omentin levels and insulin 
resistance. In conditions related to obesity, increased levels of free 
fatty acids can decrease the activity of lipoprotein lipase in adipose 
tissue and skeletal muscle, inhibit lipolysis of chylomicrons, and 
increase the synthesis of Very Low-density Lipoproteins (VLDL) in the 
liver, leading to hypertriglyceridemia [21]. The relationship between 
omentin-1 and High-density Lipoprotein Cholesterol (HDL-C) may 
be attributed to impairments in insulin signaling resulting from 
changes in circulating omentin-1 levels [22]. Hypertriglyceridemia 
triggers the exchange of triglycerides for cholesterol esters between 
triglyceride-rich lipoproteins (VLDL, intermediate-density lipoprotein) 
and lipoproteins that are relatively richer in cholesterol esters (HDL), 
resulting in decreased HDL-cholesterol concentration [23].

According to the criteria set by the World Health Organisation (WHO), 
the diabetic cases in the study population are considered to be 
obese, while the non diabetic controls fall within normal BMI ranges 
[24]. This supports the conclusion that excess adiposity leads to an 
imbalanced production of adipocytokines, which are responsible for 
the development of obesity-related metabolic disorders by affecting 
lipid and glucose homeostasis, as well as inflammatory pathways 
that may contribute to the development of DM and dyslipidemia 
[25]. Consequently, omentin can be used as a biomarker for insulin 
resistance and to predict cardiovascular complications in T2DM.

Limitation(s)
This study focuses solely on the relationship between omentin and 
Type 2 Diabetes Mellitus (T2DM). It does not explore the relationship 
between different adipokines, their interplay, or their association with the 
inflammatory state in T2DM. Understanding these relationships would 
provide deeper insights into the molecular basis and complications of 
the disease. Additionally, this study does not investigate how omentin 
levels may vary in response to treatment for insulin resistance.

CONCLUSION(S)
In this study, the authors observed significantly lower serum 
omentin-1 levels in the diabetic population compared to the 

Studies have shown that insulin and glucose significantly decrease 
the expression of omentin mRNA and protein production in adipose 
tissue [12]. Reduced levels of omentin-1 in diabetic patients can 
lead to a decrease in insulin-stimulated glucose uptake in insulin-
sensitive tissues, contributing to insulin resistance and its associated 
consequences [19,20]. Additionally, omentin-1 has been found 
to stimulate 5-AMP-activated protein kinase, which acts as an 
inhibitor of cholesterol synthesis [12]. Therefore, reduced omentin 
levels in DM can potentially lead to increased cholesterol levels. 
Dyslipidemia, a major predictor of cardiovascular complications 
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non diabetic population. They also found a significant negative 
correlation between serum omentin levels and total cholesterol, 
LDL, triglycerides, and BMI, as well as a significant positive 
correlation with HDL in both diabetic and non diabetic controls. 
However, further studies are needed to explore the relationships 
between different adipocytokines, investigate how omentin levels 
vary in response to insulin resistance treatment, and determine its 
utility as a biomarker for assessing insulin sensitivity and predicting 
cardiovascular complications.

Acknowledgement
I would like to express my gratitude to all my co-workers and 
colleagues for their support throughout the study, as well as to all 
the patients who participated in this research.

REFERENCES
 Zimmet P, Alberti KG, Magliano DJ, Bennett PH. Diabetes mellitus statistics [1]

on prevalence and mortality: Facts and fallacies. Nat Rev Endocrinol. 
2016;12(10):616-22. https://Doi.org/10.1038/nrendo.2016.105.

 Zheng Y, Ley SH, Hu FB. Global aetiology and epidemiology of type 2 diabetes [2]
mellitus and its complications. Nat Rev Endocrinol. 2018;14(2):88-98. Doi: 10.1038/
nrendo.2017.151. Epub 2017 Dec 8. PMID: 29219149.

 Bell GI, Polonsky KS. Diabetes mellitus and genetically programmed defects [3]
in beta-cell function. Nature. 2001;414(6865):788-91. Doi: 10.1038/414788a. 
PMID: 11742410.

 Whiting DR, Guariguata L, Weil C, Shaw J. IDF diabetes atlas: Global estimates of the [4]
prevalence of diabetes for 2011 and 2030. Diabetes Res Clin Pract. 2011;94(3):311-
21. Doi: 10.1016/j.diabres.2011.10.029. Epub 2011 Nov 12. PMID: 22079683.

 Biadgo B, Abebe SM, Baynes HW, Yesuf M, Alemu A, Abebe M. Correlation [5]
between serum lipid profile with anthropometric and clinical variables in 
patients with type 2 diabetes mellitus. Ethiop J Health Sci. 2017;27(3):215-26. 
Doi: 10.4314/ejhs.v27i3.3. PMID: 29217920; PMCID: PMC5614992.

 Watanabe T, Watanabe-Kominato K, Takahashi Y, Kojima M, Watanabe R. [6]
Adipose tissue-derived omentin-1 function and regulation. Compr Physiol. 
2017;7(3):765-81. Doi: 10.1002/cphy.c160043. PMID: 28640441.

 Yang RZ, Lee MJ, Hu H, Pray J, Wu HB, Hansen BC, et al. Identification of omentin [7]
as a novel depot-specific adipokine in human adipose tissue: Possible role in 
modulating insulin action. Am J Physiol Endocrinol Metab. 2006;290(6):E1253-
61. Doi: 10.1152/ajpendo.00572.2004. Epub 2006 Mar 10. PMID: 16531507.

 De Souza Batista CM, Yang RZ, Lee MJ, Glynn NM, Yu DZ, Pray J, et al. [8]
Omentin plasma levels and gene expression are decreased in obesity. Diabetes. 
2007;56(6):1655-61. https://Doi.org/10.2337/db06-1506.

 El-Mesallamy HO, El-Derany MO, Hamdy NM. Serum omentin-1 and chemerin [9]
levels are interrelated in patients with Type 2 diabetes mellitus with or without 
ischaemic heart disease. Diabet Med. 2011;28(10):1194-200. Doi: 10.1111/j.1464-
5491.2011.03353.x. Erratum in: Diabet Med. 2012;29(1):158. PMID: 21668495.

 Rifai N. Tietz Textbook of Clinical Chemistry and Molecular Diagnostics Elsevier [10]
Health Sciences. 16-Jan-2017 6th Edition.

 Escoté X, Gómez-Zorita S, López-Yoldi M, Milton-Laskibar I, Fernández-Quintela [11]
A, Martínez JA, et al. Role of Omentin, Vaspin, Cardiotrophin-1, TWEAK and 
NOV/CCN3 in obesity and diabetes development. Int J Mol Sci. 2017;18(8):1770. 
Doi: 10.3390/ijms18081770. PMID: 28809783; PMCID: PMC5578159.

 Elsaid NH, Sadik NA, Ahmed NR, Fayez SE, Mohammed NAE. Serum omentin-1 [12]
levels in type 2 diabetic obese women in relation to glycemic control, insulin 
resistance and metabolic parameters. J Clin Transl Endocrinol. 2018;13:14-19. 
Doi: 10.1016/j.jcte.2018.05.003. PMID: 30023310; PMCID: PMC6047309.

 Pan HY, Guo L, Li Q. Changes of serum omentin-1 levels in normal subjects and in [13]
patients with impaired glucose regulation and with newly diagnosed and untreated 
type 2 diabetes. Diabetes Res Clin Pract. 2010;88(1):29-33. Doi: 10.1016/j.
diabres.2010.01.013. Epub 2010 Feb 2. PMID: 20129687.

 Herder C, Ouwens DM, Carstensen M, Kowall B, Huth C, Meisinger C, et al. [14]
Adiponectin may mediate the association between omentin, circulating lipids 
and insulin sensitivity: Results from the KORA F4 study. Eur J Endocrinol. 
2015;172(4):423-32. Doi: 10.1530/EJE-14-0879. PMID: 25733068.

 Zengi S, Zengi O, Kirankaya A, Kucuk SH, Kutanis EE, Yigit O. Serum omentin-1 [15]
levels in obese children. J Pediatr Endocrinol Metab. 2019;32(3):247-51. Doi: 
10.1515/jpem-2018-0231. PMID: 30817300.

 Moreno-Navarrete JM, Catalán V, Ortega F, Gómez-Ambrosi J, Ricart W, [16]
Frühbeck G, et al. Circulating omentin concentration increases after weight loss. 
Nutr Metab (Lond). 2010;7:27. Doi: 10.1186/1743-7075-7-27. PMID: 20380714; 
PMCID: PMC2859768.

 Urbanová M, Dostálová I, Trachta P, Drápalová J, Kaválková P, Haluzíková D, et [17]
al. Serum concentrations and subcutaneous adipose tissue mRNA expression 
of omentin in morbid obesity and type 2 diabetes mellitus: The effect of very-low-
calorie diet, physical activity and laparoscopic sleeve gastrectomy. Physiol Res. 
2014;63(2):207-18. Doi: 10.33549/physiolres.932530. Epub 2014 Jan 8. PMID: 
24397804.

 Alberti KG, Zimmet PZ. Definition, diagnosis and classification of diabetes [18]
mellitus and its complications. Part 1: Diagnosis and classification of diabetes 
mellitus provisional report of a WHO consultation. Diabet Med. 1998;15(7):539-
53. Doi: 10.1002/(SICI)1096-9136(199807)15:7<539::AID-DIA668>3.0.CO;2-S. 
PMID: 9686693.

 Tan BK, Adya R, Farhatullah S, Lewandowski KC, Hare PO, Lehnert H, et al. [19]
Omentin-1, a novel adipokine, is decreased in overweight insulin-resistant 
women with polycystic ovary syndrome. Diabetes. 2008;57(4):801-08.

 Eimal Latif AH, Anwar S, Gautham KS, Kadurei F, Ojo RO, Hafizyar F, et al. [20]
Association of plasma Omentin-1 levels with diabetes and its complications. 
Cureus. 2021;13(9):e18203. Doi: 10.7759/cureus.18203. PMID: 34703702; 
PMCID: PMC8536893.

 Saleh J, Sniderman AD, Cianflone K. Regulation of plasma fatty acid metabolism. [21]
Clin Chim Acta. 1999;286(1-2):163-80. Doi: 10.1016/s0009-8981(99)00099-6. 
PMID: 10511290.

 Yan P, Liu D, Long M, Ren Y, Pang J, Li R. Changes of serum omentin levels and [22]
relationship between omentin and adiponectin concentrations in type 2 diabetes 
mellitus. Exp Clin Endocrinol Diabetes. 2011;119(4):257-63. Doi: 10.1055/s-
0030-1269912. Epub 2011 Mar 3. PMID: 21374544.

 Klop B, Elte JWF, Cabezas MC. Dyslipidemia in obesity: Mechanisms and potential [23]
targets. Nutrients. 2013;5(4):1218-40. Doi: 10.3390/nu5041218. PMID: 23584084; 
PMCID: PMC3705344.

 Weir CB, Jan A. BMI classification percentile and cut off points. 2022 Jun 27. [24]
In: StatPearls [Internet]. Treasure Island (FL): StatPearls Publishing. 2023 Jan. 
PMID: 31082114.

 Hauner H. Secretory factors from human adipose tissue and their functional role. [25]
Proc Nutr Soc. 2005;64(2):163-69. Doi: 10.1079/PNS2005428.

ParTiCuLarS oF CoNTriBuTorS:
1. Assistant Professor, Department of Biochemistry, KMCHIHSR, Coimbatore, Tamil Nadu, India.
2. Professor and Head, Department of Biochemistry, MES Medical College, Malappuram, Kerala, India.
3. Professor and Head, Department of Endocrinology, Government Medical College, Trivandrum, Kerala, India.
4. Professor and Head, Department of Biochemistry, Government Medical College, Alappuzha, Kerala, India.

PLagiariSM CHeCkiNg MeTHoDS: [Jain H et al.]

•  Plagiarism X-checker: Mar 22, 2023
•  Manual Googling: May 31, 2023
•  iThenticate Software: Jun 02, 2023 (12%)

eTyMoLogy: Author OriginNaMe, aDDreSS, e-MaiL iD oF THe CorreSPoNDiNg auTHor:
Dr. N Monika,
Assistant Professor, Department of Biochemistry, KMCHIHSR,  
Coimbatore-641014, Tamil Nadu, India.
E-mail: monikarajan57@gmail.com

Date of Submission: Mar 13, 2023
Date of Peer Review: apr 22, 2023
Date of Acceptance: Jun 03, 2023

Date of Publishing: oct 01, 2023

auTHor DeCLaraTioN:
•  Financial or Other Competing Interests:  None
•  Was Ethics Committee Approval obtained for this study?  Yes
•  Was informed consent obtained from the subjects involved in the study?  Yes
•  For any images presented appropriate consent has been obtained from the subjects.  NA

eMeNDaTioNS: 7

http://europeanscienceediting.org.uk/wp-content/uploads/2016/11/ESENov16_origart.pdf

