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ABSTRACT
Introduction: A refined diagnostic and classification strategy
incorporating phenotypic characteristics of patients with Type 2
Diabetes Mellitus (T2DM) along with their blood glucose profile,
lipid levels and evidence of Nonalcoholic Fatty Liver Disease
(NAFLD) will help in identifying high risk population.
Aim: To determine the prevalence and assess the clinical
characteristics of NAFLD in T2DM patients from August 2016
to February 2017.
Materials and Methods: This cross-sectional analysis was
conducted on 100 T2DM patients with no history of alcohol
intake, at the time of their screening. Physical examination
and anthropometric measurements such as Body Mass Index
(BMI) and Waist to Hip Ratio (WHR) were calculated. Fasting
Blood Glucose (FBG), Post-Prandial Blood Glucose (PPBG),
glycated haemoglobin (HbA1c), serum bilirubin, liver enzymes,
lipid profile and ultrasound of the abdomen to diagnose NAFLD
were done. Statistical analysis was carried out using student’s

t-test and Statistical Package for the Social Sciences (SPSS)
Version 19.
Results: The prevalence of NAFLD in T2DM patients was 52%.
The mean age was 52.27±1.82 years, with 40% males in the study
cohort. There was a significant statistical correlation between
the higher BMI (p<0.001), higher WHR (p=0.046), prevalence
of upper body obesity (p<0.001) and the presence of NAFLD.
The glycaemic control was poorer in patients with NAFLD
with higher FBG (p=0.0027), PPBG (p=0.0027) and HbA1c
p<0.001) than the non-NAFLD group. The serum cholesterol,
triglycerides, Serum Glutamic Pyruvic Transaminase (SGPT),
Serum Glutamic Oxaloacetic Transaminase (SGOT) were
significantly higher in the NAFLD group. Duration of diabetes
was not significantly different among the groups.
Conclusion: The incidence of NAFLD is common in T2DM
patients with poor glycaemic control, dyslipidaemia, and
obesity being associated factors. Duration of diabetes is not a
significant predictor of NAFLD.
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INTRODUCTION
The Nonalcoholic Fatty Liver Disease (NAFLD) , rarely recognised
as a clinical entity before 1980, has rapidly moved to the clinical
forefront, with a prevalence of 25% in the adult population of
the world [1]. NAFLD is defined as the hepatic fat accumulation
of greater than 5% to 10% by weight, often estimated as the
percentage of fat-laden hepatocytes visualised on light microscopy
in individuals without significant alcohol consumption [2].
Nonalcoholic Steatohepatitis (NASH) is strongly associated with
metabolic conditions, including central obesity, Insulin Resistance
(IR), dyslipidaemia, Diabetes Mellitus (DM), and hypertension. NAFLD
is considered the hepatic manifestation of metabolic syndrome. IR
is regarded as a hallmark and a causal factor of NAFLD, even in the
absence of obesity and diabetes mellitus [3].
Increased adiposity, as often found in NAFLD and T2DM, is associated
with adipocyte IR and dysfunction [3,4]. The excess Free Fatty Acids
(FFA) released into the bloodstream predisposes to lipotoxicity i.e.,
when FFA overflow from adipose tissue leads to excess lipid uptake
by tissues such as the liver, pancreas or muscle [4].
Diabetes, particularly T2DM is highly heterogeneous with regards to
clinical presentation and progression. It is therefore inadequate to look
at diabetes with respect to one metabolite alone such as blood glucose
[5]. A refined diagnostic and classification strategy incorporating
phenotypic characteristics of patients (age, height, weight, BMI,
WHR, Waist Circumference (WC) with diabetes along with their blood
glucose profile, lipid levels and Ultrasonography (USG) evidence of
NAFLD will help in identifying high risk population [6-9].
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Hepatic IR is a feature of NALFD and the recent cluster analysis by
Ahlqvist E et al., shows an increased incidence of NAFLD in the Severe
Insulin Resistant Diabetes (SIRD) cluster [10]. It is not plausible to
measure fasting and stimulated C-Peptide and Homeostatic Model
Assessment (HOMA) Insulin Resistance (IR)/HOMA-β (Beta) for risk
stratification of patients with T2DM in small tertiary care centres
in India. Therefore, plotting simple clinical features and a bedside
ultrasound assessment can provide a practical tool for precision
medicine in diabetes so that physicians can tailor the management
on the basis of clinical features of IR and NAFLD [11].
The study aimed to determine the prevalence of NAFLD in T2DM
patients by a non-invasive technique, viz., ultrasonography, and
the correlation between anthropometric measurements, glycaemic
control, lipid profile, and NAFLD in these patients.

MATERIALS AND METHODS

This was a cross-sectional analysis, carried out between August
2016 to February 2017, at a tertiary care centre in southern India.
The study was carried out after an approval from the Institutional
Ethics Committee (HDHCR/IEC/letter no: 2016143 dated 12th June
2016). An informed consent was obtained from each participant
before the study. The participants were ensured about the privacy
and confidentiality of the exercise. The data of T2DM patients
reporting into the diabetes clinic were screened for alcohol intake
history.
Inclusion criteria: The patients with presence of T2DM for over
six months and no history of alcohol intake as reported by the
participant or the next of kin were included in the study.
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Exclusion criteria: Patients with a history of jaundice, ascites, and
features of liver cell failure, or those patients medicated with any
drugs known to have hepatotoxic effects such as methotrexate,
amiodarone, glucocorticoids, synthetic oestrogens, and nucleoside
analogs were excluded from the study. Moreover, patients with
chronic renal failure, chronic cardiac conditions of any nature, history
of diabetic ketoacidosis, and major abdominal surgeries were not
enrolled in the study. Finally, Hepatitis B surface Antigen (HBsAg)
positive individuals were excluded from the study.
Sample size calculation: The prevalence of NAFLD was assumed
to be 35% in nonalcoholic diabetic patients visiting the clinic
over the period of six months (n=150) and a margin error of 5%
was considered. A sample size of 100 was calculated at a 95%
confidence interval (z score=1.96).
One hundred patients with no history of alcohol intake underwent
physical examination, anthropomorphic measurements and
laboratory tests in addition to an ultrasound of the abdomen to
diagnose NAFLD. A detailed history was taken to elicit information on
the known duration of diabetes, symptoms referable to liver disease,
alcohol consumption, surgical, and drug history. A general physical
examination was carried out that included the measurements of
height, weight, Waist Circumference (WC), hip circumference, and
examination of the abdomen for the liver, spleen for any free fluid
in the abdomen. BMI was calculated in kg/m2. WC was measured
in standing position at the level of the umbilicus. Waist Hip Ratio
(WHR) was calculated. Systolic and diastolic blood pressure was
measured with a standard mercury manometer.
Venous blood was drawn after an overnight fasting for eight hours or
more. Serum chemistry encompassing FBG, serum bilirubin, Serum
Glutamic-Oxaloacetic Transaminase (SGOT), Serum Glutamic
Pyruvic Transaminase (SGPT), Alkaline Phosphate (ALP), Serum
Total Proteins (STP), and lipid profile were measured by standard
laboratory procedures. HbA1c was also measured. PPBG was
measured 2 hours after breakfast.
Hepatic ultrasonography was performed in all patients by a trained
operator using a Logi tech EP5 with a 4 MHz probe. Hepatic
steatosis was diagnosed as the presence of an ultrasonographic
pattern consistent with “bright liver” with evident ultrasonographic
contrast between hepatic and renal parenchyma, vessel blurring,
focal sparing and narrowing of the lumen of the hepatic veins. Liver
size >15 cm in the longitudinal plane was considered to represent
hepatomegaly [12].

STATISTICAL ANALYSIS
All the data were entered in Microsoft Excel 2016 and then exported
to SPSS version 19 (Chicago, Illinois, USA). Statistical analysis was
performed using student’s t-test. Significance was accepted at
p<0.05.

RESULTS

Of the total of 100 T2DM patients 40 were male. The age of the study
population ranged from 38 years to 75 years. (52.27±1.82 years).
Their duration of diabetes ranged from 2 to 20 years (5.06±0.81
years). Among the 52 with NAFLD, 18(34.60%) were men while
34(65.40%) were women. There was no statistical significance with
age and gender and the prevalence of NAFLD. The demographic
and clinical parameters are shown in [Table/Fig-1].
Seventy-one percent (n=37) had no symptoms referable to the
hepatobiliary system. Malaise was the most common symptom
being present in 12 patients (23%), followed by right upper quadrant
discomfort in nine patients (17.3%) the patients. 2 cases (3.8%)
complained of abdominal distension. Jaundice was present in
none. Hepatomegaly on clinical examination was present in 4 cases
(7.7%). None had splenomegaly or free fluid in the abdomen.
Fatty liver alone was present in 38% (n=38), while it was present
together with hepatomegaly in another 14% (n=14). Thus, the overall
prevalence of fatty liver, i.e., NAFLD in the study population was 52%.
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T2DM* patients
with NAFLD†
(n=52)

T2DM patients
without NAFLD
(n=48)

p‡-value

18 (45)

22(55)

0.312

BMI(kg/m2)

25.23±1.48

22.45±1.19

0.001

Waist to Hip Ratio

0.93±0.04

0.91±0.02

0.046

30 (57.7)

8 (16.67)

0.001

FBG (mg%)

160.58±23.60

145.79±22.45

0.0027

PPBG (mg%)

218.88±38.08

195.19±35.22

0.0027

Serum Total Cholesterol (mg%)

216.40±15.48

198.5±19.18

0.001

TGL (mg%)

218.33±59.08

170.04±52.82

0.001

HDL (mg%)

47.87±5.13

48.98±4.76

0.245

HbA1c (%)

7.42±0.46

7.05±0.47%

0.001

Characteristics (unit)
Male, n (%)

Age, (mean±SD) 52.27±1.82 years
Anthropometric measurements

Upper body obesity, n (%)
Serum chemistry

Liver function tests
Serum Bilirubin (mg%)

0.83±0.11

0.82±0.15

0.703

SGOT (IU/L)

22.52±6.20

18.90±8.14

0.046

SGPT (IU/L)

25.12±7.15

18.73±6.80

0.001

ALP (IU/L)

129.08±41.54

116.19±37.45

0.317

STP (G%)

6.44±0.17

6.49±0.35

0.317

5.13±1.30

4.98±0.79

0.712

Diabetic status
Duration of diabetes (years)

[Table/Fig-1]: Clinical characteristics of Type 2 DM (T2DM) patients in the study
cohort N=40.
NAFLD: Nonalcoholic fatty liver disease; Type 2 DM: Type 2 diabetes mellitus; BMI: Body mass
index; FBG: Fasting blood glucose; PPBG: Post prandial blood glucose; TGL: Serum triglycerides,
HDL: Serum high density lipoprotein; HbA1c: Haemoglobin; SGOT: Serum glutamic-oxaloacetic
transaminase; SGPT: Serum glutamic pyruvic transaminase; ALP: Alkaline phosphate; STP: Serum
total protein; *Type 2 diabetes defined as: 1) fasting blood glucose ≥126 mg%; 2) HbA1c ≥6.5%;
or 3) existing clinical diagnosis of type 2 diabetes; †Nonalcoholic Fatty Liver Disease confirmed by
ultrasonographic evaluation of hepatic steatosis in patients with no history of alcohol consumption;
‡
p-value determined by statistical analysis using student t-test

The duration of diabetes in diabetics with NAFLD ranged from 2 years
to 15 years (5.13±1.30 years), while that in diabetics without NAFLD
ranged from 3 years to 20 years. (4.98±0.79 years) (p= 0.712).
The BMI of the diabetics with NAFLD was significantly higher than
that of the patients without any signs of fatty liver disease. Similarly,
overall obesity was prevalent in both the subgroups (13.46% vs
16.66%). The incidence of upper body obesity and the WHR was
significantly higher in the NAFLD cohort.
The glycaemic control was better in patients without NAFLD than
those with NAFLD. The fasting blood glucose in diabetics with
NAFLD ranged from 90 mg% to 269 mg% (160.58±23.60 mg%),
while that in diabetics without NAFLD ranged from 89mg% to
317 mg% (145.79±22.45 mg%) (p=0.0027).
The PPBG in diabetics with NAFLD ranged from 142 mg% to
402 mg% (218.88±38.08 mg%), while that in diabetics without
NAFLD ranged from 122 mg% to 374 mg% (195.19±35.22 mg%)
(p=0.0027). HbA1c was significantly higher in the NAFLD cohort.
The lipid profile amongst the two groups were also comparable. Serum
cholesterol in diabetics with NAFLD ranged from 152 mg% to 363
mg%, (216.40±15.48 mg%), while that in diabetics without NAFLD
ranged from 137 mg% to 324 mg% (198.5±19.18 mg%) (p<0.001).
The serum triglycerides in diabetics with NAFLD ranged from 67 mg%
to 449 mg% (218.33±59.08 mg%), while that in diabetics without
NAFLD ranged from 68 mg% to 358 mg% (170.04±52.82 mg%)
(p<0.001).
There was no significant difference between the rest of the liver
function tests serum bilirubin, SAP and STP amongst the two study
cohorts. The duration of diabetes did not vary between the NAFLD
and the non-NAFLD group.
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DISCUSSION
The aim of this study was to determine the occurrence of NAFLD
in the type 2 diabetics in a small tertiary centre setting with the help
of simple clinical features and an ultrasound examination of the
abdomen. In the Indian population, a high prevalence of all the
components of metabolic syndrome in cases of NAFLD has been
reported [13,14]. Several authors have reported the prevalence of
NAFLD in the general population, in obese individuals and in those
undergoing specialised surgeries in India [15,16]. However, there
exists a paucity of data in terms of prevalence of NAFLD in the Indian
diabetic cohort especially when NAFLD is viewed as a component
of metabolic syndrome.
Matteoni CA et al., stated that the prevalence of NAFLD in diabetics
ranged from 25 to 75% or even higher [17]. The prevalence of NAFLD
in diabetics in the present study was 52%. This high occurrence
indicates the importance of management and early evaluation of
NAFLD in T2DM patients.
Of the 40 men, 18 (45%) had NAFLD; on the other hand, of the
60 women, 34 (56.67%) had NAFLD, a difference that was not
statistically significant. However, among the 52 with NAFLD, 18
(34.60%) were men while 34 (65.40%) were women. Women far
outnumbered men in a ratio of 1.9:1 in diabetics with NAFLD. However,
in large meta-analyses globally, the prevalence of NAFLD was
significantly higher in male T2DM patients than female T2DM patients
[18,19]. Gender differences in the prevalence of NAFLD in T2DM
patients could be attributed to the gender differences in hormone
levels and lipid levels [18]. Clark JM et al., observed that men have a
higher prevalence of NAFLD than women (5.7% vs 4.6%, respectively)
however, there was no significant difference in either gender in IR as
calculated by Homeostasis Model Assessment (HOMA) or exercise
level in their study [20]. Conducting a HOMA to measure IR for all
diabetics might not be feasible in tertiary care setups in India.
Seventy one percent of the subjects had no symptoms referable to
the hepatobiliary system. Malaise was the most common symptom
being present in 23%. As for physical signs, hepatomegaly was the
only physical finding noted in the present study and it was present in
7.7% of the subjects studied. Several authors have also noted that an
enlarged liver is the only sign noted at physical examination [21,22].
Given the insidious nature of the disease, it is not surprising to see
malaise being the most common symptom in less than one-quarter
of the study population. The most frequent symptoms are fatigue and
right upper quadrant pain or dullness, although many patients have
no symptoms [3]. Mild or moderate hepatomegaly is reported to be
one of the most common physical examination findings [20-22].
The mean duration of diabetes in the NAFLD subgroup was 5.13±1.30
years (range 2-15 years) and did not differ significantly from those
without NAFLD. A negative correlation between the prevalence of
NAFLD and the duration of diabetes has been observed in several
studies [23,24]. This negative correlation can be attributed to the
greater degree of hyperinsulinemia in early T2DM driving the uptake
of Free Fatty Acids (FFAs) by hepatocytes [24].
Prevalence of NAFLD in patients with obesity or T2DM can
be as high as 80-90% [19]. In the current study, while overall
obesity was prevalent similarly in both the subgroups (13.46% vs
16.66%), upper body obesity was present in a significantly higher
percentage of diabetics with NAFLD. The WHR was higher in the
NAFLD population with a statistical significance. Visceral fat has
been considered as a direct predictor than subcutaneous fat for
Nonalcoholic Steatohepatitis (NASH) and is related to the severity
of NAFLD. WC is an alternative marker for the visceral fat and is
strongly associated with triglyceride accumulation in liver cells, liver
inflammation and, liver fibrosis [25].
The glycaemic control reflected by FBG, PPBG, and HbA1c was
poorer in diabetics with NAFLD compared to diabetics without
NAFLD. Similar observations have been made by other concomitant
studies [26,27].
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Similarly, total cholesterol, triglycerides, and LDL-cholesterol were
significantly higher in diabetics with NAFLD compared to diabetics
without NAFLD. Dyslipidaemia and hypercholesterolemia have been
considered as direct predictors of NAFLD in several other studies
[27-29]. In fact in recent times, NAFLD is considered as the hepatic
manifestation of the metabolic syndrome.
Serum Bilirubin was within normal limits in diabetics with and without
NAFLD and did not differ significantly between the two groups. The
transaminases, even though within normal limits, were significantly
higher in those with NAFLD compared to those without NAFLD.
Systemic Arterial Pressure was within normal limits in both the
subgroups and was similar. STPs, while being within normal limits,
was lower in those with NAFLD. Mild elevations of liver enzymes in
the upper normal range are associated with features of metabolic
syndrome and NAFLD [30]. The high prevalence of metabolic
syndrome and hyperlipidaemia in NAFLD patients suggests that
risk stratification and aggressive treatment is needed to control
the risk of cardiovascular diseases in these patients [1]. The typical
biochemical pattern in hepatic steatosis due to NAFLD is, increased
levels of transaminases, Alanine Aminotransferase (ALT) levels higher
than Aspartate Aminotransferase (AST). This helps in differentiating
between NAFLD from alcoholic liver injury, with the latter normally
associated with a high AST:ALT ratio [31].

Limitation(s)
The study was conducted on a limited sample size of 100 patients.
The second limitation is the self-reported alcohol consumption
record during the initial screening.

CONCLUSION(S)
It is concluded that NAFLD is common in T2DM being present in
a little over a half of all diabetics and that poor glycaemic control,
dyslipidaemia, and overall as well as regional adiposity are significantly
associated with its development. Further, WC and WHR are easy to
measure predictors of NAFLD. Ultrasound is a relatively inexpensive,
non-invasive and accessible, compared to other diagnostic techniques,
for screening for the presence of fatty liver in clinical settings and,
especially in population studies. Therefore, plotting simple clinical
features and a bedside USG assessment can provide a practical tool
for precision medicine in diabetes so that physicians can tailor the
management on the basis of clinical features of IR and NAFLD.
In India, there is a lack well designed prospective studies profiling
large cohorts of patients with well-characterised NAFLD who are
followed for long periods. Studies of this kind will provide the type of
evidence needed to encourage clinicians, researchers, and health
policy experts to focus on NAFLD as one of the most common
chronic human diseases.

REFERENCES

[1] Younossi ZM, Koenig AB, Abdelatif D, Fazel Y, Henry L, Wymer M. Global
epidemiology of nonalcoholic fatty liver disease-Meta-analytic assessment of
prevalence, incidence, and outcomes. Hepatology. 2016;64(1):73-84.
[2] Enomoto H, Bando Y, Nakamura H, Nishiguchi S, Koga M. Liver fibrosis markers
of nonalcoholic steatohepatitis. World J Gastroenterol. 2015;21(24):7427-35.
[3] Neuschwander-Tetri BA, Caldwell SH. Nonalcoholic steatohepatitis: Summary of
an AASLD single topic conference. Hepatology. 2003;37(5):1202-19.
[4] Gastaldelli A, Cusi K. From NASH to diabetes and from diabetes to NASH:
Mechanisms and treatment options. JHEP Rep. 2019;1(4):312-28.
[5] Cusi K, Sanyal AJ, Zhang S, Hartman ML, Bue-Valleskey JM, Hoogwerf BJ,
et al. Nonalcoholic fatty liver disease (NAFLD) prevalence and its metabolic
associations in patients with type 1 diabetes and type 2 diabetes. Diabetes Obes
Metab. 2017;19(11):1630-34.
[6] Mansour-Ghanaei R, Mansour-Ghanaei F, Naghipour M, Joukar F, Atrkar-Roushan
Z, Tabatabaii M, et al. The role of anthropometric indices in the prediction of
nonalcoholic fatty liver disease in the PERSIAN Guilan Cohort study (PGCS). J
Med Life. 2018;11(3):194-202.
[7] Souza MR de A, Diniz M de FF de M, Medeiros-Filho JEM de, Araújo MST de.
Metabolic syndrome and risk factors for nonalcoholic fatty liver disease. Arq
Gastroenterol. 2012;49(1):89-96.
[8] Lin Y-C, Chou S-C, Huang P-T, Chiou H-Y. Risk factors and predictors of
nonalcoholic fatty liver disease in Taiwan. Ann Hepatol. 2011;10(2):125-32.

3

Lakshmi Ravansamudram Hariharan and Jayanty Venakata Balasubra Maniyan, Prevalence and Clinical Characteristics of Nonalcoholic Liver Disease
[9] Sogabe M, Okahisa T, Tsujigami K, Fukuno H, Hibino S, Yamanoi A. Visceral fat
predominance is associated with nonalcoholic fatty liver disease in Japanese
women with metabolic syndrome. Hepatol Res Off J Jpn Soc Hepatol.
2014;44(5):515-22.
[10] Ahlqvist E, Storm P, Käräjämäki A, Martinell M, Dorkhan M, Carlsson A, et al.
Novel subgroups of adult-onset diabetes and their association with outcomes:
A data-driven cluster analysis of six variables. Lancet Diabetes Endocrinol.
2018;6(5):361-69.
[11] Dennis JM, Shields BM, Henley WE, Jones AG, Hattersley AT. Disease progression
and treatment response in data-driven subgroups of type 2 diabetes compared
with models based on simple clinical features: An analysis using clinical trial data.
Lancet Diabetes Endocrinol. 2019;7(6):442-51.
[12] Brant WE, Helms C. Fundamentals of diagnostic radiology - 4 volume set. 4th ed.
Philadelphia, PA: Lippincott Williams and Wilkins; 2012.
[13] Gaharwar R, Trikha S, Margekar SL, Jatav OP, Ganga PD. Study of clinical profile
of patients of non alcoholic fatty liver disease and its association with metabolic
syndrome. J Assoc Physicians India. 2015;63(1):12-16.
[14] Sanal MG, Sarin SK. Association of nonalcoholic fatty liver disease with metabolic
syndrome in Indian population. Diabetes Metab Syndr. 2011;5(2):76-80.
[15] Praveenraj P, Gomes RM, Kumar S, Karthikeyan P, Shankar A, Parthasarathi
R, et al. Prevalence and predictors of nonalcoholic fatty liver disease in
morbidly obese south indian patients undergoing bariatric surgery. Obes Surg.
2015;25(11):2078-87.
[16] Singh K, Dahiya D, Kaman L, Das A. Prevalence of nonalcoholic fatty liver
disease and hypercholesterolemia in patients with gallstone disease undergoing
laparoscopic cholecystectomy. Pol Przegl Chir. 2019;92(1):18-22.
[17] Matteoni CA, Younossi ZM, Gramlich T, Boparai N, Liu YC, McCullough AJ.
Nonalcoholic fatty liver disease: a spectrum of clinical and pathological severity.
Gastroenterology. 1999;116(6):1413-19.
[18] Dai W, Ye L, Liu A, Wen SW, Deng J, Wu X, et al. Prevalence of nonalcoholic fatty
liver disease in patients with type 2 diabetes mellitus: A meta-analysis. Medicine
(Baltimore). 2017;96(39):e8179.
[19] Hashimoto E, Tokushige K. Prevalence, gender, ethnic variations, and prognosis
of NASH. J Gastroenterol. 2011;46 Suppl 1:63-69. doi: 10.1007/s00535-0100311-8. Epub 2010 Sep 16.

www.jcdr.net

[20] Clark JM, Brancati FL, Diehl AM. The prevalence and etiology of elevated
aminotransferase levels in the United States. Am J Gastroenterol.
2003;98(5):960-67.
[21] Portincasa P, Grattagliano I, Palmieri VO, Palasciano G. The emerging problem of
nonalcoholic steatohepatitis (NASH). Romanian J Gastroenterol. 2005;14(1):43-51.
[22] Khoonsari M, Mohammad Hosseini Azar M, Ghavam R, Hatami K, Asobar M,
Gholami A, et al. Clinical Manifestations and Diagnosis of Nonalcoholic Fatty
Liver Disease. Iran J Pathol. 2017;12(2):99-105.
[23] Lv W-S, Sun R-X, Gao Y-Y, Wen J-P, Pan R-F, Li L, et al. Nonalcoholic fatty
liver disease and microvascular complications in type 2 diabetes. World J
Gastroenterol WJG. 2013;19(20):3134-42.
[24] Williamson RM, Price JF, Glancy S, Perry E, Nee LD, Hayes PC, et al. Edinburgh
Type 2 Diabetes Study Investigators. Prevalence of and risk factors for hepatic
steatosis and nonalcoholic Fatty liver disease in people with type 2 diabetes: The
Edinburgh Type 2 Diabetes Study. Diabetes Care. 2011;34(5):1139-44.
[25] Poorten D van der, Milner K-L, Hui J, Hodge A, Trenell MI, Kench JG, et al.
Visceral fat: A key mediator of steatohepatitis in metabolic liver disease.
Hepatology. 2008;48(2):449-57.
[26] Akbar DH, Kawther AH. Nonalcoholic fatty liver disease in Saudi Type 2
diabetic subjects attending a medical outpatient clinic: Prevalence and general
characteristics. Diabetes Care. 2003;26(12):3351-52.
[27] Das K, Kar P. Nonalcoholic steatohepatitis. J Assoc Physicians India.
2005;53:195-99.
[28] Uchil D, Pipalia D, Chawla M, Patel R, Maniar S, Narayani null, et al. Nonalcoholic
fatty liver disease (NAFLD)--The hepatic component of metabolic syndrome. J
Assoc Physicians India. 2009;57:201-04. PMID 19588647
[29] Amarapurka DN, Amarapurkar AD, Patel ND, Agal S, Baigal R, Gupte P, et al.
Nonalcoholic steatohepatitis (NASH) with diabetes: Predictors of liver fibrosis.
Ann Hepatol. 2006;5(1):30-33.
[30] Sanyal D, Mukherjee P, Raychaudhuri M, Ghosh S, Mukherjee S, Chowdhury
S. Profile of liver enzymes in nonalcoholic fatty liver disease in patients with
impaired glucose tolerance and newly detected untreated type 2 diabetes. Indian
J Endocrinol Metab. 2015;19(5):597-601.
[31] Bedogni G, Miglioli L, Masutti F, Tiribelli C, Marchesini G, Bellentani S. Prevalence
of and risk factors for nonalcoholic fatty liver disease: The Dionysos nutrition and
liver study. Hepatol Baltim Md. 2005;42(1):44-52.

PARTICULARS OF CONTRIBUTORS:
1. Associate Director, Department of Diabetes and Heart care, Hariharan Diabetes and Heart Care Hospitals, Chennai, Tamil Nadu, India.
2. Assistant Professor of Cardiology, Department of Cardiology, Sri Ramachandra Insititue of Higher Education and Research, Chennai, Tamil Nadu, India.
NAME, ADDRESS, E-MAIL ID OF THE CORRESPONDING AUTHOR:
Jayanty Venakata Balasubramaniyan,
No 1, Sri Ramachandra Nagar, Porur, Chennai, Tamil Nadu, India.
E-mail: drjvbala@gmail.com

PLAGIARISM CHECKING METHODS: [Jain H et al.]
• Plagiarism X-checker: Sep 09, 2020
• Manual Googling: Dec 26, 2021
• iThenticate Software: Mar 17, 2021 (25%)

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. Yes

4

Etymology: Author Origin

Date of Submission: Aug 23, 2020
Date of Peer Review: Nov 18, 2020
Date of Acceptance: Jan 21, 2021
Date of Publishing: Apr 01, 2021

Journal of Clinical and Diagnostic Research. 2021 Apr, Vol-15(4): OC01-OC04

