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Abstract: Background: There is insufficient data on the prevalence and consequences of eating disorders in Type 2
diabetic patients. Objective: To evaluate the presence of eating disorders (ED) and their association with glycaemic
control and metabolic parameters in adult patients with type 2 diabetes mellitus (T2DM). Materials and methods:
A cross-sectional study on 145 patients was conducted in the medicine outpatient unit of HAHC Hospital, Jamia
Hamdard tertiary care center. The Eating Attitudes Test (EAT-26) was used to screen for ED in adults with T2DM.
The Score of less than 20 and more than 30 on EAT-26 questionnaire was defined as control for participants and
relevant medical details like duration of treatment, glycaemic control, complications were recorded. Results: A total
of 145 diabetic individuals participated in this study. Out of these, 17.3% of individuals with T2DM screened positive
for ED on EAT-26 scale and had a significant positive correlation in <20 groups and a significant negative correlation
in >30 groups. Conclusion: Our study reveals that eating disorders are not very common in our clinical population of
T2DM, the prevalence rates of eating disorders are lower in patients with T2DM than those reported from developed
western countries.
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Introduction

Diabetes mellitus (DM) is a metabolic disorder
that arises from insulin secretion, insulin
action, or both. Insulin deficiency, in turn, con-
tributes to chronic hyperglycaemia with dis-
turbances of carbohydrate, fat, and protein
metabolism [1]. It results in a major health
problem that has been widely increasing over
the past few decades.

Over 424.9 million people worldwide are
thought to have diabetes mellitus, according
to the International Diabetes Federation. By
2045, it is predicted that more than 628.6 mil-
lion adults will have diabetes due to the dis-
ease’s rising prevalence.

Eating disorders (ED) are conditions that are
grouped because of common characteristics of
preoccupation with food and body weight which
could result in disturbed eating behaviour. They

are classified into, binge eating disorder (BED),
bulimia nervosa (BN), Anorexia Nervosa (AN),
Acute restrictive food intake disorder (ARFID),
other specified feeding or eating disorders, and
unspecified feeding or eating disorders. Bulimia
nervosa followed by anorexia nervosa shows a
high prevalence in diabetes [2].

Binge Eating Disorder (BED) is characterized by
repeated episodes of uncontrolled intake of the
unusually large amount of food in a short period
time. These episodes are accompanied by feel-
ings of guilt, shame, and physiological distress.
It affects around 2% of the world’s population
and can lead to other health problems associ-
ated with diets, such as high cholesterol and
diabetes [3].

Bulimia nervosa is a type of eating disorder that
is also known as bulimia. It's a dangerous ill-
ness that can lead to death. Binge eating fol-
lowed by purging is the most common symp-
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Table 1. Socio-demographic features of the study subjects

Total Diabetic population

Diabetic Below and above cutoff score

(n=145) (n=25) P value
Mean + SEM Mean + SEM
Age (years) 46.02+1.38 48.78+1.26 -

Gender distribution (n) Male =57 (39.5%)

Female =88 (60.5%)

Male =13 (9%) -
Female =12 (8.3%)

Demographic Distribution

between disfigured eating
behaviour and diabetes and

mMALE they exacerbate each other
B MALE above and below cutoff score and hence become an impor-
" FEMALE 60.50% tant inducible risk factor for
diabetes mellitus [5].
39.50% 5l
To the best of our knowled-
9% 8.30% ge, we have limited data from
[ [ studies assessing a possible
MALE MALE above and FEMALE FEMALE above and link between eating disorders

below cutoff score

Figure 1. Sex wise distribution (%) of subjects in control and diabetic groups.

Mean Fasting Plasma Glucose
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Figure 2. Comparison of mean fasting plasma glu-
cose between control and eating disorder group.

tom. Forced vomiting, strenuous activity, or the
use of laxatives or diuretics can all cause purg-
ing [3].

Before a diagnosis of diabetes, weight loss
may be viewed as good, but subsequent weight
restitution and growth may have unfavourable
repercussions [4]. Family stress related to dia-
betes has been identified as a risk factor for
acute dieting, as well as for eating disorders
in diabetes mellitus [4]. Earlier Studies have
shown that a prominent association exists
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below cutoff score

with diabetes mellitus and
insulin resistance. Therefore,
this study is designed to eval-
uate the association of com-
monly prevalent eating disorders including
Binge eating, Bulimia Nervosa, and Anorexia
Nervosa with Insulin Resistance in a subgroup
of the diabetic population. Therefore, we have
taken up this study to study and correlate the
relationship between eating disorders and gly-
caemic parameters in a diabetic population.

Material and methods
Type of study

Cross-sectional study with Control distribution
and Parametric data included 145 patients
diagnosed with Diabetes Mellitus Type Il (both
males and females aged 25-65 years) seeking
medical care at the HAHC Hospital, Jamia
Hamdard.

Inclusion criteria and exclusion criteria

Subjects diagnosed with Type 2 diabetes me-
llitus as per ADA (American diabetes associa-
tion) criteria [6] were included and patients with
Diabetic complications and co-morbid psychiat-
ric illness as per ICD (International criteria of
disease) 10 criteria [7] as diagnosed under
guidance of a psychiatrist, subjects with appar-
ent hepatic, pulmonary & renal malignancies
on haemodialysis were excluded.
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Table 2. Comparison of mean fasting plasma glucose between control and eating disorder groups

Normal
Mean + SEM

Mean + SEM

Below 20 Above 30

Mean + SEM Pvalue

Fasting plasma Glucose 168.445.51

218+23.10 269+25.12 0.026

Mean post prandial plasma glucose

500
3
8 400
3 300
-T+]
% i 200
'g céo 100
o 0
2— Norma Below Above
3 1 20 30
o
|-smes1 230 308.7 396.5

Figure 3. Comparison of mean Post Parandial plasma
glucose between control and eating disorder group.

Ethical clearance

Ethical clearance was obtained from ethics
committee of HIMSR (Hamdard Institute of
medical sciences and research), Jamia Ham-
dard. The study was briefed to all the partici-
pants. Informed written consent was obtained
from the patients and healthy subjects.

Data collection measure

Data regarding eating patterns and preferenc-
es was taken in the form of the most widely
used standardized questionnaire in both lan-
guages Hindi and English attached to the pro-
forma EAT-26 questionnaire [8]. Generally, a
referral is recommended if a respondent scor-
es “positively” or meets the “cut off” scores or
threshold on one or more criteria. Low scores
(<20) can still be consistent with serious eat-
ing problems, as denial of symptoms can be a
problem with eating disorders. Score (>30) in-
dicate high level of concerned dieting, body-
weight or problematic eating behaviour [8].
Based on EAT 26 scoring, Prevalence of Bulimia
nervosa, binge eating, anorexia nervosa was
calculated and diabetic subjects were divided
into three groups (<20 = binge eating, >30 =
Anorexia nervosa, 20-30 = control EAT-26
score) [8].

Biochemical estimations

Fasting and post prandial plasma glucose was
determined using BECKMAN COULTER AU480
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analyser [Hexokinase method] [9]. Fasting plas-
ma glucose =126 mg/dl and Two-hour plasma
glucose >200 mg/dl was defined as diabetic
condition according to American Diabetic As-
sociation [6].

HbAlc (Glycated haemoglobin) was estimat-
ed by Bio-Rad D-10 HPLC (High Performance
liquid chromatography) analyser for detecting
diabetes [HPLC method] [10]. HbAlc >6.5%
was considered as diabetic condition according
American Diabetic Association [6]. The degree
of Insulin resistance (IR) was determined by
using the homeostasis model assessment
(HOMA-IR). The estimation of IR by homeosta-
sis model assessment (HOMA) was calculated
with the formula: [fasting serum insulin (uUl/ml)
x fasting plasma glucose (mg/dl)]/22.5 [11].
HOMA-IR >2 was considered as insulin resis-
tance according to American diabetic associa-
tion [11]. Statistical analysis was performed
using SPSS 21. The data was presented as
mean + standard error mean (SEM), p-value
<0.05 was considered statistically significance.
Comparison of glycaemic indices (fasting, post-
prandial blood glucose, HbAlc and insulin
resistance) between different groups of eating
disorders was made by performing ANOVA two-
way statistical tests. Correlation between fast-
ing blood glucose, postprandial blood glucose,
and HbA1c and insulin resistance with score
of eating disorders (EAT-26) was obtained by
Spearman and Pearson correlation method.

Results

The study was carried on 145 diabetic sub-
jects. Out of 145 diabetic subjects 39.5% were
males and 60.5% were females. EAT-26 ques-
tionnaire scored 25 individuals in below 20
and above 30 groups. Based on this, 25 indi-
viduals scores were below 20 and above 30.
Out of 25 individuals, 13 were males and 12
were females. So, the prevalence was 9% in
males and in females, it was 8.3%. The total
prevalence calculated was 17.3% (Figure 14).
Mean duration of diabetes in was 5.69+0.94
years in below 20 and above 30 groups. Mean
age of subjects in <20 and >30 groups were
48.78+1.26 years. No significant correlation
was found between age, gender distribution,
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Table 3. Comparison of mean Post-Parandial plasma glucose between control and eating disorder

groups
Normal Below 20 Above 30 Pvalue
Mean + SEM Mean + SEM Mean + SEM

Post prandial plasma Glucose 230+8.82 308.72+36.83 396.54+37.78 0.019
Mean HbA1lc Fasting plasma glucose was significantly in-
creased in <20 group diabetic patients. A fur-
15 ther Eat-26 score revealed a significant posi-
tive correlation with fasting plasma glucose
35 10 (P=0.017, r=0.02) (Figure 6). Post prandial
&' plasma glucose was significantly increased in
'§ 5 — <20 group diabetic patients. Further Eat-26
score revealed a significant positive correlation
0 Normal e e with post prandial plasma glucose (P=0.044,
| | r=0.5) (Figure 7). HbAlc % was significantly
Wseres 8.3 , i | 13 increased in <20 group diabetic patients.

Figure 4. Comparison of mean HbAlc between con-
trol and eating disorder group.

body weight and duration of diabetes (Table 1;
Figure 1).

The levels of Fasting plasma glucose were sig-
nificantly higher subjects with eating disorders
as compared to control group. The average
plasma glucose levels were 168.4+5.51 mg/dL
in diabetics whose EAT-26 scores in between
20-30. Whereas average fasting plasma glu-
cose levels in <20 and >30 groups were
218+23.10 mg/dL and 269+25.12 respec-
tively (Figure 2; Table 2). The levels of post
prandial plasma glucose were significantly
higher in subjects with eating disorders. The
average post prandial plasma glucose levels
were 230+8.82 mg/dL in diabetics whose EAT-
26 scores in between 20-30. Whereas average
post prandial plasma glucose levels in <20
and >30 groups were 308.71+36.83 mg/dL
and 396.5+37.78 respectively (Figure 3; Table
3). The HbAlc levels were significantly higher
in subjects with eating disorders. The avera-
ge HbAlc levels were 8.33+0.17 in diabetics
whose EAT-26 scores in between 20-30.
Whereas average HbA1c levels in <20 and >30
groups were 10+0.75 and 10.3+0.62 respec-
tively (Figure 4; Table 4). The HOMA-IR levels
were significantly higher in subjects with eating
disorders. The average HOMA-IR levels were
4.6+0.37 in diabetics whose EAT-26 scores in
between 20-30. Whereas average HOMA-IR
levels in <20 and >30 groups were 4.09+0.79
and 8.372+2.33 respectively (Figure 5; Table
5).
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Further Eat-26 score revealed a significant
positive correlation with HbAl1c % (P=0.042,
r=0.17) (Figure 8). HOMA-IR was significantly
increased in <20 group diabetic patients. Fur-
ther Eat-26 score revealed a significant posi-
tive correlation with HOMA-IR (P=0.002, r=
0.83) (Figure 9). Fasting plasma glucose was
significantly decreased in >30 group diabetic
patients. Further Eat-26 score revealed a sig-
nificant negative correlation with fasting plas-
ma glucose (P=0.026, r=0.20) (Figure 10).
Post prandial plasma glucose was significantly
decreased in >30 group diabetic patients. Fur-
ther Eat-26 score revealed a significant nega-
tive correlation with post prandial plasma glu-
cose (P=0.019, r=-0.30) (Figure 11). HbA1c %
was significantly decreased in >30 group dia-
betic patients. Further Eat-26 score revealed a
significant negative correlation with HbAlc %
(P=0.047, r=-0.22) (Figure 12). HOMA-IR was
significantly decreased in >30 group diabetic
patients. Further Eat-26 score revealed a sig-
nificant negative correlation with HOMA-IR (P=
0.04, r=-0.15) (Figure 13). Refer (Table 6) for
overall conclusion.

Discussion

When hyperglycemia and weight loss are un-
explained, patients with T2DM should be
“screened for disordered or disrupted eating
behaviours validated using screening methods
based on self-reported habits linked to drug
dosing, meal schedule, and physical activity”.
[12].

In our study subjects were divided into 3 gr-
oups based on EAT-26 score [8]. Those who
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Table 4. Comparison of mean HbA1c between control

and eating disorder group

was highest in >30 EAT-26 score group
as it indicates toward their anorexic

style of eating behavior and the plasma

Normal Below 20 Above 30 Pvalue s }
Mean + SEM  Mean + SEM Mean + SEM levels of fatty acids and ketone bodies
HbAlc 833017  10+0.75  10.3+0.62  0.047 increase in starvation leading to eleva-
tion of plasma glucose for an uncertain
period because of the absence of insu-
Mean HOMA-IR lin sensitivity [2]. Our results were supported by
e other study conducted by other study [5, 13].
g 5 Our study also showed an interesting finding
g that the levels of post prandial plasma glucose
E 6 were also significantly highest in subjects with
= 4 l >30 EAT-26 score. The average post prandial
g 2 . plasma glucose levels were 230+8.82 mg/dL
g 0 . in Control group. Whereas average post pran-
S . e | i B dial plasma glucose levels in <20 and >30 gr-

W Series 1 4.6 4.09 8.372

Figure 5. Comparison of mean HOMA-IR between con-

trol and eating disorder group.

Table 5. Comparison of mean HOMA-IR between
control and eating disorder group

Normal Below 20  Above 30
Mean * Mean + Mean *

SEM SEM sem  vale

HOMA-IR 4.60+0.37 4.09+0.79 8.372+2.33 0.02

scored <20 and >30 were considered at risk
and individuals with score between 20 and 30
were considered as Control. The study was
carried on 145 diabetic subjects. Out of 145
diabetic subjects 39.5% were males and 60.5%
were females. EAT-26 questionnaire scored 25
individuals in <20 and >30 groups. <20 score
group had 5 males and 5 females whereas in
>30 score group 9 males and 6 females were
seen. The mean age of subjects in <20 was
49.60+1.30 years and Mean age of subjects
in >30 groups was 48.78+1.26 years; our
results was supported by study done by
Krishnamurthy et al. [5]. The most prevalent
onset age of eating disorders is between 25
and 50 years [5].

Our study revealed that the levels of Fasting
plasma glucose were significantly highest in
subjects with >30 EAT-26 score. The average
significant fasting plasma glucose levels were
168.4+5.51 mg/dL in Control group whereas
average fasting plasma glucose levels in <20
and >30 groups were 218+23.10 mg/dL and
269+25.12 respectively. Fasting glucose level
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oups were 308.71+36.83 mg/dL and 396.5+
37.78 respectively. Post prandial glucose levels
were highest in >30 EAT-26 score group as
insalubrious lifestyle modifications are the pri-
mary cause behind high glucose levels. On the
other hand, nutritional intervention involving
calorie restriction and avoidance of healthy
foods increases insulin demand exacerbated
by physical inactivity which ultimately leads to
hyperglycemia [5]. Hypoglycemia causes epi-
sodes of uncontrolled ingestion of unusually
large amounts of food in a short period of time,
leading in an elevated postprandial level [7].
The results were comparable to the study con-
ducted by Celik et al., Krishnamurthy et al. [5]
and Dostalova et al. [13]. The result of our stu-
dy also exhibited that the HbAlc levels were
significantly highest in subjects with >30 EAT-
26 score. The average HbAl1c levels were
8.33+0.17 in Control group. Whereas average
HbAlc levels in <20 and >30 groups were
104£0.75 and 10.3+0.62 respectively. HbAlc
levels were highest in >30 EAT-26 score as it
indicates toward their starving and acute fast-
ing behavior, prolonged starvation keeps liver
in permanent gluconeogenic state which is
responsible for elevated glycated hemoglobin.
Similar results were supported by Krishnamur-
thy [5] and Dostalova [13]. Furthermore, our
study found out that the HOMA-IR levels were
significantly higher in subjects with >30 EAT-
26 score. The average HOMA-IR levels were
4.6+0.37 in Control group. Whereas average
HOMA-IR levels in <20 and >30 groups we-
re 4.09+0.79 and 8.372+2.33 respectively.
HOMA-IR is maximum in >30 EAT-26 groups as
Starvation causes insulin resistance which is
partly due to decrease of insulin action on glu-

Int J Biochem Mol Biol 2023;14(4):40-50



Association of eating disorders

EAT-26 with Fasting glucose in below 20 group
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Figure 6. Correlation analysis (Pearson correlation coefficient) showing the
relation between Fasting plasma glucose and EAT-26 score in Diabetic sub-
jects.

EAT-26 with post prandial glucose in below 20 group
r=0.5
p=0.044
500
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post prandial plasma Glucose mg/dL

Figure 7. Correlation analysis (Pearson correlation coefficient) showing the
relation between Post prandial plasma glucose and EAT-26 score in Diabetic
subjects.

EAT-26 with HbAlc in below 20 group
r=0.17
p=0.042

15 . ‘

10 | ,”‘—/""
¢

¢ v

HbAlc %
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Figure 8. Correlation analysis (Pearson correlation coefficient) showing the
relation between HbAlc % and EAT-26 score in Diabetic subjects.

cose transport in target cells
(Dostélova et al., 2007) [13].
According to preliminary evi-
dence from other authors,
starvation is linked to a long-
er time required for insulin to
exert its maximal effect on
glucose transport, as well as
significant alterations in in-
sulin  metabolism, including
lower basal insulin levels and
higher metabolic clearance
[13]. Similar results were ob-
tained by Dostéalova et al. [13]
and Krishnamurthy et al. [3]
who also found that insulin
resistance was higher in pa-
tients with eating disorder as
compared to those who did
not have any. The present
study also revealed an impor-
tant finding that fasting plas-
ma glucose had a statistically
significant positive correlation
with <20 EAT-26 score (binge
eating scale) (P=0.017, r=
0.02) and negative with >30
EAT-26 score (anorexic eating
scale) (P=0.026, r=-0.20). As
scores <20 on EAT-26 Ques-
tionnaire correspond to binge
eating behavior and consum-
ing excessive amounts of fa-
tty or sugary foods on a long-
term basis can cause blood
sugar to rise beyond Control
levels and increases poten-
tial risk of insulin resistance,
type 2 diabetes. Scores >30
on EAT-26 questionnaire dis-
played anorexic behavior of
eating thus higher the score
means severe anorexic behav-
ior thus starvation leads to
elevation of plasma glucose
for an uncertain period be-
cause of the absence of insu-
lin sensitivity [2]. Our results
were comparable to the pre-
vious studies [5, 13]. Addi-
tionally, post prandial glucose
levels had a statistically sig-
nificant positive correlation
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EAT-26 with HOMA-IR in below 20 group

r=0.83
p=0.002
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Figure 9. Correlation analysis (Pearson correlation coefficient) showing the
relation between HOMA-IR and EAT-26 score in Diabetic subjects.

EAT-26 with Fasting plasma glucose in above 30 group

r=-0.20

p=0.026
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Figure 10. Correlation analysis (Pearson correlation coefficient) showing the
relation between Fasting plasma glucose and EAT-26 score in Diabetic sub-
jects.

EAT-26 with post prandial glucose in above

30 group
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Figure 11. Correlation analysis (Pearson correlation coefficient) showing the
relation between Post prandial plasma glucose and EAT-26 score in Diabetic
subjects.

with <20 EAT-26 score (binge
eating scale) (P=0.044, r=
0.5) and negative with >30
EAT-26 score (anorexic eating
scale) (P=0.019, r=-0.30). As
scores <20 on EAT-26 Ques-
tionnaire corresponds to bin-
ge eating behavior as when
blood sugar levels rise to high
levels and not having suffi-
cient insulin in blood to cope,
it can often cause feeling of
both tiredness and hunger
and can therefore makes cra-
ving for more food which can
lead to vicious circle forming
and binge eating. Whereas
scores >30 on EAT-26 ques-
tionnaire displayed anorexic
behavior of eating thus higher
the score means severe an-
orexic behavior. The nutrition-
al intervention involving calo-
rie restriction and avoidance
of healthy foods increases
insulin demand exacerbated
by physical inactivity which
ultimately leads to hypergly-
cemia [5]. Results were sup-
ported by studies of Celik et
al., Krishnamurthy et al. [5]
and Dostalova et al. [13]. Hb-
Alc levels had a statistically
significant positive correlation
with <20 EAT-26 score (binge
eating scale) (P=0.042, r=
0.17) and negative with >30
EAT-26 score (anorexic eating
scale) (P=0.047, r=-0.22) sup-
ported by the results of Celik
et al. who also found that
patients with binge eating dis-
orders had higher HbAlc [14]
unlike Herbozos et al. who
found no statistically signifi-
cant difference in the glyce-
mic control between the two
groups. Similarly, HOMA-IR le-
vels in our study had a statis-
tically significant positive cor-
relation with <20 EAT-26 sco-
re (binge eating scale) (P=
0.002, r=0.83) and negative
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EAT-26 with HbA1lc in above 30 group

r=-0.22
p=0.047
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Figure 12. Correlation analysis (Pearson correlation coefficient) showing the
relation between HbAlc % and EAT-26 score in Diabetic subjects.

EAT-26 with IR in above 30 group
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Figure 13. Correlation analysis (Pearson correlation coefficient) showing the
relation between HOMA-IR and EAT-26 score in Diabetic subjects.

Prevalance of Eating Disorders

(9% - male & 8.3% - female) [—_Prevalance

17.3%

Control
82.7%

Figure 14. Prevalence of eating
disorder in type 2 Diabetes mel-
litus patients.

with >30 EAT-26 score (anor-
exic eating scale) (P=0.04,
r=-0.15). Thus, a positive cor-
relation between <20 EAT-26
score and HOMA-IR showed
that with an increase in binge
eating behavior insulin resis-
tance increases, scores be-
low 20 on EAT-26 Question-
naire corresponded to binge
eating behavior, as binging
fatty or sugary foods on a
long-term basis can cause
your blood sugar to rise be-
yond Control levels. This is
bad for your health because it
can increase the risk of insulin
resistance [13]. Negative cor-
relation between >30 EAT-26
score and HOMA-IR display
anorexic eating behavior and
as Starvation causes insulin
resistance which is partly due
to decrease of insulin action
on glucose transport in tar-
get cells [13]. Preliminary data
from other authors suggested
that starvation is associated
with an increase of the time
necessary for insulin to exert
its maximum effect on glu-
cose transport and is associ-
ated with marked changes in
insulin metabolism character-
ized by decreased basal insu-
lin levels and increased meta-
bolic clearance [13]. Similar
results were obtained by pre-
vious studies who also found
that insulin resistance was
higher in patients with eating
disorders as compared to th-
ose who did not have any [5,
13].

The majority of Indian rese-
arch on eating disorders prev-
alence has been conducted
on target populations like
school children or college-
going women [15-18]. There-
fore, no community-based
studies have been conducted
in India to date to document
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Table 6. Comparison of the control group with the study group

Normal Mean + SEM Below 20 Mean + SEM Above 30 Mean + SEM P value

Fasting plasma Glucose 168.4+5.51
Post-prandial plasma Glucose 23048.82
HbA1c 8.3310.17
HOMA-IR 4.60+0.37

218+23.10 269+25.12 0.026
308.72+36.83 396.5+37.78 0.019
10+0.75 10.3+0.62 0.047
4.09+0.79 8.372+2.33 0.02

the prevalence of eating disorders; rates have
been identified in certain patient populations
only [19-23]. Furthermore, in our study preva-
lence of eating disorders came out to be 17.3%
this rate was supported by studies from
Western and Asian countries such as China
and Japan, but there are no recent epidemio-
logical data available for comparison from
other South and Southeast Asian countries
[24]. Webb JB et al. also reported Diabetic
patients have prevalence rates of binge eating
disorders ranging from 2.5 to 40% [7, 24-26]. In
our study, the prevalence of eating disorder
was almost equal in males and females which
were 9% in males and 8.3% in females unlike
the study performed by [Makino et al.] [27].
Stating that eating disorders were more com-
mon in females as compared to males of west-
ern countries than of non-western countries
[27]. To support our study, recent data indicate
that the prevalence of eating disorders, as well
as related attitudes and behaviours, is growing
in Asia-Pacific regions, and may be comparable
to those identified in Europe and North Ame-
rica [23, 28]. In support of our prevalence in a
recent systematic review of 6527 subjects, the
prevalence of eating disorders was found to be
present in 1.2-8.0% of diabetic patients [7].
International comparisons can be made easier
with standardized eating disorder evaluation
methods. However, despite careful translation
into local languages, the key themes or princi-
ples evaluated by some questions in these
methods may not be culturally relevant in all
populations [29] looking at the disparities
between those who tested positive for eating
disorders and those who did not. It was hypoth-
esized that a positive response to a question-
naire might indicate a mild eating disorder and
to be classified as an eating disorder in a psy-
chological evaluation.

Conclusion

Diabetes is a lifestyle disease and is closely
associated with abnormal eating behaviour.
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Eating behaviours play a major role in the
pathogenesis of diabetes and its complica-
tions. There is significant evidence that the
induction of eating disorders is key in the onset
of diabetic complications. Screening of eating
disorders in the early stages of diabetes will
prevent and will minimize various complica-
tions associated with diabetes mellitus. The
positive correlation between disfigured eating
behaviour and diabetes exacerbated each
other and hence becomes an important induc-
ible risk factor for diabetes mellitus. Fasting
blood glucose, post prandial blood glucose,
Hbalc and insulin resistance showed a positive
correlation with binge eating disorder (EAT <20
score). Moreover, all these parameters showed
a significant negative correlation with anorexic
eating scale (EAT >30 score). This study helped
in the identification of high-risk group and thus
early detection and management of eating dis-
orders may minimize complications in diabetes.
Our study also revealed that Eating disorders
are not common in our clinical population of
T2DM and their BMI-matched counterparts
without T2DM. The rates of ED are lower than
those reported in western and more affluent
Asian countries in both populations with or
without T2DM. There is little prior information
on eating disorders in T2DM subjects from
India and this study attempts to address this
knowledge gap.

Limitation of the study

This was a hospital-based study and may not
be indicative of the prevalence at a population
level. Secondly, although we excluded patients
with a history of psychiatric comorbidities, like
mood disorders, measures for depression and
anxiety which often coexist in T2D were not
recorded in the current study.
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