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AIM: This study aimed to discover the effects of coconut oil intake and diet therapy on anthropometric measurements, biochemical
findings and irisin levels in overweight individuals.
MATERIALS AND METHODS: Overweight individuals (n= 44, 19–30 years) without any chronic disease were included. In this
randomized controlled crossover study, the participants were divided into two groups (Group 1: 23 people, Group 2: 21 people). In
the first phase, Group 1 received diet therapy to lose 0.5–1 kg of weight per week and 20mL of coconut oil/day, while Group 2 only
received diet therapy. In the second phase, Group 1 received diet therapy while Group 2 received diet therapy and 20mL of
coconut oil/day. Anthropometric measurements were taken four times. Irisin was measured four times by enzyme-linked
immunosorbent (ELISA) method and other biochemical findings were measured twice. Statistical analysis was made on SPSS 20.
RESULTS: The irisin level decreased significantly when the participants only took coconut oil (p ≤ 0.05). There was a significant
decrease in the participants’ body weight, body mass index (BMI) level and body fat percentage (p ≤ 0.01). Insulin, total cholesterol,
low density lipoproteins (LDL) cholesterol, and triglyceride (TG) levels of all participants decreased significantly (p ≤ 0.05). There was
no significant difference in irisin level due to body weight loss (p ≤ 0.05); coconut oil provided a significant decrease in irisin level
(p ≤ 0.05).
CONCLUSION: Diet therapy and weight loss did not have an effect on irisin level, but coconut oil alone was found to reduce irisin
level. Coconut oil had no impact on anthropometric and biochemical findings.
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INTRODUCTION
The hormone irisin is a myokine that was first detected by Bostrom
et al. and is released into the blood from skeletal muscle after
exercise [1]. This myokine hormone was found to have essential
physiological functions such as the conversion of white adipose
tissue to brown adipose tissue, acceleration of fat oxidation, and
increase in metabolic rate [2, 3]. Irisin, a type of peptide released from
the muscles, was found to be a product of type 1 membrane
fibronectin type III domain-containing protein 5 (FNDC5). This
protein, FNDC5, is stimulated by the peroxisome proliferator
activated receptor (PPARy), which is stimulated by exercise. It was
discovered that FNDC5 increases thermogenesis and energy
expenditure by turning white adipose tissue into brown after
exercise. Increased irisin level was found to improve glucose
tolerance by increasing the release of FNDC5 in the liver. Along
with these physiological functions, irisin is argued to hold an
important place in the physiopathology of chronic diseases [4]. While
there are studies in the literature revealing that the plasma irisin
levels of individuals with obesity, type 1 and/or type 2 diabetes are
higher than those of healthy individuals, there are also studies
reporting otherwise [5–7]. In an in vivo study conducted with cells
obtained from humans, it was found that irisin regulates both the

browning and the protein expression of genes associated with UCP-1
(thermogenin: a protein found in the mitochondria of brown adipose
tissue) and thus the effect of irisin on the browning of white adipose
tissue was revealed [5–7]. It was found that the level of irisin, one of
the circulating myokines, decreased both in the group undergoing a
low-calorie diet therapy and that undergoing a bariatric surgery in
individuals with overweight [8]. Irisin activates the cyclic adenosine
monophosphate (cAMP)-protein kinase A (PKA)-hormone-sensitive
lipase pathway that stimulates lipolysis by binding to the irisin
hormone receptor in metabolism. After the cAMP is activated,
hormone sensitive lipase is also activated as a result of the increase in
the cAMP in the cell. Thanks to hormone sensitive lipase, energy
expenditure and lipolysis are increased [9]. In a study investigating
the relationship between the hormone oxytocin, which is secreted
from the central nervous system and regulates food intake, and irisin,
it was argued that irisin levels may also regulate food intake. In this
study, irisin affected food intake associated with the hormone
oxytocin [10]. In addition, irisin levels, which were found to be high in
individuals with overweight, were also found to be higher in
individuals with overweight (those with BMI levels of 25–29.9 kg/m2)
compared to healthy individuals [11]. Referring to a BMI classification
of 25–29.9 kg/m2, mild obesity is a clinical picture that appears prior
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to obesity, and an important diagnosis for the prevention of obesity
and the morbidity and mortality risk that comes with it. Obesity can
be prevented with appropriate treatment methods in this clinical
picture before obesity. Obesity and mild obesity are chronic diseases
that carry the risk of morbidity and mortality and can be prevented/
treated with multidisciplinary treatment methods. Diet therapy for
obesity and mild obesity is based on reducing daily energy intake
and keeping macro and micronutrients at recommended intake
levels [12]. In addition, although some functional treatment options
have been mentioned in the literature, enough evidence has not
been obtained to show their applicability in treatment. One of these
functional treatment options is adding coconut oil to the diet.
Containing medium-chain fatty acids, coconut fruit and the oil
obtained from it have been stated to be effective in the treatment of
obesity and related chronic diseases such as cardiovascular diseases,
type 2 diabetes mellitus (T2DM) [13]. The feeling of hunger was
found to decrease significantly during the day as a result of adding
25ml of coconut oil to breakfast meals in women, and thus weight
control became easier [14]. There is research showing that coconut
oil consumption is effective in the treatment of insulin resistance and
related T2DM as it increases the sensitivity of cells to insulin [15].
Another study showing that coconut oil helps the waist circumfer-
ence get thinner, a significant decrease was found in the BMI levels
of the individuals [16]. In addition, it is argued that coconut oil may
help reduce inflammatory cytokines (IL-1β, TNF-α, IL-4, IL-10), which
are elevated in individuals with overweight [17].
The literature indicates that coconut oil increases the metabolic

rate, supports weight loss, and helps to create a feeling of satiety.
Hormone irisin was found to play an important role in the
pathophysiology of chronic diseases and in exercise. In light of this,
there is no study in the current literature investigating the
relationship between coconut oil consumption and irisin hormone
level during body weight control, and there is also no study
including a nutritional intervention performed to regulate irisin
level in individuals with overweight [18]. Addressing this deficiency
in the literature, this study aimed to determine the change in the
level of irisin hormone during the weight-loss process. This study
was designed and carried out to determine whether irisin hormone
is an important marker in the pathophysiology of obesity, to
determine whether the effect of coconut oil, which is reported to be
effective in weight control, is related to irisin, and to determine
whether coconut oil is suitable for routine use in the diet treatment
of obesity, the prevalence of which is increasing in our country and
in the world, and complications of which lead to an increase in the
prevalence of mortality and morbidity, and in health expenditures.

METHOD
This is a randomized controlled study adopting two-phase cross-sectional
design. It was conducted with students studying at Bahcesehir University.
This study was initiated after it was approved by the Clinical Research
Ethics Committee of Bahcesehir University with the decision numbered
22481095–020–500 on 11.02.2020. In addition, the study was supported by
the Bahcesehir University Scientific Research Project commission with the
project support numbered BAUBAP 2021.01.01.

Patients
The sample size was calculated as 44 as a result of the G-power analysis in
the beginning of the study, but 50 people were contacted considering
possible losses. However, 6 people were excluded from the study due to
non-compliance with the diet. All groups in the study consisted of adult
individuals between the ages of 19–30 with a BMI level of 25 kg/m2−
29.5 kg/m2. In the first phase, the first group (n= 21) was given 20mL/day of
coconut oil for 4 weeks in addition to their energy-containing diet that aims
to have each individual lose 0.5–1 kg of weight per week while the second
group (n= 23) was only given the same kind of energy-containing diet. After
the first phase ended after four weeks, nutritional intervention was not
applied to all individuals in the excretory phase (2 weeks). In the second
phase, the first group was given energy-containing diet to allow each

individual to lose 0.5–1 kg of weight per week while the second group was
given 20mL/day coconut oil in addition to the same energy-containing diet
as group 1. The design of the study is shown in Fig. 1.
-Inclusion criteria for the study: Individuals between the ages of 19–30

and without a chronic disease were included in the study.
-Exclusion criteria for the study: Individuals who were underweight,

normal weight, overweight and morbidly obese according to their BMI
levels were not included in the study. In addition, individuals who do
regular physical activity (athletes, those who exercise more than 30min a
day, heavy workers) were not included in the study.
-Diet Therapy: Containing energy intake of 22–25 kcal/kg/day, a diet

therapy in which the ratio of macronutrients to energy was 45–55% of
carbohydrates, 12–20% of proteins and 20–35% of fats [19, 20]. In the first
phase, the first group was asked to consume 2 tablespoons of coconut oil
per day by adding it to their coffee and/or tea in addition to their nutrition
plan. In this phase, the energy from the coconut oil was calculated within
the contribution of the fat content of the diet therapy to the energy
(20–35%), and the total fat content of the plan was calculated the same as
the other group. Coconut oil was not given to the individuals in the second
group in the first phase.

Data collection
At the beginning of the study, data regarding age, gender, smoking and
alcohol use, presence of food allergy, use of nutritional supplements, and
previous weight loss diet attempts were obtained with the Personal
Information Form. Nutritional habits of the participants were also obtained
with the questions in this form (weekday and weekend diet, number of main
and snack meals) Fig. 2. Anthropometric measurements and biochemical
findings obtained at regular intervals throughout the study process were
recorded in the form. In the first and second phases, 3-day food consumption
records were obtained with the “Food Consumption Record Form” in order to
check whether the participants adhered to the diet therapy throughout the
study and to determine the daily macro- and micro-nutrient intake levels.

Anthropometric measurements
Anthropometric measurements of the participants were taken at the
beginning of the study, the end of the first phase, the end of the excretory
phase (beginning of the second phase) and the end of the second phase at
the Anthropometry Laboratory of the Faculty of Health Sciences of
Bahcesehir University. In addition, in order to motivate the participants,
they were asked to measure their weight on their own weighing devices
and report it to the researcher every week. Out of the anthropometric
measurements, weight, waist circumference, BMI, detailed body analysis
and waist/hip ratio were obtained from all individuals during face-to-face
interviews conducted 4 times in total.

Biochemical findings and irisin
The blood samples of the participants were taken 4 times at the
Mecidiyeköy branch of Düzen Laboratory at the beginning and end of
the first phase, after the excretory phase, that is, at the beginning of the
second phase, and at the end of the second phase. In order to determine
the hormone irisin in all of the blood samples taken from each participant
on a total of 4 different dates, and to determine the insulin, total
cholesterol, HDL cholesterol and triglyceride levels in the blood samples
taken at the beginning and end of the study, the blood samples were sent
to the Ankara Branch of Düzen Laboratory and stored under appropriate
conditions. All these processes were carried out in accordance with the
working principles of Düzen Laboratories Group.
The insulin, HDL cholesterol, total cholesterol, and triglyceride levels of

the participants were measured twice, i.e. at the beginning and end of the
study. The HDL cholesterol, total cholesterol, and triglyceride tests were
performed by the spectrophotometric method using Roche Cobas c501
analyzer. The insulin test was performed by the ECLIA method using Roche
Cobas e601 analyzer. The LDL cholesterol levels of the participants were
calculated according to the Friedewald formula. This formula is LDL
Cholesterol= Total Cholesterol – (Measured HDL Cholesterol+ TG/5) [21].
Human Irisin ELISA kit (2 pieces, 96 plate wells in 1 piece) by Elabscience
company was used for the hormone irisin, which should be determined 4
times in total, at the beginning and end of both phases.

Statistical analyses
The obtained data were statistically analyzed in the SPSS 20.0 program.
Statistical significance was accepted as p < 0.05 in all analyzes. The fit of
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the data to the normal distribution was checked with the Kolmogorov
Smirnov test. Number, percentage, mean and standard deviation values
are included in the descriptive statistics. Pearson Correlation test was run
to determine the relationship between the variables. Paired Sample t-Test
was used if the pairwise comparisons of the variables at the end of each
phase and at the end of the study showed a normal distribution, and
Wilcoxon paired-sample test was used in cases that did not comply with

the normal distribution. Mann–Whitney U test was used to evaluate the
differences between the groups.

Findings
Thirteen males (29.5%) and 31 females (70.5%) participated in the study. It
was found that 13.6% of the participants were smokers and 86.4% were
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Fig. 2 Data collection. Anthropometric measurements and blood samples were taken at the beginning and the end of the first phase, the
beginning and the end of the second phase. The insulin, HDL cholesterol, total cholesterol, and triglyceride levels were measured at the
beginning and end of the study. Irisin hormone measured 4 times in total, at the beginning and end of both phases.

Fig. 1 Study design. In the first phase, the first group (n= 21) was given 20mL/day of coconut oil for 4 weeks in addition to hypocaloric diet.
The second group (n= 23) was only given the hypocaloric diet. In the second phase, the first group was given hypocaloric diet while the
second group was given 20mL/day coconut oil in addition to the hypocaloric diet as group 1.
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non-smokers. Of the participants, 22.7% were drinking alcohol as social
while 77.2% were not. While 38.6% of the participants were using regular
medication, 61.4% were not. While 36.4% of the participants were taking
regular vitamin-mineral supplements, 63.6% were not. While 4.5% of the
participants had food allergy, 95.5% do not. All of the participants (100%)
had previously undergone a weight loss diet and were eating properly on
weekdays. While 63.6% of the participants were eating properly at
weekends, 36.4% were not. While 84.1% of the participants had 2 main
meals a day, 15.9% had 3. Of the participants, 9.1% had 1 snack, 15.9% had
2 snacks, 75% had 3 snacks.
At the beginning of the study, no significant difference was found

between the two groups in all anthropometric measurements and
biochemical findings, and the anthropometric measurements of the
groups were homogeneous Tables 1–5. While the mean irisin level of
the participants in Group 1 was 35.81 ± 4.68 ng/dL at the beginning, it was
29.14 ± 7.43 ng/dL at the end of the first phase. At the end of the first
phase in Group 1, it was revealed that the irisin level of the participants
decreased significantly as a result of the intake of coconut oil (p= 0.000).
While the mean irisin level of the participants in Group 2 was
31.36 ± 7.52 ng/dL at the beginning, it was 29.77 ± 7.95 ng/dL at the end
of the first phase. At the end of the first phase in Group 2, it was found that
the irisin level of the participants did not change significantly after
undergoing diet alone (p= 0.106).
While the mean irisin level of the participants in Group 1 was

35.40 ± 8.47 ng/dL at the beginning of the second phase, that at the end
of the second phase was 40.03 ± 5.34 ng/dL. In Group 1, at the end of the
second phase, no significant change was observed in the irisin level of the
participants after undergoing diet alone (p= 0.109). The mean irisin level
of the participants in Group 2 was 28.33 ± 10.37 ng/dL at the beginning of
the second phase, while it was 26.92 ± 9.58 ng/dL at the end of the second
phase. At the end of the second phase in Group 2, it was revealed that the
irisin level of the participants decreased significantly as a result of the
intake of coconut oil (p= 0.050). According to the analysis of the food
consumption records of the participants in our study, the saturated fat
intake was significantly higher during the period of coconut oil intake in
both phases (p < 0.05).
The insulin, total cholesterol and LDL cholesterol levels of all participants

decreased significantly at the end of the study. In addition, the change in
the participants’ other anthropometric measurements due to weight loss is
shown in Table 6.

DISCUSSION
Coconut oil consists of medium chain fatty acids which directly
absorbed from the gastric mucosa, reach the liver via portal
circulation, do not require carnitine transferase enzyme to
participate in energy metabolism at the cellular level, and are
not stored in adipose tissue [22]. Although the BMI levels of both
groups receiving coconut oil and undergoing a diet in both
phases were significantly reduced, there was no difference in
weight changes between them in both phases. Coconut oil has
been found to have no superiority in weight loss compared to
diet alone. In a clinical study similar to ours with a randomized
controlled design, but in which adult males with overweight

(n= 29) participated, the participants were divided into two
groups. The first group (n= 15) was given 1 teaspoon of coconut
oil per day, while the second group (n= 14) was given 1 teaspoon
of soybean oil per day. There was no significant difference in the
anthropometric measurements between the groups at the end of
the study (45 days) [23]. Similarly, another study showed that the
BMI level of the participants who had a high intake of coconut oil
was also significantly lower than that of the other groups. Coconut
oil has been reported to be effective in optimal BMI level [24].
Another study reported that the weight loss was significantly
higher in the mice given coconut oil for 8 weeks with oleic acid
supplementation compared to the control group [25].
It has been reported that the level of hormone irisin, a myokine

secreted after exercise, also changes as a result of dietary
interventions. Our study indicated that the irisin level of the
groups decreased significantly only when they received coconut
oil. It was found that diet therapy did not change irisin level. It has
been reported that there are both positive and negative
correlations between BMI, fat mass, muscle mass and irisin level,
which are among anthropometric measurements [26]. Irisin
hormone level was found to be higher in individuals with
overweight and obesity compared to healthy individuals
[11, 27]. In a meta-analysis study reporting that the irisin hormone
is higher in individuals with overweight than in healthy
individuals, irisin levels were found to increase due to obesity-
related metabolic dysfunction [11]. Studies investigating the
effects of different oil types on irisin level are available in the

Table 1. Recommended daily nutrient intake levels of the diet therapy
[20].

Contribution of Macronutrients and Saturated Fat to Energy

Carbohydrate 45–55%

Protein 12–20%

Fat 20–35%

Saturated fat <7%

Recommended Daily Nutrient Intake Levels

Protein 0.8–1.0 gr/kg/day

Cholesterol <300mg

Fiber 20–39 gr/day

Table 2. Sociodemographic characteristics and nutritional habits of
participants.

Number of participants n Percentage %

Gender

Female 31 70.5

Male 13 29.5

Smoking

Yes 6 13.6

No 38 86.4

Use of alcohol

Yes 10 22.7

No 34 77.2

Regular use of medication

Yes 17 38.6

No 27 61.4

Regular use of vitamin-mineral

Yes 16 36.4

No 28 63.6

Food allergy

Yes 2 4.5

No 42 95.5

Have you followed a weight loss diet before?

Yes 44 100.0

Number of meals

2 37 84.1

3 7 15.9

Number of snacking

1 4 9.1

2 7 15.9

3 33 75.0
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literature, but there is no study investigating the effect of coconut
oil on irisin level [28]. Coconut oil is known to support
thermogenesis, reducing nutrient intake and promoting weight
loss [29]. The hormone irisin has also been found to support
thermogenesis in metabolism [30]. In our study, coconut oil intake
was found to be associated with levels of irisin hormone. Coconut
oil is rich in medium chain fatty acids and contains saturated fat. In
addition, according to the analysis of the participants’ food

consumption records in both groups in our study, the intake of
saturated fat was found to be significantly higher in those who
consumed coconut oil compared to those who did not. High
saturated fat intake is associated with elevated LDL cholesterol
levels, which is a risk factor for coronary heart diseases [31]. A
meta-analysis of 16 studies showed that as a result of coconut oil
intake for more than two weeks, the LDL cholesterol level of the
participants increased by 10.47 mg/dL, while their HDL cholesterol

Table 5. Changes in anthropometric measurements and irisin levels of participants after the second phase.

Group 1 Group 2

Initial Final Z p Initial Final Z p

X ± SD X ± SD X ± SD X ± SD

Weight (kg) 77.46 ± 6.04 76.57 ± 6.19 −2.870 0.004 74.32 ± 5.56 73.32 ± 5.90 −3.027 0.002

BMI (kg/m2) 26.19 ± 1.79 25.89 ± 1.88 −2.955 0.003 26.40 ± 1.14 26.04 ± 1.36 −3.052 0.002

Fat (%) 34.78 ± 8.46 33.7 ± 8.76 −3.191 0.001 33.14 ± 6.79 32.67 ± 5.73 −0.802 0.423

Muscle (kg) 28.22 ± 3.97 27.40 ± 3.48 −2.345 0.019 27.58 ± 4.65 28.23 ± 5.80 −0.702 0.483

Waist/Hip 0.97 ± 0.03 0.93 ± 0.05 −2.114 0.035 0.93 ± 0.06 0.92 ± 0.05 −1.680 0.093

Irisin (ng/dL) 35.40 ± 8.47 40.03 ± 5.34 −1.601 0.109 28.33 ± 10.37 26.92 ± 9.58 −1.962 0.050

Wilcoxon Test.
P values shown in bold are significantly different between initial and final at p < 0.05 for group 1 and group 2.

Table 3. Anthropometric measurements and biochemical findings of the groups before the intervention.

Group 1 Group 2 Total Z p

n= 21 n= 23 n= 44

X ± SD X ± SD X ± SD

Weight (kg) 80.58 ± 5.71 78.13 ± 5.81 79.30 ± 5.83 −1.167 0.243

BMI (kg/m2) 27.17 ± 1.40 27.73 ± 1.18 27.46 ± 1.30 −1.540 0.124

Fat (%) 36.52 ± 7.55 34.80 ± 6.44 35.62 ± 6.96 −1.473 0.141

Muscle (kg) 27.90 ± 3.69 28.36 ± 4.62 28.14 ± 4.16 −0.059 0.953

Waist/Hip (cm) 0.97 ± 0.06 0.95 ± 0.05 0.96 ± 0.05 −0.676 0.499

Irisin (ng/mL) 35.81 ± 4.68 31.25 ± 7.52 33.48 ± 6.65 −1.989 0.052

Insulin (µIU/mL) 13.02 ± 7.44 15.03 ± 9.91 14.07 ± 8.77 −0.707 0.479

Total cholesterol (mg/dL) 194.90 ± 30.23 189.60 ± 27.61 192.13 ± 28.67 −0.955 0.340

LDL cholesterol (mg/dL) 130.18 ± 31.94 117.57 ± 27.88 123.59 ± 30.21 −1.237 0.216

HDL cholesterol (mg/dL) 41.67 ± 7.17 48.52 ± 15.73 45.25 ± 12.75 −1.167 0.243

TG (mg/dL) 115.21 ± 56.43 117.56 ± 51.94 116.44 ± 53.50 −0.507 0.612

Mann–Whitney U Test.

Table 4. Changes in anthropometric measurements and irisin levels of participants after the first phase.

Group 1 Group 2

Initial Final Z p Initial Final Z p

X ± SD X ± SD X ± SD X ± SD

Weight (kg) 80.58 ± 5.71 77.89 ± 5.82 −3.781 0.000 78.13 ± 5.81 74.89 ± 5.90 −4.207 0.000

BMI (kg/m2) 27.17 ± 1.40 26.37 ± 1.75 −3.400 0.001 27.73 ± 1.18 26.59 ± 1.23 −4.207 0.000

Fat (%) 36.52 ± 7.55 34.17 ± 8.12 −3.920 0.000 34.80 ± 6.43 32.60 ± 7.06 −3.996 0.000

Muscle (kg) 27.90 ± 3.69 27.82 ± 3.33 −0.680 0.496 28.36 ± 4.62 28.12 ± 5.04 −1.268 0.205

Waist/Hip 0.97 ± 0.06 0.96 ± 0.03 −0.606 0.544 0.96 ± 0.04 0.93 ± 0.05 −4.248 0.000

Irisin (ng/dL) 35.81 ± 4.68 29.14 ± 7.43 −4.017 0.000 31.36 ± 7.52 29.77 ± 7.95 −1.614 0.106

Wilcoxon Test.
P values shown in bold are significantly different between initial and final at p < 0.05 for group 1 and group 2.
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level increased by 4mg/dL compared to those who consumed
vegetable oil [32]. Despite the atherogenic effect of coconut oil, it
is thought that it may be protective as it increases the HDL
cholesterol level. In an experimental animal study investigating
the efficacy of coconut oil in the treatment of hyperlipidemia and
hepatic dysfunctions, it was reported that coconut oil increased
the level of glutathione peroxidase and had anti-inflammatory
effects [33]. In another study, contrary to this one, it was reported
that the oxidative stress level increased and myocardial fibrosis
levels were also higher at the end of 8 weeks in the mice fed with
a diet in which 10% of the fat content consisted of coconut oil.
This study indicated that coconut oil might cause cardiomyopathy
[34]. Similar to our study, adult females with a high body fat
percentage (37.43 ± 0.83) participated in a randomized controlled
study with a crossover design. The participants were divided into
two groups. One group was given 25ml of coconut oil at
breakfast, while the other group followed an isocaloric balanced
diet. In the second phase of the study, coconut oil was given to
the group that had not received it, while the group that had
received coconut oil in the previous stage was only assigned a
balanced diet. At the end of the study, while there was no
difference in energy metabolism and cardiometabolic risk factors
(total cholesterol, LDL cholesterol, cholesterol/HDL cholesterol
ratio, HOMA-IR, resting metabolic rate) [14].
Although the studies revealed the positive effects of coconut oil

on weight control, it was not found to be superior to diet therapy
in our study. However, coconut oil has been found to be
associated with irisin level, and this relationship is thought to be
related to metabolic dysfunction developed in individuals with
overweight. If coconut oil is to be included in weight control diet
therapy, its high content of saturated fat, which is a risk factor for
cardiovascular diseases, should be taken into account.
Strengths of the study:

– There are studies in the literature investigating the effect of
different oil types on irisin level, but there has been no study
investigating the effect of coconut oil on irisin level. Our study
is thought to be unique in this context.

– While the studies on irisin in the literature were conducted in
individuals with overweight, our study was carried out with
individuals with a clinical picture that is important in the pre-
obesity period and preventable before its development. No
studies were found regarding the hormone irisin in individuals
with overweight, and our study aims to contribute to the
literature in this regard, too.

Limitations of the study:

– Due to the COVID-19 pandemic, the duration of the face-to-
face interviews with the participants was kept short. Instead,
the nutritional follow-up of the participants was performed
through online interviews.

CONCLUSION
Our study discovered that coconut oil had no effect on
anthropometric measurements, which are among the markers of
weight loss in individuals with overweight. The relationship of
hormone irisin, which was found to be secreted after exercise,
with mild obesity and obesity is currently being discussed in the
literature. Although there was a change in irisin level due to
weight loss in our study, this was not statistically significant.
However, coconut oil was found to be associated with the
hormone irisin. Both phases of our study revealed that coconut oil
reduced the level of hormone irisin in individuals with overweight.
In order to prevent obesity, the prevalence of which is increasing
in Turkey and around the world, multidisciplinary treatment of
individuals with mild obesity should be carried out correctly. Diet
therapy, which has an important place in the treatment mild
obesity, should be applied based on evidence in line with the
recommendations of national and international guidelines. In
addition, scientific studies are in progress to include some
functional nutrients in diet therapy. More studies are needed to
include coconut oil as a functional nutrient in diet therapy.
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