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Abstract

Background/Aim: There is a global increase in life-style related risk factors for CVD. However, few studies have examined the prevalence of
these factors in the general population at different social settings/gathering such as night clubs, drinking points/bars and discotheques where
different lifestyle habits are freely displayed. Identifying such factors can lead to innovative strategies for improving cardiovascular health. The
aim of this study was to determine the prevalence of lifestyle, clinical and biochemical risk factors for CVD among night clubbers in Southern
Nigeria.

Methods: Anthropometrics, questionnaires, clinical and blood samples were collected from 255 participants who were classified as night
clubbers (n=130) and non-night clubbers (n=125) and analyzed for body mass index (BMI), waist circumference (WC), socio-demographics, life
style related behaviors, blood pressure indices, lipid profile and markers of insulin resistance using standard methods.

Results: Compared to non-clubbers, night clubbers had significant higher prevalence of CVD risk factors including habitual alcohol
consumption (P<0.001), physical inactivity (P=0.026), poor dietary habits (P<0.001), short sleep duration (P<0.001), abnormal lipid sub
fractions (high serum TG, T-chol and LDL levels) (P<0.001), raised blood pressure indices (SBP, DBP, MAP) (P<0.0001), raised serum uric acid
level (P<0.0001) and a marker of insulin resistance (HOMA-IR) (P=0.060).

Conclusion: CVD risk factors are more prevalent among night clubbers than non-clubbers. Night club, discotheque, tavern, drinking point
and bar patrons should be included among target populations in development of interventions necessary to reduce the high prevalence of CVD
risk factors in the general population, because current risk factors become future diseases and public health burden. Knowledge of risk factors
can be used to shift their population distribution.
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Introduction

Over the years, it is a common practice to find people Asia, Europe, Africa as well as Australia [2]. In Nigeria, there is

from various walks of life unwind daily or during weekends,
irrespective of their social class and marital status at different

a rapid proliferation of club’s houses/discotheques and drinking
points/bars which offer entertainment for not only adolescents
and young adults, but also across other age groups and gender

night clubs/discotheques, drinking bars and taverns for various
[3,4] and those of legal drinking and smoking age of 18+ [5].

psychosocial reasons. On a typical Friday night, fun loving guys
and ladies hang out fun. As a matter of fact, clubbing is as old as Many working-class clubbers patronize these entertainment
civilization itself. It is also a known fact that the human nature  houses for many psychosocial reasons including:

abhors vacuum and boredom, for something must spice up living
or else life would not be worth living [1]. For instance, going back
to the origin of night clubbing in the first two decades of 1900s,
when the American working class get together at juke joints and
honky funks and dance to the music played either in a juke or on
a piano. Though later banned, clubbing was later revived in 1933 ii.  Tosocialize and meet new friends and potential marriage
after which night clubbing spread throughout the world including  mates

i To unwind, relax and rest after a bustling and hectic
workday or week from stressful work environments and hard
workmanship. It is seen as a popular way for physiological and
psychological rejuvenation and increases productivity.
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iii. To escape marital stress especially for those who are
married.

iv.  To have unlimited fun and to satisfy other desires [2].

At these clubs and discotheques several lifestyle habits are
freely displayed including binge drinking of alcohol beverages,
exposure to first and second hand tobacco smoking, indoor
air pollutants, eat junk foods and meats dense with high
cholesterol and low in fruits and vegetables, exposed to less
sleep and inadequate water intake and noisy and promiscuous
environments and other risk factors that predispose one to
several metabolic aberrations and subsequent development of
cardiovascular diseases (CVD) and other communicable and
non-communicable diseases burdens alike [6-8]. These practices
during their active service years take a cumulative tool on them
after wards during the later years, when they are less active,
retired and more exposed to physical inactivity as a risk factor
for NCDs. Globally, more than 70% of cardiovascular mortality,
40% of chronic respiratory diseases, 34% of cancer mortality and
about 50% of all chronic diseases deaths are attributed to a small
number of known life style related modifiable risk factors [8,9].
With the increasing trend of night clubbing among young adults
and the toll of NCDs in the general population, there is need to
evaluate the prevalence of lifestyle risk factors and clinical as well
as biochemical correlates of CVD among night clubbers in order
to guide policies and preventive strategies to reduce the global
increase prevalence of CVD in the general population.

Subjects and Methods
Study Design and Study Population

This cross-sectional study was carried out between August
2016 and December 2018. Two hundred and fifty-five (255)
subjects (130-night clubbers and 125 non-clubbers) aged 18 to 55
years actually participated in the survey of the 285 initially invited
after applying the inclusion/exclusion criteria. Exclusion criteria
were missing data, age outside the study age (>18 and < 55years),
inappropriate completion of questionnaire, decline participation
and poor mental state.

The invitation to participate in this study was distributed to
target participants at several contact points including the primary
health center where the study was conducted. Other points of
recruitment of participants include fast food and drinking bars,
club houses and other recreational centers. Written informed
consent was obtained from participants and the study protocol
was approved by the management of the health center and local
Ethics Committee and the study protocols followed Helsinki
Declaration [10] guidelines governing the conduct of human
research. Participation was voluntary and participants were
free to withdraw at any stage of the study. Those who qualified
to participate were divided into 2-subgroups: night clubbers
(those who regularly (2-4 times a week) attend night clubs (an
entertainment house that is open from the evening until early
morning) or involve in evening/night outdoor recreational

activities such as drinking, smoking, parties and eating junk
foods/meats) at discotheques, bars and taverns, otherwise they
were classified as non-clubbers.

Assessment Measures

Two survey instruments were used to assess the prevalence
of CVD risk factors among participants. (1) socio-demographic/
lifestyle assessment questionnaire adapted from previous
studies [11] was used to assess the prevalence of indirect CVD
risk factors (socio-demographic and lifestyle attributes), while
the assessment of clinical and biochemical variables provided
information on the direct CVD risk factors. The main outcome
of this study was incident CVD risk factors defined as any socio-
demographic/lifestyle, clinical or biochemical factor known to
increase the odds for CVD among study participants, while CVD
was defined as including several adverse cardiovascular endpoints
such as coronary heart disease (CHD), ischemic heart disease
(IHD), myocardial infarction, atrial fibrillation and cardiovascular
death [12]. The questionnaire consisted of 2 sections. Section 1
contained information on the socio-demographic characteristics
of participants including age, sex, life style habits (physical activity
status, dietary habits, sleep duration, smoking habits, alcohol
intake, occupation, educational level, and frequency of clubbing).
Also, past medical history of CVD, or other related diseases was
enquired about. These included type 2 diabetes mellitus (T2DM),
hypertension, ischemic heart disease (IHD), myocardial infarction
(MI), kidney disease, mental disorders, stroke and hematological
disorders. All lifestyle variables and behavioral factors were
measured on binary scale (i.e., yes/no).

Physical activity status of participants was determined
based on the 2010 US healthy people physical activity guidelines
standard which recommends 150 minutes of moderate to severe
intensity of aerobic exercise per week in bouts of 10 minutes or
more for physically active adults aged between 18 and 64 years.

Alcohol/beer consumption was established by asking
participants whether they currently drink or not and those who
drank up to 24hrs prior to the commencement of the study were
regarded as current drinkers, those who had stopped drinking 6
months prior to study period were regarded as ex-drinkers while
those who never drink was classified as non-drinkers. Cigarette
smoking habit was enquired about and participants were
stratified into three groups namely current smokers (those who
currently smoke) ex-smokers (those who had stopped smoking
6months prior to the study period) and never smokers (those
who never smoke). Sleep duration was determined by asking the
participants to state the number of hours they normally sleep in
a night and to know whether they usually wake up in the middle
of the night or not. Based on the duration of sleep per night, they
were categorized into three groups namely; short sleep duration
< 6hrs/night, normal sleep duration 7-8hrs/night and long sleep
duration >8hrs/night.

A 24hr dietary recall questionnaire was used to obtained
information on the actual food intake of participants. Questions
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were asked on the frequency and quantity of consumption of
specific food types including carbohydrates, fats, protein, fruits
and vegetables. The extent to which a particular food type was
consumed was studied on a three-point continuum as always,
sometimes and never. Good dietary habit was defined as moderate
consumption of balanced diet 2-3 times a day with a substantial
amount of fruits, vegetables, fish and whole grains, while poor
dietary habit was defined as excessive consumption of unbalanced
diets with little or no fruits and vegetables, frequent consumption
of meal outside home, consumption of readymade foods, late
night eating and high intake of animal based foods and low intake
of water.

Measurements

Before the commencement of the study, participants were
informed about the aims and procedures for the study. Assessment
of anthropometric indices including height and weight were
performed. Height was measured to the nearest 0.1cm using
height meter and weight was measured to the nearest 0.1kg
using a weighing scale (Seca Model, Germany) after observing
all necessary precautions to maintain accuracy as described
previously [13]. Body mass index (BMI) was calculated as the ratio
of weight in kg divided by the square of body height in meters
(Weight kg/Height2 m2). BMI < 18.5kg/m2 was considered as
underweight, BMI= 18.5-24.9kg/m2 normal weight and BMI>
30kg/m?2 was regarded as obese [14].

Waist circumference (WC) was measured attheiliac crestto the
nearest mm with a soft non-elastic measurement tape. WC >94cm
and >80cm for men and women respectively were considered
abnormal (indicative of obesity) [15]. The blood pressure (BP)
of each participant was measured with a sphygmomanometer
(Acosin 300 Dekamet Ltd. England) with appropriate curve size
and after sitting quietly for 15 minutes. The measurement was
taken twice and the average of the two was calculated and used.
Normotension was defined as systolic BP < 140mgHg and diastolic
BP <90mmHg. Greater than these values, BP was considered to be
in hypertensive range [16].

Biochemical Analyses

Venous blood samples were collected before breakfast for
measurement of fasting blood sugar (FBS), serum uric acid
(SUA) level and lipid sub-fractions (high density lipoprotein-
cholesterol (HDL-C), low density lipoprotein-cholesterol (LDL-C),
triglyceride-cholesterol (TG-C), (total cholesterol (T-chol), (very
low density lipoprotein-cholesterol (VLDL-C)) and insulin level.
Fasting serum insulin level was measured by ELISA immunoassay
(Sigma chemical Co. USA) insulin resistance was estimated by
homeostasis model assessment [homeostasis model assessment-
insulin resistance (HOMA-IR)] score calculated as FBS (mmol/L)
x fasting serum insulin (mp/L) HOMA-IR [FBG (mmol/L) x insulin
(nU/mol)]/22.5

When FBG is <140mg/dl

HOMA-IR = 1.8 was diagnostic of IR [17].

FBS and lipid sub-fractions were measured using a multi-
channel Automated System: Lipid pro TM Model KM-0014; info Pia
Co. Ltd. South Korea. Serum uric acid was measured by enzyme-
linked immunosorbent (ELISA) method using commercially
available kit sigma chemical Co. USA. Two FBS measurements
>7.1mmol/L was regarded as abnormal (diabetes mellitus) LDL-C
was calculated using the modified Friedewald formula. Reference
ranges for the lipid sub-fractions used in this study were as
follows;

TG-C<150mg/dl, HDL-C =40-59mg/dl, T-chol-C<200mg/dl
and LDL-C<100mg/dL

Statistical Analysis

Categorical variables were analyzed using frequencies and
percentages while means * standard deviations were computed
for quantitative variables. Univariate associations between
categorical variables were examined using chi-square while
differences in quantitative variables between night clubbers and
non-clubbers were tested using independent t-test. P<0.05 was
considered statistically significant. All data analyses were carried
out using the Statistical Package for Social Sciences (SPSS version
22.0)

Results

The socio-demographic variables that showed significant
(P<0.05) differences between night clubbers and non-clubbers
were age (P=0.0002), gender (P=0.004) and educational
attainment (P=0.036). Other socio-demographic variables were
not significantly different between clubbers and non-clubbers
(Table 1). Table 2 shows that the prevalence of alcohol intake
(P<0.020), poor dietary habits (P<0.001), and short sleep
duration (P<0.001) were significantly higher in clubbers than
non-clubbers.

Table 1: Socio-demographic Characteristics of Study Participants.

Variable itttz li(l)‘?bgg'l;t P-value
(n=130) (n=125)
Age (mean) 35.02+3.03 33.60 +3.07 0.0002
Gender
Male 101 (77.7) 75 (60.0) 0.004%*
Female 29 (22.3) 50 (40.0)
Marital Status
Married 59 (45.4) 46 (36.8)
Single 65 (50.0) 77 (61.6) 0.104
Divorced 06 (4.6) 02 (1.6)
Educational Status
Secondary 48 (36.9) 29 (23.2)
OND/NCE 57 (43.8) 60 (48.0) 0.036**
HND/BSC 25(19.2) 36 (28.8)
Employment
Status
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Employed 82 (63.1) 89 (65.9) 0.722
Unemployed 48 (36.9) 46 (34.1)
Ethnicity
Ibibio 85 (65.4) 79 (63.2)
Anang 43 (33.1) 46 (36.8) 0.329
Others 02 (1.5) 0(0.0)

OND = Ordinary National Diploma; NCE = National Certificate of Edu-
cation; HND = Higher National Diploma
BSc = Bachelor of Science ; ** = Significant at 5% (P < 0.05)

Table 2: Lifestyle-related Risk Factors for CVD among Study Partici-
pants.

Variables bl:irgsh(tnglll;b(;) Nonl;;:l;l;) ;))e & P-value
Smoking Habits
Smokers (current) 42 (32.3) 27 (21.6) 0.075
Non-smokers 88 (67.7) 98 (78.4)
Alcohol Drinking
Drinkers (current) 75 (57.7) 38(30.4) <0.001*
Non-drinkers 55 (42.3) 87 (69.6)
Physical Activity
Active 62 (47.7) 78 (62.4)
0.026**
Inactive 68 (52.3) 47 (37.6)
Dietary Habits
Good 32 (24.6) 71 (56.8) <0.001*
Poor 98 (75.4) 54 (43.2)
Sleep Duration
28 hrs 19 (14.6) 22 (17.6)
5-8hrs 33 (25.4) 73 (58.4) <0.001*
<5hrs 78 (60.0) 30 (24.0)

** = Significant at 5% (P < 0.05); * = Significant at 1% (P < 0.01)
Table 3: Clinical Risk Factors for CVD among Study Participants.

of blood pressure indices were significantly higher in clubbers
than non-clubbers (SBP (P<0.001), DBP (P<0.0092), PP
(P<0.0001), and MAP (P<0.0001) (Table 3). Table 4 shows that
serum (UA<0.0001), T-chol (P<0.0001), TG-C (P<0.0001), LDL-C
(P<0.0001), insulin level (P<0.046), HOMA-IR (P<0.0160) and
atherogenic index of plasma( AIP) (P<0.0001) were significantly
higher in night clubbers than non-clubbers.

Table 4: Biochemical Risk Factors for CVD among Study Participants.

Variables Clubbers Non-clubbers P.value
(n=130) (n=125)

Uric acid 6.82 +2.30 4.22 +1.99 <0.0001*
HDL-C (mg/dL) 49.02 +9.88 52.01+9.67 0.0153*
T-chol (mg/dL) 208.3 +£15.99 165.4 + 21.56 <0.0001*

TG-C (mg/dL) 166.5+19.22 | 144.2+21.86 | <0.0001*
LDL-C (mg/dL) | 125.5%2032 | 1153%27.88 | <0.0001*
Insulin level (WU/| g 14 519 7.6+ 1.87 0.046*
mL)
HOMA-IR 1.96 +0.99 1.7 £0.690 0.0160*
USG 1.028 £ 0.73 1.017 £ 0.68 0.9011
AIP log (TG/HDL) |  0.53 +0.04 0.44+0.3 <0.0001

Variables Clal;boe)rs Nonal;sl’))b €rs P-value
BMI 28.45 +8.23 26.0 £ 7.44 0.0134*
wcC 92.23 +10.44 84.41+9.36 <0.0001*
SBP 129.52 +14.56 | 120.34 + 15.09 <0.0001*
DBP 88.21+£5.29 90.34 £ 7.44 <0.0092*

PP 39.18 £5.86 32.13+£6.9 <0.0001*
MAP 103.42 +7.95 98.92 + 6.28 <0.0001*

*= Significant at 1% (P < 0.01); BMI= Body Mass Index (Kg/
h2 m2); WC = Waist Circumference (cm); SBP= Systolic Blood
Pressure (mmHg); DBP= Diastolic Blood Pressure (mmHg); PP=
Pulse Pressure (mmHg); MAP= Mean Arterial Pressure (mmHg).

Anthropometric indices including BMI and WC showed
significant (P<0.0134 and P<0.001 respectively) higher values
in night clubbers than non-clubbers. Likewise, the mean values

*= Significant at 1% (P < 0.01); HDL-C = High Density Lipoprotein-cho-
lesterol; T-chol =Total Cholesterol

TG-C = Triglyceride-cholesterol; HOMA-IR = Homeostasis Model As-
sessment Insulin Resistant ; USG = Urinary Specific Gravity; AIP = Ath-
erogenic Index of Plasma

Discussion

Findings of the present study showed that, night clubbing
habit is a significant risk factor for higher prevalence of CVD
risk factors such as poor life-style related behaviors (physical
inactivity, poor dietary habits, short sleep duration and alcohol
consumption), abnormal clinical indices (elevated adiposity and
raised blood pressure) and adverse biochemical endpoints (high
serum UA, T-chol, TG-C, LDL-C, insulin level, HOMA-IR and AIP).
Convincing evidences show that these factors can act in isolation
or in synergy to cause adverse cardiovascular endpoints. For
instance, preponderance of research evidence shows inverse
association between physical activity level and CVD risk in all age
categories regardless of the level of activity [18]. Physical inactive
populations are more prone to developing CVD. According to
Sesso et al, [19] physical inactivity is associated with a 19%
increased risk for CHD. Rojas and his colleagues [20], in their
clinical based study observed that physical inactivity was the most
prevalent risk factor among participants with CVD. Their findings
were similar to many other studies that yielded similar results
which prompted the inclusion of adequate physical activity as an
important element in CVD preventive policies across all ages and
populations [21-23].

One study showed that even lower intensity physical activity
is associated with significant reduction in CVD risk (51% and
70%) in the older individuals [24]. According to the Physical
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Activity Guidelines Advisory Committee Report, men and women
with high level of physical activity could have a 30% to 35% CVD
risk reduction [25]. The patho-mechanistic pathways underlying
the cardio-protective effect of physical activity is explained largely
in part by its anti-inflammatory effect [26], and indirectly through
reduction in the risk of developing medical conditions that are
known risk factors for CVD such as hypertension, dyslipidemia,
obesity, type 2 diabetes mellitus (T2DM), renal disease, oxidative
stress and high serum homocysteine level [27]. In many studies,
improvements in markers of inflammation and metabolic
aberrations following moderate to severe exercise have been
reported, including improvement in serum levels of C-reactive
protein, amyloid A, interleukin 6 and inter cellular adhesion
molecule 1 [26-28]. Also, improvement in blood sugar level and
lipid profile, as well as BMI and BP indices have been reported
following moderate to severe exercise. This may partly explain
the significant differences in some clinical and biochemical risk
factors for CVD between night clubbers and non-clubbers in the
present study.

A significant higher prevalence of poor dietary habits was
found among night clubbers than non-clubbers. For instance,
higher prevalence of meals outside home, consumption of
readymade foods, higher intake of alcohol beverages, animal-
based foods, late night eating and low intake of fruits, vegetables
and water were more prevalent among clubbers than non-
clubbers. These dietary habits are similar to those previously
shown to increase the risk of CVD and determinants (obesity,
T2DM, hypertension and dyslipidemia) [29,30], but contradict the
healthy/prudent eating recommendations of Dietary Approaches
to Stop Hypertension (DASH) diet [31] and the Mediterranean
diet [32-35] which consist of diet rich in fruits, vegetables, fish
and whole grains [36,37]. Several epidemiological and clinical
based studies indicate inverse association between healthy diet
and CVD risk and determinant likely due to the effect of varied
bio-constituents and their antioxidant, anti-inflammatory and
immune system modulating activities. Healthy diet protects
against overweight/obesity, high BP, T2DM, IR and dyslipidemia
and vice versa [38].

More night clubbers reported shorter sleep duration at night
than non-clubbers which may in part, be ascribed to the disruption
in timing of circadian rhythms, consequent upon irregular
sleeping time. Short sleep duration has not only been implicated
in poor social, emotional, lifestyle, behavioral, and personal
choices but has also been linked to higher incidence of CVD and
determinants. A link between insufficient sleep and increased risk
of MI was reported by Liu et al,, [39]. Bertisch et al. [40] reported
29% higher risk of CVD development in participants who had poor
sleep compared to a reference group. Sleeping 5 or fewer hrs per
night increased the risk of CHD by 39%, while 6hrs of sleep per
night increased the CHD risk by 18% compared with normal sleep
duration (8hrs per night) [41]. Indeed, adequate sleep promotes
optimum cardiovascular and metabolic homeostasis [42]. The

mechanism underlying a potential association of short sleep
duration with incident CVD include induction of inflammation
[43] and development of established risk factors for CVD such
as T2DM [44], high BP [45], dyslipidemia, Obesity [46], chronic
kidney disease [47] and hyperuricemia [48].

The prevalence of alcohol intake was also significantly higher
among night-clubbers than no clubbers. This suggests a higher
likelihood of alcohol-induced CVD in the former than the latter,
given the fact that alcohol abuse is a powerful risk factor for CVD
[49]. Although the cardio-protective effects of mild to moderate
consumption has been extensively reported [50],
evidence is emerging that some disorders of the cardiovascular
system could occur even at the lowest level of alcohol intake and
increasing in a dose-dependent manner to the highest levels of
alcohol intake [51]. This is consistent with a study that showed
a dose-response effect of alcohol consumption, and the diverse
relationships (direct, inverse, U-shaped and ]-shaped) of alcohol

alcohol

intake with cardiovascular health [52]. However, it should be
noted that the detrimental effect of low alcohol consumption
could be due to the co-occurrence of multiple CVD risk factors, as
observed among night clubbers in the present study.

Similarly, night clubbers had higher prevalence of smoking
than non-clubbers, suggesting a higher risk of smoking-induced
CVD in the former than the latter as reported previously. Evidence
has been garnered that smoking increases the risk of CVD such
as CHD, stroke, sudden death, peripheral arterial disorder and
aortic aneurysm. According to Messner et al. [53], smoking is
one of the most powerful risk factors for CVD worldwide. Doyle
et al. [54] had previously demonstrated that smokers had higher
risk of MI. A Japanese study demonstrated a higher risk of CHD
among smokers [55]. Many other studies agreed that smoking has
a negative effect on cardiovascular endpoints.

Consistent with findings of the present study, a recent study
conducted by Lasebikan et al. [3] in an urban city in Nigeria
reported higher prevalence of smoking among night clubbers
than non-clubbers [3].
clinical atherosclerosis are the postulated patho-physiological
mechanisms of smoking-induced CVD. This is evident by elevated
serum markers of inflammation and atherosclerosis including
elevated serum levels of highly sensitive C-reactive protein,

Induction of inflammation and sub-

fibrinogen, and coronary artery calcium as well as reduced serum
level of HDL-C [56] in smokers. Some of these lifestyle behaviors
either alone or in combination with other risk factors are known to
initiate or worsen extant CVD. For instance, alteration of circadian
rhythms due to altered sleeping pattern can cause derangements
in several psychophysical and metabolic functioning of the body
[57] and CVD risk factors including aging, diet-induced obesity,
T2DM, hypertension and dyslipidemia and therefore augments
the development of CVD. Lopez et al. & Merikanto et al. [58,59]
reported association between sleep disorders and raised BP,
smoking and re-infarction.
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Night clubbers had significant higher mean SUA level than
non-clubbers. This could probably be due to poor lifestyle habits
known to be etiologically implicated in hyperuricemia, including
poor dietary habits, binge drinking of alcoholic beverages,
exposure to first and second hand tobacco smoking, exposure to
indoor air pollutants, consumption of junk foods/meats dense
with high cholesterol but low in fruits and vegetables and poor
sleeping habits which were more common among night-clubbers
than non-clubbers [60]. The observed higher SUA level and
other poor lifestyle habits among night clubbers could partly
provide explanation for the observed clinical and biochemical
aberrations found among night clubbers as strong correlations
have been established between SUA and these disorders including
dyslipidemia [61], hypertension [62-64], IR, [65,66] abnormal
adiposity indices [67] and atherogenesis [68]. Besides the indirect
relationship, other lifestyle habits have been shown to directly
impact several metabolic pathways leading to the observed
clinical and biochemical aberrations. For instance, binge drinking
is associated with IR, dyslipidemia, abnormal adiposity and
abnormal BP indices. Likewise, short sleep duration, poor dietary
habits, physical inactivity and poor hydration status have been
found to directly influence metabolic processes and leading to
abnormal clinical and biochemical endpoints as observed among
night clubbers in the present study.

Conclusion

CVD risk factors are more prevalent among night clubbers
than non-clubbers. Night club, discotheque, tavern, drinking point
and bar patrons should be included among target populations in
the development of interventions necessary to reduce the high
prevalence of CVD risk factors in the general populations because
current risk factors become future disease and public health
burden and knowledge of risk factors can be used to shift their
population distribution.

Competing Interest

None declared.

References
1. Aristotle (2019) Physics ebook IV (8): 6-9.
2. Club Afterhours (2012) Top 2 reasons why people go to night clubs.

3. Lasebikan VO, Ola BA, Lasebikan TO (2019) Shisha smoking in selected
night clubs in Nigeria. Pan Afri Med ] 33: 136.

4. Lasebikan VO, Ola BA (2016) Prevalence and correlates of alcohol use
among a sample of Nigerian semirural community dwellers in Nigeria.
] Addict 2016: 2831594.

5. International Center for Alcohol Policy (ICAP) (2011) Minimum age
limit worldwide.

6. Rehm ], Taylor B, Baliunas D, Borges GL, Graham K, et al. (2010) The
relation between different dimensions of alcohol consumption and
burden of diseases: An Overview. Addition 105(5): 817-843.

7. Fritz K, Morojele N, Kalichman S (2010) Alcohol: the forgotten drug in
HIV/AIDs. Lancet 376: 398-400.

8. Negin ], Cumming R, Stewart de Raminrez S, Abimbola S, Sachs S
(2011) Risk factors for non-communicable diseases among older
adults in rural Africa. Top Med Inter Health 16(5): 540-649.

9. Ezzatti M, Vander Hoorn S, Rodgers A (2003) Estimates of global and
regional potential health gains from reducing multiple major risk
factor. Lancet 362: 271-280.

10. Helsinki Declaration of 1975 as revised in 2000.

11. Godwin M, Streight S, Dyachuk E, Van Den Hooven EC, Ploemacher J, et
al. (2018) Testing the simple lifestyle indicator questionnaire. Initial
Psychometric Study. Can Fam Physician 54: (1).

12. Shiroma EI, Lee IM (2010) Physical activity and cardiovascular health
lessons learned from epidemiological studies across age, gender and
race/ethnicity. Circulation 122: 743-752.

13.Ekpenyong CE, Inyang MAE (2017) A Cross-sectional Survey of
Estimated Glomerula Filtration Rate, Acid-Base Balance and Electrolyte
Status among Workers Exposed to Petroleum Products. SM] Nephro
Kidney Dis 1 (2): 1008.

14.World Health Organization (2003) Screening for type 2diabetes.
Report of a WHO and IDF meeting. W.H.O, Geneva, Europe.

15. Ekpenyong CE, Akpan UP, Daniel NE, Ibu JO (2011) Detecting Incident
Type 2 Diabetes Mellitus in South Eastern Nigeria: The Role of
Adiposity Indices in Relation to Gender. ] Diabet Endocrinol 2(5): 62-
67.

16. Ekpenyong CE, Osim EE (2016) Changes in Blood Pressure Indices
in Normotensive Adults after the Consumption of Lemongrass Tea.
Journal of Coastal Life Medicine 4(10): 930-936

17.Mathew DR, Hosker JP, Rudenski AS, Naylor BA, Treacher DE et al.
(1985) Homeostasis Model assessment insulin resistance and beta-
cell function from fasting plasma glucose and insulin concentrations in
man. Diabetologia. 28: 412-419.

18. Lachman S, Boekhoidt SM, Luben RN, Sharp SJ, Brage S, et al. (2018)
Impact of Physical activity of the risk of cardiovascular disease in
middle-aged and older adults: Epic Norfolk Prospective population
study. Eur ] Prev Cardiol 25(2): 200-208.

19.Sesso HD, Paffenberger RS, Lee IM (2000) Physical activity and
coronary heart disease in men: the Harvard Alumni Health Study.
Circulation 102(9): 975-980.

20.Rojas NA, Alvarez YH Herrera AD (2008) Cardiovascular risk among
older women in a Havana health area. MEDICC Review 10: 21-26.

2

—_

.0 Donnell CJ, Elosua R (2008) Cardiovascular risk factors insight from
framingham heart study. Rev ESP Cardiol 61(3): 299-310.

22.Kahn R, Buse ], Ferrannini E, American Diabetes Association; European
Association for the study of diabetes (2005) The metabolic syndrome;
time for a critical appraised joint statement from the American
Diabetes association and the European Association for the study of
Diabetes. Diabetes care 28: 2289-2304.

23.Nelson ME, Rejeski W], Blair SN, Duncan PW, Judge JO, et al. (2007)
Physical activity and public health in older adults. recommendation for
adults from the American College of Sport Medicine and the American
Heart Association. Circulation 116: 1094-1105.

24. Soares Miranda L, Siscovik DS, Psaty BM (2015) Physical risk coronary
heart disease and stroke in older adults: the cardiovascular health
study. Circulation 133: 147-155.

25. Physical Activity Guideline Committee Advisory Committee Report
(2008) Dept of Health and Human Services, Washington DC, United
States.

How to cite: Christopher Edet Ekpenyong. Night Clubbing Habits and Co-Occurrence of Lifestyle-Related Behaviors, Clinical and Biochemical Risk
Factors for Cardiovascular Disease. Psychol Behav Sci Int J. 2019; 14(1): 555879. DOI: 10.19080/PBSI1J.2019.14.555879


http://dx.doi.org/10.19080/PBSIJ.2019.14.555879
https://ebooks.adelaide.edu.au/a/aristotle/physics/book4.html%20accessed
http://www.clubafterhours.com/
https://www.ncbi.nlm.nih.gov/pubmed/31565115/
https://www.ncbi.nlm.nih.gov/pubmed/31565115/
https://www.ncbi.nlm.nih.gov/pubmed/27195170
https://www.ncbi.nlm.nih.gov/pubmed/27195170
https://www.ncbi.nlm.nih.gov/pubmed/27195170
https://www.ncbi.nlm.nih.gov/pubmed/20331573
https://www.ncbi.nlm.nih.gov/pubmed/20331573
https://www.ncbi.nlm.nih.gov/pubmed/20331573
https://www.thelancet.com/journals/lancet/article/PIIS0140-6736(10)60884-7/fulltext
https://www.thelancet.com/journals/lancet/article/PIIS0140-6736(10)60884-7/fulltext
https://www.ncbi.nlm.nih.gov/pubmed/21320244
https://www.ncbi.nlm.nih.gov/pubmed/21320244
https://www.ncbi.nlm.nih.gov/pubmed/21320244
https://www.ncbi.nlm.nih.gov/pubmed/12892956
https://www.ncbi.nlm.nih.gov/pubmed/12892956
https://www.ncbi.nlm.nih.gov/pubmed/12892956
http://www.wma.nel/e/policy/17-chtml
https://www.ncbi.nlm.nih.gov/pubmed/18208960
https://www.ncbi.nlm.nih.gov/pubmed/18208960
https://www.ncbi.nlm.nih.gov/pubmed/18208960
https://www.ncbi.nlm.nih.gov/pubmed/20713909
https://www.ncbi.nlm.nih.gov/pubmed/20713909
https://www.ncbi.nlm.nih.gov/pubmed/20713909
https://academicjournals.org/article/article1379414091_Ekpenyong%20et%20al.pdf
https://academicjournals.org/article/article1379414091_Ekpenyong%20et%20al.pdf
https://academicjournals.org/article/article1379414091_Ekpenyong%20et%20al.pdf
https://academicjournals.org/article/article1379414091_Ekpenyong%20et%20al.pdf
https://www.ncbi.nlm.nih.gov/pubmed/3899825
https://www.ncbi.nlm.nih.gov/pubmed/3899825
https://www.ncbi.nlm.nih.gov/pubmed/3899825
https://www.ncbi.nlm.nih.gov/pubmed/3899825
https://www.ncbi.nlm.nih.gov/pubmed/29161890
https://www.ncbi.nlm.nih.gov/pubmed/29161890
https://www.ncbi.nlm.nih.gov/pubmed/29161890
https://www.ncbi.nlm.nih.gov/pubmed/29161890
https://www.ncbi.nlm.nih.gov/pubmed/10961960
https://www.ncbi.nlm.nih.gov/pubmed/10961960
https://www.ncbi.nlm.nih.gov/pubmed/10961960
https://www.ncbi.nlm.nih.gov/pubmed/21483364
https://www.ncbi.nlm.nih.gov/pubmed/21483364
https://www.ncbi.nlm.nih.gov/pubmed/18361904
https://www.ncbi.nlm.nih.gov/pubmed/18361904
https://www.ncbi.nlm.nih.gov/pubmed/16123508
https://www.ncbi.nlm.nih.gov/pubmed/16123508
https://www.ncbi.nlm.nih.gov/pubmed/16123508
https://www.ncbi.nlm.nih.gov/pubmed/16123508
https://www.ncbi.nlm.nih.gov/pubmed/16123508
https://www.ncbi.nlm.nih.gov/pubmed/17762378
https://www.ncbi.nlm.nih.gov/pubmed/17762378
https://www.ncbi.nlm.nih.gov/pubmed/17762378
https://www.ncbi.nlm.nih.gov/pubmed/17762378
https://www.ncbi.nlm.nih.gov/pubmed/26538582
https://www.ncbi.nlm.nih.gov/pubmed/26538582
https://www.ncbi.nlm.nih.gov/pubmed/26538582

Psychology and Behavioral Science International Journal

26. Rothenbacher D, Hoffmeister A, Brenner H, Koenig W (2003) Physical
activity, coronary heart disease and inflammatory response. Arch
Intern Med 163: 1200-1205.

27.Mora S, Cook N, Burning JE, Ridker PM, Lee IM (2007) Physical activity
and Reduced risk of cardiovascular events: Potential Mediating
mechanisms. Circulation 116(19): 2110-2118.

28. Geffken DF, Cushman M, Burke GL, Polak JF, Sakkinen PA, et al. (2001)
Association between physical activity and markers of inflammation in
a healthy elderly population. Am ] Epidemiol 153: 242-250.

29.Wang D, He Y, Li Y, Luan D, Yang X, Zhai F, Ma G (2011) Dietary patterns
and hypertension among Chinese adults: a nationally representative
cross- sectional study. BMC Pub Health 11: 925.

30.Na L, Han T, Zhang W, Wu X, Na G, et al. (2015) A snack dietary pattern
increases the risk of hypercholesterolemia in northern Chinese adults:
a prospective cohort study. PLoS ONE 10(8): e0134294.

31. Funge TT, Chiuve SE, McCullough ML, Rexrode KM, Logroscino G (2008)
Adherence to a DASH-style diet and risk of coronary heart disease and
stroke in women. Arch Intern Med 168: 713-720.

32.Dontas AS, Zerefos NS, Panagiotakos DB, Vlachou C, Valis DA (2007)
Mediterranean diet and prevention of coronary heart disease in the
elderly. Clin Interv Aging 2: 109-115.

33.Sofi F, Abbate R, Gensini GF, Casini A (2010) Accruing evidence on
benefits of adherence to the Mediterranean diet on health: an updated
systematic review and meta-analysis. Am ] Clin Nutr 92: 1189-1196.

34.Estruch R, Ros E, Martinez-Gonzalez MA (2013) Mediterranean diet
for primary prevention of cardiovascular disease. N Engl ] Med 369:
676-677.

35.Rees K, Hartley L, Flowers N, Clarke A, Hooper L, et al. (2013)
‘Mediterranean’ dietary pattern for the primary prevention of
cardiovascular disease. Cochrane Database Syst. Rev 8: CD009825.

36.Hu FB (2003) Plant-based foods and prevention of cardiovascular
disease: an overview. Am ] Clin Nutr 78: 544S-551S.

37.van Dam RM, Grievink L, Ocke MC, Feskens E]J (2003) Patterns of food
consumption and risk factors for cardiovascular disease in the general
Dutch population. Am ] Clin Nutr 77: 1156-1163.

38. Htun NC, Suga H, Imai S, Shimizu W, Takimoto H (2017) Food intake
patterns and cardiovascular risk factors in Japanese adults: analyses
from the 2012 National Health and Nutrition survey, Japan. Nutr ] 16:
61.

39.Liu Y, Tanaka H (2002) Overtime work, insufficient sleep, and risk of
non-fatal acute myocardial infarction in Japanese men. Occu Environ
Med 59(7): 447-451.

40. Bertisch SM, Pollock BD, Mittlemen MA, Buysse D], Bazzano LA, et
al. (2018) Insomnia with objective short sleep duration and risk of
incident cardiovascular diseases and all-cause mortality: Sleep Heart
Health Study. Sleep 41: 047.

41. Najib T, Ayas MD, David P, White MD, Joann E, et al. (2003) A prospective
study of sleep duration and coronary heart disease in women. Arch
Intern Med 163.

42.Boden-albala B, Roberts ET, Bazil C (2012) Daytime sleepiness and
risk of stroke and vascular diseases: findings from the Northern Man
hattan study (NOMAS). Circ Cardiovas Qual Outcomes 5(4): 500-507.

43. Shearer WT, Reuben JM, Mullington JM, Price NJ, Lee BN, et al. (2001)
Soluble TNF-alpha receptor 1 and IL-plasma levels in humans
subjected to the sleep deprivation model of spaceflight. ] Allergy Clin
Immunol 107: 165-170.

44.Pandey M, Demede F, Zizi (2011) Sleep apnea and diabetes: insights
into the emerging epidemic. Curr Diabet Reports 1: 35-40.

45.Wang Y, Mei H, Jiang YR, Sun WQ, Song Y] (2015) Relationship between
duration of sleep and hypertension in adults: a meta-analysis. ] Clin.
Sleep Med 11: 1047-1056.

46. Abreu G, Barufaldi LA, Bloch KY, Szklo M (2015) A systematic Review
on sleep duration and dyslipidemia in adolescents: understanding in
consistencies. Arg Bras Cardiol 105(4): 418-425.

47.McMullan CJ, Curhan GC, Forman JP (2016) Association of short sleep
duration and rapid decline in renal function. Kidney Int 89(6): 1324-
1330.

48.Wiener RC, Shankar A (2012) Association between serum uric
acid level and sleep variables: results from the National Health and
Nutrition Survey 2005-2008. Int ] Inflamm.

49.Criqui MH, Thomas IC (2017) Alcohol consumption and cardiac
disease: Where are we now? J. Am. College Cardio 69(1): 25-27.

50. Krenz M, Korthuis (2012) Moderate ethanol ingestion and
cardiovascular protection from Epidemiologic. Associations to Cellular
Mechanisms. ] Mol Cell Cardiol 52(1): 93-104.

51. Kodama S, Saito K, Tanaka S (2011) Alcohol consumption and risk of
atrial fibrillation; a meta-analysis. ] Am Coll Cardiol 57: 427-436.

52.Mukamal, Lazo M (2017) Alcohol and Cardiovascular diseases. BM]
356: 1340.

53.Messner B, Bernhard (2014) Smoking and cardiovascular disease.
Mechanisms of endothelial dysfunction and early atherogenesis.
Arterioscler Thromb Vasc Biol 34(3): 509-515.

54.Doyle JT, Dawber TR, Kanney WB, Heslin AS, Kahan HA (1962)
Cigarette smoking and coronary heart disease: combined experience
of the Albonay and Framingham studies. N Engl ] Med 266: 726-801.

55.Baba S, Iso H, Mannami T, Sasaki S, Okada K, et al. (2006) Cigarettes
smoking and risk of coronary heart disease incidence among middle-
aged Japanese men and women: the JPHC study cohort 1. Eur ] Cardio
Prev Rehabil 13(2): 207-213.

56. McEvoy JW, Blaha M], Rivera J], Budoff M], Khan AN, et al. (2012)
Mortality rates in smokers and non-smokers in the presence or
absence of coronary artery calcification. J. A C. C. Cardio. Imaging 5:
1037-1045.

57.Thomas M, Sing H, Belenky G (2000) Neural basis of alertness and
cognitive performance impairments during sleepiness. I. Effect of 24h
of sleep deprivation on waking human regional brain activity. ] Sleep
Res 4(9): 335-352.

58.Lopez Messa B, Garmendia Leiza JR, Aguilar Garcia MD, Andres
deLiano JM, Alberola Lopez C, et al. (2004) Cardiovascular risk factors
in the circadian rhythm of acute myocardial infarction. Rev Esp Cardiol
57(9): 850-858.

59. Merikanto I, Lahti T, Puolijoki H (2013) Association of chronotype and
sleep with cardiovascular diseases and type 2 diabetes. Chronbiol Int
30(4): 470-477.

60. Ekpenyong CE, Daniel NE (2014) Role of diets and dietary factors in
the pathogenesis, management and prevention of abnormal serum
uric acid levels. ] Pharma. Nutri 3: 29-45.

61.Ali N, Rahman S, Islam S, Haque T, Molla NH, et al. (2019) The
relationship between serum uric acid and lipid profile in Bangladeshi
adults. BMC Cardio Disorders 19: 42.

62. Messerli FH, Fronhlich FD, Dreslinsk GR, Suarez DH, Aristimuno GG
(1980) Serum uric acid in essential hypertension: An indicator of renal
vascular involvement. Ann Internal Med 93: 817-821.

63.]Jossa F, Farina E, Panico S, Krogh V, Celentano E, et al. (1994) Serum
uric acid and hypertension: The Olivetti heart study. ] Hum Hypertens
8:677-681.

How to cite: Christopher Edet Ekpenyong. Night Clubbing Habits and Co-Occurrence of Lifestyle-Related Behaviors, Clinical and Biochemical Risk
Factors for Cardiovascular Disease. Psychol Behav Sci Int J. 2019; 14(1): 555879. DOI: 10.19080/PBS1J.2019.14.555879


http://dx.doi.org/10.19080/PBSIJ.2019.14.555879
https://www.ncbi.nlm.nih.gov/pubmed/12767957
https://www.ncbi.nlm.nih.gov/pubmed/12767957
https://www.ncbi.nlm.nih.gov/pubmed/12767957
https://www.ncbi.nlm.nih.gov/pubmed/17967770
https://www.ncbi.nlm.nih.gov/pubmed/17967770
https://www.ncbi.nlm.nih.gov/pubmed/17967770
https://www.ncbi.nlm.nih.gov/pubmed/11157411
https://www.ncbi.nlm.nih.gov/pubmed/11157411
https://www.ncbi.nlm.nih.gov/pubmed/11157411
https://www.ncbi.nlm.nih.gov/pubmed/22168909
https://www.ncbi.nlm.nih.gov/pubmed/22168909
https://www.ncbi.nlm.nih.gov/pubmed/22168909
https://www.ncbi.nlm.nih.gov/pubmed/26244510/
https://www.ncbi.nlm.nih.gov/pubmed/26244510/
https://www.ncbi.nlm.nih.gov/pubmed/26244510/
https://www.ncbi.nlm.nih.gov/pubmed/18413553
https://www.ncbi.nlm.nih.gov/pubmed/18413553
https://www.ncbi.nlm.nih.gov/pubmed/18413553
https://www.ncbi.nlm.nih.gov/pubmed/18044083
https://www.ncbi.nlm.nih.gov/pubmed/18044083
https://www.ncbi.nlm.nih.gov/pubmed/18044083
https://www.ncbi.nlm.nih.gov/pubmed/20810976
https://www.ncbi.nlm.nih.gov/pubmed/20810976
https://www.ncbi.nlm.nih.gov/pubmed/20810976
https://www.ncbi.nlm.nih.gov/pubmed/23944307
https://www.ncbi.nlm.nih.gov/pubmed/23944307
https://www.ncbi.nlm.nih.gov/pubmed/23944307
https://www.ncbi.nlm.nih.gov/pubmed/23939686
https://www.ncbi.nlm.nih.gov/pubmed/23939686
https://www.ncbi.nlm.nih.gov/pubmed/23939686
https://www.ncbi.nlm.nih.gov/pubmed/12716666
https://www.ncbi.nlm.nih.gov/pubmed/12716666
https://www.ncbi.nlm.nih.gov/pubmed/12936948
https://www.ncbi.nlm.nih.gov/pubmed/12936948
https://www.ncbi.nlm.nih.gov/pubmed/12936948
https://www.ncbi.nlm.nih.gov/pubmed/28927404/
https://www.ncbi.nlm.nih.gov/pubmed/28927404/
https://www.ncbi.nlm.nih.gov/pubmed/28927404/
https://www.ncbi.nlm.nih.gov/pubmed/28927404/
https://www.ncbi.nlm.nih.gov/pubmed/12107292
https://www.ncbi.nlm.nih.gov/pubmed/12107292
https://www.ncbi.nlm.nih.gov/pubmed/12107292
https://www.ncbi.nlm.nih.gov/pubmed/29522193
https://www.ncbi.nlm.nih.gov/pubmed/29522193
https://www.ncbi.nlm.nih.gov/pubmed/29522193
https://www.ncbi.nlm.nih.gov/pubmed/29522193
https://www.ncbi.nlm.nih.gov/pubmed/12546611
https://www.ncbi.nlm.nih.gov/pubmed/12546611
https://www.ncbi.nlm.nih.gov/pubmed/12546611
https://www.ncbi.nlm.nih.gov/pubmed/22787063
https://www.ncbi.nlm.nih.gov/pubmed/22787063
https://www.ncbi.nlm.nih.gov/pubmed/22787063
https://www.ncbi.nlm.nih.gov/pubmed/11150007
https://www.ncbi.nlm.nih.gov/pubmed/11150007
https://www.ncbi.nlm.nih.gov/pubmed/11150007
https://www.ncbi.nlm.nih.gov/pubmed/11150007
https://www.ncbi.nlm.nih.gov/pubmed/21069483
https://www.ncbi.nlm.nih.gov/pubmed/21069483
https://www.ncbi.nlm.nih.gov/pubmed/25902823
https://www.ncbi.nlm.nih.gov/pubmed/25902823
https://www.ncbi.nlm.nih.gov/pubmed/25902823
https://www.ncbi.nlm.nih.gov/pubmed/27165820
https://www.ncbi.nlm.nih.gov/pubmed/27165820
https://www.ncbi.nlm.nih.gov/pubmed/27165820
https://www.ncbi.nlm.nih.gov/pubmed/22970407
https://www.ncbi.nlm.nih.gov/pubmed/22970407
https://www.ncbi.nlm.nih.gov/pubmed/22970407
https://www.ncbi.nlm.nih.gov/pubmed/28057246
https://www.ncbi.nlm.nih.gov/pubmed/28057246
https://www.ncbi.nlm.nih.gov/pubmed/22041278
https://www.ncbi.nlm.nih.gov/pubmed/22041278
https://www.ncbi.nlm.nih.gov/pubmed/22041278
https://www.ncbi.nlm.nih.gov/pubmed/21251583
https://www.ncbi.nlm.nih.gov/pubmed/21251583
https://www.bmj.com/content/356/bmj.j1340
https://www.bmj.com/content/356/bmj.j1340
https://www.ncbi.nlm.nih.gov/pubmed/24554606
https://www.ncbi.nlm.nih.gov/pubmed/24554606
https://www.ncbi.nlm.nih.gov/pubmed/24554606
https://www.ncbi.nlm.nih.gov/pubmed/13887664
https://www.ncbi.nlm.nih.gov/pubmed/13887664
https://www.ncbi.nlm.nih.gov/pubmed/13887664
https://www.ncbi.nlm.nih.gov/pubmed/16575274
https://www.ncbi.nlm.nih.gov/pubmed/16575274
https://www.ncbi.nlm.nih.gov/pubmed/16575274
https://www.ncbi.nlm.nih.gov/pubmed/16575274
https://www.ncbi.nlm.nih.gov/pubmed/11123521
https://www.ncbi.nlm.nih.gov/pubmed/11123521
https://www.ncbi.nlm.nih.gov/pubmed/11123521
https://www.ncbi.nlm.nih.gov/pubmed/11123521
https://www.revespcardiol.org/en-cardiovascular-risk-factors-in-the-articulo-13065678
https://www.revespcardiol.org/en-cardiovascular-risk-factors-in-the-articulo-13065678
https://www.revespcardiol.org/en-cardiovascular-risk-factors-in-the-articulo-13065678
https://www.revespcardiol.org/en-cardiovascular-risk-factors-in-the-articulo-13065678
https://www.ncbi.nlm.nih.gov/pubmed/23281716
https://www.ncbi.nlm.nih.gov/pubmed/23281716
https://www.ncbi.nlm.nih.gov/pubmed/23281716
https://www.sciencedirect.com/science/article/pii/S2213434414000395
https://www.sciencedirect.com/science/article/pii/S2213434414000395
https://www.sciencedirect.com/science/article/pii/S2213434414000395
https://www.ncbi.nlm.nih.gov/pubmed/30791868/
https://www.ncbi.nlm.nih.gov/pubmed/30791868/
https://www.ncbi.nlm.nih.gov/pubmed/30791868/
https://www.ncbi.nlm.nih.gov/pubmed/7447188
https://www.ncbi.nlm.nih.gov/pubmed/7447188
https://www.ncbi.nlm.nih.gov/pubmed/7447188
https://www.ncbi.nlm.nih.gov/pubmed/7807497
https://www.ncbi.nlm.nih.gov/pubmed/7807497
https://www.ncbi.nlm.nih.gov/pubmed/7807497

Psychology and Behavioral Science International Journal

64. Sundstrom J, Sullivan LD, Agostino RB, Levy D, Kannel WB, et al.
(2005) Relationships of serum uric acid to longitudinal blood pressure
tracking and hypertension incidence. Hypertension 45: 28-33.

65. White JS (2013) Challenging the fructose hypothesis new perspectives
on fructose consumption and metabolism. Adva Nutri 4: 246-256.

66. Tappy L, Le KA (2010) Metabolic effect of fructose and the worldwide
increase in obesity. Physiol Rev 90: 23-46.

This work is licensed under Creative
@ @ Commons Attribution 4.0 License
BY DOI: 10.19080/PBSIJ.2019.14.555879

67.Yoo HG, Lee SI, Chae HJ, Park SJ, Lee YC, et al. (2011) Prevalence of
insulin resistance and metabolic syndrome in patients with gouty
arthritis. Rheumato Int 31(4): 485-491.

68.Chang Y, Li Y, Guo X, Guo L, Sun Y (2016) Atherogenic index of plasma
Predicts Hyperuricemia in rural population: A cross-sectional study
from Northeast China. Int ] Environ Res Public Health 13: 879.

Your next submission with Juniper Publishers
will reach you the below assets

¢ Quality Editorial service
o Swift Peer Review
¢ Reprints availability
¢ E-prints Service
e Manuscript Podcast for convenient understanding
¢ Global attainment for your research
¢ Manuscript accessibility in different formats
( Pdf, E-pub, Full Text, Audio)

¢ Unceasing customer service

Track the below URL for one-step submission

https://juniperpublishers.com/online-submission.php

How to cite: Christopher Edet Ekpenyong. Night Clubbing Habits and Co-Occurrence of Lifestyle-Related Behaviors, Clinical and Biochemical Risk
Factors for Cardiovascular Disease. Psychol Behav Sci Int J. 2019; 14(1): 555879. DOI: 10.19080/PBSI1J.2019.14.555879


http://dx.doi.org/10.19080/PBSIJ.2019.14.555879
https://juniperpublishers.com/online-submission.php
http://dx.doi.org/10.19080/PBSIJ.2019.14.555879
https://www.ncbi.nlm.nih.gov/pubmed/15569852
https://www.ncbi.nlm.nih.gov/pubmed/15569852
https://www.ncbi.nlm.nih.gov/pubmed/15569852
https://www.ncbi.nlm.nih.gov/pubmed/23493541
https://www.ncbi.nlm.nih.gov/pubmed/23493541
https://www.ncbi.nlm.nih.gov/pubmed/20086073
https://www.ncbi.nlm.nih.gov/pubmed/20086073
https://www.ncbi.nlm.nih.gov/pubmed/20091036
https://www.ncbi.nlm.nih.gov/pubmed/20091036
https://www.ncbi.nlm.nih.gov/pubmed/20091036
https://www.ncbi.nlm.nih.gov/pubmed/27598187
https://www.ncbi.nlm.nih.gov/pubmed/27598187
https://www.ncbi.nlm.nih.gov/pubmed/27598187

	Night Clubbing Habits and Co-Occurrence of Lifestyle-Related Behaviors, Clinical and Biochemical Ris
	Abstract 
	Introduction
	Subjects and Methods 
	Study Design and Study Population
	Assessment Measures 
	Measurements 
	Biochemical Analyses 
	Statistical Analysis 

	Results 
	Discussion 
	Conclusion
	Competing Interest
	References
	Table 1
	Table 2
	Table 3
	Table 4
	_GoBack

