
Smoking and Lipid Profile in Pilonidal Sinus Patients 

ABSTRACT

The purpose of our study was to determine the risk factors such as lipid profile and smoking on the pathogenesis of sacrococcygeal 
pilonidal sinus disease (SPD). A total of 26 with SPD and 42 control patients were enrolled for this study. We retrieved data of 
patients comprising patient age, gender, body mass index (BMI), smoking and lipid profile. Total cholesterol (TC), triglycerides 
(TG), low density lipoprotein- cholesterol (LDL-C) and high density lipoprotein- cholesterol (HDL-C) were evaluated for lipid 
profile.  Mean age and BMI of SPD and control group were 21.7±1.3 and 34.5±5.7 years (p<0.001); 25.7±1.5 and 26.0±2, 5 kg/m2 
(p=0.6), respectively. TC was 163.8±29.0 and 193.6±31.0 mg / dl, LDL-C was 103.6±28,7 and 128.5±27.5 mg /dl, and HDL-C was 
41.0±9.0  and 48.0±10.5 mg/dl; (p<0.001),  (p<0.001) and (p=0.006),  respectively, for SPD group and control group. However, TG 
was 94.3±47.9 and 83.9±46.3 mg/dl (p=0.3). Smoking was 22/26 (84.6%) and 16/42 (38.1%), (p<0.001), in the SPD group and the 
control group, respectively. TC, LDL-C and HDL-C values were found lower in the SPD group than the control group, but cigarette 
smoking is more. However, studies are needed to determine the effect of smoking about HDL value in the SPD group.  
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Pilonidal Sinüslü Hastalarda Sigara Kullanımı ve Lipid Profili

ÖZET

Çalışmamızda pilonidal sinus hastalığında (PSH)  risk faktörü olarak sigara kullanımı ve lipid profilinin patogenezdeki rolünü 
araştırmayı amaçladık. Çalışmamıza PSH olan 26 ve 42 kontrol olmak üzere toplam 68 olgu alınmıştır. Tüm olguların vücut kitle 
indeksleri (VKİ), kan lipit seviyeleri ve sigara kullanımları araştırıldı. PSH grubu ve kontrol grubunun sırasıyla yaş ortalaması 
21,7±1,3 yıl, 34,5±5,7 yıl (p<0.001), VKİ ortalaması 25,7±1,5 kg/m2, 26,0±2,5 kg/m2 (p=0,6) idi. PSH ve kontrol gruplarında 
sırasıyla Total-kolesterol (TK) 163,8±29,0 mg/dl, 193,6±31,0 mg/dl (p<0.001), Düşük dansiteli lipoprotein-Kolesterol (DDL-K) 
103,6±28,7 mg/dl, 128,5±27,5 mg/dl (p<0.001) ve Yüksek dansiteli lipoprotein-Kolesterol (YDL-K) 41,0±9,0 mg/dl, 48,0±10,5 mg/
dl p=0.006) olup, değerler arasında anlamlı fark vardı, fakat ve Trigliserid (TG)  94,3±47,9 mg/dl, 83,9±46,3 mg/dl olup, değerler 
arasında fark saptamadık (p=0.3). Sigara kullanımı PSH olan grupta 22/26 (%84,6), kontrol grubunda 16/42 (%38,1) olguda saptandı 
(p<0.001). PSH olan olgularda TK, DDL-K ve YDL-K değerlerini daha düşük, fakat sigara kullanımının daha fazla olduğunu saptadık. 
Pilonidal sinüs grubunda sigara kullanımının artmış olması YDL-K değerinin düşüklüğü için bir etkendir, fakat PSH olan olgularda 
total kolesterol değerini düşüren bir etken olup olmadığını belirlemek için daha fazla olgunun katıldığı çalışmalara ihtiyaç vardır.
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INTRODUCTION

Sacrococcygeal pilonidal disease (SPD) is a well recognized 
source of a common surgical problem affecting primarily 
white men between puberty and their early thirties and a 
linkage between the disease and various occupations has 
been demonstrated (1). Incidence of SPD was found 6.1% 
(2) and % 8.8 in the Turkish soldiers (3). For a long time, 
the cause of SPD has been a matter of debate. Until the 
second half of the 20th century, basing their theories on 
the study of the human embryo, many authors proposed 
a congenital origin of the lesion (4, 5). But, nowadays; it 
widely accepted that SPD is an acquired disorder (6, 7).

Male gender, obesity, occupations or sports requiring 
sitting, a deep natal cleft, excessive body hair, stiff or 
coarse hair, poor body hygiene and excessive sweating 
are described as the primary risk factors for SPD (8). Rate 
of SPD increase after puberty but it is seldom after 40 
years-old (9-11). This can be explaining that increased 
sex hormones after puberty lead to secretion of piloseba-
ceous glands. However, there is a noted lack of prospec-
tive studies in the literature that analyze and confirm 
these risk factors except obesity.  Sondenaa et al found 
that significant association as %37 between obesity and 
SPD (12). There are some studies generally focused on 
the role of obesity evaluating risk factors for SPD (13, 14). 
However, there is a noted lack of studies in the literatures 
that analyze and confirm risk factors which are smoking 
and lipid profile.

The purpose of our study was to determine the clinical 
value and quantitative effect of significant these risk fac-
tors on the pathogenesis of SPD. The results will help to 
form evidence-based counsel for the prevention of the 
disease and could be showed SPD is not only a surgical 
and local but also a metabolic disease. 

MATERIALS AND METHODS

A total of 26 patients with SPD and 42 control patients 
were enrolled for this study that was conducted at the 
General Surgery Department, Konya Military Hospital, 
Konya and the Beytepe Military Hospital, Ankara, Turkey 
between June 2012 and December 2012. We retrieved 
data of patients’ characteristics comprising patient age, 
gender, body mass index (BMI), smoking and lipid pro-
file. Patients who had SPD and patients who had other 
disease or applying for check-up were assigned as Group 
A and group B, respectively. The study was designed as 

a case-control and retrospective trial. The study proto-
col was approved by the ethics committee. The patients 
older than 40 year-old and used anti-lipid drugs were 
excluded from the study. Total cholesterol (TC), triglyc-
erides (TG), low density lipoprotein-cholesterol (LDL-C) 
and high density lipoprotein-cholesterol (HDL-C) were 
evaluated for lipid profile. The number of cigarettes 
consumed per day was considered to be as smoking. 

Statistical analysis 

The statistical analysis was carried out by using 
Statistical Package for Social Sciences (SPSS), version 
15.0. Data were presented as mean ± standard devia-
tion and percentage. Independent samples t-test was 
used to compare continuous variables. Chi-square and 
Fisher’s exact test was used to compare for categorical 
ones. Significance was defined as p<0.05.

RESULTS

In this study, data of 26 patients with SPD and 42 con-
trol patients were evaluated from chart. All patients 
and controls were white and male. Mean age and BMI 
of groups were 21.7±1.3 and 34.5±5.7 years (p<0.001); 
25.7±1.5 and 26.0±2, 5 kg/m2 (p=0.6), respectively. 
Smoking was 22/26 (84.6%) and 16/42 (38.1%), (p<0.001) 
in the SPD group and the control group, respectively. 
TC was 163.8±29.0 and 193.6±31.0 mg/dl, LDL-C was 
103.6±28,7 and 128.5±27.5 mg/dl, and HDL-C was 
41.0±9.0  and 48.0±10.5 mg/dl; (p<0.001), (p<0.001) 
and (p=0.006),  respectively, for SPD group and control 
group. However, TG was 94.3±47.9 and 83.9±46.3 mg/ 
dl (p=0.3). 

DISCUSSION

Risk factors such as positive family history and age are 
not modifiable for SPD. However, TC, LDL-C and HDL-C 
values were found lower in the SPD group than the con-
trol group, but cigarette smoking is more. 

SPD is a simple disease but it leads to high rates of 
postoperative complication and recurrence. Incidence 
of SPD is reportedly 26 per 100 000 population and it 
affects predominantly young adults of working age (12, 
15). Therefore SPD causes to loss manpower especial-
ly in young adults. If predisposal factors and high risk 
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group of patients are known, preventive precautions 
could be applied before SPD is occurred.

Although many years have passed since SPD was first 
discovered by Hodge (16) in 1880, the etiology of PS 
has remained a problematic aspect of medicine (17). 
It is more common in men and in hirsute people (18). 
Hair is the main initiative agent in all theories that at-
tempt to explain the pathogenesis of SPD, which may be 
the reason for the male predomination of the disease. 
Karydakis (19) and Bascom (20) offer the best explana-
tions of pathogenesis of SPD that is an acquired disease. 

Obesity has been reported as an important risk factor 
and to be related to higher rates of postoperative com-
plication and recurrence in SPD (21, 22). Cubukcu et 
al (12) did not detect a statistical significance between 
BMI and SPD. In our study, there was no significantly 
difference between groups in BMI. Clothier et al (23) 
showed that the onset of SPD coincides with puberty 
and it is rare after age 40. Also, Can at al (24) found that 
SPD is more common in male subjects between the ages 
of 20 and 25 years. Among the patients in the present 
study, mean age of patients was between these ranges, 
while mean age of control was not.

Some studies shown that plasma HDL-C level tend to 
be lower in smokers than in non smokers (25). HDL-C 
level showed statistically significant different in SPD pa-
tients as compared to controls in this study. Martin et al 
(26) found that LDL-C/HDL rates were higher in smok-
ers as compared to that of controls. However, there is 
no difference between groups for this rate (2.5 vs 2.6). 
Additionally, there was no significantly difference be-
tween groups in TG. Our study is important. Because, 
this is the first study evaluating the lipid profile in pa-
tients with SPD. Smokers were high in the study data is 
noteworthy, also. Smoking causes some diseases such as 
cardiovascular problems and cancer. 

In conclusion, more cigarettes used is a risk factor which 
reduces the value of HDL-C in patients with SPD. We 
think that it would be appropriate to question the use 
of smoke in patients with SPD. But, more studies are 
needed to determine the effect of smoking about TC 
value in the SPD group.  
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