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PREFACE

Based in Ankara in Turkey, the independent academic publisher, Akademis-
yen Publishing House, has been publishing books for almost 30 years. As the di-
rectors of Akademisyen Publishing House, we are proud to publish around 1500 
books across disciplines so far, especially in Health Sciences. We also publish bo-
oks in Social Sciences, Educational Sciences, Physical Sciences, and also books on 
cultural and artistic topics.

Akademisyen Publishing House has recently commenced the process of pub-
lishing books in the international arena with the “Scientific Research Book” series 
in Turkish and English. The publication process of the books, which is expected 
to take place in March and September every year, will continue with thematic 
subtitles across disciplines

The books, which are considered as permanent documents of scientific and in-
tellectual studies, are the witnesses of hundreds of years as an information recor-
ding platform. As Akademisyen Publishing House, we are strongly committed to 
working with a professional team. We understand the expectations of the authors, 
and we tailor our publishing services to meet their needs. We promise each author 
for the widest distribution of the books that we publish.

We thank all of the authors with whom we collaborated to publish their books 
across disciplines.

Akademisyen Publishing House Inc.
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Chapter 1

BILIARY PANCREATITIS DIAGNOSIS AND 
TREATMENT

Barış MANTOĞLU1 
Enis DİKİCİER2

INTRODUCTION

Acute pancreatitis is an inflammatory disease of the pancreas that occurs in the 
pancreas as a result of various reasons and can threaten life if not managed well. 
It is among the leading causes of hospitalization in the United States1. All over the 
world, the incidence of pancreatitis rises with the increased rates of obesity and 
gallstones2. Mortality in acute pancreatitis depends particularly on the severity of 
systemic inflammatory response syndrome (SIRS)3. The transformation of acute 
inflammation to necrotizing pancreatitis can increase mortality rates up to 17%4,5. 
The average age in acute pancreatitis associated with biliary tract diseases is higher 
than the average age in alcoholic pancreatitis. The female/male ratio is higher 
in favor of women. In this part of the book, gallstones and bile sludge, which 
constitute a significant cause and part of acute pancreatitis, will be discussed.

ETIOLOGY AND PATHOGENESIS:

In the etiology of acute pancreatitis, 45% -70% gallstones, 35% alcoholism, 
10% idiopathic causes and 10% other causes play a role. Most studies have shown 
that idiopathic causes, when well researched, are linked to biliary etiology.

CAUSES OF ACUTE PANCREATITIS

1- Obstruction
Choledocholithiasis, ampullary and pancreatic tumors, foreign bodies and 

parasites in the papilla, pancreatic divisium, periampullary duodenal diverticulum, 
hypertensive Oddi sphincter.

1 Dr., Sakarya Üniversitesi Eğitim ve Araştırma Hastanesi Genel Cerrahi Bölümü. barismantoglu@gmail.com
2 Dr. Öğr. Gör., Sakarya Üniversitesi Tıp Fakültesi Genel Cerrahi AD, enisdikicier@gmail.com 
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Most patients with biliary sludge are asymptomatic. However, biliary sludge is 
commonly found in 20 to 40 percent of patients with acute pancreatitis with no 
other obvious cause. On ultrasound, sludge appears as a mobile, low-amplitude 
echo that layers in the most dependent part of the gallbladder and is not associated 
with shadowing. However, ultrasound has a low sensitivity for biliary sludge. If the 
cause is not clear, we perform EUS, even after one attack, to look for microlithiasis 
in the gallbladder or bile duct. Cholecystectomy should be performed in patients 
who have had an episode of pancreatitis and have biliary sludge64,65. Studies 
suggest that biliary sludge can lead to pancreatitis and that these patients may 
benefit from intervention13,66.
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Chapter 2

CURRENT EVALUATION OF ACUTE 
ABDOMINAL PAIN

Burak DEMİRCİ1

INTRODUCTION

Abdominal pain constitutes a large part of the reasons for admission to the 
emergency department. The approach to abdominal pain is a very important issue 
because of its frequency, diversity of etiology and negative prognosis.To evaluate 
this patient group correctly, to make a fast and accurate diagnosis and to apply the 
correct treatment will greatly contribute to the reduction of morbidity and mor-
tality.Therefore, it is necessary to know the causes and mechanisms of pain. Abdo-
minal pain for less than a week is defined as acute pain and most of the admissions 
to the emergency department are in this patient group.Anamnesis, physical exa-
mination and laboratory examination play an important role in the management 
of abdominal pain, and imaging methods are often required. The demographic 
dataof the patients affect the clinical presentation types and the incidence [1].

EMERGENCY RISK ASSESSMENT

Determining the urgency and criticality level of the patient is vital in acute 
abdominal pain. Criteria such as the patient’s old age, very sudden onset of pain, 
impaired vital signs, and signs of dehydration make the patient more critical. The 
severity of the pain may not always be associated with poor clinical practice. Pre-
sence of acute post-pain shock findings may indicate intraabdominal hemorr-
hage.But even this does not show any symptoms before the blood volume dec-
reases by 30-40%. Although tachycardia may occur as a sign of volume loss, its 
absence does not rule out this situation. Although tachypnea may be due to pain 
and anxiety in patients, it may be a predictor of cardiopulmonary problems and 
metabolic acidosis.In patients at risk, cardiac monitoring should be applied in the 
emergency department, wide vascular access should be kept ready, and oxygen 
and fluid replacement support should be started if necessary. Quickly suggestive 

1 Uzm. Dr., Sağlık Bilimleri Üniversitesi Bağcılar Eğitim ve Araştırma Hastanesi Acil Tıp Bölümü, 
drburakdemirci@hotmail.com
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communication and poor cognitive functions are at high risk. Hospitalization can 
also be considered for patients whose general condition is poor, clinical impro-
vement cannot be achieved, toxic appearance and without social support. Even 
if everything seems normal as a result of the laboratory and imaging results, the 
patient should be warned for a re-admission within 12 hours for increased pain, 
fever, bleeding and nausea and vomiting. Patients should be informed about drug 
use and diet. Even if a discharge is planned, the patient and their relatives should 
know in what case they should apply to the hospital again.

REFERENCES
1. Melzer AC, Pines JM, Richards LM, et al. US emergency department visits for adults 

with abdominal and pelvic pain (2007-2011) trends in demographics, resource utili-
zation and opioid usage. Am J Emerg Med, 2017 ; S0735-6757(17) 30460-6.

2. Rubano E, Mehta N, Caputo W, et al. Systematic review: emergency department be-
dside ultrasonography for diagnosing suspected abdominal aortic aneurysm. Acad 
Emerg Med. 2013; 20: 128.

3. McCraig L, Burt CW. National ambulatory medical care survey. 2002 emergency de-
partment summary. Advance Data 2004 ;1: 340.

4. Miller SK, Alpert PT. Assesment and Differential Diagnosis of Abdominal Pain. The 
Nurse Practitioner. 2006; 31: 38–47.

5. Masneri DA, O’brien MC. (2020). Acute Abdominal Pain. Judith E Tintinalli. Tinti-
nalli’s Emergency Medicine A Comprehensive Study Guide 9 th Edition. (pp. 473-81). 
New York: McGraw-Hill Education.

6. Paulson EK, Kalady MF, Pappas TN. Clinical practice: suspected appendicitis. N Engl 
J Med, 2003; 348: 236.

7. Lee SL, Ho HS. Acute appendicitis: is there a difference between children and adults?. 
Am Surg, 2006; 72 : 409.

8. Smith RC, Southwell-Keely J, Chesher D. Should serum pancreatic lipase replace se-
rum amylase as a biomarker of acute pancreatitis? ANZ J Surg 75: 399, 2005.

9. Pratt DS, Kaplan MM: Evaluation of abnormal liver-enzyme results in asymptomatic 
patients. N Engl J Med 2000; 342:1266.

10. Kassahun WT, Schulz T, Richter O, Hauss J: Unchanged high mortality rates from 
acute occlusive intestinal ischemia: six year review. Langenbecks Arch Surg 393: 163, 
2008.

11. Kaya E, Kuvandik G, Karakuş A, Acil serviste karın ağrısına yaklaşım. Jour Turk Fam 
Phy 2018; 09 (2): 59-67.

12. Çıkman M, Kandiş H, Kara İH. Approach to Acute Abdomen Disesase in Primary Care. 
Türkiye Klinikleri J Fam Med-Special Topics 2015;6:83-9

13. Musson RE, Bickle I, Vijay RKP: Gas patterns on plain abdominal radiographs: a 
pictorial review. Postgrad Med J 87: 274, 2011.

14. http://www.annemergmed.com/article/S0196-0644(16)30935-0/fulltext (American 
College of Emergency Physicians: Ultrasound Guidelines: Emergency, Point-of-Care, 
and Clinical Ultrasound Guidelines in Medicine. Approved June 2016.) Accessed on 
December 31, 2020

15. Ahn SH, Mayo-Smith WW, Murphy BL ve ark. Acute nontraumatic abdominal pain 



General Surgery

- 30 -

in adult patients: abdominal radiography compared with CT evaluation. Radiology 
2002; 225: 159-64.

16. Hinson JS, Ehmann MR, Fine DM, et al: Risk of acute kidney injury after intravenous 
contrast media administration. Ann Emerg Med 69: 577, 2017.

17. Flasar MH, Goldberg E. Acute Abdominal Pain. Med Clin N Am 2006: 90: 481-503.
18. http://archive.ahrq.gov/clinic/ptsafety/chap37a.htm (Brownfield E: Pain manage-

ment: use of analgesics in the acute abdomen. Agency for Healthcare Research and 
Quality (AHRQ), U.S. Department of Health and Human Services). Accessed De-
cember 31, 2020.

19. Melzer AC, Pines JM, Richards LM, et al: US emergency department visits for adults 
with abdominal and pelvic pain (2007-2011): trends in demographics, resource utili-
zation and opioid usage. Am J Emerg Med pii: S0735-6757(17)30460-6, 2017.

20. Carlisle J, Stevenson CA: Drugs for preventing postoperative nausea and vomiting. 
Cochrane Database Syst Rev 3: CD004125, 2006.

21. Solomkin JS, Mazuski JE, Bradley JS, et al: Diagnosis and management of complicated 
intraabdominal infection in adults and children: guidelines by the Surgical Infection 
Society and the Infectious Diseases Society of America. Clin Infect Dis 50: 133, 2010.



- 31 -

Chapter 3

CURRENT EVALUATION OF 
ACUTE PANCREATITIS

Çilem ÇALTILI1

INTRODUCTION

Acute pancreatitis (AP) is an important cause of abdominal pain related to 
the gastrointestinal system. This disease has high mortality and morbidity. While 
AP may be limited with in the organ in the pancreas, it also has an inflammatory 
multisystemic process that can spread to surrounding tissues and organs. Although 
the disease can be seen once in a life time, it can recur with a frequency of 15-30%. 
Consequently, chronic pancreatitis can develop up to 25% (1-3). Its frequency is 
increasing. This increase in incidence is thought to be due to the change in eating 
habits, the increase in alcohol consumption, the adoption of a sedentary life style, 
and the presence of pancreatic enzymes in routine biochemistry tests. Despite all 
developments in the diagnosis and treatment of AP, the morbidity rate is 20% and 
the mortality rate is 10-25% (4).

The most common etiological factors causing AP are shown in (Table 1). 
Although many etiological factors have been defined, it is seen as idiopathic in 
30%. The underlying cause of the idiopathic group is thought to be microlithiasis. 
The most common cause of AP in the world and in our country is gallstones. 
The second most common is due to alcohol use. Pancreatitis due to alcohol use 
is common in males, especially in western countries (5-7). It is thought that the 
relationship between alcohol use-induced pancreatitis develops as a result of a 
complex process involving toxic and immune mechanisms (8). Among other 
reasons, drug use is an important condition and more than 500 drugs cause AP. In 
this group, especially antiretrovirals, chemotheropathics and immunosuppressive 
drugs are included (9). In addition, hypertriglyceridemia, hypercalcemia, 
autoimmunity, genetic and anatomical anomalies are among the causes of AP 
(10).
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or worsening organ dysfunction and sepsis. Organ failure is especially seen in 
cardiovascular, respiratory and renal systems.

CONCLUSION

In the diagnosis and follow-up of acute pancreatitis, it is important to 
determine these verity and etiology of the disease. Although the diagnosis of AP, 
which is one of the causes of abdominal pain, and the regulation of its treatment 
are not clear in the latest updated guidelines, studies continue to reduce mortality 
and morbidity. Due to the variety and variability of clinicalfeatures of acute 
pancreatitis, it is important to detect clinical severity at an early stage. Effective 
treatment approach and minimum complication control should be provided. In 
addition, protocols such as life style changes, reduction of alcohol and tobacco use 
and new pharmacological treatments are of great importance in the treatment of 
pancreatitis.

REFERENCES
1. Singh VK, Bollen TL, Wu BU, et al. An assessment of theseverity of interstitial 

pancreatitis. Clin Gastroenterol Hepatol, 2011;9:1098.
2. Lankisch PG, Breuer N, Bruns A, et al. Natural history of acute pancreatitis: a long-

term population-based study. Am J Gastroenterol, 2009;104: 2797.
3. Yadav D, O’Connell M, Papachristou GI. Natural history following the firs tattack of 

acute pancreatitis. Am J Gastroenterol 2012;107: 1096.
4. Akshintala VS, Kamal A, Singh VK. Uncomplicated acute pancreatitis: evidenced-

based management decisions. Gastrointest Endosc Clin N Am, 2018;28:425-38.
5. Zilio MB, Eyff TF, Azeredo-Da-Silva ALF, et al. A systematic review and meta-analysis 

of the etiology of acute pancreatitis. HPB (Oxford) 2019;21:259-67.
6. Uyanıkoğlu A, Sabuncu T, Yıldız R, et al. Impaired thiol/disulfide homeostasis in 

patients with mild acute pancreatitis. Turk J Gastroenterol, 2019; 30(10):899-902.
7. Goodchild G, Chouhan M, Johnson GJ. Practical guide to the management of acute 

pancreatitis. Frontline Gastroenterol, 2019;10:292-9.
8. Apte MV, Pirola RC, Wilson JS. Mechanisms of alcoholic pancreatitis. J Gastroenterol 

Hepatol, 2010;25: 1816.
9. Nitsche C, Maertin S, Scheiber J, et al. Drug-induced pancreatitis. Best Pract Res Clin 

Gastroenterol,2010; 24: 143.
10. Bradley EL 3rd. A clinically based classification system for acute pancreatitis. 

Summary of the International Symposium on Acute Pancreatitis, Atlanta, Ga, 
September 11 through 13, 1992. Arch Surg, 1993;128:586- 90.

11. Marshall J B. Acute Pancreatitis, a review with an emphasis on new developments. 
Arch. intern. Med, 1993; 153:1185-1198.

12. Büchler M, Malfertheiner P, Schadlich H, et al. Role of phospholypas A2 in human 
acute pancreatitis. Gaslroentorology, 1989; 97:1521-1526.

13. Prinz RA. Mechanisms of acute pancreatitis. Vascular etiology. Int J Pancreatol,1991; 
9: 31-8.



General Surgery

- 40 -

14. Wang GJ, Gao CF, Wei D, Wang C, Ding SQ: Acute pancreatitis: etiology and common 
pathogenesis. World J Gastroenterol, 2009; 15: 1427, 2009.

15. Sah RP, Dawra RK, Saluja AK. New in sights into the pathogenesis of pancreatitis. 
Curr Opin Gastroenterol, 2013;29: 523.

16. Banks PA, Bollen TL, Dervenis C, et al. Classification of acute pancreatitis–2012: 
revision of the Atlanta classification and definitions by international consensus. Gut, 
2013; 62: 102.

17. Kiriyama S, Gabata T, Takada T, et al. New diagnostic criteria of acute pancreatitis. J 
Hepatobiliary Pancreat Sci, 2010; 17: 24.

18. Wu BU, Banks PA. Clinical management of patients with acute pancreatitis. 
Gastroenterology 2013;144: 1272.

19. Tenner S, Baillie J, DeWitt J, et al. American College of Gastroenterology guideline: 
management of acute pancreatitis. Am J Gastroenterol, 2013; 108: 1400.

20. Cappell MS. Acute pancreatitis: etiology, clinical presentation, diagnosis, and therapy. 
MedClin North Am, 2008; 92: 889.

21. Banks PA, Freeman ML. Practice Parameters Committee of the American College of 
Gastroenterology. Am J Gastroenterol, 2006;101: 2379- 400.

22. Pekmezci S. Approachand Treatment in Acute Pancreatitis, İ.Ü. Cerrahpasa Faculty 
of Medicine Continuous Medical Education Activities Hepato-Biliary System and 
Pancreatic Diseases Symposium Series No: 28 January 2002; 239-262.

23. Carroll JK, Herrick B, Gipson T,et al. Acutepancreatitis: diagnosis, prognosis, 
andtreatment. AmFamPhysician, 2007;15;75(10):1513‐20.

24. Bennett GL, Hann LE. Pancreatic ultrasonography. SurgClin North Am, 2001; 81: 
259-81.

25. Balthazar J B. Acute pancreatitis: assesment of a severity with clinical and CT 
evaluation. Radiology, 2002; 223:603-613.

26. Garden OJ, Bradbury AW, Forsythe JLR, et al. The Pancreas and Spleen. In: Principles 
& Practice of Surgery. 5th ed. Philadelphia: W.B. Saunders; 2007;p:269-288.

27. Xiao B, Zhang X, Tang W, et al. Magnetic resonance imaging for local complications 
of acute pancreatitis: A pictorial review. World J Gastroenterol 2010; 14; 16(22): 
2735–42.

28. Eloueidi MA, Tamhane A, Varadarajulu S, et al. Frequency of major complications 
after EUS-guided FNA of solid pancreatic masses: a prospective evaluation. 
Gastrointest Endosc, 2006; 63: 622-9.

29. Basit H, Ruan GJ, Mukherjee S. Ranson Criteria. StatPearls [Internet]. Treasure Island 
(FL): Stat Pearls Publishing; 2019-. 2019 Jul 1.

30. Working Group IAP/APA Acute Pancreatitis Guidelines. IAP/APA evidence-based 
guidelines for the management of acute pancreatitis. Pancreatology 2013;13(4 Suppl 
2):e1-15.

31. Bradley EL 3rd. A clinically based classification system for acute pancreatitis. 
Summary of the International Symposium on Acute Pancreatitis, Atlanta, Ga, 
September 11 through 13, 1992. ArchSurg 1993;128:586- 90.

32. Sarr MG. 2012 revision of the Atlanta classification of acute pancreatitis. Pol Arch 
Med Wewn, 2013;123:118-24.

33. Faghih M, Fan C, Singh VK. New Advances in the Treatment of Acute Pancreatitis. 
Curr Treat Options Gastroenterol, 2019;17:146-60.

34. Warndorf MG, Kurtzman JT, Bartel MJ, et al. Early fluid resuscitation reduces 
morbidity among patients with acute pancreatitis. Clin Gastroenterol Hepatol, 9: 705, 



General Surgery

- 41 -

2011.
35. Gardner TB, Vege SS, Pearson RK, et al. Fluidresuscitation in acutepancreatitis. 

ClinGastroenterolHepatol 6: 1070, 2008.
36. Machicado JD, Papachristou GI. Pharmacologic management and prevention of 

acute pancreatitis. Curr Opin Gastroenterol, 2019;35:460-7.
37. Yi F, Ge L, Zhao J, et al. Meta-analysis: total parenteral nutrition versus total enteral 

nutrition in predicted severe acute pancreatitis. Intern Med, 2012; 51: 523.
38. Zhang J, Zhu S, Tan D, et al. A meta-analysis of early oral refeeding and quickly 

increased diet for patients with mild acute pancreatitis. Saudi J Gastroenterol, 
2019;25:14-9.

39. Dellinger EP, Forsmark CE, Layer P, et al. Determinant-based classification of acute 
pancreatitis severity: an international multidisciplinary consultation. AnnSurg, 2012; 
256: 875.



- 43 -

Chapter 4

GALLBLADDER CANCER

Emre GONULLU1

EPIDEMIOLOGY

The incidence of gallbladder cancer (GBC) varies according to countries and 
geographical locations. It’s incidence is higher in East Asian countries and South 
America, mostly in Chile, besides in particular countries such as Pakistan India1. 
However, GBC is the 6th most common tumor in Western countries, it is the 
most common gastrointestinal malignancy in Southwestern Native Americans 
and Mexican Americans2,3. GBC incidence is 1 to 2 cases per 100,000 population 
in the United States but the incidence increases to 7.1 in 100,000 among Native 
American females with cholelithiasis, and 27.3 in 100,000 among Native Females 
in Chile4,5,3. It is six times more common in women6. GBC incidence increases 
with age, and while it peaks in the 7th decade, there are studies suggesting that the 
incidence is increasing in young Americans3,7.

ETIOLOGY & PATHOGENESIS

Although the pathogenesis of GBC has not been fully clarified, it is thought 
that gallstones, gallbladder infection, genetics, race, environmental factors, and 
socioeconomic level play a role in the occurrence of gallbladder cancer1,3,8. The 
common feature of many etiological factors is that they cause chronic inflammation 
in the gallbladder3.

Gallbladder Polyps
Gallbladder polyps which are usually found at the gallbladder mucosa, in the 

pathological examination of cholecystectomy material or incidentally at abdominal 
imaging, originate from the gallbladder mucosa. Polyps may be benign or malign.
• Malign Polyps: Adenocarcinoma, Mucinous cystadenomas, Squamous cell 

carcinoma, Adenoacanthomas

1 Sakarya University Research and Educational Hospital Department of General Surgery, 
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Table 2: The 8th edition of The American Joint Committee on Cancer (AJCC) 
Staging classification og gallbladder cancer
Stage Tumor Node Metastasis
0 Tis N0 M0
1 T1 N0 M0
2a T2a N0 M0
2b T2b N0 M0
3a T3 N0 M0
3b T1-3 N1 M0
4a T4 N0-1 M0

4b Any T
Any T

N2
Any N

M0
M1

Treatment
Curative treatment of GBC is particularly surgery. Extensive involvement of 

hepatoduodenal ligament or major vessels (Common hepatic artery, main portal 
vein) by the tumor, liver metastasis, extensive peritoneal metastasis, ascites, and 
paracaval, superior mesenteric artery, celiac artery lymph nodes metastasis are 
contraindications to resection38. Cholecystectomy would be adequate for T1a 
tumors39. For T1b, T2 tumors extended cholecystectomy, which is the removal of 
gallbladder and subsequently resection of adjacent at least 2 cm liver tissue adjacent 
to gallbladder bed (Segment IVb-V) should be performed40. For T3 GBC, en bloc 
resection of gallbladder and adherent organs is an option but is not associated 
with improved survival41. T4 tumors are usually unresectable due to major vessel 
involvement. Radical resection of locoregional Lymph node (common bile duct, 
cystic duct, portal vein, or hepatic artery) metastasis is associated with improved 
five-year survival rates42,43. However, existing lymph node metastasis beyond the 
locoregional lymph nodes is associated with poor survival rates42.
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Chapter 5

MINIMAL INVASIVE APPROACH IN PILONIDAL 
SINUS TREATMENT: ENDOSCOPIC PILONIDAL SINUS 

TREATMENT

Rıfat PEKSÖZ1 
Esra DİŞÇİ2 

Enes AĞIRMAN3

Pilonidal cyst disease is a chronic inflammatory process which is frequently 
developed on the sacrococcygeal area and is related with the existence of hair 
on that area (1). This disease is seen approximately 3 times more often in men 
and is frequently seen in young people, especially in the third decade (2). Some 
factors such as increase of hair on the disease area, male sex, inadequate hygiene, 
sedentary life and being overweight are accused for the formation of pilonidal 
sinus (PS) (3,4). In addition to some patients who can be asymptomatic, pilonidal 
sinus can cause pain, recurrent abscess formation and acute or chronic infections 
(5,6). Sacrococcygeal pilonidal disease was firstly described by Mayo in 1883 and 
since then, various treatment modalities have been improved for this disease’s 
management (6).

Although several methods have been used over the years in PS treatment, 
any consensus cannot be generated on an ideal treatment (7). The ideal treatment 
method should have some specific qualities for example; easily applicable, cost 
effective, small wound size, slight pain, rapid wound healing, simple wound care, 
return to daily activities as soon as possible, short term labor loss, low recurrence 
and complications (3,8).

Sacrococcygeal pilonidal disease’s major treatment is surgery. Several 
treatment methods are defined in literature. These techiques are as follows; the 
excision of the sinus which is left open, excision and marsupialiastion, Karyadakis 
and Limberg like flap techniques with fibrin glue, thrombin-gelatine matrix or 
phenol injections with the curettage of the sinus (6). The use of these minimal 
invasive techniques have been preferred more during the recent years for pilonidal 
sinus disease. In the minimal invasive surgery period, the use of endoscopy has 
1 Assistant Professor, Ataturk University Faculty of Medicine, rifat-peksoz@hotmail.com
2 Assistant Professor, Ataturk University Faculty of Medicine, esradicsi16@gmail.com
3 Research Assistant, Ataturk University Faculty of Medicine, agirman_enes@hotmail.com
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Even in recurrent sinus cases, the EPSIT method had satisfying results. In the 
study which was performed by Meinero and his friends, a 5.1% relapse rate and 
a 5% incomplete wound healing rate was found. Despite the fact that EPSIT has 
many advantages, it also has some limitations such as the cost of fistuloscope and 
its kit, and the training and experience required by the surgeons for this procedure.

 RESULT

For pilonidal sinus disease, there is no definite treatment but minimal invasive 
procedures have started to be performed more frequently. In these methods, 
EPSIT is one of the best known. In primary sinus and recurrent sinus patients, 
EPSIT is an alternative procedure to flap technique and other ways of treatment. 
After surgery, getting back to work and one’s own daily life is fast and disease 
related economical loss is decreased. EPSIT is a more effective procedure than 
traditional methods, in terms of having less complications, slighter pain, shorter 
hospitalization times, less incision scars, and an acceptable level of recurrence 
rates. Recently, endoscopic procedures have become the first choice for most of 
the surgeries. Thus, in the near future, it is thought that EPSIT may be a gold 
standard method of pilonidal sinus treatment.
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Chapter 6

HICCUP

Hüseyin Fatih SEZER1

DESCRIPTION AND GENERAL FEATURES

Hiccup is a rhythmic sound that occurs as a result of involuntary contraction 
of the respiratory muscles and the closure of the airway entrance. It has no 
physiological function 1,2. According to some authors, it is the reflex to protect 
the respiratory tract from gastric aspiration 3. It can be seen in all age groups. 
It even starts in the intrauterine period, and its frequency gradually decreases 
from the neonatal period until the age of 1 year 4. It can get annoying sometimes 
and it can create restrictions in people social life. Even the death of a person was 
associated with hiccups 5,6. Usually occurs at fixed intervals and on average 6-12 
times per minute 7. It can repeats up to 60 times per minute 8. It usually resolves 
spontaneously in a short time without treatment. When it is prolonged and 
persistent, it becomes pathological. The longest known hiccup lasted 69 years and 
9 months, listed in the Guinness Book of World Records 6,9.

EPIDEMIOLOGY

There is no sufficient information about its actual incidence and its relation to 
demographic characteristics 7,8. Studies on the subject are individual case reports 
or studies with a limited number of patients 10. The rate of hospitalization in 
hiccup cases was reported as 0.054% 6. In the United States, 4000 people per year 
are thought to be hospitalized for severe hiccups 5,9. Generally, it is expected to 
be more common in the male gender and those with comorbid diseases 10. More 
than 90% of patients in studies are men gender 5,9. Psychogenic hiccups are more 
common in female gender 4,9. Its incidence is expected to increase with age 4. It 
is more common especially in patients with gastrointestinal and central nervous 
system diseases 9. Its incidence is reported as 3.9-4.5% in cancer patients and 
8-10% in patients with gastroesophageal reflux 6. In studies, it has been reported 
that recurrent hiccups are observed in more than 20% of Parkinson’s patients and 
more than 10% in gastric reflux patients and 3% in the control group 9,11.

1  Assistant Professor, Kocaeli University, hfs.hfs@gmail.com.
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holding, breathing by closing the nose, movements that increase carbon dioxide 
such as the Valsalva manoeuvre, some methods with reducing nasopharyngeal 
irritation such as drinking water and ice application, washing the face with cold 
water, some manoeuvres reducing diaphragm irritation such as pulling the knees 
to the chest 8,10.

Table 2: Physical Maneuvers and Therapies for Acute Hiccups Attack
Nasopharyngeal or Esophagal 
Stimulation

Respiratory 
Manoeuvres

Vagal 
Stimulation

Sugar swallowing Breath-holding Carotid massage
Ammonia Inhalation Valsalva manoeuvres Cold compress

Lemon biting Maximal inspiration Frighting the 
patient

Stimulation with ice water
Intranasal vinegar application

In cases that it is resistant, if there is an underlying organic cause, that situation 
should be tried to be corrected first. However, a definitive organic disorder may 
not be detected. As a medical treatment, treatment with many active substances 
has been reported. In the choice of medical treatment, physicians tend to start 
treatment according to their experience and specialities 10. Chlorpromazine 
(the only FDA approved drug), metoclopramide, gabapentin, benzodiazepine, 
baclofen can be used 10. In some individual case reports, intradermal injection of 
a mixture of thiocolchicoside and lidocaine has been reported to be beneficial 8. 
Decompression of the vagal nerve may be considered in cases resistant to medical 
therapy. It has been reported that an epidural block has been applied to C3-5 9. 
The phrenic nerve can be blocked temporarily with the help of anaesthetic agents 
or radiofrequency 16. Studies are reporting the use of a diaphragm-stimulating 
pacemaker 7. The last resort is denervation of the phrenic nerve 1. It has been 
reported that acupuncture 10 or hypnosis is used among alternative medicine 
methods.
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Chapter 7

LAPAROSCOPIC SURGERY FOR LARGE GALLSTONES

Kenan BİNNETOĞLU1 
Serhat DOĞAN2

INTRODUCTION

Laparoscopic cholecystectomy is one of the most frequently performed 
operations in surgical clinics and is the gold standard in the treatment of 
symptomatic gallstones. In recent years, ultrasonography has become a rapidly 
accessible and frequently performed examination method, leading to an increase 
in the asymptomatic stone incidence. Treatment of asymptomatic stones is 
controversial, however, cholecystectomy is also recommended in asymptomatic 
patients in some cases (1-3).

High-risk factors for gallbladder cancer are particularly the presence of 
polyp larger than 1 cm, porcelain gallbladder, and gallstones larger than 3 cm, 
the gallbladder being full of stones, and living in settlements where the rate of 
incidence is high (2,4,5). Cholecystectomy is also recommended in such cases.

The presence of large stones in the gallbladder may cause difficulty both during 
manipulation and removal of the stone and gallbladder outside the body. The aim 
of this study was to present patients with gallstones of 3 cm and larger, who were 
operated in our clinic, in the light of literature data.

MATERIAL AND METHOD

We retrospectively evaluated the files of 21 patients undergoing elective 
laparoscopic cholecystectomy between January 2016 and December 2019 in 
the General Surgery Department of Malatya training and research hospital. 
Preoperative ultrasonographic findings showed that the size of the gallstones was 
3 cm or larger in all cases.

Data were obtained from computer records, personal surgery book, polyclinic 
registration system, and epicrisis reports of the patients. We obtained written 
informed consent from all patients prior to the operation and obtained the 
1 Kafkas University, School of Medicine, Department of General Surgery, kenanbinnet@hotmail.com
2 Malatya Traınıng And Research Hospıtal, Department of General Surgery, drserhatdogan@gmail.com 
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Chapter 8

ANATOMY OF DORSALIS PEDIS ARTERY

Şeyma TOY1 
Erol TOY2

CLINICAL SIGNIFICANCE AND VARIATIONS OF DORSALIS 
PEDIS ARTERY

When the anterior tibial artery passes the ankle, it is called dorsalis pedis 
artery (DPA). DPA advances between the first and second digits and gives the 
branches of first dorsal metatarsal artery and deep plantar artery. DPA is located 
superficially in the areas where it is crossed by inferior extensor retinaculum of 
the foot and the first tendon of extensor digitorum brevis muscle. DPA pulse can 
be palpated with extensor digitorum longus muscle on the outside and between 
the tendons of extensor hallucis longus muscle on the inside.

Branches of DPA
1-The lateral tarsal artery: It separates from DPA at the level of os naviculare. 

After extending to lateral over the tarsal bones and deep extensor digitorum brevis 
muscle, it anastomosis with arcuate artery, anterior lateral malleolar artery, lateral 
plantar artery and perforating branch of fibular artery.

2- The medial tarsal arteries: They branch off as 2-3 thin branches at the media 
edge of the foot and participate in the formation of medial malleolar network.

3-Arcuate artery: It is the branch of DPA to the lateral. It extends outwards on 
the bases of metatarsal bones and under extensor tendons. It gives three branches 
called dorsal metatarsal arteries (II-IV). These are divided into three branches 
(dorsal digital arteries) on the digits.

4-Dorsal metatarsal artery-I: It is the branch DPA gives before passing to the 
sole of the foot. It is called dorsal digital artery when it reaches the digits.

5-Deep plantar artery: This vein, which is in the form of the continuation of 
DPA, passes between the two heads of dorsal interossei muscle-I from the first 
metatarsal space and joins lateral plantar artery and they form the plantar arch. 
1 Asst. Prof. Dr., Karabük University Faculty of Medicine, seymatoy@karabuk.edu.tr
2 M.D Erol TOY Karabük Training and Research Hospital, Department of Anesthesiology and Reanimation, 

eroltoy@karabuk.edu.tr
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In the dissection study they conducted on 42 cadavers, Rajeshwari et al. found 
that in 54.76% of the cases, DPA and its branches had normal course, while 9.52% 
did not have DPA. They found that 16.67% of the cases did not have arcuate artery 
and 14.29% had variations in the branching of DPA (23).

In the dissection study they conducted on 72 cadavers, Dilandro et al. found 
that 16.7% of the cadavers had arcuate artery, which is an important branch of 
DPA (24).

In their study they conducted on 50 legs, Vijayalakshmi et al. stated that 76% 
of the cases had arcuate artery (13).

In the dissection study they conducted on 30 cadavers, Yamada et al. found 
that 6.7% of the cases did not have DPA, while 33% did not have arcuate artery. In 
the same study, they found that in 6.7% of the cases, DPA was a continuation of 
peroneal artery. They also found that in 54% of the cases, the DPA crossed under 
the extensor hallucis tendon at the ankle and in 3% of the cases, it crossed below 
the ankle, which suggested that the segment distal to the ankle is the optimal site 
of DPA anastomosis on the foot (25).
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