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Chapter 10

Ovarıan Cancer: Etıology, Clınıcal Features and 
Treatment Approaches 

Mustafa Bilici1

Summary

Cancer has remained a significant health problem throughout human 
history. Despite advances in modern medicine, it remains a leading cause 
of death, particularly in developed countries. For example, in the United 
States, cancer accounts for approximately 23% of all deaths. These rates 
clearly demonstrate the importance of this disease to public health. The 
term cancer describes a broad group of pathological disorders characterized 
by the uncontrolled proliferation of specific cell groups in the body and 
their invasion of surrounding tissues. This uncontrolled proliferation 
develops as a result of disruption of the normally tightly regulated cell cycle 
through various molecular mechanisms. Normal cells balance processes 
such as growth, proliferation, and apoptosis through genetically regulated 
mechanisms. Disruptions in the cell life cycle lead to a loss of genetic stability 
and initiate the process of tumor formation. Ovarian cancer has one of the 
highest mortality rates among gynecological malignancies and is most often 
diagnosed in advanced stages. One of the main reasons for this is that the 
disease presents with vague, nonspecific symptoms in its early stages. This 
clinical uncertainty complicates early diagnosis and leads most patients to seek 
medical attention in the metastatic stage. Histopathologically, approximately 
80% to 90% of ovarian cancers are epithelial carcinomas, which originate from 
the surface epithelium of the ovary. Diagnosing the disease at an advanced 
stage significantly reduces treatment response rates and long-term survival. 
Indeed, the 5-year survival rate in cases diagnosed at an advanced stage ranges 
from 30% to 40%, and cure is quite limited. Ovarian cancer is a group of 
malignant diseases characterized by uncontrolled cellular proliferation that 
occurs in the ovaries, a key organ of the female reproductive system. This 
type of cancer, which exhibits a clinically heterogeneous structure, often 
follows an insidious course and often presents no symptoms in the early 

1	 Van Security Collage, Van Yuzuncu Yil University, Van, Turkey
	 mustafabilici@yyu.edu.tr, Orcid: 0000-0002-8689-6463

https://doi.org/10.58830/ozgur.pub933.c3922



128  |  Ovarian Cancer: Etiology, Clinical Features and Treatment Approaches

stages. Therefore, most cases are already in an advanced stage by the time 
they are diagnosed. According to epidemiological data, ovarian cancer is 
the 18th most common cancer type worldwide and the 8th most common 
malignancy in women. Statistics in Turkey reflect a similar picture, reporting 
it as the 7th most common malignancy among women.

Introduction

Cancer-Causing Factors

1. Genetic and Molecular Basis

	Cancer development begins with the disruption of cellular regulation due 
to mutations in the genetic structure. These mutations can be congenital or 
develop throughout life due to various environmental and biological factors. 
Mutations in tumor suppressor genes and proto-oncogenes, in particular, 
cause the cell cycle to become uncontrolled. For example, mutations in the 
p53 gene have been shown to play a significant role in breast, lung, kidney, 
and ovarian cancers (Vogelstein & Kinzler, 2005).

2. Hereditary Factors

Hereditary predisposition plays a significant role in approximately 20% 
of all cancer cases. Familial transmission is particularly evident in some 
types of cancer, such as breast and ovarian cancer. For example, the risk of 
developing the disease in first-degree relatives of individuals with ovarian 
cancer is significantly higher than the general population average. However, 
hereditary ovarian cancer cases account for less than 1% of all ovarian cancer 
cases. (Özkılıç, 2007).

3. Radiation Effects

Ionizing radiation has destructive effects on DNA, resulting in 
chromosome breaks and structural abnormalities. This disrupts the genomic 
integrity of cells and can trigger oncogenic processes. Ultraviolet rays, in 
particular, have been identified as responsible for 90% of skin cancers. 
Similarly, naturally occurring radon gas has been identified as a significant 
risk factor for the development of lung cancer. (Ministry of Health, 1998; 
Tuncer et al., 2022; Çalışkan, 2008).

4. Chemical Exposures and Dietary Factors

Exposure to environmental carcinogens, particularly smoking, 
consumption of foods containing additives, and foods cooked at high 
temperatures, are among the primary external factors that predispose 
to cancer. Additives such as nitrate and nitrite can cause gastrointestinal 
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cancers by converting to nitrosamines in stomach acid. Toxic compounds 
such as acrylamide, which form at high temperatures, have also been shown 
to play a role in the development of colon and breast cancer. Furthermore, 
some nutrients may also reduce cancer risk due to their antioxidant content. 
(Doğan D. et al., 2025; Tuncer et al., 2022; Bilici M., 2014).

Ovarian Cancer: Overview

Ovarian cancer, one of the most common causes of death among 
gynecological cancers, is often diagnosed in advanced stages. The clinical 
picture often presents with non-specific symptoms, making early diagnosis 
difficult. Approximately 80-90% of ovarian cancers are epithelial carcinomas, 
which originate from the surface epithelium of the ovary. The 5-year survival 
rate for patients diagnosed at an advanced stage is around 30-40%, and the 
chance of cure is low. (Çalışkan, 2008; Bilici M., 2014).

Etiopathogenesis and Risk Factors

Genetic predisposition, hormonal imbalances, and environmental toxins 
are known to play important roles in the development of ovarian cancer. 
BRCA1 and BRCA2 gene mutations, in particular, have been found to 
significantly increase the risk of familial ovarian cancer. Among hormonal 
factors, increased ovulation frequency plays a significant role. Prolonged 
estrogen exposure can trigger proliferative effects in epithelial ovarian tissue. 
(Bilici M., 2014).

The Role of Nutrition and Micronutrients

The protective effects of antioxidants, trace elements, and vitamins 
have been investigated in ovarian cancer and some other cancer types. A 
study conducted in Finland found that patients with ovarian cancer who 
received selenium and vitamin E supplements underwent chemotherapy 
responded better to treatment (Sundström et al., 1989). It has also been 
suggested that the Cu/Zn ratio in serum may serve as a biomarker for the 
course of gynecological tumors (Gao & Zhonghua, 1988). Low levels of 
these elements reduce the activity of antioxidant enzymes such as superoxide 
dismutase, which facilitates cell damage (Gurusamy, 2007; Bilici M., 2014).

Epidemiological Data and the Situation in Turkey

Approximately 175,000 people are newly diagnosed with cancer each 
year in Turkey, and cancer cases are widespread throughout the country, 
with no regional differences. According to TÜİK (Turkish Statistical 
Institute) data, the cancer-related mortality rate rose from 12% in 2002 
to 21% in 2012 (TÜİK, 2012). The World Health Organization (WHO) 
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predicts that cancer-related deaths will be among the leading causes of death 
worldwide after 2015. WHO data lists three main reasons for the increase 
in cancer incidence: smoking, an aging population, and rising obesity 
rates. Furthermore, with the development of cancer registration systems in 
Turkey, an increase in the number of detected cases is also observed (Bilici 
M., 2014).

Ovarian Cancer

Ovarian cancer is a group of malignant diseases characterized by 
uncontrolled cellular proliferation that occurs in the ovaries, a vital part of 
the female reproductive system. This type of cancer, which has a clinically 
heterogeneous structure, tends to be diagnosed late because it often follows 
an insidious course and is asymptomatic in the early stages (Memorial 
Medical Publications Board, 2024; Ministry of Health, 2017; Webb & 
Jordan, 2017). Tumors of epithelial origin account for approximately 80% 
of all ovarian cancers and are most commonly seen in the postmenopausal 
period. In contrast, germ cell tumors are more common in younger age 
groups—especially those under 20. Epidemiological data reveal that ovarian 
cancer is the 18th most common cancer type worldwide and the eighth most 
common cancer among women. In Türkiye, it is reported to be the seventh 
most common malignancy among women (Ministry of Health, 2017; Webb 
& Jordan, 2017).

Incidence and Mortality

According to global statistics, an average of 239,000 new cases of 
ovarian cancer are detected each year, and approximately 152,000 of these 
cases result in death (Bray et al., 2018). Ovarian cancer has the highest 
mortality rate among gynecological malignancies, with a five-year overall 
survival rate of approximately 35% (Berrino et al., 1995). Despite advanced 
medical technologies and treatment methods, the prognosis for ovarian 
cancer remains quite poor. The main reasons for this are the lack of a specific 
screening method, the disease’s presentation with nonspecific symptoms, 
and its advanced stage of diagnosis (Capriglione et al., 2017; Ekinci et al., 
2013). Approximately 19,710 new cases of ovarian cancer are diagnosed 
each year in the United States, and 13,270 people die from the disease (Sung 
et al., 2020). Ovarian cancer is the leading cause of all gynecologic cancer 
deaths in the United States, ranking fourth after breast, lung, and colorectal 
cancers (Siegel et al., 2023; WHO, 2020).
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Early Diagnosis and Response to Treatment

Survival rates significantly increase and life expectancy increases in cases of 
early-stage ovarian cancer. However, only 30% of patients are diagnosed at an 
early stage (Quaye et al., 2008). Despite modern surgical and chemotherapy 
approaches, survival is low in advanced-stage cases. The combination of 
maximal cytoreductive surgery and platinum-based chemotherapy is among 
the primary treatment strategies that improve survival. Meta-analyses have 
demonstrated that optimal tumor burden reduction has a significant impact 
on survival in stage III-IV patients (Bristow, 2002; Bozkurt et al., 2024).

Risk Factors

Many genetic, hormonal, and environmental factors play a role in the 
etiology of ovarian cancer. Advanced age, family history, BRCA1 and 
BRCA2 gene mutations, and inherited conditions such as Lynch syndrome 
are among the most important risk factors (Colombo et al., 2006). Fertility 
history also plays a decisive role in the etiopathogenesis. Numerous factors 
such as nulliparity, early menarche, late menopause, and frequent ovulation 
increase the risk of ovarian cancer. In this context, certain factors such 
as oral contraceptive use, duration of breastfeeding, tubal ligation, and 
hysterectomy have been reported to reduce the risk (Beji & Bilgiç, 2015; 
Moysich et al., 2001). According to the “continuous ovulation hypothesis,” 
monthly ovulation causes repetitive microtrauma to the ovarian surface, 
and this process can facilitate DNA damage and malignant transformation 
(Tortolero-Luna & Mitchell, 1995). This leads to the accumulation of 
genetic mutations during the repair process of epithelial cells, paving the 
way for tumor formation.

Genetic Factors and BRCA Mutations

BRCA1 and BRCA2 genes are tumor suppressor genes involved in 
DNA repair. Germline mutations in these genes significantly increase the 
risk of both ovarian and breast cancer. The penetrance of these autosomal 
dominantly inherited mutations is variable, with the risk of ovarian cancer 
ranging from 40-60% and breast cancer ranging from 65-85% in individuals 
carrying a BRCA1 mutation (Clement, 2002; Rosai, 2004).

Histopathological Subtypes and Clinical Course

Ovarian cancer is histologically divided into three main groups: 
epithelial, germ cell, and sex cord-stromal. The most common form is serous 
carcinoma, originating from the ovarian surface epithelium. These tumors 
are high-grade and usually diagnosed in advanced stages. Germ cell tumors 
are more common in young women, while sex cord-stromal tumors are rare 
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and may be hormone-producing. Major factors affecting the course of the 
disease include the stage at diagnosis, tumor grade, histological type, patient 
age, and the amount of tumor remaining after surgery. The minimal amount 
of residual tumor remaining after cytoreductive surgery is a key determinant 
of survival (Falcetta et al., 2016).

Preventive Effectiveness and Awareness

One of the most effective methods in combating ovarian cancer is 
identifying risk factors and raising public awareness. Because symptoms 
of the disease are often associated with the gastrointestinal system, they 
can be misinterpreted, leading to delays in diagnosis. Therefore, regular 
checkups, especially for individuals at risk, will increase the chance of early 
diagnosis (Eroğlu & Koç, 2013). Early cancer diagnosis not only provides 
physiological benefits but is also important for psychological well-being and 
reducing healthcare costs. Emphasizing these issues in health policies has the 
potential to reduce morbidity and mortality rates (Pınar et al., 2008).

Ovarian Tumors of Epithelial Origin

The most common histological subgroup of ovarian cancers is malignancy 
of epithelial origin. These tumors arise from the surface epithelium lining the 
outer surface of the ovary and are particularly prevalent in postmenopausal 
women. The literature reports that approximately 80% of ovarian cancers 
diagnosed in the postmenopausal period are epithelial in origin. Epithelial 
tumors are histopathologically divided into various subtypes, each with a 
different clinical course, prognosis, and treatment approach (Kuzey, 2007; 
Çalışkan, 2008).

1. Serous Carcinoma

Serous carcinoma, the most common form of epithelial ovarian cancer, 
accounts for approximately 40% of all ovarian cancers. It is usually seen in 
women between the ages of 40 and 60 and tends to be bilateral (involving 
both ovaries). The development of serous tumors has been associated with 
invagination and transformation of the ovarian surface epithelium. The 
tumors often form cystic structures filled with fluid, and this fluid is serous, 
produced by the tumor cells (Demirbağ, 2004).

2. Endometrioid Carcinoma

Endometrioid-type ovarian carcinoma accounts for approximately 20% 
of epithelial tumors. It can have a solid or cystic appearance. This tumor type 
is thought to develop from cells similar to endometrial tissue, and 15% of 
patients have a history of endometriosis. Furthermore, endometrial cancer 
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can be detected simultaneously in 15-30% of patients with endometrioid 
tumors. Under the microscope, the tumor may occasionally resemble sex 
cord-stromal structures. The rate of bilateral involvement is approximately 
40%. The five-year survival rate ranges from 40-50% (Soidman et al., 2002; 
Kao & Norris, 1979).

3. Mucinous Carcinoma

Mucinous ovarian tumors represent approximately 25% of ovarian 
cancers and are usually seen in middle-aged women. These tumors are 
often benign or borderline, with only 15% exhibiting malignant features. 
Malignant forms are rarely bilateral. While macroscopically similar to serous 
tumors, they are larger and contain multiocular cystic structures. These cysts 
are filled with a glycoprotein-rich, gelatinous fluid. Microscopically, the 
cystic spaces are lined with highly columnar and secretory cells. Peritoneal 
dissemination can occur in malignant and borderline lesions. This can lead to 
complications such as intra-abdominal adhesions and intestinal obstruction 
(Clement, 2002; Adilay, 2006; Demirbağ, 2004; Guerrieri et al., 1994; 
Riopel et al., 1999).

4. Clear Cell Carcinoma

Clear cell tumors account for approximately 5% of epithelial ovarian 
cancers. This subtype is most commonly seen in women between the ages 
of 40 and 80 and is characterized by the clear, abundant cytoplasm of the 
cells. It is thought to be of Müllerian origin and a variant of endometrioid 
carcinoma. It can be solid or cystic. Within the solid structures, tumor cells 
may form islands or tubules, while cystic forms are characterized by cells 
lining the cyst wall. It generally has an aggressive clinical course, and the 
five-year survival rate is approximately 50%. Benign or borderline variants 
are rare (Kao & Norris, 1979; Bell & Scully, 1985).

5. Borderline Ovarian Tumors

Borderline epithelial ovarian tumors are neoplasms with low malignant 
potential and constitute 10-15% of all epithelial ovarian tumors. These 
tumors are generally confined to the ovarian surface and are not invasive. 
Their clinical prognosis is quite good compared to other epithelial tumors. 
A high cure rate can be achieved after surgical treatment (Kao & Norris, 
1979; Bell & Scully, 1985).

Clinical Findings and Diagnostic Process

Because epithelial ovarian cancers develop deep within the pelvis and 
initially present with no specific symptoms, diagnosis is often delayed until 
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later in life. A significant portion of patients (70%) are in advanced stages 
of disease at the time of diagnosis. These tumors are often detected during 
routine gynecological examinations or by imaging studies of abnormal 
masses in the pelvic area. In advanced stages, they can spread to the peritoneal 
cavity, causing ascites accumulation, pressure on abdominal organs, and 
respiratory distress (Kao & Norris, 1979; Bell & Scully, 1985).

Ovarian Cancer Symptoms

The symptoms of ovarian cancer are often nonspecific and can mimic 
symptoms associated with the gastrointestinal and urinary systems. 
Therefore, delays in diagnosis are common. The following symptoms may 
be clinical indicators of ovarian cancer:

• Pain or a feeling of fullness in the pelvic or abdominal area

• Significant abdominal bloating and distension

• Change in bowel habits (e.g., constipation)

• Frequent urination

• Feeling full early after meals, loss of appetite

• Unexplained weight loss

• Vaginal bleeding (especially outside of menstrual periods)

• Pain during intercourse

• Persistent weakness and fatigue

• Nausea and indigestion

Because many of these symptoms can also be seen in other benign 
conditions, careful evaluation and differential diagnosis with appropriate 
diagnostic tests are important (Memorial Medical Publications Board, 2024; 
Bilici M., 2014).

Ovarian Cancer Staging

The stage of the disease at diagnosis plays a decisive role in the clinical 
management of ovarian cancer. Staging is critical for determining whether the 
tumor has spread beyond the ovary and metastasized to surrounding tissues 
or distant organs. The staging system recommended by the International 
Society for Gynecologic Cancer (FIGO) and the American Joint Committee 
on Cancer (AJCC) classifies tumors based on their anatomical extent 
(Memorial Medical Publishing Board, 2024).
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1. Stage I: Ovarian-Limited Disease

• In stage I ovarian cancer, the malignancy is confined to only one or both 
ovaries. At this stage, cancer cells have not spread to pelvic or abdominal 
organs, lymph nodes, or distant parts of the body. The tumor is located 
solely within or on the surface of the ovaries; in some cases, malignant 
cells can be observed in the peritoneal fluid (ascites). Surgical treatment is 
the primary approach for this stage. Optimal surgery aims to completely 
remove the tumor; however, in some cases, the risk of recurrence can range 
from 5-20% due to microscopic spread (micrometastasis). The presence 
of micrometastatic foci indicates that small, invisible cancer cells may have 
spread beyond the ovary. Therefore, adjuvant treatment may be necessary 
after surgery (Benedet et al., 2000; Özkılıç, 2007).

Adjuvant therapy is a multidisciplinary approach that includes 
chemotherapy, radiotherapy, or biologic agents administered after surgery 
and aims to prevent disease recurrence. Platinum-based chemotherapeutic 
agents are generally preferred, and the treatment plan is determined by the 
histopathological features and risk of recurrence.

Stage I is categorized into three subgroups:

• Stage IA: The tumor is localized in only one ovary; there is no tumor 
formation on the external surface or disruption of capsule integrity; and no 
malignant cells are found in the peritoneal fluid.

• Stage IB: The tumor has involved both ovaries; capsule integrity is 
preserved, and there is no surface localization.

• Stage IC: The tumor has involved one or both ovaries, and there is 
rupture of the ovarian capsule, surface localization, or malignant cells in the 
peritoneal fluid (Benedet et al., 2000; Özkılıç, 2007).

2. Stage II: Spread Within the Pelvis

In Stage II, cancer has spread from the ovaries to adjacent organs such as 
the uterus, fallopian tubes, or other pelvic structures. However, the tumor 
has not yet reached the upper abdomen or distant lymph nodes. Surgical 
debulking (cytoreductive surgery) is the primary treatment method at this 
stage. However, because microscopic cancer cells that have spread to the 
pelvic region may not all be surgically removed, adjuvant chemotherapy 
becomes an absolute necessity. Intraperitoneal chemotherapy, in particular, 
is one of the preferred methods for effectively removing small residual 
tumors. Delivering chemotherapeutic agents directly to the tumor tissue 
increases treatment efficacy and can prolong survival. Furthermore, in some 
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cases, neoadjuvant chemotherapy administered before surgery is used to 
reduce tumor volume and facilitate surgical intervention. Studies on the 
effectiveness of this approach are ongoing; it is particularly preferred in 
patients with high tumor burden or those not suitable for surgery (Benedet 
et al., 2000; Özkılıç, 2007).

Stage II is further classified as follows:

• Stage IIA: The tumor has spread to the uterus or fallopian tubes.

• Stage IIB: The tumor has invaded the pelvic peritoneum or other 
pelvic organs.

• Stage IIC: In addition to the findings of Stages IIA or IIB, features 
such as malignant peritoneal fluid or rupture of the ovarian capsule are 
present (Benedet et al., 2000; Özkılıç, 2007).

3. Stage III: Intra-Abdominal Spread and Lymph Node Involvement

In stage III, the tumor has spread beyond the ovary, reaching the intra-
abdominal peritoneal surfaces, intestines, omentum, or regional lymph 
nodes. However, distant organs such as the liver parenchyma have not yet 
been affected. Standard treatment consists of maximal cytoreductive surgery 
followed by systemic chemotherapy. During surgery, the tumor burden 
should be reduced as much as possible, and residual disease smaller than 1 
cm should be targeted. However, in this stage, the risk of disease recurrence 
is quite high due to micrometastatic remnants. Only 30-40% of stage III 
patients achieve long-term survival.

Adjuvant therapy in this stage usually consists of a combination of 
paclitaxel and carboplatin, administered every 3 weeks for a total of 6 cycles.

Stage III substages are as follows:

• Stage IIIA: Microscopic peritoneal metastases are present outside the 
pelvis.

• Stage IIIB: Peritoneal metastases smaller than 2 cm are observed 
outside the pelvis. 

• Stage IIIC: Peritoneal metastases larger than 2 cm or regional lymph 
node involvement is present (Benedet et al., 2000; Özkılıç, 2007).

4. Stage IV: Distant Metastasis Stage

Stage IV ovarian cancer is defined as an advanced stage in which the 
disease has spread beyond the abdominal region. At this stage, metastases 
involve distant organs such as the liver parenchyma, pleural space, or distant 
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lymph nodes. The treatment strategy again includes a combination of 
cytoreductive surgery and platinum-based systemic chemotherapy. However, 
the high tumor burden and the presence of chemotherapy-resistant cells at 
this stage significantly reduce the response rate to treatment, increasing the 
risk of recurrence. Although multimodal treatment approaches are being 
implemented to prolong life and control symptoms, survival at this stage 
is generally limited. Palliative approaches to improve quality of life are also 
important (Benedet et al., 2000).

Prevention, Screening, and Treatment Approaches in Ovarian 
Cancer

Ovarian cancer (ovarian cancer) continues to have high mortality rates 
compared to some highly treatable cancers. Although numerous treatment 
protocols based on surgery and chemotherapy have been developed, the 
overall 5-year survival rate for the disease is approximately 45%. This low 
survival rate is associated with most cases being diagnosed at an advanced 
stage (Siegel et al., 2011). The ideal treatment protocol for ovarian cancer 
is surgical resection to remove the tumor tissue, followed by adjuvant 
chemotherapy. In some cases, radiotherapy may be added to the treatment. 
Anatomical sites to which the disease spreads frequently include the pelvis, 
intra-abdominal peritoneal surfaces, and distant organs such as the lungs 
and liver via the systemic circulation (Siegel et al., 2011; Bilici, M., 2014).

Screening and Evaluation During Diagnosis

Suspicion of ovarian cancer often arises from the sensation of a pelvic 
mass, swelling, or nonspecific abdominal symptoms. Initial diagnostic 
evaluation includes measuring tumor markers, particularly CA-125, along 
with transvaginal or abdominal ultrasonography. However, an increase in 
CA-125 levels does not always indicate malignancy; inflammatory conditions, 
benign gynecological diseases, or other non-malignant causes can also cause 
this marker to rise. In postmenopausal women, a CA-125 level of >35 U/
mL is considered more suggestive of malignancy. While this marker is not 
diagnostic, it is an important biological indicator for monitoring the disease 
during treatment and detecting recurrences (Tian et al., 2009).

Surgical Intervention

Surgery is used for both staging and treatment in ovarian cancer. During 
this procedure, usually performed via laparotomy, tissue samples are taken 
from the tumor mass along with the affected pelvic and abdominal organs 
for pathological examination. The primary goal of surgery is to remove the 
largest tumor mass possible.
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Etiology and Risk Factors

The causes of ovarian cancer are not fully understood. However, as with 
other solid tumors, genetic and environmental factors are thought to play 
a role.

Genetic Risk Factors

A family history of ovarian cancer, especially in first-degree relatives, 
significantly increases an individual’s risk of developing the disease. This 
condition is not limited to maternal but is also associated with paternal 
inheritance. BRCA1 and BRCA2 gene mutations are frequently observed 
in individuals with a genetic predisposition. These mutations show an 
autosomal dominant inheritance pattern and have variable penetrance. 
The risk of developing ovarian cancer in individuals carrying a BRCA1 
mutation ranges from 15-60%, and the risk of developing breast cancer 
ranges from 35-85%. Genetic testing is now becoming more widespread in 
high-risk individuals, and prophylactic mastectomy and oophorectomy may 
be recommended for individuals with mutations (Clement, 2002; Rosai, 
2004).

Nongenetic and Environmental Risk Factors

1. Age

Ovarian cancer frequently occurs in older adults. While the disease is rare 
in women under 40, the incidence increases significantly, especially in the 
postmenopausal period (Colombo et al., 2006).

2. Hormone Therapies and Ovulation Induction

Postmenopausal women using estrogen-only hormone replacement 
therapy have a higher risk of ovarian cancer than those using combined 
estrogen-progestin therapy. Furthermore, long-term use of ovulation-
inducing drugs used in infertility treatments has also been associated with 
ovarian cancer. Conditions such as polycystic ovary syndrome, endometriosis, 
and amenorrhea have also been considered risk factors (Colombo et al., 
2006).

3. Breast Cancer History

The risk of developing ovarian cancer is significantly increased in women 
who have had breast cancer. This association is particularly pronounced in 
individuals carrying BRCA mutations. The same genetic mutations play a 
role in the development of both breast and ovarian cancer (Clement, 2002; 
Rosai, 2004).
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4. Smoking

Smoking has been associated with the development of ovarian cancer, 
particularly the mucinous histological type. Toxic components in cigarette 
smoke, such as tar, nicotine, and carbon monoxide, can cause damage at the 
cellular level and trigger malignant transformation (Guerrieri et al., 1994; 
Clement, 2002).

5. Oral Contraceptive Use

Regular use of birth control pills provides a significant reduction in the 
risk of ovarian cancer. This protective effect is directly proportional to the 
duration of use. However, the use of these medications must be under the 
supervision of a physician (Moysich et al., 2001).

Screening, Early Diagnosis, and Treatment Approaches in Ovarian 
Cancer

Although effective screening methods are currently available for some 
types of cancer, there is no effective screening method for the general 
population for ovarian cancer. Screening is recommended only for high-risk 
groups, such as BRCA1/2 carriers (Clement, 2002; Moysich et al., 2001).

Commonly accepted symptoms include: Significant abdominal 
distension, Pelvic or abdominal pain, Early satiety or loss of appetite, and 
Frequent urination. While these symptoms are nonspecific, they require 
further evaluation if they are persistent and severe. Early diagnosis is critical 
for successful treatment. During clinical evaluation, pelvic examination, 
ultrasonography, and, if necessary, Doppler ultrasound can help distinguish 
between solid and cystic masses. In addition to CA-125 and other tumor 
markers, the blood flow characteristics of the mass can be analyzed with 
Doppler ultrasonography. However, none of these methods are diagnostic 
alone. In cases with high suspicion of malignancy, a biopsy with surgical 
intervention is the gold standard for establishing a definitive diagnosis. 
(Memorial Medical Publishing Board, 2024). The primary treatment 
approach is surgery and chemotherapy, depending on the stage of the 
disease. During the surgical procedure, the uterus, ovaries, affected peritoneal 
tissues, and, if necessary, lymph nodes are removed. If the mass has spread to 
surrounding tissues or is not amenable to surgery, surgery may be performed 
after the tumor is reduced in size with neoadjuvant chemotherapy. Platinum-
based chemotherapy protocols are commonly preferred in the postoperative 
period. (Memorial Medical Publications Board, 2024; Bilici, M., 2014).
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