OBGYN—Ovarian, Cervical, and Vulvar Disorders
OVARIAN CYSTS


Ovarian cysts include follicular, corpus luteum, and theca lutein cysts.  The most common form of ovarian tumor
Follicular Cysts


Follicular cysts are common and occur secondary to a failure in ovarian follicle rupture.  There is a buildup of unabsorbed follicular fluid leading to cyst formation.  Most common in menstrual years; rare in childhood and never post menopausal
Signs and Symptoms

1) Unilateral lower abdominal pain – mild to moderate

2) Dyspareunia

3) Irregular menstrual intervals and bleeding

4) Palpable adnexal mass – mobile, tender, cystic
Diagnosis

1) Pelvic US

2) Urine HCG 

Treatment

1) Observation – resolve within 2 month period

2) Patient reassurance

3) Oral contraceptives – estrogen-progesterone combinations stunt gonadotropin stimulation of ovarian follicle
Complications

1) Rupture

2) Ovarian torsion
Corpus Luteum Cyst


Corpus luteum cysts are common.  Usually 3-6cm in size.  Related to the post-ovulatory phase of the menstrual cycle and greater than 3cm.  
Two Subtypes

1) Persistent corpus luteum cyst – enlarged corpus luteum with progesterone production >14 days.  Delayed menstruation up to several weeks.  History will show amenorrhea and dull lower quadrant pain.  Pelvic exam may show tender, cystic/solid, enlarged adnexal mass

2) Corpus hemorrhagicum – rapidly enlarging cyst with spontaneous hemorrhage.  May rupture late.  Presents with regular menstruation with acute late luteal phase pain; possible hypovolemia.  Treatment is surgical resection cysts, analgesia, observation, and reassurance for self-limiting cysts.  
Theca Lutein Cysts


Theca lutein cysts are associated with pregnancy, especially multiple gestations.  Also may occur in trophoblastic disease: hydatidaform mole, choriocarcinoma and in associated with ovarian induction therapy: Clomiphene and human menopausal gonadotropin/human chorionic gonadotropin.  Usually bilateral, large (up to 6cm) and multicystic (ovaries may be >20cm in diameter).  Majority are self-limiting and require no further intervention.
Polycystic Ovarian Syndrome (PCOS)


Polycystic ovarian syndrome (PCOS) is thought to be related to obesity.  Due to persistently high levels of estrogen, androgen, and LH.  LH causes increased stimulation of androgens (androstenedione) by theca lutein cells that surround ovarian follicles.  The increased androstenedione undergoes aromatization to estrogen (estrone) in adipocytes.  In turn, estrone has a positive-feedback effect on pituitary secretion of LH.  Etiology is genetic

Risk Factors

1) Cushing’s syndrome

2) Obesity
3) Congenital adrenal hyperplasia

4) Androgen-secreting adrenal tumors

History

1) Oligomenorrhea or amenorrhea – no normal cycles

2) Anovulation 

3) Acne
4) Hirsutism

5) Infertility

6) Abnormal anovulatory uterine bleeding due to continuous estrogen
7) Recurrent miscarriage
Physical

1) Virilization – alopecia, deeper voice, hirsutism, acne

2) Obesity
3) HTN

4) Acanthosis Nigracans

5) Pelvic exam – enlarged, multiple, cystic masses, often bilateral 
Diagnosis

1) Hormonal panel – serum LH: FSH >3.  Increased serum androstenedione, testosterone, and DHEA (dehydroepiandrosterone)

2) FBG or OGTT
3) Insulin levels are high due to insulin resistance
4) Pelvic US – enlarged ovaries with numerous (>10) large subscapular cysts, string of pearls appearance.  
Treatment

1) Weight reduction – exercise and diet control

2) Oral contraceptives
3) Smoking cessations

4) Infertility – Clomiphene plus or minus dexamethasone, metformin
5) Hirsutism – Epilation and electrolysis

6) Surgery – bilateral oophrectomy with estrogen replacement (indicated for hyperthecosis)
Complications

1) Breast and endometrial carcinoma

2) Gestational diabetes

3) Impaired glucose tolerance or type II diabetes

4) Dyslipidemia, HTN, MI
Cervical Cancer


During high estrogen production states (puberty and during fetal existence), the cervix exerts, exposing the once internal columnar epithelium to the vaginal environment.  The exposed columnar epithelium undergoes a process of transformation via metaplasia, histologically becoming squamocolumnar, at the location known as the transformation zone.  It is during metaplasia that the transformation zone is susceptible to mutations and dysplasia, with the introduction of carcinogens.  Dysplasia progresses to carcinoma.  Most cervical cancer is squamous cell (85%).  Frank cervical cancer is preceded by cancer epithelial precursor cells (cervical dysplastic cells), terms cervical intraepithelial neoplasia (CIN).  Based upon histological appearance on the pap smear, classification using the Bethesda system is also applied
Cervical Precursor Cells – Bethesda System

1) ASCUS – Atypical Squamous Cells of Unknown Significance

2) AGCUS – Atypical Glandular Cells of Unknown Significance 

3) LGSIL – Low-Grade Squamous Intraepithelial Lesion

4) HGSIL – High-Grade Squamous Intraepithelial Lesion
Pap Smear Terminology

	Pap Classes
	Description
	Bethesda 2001

	I
	Normal
	Normal and Variants

	II
	Reactive Changes
	Reactive Changes

	
	Atypia 
	ASCUS, AGCUS

	
	Koilocytosis 
	LGSIL

	III CIN I
	Mild dysplasia 
	LGSIL

	III CIN II
	Moderate dysplasia
	HGSIL

	III CIN III 
	Severe dysplasia
	HGSIL

	IV
	Cancer in situ, suspicious
	HGSIL

	V
	Invasive 
	Microinvasion (<3mm)

	
	
	Frankly invasive (>3mm)


Epidemiology

1) Incidence – 15,000 per year

2) Peak incidence – 40-60 years, range 20-80

3) Mortality – 5,000 per year
Etiology

1) Human Papillomavirus (HPV) – types 16, 18, 31, 33, 45, 52, 56, 58, 59

Risk Factors

1) Hispanic, AA, Native American women

2) Increased number of sexual partners
3) Early age of first intercourse
4) Early menarche

5) Early childbearing

6) History of STD

7) Male factors – history of multiple partners, uncircumcised male partner

8) Tobacco use

9) Maternal DES exposure during pregnancy

10) OCPs

11) Immunosuppressed states – HIV, chemotherapy, other

12) Nutritional deficiencies

13) Lower socioeconomic class – lack of a previous PAP smear, no PAP smear within 5 years

14) A previous abnormal PAP smear
History

1) Abnormal PAP smear result

2) Asymptomatic
3) Abnormal vaginal bleeding – Metrorrhagia/menorrhagia, postcoital bleeding, postmenopausal bleeding

4) Pelvic wall involvement – triad of leg edema, pain, and hydronephrosis
5) Vaginal discomfort
6) Malodor
7) Dysuria
8) Of regional metastasis – constipation, hematuria, fistula formation, uteral obstruction, lymph nodes
9) Of distant metastasis – lung, bone, liver, extra-pelvic lymph nodes
Physical

1) Unremarkable

2) Pelvic exam shows cervical abnormalities – masses, ulcers, erosions.  May extend into vaginal canal

3) Bimanual exam – pelvic masses

4) Rectal exam – tumor extension

5) Of metastatic disease
Diagnosis

1) CBC with differential

2) BMP

3) Liver profile

4) CXR

5) PAP smear of cervix, squamocolumnar junction, and transformation zone (endocervix) – CIN classification, presence of abnormal cells, evidence of HPV DNA.  Screening test of choice
6) Colposcopy – punch biopsy and endocervical curettage (ECC)  

7) Schiller’s test – apply Lugol’s solution to cervix and look for positive reaction.  Cancer cells will take this up and not let it go. 

8) Biopsy – punch biopsy and ECC

9) Conization – scalpel (cold-knife conization), laser, or electrosurgical loop (loop electrosurgical excision procedure [LEEP] or large loop excision of the transformation zone [LLETZ]).
Abnormal Pap Smear Management

1) Reactive/inflammatory changes – treat underlying cause
2) ASCUS – repeat PAP smear q4-6 months x 2 years until 3 negatives.  If still abnormal, proceed to colposcopy.  May proceed directly to colposcopy.

3) AGCUS – repeat PAP smear, colposcopy, cone biopsy

4) LGSIL – repeat PAP smear q4-6 months x 2 years until 3 negatives.  Colposcopy with ECC and directed biopsy

5) HGSIL – colposcopy with ECC and directed biopsy

Treatment

CIN

1) Cauterization or cryosurgery

2) CO2 laser

3) Conization

Cervical Cancer

1) Surgical excision – total hysterectomy, pelvic lymphadenectomy

2) Pelvic radiation – external beam, intracavitary implants

3) Chemotherapy – cisplatin, 5-FU, ifosfamide, irinotecan
4) Chemoradiotherapy 
Recommended Pap Smear Screening

American College of Obstetricians and Gynecologists

1) Begin tri-annual PAP smear and annual pelvic exam at age 18 or after sexual activity

2) After 3 consecutive normal PAP smears, frequency is at PA/physician discretion
American Cancer Society

1) Start screening 3 years after first sexual activity begins or by age 2`

2) Annual screening until age 30

3) Low risk and >30 and at least 3 consecutive negative PAP smears; q2-3 years or clinician discretion

4) Low risk and >70, intact cervix, at least 3 consecutive negative PAP smears, and no abnormal pap smears within previous 10 years – d/c screening

5) High risk or history of cervical cancer or in utero exposure to DES or immunocompromised – continue annual pap smear or at clinician discretion
Cervical Cancer Prevention

1) Protective effects – use of condoms and/or diaphragm

2) Smoking cessation

3) Regular cytologic screening
4) Limit number of sexual partners

5) HPV vaccination

Prognosis

1) 5-year survival rates – stages I >85%, stage IV >15%

Cervical Polyp


Cervical polyps are the MC benign neoplasms of the cervix.  They are focal hyperplasic protrusions of the endocervical folds, including the epithelium and substantia propria.  Grossly, they appear as typical polypoid structures protruding from the cervical os.  At times, endometrial polyps protrude through the cervical os.  They cannot be distinguished from endocervical polyps by gross appearance.  They are associated with endometrial hyperplasia.  Ectocervical polyps by gross appearance.  They are associated with endometrial hyperplasia.  Ectocervical polyps arising from the portio may also occur.
Epidemiology

1) Common in reproductive-aged multi-gravidas over 20 years old.  

2) Rare before menarche

3) May occur at any age
History

1) Asymptomatic

2) Abnormal vaginal bleeding and discharge – metrorhaggia/menorrhagia, postcoital bleeding, postmenopausal bleeding, and leukorrhea

3) Infertility

Physical Exam
Endocervical Polyps

1) Smooth, soft, erythematous/velvety, finger-like projections

2) Usually pedunculated (may be sessile) and often protrude through cervical os

3) 1-2cm x 0.5-1cm

Ectocervical

1) Pale, fresh-colored, smooth, round, or elongated

Diagnosis

1) Excisional biopsy – common histological types: 1) typical endocervical mucosal 2) inflammatory (granulation tissue) 3) fibrous 4) vascular

2) Vaginal cytology

3) Hysteroscopy
Treatment

1) Excisional polypectomy

Cervicitis


Cervicitis is an inflammatory state (acute or chronic) of the uterine cervix, usually the result of infection.  Susceptibility of the cervix to bacterial infection depends on the virulence of the organism, the epithelial integrity, and the vaginal pH.  The cervix is in direct contact with the vagina, and is therefore exposed to viral, bacterial, fungal, and parasitic agents
Etiology

Infectious

1) N. gonorrhoeae

2) C. trachomatis

3) T. vaginalis

4) HPV
5) HSV
6) T. pallidum

7) Candidiasis
8) H. ducreyi

9) Donovanosis
Non-Infectious

1) Local trauma, radiation, malignancy

Risk Factor

1) Multiple sex partners

2) Young age

3) Single martial status

4) Urban residence

5) Low socioeconomic status

6) History of STD

7) Alcohol or drug use
History

1) Asymptomatic

2) Vaginal discharge

3) Vaginal burning or pruritis
4) Abnormal vaginal bleeding – metrorhaggia, postcoital
5) Urinary – dysuria, frequency, urgency
6) Constitutional (fever, myalgia, headache, and general malaise) and painful ulcerations – HSV
7) Lower back pain, abdominal pain
Physical

1) Skin – warts, ulcers, vesicles, excoriations, erythema

2) Oropharynx, rectum

3) LAD

4) Pelvic exam – external vaginal skin, vaginal wall, Bartholins and Skenes glands examination.  Urethra may have discharge.  Cervix may be erythematous, edematous, and easily friable.  

5) Bimanual exam – tenderness or enlargement of the cervix, uterus, and adnexa, cervical motion tenderness (chandelier sign)
	Etiology
	Cervical Discharge

	N. Gonorrhoeae
	Thick, creamy, greenish-yellow “mucopus”

	C. trachomatis
	Mucopurulent, “angry”/erythematous cervix

	T. vaginalis 
	Foamy, frothy, greenish yellow/white, strawberry cervix

	Candidiasis
	White “cottage cheese” exudate


Diagnosis

1) CBC with differential

2) Vaginal pH assessment, microscopic smear evaluation

3) Gram stain and/or culture

4) Syphilis, HIV, HBC serologic testing

5) ELISA, DFA, DNA probe, PCR, and LCR
Treatment

1) Prevention

Treatment of Mucopurulent Cervicitis

SEE CHART!
Complications

1) Cervical hemorrhage, PID/Salpingitis, persistent leukorrhea, cervical stenosis, infertility

2) Routine screening of sexually active adolescents and young adults is recommended
Adnexal Torsion


Adnexal torsion involves the twisting of the adnexa or of its vascular supply upon itself.  Enlargement of the adnexa, spasm of normal sized adnexa, engorgement of adnexal venous vessels, congenital abnormalities (excessively long tube or absent mesosalpinx) all predispose to a torsion-favorable state.  Other abnormal ovarian states, i.e. tumor, cysts, trauma, or post-surgery are associated with adnexal torsion.  h
Epidemiology

1) May occur at any age

2) Most common by age of 30 (75%)

3) May occur during pregnancy (20%)
History

1) Abdominal pain – sudden-onset, lower quadrants, unilateral (affected side), radiation to back, pelvis, thigh

2) N/V/D

3) Constipation

4) History of previous episode
Physical

1) Tachycardia

2) Low grade fever

3) Tender abdominal mass

4) Diminished bowel sounds

Differential Diagnosis

1) Appendicitis

2) Diverticulitis

3) Mesenteric ischemia

4) Bowel perforation

5) Nephrolithiasis

6) Pelvic inflammatory disease

7) Ectopic pregnancy

8) Ovarian cyst
Diagnosis

1) Urinary or beta-HCG – r/o ectopic pregnancy
2) CBC with differential
3) BMP
4) Pelvic US with color Doppler enhancement
5) CT scan
6) Laparoscopy
Treatment

1) Surgery – ipsilateral salpingo-oophrectomy , laparoscopic detorsion

2) Pain management

3) Underlying cause
Vaginal Cancer


Vaginal cancer is a rare gynecologic malignancy; squamous cell carcinoma is the most common type (85-90%), and may be ulcerative or exophytic.  Secondary carcinoma is more common than primary, and may metastasize from cervical, endometrial, ovarian, colorectal, urogenital, and vulvar cancers, or from gestational trophoblastic disease.  The remainder of vaginal cancer are adenocarcinomas (10-15%), sarcomas, and melanomas.


Vaginal cancer usually involves the posterior wall of the upper third of the vagina, but may be multi-centric.  Squamous cell precancerous changes are referred to as vaginal intraepithelial neoplasia (VAIN).  VAIN may progress to carcinoma in situ (CIS), which is stage 0 vaginal cancer.  
Epidemiology

1) Up to 3% of gynecologic malignancies

Risk Factors

1) Increased age >55

2) Exposure to DES in utero – clear cell adenocarcinoma

3) History of GI or GU cancer
History

1) Asymptomatic 

2) Postmenopausal vaginal bleeding and/or bloody discharge

3) Pelvic pain

4) Dysuria

5) Dyspareunia

6) Constipation

7) Of underlying malignancy
Physical 

1) Pelvic exam – erythematous ulcerations and/or white hyperplastic lesions.

2) Bimanual exam – palpable mass

3) Leg edema

4) Of underlying malignancy

5) Of regional metastasis – inguinal LAD
Diagnosis

1) Cervical cytological examination – Pap smear

2) Endometrial biopsy

3) Colposcopy directed biopsy
4) CT scan of abdomen and pelvis

5) CXR

6) IVP
Treatment

VAIN

1) Laser ablation

2) Local excision

3) Topical 5-FU cream

4) Total/partial vaginectomy

Vaginal Cancer

1) External beam, interstitial, and internal radiation

2) Surgery – local excision, radical hysterectomy with upper vaginectomy, total vaginectomy, inguinal or pelvic LAD.  Grafting and reconstructive surgery to preserve coitus.
Prognosis

1) 5-year survival rate – stage 0 (CIS) >95%; stage 1 77%; stage IV 18%

Vulvar Cancer


Vulvar cancer is a rare malignancy and most cases are of a squamous cell variety (90%).  Lesions are most common in the anterior half of the vulva, usually arising from the posterior 2/3 of either labium majus.  Tumors may be bilateral or midline and commonly extend to inguinal, femoral, and deep pelvic lymph nodes.  Vulvar intraepithelial neoplasia (VIN) is a precursor lesion.  VIN-III equals carcinoma in situ.  Other carcinoma types include extramammary Paget disease (adenocarcinoma), Bartholins gland, basal cell, malignant melanoma, and sarcomas.  
Epidemiology

1) 5% of gynecological malignancies

2) Incidence – 4000 per year

3) Mortality – 800 per year
Risk Factors

1) Increased age – postmenopausal (average age 65)

2) HPV infection

3) Chronic vulvar irritation, lichen sclerosis

4) Associated disorders – DM, HTN, obesity, granulomatous venereal disease
History

1) Asymptomatic

2) Vulvar pruritis
3) Vulvar mass

4) Vulvar bleeding
Physical

1) Vulva – erythematous or white ulcerative or exophytic lesion.  Application of 3% acetic acid accentuates lesions and abnormal vascularity

2) Of regional metastasis – inguinal or femoral LAD
Diagnosis

1) CBC with differential 

2) Biopsy
3) CXR

4) IVP

5) Cystoscopy

6) Proctoscopy

7) CT scan of abdomen pelvis
Treatment

VIN

1) Cryocautery

2) Electrodessication

3) Laser cautery

Vulvar Cancer

1) Surgical excision

2) Radiation
Prognosis

1) Overall 5-year survival – 75%.  Stage I and II >90%

2) 90% if no inguinal/femoral node involvement.

3) Deep pelvic node metastasis 20%
Ovarian Cancer


Ovarian cancer is the 5th MC cancer in women overall, and the 3rd most common gynecologic malignancy.  The exact cause of ovarian cancer is unknown, but is casually related to repeated ovulation.  Epithelial neoplasms accounts for over 90% of all malignant ovarian tumors.  Less common malignant tumor types include germ cell tumors, gonadal stromal cell tumors, and metastatic neoplasms.  There is no known precursor lesion
Epidemiology

1) 1 in 70 women, 30-50 per 100,000

2) Incidence – 27,000 yearly

3) Mortality – 15,000 yearly
Etiology

1) >90% are sporadic

Risk Factors

1) Increasing age >40

2) Caucasian

3) Chronic ovulatory states

4) Family or personal history of ovarian cancer

5) Personal history of cancer – breast, colon, stomach (Krukenberg tumor), endometrium, and lymphoma

6) Hereditary Ovarian Cancer Syndrome – BRCA1 and BRCA2 gene mutations

7) Lower genital tract carcinogenic exposure

8) Diet
History

1) Asymptomatic – 75% will be stage III at diagnosis

2) Vague/non-specific GI complaints

3) Early satiety
4) Abdominal/pelvic pain
5) Abdominopelvic bloating, pressure, or distension
6) Vaginal bleeding
7) Urinary frequency
8) Constipation, altered bowel habits, decreased stool caliber
Physical

1) Unremarkable

2) Ovarian/pelvic mass – bilateral, fixed, firm/nodular

3) Ascites

4) Pleural effusion

5) Abdominal mass

6) Supraclavicular, inguinal or femoral LAD
Diagnosis

1) No useful screening test
2) Transvaginal or pelvic US

3) CT of abdomen and pelvis

4) CA-125

5) CXR

6) Laparotomy
7) FNA or percutaneous biopsy

8) MRI
Treatment
1) Surgery – optimal excision is debulking to less than 1cm visible tumor.

2) Chemotherapy – 1st line is carboplatin or cisplatin plus paclitaxel (taxol).  2nd line is topotecan, doxorubicin, and etoposide.  
Prognosis

1) Median survival 32 months

2) Overall 5-year survival – 40%

3) Good initial response to primary chemotherapy (70%), however high tumor recurrence rate with epithelial cell carcinoma

4) Monitor via CA-125
Teaching Points/Prevention

1) Increased parity

2) Extended OCP use beneficial

3) Prophylactic oophrectomy

