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What does ureteritis cystica 
predispose some to? 

Ureteritis cystica is a manifestation 
of chronic inflammation. 
Predispose to bladder 

adenocarcinoma. 

What is the most common 
complication of retroperitoneal 

fibrosis? 

Hydronephrosis is the most 
common complication. May also 

cause right scrotal varicocele 
(obstruction of the right spermatic 

vein into the vena cava). 

What failed in development that 
leads to exstrophy of the bladder? 

Failure of the anterior abdominal 
wall and bladder. Bladder is 

exposed to the body surface. 
Associated with epispadias. RF for 

adenocarcinoma of the bladder. 

Urachal cyst is a remnant of what? 
Allantois. Urachus/allantois drains 
nitrogenous waste from fetus to 

mother in utero. 
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1. What are the RF for acute 
cystitis? 

 
2. What causes (pathogens) acute 

cystitis? 

1. Female, indwelling catheter 
(most common cause of sepsis in 
hospital), sexual intercourse, DM, 

neurogenic bladder, 
cyclophosphamide, Schistosoma 

hematobium. 
 

2. E. coli (85%), Adenovirus (hem. 
cystitis), Staph. saprophyticus 

(young sexually active women), 
Chlamydia trachomatis, 

Mycoplasma hominis, Ureaplasma 
urealyticum, N. gonorrhea. 

Women presents with dysuria, 
increased frequency, urgency, 

suprapubic discomfort, and gross 
hematuria. Diagnosis? Whats the 

gold standard for diagnosing? 

LUT infections (bladder, urethra). > 
10^5 colony-forming units. 

What is sterile pyruria? 

Neutrophils in the urine and 
negative standard culture after 24 

hours. Positive leukocyte esterase, 
negative nitrite. Causes: 

Chlamydia trachomatis, renal 
tuberculosis. 

What causes Malacoplakia? 
Chronic E. coli infection of the 

bladder. Yellow, raised mucosal 
plaques. Foamy macrophages. 

1. What is the most common 
cause of bladder diverticula? 1. BPH. 



Risk factors for TCC. 

Smoking, workers in 
dye/rubber/leather, aniline, 
cyclophophamide, arsenic 

exposure, beer (nitrosamines), S. 
hematobium. 

What country is SCC of the 
bladder abnormally high? 
Where are the eggs of S. 

hematobium located in the 
bladder? 

Egypt. 
Urinary bladder venous plexus. 

Whats the pathogenesis of the 
development of SCC due to S. 

hematobium? 

Type II hypersensitivity. IgE attach 
to eggs, activate eosinophils, 

eosinophils release MBP which 
causes chronic bladder irritation - 

squamous metaplasia - dysplasia - 
SCC, 

What are the risk factors for 
adenocarcinoma of the bladder? 

Urachal remnants, cystitis 
glandularis, exstrophy of the 

bladder. 

What is the most common 
sarcoma in children? 

Embryonal rhabdomyosarcoma. 
Boys: urethra. Girls: vagina. 

Vuvla disorders:  
What is Lichen sclerosis? 

What is Lichen simplex chronicus? 

Lichen sclerosis: postmenopausal 
women, thinning of the epidermis, 

small risk for SCC. 
Lichen simplex chronicus: 

leukoplakia due to squamous 
hyperplasia, small risk for SCC. 

Diagnose: painful nodule on the 
labia majora; benign tumor of the 

apocrine sweat gland. 
Papillary hidradenoma. 



Name the important risk factors for 
SCC on the vulva. 

HPV type 16, smoking cigarettes, 
immunodeficiency. 

This vulvar tumor is an 
intraepithelial adenocarcinoma 

which spreads along the 
epithelium but rarely invades the 
dermis. It can also be located on 
the nipple. What test can be used 

to identify the malignant cells? 

Extramammary Paget's disease - 
red, crusted vulvar lesion. 

Malignant Paget's cells contain 
mucin. Mucin is periodic acid-

Schiff (PAS) positive. 

Sexually active female presents 
with creeping, raised sores on her 
genitalia. Some have healed and 
are now scars. Biopsy reveals a 

gram-negative infection resulting in 
granuloma formation. 

Calymmatobacterium granulomatis 
of the Klebsiella family is an STD 
that causes granuloma inguinale 

(donovanosis). Organism 
phagocytized by macrophages 

(Donovan bodies). 
This microbe is the second most 
common cause of vaginitis in the 

US. It presents as a pruritic 
vaginitis with a white discharge 

and fiery red mucosa. Diagnosis? 

Candida albicans - yeast and 
pseudohyphae. It can be part of 

the normal vaginal flora. Risk 
factors: diabetes, antibiotics, 

pregnancy, OCP. 

Whats the pathogenesis of 
Chlamydia trachomatis? 

STD: incubation period 7-12 days 
after exposure; red inclusions 
(reticulate bodies) in infected 
metaplastic squamous cells; 

reticulate bodies divide to form 
elementary bodies, which are the 

infective bodies. 

What is Fitz-Hugh-Curtis 
syndrome? 

Perihepatitis. Scar tissue between 
peritoneum and surface of liver 

from pus from pelvic inflammatory 
disease. Can be caused by 

chlamydia trachomatis. 



What disease do the subtypes L1, 
L2, and L3 of Chlamydia 

trachomatis cause? 

Lymphogranuloma venereum. 
Papules with no ulceration; 
inguinal lymphadenitis with 

granulomatous microabscesses 
and draining sinuses. 

Lymphedema of scrotum or vulva. 
RF: rectal strictures. 

Most common cause of vaginitis. 
Malodorous vaginal discharge. 

Vaginal pH > 4.5. What cells would 
be present? 

Gardenerella vaginalis: 
Clue cells - organisms adhere to 

squamous cells. RF: preterm 
delivery and low-birth weight 
newborns. Tx: metronidazole. 

Scrotal chancroid lesion in an HIV-
positive patient. The patient also 
had suppurative inguinal nodes 
and perianal ulcers. What is the 

gram-negative organism that 
causes this? 

Haemophilus ducreyi. Diagnosis 
with Gram stain (school of fish 

appearance). 

What histological changes occur in 
HPV infection? 

HPV 16 and 18 have the highest 
association with dysplasia and 

squamous cancer. Virus produces 
koilocytic changes in squamous 
epithelium. Cells have wrinkled 
pyknotic nuclei surrounded by 

clear halo. 

What are some complications of 
Neisseria gonorrhoeae STD 

infection? 

Ectopic pregnancy, male sterility, 
disseminated gonococcemia (C6-

C9 deficiency), septic arthritis, Fitz-
Hugh-Curtis syndrome. 



Patient presents with painless 
chancre on the penis. What will his 
next symptoms be if he is infected 

by a spirochete? 

Treponemal disease.  
Secondary: maculopapular rash on 

trunk, palms, soles; generalized 
lymphadenopathy; condylomata 
lata (flat lesions in same area as 

condylomata acuminata (venereal 
warts)).  

Tertiary: neurosyphilis, aortitis, 
gummas. 

Women presents with greenish, 
frothy discharge from her 

strawberry colored cervix and fiery 
red vaginal mucosa. Diagnosis? 

Trichonomas vaginalis - protozoan 
with jerky motility. 

What is Rokitansky-Kuster-Hauser 
syndrome? 

Absence of the upper vagina and 
uterus. Anatomic cause of primary 

amenorrhea. 

Gartner's duct cyst is due to the 
remnant of what duct? 

Wolffian (mesonephric) duct. Cyst 
is on the lateral wall of the vagina. 

Necrotic, grape-like mass 
protrudes from the vagina. 

Diagnosis? 
Embryonal rhabdomyosarcoma. 

What is associated with clear cell 
adenocarcinoma of the 

vagina/cervix? 

Diethylstilbestrol (DES) exposure 
and adenosis precursor lesion 

(mullerian gland remnants). 



What is the differential for acute 
cervicitis (inflammation in the 

transformation zone of the cervix)? 
What are the clinical findings? 

Chlamydia trachomatis, N. 
gonorrhoeae, Trichomonas 

vaginalis, Candida, HSV-2, HPV. 
CF: vaginal discharge (most 

common complaint), pelvic pain, 
dyspareunia, painful on palpation, 

bleeds easily when obtaining 
cultures, exudate on cervical os. 

How do you diagnose 
Trichomonas acute cervicitis? 

Clinical findings (discharge, pelvic 
pain, easy bleed...) and wet mount. 

What cells must be present on a 
PAP to indicate proper sampling? 

Metaplastic squamous cells (in the 
transformation zone) or mucus-
secreting columnar cells (from 

endocervix). 

In a pap smear what are superficial 
squamous cells a sign of? What do 

intermediate squamous cells 
indicate? Parabasal? 

Superficial - adequate estrogen. 
Intermediate - adequate 

progesterone. 
Parabasal - lack of estrogen and 

progesterone. 
Normal nonpregnant - 70% 

superficial 30% intermediate. 

What are the clinical findings 
associated with cervical polyps? 

Postcoital bleeding, vaginal 
discharge. Non-neoplastic polyp 

that protrudes from the cervical os. 
They arise from the endocervix 

and are most common in 
multigravida women and 

perimenopausal women 30-50. Not 
precancerous. 

Cervical intraepithelial neoplasia is 
the precursor to cervical cancer. 

How long does it take to progress 
from CIN I (out of III) to invasive 

cancer? 

~20 years. Average age for 
cervical cancer is ~45 years old. 



45 year old women presents with 
malodorous discharge and 

postcoital bleeding. History reveals 
she has had multiple partners, she 

smoked, and she use to be on 
OCPs. Blood work up reveals an 

increase in BUN. Its also 
confirmed that she does not have 
an infection. What should you be 

concerned about? 

Cervical cancer: 80% are SCC; 
other - small cell cancer and 
adenocarcinoma. Postrenal 

azotemia leading to renal failure is 
common. 

What decreases the amount of 
clotting during menstruation? 

Plasmin. Increased clotting is a 
sign of menorrhagia. 

What factors decrease sex 
hormone-binding globulin (SHBG) 

and what is the affect? 

SHBG is increased by estrogen 
and decreased by androgens, 
obesity, and hypothyroidism. 

Decreased SHBG increased free 
testosterone level which can cause 

hirsutism in women. 

How is plasma volume and RBC 
mass altered in normal 

pregnancy? 

Plasma volume and RBC mass 
increases, as well as Plasma 

volume/RBC mass ratio. 
This decrease Hb (dilutional 

effect). 

Why are pregnant women slightly 
alkalotic in pregnancy? 

Respiratory alkalosis is due to the 
effects of estrogen and 

progesterone on the respiratory 
center. A decrease in PCO2 

causes a corresponding increase 
in PO2. 

How are thyroid binding globulin, 
total thyroxine, and free thyroxine 

levels altered in pregnancy? 

TBG and total thyroxine are 
increased, but the free thyroxine 

remains normal. 



Define menopause. No menses for 1 year after age 40. 

What is the best serum marker to 
indicate menopause? FSH. 

Where is testosterone in a women 
produced? Where is DHEA-

sulfate? 

Testosterone - mostly synthesized 
from the ovary. 

DHEA--sulfate - 95% from the 
adrenal cortex. 

Name the most common causes of 
hirsutism/virilization in women. 

Polycystic ovary syndrome is the 
most common cause. 

Idiopathic. 
Adrenogenital (21 or 11 
hydroxylase deficiency). 

Drugs: phenytoin, cyclosporin, 
minoxidil. 

Leydig cell tumor. 
Adrenal tumor (Cushing's). 

Obesity. 
Hypothyroidism. 

Why is there an increase risk in 
endometrial cancer in polycystic 

ovary syndrome? 

Patho: increased pituitary LH, 
decreased FSH. Increased LH 
increases androgen (hirsutism). 

Androgens aromatize to estrogen 
in adipose cells thus increasing 

endometrial hyperplasia. 

What is the most common 
symptom/complaint of a patient 
with polycystic ovary syndrome? 

Oligomenorrhea. 



What is the pathology of primary 
dysmenorrhea? 

What is the most common cause 
of secondary dysmenorrhea? 

Increased PGF - increases uterine 
contractions. 

Endometriosis. 

What is dysfunctional uterine 
bleeding? 

What is anovulatory DUB? 

Abnormal uterine bleeding 
unrelated to an anatomic cause 
(e.g. NOT cancer NOT a polyp). 

Anovulatory DUB - excessive 
estrogen stimulation and a 
reduced secretory phase. 

What are three general causes of 
amenorrhea? (Both primary and 

secondary causes). 

1. Hypothalamic/pituitary disorder: 
decreased FSH, LH, E, PE 

(hypogonadotropic 
hypogonadism). 

2. Ovarian disorder: increased 
FSH,LH, but decreased E, PE 

(hypergonadotropic 
hypogonadism). 

3. End organ defect: prevents the 
egress of blood. Normal FSH, LH, 

E, PE. 

What are some causes of primary 
amenorrhea? 

Turners (45, X), imperforate 
hymen, Rokitansky-Kuster-Hauser 
syndrome (no vagina), Asherman 

syndrome (removal of stratum 
basalis owing to repeat curettage). 

1. Do Turners have a Barr body? 
2. How can a newborn with 

Turners by diagnosed at birth? 
3. What heart defect is present in 

Turners? 
4. Whats the genetic make up of a 

Turner with mosaic? 
5. Why are Turners patient 

infertile? 

1. No 
2. Lymphedema feet/hands. 

Nuckle, nuckle, dimple, nuckle. 
Webbed neck. 

3. Preductal coarctation. 
4. XO, XX. 

5. Menopause before menarche by 
2 years - all follicles are gone - 
streak gonad. Susceptible to 

dysgerminomas. 



What is the difference between 
adenomyosis and endometriosis? 

Adenomyosis - glands and stroma 
within the myometrium. 

Endometriosis - functioning glands 
and stroma outside the uterus. 

Postpartum women presents with 
lochia, what is the most common 

cause? 

Acute endometritis is due to 
bacterial infection following 

delivery or abortion. Most common 
pathogen: Strep agalactiae (other - 
strep pyogenes, staph, bacteroides 

fragilis,....). Lochia - purulent or 
foul vaginal discharge following 

pregnancy. Fever, uterine 
tenderness, and abdominal pain. 

Women presents with fever, 
uterine tenderness, and abdominal 
pain. History reveals that she has 

an intrauterine device. Swab of the 
vagina reveals plasma cells. 

Diagnosis? 

Chronic endometritis with an 
actinomyces israelli infection. 

Other causes: retained placenta 
and gonorrhea. 

26 year old female presents with 
dysmenorrhea, painful stooling 
during menses, and infertility 

complaints. What is the 
pathogenesis of her complaint? 

Endometriosis in the pouch of 
Douglas. Postulated pathogenesis: 
reverse menses through fallopian 

tubes, coelomic metaplasia, or 
vascular/lymphatic spread. Other 

common sites: ovary (most 
common), fallopian tubes, 

intestines. 

What test can be done to exclude 
the diagnosis of endometriosis? 

Serum cancer antigen 125. High 
sensitivity, low specificity. 

Endometrial polyps are a common 
cause of menorrhagia in 20-40 
year olds. Does it progress to 

endometrial carcinoma? 

No. 



What are the risks for endometrial 
hyperplasia? 

Prolonged estrogen stimulation: 
early menarche, late menopause, 

nulliparity, obesity, POS, 
anovulatory menstrual cycles, 

Lynch syndrome. 

What ages groups are affected by 
the three most common female 

gynecologic tumors? 

Most to least common. 
1. Endometrial - 55  

2. Ovarian - 65 
3. Cervical - 45 

What are the three types of 
endometrial cancer? 

Well-differentiated: 1) 
adenoacanthoma (contains foci of 
benign tissue), 2) adenosquamous 
(contains foci of malignant tissue). 

Papillary adenocarcinoma: 3) 
highly aggressive. 

What is a hydatid cysts? Whats the 
risk of a hydatid cysts? 

Cystic mullerian remnants. 
Located around the fimbriated end 

of the fallopian tube. Risk of 
torsion - abdominal pain. 

Female, 26, presents with fever, 
abdominal pain, uterine bleeding 

and a mucopurulent vaginal 
discharge. You tell the patient 
she's at risk of infertility and 

ectopic pregnancies. What are the 
non-STD causes of her disease? 

PID - most common cause of 
female infertility and ectopic 

pregnancy. STD causes: 
gonorrhoeae, Chlamydia. Non-

STD causes: B. fragilis, 
streptococci, Clostridium 

perfringens, Mycobacteria 
tuberculosis, CMV. 

 

PID - fallopian tubes are filled with 
pus. Most common cause of 

hydrosalpinx (pus resorbs, leaving 
a clear fluid distending the tube). 



What is salpingitis isthmica 
nodosa? Tubal diverticulosis. 

What are the most common 
implantation sights of an ectopic 

pregnancy? 

Majority occur within the tubes - 
broad ampullary portion below the 

fimbriae. 
Ovaries. 

Abdominal cavity. 
Female, 30, presents with 

abdominal pain and tenderness. 
She also has rebound tenderness 
in her lower right quadrant. She 

also has tachycardia and low BP. 
History reveals its been 6 weeks 
since her last normal menstrual 

period. 

Ectopic pregnancy. Complications: 
rupture with intra-abdominal bleed 
- most common cause of death in 

early pregnancy. 

What is the most common ovarian 
mass (non-neoplastic)? 

What is the most common ovarian 
mass in pregnancy (non-

neoplastic)? 

Follicular cyst. Can cause 
peritonitis. Most regress. 

 
Corpus luteum cysts. 

What is stromal hyperthecosis? 

Postmenopausal women with 
hypercellular ovarian stroma that is 

producing androgens - 
hirsutism/virilization. Associated 
with acanthosis nigricans and 

insulin resistance. 

What genetic factors are linked to 
ovarian tumors? 

Mutations of BRCA1, BRCA2. 
Lynch syndrome. 

Turner's syndrome. 
Peutz-Jeghers syndrome. 



What is the most common benign 
ovarian tumor? 

What is the most common 
malignant, bilateral ovarian tumor? 

Both are surface derived. 
Serous cystadenoma. 

Serous cystadenocarcinoma. 

What ovarian tumor has 
psammoma bodies? 

Serous cystadenocarcinoma - 
psammoma bodies are 

dystrophically calcified tumor cells. 
Bilateral. 

What is the most common germ 
cell tumor in a female? 

Cystic teratoma - a germ cell 
ovarian tumor. Usually benign.  

 
Struma ovarii type has functioning 

thyroid tissue. 

Female, 70, presents with a mass 
in her ovaries. LDH levels are also 
increased. You inform her that she 

has what malignant tumor? 

Dysgerminoma. Malignant germ 
cell tumor of the ovary. 

Women presents with ascites, 
right-sided pleural effusion. The 

tumor on her ovary is removed and 
the effusion regresses. Diagnosis? 

Sex-cord stromal tumor of the 
ovary: Thecoma-fibroma with 

Meigs' syndrome. 

Ovary has signet-ring cells. Is this 
a metastasis or primary 

malignancy? 

Metastasis from hematogenous 
spread of a gastric cancer - 

Krukenberg tumor. 

1. Most common cause of late 
pregnancy bleeding? 

2. What is the greatest risk factor 
for abruptio placentae? 

3. Most common cause of late 
pregnancy painless bleeding? 

1. Abruptio placentae. 
2. Hypertension greatest risk 

factor. 
3. Placenta previa - implantation 

over the cervical os. 



What are the pathological findings 
of the placenta in a pregnant 
women with preeclampsia? 

Premature aging of the placenta. 
Multiple placenta infarctions. 
Spiral arteries show intimal 

atherosclerosis. 
 

Pathogenesis of preeclampsia: 1) 
abnormal placentation (obstruction 

of spiral arteries), 2) 
vasoconstrictions > vasodilators, 

3) Net effect is placental 
hypoperfusion. 

Patient presents with vaginal 
bleeding in her fourth month of 

pregnancy. She reports vomiting. 
An ultrasound reveals a 

snowstorm appearance. Her hCG 
levels are increased and her 

uterus is too large for the 
gestational age. What is your 

diagnosis? 

Hydatidiform mole (complete). No 
embryo is present. Mole has 46, 
XX - both X chromosomes are of 
paternal origin (androgenesis). 

Whats the genetic make up of a 
partial hydatidiform mole? 

69 chormosomes (triploid, XY). 
Egg with 23, X is fertilized by 23, X 

and 23, Y sperm. 

1. What carries a higher risk for 
choriocarcinoma: complete or 

partial hydatidiform mole? 
2. What is a choriocarcinoma? 

3. What are the common 
metastatic sights of 
choriocarcinoma? 

4. Treatment of choice? 

1. Complete. 
2. Malignant tumor composed o 

trophoblast tissue. 
3. Metastasizes to lung and 

vagina. 
4. MTX - great response. 



Most common cause of: 
1. Galactorrhea? 
2. Bloody nipple? 

3. Purulent nipple discharge? 
4. Greenish brown nipple 

discharge? 

1. Mechanical stimulation of the 
nipple. (Other: antipyschotics, 
methyldopa, hypothyroidism). 

2. Intraductal papilloma. 
3. Acute mastitis - due Staph 

aureus. 
4. Mammary duct ectasia - plasma 

cell mastitis. 
Name the benign breast tumors: 
1. Develop in 50% of women who 
receive cyclosporine after renal 

transplantation. 
2. Most common breast tumor in 

women under 40. 
3. Potential to be malignant. 

4. Most common cause of bloody 
nipple discharge in women < 50. 

1. Fibroadenoma (stromal) 
2. Fibroadenoma 

3. Phyllodes tumor (stromal) 
4. Intraductal papilloma (lactiferous 

ducts or sinuses) 

1. Most common breast tumor in a 
women under 35? 

2. What is the only fibrocystic 
change that carries the risk of 

developing into cancer? 

1. Fibroadenoma (estrogen-
sensitive) 

2. Atypical ductal hyperplasia 
(other FCC: fibrosis, sclerosing 

adenosis). 

How does Paget's disease of the 
breast look? 

Paget's disease is extension of 
DCIS into lactiferous ducts and 
skin of nipple producing a rash 
with or without nipple retraction. 

1. What genetic factors increase 
the risk of breast cancer? 

2. What factors decrease the risk 
for breast cancer? 

3. What are the clinical findings in 
breast cancer? 

1. Mother, sister, BRCA1 or 2, Li-
Fraumeni, Ras, ERBB2, RB  
2. Breast-feeding, vigorous 

physical training, health body 
weight. 

3. Painless mass, skin or nipple 
retraction, painless axillary 

lymphadenopathy, bone pain with 
metastasis. 



What drugs can cause 
gynocomastia? 

Durgs that displace estrogen from 
SHBG: spironolactone, 

ketoconazole. 
Drugs with estrogen activity: DES, 

digoxin. 
Drugs that block androgen-R: 

spironolactone, flutamide. 
Drugs that decrease androgen 

production: leuprolide. 

The left ovary/testis drains to the 
left gonadal vein --> X --> IVC x = left renal vein 

The right ovary/testis drains to the 
right gonadal vein --> y y = IVC 

The ovaries and testes have 
lymphatic drainage into which set 

of lymph nodes? 
para-aortic lymph nodes 

Spermatogonium: 

Diploid (2N) 
46 single chromatids 

maintains germ pool and produces 
primary spermatocytes 

sits on basal lamina within 
seminiferous tubules 

primary spermatocyte: 

Diploid (2N) 
46 sister chromatids 

divides to become secondary 
spermatocyte (haploid with sister 

chromatids) 



secondary spermatocyte: 

haploid with sister chromatids 
either XX or YY, but not both 

(unless secondary non-disjunction 
occurs) 

Spermatid: 
haploid (N) with single 

chromosomes 
forms as a result of meiosis II 

FSH stimulates sertoli cells to 
produce: 

-androgen binding protein 
-inhibin: which inhibits FSH release 

enzyme that converts testosterone 
to DHT: 5-alpha-reductase 

drug that inhibits 5-alpha-
reductase: finasteride 

enzyme in adipose tissues and 
sertoli cells that converts 

testosterone and androstenedione 
to estrogen: 

aromatase 

enzyme in theca cells that converts 
cholesterol to andostenedione: desmolase 



during which phase of the 
menstrual cycle is estrogen 

highest? 
During which phase is 
progesterone highest? 

Proliferative (follicular) phase- 
estrogen peaks- estrogen is 

responsible for endometrial growth 
 

secretary (luteal) phase- 
progesterone peaks because 

progesterone maintains 
endometrium to support 

implantation 
 

Note: ovulation occurs in between 
proliferative and secretory phases 

Oogonium: diploid (2N) 
contains 46 single chromosomes 

1 oocyte: 
when does it begin meiosis I? what 

phase is it arrested in? 

1 oocyte is diploid (2N) with 46 
sister chromatids 

1 oocyte begins meiosis during 
fetal life, where it becomes 

suspended in prophase 1 until just 
prior to ovulation 

when do 1 oocytes become 2 
oocytes? 

prior to ovulation. They are 
suspended in prophase 1 from 
fetal life and become 2 oocytes 

before ovulation. Meiosis I occurs 
prior to ovulation 

hCG:  
source and function? 

secreted by synctiotrophoblasts of 
the placenta and trophoblasts 6 

days after fertilization 
 

hCG maintains corpus luteum 
(thus maintaining progesterone--> 

maintaining endometrial lining) 



Symptoms of menopause: 

Hot flashes, Atrophy of the Vagina, 
Osteoporosis, increased risk for 

coronary artery disease 
(remember that estrogen increases 

HDL, decreases LDL) 

Diagnosis: 
testicular atrophy, eunochoid body 

shape, tall, long extremities, 
gynecomastia, female hair 

distribution 

Klinefelter's syndrome: XXY [male] 
 

Result: 
-hypogonadism 

-dysgenesis of seminiferous 
tubules--> decreased inhibin--> 

increased FSH 
-abnormal leydig cell function --> 

decreased testosterone --> 
increased LH --> increased 

estrogen 

Diagnosis:  
short stature, ovarian dysgenesis, 

webbing of neck, preductal 
coarctation of the aorta, 

amenorrhea 

Turner's syndrome: XO [female] 
decreased estrogen leads to 

increased LH and FSH 
 

most common cause of primary 
amenorrhea 

Diagnosis:  
Tall male with severe acne 

displays antisocial behavior. 
Overall, he is phenotypically 

normal 

Double Y males: XYY 
these males have normal fertility 

Pre-eclampsia triad 
 

eclampsia 

hypertension, proteinuria, and 
edema 

 
pre-eclampsia + seizures 



Diagnosis: 
patient presents with blurred 

vision, abdominal pain, edema of 
the face and extremeties, altered 

mentation and hyperreflexia 
Labs reveal thrombocytopenia and 

hyperuricemia 

pre-eclampsia 
 

deliver fetus as soon as posible 
give IV magnseium sulfate and 
diazepam to prevent and treat 

seizures of eclampsia 

abruptio placentae: 

premature detachment of placenta 
from implantation site, resulting in 

fetal death. 
 

Painful bleeding in 3rd trimester 
 

Associated with DIC. and an 
increased risk with smoking 

Nat Turner 

American slave who led a slave 
rebellion in Virginia. This revolution 

killed 5 white people and lead to 
less rights to black people. 

placenta accreta: 

attachment of the placentat to 
lower uterine segments. 

 
prior c-section predisposes 

 
causes painless bleeding any 

trimester 

Ectopic pregnancy: 

implantation in fallopian tube 
predisposed by salpingitis (PID) 

 
there will be an increase in hCG 

with sudden lower abdominal pain 



(1) polyhydramnios 
(2) oligohydramnios 

(1) more than 1.5-2 L of amniotic 
fluid; 

associated with 
duodenal/esophageal atresia 

(2) less than 0.5 L of amniotic fluid; 
associated with bilateral adrenal 

agenesis. can give rise to potter's 
syndrome 

Chocolate cysts are associated 
with what condition? 

endometriosis- endometrial 
glands/stroma planted any other 

location outside of the uterus.  
causes cyclic menstral-like 

bleeding and pain 

DX: 
most comon of all tumors in 

females which increases in size 
with pregnancy and decreases 

with menopause 

Leiomyomas (fibroids) 
 

contain whorled patter of smooth 
muscle bundles 

 
severe bleeding may result in iron 

deficiency anemia 

DX: 
aggressive myometrial tumor with 
areas of necrosis and hemorrhage 

Leiomyosarcoma 
 

high incidence in blacks 
tendency to recur 

which hormone leads to 
anovulation and 

hyperandrogenism in Polycistic 
ovarian disease? 

LH 
 

POD is associated with in 
increased risk for endometrial 

carcinoma 

Tumor marker of dysgerminoma: hCG 



Tumor marker for 
choriocarcinoma: 

hCG 
hyperchromatic 

synctiotrophoblastic cells 

Tumor carcinoma for yolk sac 
endodermal sinus tumor AFP 

most common form of breast 
cancer? 

Invasive ductal carcinoma 
 

most common, most invasive 

DX: 
multiple, bilateral orderly row of 

cells of the breast 
invasive lobular 

DX:  
fleshy, cellular, lymphatic infiltrate 

of the breasts 
medullary breast carcinoma 

DX: Peau d'orange- breast skin 
resembles orange peel 

inflammatory breast cancer 
 

50% survive at 5 years 
dermal lymphatic invasion by 

breast carcinoma 

Paget's disease 

Paget's disease: 
Eczematous patches on nipple 

Paget cells = large cells in 
epidermis with clear halo 



krukenberg tumor 

tumor of the GI tract metastasizes 
to ovaries, causing a mucin-

secreting (signet cell) 
adenocarcinoma 

Drugs that cause gynecomastia: 
"some drugs create awesome 

knockers:" 

some drugs create awesome 
knockers: 

Spironolactone 
Digitalis 

Cimetidine (histamine H2 receptor 
blocker, prevents secretion of 

gastric acid) 
alcohol 

ketoconazole 

DX: 
increased total PSA, with low 

fraction of free PSA 

prostatic adenocarcinoma 
 

osteoblastic metastases to bone--> 
increase in serum alkaline 

phosphatase and PSA, lower back 
pain 

DX: 
common in uncircumcised men, 

associated with HPV 

squamous cell carcinoma of the 
penis 

DX:  
gray, solitary, crusty plaque 

located on the shaft of the penis or 
scrotum; peak incidence 50+; often 

progresses to SCC 

Bowen's disease 

Flutamide: 

Used for prostate cancer 
 

nonsteroidal competitive inhibitor 
of androgens at the testosterone 

receptor; 



Leuprolide: 

GnRH analog- agonist-pulsatile 
antagonist-continuous  

 
used for infertility (pulsatile 

fashion) 
prostate cancer and uterine 

fibroids(coninuous use) 

Sildenafil, vardenafil: 

erectile dysfunction 
 

inhibits cGMP phosphodiesterase, 
increasing levels of cGMP 

 
Risk: life-threatening hypotension 

in patients also taking nitrates 

Mifepristone: 

used to terminate pregnancies 
 

inhibitor of progesterone and 
progestins- (endometrium no 

longer maintained) 
 

tox: heavy bleeding, GI effects 
(nausea, vomiting, anorexia) 

Synthetic progestins, estrogens 
these oral contraceptives prevent 
estrogen surge, so LH surge does 

not occur 

unopposed estrogen replacement 
therapy increases the risk for what 

cancer? 
 

what is added to prevent this 
cancer? 

endometrial carcinoma 
 

progesterone is added to oppose 
estrogen 

dinoprostone: 
PGE2 analogue labor inducer 

cervical dilation, uterine 
contraction 



Ritodrine/terbutaline 
beta2 agonists that relax the 

uterus to reduce premature uterine 
contractions 

estrogens: risks 

increased risk of endometrial 
carcinoma 

 
increase risk of clear cell 

adenocarcinoma of the vagina in 
females exposed to DES in utero 

clomiphene 

Used to treat infertility  
 

partial agonist to estrogen 
receptors, decreasing negative 
feedback on pituitary--> LH and 

FSH surge 
 

may result in multiple simultaneous 
pregnancies, hot flashes 

tamoxifen: 

estrogen antagonists on breast 
tissue 

used to treat and prevent 
recurrence of estrogen-responsive 

breast cancer 

raloxifen 
estrogen agonist on bone, reduces 

resorption of bone; used to treat 
osteoporosis 

AFP is a tumor marker for:? 

hepatocellular carcinoma 
testicular carcinomas 
ovarian carcinomas 

 
APF is normally produced by the 

fetal liver and yolk sac 



CA-125: 

found on the surface of malignant 
ovarian epithelials in serous, 
endometrioiud, and clear cell 

carcinomas of the ovary 

Dx: 
solid sheets of pleomorphic, high-
grade cells with central necrosis. 

comedocarcinoma 

Dx:  
solid sheets of vesicular, 

pleomorphic, mitotically active cells 
with lymphatic infiltrate 

medullary duct cell carcinoma in 
situ 

Dx: 
dermal lymphatic invasion by 

breast carcinoma 
breast skin resembles orange peel 

inflammatory ductal cell carcinoma 
in situ 

Dx:  
exzematous, scale crust patches 

on nipple 

paget's disease 
paget cells= large cells in 
epidermis with clear halo 
suggestive of underlying 

carcinoma 

Placenta Previa 

**Attachment of the placenta to the 
lower uterine segment--often over 

the cervical os 
 

**PAINLESS vaginal bleeding 

Placenta Accreta 

**Defective decidual layer allows 
the placenta to attach directly to 

the MYOMETRIUM 
 

**May have MASSIVE hemorrhage 
after delivery 



Predisposing Factors to Placenta 
Accreta? 

=Prior C-section 
=Inflammation 

Abruptio Placentae 

**Premature detachment of the 
placenta from the implantation site 

due to the formation of a 
RETROPLACENTAL CLOT 

 
=causes PAINFUL uterine 

bleeding --> usually in the 3rd 
trimester 

 
**Can cause FETAL DEATH and 

DIC 
 

** 

Risk Factors? 

=HTN 
=Smoking cigarettes 
=Cocaine addiction 

=Advanced maternal age 

Ectopic Pregnancy 

**Most often in the fallopian tubes 
 

SUSPECT w/ an increased B-hCG 
and SUDDEN lower abdominal 

pain. 
=confirm w/ ultrasound 

 
**Often mistaken clinically for 

appendicitis. 
=i.e. always do a B-hCG 

pregnancy test to rule out ectopic 
pregnancy! 



Predisposition? **Predisposed by SALPINGITIS 
(PID) 

Preeclampsia 

**TRIAD of: 
=HTN 

=Proteinuria 
=Edema 

 
**Eclampsia = addition of 

SEIZURES to the triad 
 

**Affects 7% of pregnancy women 
from 20 weeks - 6 weeks 

postpartum 
=i.e. usually occurs in the 3rd 

trimester 

Who has an increased risk of 
eclampsia? 

**women > 35 y.o. 
=patients w/ preexisting HTN 

=diabetes 
=chronic renal disease 
=autoimmune disorders 

Etiology?? 

Placental hypoperfusion 
 

=mechanical/functional occlusion 
of spiral arteries 

=decreased vasodilators (PGE and 
NO) 

=vasoconstrictors increased 
(TXA2, AngII) 

What if we saw preeclampsia in 
the FIRST trimester? 

Would signal a potential MOLAR 
PREGNANCY 



What syndrome can 
preeclampsia/eclampsia be 

associated with? 

HELLP Syndrome 
 

=Hemolysis 
=Elevated LFTs 
=Low Platelets 

 
**i.e. hemolytic anemia + DIC 

Gestational Trophoblastic 
Neoplasms 

1) Hydatidiform Moles 
 

2) Choriocarcinoma 

Hydatidiform Moles 

**Benign tumors of the chorionic 
villus 

 
**Can be: 

1) Complete 
2) Partial 

Complete Mole 

**Most common type 
 

=the ENTIRE placenta is 
neoplastic 

=you see dilated, swollen villi 
 

NO EMBRYO IS PRESENT 
=46XX --> BOTH chromosomes 

are of MALE origin 
=i.e. the egg is fertilized by 2 

haploid spermatozoa w/ X 
chromosomes 

 
**INCREASED RISK OF 

developing CHORIOCARCINOMA 



So what would be the clinical 
findings in a complete mole? 

**Enlarged uterus 
="honey-combed" or "cluster of 

grapes" appearance 
 

**HIGH B-hCG 
 

**Preeclampsia in the FIRST 
trimester 

Partial Mole 

**NOT all villi are neoplastic or 
dilated 

 
**Embryo IS present --> TRIPLOID 

69XXY 
=i.e. egg w/ 23X is fertilized by a 

23X and 23Y sperm 
 

NO INCREASED RISK of 
developing choriocarcinoma! 

Choriocarcinoma 

**Malignant tumor composed of 
syncytiotrophoblast + 

cytotrophoblast 
 

**chorionic villi ARE NOT 
PRESENT 

Risk Factors: 

1) Complete Mole (50% of cases) 
 

2) Spontaneous Abortion (25%)  
 

3) Normal pregnancy (25%) 

Common Sites of Metastasis: 

**Lungs and vagina 
 

BUT, has good response to 
chemotherapy (=ONLY this 

gestational version, NOT the non-
gestationally dervied version) 

=evevn can make metastasis go 
away! 



Amniotic Fluid Abnormalities 1) Polyhydraminos 
2) Oligohydraminos 

Polyhydraminos 

**>1.5-2.0 L of amniotic fluid 
 

**Associated w/ 
esophageal/duodenal atresia --> 
causes INABILITY to SWALLOW 

fluid 
 

**Also associated w/ 
ANENCEPHALY 

Oligohydraminos 

**<.5 L of amniotic fluid 
 

**Associated with: 
=Bilateral renal agenesis 

=Posterior urethral valves (in 
males) --> and thus an inability to 

excrete urine 

Dysplasia and Carcinoma in Situ 
(CIN) 

**Disordered epithelial growth 
=begins at the BASAL layer and 

exends outward 
 

**Classified as CIN1, CIN2, CIN3 
depending on the extent of 

dysplasia 
 

=associated w/ HPV 16, 18 --> 
may progress slowly to invasive 

carcinoma 



Invasive Cervical Carcinoma 

**Now the LEAST COMMON 
gynecologic malignancy --> due to 

early detection of CIN w/ Pap 
Smears 

=i.e. Pap Smear can catch cervical 
dysplasia (KOILOCYTES) 

BEFORE it progresses 
 

**Majority are Squamous Cell 
Carcinoma 

Risk Factors 

**Same as for CIN 
 

=early age of onset of sex 
=multiple, high risk partners 

=high-risk types of HPV in the 
biopsy 

=smoking 
=oral contraceptive pills 

=immunodeficiency 

Complications 

**Can extend down into the vagina 
 

**Can extend laterally to block the 
ureters 

=i.e. postrenal azotemia leading to 
RENAL FAILURE is the #1 cause 

of death! 

Uterine Disorders 

=Adenomyosis 
 

=Endometriosis 
 

=Endometrial hyperplasia 
 

=Endometrial Carcinoma 
 

=Leiomyoma/Leiomyosarcoma 



Adenomyosis 

**GLANDS AND STROMA IN THE 
MYOMETRIUM 

 
=i.e. glands and stroma THICKEN 

myometrial tissue --> produces 
uterine enlargement 

 
**does NOT predispose to cancer! 

Endometriosis 
**Functioning glands and stroma 

OUTSIDE the confines of the 
uterus 

Pathogenesis? 

#1 --> REVERSE menses through 
the fallopian tubes 

 
Also: 

=coelomic metaplasia 
=vascular or lymphatic spread 

Common Sites? 

#1 --> OVARIES 
 

Others: 
=Rectal pouch of Douglas 

=Fallopian tubes 
=Intestine 

Recall: What is the Rectal Pouch 
of Douglas? 

**the MOST DEPENDENT part of 
the female pelvis 

=anterior to the rectum and 
posterior to the uterus 

=can be palpated by DRE 
 

**It is a common site to COLLECT 
things: 

=blood --> ruptured ectopic 
pregnancy 

=malignant cells --> seeding by 
ovarian cancer 

=endometrial implants 
=pus --> PID 



Example: 
 

=Woman comes in and complains 
that when she is on her period and 

she is going to the bathroom it 
really hurts when she defecates. 

DX? 

**endometriosis in the pouch of 
douglas! 

Clinical Findings: 

**Women still have cyclic bleeding 
(=menstrual type) and so have 

these blood-filled "chocolate cysts" 
 

=Dysmenorrhea 
=Painful stools during menses 

(rectal pouch) 
=enlargement of the ovaries 

Risks? 

**Infertility 
 

**Increased risk of ectopic 
pregnancy 

Endometrial Hyperplasia 

**ABNORMAL endometrial gland 
proliferation --> Due to prolonged, 

UNOPPOSED estrogen 
stimulation 

=NO progesterone effects! 
 

**Usually manifests as VAGINAL 
BLEEDING 

 
**Will INCREASED risk for 

endometrial carcinoma 

Risk Factors: 

=Early menarche or late 
menopause 

 
=Nullparity 

 
=Obesity (i.e. increased 

aromatization of androgens --> 
estrogens) 



Example: 
 

Woman who has been 
postmenopausal for >1 year and 
then has breakthrough bleeding. 

**Endometrial cancer until proven 
otherwise 

 
#1 step --> endometrial biopsy 

Endometrial Carcinoma 

**MOST COMMON GYN 
MALIGNANCY! 

=AND best prognosis! 
 

**Peaks at 55-60 y.o. 
 

**Typically presents as VAGINAL 
BLEEDING --> usually preceded 

by endometrial hyperplasia 

Review: 
 

Most common GYN cancers 
overall? 

#1 --> endometrial 
 

#2 --> ovarian 
 

#3 --> cervical 

Most common GYN cancers by 
AGE BRACKET? 

45 --> cervical cancer 
 

55 --> endometrial 
 

65 --> ovarian 

Leiomyoma 

**Most common of all tumors in 
females --> BENIGN smooth 

muscle tumor 
 

**More common in BLACKS 
 

=often presents as MULTIPLE 
tumors w/ well demarcated borders 

=does NOT TRANSORM INTO 
LEIOMYOSARCOMA! 



Cyclic Changes in Leiomyomas 

**Estogen-sensitive tumors: 
=i.e. tumor size INCRASES w/ 

pregnancy and DECREASES w/ 
menopause 

 
**note: leiomyomas are sometimes 

referred to as "fibroids" 

Leiomyosarcoma 

**Bulky, irregular tumor w/ areas of 
necrosis + hemorrhage 

=HIGHLY aggressive tumor w/ 
tendency to recur --> may protrude 

from the cervix and bleed! 
 

**Usually arise de novo--NOT from 
leiomyomas 

 
**Increased incidence in blacks 

Hirsutism vs. Virilization 

Hirsutism: 
=excess hair in normal hair-

bearing areas 
 

Virilization: 
=hirsutism + male secondary sex 

characteristics (=increased muscle 
mass, acne, CLITOROMEGALY) 



What is the cause of hirsutism and 
virilization? 

**BOTH conditions are due to 
INCREASED ANDROGENS of 
either ovarian OR adrenal origin 

 
1) Ovarian origin (=most common) 

=TESTOSTERONE is primarily 
increased 

 
2) Adrenal origin 

=DHEA-sulfate is primarily 
increased 

 
**SO, if someone has hirsutism, 
get a testosterone level and a 

DHEA level = tells you where the 
probelm is! 

Polycystic Ovarian Syndrome 
**Increased pituitary synthesis of 
LH and decreased synthesis of 

FSH 

Pathogenesis: 

NOW, recall what happens during 
the proliferative phase: 

=LH is responsible for stimulating 
the THECA INTERNA to 

synthesize DHEA + 
androstendione --> converted via 

oxidoreductase --> 
TESTOSTERONE 

 
THUS, INCREASED LH leads to 

an INCREASE in androgen 
synthesis = HIRSUTISM! 

 
BUT...testosterone will enter 

GRANULOSA cells of the follicle 
where there is AROMATASE and 
be converted into ESTROGENS 



What will this increase in 
estrogens do? 

**Increased estrogen has a 
POSITIVE feedback on LH and a 

NEGATIVE feedback on FSH 
=NOW, suppression of FSH 

causes follicle degeneration --> 
FLUID ACCUMULATION produces 
abnormal cysts that ENLARGE the 

ovaries 
 

AND THUS our findings in PCOS: 
1) increased LH 

2) decreased FSH 
 

**Usually have an LH:FSH of >2! 

Summary of Clinical Findings in 
PCOS: 

#1 complaint = oligomenorrhea 
 

Also: 
=hirsutism, infertility, obesity 

=polycystic ovaries 
 

1) Increased LH, Decreased FSH 
2) Increased testosterone and 

androstenedione 
3) Increased estrogen 

=increases your risk of developing 
endometrial hyperplasia/cancer 

How could you break the cycle in 
PCOS? 

**give a BC pill --> progestins in it 
will BLOCK LH 

 
Also could treat with: 

=weight loss 
=gonadotropin analogs 

=surgery 



Dysmenorrhea 

**Painful menses 
 

**Can be primary or secondary: 
 

1) Primary 
=usually due to INCREASED PGF 
--> increases uterine contractions 

 
2) Secondary Type 

=usually due to endometriosis 

Dysfunctional Uterine Bleeding 
(DUB) 

**Bleeding that is UNRELATED to 
an anatomic cause 

=i.e. NOT from endometrial polyp 
or cancer 

 
**CAUSED BY A HORMONAL 

IMBALANCE 
 

**Most common type of DUB = 
Anovulatory DUB 

Anovulatory DUB 

**Occurs at the extremes of 
reproductive life 

 
**What happens is that you have 
EXCESSIVE estrogen stimulation 
of your mucosa and not enough 

progesterone stimulation --> 
results in: 

 
=hyperplasia of the endometrium --
> when it outgrows its space, it will 

SLOUGH --> can often have 
SIGNIFICANT BLEEDING 

Primary Amenorrhea 

**Absence of menses by 16 y.o. 
 

**Usually due to a 
CONSTITUTIONAL DELAY 
=i.e. FH of delayed menses 



Secondary Amenorrhea 

**Absence of menses for 3 months 
--> usually due to a PREGNANCY 

 
i.e. the FIRST step in management 

of a woman w/ amenorrhea? 
=pregnancy test 

Pathogenesis of Amenorrhea 

**Ask --> is it a... 
 

1) Hypothalamic/Pituitary Problem 
=GnRH, FSH/LH 

 
2) Ovarian Problem 

 
3) End organ defect 

Hypothalamic/Pituitary Problem 

Examples: 
=Hypopituitarism 
=Prolactinoma 

=Anorexia 

Ovarian Disorder 

Examples: 
=Turner's Syndrome 

 
i.e. Primary amenorrhea + poor 

female secondary sex 
characteristics = probable Turner's 

Syndrome 

End Organ Defect 

**Prevents the normal egress of 
blood = an ANATOMIC problem 

 
1) Imperforate Hymen 

2) Rokitansky-Kuster-Hauser 
3) Ashermann Syndrome 

=removal of stratum basalis owing 
to repeated currettage (i.e. 

repeated D+C's) 
 

**Will have NORMAL levels of 
FSH, LH, estrogen, and 

progesterone. 



SO, you can really seperate out 
the causes of amenorrhea by 

looking at FSH/LH... 

Hypothalamic Pituitary 
=DECRASED FSH/LH 

 
Ovarian Disorder 

=INCREASED FSH/LH 
 

End Organ Defect/Consitutional 
Delay 

=NORMAL FSH, LH 

Follicular Cyst 

**MOST COMMON ovarian mass  
=i.e. most common cause of a 

mass in a young woman 
 

**Non-neoplastic cyst 
=accumulation of fluid in a follicle 

or previously rupture follicle 
 

**RUPTURE produces sterile 
peritonitis w/ PAIN 

=if it occurs on the RIGHT side --> 
can mimic appendicitis! 

What can follicular cysts be 
associated with? 

=hyperestrinism 
 

=endometrial hyperplasia 

Best screening test? Ultrasound 

Corpus Luteum Cyst 

=hemorrhage into persistent 
corpus luteum 

 
**Causes menstrual irregularity 



Theca-Lutein Cyst 

**Often bilateral/multiple 
 

**Due to gonadotropin stimulation 
 

**ASsociated w/: 
=choriocarcinoma 

=moles 

Ovarian Tumors: 

Can be: 
 

1) Surface-Derived Tumors 
=account for 65-70% of all tumors 

 
2) Germ Cell Tumors 

 
3) Sex-Cord Stromal Tumors 

Surface-Derived Tumors 

**Most common group of ovarian 
tumors 

 
=Serous Cystadenoma (benign) 
=Serous Cystadenocarcinoma 

(malignant) 
 

=Mucinous cystadenoma (benign) 
=Mucinous cystadenocarcinoma 

(malignant) 
 

=Brenner Tumor 

Serous Tumors 

**Key Facts: 
=Frequently BILATERAL 

=Lined w/ ciliated cells--like 
fallopian tube epithelium 

 
**Serous cystadenocarcinomas 

have PSAMMOMA BODIES 
=basically apoptosis of tumor cells 

+ replacement w/ dystrophic 
calcification 



Example: 
 

65 y.o. woman w/ BILATERAL 
ovarian enlargement. 

Odds: 
 

=serous cystadenocarcinoma 
 

Note: ANY woman >55 that you 
can feel their ovaries has 

CANCER until proven otherwise 
(i.e. they should ATROPHY w/ 

menopause) 

Mucinous Cystadenoma 

=multilocular cyst lined by 
MUCOUS-secreting epithelium 

 
**Benign 

Mucinous Cystadenocarcinoma 

**Malignant 
 

**Can cause PSEUDOMYXOMA 
PERITONEI 

=intraperitoneal accumulation of 
mucinous material from ovarian or 

appendicecal tumor 

Brenner Tumor **Benign tumor that resembles 
BLADDER EPITHELIUM 

Germ Cell Tumors 
1) Dysgerminoma 

2) Yolk Sac 
3) Cystic Teratoma 



Dysgerminoma 

**Malignant 
=equivalent to male seminoma 

=associated w/ streak ovaries in 
Turners 

 
**Sheet of uniform cells 

 
**Increased hCG 

Yolk Sac (Endodermal Sinus) 
Tumor 

**Aggressive malignancy in 
OVARIES (testes in boys) and 

sacrococcygeal area of YOUNG 
children 

 
**Increased AFP 

Cystic Teratoma 

**90% of ovarian germ cell tumors 
=cells containn 2 or 3 germ layers 

 
**MATURE teratoma = benign 

**IMMATURE teratoma = 
aggressively malignant 

Struma Ovarii 
=teratoma looks like thyroid gland -
-> has FUNCTIONING THYROID 

TISSUE. 

Sex-Cord Stromal Tumors 

1) Thecoma-Fibroma  
 

2) Granulosa-Thecal Cell Tumor 
 

3) Sertoli-Leydig Cell Tumor 



Ovarian Fibroma 

**Bundles of spindle-shaped 
fibroblasts 

=commonly CALCIFY 
 

**Can lead to Meig's Syndrome 
1) Ovarian fibroma 

2) Ascites 
3) Right-sided pleural effusion 

 
=effusion regresses following 

removal of tumor! 

Granulosa Cell Tumor 

**Secretes ESTROGEN = 
feminizing tumor 

 
**Contains Call-Exner Bodies 

=small follicles filled w/ 
eosinophilic secretions 

Produces: 

**Precious puberty in kids 
 

**Endometrial hyperplasia or 
carcinoma in adults 

Sertoli-Leydig Cell Tumor **Benign masculizing tumor = 
produces ANDROGENS 

Krukenberg Tumor 

**Affects BOTH ovaries 
=contains signet-ring cells from 

hematogenous spread of a 
GASTRIC cancer 

Breast Disorders 

**HIGHEST Density of Breast 
Tissue = i.e. where cancer is 

usually found 
 

#1 --> Upper outer quadrant 
#2 --> Beneath the nipple 



Most Common Cause of Bloody 
Nipple Discharge in a woman <50 

y.o. 

INTRADUCTAL PAPILLOMA 
 

**In an older woman = Ductal 
Cancer 

Purulent Nipple Discharge? 

=Acute mastitis due to S. aureus 
(i.e. a breast absess) 

 
**Usually occurs during lactation or 

breast feeding 

Most Common Breast Mass in a 
Woman <50 y.o. 

**Fibrocystic Change 
 

=might have a "lumpy-bumpy" feel 
on exam 

How does Fibrocystic Disease 
Present? 

**Diffuse breast pain and multiple 
lesions--often bilateral 

 
**Usually does NOT indicate an 

incrased risk of cancer 



Histologic Types: 

1) Fibrosis 
=hyperplasia of breast stroma 

=NO malignant potential 
 

2) Cystic 
=fluid-filled --> vary in size w/ 

menstrual cycle 
=NO malignant potential 

 
3) Sclerosing 

=Proliferation of small 
ductules/acini in the lobule 

=Often confused w/ infiltrating 
ductal carcinoma 

 
4) Ductal (epithelial) hyperplasia 
=increased number of epithelial 
cell layers in the terminal duct 

lobule 
=usually occurs >30 y.o. 

=INCREASED RISK OF CANCER 
IF ATYPICAL 

Fat Necrosis 
**A benign, painless lump. 

 
=due to injury to breast tissue 



Gynecomastia--Causes? 

**Results from: 
 

1) Hyperestrogenism 
=cirrhosis 

=testicular tumor 
=puberty 
=old age 

 
2) Klinefelter's 

 
3) Drug-Induced 

=cimetidine 
=alcohol, marijuana, heroin 

=digitalis 

BENIGN BREAST TUMORS 
1) Fibroadeoma 

2) Intraductal papilloma 
3) Phyllodes Tumor 

Fibroadenoma 

**Benign tumor derived from 
STROMA 

=small, mobile, firm mass w/ sharp 
edges 

=w/ proliferation of the 
stroma/tumor, it will compress the 

ducts = "slit-like spaces" 
 

**Will have an INCREASE in size 
and tenderness w/ pregnancy 

 
**NOT a precursor to breast 

cancer 
=momst common tumor in women 

<25 y.o. 



Intraductal Papilloma 

**Tumor of lactiferous ducts 
 

=often presents w/ serous or 
bloody nipple discharge 

 
NO increased risk of cancer 

Phyllodes Tumor 

**Large, bulky mass of CT and 
cysts 

 
=tumor may have "leaf-like" 

projections 
 

**SOME may be malignant 

Malignant Tumors 

**Common postmenopause 
 

=arise from mammary duct 
epithelium or lobular glands 

#1 Prognostic Factor 

LYMPH NODE INVOLVEMENT 
 

Others: 
1) Estrogen/Progesterone 

Receptor Status 
=confers BETTER prognosis 
=candidate for antiestrogen 

therapy w/ tamoxifen 
 

2) ERBB2/HER-2 Oncogene 
Status 

=poor prognosis if amplification is 
present 

Side Effects of Tamoxifen 

**Tamoxifen = a weak estrogen 
 

SO, you have: 
=postmenopausal symptoms 
=risk of endometrial cancer 

=prevents osteoporosis 



Risk Factors for Developing 
Cancer: 

1) Early 1st menarche (<12)OR 
late menopause (>50) 

2) Delayed first pregnancy (>30) 
3) FH in 1st degree relative 

 
RISK IS NOT increased by: 

=fibroadenoma 
=nonhyperplastic cysts 

Histologic Types: 

1) DCIS 
2) Invasive Ductal--no specific type 

3) Comedocarcinoma 
4) Inflammatory 

5) Invasive Lobular 
6) Medullary 

7) Paget's Disease of the Breast 

Ductal Carcinoma in Situ (DCIS) **Early malignancy w/o basement 
membrane penetration 

Invasive Ductal--no specific type 

**WORST and MOST INVASIVE 
 

=firm, fibrous mass 
 

1/3 express ERBB2 

Comedocarcinonma 
**Ductal, w/ CHEESY 

CONSISENTCY due to central 
necrosis 

Inflammatory 

**Erythematous breast w/ dimpling 
like an orange--"peau d'orange" 
=caused by PLUGS OF TUMOR 
blocking dermal lymphatics --> 

localized edema 
 

VERY POOR PROGNOSIS 



Invasive Lobular **Often multiple, BILATERAL! 

Medullary 

**Big bulky soft tumor w/ 
LYMPHOCYTIC infiltrate 

 
ASSOCIATED w/ BRCA 1 

mutations 
 

GOOD prognosis. 

Paget's Disease of the Breast 

**Eczematous patches on the 
nipple 

=i.e. if you seen an older woman 
w/ a rash on her nipple 

 
**SUGGESTS an underlying 

carcinoma--i.e. it has spread to the 
skin and produced a rash 

 
**Paget Cells: 

=large cells w/ a clear halo 
 

**Also can be seen on the VULVA 

Breast Cancer in Men 

**RISK FACTORS: 
=BRCA2 suppressor gene 
=Klinefelter's Syndrome 

 
POOR PROGNOSIS 

Modified Radical Mastectomy 
**Removal of nipple/areolar 

complex, breast tissue, pectoralis 
minor, and axillary nodes 



What is there a potential damage 
of? 

**WINGED SCAPULA 
=due to damage of the long-

thoracic nerve 
 

(also a danger of developing 
lymphedema) 

Breast Conservation Therapy 

**Lumpectomy w/ microscopically 
free margins 

 
**Removal of level I and II (lower) 

axillary nodes --> for staging 
 

**BREAST RADIATION 
  

 


