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MY DUTIES 
• 8 lectures

• Simplify

• Understand the concepts

• Help U all Understand…understand…

understand  X 10…only then memorize and   

recall

• Answer questions & inquiries

• Respect



YOUR DUTIES

This Book is your 
main source of 
knowledge & 

EXAM QUESTIONS



YOUR DUTIES
• ON TIME ATTENDANCE

• Plz…plz…plz…NO CHATTING during lecture

• Understand first then memorize and recall

• Respect to the process

• NO MOBILE

• No inquiries about the nature

of the exam…I tell you



PLEASE DON’T ASK THESE 
QUESTIONS AT ALL

• How many questions on my 
material?

• What should we concentrate on?

• Are the slides enough?

• Should we memorize this or that?

• Is this or that required?



[YOU SHOULD NOT ONLY STUDY 
FOR THE EXAM]

[YOU ARE NOT STUDYING FOR ME 
EITHER]

[YOU ARE LEARNING SO THAT YOU 
WILL BE A GOOD CARING & 

THOROUGH PHYSICIAN WHO WILL 
APPLY THE STNADRAD OF CARE]



REMEMBER
“Success in life is 

90% hard work and 
10% talent, luck and 

high IQ”



INTENDED LEARNING OBJECTIVES

• Recognize the common infections of the 
vulva & vagina

• Understand the pathogenesis of common 
vulvar and vaginal tumors

• Comprehend common infections of the cervix

• Grasp the details of HPV associated cervical 
carcinogenesis and the successful screening 
program 



ILOs….continue

• Recognize and understand common uterine 
diseases and its clinicopathological features 
(endometritis, adenomyosis, endometriosis, 
abnormal uterine bleeding)

• Absorb the common benign proliferative & 
neoplastic uterine diseases (leiomyoma, polyps, 
endometrial hyperplasia).

• Recognize common endometrial malignancies 
and its pathogenesis (endometrial carcinoma, 
leiomyosarcoma & MMT)



ILOs….continue

• Recognize the pathology of ovarian and 
fallopian tube cysts and its diagnostic features

• Understand the clinicopathological 
characteristics of polycystic ovarian syndrome

• Identify common ovarian tumors and recognize 
their clinicopathological features

• Grasp common benign diseases of placenta 
(infections, ectopic pregnancy)



ILOs….continue

• Understand the concept of gestational 
trophoblastic diseases (molar pregnancy, 
invasive mole, choriocarcinoma and placental 
site trophoblastic tumor)

• Recognize and understand the pathogenesis 
of preeclampsia and eclampsia (Toxemia of 
pregnancy)



ILOs….continue

• Recognize the variable clinical presentations of 
breast diseases

• Brief grasp of common inflammatory breast 
processes

• Understand the concept of stromal breast 
neoplasms

• Recognize the pathology of benign breast 
epithelial tumors

• Understand the details of mammary carcinoma 
pathogenesis (epidemiology, risk factors, and 
clinicopathological features)



BREAST 
PATHOLOGY







CLINICAL PRESENTATIONS OF BREAST 
DISEASES:

• Pain

• Inflammation (edema and erythema)

• Nipple discharge (bloody is serious)

• “Lumpiness”

• Palpable masses

• Gynecomastia (males)



FACTS
• Likelihood of malignancy increase with age

• Mammography was introduced in the 1980s 
to detect asymptomatic breast cancer cases 
(It did), now smaller (1 cm) cancers are found

• Palpable Ca breast (2-3 cm)

• Abnormal mammogram: increase likelihood 
of cancer with increase in age



INFLAMMATORY PROCESSES:

• Infections, autoimmune diseases, 
and F. Body type reactions.

• Lactational infections (mastitis, 
staph ) may be complicated by 
abscess formation which needs 
surgical drainage



STROMAL NEOPLASMS:
FIBROADENOMA

• Biphasic tumor

• Low cellularity

• Slit-like glands

• Well-circumscribed mass, 
mobile (breast mouse)

• Young age, Always benign

• Surgical removal (anxiety 
relief and rule out 
malignancy)

PHYLLODES TUMORS

• Stroma >>> epithelia

• Stromal hypercellularity

• Leaf-like appearance 
(phyllodes = Greek for leaf)

• Not well-circumscribed

• Older age, can be high 
grade and malignant

• Surgical removal with safe 
margin (avoid recurrence)



FIBROADENOMA FEATURES:



PHYLLODES TUMOR FEATURES





BENIGN EPITHELIAL LESIONS:

Non-proliferative disease: Cysts 
and fibrocystic changes; no 
increased risk of malignancy 

Proliferative disease without atypia: 
usual-type epithelial hyperplasia, no 
atypia; slight increased risk of 
malignancy 5-6% life time risk 

Proliferative disease with atypia: 
ADH and ALH, atypia present; 
modest increased risk of malignancy 
13-17% life time risk 





MAMMARY CARCINOMA:

• Most common women malignancy (excluding 
non-melanotic skin cancer)

• Incidence stable in USA; however, the 
incidence and mortality is increasing world-
wide due to:
– Delayed childbearing

– Fewer pregnancies

– Reduced breast feeding

– No access to proper healthcare



MAMMARY CARCINOMA:

• Lifetime risk 1/8 (USA)

• Cancer death; 2nd after lung

• Mortality decreases from 30 to 20% 
due to:

– Better screening

– Diagnosing more early stage

– Better treatment



CLASSIFICATIONS OF 
MAMMARY 

CARCINOMA:







CLASSIFICATION BY GENE EXPRESSION 
PROFILING

LUMINAL A LOWER GRADE, ER +VE, HER-2-
NEU -VE

LUMINAL B HIGHER GRADE, ER+VE, HER-2-
NEU +VE

HER-2-
ENRICHED

HER-2-NEU +VE, ER-VE

BASAL-LIKE HER-2-NEU -VE, ER-VE





EPIDEMIOLOGY & RISK FACTORS

• 1. Age and gender
• 2. Family history
• 3. Geography (diet, late pregnancy, breast feeding)
• 4. Race and ethnicity (ER+ve European; worse cancers 

in hispanic and AA and at younger age)
• 5. Reproductive hx. (early menarche, nulliparity, no 

breast feeding, older age at pregnancy)…more 
Estrogenic effect

• 6. Ionizing radiation at younger age
• 7. Other factors: post M obesity, HRT, Mammographic 

density, alcohol consumption



PATHOGENESIS:

GENETIC 
FACTORS

HORMONAL 
FACTORS

ENVIRONMENTAL
FACTORS

ER & 
TAMOXIFEN

JAPAN & 
USA





CLASSIFICATION UNDER THE MICROSCOPE 
(MORPHOLOGICAL CLASSIFICATION):

NON –INVASIVE CARCINOMA INVASIVE CARCINOMA

Ductal carcinoma in situ (DCIS)
Lobular carcinoma in situ (LCIS)

Invasive ductal carcinoma (IDC) 70-
80%
Invasive lobular carcinoma (ILC) 10-
15%
Medullary carcinoma 5%
Colloid (mucinous carcinoma) 5%
Tubular carcinoma 5%
Other types



DCIS

LCIS



INVASIVE CARCINOMA



PAGET DISEASE OF THE NIPPLE:

• Spread of carcinoma cells into nipple 
ducts and skin



GRADING OF BREAST CANCER: 1-3 
SCORE (GLANDS, NUCLEI & MITOSIS)



CLINICAL FEATURES:
• Unscreened: palpable mass, 2-3 cm, 50% spread 

to regional lymph nodes
• Screened; 60% of cancer discovered before 

symptoms; 20% are in situ carcinomas.
• IC in screened are 1-2 cm, 15% spread to LN at 

time of dx.
• “Interval cancers”: palpable discovered between 

screening intervals (high grade)
• Behavior depends on: Molecular, morphological 

and stage of cancer at time of dx



CLINICAL OUTCOME OF BREAST CANCER 
DEPENDS ON:

• Biologic type:

– Grade and hormonal studies (targeted therapy)

• RNA expression profiling (identify slow 
growing ER +ve cancers to avoid toxic CT)

• Tumor stage: measure of extent of tumor. 
TNM staging system at time of dx: T: tumor 
size. N: number of nodes involved. M: 
presence of distant metastasis 



TNM CATEGORIES:

Triple-negative & 
Her-2-Neu +ve breast 
cancers are more 
likely to metastasize 
to brain and viscera

ER +ve cancers:  are 
more likely to 
metastasize to bone











FINAL COMMENTS:
• Combining stage and biologic factors are 

better predictors of outcome

• Women with untreated breast cancer 
die within 3-4 years

• 80% of women who receive optimal 
treatment survive

• Early detection and easy access to 
optimal care are key factors



FEMALE GENITAL 
TRACT PATHOLOGY



VULVA:
• Most diseases are inflammatory; tumors are 

rare.
• Uncomfortable and annoying rather than 

serious
• Vulvitis:

– Dermatitis, contact and allergic
– Infections: STDs such as HPV (condyloma 

accuminatum & VIN); HSV, N. Gonorrhoea, 
Treponema pallidum. Candida (not STD)

– Infection may obstruct glands and cause “Bartholin 
cyst”



NON-NEOPLASTIC EPITHELIAL 
DISORDERS:

LICHEN CHRNICUS

• Leukoplakia “white plaque”

• Postmenopausal & 
prepuberty

• Etiology: ? T cell, ? 
Autoimmune

• 1-5% of symptomatic LS 
may develop HPV –ve SQ.C 
Carcinoma

• Atrophic epithelium

LICHEN SIMPLEX CHRONICUS

• Leukoplakia “white plaque”

• Chronic irritation, pruritis 
due to other inflammatory 
dermatoses

• No increased risk for cancer

• Hyperplastic epithelium



LICHEN CHRNICUS LICHEN SIMPLEX CHRONICUS



CONDYLOMA ACCUMINATUM:

• Wart “ثؤلول”

• HPV 6 & 11

• Elevated white 
plaques

• “Koilocytosis”

• No progression to 
cancer



CARCINOMA OF VULVA:
90% SQUAMOUS CELL CARCINOMA

HPV related 
• Leukoplakia
• HPV 16 & 18
• Middle aged women
• Cigarette smoking and 

immunodeficiency (AIDs)
• VIN (vulvar intraepithelial 

neoplasia)
• Poorly differentiated, 

multifocal
• Depth of invasion and lymph 

node mets are important px. 
Factors (stage)

HPV –ve 
• Leukoplakia

• HPV –ve

• Older women > 60

• Unifocal

• Well-differentiated

• Depth of invasion and 
lymph node mets are 
important px. Factors 
(stage)



PAGET DISEASE OF VULVA
• Carcinoma cells in the epidermis

• Red scaly crusted plaque

• Minority will have underlying carcinoma 
“adenocarcinoma”, mucin +ve (in contrast to mammary 
Paget, almost all have underlying carcinoma)

• Poor px. when metastasis are present

CK 7



VAGINAL PATHOLOGY:
• Rarely involved by primary disease; more 

secondary (infections and tumors)

• Congenital anomalies are rare: septate or 
double vagina part of septate uterus; 
congenital lateral Gartner duct cyst 
(persistent Wollfian duct rests)



VAGINITIS:
• Common transient infections

• Candida infections (monilial) vaginitis: 
common in DM, pregnancy, with AB use and 
immunodeficiency. “White thrush”

• Trichomonas vaginalis: parasitic infection, 
STD, watery , copious gray-green discharge, 
can be seen on vaginal (& cervical Pap 
smears)



PAPANICOLAOU SMEAR:

CANDIDA                                T. VAGINALIS



MALIGNANT NEOPLASMS:

• Very rare

• Squamous cell Ca: HPV & VAIN associated

• Clear cell adenocarcinoma: with vaginal 
adenosis triggered by the use od 
Diethylstilbestrol during pregnancy for 
threatened abortion (1970s)

• Sarcoma botryoides; embryonal 
rhabdomyosarcoma in children (< 5years)



CERVIX PATHOLOGY:
• Cervicitis, cervical polyps and cervical cancer

• Cervicitis: common, infectious and 
noninfectious 

• Infectious: STDs; Chlamydia Trachomatis 
(most common), Ureaplasma urealyticum, T. 
vaginalis, N. gonorrhoea, HSV2 and HPV

• Pap smear detection after discharge

• HSV infection may affect babies if vaginal 
delivery



CERVICAL NEOPLASIA:
• Transformation zone (squamocolumnar 

junction); most common area

• Mostly are HPV associated squamous cell 
carcinoma

• HPV tropism for immature sq epithelium

• Cervical intraepithelial neoplasia or 
squamous intraepithelial neoplasia (old 
name: dysplasia) 



RISK FOR CERVICAL CANCER:

• Early age of first intercourse

• Multiple sexual partners

• Male partner with multiple partners

• Persistent infection with high risk HPV 
serotypes (HPV 16 & 18)

• HPV resides in the DNA of squamous 
epithelium and replicates







HPV CARCINOGENESIS:





NATURAL HISTORY OF HPV INFECTION:



EARLY DETECTION AND THE PAP TEST:

• The pap smear remains the most successful 
cancer-screening test ever developed

• Now, cancer death from cervix dropped 
dramatically (not of top ten)

• Smear  (specific) morphology and HPV DNA 
(sensitive) testing are now used (co-testing)

• HPV vaccines: quadrivalent (HPV 6, 11, 16, 
18) and more (divalent and 9 valent); are 
promising preventive measures



HGSIL DETECTION & TREATMENT:

• The pap test (smear and HPV DNA test) 
is essential to detect early lesions before 
invasive carcinoma

• Specific guidelines are in place: 
colposcopy to see the lesions and biopsy 
them

• Confirm HGSIL by histology

• LEEP or cone excision of lesions



Cone excision



INVASIVE CERVICAL CARCINOMA:

• Squamous (75%), adenocarcinoma & 
adenosquamous (20%), and small cell NEC

• All are HPV associated

• Increase incidence of adenocarcinoma (better 
screening and early detection of squamous)

• SqCC peak at age 45 (10-15 years after HPV 
infection)

• Risk factors for invasion: smoking and HIV



INVASIVE CERVICAL CANCER:

• Often seen in unscreened women: vaginal 
bleeding, leukorrhea, and dyspareunia

• Biopsy dx needed before planning trx.
• Grading and depth of invasion are important 

predictors of stage and prognosis
• Depth of invasion 3 mm or more 
• Spread: pelvic lymph nodes and surrounding 

structures 
• Trx: radical hysterectomy + lymph node 

dissection, RT and CT



UTERINE PATHOLOGY:
• Endometritis: acute (neutrophilic) or chronic (plasma 

cells)

• Can be part of pelvic inflammatory disease (N. 
gonorrhoeae or C. trachomatis)

• TB: granulomatous endometritis in endemic countries 
(+ TB salpingitis) or immunocompromised patients

• Retained POC and IOUCD associated 

• Fever, abdominal pain and menstrual abnormalities

• Dx and trx: biopsy and antibiotics (removal of IUCD 
and POC)



ADENOMYOSIS:
• Endometrial tissue deep in myometrium

• Functional tissue causing hypertrophy

• When extensive: menorrhagia, 
dysmenorrhea and pelvic pain (specially 
before menses)

• Can co-exist with endometriosis



ENDOMETRIOSIS:
• Endometrial glands and stroma outside uterus

• Any where and multifocal: but common 
locations are ovaries, pouch of Douglas, uterine 
ligaments, cervix, tubes and rectovaginal 
septum).

• Theories: 
– Regurgitation (favored)

– Benign metastases

– Metaplasia

– Extrauterine stem cell differentiation







ENDOMETRIOSIS CLINICALLY

• 10% of women in reproductive age and 50% of 
infertile women

• S&S: depends on distribution and location
• Scarring of tubes and ovaries; pain and 

discomfort, infertility  [red dots]
• Rectal (painful defecation), uterine and bladder 

serosa (dyspareunia and dysuria)
• Severe dysmenorrhea, pelvic pain (bleeding and 

adhesions)
• Trx: complex (surgical and / or medical)





ABNORMAL UTERINE BLEEDING (AUB):

• Very common complaint for women

• Menorrhagia (heavy and / or long periods), 
metrorrhagia (irregular bleeding) or post 
menopausal bleeding

• Causes:
Dysfunctional uterine bleeding (DUB)

Endometrial polyps

Leiomyomas (fibroids)

Endometrial hyperplasia

Endometrial carcinoma





DYSFUNCTIONAL UTERINE BLEEDING (DUB):

• Very common

• Abnormal bleeding with no organic uterine 
cause

• Many due to anovulation around menarche and 
perimenopause because of hormonal 
imbalances

• Less common causes: endocrine diseases; 
ovarian tumors (GCT) and PCOS, obesity, 
malnutrition, chronic diseases, inadequate 
luteal phase



PROLIFERATIVE LESIONS OF 
ENDOMETRIUM AND MYOMETRIUM:

• Endometrial polyps

• Leiomyomas “fibroids”

• Endometrial hyperplasia

• Endometrial carcinoma



ENDOMETRIAL POLYPS:
• Common finding in endometrial curettings

• Cause abnormal uterine bleeding

• Almost all are benign

• Most common around menopause



LEIOMYOMAS “FIBROIDS”:

• Benign smooth muscle tumor of myometrium

• Most common tumors of females, 30-50% of 
women in reproductive age, > in Blacks

• Chromosomal abnormalities (Ch 6 and 12 
rearrangements) and MED12 gene mutations

• Grow with estrogens and OCP and shrink 
postmenopausally

• Asymptomatic; menorrhagia



PATHOLOGIC FEATURES:



ENDOMETRIAL HYPERPLASIA:

• Excess estrogen in relation to progestins

• Causes: obesity, anovulation, unopposed 
estrogen intake, estrogen producing ovarian 
tumors

Hyperplasia without atypia Hyperplasia with atypia (EIN)

- No atypical cellular features
- Less complex, more cystic
- Risk of carcinoma is 1-3%
- No PTEN tumor suppressor gene 

abnormalities

- Atypical cellular features present
- More complex glands
- Risk of carcinoma is 20-50%
- Inactivation of PTEN tumor 

suppressor gene



Disordered proliferative 
endometrium

Hyperplasia without atypia

Atypical hyperplasia



ENDOMETRIAL CARCINOMA:

• Most frequent cancer in FGT

• Age: 55-65 years

• 2 main types: 

–1. Endometrioid carcinoma (80%)

–2. Serous  carcinoma (15%)

• Others less common: clear cell Ca and 
MMT (carcinosarcoma)



ENDOMETRIOID CARCINOMA:

• Histology similar to normal endometrium

• Risk factors: Obesity, HT, DM, infertility, & 
unopposed estrogen exposure

• Associated and preceded by atypical hyperplasia

• Mutations: 

– Early: mismatch DNA repair genes (Lynch syndrome) 
and PTEN tumor suppressor gene (Cowden 
syndrome)

– Late: TP53, less common and late event



MORPHOLOGY & FIGO GRADE
ENDOMETRIOID CARCINOMA

FIGO 1

FIGO 2

FIGO 3



SEROUS CARCINOMA:
• Serous is serious “Dr. Samir Amr”, aggressive 

carcinoma

• Not associated with hyperplasia or 
unopposed estrogen exposure

• Mutations in TP53

• Maybe preceded by serous endometrial 
intraepithelial carcinoma (SIEC) with TP53
mutations



MORPHOLOGY: SEROUS CARCINOMA

P53



FIGO STAGING:



ENDOMETRIAL CARCINOMA: CLINICALLY

• Irregular or postmenopausal bleeding

• Endometrioid carcinoma is slow growing, late 
progression with no treatment

• Early stage, 5-year survival is >90%

• Untreated: metastasis to lymph nodes and 
surrounding structures

• Serous carcinoma is more aggressive, present 
with advanced stage and have bad prognosis



FALLOPIAN TUBE PATHOLOGY:

• Salpingitis is the commonest significant 
pathology; almost part of PID

• Gonorrhea, Chlamydia, Mycoplasma, coliforms, 
Strept and staph

• TB salpingitis is less common but occurs with TB 
endometritis

• Fever, abd. Pain and sometimes masses (abscess 
formation = tubo-ovarian abscesses)

• May lead to adhesions, infertility and ectopic 
pregnancy



PID



FALLOPIAN TUBE CARCINOMA:

• Rare but can occur

• Usually high grade serous type carcinoma

• Can be preceded by serous tubal 
intraepithelial carcinoma (STIC)

• Seen in patients with BRCA1 and BRCA2
mutations

• Many have TP53 mutations

• They usually present late (mets to ovaries 
and peritoneal cavity)



OVARIAN 
PATHOLOGY



FOLLICULAR AND LUTEAL CYSTS:

• Very common and benign

• Unruptured graafian follicle

• Single or multiple; variable in size

• May rupture causing acute abdomen 
and intraperitoneal bleeding

• May twist and cause acute abdomen 
“torsion”



TORSION OVARIAN CYST:



POLYCYSTIC OVARIAN SYNDROME:

• Old name: Stein-leventhal syndrome

• Hyperandrogenism+menstrual 
abnormalities+PCO+chronic anovulation & 
decreased fertility 

• Unknown cause (? Imbalance of LH/FSH 
ratio)

• Young females after menarche; 
oligomenorrhea, hirsutism, infertility and 
obesity



PATHOLOGIC FEATURES:



OVARIAN TUMORS: GENERAL FACTS

• Relatively common tumors; many are lethal

• Mortality ranks fifth in women

• Can arise from 3 cell lines: 1. multipotent 
coelomic epithelium (70-80%) 2. totipotent 
germ cells 3. sex cord-stromal cells

• 90% of malignant ovarian cancer are 
epithelial

• They tend to present late (stage IV) with 
peritoneal involvement



SURFACE EPITHELIAL TUMORS:

• Thought to arise from fallopian tube 
epithelium and cysts

• Benign ones are usually cystic (cystadenoma 
or cystadenofibroma)

• Malignant ones maybe cystic 
(cystadenocarcinoma) or solid (carcinoma)

• Some are borderline malignancy (borderline 
tumors)



RISK FACTORS FOR OVARIAN CANCER:

• Nulliparity

• Family history

• Germline mutations in TS genes

• Unmarried women and women with low parity

• Prolonged use of OCP reduces the risk

• 5-10% are familial and most have mutations in 
BRCA1 & BRCA2

• Life risk in BRCA1 30%; but BRCA2 is lower

• Sporadic ovarian cancer only 10% have mutations 
in BRCA1 & BRCA2





SEROUS CYSTADENOMA FEATURES:



BORDERLINE SEROUS TUMORS:





TYPE I & II OVARIAN TUMORS



SCA                  SBT          SCarcinoma



MUCINOUS TUMORS:
• Cells contain mucin
• Less likely to be malignant than serous (10% 

malignant, 10% Borderline & 80% B9)
• More likely larger and multicystic than serous but less 

likely bilateral
• Bilateral mucinous ovarian tumors are more likely 

metastatic from GI tract “Krukenberg tumor”
• Peritoneal mucinous carcinoma “pseudomyxoma 

peritonei”…more GI primary
• KRAS mutations are common like GIT (50%)
• Stage for stage, better prognosis than serous



MCA: PATHOLOGIC FEATURES



MUCINOUS CARCINOMA FEATURES:



PSEUDOMYXOMA PERITONEIT FEATURES:



ENDOMETIOID CARCINOMA:

• Solid or cystic
• Arise from endometriosis
• Similar histology to endometrial carcinoma
• Bilateral in 30%
• 15-30% have concomitant endometrial Ca
• PTEN TS gene mutations and those with upregulation of 

P13-AKT signaling pathway



BRENNER TUMOR:
• Uncommon; solid, unilateral tumor

• Nests of bland transitional-type epithelium

• Most are benign; few can be malignant







TERATOMAS:
• Germ cell tumors, arise from totipotent 

germ cells

• Forming mature cell lines Ectoderm, 
endoderm and mesoderm

• Usually midline or para-axial location

• 90% are benign

• First 2 decades of life



MATURE CYSTIC TERATOMA 
(DERMOID CYST)

• Mature tissue from different all germ cells 
(skin, hair, teeth, bone, glands…etc.)

• Young women (10-30); unilateral, incidental

• Less than 10 cm

• Can undergo torsion and cause infertility

• Rare malignant transformation

• Surgical removal is the treatment



FEATURES OF MATURE TERATOMA:



IMMATURE (MALIGNANT) TERATOMA:

• Early presentation (< 20 years)

• Bulky and more solid

• Necrosis on cut section +basic mature 
elements 

• The diagnostic feature is finding immature 
elements (neural, mesenchymal..etc..), has to 
be sampled very well

• Prognosis depends on grade and stage



IMMATURE TERATOMA FEATURES:



STRUMA OVARII:
• Very specialized benign teratoma

• Contains mature thyroid tissue (maybe 
functional)



CLINICAL FEATURES OF OVARIAN 
TUMORS:

• Late presentation (stage IV; malignant 
ascites, serous carcinoma)

• Pose diagnostic challenges

• Still carry high mortality and bad prognosis

• Survival improvement is modest

• 30% discovered incidentally

• No “good” screening test (CA125 ?)



DISEASES OF PLACENTA 
AND PREGNANCY



PLACENTAL INFLAMMATION AND 
INFECTIONS:

ASCENDING INFECTIONS:

• More common

• Mostly bacterial and cause 
premature membrane 
rupture (histology show 
acute chorioamnionitis, 
neutrophils), may extend to 
umbilicus (acute funisitis)

• Mycoplasma, candida and 
vaginal flora bacteria

HEMATOGENOUS:

• Less common

• Bacteria via blood stream

• Histology: villitis

• TB, Listeria, Syphilis, 
Toxoplasma, viruses 
(Rubella, CMV, HSV)

• May affect fetus causing 
“TORCH” complex



ECTOPIC PREGNANCY:
• Fertilization of ova outside uterus, 1%, 

mostly fallopian tube (90%)

• Causes (slow ova move): salpingitis, uterine 
tumors and endometriosis

• 50% no anatomic cause found

• Tubal ectopic: hemosalpinx, enlargement, 
may rupture (acute abdomen and sometimes 
fatal bleeding)



TUBAL ECTOPIC PREGNANCY 
FEATURES:



GESTATIONAL TROPHOBLASTIC DISEASES:

• Abnormal proliferation of fetal trophoblasts

• Molar and nonmolar diseases

• Molar: Partial, complete or invasive 
hydatidiform mole

• Nonmolar: choriocarcinoma

• All have high levels of hCG in serum and urine

• Level is important for dx and monitoring of 
therapy



HYDATIDIFORM MOLE:

COMPLETE MOLE:
• Large mass of swollen cystically 

dilated villi
• Normal or atypical chorionic 

epithelium
• No fetal tissue 
• Diploid (46XX or 46XY) two 

spermatozoa1/2000 pregnancies 
(> in Asia)

• “Large for date”
• Antepartum care increased early 

detection (U/S exam)
• Before 20 and after 40 yr of age
• 10% invasive after curetting, 2-3% 

develop into choriocarcinoma

PARTIAL MOLE:
• Less swollen and less 

proliferation or 
incomplete 
proliferation

• Can have fetal tissue

• Triploid (i.e.  69XXY); 
one egg fertilized by 2 
spermatozoa



PATHOGENESIS OF MOLE:



COMPLETE MOLE FEATURES:

NORMAL VILLI





INVASIVE MOLE:
• Complete mole invading uterine myometrium and 

sometimes causing rupture (life-threatening 
hemorrhage)

• No metastasis
• Atypia on histology with invasion to myometrium; 

may cause distant emboli
• Treatment: 
surgery and CT



CHORIOCARCINOMA:
• Aggressive malignant neoplasms
• Arise from gestational chorionic epithelium or 

less commonly totipotent germ cells
• 1/30,000 in USA; but more common in Asia & 

Africa
• 50% arise from complete mole; 25% after 

abortions; 25% after normal pregnancies
• Bloody vaginal discharge with rising serum β-

HCG
• No chorionic villi; anaplastic tumor cells



CHORIOCARCINOMA FEATURES:



CLINICAL FEATURES OF 
CHORIOCARCINOMA (Ch Ca):

• Gestational Ch Ca 100% sensitive to CT (cure 
rate is very high) even after metastasis

• However; non gestational Ch Ca (testicular 
and ovarian) DON’T respond well to CT 
(maybe paternal antigens make these 
sensitive to CT) & maternal immunity against 
foreign paternal antigens



PLACENTAL SITE TROPHOBLASTIC 
TUMOR:

• Arise from intermediate trophoblastic cells

• Diploid XX karyotype

• Arise few months after pregnancy

• Serum β-HCG normal or slightly elevated

• Human placental lactogen 

• Favorable prognosis if confined to uterus

• Not sensitive to CT like Ch Ca



PREECLAMPSIA/ECLAMPSIA 
(TOXEMIA OF PREGNANCY/TOP):

• HT + PU + edema in 3rd trimester = PreECL

• 5-10% of pregnancies; primi, >35 yrs

• Severe = seizures (eclampsia)

• No blood toxin identified (misnomer)

• Early detection now; eclampsia is rare

• Etiology is unknown (abnormal 
uteroplacental vascular bed causing 
insufficient blood flow)



PATHOGENESIS OF TOP:



CONSEQUENCES OF TOP:
• Placental infarction

• HT:      Vasodilators (PCY & PGE2);

Vasoconstrictors (TBX A2) 

• Hypercoagulability: endothelial injury

• End-organ failure: kidney & liver

• 10% of severe eclampsia develop “HELLP” 
syndrome [microangiopathic HA, increased 
liver enzymes,, thrombocytopenia, DIC]



PLACENTAL CHANGES:
• Variable and depends on severity

• Infarcts: increase in number & volume

• Retroplacental hemorrhage

• Villi premature maturation: knots, 
hypovascularity & edema

• Fibrinoid necrosis of villi and acute atherosis 
(lipid filled macrophages) of decidual vessels

• Trx: early trx is best. Changes gone after delivery



MORPHOLOGICAL PLACENTAL CHANGES :
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