
Vulvar diseases
Non-neoplastic (the most 
common)

Lichen sclerosis

postmenopausal women

microscopically: 

Thinning of epidermis 

Hydropic degeneration of basal 
cells

Disappearance of rete pegs 

Pathogenesis: Idiopathic, autoimmune?

Note: Is not pre-malignant

Lichen simplex chronicus

End result of many inflammatory 
conditions 

Clinical term: leukoplakia 
(whitish plaque) 

Microscopically:

Epithelial thickening 

Hyperkeratosis  

NO ATYPIA

Not cancer, but might be seen at 
cancer margins

Condyloma accuminatum

Anogenital warts 

Etiology: Low risk HPVs (6,11 mainly) 

Microscopically: Koilocytosis

Perinuclear cytoplasmic 
vacuolization

Nuclear pleomorphism

Not precancerous by itself, 
however, there is HPV types 
isolated from cancer DIFFER 
from the mentioned above 

Neoplastic ( the least common)

Shared characteristics between 
both diseases: 

Etiology:High risk HPVs: 16,18,45,31

Site of of infection: 
All parts of female genital 
system, as well as for male

Pathogenesis and morphology: 

Both diseases produced by HPV 
are SIMILAR in pathogenesis 
and morphology 

High risk HPV (16,18 mainly) 
integrate into the host genome, 
expressing large amounts of 
certain viral proteins (E6,E7)--> 
blocking or inactivating tumor 
suppressor genes like (p53, 
retinoblastoma) respectively 

Accumulation of these mutations 
leads to DNA damage thus, 
malignancy 

Happy news:

HPV vaccine is available and 
effective in fighting HPV thus 
cancers produced by it

Detection is possible due to 
molecular methods 

Dysplasia “VIN”

Intraepithelial neoplasia IN

Grading “depend upon the 
extent of epithelial involvement”

IN 1: mild dysplasia (1/3 of full 
epithelial thickness)

IN II: moderate dysplasia (2/3 of 
the full thickness) 

IN III severe dysplasia: (the full 
thickness is involved)

Aka: carcinoma in situ: reached 
the the baseline but did not 
invade it 

REMEMBER REMEMBER: 

Dysplasia characteristics: 

High n/c ratio 

Nuclear enlargement

Hyperchromasia

Abnormal nuclear membranes 

Which is the high grade IN: II AND III

؟ ةيعامتجلاا اهتاقلاع فيك
May be multiple foci

Or may co exist with an invasive 
lesion

Determinants:

HPV,genetic, immunologic, 
environmental influences , 
cigarette smoking or super 
infection with new strains of 
HPV

Peak age:30
Progression to invasion needs 
15 years It is gradual then 

Vulvar cancer

Basaloid or poorly differentiated 
SCC “squamous cell 
carcinoma”: 

Most common 

Relatively younger 

HPV related 

Well differentiated SCC:

Less common

Older women (60-70s)

Not HPV RELATED 

May be found adjacent to lichen 
simplex or sclerosis 

Peak age: 30+15 = 45 

Cervical carcinoma 

Most frequent cancer in women 

Early detection?

Papanicolaou (pap) cervical 
smear

The incidence dropped, it 
helped reducing the mortality by 
99%

How common is it? 

1. SCC for 75% 

SCC now has peak incidence at 
45 years, almost 10 to 15 years 
after detection of their 
precursors: cervical 
intraepithelial neoplasia (CIN)

2. Adenocarcinomas and 
adenosquamous carcinomas for 
20% 

3.nueroendocrine carcinomas 
for >5%

5-year survival 

CIN pre invasive: 100%

Stage 1: 90%

Stage 2: 82%

Stage 3: 35%

Stage 4: 10%

Treatment 

CIN Laser or cone biopsy 

Invasive Surgical excision 

Advanced invasive : radio and 
chemotherapy

Notice the white color here 


