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• Lesions of the Pinna an

• Lesions of the Middle E

• Lesions of the Petrous A

• Lesions of the IAC CP• Lesions of the IAC, CP

Ear and Lateral Ear and Lateral 

nd EAC

Ear and Mastoid

Apex and Clivusp

PA and Skull BasePA, and Skull Base



I d iI d iIntroductionIntroduction

• Generally classified by• Generally classified by 
occasionally by cell-typ
C f th l• Causes of these neoplas
unknown?

location andlocation, and 
pe

l lsms are largely 



NeoplasmsNeoplasms of theof the pinpinNeoplasmsNeoplasms of the of the pinpin
auditory canalauditory canal
Cutaneous carcinoma

Squamous cell carcinoma
Basal cell carcinomaBasal cell carcinoma

Malignant melanoma

Glandular neoplasm
Ceruminous adenoma
Ceruminous adenocarcinoma
Pleomorphic adenoma
Adenoid cystic carcinoma

nnanna and externaland externalnnanna and external and external 

Osteoma and exostosis

Miscellaneous neoplasm
Merkel cell carcinoma
Squamous papilloma
Pilomatrixoma
MyxomaMyxoma
Auricular endochondrial 

pseudocyst
Chondrodermatitis nodularis 

h i h li i (Wi kl di )chronica helicis (Winkler disease)



Lesions Lesions of the of the PetroPetro

• Adenomatous neoplasm
Benign middle ear adenoma
Endolymphatic sac tumor

Chordoma

Congenital neoplasm
Dermoid
Teratoma
Ch i tChoristoma

Cholesterol granuloma

ousous Apex and Apex and ClivusClivus

• Langerhans cell histiocytosis
Eosinophilic granuloma
Hand-Schüller-Christian disease
Letterer-Siwe disease
Sarcoma
Rhabdomyosarcoma
ChondrosarcomaChondrosarcoma
Ewing sarcoma
Osteogenic sarcoma
Fibrosarcoma



Neoplasms of the internalNeoplasms of the internal
cerebellopontine anglecerebellopontine anglep gp g

Schwannoma
Vestibular schwannoVestibular schwanno
Facial nerve schwann
Trigeminal schwannoTrigeminal schwanno
Jugular foramen schw

MeningiomaMeningioma
Lipoma
MetastasesMetastases  

l auditory canal and l auditory canal and 

mama
noma
omaoma
wannoma



NeoplasmsNeoplasms of the of the PinPin

Cutaneous Carcinoma B
• BCC (20% of ear/TB n• BCC (20% of ear/TB n
• Most on pinna
• Sun exposure is initiato
• Locally infiltrative, roly ,

crusting ulcer
• May invade TB if left uMay invade TB if left u

nnanna and EACand EAC

CC
neoplasms)neoplasms)

or
led border central 

untreateduntreated



Cutaneous CarcinomCutaneous Carcinom
SCCASCCA

• Pinna and EAC are comm
• Sun, cold, radiation are alSun, cold, radiation are al
• Scaly irregular indurated 

ulcerated with sero-sang dg
• Can be confused with OE
• Other symptoms VII, CHLOther symptoms VII, CHL

TB)
• Met. To LN more common

mama

mon
l factorsl factors
maculopapular lesion, often 

d/c

L, SNHL (with invasion ofL, SNHL (with invasion of 

n than BCC



Cutaneous CarcinomCutaneous Carcinom
TreatmentTreatment

• Moh’s micro surgery fo
pinna lesionspinna lesions

• TB lesions require TB 
Add LN i SCC• Address LN in SCC

mama

or most scc and bcc 

resection and RT



O d EO d EOsteomata and ExoOsteomata and Exo

• Benign bony growths in
• Osteoma’s solitary p• Osteoma’s – solitary, p

round lesions arising fr
and squamous sutureand squamous suture

• Exostose’s – broad, mo
ft bil t loften bilateral

• Related to cold water e

ostosesostoses

n EAC
pedunculated smoothpedunculated, smooth, 
rom tympanomastoid 

ore medial, multiple, 

exposure



Lesions of the Middle EarLesions of the Middle Ear

• Paragangliomas
– Most common neoplasm of middle

Glomus tympanicum– Glomus tympanicum
• Originate on promontory of cochle
• Fill ME space and ossicles involve
• May extend to hypotympanum andMay extend to hypotympanum and
• Present with HL and pulsatile tinni

– Glomus jugulare
• Arise in jugular fossase jugu oss
• Become large before symptomatic

r and Mastoidr and Mastoid

e ear but still rare

ea (jacobson or Arnold’s nerve)
ed
d expose jugular or petrous carotidd expose jugular or petrous carotid
itus and ME mass

 (multiple CN)



Lesions of the Middle ELesions of the Middle E

• Paragangliomas
– Brown sign +ve pressure lead

to blanchingto blanching
– Aquino sign – ipsilat CA 

compression decreases pulsat
V d ( JF– Vernet syndrome (or JF 
syndrome) – paresis of CN’s 
10, 11
Vill S d JF– Villaret Syndrome = JF 
syndrome plus Horners

Ear and MastoidEar and Mastoid

ds 

tion

9, 



ParagangliomasParagangliomas

• Rx is complete surgical ex
• If secretory must address t

bl k d )blockade)
• Trans canal, trans mastoid

temporal, intra cranialp ,
• Pre-op embolization is a n
• If you think it invades the 

t di t b dstudies must be done
• RT or stereotactic radiosu

up to 90%p

cision
this (alpha or beta 

d-lab, trans cervical, infra 

neccessity
ICA, balloon occlusion 

urgery  can halt disease in 



Lesions of the Lesions of the PetrousPetrous

• Cholesterol granulomas
– Most common lesion of the 

petrous apexpetrous apex
– Negative pressure in lumen 

causes hemorrhage
– Expansile lesionp
– Hearing loss, tinnitus, vertigo

facial twitching
– HRCT
– MRI diagnostic

• T1 and T2 hyperintense

Apex and Apex and ClivusClivus

o, 



Lesions of the Petrous Lesions of the Petrous Apex and ClivusApex and Clivus



Ch l l GCh l l GCholesterol GranuCholesterol Granu

• Causes: poor drainage 
obstruction of ventilatiobstruction of ventilati
cholesterol crystals fro

• Rx is surgical drainage• Rx is surgical drainage

lllomaloma

of ME, hemmorhage, 
ion, FB reaction toion, FB reaction to 
m HB catabolism

ee



Lesions of the IAC, CPLesions of the IAC, CP

• Schwannomas (no longer 
acoustic)
– Arise from sheaths of cranial– Arise from sheaths of cranial 

nerves
– Vestibular, facial, trigeminal, 

jugularj g
– Varied presentation
– HRCT

• Inhomogeneous enhancemeng
• Smooth mass effect

– MRI – definitive diagnosis
• T1- low intensity
• Marked enhancement with 

gadolinium on T1

PA, and Skull BasePA, and Skull Base

nt



NeoplasmsNeoplasms of the Nof the N
ParanasalParanasal SinusSinus

• Introduction

• Benign Lesions

• Malignant lesionsg

Nose and Nose and 



Neoplasms of Nose aNeoplasms of Nose a
SinusesSinuses

• Very rare 3%
• Delay in diagnosis due• Delay in diagnosis due 

conditions
N l it• Nasal cavity
– ½ benign
– ½ malignant

• Paranasal Sinuses

2

– Malignant

and Paranasal and Paranasal 

to similarity to benignto similarity to benign 

0



Neoplasms of Nose aNeoplasms of Nose a
SinusesSinuses

• Multimodality treatme
• Orbital Preservation• Orbital Preservation
• Minimally invasive sur

2

and Paranasal and Paranasal 

ent

rgical techniques

1



EpidemiologyEpidemiology

• Predominately of older
• Exposure:• Exposure:

– Wood, nickel-refining pr
I d t i l f l th– Industrial fumes, leather 

• Cigarette and Alcohol c
– No significant association

2

r males

rocesses
t itanning 
consumption
n has been shown

2



L iL iLocationLocation

• Maxillary sinus
– 70%– 70%

• Ethmoid sinus
20%– 20%

• Sphenoid
– 3%

• Frontal

2

– 1%
3



P iP iPresentationPresentation

• Oral symptoms: 25-35%
– Pain trismus alveolar rid– Pain, trismus, alveolar rid

• Nasal findings: 50%
Ob t ti i t i h– Obstruction, epistaxis, rh

• Ocular findings: 25%
– Epiphora, diplopia, propt

• Facial signs

2

– Paresthesias, asymmetry

%
dge fullness erosiondge fullness, erosion

hi hhinorrhea

tosis

4



B i L iB i L iBenign LesionsBenign Lesions

• Papillomas

• Osteomas

• Fibrous Dysplasiay p

25



P illP illPapillomaPapilloma

• Vestibular papillomas
• Schneiderian papilloma• Schneiderian papilloma

schneiderian mucosa (s
F if 50% l– Fungiform: 50%, nasal se

– Cylindrical: 3%, lateral w
I d 47% l l– Inverted: 47%, lateral wa

2

as derived fromas derived from 
squamous)

teptum
wall/sinuses

llall

6



I d P illI d P illInverted PapillomaInverted Papilloma

• 4% of sinonasal tumor
• Site of Origin: lateral n• Site of Origin: lateral n
• Unilateral
• Malignant degeneratio

2

aa

s
nasal wallnasal wall

n in 2-13% (avg 10%)

7



Inverted PapillomaInverted Papilloma
ResectionResection

• Initially via transnasal res
– 50-80% recurrence

M di l M ill t i l• Medial Maxillectomy via l
– Gold Standard
– 10-20%

• Endoscopic medial maxille
– Key concepts:

• Identify the origin of the papill• Identify the origin of the papill
• Bony removal of this region

• Recurrent lesions:

2

– Via medial maxillectomy vs. 
– 22%

section:

l t l hi tlateral rhinotomy:

ectomy:

omaoma

8

Endoscopic resection



OOOsteomasOsteomas

• Benign slow growing tu
• Location:• Location:

– Frontal, ethmoids, maxill
Wh b i• When obstructing muc
mucocele formation

• Treatment is local excis

2

umors of mature bone

lary sinuses
l fl l dcosal flow can lead to 

sion

9



Fib d l iFib d l iFibrous dysplasiaFibrous dysplasia

• Dysplastic transformat
collagen, fibroblasts, ancollagen, fibroblasts, an

• Monostotic vs Polyosto
S i l i i f b• Surgical excision for ob

• Malignant transformat
rhabdomyosarcoma ha
radiation

3

tion of normal bone with 
nd osteoid materialnd osteoid material

otic
b t ti l ibstructing lesions
tion to 
as been seen with 

0



M li l iM li l iMalignant lesionsMalignant lesions

• Squamous cell carcinoma
• Adenoid cystic carcinoma
• Mucoepidermoid carcinoma• Mucoepidermoid carcinoma
• Adenocarcinoma
• Hemangiopericytoma
• Melanoma
• Olfactory neuroblastoma
• Osteogenic sarcoma, fibrosarcg ,

rhabdomyosarcoma
• Lymphoma
• Metastatic tumors

3

Metastatic tumors
• Sinonasal undifferentiated car

oma, chondrosarcoma, , ,

1

rcinoma



S llS llSquamous cell carcSquamous cell carc

• Most common tumor (8
• Location:• Location:

– Maxillary sinus (70%)
N l it (20%)– Nasal cavity (20%)

• 90% have local invasio
• Lymphatic drainage:

– First echelon: retropharyn

3

p y
– Second echelon: subdiga

iicinomacinoma

80%)

on by presentation

ngeal nodes

2

g
stric nodes



Staging of MaxillaryStaging of Maxillary

3

y Sinus Tumorsy Sinus Tumors

3



Staging of MaxillaryStaging of Maxillary

• T1: limited to antral muco
• T2: erosion or destruction

including the hard palate a
• T3:  Tumor invades: skin 

i i f i di lsinus, inferior or medial w
ethmoid sinus

• T4: tumor invades orbitalT4:  tumor invades orbital
cribriform plate, post ethm
nasopharynx, soft palate, p

3

infratemporal fossa or bas

y Sinus Tumorsy Sinus Tumors

osa without bony erosion
n of the infrastructure, 
and/or middle meatus
of cheek, posterior wall of 

ll f bit t iwall of orbit, anterior 

l contents and/or:l contents and/or: 
moids or sphenoid, 
pterygopalatine or 

4

se of skull



TTTreatmentTreatment

• 88% present in advanc
• Surgical resection with• Surgical resection with

– Complex 3-D anatomy m

3

ced stages (T3/T4)
h postoperative radiationh postoperative radiation
makes margins difficult

5



Olfactory NeuroblasOlfactory Neuroblas
EsthesioneuroblastomEsthesioneuroblastom

• Originate from stem ce
that differentiate into othat differentiate into o

• Kadish Classification
A fi d t l i– A: confined to nasal cavi

– B: involving the paranasa
C di b d h– C: extending beyond thes

3

tomatoma
mama

ells of neural crest origin 
olfactory sensory cells.olfactory sensory cells.

itity
al cavity

li ise limits

6



Olfactory NeuroblasOlfactory Neuroblas
EsthesioneuroblastomEsthesioneuroblastom

• Aggressive behavior
• Local failure: 50 75%• Local failure: 50-75%
• Metastatic disease deve
• Treatment:

– En bloc surgical resection

3

tomatoma
mama

elops in 20-30%

n with postoperative XRT

7



O l C i CO l C i COral Cavity CancerOral Cavity Cancer

• Introduction

• Premalignant Lesions

• Malignant Lesionsg

rr



E id i lE id i lEpidemiologyEpidemiology
• 95% are squamous cell c
• Risk factors

– Smoking (depends on dosa
– Alcohol
– Snuff dipping / tobacco che
– HPV (subtype 16)
– Reverse cigar smoking (Ind
– Betel-nut chewing (Asia)
– ?Poor dentition / mechanic

carcinoma

age and type)

ewing

dia)

cal irritation (dentures)



E id i lE id i lEpidemiologyEpidemiology

• 75% of cases occur on 
areaarea
– Area from ant FOM alon

lat border tongue to retrolat border tongue to retro
pillar

– Flow and pooling of carcp g
here

• Incidence 4% cancers ic de ce % ca ce s
(increasing in females)

10% of mucosal surface 

ng gingivobuccal sulcus and 
omolar trigone and ant tonsilomolar trigone and ant tonsil 

cinogen-contaminated saliva g

in males, 2% in females a es, % e a es



E l i d DiE l i d DiEvaluation and DiaEvaluation and Dia

• Lesions generally easy 
• Simple biopsy under lo• Simple biopsy under lo
• Important goals:

– Stage full extent of disea
– Rule out synchronous pri
– Evaluate for possible met

• CT or MRI for T2 or g
• Staging endoscopy

iiagnosisagnosis

to see
ocal anesthesiaocal anesthesia

se
imary
tastatic disease

greater



AJCC TNM S iAJCC TNM S iAJCC TNM StaginAJCC TNM Stagin

• Primary Tumor (T)
– Tx: unassessable– Tx: unassessable
– T1: tumor 2cm or less in 

T2: tumor 2 4cm– T2: tumor 2-4cm
– T3: tumor >4cm

T4 t i d dj– T4: tumor invades adjace
• Cortical bone, deep tongu

skinskin

ngng

greatest diameter

t t tent structures
ue musculature, maxillary sinus, 



Diff i l DiDiff i l DiDifferential DiagnDifferential Diagn
• Granular cell myoblastoGranular cell myoblasto
• Minor salivary gland neo

Ad id ti id– Adenoid cystic, mucoepide
• Sarcomas (rhabdo, lipo, 
• Hodgkin and NH lymph
• Malignant melanomag e o
• Hairy leukoplakia, Kapo

HIV immunocompromised– HIV, immunocompromised

iiosisosis
omaoma
oplasm

id dermoid, adeno-ca.
MFH, leiomyo)
oma

osi sarcoma
dd



P li L iP li L iPremalignant LesiPremalignant Lesi
• Leukoplakiap

– Hyperkeratosis, dysplasia
– Malignant transformation gg g
– Treatment:

• Surgical or laser excisiong
• Topical bleomycin, retinoid

• Erythroplasiay p
– Greater risk of malignancy

iiionsions

greater in non-smokersg

s, 

y



P i FP i FPrognostic FactorsPrognostic Factors
• Poor prognostic tumor fp g

– Tumor thickness (3mm FO
– Stageg
– Perineural invasion
– Lymphatic invasionLymphatic invasion
– Vascular invasion
– Neck/distant metsNeck/distant mets
– DNA ploidy

Pathology– Pathology

ss
factors include
OM, 5mm tongue)



Treatment and post
neoplasms ofneoplasms of

SURGERY
• Primaryy

– Resection with adequate margins; frozen 
– Tracheostomy as needed
– Feeding tube optional 

Surgical orientation of specimen for patho– Surgical orientation of specimen for patho
• Neck

– Modified/radical dissection for unilateral 
metastases in both necks

– Suction drainage 
• Perioperative care 

– Antibiotics
– Hospitalization for 3–10 daysHospitalization for 3 10 days
– Tube feedings 
– Suction drainage for necks(s)—remove w
– Suture removal 5–10 days postoperatively

ttreatment follow-up: 
f the oral cavityf the oral cavity 

section as needed 

ologistologist 

metastatic disease and bilateral dissections for 

when output <25–30 mL/24-h period
y



T f PhT f PhTumours of PharynTumours of Pharyn

• Nasopharyngeal Carcin

• Oropharyngeal Carcin

• Hypopharyngeal Carciyp p y g

nxnx

noma

noma

inoma



Nasopharyngeal CNasopharyngeal C
I d iI d iIntroductionIntroduction

• Rare in the US, more c
• High index of suspicion• High index of suspicion

diagnosis
N h l li• Nasopharyngeal malign
– SCCA (“nasopharyngeal 
– Lymphoma
– Salivary gland tumors
– Sarcomas

CarcinomaCarcinoma

common in Asia
n required for earlyn required for early 

inancies
carcinoma”)



Cl ifi iCl ifi iClassificationClassification

• WHO classes
– Based on light microscopg p
– All SCCA by EM

• Type I - “SCCA”Type I SCCA
– 25 % of NPC (in North A
– 1-2 % NPC of endemic pp
– moderate to well differen

SCCA ( keratin, intercell

py findingspy g

Amer population)
populationsp p
ntiated cells similar to other 
lular bridges)



Cl ifi iCl ifi iClassificationClassification

• Type II - “non-keratini
– 12 % of NPC– 12 % of NPC
– variable differentiation o

anaplastic)anaplastic)
– minimal if any keratin pr
– may resemble transitiona– may resemble transitiona

bladder
– Lumped with Type III inLumped with Type III in 

izing” carcinoma

f cells (mature to 

roduction
al cell carcinoma of theal cell carcinoma of the 

1991 WHO revision1991 WHO revision



Cl ifi iCl ifi iClassificationClassification

• Type III - “undifferent
– 60 % of NPC in North A– 60 % of NPC in North A

NPC in young patie
cases

– Difficult to differentiate f
microscopy requiring spe

– Diverse group
• Lymphoepitheliomas, spin

variants

tiated” carcinoma
mer population majority ofmer population,  majority of 
ents, and 95% of endemic 

from lymphoma by light 
ecial stains & markers

ndle cell, clear cell and anaplastic 



E id i lE id i lEpidemiologyEpidemiology

• Chinese native (esp Gu
Chinese immigrant > NChinese immigrant > N
caucasian
– Both genetic and environBoth genetic and environ

• Genetic
HLA hi t tibilit l– HLA histocompatibility l

• HLA-A2, B17 and Bw46

uangdong province) > 
North AmericanNorth American 

nmental factorsnmental factors

l i ibl kloci possible markers



E id i lE id i lEpidemiologyEpidemiology

• Environmental
– Viruses– Viruses

• EBV- well documented vi
and also anti-EBV serolog
NPC

• HPV - possible factor in W

i i l d fi h– Nitrosamines - salted fish
– Others - polycyclic hydro

i f ti h iinfection, poor hygiene, p

iral “fingerprints” in tumor cells 
gies with  WHO   type II and III 

WHO type I lesions

hh
ocarbons, chronic nasal 

til tipoor ventilation



Cli i l P iCli i l P iClinical PresentatiClinical Presentati

• Often subtle initial sympto
– unilateral HL (SOM)( )
– painless, slowly enlarging ne

• Lymphatic channels cross midl

• Larger lesions
– nasal obstruction

i i– epistaxis
– cranial nerve involvement

iiionion

oms

ck mass (70%)
line in NP, bilateral disease common



S i EUCCS i EUCCStaging EUCCStaging EUCC

• T1 – tumor confined to NP
• T2 – tumor extends to soft

– T2a:  into OP or nasal cavity 
– T2b:  with parapharyngeal ex

pharyngobasilar fascia)
• T3 – Tumor invades bony 

paranasal sinuses
• T4 intracranial extension• T4 – intracranial extension

nerves, infratemporal foss
masticator space

P
t tissue
with no parapharyngeal extension

xtension (beyond the 

structures and/or 

n involvement of cranialn, involvement of cranial 
sa, hypopharynx, orbit or 



TTTreatmentTreatment

• External beam radiatio
– Dose: 6500-7000 cGy– Dose: 6500-7000 cGy
– Primary, upper cervical n

Consider 5000 cGy proph– Consider 5000 cGy proph
negative lower neck

on

nodes
hylactic tx of clinicallyhylactic tx of clinically 



TTTreatmentTreatment

• Adjuvant Chemotherap
– Stardard of care– Stardard of care
– Cisplatnium (hematologi

overlapping toxicity)overlapping toxicity)
– 5-FU

py

c sideeffects therefore not 



OropharyngealOropharyngeal CaCa
I d iI d iIntroductionIntroduction

• Relatively uncommon
• 6th and 7th decades mai6 and 7 decades mai
• Increasing in 4th and 5t

• Male predominance• Male predominance
• SCC = 90%

T b d l h l• Tobacco and alcohol
• Complex, multimodal t
• Team approach

ancerancer

inlyinly
th decades

treatment



A tA tAnatomyAnatomy
• Connects nasopharynx toConnects nasopharynx to 

hypopharynx
• Ant

– Circumvallate papillae
– Anterior tonsillar pillars
– Junction of hard and soft 

palates



AAAnatomyAnatomy

• Pharyngeal walls
– Mucosa, submucosa, pharyng

muscles buccopharyngeal famuscles, buccopharyngeal fa
• Tonsils sit in tonsillar foss
• Soft Palate

– Palatine aponeurosis
– Tensor veli palatini

Levator veli palatini– Levator veli palatini
– Uvular muscle
– Palatoglossus

l h– palatopharyngeus

gobasilar fascia, constrictor 
sciascia
a



E i lE i lEtiologyEtiology

• SCC arise from the accum
alterations to genes impor
growth and deathgrowth and death

• Cells have selective growth
– Genetic
– Environmental

• Tobacco and alcohol
• Dose related
• Synergistic

– HPV and EBV
– Dietary factorsy
– Immunosuppression 

mulation of multiple genetic 
tant to the regulation of cell 

h advantage



Hi h lHi h lHistopathologyHistopathology

• Premalignant lesions
– Leukoplakia

E th l ki– Erythroplakia
– Lichen planus

• SCC and variants >90%
• Spindle cell – clinically an

SCC
V f ti d• Verrucous – fungating and
differentiated keratinizing
cellular atypia or mitosis

• Both invade deeply with ra

d biologically similar to 

d l i ith lld slow growing, with well 
g epithelium and rare 

are mets



Hi h lHi h lHistopathologyHistopathology

• Lymphoepitheliomas
– Grow rapidly and readily– Grow rapidly and readily
– Tonsillar region

Younger patients without– Younger patients without
• Adenoid squamous, ad

b l id SCCbasaloid SCC are rare 
(latter two have early m

y metsy mets

t risk factorst risk factors
enosquamous, and 

d hi hl iand highly aggressive 
mets)



TTTreatmentTreatment

• Team approach
– Surgeons and Radiation Onco

SLP– SLP
– Oral Surgeon

• T1 and T2 – surgery or rag y
• T3 and T4 – combined mo
• Neck

– N0 and N1 – surgery or XRT
– N2 and N3  - combined moda
– Both necks treated with centr
– Retropharyngeal nodes are al

ologists

adiation
odality

T
ality
ral lesions
lways treated



H h lH h l CCHypopharyngealHypopharyngeal CC

• Incidence – 5-10% of a
cancers (0.5% of all macancers (0.5% of all ma

• M>F: males have 8X in
F l ith Pl• Females with Plummer
– Large increase in risk of 

i id icricoid region

CCCancerCancer

all upper aerodigestive 
alignancies)alignancies)
ncreased risk

Vi **r-Vinson**
developing SCC of the post-



H h l CH h l CHypopharyngeal CHypopharyngeal C

• Risk Factors
– Smokingg
– EtOH
– Chronic reflux disease

• Treatment Challenge:
– Patients often present with ad
– May be complicated by sever

CCCancersCancers

dvanced disease
re malnutrition



Hypopharynx Hypopharynx -- AA
• Abuts the oropharynx at 

the level of the hyoid, 
extends to the level of theextends to the level of the 
inferior border of the 
cricoid

• 3 sub-sites: piriform 
fossa(e), post-cricoid 
region posteriorregion, posterior 
pharyngeal wall

AnatomyAnatomy



Hypopharynx Hypopharynx -- AA
• Piriform apex –

junction between the 
post-cricoid area and 
the inferior aspect of 
the piriform fossaethe piriform fossae

AnatomyAnatomy



Staging EStaging E
• Most important component

of procedure (secondary to 
obtaining Bx samples forobtaining Bx samples for 
diagnosis) is determining 
the inferior limit of the 
tumourtumour

• Common site: piriform 
fossae, post pharyngeal 
wall post cricoid regionwall, post-cricoid region

EndoscopyEndoscopy
t 



P h lP h lPathologyPathology

• ~95% of cancers of the hypoph
• Lymphomas• Lymphomas

– Angiocentric T-cell lymphoma
– MALT (mucosa associated lympho

Non-hodgkins lymphoma– Non-hodgkins lymphoma
• Adenocarcinomas

– May originate in the minor salivary
• Benign lesions• Benign lesions

– Limpoma: < 1%, usually resected d

harynx are SCC

oid tissue)

y glands of the hypopharynx

due to risk of airway obstruction



S i l T O iS i l T O iSurgical Tx OptionSurgical Tx Option

• Hypopharynx
– Based on Site of Involvemen

Pi if F (64%)• Piriform Fossa (64%)
• Posterior Pharyngeal Wall (30%
• Post-cricoid (4%)

Treating the Neck– Treating the Neck
• Hypopharynx

– Neck mets in 75%
– In N0 neck risk of occult nod

dissections)**
– Risk of disant mets at present

nsns

t

%)

es ~30-40% (all patients get neck % ( p g

tation ~20%



H h T SH h T SHypopharynx Tx SHypopharynx Tx S

ProcedureProcedure T T 
Partial PharyngectomyPartial Pharyngectomy T1, T2T1, T2

Partial Partial 
LaryngopharyngectomyLaryngopharyngectomy

T1, T2, T3T1, T2, T3

SupracricoidSupracricoid T1 T2 T3T1 T2 T3Supracricoid Supracricoid 
hemilaryngectomyhemilaryngectomy

T1, T2, T3T1, T2, T3

Endoscopic CO2 laser Endoscopic CO2 laser 
resectionresection

T1, T2 (poT1, T2 (po

Total Laryngectomy with Total Laryngectomy with 
partialpartial--total pharyngectomytotal pharyngectomy

T3T3

Total LaryngoTotal Laryngo--PharyngoPharyngo-- T4T4
esophagectomyesophagectomy

S i l O iS i l O iSurgical OptionsSurgical Options

stagestage ReconstructionReconstruction
Primary closurePrimary closure

33 Regional or free flapRegional or free flap

33 Primary closurePrimary closure33 Primary closurePrimary closure

ossibly T3, T4)ossibly T3, T4) Secondary intentionSecondary intention

Primary closure vs. Primary closure vs. 
regional or free flapregional or free flap

Gastric pullGastric pull--upuppp pp



L l TL l TLaryngeal TumourLaryngeal Tumour

• Introduction

• Benign Lesions

• Malignant Lesionsg

rsrs



E id i lE id i lEpidemiologyEpidemiology

• 11 600 new cases laryn
USAUSA

• ~1% of all cancers (exc
79% i ♂• 79% occur in ♂

• >90% are squamous ce

geal cancer per year in 

cluding skin)

ell carcinomas (SCC)



E i lE i lEtiologyEtiology

• EtOH – supraglottic
• Tobacco – glotticg
• GERD – chronic laryng
• Viral infection
• Asbestos
• Nickel
• Wood
• Isopropyl alcoholp py
• Radiation

geal irritation



L lL l P illP illLaryngeal Laryngeal PapilloPapillo

• Most common benign l
etiologyetiology

V l f ld d b l t• Vocal folds and subglot
laryngeal sites

iimatosismatosis

laryngeal tumor, HPV 

tti tttis most common 



L lL l P illP illLaryngeal Laryngeal PapillomPapillom

• More prevalent in child
individuals over 30 yeaindividuals over 30 yea
– HPV is transmitted to chi

cervixcervix
– Risk of transmission 1:40

• Papillomas appear mul• Papillomas appear mul
either sessile or exophy

May resemble carcinoma– May resemble carcinoma

iimatosismatosis

dren, less common in 
ars of agears of age
ild through birth canal from 

00
ltinodular and may beltinodular, and may be 
ytic
a in site or even invasive SCCa-in-site or even invasive SCC



ExophyticExophytic, , p yp y ,,
warty, warty, 
f i bl tf i bl tfriable, tanfriable, tan--
white to red white to red 
growthsgrowths



L lL l P illP illLaryngeal Laryngeal PapillomPapillom

• Most common viral sub
16 or 18 have higher po16 or 18 have higher po
change

• Hoarseness is common• Hoarseness is common 
by airway obstruction a
difficultydifficulty

iimatosismatosis

btypes are 6 or 11, but 
otential for malignantotential for malignant 

early symptom followedearly symptom followed 
and respiratory 



L lL l P illP illLaryngeal Laryngeal PapillomPapillom

• Laryngeal papillomas p
seem to be less aggressiseem to be less aggressi
but remission rate unp
– In adults growth may beIn adults, growth may be

hormone change such as 
• Malignant degeneratio• Malignant degeneratio

papillomas rare and us
history of radiotherapyhistory of radiotherapy

iimatosismatosis

presenting in adults 
ive than juvenile formive than juvenile form 
redictable
rapid during periods of rapid during periods of 
during pregnancy
n of laryngealn of laryngeal 

sually associated with 
y tobacco abuse or bothy, tobacco abuse or both



TTTreatmentTreatment

– Surgery
• Laser microlaryngo• Laser microlaryngo

CO2 [10.6um] or N
power setting of 2 8power setting of 2-8

• Powered microdebr
• Always biopsy befo

proceeds

oscopy (most commonlyoscopy (most commonly 
d:YAG [1.06um]) at 
8W pulse or continuous8W pulse or continuous
rider
ore remainder of case 



C TC TCont TreatmentCont Treatment

– Interferon
• Bad chronic side-effects ((
• Lesions tend to return afte

– Intralesional cidofovir (a
– Indole-3-carbinol (found 

works via inhibition of es
– Acyclovir
– Photodynamic therapyy py

myalgias, flu-like symptoms)y g , y p )
er interferon finished

cyclic nucleoside analogue)
in cruciferous vegetables, 

strogen metabolism)



S l i GlS l i GlSupraglottic vs GloSupraglottic vs Glo

• North America glottic c
(2:1)(2:1)

• France supraglottic > g

i Dii Diottic Diseaseottic Disease

cancer > supraglottic 

glottic (2:1)



Anatomy Anatomy -- GlottisGlottis
• True vocal cordsTrue vocal cords
• Anterior and posterior c

S i i i f• Superior limit – apex of 
• Inferior limit – 1 cm infe

isis

commissures
iventricle

erior to line through apex



S iS i E l GlE l GlStaging Staging –– Early GlEarly Gl

• Tis – no invasion beyon
• T confined to glottis• T1 – confined to glottis 

• T1a – tumor limited to on
T t i l b th• T1b – tumor involves both
mobility

l il ilotticlottic

nd basement membrane
with normal mobilitywith normal mobility

ne vocal cord
h d li it ti ih cords, no limitation in 



S iS i E l GlE l GlStaging Staging –– Early GlEarly Gl

• T2 – extend into supra-
complete vocal cord fixcomplete vocal cord fix
• T2a – involve supra- or su

movementmovement
• T2b – impair movement o

complete fixationp

l il ilotticlottic

- or subglottis without 
xationxation
ubglottis but do not impair 

of vocal cords, but not 



S iS i AdAdStaging Staging –– AdvanceAdvance

• T3 – complete vocal cor
space, ± minor thyroidspace, ± minor thyroid 
cortex)

• T extends beyond lar• T4 – extends beyond lar
cartilage

d Gl id Gl ied Glotticed Glottic

rd fixation, ± paraglottic 
cartilage erosion (innercartilage erosion (inner 

rynx into thyroidrynx, into thyroid 



SSSymptomsSymptoms

• Hoarseness >4 weeks –
• Occasionally may prese• Occasionally may prese
• Dysphagia
• Hemoptysis

– investigate
ent without hoarsenessent without hoarseness



Gl i C iGl i C iGlottic CarcinomaGlottic Carcinoma

• Early: irregular area o
• Advanced: exophytic f• Advanced: exophytic, f

ulcerated mass
M l k ti• More commonly kerati
moderately differentiat

• In situ component
• Invasive component prp p

of mucosal thickening
fungating endophyticfungating, endophytic, 

i i i ll tinizing, well to 
ted

redominantly infiltrative y



Gl i C iGl i C iGlottic CarcinomaGlottic Carcinoma

• Up to 20% of T1 cancer
vocal cord ligament invvocal cord ligament inv

rs have some degree of 
vasionvasion



Gl tti C iGl tti C iGlottic CarcinomaGlottic Carcinoma
• Most tumors originateMost tumors originate 

on free surface of 
vocal cordvocal cord 

• Anterior 2/3



Gl i C iGl i C iGlottic CarcinomaGlottic Carcinoma



TTTreatmentTreatment

• Early Stage: 
Laser or RadiationLaser or Radiation

• Advance Stage: 
Chemo+Radiation
Surgery+Radiation
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