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LOBULAR CAPILLARY HEMANGIOM

(BLEEDING SEPTAL POLYP /
PYOGENIC GRANULOMA)

[ A VASCULAR TUMOR OF THE NASAL CAVITY )

40-year-old male with profuse right nostril epistaxis
and a pinkish-purple nasal mass.

COMPLETE DIAGNOSIS ¢ N ETIOPATHOGENESIS

Lobular Capillary Hemangioma 2 3 , ) S S ol
P ry g A benign, highly vascular lesion ; 1 \ ® Thought to be a reactive lesion rather

(Bleeding Septal Polyp / composed of prolferating capillries| /488 : ' than a true neoplasm.

Pyogenic Granuloma) MV “;:‘::‘:'"“ ¥ R Precipitating factone
mmatory prese; L = Local irritation or trauma

Pinkish-red, friable

vascular mass

— a benign vascular tumor a friable mass that bleeds easily. Chronic inflammation

+*
r . \ [ *
of the nasal cavity. & - - N + Hormonal influences (pregnancy)
I + Use of nasal steroids

CLINICAL FEATURES ite: ) DY FRRTe
Anterior nasal septum ® |Increased angiogenesis leading to
Symptoms

L proliferation of capillaries.
® Recurrent, unilateral epistaxis A B, HISTOPATHOLOGY Z
(often profuse) / ) TR DIFFERENTIAL DIAGNOSIS

» Nasal obstruction
Nasopharyngeal angiofibroma

® Nasal mass / ! y Distinguishi :
A ) el 7 il 4 + Jﬁmgulshlng _points
» Occasionally discharge or crusting n ) : a =0 it ’?}“'\ 2 Hemangioma 9
: T Inverted papilloma LCH is a red,
Signs

friable, highly
e Solitary, red to pinkish, smooth or - . 2 ot Antljnchoanal polyp vascular lesion,
lobulated mass, usually pedunculated. \ > : “tea H‘-;—,x;. I Angiosarcoma usually anterior,
® Arises most me fmm anterior B e a"amm; Pty :tsﬁ‘lelsmr:eumhlastoma whereas JNA is
nasal septum (Kiesselbach's area). ascular mass capillaries. dazal poyp posterior, more

® Bleeds on touch, bleeds on touch Edematous stroma with mixed Pyogenic granuloma of skin aggressive and
® Size varies from few mm to several cm. inflammatory cells. (extranasal origin) seen in adolescent

® Overlying ulcerated epithelium. males.
A i P ) e

TREATMENT STRATEGY = COMPLICATIONS

1. Diagnostic Nasal Endoscopy 1. Medical Preparatlnn l AR Recurrence (2-15%)

= Red, friable vascular mass seen . Control bleeding (packing if required) g Secondary infection

Discontinue irritants (if any) .- Septal perforation (rare)

2. Imaging (if required) I
— CT PNS: Soft tissue mass, | - +
no bony destruction {except CT PNS (Coronal view) 2. Definitive Treatment

Soft tissue mass arisin Surgical Excisi -
ssure effect). 9 urgical Excision ;
P‘: ‘N } I . from nasal septum Complete excision of the lesion i \ PROGNOSIS l 3
g ekt including its base. A Excellent after complete excision.

3. Laboratory Can bel dnnet:n@er local or Recurrence is uncommon if the
St lelac base is completely removed.

= CBC, Blood grouping W Diathermy / cautery to base 4 N i A
— Coagulation profile (if bleed history) i | to raduce recurrence. . \ |_® No malignant potential.
3. Adjuncts (if needed)

» Preoperative cauterization
* Endoscopic excision for better vision

(usually from anterior septum) | Correct anemia . Bl Excessive intracperative bleeding I

Anemia (if recurrent bleeding)

' Most common vascular tumor of
nasal cavity.

Nasal endascopic viaw / - + Commeon in adults (20-50 yrs).
o wapauler mase - 4 ) v Presents with recurrent epistaxis

4. Follow Up i . & and red vascular mass.
* Regular follow-up to detect Ll + Usually arises from anterior
| |__recurrence (rare but possible) - ive heali nasal septum.
+ Treatment is complete surgical

COMPARISON WITH NASOPHARYNGEAL ANGIOFIBROMA - ELOW CHART excision with cauterization of base.

" Feature Lobular Capdlary Hemangioma | Nasnpharyngeal Anginﬁbroma ; ( Patient with unilateral epistaxis R -~ HISTOLOGICAL PICTURE .
| SR == =T
AR

Adults (20-50 yrs) | Adolescents (10-20 yrs) & red nasal mass
Anterior nasal septum (comman) Nasopharynx (posterior) 5

4. Note: Biopsy is usually done L | I
after adequate control of bleeding. § L

| { Nasal Erlduscopy- ]
Epistaxis Recurrent, variable Profuse, torrential +
Vascularity | Moderate | Highly vascular [ imaging (CT PNS if needed)
Imaging No bone destruction Bone remodeling / erosion [ surgical E:tcisi:l T Caltarieation |
Treatment Simple excision Pre-op embolization + excision L of base

Recurrence | Low | Higher (10-30%)

[_ Follow up ] Lobular capl!lary proliferation
- 2 mth lnﬂammabory stroma (H&E)

— & Dr Ashik SureshKumar o




JUVENILE NASOPHARYNGEAL

THE COMMONEST NASOPHARYNGEAL TUMOR IN ADOLESCENT MALES

Typical reddish
A benign but locally aggressive, highly vascular tumor arising from the vascular mass seen

posterolateral wall of the nasopharynx in adolescent males. G Prdascopy

( EPIDEMIOLOGY g CLINICAL FEATURES Fm
* Age

: 10 = 20 years (peak 13-17 yrs) * Exact cause unknown.

* Sex : Almost exclusively males (95%) | (most comimon and earliast symptom)
* Incidence: 1 in 150,000 males o Nagal ohetroction

© Rare after 25 YTS_ * Mass in nasopharynx / oropharynx
* Mouth breathing
SITE OF ORIGIN * Aural symptoms (Eustachian tube block)

. ressive, recurrent and profuse epistaxis
froa o ; * Androgen dependent (regresses after

puberty)
¢ Increased vascularity due to:
- High estrogen receptor level
~- High VEGF levels
* No malignant potential.

| Arises from the mucosa of the : ( o Headache ]
sphanipalatirie:forsman in'the § * Facial swelling {advanced cases) HISTOPATHOLOGY 3
pasterclateraliwall of the « Cranial nerve palsies (advanced cases) Reddish, lobulated, MO SRR S L
nasopharynx. ! Es : highly vascular mass | ;-b@%'r"“ ':E.&ah ). i
» Symptoms increase with puberty that Blsdren tondh 'QI; o .1; s -\L‘ ,?. d
Sphenopalatine S | it R
foramen ~ = n’ 't.-: kﬁ‘- ‘1- -

B3 EB A

i w
¢ Numerous blood vessels of varying size
INVESTIGATIONS ™ | » Thin-walled vascular channels
1. NASAL ENDOSCOPY —m Sl 3. DIGITAL SUBTRACTION [ Gibralsgstranta
[ ANGIOGRAPHY (DSA) » Covered by respiratory epithelium
# Reddish, smooth or lobulated CT SCAN (CECT) MRI - = — ——
| mass in nasopharynx b - A ; i

RADIOLOGICAL SIGNS (CT)

. HOLMAN-MILLER SIGN
Anterior bowing of posterior wall
of maxillary sinus due to tumor
in pterygopalatine fossa.

» Bleeds on touch

-

| » May extend to choana,
nasal cavity or oropharynx

* Soft tissue mass in nasepharynx | lsointense on T1 * Demonstrates feeding vessels 2. WIDENING OF PTERYGOPALATINE FOSSA
o Expansile remodelling / erosion = Hyper on T2 (usually from IMA — sphenopalatine
of bony walls « Flow voids branch) Widened
) . * Intense enhancement « Defines extent and = Helps in pre-operative embolization pterygopalatine
L‘ o J [post-contrast) intracranial extension
== = J —

L STAGING - RADKOWSKI Sy BLOOD SUPPLY [l DIFFERENTIAL DIAGNOSIS

Stage ! Extent ® Primarily from Internal Maxillary Artery » Nasal polyp
17 | Confinai o massphmiys (sphenopalatine branch) X : |
| Inverted illoma
1B Extends to nasal cavity = Also from ascending pharyngeal, » Maso, hnrmap eal carcinoma % | /
and/or paranasal sinuses facial, palatine, and ascending g {8 T
— ] {ating artéries * Hemangioma ; . - 5
A :ﬂlnll‘lﬂll ptlzrygnpnlat:ne S /| Rhinosporidiosis 4, Bone remodeling / erosion of pterygoeid plates,
ossa involvement id si i i
- T ore T P DIAGNOSTIC TRIAD — s Lymphoma | sphenoid sinus, maxillary sinus w'allis & skull base.
| fossa involvement @ Adolescent male (10-20 yrs) || o Other vascular tumars : Intense ‘cuntmst enhancement (highly vascular).
¢ Infratemporal fossa involvement | o Recurrent, profuse epistaxis T‘ Flow "U"_’i on ":Rl u N |
.i.ll. 'ul_n;;.grgnim;ﬁ;ﬁsig_n ) 9 Reddish Vot cular mass Tn . Intracranial / orbital extension in advanced cases.
\ nasopharynx - o | (JNA causes pressure erosion, not aggressive destruction,) |
TREATMENT STRATEGY
’~ r e o — - —_—
1. PRE-OPERATIVE w 2. SURGICAL EXCISION 3. BASE CAUTERIZATION 4. POST-OPERATIVE CARE ' COMPLCMIDNS )
EMBOLIZATION « Endoscopic endonasal approach S Caian the sitachimert i Nasal picid | * Intraoperative hemorrhage
» 24-72 hours before surgery ’ ;:;::::‘:u?";:d, & ’ (sphenopalatine foramen I. * Hematinics & R.le:?:;a/ e b
« Embolize feeding vessels | o b (lateral and surrounding area) SR (10=30%)
* Open approac (lal eral * Antibiotics * Cranial nerve palsies
(mostly IMA) rhinotomy / midfacial # Prevent recurrence « Reqular follow up with
» Reduces intracperative | degloving) for advanced g B P : ' | % CSF leak
blood loss tumors endoscopy & imaging | |8 Orbital complications

[ 1] s Complete excision with

* Soft tissue / bony infection

clearance of attachment
s Facial deformity (rare)

_ ® '
(pterygopalatine fossa) (. - I
{ 20° - ﬁf !
¥ Endoscopic Y Ogen
approach =

\ " approach s ['EY RADIOLOGICAL FEATURES (CT) == _
FOLLOW UP — . \ FLOW CHART (SUMMARY) —_—

| | = J

= Featurs | Finding Adolascant mals with recorrant epistaxis & nasal mass
* Regular nasal endoscopy ( PROGNOSIS = Location Nasopharyngeal mass &+
| Mature Enhancing soft tissue mass | Nasal endoscopy
* Imaging (CT/MRI) if indicated = Excellent with comp isi > z . L
Bone changes = Remodeling / arosion of pterygoid | CT / MRl (extent) + DSA [vascularity)
| » Recurrence usually oceurs within * Recurrence rate: 10-30% plates, spheneid, maxilla
2-3 years | ® No malignant petential Extension Nasal cavity, paranasal sinuses, Pre-operstivaiembolizstion
. 7 pterygopalatine fossa, ITF, = 4 Ba :
* Long term follow up is necessary * Quality of life - excellent ii or intracranial Surgical excision + Base cauterization
Enhancement | Intense and homogeneous L Follow up (endoscopy + imaging)
enhancemant —— !

~GNo By: Ashik SureshKumar ~ezo—




. RHINOSPORIDIOSIS

A CHRONIC GRANULOMATOUS DISEASE OF THE NOSE AND NASOPHARYNX

Rhinosporidiosis is a chronic granulomatous disease caused by
Rhinosporidium seeberi, characterised by the presence of
polypoidal, friable, reddish lesions in the nasal cavity and nasopharynx.

@ CLINICAL FEATURES

* Common in India, Sri Lanka,
South Asia, parts of Africa. * Nasal obstruction

® Occurs in all age groups but

ETIOLOGICAL AGENT

® Caused by Rhinosporidium seeberi

* Now classified among aquatic

* Recurrent epistaxis (most common symptom) protistan organisms.

® A large (spore forming)

® Nasal — pinkish, red, idal,
asal mass — pinkish, red, polypoi oo Neeeariaen

friable lesion
® Mature sporangia contain

caiont et Uyl * Rhinorrhea, nasal discharge

numerous El'ldOGPDI’ES.

conditions. * Sneezing
® Mass may extend to nasopharynx, oropharynx, . Sporangial
L ’ i larynx, conjunctiva, skin, urethra and Classic "strawberry” veall
other mucosal sites (rare). appearance with
white dots (sporangia) | Endospores

» Nose — most common

CHARACTERISTICS OF LESION

2,
— Septum (Kiesselbach's area)
Polypoidal, smoath or lobulated

~ Inferior turbinate s L o

— Lateral wall e Pink to red, highly vascular
o Nasopharynx o Friable - bleeds easily on touch
+ Oropharynx * Surface studded with tiny white dots

(mature sporangia)
 Larynx
« Conjunctiva, skin, urethra (rare) s Sl o sestile
e Size varies from a few mm to several cm
N \ } Wl )|  Stratified squamous epithelium with
B DIAGNOSIS pu i
( ( h o Thick-walled sporangia of varying sizes

e Clinical appearance + history in the stroma.
« Diagnostic nasal endoscopy * Each sporangium contains numerous

Hi tholegical inati i
. ogical examination

is:Pa :h 9 di i » Surrounding inflammatary infiltrate with

Soninme Swe dagnaes plasma cells, lymphocytes, eosinophils,

» Biopsy is safe and diagnostic. giant cells.
Polypoidal red mass Surface showing white —— —

in nasal cawty dots (sporangia) J TREATMENT (Choice)
DIFFERENTIAL DIAGNOSIS m— - [ke Surgical excision of the lesion with cauterization

) of the base.
| ® Lobular capillary h gioma * Diagnostic nasal endoscopy - to assess site, [
* Inverted papilloma | > Granulomat?us Ies:: ‘ | esast and attachement: = End:;copic excision # cauterization
» Nasopharyngeal angiofibroma A :;‘Wswu LBSB}‘ * Biopsy for histopathology ~ confirms diagnosis. — External approach (rarely needed)
* Antrochoanal polyp = * Imaging (CT/MRI) - for large lesions or * Electrocautery/diathermy at the base to
suspected extension. destroy residual spores and reduce recurrence.
* Routine blood tests. e Large nasopharyngeal lesions - may require

staged excision.

G COMPLICATIONS o M PROGNOSIS e oo B

Ciueri:aﬁan of base

2 R::u:r:t::e c(:;::_?::;f i s Excellent after complete excision @ Chronic granulomatous disease caused by Rhinosporidium seeberi.
;:qnd y, i ' with cauterization. Common in India and South Asia; associated with pond bathing.
. {a] ar)! in on 4 ’ ] i 4
«. Anemia/(due to recurrent bleeding) | | ® Recurrence is uncommon if the a Presents with recurrent epistaxis and polypoidal pink/red mass.
+ Septal perforation (rare) base is adequately cauterized. @ Classic strawberry appearance with white dots (sporangia).
| . = X s
« Extension to nasopharynx, oropharynx  Malignant transformation — not reported. Diagnosis confirmed by histopathalogy (sporangia with endospores).
or ather sites (rare) * Treatment — complete excision with cauterization of base.
| i G Good prognosis; recurrence if cauterization is inadequate. J
i — 4 I — R 2 L L Y -
& FLOW CHART B P PREVENTION
ent wi [Imﬂ Endgsm; Biopsy | ' Surgical Excision Follow Up = Avoid bathing in stagnant ponds and
(Polypoidal ~ |ssp (Histopathology wely + Cauterization (To detect contaminated water.
I vascular mass) ~ sporangia with | of Base recurrence) ® Maintain personal and environmental hygiene.
) dospores) | ‘ ® Early treatment to prevent recurrence.

—&”® @By: Dr Ashik SureshKumar 62—




ANTROCHOANAL POLYP,

( MAXILLARY SINUS CHOANAL POLYP)

Antrochoanal polyp is a benign, non-neoplastic, edematous polyp

arising from the maxillary sinus and extending into the choana.

LS

EPIDEMI

» Can occur at any age
{commonly 10-30 years)

» Slight male predominance
® Unilateral in > 90% cases

® Rarely bilateral (cystic fibrosis,
Kartagener syndrome)

ORIGIN AND PATHWAY

® Arises from the mucosa of maxillary sinus

(usually through ostium)

* Passes through the natural ostium —
into nasal cavity — choana —
nasopharynx

Maxillary sinus
Ostium

Masal cavity

Antrochoanal
polyp

Choana

l4 ETIOPATHOGENESIS \ [

® Arises from the mucosa of the
maxillary sinus
¢ Inflammatory in origin

& Due to chronic irritation and .
inflammation —* polypoidal .
degeneration L

o Allergic factors may play a role

Symptoms

* Unilateral nasal obstruction — most common

* Mouth breathing

& Rhinorrhea (mucoid)

Post nasal drip

Hyposmia

Snoring, disturbed sleep

® Headache or facial heaviness

¢ Epistaxis = rare (unlike vascular lesions)

Signs

* Pale, greyish-white, glistening polyp
seen in choana on anterior rhinoscopy
/ nasal endoscopy

# Smooth surface, non-tender

* Arises from middle meatus area and
extends posteriorly into nasopharynx

B oo B

1. NASAL ENDOSCOPY § 2. CT PARANASAL SINUSES
(CORONAL VIEW)

Opacified
maxillary
sinus

Polyp
extending
into
Pale, smoath, glistening pelyp choana
arising from middle meatus and |
extanding to choana
IMPORTANT POINTS
v Usually non-vascular - bleeding is rare
+ No bone destruction

+ Origin always from maxillary sinus

CLINICAL FEATURES \|

g DIFFERENTIAL DIAGNOSIS gt

s Nasopharyngeal angiofibroma
e Rhinosporidiosis
e Inverted papilloma

Juvenile nasopharyngeal angiofibroma

Hemangioma

Nasal glioma

RADIOLOGICAL FEATURES (CT PNS)

e Opacification / soft tissue density in
maxillary sinus

* Polypoidal soft tissue mass arising from
maxillary sinus and extending through
ostium into nasal cavity and choana

* May occupy nasopharynx

* No bene erosion

* May cause medial bowing of medial wall
of maxillary sinus (pressure effect),
but no aggressive destruction

— MANAGEMENT - SURGICAL =

1. PRE-OPERATIVE ASSESSMENT 2. SURGICAL APPROACH 3. KEY STEPS
( FUNCTIONAL ENDOSCOPIC ) o el 50 P o

middle meatus

* History and clinical examination

= Endoscopic removal is the treatment
of choice

* ® Performed under general anesthesia ‘

* Diagnestic nasal endoscopy + Blnae e polyp cmpletaly

® CT PNS - to confirm origin through the nasal cavity

* Widen the natural ostium
of maxillary sinus

* Treat associated sinusitis

« Remove any diseased mucosa
around the astium
ne——

maxillary ostium opened

HISTOPATHOLOGY

Edematous stroma
Loose connective tissue

COMPLICATIONS (IF UNTREATED)

* Chronic sinusitis
* Nasal obstruction
* Sleep disturbance
* Malocclusion (in children)

* Middle ear problems
due to Eustachian tube

dysfunction

Respiratory epithelium :
Chronic inflammatory cells * - T
No atypia or malignancy

PROGNOSIS

® Excellent after complete
removal of polyp and
widening of the sinus ostium |

* Recurrence is rare if the
ostium s adequately opened

| | 4. POST-OPERATIVE CARE 5. COMPLICATIONS

{ RARE )
® Recurrence (if ostium
not adequately opened)
* # Antibiotics (if indicated) ’ ® Infection

| * Treat associated

» Masal decongestion

» Saline nasal douching

# Synechiae formation

A\

KEY POINTS TO REMEMBER

v Always arises from maxillary sinus

sinusitis / allergy
* Regular follow up
i

v Pale, non-vascular polyp
[ | v Causes unilateral nasal obstruction
v CT confirms origin from maxillary sinus
v Endoscopic removal with widening of
ostium is the treatment of choice

“Think of Antrochoanal Polyp in any patient with unilateral nasal obstruction and a pale polypoidal mass

extending from the maxillary sinus into the choana.”

Ashik SureshKumar Q2=
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NASOPHARYNGEAL CARCINOMA (NPC)

e KEY HIGH-YIELD POINTS -

B @ MOST COMMON SITE

Fossa of

rosenmiller ~ FOSSa of Rosenmiiller
(pharyngeal recess)

B 2 MOST COMMON PRESENTATION

Cervical lymphadenopathy

(Usually bilateral, upper deep cervical nodes)

N 4 STRONG ASSOCIATION

Epstein-Barr Virus (EBV)

(Especially with undifferentiated
non-keratinizing carcinoma)

(Q INVESTIGATION OF CHOICE

Nasal endoscopy with biopsy
(Gold standard for diagnosis)

B & TREATMENT OF CHOICE

Radiotherapy

(Mainstay of treatment; highly radiosensitive tumor)

o By: Ashik SureshKumar .




NASOPHARYNGEAL CARCINOMA (NPC) ,
|

| » Arises from mucosa of nasopharynx, most c ly from the fossa of Rosenmiiller [pharyngeal recess).
* Deep-seated, early lymphatic spread, associated with Epstein-Barr virus (EBV) and highly radiosensitive.

NASOPHARYNX IS A “SILENT AREA™ - TUMORS GROW SILENTLY BEFORE SYMPTOMS APPEAR.

Endoscopic view showing

S . lesion in fossa of Rosenmiiller
|/- ANATOMY OF NASOPHARYNX metires ETIOLOGY & RISK FACTORS o= |’_ EPIDEMIOLOGY =N HISTOPATHOLOGICAL CLASSIFICATION (WHO)
= > Sasta e Ve (REW) J[i5 Sogpponda | Type | Keratinizing squamous cell carcinoma
Foxsa of - Mast important etiological factor. — Southern China
Rosenmiiler - Strangly associated with undifferentiated _ Southeast Asia Type Il Non-keratinizing differentiated carcinona
non-keratinizing carcinoma (WHO Type Ill). ] i ) .
| Eristaifitan + Genetic predisposition (HLA association, - North Africa Type lll Undnﬁeren‘uated carcinoma
tubs opaning familial tendency) * Less common in India (lymphoepithelioma)
« Dietary factors - salted fish, nmsamms.| but still encountered. - Most strongly associated with EBV.
Torus preserved,/smoked foods | e : 3

tubarius » Smioking and aleohol

* Occupational exposure - wood dust,

‘ \ formaldehyde, smoke . .: Qﬁ ;
‘ Most common site of origin — LAY £ L

P o o Tl ~4. ¥ - 1y s
FOSSA OF ROSENMULLER _| J o] ol Toell
R — = " N— = = e S = B S
lr— CLINICAL FEATURES N S e——or INVESTIGATIONS 3
| A NASAL SYMPTOMS - ) CECT
/ < Fissat shatructlin 1. Diagnostic nasal endoscopy
(& + Epistaxis - Visualization + biopsy
i Teh g + Ulcerative/
Blood-stained nasal discharge proliferative 2. Biopsy — Gold standard
B. OTOLOGICAL SYMPTOMS growth for diagnosis
S) " Covihictive ey lom * Friabla s 3. FNAC of neck node — Useful
J + Ear fullness, tinnitus « Irregular lesion ; ;.
| ; + Serous otitis media - in cervical lymphadenopathy
- Unilateral serous otitis media Arising usually :
in an adult should be considered from fossa of 4. Imaging
= NPC until proved otherwise. Rosenmiiller. « CECT - Primary tumor extent,
C. NECK SYMPTOMS bone erosion, parapharyngeal spread
| :‘ 7 » Neck swelling « MRI - Superior for skull base invasion,
L $ * Multiple cervical nodes intracranial extension, perineural
r 8 . B jal ent « Enlarged ' pe
{Bl:il::':mnm prmm:‘r:;ﬂ:enwrel cervical nodes spread Wfltra o
— '“\_n et viahiie = « Hard nodes + PET-CT - For distant metastasis,
s D « Fixed nodes in staging, recurrence evaluati

* Due to skull base & cranial nerve involvement
<« Commonly affectad: V, VI nerves
“ « Advanced disease: X, X, XI, XIl nerves
= Symptoms: facial pain, diplopia,
dysphagia, palatal palsy
TROTTER'S TRIAD Nl AN

o Unil "1 A et =

@ Ipsilateral palatal palsy STAGING (TNM) ———— TREATMENT —

© Facial pain (trigeminal involvement) py - Mainstay (Highly - —
Occurs due to lateral extension into I m = Early stage — Radictherapy alone

adynoad 5. EBV markers — EBV DNA,
disease
IgA antibody to viral capsid antigen

(Useful prognastically)

W7 parapharyngeal space. TI: Confined to rasopharyns | | NO: No regional node ‘mmm + Preferred technique — IMRT y-Modulated <
E. CONSTITUTIONAL SYMPTOMS T2: Extersion to soft twwe | | N1: Unilateral lymph node Radiotherapy} =
+ Weight loss + Malaise + Anorexia ; ? $6em M1; Distant metastasis * Advantages — Better tumor targeting, reduced

T2 onpmrmeal g xerostomia, less normal tissue injury B

2: Bilateral hymph nodes. prosent —J] £
= SPREAD OF TUMOR —— = [ . T s&em | 2. Chemotherapy — Used in advanced disease L= ﬂ

N3: Lymph node > 6omor » Concurrent chemoradiotherapy

Local Spread cranial nenve insolvement A oda i £
2 ety supraclavicular = Common drugs: Cisplatin, 5-FU
5 ;"::'::.“ 3. Surgery - Limited role
v Paragh L space IMPORTANT POINTS = Indications: Residual neck disease, recurrent disease, %
» Cranlal canity salvage nasopharyngectomy ‘?’
Lymphatic Spread (Very commen) VAN sty o - 4, Neck Dissection — For persistent cervical nodal
= Rich lymphatics im nasopharynx v Cervical lymphadenopathy mast commen presenting feature. .
* Common nedes: Ratrophanmgesl, « Adult unilateral serous atitis media = suspect NPC. fopa e f*—y
Jugulodigastric, Posterior s
cervical nodes - I
= Often bilateral o _ T
COMPLICATIONS OF RADIOTHERAPY N PROGNOSIS SR  DIFFERENTIAL DIAGNOSIS §
« Shull base erosion | * Xerostomia -mm Early-stage disease has ||-MW
+ Cranial nerve palsy . * Mucositis * Cranial nerve involvement good prognesis with = Lymphoma
+ Intracranial extension gy + Osteoradionecrosis + Distant metastasis modem chemoradiotherapy. » Tuberculosis
+ Cacheda Hurlnglus + EBV DNA load Advanced disease has * Thormwaldt cyst
* Distant metastasis * Response to therapy lll variable outcome. * Angichibroma
| | = Skull base lesions

oA

= = — s

N KEY TAKE HOME MESSAGES ~

 Fossa of Rosenmiller is the most eommen site.

« Cervical lymphadenopathy is the most presentation, Al
~ L + Adult unilsteral serous otitis media should raise suspicion, = =
Neck node | CTIMIW THM Radiotherapy Long-term ' Epstein—Barr virus is strongly associated, < 2]
unilateral SOM / mu mﬁm.ﬁm PET staging STAGING + Chemotheragy follov-up for ;
epistasis Fami + Radiotherapy is the treatment of choice,

F@“«@By:_Asbik SureshKumar ceo—




= INTRODUCTION

| Otosclerosis is a localized

| hereditary disorder of the bony

| otic capsule characterized by
abnormal bone remodaeling
imvalving the stapes footplate,
leading to progressive
hearing loss.
= Commanly affects young adults
+ Females > Males
* Primarily imvolves fissula ante

fenestram near oval window.

& PREDISPOSING FACTORS

1. HEREDITARY [
» Autosomal dominant
+ Variable penetrance
+ Positive family history
COMMon

OTOSCLEROSIS s

A PRIMARY OSTEODYSTROPHY OF OTIC CAPSULE A primary Sisosse. of-the

labyrinthine capsule
Incus characterized by replacement
Malleus —_ & l

MOST COMMON SITE -_

FISSULA ANTE FENESTRAM
(anterior to oval window)

PATHOLOGY

SITES OF INVOLVEMENT

= Fissula ante fonestram
= Round window

Fissula ante
fenestram

of normal dense endochondral
bone by spongy vascular bone
causing stapes fixation.

TYPES OF OTOSCLEROSIS

1. FENESTRAL OTOSCLERODSIS (Most comman)
Involves oval window [ stapes footplate
-+ Conductive hearing loss

2. COCHLEAR (RETOFENESTRAL) OTOSCLEROSIS
Involves cochlear capsule
=+ Sensorineural haaring loss

2. HORMONAL FACTORS
= Maore commeon in females
= Worsens during pregnancy

PATHOLOGICAL PHASES

1. OTOSPONGIOSIS PHASE 2. SCLEROTIC PHASE

and puberty T
. Active dar ki LA 3. MIXED I.'I'I'OSFI.ERO'S&S ==
3. VIRAL THEORY spongy bone farmation depasition Both conductive and sensorineural components |
= Associated with + Stapes fixation
e e ma 4. OBLITERATIVE OTOSCLEROSIS

® O 4 RACIAL PREDILECTION

| “fﬁj + Mora cammon in Caucasians

+ Less comman in Asians
fm CLINICAL FEATURES 3

, |'."‘-Q ‘]. Dense bone around footplate causing J
- - difficult surgery and more complications ‘
|
HISTOLOGICAL OTOSCLEROSIS CLINICAL OTOSCLERDSIS
+ Microscopic lesion only + Hearing loas prusent
* Asymptomatic + Symptomatic disease

and Africans

—— AUDIOLOGICAL FINDINGS

SYMPTOMS
s, ) Progressive Hearing Loss * Dtoscopy — Usually normal tympanic mernbrane 1. Pure Tone Audiamatry (PTA)
! ) * Conductive hearing los: =
S’I $ Srmags + Schwartze Sign ~ Flamingo pink blush over ng loss -
¥+ Conductive ) » Air-bone gap
* Slowly progressive
ot g 2 Paracusis Willisi 2. Carhart’s Notch
t * Hears better in nolsy surroundings TUNING FORK TESTS * Dip in bona conduction at 2000 Hz
2 {others speak Louder) « Mechanical artifact due to stapes fixation,

* Rinne Test ~ Megative (BC > AC) | not true SNHL

+ Weber Test - Lateralised to affected sar

+ Abscine Boee Cerustn - Mormal or prolseged

+ Gelle Test - Negative |
[ncreased preasure in EAC does not reduce BC
becauie stapet is fined)

3. Tinnitus
* Low-pitched humming sound

4

o

Speech Audiomatry - Usually preserved

Impedance Audiomatry
*+ Type As (shallow compliance) tympanegram
* Absent stapedial reflex

DIFFERENTIAL DIAGNOSIS

* Secretory stitis media =
)|

B. SURGICAL TREATMENT
L STAPEDOTOMY (Treatment of chalcel
= Small ferestra in foctplate and piston
prosthesis inserted
= Advantages - Betiar hearing imerovement
and fewer complications.

A, MEDICAL TREATMENT {Limitnd rola}

* Sodium Fluoride - May slow progression
af eochisar ctosclecosis

& Blaphosphorster - Sometemas atul _';—.]

= Hearing Aid - Preferred in: =y

1. Pure Tone Audiometry - Most important investigation
2. Tympanomatry = Typa As (shallow compliance curve)
3, HRCT Temporal Bone

* Lucent focus anterier to cval wirsdow 1\ j
Double ring sign in cochinar dismass [

* Congerstal stapes fxation
= Tympancacierass

= Cuslcular flzation

= Oszicular discontiruity

- Elderty =
+ Usstul In surgeal planning ard e 2 STAPEDECTOMY (Older procedura)
cochlear olosclemsis S afie med ~ Poor surgical candidates = « Entire stapes removed and replaced ,:P
+ Superer semicircular canal dehiscence - Patients urwilirsg for srgery @ etk proathasi =
. S ey = CAChar e J 1 FENESTRATION SURGERY (Historical)
+ Used bafore moder stapes srgery ern
SIRSIRL 5 1EHS 08 SIASELUIONY COMPLICATIONS OF SURGERY
1. Elevation of tympanomeatal flap + Conductive hearing loss HRCT TEMPORAL BONE FINDINGS

2. Exposure of middle ear 3. SUNRUEUNL Miiing s

« Alr-bone gap »20-25 dB
+ Geed cochlear resarve
& Madically it patient

1 Disaractaristic of incusdostapedial joint
4 Femoval of stapes suprastracture
5. Fenestrartion of footplate.

© e o o oo
7. Closure of fap % Only aaring v
X Actve infection

X Poor cochiaar reserve

% Manibrn disaaee |
vertige disorders

X Peor general, condition

Beplel

IMPORTANT VIVA POINTS

+ Mest common site - Fissuls ante fenestram = Tympanometry - Type As curve
* Mask comman symptom - Prograssive CHL « Galle test - Nogaiive

+ Characteristic symgtom — Paracusis Willisi  » Worsens during pregnancy

+ Characteristic sign - Schwartze sign + Treatmant of choics -

Exesilant sher surgery.
Mant patients thow
* Closure of air-bore gap

+ Vertigo

« Facial nerve: injury

= Peritymph fistula

* Tympanic membrane perforation

» Taste disturbance {chorda tympani injury)

PN

.

DEAD EAR [Most fesred complication)
— Profound povioperative SNHL

@-®-

+ Characteristic audiclogacal finding - * Most feared complication - Dead
Carhart’s notch at 2000 Hz

+ Good long-term results

~~ Qs> Dr A-s}u')'; Sureshkumar Qo

* Lucent/hypodense focus

+ Double ring sign in

anterior to oval window

cochlear otosclerasis

Cochlear capsuls
mvelvemant

FLOWCHART

Iy [{’j‘\_ -rl.-’ @

Mormal  Rimne negative PTA = Airbone  Diagnosi of  Hearing sid /
mﬂw tymparic Waber o ¢ Carhart  elosclerosis Stagmdotamy
hearing loss  memisane noteh




OTOSCLEROSIS - KEY FEATURES AT A GLANCE

Dip in bone conduction at:

OTOSCLEROSIS {5} o o

Progressive conductive 10
hearing loss 0

==

10
—— Bone

2% conduction

Paracusis Willisii
: : 30

(Hears be-tter in noisy e

surroundings) 40— - - - - : conduction

Stapes footplate
P P B i

fixation

Normal tympanic -

Vs A 125 250 500 1k
SUMMARY \\ W/ membrane

» Otosclerosis is a primary disease of the . —_— OCCURS DUE TO:

otic capsule causing stapes fixation.

Mechanical effect of
stapes fixation.

« Commonly affects young females. \ Stapes fixation
* Leads to progressive conductive :
hearing loss.

» Paracusis Willisii is characteristic.

« Tympanic membrane is usually normal. 9 : @ REMEMBER! HIGH YIELD PEARLS

* Carhart’s notch is the hallmark : “YOUNG FEMALE - CONDUCTIVE LOSS - HEARS BETTER IN NOISE - * Most common site: Fissula ante fenestram
audiological finding. — NORMAL TM — STAPES FIXATION — CARHART'S NOTCH (2 kHz)" * Tympanogram: Type As
| Treatment of choice: Stapedotomy

L - - - i N

—+ Dr Ashik Sureshkumar <=
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— MALIGNANT (NECROTIZING)
OTITIS EXTERNA

A SERIOUS INFECTION OF THE EXTERNAL AUDITORY CANAL AND BASE OF SKULL,

—
T—

OCCURRING MOSTLY IN ELDERLY DIABETIC OR IMMUNOCOMPROMISED PATIENTS

Q. DEFINTION e

A severe, invasive infection

of the external auditory canal
that spreads to the skull base,
especially the temporomandibular
joint, mastoid, and can progress
to the petrous bone.

Occurs mainly in elderly diabetics

or immunosuppressed patients.

= Elderly diabetic patients

¢ Immunosuppression

(steroids, malignancy, HIV, chema)
* Poor hygiene
» Trauma to ear canal

¢ Use of cotton buds / instrumentation

* Chronic otitis externa

8

e ETIOLOGY / RISK FACTORS = CAUSATIVE ORGANISM

* Pseudomonas aeruginosa
(Most common)

* Occasionally other organisms

like Staphylococcus aureus,

Proteus, Aspergillus species

may be involved.

=

"

into soft tissue

4

(via fissures of Santorini)

{

Wl Thrombosis of small vessels —
1 Ischemia — Necrosis

Granulation tissue and sequestrum
formation

Extension to cranial nerves and
adjacent structures

Minor trauma or infection of ear canal

Invasion of Pseudomonas aeruginosa

Spread to cartilage, bone and skull base

= Based on clinical features

« High ESR, leukocytosis,
and poor glycemic control

» CT scan temporal bone:
Bony erosion, soft tissue
infiltration

= MRI: Extent of soft tissue
involvement

» Radionuclide scan (Tc-99):
Useful for diagnosis and
follow-up

« Culture and sensitivity of ear
discharge

-

% CLINICAL FEATURES

« Severe otalgia, disproportionate
to clinical findings

« Persistent otorrhea

¢ [tching in ear

* Granulation tissue in the ear canal | "/%

« Facial nerve palsy (common)

* Headache

* Trismus (involvement of
temporomandibular joint)

* Lower cranial nerve palsies
in advanced cases

« Fever, malaise, weight loss
» Raised ESR and blood sugar

+ Cranial nerve palsies (VIl most
common)

+ Dural sinus thrombosis

* Meningitis

+ Brain abscess
* Labyrinthitis
« Septicemia

» Death (if untreated)

A

Avoid unnecessary  Avoid instrumentation  Keep sars dﬂ'
ear drops or trauma after swimming/
bathing

s |IMPORTANT VIVA POINTS

% Most common organism — |
Pseudomonas aeruginosa

% Occurs mainly in elderly
diabetic or immunocompromised
patients

* Facial nerve palsy is the most
common cranial nerve involved

% Prolonged antibiotics (6-8 weeks) ]

are required
* Radionuclide (Tc-99) scan is useful
for diagnosis and follow-up

v Z)’p ﬂéﬁoﬁgmﬁ kurna/b A

3. ANTIBIOTIC THERAPY

 Edema and erythema
of external auditory canal

Granulation tissue at
bony-cartilaginous junction

Foul-smelling otorrhea

e Otoscopy: Granulation tissue
which bleeds easily

» Tenderness over:
- Tragus
- Temporomandibular joint

Cranial nerve involvement
in advanced disease

EXAMINATION FINDINGS e

1. CONTROL OF DIABETES

Strict control of blood sugar is essential.

2. AURAL TOILET

Careful cleaning and suction
of ear canal.

Prolonged high-dose IV antipseudomonal

antibiotics for at least 6-8 weeks.

- Ciprofloxacin IV / Oral (preferred)

- Ceftazidime, Piperacillin-Tazobactam,
or Carbapenems (in severe cases)

4. SURGERY (Rarely needed)

Sequestrectomy or debridement for ;
persistent granulation tissue or dead bone. /

P
A
/




= DIFFUSE

Diffuse inflammation of the skin and

subcutaneous tissue of the external
auditory canal, commonly called

“swimmer’s ear.”

CAUSATIVE ORGANISMS

¢ Most common:
Pseudomonas aeruginosa

* Others:
— Staphylococcus aureus
- Proteus
- E. coli
- Fungal infection occasionally

EXAMINATION FINDINGS

» Diffuse edema . COMPLICATIONS BN
of EAC
« Congested * Furunculosis
canal skin ¢ Perichondritis @
vipty « Cellulitis
discharge
» Narrowed * Malignant otitis
canal lumen externa in diabetics
L / b=

(ACUTE DIFFUSE OTITIS EXTERNA)

N PATHOGENESIS N

OTITIS EXTERNA <

ETIOLOGY / PREDISPOSING FACTORS

* Excessive moisture « Use of topical
and humidity ear drops
¢ Trauma from:
— Ear buds
— Matchsticks @ » Diabetes mellitus
— Hairpins /
— Scratching
Immunocompromised
P

+
9
O

Loss of protective |'

cerumen and | Severe otalgia
maceration of | ‘o Earfillress
canal skin

‘ |« ltching initially
bacterial invasion '

edema and inflammation

* Purulent ear discharge

Tenderness on:
— Tragal pressure

of external auditory canal ~ FPulling pinna

Conductive hearing loss
due to edema/debris

-D@ﬂ}

o Swollen erythematous canal

42
&

—

TOPICAL THERAPY

I AURAL TOILET )
|

SYSTEMIC ANTIBIOTICS ANALGESICS

o Cleaning of Antibiotic ear drops Indications:
discharge + Ciprofloxacin Used if * Cellulitis DO Q
and debris ¢ Ofloxacin = Fever 0 Q. O
canal edema Q
= * Lymphadenitis
& St -~ is severe s
s Atntli:!::;trc + ¢ Diabetes/ For pain
serc;. . immunocompromised relief.
combinations patients

v Dv Ashit Suwresh bumar

@ e Avoid trauma/instrumentation &_ﬂ
e e e S




A 30-year-old male presents with painless foul-smelling ear discharge,
/ severe hearing loss out of proportion to symptoms for the last one year.
Otoscopy revealed multiple perforations in pars tensa.

MOST LIKELY DIAGNOSIS: TUBERCULOUS OTITIS MEDIA (TBOM)

Differential Diagnosis: Unsafe CSOM with Cholesteatoma

1. INTRODUCTION

Tuberculous otitis media is a chronic
granulomatous infection of the middle
ear caused by Mycobacterium tuberculosis.
Itis a rare form of chronic suppurative
otitis media and usually occurs secondary
to pulmonary tuberculosis.

P S
2. CLINICAL FEATURES i 3. PATHOPHYSIOLOGY

CLASSICAL TRIAD

e Painless otorrhea
e Multiple tympanic membrane perforations
e Severe hearing loss dlspmporhonate

to clinical findings
Other Features
© Pale granulation tissue
o Profuse ear discharge
* Ossicular necrosis
e Facial nerve palsy
e Postaural fistula

! 4. COMPLICATIONS IF UNTREATED
INTRATEMPORAL INTRACRANIAL
[ COMPLICATIONS COMPLICATIONS
* Facial nerve palsy & Meningitis
* Mastoiditis

o Labyrinthitis
o Ossicular destruction

* Postaural abscess/
fistula

¢ Profound hearing loss

® Brain abscess

e Extradural abscess
e Lateral sinus thrombosis
e Otitic hydrocephalus

5. INVESTICATIONS WITH EXPECTED FINDINGS 6. TREATMENT

1. OTOSCOPY / MICROSCOPY

Multiple perforations in pars tensa
Pale granulation tissue

Purulent discharge

Large central perforation formed
by coalescence

2. PURE TONE

Severe conductive hearing loss

4. EAR DISCHARGE EXAMINATION

AUDIOGRAM * Mixed hearing loss possible
* Rinne - Negative (affected ear)
IJ 3. TUNING FORK TESTS * Weber - Lateralizes to affected ear

ROUTES OF INFECTION

1. Through Eustachian tube
— From nasopharynx or pulmonary TB
— Most common route

2. Hematogenous spread
— Vfia bloodstream from distant focus

3. Direct implantation
- Through perforated tympanic membrane

PATHOLOGICAL CHANGES

© Tubercle bacilli infect middle ear mucosa

# Granulomatous inflammation develops

= Formation of epithelicid granulomas,
Langhans giant cells and caseous necrosis

TYMPANIC MEMBRANE CHANGES

= Multiple small perforations develop

= These later coalesce into large perforation

OSSICULAR NECROSIS
# Due to caseation and osteitis
* |ncus commonly affected

HEARING LOSS

» Conductive loss due to ossicular destruction

» Sensorineural component may occur due to
labyrinth involvement

» Hearing loss is often severe and
disproportionate

A. MEDICAL TREATMENT

1. ANTI-TUBERCULAR THERAPY (ATT)
— Mainstay of treatment

Standard Regimen (2HRZE + 4HR)

INTENSIVE PHASE CONTINUATION PHASE
{2 MONTHS) (4 MONTHS)

H - Isoniazid ot

R - Rifampicin =) | H - Isoniazid

Z - Pyrazinamide R - Rifampicin

E - Ethambutol

Ziehl-Neelsen stain - AFB may be seen
Culture - Mycobacterium tuberculosis
CBNAAT / GeneXpert — Detects

TB bacilli rapidly

.

5. HISTOPATHOLOGY

Granulomatous inflammation
Caseous necrosis
Langhans giant cells

6. CHEST X-RAY

May show evidence of
pulmonary tuberculosis

7. ESR & MANTOUX TEST

ESR raised
Mantoux test may be positive

2. AURAL TOILET
* Suction clearance

s Dry mopping =
3. ANTIBIOTICS > e
e

» For secondary bacterial infection

B. SURGICAL TREATMENT
INDICATIONS

+ Persistent disease
= Complications

* Facial palsy

* Mastoid abscess

8. HRCT TEMPORAL BONE

Middle ear and mastoid opacification
Ossicular erosion
Bone destruction

LI )

Mastoid involvement

= Chol toma suspicion
PROCEDURES

+ Mastoidectomy

{ = Tympanoplasty

* Abscess drainage

Tuberculous otitis media is a rare but important cause of chronic painless otorrhea with multiple tympanic membrane perforations
and severe hearing loss. Early diagnosis with microbiclogical confirmation and prompt initiation of anti-tubercular therapy are
essential to prevent irreversible complications and hearing loss.

Dr Ashik Sureshkumanr.
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LONG ESSAY QUESTION

A 24-year-old female presents with recurrent mucoid ear discharge from the left ear associated 2
with decreased hearing for the past 1 year. The discharge is non-foul smelling and increases Central perforation in
during upper respiratory tract infections. On otoscopic examination, a central perforation is pars tensa
1. LIKELY DIAGNOSIS seen in the pars tensa with no evidence of granulation tissue or cholesteatoma.
Safe CSOM a) What is the likely diagnosis?
(Tubotympanic Disease) b) Describe the pathophysiology of this condition. Tubotympanic disease is a type
i . ) E te th licati if left untreated of safe CSOM characterized
Differential Diagnoses c) Enumera e complications untreated. by cantral parfcration of pars
« Tuberculous otitis media d) Mention the relevant investigations with expected findings. tersa with chronic mucosal
» Traumatic perforation e) Discuss the treatment of this condition. infection of middle ear cleft
» Early cholesteatoma without cholesteatoma or
* Healed perforation bone destruction.
3. WHY IT IS CALLED “SAFE" 4. DEFINITION OF CENTRAL PERFORATION 5. STAGES OF TUBOTYMPANIC DISEASE 6. ETIOLOGY / PREDISPOSING FACTORS
» Recurrent URTI
i Active — Eard nt
= Cholesteatoma is absent . Stage I cechiige press + Eustachian tube dysfunction
= Bone erosion is absent a Quiescent Stage — Intermittent discharge « Adencid hypertrophy
= Serious intracranial membrane on all sides without p ) . * Allergie rhinitis
complications are invalvernent of annulus. a Tiactive Seps = Cry L e | Siualtis \
| « Deviated nasal septum Adenaid

ﬂ Healed Stage - Perforation healed completely « Poor socioeconomic conditions  "YPertrophy
| = Repeated acute otitis media

8. EXAMINATION OF NOSE & THROAT 9. PATHOPHYSIOLOGY

‘ uncommon

7. CLINICAL FEATURES

SYMPTOMS SIGNS (OTOSCOPY) Important to identify cause of o Eustachian Tube Dysfunction - Causes impaired ventilation
; | Eustachian tube dysfunetion, and negative middle ear pressure.
» Recurrent mucoid or * Central perforation
> " Recurrent Infection — Organisms enter middle ear through ET
mucopurulent ear discharge in pars tensa ‘ Examine for: Q' during URTI
- i * Middle ear mucosal 4
= Usuaky noiv-(oul smeliing AT ; * Adencid hypartrophy Tympanic Membrane Perforation - Acute otitis media leads
= Decreased hearing " i * Allergic rhinitis : | to perforation of pars tensa. Persistent infection prevents healing.
» Ear blockage 4 ¥ | o
+ Congested middle * Sinusitis | o Mul:osal CI;::;E? : Ml:id’{.e. ear mu:!::‘sbecemes hyperemic, :
. = - ear mucosa L i
Discharge increases during: e 3 'Devinted nasal sepbim causing muceid discharge.
* URTI « No cholesteatoma Masopharyngeal infecti
g e i e Conductive Hearing Loss — Due to:
* Water entry into ear * No granulation tissue * Reduced \rlbrntmg area of tympanic membrane
. & Ossicul
L = Round window phase canoellatim Reduced vibrating

i of TM
10. COMPLICATIONS IF UNTREATED B e = )
= e M e TS 11. RELEVANT INVESTIGATIONS WITH EXPECTED FINDINGS
|

(;& @ oroscopy/ © PURE TONE © TUNING FORK TESTS | ) ET FUNCTION TESTS
e ‘—j *+ Mastoiditis MICROSCOPY AUDIOGRAM
(, fS RINNE TEST Examples:
) » Tympanosclerosis _-'r \5 | » Negative on = Valsalva maneuver
P - \ alfected side » Toynbee test
I ) « Aural 7
l y el A | weseRTEsT May:shiw poor ﬂ
_ + Dssicular fixation Central perforation, PR e e « Lateralized to ET function. sy 7
fee o o | S0 | o %
_ * Persistent conductive mucosa, mucoid air-bone gap. | : m
(@H%ﬁl heariog cen discharge.
k 4 © EAR SWAB CULTURE O X-RAY MASTOID © HRCT TEMPORAL BONE
lal complications are b Comman organisms: e Usually not routinely required.
s 2 May show ), L, o]
and bane are absent. + Psoudomonas 'YI % Y| May show soft tissue in middle

= Staphyiococcus sureus
» Proteus

ear, intact ossicles, no bone
erosion,

mastoid air cells.

12. TREATMENT

A. MEDICAL TREATMENT (TO CONTROL INFECTION) B. SURGICAL TREATMENT (DEFINITIVE)

Surgery is preferably done when ear is dry for 6-12 weeks.
1 AURALTOILET | 2 TOPICAL ANTIBIOTICS | 3 SYSTEMICANTIBIOTICS | 4. TREATMENT OF S Sivary s pesereoy doneshen eags crglor 612 wesiy 8 — e

= PREDISPOSING FACTORS 1 MYRINGOPLASTY 2 GRAFT MATERIALS 3 TECHNIQUES

I .}J Fystaryct Used during « Adancid hypertrophy (Repair of TM perforation) * Ti fascia * Undarlay technigue
-.\{ __\ * Ciprofioiacin ear drops acute W Indications: (mest commeon) {moat commaonly used)
h N o Oflcsacin ebr dioge idaiation: »:Senta I + Dryear « Tragal perichondrium « Overlay technique
 + | ) « Altorgic rhinitis A « Persistent perforation « Cartilage Jal "
+ Dry mopping I § " + URTI s + Conductive hearing loss % e
« Suction clearance m % \_/
— 4 TYMPANOPLASTY
[Reconstruction of TM with or without ossicular repair) 5 CONVRARDICATIONS:T0 URGERY
5 WATER PRECAUTIONS WULLSTEIN CLASSIFICATION: * Active infection ®
Type |, Type I, Type ll, Type IV, Type V « Poor ET function
Avoid water entry into ear. @ « Uncontrolled URTI

13. PROGNOSTIC FACTORS 14. PROGNOSIS 16. DIFFERENTIAL DIAGNOSIS

Better outcome with: & Generafiy.oeon # Tubotympanic disease is a safe type of CSOM. » Tubarciious ofitis madia
« Dryear v Central perforation invelves pars tensa and is surrounded by TM on all sides, 3

« Small perforation o Haaring mproves sftar surgery 0 # Discharge is mucoid, non-foul smelling and increases in URTI. = Traumatic parforation

+ Healthy middle ear mucosa * Recurrence uncommon * Complications are rare compared to unsafe CSOM, = Early cholesteatorna

¢ Good ET function % Medical treatment cantrols infaction; surgery restares hearing. * Healed perforation

Dr Ashik SureshKumar +
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A 28-year-old male presents with recurrent foul-smelling purulent ear discharge
from the right ear associated with progressive hearing loss for the past 2 years.
He also complains of intermittent earache and giddiness. On otoscopic examination,
1. LIKELY DIAGNOSIS a retraction pocket with pearly white flakes is seen in the attic region with
granulation tissue and marginal perforation.
UNSAFE CSOM

A i a) What is the likely diagnosis?
[A.tllcoantral Disease b) Describe the pathophysiology of this condition.
with Cholesteatoma)

Attic retraction pocket
with pearly white flakes

Unsafe ear is one associated
with cholesteatoma or

c) Write the complications if treatment is not taken. bone-eroding disease having

Differential D_"“Q"‘GS_'S d) Mention the relevant investigations with expected findings. potential to produce serious

* Tuberculous otitis media e) Discuss the treatment of this condition. extracranial and intracranial
= Malignant otitis externa complications.

= Chronic mastoiditis

3. CLASSIFICATION OF CSOM 4. TYPES OF CHOLESTEATOMA 5. CLINICAL FEATURES

1. SAFE CSOM | 1. CONGENITAL 2. ACQUIRED CHOLESTEATOMA SYMPTOMS SIGNS (OTOSCOPY)
(Tubotympanic Disease) CHOLESTEATOMA —_ * Foul-smelling scanty + Attic perforation
« Central perforation e a) PRIMARY ACOUIRED | b) SECONDARY ACQUIRED | ear dis:h_arge * Marginal perforation
® Usually doesniot intact tympanic Dug ta retraction Due to migration of * Progressive hearingloss |« Retraction pocket
cause bone erosion P pocket formation. squamous epithelium arache * Pearty wiita!kecatiy
o Less dangeraus through perforation, 3 "5.“"-"_'"“3 flakes .
= Tinnitus * Granulation tissue
2. UNSAFE CSOM * Occasionally facial = Sagging posterior
. " weakness canal wall
(Atticoantral Disease)
+ Marginal or attic perforation Reason for foul smell: Common sites of retraction
= Associated with cholesteatoma Due to decomposition of pocket: Pars flaccida,
+ Causes bone destruction and retained keratin debris Posterosuperior pars tensa.

intracranial complications with anaerabic infection.

6. PATHOPHYSIOLOGY 7. COMPLICATIONS IF UNTREATED 8. RELEVANT INVESTIGATIONS

WITH EXPECTED FINDINGS
? EUSTACHIAN TUBE DYSFUNCTION A. EXTRACRANIAL (INTRATEMPORAL) COMPLICATIONS
Chranic ET dysfunction — negative middle i o OTOSCOPY / MICROSCOPY

= Acute mastoiditis

::t:r:::::g -+ retraction of tympanic Retraction rmul: or marginal perforation, retraction pocket,
pocket I « Facial nerve palsy (Horizontal segment naflakas, fosilremelling
RETRACTION POCKET FORMATION / A ) discharge.
Retraction po.ciset forms in pars ﬂi;uciﬁl o V4 Cholesteatoma N, PURE TONE AUDIOGRAM +
postercsuperior pars tensa, Keratin debris I . (keratin debric) * Labyrinthitis . :
accurmulates within the pocket. :-'I It , C?.n:;julclme.fh:-ann_g ﬁs.s ::-::j air-bone gapl;
] A S f 4 & mi oss if labyrinth inw L
é CHOLESTEATOMA FORMATION §|XT?\V{ i peidy & Labyrnihiefisula <

+ Retraction pocket theary (Most accepted): < (@5 scutum r s Potrositis 0 TUNING FORK TESTS

Invpgiriation of TM traps squamous L B | 0@? « Rinne test: Negative on affected side

“P"h“{i"mﬁm iy y “ "« Ossicular necrosis « Weber test: Lateralized to diseased ear
* Mig 1 theary: e | .

o thraugh minal p i 5‘ ﬁ # Profound hearing loss o FISTULA TEST AL

= Metaplasia theory: Middle ear mucasa X ; Osslc_usar Phistire var ol PRSI IRRAGS: ! %1 9

tideiposEhFouz Metipisse: mosen @!} sARodaliralabscens Sugpgests labyrinthine fistula (lateral semicircular canaf). _/"—"_'
BONE EROSION \ f )
Due o pressure necrosis, osteoclastic activity | B. INTRACRANIAL COMPLICATIONS e HRCT TEMPORAL BONE (INVESTIGATION OF CHOICE) |
and ie destruction ase, Soft tissue opacity in middle earfmastoid, scutum % = |
eytokines, TNF-aj, * Meningitis blunting & erosion, assicular erosion, tegmen

Lateral semicircular

OSSICULAR DESTRUCTION canal fistula

Most commonly eroded ossicle - Incus

Imﬂ o lhgn:c:”e's ’:w?w::::' Extracleal abucess e EAR SWAB CULTURE

malleus - severe conductive eanng 3

Subdural empyema Comman organisms: Pseudemonas acruginasa,
Profeus, Anaerabes.

tympani erosion, facial canal erosion, sigmoid
sinus plate erosion, mastoid destruction,
labyrinthine fistula, automastoidectomy,

Brain abscess (Temporal lobe abscess,
Cerebellar abscess)

LABYRINTHINE INVOLVEMENT
Erosion of lateral semicircular canal produces

Lateral sinus thrombosis

vertigo and nystagmus. Most common fistula « Otitic hydrocephalus @ X-RAY MASTOID (OLDER INVESTIGATION)
site = Lateral semicircular canal. May shaw sclerosed mastoid, bone destruction.
A \
EATMENT
|
A. MEDICAL TREATMENT (TEMPORARY — TO CONTROL INFECTION) B. DEFINITIVE TREATMENT = SURGERY
|
1 RAL TOILET ANTIBIOTIC: CONTROL OF GRANULATION: O/ MADI 180 RADICIRL MASTOIDECTOMY.(MRM)
. AURA L 2 5 3 ONS GOALS OF SURGERY Most commanly performed surgery.
* Suction clearance * Topical quinclone ear drops Chemical cautery i Ermdicate i Indications: Chol 1, persistent discharge,
= Dry mopping (Ciproflaracin / Ofloxacin) if required. @ 2 Croate safe dry aar bone erosion, complications.
* Systemic antibiotics during . - P d R I af chol

acute exacarbation. 3. Preserve/ recoratruct hearing exterionization of mastoid and middie ear disease.

@ OTHER SURGICAL PROCEDURES

« Canal Wall Up Mastoidectomy « Tymp. (Wullstein Classification: Type | to V)
« Canal Wall Down Mastoid » Ossiguloplasty

Medical treatment is temporary and alms to reduce discharge and infection.

: INmr:nTlons FDR EMERGENCY SURGERY
All cholesteatomas require surgical removal.

# Facial palsy . I * Mi id ab * Labyrinthine fistula

10. KEY POINTS (HIGH YIELD) 11. DIFFERENTIAL DIAGNOSIS

+ Unsafe ear = Cholesteatoma until proved otherwise. e Tubereulous otitls media P

» Foul smell due to anaerobic decomposition of keratin debris, « Malignant atitis externa If . ‘1
+ Incus long process mast commaonly eroded.
.
.

y h welhi
Lateral semicircular canal fistula most commaon. — 7 —[]| © Chronjc mastoiditis

Unsafe CS0M with cholesteatoma is a dangerous chranic
ear disease characterized by foul-smelling ear discharge,
hearing loss, and progressive bane destruction. Early
diagnesis using otoscopy and HRCT followed by definitive
surgical management is essential to prevent irreversible
hearing loss and life-threatening intracranial complications.

HRCT temperal bone is investigation ef choice. * Congenital cholesteatoma

All ch need surgical

+ Dr Ashik Sures/u%uw
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Chronic Suppurative Otitis Media (CSOM) is a persistent infection of the middle ear cleft
with perforation of tympanic membrane and ear discharge for more than & weeks.

‘ If left untreated, it may lead to a variety of complicatians which are broadly classified

into Intratemporal (Extracranial) and Intracranial complications.
CLASSIFICATION OF CSOM

1. SAFE CSOM (Tubotympanic Disease)

+ Bone erosion present

Somplicalions are omynon I. INTRATEMPORAL (EXTRACRANIAL) COMPLICATIONS
and may be ||l'e-thrvatenlng |

« Central perforation 1. INTRATEMPORAL (EXTRACRANIAL)
* No cholesteatoma COMPLICATIONS - Coenfined to temporal bone
| + Mo bone eresien
|« Complications are rare 2. INTRACRANIAL COMPLICATIONS - Spread beyond
2. UNSAFE CSOM (Atticoantral Disease) I the temporal bone to cranial cavity
* Marginal/attic perforation
« Assoclated with chol )
|
|

These complications remain confined to the temporal bone and its related structures.

1. ACUTE MASTOIDITIS 2, SUBPERIOSTEAL (POSTAURAL) 3. FACIAL NERVE PALSY 4. LABYRINTHITIS 5. LABYRINTHINE FISTULA 6. PETROSITIS 7. OSSICULAR DAMAGE
ABSCESS

\ X,

.'5x;4| 4

IR | ST e |yttt st oins et
S ard g IS _"“' e e 18 Causes yortigo, rystagmus, | commar). superior o postarior | bone (Gradenigo's syndromel. | (incus mast commonly,
In postaural region. E ::I‘:::a::" g invoived), Tuses and vomiting. ST Culr Co ) + Severe deep ear pain, retro- |+ Results in persistent
* Plnna pushed forward and v Praseaite b WesknEsa « Sensarineural hearing loss | = Pressure ovar tragus./positive orbital pain, diplopia (sbducens ~ conductive hearing loss.
e = May point and discharge earatysls of Fruicles of miay be grosant, fistula test causes vertigo narve palay), atorthosa,
» %-ray/HRCT: hazy or sclerased externally. facial expression. ane nystagmus,
mastoid air cells,

Il. INTRACRANIAL COMPLICATIONS

These are serious and life-threatening complications due to spread of infection beyond the temporal bone.

1. MENINGITIS 2. BRAIN ABSCESS 3. EXTRADURAL (EPIDURAL) ABSCESS 4. SUBDURAL EMPYEMA
; = o= ,ﬁ:‘ f Moy P

a) TEMPORAL LOBE ABSCESS

* Infection spreads through + Due to erosion of tegmen tympani.
tegmen tympan] or via venoirs * Headachs, vomiting, fevar, focal + Pus collects between dura mater and
channals. neurological signs, fits. = Pus collects between dura mater and inner arachnold mater.
= Presents with headache, fever, b} CEREBELLAR ABSCESS surface of skull. '
neck stiffness, vomiting and + Due to erosion of sinus plate or « Commonly in middle cranial fossa, * Presents with headache, vomiting,
photophebia. pastarior fassa structures, = Presants with headache, vomiting, fever, drowsiness, focal logical
» CSF shows pleocytosis, « Occipital headache, vomiting, fover, signs of raised intracranial tension. deficits, fits.
ralsed protelns and low sugar. carabellar signs, ataxia, = Surgical emergency. » Mortality Is high if not treated early.

5. LATERAL (SIGMOID) SINUS THROMBOSIS 6. OTITIC HYDROCEPHALUS 7. BRAIN SINUS PERIPHLEBITIS B. PETROUS APICITIS

veins or by direct erosion. » Due to blockage of CSF pathways by = Inflammation of walls of dural venous sinuses
« Presents with headache, fever with chills, maeningitis or fibrosis. without thrombosis. = Severe infection of petrous apex.
neck pain and swelling, papilledema. * Presents with headache, vomiting, « Presents with headache, fever, vomiting. * Causes deep persi ear pain,
= May lead to and i ! i papilledema. + May progress to lateral sinus thrombosis. wertigo, cranial nerve palsies
abscesses, » Ventriculomegaly on imaging. IV, VI, VI, v,

CEREBEL! EMPYEMA 10. SEPTICEMIA 11. CERVICAL EPIDURAL ABSCESS 12. ANEURYSM OF SIGMOID SINUS

» Collection of pus in cerebell = Rare complication.

» Bacteremia due to spread « Infection spreads to cervical epidural space.

+ Presents with occipital headache, through vanous channels. « Back pain, neck stiffness, fever, « Presents with swelling in the neck,
varniting, vertigo, ataxis, « Presents with high fever, chills, neurological deficits (motor weakness, bruit, pulsatile tinnitus, risk of rupture
cerabellar signs. toxic appearance, septic shock. sensory changes), bladder invelvement. and hemorrhage.

GENERAL FEATURES OF COMPLICATIONS IMPORTANT INVESTIGATIONS PRINCIPLES OF MANAGEMENT
= More common in unsafe CSOM (atticoantral disease). + Otoscopy, aural swab culture « Control infection with appropriate antib
* Result of infection, bone erosion, or thrombophlebitis, = Sompiets hiood caunt » #ural toilet and local care
MG o et b = HRCT temporal bone Frelah el = ] o
W o i « X-ray mastoid (Schiller’s, Stenvers view) S gical)
= Early diagnosis and treatment are essential to prevent + MRI brain (for intracranial complications) - gical a it of CSOM | id surgery)
morbidity and mortality. = Lumbar p (if ingiti ) = Early recognition and intervention prevent serious outcomes

Dr Ashik SureshKumar +




McEWEN’S TRIANGLE

(SUPRAMEATAL TRIANGLE)

McEwen’s triangle is an important surface landmark on the lateral
surface of the temporal bone. It overlies the mastoid antrum.

BOUNDARIES

rameatal or
€ SUPERIORLY inferior Temporal line.
£

Posterior root of zygoma

(supramastoid crest) T i B
e o o
Hen&_

€) ANTERIORLY

Posterosuperior wall of
external auditory canal

€ POSTERIORLY

Imaginary tangent line from
posterior canal wall

MASTOID ANTRUM Tenderness over McEwen’s triangle is one of the earliest
and most reliable signs of acute mastoiditis.

o

CLINICAL IMPORTANCE

Serves as an important surface landmark for diagnosing mastoiditis.

Guides the site of cortical mastoidectomy (incision placed just behind the postauricular
sulcus and centered over this triangle).

Helps in locating the mastoid antrum during surgery.
Anatomically important in avoiding injury to surrounding structures.

KEY POINTS TO REMEMBER

Boundaries: superior — posterior root of zygoma (supramastoid crest),
anterior — posterosuperior wall of external auditory canal,

posterior - tangent from posterior canal wall.

It overlies the mastoid antrum.

Tenderness over this triangle suggests mastoiditis.
Mastoid antrum is more superficial in children.

BY - DR ASHIK SURESHKUMAR




LONG ESSAY QUESTION

@) What is the likely diagnosis?
A 12-war~¢|d My presents w|ll| sevare ear pain, faver, persistent

k) Describe the pathophysiclogy of this condition.

P ear di and g behind the right ear for the past : ;
5 days. On mmimmon the postauricular region is tender, eryth € the comp of this Tympinic rairbrane
and swollen with forward and downward displacement of the pinna. d] Mantion the with exp findings. e

o P with perforation and

a) LIKELY DIAGNOSIS

ot

anﬂ purulent dls:hlral

tympanic

with ceftral p

) Discuss the trestment of this condition,

purulent discharge

ANATOMY RELEVANT TO MASTOIDITIS MAC EWEN'S TRIANGLE TYPES OF MASTOIDITIS

ACUTE MASTOIDITIS + Mastoid process contains linportant sirfacs |andmeck *  Acute Mastoiditis
over mastoid antrum, .2
- Mastoid antrum =  Masked Mastoiditis
Acute suppurative infection af | - Wastold b calle Boundaries: B s
mastold air cells occurring as a = Pusterior o0t St aygeh antibiotic the
complication of acute otitis media. S| Canmmniesn Wit midie s *+ Posterior bony external L
| through aditus ad antrum auditary canal »  Chronic Mastoiditis
+ Temporal line
Tenclamans s mavimal STAGES OF ACUTE MASTOIDITIS
ETIOLOGY over this area. ]
1. ACUTE MASTOIDITIS sy
Spistbal b PATHOPHYSIOLOGY e | L)
= Streptococcus pneumoniae TTH PERIOSTITI o) 5% |
* Shrept i pess 1 2 3 4 5 6 - Mucosal edema and ? Py [
i, ACUTE OTITIS | SPREAD TO MASTOID | MUCOSALEDEMA | OSTEITIS & BONE CORTICAL SUBPERIDSTEAL Inflammation. PR
= Stwplnivcocous aureus MEDIA AIR CELLS DESTRUCTION ERDSION ABSCESS o —

Haemaphilus influenzae

= Psoudomonas asruginosa

2. COALESCENT

MASTOIDITIS
PREDISPOSING FACTORS - Destruction of bony
« Acute otitis media S9pthe betwmen
cells.
= Recurrent URTI
3. SUBPERIOSTEAL ABSCESS
* Poor antiblotio compliance o miOGs car choll | adusadantraminto. | drainegs pattwors. S e s I
= Immunoccompromised state mastold air colls. Pus accumulates of bony septae —~ hiiienation of sulcis = Pus srodes mastold cortex h #
inside air cells, Coalescent mastoiditis, and daplocement of and collects beneath
= Malnutrition | 5 . mun:
— — dewrvaed.
CLINICAL FEATURES TYPES OF MASTOID ABSCESSES
SYMPTOMS SIGNS - LOCAL EXAMINATION LUC™S SIGN 1. Postauricular Abscess - Most comman
« Faver » Poatauricular swelling, tenderness, | Slwl.rlbgw::wilnruluwiw 2. Bezold Al ~ Pus escapes through fial
* Severs throbbing erythema 1 mastold tip and tracks doep to
il = Obliteration of postauricular sulcus Strongly sugpests sternoclelidomastoid muscle
= Pinna displaced forward and mastoiditis.
= Purulent ear dischange dowrmward - 3. Luc Abscess — Pus tracks into
* Huaring loss + Tendarmess maximal over g
« imitability (in children) ¢ MacEwan's triangle WHY POSTERIOR CAMAL WALL SAGS? | | s 2vcomatic Abscess - Spread
= Otoscopy: congested TM, Due to pericatitis and preszure toward root of zygoma
tral perforati lent dischal from pus within mastoid air cells
::“nl p;mm::n:::r C&nl":ﬂ“m Chising dovind bulging of Rt S P ekt
it poRerosERIor meatal well postariorly into occipital region
COMPLICATIONS SEQUENCE OF DISEASE PROGRESSION
A. INTRATEMPORAL (EXTRACRANIAL) COMPLICATIONS B. INTRACRANIAL COMPLICATIONS f
| Acute Otitis Media
1. Subperiosteal 2. Faclal Nerve 3L 4. 1. 2. Brain Abscoss 3. Extradural
e85 Palay a) Temporal Lobe b} Cersbellar Abscess — L ‘l = =
Acute Mastoiditis
;? =/ }
3 Coalescent Mastoiditis
5. Gradenige Syndrome 6. Osakcular '1
e Mecroais Subperiosteal Abscess
Teladk 4. Subdural 5. Loteral Sinus
+ Persistent otorthea Empyema Thrambosis J
* Retro-orbital pain @ - _B Intracranial Spread
« Abducens nerve palay A/%‘ %
RELEVANT INVESTIGATIONS TREATMENT INDICATIONS FOR MASTOIDECTOMY

1. Otoscopy . Pure Tone 3. Blood Investip 1. MEDICAL TREATMENT _ 2. SURGICAL TREATMENT o Coalescant mastoiditis
+ Congested TM onductive heating A
- PN :_. * CBC = Leukocytosis 1. Hoapital Admialon | = IV Antiblotics Analgesics & Cortical (Simple) Mastoidectomy = Facial palsy
+ Purulent discharge - * ESR/ CRP - Elevaled (Al cases) fBroad wpectrm | Antipyretics Indications: = Intracranial complications
« Sapging posterasuperior FEEES . (Ceftriaxane, + Noimpravernentin 24-48 s | « Persistant fever/toxemia
canal wall t ,g'_'_lg Colotaxime, é) + Cotlescent mastolditis
- Pporacillin- 2 Subpariontal sbcess * Subperiostesl abscess
4. Ear Swab Culty 5. Neray View) | &. HRCT Temporal Bone (ewspetion o s Tanobaciam} *- [ Sompiirn !
« Dpacified mastoid sir el Procedura: Romoval of infected DIFFERENTIAL DIAGNOSIS
. Myringotomy mngtoid air cells and |
£ Indication: Imtact bilging Th, ; establish adequate drainage. = Postauricular lymphadenitis
& poar desinage, aa'vers paln / { « Infected sebaceous cyst
A Incinlon site: Postorcinterior guadrant Drainage of Abscess ’
5 (Aveds oocicles & chorda tympacs) e » Cellulitis
. Purposa: Orain pus, el peosture, ] Inclaion and drainage A + Chronic mastokditis
Impeuva ventilation if abscess present. 3 |
PROGNOSIS POOR PROGNDSTIC FACTORS KEY POINTS NOTE
v Ditesyli s * Most commeon complication of Acute Ctitis Media. Early recognition, adequate antibiatics,
Excellent with early disgnosis and tment = Look for postauricular swelling, Luc's sign, followed by timely mastoidectomy
appropriate treatment. = Intracranial spread and tenderness over MacEwen's triangie. whan indicated, are essential to
# Immunocompromised state # Early antiblotics and timaly surgery prevent |prevent life-threatening complications.

*

serious intracranial complications.
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LATERAL SINUS THROMBOPHLEBITIS
(SIGMOID SINUS THROMBOSIS)

QUESTION

A 22-year-old male with a history of unsafe chronic suppurative otitis media presents a) What is the most likely diagnosis?

with high-grade intermittent fever associated with chills and rigors, severe headache, b) Describe the pathology of this condition.

vomiting, and persistent foul-smelling ear discharge. On examination, he has tenderness c) Enumerate the clinical features of this condition.

over the mastoid region with edema over the posterior mastoid area. Fundus examination d) Mention the relevant investigations with expected findings.
reveals papilloedema. e) Discuss the treatment of this condition.

a) MOST LIKELY DIAGNOSIS | c) CLINICAL FEATURES | | DIFFERENTIAL DIAGNOSIS

Lateral sinus 'thrombophlebiﬁs 1. Hectic “Picket-Fence” Fever with Rigors « Malaria
{sigmoid sinus thrombosis). » Due to septicemia and repeated release of septic embali. » Septicemia
» Irregular fever with one or more peaks daily, associated - Meningitis
with chills, rigors and profuse sweating. .
 Brain abscess

h} PATHOLOGY 2. Headache + Enteric fever

The pathological process occurs in stages: « Early - mild (perisinus abscess)
« Later — severe (raised intracranial pressure}

1. Formation of Perisinus Abscess F
+ Abscess forms adjacent to outer dural wall 3. Progressive Anaemia and Emaciation COMPLICATIONS
of sinus, Overlying sinus plate may be - Due to chronic septicemia. L, 0
destroyed by coalescent osteitis or 4. Griesinger Sign * Septicenya
cholesteatoma. + Due to thrombosis of mastoid emissary vein. = Pyemic abscesses in lungs, joints,
2. Endophlebitis and Mural Thrombus Farmation + Edema over posterior part of mastoid. subcutaneous tissue
« Inflammation spreads to inner endohtelial wall 5. Papilloedema + Meningitis
of sinus. Fibrin, platelets and blood cells « Due to raised intracranial venous pressure and impaired « Subdiiral absosss
deposit within lumen forming mural thrombus. CSF absorption.
3, Obiliteration of Sinus Lumen and Intrasinus Abscess « More common with right sigmoid sinus involvement or
extension to superior sagittal sinus. « Otitic hydrocephalus

» Thrombus enlarges and occludes the lumen.
Organisms invade thrombus praducing » Fundus: blurring of disc margins, dilated veins, retinal
hemorrhages.

intrasinus abscess, Fragments may break off « Invalvement of IX, X and XI

as septic emboli causing pyemia and 6. Tobey-Ayer Test

metastatic abscesses. = Compression of jugular vein on thrombosed side — no rise
in CSF pressure.

« Compression on healthy side - rapid rise in CSF pressure.

» Cerebellar abscess

» Jugular bulb thrombosis

cranial nerves

4. Extension of Thrombus

= Proximally - to confluence of sinuses,
superior sagittal sinus, cavernous sinus. 7. Crowe—Beck Test

+ Distally — mastoid emissary vein, jugular bulb, = Compression of jugular vein on healthy side - engorgement e} TREATMENT
internal jugular vein. of retinal veins and supraorbital veins, subsides after |

N release of pressure.

. Intravenous Antibiotic Therapy
. High dose broad-spectrum |V antibiotics started
ETIOLOGY 8. Tenderness Along Jugular Vein immediately and modified according to culture
\ = Due to extension of thrombus into LIV. sensitivity. Continued at least 1 week after surgery.
» Tender, cord-like jugular vein, neck pain, torticollis,
* Masked mastoiditis . : enlarged jugular lymph nodes. : 4 3 4
= Chronic suppurative otitis media &\ _ Co::c;!l or modified radical mastoidectomy as per
2 o | \ pathology.
Wi neg o ion Y it dj !NVESTIGATIONS R di d mastoid, exp sinus, drain

ANATOMICAL RELATION . . Hemogram - Anaemia, raised leukocyte count. perisinus abscess.

. Blood Smear - To rule out malaria. . Management of Sinus Thrombus

. Blood Culture — Done during chill phase; identifies If infected clot or intrasinus abscess present -
causative organism; repeated cultures may be required. incise sinus wall, evacuate clot and abscess.

. CSF Examination - Usually normal except raised pressure; Healthy clot beyond diseased area should not be

helps to exclude meningitis. disturbed.
Routine sinus exploration and clot evacuation are

= Acite coalescent mastoiditis
. Mastoidectomy and Exposure of Sinus

= Sigmoid sinus lies adjacent to mastoid air cells
and is separated by a thin bony plate.

= It continues inferiorly as internal jugular vein -
hence thrombus may extend downward.

—— . Imaging Studies - idect
a) HRCT Tempoaral Bone - Clouding of mastoid air cells, & sl . e IoN ety

BACTERIOLOGY bone erosion, cholesteatoma, and antibiotics alone.
" b) Centrast-enhanced CT Scan — Shows Empty Delta Sign: . Internal Jugular Vein Ligation (Rare)
1 peripheral triangular enhancement of dura with central Indications: persistent septicemia, recurrent septic
» Hemolytic streptococcus A 3 ; non-enhancing thrombus. embolization, failure of antibiotics and surgery ar
* Pneumococcus ’ ¢} MRI with MR Venography — More sensitive than CT; extension into LIV,
= Staphylococcus aureus o ¥ shows extent of thrombus and venous flow obstruction. . Anticoagulant Therapy (Controversial)
; Useful for follow up. Not routinely recommended!.
Chronic infections with cholesteatoma . Culture and Sensitivity of Ear Discharge - Guides May be used when thrombus extends to cavernous sinus.
= Proteus antibiotic therapy.

Acute infections

. Supportive Treatment
» Pseudomonas pyocyaneus o ™~ Blood transfusion for anaemia, nutritional suppert,
» Escherichia coli antipyretics and general supportive care.

= Staphylococci

€T - Empty Delta Sign MR Venography
(muial view)

KEY POINTS (SUMMARY) PROGNOSIS

o Sapti:.tdhr:mbo;fs uf.si_grnoi::)sinus due to spread of infection from With early diagnosis, antibiotics and "E D . }4 .
o giz:?:alie::fﬁp;:::r‘::;“mﬁr Greibadt o abeiiaad surgery the prognosis is good. Mfy mgnasw and gg&ess;w,
of Empty Delta Sign on contrast CT is highly suggestive.

Delay in treatment may lead to ngemcﬂf Sal)e .fiw;s. =
o MRUMRV is better than CT for diagnosis and follow up. septicemia, intracranial abscess

of Early diagnosis and treatment prevent serious complications. and death.
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c) CLINICAL FEATURES

1. Hectic "Picket-Fence” Fever with Rigors
+ Due to septicemia and repeated release of septic emboli.
« Irregular fever with one or more peaks daily, associated
with chills, rigors and profuse sweating.

2. Headache
« Early - mild (perisinus abscess)
« Later - severe (raised intracranial pressure)

3. Progressive Anaemia and Emaciation
- Due to chronic septicemia.

4. Griesinger Sign
« Due to thrombosis of mastoid emissary vein.
« Edema over posterior part of mastoid.

5. Papilloedema
« Due to raised intracranial venous pressure and impaired
CSF absorption.
« More common with right sigmoid sinus involvement or
extension to superior sagittal sinus.
» Fundus: blurring of disc margins, dilated veins, retinal
hemorrhages.
6. Tobey-Ayer Test
« Compression of jugular vein on thrombosed side — no rise
in CSF pressure.
« Compression on healthy side - rapid rise in CSF pressure.
7. Crowe-Beck Test
« Compression of jugular vein on healthy side - engorgement
of retinal veins and supraorbital veins, subsides after
release of pressure.

8. Tenderness Along Jugular Vein
« Due to extension of thrombus into IJV.
« Tender, cord-like jugular vein, neck pain, torticollis,
enlarged jugular lymph nodes.

)




(SIGMOID SINUS THROMBOSIS)

TOP 10 POINTS

DEFINITION & ETIOLOGY

* Septic thrombosis of the sigmoid (lateral) sinus secondary to
middle ear or mastoid infection.

+ Most commonly due to cholesteatomatous unsafe CSOM or
acute coalescent mastoiditis.

PATHOLOGY (STAGES)

* Perisinus abscess — Endophlebitis & mural thrombus —
Obliteration of sinus & intrasinus abscess.

* Thrombus may extend proximally (SSS, cavernous sinus) and
distally (jugular bulb, 1JV). Septic emboli may cause pyemia.

Tobey-Ayer Test

CLASSIC CLINICAL FEATURE

* Hectic “Picket-Fence” fever with chills and rigors due to septicemia
and septic emboli.

* Associated with headache, vomiting, progressive anemia,
emaciation and features of raised ICP.

IMPORTANT SIGNS

* Griesinger sign — Edema over posterior mastoid due to thrombosis
of mastoid emissary vein.

¢ Papilloedema — Due to raised intracranial venous pressure.

Crowe—Beck Test

SPECIAL TESTS

* Tobey-Ayer test — Compression of jugular vein on affected side
— no rise in CSF pressure; on healthy side — rapid rise.

¢ Crowe-Beck test — Compression on healthy side — engorgement
of retinal & supraorbital veins.

INVESTIGATIONS (KEY)

* CT with contrast — Empty Delta Sign (enhancing triangular rim
with central non-enhancing thrombus).

* MRI / MR Venography — More sensitive; shows extent of thrombus.

¢ Blood culture during chill, hemogram, CSF (usually normal except
T pressure), culture of ear discharge.

COMPLICATIONS

* Septicemia, pyemic abscesses (lungs, joints, subcutaneous tissue).
* Meningitis, subdural abscess, cerebellar abscess, otitic hydrocephalus.
¢ Jugular bulb thrombosis, involvement of 1X, X & Xl cranial nerves.

TREATMENT - SURGERY

+ Mastoidectomy with exposure of sinus; drain perisinus abscess.

¢ |f infected clot/intrasinus abscess present — incise sinus, evacuate
clot and drain abscess.

¢ Routine sinus exploration & clot evacuation are controversial now.

TREATMENT - MEDICAL & ADJUNCTS

+ High-dose IV antibiotics (modify as per culture); continue 21 week
after surgery.

¢ LJV ligation (rare) — for persistent septicemia/embolization or
extension into IJV.

. Ant:coagulants = controverslal not routinely recommended.

PROGNOSIS & KEY POINTS

* Prognosis good with early diagnosis, antibiotics & surgery.

¢ Delay may lead to septicemia, intracranial abscess & death.

* Classical triad: otorrhea, picket-fence fever, signs of raised ICP.

* BY-
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ACUTE MASTOIDITIS

DEFINITION & ETIOLOGY

* Acute suppurative infection of mastoid air cells, PREDISPOSING FACTORS
usually as a complication of acute otitis media.

» Common organisms: Streptococcus pneumoniae,
Staphylococcus aureus, Streptococcus pyogenes,
Haemophilus influenzae.

* Children < 2 years
* Poor immunity, malnutrition
» Delay or inadequate treatment of AOM

PATHOPHYSIOLOGY (SEQUENCE)
Acute otitis media — Spread via aditus ad antrum — Mucosal edema & pus accumulation
— Osteitis & destruction of bony septae — Coalescent mastoiditis
—+ Subperiosteal abscess — Cortical erosion — Intracranial spread.

CLINICAL FEATURES

= Fever, severe earache, throbbing pain over mastoid.

1]
¢ Postauricular swelling, redness, tenderness, fluctuation (subperiosteal abscess). LUC'S SIGN
* Protrusion of auricle, obliteration of postauricular sulcus. Sagging of posterosuperior
= Otoscopy: congested TM, bulging, perforation, purulent discharge. canal wall due to erosion.

+« May have headache, irritability, vomiting (raised ICP if complications).

INVESTIGATIONS

» CBC: Leukocytosis, t ESR/CRP.

= Ear swab culture & sensitivity.

+ X-ray mastoid (Schiiller view): clouding,
loss of air cell pattern.

* HRCT temporal bone: opacified air cells,

4
coalescence, cortical destruction. X-ray Mastald HRCT Temporal Bone
(Schiiller view)

« Blood culture (if severe).
* Hearing assessment.

DIAGNOSIS

Based on history of AOM, clinical features (mastoid tenderness,
postauricular swelling, otoscopic findings) and supported by
investigations.

COMPLICATIONS RED FLAG SIGNS

* Severe headache, vomiting

= Neck stiffness
« Intracranial: Meningitis, brain abscess, lateral sinus thrombophlebitis, « Neurological deficits

extradural abscess, subdural empyema, otitic hydrocephalus. « Persistent high fever despite treatment

* Intratemporal: Subperiosteal abscess, facial palsy, labyrinthitis.

TREATMENT - MEDICAL

» Hospital admission. DURATION

s |V broad spectrum antibiotics (e.g., Ceftriaxone + Metronidazole
or Cefotaxime + Metronidazole).

* Analgesics, antipyretics.

* Aural toilet and treatment of associated otitis media.

TREATMENT - SURGICAL

» Indications: Failure of medical treatment, subperiosteal abscess,
coalescent mastoiditis, intracranial complications.

* Procedures: Cortical (simple) mastoidectomy — treatment of choice.
Radical mastoidectomy if extensive disease.

POST-OPERATIVE CARE MONITORING
= Continue IV antibiotics as required.

* Wound care and regular dressing.

* Monitor for complications.

* Audiological evaluation after recovery.

KEY CLINICAL PEARLS

= Luc's sign (sagging posterosuperior canal wall) is a strong indicator.

= Early diagnosis, adequate antibiotics & timely surgery prevent complications.
= Pain, tenderness, swelling over mastoid with AOM should raise suspicion.

% BY - DR ASHIK SURESHKUMAR %
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At least 10-14 days IV antibiotics;
switch to oral as per response.

» Temperature chart
« WBC/CRP trends
* Clinical improvement




OTOGENIC BRAIN ABSGESS

(BRAIN ABSCESS SECONDARY TO CSOM)
LIFE-THREATENING INTRACRANIAL COMPLICATION OF UNSAFE CSOM

m COMMON SITES TRAUTMANN'’S TRIANGLE
A localized collection of pus within the
brain parenchyma resulting from 1. TEMPORAL LOBE ABSCESS = B (i, Important route for cerebellar
intracranial spread of infection from (Most common) 7 i ) = abscess spread.

middle ear or mastoid.
e cie . 5 Spread through:

ETIOLOGY + Tegmen tympani = : ! ) 4 AN == Sigmoid

* Unsafe CSOM with cholesteatoma * Tegmen antri sinus

* Acute coalescent mastoiditis | \ L . == Superior

petrosal sinus
COMMON ORGANISMS || 2. CEREBELLAR ABSCESS
= Streptococcus species (Second most common)
» Staphylococcus aureus
| # Proteus 1
= Pseudomonas \ = Posterior cranial fossa plate
+= Anaerocbes v * Trautmann's triangle
+ Mixed infection common

PATHOGENESIS STAGES OF BRAIN ABSCESS
1. Primary ear infection in middle ear & mastoid.
4 1. EARLY 2. LATE 3. EARLY 4, LATE CLASSICAL TRIAD
2. Bone erosion by cholesteatoma/osteitis CEREBRITIS CEREBRITIS CAPSULE CAPSULE * Headache
(Tegmen tympani, tegmen antri, PF plate). FORMATION FORMATION « Vomiting
+ _— = : 3 5 By
3. Spread of infection - direct erosion, s ’ > AT B vapllicedesma
thrombophlebitis, preformed pathways. with unsafe CSOM

labyrinth
Spread through:

+
4. Cerebritis stage - localized inflammatory 1 1 | | r' ] | OTHER SYMPTOMS

edema in brain tissue. | \ ¥
4 \ ks = Fever — mild, intermittent or absent

5. Necrosis & pus formation — central necrosis E » Foul smelling ear discharge, hearing loss
with accumulation of pus. Localized inflam-  More marked Thin c_apsula Wall lofmod « Seizures (common in temporal lobe abscess)
' matory edema. edema & early begins to capsule with i
6. Capsule formation - fibrous vascular capsule necrosis. form. pusin center. | | * Fealf.lfes of ralse_d ICP - headache, I
develops around abscess (after 10-14 days). vomiting, drowsiness, altered sensorium

m ﬂ( TEMPORAL LOBE ABSCESS f> CEREBELLAR ABSCESS VENTRICULAR RUPTURE

GENERAL FALSE LOCALIZING SIGN ey’ * Contralateral hemiparesis S .« Ataxia =
+ V1 nerve palsy may occur * ‘Aphasia (dominanthemi Nyﬂ?gms e ) Suglden detesioration
«+ Bradycardia et rassad IGP * Nominal aphasia Dys,dnladnchnkmesna in sensorium may
(raised ICP) « Contralateral superior Intention tremor ; { indicate rupture
+ Papilloedema _ gitadrantanopes :::‘::;:m C PR into ventricle.
@ Seizures Broad-based gait T Often fatal.
Falling toward affected side

1 e Y Ifi
- TREATMENT

| 1. CONTRAST-ENHANCED CT (INVESTIGATION OF CHOICE) | 1. MEDICAL TREATMENT
- Ring-enhancing lesion Brain tumor + High dose broad spectrum IV antibiotics
= Surrounding edema | Glioma (o.g Third gnn-uration cnphnlosporins
| = Mass effect, midline shift [ Metastasis le + Var
- Ring enhancement due to vascular capsule Tibétiloe Mudlfy according to culture serlslhvlty
around necrotic center A 4 b . Measures to reduce ICP — Mannitol,
- May show mastoid disease & bone erosion 3 : Neurocysticercosis Dexamethasone, Head elevation LJ

- _ { Fungal abscess » Anticonvulsants for seizure control

2. MRI'WITH CONTRAST ~ More sensitivo; shows early carabritis, Subidural smpymma 2. NEUROSURGICAL TREATMENT
exnct size, multiple abscesses, posterior fossa lesions. . | Meningitis + Stereotactic aspiration - Preferred modem approach
= (Precise localization, d pression & pus culture)
3. HRCT TEMPORAL BONE — Cholesteatoma, bone erosion, ; Burr hole aspiration - C d ey 4
| mastoid destruction. ision of ab = Indicatii
| — — - Large abscess

4. BLOOD INVESTIGATIONS - Leukocytosis, T ESR/CRP. MULTIPLE ABSCESSES 7 2:::: :fl ::,;:::Sm

= Thick capsule

« Toxic appearance

5. EAR SWAB CULTURE - For organism & sensitivity. Usually due to hematogonous spread. |
Otogenic abscesses are usually 3. OTOLOGIC SURGERY (After stabilization)
SOLITARY. » Acute ear disease - Mastoid drainage

+ Unsafe CSOM - Modified radical mastoidectomy
= Purpose — Eradicate primary source of infection

|
6. LUMBAR PUNCTURE - CONTRAINDICATED
(Risk of tentorial herniation / coning)
If done cautiously: T CSF pressure, mild T protein,

ik

COMPLICATIONS ) i PROGNOSIS

» Meningitis « Lateral sinus thrombosis + Delayed diagnosis A Before antibiotics — Mortality extremely high.
= Ventriculitis * Rupture into ventricle * LowGCS @. Now — Mortality has reduced significantly with
neurslogical deficit . W"‘T"-“-'"" rupture = CT/MRI, broad spectrum antibiotics, neurosurgery
* Multiple abscesses & intensive care support. Early diagnosis and
+ Deep-seated abscesses \ timely treatment improve outcome.

+ Brain hemiati - P

= Septicemia « Death
Think brain abscess in any patient with unsafe CSOM + features of raised ICP or focal neurological signs.
Early imaging, aggressive antibiotics, neurosurgical drainage and definitive ear surgery save lives.

* BY - DR ASHIK SURESHKUMAR *

¢ KEY POINTS




TRIADS IN ENT

IMPORTANT CLASSIC L TRIADS EVERY ENT STUDENT MUST KNOW *

1. MENIERE'S DISEASE TRIAD 2 GRADENIGO SYNDROME TRIAD 3. SAMTER'S TRIAD . 4. KARTAGENER SYNDROMETRIAD | 5. EAGLE SYNDROME TRIAD

1. Episodic vertigo . Persistent otorrhea y f 1. Bronchial asthma 1. Chronlc sinimitis 1. Throat pain
2. Sensorineural 3 ipap Eairo-Orbial pain -w 2. Nasal polyposis / 2. Bronchiectasis | o Srvaheil
{trigeminal involvement) /7 1" / 3 Il 1y 3. Referred otalgia

3. Aspirin sensitivity | 3. Situs inversus [
(AERD) | 1k / Due to: Elongated

hearing loss ;

e R .

A . Abducens nerve palsy = f
(VI nerve) (=] :

| 1 - = o, styloid process
| (+ ear fullness often added) Due to: Petrositis A @@

6. BEZOLD ABSCESS 7. OTOGENIC BRAIN ABSCESS TRIAD || 8, ACOUSTIC NEUROMA TRIAD 9. NASOPHARYNGEAL 10. MALIGNANT OTITIS
FEATURES (NOT STRICT TRIAD) (VESTIBULAR SCHWANNOMA) CARCINOMA TRIAD EXTERNA TRIAD

1. Headache b 1. Unilateral SNHL 1. Cervical lymphadenopathy - Severe otalgia
— . Otorrhea

= MNeck swelling

« Otorrhea 2. Vomiting = 7l J || 2. Tinnitus 3 2. Nasal obstruction/
y ] & — ‘epistaxis e . Granulation tissue
* Mastoid tenderness |} o | 3 Papilloedema . 3. Imbalance/ " . '3 at bony-cartilaginous
Unsteadiness 3 Corducive heaitg ‘h Junction of EAC
Due to: Bezold abscess Associated with: loss (OME)

Unsafe CSOM Usually in: Elderly

diabetics

11. POTT'S PUFFY TUMOR TRIAD 12. TREACHER COLLINS 13. PIERRE ROBIN 14. RAMSAY HUNT 15. LATERAL SINUS THROMBOSIS
SYNDROME TRIAD SEQUENCE TRIAD SYNDROME TRIAD CLASSICAL TRIAD

1. Frontal swelling -
@@ 1. Mandibular hypoplasia 1. Micrognathia LR e paey ; . Otorrhea

2. Frontal sinusitis 2. Ear deformity } 2" Eevamicias . Picket-fonce fover
2. Glossoptosis

3. Osteomyelitis of ’ ’ 3. Down-slanting =/ (SR S i J . Features of

frontal bone palpebral fissures P 3. Cleft palate ol = Dsktis Herps P ralsed ICP

zoster oticus

16. CPA [ACOUSTIC NEUROMA / 17. OBSTRUCTIVE SLEEP 18. LEMIERRE SYNDROME TRIAD == 19. ALLERGIC RHINITIS TRIAD
CPA SYNDROME) TRIAD APNEA TRIAD (ADULT)
1. Oropharyngeal infection

1. Hearing loss ) 1. Snoring 1. Sneezing . Fever

2. Facial numbness  (Galii s 2. Daytime somnolence \‘:;_\ thrombophlebitis
o] i

2. Internal jugular | 2. Rhinorrhea %: . Dysphagia/drocling

3. Cereballar signs - .. 3 3. Witnessed apneas _f._ 3. Septic emboli i) [fs 3. Nasal obstruction ! 4 ::s::;smry distress/

Gk

21. COSTEN SYNDROME TRIAD = 22, FREY SYNDROME TRIAD 23. VERNET SYNDROME TRIAD A 24, TROTTER'S TRIAD 25. HORNER SYNDROME TRIAD
(TM JOINT DYSFUNCTION) (JUGULAR FORAMEN SYNDROME) (IMPORTANT IN NPC)
1. Gustatory sweating

L7Eee palny { 2. Flushing over (5 1. IX nerve palsy K/T \\ 1. Conductive deafness 1. Ptosis
2. Tinnitus A Sa parotid region Gl | 2 Xnerve palsy lL/ \Ef” 2. Ipsilateral palatal palsy 1% 8 2. Miosis
: 3. Anhidrosis

s ; { b
3. Vertigo 3 3 Wermth duringiseting '} < ol 1. Xl nerve palsy - 3. Trigeminal neuralgis-tin- L

Occurs after: I facial pain
Parotid surgery

26. BRANCHIAL CYST 27. QUINSY (PERITONSILLAR 28. LUDWIG ANGINA TRIAD 29. CHOANAL ATRESIA TRIAD . 30. PLUMMER- wNSON
CLASSICAL TRIAD ABSCESS) TRIAD (NEONATE) SYNDROME TRIAD

1. Bilateral submandibular |
=% 2 L
. Young adult f 1 Fever wwialiing [aa’ 1. Cyclical cyanosis _— 1. Dysphagia | ’
i | [ 2. Iren deficiency anemia
| Flactiant Isteral: 99 2. Trismus | o ey ! | 2 Relievedbyerying | = o | 4
neck swelling ; | glie 1 1. ™ | 3. Esophageal web \
= £ ! 3. Hot potato voice || i < g | l 3. Feeding difficulty % @&
. Swelling anterior 8 / 3. Airway compromise /| b Associated with:
to SCM s " i _2s :
Postericoid carcinoma risk

31. SINUS BAROTRAUMA TRIAD 32. PEDIATRIC OSA TRIAD 33. CSF RHINORRHEA TRIAD 34. ORBITAL COMPLICATION 35. CAVERNOUS SINUS
B N N 3 OF SINUSITIS TRIAD THROMBOSIS TRIAD
1. Frontal headache 1. Snoring 2 | |
?%;3: discharge 1. Proptosis - 1. Fever

2. Nasal obstruction 2. Mouth breathing

2. Positional increase A 2. Ophthalmoplegia 2. Proptosis I
3. Pain during altitude 3. Adenotonsillar in leak ) s ;
change ) hypertrophy \ y ! 3. Visual impairment & f 3. Ophthalmoplegia » {

3. Halo sign /

glucose-paositive fluid
HIGH-YIELD TRIADS TO REMEMBER FOR EXAMS REMEMBER

= Méniére's disease » Ramsay Hunt syndrome » Malignant otitis externa triad » Ludwig angina triad Costen syndrome triad
Triads are memaory aids,

not diagnostic criteria.
Always correlate
« Kart d . A i triad * Lemierre syndrome triad »  Plummer-Vinson sy c i triad finically and with

¢
Mo seeeted | — s compitedby: Dr, Ashik Sureshkumar * —— [ er:ear, nose & tiroar |

# Gradenigo syndrome « Bezold abscess (features) * Lateral sinus thrombosis triad » Horner syndrome triad Wemet syndrome triad
= Samter's triad * Otogenic brain abscess triad * CPA syndrome triad = Trotter's triad Branchial cyst triad

» Eagle syndrome » Nasopharyngeal carcinoma triad * Quinsy triad inus th is triad Orbital li i investigations.




' SWIMMER’S NOSE ® CHLORINE RHINITIS

SWIMMER’S NOSE (RHINOSPORIDIOSIS)

AN INFECTIOUS GRANULOMATOUS DISEASE

DEFINITION

A chronic granulomatous disease
caused by the aguatic protistan
organism Rhinosporidium seeberi.

Strawberry-like nasal mass
with white dots (sperangia)

Rhinosporidium seeberi

(an aquatic protistan organism)

* CAUSE

TRANSMISSION Entry through traumatized nasal
M mucosa while bathing/swimming

| T in ponds, lakes, stagnant water.
z\b COMMON SITES MNose (most commeon),

rarely other sites.

* Red, friable, polypoidal nasal mass
Multiple white dots on surface (sporangia)
Blaads easily on touch

Nasal obstruction

Watery or blood-stained nasal discharge
* Sneezing, anosmia (if large)

# Thick-walled sporangia with numerous endospores
* PAS positive
* Cyst wall with endosporogenesis

/ TREATMENT

‘@' KEY POINTS # Infectious disease, not just irritation

ﬁ INVESTIGATION Histopathology:

« Endoscopic excision of the mass

Wide cauterization/elects itery of base
Dapsone (100 mg daily) may reduce recurrences
Long-term follow up (recurrence common)

+ Commen in India & Sri Lanka
* Nicknamed "Swimmer's Nose™ because of
iation with pond bathing/swimming

Remember: All cases called "Swimmer's Nose™ are usually
rhinosporidiosis, but the term is only a nickname, not the actual
disease name.

SWIMMER'S NOSE (RHINOSPORIDIOSIS)

FEATURE

| Nature

< QUICK COMPARISON

CHLORINE RHINITIS (CHEMICAL RHINITIS)

CHLORINE RHINITIS

(CHEMICAL RHINITIS)
A NON-INFECTIOUS INFLAMMATORY CONDITION

DEFINITION

Inflammation and irritation of the
nasal mucosa due to prolonged
exposure to chlorinated water

or chlorine fumes.

R CAUSE

e RISK GROUP

Inflamed nasal mucosa
due to chemical irritation

Chlorine (from swimming pool water or
chlorine fumes) causing chemical irritation,

Swimmers, lifeguards, pool workers,
people frequently exposed to chlorinated water.

COMMON SITES Nasal mucosa throughout the nasal cavity.

= Nasal irritation + Nasal blockage

* Burning sensation * Dryness, crusting

= Rhinorrhea (watery discharge) # Iltching

* Sneezing « Epistaxis (occasionally)

~  PATHOPHYSIOLOGY Chlorine causes:
k * Chemical irritation and mucosal edema

CLINICAL
FEATURES

D &

# Loss of mucociliary function
# Chronic inflammatory changes

# Clinical diagnosis (history of exposure)
* Nasal endoscopy: congested mucosa
* No specific organism

INVESTIGATION

MANAGEMENT = Aveoid prolonged chlorine exposure

# Nasal saline irrigation

= Antihistamines for symptoms

# Intranasal steroid sprays in chronic casas

* Proper pool chlorination and ventilation

* Non-infectious, chemical irritation
* Not caused by any organism
* Improves with avoidance and medical management

KEY POINTS

HIGH-YIELD PEARLS

@ Swimmer's nose = Rhinosporidiosis
(infectious).

Infectious granulomatous disease MNon-infectious inflammatary condition
Conte Rhinosporidium seeberi (aquatic protistan organism) Chlorine - chemical irritation © Chlorine rhinitis = Chemical initation
(non-infectious).
Transmission Pond bathing, contaminated stagnant water Prolonged exposure to chlorinated water/fumes © st lik th white dot
. = : rawberry-like mass with white dots
| Lesion Polypoidal mass with white dots (sporangia) Diffuse mucosal inflammation, no mass — Think Rhinosporidiosis.
Bleedi Bleads il May bleed i
ng Seely 2y oecamonty. @ Burning, irritation in swimmers without
| Treatment Excision + cauterization + Dapsone Avoid exposure + symptomatic treatment mass — Think Chlorine rmiinitis.
| Recurrence Common Not applicable (resolves with treatment) @ Histopathology is diagnostic for
| rhinosporidiosis.

@)

| nasopharynx, conjunctiva,
CLINICAL
FEATURES

« Dr Ashik Sureshkumar -

In short: Rhinosporidiosis (Swimmer's Nose) is an infectious disease caused by Rhinosporidium seeberi, 2.‘
while Chlorine Rhinitis is an inflammatory response due to chemical irritation from chlorine. ——~——~




CARCINOMA LARYNX ¢ \,»

(SQUAMOUS CELL CARCINOMA)

Smaking (most important) + Leukoplakia Histological Types

Carcinoma larynx is a malignant tumour
Alcohol Erythroplakia = Squamous cell carcinoma (95%)

-
s s s 2 o e
arising from the epithelial lining of the « Voice abuse * Verrucous carcinoma
.
.

§ * Keratosis
HEV Iohction i : = Adenocarcinoma (rare)
Occupational exposure : + Papillomatosis

Nickel, Asbestos, Wood dust « Chronic laryngitis Spesad
\_ Chronic laryngitis Local spread : Adjacent laryngeal

Radiation exposure structures
ANATOMY OF LARYNX . ) i i)
Rkt SYMPTOMS ACCORDING TO SITE - Supraglattic cancers — early
il
I

larynx, most commeonly a squamous

cell carcinoma.

EPﬂulﬂhl! Site Earliest Symptom Other Features nectal spean
Aryepiglottic foids I 1 1 1 — Giottic cancers — late nodal spread

+ False vocal cards Supraglottic Dysphagia Odynophagia, referred = Distant metastasis : Lung, Liver, Bone
+ Ventricle otalgia, neck node,

muffling of voice

Glottis Hoarseness Change in voice,

* True vocal cords (of voice) stridor (late)

+ Anterior & I T |
posterior i Dyspnea / Airway obstruction,
o . Stridor stridor

" Subglottis Advanced / Late Features
» Balow the ¥ocsl conts Hemoptysis, weight loss, neck swelling,

to lower border of ” di i
cricowd cartilage ) f_ESFEW? _tSErEsi a_spEnT_ e

MODES OF SPREAD [ INVESTIGATIONS [l TNM STAGING (8" EDITION) - SUMMARY

Local Spread + Indirect / Flexible laryngoscopy : | T Stage | Definition

* Pre-epiglottic space For initlal assessment T1 | Tumour limited to one subsite, vocal cord
= Paraglottic space + Direct laryngoscopy with biopsy : mobility normal

* Thyroid cartilage, cricoid cartilage Gold standard [
+ Soft tissues of neck » FNAC of nack node : To detect metastasis

T2 Tumour extends to adjacent subsite(s) or
supraglottis / subglottis, mobility normal

Lymphatic Spread + Imaging :

+ Supraglottic - Rich lymphatics — Early nodal spread = CT scan larynx T3

» Glottic - Poor lymphatics - Late nodal spread ~ MR for soft tissue & cartilage invasion

» Commaon nodal levels: Level I, 11I, IV Panendoscopy : To evaluate extent | |
Chest X-ray / CT thorax : To detect Tumour invades through thyroid cartilage

Hematogenous Spread lung metastasis and/or invades tissues beyond larynx
» Lung (most comman), liver, bone (e.g. strap muscles, trachea, soft tissues)

Tumour limited to larynx with vocal cord
fixation and / or invasion of paraglottic
space / inner cortex of thyroid cartilage

PET-CT : In advanced / recurrent disease
Very advanced disease (e.g. prevertebral
space, encases carotid artery)

TREATMENT | SURGICAL OPTIONS COMPLICATIONS

Early Stage (T1-T2) Advanced Stage [T3-T4) Chemaotherapy [ Organ 5
! ge ge atlaa Ay g Endoscopic cordectomy (very early) + Airway obstruction

+ Radiotherapy « Total laryngectamy Vertical partial L

(preferred for early = Cisplatin-based &

glottic cancers) chemotherapy Hemitaryngectomy + Pharyngocutaneous fistula (after surgery)
. C:\cumn;l Supraglottic laryngectomy +» Stomal complications

Chemoradirharapy Frontolateral laryngectomy s Recurrence
my, + Used in selected bt ) .

ryngectomy (most commen for » Distant metastasis

partial laryngectomy) Indicated in extersive Sl advanced disease)
Good voice disease or cartilage rynx
preservation invasion

REHABILITATION AFTER LARYNGECTOMY PROGNOSIS PROGNOSTIC FACTORS

Vaice Rehabilitation e e » Early stage (T1-T2) - Better cutcome

» Stage of tumour
Esa al Spesch Electredaryme Tracheosophagesl Puncture [TEP) - .
o i 5 » Site and extent « Normal vocal cord mability - Good prognosis
i i swallowed L « Vocal cord mobility :
i el « Nodal metastasis + Absence of nodal metastasis - Batter survival
"
Imte ssophagus :

Cartilage invasion
Histodogical grade
o provuce o ¥ . = Smiglottic extension - Poor prognosis
sound. | Best Prognosis : Glottic carcinoma
Worst Prognosis : Subglettic carcinoma

\ -

¥ . A
« Neck dissection

« Postoperative
radiotherapy /
chemoradiotherapy

+ Extracapsular spread - Poor prognosis

Other Aspects: Nutritional suppart « Psychalogical support « Stoma care

DIFFERENTIAL DIAGNOSIS VERY IMPORTANT EXAM PEARLS KEY POINTS

Most common carcinoma Squamous coll carcinoma
Mast common site Glottis
= Vocal cord polyp ) Earllest symptom Hisrssriess ol volcs ' All laryngeal growths must be biopsied.
L"r)f“gwl tuberculosis Investigation of choice Direct laryngoscopy + biopsy v Early detection — better voice preservation & survival.
Paﬂﬂflli larynx Best prognosis Glattic carcinoma ' Always evakiats nack nodes.
Reinke's edema Comman neck node level Laval I, 1 ; et
Granuloma laryra High-risk factors Smaking, Alcohol v Smoking and alcohol cessation is important.

Dr Ashik Sureshkumar

« Chronic laryngitis v Hoarseness of voice in adult > 3 weeks is a red flag.
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MOST COMMON
CPA TUMOR

Vestibular schwannoma
is the most common
tumor of the
cerebellopontine angle.

ARISES FROM
INFERIOR VESTIBULAR NERVE ‘

NOT from cochlear nerve.
Hence “Auditory neuroma”
is a misnomer.

ORIGIN (IMPORTANT)

Inferior
vestibular
nerve

Most vestibular schwannomas arise
from the inferior vestibular division
within the internal auditory canal.

MOST COMMON
SYMPTOM

Progressive unilateral
sensorineural hearing loss | |
(SNHL)

» High-frequency loss
« Asymmetrical

VESTIBULAR SCHWANNOMA

(AUDITORY NEUROMA)
% TOP 10 HIGH-YIELD POINTS TO REMEMBER *

ANY UNILATERAL/
ASYMMETRICAL SNHL
= RULE OUT
VESTIBULAR SCHWANNOMA

Important clinical rule:

Any unilateral or
asymmetrical SNHL
should be evaluated
for vestibular
schwannoma.

CLASSICAL MRI
APPEARANCE

ICE CREAM CONE APPEARANCE

Ice cream

Cone
Internal auditory
canal component | -

CPA component

@

CHARACTERISTIC
AUDIOLOGICAL FINDING
ROLL-OVER PHENOMENON
100 4

Normal

80 |

60 {

40 4
20 4

Vestibular
Schwannoma

SPEECH DISRIMINATION (%)

0!
20 40 60 BO

INTENSITY (dB)

100

Speech dlscnmlnatlun decreases
dlspmportlonately at h|gh |ntensny

BILATERAL TUMORS
SUGGEST

NEUROFIBROMATOSIS |
TYPE 2 (NF2)

until proved otherwise.

Bilateral vestibular
schwannomas are
diagnostic of NF2

) 9 HISTOPATHOLOGY

Two patterns:

ANTONI A AREAS

» Dense cellular arrangement
* Nuclear palisading
. ‘."erur:ay bodies pr&ent

P o A

ANTONI B AREAS

* Loose, hypocellular areas

D)

INVESTIGATION
OF CHOICE

MRI with gadolinium contrast

Can detect tumors < 2 mm.

N
@ TREATMENT GOALS

Tumor control
/ removal

©
®

Treatment options:

« Observation (Wait & Scan)

» Microsurgical excision

» Stereotactic radiosurgery
(Gamma Knife)

Facial nerve
preservation

Hearing preservation
whenever possible

RAPID REVISION: Unilateral SNHL + tinnitus + poor speech discrimination +
MRI ice cream cone lesion = Vestibular Schwannoma

"3 D Ashik SureshRumar
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VOCAL CORD PARALYSIS

ANATOMY < CLASSIFICATION = POSITIONS = ETIOLOGY « CLINICAL FEATURES = MANAGEMENT

APPLIED ANATOMY

CLASSIFICATION

1. NERVE SUPPLY OF LARYNX
A. RECURRENT LARYNGEAL NERVE (RLN)

Supplies all intrinsic muscles of larynx

. ACCORDING TO SIDE

Unilateral vocal cord paralysis
Bilateral vocal cord paralysis

except cricothyroid.

B. ACCORDING TO NERVE INVOLVED
Recurrent laryngeal nerve palsy (RLN palsy)

Motor to:

* Posterior cricoarytenoid (only abductor) |
+ Lateral cricoarytenoid

* Thyroarytenoid

* Interarytenoid muscles

.

Superior laryngeal nerve palsy (SLN palsy)

Combined paralysis (Vagus nerve lesion) =
~ RLN + SLN involvement

B. EXTERNAL LARYNGEAL NERVE
Supplies cricothyroid muscle. |l G

— = = = Complete paralysis
IMPORTANT MUSCLE
POSTERIOR CRICOARYTENOID
*  Only abductor of vocal cords
* Called "SAFETY MUSCLE OF LARYNX"

COURSE OF
RECURRENT LARYNGEAL NERVE

LEFT RLN (Longer) RIGHT RLN (Sherter) \

ACCORDING TO TYPE OF PALSY

Incomplete (partial) paralysis

5. TRAUMA

Loops around Loops around 8|
arch of aorta subclavian
::* ""m_n e ""n';‘ Position | Laryngoscopic
ascends i ¥ al view |
tracheo-esaphageal & ascends in : ; —
groove. tracheo-esophageal [Medlan J J.f’ \\
i Midlirve!
groove. Right W
n::::l subclavian — _j
artery I T ——
fa

In all progressive arganic lesions: Early

/ T \1, (adsedueter

| fibres

Intermediate

1 Paramedian f
SEMON'S LAW | !
V7

I/

* Abductor fibres of the nerve (Cadaveric)

are affected first y alfected) :\_\:\ 8 7

* Adductor fibres are affected later - —+ Paramedian 1 —_—
o Gentle f \
Hence cords lie in PARAMEDIAN position i abduction & /.,
it il e
initially (abductors weak). it - -
———————————————————————— flres Ful
Does NOT apply in sudden incwived) y
traumatic transection. —+ More Lateral | | 3bduction
finkermodiats]

POSITIONS OF VOCAL CORDS

Distance from s Feature /
Midline =il Mechanism
Bilateral Pasterior cricoarytenoid
0 mm abductor paralysed -+ Adductors
palsy act unopposad
RLN pals Seman’s law + action
1.5 mm f _:‘ ’; of cricothyroid (SLN)
{Unilateral] | oic cord medially
2.5 mm Comblr:ad yagal Both abductors and
) Pasy adductors paralysed
RLN + 5LN) BE
e Quiet respiration | Physiological pasition
Healthy) during quiet breathin
Y. £ B
9.5 mm Deep inspiration | Maximum opening
, (Healthy) of glottis

MOTE: Location varies with degree of denervation and muscle tone.

CLINICAL FEATURES CAUSES OF RLN PARALYSIS CONGENITAL VOCAL CORD PARALYSIS

A, UNILATERAL RLN PARALYSIS | B. BILATERAL RLN PARALYSIS  C. SUPERIOR RIGHT RLN LEFT RLM BOTH RLN
Symptoms 1. Bilutaral Abductor Paralyss LARYNGEAL NERVE « Neck traoma I. Meck + Thyroid surgery
+ Haarseness Symptom: Seridor, dysprea el + Benign /malignant, |+ Accidental triuma * Carcinoma thyroid
+ Breathy voice respiratory distreas Symptoms thyroid disease * Thyroi disease (benign / malignand) | |
 Vocal fatigue Voice: Near pormal [cordy | * Weshmorclovasice) | | gy ey * Thyroid surgery ke
o dote to miding) * |nablity to raie prich & Chrcnan carial * Careinoma cervical cesephagus Colasy
- Weak cou cinarm, .
= Ragication / choking ?‘:";::““m‘“‘"‘ + Lowof vocal range ocsophagus 2 5 lymphadenopathy
wp;mmﬁm * Yoo e + Cervical Il. Mediastinum
§ e Ry e e
1 AYS BXC]
2. Complete Biateral Parabysia = Aneurysm of 3 i::ulhm.ﬂlmnu L l!RGNgIOGENIC
ot Aokels: subclavian artery iy it i CARCINOMA
mlkm ::ﬂ<mh Nl o Medistinal lymphadenopathy b et
g +  Enlarged left auricle (mitral stenosis)
Signe: Cords in cadavaric right lung . left RLN palsy.
i +  Intratharacie surgery
intermediate poaition, » Tuberculosis of + opathic
eervical pleura
TREATMENT

» Thyroid surgery
* Carotid surgery

2. MALIGNANCY
* Bronchogenic carcinoma
* Thyroid malignancy

* Neck trauma

6. IDIOPATHIC
» Often presumed viral

» Parathyroid surgery
+ Cervical spine surgery

= Esophageal carcinoma

* Mediastinal tumours | 71| | |

3. CARDIOVASCULAR CAUSES
— * Aortic aneurysm

= Mitral stenosis

» Left atrial enlargement
Compression of left RLN -+ Ortner's syndrome

4. INFECTIVE [ INFLAMMATORY
* Tuberculasis

* Viral neuritis

* Intubation injury

INVESTIGATIONS

* Indirect / Flexible laryngoscopy - Gold standard
* Imaging: CT / MRI
(especially in unexplained left vocal cord palsy)

— Fram skull base to mediastinum

* Chest X-ray, Bronchoscopy
» Laryngeal Electromyography (LEMG) - To distinguish
fixation from paralysis & to predict recovery

+ Stroboscopy ~ Voice analysis
. Olhers as indicated

COMPLICATIONS
I = Aspiration pneumonia y \

» Airway obstruction / Stridor

* Respiratory distress

* Permanent dysphonia

* May be unilateral or bilateral {unilateral more common)

* Causes: Birth trauma, congential anomaly
(hydrocephalus, Armold—Chiari malformation,
intracerebral hasmorrhage, agenesis of

nucleus ambiguus etc,)

: Depends on ity; may

require tracheostomy in bilateral cases

L3

>

UNILATERAL RLN PARALYSIS - IMPROVE VOICE B.
Veice therapy = First lime 1.
2
3

bl

Injection laryngoplasty . Arytencidectamy (Partial / Total)
Tornporsry f pormarsent (g

« Autologous fat, Carbacymethylcelulose,
Hyaluronic acid, Collagen, Cabcium
hydrosyapatite: (CaHA), Slicone (o], Teflon (okd)

. Thyroplasty Type | (Medialization thyroplasty)
. Arytenoid adduction

and vocal process of arytencid

P
oo

KEY POINTS SUMMARY TABLE - VOICE vs AIRWAY THYROPLASTY TYPES (lashiki)
|

Abducisry allectsd first in pregreahe Type of Parabysin Hirwzy Pessition of Coeds.
ey
Iesions. [Soman's aw)
Unilsteral ALN Haurse /besathy | Unaally acopante Paramedian,
&) RLN paliy alane — Paramedian posiion. ey i a5
& LN « SLN paley — Intormediste / Biateral abchoctorpuisy | Mowrnamul  Severely compromined | Mecdan | Paranedan

eadeveric paition
& Bilatersl sbducior paly — Good voice : fetermediate /
W
ot g Corplate blsteral pary Iighoric Rty adecpite =
& Compleie bilstorsl paty oo
[T
mipatlally bronchegmis carceema,

SLH palry Wesh, b i Bdecpate Varisbie

. BILATERAL ABDUCTOR PARALYSIS — IMPROVE AIRWAY
Tracheostomy ~ Emergency [ when required 1.

. Transverse cordotomy (Kashima operation)
= Laser encision at junction of membranous cord

4. Posterior cordectomy / Laser cordectomy
. Lateralization procedures [suture / implants)
. Thyraplasty Type |l [Lateralization thyroplasty)

(2]

WVoice therapy

Tracheastomy = airway

widening procedures

Typel — Medilization (improve wice) )
]
Type Il —+ Lateralization (improve sirway) | 3;' Al
.r-'
Type Il — Shortening / Relaxing (lower pitch) =
l|'.:':l'.|"

Type IV — Lengthening / Tightening |raise p«h:"'_"'

. COMBINED PARALYSIS (RLN + SLN)

2. Procedures to medialize the cord
[Type | thyraplasty, Injection laryngoplasty)

3. In severe bilateral cases:

Narmal

lhdn\:l

D. REINNERVATION PROCEDURES
= Ansa cervicalis to RLN anastomosis

* Nerve-muscle pedicle
(omohyaid, sternohyoid) to - " i

thyroarytenoid muscle —'\‘E‘

LARYNGOSCOPIC VIEW (INSPIRATION)

Complote
bsdateral paksy

RlNpaty ~ Bilaeal SLN palsy
(Unlsteral)  2Ductor palsy

000D

WVeriable
{bosred cord]

Paramedian  Median [narmow
srway|

—— =0 Dr Ashik SureshKumar o=—




QUESTION (OTALGIA)

An adult male 40 yrs of age presented with right sided
severe throat pain radiating to the ipsilateral ear

associated with high grade fever and difficulty in

mouth opening. Patient also had a prior history of

recurrent sore throat.

a. What is the most likely diagnosis of this condition?
b. What are the other clinical signs seen in this condition?

c. Discuss its treatment.

PERITONSILLAR ABSCESS (QUINSY)

The commonest deep neck space infection

DERINITION

A collection of pus
between the capsule
of the palatine tonsil
and the superior
constrictor muscle.

r

Abscess

__erowocy I

L

# Usually occurs as a complication of :
= Acute tonsillitis
= Recurrent tonsillitis
= Infection of Weber's glands

* Common organisms :
— Streptococcus pyogenes
~ Staphylococcus aureus

— Anaerobes

PATHOLOGY

Suppuration occurs in the
peritonsillar space leading to 5ot palate
edema, cellulitis and abscess . -

1 aritonsillar
formation. st
Usually unilateral.

Tonsil
Superior
canstrictor
muscle

* Sgvere sore throat (unilateral)

* Referred otalgia (ipsilateral ear pain)

* High grade fever with toxicity

* Dysphagia and cdynophagia

Trismus (difficulty in mouth opening)
Muffled “hot potato” voice
Dreoling of saliva

Q) -

Foul breath (halitosis)

v
v

€ 4 s

CLINICAL FEATURES (Symptoms) CLINICAL SIGNS
(Local Examination)

Congested swollen tonsil
Bulging of anterior pillar
and soft palate
Uvula pushed to opposite side
Fluctuant peritonsillar swelling
Trismus present
Tender jugulodigastric
lymphadenopathy

g Bulging
anterior
pillar
Unula
pushed to
opposite
side
Swollen
tonsil
Peritonsillar
swelling

DIFFERENTIAL DIAGNOSIS

* Acute tonsillitis

* Parapharyngeal abscess
* Retropharyngeal abscess

* Tonsillar malignancy

L8

[ nvestianions S

* Diagnosis is usually clinical.
* Supportive :

— CBC - leukocytosis

— Throat swab culture

= Pus culture & sensitivity

1. GENERAL MANAGEMENT

and therapeutic.

* Adequate hydration and nutrition

2. MEDICAL TREATMENT
| = IV Antibiotics (broad spectrum)
= Inj. Amoxicillin=Clavulanate
or
= Inj. Ceftriaxone + Metronidazole
| * Analgesics and antipyretics
| * W Huids
* Oral hygiene and mouth gargles

. =)

* Hospitalization (if toxic, dehydrated A. NEEDLE ASPIRATION
A :m ez eern) * Simple, diagnostic

TREATMENT

B. INCISION AND DRAINAGE

C. INTERVAL TOMSILLECTOMY

d relieve symptoms)

D. IMMEDIATE (QUINSY)

(Most commonly performed) (46 weeks after infection subsides) TONSILLECTOMY
|  Site: maximum bulge sbove o Performed after the acute (Performed during acute stage)
upper pole of tonsil, infection has resolved. = Rarely needed. Reserved for :
* Procedure : * Indications : — Bilateral abscess
— Under local anesthesia — Recurrent tonsillitis — Failure of drainage
‘ ~ Horizontal incision — Recurrent peritonsillar abscess ~ Suspicion of malignancy
= Pus drained - Chronic tonsillitis = Airway obstruction

COMPLICATIONS

L L

* Alrway
* Aspiration of pus

* Per

* Parapharyngeal abscess

o

is a compli of tonsillitis.

# Presents with unilateral throat pain, referred

* Septicemia
* Recurrence

otalgia, fever and trismus. |
* Early di i i and antibiotics prevent @ |

serious deep neck space complications,

ANSWER SUMMARY

a.  Most likely diagnosis :

PERITONSILLAR ABSCESS (QUINSY)
b. Other clinical signs : See "Clinical Signs” and
“Clinical Features".
Tr : Medical with antibiot
+ Surgical drainage (needie aspiration / I&D) or
tonsillectomy as indicated.

Dr Ashik SureshKumar




LEFT VOCAL CORD PARALYSIS

Aetiology, Clinical Features, Investigations and Management

ESSAY CASE SCENARIO

A 52-year-old male presents with
progressive hoarseness of voice for
3 months associated with weak

On indirect laryngoscopy, the left
vocal cord is found to be immobile in
paramedian position.

=8
breathy voice and occasional 1‘{( o b. Discuss the etiology of this condition.
choking while drinking liquids. — .;" {/ B CR .
He is a chronic smoker and recently 75 <. Pescribe the clinkcal features ar)
underwent thyroid surgery. » # N investigations.

ESSAY QUESTIONS

a. What is the most likely diagnosis?

. Discuss the management of
left vocal cord paralysis.

MOST LIKELY DIAGNOSIS

LEFT VOCAL CORD PARALYSIS
(Due to left recurrent laryngeal

nerve palsy)
- Left RLN
loops around
WHY LEFT SIDE IS COMMONLY AFFECTED? ot arch
* Left recurrent laryngeal nerve has:
= % Aortic
- Longer intrathoracic course it

- Loops around arch of aorta

- More prone for compression / injury

| 1. SURGICAL CAUSES (Most Commen)
Thyroid surgery (most common)
Parathyroid surgery 7
Carotid surgery

Cervical spine surgery
Cardiac surgery

. MALIGNANCY
Bronchegenic carcinoma
Thyroid carcinoma

. s B

Esophageal carcinoma
Mediastinal tumors
Apical lung tumor

ETIOLOGY

w

. NEUROLOGICAL CAUSES
Stroke
Brainstem lesions
Multiple sclerosis

+ Motor neuron disease

.

NERVE SUPPLY OF LARYNX POSITION OF VOCAL CORD
IN PARALYSIS
4. INFLAMMATORY / INFECTIVE 1. RECURRENT LARYNGEAL NERVE [ \
+ Tuberculosis 1. Recurrent laryngeal nerve palsy
‘:l i D:“. Motor: All intrinsic muscles of larynx /H”'\ g5 il
* Viral neuritis i 5 f + Cord lies in PARAMEDIAN position
: except cricothyroid do
» Mediastinitis
Sensory: Below vocal cords /—'_\
. TRAUMATIC CAUSES el T L . . |
Meck trauma i ."( :“.
Intubstion injury il» 2. SUPERIOR LARYNGEAL NERVE
= « External branch: ‘f_;" 2. Vagal palsy
‘ ET:,ERS Mo to e o q + Cord lies in INTERMEDIATE /
ortic aneurysm
g 4 CADAVERIC paosition
< | = Left atrial enlargement (Ortner syndrome) | | * Internal branch: PO
| « Idiopathic (no identifiable cause) Sensory above vocal cards /— \
Because left RLN loops around the aortic arch,
always rule out: bronchogenic carcinoma,
aortic aneurysm, mediastinal lymphadenopathy,
|| left atrial enlargement (Ortnar syndrome).

CLINICAL FEATURES EXAMINATION (LARYNGOSCOFPY) INVESTIGATIONS

i A. VOICE SYMPTOMS
+ Hoarseness
| + Breathy voice
» Weak voice
+ Vocal fatigue
+ Inahility to speak loudly

B. SWALLOWING SYMPTOMS
+ Choking while drinking liquids
+ Aspiration
» Cough after swallowing /A

C. RESPIRATORY SYMPTOMS
= Usually mild in unilateral palsy /
« Dyspnea on exertion

Indirect / Flexible laryngoscopy shows: | | I+ Fiexible laryngoscapy

v Left vocal cord immobile

2. Stroboscopy

Cord lies i edi it
ord lies in paramedian position e iatiok

3. Imaging
= CT neck and thorax: To

Incomplete glottic closure

v
v
v Phonation gap present
v

Contralateral cord shows
compensatory movement

lesion suspected

4. Chest X-ray

A mediastinal widening

MANAGEMENT

= Confirms cord immaobility

- Assesses mucosal wave

lung malignancy, mediastinal T8I,

lesions, thyreid pathelogy N W)
= MRI brain/skull base: If central _
—

- Detects bronchegenic carcinoma,

5. Laryngeal Electromyography (EMG)
— Assesses nerve and muscle function -

DIFFERENTIAL DIAGNOSIS

* Functional (psychogenic) dysphonia
* Nodules / polyps of vocal cord
» Laryngitis

= Early glottic carcinoma

detect + Bilateral vocal cord paralysis

[

COMMON PRESENTING CONDITIONS
TO RULE OUT (LEFT SIDE)

ﬁ‘ = Bronchogenic carcinoma
= = Aortic aneurysm

+ Mediastinal lymphadenopathy
* Left atrial enlargement
(Ortner syndrome)
*» Thyroid malignancy

Voice therapy /
Speech therapy | underlying cause |

Treat Voice rest

Featura Unilataral Paralysis
Voice Hoarse / breathy
Alrway Usually adequate
Aspiration Common
Main problem Voice
(11

UNILATERAL VS BILATERAL VOCAL CORD PARALYSIS

B. SURGICAL TREATMENT

Improves voice
and aspiration

| Mast commaonly

Observation done surgery
(Some cases
recover

spontaneously)

[ 2. MeplaLZATION

1. INJECTION LARYNGOPLASTY 3. ARYTENOID 4. REINNERVATION
Temporary medialization THYROPLASTY (TYPE I) ADDUCTION PROCEDURES
using materials flke | Permanent medialization Used in selected Useful in
fat, collagen, ) N | procedure cases with large younger
hyaluronic acid paosterior glottic gap patients

Mote: Choice of surgical procedure depends on severity, duration, patient’s age, voice demand and cause.

COMPLICATIONS

A

Bilateral Paralysis

= Aspiration pneumaonia
= Persistent dysphonia

Mear normal sometimes

Severe stridor,

sirway compromise = Social / psychological disability
Less common » Airway compromise

Airway cbstruction | (rare in unilateral palsy)

PN

Left vocal cord paralysis is usually due to left recurrent

laryngeal nerve palsy.

Left side is more commonly affected.

Always search for underlying cause from skull base to mediastinum.
Early voice rehabilitation and medialization procedures

provide excellent functional outcome.

"“Left vocal cord paralysis commonly presents with hoarseness and aspiration due
Careful evaluation is required to identify underlying causes, especially thoracic malignancy.”

¢ Dr Ashik SureshKumar 3

to recurrent laryngeal nerve involvement.
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RETROPHARYNGEAL ABSCESS

A Deep Neck Space Infection — Early Diagnosis and Airway Management Save Lives

A S-year-old child presented with:

* High-grade fever

+ Difficulty in swallawing

= Meck pain and stiffness

* Drecling of saliva

+ Noisy breathing and
respiratory distress

On examination:

|+ Child appeared toxic

* Neck held in extension

+ Bulge seen in posterior
pharyngeal wall

MOST LIKELY DIAGNOSIS
RETROPHARYNGEAL ABSCESS

« Usually in adults

* Associated with tuberculosis of
cervical spine (Pott's spine)

= Also called “Cold abscess”

Behind the retropharyngeal space lies the “DANGER SPACE”
It extends from base of skull to diaphragm.
Hence infection can spread rapidly causing mediastinitis.

ESSAY CASE SCENARIO DEFINITION ANATOMY OF RETROPHARYNGEAL SPACE

Retropharyngeal abscess is a collection n [ h—.r- -
of pus iin the retropharyngeal space Boundaries HI\- - wlﬁ" Buccagharymgeal
between the buceapharyngeal faseia Anterior : Buccopharyngeal fascia ¥/ '\I fazla
and pravertabral fascia, L% [' " _—--_
Posterior : Prevertebral fasci \E: Retropharyngeal
Common in children below 5 years, e space
| Lateral Parapharyngeal space
TYPES and carotid sheath
| Prevertebral
1. Acute Retropharyngeal Abscess Superior : Base of shull fascia
+ Common in children = % -
e ke Inferior : Extends into superior
= Due to suppuration of retropharyngeal R
Irmph nodes
2. Chranic l?elmp!ur,mgul Abscess IMPORTANT ANATOMY POINT

ETIOLOGY CLINICAL FEATURES INVESTIGATIONS

A. In Children (Most Common) A, Symptoms B. Signs 1.CBC
* Adenciditis ¥ General Examination * Leukocytosis
3 j High-grade fever
* TorsiNitis Due to suppuration + Toxic child )
* Sinusitis of retropharyngeal Severs sore throat Dehydrati 2. ¥-ray Soft Tizsue Meck [Lateral View)
- . ration
= Otitls media Iymph nodes * Widened prevertebral shadow
Dysphagla and odynophagia - R distress ’L}\
+ Upper respiratory infection * « Alr-fuid level
() Drocling of saliva
B. In Adults S Normal Prevertebral Soft Tissue Width
« sk b Iy / Fesigh ] Neck pain and stiffness + Oropharyngeal examination AR T €3
- L - Budge in posterior
Instrumentation / Trauma Resgi istrass (stridor, i < 22 mm at C6
» Tuberculosis of carvical spine mosly breathing) ™ Increase suggests abscess
 Immunocompromised states S C0ABME0R.ond acheme 3
I @D Muffled “hot potata” vaice por e 3. CT Neck with Cantrast - Investigation of Chaice
. examination .
COMMON ORGANISMS = + B aissit il tharets
y . Torticollis {neck hekl in axtension) T
@ L kA | { jin . Iymphadenopathy L * Alrweay compromise
. d - Neck stiffnes * Deep neck space involvement

RADIOLOGICAL CRITERIA [Prevertabral Soft Tissue Width)

=5

+ Analgesics and 4
antipyretics !‘-b

+ Peritonsillar abscess =T Retropharyngeal Peritonsillar * ity shaspisction
Abscess Abscess = Aspiration prauronia

e Age Children Adults * Mediastinitis
+ Icuka epiglotiiie Site Posturior pharyngeal wall  Peritonsillar region * Septicemia
= Diphtheria Trdmiis Mild / Absent Marked = Imternal jugular wein thromboris

Torticollis Comman Rare = Caratid artery erotion
e it oo Uvula deviation | Absent  Present * Death

Neck stiffress | Common Rare

4. Pus Culturs and Sensitivity

WHY COMMOM IN CHILDREN?
Retrapharyngeal lymph nodes are praminent in children

Mot gag insmrted
* uige in pevierier phanyrgasl wel incaed
* Pus girated | drained

* Thesough krigation dens

impartant Frecautions:

= finat bopt i and furmed videmays

= Prwvera aaplestion of pus.

1. HOSPITALIZATION | 2 AIRWAY MANAGEMENT = 3. MEDICAL TREATMENT 4. SURGICAL TREATMENT TUBERCULOUS and regress after 4=5 years of age.
(AN i regirg Mast impartant steg « IV antibatics INCESION AND DRAINAGE RETROFPANYNOEAL Hance retropharyngesl abscess is rare in adults.
Amiedn. H severe obstruction: esd et (Geld Standard when indicated) ABSCESS [
¢ o
s | =« Endotmcheal | | | - Ceftrimvome "-] Precdery INDICATIONS FOR TRACHEOSTOMY
{ intubation | £ — Amarieillin- . - b genarsl anesth =
h§ ¥ oR [ davidanate + Mast commen route: ' Severe sirway chatruction
<+ Emergeney | = Mutronidarale TRANSORAL DRAINAGE v Stridor
— ||/J Srachaascomy o IV fids a v Failed intubation
2 ¥ Massive sbacess

PROGNOSIS

Excollent with earty diagnosis.
and prompt drainage.

Delay may bead to fatal airway
obstruction or medisstinitis.

Dr Ashik SureshKumar %-

essential to prevent fatal complications
fike airway obstruction and mediastinitis.”

”

DIFFERENTIAL DIAGNOSIS DIFFERENCE BETWEEN COMPLICATIONS
RETROPHARYNGEAL & PERITONSILLAR ABSCESS

h ONE-LINE CONCLUSION

Mormal width: W Commonest doep neck space Infection in children “Retropharyngeal abscess s a
pelentllily life-threatening deep neck
. : * | ation of choice - CT k with contras
Adulte: 2 1oy b G2 ey pack W i spece infection predominantly sffecting
<22 mm st C6 * Mast dange / children. Early disgnosis, prompt
R T * Most important step i ~ Ay y alrway management, intravencus
antibiotics, and surgical drainage are
retropharyngeal abscess, W Why rare in adults? = Regression of retropharyngeal lymph nodes



N@ AJCC STAGING IN
4% DIFFERENTIATED Do

,ﬁ.‘ %'

&5% THYROID CARCINOMA Emixiw

\
gj This staging system applies to patients <55 years of age
with differentiated thyroid carcinoma.

STAGING FOR PATIENTS <55 YEARS (DIFFERENTIATED THYROID CARCINOMA)
STAGE DEFINITION EXPLANATION

@ No distant metastasis (M0)

— Stage |, regardless of
STAGE I Any T’ Any N' MO tumor size (T) or nodal
status (N).

@ Presence of distant metastasis

STAGE ] Any ) Any N, M1 (M1) — Stage II, regardless of

tumor size (T) or nodal
status (N).

(
FINAL STAGE
@® | Age=42years ‘

fu 5 (<55 years)

T e m) STAGE I
) (Tumor sue] [

pl  Nodal metastasas |
v present
; T ' Age <55 years with any T, any N,
‘ MO | No distant metastasis ' ' and MO disease is classified as
| (MO) ' STAGE I

WHAT THIS MEANS? w

° The presence of nodal metastasis (N1) does not upstage the disease
in patients <55 years if there is no distant metastasis.

Distant metastasis (M1) is the only factor that upstages the disease _',_/'J
to Stage Il in patients <55 years. '

KEY POINTS TO REMEMBER
= = Differentiated thyroial carcinoma in patients <55 years has only two stages: | and II.
Stage | — Any T, Any N, MO
Q Stage Il - Any T, Any N, M1
Nodal disease does not affect the stage in patients <55 years unless M1 is present.

[ Dr Ashik Sureshkumar ]
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A DIFFERENTIAL DIAGNOSIS OF
NECK ABSCESS

Approach to a patient with neck swelling, pain, fever and signs of inflammation

C

TUTORIALS

I. INFECTIVE / INFLAMMATORY CAUSES

1. PERITONSILLAR 2. PARAPHARYNGEAL 3. RETROPHARYNGEAL 4. ACUTE TONSILLITIS / 5. CERVICAL
ABSCESS (QUINSY) ABSCESS ABSCESS SEVERE PHARYNGITIS LYMPHADENITIS

+ Most common cause of
sore throat with abscess.

= Trismus prominent.

* Uvular deviation to
opposite side.

* Bulge in tonsillar fossa.

* History of acute tonsillitis.

6. EPIGLOTTITIS

» Acute onset, high fever.

« Commeon in children.

* Fever, dysphagia,
odynophagia.

* Bulge in posterior
pharyngeal wall.

+ Neck stiffness/
torticollis.

+ Deep neck space infection. * Fever, sore throat,
odynophagia.

* No abscess or bulge.

+ Enlarged, tender
cervical lymph nodes.

» Overlying skin red
and warm,

+ No bulge in
pharyngeal wall.

+ History of upper
respiratory infection.

* Severe sore throat,

» Swelling near angle of drooling, stridor.

mandible.

* Medial bulging of
pharyngeal wall.

» Trismus may be less.

« Toxic appearance.

« Cherry-red, swollen
epiglottis.

» Uvula central.
+ Exudates on tonsils.
» Cranial nerve palsy

(X, % XN} may occur. » Stridor in severe cases.

Ii. AIRWAY AND NECK SPACE CONDITIONS

lii. NEOPLASTIC CONDITIONS

7. LUDWIG
ANGINA

* Bilateral cellulitis
of submandibular
space.

+ Swelling of Noor of
mouth,

+ Tongue elevated
and pushed
upwards.

« Difficulty in to
breathing,
drooling.

8. FOREIGN BODY
(Pharyny/Esophagus)

+ Sudden onset
dysphagia.

* History of foreign
body ingestion.

» Pain on swallowing.

* No fever in most

9. MENINGITIS

= High fever, headache,

vomiting.

= Meck rigidity present.

= Kernig's and
Brudzinski's signs
positive.

= Mo local swelling

10. VERTEBRAL
OSTEOMYELITIS /
TUBERCULOUS
COLD ABSCESS
* Insidious onset.
* Neck pain, stiffness.
+ Constitutional
symploms.

« Pus may track along

1. LYMPHOMA 12.

= Painless, firm .
neck mass.

» May be associated
with fever, night
sweats, weight loss.

= Multiple nodes
may be present.

+ Nasal obstruction,

NASOPHARYNGEAL
CARCINOMA

Unilateral neck node
metastasis.

TUMORS / CYSTS
+ Slow progressive
dysphagia.
* Usually afebrile.

epistaxis, otitis
media.

* No acute
inflammatory signs.

+ Often in adults

from endemic areas.

13. RETROPHARYNGEAL

14. OTHER CYSTIC
LESIONS

+ Branchial cyst -
lateral neck
swelling.

* Thyroglossal cyst -
midiine swelling
that moves with

or bulge.

prevertobral space.

15. HEMATOMA OF
NECK (Trauma)

« History of trauma,

* Rapid onsat swelling.

* Bruising of overlying ﬂ*‘:

skin.

* May cause airway o

obstruction.

Peritonsillar absesss

16. CONGENITAL
ANOMALIES
* Dermeid / Epidermoid
cyst.

* Usually non-tender '+
unless infected. ¥

= Long-standing
swelling.

Parapharyngeal abscess
Retropharyngeal abscess

Epiglottitis
Ludwig angina
Lymphadenitis
Meoplastic lesions

= Lymphangiema, l-:

= CBC, ESR, CRP

= Blood culture

= Plain X-ray neck - soft tissue swelling,
gas shadow, foreign body

« Ultrasound neck - abscess vs solid mass,
node vs cyst

« Contrast CT / MRI neck - extent,
deep space involvement

= FNAC / Biopsy - in suspected neoplastic
lesions

= Laryngoscopy / Nasopharyngoscopy —
alrway assessment

* Fever, malaise

+ Pain in neck
Dysphagia / Odynophagia
Neck swelling — tender, fluctuant
Redness, warmth of overlying skin
Limited neck movements
Trismus (in deep neck space infection)
Toxic appearance in severe infections
Raised WBC count, elevated ESR / CRP

SUMMARY TABLE
Neck Sweliing Pharyngeal Wall Bulge
+ Oatoral) ' ' No
+ (angle of mandible) /- | Yes (medial)
Yes i

Trismus Systemic Features
Mild
Moderate
to severe

Key Differentiating Points
Tansillar Bulge, uvulsr deviation
Medial bulge, possible CN palsy
Pasterior pharyngeal wall bulge
Drooling, stridor, cherry-red epiglottis
Floor of mouth swelling, airway distress
Tender nodes, no pharyngeal bulge
Painless, progressive, long duration

Severe toxic

Dr Ashik SureshKumar




PARAPHARYNGEAL ABSCESS

DEEP NECK SPACE INFECTION

g Parapharyngeal

j. space

— Abscess
collection

CLINICAL CASE

A 25-year-old male presents with:

* Fever

« Severe throat pain

» Dysphagia

« Odynophagia

= Difficulty in opening mouth

» Swelling below the angle of mandible
» Muffled voice

On examination:

= Patient appears toxic

= Tender upper cervical swelling

« Medial bulging of lateral pharyngeal wall
= Tonsil displaced medially

» Trismus present

PROBABLE DIAGNOSIS:
PARAPHARYNGEAL ABSCESS

ETIOLOGY

COMMON CAUSES COMMON ORGANISMS
= Tonsillitis = Streplococcus pyogenss
* Staphylococcus sureus
= Anaerobes
= Pharyngitis * Bacteroides
* Adenaid i * F
+ Foreign body trauma
* Suppurative lymphadenitis

* Peritonsillar abscess
* Dental infections

(Pobymicrabial fora /ﬁ_ﬂ"}

s comman) .. 8

&Y

Parapharyngeal abscess is a deep neck space infection involving the
parapharyngeal space lateral to the pharynx. It is a potentially life-threatening
condition due to the proximity to major neurovascular structures and airway.

CT Meck (contrast) showing
parapharyngeal abscass

APPLIED ANATOMY OF PARAPHARYNGEAL SPACE

Inverted pyramid- ||

mesdial perygoid,
miuncle and deep

(greater cornu

of hyoid)

BOUNDARIES
| Base of skull

Base

Apex
Medial

Greater cornu of hyoid

| Pharyngeal wall

Lateral Mandible, medial pterygoid muscle

and deep lobe of parotid gland

| S

| Prevertebral fascia

Posterior

Anterior r Pterygomandibular raphe
L |

The styloid process divides the space into PRESTYLOID and POSTSTYLOID compartments.

COMPARTMENTS A

PRESTYLOID COMPARTMENT
+ Fat
» Lymph nodes
* Deep lobe of parotid gland

D CONTENTS
POSTSTYLOID COMPARTMENT
= Internal carotid artery
« Internal jugular vein
« Cranial nerves IX, X, X1, Xl
= Sympathetic chain

PATHOGENESIS CLINICAL FEATURES

SYMPTOMS

* Infection spreads from tonsil, teeth,
or pharynx = Fever

* Suppuration develops in
pnrnphuryngeal !PHCE

» Oedema and inflammation compress
adjacent structures

= Infection may spread into caratid sheath,

retropharyngeal space or mediastinum e

= Respiratory distress

DIFFERENTIAL DIAGNOSIS

CONDITION DIFFERENTIATING FEATURE
Peritonsiflar abscess | Uula deviation with pertonalliar sweding
Retropharynges| abscess | Posterior pharyngoal wall bulge
Ludhwig's angina

[Paratid abscess

Woody induration of floar of mouth
Swelling over paratid region

Iscinted o [

Slow-growing, painless swalling
wl\n, My Cause
cranial nerve deficits

Paraganglioma Pulsatile swelling, may have brult

COMPLICATIONS

= Severe throst pain
* Dysphagia

* Odynophagia
= Trismus
= Neck swelling
* Muffled “hot potato™

l Trismus occurs due to inflammation and irritation of medial pterygoid muscle.

SIGNS
= Towic appearance
Tender swelling below
angle of mandible
Medial bulging of lateral
pharyngeal wall
Madial displacernent
of tonsil
Cervical lymphadenopatiy
Torticollis
Trismus due to irritation
of medial pterygoid muscle

AIRWAY COMPLICATIONS
* Alrway cbstruction
* Laryngeal osdema

VASCULAR COMPLICATIONS

+ Intermal jugular vein thrombesis
+ Carntid artory erosion

* Septic emboll

SPREAD OF INFECTION
* Retropharyngeal abscess

= Mediastiniti

* Aspiration pneumonis

* Septicasmia

MEURDLOGICAL COMPLICATIONS
* Cranial nerve palsies

+ Sympathetic chain involvement

LEMIERRE SYNDROME
thrombophlebitis of the internal

ic
Jugulsr vein caused by deep neck infection.

» Leukocytosis
* Raised ESR/CRP

INVESTIGATIONS

BLOOD TESTS

IMAGING (IMVESTIGATION OF CHOICE]

1. CONTRAST-ENHANCED CT NECK
Shows:
* Extent of abscess
= Air-fluid level
* Vascular involvemant
2. MRI NECK
Useful for:
* Soft tissue dalineation
* Intracranial extension

IMPORTANT POINT

Examination under sedation should be avoided in a patient
with airway compromise as sudden obstruction may occur,

MANAGEMENT
[ 1. AIRWAY.MANAGEMENT | 2. MEDICAL MANAGEMENT 3. SURGICAL MANAGEMENT

(FIRST PRIDRITY)
Assess airway early
Oxygen supplementation

str

INTRAVENOUS ANTIBIOTICS
Broad-spectrum antiboitics covering
i L i and

INDICATIONS
Established abscess
Airway compromise

.
= Intubation if required Examples:
.

Tracheostory in sevare

» Clindamyein

» Piperacillin-tazobactam
= Ceftriaxone + Metronidazole

SUPPORTIVE CARE
= IV fluids = Analgesics =« Antipyretics

*

Failure of conservative treatmant

Large collaction on imaging
PROCEDURE

Extemal cenvical drainage prefemed

Incision below angle of mandible

Bt dissecton int abscess cav

Drain placament

Dr Ashik Sureshkumar =

PROGNOSIS
° Good prognosis with early diagnosis and

o
[
[
o
e
o

appropriate management.
Delay in treatment may lead to severe
or fatal complications.

IMPORTANT VIVA POINTS

Contrast-enhanced CT neck is the investigation

of choice.

Trismus eccurs due to irritation of medial pterygoid
muscle,

“Hot potato voice” is characteristic,

Airway managemant is the first priority.

External drainage is preferred over

intraoral drainage.
Mediastinitis is the most

complication.




REFERRED OTALGIA

, -
[\ WHAT IS IT? 1

Pain felt in the ear
but originating from
other structures due
to shared sensory

ly.
\_"1;‘31‘13_-"22&_9 y

[ NERVE SUPPLY OF EAR

fo V Trigeminal
Teeth, TMJ, oral cavity,
sinuses

@ VIl Facial

Geniculate ganglion

#

@ IX Glossopharyngeal
Tonsil, oropharynx,
posterior tongue

©® X Vagus Persistent unilateral otalgia with
Larynx, hypopharynx, - iy :
upper esophagus normal ear examination in adults
® C2-C3 | — think of malignancy
Cervical spine,
i neck muscles
— . =3
_ CAUSES ) (J CLINICAL FEATURES | )

Oropharyngeal
e Tonsillitis
e Peritonsillar abscess

Dental

s Caries .
J/"

e Ear pain

® Normal otoscopic examination

® Associated symptoms depend h
on primary cause '

W@

e Impacted tooth bk

TMJ disorders
o TMJ arthritis

Sinus/Nasal

e
/
\

; Sl Sore Tooth Hoarseness Neck
» Maxillary sinusitis ;
» Nasopharyngeal lesions \ Bwoat ache RaR j
Laryngeal/Hypopharyngeal | (" INVESTIGATIONS | | © MANAGEMENT
» Laryngeal carcinoma e g i ;

; * ENT examination =
» Hypopharyngeal carcinoma Oral & d
e Ora ental exam Treat the
Cervical e Indirect/Flexible .
» Cervical spondylosis larqﬂposcow primarg cause =
» Cervical lymphadenitis * Imaging - CT/MRI
(if malignancy suspected)

J e Panendoscopy (if required) ] L

Dr il Suresh Kimar




GLOMUS TUMOUR

(PARAGANGLIOMA) OF MIDDLE EAR

DEFINITION

Glomus tumour (paraganglioma) is the most
common benign tumour of the middle ear.
It arises from paraganglionic tissue (glomus
bodies) and is a highly vascular, non-
encapsulated neoplasm.

Glomus tumours of middle ear and mastoid
are divided into:

1. PRIMARY TUMOURS

a. Benign
(i} Neoplasti i
of facial nerve, hasmangioma, carcinoid,
adenoma.
i) N lastic: Congenital na,
choristoma, aberrant internal carotid artery,
high jugular bulb.

(i) Differential diagnosis of glomus tumour.

b. Malignant; Carcinoma of middle ear;
sarcoma (rhabdomyosarcoma).

2. SECONDARY TUMOURS

a. From adjacent areas: External ear canal,
parotid gland or nasopharynx.

b. Metastatic: From carcinoma of breast, bronchus,
kidney, thyroid, prostate and gastroinstatinal tract.

&

SPREAD OF GLOMUS TUMOUR

. Fills middle ear, perforates tympanic membrane —
vascular polyp in external ear canal.

Invades labyrinth, petrous pyramid & mastoid.

Thiough eustachian tube — nasopharynt.
. Intracranial spresd — posterior & middle cranial fossa.

[ R

)

may eccur.

Invades jugular foramen & base of skull = IX-Xil nerve palsies.

. Metastasis to lungs & bones rare (4%); 1;}1:‘ node anlargement

DIAGNOSIS

Based on history, examination and investigations.

dehiscont jugular bulb.

3.CT + MR Together: Excellont preoperative guidance in
disgnosis of petrous apex lesions.

multiple; helps in embolization if required.

1. CT Head (bone window): 1 mm thin sections to distinguish
glomiis tyrmpanicum (rom glamis jugulare), dentity earoticajuguler
spine erasion, diffarentiate from aberrant carotid artery, high!

2. MRE: Shows =oft tissue extent. MR angiography & vercgraphy
dalineate invasion of jugular bulb & vein or compression of eatotid.

4. Four-vessel Angiography: Necessary whon CT shows jugular
bulb, carotid artery or intradural extension or when tumours are

E. Brain Perfuskon & Flow Studies: Required when tumour is

pressing on ICA. If eloctive surgery, assess parfusion & adequacy
of collateral circulation (circle of Willls), If needed, seron blood
flow & isatope stuckes: done, Also assessas stroke risk & nend for
replacement of ICA.

B In large tumours, of feeding vessels
1-2 days before surgory helpe to meduce blood |ass.

7. Biopsy: Preoparative biopsy is naver done. Very vascular
lesion — high risk of injury & bleeding.

&
-8

ETIOLOGY & PATHOLOGY

Seen in middle age (40-50 years).

Females are affected five times more.
Benign, non-encapsulated but extremely
vaseular neoplasm.

Locally invasive.

Abundance of thin-walled blood sinusocids

with no contractile muscle coat — profuse
bleeding from the tumour,

/

Two types: Glomus jugulare & Glomus tympanicum,

CLINICAL FEATURES

Symptoms in 90% of cases, related to ear.

1. GLOMUS JUGULARE
Arises from dome of jugular bulb.
Invades hypatympanum & jugular foramen.

* Meurological signs of (X=Xl cranial nerve
invalvemeant.

May compress jugular vein or invade its lumen.

v

»

v

-
v

]

. GLOMUS TYMPANICUM »
* Arises from promontory. >
* Causes aural symptoms. 2
» Sometimes associated with facial =

paralysis. %
»
>

AUDIBLE BRUIT

* Auscultation with stethoscope
over mastoid may reveal * By
systolic bruit at all stages. f
* Some tumours secrete

catecholamines — headaches,
sweating, palpitations, a
hypertension, anxiety.

* Rule of 105 (-5
¥ 10% famikal d
o 10% multicentric (multiple) e
» 3% functional (secrete catecholamines) f

SURGICAL APPROACHES

. 1. Transcanal Approach

W62 For limited glomus tympanicum (tumour visiblel
Onlly tympanatomy sulficient.

2. Hypatympanic Approach

For tumours limited to promontory; extension to
hypatympanam but not into mastond,
Po feular: superiorly based

Ibory inflerior tympanic ring drillad.

3. Extended Facinl Recess Approach

For small tumours extending mto mastosd bat

Flag;

4. Mastold-Neck Approach
For glomus jugulane tumours nat extending to
ICA, posterior cranial fossa or neck.

5. Infratemporal Fossa Approach (Fisch)
For lange glomiss jugulare turmours.

6. Transcondylar Approach

For tumoiirs extending towands foramen magraum
(recurrent glomus jugulare). Provides access (o
cranio-cervical junction with exposure of eccipital
condyle & jugular tubarcle.

nathe

2

sole treatment in inoperable patients prevouly iradialed.

DIFFERENTIAL DIAGNOSIS

Early glomus tympanicum tumour should be
differentiated from:

‘When tumour s intratympanie
Hearing loss & tinnitus {conductive, stowly
progressive).
Tinndtus pulsatile; synchronous with pulse.

Otoscopy: Red raflex through tympanic
mambrane.

Rising sun appearance.
Pulsation sign (Brown sign); Positive,
Siegel's speculum sign: Positive,

When tumour presents as a poalyp
Hearing loss, tinnitus, profuse bleeding.
Dizziness/vertige: facial paralysis may appoar.
Otorrhoesa (less commaon; secondary infection).
Red, vascular polyp. Bleeds on manipulation
or biopsy.

Congenital cholesteatoma

b. Adenoma

Schwannoma of facial nerve
Haemangioma of facial nerve
Aberrant internal carotid artery

. High jugular bulb

{also consider other vascular tumours)

TREATMENT

1. Surgical remaoval /

2. Radiation
4, Combination of the above techniques

3. Embolization

KEY POINTS
Glomus tumours are highly vascular —
profuse hleeding risk.
Pulsatile tinnitus & Brown's sign are
characteristic.

Tharough radiclogical evaluation &

marbidity.

Faciol nerve palsy may be early or late
dus to invelvement.

Most are benign but locally aggressive.

DR ASHIK SURESHKUMAR
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—INFORMED CONSENT —

INFORMED CONSENT FOR = INFORMED CONSENT FOR - INFORMED CONSENT FOR

TONSILLECTOMY {5z J§ TRACHEOSTOMY 881 STAPEDECTOMY

¢ PROCEDURE PROCEDURE i PROCEDURE
\ | Remaval of palatine tonsils Creation of a surgical opening in trachea A | Removal of stapes and replacement with
__~" under general anesthesia. with insertion of tracheostomy tube. "~ prosthesis ta improve hearing in otosclerosis.

INDICATIONS INDICATIONS +=| INDICATIONS
=

. R nt tonsilliti R b siaup aprna * Upper airway obstruction ~ * Head and neck ' Eﬂﬂd:“;;ur'":hﬁ
1 we to o 1 oS
+ Chronic tonsilitis * Tonsiliar hypertrophy + Prolonged ventil .
_ L + Adsquate cochlear reserve
+ Peritonsillar abscess  * Suspicion of malignancy o Al e * Neurological disorders il

@ BENEFITS EXPLAINED TO PATIENT o BENEFITS EXPLAINED TO PATIENT g BENEFITS EXPLAINED TO PATIENT
. Ret._luc‘inﬂ-in throat in(ec-h'nns + Secures airway + Reduces dead space = Hearing improvement
* Relief of airway ol?uruct-on > T ventilation + Improves comfort * Better speech discrimination
Sqimproamd swalowing /il » Facilitates suction clearance 1N selected cases * Reduced air-bone gap

+ Prevention of complications

& RISKS AND COMPLICATIONS EXPLAINED & RISKS AND COMPLICATIONS EXPLAINED & RISKS AND COMPLICATIONS EXPLAINED

COMMON IMMEDIATE COMMON
+ Pain = Earache * Bleeding * Hypaxia ‘? ii * Vertigo * Tinnitus
* Fever * Temporary voice change * Preumathoras = Cardiac arrest *+ Nausea
*+ Odynophagia * Surgical emphysema + Taste disturbance
* Tube misplacement (chorda tympani injury)

IMPORTANT RISKS

* Primary hemorrhage (<24 h) = Infection INTERMEDIATE SERIOUS RISKS
= Secondary hemorrhage (5-10 days) = Dehydration * Tube blockage = Tube displacement « Sensorineural hearing loss | = Prosthesis displacement
* Reactionary bleeding * Infection * Aspiration ("dead car”) + Tympanic membrane
* Facial nerve injury perforation
RARE BUT SERIOUS LATE + Porsistant vertigo + Perilymph fistula
+ Airway compromise * Ingury to teeth / lips / tongue * Tracheal stenosis * Unsightly scar
* Aspiration . hetis plicati « Trach I « Porsistent RARE COMPLICATIONS
» Valopharyngeal insufficiency . fistula h fistuls « Total desfness o CSF leak

= Persistent imbalance

1; ALTERNATIVES @@ SPECIAL CONSENT POINTS / 1» " ALTERNATIVES

| |

N/« Medical mansgement BRN . Nocd for ICU care " « Heoring aid

- i » Ventilater support may continue 3 = Obsarvation

« Speech difficulty
+ Need for humidification and suctioning

| @ | POSTOPERATIVE INSTRUCTIONS + Possibility of permanent tracheastomy @ | POSTOPERATIVE INSTRUCTIONS

« Soft / cold diet « Avoid hot { spicy food * Aoroid stralning ¥ coughing / sneesing

* Avoid air travel initially

= Adequate hydration  « Return immediately t ALTERNATIVES
% % F I + Keep ear dry
Analgesics ¥ bleeding doours \_Y « Endotracheal intubation « Aveid heavy lifting
= Conservative managemant whare feasible
SPECIFIC CONSENT POINTS SPECIFIC CONSENT POINTS
* Need for blood transfusion in severe bleeding (ZZ POSTORERATIVE ADNICE * Hearing improvement not guaranteed
. F ¥ of - e-expl = = Tracheostomy care training * Revision surgery may be required
+ Histopathological examination if indicated = Suctioning instructions * Residual hearing loss may persist
= Emergency management of * Small risk of permanent deafness must

tube blockage / displacement be explicitly discussed

1 have been explalned sbout the procedure, benefits, | have been explained about the procedure, benefits, | have been explained about the procedure, benefits,
o risks, plications and ves. | o rizks, complications and alternatives. | understand | risks, ications and ives. |
and valuntarily give my consent. and voluntarily give my consent. and vohuntarily give my consent.

Patient / Guardian Signature Patient / Guardian Signature Patient / Guardiam Signature

Date / Tiene Date / Time Date / Time:

Doctor Signature sssnnsseens — Doctor Signature crhasnsssssassenases Doctor Sagnature

Dr Ashik Sureshkumar «
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CONSENT

STEPS IN CONSENT WRITING FOR SURGERY

DEFINITION: Informed surgical consent is a voluntary authorization given by a competent patient after understanding
the nature, benefits, risks, alternatives, and consequences of a surgical pmudwe

ETHICAL OBLIGATION |

CHARACTERISTICS OF VALID CONSENT

LEGAL REQUIREMENT | ESSENTIAL COMPONENT OF PlﬂEN‘I‘ AUTONOMY

TYPES OF CONSENT

1. Disclosure ' Informed ¥ L
£ i i N Implied consent | Physical examination
- i I ul_:tary Expross vorbal | Minor procedures
4 Cipacity/Comnpatesce ¥ Specific Written consent | Surgery ! anestheslu
4. Veluntariness | v Written Irrformod:nl;nm Major s !ll' o
5. Authorization v Competent Proxy consent Guardian consent
STEPS IN SURGICAL CONSENT WRITING
[ED exmricanons or pamen | | [E) Mame of procenure l B eeuwumonor omnosss || [ exunsnon of rroceouse | | [B) senerTs oF surcery |
Ty m:m.;.,.:::. + Mature of disease I « Mature of surgery oCn_.rllh!
« Age / Sex specfically, = Indication for surgery | « Type of anesthesia = Diagnostic
+ Hagiial nisbers .G # I ”_ = Major aperative = Palliative
3 1 + Opan appendicectomy untraated —I . * Functional
+ Diagnosis 5 . :::ﬂnd duration improvement
+ Modified radical o0 = Symptom reliet
astectamy Use simple and
Avoid abbreviations. understandable language.
6 RISKS AND COMPLICATIONS . aurernarves | | [B) conseauencesor | | [ sLoop TransFusion
TO SURGERY REFUSAL CONSENT
COMMON COMPLICATIONS. PROCEDURE-SPECIFIC SERIOUS COMPLICATIONS
+ Pain COMPLICATIONS [ . Patient should Mantion possibility of:
. . * ICU admission understand possible + Blood transfusion
oy o Facial nerve Wjury + Reoperation el ‘é oonesnpsemons {f » Blood products
» (nfaction ki ) : treatment surgery is refused £y
* Haoaring lass * Qrgan failure - e * Associated risks
* Scar formation * Anastomotic leak .D Examples:
= Voice change * Other procedures. * Ditease progression Separata consent
+ Organ dysfunction be ired.
High-risk complications must be specifically mentioned. * Martality risk b ki o

POSSIBILITY OF

'  OPPORTUNITY VOLUNTARY il
[0 anesmesiaconsent | [} h ey _m Pt il ——— ;E DOCUMENTATION
Fhoss soamiens Mertion pusslsny of: Consant should be: Comsart form shoukd
- + Comversion from o 1CU stay + Fre from cosrion contain f
il ::—ww " : 5 y ' + Frae from pressure + Pationt signature /
+ Typa of anssthasia - St crmation T —— iyt S + Voluntary . thumb impression
R . Extansien of procucr s hould be sliowed to: Patlant can withdraw X
v Pl cumpllamtony = nesded * . consant anytime before A
:mu.-»d, oy surgery, -t i e
* Clasify concerns
Patient must be able to: fuchat compartert patiant Prowy { Suragate Cansent Shouid specifically mentlan: k-ﬁ:mmrh
« Undeestand Informwilon f.aert na Mot s .8 + IEU adminsion _:. whsion
* Minory & + Bload tran
+ Metain information . i ot Bl Yon i St + Organ danation/remaval
+ Weigh aks and benefts F— = Mantaly incapacitated patients “""::" + Starlization
B an be given by: <G e « Phatagraphy / vides recording
=t = R = Lt i i « Research participation

WITHDRAWAL OF CONSENT REFUSAL OF TREATMENT LANGUAGE OF CONSENT WITNESS IN CONSENT AUDID-VISUAL CONSENT

H pationt refuses: Consent shos Eapocially snpartant

Fationt can withdrw 2 e ’ = My b recysired in:

ot ot sy o Explain cresegaences P — o literats pationts 3
x before mgary, Saarly T + Higherisk procedures -‘ + Clineal trisls

van aftor signing, # Duimint sbivsal 22— A + Thumb impression may + Cortin high-risk

9 i ® + Avoid medical jargon
provided patient is il it -8 be used procedures
muntally competent. * wiines signature * Use interpeeter if mecessary e
f possible prefemed J

IMPORTIONS WHERLES SURGENT IS NOT REQUIRED

EMERGENCY DOCTRINE THERAPEUTIC PRIVILEGE -]
a | o Tmatment muy procesd Hars sination whers o
= [ = o comsent whem: dciera iy o
smanly harm pararm o

+ Lie-vastaring anargency mists pacholegey o

o Patiarn unesrmsiong Ued wary sty (]

* Diwiay may sewdanger iy o

IMPORTANT PRINCIPLES OF SURGICAL CONSENT
Contert in procedure-speif,

Banke! consent & invald

Cansent for anesthesia iy paats,

l

Patinrt srtonamy must be reapciel.

COMMON MEDICO-LEGAL ERRORS

WHO SURGICAL SAFETY CHECKLIST DOCUMENTATION PEARLS

* Lne bl 7 bilack ek

Ircompiete canwent "“‘ > ik Helps improve.
Blarket / general cansent ! S I o - 1 Iy + Avekd overwiiting
Wrang-ite comant 0 IR BT + Comeetiors thauld be
Illngitle documentstion [ —— * Team communicatien cruntarigmd
Enivitm 1 mantion complic sens e * Reduction in = Mhantion date e tire
Conent ahter sedation @2’ et e (Mot gutpes
Undated consent

CONCLUSION

Praper sisrgical consent i an wthecal, legal, snd professional obligation.
| A valid iformed consent establishes patient autonarmy, improves
| dactar-patient communication, and protects both patient and surgean
medico-legally. Accurate di proper disch of rishs.
and valuntary participation sre essential for sate surgical practics.

* Dr Ashik Sureshkumar = -\~
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Indirect laryngoscopy
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Stria vascularis
Tectorial
membrane

hair cells Cells of
Hensen

Spiral ligament

Cells of Claudius

Deiters' Spiral ligament

i - : cells :
Spiral ganglion £ Tunnel of Corti Boettcher’s
/‘ v Nerve fibres cells
& i ) (unmyelinated)
Cochlear nerve fibres Basilar membrane

(myelinated)
Fig. 2.1 Structure of organ of Corti.
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Epiglottis

False vocal cord B8 3 \ ' - Q_Fa!se vocal cord |
(Vestibular fold) [ ‘ b (Vestibular fold)

True vocal cord

|
Rima glottidis

/ (Glottic opening)

Arytenoid cartilage Arytenoid cartilage

Posterior commissure
(Interarytenoid region)




- CHOLESTEATOMA

Keratinizing Squamous Epithelium in Middle Ear & Mastoid
Keratin debris Y

» Cholesteatoma i 3 b i) 1. TUBOTYMPANIC 2. ATTICOANTRAL

¥ 2 kqulr!d [mast :ummunl (Most common) (Unsafe/Dangerous)
: * Retraction pocket theary (most accepted) * Arises in pars tensa * Arises in pars flaccida
squamous epithelium in % | o - Negative pressure —+ Retraction pocket — A et e (atticd
the middle ear cleft, mastokd { s + Attic ususlly * Attic & mastoid

: » Basal coll hyperplasia theory 4
or bath, which produces — Basal Layer praliferates and forms keratin disease-free involved

local destructive effect. through pars flaccica/retained spithelivm » Safe type (extra-attic * May erode assicles,
3. Implantation theory (iatrogenic) structures are intact) complications comman

PATHOLOGY CLINICAL FEATURES

FEATURE TUBOTYMPANIC (SAFE) ATTICOANTRAL (UNSAFE) » The diseass remains localized to the 1. EAR DISCHARGE / T

non-neoplastic keratinizing

Discharge Piobuse; muccld, odouriass Seanty, pisnulent, foul smelling mucosa. Over time, healing & destruction Persistent, foul smelling, |I

take place depending on virulence & miucoid or mucopurulent, !

Perforation Central Attic or marginal 5 5

resistance of organism and the patient. may be scanty or profuse,
Pathological changes: 2. HEARING LOSS
1. Perforation of pars tensa (central) Conductive type, sevarlty
Ansent Presest 2. Middle ear mucosa; oedematous & velvety | Varies (rarely >50 dB).
Complications Rare Common 3. Paolyp: smoath, cedematous, usually pale 3. OTHER FEATURES

Haaring loss Mild to moderate Conductive or mixed 4. Ossicular chain: intact & mobile but = Tinnltus
{conductive] {(deafness)

F
Granulations Common mg

Rare Red and fleshy

may show necrosis, especially long = Aural fullness
process of incus * Eatache
» Dizziness {rare)

» Facial weakness (rare)
CLASSIFICATION (ANATOMICAL) PERFORATIONS IN TYMPANIC MEMBRANE
[ e——— A. CENTRAL PERFORATION (Pars tensa) COMPLICATIONS

S
= Anterior INTRATEMPORAL
* Posterior

f * Acute otitic media
* Inferior i » Labyrinthitis
= * Subtotal 1 i » Facial palsy
[With histary of CSOM) * Mastoiditis

T ' 5 * Petrositis
;_ __L_ -.L J— _1 — * Extradural abscess
Pare jenss | Pars flaccida Pars terna Pars flaccida b SO
(Tubotympanic) (Atticoantral) | | (Tubotympanic) | | (Articoantral) * Sinotis thrombosis
[ e | )
T = Anterior { L INTRACRANIAL
According to extension . / 3
I = Inferior i A = Meningitis
L ¢ - * Tatal (posterasuperior ) v, L = Lateral sinus thrombasis
Limited Extensive Complicated marginal most common) F # Brala abacana

rmﬂ'::r::mﬂialv " * Extracural abscess
» Subdural abscess

GOALS PRINCIPLES = Mixed infection — Aerobic & anaerobic
?G: * Droscopic examination

# Eradicate disease * Remove discase completely Comman erganisms;
q + Tuning fork tests = Create safe, dry oar = Restore ventilation & dﬂnuge FProudomenas seruginosa, Proteus,

‘1 <
] {Rinne - , Weber Iateralizes)  Brovent comp + Raconstruct haaring tap aureus,

* Improve or preserve hearing » Obliterate / exteriorize disesse Bacteroides fragilis, Anasrobes
E a * Audiometry — Conductive prone areas

hearing loss TYPES OF SURGERY SYSTEMIC ANTIBIOTICS

o Koray masseld (Schdler's/ Stamar’s view) 1. Canal Wall Up (CWU) 2. Canal Wall Down (CWD) toreakl in hointe echeerkation,

4 . cellulitis, complications

* Postarior canal wall presarved * Pasterior canal wall removed » Based on cuk & sensitivity

+ HRCT temporal bone - Gold standard * Good anatomical result * Wide.opan iy + Topical antibiotics are mainstay
(extent. bone arosion, complications) ® Requires second look = Easy to clean P

+ Higher recurrenca # Lads recurrance PRECAUTIONS
Kewp war dry
Avaold forcible nase blowing
Troat URTI / allergic hinitis
Regular follow up

KEY POINTS THREE D's OF CHOLESTEATOMA IMPORTANT EXAM POINTS

& Retraction pecket in pars fiaceida — Atticoantral cholestoatama (unsafe) Destroy — B (ossicles, mastoid, facial canal) * Definition & origin theories
Retraction in pars tensa =+ Tubotympanic chalesteatoma (safe) * Types & differances:

G e ior marginal perforation mast common in atticoantral type O Discharge — Parsistont foul smeliing otorthoes * Complications (intra & i
B Cholesteatoma is locally destructive, net necplastic * Treatment — CWU vs CWD
& Eorly diagnosis B surgery — Prevent complications 8 preserve hearing @ Deafness — Conductive hearing loss * X-ray / HRCT findings

Approach
Pastaural / Endaural / Endoscopic

.
.




@ CARCINOMA OF MAXILLA

(MALIGNANT TUMOURS OF MAXILLARY SINUS)

INTRODUCTION FIBROUS DYSPLASIA OF MAXILLA (DIFFERENTI CLINICAL FEATURES
- T‘_ .." Early features
l * Nasal stutfiness / obstruction

+ Bloodstained nasal discharge
* Facial paraesthesia or pain
* Epistaxis

« Arises from the lining (mucosa) of
maxillary sinus,

= Usually remains silent for a long time
and presents with vague symptoms
of “sinusitis"

+ Common in 40-60 years age group
with preponderance in males.

Late features (depend on spread & growth)
» Swelling of cheek / face

= Bisplacement of eyeball, diplopia

= Pain in teeth, loosening of teath
Paresthesia of upper lip & palate
Trismus

» Orbital symptoms (proptosis, diplopia, pain)

.

Maore common in areas whene snuff is
used (South Africa - “Bantus®).

RISK FACTORS: Nickel refining, leather
work, wood dust, mustard gas, cigarette
smoking. Fig. Fibraus dysplasia in a 13-year-old girl.
HISTOLOGY: >80% are squamous call

A BExternal swolling B. Expanaon of uppoer shveokss €. CT scan showing cpacity

carcinoma, Others — Adenocarcinoma, *Extension through cribriform plate.
Adenold cystic carcinoma, Melanoma,
Sarcomas.
OHNGREN’S LINE SPREAD OF DISEASE DIAGNOSIS
(IMPORTANT LANDMARK)
A. Direct Spread | 1. Radiograph of sinuses:
I. Medial — Nasal cavity discharge, Opacity with expansion and destruction of
{7 Suprestruchure ii. Anterior — Cheak, upper fip, facial skin bany walls.
{Above the line - .
(Better 9 iii. Inferior = Upper alveclus, teoth, hard palate | 2. CT Scan (Best non-invasive method):
v S for — Orbit (proplosis, diplopla) | Defines extent of disease in axial and
v. Postarior = Pterygof fossa, infratemporal fossa, coronal planes. Helps in staging.
Infrastructure nasopharynz, sphenoid sinus, base of skull
{Bekow the line - ,’ i 3. Biopsy:
Poar progrosis) i = Exhmoid, plate, foramen lacerum Through nose or mouth. Caldwell-Lue

B. Lymphatic Spread approach preferred in early cases.
Imaginary line between medial canthus of eye

and angle of mandible dividing the area into:  Submancibuise and;ypper jugutar nades 4. E"dw: - :
N it e AR the line €. Blood Spraad Detailed examination and accurate biopsy.
* Infrastructure — Below the line + Lungs (common), bones
THNM CLASSIFICATION — MAXILLARY SINUS NODAL INVOLVEMENT (N) DISTANT METASTASIS (M)
n Tumour limited to maxillary sinus mucosa with Mx Regional lymph nodes cannot be assessed Mx Distant metastasis cannot be assessed
no emsion or destruction of bone.
NO No regional lymph node metastasis MO Mo distant metastasis
Tumour causing bone erosion or destruction including
T2 extension into hard palate and/or middle nasal meatus, MY Metastasis in a single ipsilsteral lymph node, %] Distant metastasis present
excapt posterior wall / ptorygoid plates. =3 em In greatest dimension
] Invades: posterior wall, subcutaneous tissues, floor or N2 Matastasis in a single ipsilateral node >3-6 cm STAGE GROUPING (MAXILLARY & ETHMOID SINUS)
medial wall of orbit, pterygold fossa & ethmold sinuses. or multiple ipsilateral nodes <6 cm Stage THM
invades: anterior orbital contents, ckin of cheek, N2a | Single ipsilateral note >3-6 em |, Stege:| A0 )
Tda plerygeid plates, infratemporal fossa, cribriform plate, = i Stage Il T2 NO MD
sphanoid or frontal sinuses. S| MG sl o] oo 55 em Stage Iil T3 NO MO / T1-3 N1 MO
| N2e Bilsteral or contralateral nodes =6 em 5 A Tda NO-1 MO
Invades: orbital apex, dura, brain, middle cranial fossa, e el
T4b | cranial nerves (other than V2), nasopharynx or chvus. N3 | Node 6 cm in greatest dimension Stage IV B Any T NZ MO
Stage IV C Any T N3 MO / Any T Any N M1
TREATMENT HISTOLOGY PROGNOSIS
« Depends on stage, sdent, Maology »B0% are Squamous eell careinoma * Dapends on stage, extent, site (sbove or
:‘«d g-ndmﬂ eondition. Othara = A = balow Ohngren's line) and nodal status,
2 acipfiomy saproach, Adenold cystic carcinoma, * S-year survival rate:
e yomge AN Melanoma, Sarcomas ~ Overall - 40% to 50%

Surgery (e.g., Caldwell-Luc,
redial masillectomy).
= Advanced stage (T3 & T4):
Combined modality - Surgery
+ Radiotherapy / Chemoradiation,
Radiotherapy:
Preoperative: 5500 cGy

- Advances in multimodal therapy with

radiation have improved results.
Suprastructure lesions — Better prognosis
than infrastructure lesions.

Early diagnosis and treatment improve
outcomes and prevent complications

Postoperative: S000-5500 cGy [ (orbital, intracranial, neural injuries),
» Chemothernpy: tha right side. (1) Same pationt after sehabilstion
Cisplatin + 5-FU with radiation with maxitary prosthess and artificial eye Squamous cell carcinoma
for better results, (Keratin pearf)
KEY POINTS
S, More common in 40-60 Presents s pesistent Ohngren's e divides €T scan s the best @@ g Mitdsipinay
({ | years age group with “sinualtis” with | ¢ into supractructure noer-invasive method approach gives the
l [ | mate preponderance. .“. nasal symptoms. N (Better prognosis) and for extent and best outcome
\__ 2/ llI ey infrastructure (poor prognosis). staging.

- < Dr Ashik Sureshkumar <- -




ADENOIDECTOMY

SURGICAL REMOVAL OF ADENOIDS

Adenoidectomy may be indicated alone or in combination with tonsillectomy. In the latter event,
adenoids are removed first and the nasopharynx packed before starting tonsillectomy.

INDICATIONS

|. Adenoid hypertrophy causing snoring, mouth
breathing. sleep apnoea syndrome or speech
abnermalities, l.e. rhinclalia clausa.

CONTRAINDICATIONS

. Cleft palate or submucous palate. Removal of
adenoids causes velopharyngeal insufficiency
in such cases.

~

1. Recurrent rhinosinusitis. . Haemaorrhagic diathesis.

[

Acute infection of upper respiratory tract.

Always general, with oral endotracheal intubation.

POSITION

Same as for tonsillectomy.
Hyperextension of neck should
| always be avoided.

STEPS OF OPERATION COMPLICATIONS

. Boyle-Davis mouth gag is inserted.
Before actual removal of adenoids,

3. Chronic otitis media with effusion associated
with adenoid hyperplasia.

4. Recurrent ear discharge in benign CSOM
associated with adenoiditis/adenoid hyperplasia.

Fig. 95.1 Adenoidectormy.

5, Dental malocclusion: Adenoidectomy does not
correct dental abnormalities but will prevent its
recurrence after orthodontic treatment,

Treatment rate is another indicator. Treatment
is same a3 for preoperative haemorrhage.
Postnasal pack under general anoesthesia

is often required,

. Haemorrhage: It is usually seen during
the immediate postoperative period.

2. Proper size of adenoid curette with
gauze® is inserted transnasally into

nasopharynx should always be
examined by retracting the soft
palate with curved end of the
tongue depressor and by digital
palpation, to confirm the diagnosis,

the nasopharynx till its free edge
touches the poesterior border of
nasal septum and is then pressed

backwards to engage the adenoids.
At this level, head should be slightly

Nose and mouth may be full of bleod or |
the only indication may be vomiting of

dark-coloured blood which the patient |
had been swallowing gradually in the

postoperative period. Rising pulse rate |

i her indi T
to assess the size of adenoids | 8. another Indice

mass and to push the lateral

flexed to avoid injury to the
odontoid process.

= |
adenoid masses towards 3. With gentle sweeping movement, | ENDOSCOPIC ADENOIDECTOMY
the midline. : |
=il adencids are shaved off. These days adencids can be removed more precisely by
- using a debrider under endoscopic contral or by coblation
Important Peints 4. Haemostasis is achieved by packing

technique. The latter uses radio frequency current to |

the area for some time. create a plasma field which dissociates molecular bonds.

= Lateral masses are similarly removed
with smaller curettes, small tags of
lymphoid tissue left behind are removed
with punch forceps.

* Take care not to injure pharyngeal ends
of eustachian tubes.

Note

Persistent bleeders are
electrocoagulated under vision,
If bleading is still not controlled,
a postnasal pack is left for 24 h,

POSTOPERATIVE CARE

Same as in tonsillectomy. There is no dysphagia and the
patient is up and about early.

OTHER COMPLICATIONS

2. Injury to eustachian 3. Injury to 4. Grisel’s 5. Velopharyngeal 6. Nasopharyngeal ‘ 7. Recurrence 8. Others
tube opening pharyngeal syndrome insufficiency stenosis
structures | |
— A = E; "‘_ ._\ /_ ==
N N | B =
| 9 | = ) | \ ;
\ A\ : ;f/ I il s
Injury to torus tubarius | Injury to posterior Complains of neck pain It is necessary to It occurs due to This is due to
and wertebrae due to pharyngeal wall, and develops torticollis. | determine adequacy scarring. r.v:grnwm of al?enold » Euetachian tube
hyperextension of neck  uwula, soft palate . Mostly it is due to o\‘ adenelde\:wny by Preaperative tissue left behind. dysfunction
and the pressure due to hyperextension  gpasm of atlantoaxial inspection and baemorrhage. v Dkl allacis
of curette. of neck and movement  joing during surgery or palpation before |
Care should be taken of the curette. infection, Treat removal of adencids, | Foetnasal pack undar = Yelopharyngesl
he have Care should be taken  conservatively, gard) armeativmia inadequacy
wl nwﬂ"i o . h ; is often required. (in predisposed
T ' =" patients)

An Xeray may be
required

* Gauge: Small children — No. | or 2; Older children & adults — No. 3 or 4.

Dr Ashik Sureshkumar




&) TON

SILLECTOMY

AT A GLANCE

A

A, ABSOLUTE
. Recurrent infections of throat
{most common)
* =7 episodes in 1 year
* 25 episodes per year for 2 years
+ 3 episodes per year for 3 years
# =2 weeks or more of lost school/work:
in 1 year
Peritonsillar abscess
. Tonsillitis causing febrile seizures
. Hypertrophy causing
* airway obstruction (sleep apnoeal
» difficulty in deglutition
= interference with speech
. Suspicion of malignancy
. RELATIVE
Diphtheria carriers
. Streptococcal carriers
. Chronic tonsillitis with bad taste / halitosis
Recurrent streptocoecal tonsllitis in
valvular heart disease

. AS A PART OF ANOTHER OPERATION
. Palatopharyngroplasty (sleep apnoea)

. Glossopharyngeal neurectomy

. Removal of styloid process

B oW

&N =m W

WM =0

STEPS OF OPERATION (DISSECTION AND SNARE METHO

o (2] (3]

Boyle-Davis Tonsil grasped Incision in the Blunt curved Tansil now hald at Wire loop or snare Gauze sponge Eloading points

maouth gag with tonsii-holding mucous membrang scissor used to its upper pole and passed aver tonsi| placed in fossa thed with silk.

introduced and forceps and from tonsil to dissect tonsil from traction applied on its pedicle, and pressure Same steps

opened. pulled medially. anterar pillar. peritonsillar tissue downwards and tightened, pedicle applied for a few repaated on
and separate its medially. Dissection cut and tonsil minutes, other side.
upper pole. continued, remaved.

Haemoglobin level < 10 g%

2. Acute infection in upper respiratory tract,
wecute tonsillitis with bleeding

3. Children < 3 years (poor surgical risk)

4. Overt or submucous cleft palate

5. wvon Willebrand’s disease
(bleeding disorders - leukaemia, purpura,
aplastic anaemia, haemophilia, sickle cell diseasa)

6. Epidemic of polio

7. Uncontrolled systemic disease
le.g. diabetes, cardiac di hyper
asthma)

8. Avoid during menses

ANAESTHESIA

Usually under general anaesthesia
with endotracheal intubation.

In adults, may be done under
local anaesthesia.

o (5]

Rose’s position

= Patient lies supine

» Head extended by a pillow
under the shoulders

Rubber ring placed under the
head to stabilize

Hyperextension of head
should be avoided

TECHNIQUES POSTOPERATIVE CARE COMPLICATIONS

Cold methods

Dissection and snare (most common)
« Guillotine method (rare)

* Intracapsular tonsillectomy

Harmonic scalpel (ultrasound)
Plasma-mediated ablation / dissection
Cryosurgical technigue

Hot methods

» Electrocautery

s Laser tonsillectamy (CO, or KTF)
Radiofrequency ablation
Coblation tonsillectomy

KEY POINTS

& Maost common indication = recurrent infections
e Aok h I
@ Maintain airway, hydration and nutrition

@ Early ambulation and aral hygiene help recovery
© Watch for secondary haemarrhage [day 5-10)
@ Complete recovery usually in 2 weeks

1. Keep patient in coma pasition till recovery. A. IMMEDIATE
2. Watch for bleeding from nose and mouth, 1. Primary haemorrhage - during operation
: . E, 3 i 2. Reactionary haemorrhage - within 24 hours
= :TO:;QII Vitabsigie = puise. respiration, 3. Injury to tonsillar pillars, uvula, soft palate,
_o PresEUre. tongue, SUparior constrictor

4, Diet: 4, Injury to teeth

+ Start with liquids {cold milk / ice cream) 5. Aspiration of blood

« Soft diet as tolerated g- :“'—“!' °I'd"":

; . Surgical emphysema

+ Avoid hot, spicy or hard food 8. Mortality - rare (=1 in 35,000)
5. Oral hygiene - saline gargles 3-4 times/day. B. DELAYED
&, Analgesics for pain relief, 1. Secondary haemorrhage - Sth to 10th day
7. Antibioties for about 5-7 days 2. Infection - parapharyngeal abscess, otitis media
8. Patient can resume normal diet in 2 weeks 3. L"“g_u'vphulhﬂ‘ = alnllcfasig, preumonia

e 4. Scarring In soft palate and pillars
{unkess complications). 5. Tonsillar remnants
6. Hypertrophy of lingual tonsil
INSTRUMENTS (ESSENTIAL SET)
"
|\\ )
5 i CL ﬁ)

Boyle—Davis Toreil Scissor Wini anave Artery Spongs
mouth gag disseetor lewrved) forceps helder anzry tmupu |

% Dr Ashik Sureshkumar *



BLEEDING SWELLINGS OF THE NOSE - SALIENT POINTS

Key Clinical Features for Differential Diagnosis

Age & Sex
Common
Presentation
Site / Origin

Mass -~
Description

Epistaxis
' Other

Features

Investigations
of Choice

Treatment

Recurrence /

Prognosis

Profuse epistaxis «

JUVENILE
NASOPHARYNGEAL
ANGIOFIBROMA (JNA)

10-20 years, Males (>>95%)

* Recurrent epistaxis (main)
* Nasal obstruction

* Nasal mass

» Post nasal drip

Unilateral nasal mass =«

RHINOSPORIDIOSIS

Children & young adults
(5-30 yrs), M > F

* Profuse epistaxis
» Nasal mass
= Nasal obstruction

‘ Septum (antero-inferior part)

Nasopharynx [sphenopal
foramen region)

Reddish / reddish-blue,
highly vascular, lobulated
mass in nasopharynx

Profuse, recurrent,
may be torrential

» Conductive deafness (Eustachian

tube block)
= Facial swelling (advanced)
= Anemia (chronic blood loss)

«CT sc;n = extent, bony erosion
* MRI - soft tissue detail
= Angiography (pre-op

more common, also floor,

I lateral wall, nasopharynx

‘ Red to pink, strawberry-like,
friable polypoidal mass
studded with white dots

| (sporangia). Bleeds
profusely on touch.

Profuse, spontaneous,
recurrent

| « Aquatic exposure ([common)
« Endemic in India &
South Asia
* Recurrence common

+ Clinical diagnosis (typical)
+ Biopsy - sporangia
with endospores

GENERAL POINTS TO REMEMBER

@ Unilateral nasal mass with epistaxis - think of these conditions.
@ Mature of mass (coler, surface, bleeding tendency) gives important clues,

@ Imaging helps in extent, origin & surgical planning.

in | cases.

© Histopathology is

& Complete excision and follow up are key to prevent recurrence.

embolization) * MRI/CT = extent
* Pre-operative embolization » Complete surgical excision
» Endoscopic surgical removal (with cauterization of base)
(classic or endoscopi isted) « Dag (adjunct/
« Control of bleeding in recurrent cases)
Recurrence up to 10-20%. [ Recurrence 10-20% if
Good prognosis with complete incomplete excision.
excision and follow up. Excellent prognosis.

RED FLAGS - THINK MALIGNANCY IF...

£\ Older age (>40 years)
ML Unilateral mass with pain, epistaxis, loosening of teeth

Correct diagnosis

INVERTED PAPILLOMA

30-60 years, M > F

= Nasal obstruction (most common)
* Recurrent epistaxis

= Nasal mass

* Anosmia

Lateral wall of nasal cavity
(middle meatus)

[Attachment - uncinate process,
ethmoidal bulla, ME complex)

Pinkish/grey, fleshy polypoidal
mass with irregular or
cerebriform surface.

Bleeds on touch.

Usually mild to moderate,
may be recurrent

* Unilateral disease

* May cause bone erosion

« Associated with malignancy
(5-15%)

« CT scan - extent, bony changes

* MRI - extent, intracranial /
orbital spread

+ Biopsy - confirm diagnosis

» Endoscopic medial maxillectomy /
endoscopic excision

» Wide removal including site
of attachment

» Long term follow up

Recurrence 10-20%.
Malignant transformation
5-15%. Requires long term
follow up.

) Uiceroproliferative / imegular mass
£ Epiphora, facial swelling. numbness

ML 'Weight loss, constitutional symptoms

+ Timely management

OTHER BLEEDING
SWELLINGS OF NOSE

+ Capillary Hemangioma

» Pyogenic Granuloma

* Hemangiopericytoma/
Solitary Fibrous Tumor

» Sinonasal Malignancies

« Antrochoanal Polyp

+ Telangiectasia

+ Foreign Body Granuloma

Varies with condition

* Epistaxis
* Nasal mass/obstruction
* Local symptoms vary

Variable:

« Anterior septum (hemangioma,
pyogenic granuloma)

« Any site in nasal cavity /
paranasal sinuses

» Capillary hemangioma —
red, soft, compressible

« Pyogenic granuloma = red,
friable, bleeds easily

« Hemangiopericytoma -
red-purple, firm

* Malignancy - irregular,
ulceroproliferative mass

Varies - often recurrent
or mild; may be profuse in
vascular lesions

+ Hemangioma - present since
childhooad

+ Pyogenic granuloma ~ history
of trauma/pregnancy

+ Antrochoanal polyp -
suggests sinusitis

+ Malignancy - pain, loosened
teeth, epiphora, weight loss

+ As per condition

+ Imaging (CT/MRI)
for extent

+ Biopsy - essential to rule
out malignancy

* Depends on diagnosis
(excision, cauterization,

medical management,
oncologic treatment)

Depends on pathology.
Malignant lesions - guarded
prognosis.

ABBREVIATIONS
CT - Computed Tomoagraphy
MRI - Magnetic Resonance Imaging
ME - Middle Ear

# “Careful evaluation, correct diagnosis and complete treatment — the key to control epistaxis and prevent recurrence.” §




SYMPTOMS ACCORDING TO SITE

Site Earliest Symptom Other Features
Supraglottic Dysphagia Odynophagia, referred
otalgia, neck node,
muffling of voice
Glottic Hoarseness Change in voice,
(of voice) stridor (late)
Subglottic Dyspnea / Airway obstruction,

Stridor stridor
Advanced / Late Features
Hemoptysis, weight loss, neck swelling,
respiratory distress, aspiration




