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* AOM/OME – still the most common reason for ENT referral 
* Definition: 
* Although considered a continuum of disease, Otitis Media can be 

sub-classified as: 
1.   Acute Otitis Media (AOM): Middle Ear Effusion WITH signs and 

Symptoms of Acute Inflammation < 3/52 duration (i.e. 
previously normal ear) 
*  Acute Suppurative Otitis Media (ASOM): as above…. Caused by an 

infective organism. 
*  Recurrent AOM: ≥ 3 AOMs in a 6/12 period 

2.   Chronic Suppurative Otitis Media (CSOM): as above lasting > 3/12 
3.   Otitis Media with Effusion (OME): Middle Ear Effusion WITHOUT 

signs or symptoms of Acute Inflammation 
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*  History / Examination / Investigation: No Update 
*  Treatment: 
*  Impact of Pneumoccocal Vaccine  
*  Aim of Vaccine: to êê Childhood AOM incidence 
*  Impact of Vaccine: USA Experience - PCV7 introduced 2000: 
*  Overall:  
*  Marked êêêê in Serious Disease has occurred with use of newer pneumococcal Vaccines 

*  Only SMALL Relative Risk ê of 7.8% in AOM 

*  24% êê in Treatment Failures and Persistent AOM 

*  Disease Specific 
*  ME Cultures: 

*  ê ME culture of S. pneumoniae 

*  é ME culture of Non-Vaccine Serotypes of S. pneumonia 

*  éME Culture of Haemophilus Influenzae 
*  No Change in Penicillin non-susceptible strains in Vaccine vs Non-vaccine serotypes 

*  NP Carriage Rates: 
*  êStrep. Pneumonia  Vaccine Serotype carriage rate 
*  éStrep. Pneumoniae non-Vaccine Serotype carriage rate 

*  ? é Antibiotic-resistant strains 
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* Treatment of AOM: 
1.   Antibiotics: 

i.   1st Line:  
*  Amoxicillin 45mg/kg/day  
*  Pencillin Hyper-sensitivity: Cefaclor 10mg/kg, o, tds 

ii.   2nd Line:  
*  Amoxicillin 80-90 mg/Kg/day (high dose) 
*  higher dose overcomes the Penicillin Binding Protein resistance of S. pneumonia 

*  Amoxicillin + Clavulanate 22.5 + 3.2 mg/kg , o,tds 
*  Clavulanic acid overcomes the β-lactamase resistance of H. influenzae or M. catarrhalis 

iii.   3rd Line: 
*  Ceftriaxone 50-75mg/kg/day, IV in 1-2 doses 
*  Clindamycin 10-30mg/kg/day o in q8h doses 

*  Duration: 5 – 10 days 
*  10 days: 
*  Fewer early treatment failures with 10 day course,  
*  But increased expense and ? resistance 
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* Treatment: 
2.   Analgaesia 

3.   Decongestants  /Anti-histamines – Not 
recommended as no evidence of benefit 

4.   Steroids – Not recommended as equivocal 
evidence 
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* Indications for Grommets 
1.   AOM with Complications 
2.   AOM with cranio-facial abnormalities 
3.   ROM 

i.   ≥ 3 episodes in 6/12 
ii.   ≥ 4 episodes in 12/12 

4.   OME – see next slide 
5.   (patients requiring Hyperbaric O2 therapy) 
6.   Chronic Eustachian Tube Dysfunction / 

Retraction pockets 
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* History: Onset / Trauma / Recent Illness / Pain / Other 
Neuropathies 
* Examination: 

1.   Facial nerve exam: Side / Bilateral (2%) / Complete 
(70%) 

2.   Full ENT Exam – esp. 
i)   Ear Exam 
ii)   Other Cranial Nerves: weaknesses found in >50% of Bell’s 

Palsy (!!!) 

*  Investigation: 
1.   Audiogram 
2.   Electrophysiologic Testing 
3.   Imaging – MRI with gad 
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* Treatment 
1.   Eye Care: 

i)  Ophthal Review  

ii)   Sunglasses during day 

iii)   Close eyelid @ night – e.g. Tape 
iv)   Artificial Tears 
v)   +/- Eye Chamber 

2.   Speech / Dietetics: 
3.   Steroids: 
*  STRONG evidence for Benefit 

*  Onset of Treatment: ideally within 3 days of Symptom onset; up to 14 days 
*  No consensus on Dose & Duration 
*  Prednisolone 1mg/Kg Body Weight/o/daily reducing over  10-14 days 

4.   Anti-virals 
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* Prognosis/Recovery: 
* Complete Recovery in 80-90%; up to 12 months 

* Poor Outcome Prognostic Factors: 
a.   Complete paralysis 

b.   Age > 60 

c.   Diabetes 

d.   Hyper-acusis 

e.   Severe Pain 

*  Recurrence: 10% of cases 
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* Definition: VZV Related Neuritis involving CN VII & CN 
VIII, and a vesicular rash. 
* Epidemiology: 

* Aetiopathogenesis:  
* Reactivation of Latent VZV within the Geniculate Ganglion. 
* Due to intercurrent stress or illness 

* Inflammatory/Oedema PLUS direct cytopathic effect 
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* History: 
* Past History Chicken Pox / VZV 
* More likely Severe pain than with Bell’s Palsy 

* Examination: 
1.   Facial Nerve Weakness 
2.   Vesicles: 

-  Onset:  
-  Mostly concurrent with Paralysis 
-  25% of cases – precede the Paralysis 

-  Distribution: Pinna / Post-auricular / EAC / Face / Mucous Membrane / Palate. 
3.   Ocular Complications: Herpes Zoster Ophthalmicus 
4.   Hearing Loss / Vestibular Disturbance 

-  25% of patients 
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* Investigations: 
1.   Audiology: SNHL 

2.   Serology: Rising Anti-VZV Antibody Titres 

 
* Treatment: 

1.   Corticosteroids 

2.   Anti-Virals 
* Lessens Pain, Promotes resolution of Vesicles 
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* Prognosis: 
i)   Facial nerve 
* Worse than Bell’s Palsy 

* 30-50% incomplete recovery 

ii)   Vestibulo-cochelar 
* Complete Recovery: 68% of children, 38% of adults 
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*  History:  
*  Examination: 
*  Anterior Rhinoscopy 
*  Nasendoscopy: All persistent/Chronic Epistaxis 

*  Investigations: 
*  Treatment: 
*  ABCs 
*  Local: Pressure, Cautery, Cream, Ointment, Dressing 
*  Systemic: BP Control, Anti-platelet/Anti-thrombotic reversal, 
*  Specific Conditions: e.g. Hereditary Haemorrhagic Telangiectasia – pKTP Laser, Tamoxifen PO, 

Avastin® Topical 
 

* When to refer: 
i)   Refractory Acute Bleeding 
ii)   Recurrent/Chronic Bleeding despite max conservative Rx 
iii)   Concern Local or Systemic Underlying Cause 
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*  History: 
*  Definitions EPOS 2012 – emphasis on Objective 

component 
*  PPV of History Alone: 58% for GPs, 73% for ENT 
*  CRS +’ve History:  68% & 50% negative on 

Nasendoscopy and CT respectively 

*  Unified Airway Theory:  
*  78% of asthmatics have Rhinitis / 38% with Rhinitis 

have Asthma,  
*  CRS with polyposis: 50% prevalence of Asthma 
*  Onset of Both conditions is within 2 years in 75% of 

cases 

*  Consider unusual underlying causes – e.g. 
Aspirin Exacerbated Respiratory Disease, 
Churg-Srauss, CF, Wegener’s, Sarcoid, 
Neoplasia 

*  Examination: 
*  Nice to find objective evidence – Pus, Polyps,  
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* Definition of Rhinosinusitis: Inflammation of the Nose and Paranasal 
Sinuses Characterised by: 
o  2 or more Symptoms, one of which should be either:  

i)  nasal blockage/obstruction/congestion OR 
ii)  nasal discharge (anterior or posterior) 
§  +/- Facial Pain/Pressure 
§  +/- Reduction or loss of smell 

o  AND Objective Signs of Disease on: 
i)  Nasendoscopy 

a.  Polyps 
b.  Mucopurulent Discharge primarily from Middle meatus (MM) 
c.  Oedema/Mucosal Obstruction primarily in MM 

ii)  AND/OR CT Sinuses 
a.  Mucosal Changes in Osteo-meatal Complex and/or Sinuses 

* Duration: 
* Acute: > 10 days, < 12 weeks 
* Chronic: > 12 weeks 
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* Investigations:  
* CT Sinuses 

* Look for Immunodeficiency  
* Ig Overall Levels  
* Subclass – e.g. CVID 

* Look for Allergy – RAST, Skin 
Prick Test 

*  Acute: air bubbles 

*  Within fluid density 

*  Acute on Chronic:  

*  Ethmoid & Maxillary  

*  mucosal thickening +  

*  Air bubbles within  

*  R maxillary  

*  sinus indicating purulence 

*  Chronic: 

*  Mucosal thickening of  

*  bilateral maxillary sinuses 
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*  Treatment: 
*  Maximal Medical Therapy 
*  Increasingly Topical Medications – Steroids – e.g. Pulmicort Respules®, Anti-histamines, Antibiotics 
*  New Classes – Antileukotrienes – e.g. Montelukast 

*  Surgery 
*  : FESS, powered instruments, image guidance 
*  Surgery Improves Symptoms in CRS – it is NOT a cure 
*  Increasing conservatism - functional 
*  Drug Eluting Spacers / Stents – e.g. Propel 

*  Other Options: 
*  Immunomodulation 
*  Desensitisation: SCIT / SLIT / Aspirin Desensitisation 
*  Antibody-Infusion Treatment – e.g. Omalizumab (Anti-IgE Ab), Mepulizumab (Anti-IL5 Ab) 
*  Ig Replacement – e.g. Intragam® 

*  When to Refer: 
i)   Failed Medical Treatment 
ii)   Unilateral Symptoms/Signs/Ix 
iii)   Alarm Features –  

a.   Sinonasal: Bleeding, Cachosmia 
b.   Orbital: Diplpia, Proptosis, Peri-orbital oedema 
c.   Cranial: Meningism, Focal neurology 
d.   Severe Systemic Sx 
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* Management: 
* Hx:  
*  Sleep Hygiene,  

* Nocturnal Sx  

* Daytime Sx 

*   Social Complications 

* Risk Factors 
*  Obesity (adults) 

* Other Active Health Problems 

* Examination: 
* General 

* Awake Endoscopy 

* Drug-induced Sleep Endoscopy (DISE) 

* Growing Evidence as a 
modifiable Cardio-vascular 
Risk Factor: 
* OR for Hypertension in 

patients with OSA = 1.37 

* OR for CVA in patients with 
Mod/severe OSA = 4.33 
(1.32-14.24) 

* OR for DM in patients with 
Mod/Severe OSA = 2.3 
(1.28-4.11) 
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Feature	
   Adult	
   Child	
  
PresentaAon	
  

Gender	
   2M	
  :	
  1F	
   1M	
  :	
  1F	
  

Excessive	
  dayAme	
  sleepiness	
   Main	
  presenGng	
  complaint	
   Infrequent	
  complaint	
  

Associated	
  obesity	
   Majority	
  of	
  paGents	
   Minority	
  of	
  paAents	
  

Underweight	
  /	
  failure	
  to	
  thrive	
   Not	
  seen	
   Frequent	
  

DayAme	
  mouth-­‐breathing	
   Not	
  seen	
   Frequent	
  

Enlarged	
  Ts	
  &	
  As	
   Rarely	
  seen	
   Frequent	
  

Sleep	
  pa(ern	
  

ObstrucAve	
   ObstrucAve	
  apnoea	
   ObstrucAve	
  apnoea	
  or	
  obstrucGve	
  
hypovenGlaGon	
  

Arousal	
  with	
  obstrucAon	
   Common	
  (i.e.	
  RERAs)	
   May	
  be	
  less	
  frequent	
  (therefore	
  don’t	
  report	
  
RDI)	
  

Disrupted	
   Common	
   Not	
  oZen	
  seen	
  

Management	
  

Medical	
  (posiAve	
  pressure)	
   Most	
  common	
   Only	
  in	
  selected	
  paAents	
  

Surgical	
   Minority	
  of	
  paAents	
  with	
  inconsistent	
  results	
   DefiniGve	
  in	
  many	
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* Ix: 
* In-Lab Monitored PSG – Remains Gold Standard 
* Out-of-centre-sleep-testing (OCST) 
 

 
 
 
 
 

    
e.g. WatchPat® - strong correlation with PSG (r=0.9); high sens/spec 
 
 

PROS (over PSG) CONS (compared with 
PSG) 

1.  Better Patient 
Comfort 

2.   Cost Saving 
3.    Prevention of 

Admission 
4.    Speed of Analysis 

of Data 
 

1.  Sensor Failure @ home 
2.  Loss of signal (which may 

lead to repeat studies) 
3.  Fewer signal channels (less 

information) 
4.   AHI is based on Total-

Recording-Time; NOT the 
Total Sleep Time – 
Therefore, likely to under-
estimate severity of OSA 
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* Ix: 
* Home Oximetry in children 
* Indication: useful screening tool 

* High PPV: 97% for OSA if ≥ 3 drops below 90% SaO2 

* Low NPV: 47% - normal, inconclusive study doesn’t exclude Severe OSA 
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*  Treatment Options: 
*  Lifestyle: Sleep Hygiene, Weight loss, EtOH avoidance 
*  Medical/Conservative: CPAP, MAS 
*  Surgery: 
*  Indications: 

1.   Failure of Conservative Measures 
2.   Patient Additional Anatomical Symptoms – nasal obstruction, snoring, etc. 
3.   Up-front patient desire to pursue surgery 

*  Need & Nature: Determined by: 
1.   Severity of OSA 
2.   Level of Obstruction 
3.   Chance of Success with particular Surgery 
4.   Chance of Morbidity with particular surgery 
 

Options: 
*  Nasal 
*  Palate: UPPP, Palatal Advancement Pharyngoplasty 
*  Base of Tongue / Hypopharynx: Lingual Tonsillectomy, Tongue Base Volume Reduction 
*  Maxillary-Mandibular: Mandibulo-Maxillary Advancement 
*  (Tracheostomy) 



* 

Definition: 
*  The retrograde movement of 

gastric contents into the 
Laryngopharynx è symptoms 
referable to the larynx/
hypopharynx  

Epidemiology: 
* Koufman et al: 50% of patients 

with laryngeal/Voice disorders 
had LPR 
* 4-10% of patients in general ENT 

practice 

*  Aetiopathogenesis: 
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*  History: 
*  Extra-Oesophageal Reflux 

Symptoms 
*  Voice: Hoarseness, Vocal 

Fatigue, Voice breaks 
*  Airway: Cough, Throat Clearing, 

Laryngospasm 
*  Swallow: Globus, Sore throat, 

dysphagia 
*  Pro Voice: loss of upper range, 

prolonged warm-up 

*  ? Oesophageal Reflux Symptoms 
*  Only in 35% of LPR patients 

*  RSI score  
*  > 10 predictive of a positive 

pH/Impedance study 
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found pseudosulcus in 70% of patients with EER and in 30% of con-
trols. Patients with pseudosulcus were 2.3 times more likely to have pH 
probe–documented EER. The sensitivity and specificity of pseudosul-
cus were estimated to be 70% and 77%, respectively.59 Hickson and 
colleagues65 prospectively assessed, with dual-channel pH probe studies, 
20 patients in whom endoscopic evaluation had confirmed pseudosul-
cus; EER was identified with positive pH probe results in 18 of the 20 
patients. These researchers estimated that the positive predictive value 
of pseudosulcus for EER was 90%.65

Belafsky and coworkers59 have developed an endoscopic grading 
scale for EER. The Reflux Finding Score (RFS) consists of eight find-
ings, seven of which are related to edematous changes in the endolarynx 
and only one to redness of the endolarynx, that are graded as to sever-
ity to a score from 0 to 26 (Table 65-1). The researchers report that 
an RFS of more than 7 is associated with a high likelihood that dual 
pH probe results will be positive.59 The RFS was tested in 40 control 
subjects and 40 patients with clinical history positive for EER and pH 
probe studies. This review showed excellent interobserver and intraob-
server reliability for the RFS. The mean RFS for control subjects was 
5.2, whereas the mean RFS at entry for the EER group was 11.5, and 
an individual with an RFS of more than 7 was noted to have EER with 
95% certainty.58

Beaver and colleagues61 conducted a prospective study of the 
videostroboscopic images of 49 patients diagnosed with laryngopharyn-
geal reflux disease on the basis of two or more symptoms (i.e., throat 
clearing, hoarseness, cough, globus, or excessive mucus) along with 
physical findings of chronic laryngitis. Subjects were evaluated before 
and after 6 weeks of high-dose proton pump inhibitor (PPI) therapy. 
Ten control patients without any symptoms of EER were included. 
Three otolaryngologists evaluated the photographs in a blinded manner 
and in random order and gave each a score using the Laryngopharyn-
geal Reflux Disease Index (Box 65-4). The mean index value for 
patients was significantly higher than that of controls (9.50 vs. 2.92, 
respectively), and posttreatment mean scores were significantly lower 
than pretreatment scores (7.35 vs. 9.50, respectively). The most useful 
items on the scoring system were as follows: supraglottic edema and 
erythema, glottic edema and erythema, and subglottic edema and ery-
thema. Items 7 through 12 were not believed to be as useful, and very 
few patients had positive scores on these items. The key factor in  
the endoscopic assessment of acid reflux–induced changes in the  
laryngopharynx is that edema, not erythema, is the clinical hallmark  
of EER.

Videoendoscopy and stroboscopy are very useful, especially for docu-
menting treatment effects and for visualizing subtle signs associated 
with acid reflux.

The majority of laryngeal findings seen in patients with chronic 
laryngitis associated with EER are edematous changes, as opposed to 
erythematous changes, seen in the posterior larynx. Posterior laryngitis 
manifests as edema, loss of clear epithelial markings, and increased 
vascularity of the posterior commissure and arytenoids.5,13,60 Chronic 
irritation can result in a thickening of the posterior laryngeal mucosa 
with hyperkeratosis, which is also called pachydermia laryngeus.5,13 
Hanson and colleagues13 describe this posterior mucosal thickening 
with increased granularity and rough cobblestone appearance as “gran-
ular mucositis.” Increased mucus formation and thickness, along with 
mucus stranding and pooling, may result from chronic irritation and 
alterations of mucociliary flow.5,43 Laryngeal ulceration, granuloma for-
mation, scarring, and stenosis may indicate more severe EER.13,30-32 
Cherry and Margulies first identified extraesophageal reflux of gastric 
acid as being associated with contact ulcers.43

Although it has been traditionally thought that erythema of the 
posterior larynx is the key sign of EER,13,31 it is really the edema con-
sequent to acid reflux–induced trauma to the larynx that is the clinical 
hallmark of EER.59,61-63 Habermann and colleagues,60 reviewing the 
endoscopic findings in 29 patients with chronic dysphonia and chronic 
laryngitis, showed that edema of the posterior glottic mucosa was  
the most common finding. The researchers noted significant improve-
ment in these changes with therapy. Alterations of the true vocal fold 
mucosa and false vocal folds were also noted to improve with treatment. 
Shaw and Searl64 assessed 96 patients who had symptoms suggestive of 
EER and noted that posterior glottic edema and nodularity were the 
most “severe and frequent” findings. Only 47% of patients were found 
to have ulceration, and 3 patients were found to have granulomas. 
Branski and coworkers62 performed a prospective, randomized, blinded 
study to assess the reliability of the laryngoscopic evaluation of patients 
with EER. They found that both intrarater reliability and inter-rater 
reliability were poor; raters demonstrated a poor agreement on the 
severity of endoscopic findings for LPR. The investigators concluded 
that using laryngoscopic findings alone for the diagnosis of EER was 
highly subjective.

Pseudosulcus has been described as a common endoscopic finding 
in EER.50,59,65 The term pseudosulcus refers to the edematous changes 
that take place along the undersurface of the vocal fold from the ante-
rior to the posterior commissure.50,50,65 By contrast, true sulcus vocalis 
involves the free edge of the fold and terminates at the vocal process. 
Belafsky and colleagues,59 evaluating pseudosulcus in 30 patients with 
EER (i.e., with positive pH probe results) and 30 control patients, 

Box 65-3

The Reflux Symptom Index

Within the past month, how did the following problems affect you? 
Rank them from 0 (no problem) to 5 (severe problem).

1. Hoarseness or a problem with your voice
2. Clearing your throat
3. Excess throat mucus or postnasal drip
4. Difficulty swallowing food, liquids, or pills
5. Coughing after you have eaten or after lying down
6. Breathing difficulties or choking episodes
7. Troublesome or annoying cough
8. Sensations of something sticking in your throat or a lump in 

your throat
9. Heartburn, chest pain, indigestion, or stomach acid coming 

up

From Belafsky PC, Postma GN, Amin MR, Koufman JA. Symptoms 
and findings of laryngopharyngeal reflux. Ear Nose Throat J. 
81(Suppl 2):10, 2002.

Table 65-1

The Reflux Finding Score
Pseudosulcus 0, absent; 2, present

Ventricular obliteration 0, none; 2, partial; 4, complete

Erythema/hyperemia 0, none; 2, arytenoids only; 4, 
diffuse

Vocal fold edema 0, none; 1, mild; 2, moderate; 
3, severe; 4, polypoid

Diffuse laryngeal edema 0, none; 1, mild; 2, moderate; 
3, severe; 4, obstructing

Posterior commissure 
hypertrophy

0, none; 1, mild; 2, moderate; 
3, severe; 4, obstructing

Granuloma/granulation 0, absent; 2, present

Thick endolaryngeal mucus 0, absent; 2, present

From Belafsky PC, Postma GN, Amin MR, Koufman JA. Symptoms 
and findings of laryngopharyngeal reflux. Ear Nose Throat J. 
81(Suppl 2):10, 2002.



* 

*  Examination 
* Non-specific findings of 

inflammation 
* Combination of: 
*  Laryngeal Features 
* Pharyngeal Features 

* Reflux Finding Score (RFS) 
*  > 7/26 = high likelihood that dual 

probe pH monitoring will be positive 
* But, relatively poor correlation with 

symptoms 
*  Sens = 87.8% 
*  Spec = 37.5% 

* 1 or more signs found in >80% of 
healthy adults 
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found pseudosulcus in 70% of patients with EER and in 30% of con-
trols. Patients with pseudosulcus were 2.3 times more likely to have pH 
probe–documented EER. The sensitivity and specificity of pseudosul-
cus were estimated to be 70% and 77%, respectively.59 Hickson and 
colleagues65 prospectively assessed, with dual-channel pH probe studies, 
20 patients in whom endoscopic evaluation had confirmed pseudosul-
cus; EER was identified with positive pH probe results in 18 of the 20 
patients. These researchers estimated that the positive predictive value 
of pseudosulcus for EER was 90%.65

Belafsky and coworkers59 have developed an endoscopic grading 
scale for EER. The Reflux Finding Score (RFS) consists of eight find-
ings, seven of which are related to edematous changes in the endolarynx 
and only one to redness of the endolarynx, that are graded as to sever-
ity to a score from 0 to 26 (Table 65-1). The researchers report that 
an RFS of more than 7 is associated with a high likelihood that dual 
pH probe results will be positive.59 The RFS was tested in 40 control 
subjects and 40 patients with clinical history positive for EER and pH 
probe studies. This review showed excellent interobserver and intraob-
server reliability for the RFS. The mean RFS for control subjects was 
5.2, whereas the mean RFS at entry for the EER group was 11.5, and 
an individual with an RFS of more than 7 was noted to have EER with 
95% certainty.58

Beaver and colleagues61 conducted a prospective study of the 
videostroboscopic images of 49 patients diagnosed with laryngopharyn-
geal reflux disease on the basis of two or more symptoms (i.e., throat 
clearing, hoarseness, cough, globus, or excessive mucus) along with 
physical findings of chronic laryngitis. Subjects were evaluated before 
and after 6 weeks of high-dose proton pump inhibitor (PPI) therapy. 
Ten control patients without any symptoms of EER were included. 
Three otolaryngologists evaluated the photographs in a blinded manner 
and in random order and gave each a score using the Laryngopharyn-
geal Reflux Disease Index (Box 65-4). The mean index value for 
patients was significantly higher than that of controls (9.50 vs. 2.92, 
respectively), and posttreatment mean scores were significantly lower 
than pretreatment scores (7.35 vs. 9.50, respectively). The most useful 
items on the scoring system were as follows: supraglottic edema and 
erythema, glottic edema and erythema, and subglottic edema and ery-
thema. Items 7 through 12 were not believed to be as useful, and very 
few patients had positive scores on these items. The key factor in  
the endoscopic assessment of acid reflux–induced changes in the  
laryngopharynx is that edema, not erythema, is the clinical hallmark  
of EER.

Videoendoscopy and stroboscopy are very useful, especially for docu-
menting treatment effects and for visualizing subtle signs associated 
with acid reflux.

The majority of laryngeal findings seen in patients with chronic 
laryngitis associated with EER are edematous changes, as opposed to 
erythematous changes, seen in the posterior larynx. Posterior laryngitis 
manifests as edema, loss of clear epithelial markings, and increased 
vascularity of the posterior commissure and arytenoids.5,13,60 Chronic 
irritation can result in a thickening of the posterior laryngeal mucosa 
with hyperkeratosis, which is also called pachydermia laryngeus.5,13 
Hanson and colleagues13 describe this posterior mucosal thickening 
with increased granularity and rough cobblestone appearance as “gran-
ular mucositis.” Increased mucus formation and thickness, along with 
mucus stranding and pooling, may result from chronic irritation and 
alterations of mucociliary flow.5,43 Laryngeal ulceration, granuloma for-
mation, scarring, and stenosis may indicate more severe EER.13,30-32 
Cherry and Margulies first identified extraesophageal reflux of gastric 
acid as being associated with contact ulcers.43

Although it has been traditionally thought that erythema of the 
posterior larynx is the key sign of EER,13,31 it is really the edema con-
sequent to acid reflux–induced trauma to the larynx that is the clinical 
hallmark of EER.59,61-63 Habermann and colleagues,60 reviewing the 
endoscopic findings in 29 patients with chronic dysphonia and chronic 
laryngitis, showed that edema of the posterior glottic mucosa was  
the most common finding. The researchers noted significant improve-
ment in these changes with therapy. Alterations of the true vocal fold 
mucosa and false vocal folds were also noted to improve with treatment. 
Shaw and Searl64 assessed 96 patients who had symptoms suggestive of 
EER and noted that posterior glottic edema and nodularity were the 
most “severe and frequent” findings. Only 47% of patients were found 
to have ulceration, and 3 patients were found to have granulomas. 
Branski and coworkers62 performed a prospective, randomized, blinded 
study to assess the reliability of the laryngoscopic evaluation of patients 
with EER. They found that both intrarater reliability and inter-rater 
reliability were poor; raters demonstrated a poor agreement on the 
severity of endoscopic findings for LPR. The investigators concluded 
that using laryngoscopic findings alone for the diagnosis of EER was 
highly subjective.

Pseudosulcus has been described as a common endoscopic finding 
in EER.50,59,65 The term pseudosulcus refers to the edematous changes 
that take place along the undersurface of the vocal fold from the ante-
rior to the posterior commissure.50,50,65 By contrast, true sulcus vocalis 
involves the free edge of the fold and terminates at the vocal process. 
Belafsky and colleagues,59 evaluating pseudosulcus in 30 patients with 
EER (i.e., with positive pH probe results) and 30 control patients, 

Box 65-3

The Reflux Symptom Index

Within the past month, how did the following problems affect you? 
Rank them from 0 (no problem) to 5 (severe problem).

1. Hoarseness or a problem with your voice
2. Clearing your throat
3. Excess throat mucus or postnasal drip
4. Difficulty swallowing food, liquids, or pills
5. Coughing after you have eaten or after lying down
6. Breathing difficulties or choking episodes
7. Troublesome or annoying cough
8. Sensations of something sticking in your throat or a lump in 

your throat
9. Heartburn, chest pain, indigestion, or stomach acid coming 

up

From Belafsky PC, Postma GN, Amin MR, Koufman JA. Symptoms 
and findings of laryngopharyngeal reflux. Ear Nose Throat J. 
81(Suppl 2):10, 2002.

Table 65-1

The Reflux Finding Score
Pseudosulcus 0, absent; 2, present

Ventricular obliteration 0, none; 2, partial; 4, complete

Erythema/hyperemia 0, none; 2, arytenoids only; 4, 
diffuse

Vocal fold edema 0, none; 1, mild; 2, moderate; 
3, severe; 4, polypoid

Diffuse laryngeal edema 0, none; 1, mild; 2, moderate; 
3, severe; 4, obstructing

Posterior commissure 
hypertrophy

0, none; 1, mild; 2, moderate; 
3, severe; 4, obstructing

Granuloma/granulation 0, absent; 2, present

Thick endolaryngeal mucus 0, absent; 2, present

From Belafsky PC, Postma GN, Amin MR, Koufman JA. Symptoms 
and findings of laryngopharyngeal reflux. Ear Nose Throat J. 
81(Suppl 2):10, 2002.
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Sometimes the patient is in denial and does not want to believe what another
clinician has diagnosed or does not want to pursue the recommended treat-
ment options. Another frequent scenario is that the patient has been told
that he/she has a normal larynx and that nothing on examination can
explain the symptoms. In these cases, it is especially important to elicit a
detailed history and to be clear about what bothers the patient about the
voice. Sometimes edema from laryngopharyngeal reflux masks a mass lesion
or hyperfunction is so severe that the vocal folds are not seen easily on
fiberoptic evaluation. Flexible distal-chip laryngoscopes are providing ex-
aminations superior to fiberoptic laryngoscopy and approximating rigid lar-
yngoscopy, such that subtle findings now are being noted that may not have
been seen without this technology. Of utmost importance, it is essential to
listen to the patient, to acknowledge that something is wrong, even if the ex-
act diagnosis is not obvious, to take a team approach with a voice therapist,
and to ‘‘stick’’ with the patient until a diagnosis and treatment plan are
formed and executed.

Voice problems in professional voices users: diagnoses and treatment
options

Laryngopharyngeal reflux

Laryngopharyngeal reflux is the retrograde movement of gastric contents
(acid and enzymes, such as pepsin) into the laryngopharynx leading to
symptoms referable to the larynx, hypopharynx, and nasopharynx (Fig. 1)
[1]. Typical laryngopharyngeal reflux symptoms include dysphonia, globus
pharyngeus, mild dysphagia, chronic cough, excessive throat mucus, and

Fig. 1. Laryngopharyngeal reflux. Note diffuse periarytenoid and postcricoid edema, vocal fold
edema, and pseudosulcus (the appearance of a ‘‘second’’ vocal fold inferior to the true vocal
fold due to edema). The larynx is wet appearing; copious, thick mucus is not seen in this patient
as in others.

1027COMMON DIAGNOSES



*  Investigation: 
*  24-hour Multi-Channel pH 

Monitoring / Impedance 
*  Technique: Double or Triple Probe 

measures acid and non-acid reflux events 
*  Test Findings: 
*  pH drop to < 4 
*  No. of episodes / 24 hours 
*  % Time <4 / 24 hours 

*  Impedance drop by >50% 
*  Test Properties 
*  Sens = poor 
*  Spec = Excellent 
*  ? Reproducibility – pseudoreflux due 

to drying 
*  Poor prediction of response to 

therapy  

* 



*  Investigation Cont’d 
*  Single oro-pharyngeal 

Impedance Probe – e.g. 
Restech 
* Technique: trans-nasal probe 

in oropharynx 
* Test Results: 
* % Time below Cutoff 
* Number of Episodes 
* Duration of longest episode 

* Test Properties 
* Spec: 100% 
* High PPV 
* Sens: 69% 

* 



*  Diagnosis Cont’d: 

*  Oral Immunologic Pepsin Assay 
– Peptest ® 
* Detects Pepsin in oral saliva 

through the use of two Anti-
Pepsin Monoclonal Abs 

 

* 
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ical trials. These techniques include endoscopic suturing, injectable 
agents for bulking the GEJ (Enteryx, which was withdrawn from the 
market; and Gatekeeper Reflux Repair System, Medtronic, Inc., Min-
neapolis, MN), and radiofrequency energy delivery to the GEJ. All are 
shown to result in improved LES pressure; however, most studies of 
endoscopic therapy have only limited follow-up information in a rela-
tively small number of patients. Therefore, the durability of these 
devices is unknown. Serious adverse events were reported with Enteryx, 
which led to the voluntary withdrawal by the manufacturer in Septem-
ber 2005 and suspension of the Gatekeeper clinical program in late 
2005. A number of other endoscopic antireflux procedures are under 
investigation. Small studies describe promising results, but the safety 
and efficacy of these procedures are not yet known, and their role in 
the treatment of GERD is not clear.

Extraesophageal Gastroesophageal Reflux Disease
GERD may manifest as symptoms other than heartburn and regurgita-
tion. They include asthma, chest pain, chronic cough, laryngitis, and 
dental erosions. Although the relationship between each atypical 
symptom and GERD varies, there are some common themes. In addi-
tion to the lack of the classic heartburn and regurgitation symptoms, 
esophagitis or Barrett’s esophagus is usually not present. Additionally, 
response to antireflux therapy in patients with these symptoms is often 
less predictable. In general, an empiric trial of twice-daily PPI therapy 
is indicated as initial treatment because there is no definitive diagnostic 
standard for GERD. If treatment fails, full investigation with ambula-
tory pH testing is recommended to ensure that medical therapy has 
been intensive enough (Fig. 72-34). The diagnosis of GERD can be 
confirmed only when the symptom is relieved consistently with specific 
antireflux therapy.

/DU\QJLWLV
There is increasing evidence that GERD causes laryngeal signs and 
symptoms. This is often referred to as “reflux laryngitis” or “laryn-
gopharyngeal reflux.” In fact, it is estimated that 4% to 10% of  
patients presenting to otorhinolaryngologists do so because of symp-

little data are available in the literature to support them. Additionally, 
with the availability of potent acid-suppressive agents, dietary modifica-
tion as the primary therapy for GERD is no longer overly emphasized.

Antacids and alginic acid can provide temporary relief of episodic 
heartburn. Despite the wide use of these over-the-counter products, 
surprisingly few data are available as to their utility for healing reflux 
esophagitis or for the long-term management of GERD symptoms. 
Sucralfate, a complex metal salt of sulfated sucrose, is an exceptionally 
safe medication that has some demonstrated efficacy in the treatment 
of mild reflux esophagitis. Few published data are available on the use 
of sucralfate in GERD, however, and the drug has never achieved 
popularity as antireflux therapy.

In theory, prokinetic agents may decrease gastroesophageal reflux 
by raising LES pressure and enhancing esophageal and gastric clearance. 
Currently, metoclopramide is the only prokinetic agent available in the 
United States for the treatment of GERD. Metoclopramide is a 
dopamine antagonist, and its use is limited by side effects such as agita-
tion, restlessness, somnolence, and extrapyramidal symptoms, which 
occur in up to 30% of patients. Cisapride, a serotonin-4 (5-HT4) recep-
tor agonist, demonstrated efficacy in mild GERD, but this agent was 
withdrawn when it was found to cause lethal cardiac arrhythmias in 
patients with a number of predisposing conditions.

The cornerstone of GERD therapy is the administration of agents 
that decrease gastric acid secretion, thereby reducing esophageal acid 
exposure. Histamine receptor antagonists (H2 blockers) in standard 
divided doses achieve complete symptom relief in approximately 60% 
of patients and heal esophagitis in about 50%. The H2 blockers are 
most useful for patients with GERD of mild to moderate severity, in 
whom the highest rates of healing can be anticipated. However, healing 
rates with these agents are poor in patients who have severe reflux 
esophagitis. High doses of H2 blockers (up to eight times the conven-
tional dose) have been used effectively to treat esophagitis in severe cases 
of GERD, but this approach is generally not recommended. Few data 
document the long-term efficacy of H2 blockers used in any dosage, 
and tolerance to the antisecretory effects of these agents develops in 
many patients. For patients with severe GERD, most authorities pre-
scribe PPIs rather than high-dose H2 blocker therapy.

PPIs are superior to H2 blockers in both healing erosive esopha-
gitis and relieving symptoms, with healing rates approaching 90%.94 
For most patients, GERD is a chronic relapsing disease with almost 
universal recurrence of symptoms after treatment withdrawal; thus, it 
requires maintenance therapy in many patients. Long-term therapy 
with PPIs, which maintains remission in 80% of patients, is superior 
to that with H2 blockers, which achieve a remission rate of 50%.95 With 
more than a decade of clinical experience with PPIs in the United 
States, initial concerns regarding the long-term safety of these agents 
remain unsubstantiated.96 In clinical practice, “step-down” therapy is 
recommended in patients in whom GERD is suspected. Patients are 
initially treated with PPIs; and once clinical response is noted, patients 
are treated with H2 blockers or PPI on an as-needed basis.

Antireflux surgery, now performed primarily by the laparoscopic 
approach, remains an option for carefully selected patients with well-
documented GERD.97 The ideal candidate is the patient with typical 
symptoms that respond completely to antisecretory therapy. The 
patients who opt for surgery typically have concerns about the cost or 
potential adverse effects associated with long-term PPI therapy. Patients 
with large hiatal hernias and predominant regurgitation symptoms are 
also good candidates. However, in some patients, GERD is refractory 
to acid suppression with high-dose PPI therapy; any consideration of 
surgery in such patients must be guarded, and the clinician should 
document continued evidence of ongoing esophageal acid exposure or 
damage during therapy. Studies with impedance pH monitoring in 
patients with GERD refractory to PPI therapy suggest a possible benefit 
of surgery in those with continued nonacid reflux; however, controlled 
studies are needed before surgery can be recommended in this group. 
At this time, surgery is not advised in patients with GERD unrespon-
sive to PPIs who have no evidence of esophageal acid exposure or 
nonacid regurgitation.

There has been some interest in endoscopic therapy for GERD.98,99 
Several such therapies have become available and are undergoing clin-

Extraesophageal manifestations of GERD

Laryngitis

No response

24-pH/impedance
on medication

Response

Empiric trial of PPIs
bid × 3-4 months

Symptom assessment

CoughAsthma Chest pain

Step-down
therapy

Taper PPIs to qd;
consider H2 blocker
or prn PPIs

Normal

Reflux most likely
not cause of
symptoms

Look for another
cause

Abnormal

Intensify antireflux
therapy
Consider laparoscopic
fundoplication

Figure 72-34. Treatment algorithm for extraesophageal manifestations 
of gastroesophageal reflux disease (GERD). bid, twice daily; pm, 
evening dose; qd, once daily; PPIs, proton pump inhibitors.



*  Exclude the ‘Usual’ Suspects: 

* Pulmonary Pathology 

*  Laryngopharyngeal Reflux 
* Allergy / Sino-nasal disease 

* ACE inhibitor 
* History: Dry, irritant cough; scratchy 

feeling, paroxysmal, exacerbated by 
benign stimuli 

* Examination: unremarkable 

*  Investigations: unremarkable 

* 
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* History 
 
 
 
 
 
 
 
 
 

* Examination: unremarkable 
* Investigations: unremarkable – though up to 50% do have 

concurrent +’ve diagnosis of Asthma 
* Normal CXR 
* Normal Spirometry 

Undiagnosed PVFMD has been shown to lead to immense health care costs.19,34,35

There are multiple reports of unnecessary intubations and even tracheostomies per-
formed in cases of undiagnosed PVFMD.36,37 A retrospective case-control study
showed that, before their diagnosis, patientswith PVFMDhadhigher utilization of health
care than those with moderate persistent asthma.35 Research is currently underway at
the author’s institution to study whether asthma medication use decreases after the
diagnosis of PVFMD is made.

DIAGNOSIS AND CLINICAL FINDINGS: HISTORY

There are several symptoms and elements of the history that are characteristic of
PVFMD (Box 1). These elements include a feeling of tightness in the neck or throat,
more difficulty getting air in than out, inconsistent or failed response to inhalers, and
symptoms that are precipitated by anxiety, strong emotion, odors, changes in humid-
ity or temperature, and exposure to chemicals.3,7 Dyspnea tends to come on more
quickly with PVFMD than with asthma. It also tends to resolve more quickly with
rest, rather than becoming most severe after cessation of activity, as in exercise-
induced bronchoconstriction.38,39 In elite athletes particularly, the dyspnea may be
provoked only by high-intensity exercise rather than with long, lower-intensity work-
outs. Patients will often note “wheezing,” but on detailed questioning actually describe
noisy breathing more on inspiration than expiration. A choking sensation has been
found to be more predictive of PVFMD than of exercise-induced bronchoconstric-
tion.40 It is not uncommon for patients to have breathing “tricks” that they have tried
on their own before presentation, often with some success.
In patients who ultimately are diagnosed with both asthma and PVFMD, there is

often a distinction between episodes of dyspnea provoked by asthma and those
related to PVFMD. Keeping in mind how commonly the two exist together, it is impor-
tant not to discount the possibility of PVFMD when the patient reports some episodes
that respond quickly to albuterol use. These same patients, on detailed questioning,
will often say that they can tell the difference between the two even before they unsuc-
cessfully try their inhaler.

DIAGNOSIS AND CLINICAL FINDINGS: PHYSICAL EXAMINATION

Physical examination findings, apart from those found on laryngoscopy (Box 2), are
nonspecific in PVFMD. The absence of a true end-expiratory wheeze supports the

Box 1
History associated with PVFMD

Tightness in neck rather than chest

More difficulty getting air in than out

Symptoms brought on by exertion

Events associated with stress or strong emotions

Events triggered by strong odors, perfumes, or chemicals

Rapid onset of dyspnea

Noisy breathing (usually on inhalation)

Poor or inconsistent response to inhalers

History of negative asthma workup

Matrka138
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* Treatment: 
1.   Speech Therapy – 

Laryngeal Retraining 
2.   Medical:  

i)   Treat Irritants 
a.   LPR 
b.   Allergic Rhinitis 

ii)   ‘Stabilise’ Nerves 
a.   Amitriptyline 
b.   Gabapentin 
c.   Pregabalin 

3.   Procedural 
i)  Botulinum Toxin 
-  Unilateral TA/LCA 
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* Adult Neck Mass 
* Any solid asymmetric mass MUST be considered a 

metastatic neoplastic lesion until proven otherwise 
* Asymptomatic cervical mass – 12% of cancer 
* ~ 80% of these are SCCa 

* Any New Cystic mass (> 40 y.o.a.) must be considered 
a cystic metastatic lesion until proven otherwise 
* Thyroid  
* SCC 
* Melanoma 



* 
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a neck mass is especially bloody, necrotic, or fibrotic, and specific 
diagnostic information may be unattainable in lesions where complex 
tissue architecture is necessary.7 Open biopsy of neck masses should 
only be considered as a last resort for diagnosis. In the case that squa-
mous cell carcinoma is identified in the neck during open biopsy, the 
surgeon should be prepared to proceed with a comprehensive neck 
dissection. This possibility should be part of the patient’s preoperative 
counseling.

Once the diagnosis is made, it will be necessary to determine 
whether the particular diagnosis warrants further investigations. The 
best example of this is the case of an unknown primary malignancy of 
the neck. A detailed diagnostic protocol must be adhered to in the 
workup of an unknown primary malignancy in the neck. A variety of 
pathologic entities can manifest with the primary presentation being 
an enlarged metastatic cervical lymph node. Among these, adenocarci-
noma, thyroid malignancies, poorly differentiated carcinoma, and 
melanoma are seen on occasion, but squamous cell carcinoma is the 
most common.3,5 The detailed workup required in the evaluation of 
the unknown primary squamous cell carcinoma of the neck is discussed 
later in this chapter.

Unknown Neck Mass: Differential Diagnosis

,QÁDPPDWRU\�1HFN�0DVVHV
Inflammatory neck masses represent the most common and ubiquitous 
neck masses across all age groups.

Lymphadenopathy/Lymphadenitis
Inflammatory lymphadenopathy can occur in response to any infec-
tious or inflammatory process in the head and neck and is typically a 
self-limited process lasting days to weeks. Lymph nodes will enlarge 
and become tender in the face of infection or inflammation, then 
typically subside without treatment. Occasionally lymph nodes will 
become necrotic in the face of bacterial or viral infection, and an abscess 
forms. These nodes can be differentiated by ultrasound or CT. Staphy-
lococcus and Streptococcus are the organisms most commonly cultured 
from neck abscesses.3,4,10 Diffuse lymphadenopathy is common in 
patients with human immunodeficiency virus, but a growing or domi-
nant mass should raise suspicion for lymphoma.11

Granulomatous Diseases
The clinician should keep a multitude of granulomatous processes in 
mind when evaluating a neck mass. Diagnosis of most of these will rely 
on associated signs and symptoms, history of exposure or travel, and, 
of course, FNA biopsy. These entities include tuberculosis, atypical 
mycobacterial infections, actinomycosis, cat-scratch disease, and syphi-
lis. FNA is the preferred biopsy technique because open procedures may 
create nonhealing wounds.

Sialadenitis/Sialolithiasis
Inflammation, infection, and/or blockage of the parotid or submandib-
ular glands or their ducts can produce neck masses. The infected 
parotid or submandibular gland will present as a warm, tender, enlarged 
gland. Systemic symptoms such as fevers and chills may be present. 
Often, the examiner will be able to express purulent material from the 
duct draining the gland. This diagnosis typically does not require 
imaging, and treatment is with antibiotics, hydration, warm com-
presses, massage, and sialagogues.

Patients with sialolithiasis will experience periodically enlarged 
and painful glands, often in association with eating. Ultrasound 
imaging will typically detect salivary stones either within the glands or 
the ducts. Chronic sialolithiasis can lead to salivary stasis and eventually 
sialadenitis. Treatment is with hydration, massage, and sialagogues.

&RQJHQLWDO�1HFN�0DVVHV
The list of congenital causes may be considered in the differential 
diagnosis both for children and adults with neck masses. Caution, 
however, should be exercised before assuming a cystic mass in a patient 
in the older adult population is of congenital origin. In these instances, 
malignancy must be considered first and foremost, and congenital 

antibiotic trial, the mass progresses or the patient develops new symp-
toms, the management paradigm should be reconsidered as well. 
Imaging of the neck mass is a good starting point to better define the 
mass and the structures it involves.

If a patient has failed an antibiotic trial, or in any case of an adult 
with a new neck mass, biopsy should always be considered as an essen-
tial step in making a diagnosis. The gold-standard biopsy modality in 
the workup of a neck mass is fine-needle aspiration (FNA) (Fig. 116-2). 
The sensitivity and specificity of FNA for both pediatric and adult head 
and neck masses have been reported to be approximately 97% when 
diagnostic material is obtained.7-9 FNA should always be done before 
the consideration of any open procedures. FNA can be used for both 
cytology and culture (in cases in which a suspected infectious neck mass 
does not respond to conventional antibiotic therapy). If an FNA is 
unsuccessful or if sufficient information is not obtained from an initial 
FNA, the FNA should be repeated before open biopsy. Multiple aspi-
rations using a thin needle (usually 25-gauge) are necessary. The FNA 
should be performed in the presence of an experienced cytopathologist 
to ensure ideal slide preparation and thus useful diagnostic informa-
tion.8,9 Studies comparing the sufficiency, accuracy, and diagnostic 
outcome of FNAs performed by cytopathologists versus those per-
formed by clinicians have actually shown that cytopathologists’ FNA 
attempts yield significantly more useful diagnostic information than 
those of clinicians.8 Cells obtained by FNA can be analyzed for micro-
biologic, molecular, and cytogenetic properties if these techniques are 
useful in the diagnosis.5,8,9 If an FNA has been unsuccessful or has failed 
to reveal useful results after several attempts, a core needle biopsy 
should be considered.3,5,9 FNA may miss the true lesion in cases where 
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Vascular origin?
(paraganglioma,

hemangioma)

Do imaging
characteristics fit
with congenital

origin
(thyroglossal,
branchial cleft,

etc.)?

Older adult
(>40 years)
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(0-15 years)

Resolution?
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Order
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imaging
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Cystic?

No
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Figure 116-2. Diagnostic schema for a new neck mass.
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* Indications: Adenoidectomy 
1.  Infection: 

i)  Chronic Purulent Adenoiditis  
ii)  Adenoid Hypertrophy a/I Ear Disease: OME/recurrent AOM/CSOM/MEVT 

otorrhoea 
§  N.B. on 2nd or 3rd Set of MEVTs 

2.  Obstruction: 
i)  Adenoid hypertrophy a/I OSA 
ii)  Adenoid Hypertrophy with chronic Nasal obstruction  

3.  Other: 
i)  Suspected Neoplasia 
ii)  Adenoid Hypertrophy A/I Chronic Sinusitis 
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* Indications: Tonsillectomy 
 

1.   Upper	
  Airway	
  ObstrucGon	
  in	
  children	
  with	
  OSA	
  
i)  Moderate/Severe	
  OSA:	
  1st	
  line	
  Treatment	
  
§  Becoming	
  primary	
  indicaAon	
  in	
  Children	
  –	
  85-­‐95%	
  cure	
  rate	
  

2.   Frequent	
  Recurrent	
  Acute	
  TonsilliGs:	
  	
  
i)  7	
  episodes	
  in	
  preceding	
  12/12	
  
ii)  5	
  episodes/year	
  for	
  2	
  years	
  
iii)  3	
  episodes/year	
  for	
  3	
  years	
  
§  Also	
  Consider:	
  Severity	
  of	
  each	
  episode,	
  response	
  to	
  Abx,	
  Number	
  of	
  school	
  days	
  missed,	
  etc	
  
§  Evidence:	
  

-­‐  Using	
  these	
  “Paradise	
  Criteria	
  1984”	
  (above),	
  there	
  was	
  significant	
  reducGon	
  in	
  febrile	
  
episodes	
  over	
  the	
  subsequent	
  2	
  years	
  post	
  Ts/As	
  compared	
  with	
  controls	
  

-­‐  Almost	
  significant	
  reducGon	
  in	
  Sore	
  Throats	
  over	
  2	
  years	
  also.	
  (significant	
  @	
  3	
  years)	
  
3.   Peri-­‐tonsillar	
  Abscess:	
  

i)  Single	
  Episode	
  –	
  5-­‐22%	
  chance	
  recurrence	
  in	
  5	
  years	
  
ii)  2	
  Episodes	
  -­‐	
  ?	
  75-­‐85%	
  chance	
  recurrence	
  in	
  5	
  years	
  

4.   Suspected	
  Neoplasm:	
  only	
  Absolute	
  IndicaGon	
  –	
  possible	
  diagnosis	
  if….	
  
i)  Short	
  Hx	
  <	
  4-­‐6/52	
  
ii)  Unilateral	
  tonsillar	
  enlargement	
  >	
  3cm	
  
iii)  Significant	
  Cervical	
  LAD	
  >	
  3cm	
  
iv)  Hepatosplenomegaly	
  
v)  B	
  Symptoms	
  

5.   Uncommon	
  IndicaGons:	
  
i)  Tonsiloliths	
  /	
  Tonsillar	
  Cysts	
  /	
  Halitosis	
  
ii)  Other	
  medical	
  problems:	
  Valvular	
  Heart	
  Disease,	
  VP-­‐shunts,	
  Febrile	
  Seizures,	
  poorly	
  controlled	
  

DM	
  
iii)  Recurrent	
  Tonsillar	
  Haemorrhage	
  
iv)  Chronic	
  Diphtheria	
  Carrier	
  status	
  afer	
  failed	
  AnGbioGc	
  EradicaGon	
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* Techniques: 
* Cold Steel 
* ‘Hot’ Techniques: Monopolar/

Bipolar Diathermy 
* ‘Warm’ Techniques: Coblation 

Tonsillectomy 
* Reduced post-operative pain in small 

prospective trials 

*  Similar bleed rate 

* Analgaesia: 
* Recent prospective RCT - Use of 

NSAIDS does NOT increase risk of 
post-operative haemorrhage 
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* Guidelines and Position Statements: 
* EPOS 2012 

* American Academy of Otoloaryngology Head and 
Neck Surgery – Clinical Practice Guidelines 
* http://www.entnet.org/content/clinical-practice-

guidelines  
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* A Group of sub-specialty Fellowship trained 
ENT Surgeons 
* Mr Guillermo Hurtado 
* General ENT & Fellowship trained in Otology 

* Mr Paul M Paddle 
* General ENT & Fellowship trained in Laryngology 
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* Our Services / Specialty Interests @ Richmond: 
* Consulting / Operating on the Following ENT conditions 
* General ENT 
* Paediatric ENT 
* Otology & Vestibular Disorders 
*  Snoring and Sleep Apnoea 
* Rhinology 
*  Facial Plastics 
* Head and Neck 
*  Laryngology – Voice / Airway / Swallow 

* Audiology – “Richmond Audiology” – and independent full-
audiology practice conveniently co-located with MEG 
* Office Based Laryngology  
* pKTP Laser, Photodynamic Therapy,  
 

 



* 

* Additional Practices: 
*  Melbourne Voice Analysis Centre (MVAC) 
*  South East ENT 

* Our Hospital Appointments/Accreditations: 
*  Private: 
*  Epworth Richmond 
*  Epworth Eastern 
*  Mercy Private East Melbourne 
*  Como Private Hospital 

*  Public: 
*  Monash Health 
*  Alfred Health 
*  Warragul Hospital 
*  Swan Hill District Hospital 

* Rural Outreach Services: 
*  Swan Hill 
* West Gippsland 



* 

* Our Teaching / Professional Positions 
* Paul Paddle: 
* Adjunct Lecturer – Monash University 

* Adjunct Senior Lecturer – LaTrobe University 



* 


