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Dysphonia : Vocal Fold Mucosal Lesions Easily Missed in Laryngoscopy

Han Su Kim, MD, PhD
Department of Otorhinolaryngology-Head & Neck Surgery, School of Medicine, Ewha Womans University, Seoul, Korea

Dysphonia is a medical terminology for voice disorders characterized by hoarseness, harshness, weakness, or even loss of voice ;
any impairment in ability to produce voice sounds using the vocal organs, larynx. The causes of dysphonia can be classified into two
groups, organic and functional. Functional dysphonia includes spasmodic dysphonia, muscle tension dysphonia, mutational dys-
phonia and conversion dysphonia, etc. The findings of laryngoscopy in these dysphonia are almost normal. Therefore, physicians
should diagnosis these diseases from careful history taking and abundant understandings about the phonation pattern. Organic
dysphonia is caused by anatomical problems in the larynx, especially on the vocal fold. Some lesions, however, are not easily
found because these lesions are too small, or located on the lower lip of vibrating vocal fold. Laryngopharyngeal reflux induced
laryngitis, vascular lesions, sulcus vocalis, vocal atropy including presbylaryngis, and mucosal tears are common lesions easi-
ly missed in laryngoscopy. Therefore, a high index of suspicion is necessary to avoid missing vocal fold mucosal lesions, and the
strobovideolaryngoscopy is indispensable in making the diagnosis.

KEY WORDS : Dysphonia - Stroboscopy - Sulcus vocalis - Laryngopharyngeal reflux disease - Vocal atropy - Presbylaryngis.
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Initial assessment
patient with possible LPR

v

Reflux symptom index (history, symptoms)>13
and
reflux finding score (laryngoscopy) >7

Empirical therapeutic trial
lifestyle
diet
PPI therapy

v

‘ 3-mo follow-up assessment ‘

Fig. 1. Algorithm for assessment

and management of LPRD. When ; ¢

the history and clinical examina- ‘ Symptoms resolved ‘ ‘ Symptoms improved ‘ ‘ Symptoms unchanged or worse
fion are suggestive of laryngopha- ‘ v

ryngeal I‘.eﬂL.JX (LPR), pohe}nfs are in- Increase dose of PPI

structed in lifestyle on.ol (?il?TCIry ch- ‘ Titrate PPl therapy ‘ confinus lifestyle and

anges. P.roTon pump inhibitor (I.DPI) diet modifications

therapy is started and the patient

is reassessed 3 months later. Failure #

to respond dictates a pathway to ‘ 6-mo follow-up assessment ‘

definitive assessment and continu- ¢—‘—¢

ed monitoring. Those showing im-

provement proceed with more me- Symptoms Symptoms

dical freatment, whereas those with resolved not resolved

resolution of symptoms have PPI v v v

freatment tapered. TNE indicates Titrate PPI Definitive assessment (perform 1 or more studies)
fransnasal esophagoscopy ; EGD, therapy Multichannel impedance and pH monitoring (demonstrate reflux)
esophagogastroduodenoscopy TNE or EGD (document pathology)

(Cited form Ford CN. Evaluation Manometry (assess etiology)

and management of LPR, JAMA Barium swallow

2005,9:1538).

Fig. 2. Three categories of vocal fold vascular lesions. A : Vocal fold varix. B : Vocal fold papillary ectasia. C : Vocal fold spider
telangiectasia (Cited form Rosen CA, Simpson CB. Surgical Management of vocal fold vascular lesions. In - Rosen CA, Simpson CB,
editors. Operative technique in laryngology. 15t ed. Leipzig : Springer; 2008. p.135-9.).
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Type |
Physiological

Moderate dysphonia
Superf lamina propria involved/lost
Vocall igament normal/involved

Vocalis muscle_normal

Type lla
Sulcus vergeture
Atrophic epithelium

Type llb Severe dysphonia
Sulcus vocalis Superf lamina propria involved/lost
(open cyst) Vocall igament attached/lost
Thickened epithelium|| Vocalis muscle involved +/—

Fig. 3. Ford’s classification of Sulcus vocalis (Cited from Giovan-
ni A, Chanteret C, Lagier A. Sulcus vocalis - a review. Eur Arch Of-
orhinolaryngol 2007 ;264 (4) :337-44).
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6. SHEIEY Vocal fold mucosal tears
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