
Getting paid for Oral Medicine Services: 
 1. ICD / CPT v. CDT coding and payors 
 2. Getting paid for knowledge and time v procedure 



You won’t see it if you’re not looking for 
it……   

•  Estimated point prevalence of oral mucosal lesions in the 
U.S.: 10-25% (based on community screenings >40,000) 

•  Shulman JD. Beach MM. Rivera-Hidalgo F.. J Amer Dental Assoc. 2004;135(9):
1279-86 

•  Bouquot JE, Gorlin RJ. Oral Surg Oral Med Oral Pathol 1986;61(4):373-381. 
•  Bouquot JE. J Amer Dental Assoc. 1986; 112(1):50-7 

•  That’s 1:10 to 1:4 patients. 
•  How many patients did you see last week? 
•  How many oral lesions did you observe? 
•  Have to look for them to find them! 

American Academy of Oral Medicine: 
http://www.aaom.com 



The process  

History: 90% of the story!!! 

•  Prior occurrence 
•  Frequency 
•  Number 
•  Texture and border features 
•  Location (intra / extra oral) 
•  Size 
•  Associated events 
•  Changes in size or behavior 
•  Duration 
•  Pain 
•  Other (constitutional) symptoms 



Examination 

•  Location 
•  Homo / heterogenous 
•  Size 
•  Appearance 
•  Texture 
•  Depth / induration 
•  Borders 
•  Fixation 
•  Adenopathy 

Skin and Mucosal Disorders 

By disease process….. 
Very helpful for choosing therapy 

Not very helpful for establishing a clinical 
differential diagnosis…. For this, the history 
and appearance are KEY! 



For Any Lesion……… 





Traumatic Ulcerations 





Immunologic – Lichenoid Lesions 



Immunologic – i-Lichen Planus 

“Typical” Patient Profile of OLP 
Characteristic(s) Data 
Age: Mean = ~ 40-60 years of age 
Female to Male Ratio: 2:1 

Ethnic  Predisposition/ Geographic 
Distribution: not known 

Sites of Intra-Oral Involvement: buccal mucosa > tongue > gingiva >> palate 
Extra-Oral Involvement: 15% current or history of cutaneous involvement 

20% of women have genital involvement                                                                    

Risk of Malignant Transformation: 

Yes, but low  
= ~  < 0.1- 0.2% per annum 
in contrast to the incidence of oral squamous cell carcinoma 
(OSCC) of 0.005% per annum for the general population 

Eisen D, Carrozzo M, Bagan Sebastian JV, Thongprasom K. Number V. Oral lichen planus clinical 
features and management. Oral Dis 2005; 11:338-49 

Al-Hashimi et al. Oral lichen planus and oral lichenoid lesions: diagnostic and therapeutic 
considerations Oral Surg Oral Med Oral Pathol Oral Radiol Endod. 2007 Mar;103 Suppl:S25.e1-12. 

Chan ES, Thornhill M, Zakrzewska J. Interventions for treating oral lichen planus: review. The 
Cochrane Library 2005; 4: 1-21. 



LP Histologic Features 

1.  areas of hyperkeratosis, often with a thickening of the granular 
cell layer and a saw-toothed appearance to the rete pegs 

2.  necrosis of the basal cell layer, which is often replaced by an 
eosinophilic band: ATROPHY 

3.  a dense subepithelial band of lymphocytes 

Fibrinogen reactivity 



Lichen Planus and dysplasia, cancer 

Area of confusion: 
•  Discussion: 

•  Idiopathic Ulcerative / Erosive LP 
•  Look for Wickham's striae; bilateral; +/- skin lesions 

•  Lichenoid Reaction (drug or contact) 
•  Bilateral (drug) or unilateral (contact – amalgam, metals) 

•  Lichenoid Dysplasia 
•  Unilateral, mixed erythroleukoplakia 

Lichen Planus & OSSC 



Lichenoid Reactions: Medications 





Diagnosis: Lichen Planus 







EVIDENCE BASED GUIDELINES FOR OLP TREATMENT (WWOM IV): 

Corticosteroids: 
 Topical high(er)-potency corticosteroids (+/- topical anti-mycotics) are the first-line treatment for 
 symptomatic iOLP.  

 Systemic corticosteroids (+/- topical anti-mycotics are the first-line treatment for: 
     - severe, wide-spread, symptomatic iOLP 
     - symptomatic oral erosive/atrophic lichen planus recalcitrant /resistant to topical therapies 
     - symptomatic LP involving other muco-cutaneous sites recalcitrant /resistant to topical therapies 

Topical calcineurin-inhibitors (cyclosporin, tacrolimus, pimecrolimus) for symptomatic iOLP.   
On first-principles, topical tacrolimus and pimecrolimus are likely to perform better than topical cyclosporine, but the  
evidence-base for the use of these two agents in OLP remains weak  

 FDA’s “Black Box” Warning: possibility of increased risk of malignancy (squamous cell carcinoma and lymphoma) in  patients 
 using topical tacrolimus/pimecrolimus for cutaneous psoriasis these agents should be used in limited  circumstances, and 
 patients made aware of these concerns).  

Other Disease Modifying Drugs and Steroid Sparing Agents 
 Hydroxychloroquine and azathioprine as “steroid-sparing” agents in systemic corticosteroid 
 responsive iOLP, or widespread LP with oral involvement.  
  Caution is indicated with these agents because of risk of retinal damage and marrow aplasia 

Mycophenolate Mofetil (CellCept): studies lacking, but promising and safer than alternatives (azathioprine, cyclosporin, 
 long-term prednisone) 

Systemic retinoids are NOT recommended 

•  Al-Hashimi et al. Oral lichen planus and oral lichenoid lesions: diagnostic and therapeutic considerations Oral Surg Oral Med Oral 
                Pathol Oral Radiol Endod. 2007 Mar;103 Suppl:S25.e1-12. 

•  Chan ES, Thornhill M, Zakrzewska J. Interventions for treating oral lichen planus: review. The Cochrane Library 2005; 4: 1-21. 

Immunologic - Erosive Lichen Planus 

•  Management: 
•  topical: steroid ointments and creams, rinses (dexamethasone 

elixir 0.5mg/5cc) 
•  systemic: prednisone, cyclosporin, imuran, cellcept, tacrolimus 
•  injection: steroid (triamcinolone, dexamethasone) 

•  Surveillance / monitoring……….. Is there risk for malignant 
transformation? 

•  Periodic topical steroid 
•  Brush biopsy prn 



Most Potent:  clobetesol 0.05%   temovate 
   halbetesol 0.05%   ultravate 

High Potency:  flucinonide 0.05%  lidex 
   halcinonide 0.01% halog 

Moderate:   triamcinolone 0.5%  aristocort 
   betameth diprop 0.05%  diprosone 
   

Low Potency  triamcinolone 0.1%  kenalog 
   betameth valerate   valisone 

Weak    hydrocortisone 1% 



Leukoplakia 

Perspective  

•  If 10-25% of population has an oral 
mucosal lesion 

•  And it is estimated that 3% of adult 
population has a lesion c/w leukoplakia  

•  Then roughly 1/3 – 1/8 of all oral lesions 
are leukoplakia 



Hyperkeratosis—80%  
Dysplasia—12%  

In situ carcinoma—3%  
Squamous cell carcinoma—5% 

•  Epithelial dysplasia or invasive carcinoma found in 5% -    
  20% of leukoplakias studied 

•   90% of dysplastic leukoplakias occur on tongue, lip 
 vermillion, and floor of mouth 

Leukoplakia:  Microscopic 
Diagnoses at First Diagnosis. 

Etiology of Leukoplakia 

•  Tobacco 
•  Sanguinaria 
•  UV Radiation (lips) 
•  Micro-organisms 
•  Trauma (frictional hyperkeratosis) 



Hyperkeratosis—80%  
Dysplasia—12%  
In situ carcinoma—3%  
Squamous cell carcinoma—5% 

•  Epithelial dysplasia or invasive carcinoma found in 5% -    
  20% of leukoplakias studied  
•  85% of oral mucosal lesions considered to be precancer  
   present as leukoplakia 

Leukoplakia:  Microscopic 
Diagnoses at First Diagnosis. 



vs. 



Leukoplakia 

Carcinoma in situ Carcinoma 

Leukoplakia:  Diagnosis and 
Management 

Brush  
v  

Scalpel 



Proliferative Verrucous Leukoplakia 
(PVL)… wolf in sheep’s clothing? 



12/15/03 pre-op 

12/15/03 pre-op 1/7/04 post-op 

1/7/04 post-op 





Erythro-leukoplakia 
(Speckled Leukoplakia) 



Erythroplakia 

•  A red patch that cannot be clinically or 
pathologically diagnosed as any other 
condition 

•  Almost all true erythroplakias demonstrate 
significant epithelial dysplasia, carcinoma 
in situ, or invasive squamous cell carcinoma 





Dysplasia 
A mucosal lesion appearing as a white and/or red patch or as a 
soft ulcer…. Risk factors include tobacco and/or alcohol use – 
but not required! 

HPV…oral warts.  
Challenging management and cancer risks 

•  Independent of wart presence significant increased risk for  
  SCCa  (HPV 16) 

•  Oro-genital warts as STD in healthy individuals 

•  Oral warts in immuno-suppressed individuals 

•  24yo healthy while male 

•  heterosexual oral sex 

•  morsicatio buccarum 

•  cigar use 



Pemphigus Vulgaris 

www.pemphigus.org 



Pemphigus and Pemphigoid 

Intraepithelial: 
            Between the bricks 

Subasilar: 
            At the foundation 

Pemphigus vulgaris Cicatricial Pemphigoid 



Pemphigus Vulgaris 

Desmoglein Ag 

IgG, IgA, IgM 

Tzanck Cell 

DP  DG 

Pemphigus Vulgaris 



Pemphigus  
Vulgaris 

•  circulating IgG, C3 directed against 
desmoglian on keratinocyte surface 

•  loss of desmosomal attachments 
•  epithelial acantholysis and Tzank 

cells 















Pemphigus Vulgaris 

Diagnostic Patterns and Delays in  
Pemphigus Vulgaris Sirois D and Fatahzadeh M, Arch Derm 136:1569, 2000 

99 patients studied to determine patterns of disease onset and diagnosis 



Diagnostic Patterns and Delays in  
Pemphigus Vulgaris Sirois D and Fatahzadeh M, Arch Derm 136:1569, 2000 

Diagnostic Patterns and Delays in  
Pemphigus Vulgaris Sirois D and Fatahzadeh M, Arch Derm 136:1569, 2000 



Oral PV: 1.3 dentists compared to 3.1 MDs to achieve diagnosis 

Diagnostic Patterns and Delays in  
Pemphigus Vulgaris Sirois D and Fatahzadeh M, Arch Derm 136:1569, 2000 





Pemphigus Vulgaris 

Pemphigus Vulgaris 



Pemphigus Vulgaris 

   H&E 
(in formalin) 

    DIF 
(in Michels 
  solution) 

Separation of spinous epithelial 
layer from basal epithelial layer 

Spinous layer falls apart: 
acantholysis 

Rounded single cells- Tzanck 
cells 



pemphigus pemphigoid 

* 

* 
* * 

Pemphigus Vulgaris: Treatment 

Pre-tx  
bloodwork and  

continued  
monitoring 



Pemphigus vulgaris -  
Treatment Approaches 

Prednisone side effects 

•  Sodium and water retention, edema, HTN 
•  hyperglycemia 
•  calcium mobilization and osteoporosis 
•  agitation, psychosis 
•  fat redistribution 
•  muscle atrophy, weakness 
•  alternate day dosing, steroid sparing meds 





Pemphigus vulgaris - Therapy trends 

   Problem – lack of hard data to know which treatment 
protocol is most effective 

  Definitions: remission? 

  Increasing interest in biologic agents: IvIg and 
rituximab 

  Awaiting data from trials on TNF blockers 
(Enbrel, Remicade) 

Pemphigus - Oral Complications 



Considerations in Oral VB-Ulc Disease: 





JR pemphigus 

JR, pemphigus 
s/p 1 week 70 mg pred/day 



Pemphigoid 



Pemphigoid 



Pemphigoid 

Pemphigoid 

From: Thorne J, Anhalt G, Jabs D. 
Ophthalmology Volume 111, Number 1, January 2004 



Pemphigoid 



Symblephron 





Controlling other inflammatory processes helps!!!! 



Pemphigoid 



Pemphigoid 

•  Treatment: 
•  oral medicine, ophthalmology and dermatology 

consultation 
•  limited disease: POTENT topical steroid (clobetseol) 
•  systemic treatment:  

•  prednisone (1 mg/kg bw) 
•  DAPSONE (must check G6PD to eval hemolysis risk) 
•  DMD’s: imuran, cyclophosphamide 
•  Injection treatment (celestone, dexamethasone, triamcinalone) 

for refractory lesions 



Most Potent:  clobetesol 0.05%   temovate 
   halbetesol 0.05%   ultravate 

High Potency:  flucinonide 0.05%  lidex 
   halcinonide 0.01% halog 

Moderate:   triamcinolone 0.5%  aristocort 
   betameth diprop 0.05%  diprosone 
   

Low Potency  triamcinolone 0.1%  kenalog 
   betameth valerate   valisone 

Weak    hydrocortisone 1% 

Human Herpes Viruses 



Herpes Simplex Virus 1,2 

•  ~40% HSV+ patients get recurrent lesions 
•  many HSV+ patients are “silent” secretors 

Herpes Simplex 1 

•  Primary infection: gingivostomatitis  
•      (acute, multiple, systemic, constitutional signs)) 

•  Latency (neurotropic) 
•  Secondary disease: 

•  recurrent herpes labialis 
•  recurrent intraoral herpes (keratinized tissue) 



ballooning degeneration, margination of 
chromatin, and multinucleation. 



PRIMARY HSV 

PRIMARY HSV 



RECURRENT HSV 

RECURRENT  
HSV 



Re-emergence from Latency 

Neuron activation 
UV irradiation 
Trauma 
Heat 

Virus multiplies 
Virus spreads down axons to tissue 
Virus infects tissues 

     Recurrent Herpes Simplex 1 

•  Differential Diagnosis:   aphthae, EM 
•  clinical appearance:   

•  vesicular stage 
•  keratinized mucosa 
•  raised white irregular border 

•  history of recurrent lesions; prodrome 
•  laboratory diagnosis: 

•  exfoliative cytology  
•  culture 
•  ELISA 



Herpes Simplex 1 



Herpes Simplex 1 
Complications: 

•  alternate treatments: 

• famciclovir, foscarnet, valacyclovir, vidarabine 



  Herpes Zoster (HHV-3) 



Herpes Zoster 

Herpes Zoster: Post Herpetic Neuralgia 



Immunologic - APHTHOUS 

•  MINOR - one or several small, shallow ulcers (<1cm) 
with brisk erythema; mucosa (v. gingiva ) 
•  + prodrome; heal < 2weeks; adolescent onset with variable 

frequency 
•  DDx: HSV, trauma 

•  MAJOR  (Sutton’s Dz)- single; posterior more common, 
>1cm 
•  DDx: trauma, infection, carcinoma 
•  Maj Aphthae in HIV infection 

•  HERPETIFORME ……no clinical significance, may be 
related to, or appear similar to, HSV. 

MINOR 

MAJOR 

Herpetiforme 



Recurrent Aphthous Stomatitis 

•  17% prevalence; most common non-traumatic oral 
ulcer 

•  multifactorial: 
•  hereditary - HLA D77, B12, B51, Cw7; Behcet’s  
•  hematologic deficiency: Fe, B12, folate (5-7%) 
•  immunologic: lymphocytotoxity, antigenic stimulus – 

microbial?; Antibody dependent cell mediated 
cytotoxicity (ADCC) 

•  trauma, anxiety, allergy, endocrine: impaired barriers 

Recurrent Aphthous Stomatitis 



Recurrent Aphthous Stomatitis 



Anemia - Laboratory Evaluation 

Treatment Recurrent Aphthous 





Severe Recurrent Aphthous 



Immunologic - Erythema Multiforme 

Immunologic - Erythema Multiforme 





Immunologic - Erythema Multiforme 



Recurrent / Chronic Erythema Multiforme  



Recurrent / Chronic Erythema Multiforme  



Behcets Disease  



HAND-FOOT-AND-MOUTH DISEASE 



Oropharyngeal Carcinoma 

•  31,000 new cases yearly: 3.5 diagnoses each hour 
•  9,000 deaths yearly: 1 death per hour 

•  more deaths than from cervical cancer, malignant melanoma,  
 Hodgkin’s disease 

•  Oral cancer is more common than: 
leukemia  Hodgkin’s Disease  thyroid Ca 

         Ovarian Ca   Cervical Ca    
   Cancer of the:  
 brain  liver  bone  stomach  



Leukoplakia 

Carcinoma in situ Carcinoma 

Molecular Events Culminating in 
Cancer 



Normal 

Hyperplasia 

Mild Dysplasia 

Moderate Dysplasia 

Genetic Progression  
Pathway in SCC  

SCC 
Severe Dysplasia / CIS 





5 year survival rate for oral cancer by stage at diagnosis 

80% 

13% 
25% 



Staging of Oral Squamous Cell 
Carcinoma 

T=Tumor 
T1 – tumor less than 2 cm in diameter 
T2 – tumor 2-4 cm in diameter 
T3 – tumor greater than 4 cm in diameter 
T4 – tumor invades adjacent structures 

N= Node 
N0 – No palpable nodes 
N1 – Ipsilateral (same side as primary tumor) palpable nodes 
N2 – Contralateral (opposite side from primary tumor) or bilateral nodes 
N3 – Fixed palpable node(s) 

M= Metastasis 
M0 – No metastasis 
M – Clinical evidence of metastasis 

TMN Staging System 



Holmes et al J Oral Max Surg 2003 

Detecting Early Oral Cancer 





vs. 

What is the “state of the art”? 

JADA 2008;139(7):896-905 
Systematic review of 23  
papers meeting quality criteria 

Toluidine Blue 
Vizilite + TB 
Vizilite 
Microlux 
Orascoptic 
VELScope 
Oral CDx Brush 



What is the “state of the art”? 

Oral Oncology (2008) 44, 10–22 

JADA, Vol. 141. May 2010 
http://jada.ada.org 

Results. The panel concluded that screening by means of visual and tactile 
examination to detect potentially malignant and malignant lesions may result in 
detection of oral cancers at early stages of development, but that there is insufficient 
evidence to determine if screening alters disease-specific mortality in asymptomatic 
people seeking dental care. 

Clinical Implications. The panel suggested that clinicians remain 
alert for signs of potentially malignant lesions or early-stage cancers 
while performing routine visual and tactile examinations in all patients, 
but particularly in those who use tobacco or who consume alcohol heavily. 
Additional research regarding oral cancer screening and the use of 
adjuncts is needed. 



NIDCR/NIH Grant # U54-DE14257  

Histopathology 





visual 

vizilite 

TB 









VELscope – example of autofluoresence technology 



Clin Cancer Res 2006;12(22) November 15, 2006 

DNA Ploidy 



Perceptronix Oral Advance SystemTM using ClearCyteTM 
automated image cytometer 

Workflow for ploidy analysis from tissue block 

Tetraploid Diploid 



Combining tests…. Only the BB improves the Clinical Exam Outcome 


