
DONE BY : SIMA HABRAWI  

EDIT BY : HAIF ALQAHTANI                                                                                                          DENTISCOPE 2020 

CRASH COURSE IN                 
ORAL MEDICINE 

 

  

WWW.DENTISCOPE.ORG 



 Crash Course in Oral Medicine   

Done By : Sima Habrawi                                                                                                                         Dentiscope 2020 
Edit By : Haif AlQahtani                                                                                                                               Page 1 of 48 

Table of Contents 

Oral diagnosis ....................................................................................................................... 4 

Blood tests .....................................................................................................................................4 

Biopsy types ...................................................................................................................................5 

Frozen sections ..............................................................................................................................5 

Dyascopy .......................................................................................................................................5 

Direct immunofluorescence ............................................................................................................6 

Indirect immunofluorescence .........................................................................................................6 

Drug prescription ................................................................................................................... 6 

Non odontogenic pains .......................................................................................................... 7 

Management of neuropathic pain ...................................................................................................7 

Burning mouth syndrome ...............................................................................................................8 

vesicullo bullous diseases ....................................................................................................... 9 

VIRAL VB DISEASES ....................................................................................................................... 10 
Herpes simplex virus ........................................................................................................................................... 10 
Varicella zoster virus ........................................................................................................................................... 11 
Coxsackie virus .................................................................................................................................................... 12 
Herpangia ............................................................................................................................................................ 12 
Measles................................................................................................................................................................ 12 

Immune mediated VB diseases ..................................................................................................... 13 
Pemphigus ........................................................................................................................................................... 13 
Pemphigoid: ........................................................................................................................................................ 14 
Linear IgA Disease LAD ........................................................................................................................................ 14 
Dermitits herpetiformis ....................................................................................................................................... 14 

Hereditary  VB diseases ................................................................................................................ 15 
Epidermolysis Bullosa .......................................................................................................................................... 15 

Oral ulcers ........................................................................................................................... 16 

Reactive ulcers ............................................................................................................................. 16 
Bv ......................................................................................................................................................................... 16 

Necrotizing sialometaplasia .......................................................................................................... 16 

BACTERIAL INFECTIONS CAUSING ULCERS ..................................................................................... 17 
Syphilis ................................................................................................................................................................. 17 
Gonorrhea ........................................................................................................................................................... 17 
Tuberculosis......................................................................................................................................................... 17 

FUNGAL INFECTIONS CAUSING ULCERS ......................................................................................... 18 
Deep fungal infections......................................................................................................................................... 18 
Oppurtonistic fungal infections ........................................................................................................................... 18 



 Crash Course in Oral Medicine   

Done By : Sima Habrawi                                                                                                                         Dentiscope 2020 
Edit By : Haif AlQahtani                                                                                                                               Page 2 of 48 

IMMUNE MEDIATED ULCERS ........................................................................................................ 18 
Recurrnet aphthous ulcers [RAS] / canker sores ................................................................................................ 18 
Behçet’s syndrome .............................................................................................................................................. 19 
Erythema multiforme .......................................................................................................................................... 20 
Orofacial granulomatous diseases ...................................................................................................................... 20 

White lesions ....................................................................................................................... 21 

Hereditary white lesions ............................................................................................................... 21 
Leukoedema ........................................................................................................................................................ 21 
white spongy neavus ........................................................................................................................................... 21 

Reactive white lesions .................................................................................................................. 21 
traumatic induced white lesions ......................................................................................................................... 21 
Tobacco induced white lesions ........................................................................................................................... 22 

Infectious white lesions ................................................................................................................ 22 
Fungal white lesions ............................................................................................................................................ 22 
Viral white lesions ............................................................................................................................................... 23 
Immune mediated white lesions ......................................................................................................................... 24 

Pigmented lesions................................................................................................................ 28 

Forgein materials ......................................................................................................................... 28 
Amalgam tattoo................................................................................................................................................... 28 
Bacteria [ black hairy tongue] ............................................................................................................................. 28 

Pigmented lesions due to increase in production of melanin ......................................................... 29 
Racial pigmentation ............................................................................................................................................. 29 
Post-inflammatory melanosis ............................................................................................................................. 29 
Smoking associated melanosis ............................................................................................................................ 29 
Syndrome associated .......................................................................................................................................... 29 
Systemic causes of pigmentation ........................................................................................................................ 30 

Pigmented lesions due to increase in number of melanocytes ....................................................... 30 
Naevus ................................................................................................................................................................. 30 
Melanoma ........................................................................................................................................................... 30 

Pigmented lesions due to vascular changes ................................................................................... 31 
Hemagioma ......................................................................................................................................................... 31 
Vascular malformations ...................................................................................................................................... 31 

Salivary gland disorders ....................................................................................................... 32 

Inflammatory latrogenic ............................................................................................................... 32 
Viral sialadenitis - Mumps ................................................................................................................................... 32 
Acute bacterial sialadenitis ................................................................................................................................. 32 
Acute radiation sialadenitis ................................................................................................................................. 33 
Chronic radiation sialadenitis .............................................................................................................................. 33 
Iodine – induced sialadenitis ............................................................................................................................... 33 

Disturbances in salivary flow ........................................................................................................ 33 
Xerostomia .......................................................................................................................................................... 33 
Sialorrhea ............................................................................................................................................................ 34 



 Crash Course in Oral Medicine   

Done By : Sima Habrawi                                                                                                                         Dentiscope 2020 
Edit By : Haif AlQahtani                                                                                                                               Page 3 of 48 

Systemic diseases affecting saliva ................................................................................................. 34 
Sjogren’s syndrome [ SS] ..................................................................................................................................... 34 
sarcoidosis ........................................................................................................................................................... 35 
Sialosis ................................................................................................................................................................. 35 

Oral manifestations of GIT diseases ..................................................................................... 36 

Infections ..................................................................................................................................... 36 
H-pylori [Helicobacter pylori] .............................................................................................................................. 36 

Autoimmune ................................................................................................................................ 36 
Celiac disease [ gluten sensitive enteropathy] .................................................................................................... 36 

Inflammatory bowl diseases ......................................................................................................... 37 
Ulcerative colitis .................................................................................................................................................. 37 
Chron’s disease.................................................................................................................................................... 37 

Oral manifestations of hematological diseases..................................................................... 38 

Polycythemia ............................................................................................................................... 38 

Anemia ........................................................................................................................................ 38 

Dermatology in the head and neck region ............................................................................ 40 
Vitiligo .................................................................................................................................................................. 40 
Ephelides (freckles) ............................................................................................................................................. 40 
Melasma [ “mask of pregnancy”] ........................................................................................................................ 40 
Solar lentigo ......................................................................................................................................................... 41 
Telangiectasia ...................................................................................................................................................... 41 
Dermatitis [“eczema”] ......................................................................................................................................... 41 
Atopic dermatitis ................................................................................................................................................. 41 
Acrochordon (skin tages)..................................................................................................................................... 42 
Verruca Vulgaris [“common warts”] ................................................................................................................... 42 
Xanthelasma ........................................................................................................................................................ 42 
Basal cell carcinoma BCC ..................................................................................................................................... 42 

Oral neoplasia and pre neoplasia ......................................................................................... 43 

Potentially malignant diseases...................................................................................................... 43 

Grading [ how differentiated the cells are] .................................................................................... 44 

Staging [ spread of the cancer] ...................................................................................................... 44 

Submucous fibrosis ...................................................................................................................... 45 

Treatments for oral cancer ........................................................................................................... 45 

References ........................................................................................................................... 47 

Disclaimer ......................................................................................................................... 48 
 

  



 Crash Course in Oral Medicine   

Done By : Sima Habrawi                                                                                                                         Dentiscope 2020 
Edit By : Haif AlQahtani                                                                                                                               Page 4 of 48 

Oral diagnosis  

• Diagnosis is a dynamic process between history , investigation and examination 

• Oral diagnosis is an entirely thinking process  

History taking should start with open ended questions [ ex: how are you today? What 

seems to be the issue? ] then close ended questions [ the answer is usually high, low or 

yes, no etc.] 

• CC is always reported in pt’s own words  

• Diagnosis starts from the moment the pt enters the room  

Shaking hands with the pt will allow you to know if they are anxious , rough hands may 

been seen in certain lines of work [ construction workers] , it might also reveal certain 

habits [ white patches / keratotic changes on the palm in people who mix smokeless tobacco] 

Blood tests:  

Complete blood count [ CBC]  Shows # and size of cells only  

Blood film  Shows individual cells [ shape and abnormality ] 

Erythrocyte sedemtation 
rate [ ESR] 

Non specific test – sometimes done with CBC  
You put RBCs in a tube and see how many will precipitate in 
one hour [ normal = 10-15]  
ESR increases in :  

• Inflammation  

• Preganancy  

• Early manifestation of malignancy  

 

Q: why can’t we use ESR as a screening test for malignancy ? because it is non specific – it will not tell if 

the pt has inflammation or malignancy  

AT ALL TIMES AN INCISIONAL BIOPSY IS BETTER -BECAUSE A BIOPSY IS DIAGNOSTIC NOT  THERAPEUTIC 

Biopsy indications:  

1- Chronic non healing lesion  

2- Suspicious lesion  

3- Lesion interfering with 

normal daily functions 

4- Lesions causing anxiety  

5- Lesion of uncertain 

etiology  

Toulidene blue is an acidophilic stain that stains 

the acidic parts of the cell [DNA] 

If the cells are malignant or in case of a 

traumatic ulcer → the cells are dividing more 

and will have more DNA → more toluidine blue 

staining  

Toluidine blue is no longer used because it is : 

cytotoxic + has many false positives  
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BIOPSY SHOULD BE :  

1- Representative and sufficient  

2- Includes peri lesional tissue [ in case of auto 

immune diseases ]  

3- Placed on a piece of paper then appropriately 

fixed   

** once a biopsy is taken it is placed in Formalin  

Regular fixation of biospies takes 2-3 days  

 

 

Biopsy types:  

1- Exfoliative biopsy [ cytology] – simplest biopsy  

Just a swab of the tissue – only shows nature of superficial cells [ ex: to test for the presence or 

absence of candida] 

2- Deep exfoliative biopsy [ brush biopsy ] 

Use a brush to swab the lesion and collect deeper cells [ cells as deep as the basement 

membrane ] – Ex: pap smear used for the detection of cervical cancer  

3- Fine needle aspiration [ FNA] –  type of cytology but you collect the cells from the center of the 

lesion – used to determine the nature of a lesion [ cystic or solid ] 

4- Punch biopsy -  practical but gives smaller amount of 

tissue and sampling is very important [ you need to 

know where to take the biopsy exactly] 

5- Scalpel biopsy [ incisional or excisional ] – you 

determine the biospy size and location 

 

Q: why is it better to do incisonal biopsy specially if you are suspecting malignancy?  Because the 

surgeon needs to have a reference of where the lesion was  [ if you do an excisional biopsy the surgeon 

will not have any refrence of where the lesion was] 

If the lesion is interfering with daily function → do excisional biopsy  

Frozen sections: at the time of surgery biopsies from the tissues or margins can be sent to the lab 

to be frozen by liquid nitrogen and sectioned , results will come out after 20 mins – the pathologist will 

only tell if the cells are normal or malignant. [ freezing might cause some artifacts in the tissue , and this 

method cannot give you a definitive diagnosis] 

Dyascopy:  pushing a glass slide against a blood filled lesion to know if it is connected to the rest of 

the blood vessels or not [ if you push and the lesion blanches ( blood goes away) → hemangioma ( you 

Velscope = is a device that helps the clinician 

determine the best site for a biopsy  

Normal cells will appear flourescnet but 

malignant cells will appear dark   
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pushed the blood back to the feeding vessels ) , but if you push the lesion and the lesion does not blanch 

→ hematoma ( because the blood already escaped from the blood vessels into the tissues )]  

Periodic Acid Schiff PAS stain and KOH  are used for candida. 

Direct immunofluorescence = you use an antibody to detect a specific antigen in the tissue 

[ one antibody ] 

Indirect immunofluorescence =  you use an antibody to detect another antibody that is 

already bound to the tissue [ uses 2 antibodies ] 

Drug prescription  

• you need at least 2 pt identification details [ name and DOB]  

Rx [ recipe] = the name of the medication [ generic name]  

Sig [ signetur]= how this medication will be taken [ frequency , 

dose, duration , route of administration ] – should be written down 

in words to avoid confusion  

Ex:Take one tablet 3 times a day [ every 8 hours] 

Dis [ dispense ]=  how much of the medicine should be dispensed 

to the pt   

Ex: dispenese 15 tablets  

• Most doses are for health 65- 75 Kg adult  

• Dose should be based on pt’s weight , age and medical 

status  

Q: what are some medications better than others even though 

they all contain the same active ingredient ? some drugs might 

have other componenets that allows the medication to by pass 

body enzymes and increase it’s bio avibility or make their absorption faster.  

NOTE: ABX are prescribed first empirically [ you guess the causative type of bacteria ] then when the 

culture and sensitivity results come back after 48 hours  you prescribe the guided ABX against the 

specific bacteria causing the disease. 
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Exmaples:  

 

 

 

 

 

 

 

Non odontogenic pains 

Pain can be:  

• Nociceptive : pain due to actual surface tissue injury [ physical , chemical, thermal etc ..] 

• Neuropathic : no surface tissue damage , the nerves release impulses spontaneously causing the 

sensation of pain 

Might be due to actual nerve injury [ crushing ,stretching, cutting the nerve ] or demyelination [ 

like in DM or multiple sclerosis ]   

MOST CASES OF NEUROPATHIC PAIN ARE PRECEEDED BY ENDO OR EXO CASES THAT HAD 

COMPLICATIONS  

• Psychogenic :  

- Allodynia: pain that results from a stimulus that normally is not painful [ ex: percussion test , 

touching burnt skin] 

- Hyperalgesia : increased response to a stimulus that is normally painful 

- Dysaesthesia: abnormal unpleasant sensation [ ex: burning mouth syndrome] 

Clinical presentation of a pt with neuropathic pain:  

- Described as a constant and spontaneous burning, episodic shooting or electric pain in a 

particular region. Patients use terms indicating physical trauma; such as “pins”, “twitching”, 

“pinching”. Or thermal “heat”, “cold”.  

Management of neuropathic pain : Usually a 50% reduction in pain is considered 

successful treatment. 

1- Patient education and psychological support [ book long sessions because those pts want to talk 

a lot + make yourself available and approachable ] 

2- Pain is usually refractory to NSAIID, but some patients may respond to opioids.  
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3- Most successful treatments relay on antidepressants, mainly tricyclic antidepressants TCAs, 

alone or in combination with antiepileptic drugs 

4- Management of neurpathic pains should always be combined with a medical physician just in 

case Antidepressants interfere with any system and early intervention can be do 

Odontogenic pain  Non odontogenic pain  

• Pain is dull ache or occasionally sharp.  

• Response to stimuli, such as hot, cold or 
percussion, is predictable and proportionate.  

• Pain is usually inconsistent and tends to get 
better or worse over time.  

• Pain often disrupts sleep.  

• There is often an identifiable source.  

• Local anesthesia of the suspect tooth 
eliminates the pain. 

• Pain may be dull, sharp, shooting or burning.  

• Disproportionate response to hot, cold or 
percussion test.  

• Pain is persistent and remains unchanged for 
weeks or months.  

• Pain rarely disrupts sleep.  

• There is no obvious source of local pathology.  

• Response to local anesthetic is ambiguous.  

• Pain may be felt in multiple areas or teeth. 

• Repeated dental therapies fail to resolve the pain. 
  

Burning mouth syndrome:  

• Mainly elderly females  

• Such patients usually have complex medical history with complex social history [ divorced, lost jobs, 

widow , broken families, chronic diseases etc ] 

• Continuous oral burning pain – without any mucosal changes 

• Mostly affects the tongue  

• pain is severe but does not interfere with sleep 

• pain is relieved by eating   

3 types:  

Primary = neuropathy  

Secondary = causes that manifest at BMS 

Psycogenic = caused by anxiety and depression  

Management :  

1- rule out local causes like [ candida, xerostomia, allergy specially if the pt wears a denture , Oral 

lichen planus and lupus erythematous, geographic tongue etc]  

rule out systemic causes like [ DM, blood deficiencies like anemia , hypothyroidism]  

psychological assessment for anxiety and depression  

2- after reviewing medical history thoroughly – discuss the condition with the pt and educate them 

to achieve pt acceptance [ give them examples of other pts , support them etc ]  

3- if primary BMS → analgesics + anticonvulsants / anti depressants  

if secondary → manage the underlying condition  
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vesicullo bullous diseases 

Macules: small flat area of altered colour or texture  

Patch: large flat area of altered colour or texture 

Papule: solid and raised lesion smaller than 1 cm 

Plaque: solid and raised lesion larger than 1 cm 

(large papules)  

Fissure: linear cut in the epithelium 

Erosion: moist red lesion due to loss of the 

superficial epithelium  

Ulcer: circumscribed depressed lesion over 

which the epithelium is lost 

Nodule: lesion deep in submucosa, over-which 

the epithelium can be easily moved  

A. Exophytic: growing upwards  

B. Endophytic: growing downwards 

 

Vesicle: elevated blister containing clear fluid that is under 1 

cm in diameter  

Bullous: elevated blister containing clear fluid that is greater 

than 1 cm in diameter  

Pustule: elevated lesion containing purulent material 

 

Q:  

difference between macule and patch = size  

difference between vesicle and bullous = size  

difference between pustule and bullous = content  

difference between erosion and ulcer = depth  

 

questions to ask any VB patient :  

1- When did you notice the vesicles and how long do they last for and what happens when 

they rupture  

2- Did you see those lesions anywhere else in your body ? [ skin , eyes genitalia]  

3- Drug history + family history  
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to rule out if the vesicles are due to viral infection or 

not → ask if there are any prodromal symptoms  

to rule out if the vesicles are immune mediated or 

not → ask if there is involvement of other tissues  

to rule out if the vesicles are hereditary or not → ask 

about family history + onset [ usually early in 

childhood] 

 

 

 

 

 

VIRAL VB DISEASES  

Herpes simplex virus  
Known for causing an infection and then 

staying dormant in the nerve gangilion close 

by and then get reactivated again later on in 

life.  

 

 

 

HSV1 : 

• primary infection causes flu like symptoms and sis self limiting in the majority of pts secondary 

infection has localized prodromal symptoms  

• Route = physical contact  

• Virus remains dormant in trigeminal gangilion  

• Reactivation by : trauma, UV light, cold, stress, immune-suppression, travelling  

Primary herpetic gingivostomatitis:  

• Caused by HSV 1  

• Children and infants 

➢ Clinical history : child had fever 2 days ago and then stopped eating , distressed and irritable 

child with pain and fatigue  

➢ Clinical picture : multiple ulcerations on  the attached gingiva + sometimes dorsum of the 

tongue [ nothing on the buccal mucosa or the soft palate ] 

You will see multiple stages together [ vesicles + ulcers ] 
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The main site for primary herpetic gingivostomatitis = the gingiva   

Q: why do you see ulcerations in PHG even though it is a VB disease? The ulcers are formed when the 

vesicle rupture  

Q: what is the most common misdiagnosis for PHG among pediatricians? Candida [ most doctors 

prescribe anti fungal agents thinking it is candida because they see whitish areas in the mouth ] 

Q: why do you see whitish areas in the mouth in cases of PHG? The pt cannot swallow because of the 

painful ulcers → desquamated epithelial cells accumulate in the mouth instead of being swallowed into 

the GIT → whitish areas  

Q: why do you see multiple stages of PHG together ? because the virus moves in waves infecting the 

epithelium at different timings, you will see vesicles and also ulcers after the vesicles rupture 

Most pts show up in the Ulcerative phase because it is painful and lasts for a few days  

TX of PHG : self limiting in 7- 10 days [ just symptomatic Tx] 

An important clinical feature of ulcers that result from ruptured 

vesicles due to viral infection is = Coalescence of small ulcers 

forming large irregular ulcer  

Secondary HSV 1 infection causes herpes labialis [ on the vermilion 

zone of the lips]  - pt will tell you “I feel ants on my lips” 

TX for HSV infections :  

• Primary infection [ PHG ] → symptomatic care 

• Severe systematic infections → acyclovir [ activated by thymidine 

kinase produced by the virus  →  will inhibit DNA polymerase in 

infected cells only not healthy cells ] 

Acyclovir should be used as early as possible to be effective 

CUATION : corticosteroids can only be prescribed after the damage to the 

cells has already occurred if they are prescribed in the wrong time they will 

further lower the body’s immunity allowing the virus to spread more 

Varicella zoster virus:  

• Primary infection: varicella or chickenpox  

• Secondary (recurrent) infection: zoster or shingles 

• Route =  airborne  

Varicella [Chicken pox] :  

• Caused by VZV  

• Viral symptoms [ fever , malaise etc ]  

• Rash → vesicles → pustules →  ulcers [ all stages are seen together]  

• Highly pruritic [ causes itching] 

Characteristic microscopical feature 

of viral induced vesicles = TZANK 

CELLS – loose fragmented epithelial 

cells inside the blister itself [ which 

contains inclusion bodies that 

represent viral DNA assembly points]  
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 Tx: no tx – self limitng in few weeks [ only symptomatic care]  

Zoster [ shingles ] = the secondary infection of VZV [ if the latency occurs in  CN 7 and CN 8 → RAMSAY 

HUNT SYNDROME → facial palsy and damage to the ear  

Tx: acyclovir – for ramsay hunt syndrome [ corticosteroids +/- antiviral agents] 

Coxsackie virus  
Hand Foot and Mouth disease  

• Caused by Coxsackie virus (A16 mainly) – occurs on the hands , 

feet and mouth 

• Route = by airborne and orofecal routes  

• Maculopapular rash [ on skin ] + vesicles and ulcers [ in the 

mouth ]  – mostly kids  

TX: bland mouthwash + symptomatic care [ self limiting within 

few days ] 

Herpangia:  

• Caused by Coxsackie virus 

•  Route = saliva and possibly oro-fecal routes  

• Endemic and seasonal (summer and early autumn)  

• Ulcers and vesicles at the posterior region of the mouth  

Tx=  symptomatic 

Measles : 

• Caused by Measles virus (Paramyxovirus family)  

• Route = Airborne  

• Seasonal (winter and spring)  

• IP = 7-10 days, after 1-2 days --> Koplik’s spots, then after 1-2 

days --> maculopapular rash starting head to trunk to 

extremities  

• Tx:   symptomatic 

Koplik’s spots = white spots on red background [ occur on the buccal mucosa ] 

Viral VB diseases  [ young children + prodromal symptoms ] 
Virus  Disease  Route  Tx Notes  

HSV 1  PHG  
Herpes labialis  

Physical 
contact  

Symptomatic care Vesicles on gingiva and tongue  

VZV Varicella [chicken pox]  Airborne  Vesicles all over the body [ highly puriritic] 

Coxsackie  HFM  Airborne + 
orofecal  

Bland mouthwash + 
symptomatic care 

vesicles on hand ,foot and mouth  

Herpangia  Saliva + 
orofecal  

Symptomatic care Vesicles on the posterior region in the 
mouth  
[ summer and autumn ] 

Paramyxovirus  Measles  Airborne  Koplik’s spots on buccal mucosa 
[ winter and spring] 

The oral ulcers in HFM are non 

specific [ cannot be attributed to a 

specific disease ] you need to depend 

on the prodromal viral symptoms and 

the ulcers on the hands and feet   
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Immune mediated VB diseases 
Q: what is the difference between autoimmune disease and immune dysregulation ? autoimmune 

diseases have identified Antigen and antibody – immune dysregulation do not have a discovered antigen 

and antibody 

Pemphigus 
• Autoimmune, mucocutaneous [ affects mucous and skin] 

• Oral mucosa → p. vulgaris, to lesser extent p. vegetans 

•  A rare subtypes: Para-neoplastic Pemphigus (PNP) – whenever you suspect pemphigus think of 

possible neoplastic process going on [ mostly lymphoma or leukemia] 

• Common history : “ I had scaling a few days back then I suddenly get 

pain in my gums and in my entire mouth , I can’t eat or drink. I think 

it was because of the dirty instruments] 

• The vesicles rupture very rapidly leaving raw areas of mucosa  

• You need to take a biopsy but once you do that the mucosa will peal 

off like burnt skin 

Cause : autoimmune disease due  to IgG antibody become reactive to 
desmoglein 3  [ intercellular adhesion protein] at the stratum spinosum 
layer.  

Loss of cell-cell attachment →  acantholysis  → Blister formation [ but the 
basal layer is intact because the separation occurs at the stratum spinosum 
layer ]  

➢ Pemphigus has Higher incidence among Ashkenazi Jews, 
Mediterraneans and Asians 

➢ A hereditary variant (Hailey-Hailey disease) 
➢ Acantho- means related to prickle cell layer [ stratum spinosum] 
➢ -osis [ increase in the # of cells ]   -lysis [ loosening of 

prickle cell layer] 

• Direct immunofluorescence shows fluorescence light will be around 
each epithelial cell indicating that IgG is bound to desmoglygein 3 

• PV appears first in oral mucosa in before appearing in skin  [ oral lesions 
of PV are First to show, last to go] 

• Positive nikolysk’s sign [ pressure will induce a blister ] 

• PV also has TZANK CELLS  

TX: corticosteroids + immunosuppresants + plasmapheresis [ take the pt’s blood and remove all 
antibodies from it and re inject it again] 

TZANK CELLS IN PV  TZANK CELLS IN HSV1 

Intact cells inside the blister because the 
antibody targets the protein adhering the cells 
and not the cells themselves  

Ruptured – fragmented cells 
Because the virus targets the cells themselves  
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Immunosuppressants Less long term adverse effectsthan 

corticosteroids but take a longer time to start working 

Pemphigoid:  
• Autoimmune, Chronic mucocutaneous disorder  

• Two subtypes: 

A.  mucous membrane pemphigoid (MMP) - mainly affects oral and ocular mucosa [cicatricial 

pemphigoid] 

B. bullous pemphigoid (BP) MMP mainly affects oral and ocular mucosae. Also called; – BP mainly 

affects the skin 

MMP cause:  IgG reacts to hemidesmosomes at the basement membrane [ laminin 5 and BP 180 

proteins] 

Pemphigus  Pemphigoid  

The blisters are short lived and easily rupture  
After the blister ruptures you can only see 
erosion  

Blisters stay for a longer time  
After the blister rupture you can see remnants of 
the blister 

 Scarring of the canthus of the eye (symble pharon) → a characteristic sign of pemphigoid [ MMP] 

BP cause: IgG against antigen target BP 230 and BP 180 - The reaction is at a higher level of lamina 

lucida 

MMP and BP histologically are the same – direct immune fluorescence shows 

homogeneous linear pattern at the basement membrane  

Tx :  

1- ophthalmology consult [ because scarring of the canthus of the eye can 

lead to blindness] 

2- corticosteroids + immunosuppressants  

Linear IgA Disease LAD  
• Autoimmune disease  

Cause : IgA reacts to 120 Kd protein in the basement membrane   

 

• DIF (showing a linear pattern of IgA antibodies at the basement 

membrane )  

Dermitits herpetiformis 
• Autoimmune disease or an immunedysfunction  

• vesicles on the shoulders, elbows, buttocks that are extremely pruritic,  wax and wane  

• Association with gluten-sensitive enteropathy [ they get those vesicles when they eat bread or 

anything that has gluten in it ] 

• Granular deposits of IgA antibodies at the basement membrane 

Pemphigus = superficial separation  

Pemphigoid = deep separation 

Differential diagnosis of 

desquamative Gingivitis  

1- Mucous Membrane 

Pemphigoid MMP 

2- Pemphigus Vulgaris PV 

3- Oral Lichen Planus OLP  

4- Lupus Erythematosus LE  

5- Contact allergy 
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Hereditary  VB diseases 

Epidermolysis Bullosa  
• Genetic defects of the basal keratinocytes, hemi-desmosomes, or the 

connective tissue filaments  

• Onset at infancy or childhood  

• Bullae develop over areas subject to trauma [ with any 

friction → blisters develop then rupture forming ulcers 

that heal with scarring and disfigurement] 

• No growth of finger nails , Constricted oral orifice [ 

limited mouth opening due to scarring], hypoplastic teeth 

[ during eruption a bullous forms in the gingiva that 

ruptures and leaves a scar prevent tooth eruption, if teeth erupt they will be deformed] , 

malnutrition because of limited mouth opening  

Tx: avoid trauma, supportive therapy – corticosteroids, chemotherapy, retinoids, Vt E  

 

Pemphigus  IgG  against desmoglygein 3 – separation at the stratum spinosum layer  

MMP  IgG  against laminin 5 and BP 180 proteins – separation at the basement 
membrane  

BP  IgG against  BP 230 and BP 180 – separation at the higher levels of lamina 
lucida  
 

Linear IgA Disease 
 

IgA against KD 120 protein in basement membrane  

Dermatitis 
herpetiformis  

IgA 

DIF in Linear IgA → linear pattern of fluorescence at the basement membrane  but dermatitis 

herpetiformis → granular deposits of IgA at basement membrane  
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Oral ulcers  

 

Reactive ulcers in infants are called Riga 

Fede Disease 

• Ulcers with very well defined borders → 

indicate a specific disease  

• Ulcers with irregular border → trauma  

• Usual sites for trauma = buccal mucosa , 

lateral border of the tongue  

• The most important thing in traumatic ulcers 

= establishing a cause and effect relationship  

 Bv  = ulcers caused by a recent dental treatment [ ex: rotary instruments , improper use of surgical 

instruments, RCT chemical etc ] 

•  Heat induced ulcers are mostly seen on the anterior part of the palate  

Chronic ulcers = indurated + pain is disproportionate compared to the appearance of the lesion  

Three examples:  

A. Factitious ulcers [ self inflicted ulcers] – appear in accessible areas , have abnormal appearance 

and mostly linked to psycological disturbances  

B. Traumatic Eosinophilic Ulcer : significant eosinophilic presence  

C. Necrotizing Sialometaplasia  

Necrotizing sialometaplasia:  

Cause:  vasoconstriction induced by LA → ischemia and 

necrosis [ iatrogenic cause] 

MS= Squamous metaplasia of ductal epithelium + Pseudo-

epitheliomatous hyperplasia + necrosis of salivary glands  

Tx:  Reassurance, mouthwash and observation of healing  

 

The complication that is most limiting to the continuation of chemotherapy is mucositis  

Viral diseases will cause Vesicles / bullae that rupture to form an ulcer but bacterial or fungal 

infections cause ulcers right away! 
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BACTERIAL INFECTIONS CAUSING ULCERS  

Syphilis  
• Caused by treponema pallidum  

• Route = sexually, by blood transfusion or trans-placental  

• Three stages; deep ulcers are seen in the primary stage 

(chancre) 

 

You can see oral manifestations of shyphilis in all 3 stages :  

A. Primary stage [ chancre – deep indurated painless ulcers] 

B. Secondary stage [ condyloma latum ] 

C. Trierary stage [ gumma] 

Dx: Darkfield examination of exudate + Silver stain  

Tx : penicillin  

Gonorrhea  caused by nissesira gonorrhea  - route : sexual 

contact – Tx: penicillin 

Tuberculosis 
• Caused by acid-fast aerobic bacillus Mycobacterium [ has fungal and bacterial features] 

• Route =  airborne  

• Bacteria are not degraded by macrophages because of their thick waxy coat → macrophages 

aggregate to form multinucleated giant cells and granulomas result 

[ the granuloma forms because the body cannot digest the TB] 

• Oral TB infections [ chronic , indurated , non healing ulcers] are secondary to lung infections 

through seeding by sputum [ the infection is in the lungs but when the pt coughs the infected 

sputum will go to the mouth causing the oral ulcers] 

• In TB the bacteria is not harmful [ because it is contained in the granuloma ] 

MS=  

• Granulomatous inflammation with caseous necrosis [ a granuloma is a tissue that forms to 

prevents the further spread of bacteria , it is not a place where cells live it is where cells die] 

• Langhans multinucleated giant cells  

• Presence of acid-fast bacilli (detected by ZiehlNeelsen stain or Fite stain) 

Tx: Strong antibiotics and chemotherapeutic agents  

 

 

 

 

Primary syphilis causes ulcerations at 

the site of primary entry [ mostly the 

genitals] 

The fetus is infected with syphilis only 

if the mother is in secondary stage 

where there is spirochetemia  

In congenital syphilis , the fetus skips 

the primary infection 

Oral manifestations of congenital 

syphilis = notched incisors and 

mulberry molars  
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FUNGAL INFECTIONS CAUSING ULCERS  

Deep fungal infections 
Fungi inhaled → pulmonary disease → oral ulcers (seeding by 

infected sputum) -  chronic , indurated , non healing ulcers 

Deep fungal infections :  

Histoplasmosis – Coccidioidomycosis- Blastomycosis – Cryptococcosis 

 

MS=  

• Pseudo-epitheliomatous hyperplasia  

• Granulomatous inflammation  

• Sometimes with abscess (blastomycosis) 

Tx: amphotericin B or Azoles [ antifungals]  

 

Oppurtonistic fungal infections 
• phycomycosis (mucormycosis) and Aspergillosis 

• route = GIT or pulmonary  

• Affects medically-compromised patients 

• Cause necrosis and ulceration of the tissues and can 

perforate palate, nasal cavity and orbit, and extends to the 

brain →  Death 

Tx: amphotericin B + surgical debridement 

 

IMMUNE MEDIATED ULCERS  
Recurrnet aphthous ulcers [RAS] / canker sores : 

• seen in higher socio-economic class, and in more developed countries  

causes:  

1- Genetic  

2- Haematological deficiency [ Iron (Fe-deficiency anaemia) , B12 (pernicious anaemia) , Folic acid 

(folic acid anaemia) ]  

3- Cyclic neutropenia  

4- GIT disorders [Coeliac disease , Crohn’s disease , Ulcerative colitis,  H. pylori ] 

5- Hormonal changes [Relation to drop in progesterone ] 

6- Food allergies  

Candida infections are superficial → 

to R/O candida [ wipe the lesion with 

gauze , if the lesion comes out it was 

superficial and mostly candida] 

Granulomas are a protective feature 

because they form around bacteria 

that the body cannot destroy to limit 

it’s further spread 

Pseudo-epitheliomatous hyperplasia [ 

the epithelium growing inwards into 

the CT  is seen in necrotizing 

sialometaplasia and deep fungal 

infections 
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7- Stress  

Other disorders with similar RAS presentation :  

1- Behçet disease (oral, genital ulcers, eye lesions and skin papulopustular lesions) 

2-  HIV-related ulcers  

3- PFAPA (Periodic Fever, Aphthus, Pharyngitis, Adenitis)  

4- Sweet syndrome (oral ulcers, conjunctivitis and inflamed skin nodules) 

NOTE: Per-ulcerative RAS lesions have CD4+ cells  - Ulcerative lesions have CD8+ cells (cytotoxic) 

RAS is diagnosed when other diseases with oral ulcers are excluded 

Recurrent aphthous ulcers [  Floor is white (CT)  then turns yellow (Fibrin) then turns grey (granulation tissue) ] 
+ Surrounded by an erythematous halo ] 
 

minor Major  Herpetiform  

Small round to oval ulcers  

•  Seen mainly on non-keratinized 
mucosae 

•  Heals in about 1 week  without 
a scar 

• Painful  

Large round to oval ulcers 
(around 1cm in diameter) 

• Seen on any mucosal 
surface  

• Heals in about 10-40 days - 
Might leave a scar 

•  Can be painful 

 Multiple minute pinhead ulcers 
which coalesce into large ragged 
ulcers  
• Seen on any mucosal surface  

•  Heals in at least 10 days  

•  Recurs very frequently, almost 
continuous oral ulceration  

• extremely painful 

 

TX:  

1- R/o systemic cause  

2- Encourage high standards of oral hygiene [ pain is caused by the secondary bacterial infection 

on the ulcers , by maintaining oral hygiene you reduce the pain and accelerate the healing] 

3-  Topical corticosteroids / Intra-lesion injection of corticosteroids 

4- Immune suppressants 

Behçet’s syndrome  
•  seen in countries around the Silk Road (Middle East to Japan). 

• Mostly males - oral, genital ulcers, eye lesions and skin papulopustular lesions 

Cause = vasculitis related to immunecomplexes affecting the involved tissues 

• Strong link with and HLA-B51 [ used for screening] 

• Ulcers are similar to minor RAS but they are larger , located in posterior 

mouth, and show more ragged edges.  

 Dx of behcet’s syndrome: RAS, plus two of the following 

- Recurrent genital ulceration  

- Eye lesions (posterior uveitis)  

-  Skin lesions (erythema nodosum, acneiform nodules)  

Tx:  

Corticosteroids + 

immunosuppressants  
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- Positive pathergy test [ pricking the skin with a sterile needle and look for erythema or papule 

formation ] 

BD is a leading cause of blindness in young males, and might result in death from CNS or CVS 

complications. 

Erythema multiforme: 

• Allergic rxn [ acute, or even explosive onset] affects the mouth 

and the skin  

• Ranges in clinical symptoms → that’s why it’s called multiforme 

• Three types: Minor EM, Major EM (SJS) and Toxic Epidermal 

Necrolysis (TEN). 

• Affects anterior mouth – non keratinized tissue  

• Lips are cracked, crusted and edematous + blisters and ulcers + skin has target lesions [ iris lesions] 

A. Minor form → affects one site, and is less severe (self-limited). 

B. Major form  [ steven jhonson’s syndrome] →  oral mucosa 

(severe pain, lip crusting) + Preceded by a prodromal flu-like 

symptoms + Involvement of [pharynx, eyes , genitals , 

Symmetrical involvement of skin] 

Cause: Abnormal reaction to microorganisms or drugs [ most cases] 
leading to immune complexes depositing in the superficial Bvs of skin 
and mucosa [ vasculitis] → necrosis  

Tx:  

• Supportive therapy + referral to ophthalmology and 
dermatology 

• If viral induced → give acyclovir  

• If drug induced → give corticosteroids [ don’t give 
corticosteroids if it is cause dby infection] 

• Plasmapheresis  

Q: plasma cell infiltrate ins seen in ? contact allergy  

Q: valsculitis is seen in ? behcet’s syndrome and erythema multiforme  

Q: stevenes jhonson’s syndrome is ? major EM 

Q: target lesions are seen in ? EM  

Orofacial granulomatous diseases 
Mainly seen involving the upper lip, then lower lip, then cheeks.  

 Should R/O:   

➢ Crohn’s disease  
➢  Sarcoidosis [ mostly affects lymphoid tissue] 
➢ Foreign body reaction  

Target lesions on the skin   

Necrotizing vasculitis is seen in = 

Wegener’s granulomatosis  

Strawberry gingival appearance is 

seen in = wegener’s granulomatosis  

 

Midline granuloma is mostly 

peripheral T cell lymphoma  
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White lesions  

 

 

 

 

 

 

 

Hereditary white lesions 

Leukoedema 
• Normal variation , more in black  

• Hyperplastic epithelium with parakeratinzation   

• Symmetrical on both cheeks and asymptomatic  

• Diffuse white/grey opacification on the buccal mucosa – disappears when you stretch the cheek 

Tx: no treatment – this is a normal variation  

 

white spongy neavus  
• Mutations in genes producing keratin type 4 and/or 13  

• Hyper plastic epithelium with parakeratinization  

• Symmetrical and asymptomatic 

• Thickened irregular white patch [ affects any mucosal tissue – buccal, GIT, 

genital mucosa] 

Tx: no treatment  

 

Reactive white lesions 
traumatic induced white lesions   trauma will 

cause hyper keratosis – cause and effect relationship is 

seen  

hyperkeratosis is rversible if the cause is 

removed  

 

 

 

 

Traumatic induced white lesions have an irregular 

border, because the pt bites down in different 

directions and the forces will be applied differently 

→ irregular border  

Habitual cheek biting [ specially if combined with 

loss of space b/w the teeth]  →  regular borders [ 

because the pt will always bit in the same way  
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Tobacco induced white lesions  
A. Smoking:  

Nicotine stomatitis - heat and toxins from smoking 

will cause the palate to become white with diffused 

red spots [ red spots are the inflmmaed minor salivary 

glands] 

Low malignancy potential because it is wide spread , 

but indicates heaviness of smoking  

Tx: no specific treatment , just pt education regarding smoking and regular follow ups 

Q: why do you see red spots on the palate in nicotine stomatits ?  the red spotsare the 

openings of the minor salivary glands and they appear red because the the palate becomes 

more whitish because of the keratosis → better contrast that’s why you notice them + they 

are red because they are inflammed  

B. Smokeless tobacco [ neswar, snuff , pan etc.] 

A wrinkled white patch in the buccal mucosa-  where the tobacco is kept 

Usually you will see gingival recession, teeth attrition, and staining  close to the lesion  

Has malignanat potential to become squamous cell carcinoma or verrucous carcinoma  

Q:why do smokelss tobacco lesions has differnet variable apperances? Because their 

contents and the percentage of tobacco are not the same , some people will buy them ready 

made and others will make them themselves and add nuts, spices etc.  

 

Infectious white lesions 
Fungal white lesions : [ difficult to diagnose but treated 

easily] 

• Most common oral fungal infection = candidosis caused by 

candida albicans  

• Candida is a part of the normal flora but becomes pathogenic under local and systemic factors: 

Local factors  Systemic factors  

Xerostomia  
Reduced OVD  
Poor oral hygiene  

Extremities of age [ very old or very young pts] 
Blood dyscrasis [ leukemia , lymphoma etc ] 
Broad spectrum ABX ** 
Immune suppression ** 

 

 

 

 

 

 

If you wipe the lesion with gauze 

and it comes out → candida 

infection  

Usually when you take a swab from the 

lesions, you collect only the spores. [ the 

hypae remain in the tissue] 

Candida is identified under microscope 

using PAS [ per iodic acid Schiff stain or 

KOH stain ]  
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TYPES OF CANDIDAL INFECTIONS: 

ACUTE: 

A. Acute atrophic candidiasis :  red inflamed mucosa – associated with dentures and ABX use  

Tx: correct diagnosis + denture and oral Hygiene + antifungal agents  

B. Acute pseudomembranous candidiasis [ oral thrush]: white/ yellow plaques that can be easily 

wiped off ,  once wiped off you will see areas of erosion. 

TX:   

• simple cases [ associated with ABX use ] → OH + topical 

antifungals  

• Complicated cases [ immunocompromised pt ] → medical 

consult + topical/ systemic antifungals  

CHRONIC:  

A. Chronic atrophic candidiasis: Includes the following: 

1. median rhomboid glossitis [ affects both tongue and palate] 

2. papillary hyperplasia of the palate  

3. angular cheilitis  [ due to decrease in OVD → the corners of the mouth will be folded and kept 

warm and moist hidden away from cleaning → angular chelitis] 

4. non-specific red areas in mouth  

5. chronic denture stomatitis 

Tx: determine predisposing factors → antifungal agents  

B. chronic hyperplastic candidiasis: [ the one that really appears 

as white also called candida leukoplakia ] 

mostly tongue and buccal mucosa  

don’t always have easily determined predisposing factors 

Correct diagnosis important because lesion has malignant 

potential and can resemble other pathology including lichen planus and early squamous cell 

carcinoma [Requires biopsy ( to R/o dysplasia and carcinoma) because cytology smear not always 

reliable] 

Tx: treat predisposing factors + anti fungal agents  

Viral white lesions 
Epstein – Barr virus : [ type of herpes viruses] 

Oral hairy leukoplakia: 

HIV 3 C’s :  

1- Candida  

2- Cervical lymphadenopathy 

3- Cancer [ kaposi’s sarcoma]  

Candida occurs when HIV becomes 

AIDs or when a carrier of HIV changes 

to active disease. 

Q: Which type of candida presents as 

white patches clinically and has 

strong link to oral cancer? chronic 

hyperplastic candidiasis  
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White lesion on the lateral border of the tongue with irregular surface and prominent ridges or 

folds  , extends onto the ventral surface of the tongue  

Associated with HIV infections because it is:  

➢ A marker for HIV progression  

➢ Marker for viral load  

➢ Indication of the effectiveness of the HIV medication  

Immune mediated white lesions  
1- Oral Lichen Planus :  

Mucocutaneous [ appears on mucosa and skin]  

Oral common sites = [ buccal mucosa, dorsum of the 

tongue , gingiva] 

Lesions include: [ normally appear together]  

➢ Striae [most common] – sharply defined with lacy , starry 

or anular patterns  

➢ Atrophic areas  

➢ Erosions  

➢ Plaques 

If OLP appears on the tongue you will not see striations , it will 

mostly be plaque  

CAUTION: the appearance of OLP on the tongue occurs on the 

lateral borders of the tongue [ opposite to median rhomboid glossitis which appears on the central 

region] 

  

 

 

• Oral lichen planus also has skin lesions that appear 

mostly on the flexor surfaces of the wrists [ but can also 

occur on knees, elbows, ankles ] 

Characterized by 4 P:  

✓ Purple 

✓ Pruritic  

✓ Polygonal  

✓ Papules  

Mostly have superficial fine white striations called Wickman’s striae  

 

Characteristic microscopical feature 

of OHL = koliocytes in the prickle cell 

layer [cells that have inclusion bodies 

where viral proteins are being 

assembled] 

Q: why does OLP have a very wide 

prevalence range ? because there is 

no uniform diagnosis [ some doctors 

miss it completely , others diagnose it 

just by clinical examination , others 

by clinical exam + biopsy] 

Q: the most important clinical 

feature of OLP =  striations  

Median rhomboid 

glossitis [ chronic 

atrophic candidiasis ] 

Oral lichen planus on the 

tongue 

OLP lesions on the gingiva appear 

only as atrophic lesions  

[ desquamative gingivitis] 
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MS appearance of OLP:  

• Saw tooth appearance of rete pegs  

• Band like lymphocytic infiltrate adjacent to the basement 

membrane  

• Liquefactive necrosis [ basal cells degeneration] 

• Immune fluorescence = fibrinogen deposits on the 

basement membrane 

• Civette bodies [ formed by apoptosis] – normally seen in 

normal tissue but seen in large numbers in cases of OLP 

Importance of OLP:   

• Symptomatic [ pain + burning mouth] 

• Resembles more serious conditions like cancer  

• Might have malignant potential  

• Might have a relation with Hep C 

Q: what should you examine in a pt when you suspect 

OLP? 

1- Ask about any medications the pt is taking [ the 

lichenoid rxn might be due to the medication] 

2- Look for any metallic restorations close to the 

lesion [ the metal might be causing an allergic rxn] 

Other lesions with lichenoid appearance :  

A. Lichenoid contact lesions :  allergic contact stomatitis - 

mostly due to metallic restorations  

B. Lichenoid drug reactions : [ NSAIDs, tetracyclines, thiazides 

etc ] 

C. Graft vs host disease 

 

Tx of OLP: [ most important is keep the atrophic lesions clean, 

dehydration and candidial or bacterial infection will make the 

condition worse] 

1- Control of symptoms [ proper OH + Chlorhexidine + 

hydration]  

2- Corticosteroids  to modulate inflammation and immune 

response  

3- Antifungal therapy  to treat secondary candidal infection 

** sometimes the pain goes away with proper OH and hydration 

only and you don’t need to give corticosteroids [ corticosteroids are not given right away , you need to 

make sure that the pt is complaint to be able to have frequent visits to monitor for adverse effects] 

 

Graft vs host disease clinically 

resembles = OLP 

CASE: atrophic lesions that bleed 

easily in the floor of the mouth + 

wide spread erosive area in the 

middle of the palate , not painful at 

all , pt has concavity in nails [ 

indicates anemia] → chronic atrophic 

candidiasis [ median rhomboid 

glossitis] 

Topical corticosteroid should only be 

given for a short duration to prevent 

candida infections  
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2- lupus erythematous :  

looks like OLP but not only mucocutaneous , but might 

involve multiple systems in the body  

mostly in females  

has 2 types :  

A. systemic : involves multiple systems  

B. discoid: only muco cutaneous [ but can become 

systemic later on] 

DISCOID LE:  

• skin lesions on sun exposed areas – hair follicle involvement [ perm hair loss] – arthralgia  

• oral lesions similar to OLP but with less striations and less pain  

TX: topical corticosteroids  

SYSTEMIC LE: 

• caused by immune reaction to the antigen antibody 

complexes  

• Rynaud’s phenomena , butterfly skin rash [ rash over the 

zygomatic process and the bridge of the nose] 

• Oral lesions are similar to discoid but involve the palate more 

Tx: systemic corticosteroids / immunosuppressive agents and 

organ specific tx  

  

 

 

 

  

Lupus = ana autoimmune disease [ 

antigen and antibody complexes form ] 

OLP = immune dysregulation  
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Pigmented lesions  

The color of the mucosa is transparent but it appears in different colors because it shows the color of 

what is underneath. 

Forgein materials 

Amalgam tattoo  
➢ Most common form of localized oral 

pigmentation  

➢ Painless bluish black macule mostly in the 

attached gingiva or alveolar mucosa  

➢  Caused by implantation of amalgam into the 

mucosa either after traumatic extractions of a 

tooth with an amalgam filling that falls into the 

socket or amalgam getting into the abrasions in 

the mucosa during removal of an amalgam 

restoration  

➢ To confirm amalgam tattoo → take a 

radiograph [ you will see radio opaque 

structures where the amalgam was implanted 

into the mucosa]  

Sometimes you won’t be able to see the 

amalgam particles on RG  because the 

amalgam is in the form of powder and not 

particles  

 

You will also see amalgam particles in 

histological sections arranged along the 

collagen fibers and blood vessels  

➢ If the particles are large, contaminated or 

there is an allergic rxn to amalgam → you will 

see giant cells and macrophage 

accumulations 

 

Bacteria [ black hairy tongue] 
Hyperplastic filiform papilla that trap chromogenic bacteria   

Associated with ABX use, xerostomia, smoking  

Tx:  

1- Stop smoking  

2- Mechanical removal of overgrown filiform papilla  

3- Keratolytics [ agents that destroy the excessive keratin – rarely 

used because they have adverse effects , ex: salicylates and 

retinoids] 
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Pigmented lesions due to increase in production of melanin 

Racial pigmentation   
➢ Most common cause of mucosal pigmentation   

➢ Caused by increase in activity of melanocytes  

➢ Does not alter normal gingival architecture [ you 

will still see stippling] – uniform in color 

➢ Mostly the gingiva  

 

Post-inflammatory melanosis  
➢  Seen following injury to the mucosa  

➢ commonly associated with chronic mucosal disorders such 

as OLP, DLE  

➢ caused by stimulation of proinflammatory proteins in the area. 

 

 

Smoking associated melanosis  
➢ Toxins in the tobacco will stimulate more melanin 

production  

➢ Seen in labial gingiva with cigarettes Or the palate with 

pipe.  

➢ Birth control pills might modify reaction to smoking —> 

more melanosis 

 

Syndrome associated   
• Peutz-Jeghers syndrome   

Multiple peri-oral (and peri-orificial) macules. 

Intestinal polyposis [ main component] – there is risk of abdominal intussusception [ the 

intestines will fold over each other because of the peristaltic movement and the polyps → 

necrosis of the intestines] 

• Neurofibromatosis (von Recklinghausen’s disease) 

Multiple neurofibromas [ main component]  

Skin pigmentations [ café au lait spots] >1.5cm and more than 5 with symmetrical 

distribution   

• McCune-Albright’s disease  

Seen in Polyostotic fibrous dysplasia. [ pigmentation over affected bones, Precocious 

puberty ] 

Skin pigmentation [café au lait spots]  

• Addison’s disease  

after an episode of adrenal cortical insufficiency the pt will develop generalized bronzing of 

the skin  

Q: the most common reason of 

pigmentation around OLP lesions = 

post inflammatory melanosis  
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Systemic causes of pigmentation   

• Heavy metal ingestion :  results in linear pigmentation of the gingiva – indicates systemic toxicity  

• Drug induced : anti malarias, oral contraceptives, minocycline 

• Metabolic:  

➢ Haemochromatosis : bluish pigmentation due to iron overload [ taking too much iron 

supplements ] 

➢ Cynosis: bluish pigmentation caused by O2 deficiency  

➢ Jaundice :  yellowish discoloration caused by accumulation of bilirubin in the blood [ seen in 

liver disease pts] 

Pigmented lesions due to increase in number 

of melanocytes  

Naevus  
 

Melanotic naevus Melanotic macule 

Caused by increase in # of 
melanocytes  
Common in the skin 

Caused by increase in melanin 
production  
Common in the mouth 

 

Naevus : caused by increase in the number of melanocytes  

 

 

 

 

 

 

 

Melanoma  
➢ very aggressive and resistant to treatment  

➢ has delayed diagnosis  because of asymptomatic nature  

➢ mostly in the palate  

➢ Arises from neoplastic transformation of either 

melanocytes or naevus cells. 

 

 

 

 

Melanocytes are dendritic cells of 

neuroectodermal origin, that cannot 

be seen easily under microscope 

because their nucleus is similar to 

epithelium and their dendrites don’t 

pick up the stain so they are invisible  

The type of nevus common in the 

mouth is Blue Nevi [ single lesion 

with well defined borders and 

uniform blue color ] 

 

Nevi in the skin appear brown 

because they are closer to the surface 

[ the deeper the nevi the less brown 

it will look] 



 Crash Course in Oral Medicine   

Done By : Sima Habrawi                                                                                                                         Dentiscope 2020 
Edit By : Haif AlQahtani                                                                                                                               Page 31 of 48 

 

Lesions are DR.ABCs 

Diameter [ large] 

Raised ** 

Asymmetric ** 

Borders [ irregular]  

Color [ mixture of diff colors ] 

Satellite lesions  

Q: what causes the late presentation of melanoma? The long asymptomatic period + it is located in a 

site that is not frequently tested [ the palate]  

Pigmented lesions due to vascular 

changes  
Hemagioma : neoplasm  of endothelial cells  

Vascular malformations : abnormal 

morphogenesis of blood vessels  

** both are similar and histologically 

indistinguishable 

Encephalo-trigeminal Angiomatosis (Sturge-Weber Syndrome) :  

"  

 

 

Hereditary Hemorrhagic Telangiectasia HHT 

[ Also called Rendu-Osler-Weber Syndrome]  

➢ Abnormal dilatation of superficial cutaneous and mucosal 

vessels.  

➢  Clinically manifests as multiple red macula or papules[ 

lip and tongue] 

➢ Might result in anemia due to slow long term bleeding 

➢ Telangiectasia is also seen in CREST syndrome and in 

alcoholism. 

Varicosities of veins is very common on the ventral side of the tongue in elderly and hypertensive pts 

"port-wine" stains + neurological 

manifestations include mental 

retardation + hemiparesis and 

seizures  
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Salivary gland disorders  

➢ All salivary glands are exocrine glands  

➢ Saliva collection to determine quantity is 

done over 5 minutes  

➢ Un stimulated saliva is more accurate 

because it represents the resting state. 

Stimulated saliva is only temporary during 

eating 

➢ Total daily salivary flow is 500-600ml/day 

• Unstimulated salivary flow rate = 300 ml 

[mostly from sub mandibular gland ( serous 

and mucous) + parotid gland ( serous) ] → 

unstimulated saliva is relatively mucous  

• Stimulated salivary flow rate = 200 ml [mostly 

from parotid → saliva is relatively serous] 

Inflammatory latrogenic 

Viral sialadenitis - Mumps  
• Affects mainly parotid gland or submandibular glands  

• Caused by paramyxovirus  

• Route = direct contact with saliva droplets 

• Pain is exacerbated during eating due to partial blockage of stensen’s 

duct  

• Prodromal symptoms of fever, malaise, pain because it is a viral 

infection  

TX: symptomatic care – corticosteroids in severe cases to prevent 

complications [ orchitis, oophoritis, encephalitis, myocarditis, nephritis] 

Q: why should corticosteroids be used with great caution when dealing 

with mumps?  

Because they cause immune suppression , if given at the wrong time [ while the virus is still 

replicating ] they will help the virus spread even more. They should only be given after the virus 

replication has stopped to prevent complications like oophiritis and orchitis  

 

Acute bacterial sialadenitis 
• Mostly parotid gland is infected  

• Ascending duct infection [ bacteria goes against the salivary current to 

infect the gland - xerostomia, sialolith, post surgery scar will allow bacteria  

to infect the gland because there is no flushing effect of saliva] 

• You need to milk the gland to confirm the presence of puss 

• Pain during meal time , swelling , foul taste  

• Strep pyogenes or staph aures mostly involved  
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Tx: copious water intake + avoid having the mouth dry + ABX  

 

Acute radiation sialadenitis 
Starts 24- 36 hours after radiation → inflammation and early 

necrosis of the acini  

Chronic radiation sialadenitis 
Fibrosis + acinar atrophy -  monitor for stomatitis and caries  

 

Iodine – induced sialadenitis  
• Mainly parotid  

Tx:  copious water + massaging the glands [ ABX if there is bacterial infection] + monitor stomatitis 

and caries  

 

Disturbances in salivary flow 
 

Xerostomia 
• Most common salivary problem  

Causes :  

1- Drugs [ antihistamines, anti depressants, anti psychotics] 

2- Systemic diseases [ sjogren’s , cystic fibrosis, sarcoidosis ] 

3- Psychogenic [ anxiety and depression , normal salivary 

flow but the pt feels like their mouth is dry] 

Diagnosis:  

• Sialometry [done in the morning]  

N= >3.5ml in 5 minutes (stimulated)  

N= >0.5ml in 5 minutes (unstimulated) 

• Sialography [ in cases of obstruction] 

• Scintigraphy [investigates all glands at once] 

Treatment:  

1- Identify the cause  [ if medication → change medication ]  

2- Saliva substitutes and oral lubricants  

3- If there are still functional acini →  encourage salivation by 

sugar free gums and sialo gauge   

4- Prevent complications of reduced salivary flow [ candida, 

caries etc] 

 

Radioactive iodine is only picked up 

by the thyroid gland to treat thyroid 

cancer  and will not affect other 

organs but it is somehow picked by 

the salivary glands causing 

sialadenitis. 

Hyposalivation = reduction in salivary 

flow [ reversible , mostly caused by 

drugs]  

Xerostomia = no saliva  

Consequences of xerostomia:  

Lack of lubrication  

- Difficulty swallowing / speaking 

and denture retention 

- Disturbed taste 

Infections  

Caries, angular chelitis, candida ascending 

sialadenitis  

Sialogauge : a drug that will stimulate 

salivary glands + other glands in the 

body [ sweat glands, GIT etc ..] → 

increase in saliva, sweat and GIT 

secretions [ GIT disturbance]  
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Sialorrhea  
Usually r=presented as a laceration on the corner of the mouth  

• Transient  → wearing of a new denture, oral infections (e.g. HSV), RAS 

• Episodic → GORD (GERD) to buffer stomach acidity (in this case called “water brash”)  

• Constant →  rabies, heavy metal poisoning and some drugs (lithium and cholinergic agonists)  

• Permanent → poor neurological control [ strokes – called false sialorrhea] , such as in CP, 

mandibular or tongue resection 

Tx:  

• Transient → no tx  

• Due to GERD , poisoning , rabies → identify the cause and treat it  

• Anticholinergic drugs [ have side effects] 

• Severe cases → gland excision, gland relocation or duct litigation  

Systemic diseases affecting saliva 

Sjogren’s syndrome [ SS] 
• Autoimmune disease – polyclonal B cell hyperactivity due to the loss of T cell regulation 

• Dry eyes [ xeropthalmia or keratoconjunctivitis sicca] + dry mouth [ xerostomia] 

• Affects lacrimal glands + Bartholin’s glands in the vagina + salivary glands + sweat glands  

• Mainly women **  

• Such pts will tell you “ I feel I constantly have sand in my eyes” 

A. Primary SS → only exocrine glands are affected  

B. Secondary SS → exocrine glands + other CT disease [ Rhuematoid arthritis, systemic lupus etc] 

Diagnosis: Two of the following three:  

1- Positive serum antibodies  

anti-SSA/Ro and/or anti-SSB/La 

positive rheumatoid factor and ANA titre 

2- Labial salivary gland biopsy exhibiting focal lymphocytic sialadenitis with a focus score 1 

focus/4mm2  [ salivary gland parenchyma are replaced by lymphocytic infiltrate] 

3- Keratoconjunctivitis sicca with ocular staining score 3   

Schimmer’s test is used to see tear production [ paper is place on the lower eye lid to test 

lacrimal gland production] 

CAUTION: Pt’s with SS are at risk of developing mucosa associated lymphoid tissue malignancy [MALT] – 

you need to monitor for lymph node lumps and masses  
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Complications of SS:  

1- Candida infections / bacterial infections 

2- Parotid gland enlargement  

3- Increased risk of lymphoma ** 

Management :  

1- Refer to an ophthalmologist + assessment by physician  

2- Regular follow ups for lymphomas  

3- Treat candida infections / bacterial infections  

4- Fluoride applications  

5- Saliva substitues 

sarcoidosis 
• Granulomatous disease  

• Most affected organ = lymphoid tissue  

• Causes bilateral hilar lymphadenopathy → respiratory failure 

and death  

• Chest xray = bilateral radio opacity  

• Blood test =  

↑ calcium  

↑ ACE  

↑lysozome  

↑ adenosine deaminase  

• Histologically = non caseating granulomas [ clean granulomas] 

Sialosis 
Non-inflammatory, non-neoplastic , Painless recurrent bilateral 

swelling of the salivary glands  

Serous gland hypertrophy and decrease in granularity 

in association with:  

1- hormonal disturbances  

2- diabetes  

3- malnutrition  

4- liver cirrhosis  

5- medications eg. phenylbutazone (anti-inflammatory) 

6- Iodine containing drugs  

7- Alcohol 

8- GERD ** 

 

  

TB and deep fungal infections the 

granulomas that form are 

contaminated since they contain the 

micro organism  

But in chron’s and sarcoidosis 

granulomas are clean without a 

microorganism 

Chron’s disease → granulomas only 

in the GIT  

Sarcoidosis → granulomas in any 

organ 

Wegner’s granulomatosis → 

necrotizing granulomas  
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Oral manifestations of GIT diseases  

Infections 

H-pylori [Helicobacter pylori] 
• Micro aerophilic bacteria [ needs a certain concentration of 

o2 that’s why it lives in the duodenum] 

• Some suggest a link with oral aphthous ulcers 

• Most are asymptomatic but some cases have pain and 

burning in the upper abdomen, nausea and regurgitation [ 

Diagnosis:  

1- H-pylori serum antibody [ least used] – because if 

antibody is found in the blood it might indicate active 

current infection or a previous infection  

2- H pylori antigens in stool – accurate , used in cases the pt is 

not responding to the ABX → you can do a culture test to 

know which ABX it is resistant to 

3- Urea breathe test [ UBT] – most commonly used , quick and 

convenient  

4- Gastric biopsy [most invasive] 

Triple therapy for eradication of H pylori: PPI + amoxicillin + 

clarithromycin  

Autoimmune 

Celiac disease [ gluten sensitive enteropathy] 
•  Allergic response to Gliadin in wheat  

• Diagnosed and monitored by looking for anti – endomysial 

antibodies or anti- tissue transglutaminase  antibodies 

• The disease causes flattening of the microvilli in the proximal 

part of the small intestine → less surface area for absorption  

Complications:  

1- Mal absorption → anemia and retarded growth  

2- Increased risk of lymphoma  

3- Dermatitis herpetiformis  

 

 

 

Urea breath test 

The capsule contains radioactive 

carbon + urea [ C13 or C14 + urea] 

If H pylori is present it will break this 

bond and utilize the urea in the 

capsule.  

The C13 or C14 that is left will be 

absorbed by the stomach → goes into 

the blood stream and binds to O2 to be 

exhaled out as Co2 

If the pt exhales and the CO2 exhaled 

is radioactive → Hpylori is present  

If the pt exhales and the CO2 exhaled 

is not readioactive → the bond was 

not broken and there is no H pylori 

Normal small intestines  

Celiac disease – flattened 

microvilli + inflammation   
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Oral manifestations of celiac disease :  

1- Delayed shedding an eruption  

2- Glossitis  

3- Angular cheilitis  

4- Oral ulcers   

 

Inflammatory bowl diseases  
Ulcerative colitis : only in the colon  

Chron’s disease : any part of the GIT 

➢ Both are chronic + wax and wane  

If the colon is affected you can’t know if it is ulcerative colitis or chron’s , but if the esophagus is 

affected it is defiantly chron’s  

• Pts with chron’s are genetically susceptible individuals  

Oral manifestations of chron’s disease : 

1- Glossitis  

2- Angular chelitis  

3- Oral ulcers [ fissure ulcers ] 

4- Cobble stone appearance  

5- Rubbery painless swelling with 

linear ulcerations  

NOTE:  

• Diarrhea in celiac disease is greasy, 

frothy and yellow  

• Diarrhea in chron’s disease is watery 

Tx of chron’s:  

1- Corticosteroids and immune suppressants [ contraindicated if 

there is an infection or abscess ] 

2- If there is a fistula → surgical intervention  

Orofacial granulomatosis [ OFG] : all cause non caseating granulomas 

+ firm swelling of the lips  

• Oral Crohn’s disease = Chron’s disease that occurs only in the oral cavity 

• Oral Sarcoidosis  

• Foreign body reaction [ associated with history of trauma] 

• Allergy 

Tx: corticosteroids + immunosuppressants   

Tx:  

• Correct any deficiency [ iron, Vit B12 etc] 

• Follow strict gluten free diet    

• Review anti-endomysial antibodies, or tissue 

transglutaminase  (should disappear with removal 

of gluten from diet 

Ulcers that develop in 

chron’s disease are 

fissure ulcers because the 

edges on both sides are 

edematous    

Diseases that cause granulomas:  

• TB and Deep fungal infections 

[ caseating granulomas] 

• Sarcoidosis and chron’s 

disease and OFG [non 

caseating - clean granulomas] 

• Wedgener’s granulomatosis [ 

necrotizing granulomas]  
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Oral manifestations of hematological diseases 

↑ neutrophils indicates = acute bacterial infection 

↑lymphocytes = viral infection or chronic 

infection  

↑ basophils / eosinophils = allergic rxn 

↑ in eosinophils = parasites/ worm infestations    

 

Polycythemia :  

• Increase in RBC count  

•  increase in Hemoglobin [ Hb] and Hematocrit [Hct] → increase in 

blood viscosity → higher risk of thrombosis and ischemia  

TYPES: 

1- Absolute polycythemia :  

A. Primary absolute polycythemia  [ polycythemia ruba 

vera]:  

Malignant disease of Bone marrow where there is an ↑ 

production of RBC 

Redness of skin and mucous membranes, tinnitus, 

headache and dizziness + Increased risk of thrombosis 

Tx: venesection [ frequent blood donations to get red of 

excess RBCs] or  Radiotherapy and Chemotherapy. 

B. Secondary absolute polycythemia:  caused by increase 

production of erythropoietin as a response to hypoxia 

2- Relative polycythemia :  caused by decrease in the plasma 

volume [ no increase in RBC] 

Dental considerations :  

1- Risk of thrombosis  

2- Check CBC before procedures [ To prevent complications: Hb 

should be reduced below 16 g/dl and hematocrit below 47%] 

Anemia  
• decrease in RBC count  

• decrease in Hemoglobin [ Hb] and Hematocrit [Hct]  

• morphological and size changes in the RBCs 

• MOST COMMON TYPE OF ANEMIA = IRON DEFIENCY ANEMIA 

• BEST DIAGNOSTIC TOOL FOR ANEMIA = MCV [ MEAN CORPUSCULAR VOLUME ] 

• MOST COMMON CAUSE OF IRON DEFICIENCY ANEMIA → BLOOD LOSS  

Complete blood count 

Severe diarrhea → relative 

polycythemia  

Smoking → secondary absolute 

polycythemia  

Mountain climbers / COPD→ 

secondary absolute polycythemia  

Oral manifestations of anemia : 

1- Pallor of the mucosa  

2- Atrophic epithelium  

3- Smooth [ depapillated ] tongue  

4- Burning Mouth Syndrome 

5- Radiographic changes in 

hemolytic anemia 

Differential WBC count 
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• THE QUICKEST WAY TO CORRECT IRON DEFICIENCY ANEMIA = EATING LIVERS / SPLEENS  

 

RBCs regenerate every 120 days  

 

TYPES OF ANEMIA:  

1- Hemorrhagic: Blood loss  

You can lose up to 600 ml with few symptoms  

Chronic blood loss can be due to heavy menstrual cycles , 

stomach ulcers, colon/ prostate/ bladder cancers 

CAUTION: old males developing anemia → check for 

bladder / kidney / colon cancer [ ask about visible blood in 

urine or stool] 

2- Dyshemopoietic: Defective production of erythrocytes  

Ex: Iron deficiency anemia , Vit B12 deficiency anemia , folic 

acid deficiency anemia, aplastic anemia  

Iron deficiency anemia S&S:  

1-  Fatigue  

2- tachycardia and palpitations  

3- De-papillated tongue 

4-  Koilonychia [ spoon shaped nails] 

5-  Dysphagia (Plummer-Vinson syndrome) 

3- Hemolytic: Increased destruction of erythrocytes 

 

 

 

 

  

Microcytic anemia [ small] Iron deficiency anemia  

Macrocytic anemia [ large] Vit B12 and folic acid 
deficiency  

Normocytic anemia [ normal] Seen in systemic diseases  

Blood donation amount taken is 400-

450 ml and every 6 months  

Q: mention the 2 safe protocols that 

blood donations follow?  

Maximum amount of 400 – 450 ml is 

taken while you can lose up to 600 ml 

with few symptoms + donation is 

done every 6 months [ while your 

RBC regenerate every 3 months ]  

In iron deficiency anemia [ microcytic 

anemia]  

The blood cells will have central 

pallor [ because they lack 

hemoglobin] + they are smaller 

compared to a WBC + they are less in 

number  



 Crash Course in Oral Medicine   

Done By : Sima Habrawi                                                                                                                         Dentiscope 2020 
Edit By : Haif AlQahtani                                                                                                                               Page 40 of 48 

Dermatology in the head and neck region  

Vitiligo 
➢ Well demarcated ,depigmented macules in areas that are frequently 

traumatized [ those areas are at risk of sunburn and skin cancer] – the 

lesions are not continuous and there are “skip areas “ 

➢ Melanocytes are destroyed either by autoimmune antibodies, or by 

chemicals (less common). 

➢ Commonly occur along the hairline or in the beard areas [ areas that 

are frequently traumatized] 

Tx:  

1. Sunblock to protect depigmented areas.  

2. Tanning creams.  

3. Skin grafts. 

 

 

Ephelides (freckles) 
➢ Small (0.5cm) tan to brown macules - On sun-exposed areas.  

➢ Predilection to fair individuals with red or blond hair.  

➢ There is a decrease in the number of melanocytes (1/3 less) 

but melanosomes are larger and greater in number than in 

normal skin. [ decrease in number bur increase in activity] 

➢ No treatment is indicated. Sun protection prevents new ones 

 

 

 

 

Melasma [ “mask of pregnancy”] 
➢ Most cases are seen in pregnant women, or women on birth control 

pills. 

➢ In pregnant women, it disappears several months after birth -  In 

women on contraceptives, persists. 

➢  Well-demarcated, brown to greyish patches on face, mainly cheeks, 

forehead and upper lip (sun-exposed areas)  

Koebner’s phenomena :  

A disease that occurs at sites of 

trauma [ OLP, vitiligo , pemphigus ] 

Tanning or sun exposure will increase 

melanin inside melanocytes.  

Naevus = increase in # of 

melanocytes  

Melanin = the endogenous protection 

against sun rays  
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Solar lentigo 
➢ Similar to ephelides, but larger and darker.  

➢ Possibility of malignant transformation (melanoma).  

➢ No treatment required except if there is concern of 

malignant transformation, or for cosmetic purposes 

Telangiectasia 
➢ Permanently dilated blood vessels 

➢ Can be a manifestation of CREST syndrome (Calcinosis, 

Raynaud’s, Eosophphageal constriction, Sclerodactyly, and 

Telangiectasia), SLE, HHT (Hereditary Haemorrhagic 

Telangiectasia), pregnancy and alcoholism.  

➢ No bleeding tendency, no treatment required 

➢  

 

Dermatitis [“eczema”]   
➢ When the inflammatory reaction is 

related to a substance in contact with 

skin, contact dermatitis 

➢ Inflammation + redness limited to the 

area of contact  

➢  Diagnosis by skin patch test. 

Tx:  Identifying and avoiding the 

allergen.  

Atopic dermatitis 
➢ Starts in infancy.  

➢ Positive family history of dermatitis 

➢ Characterized by elevated IgE antibodies.  

➢ dry, scally, itchy skin lesions caused by allergens [ dust 

mites, pollen, certian foods (eggs, peanuts, milk), 

exotoxins of bacteria (S. aureus), and emotional stress] 

➢ Diagnosis depends on the history (infancy onset), 

distribution, and morphology. 

TX:  

• Stop scratching --> anti-pruritic agents 

•  Maintain clean skin to prevent secondary infections.  

• Topical and systemic corticosteroids.  

• Photochemotherapy **  
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Acrochordon (skin tages) 
➢  Soft, pedunculated papules - Seen around eyelids, neck and 

axillae.  

➢ No treatment required except if infarction develops (due to 

twisting --> compressing blood vessels) or for cosmetic reason 

 

Verruca Vulgaris [“common warts”] 
➢  Caused by HPV – transmission skin-skin contact 

➢ Small discrete benign papules which are hyperplastic and 

hyperkeratotic. Can coalesce, or be large plaques.  

➢ Occur at sites of recurrent trauma: hands, fingers, knees…etc. 

➢ Spontaneous resolution is part of its natural history 

➢ Surface is rough with vegetations and clefting.  

➢ Red-to-brown dots are pathognomonic , represent 

thrombosed loops. 

TX: salicylic acid creams, hot water baths, cryosurgery, electrosurgery 

Xanthelasma 
➢ Yellow papules, mainly seen in the upper eyelid  

➢ sign of hyperlipidemia  

➢  No treatment required  

Basal cell carcinoma BCC  
➢ The most common form of skin cancer.  

➢ Occurs in skin that is sun-exposed, and has hair follicles, and in fair 

skinned individuals.  

➢ Most common site is the face, back of the neck and scalp (in bald 

people).  

➢ Presents as a papule or nodule with a central erosion. [ rodent 

ulcer ]  

➢ Hypopigmented pearly (translucent) appearance.  

➢ It is aggressive and locally destructive, and surgical treatment 

causes disfigurement.  
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Oral neoplasia and pre neoplasia  

• General types of cancer are more common in developed countries, while Oral cancer is more 

common in less developed countries.  

• Oral cancer is # 8 in males and #13 in females.  

• The most common cancer in the UAE for males is digestive 

system then lymphoma – leukemia and respiratory system , 

for females the most common cancer is Breast cancer.  

• In the UAE, Oral and Pharyngeal cancer is 6% of all body 

cancers in males and 2% in female - Male : Female ratio = 

3:1 

Oral cancer = any type of cancer that occurs in the mouth regardless 

of the type.  

The most common type of oral cancer is squamous cell carcinoma 

[SCC] 

Lip SCC has the best prognosis because it is easily detected  

Q: what is the difference between recurrence and second primary 

lesions ? 

➢ Recurrence :  the cancer comes again after being excised        

[ mostly due to in adequate excision ]  

➢ Second primary: after excision and TX a new cancer occurs 

somewhere else in the body [ related to field cancerization] 

Q: what is field cancerization?  During smoking and alcohol drinking 

the entire mucosa is exposed to carcinogens , but cancer appears 

only in one site. But the other sites have mutations and might 

develop cancer later.  

Potentially malignant lesions:  

A. Color changes [ white patches, red patches , white/ red 

patches] 

B. Changes in consistency [ ulcers, lumps , fibrosis] 

Potentially malignant diseases 
1. Oral lichen planus  

2. Submucous fibrosis  

3. Chronic candidiasis  

4. Patterson Kelly syndrome  

 

 

When a country is considered a 

smoking country then the highest 

prevalence would be for lung cancer, 

if the country is not a smoking 

country the highest prevalence would 

be for GIT cancer 

Cancers according to age group:  

➢ Children = most susceptible 

to leukemia and brain cancer 

➢ Adolescents = bone cancers  

➢ Middle age = caners due to 

environmental changes like 

smoking and alcohol  

➢ Late age = cancers due to 

inability of the body to self 

correct mutations [ brain and 

other neurological cancers] 

Smoking + alcohol → cancer in the 

oral cavity [ tongue, floor of the 

mouth, buccal vestibule] 

Smokeless tobacco→ cancer in the 

buccal vestibule  

HPV→ cancer in the oro pharynx [ 

more likely to be seen in non smokers 

and non alcohol drinkers] 

There is a new trend for oral cancer to 

be seen in younger pts and mostly in 

the oropahrynx 
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Grading [ how differentiated the 
cells are] 

 

Staging [ spread of the cancer] 

The histological picture of cancer cells  
Quicker and determined by microscope  
 

Well differentiated → cells are similar to normal 
cells  
Poorly differentiated → cells are different from 
normal cells  

 

The spread of the cancer  
Takes several days to determine because you need 
to do multiple blood tests, CT scans, multiple 
biopsies etc.  
 
 
 

 

Erythroleukoplakia lesions have the highest malignant potential 

Leukoplakia is not a diagnosis , it is just a clinical term and should be discontinued once the biopsy 

comes back with the diagnosis.  

Leukoplakia is a diagnosis by exclusion with different levels of certainty [ c- factor] 

Q: Diagnosing of leukoplakia  

C1 Provisional clinical diagnosis [ no biopsy was taken + etiological factors were not ruled out]- least 
reliable  

C2 definite clinical diagnosis by eliminating etiological factors and follow up 

C3 provisional histopathological diagnosis by an incisional biopsy 

C4 definitive diagnosis after complete excision 

 

Leukoplakia risk factors that increase the chance of malignant transformation: 

1- Females  

2- Location away from trauma [ floor of the mouth, tongue] 

3- Pt is not a smoker  

4- Evidence of dysplasia [ in this case it is called oral epithelial dysplasia and no longer called 

leukoplakia] 

5- Presence of candida albicans  

6- Molecular level changes [ P53, P27, P63, angiogenesis, cytokeratin 8 , HPV 16 and 18] 

7- Genetic level: loss of hetrozygosity at chromosomes:  

9P →early transformation  

3p and 17 p → premalignant dysplasia  

4q, 6p, 8p, 11q, 13q, 14q →Carcinoma in situ or SCC 

 

If you see dysplasia histologically but there is no loss of heterozygosity → this dysplasia is 

reversible.  

When there is loss of heterozygosity at 3p and 17 p → this dysplasia will become cancer 
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Submucous fibrosis 
➢ whitish-yellow change in the buccal vestibules  → loss 

of elasticity → trismus and limited mouth opening 

➢ Presence of fibrous bands is a good clinical indicator. 

➢ Linked to chewing areca (betel) nut (mainly) or dietry 

habits (chili peper) or nutritional defeciencies (Fe, B12 

and folic acid). 

➢  Histopathologically = fibrosis and hyalinization of CT 

➢ Malignant transformation  in 1/3 of patients. 

➢ It is irreversible and progressive  

  

 

Q: why does erthroplakia have a higher malignant potential than leukoplakia? Because there are 

multiple causes for leukoplakia and most commonly trauma , while there are only very few causes for 

erythroplakia 

Treatments for oral cancer  
1- Surgery [ most cases are treated by surgery] 

ADV: local effects only     DISADV: cosmetic and functional defects 

Safety margins of clinically normal tissue is between 1.0-1.5 cm 

In case of bone resection it can be: marginal (ID canal preserved), segmental (full height of mandible) or 

disarticulation (including the TMJ) 

2- Radiotherapy [ 2nd most common tx] – affects all rapidly dividing cells [ hair, mucosa, salivary 

glands etc] 

ADV: non invasive    DISADV: xerostomia + osteoradionecrosis + mucositis 

There are three modalities of RT: 

A.  External Beam RT (EBRT): conventional method , the tumor and the surrounding areas are 

exposed to radiation  

DNA ploidy:  

When the cell duplicates it’s DNA but 

does not divide.  

Double content of DNA [ 46 pairs of 

chromosomes ] → Diploidy  

X4 DNA content → tetraploidy  

X8 DNA content → octa ploidy  

If the cell contains more than 8 copies 

of DNA → anoploidy  

DNA ploidy is detected easily using 

flow cytometry  
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B.  Intensity Modulating RT (IMRT): the xray intensity is not standardized in all areas, it will be 

higher in the area of cancer and lower in areas close to vital structures like glands 

C. Brachytherapy: radiation is generated internally by a radio active material that is inserted close 

tot the site of the tumor to spare the surrounding tissues  

Patients are positioned for RT by a custom-made face neck mask  

Normal necks are also irradiated. Occult nodal involvement is up to 50%.  

Radiation dose (Gray or Gy) is fractioned over 6.5 - 7 weeks, with 1.8 - 2.2 fractions per day (5 

days per week) 

 

Managing pt before radiation 

Before the pt goes into radiotherapy – you need to establish a stable oral state to prevent the 

future development of caries, infection and other problems [ to avoid the need for any tx after 

radiation- because those pts are at risk of osteoradionecrosis] – you need to extract all teeth 

that might cause infection [ hopeless teeth, decayed teeth, teeth that need RCT are better 

extracted to prevent infection  etc.] 

 

NOTE: irridated bone is clean and sterile but incase of any trauma or damage to the bone → 

there will be no bone healing [ because of the end arteritis obliterans] 

** end arteritis obliterans is forever , the pt cannot have extractions forever [ this is why it is 

very imp to extract all hopeless teeth from before] 

Managing pt post radiation: 

Fluoride treatment  + Saliva substitutes + Regular examination 

 

3- Chemotherapy [ least effective- used in case of distant metastesis] 

ADV: non invasive - DISADV: mouth ulcers, anemia , GIT/ BM problems 

Mucositis is the most common reason for reducing or terminating CT 

treatment 

Management of Mucositis:  hydration to maintain wetness [ if the lesions 

become dry they will become more painful] + corticosteroids 

Q: what is your role as a dentist toward a apt with oral cancer?*** 

1- Early detection of oral cancer  

2- Education and awareness for pts who smoke and drink alcohol  

3- If the pt is diagnosed with oral cancer , you need to prepare the oral cavity before the pt goes 

into chemotherapy / radiotherapy + you monitor the pt during treatment for any oral adverse 

effects like mucositis, caries etc  

In case of radiation : before radiation you need to remove all decayed teeth, hopeless teeth and 

any possible sources of infection and establish a stable healthy oral cavity that can be 

maintained after Radiation or Chemo.  

After radiation : fluoride applications + saliva substitutes + regular check ups   

4- Monitor post tx for any recurrences  
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Disclaimer 

By using Dentiscope, you understand that: 

 This is a non-profit project established by the founders, purely with the intention of relaying knowledge to 

dental students and young dentists around the world. 

 None of the contents should be sold, replicated or translated without prior formal and written consent from the 

team. 

 This is NOT a substitute for medical resources and formal education. 

  

Limitation of liability: 

 There may be mistakes in the published content, although it will be reviewed thoroughly before publication. It 

should be noted that peer-to-peer learning methods are very helpful as learning tools but their limitations 

should be kept in mind as it relies on the students own experience and understanding of the topic. 

 

 Information posted is all believed to be accurate and useful at the time of posting. All efforts have been made 

to review content thoroughly. Before performing any procedure, or applying any of the knowledge we have 

supplied, we recommend and stress that you refer to certified specialists and recent medical literature for 

accurate evidence. Neither Dentiscope, the content writers, content reviewers or editors can accept any legal 

liability or responsibility for any errors made. Your reliance on any content from Dentiscope is at your own risk. 
 

Ownership: 

All trademarks and logos are under the rightful ownership of the team of Dentiscope 

  

Content: 

All copyrights are respected, for any comments or complaints on any of the references used, please contact the 

team on the email provided. 

  

By submitting your content on Dentiscope you agree that: 

 You will be recognized as the content writer by name as long as your contribution remains on Dentiscope 

 Your content will be displayed on the Dentiscope website and other forms of social media including (but not 

limited to): Instagram, twitter and youtube. 

 You’ve allowed Dentiscope a loyalty free license to edit, publish, and publicly display your contribution. You’ve 

also allowed Dentiscope to reformat and use your material as best as we see appropriate. 
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