Cranial Nerves

Examination
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e The following equipment is required for a
cranial nerve examination:

e Handwash pp1l pnAs.

e [tem with distinct odour (e.g. orange/lemon
coffee, vinegar, etc) urtpAK lpr..

e Cotton ball ynAl
e Pen torch cinyY
e Fundoscope cif
e Tuning fork Wmp

WTPD.
UFIHBB.

I prLxBiF.
- Wbm .

e Neurological ref

ex hammer

bIIF WlpABH.

e Snellen charts urYplf Jcl ambh AA3B.
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Step 2

e \Wash your hands, introduce yourself to
the patient and clarify their identity.
Explain the procedure and obtain consent.




Step 3 : Nerves Examination

1- The Olfactory nerve (CN 1) Is simply tested
by offering something familiar for the patient to
smell and identify, for example orange/lemon

coffee, or vinegar.




2- The Optic nerve Is tested in five ways:

- Acuity p

bk lpc

- Colour afmiuf Crreh

- Fields ppH%F bYcik
- Reflexes Hphb/ixslf
- Fundoscopy aiik pr/xs




Visual fields test in one pair of quadrants




Visual Reflexes




fundoscopy should be performed on both eyes.




e Oculomotor Nerve (CN Ill), Trochlear
Nerve, Abducent Nerve (CN VI):

- They are involved in movements of the eye.

KpslF as YWAIF T ¢l : cr/iF WpcslF SIFlF MHbF -
EbMslF T cTv chiufm niKufm byhul gk Wipck

.ClpcfF

lirpch K1pslF a8 YA Jchr : ppbiF Wrolk Wb -

.Oprafltm bYhu, At/

. A wrkstF wbpclF : CxiF bR EprhiF MK -

wl il Wrpch oK CTK mf wi¥plk cT PKrYh 2upc e
. WFHbwr niK brip bmcik
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. '- Oculomotor, Trochlear, Abducens Nerve

Extraocular movements

~ Assess for eye movement, diplopia
- [double vision] and nystagmus

Without moving your
head, follow the pin with
your eye. Tell me if you

! - Ask the patient to look laterally left
see double |

~and right, continue moving the

- finger to complete H pattern. ;
- Tell the patient to inform you if they |
 see double images [diplopia) '

- Diplopia is an early sign of ocular
- muscle weakness
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3" nerve palsy
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Complete ptosis

Eye down and out
Dilated pupil which is not
responsive to light and
accommodation.
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4'h nerve palsy
T o
>

Double vision going down stairs
or reading books

Ask patient to tum the eye In
and then to look down- may
cause vertical hypertropia (pic)

B, s

Extraocular movements

6" nerve palsy

Failure of lateral movement
Nystagmus.




e Trigeminal Nerve (CN V) :

The Trigeminal nerve (CN V) Is involved In
sensory supply to the face and motor supply
to the muscles of mastication. There are 3
sensory branches of the trigeminal nerve:
ophthalmic, maxillary and mandibular.

ppBh WAL WT afpahBr) P1yalk EsfiF Ec).frhc MHb/IF aryr -
athahBF obeT FY/1iM (WHF_wrbMF_ LUYE uTre ) ®AmB niK
fbpc MHb/l fammb wnki/iF yschislr PA® Esh umAl wdtlp P
JMH/IF MK B







niK K Ki1pslF as YGAR) sibpc aliviF 38 UH/IF ardr e
WTOpHoIM uY iBlF WY MF ppchm Etm aphuyf

WbpclF whbes VB iibrpchv aliF o K1pBlF a8 YHAT e




Jaw Jerk




e The Facial Nerve :
bR sTCROTIM wrpT)MF iibwiF by K sthpc Mtbflr -
SThrc m wriepiF ppriiv afhik Aeom WYE et wrapnwk
AOFhik nB arerLF ATHAF

yrpTih dibpc Fptt KBl A MIAKF) MbF Jchr -
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e The Vestibulocochlear Nerve CIMifF pCTikplF M H/F

- The vestibulocochlear nerve

orovides

iInnervation to the hearing apparatus of the ear
and can be used to differentiate conductive and
sensori-neural hearing loss using the Rinne and

Weber tests.




e To carry out the Rinne test, place a sounding
tuning fork on the patientis mastoid process
and then next to their ear and ask which is
louder. A normal patient will find the second
position louder.

e To carry out the Weberis test, place the
tuning fork base down In the centre of the
patientis forehead and ask if it is louder In
either ear. Normally it should be heard
equally in both ears.




Rinne test




Weberis test




e The Glossopharyngeal Nerve cifhilF cemIF

-provides sensory supply to the palate. It can
be tested with the gag reflex or by touching
the arches of the pharynx.




The Vagus Nerve 2zl kkbAl

e The vagus nerve provides motor supply to
the pharynx.

e Asking the patient to speak gives a good
Indication to the efficacy of the muscles.
The uvula should be observed before and
during the patient saying iaaho. Check that
It lies centrally and does not deviate on
movement.




The Accessory Nerve $eBif

01 WY MM wrte 130 wimlphlk urHbYF Wiy NIk sibpc MtbIT o
oMb M ATvhbiF UTp KTpBiF ag YUAIK T cim_ urpcsit
. WBMFYBIF V1B b







The Hypoglossal Nerve c#h¥i Csh

18 WA Jcym_ arhilk duiYK fibpc Ubb/TT e
FIhBLITM Mbbpcvppcbm aflF ng afhik GFp3F K1pslF
Wbpclk cT PNY ml unt pu Prpckt putm wAchiBu




CRANIAL NERVE EXAMINATION

 Assessing motor and/or
sensory function

 Can be a tough
examination:
= Requires patient cooperation

= Communication skills are key

» Where 1s the lesion?







Dr. Abeer Ahmad Aljoujou
PhD. Oral Medicine




e Human breath is composed of highly complex
substances with numerous variable odors
which can generate unpleasant situations like

nalitosis.

e Halitosis Is a Latin word which derived from
nalitus (breathed air), and osis (pathologic
alteration), and it's used to describe any
disagreeable bad odor.

e [t Is common complaint for both genders and
for all age groups.




e Halitosis affects about 50% of general
population.

e origin of halitosis in 90% of the patients Is oral
cavity, 9% Is non-oral reasons ( respiratory or
urinary system), in 1% the cause Is diets or
drugs.
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Wi\t Saed R Halkei

e Etiologic classification 2014:
1- type O: physiologic halitosis.
2- type 1: oral.

3- type 2 : airway.

4- type 3: gastro-esophageal.
5- type 4: subjective.
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Common Causes of Bad Breath

Sinus/Nasal Infections

FPoor Dental Hygiene
Periodontal (Gum) Disease
Dry Mouth

Throat Infections

k=
Respiratory Infections
Lung Disease
Smoking

Acid Reflux/iGERD
Hearthurn
Spicy/Rich Foods
Dehydration

Poor Diet

Foor Intestinal Bacteria
Intestinal Infection
Diabetes

Liver Disease

Kidney Disease




Foods that Eliminate
BAD BREATH

T
b &

Mint & Ginger
Spearmint

% ¥ e

Cardamom
Seeds

Cinnamon

A
pdhouse.com !l | Avocado Rosemary
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Figure 1 - Breath Alert'™ (Tanita Corporation, Japan)




How TO CURE HALITOSIS
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BEFORE il AFTER

Layers of 5 Biofilm
Biofilm Coating B8 Removed
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Psychosomatic/ SALIVARY GLAND

Psychological DISEASES

CAUSES OF XEROSTOMIA

SYSTEMIC

CHEMOTHERAPY | DISEASES

RADIOTHERAPY
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Oral lesion

documentation
dpppill CHENT Bk

Dr.Abeer Ahmad Aljoujou
PhD. Oral Medicine




: tpuaiR wnikasl iyl post

WHoFTF weTyHblk aBY wimspik wrkmuf ppAlM Crbph +
keratinisation apWhF utpp -

Ap 1% cT ambitelk MPH> CTbphm WTBb -
TAMNBIE o 1%F wbfBH -




S o ksl ey b el

nhyper keratosis apth Ap
FMAE -

Acanthosis L

(aMMbF) wimp 1F eIk ©pfam bafh bIMRIR 1y
.eg. Leukoedea

Ihor -,

E

.(necrosis) sk lp 11F pax -

UTPAWF AFFHbLLF bIB CARKFIBF -

. WHoFMF yetyHblF T wimsplF wimphiF p4T mi B4k -




Prominent Elongated rete
Mainly dermal
orthokeratosis
Hypergranulosis

Lichen
Simplex
Chronicus

Slight dermal cellular Vertical collagen laid down
infiltrate




S pee! onh sl pafl b Mal

Atrophy wrAnsf lip 1%F pusY 4

MK PFAL atc prrC Y wrmeplk wrCrKmIF yrmphik lipFtC -
WTKMLIF

WTAF3BIF dch PCOKF -

Increased aplF cT_Fp.cik aplk Aiipb Crbph UpfC -
Hemoconcentration




Causes of Red Lesions

1- inflammatory urfh.
2- reactive urhhch bAT pmpp.

3- vascular yrtfKw.

4- purpura WrAfaBlF dch PCrim SrrpTp)ik .
5- neoplasms uBpm.

6- Atrophic/ erosive bl ml yrpmsY .




43" Rrpds Lesion definition

_6hilk cT c/iMA p10 prlly Ml wiMl pt ck :lesion g e
. Kp w8 Kps) yHbuf aK 6
U™ cwlh chfm (laesio ) unmhbif aB weiblk A4 1F e




- % Kpaf) arruyiim I 73 IF wifsK ) e
Kipslf o wrhiplF ombIiF biHbey -

(wBFTIF urY pBiF WHBYF ) CIAKF eTprfF biHbey -
yMBYF WY pBIF WHbYF biHbch -

pmBYF ©6pfam puBYiF bafp bepliF ppTphif JcYk -
.CHpWF 13 Ihk NiK bmHbClF -

Ml pmBYlE bafh cKiMIF pimHbhifb: wiTFYwh <df fHUHBF -
fKCa(F . wrp?aBiF brirchf _ pmBYF OpF3

OTUlF cCrmmk T IhF -
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Documentation of Oral Lesions




Eight steps of documentation:

. WivBYE ATt wrptp hiF Afpmtmslk O1iMom PTHoM) AiMAS -
. Location WlmsfF

Distribution and definition T/ prpchfm ACMhF
(...or bk wihim lphee M aB _ atc) uTh ) size atcif -
(...bb 1k g)KTﬂB lpmps ) shape bblff
(... ynd_ FY7)_ Fpsc uTt) color amiF -

(AR ohr) uftres . wrhrl_ uipA ) Consistency WThF afml -
(...pnts_cimiY_ aKp_ ol> EB8iB ) Texture yidF oAD -

UWiTrpB KKFpK!_ YORiF_ Ypnfl nig ) History uTdF €1pp -
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. CHpth

_ fmiB bYRY e hrlF) wiHbhiem whit af wbpchs WTMR -wTdF YFal -
ApmrtBiF c Rl kot FrplbIK aK pbT CcAT fBB




re 2. 4 prube is Used ko measure

size af an aral lesion,
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.cc1l M/ pmep mf ®ffp b(Fh? || miBBM PFMCIF
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brHbYiF Wttt diyhbvhdesquamate: wryhmh wlt 4
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The Primary Lesions
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Verruca
Upside down V

m Condyloma

Sideways C

Papilloma
Pedunculated hke P

g e TR A PRI

A mnemonic for remembering
the microscopic and clinical
shapes of verruciform oral
lesions:

« Verruca vulgaris is
shaped like a series of
inverted V's.

« Condyloma acuminata
are shaped like a series of
C's placed on their sides.

 Papillomas are
pedunculated like the letter P.






Vesicles SYbikbnweih










Erosion

-1g. 1-3. Erosion. A denudation of epithelium abow: Fig. 1-4. Ulcer. A loss of epitheli
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Verrucous carcinoma s a8
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Erythematous Candidiasis
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developmental urpMA) YiFpAYF 4
Chilitis upY I{F ApornhlF -

carcinoma of lip WY 1{F arAph -
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WTOHT A WY TIF AEFOr Y+

congenital lip pits pTRMKF M/ widisiF uy 1F pYc A

commissural lip pits pimHbiF pYc A
double lip WKFYBIF w1 A
cleft lip and palate LWxcHF wllm wy 1iF oMyl A




Cheilitis 1y 1{F AprnaF

glandular cheilitis pprl

granulomatous cheilitis crclF
angular cheilitis PMFCIF
contact cheilitis EjfBhF

eczematous cheilitis c)'h

actinic cheilitis C/lYh

exfoliative cheilitis CYhmj

plasma cell cheilitis WBHLIF FTbIf
cheilitis due to drugs WmpLf) M7HB
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0J3! YbfC

ABMyBE arrp HF oK wsTekdF urY 1iF Urcplh -
lip ulcers due to caliber persistent artery

actinic Elastosis C/lYhif 1
chapping of lips

Y 1
Y 1

F E by

F QY




congenital lip pits JyBrH3F mf wydablr ury T4 J¥c

abllLf archlF b1T oK atiy_ Sk wiHbw brsh wilfom wifc A
. FKPMAh bbIa Wmy I
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Congenital lip pits
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popliteal pterygium syndrome
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popliteal pterygium syndrome




Commissural lip pits
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Wb kYT pl pMiin_ OMYLEF MK o8 MEIHF Mo BiM By
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WY pliF Al T ccipt pripy A




Commissural lip pits




double lip WYKFLITF wy I1F

niK Kl i Ahibs M ppom ambt pl MipAYF A
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. . CHFpIF wrmy B

Wy 1F wiHbw brer A
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ke PiE wrmsplE wmphF I burKu avs B i1y plipml arapyiku
KYB bBiM/Tb AMIY/BIF pTO pEbHlF  Fplk M WipXF pmp? plh/itm

_% ~ wjhK) ostuf o pIb! phiuf buptiiv_, pMbME Wbl breh A
A FHbwk aFbe T aphuf bbIm ppK T YffpAY'F B OTrphhm




Cleft lip-and cleft palate
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wTikyF KFOKLF VB wy 1iF oMyl dTrpty A

/fFM BB WiMIHD
IYF AFpAYT
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glandular cheilitis pPCMIF wy T{F M5ndf
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Granulomatous Cheilitis

.PPIF Wy 1F YnlF frprp® T A
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Angular Cheilitis pPMFIF wY T{F Mg
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Angular cheilitis
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Eczematous CSFrrabuf wy 1 Mg
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Contact Cheilitis Efralf) ury TiF MpndlF
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actinic cheilitis cYIF uy T Mendl
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WrpTp HIF pKrABKE A
piBKLF CABMB opl wiiyRiF wy 1F MsHbh 8 50 A

Y 1F o)Hbh al Wy 1iF CT wsMv M pFpBCH) Fob%B WiHbwF 1p% A
WTCh A pnh FnbFCo prK chifm pm 1Y) UFANBM WTFT
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Ficumre 1: Actinic cheilitis: edenm, exulceration and desquamation
of the upper lip. Edema amd loss of delfinition of the lower Ep ver
milion border
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actinic cheilitis




management Jy)C4f

Ipsl frBMT HrpB Sbilfluorouracil 5% _{F arpb ®TA) 4
DNA _{F UmiHbhl) wAYBF wrtpretbif Artif/1BF AB MKM afTl /
Chifm WY I p3xpm prpBCiM 1P Wi T Pplo LLIHBT PMiFM
JFRI . bbia nYl
Ml co2 snow CBCY{F Gl afpahhr) prphiF) WTip/1BlF -

WTCARF wmvpthlk ATk wrir1Bl bIFHF CIMchF
vermilionectomy ccfpTi ObI/lif -

Laser ablation pCTiF} pTI4F -

electrodesiccation Clpipnbll pTianlF -
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Curettage Electrodessication



Exfoliative Cheilitis cYPHIF wY IF MpnF
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(e WY IF KK : UMFL SRpRK wbTn ) wisCaiF KMY pIF - -
UTHYHF UPFpAYBF -

WrpTEBIF pKrdBE A

SRR Wb bTe VB AT/TRTF prK wipHbwwr prplh -

PBhhY pMILIHKJ bble E1paim Ppc Ec as nYpsiF cifllr -
Wb brshch 118 Y 17 wrCapUYF wTrclF miK UpthK il
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hydrocortisone cream si1Yms dipitmpBiF OIAY -

ameTombmpprnlt Aty ubpr I8l abet wisCalF Abiclk CT -
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. anti
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Strength active ingredient

. Soothing relief for
skin irritations, rashes,
redness & inflammation

" MAXIMUM STRENGTH

Hyd rocortisone
Cream

HYDROCORTISONE 1% /
ANTI-ITCH CREAM NET WT 207 (56 g




PPAYIim caMipTiF UrprYBifM aMCThombmppTalF 4} whor I BiF
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WL A5SEDY - P30-64 :
Hydrocortisone[[[]-lodoquinol L]
Cream

HetWi 102 (284 )
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lip cancer Y I{F AFAOD

WpHbw biamv_WTIuf MK frbiff WD apARTIF phlir -
(LwKTJ [ PBKLUF ATJMbB)@KTJ 7 OMT prBKLIF) pMbMIF
Es 1 yllu asCs Kpy wHbl 18 wchiik lip 1%F puiiu
WY HF 5nF3 @91 B lppKm widyhilk wy HF ;0 Mkt -

.C/IVRiF
niK lop4F apK ag wshUhslF Ubrclk cT nY pslF ciffl -
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.pp3aiim PCxlm
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Oral Cancer |
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Major Risk Factors for
Oral Cancer are:

= Tobacco use
= Alcohol use

= Age over 40




Additional Risk Factors Linked
To Oral Cancer Include:

« Exposure to UV radiation
 Human Papilloma Virus (HPV)
« Nutritional deficiencies

» Oral lichen planus

» |mmuno-supression

= Syphilis

= Marijuana use

» Chronic Irritation

» Chronic candidiasis




Potentially malignant states

1- erythroplasia

2- leukoplakia: - proliferative verrucous leukoplakia
- sublingual leukoplakia

- candidal leukoplakia
- syphilitic leukoplakia
3- actinic cheilitis
4- lichenoid lesions
5- discoid lupus erythematosus

6- submucous fibrosis




candidal leukoplakia




Potentially malignant states

/- previous malignancy

8- Immunosuppression

9- syphilitic glossitis.

10- dyskeratosis congenita (Zinsser-

Engman-Cole syndrome : skin pigmentation,
nail dystrophy, mucosal leukoplakia)

11- Paterson-Kelly syndrome( dysphagia,
Plummer-Vinson syndrome)




Paterson-Kelly syndrome( dysphagia;
Plummer-Vinson syndrome




Tobacco Use

=The risk of oral cancer increases with the

samount of tobacco used

*and the duration of the habit.
»All tobacco types are associated with oral

cancer, for example:




Tobacco Risks

« 90% of patients with oral cancer use tobacco

« Smokers have 6 times greater risk of developing
oral cancer than nonsmokers.

« Tobacco users who regularly use alcohol are at
greatest risk




Tobacco and Cancer Recurrence

According to the ACS (2004).

= 37% of patients who smoke after a first oral
cancer will develop another in the
oropharyngeal area.




Cigars Not A Safer Alternative

= CDC reports cigar use among adolescents is higher than
smokeless tobacco.

» Risk of laryngeal, oral or esophageal cancer is 4-10 times
higher than non smokers.

= Cigar smokers who inhale deeply are 6 times more likely to
die from oral cancer and 39 times more likely to die from
laryngeal cancer (ACS, 2004).




Alcohol And Oral Cancer

= /57T 80% of all patients with oral cancer drink
alcohol frequently

»Alcohol may act as a solvent and allow
carcinogens from tobacco to more easily enter
oral tissues

= A combination of both alcohol and
tobacco provides the greatest risk of
oral cancer




Age And Oral Cancer

- 95% of oral cancers occur in individuals over age
40, and the average age of diagnosis is in the 60s

- Changes in biochemical and biophysical
processing occur in aging cells

» Chemicals, viruses, hormones, nutrients, and
physical irritants further affect aging cells, and may
contribute to the development of oral cancer

Silverman, 1999



Race And Genetics

Link unclear
African-Americans have higher rates than other groups
Genetic factors may be at work
Differences in lifestyles and habits also have an impact
Differences in

=access to care,

stendency to seek medical and dental care.

=education levels most likely contribute to higher rates
of later diagnosis of oral cancer (Silverman, 1999)

Mutation of the p53 gene under investigation (damage to
cellis DNA, growth and division)




Gender And Oral Cancer

Oral cancer occurs more than twice as often In
NEIES

The ratio of male to female cases was 6:1 In
1950; today Is about 2:1

One reason for the reduced ratio Is the
enormous increase during the past 50 years in
females who smoke




Ultraviolet Light & Lip Cancer

UV exposure contributes to lip cancer

Fair skinned individuals at higher risk

30% of lip cancers occur in those with prolonged exposure
to sunlight

Lip cancer decreasing due to lip balm w/ sun screen

Lip cancer Is also seen in pipe smokers at the site where the

pipe stem is held

Lip cancers readily seen

More likely to be diagnosed at earlier, treatable stage




Diet And Oral Cancer

= Nutritional deficiencies implicated as risk
factor

* Diet low In fruits & vegetables implicated in
cancers of mouth, larynx, and esophagus

= Diet low In vitamin A has been linked to oral
cancer in some studies

* [ron deficiency associated with Plummer-
Vinson syndrome causes an elevated risk for
sguamous cell carcinoma of the esophagus,
oropharynx and posterior mouth (Regezi &
Scuiba, 1999).



http://www.google.com/imgres?imgurl=http://www.stopfloridatorture.com/piecesofmyheart/F-FRUITS AND VEGETABLES.jpg&imgrefurl=http://www.stopfloridatorture.com/piecesofmyheart/&h=677&w=470&sz=80&tbnid=m61t8Ps6Pg4J:&tbnh=136&tbnw=95&start=5&prev=/images?q=fruits+and+vegetables+filetype:jpg&svnum=10&hl=en&lr=&ie=UTF-8&sa=G

Viruses

» Human papilloma virus (HPV) and herpes simplex
(HSV) may play a role in oral cancer development

* DNA from Epstein-Barr, cytomegalovirus, herpes
simplex, and HPV detected in oral cancer
biopsies (NIDCR, 2004)




Oncogenic viruses

e Viruses implicated in human carcinogenesis
include:

e Epstein-Bar virus :- Burkitt's lymphoma.
- nasopharyngeal carcinoma.
e Human papillomaviruses: cervix cancer.

e Hepatitis B & C viruses: hepatocellular
carcinoma.

e RNA retrovirus: T-cell leukaemia,lymphoma.




Immunosupression

» Persons with AIDS and those undergoing
Immuno-supression for organ or bone marrow
transplantation may be at increased risk for
various oral, head, and neck malignancies
(Neville, et al. 1995)

= AIDS patients usually develop Kaposi sarcoma
and lymphoma, rather than squamous cell
carcinoma (Sapp, Eversole, and Wysocki, 1997)




Chronic Irritation

«Irritation may be caused by ill-fitting
dentures and broken teeth or fillings

« Chronic irritation does not /nitiate oral
cancer, but it is possible it may hastens
Its progress

=The debate as to chronic irritation as a
risk factor is ongoing




Candidiasis

- Chronic candidiasis has been implicated as a risk
factor in oral cancer.

= Certain strains of Candida Albicans produce
nitrosamines, which are carcinogenic.

= Definitive studies have not proven candidiasis
infection to be a causative agent, but it may have the
potential to promote the development of oral cancer.

=Candidiasis may be superimposed upon a preexisting
leukoplakia.




Relationship Between Cell Events and
Lesion Appearance

Smoking = DNA  «—_Environmental
Adducts Factors

‘ Virus Diet
DNA Damage

\4

DNA R*epair Cell Growth

\ .
DNA Content Apoptosis

Oral Leukoplakia [White Lesions]
Erythroplakia [Red Lesions]



Prevention

ADiscontinue smoking and alcohol consumption
AHead and neck examination
AMedical history

Almprove diet: fruits and vegetables




Other Factors that Play a Role in
Prevention:

A Genetics
A Oral health

A Sexually transmitted infections



Oral Cancer Examinations

= Obtain annual oral cancer examinations
after age 40

« Ask medical and dental providers for an
annual examination




Nutrition

« Consume a diet high in fiber

« Consume enough folic acid, vitamins and
minerals

« Eat at least five servings of fruits and
vegetables daily

» Provide nutritional supplements for
iIndividuals unable to intake adequate
guantities of food




Limit Sun Exposure

« To help prevent lip cancer:

- Use lip balm containing sun screen

- Use wide-brimmed hats

- Avoid outdoor activities in midday when

ultraviolet exposure Is at its peak



Signs & Symptoms of oral cancers

= A sore or area In the mouth that does not heal
after 2 weeks

« Persistent pain in the mouth
= Persistent lump or thickening in the cheek

= Sore throat or feeling that something is caught
In the throat

= Difficulty chewing or swallowing
= Difficulty moving the jaw or tongue

= Voice changes




Additional Signs and Symptoms:

« Numbness in the tongue or other mouth area

« Swelling In the jaw that causes dentures to fit
poorly or become uncomfortable

« Loosening of the teeth or pain around the teeth
or jaw
« Lump or mass in the neck

« Weight loss (unexplained)

= Persistent bad breath




Summary

Major risk factors are tobacco and alcohol
Sun is a major risk factor for lip cancer

Other factors contribute to a lesser extent,
but studies are ongoing

Prevention includes controlling tobacco
and alcohol use, UV exposure, nutrition,
and annual oral cancer exams

Awareness of the common signs and
symptoms Is important for everyone



Cancer causing foods
(to cut your cancer risk in half)

e Genetically modified foods.

e Canned goods ( BPA / bisphenol-A).

e Grilled red meat .

e Refined sugar (high fructose syrup-brown &white sugars).

e Salted, pickled and smoked foods (nitrates).
e Soda and carbonated beverages(aspartame)
e \White flour (chlorine gas).

e Farmed fish.

e Hydrogenated oills.




Cancer protective and anticancer
plants
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Soybean sesame seed



Fruits &vegetables



Cancer prevention recommendations
American Institute for cancer research

e Maintain a healthy weight.

e Move more.

e Eat well.

e Plant based diet.

e Reduce red meat, avoid proceeced meat.
e Cut down alcohol.

e Eat less salt & sugars.

e Don t smoke or chew tobacco.

e Don 't use supplements.
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Dental pulp Is a delicate specialized
connective tissue located in the central
portion of each tooth, containing thin-
walled blood vessels and nerves
enclosed within dentin.
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Dental pulp




Apical foramina & Accessory canals




Age Changes in the Pulp




Reparative Dentin

aBpBY BN







WhB befK
(___umn

1

cnylk bAT pp

puBDIF Ty CT %{JFTCM CUFKM VoM

/”1”

WA AmBh 0 M nhF

WTCFKM WMy



LAl Gpdkanl akihal DAl

KuYplf - : yrbngbislf Urprislk +
.bbim behif -
Pt ANYF Yoy -
WTHiM &UUTBK Wmkp/lB HfBTBEY -

LpBUF prY c -
HDIF prvslF KM - cuitpreThF ARprlslf -
WTKRIF oMKk - cwtBMIp T HrpTiBlF -

:utpkpctk SptiBik -



(L oidist ) puppl Ll kgt

reversible pulpitis

KFpKLf
.KpcslF bime) bMEr_ pMyK p10 pfls_ wplm ADMhB all -

IbofjiF Arpriaif) plihr iirbim UpfClF CArpriel) ABF Mty -
7B bbl

Michn Ksrell Wuthhr -

nK uYYars drvhs) cifipnblk I el Wik uthhr -
.CIMAIF o hiF

N4 Muthht b

NN T



(LR pfdsel ) bupolf kil kgl

reversible pulpitis

FITTHhY @

(arfo 1 ) wrmsplk wrKmuf cT afher Acebir -
TRk 11> A weplp -

. aBpBlF clifllF Ok bblh lpkrlB AbBT -
:Obl/liF @

WY melr rprlslF wikCo -

. Upbhetk  FAKIv g Rtk YT/1B -

BB W8I prK ot FMKWE AMbT -




-

) bupol kil L

reversible pulpitis

af%e!

(L




piypOH OFO Latl Lafahh

Irreversible pulpitis
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Irreversible pulpitis
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Irreversible chronic
pulpitis with
necrosis of pulp
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Periapical cyst







oMl bus SiRipad
periapical abscess
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periapical abscess
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A Oral ulcers are common entity in dental clinics,
ranging from ulcers due to minor local trauma to
significant disease such as bacterial, viral and

fungal infections, malignancy and other systemic
ilIness.

A Oral ulcers are diagnosed based on:

the patient s history, clinical appearance, site,
duration and frequency and the underlying
systemic condition furthermore, histopathology
also aids in definitive diagnhosis.




A Oral ulcer is a loss or break in the continuation of
surface epithelium or mucous membrane that
extend into lamina propria.




Erosions & ulceration

Erosions Ulceration
A Superfacial breaches A Damage to both
of the epithelium. epithelium & lamina
A Red appearance. propria .
A Little damage to A Oedema.
underlying lamina A Red halo around the
propria. vellow or grey ulcer.




"ig. 1-3. Erosion. A denudation of epithelium above Fig. 1-4. Ulcer. A loss of epithelium that extends below
he basal cell layer the basal cell layer.



A oral ulcerative lesions were categorized into three
major groups:

A acute, chronic, and recurrent ulcers.

A and into five subgroups:

- solitary acute.

- multiple acute.

- solitary chronic.

- multiple chronic.

- solitary/multiple recurrent.

A based on the number and duration of lesions




A if an ulcerative lesion lasts for two weeks or
longer, it is considered chronic; otherwise, it is
regarded as an acute ulcer.

A Recurrent ulcers, on the other hand, present
with a history of similar episodes with
intermittent healing .

A The term solitary indicates the presence of a
single ulcerative lesion whereas the term
multiple describes the presence of several
ulcerative lesions .




A According to the literature, many cases of oral
malignant ulcerations were misdiagnosed as
non-neoplastic lesions up to several months
before the definite diagnosis was established.




Oral ulcers features

A The most important
feature is whether the
ulcer is persistent for
more than 2 weeks, which
indicates chronic
condition : trauma,
neoplasia, infection, or
skin diseases.




Oral ulcers features

A An important feature is whether one or more
than one ulcer is present, since malignant
tumors usually cause a single lesion.

A A single ulcer persisting for more than 2 weeks
without signs of obvious healing must be
taken seriously as it could be a neoplasm or
chronic infection.




Oral ulcers features

A Multiple persistent ulcers are mainly caused
by :

- blood diseases: leukaemia.

- infection or immune defect.
- gastrointestinal disease.

- skin diseases: LP, Pemphigus.




Oral ulcers features

Multiple non-
persistent ulcers can
be caused by aphthae
( ulcers heal
spontaneously within
1 week to 1 month.







Oral ulcers features

A Erosions or ulcers on
both sides at the
commissures of the
lips are usually called
angular cheilitis, may
be caused by trauma
or infection.




A A useful phrase to remember the main causes
of ulceration is :

So Many Laws And Directives
systemic, malignant, local, aphthae, drugs.

A The systemic causes are “ bigs “

Blood, infections, gastrointestinal & skin
diseases.




Main causes of mouth ulcers

1- systemic diseases .

2- malignant neoplasms.
3- local causes.

4- aphthae.

5- drugs




1- systemic diseases

A Blood disorders:

1- anaemia aplF p\.

2-hypereosinophilic syndromeXrYsciF lipth oMb
3-leukaemias aplf arAph.

4-neutropenia Yup/iF I Y.

5-myelodysplastic syndroms CKpauk chilF  Mh.




1- systemic diseases

A Infections:

1- viruses: - chickenpox _fBiF pppT.
- hand, foot &mouth disease.

- HIV.
- herpetic stomatitis:

Primary Herpetic Gingivo-stomatitis.
Herpes zoster infection




:A) Chicken Pox

A childhood disease
characterized by:

Mild systemic symptoms.

Generalized pruritic
eruption of
maculopapular lesions
that raprdly develop into
vesicles on
erythematous base.

Oral vesicles that rapidly
rupture giving ulcers.




hand, foot &mouth disease




A Common in Young Children

A Hand, foot, and mouth disease is common in
children under five years old, but anyone can get
it.

A The illness is usually not serious, but it is very
contagious. It spreads quickly at schools and day
care centers.




A Symptoms can include:

- Mouth sores

- Skin rash of flat red spots that may blister
-  Fever

- Sore throat

- Loss of appetite

A Treat symptoms:

Most people do not need to see a doctor for hand, foot,
and mouth disease. Treat the illness at home by relieving
symptoms and making sure the sick person drinks enough
fluids to stay hydrated.




A Take steps to keep from getting sick:

1- Wash your hands often with soap and water
for at least 20 seconds.

2- Clean and disinfect dirty surfaces and soiled
items.

3- Avoid close contact with sick people, like
hugging or kissing.







HIV










Herpes Zoster




1- systemic diseases

2- bacteria: - acute necrotizing gingivitis.
- syphilis.
- tuberculosis.

3- fungi:  -blastomycosis CBKp*F prANiF.
- histoplasmosis Arthmik fp.

4- parasites: - leishmaniasis.




Oral Leshmaniasis




Oral Leshmaniasis







A Tuberculosis rarely affects oral mucosa,

The classic oral lesion presents as a solitary ulcer
usually with an undermined edge most commonly
on the tongue, followed by gingiva, floor of the
mouth, palate, lips, and buccal mucosa.
Meanwhile, it may be ragged and indurated and is
often painful .The differential diagnosis of
tuberculous ulcer includes: traumatic ulcer,
syphilitic ulcer, and oral SCC
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A Tuberculosis lesions can be manifest as non-
healing ulcers with nodules, fissures,
verrucous proliferation, erythematous patches
or plaques, indurated lesions or even as jaw
lesions.

A The dorsal surface of the tongue is more
commonly involved and appear as
undermined edges and a yellow granular base
with minimal induration is seen.
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Primary syphilitic ulceration :It rarely affects the mouth
and often remains undiagnosed because of its
temporary duration. Almost one to three weeks after
infection, it develops as a solitary ulcer usually on the
lips or rarely on the tongue, pharynx, or tonsils. The
ulceration is usually deep, with a red purple or brown
base ragged rolled border, and usually an
accompanying cervical lymphadenopathy. Traumatic
ulceration and squamous cell carcinoma might be
quite similar to syphilitic ulcers. Detailed history of
sexual and social life style helps approach the diagnosis
of primary syphilis
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acute necrotizing gingivitis




Tuberculosis: typical ulcer on the dorsal surface of
the tongue







1- systemic diseases

A Gastrointestinal diseases:
- celiac diseasecClbCik .
- Crohn's disease ampb _fp.
- ulcerative colitis ccpUF amimbiF Mphk.
A Skin diseases:
- erythema multiforme swiws me nsscr.
- lichen planusAhslF CiCCF.
- pemphigoid KT KFps!.
- pemphigus vulgarisi 1 VFF.




1- systemic diseases

A Other systemic causes:

- rheumatic diseasesymmiplF KFBL .
- lupus erythematosus WrBfBCIF 1MF.
- Behcet syndrome dtn} .

- diabetes ppbhiF .




2- malignant neoplasms

A Carcinomas.
A Sarcomas.
A Lymphomas.




Squamous cell carcinoma




Ulcerated tumours










3- local causes




A Acute Solitary Ulcers lppysiF prciF Arcpyir:
1- Traumatic Ulcer uryYpif drcpY.
2- Necrotizing Sialometaplasia C/I#F buYcHF.




A Acute Solitary Ulcers:

A Traumatic Ulcer, Traumatic injuries of the oral
mucosa are quite common. They are caused by
mechanical damage (contact with sharp
foodstuff; accidental biting during mastication,
talking, or even sleeping) and thermal, electrical,
or chemical burns Traumatic ulcers are most
common on the tongue, lips, and buccal mucosa
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A These lesions may persist for a few days or even
several weeks, especially in the case of tongue
ulcers due to repeated insults to the tissues .The
borders of traumatic ulcers are usually slightly
raised and reddish, with a yellowish-white
necrotic pseudomembrane that can be readily
wiped off .Ulcers on the lip vermilion usually
have a crusted surface. Traumatic ulcers
normally become painless within three days
after the injury had been eliminated and, in most
cases, heal within 10 days.
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Wy3TCHTLLF HFC O

A Eosinophilic ulcer of the oral mucosa is
considered to be a benign, reactive, and self-
limiting lesion, with unclear pathogenesis,
manifesting as a rapidly developing solitary
ulcer.
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Histopathological features presence of fibroprulent
membrane and dense lymphocytic infiltrate (H and E)










A Necrotizing Sialometaplasia Necrotizing
sialometaplasia (NS) is a self-limiting, benign,
inflammatory disease of the salivary glands more
frequently seen in middle-aged men. Although the
main etiology is not clear; many authors believe that
local infarction due to ischemia of the salivary tissue is
the causative factor.

A a number of potential predisposing factors have been
suggested :sharp direct local trauma (local anesthesia,
and surgical procedures), use of ill-fitting dentures,
violent or provoked vomiting (in patients with bulimia),
upper respiratory infection, and radiotherapy.
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More than 75% of all cases occur on the posterior
part of the palate, followed by the lower lip,
retromolar pad, sublingual region, tongue, and larynx
.The size of the lesion ranges from less than 1 cm to
over 5 cm .The healing time of NS varies as well,
showed a considerable improvement in healing
process after 10 days. However, complete healing is
usually observed only after five to seven weeks.
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3- local causes

A Trauma

A Burns: heat, cold,
chemical, radiation

Cheek Biting




Chemical Burns




Abrasions from Teeth




trauma




A Chemotherapy and radiation therapy
overthrough the healthy balance of bacteria in
the mouth and may lead to changes in the lining
of the mouth and the salivary glands.

A These changes may cause mucositis manifest as

multiple areas of painful mucosal erythema,
ulcers & sloughing.
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Epulis fissuratum
WYY TR wiee

Inflammatory fibrous hyperplasia or denture induced fibrous inflammatory
hyperplasia or granuloma .







4- aphthous ulcers
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Recurrent Ulcers (Solitary/Multiple)

Recurrent Aphthous Stomatitis. Recurrent aphthous
stomatitis (RAS) is the most common inflammatory
disease of the oral mucosa with a global prevalence of
0.5% to 75% and female predilection .

The first episode of RAS most frequently commences in
the second decade of life. The lesions usually begin with
prodromal burning sensation 2 to 48 hours before an
ulcer appears .Oral aphthous ulcers typically occur as
painful, symmetrically round fibrin-covered mucosal
defects with an erythematous border and most
commonly on nonkeratinized mucosa in healthy patients.




Three clinical types of RAS have been identified: minor-
type is smaller than 1 cm in diameter (usually 2-3 mm)
and heals spontaneously in two weeks. This type
constitutes 80—-90% of all aphthous ulcers. Major-type
(Sutton ulcer) is usually 1-3 cm in size, and lasts for 10
days to 6 weeks or even longer. More than 60% of
Sutton ulcers heal with scarring. Major type accounts
for about 10% of RAS. Herpetiform aphthae appears as
very small (1-2 mm), extremely painful, and numerous
ulcers (up to 100 lesions). About 32% of lesions heal
with scarring.




Hrpetiform aphthous ulcers




5- drug-induced ulceration
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diagnosis

A Based mainly on the history & clinical features.

A Ulcers number, persistence, shape, edges,
appearance.




diagnosis

A Features that might suggest a systemic
background :

1- extraoral features.

2- an atypical history or ulcer behaviour :
in later adult life, unresponsive to topical
treatment.

onset

3- other oral lesions: hairy leukoplakia, gingival

bleeding, petechiae.




Investigations

1- blood tests.
2- microbiological & serological investigation.
3- biopsy.
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Separation of lining epithelium
from capsule

Cystic lumen

Tombstone appearance of
| | basal cells

Parakeratinized lining
epithelium

Connective tissue capsule

Satellite cyst
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odontogenic cysts &b Efzbiif
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Periapical Lucency

Apical granuloma Radicularcyst Abscess

s 0 >1.5 cm less well defined
corticated margin corticated margin margin
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Odontogenic kerato cyst
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Cdontogenic Keratocyst
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Maso palatine doct cyst
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#51 Lesion: Nasolabial Cyst

Prevalence (# Lesions/1,000) = 0.0 for Males, 0.1 for Females, 0.07 Total

O Phses: D Gasrgs Mmmm,m Massnerrmabia
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