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Ardevelopmental defect charactef‘ized 0)Y/

thesallurerefsdfusion ofi median nasal process and maxilliary.
Process , INto a single structures during emberiogenesis.

Orofacial Clefts

(Typical Cleft Deformities—Unilateral Cleft Lip [CL])

failure (complete or incomplete) of ipsilateral
maxillary and medial nasal prominences
to merge together




Classification:

Uniyiers
Compiete

3hteval Uniatecal
Complele noompleto

Cleft lip
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1 B-Cleft Palate: A dz=vzloornenizl cle'feci:

9IS ENIEl SLENCT :«:__ra_ LETIZET HINEE clCRE0)
plete fusionrofithe two lateral”
= portions of'the palate, resulting in a

communication with the nasal cavity.
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Figure 1-3 + Bifid uvula.

Submucosal Cleft Palate

Zona pellucida

Bifid uvula
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Figure 1-2 « Cleft palate. Palatal defect resulting in communica-
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All Rights Reserved. Created by Berrien Chidsey.




C- Combined cleft lip and palate

~ Unilateral ( compie*teia‘rimcomplete)

me_vmm_bﬂateral cleft lip(complete or mcomplete)
ENIGIOQY: -
C.L & C.Pinvolve both hereditary and environ_rgental —
factors. ——
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ROlygenicimeansseveraldiffenen tyg ENESIECTING o g et
SEVERONE cary"genetic liability for cleftsyificombined
llability of parents exceed minimum threshold dose 4
celfting occur.



2~ Envuronmental -

__..EV‘ F [ONnal Tactof e oY Cecs \/I
_=—R4boflaan_def|C|ency

0. Physiological, emotional, or traumatic stress.
c. Ischemiato area.

d. Mechanical obstruction of enlargeditongue .
e. Substances e.g :- alcohol, drugs, toxins.
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;cCJ_e_ft_IJib With or \TVTtﬁé‘ut‘é’left palate occur in
1:1000 birth.
-80% of cleft palate unilateral, left side mainly.

-More common in male, isolated cleft palate
common in female.

us.clefting mainly between lateral incisors =

Ip extends to nostril iIncomplete
cleft lip not reach to nose. -




—meaxillany precess. e ——

~=_|t.extends.from upprr lip to the eye, & always
associated with cleft palate.




Facial fissure . Occipital
with 4 3= meningoence-

macrostomia ./ v, "t‘halocele

“—Failure of fusion of maxillary
& mandibular process.

- Either unilateral or bilateral

ﬁ\t;ending from the
ditherears,

ﬂmﬁm
sulting In




- ongemtal lip plts -

- :D valeornsr ci involve ¢ R

— e —

_1_Paramed|an portlon of vermillion of Iower I|p and

upperlip (paramedial lip pits ), usually bilateral,
lower lip.

2-Labial commissure area (Commissural ip pits):,
may be unilateral or bilateral , on the corner of the
mouth on the vermillion border .

A

mucosal invaginaton —s blind tract .
. dilated ectopic salivary duct ( mucous secretion )






-LC ouple Iip

IDEVE lo,)m n;\,.l anoriialy /

- —————e

Most often congenital in nature.
Aguired one Is seen In

chensyndrome

EMa ol Uppereye lia
-Aguinedrdoublelip
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?F‘fmdyce-granules

- Ectopic presentation of sebaceous gland within oral cavity.

- Different location, mainly on buccal mucosa (bilaterally) . -

- Presents as a multiple, small, yellowish spets. of In
dlameter ( milia-like ) . !

formal anatemic variation,seenin —£0°%0 of populatio —

' nal factors. -

"







. leukoedema:-

SANS

¢)reryi
Py

e

=On stretching .= reduce

-F:‘__—._~
appearance.

-In blacks more than in white

-Unknown etiology, not a disease ( normal
variation).




s cells are shrunken (pyknotic).
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., and intracellular edema of the

Histopathology




C. \WhItE:SPBNUENE -

-~ Auigsonrel cognieEnt rgrgeieiny oo,

~ = ASym ena 1atic, reassurance or patient —
—ﬁ&_—_ e —
Eﬂlhmshihmkenmg and folding invelving entire
oral mucosa.

-Also called ““oral epithelial nevus™.

Other sites:
Ventral tongue
Labial mucosa
Alveolar ridge
Floor of the mouth
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A-"Microglossia
-Abnormal small tongue

-Uncommon , unknown cause

-Assoclated with oromandibu

Limb abnormalities ——> Hypodacfylia

o ——
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—ongeniial -as in Down's syndrome, Hemangioma,
Lymphangioma
2-Acquired :-as in Acromegaly, Amyloidosis ,Cancer

-Macroglossia manifested :-Noisy braething,Drolling
speech

@a,difﬁbnlt in eating and lispi
wh'Mmandibular

prognathism, crenated lateral border of
tongue.




Macroglossia



l

~_-Short ,thick lingual frenum lead to limitation of
B —————

tongue movement and impaired speech.
-High mucogingival frenum attachment lead to
gingival and periodontal disease ( locally").




—HACCESSonyaccumulationteiT
- thyroid' tissue (functional) within
«the body of'posterior tongue.
-Thyroid remnant in region of
thyroid gland origin.
-Rare, common in female during
puberty & adolescence.
- 2-3 cm smooth, sessile mass

Id-poesterior.dorsum of

Dysphagia,
Dysphonia, Dyspnea,
Hvpothvroidism




» BllcelGy f& C .r

N\ I RECRETEE accumulat]on of) irle filliferan

~ papillae on dorsal engue = Hair=1i

—

-appenrance.. ..
-Patient complain of gag reflex and bad taste.
-An Increase In keratine production

uamation.




L ArNotE thigraoy,

B,ﬁOX|d|zmg mou ﬁ wa’h =
e —
4., Bacteria and fungi over growth.

- Elongated filliform papillae with brown, yellow or
ackpigment;, due to over grewth of pigment- —

atient complain of gagging or bad taste. -

Treatment:- Periodic scraping of papillae.



ec tongue :
—=NUMEreUS groeVes BriiSs

I

resents on dorsa Zt@nguesurface

= -Uncertain cause, relatively

commaon.

-An association between fissure
tongue and geographical tongue

C therapy to treat.
Infection result from accumulation

of bacteria and food debris In
flssures.




— ?|‘rrc‘;r‘ease WIth'e agé’(ﬁromlnent)
-Asymptomatic, unless secondary thrombus is

formed.




H. Geographic tongue (= Benign
rnur lsor/ JIO

lfb; Er/mern 2 rnigjran
ORGUEWILIWITLES ===

Ilgﬁfil_y raised b'erﬁer - | —__

“_Patches resolves in days-weeks & the papillae

will regenerate.
-Multiple lesions on t

-Red area no fil
hyperatrophy of papi

ne dorsal tongue. -
Iform papillae, White area

lae .

iStarrecuurentlesion, so it appear.as mlgrate_fw_

rtant ,,because it may confused with a

premalignant and malignant lesion.
(complete benign lesion).



Geographic tonque
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Posizrior lingusll o:0illzry siroony

Glosszl ¢eniral ozoillary siroony )

HEEMBIYONICHONYUENSHOITEC MYAWON el
PIHOCESSESHIINUUAIRUBENRCIESINTTEEHNENNNE

MR ENGNUST ORI OVERRCEN il SSTHUCTUTEN O
ENISHaNUSECONUNERCHTFRTCHEST 8 1] =111 1]}
irnpar )

Fris gositgiar clofszll galnt o itsion 1S acezisiorizlly
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SUSCERURINACNECU NGO IRCHTONICIAOPNIC
Jidiagis, aronreeigie) =l rece lt MeVEMENRtowara
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A J_\A '!,crognafth'Very small jaw”

Either mandible or maxilla , or both jaws.

It result in :-1.Posterior tongue displacement
2.Alrway obstruction - —
3.Dental problems lead to

It may be associated with other developmental
defect like in “Pierre Robin’s sequence”

Cleft palate , Micregnathia ,GloSSeptosIs



Fgure 15 + iere Robin sequence. Micognalhi mandive
an nfant with cleft palte (Couresyof r Robet Corin)
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~ local causes :- 1- F-il;?ous dysplasia of bone.
2- Reactive bone tumor.
3- odontogenic cyst and tumor.
systemic cause:- 1-Acromegaly ——
2-Paget's disease. |

S




=-Slgjriiflcerit Unilatigral enlarcgarrart o

—AESUIT Ol INCEaSET NEUNOVE bc,ll«lrJ ,),)I

- affected side.

mﬁettry of face: Unilateral enlargement of
facial tissue, bones, & teeth 5. malocclusion &

deviation of affected side to un affected ene.




Figure 1-78 + Hemihyperplasia. Same patient as depicted n
Figure 1-77 ith associated enlargement ofthe rght halfof the

Figure 1-77 + Hemihyperplasia. Enlargement of the right side of |
the face. (Courtesy of Dr. George Blozisg.) e t Ngue. COUftES)’ OfD George BlOZIS.




D.Hemifacial atrophy,

~Ur) COMMIMon, regerers icjye coriditior)

SNCH Al CCTET ZEU & — —
*‘1‘,B\T76ph‘|c—cﬁange anectec one S|de 0 the face.
~ 2'Mouth and nose deviated to the defective side:

3.0verlying skin presented with dark
pigmentation. ~

BEES00ys,

Figure 1-80 + Progressiv
right-sided facial atrophy.



ONVLEXGSIOSIS

0Cel
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Figure 1-35 + Exostoses. Multiple buccal exostoses of the maxil-
lary and mandibular alveolar ridges.



- Classmed according to their
m O r p h O I O g y I n to . Figure 1-40 « Torus palatinus. Asymmetric, lobulated bony mass.

a.Flat torus , which has broad base

b.Spindle torus, appears as a midline
ridge

c.Nodular torus, appears as a
multiple protuberances.

~d.Lobular torus appears as a

lobulated megle .

Figure 1-38 « Torus palatinus. Midline bony nodule of the

palatal vault.
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~ -Bony protuberance along lingual aspect of
~mandible, above mylohyoid line, in
premolar region.

-Bilateral in 90% of cases or as a single.

Figure 1-41 « Toraman bularis. Bilateral IobuI.ated bony Figure 1-42 « Torus mandibularis. Massive “kissing” tori meet in
protuberances of the mandibular lingual alveolar ridge. the midling




E- Clidocrhanialidysplasialdysestosis

~Aonorrnzl ¢ Jertn i fzcizl vong, skull znd elaviels wiin
-~ elltfs oo "e".e' e ——— ——

~ _patient able to appose the shoulder near the m|dI|ne of
~Chest. ~

-Face with boosing frontal bone,

depressed midface, & prominent chin.

-Patient retain primary dentition into
adulthood.

ﬁemumeraw teeth may seen
; [egrapni |

© AboutKidsHealth.ca



FIGURE 1.63
agentihon
presence of a permanent dentition with as-

2led supernumerary teeth embedded within the n

d maxilla and deciduous dentition that has




ced rzncioular condyl of uncer

= Vedio-lateralrone may result from abnormal muscle
attachment.

=
um‘f%ﬁmim&'




Figure 3. 2D-CT axial view (bone window) demonstrates the

bifid mandibular condyle in the left side with mediolateral heads.
(white circle).




H-Mandibular dysestosis (lreacher:-
Collins Synclrorn)

4 Auigsonizl domigzit clisoredsr siielragisnized oY

yp@piastic—zygoma Jresultlng IN' narrow face Wlt
____&downward slanting of'palpebral’ fissures.

- -Underdeveloped mandible with retruded chin &cleft palate may be
seen.

- — o ——. ~

depressed cheek

FIGURE 1-65

Treacher Collins syndrome (mandibulofacial dysosto-
sis). Facies exhibiting hypoplasia of zygoma and mandibular
condyle resulting in depressed cheeks and a retruded
mandible, abnormal ears, downward-sloping lower eyelids,
and a narrow face. (Courtesy Dr. Heddie O. Sedano.)




Figure 1-87 + Mandibulofacial dysostosis. Patient exhibits a hypoplastic mandible, downward-
slanting palpebral fissures, and ear deformities. (Courtesy of Dr. Tom Brock.)




ororiolel nVozre szl

SR AIETEEVEIGPIENIAIRAINGIICIIES ,I‘@SJ_J [YefR—
-"""I‘ifmt"t|on of mandibular movement.
The condition may be:-
- Unilateral, result from osteoma &
osteosarcoma .

-Bilateral, result from endocrine influence

~ during,




J=ConclyEirnyosrolstE

=HEXCESSIVETgIow wrm OIFORETCORaYI™=

= ’Unﬁnown cause

|
————
——

-

\‘.

- Local circulatory problems gy SUCH @S
endocrine disturbances & truma may be
a possible etiologic factor.







oncljlelr nyooolasia
1000000 b Associated wit
-=—dysosms1s

- Result from disturbances of
growth center of the developing condyl, —

secondary to truma, radiation , or rhreumatoid




