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FIGURE 3.1 This 8-year-old shows asymmetric

eruption of the maxillary incisors leading to diagnosis FIGURE 3.2 This 10-year-old with cleidocranial
>f this mesiodens (arrow) that was just lingual to teeth 3 i 5
#9 and #10. dysplasia demonstrates failed eruption of the

succedaneous teeth and multiple supernumerary
visible in this panoramic radiograph.
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FIGURE 3.3 (A and B) Conical-shaped incisors and
missing teeth are common clinical features of X-linked
hypohidrotic ectodermal dysplasia, as seen in these
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Figure 3-6 Fusion of a permanent central and lateral incisor.
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FIGURE 3.6 This mauxillary incisor has undergone
pulpal necrosis as a result of dens in dente and
rresumably communication between the dental pulp
and the oral environment.

Figure 3-8 A, Small, “nonsticky” pits on the lingual surfaces of the maxillary lateral incisors are the only clues to the dens in
dente of the teeth iographically in B and €.

Figure 3-9 Dens in dente in a maxillary lateral incisor.
A communication between the invagination and the pulp
chamber apparently caused pulpal necrosis.
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Figure 3-14 Enamel hypoplasia that developed as the result
of a nutritional deficiency during infancy. The first perma-
nent molars, maxillary central incisors, and mandibular
incisors show hypoplastic enamel and dentin.
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Figure 3-11 Prenatal enamel hypoplasia. The medical
history revealed that the patient suffered from cerebral . e

palsy as a result of premature birth (gestation, 6 23S U-'-L“'L”" 6’55
months; birth weight, 2 Ib, 5 0z). (Courtesy Dr. Stanley

C. Herman.)
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Figure 3-16 A, Infected mandibular second primary molar
has caused hypoplasia of the second premolar and delayed
eruption of the tooth. B, Hypoplasia is evident in the occlusal
third of the second premolar.
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Figure 3-18 Hypoplastic defect on the labial surface of a

mandibular permanent central incisor (arrow). There was a
history of trauma to the primary tooth.
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(Soad s Ol Oxbe BL 3> I Giw)primary teeth
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Figure 3-19 X-radiation caused hypoplastic defect on the
crown of the first permanent molar (arrow) and stunting of
root development.
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FIGURE 3.13 Molar incisor hypomineralization is highly

variable in its presentation and in severe cases (A) can & 5 . » H
be associated with early enamel loss and dental s 0 JM < b ol Cant s Lgl.b ‘5)"“’"" )ChlldhOOd

sensitivity. Involvement of other teeth is variable as . .

well but often involves the incisors as seen in this (Ole jo 4l 9 Ax> puw
partially erupted maxillary central incisor (B).

L (oo Carogoumo b s po (iU sl (S0 £
J=lre 03) b Candghel 5 ,Sdoc 3ul)eld O3 3> I Giw <L s Jus 4.38b o0 (Dental fluorosis)asl ols
1353 G i9)ld 4 38 4ol )3 9 5 )80 )13 3G cxw (Maturation . calcification « (S5 5k (@ppositional)o g,
M gl b
. 394 50 Yno(mMottled enamel )

> Dental fluorosis . 39 0 5333 503l sla 0I5 )5 Ysese Dental fluorosis
Ygoro 3933 (|39 50 2305 (S pud £93 JYg0 Ol )3 Vgore (5 o sl OIS
Mf))bl.&.a.og?)l.&chw)l)xa,)&sazoo 100 Crolsd 9 0390 Lo b 4 39520
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FIGURE 3.12 This child demonstrates severe fluorosis Sl SIw3 b, Sab 18 5 ol b Olass > 5 Cawl b R
of the permanent incisors and molars while the primary o) 03 S 19003 519 el e

dentition appears unaffected as a consequence of
reduced fetal fluoride exposure resulting from fluid
dynamics and fluoride uptake differentials in the
mother and infant.
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Dentin dysplasia ¢ Dentinogenesis imperfecta
:Dentinogenesis imperfecta U Hereditary opalescent dentin
Isolated). suw o &)l 4 isolated autosomal dominant trait g le 4 L JJle Pl o SO O)gear Solows (g2
Osteogenesis b ol s ((olow 1 £95 13) 3190 jl (pas )3 biid(Cans 505 sl pgssinw 3 b Jbogil b ol pod Sz
. 39 00 2393 imperfecta
Ol g% 4 4elsl )5 45 33515 <)l dentinogenesis imperfecta (sl » o dib S il )Sea g shields
(ptiSao itoz )92 p99 9 )90 U e lowgylzial o> zLo 9T 09400l dliwl Jini8ss=>). 0013 ppre
. cul ol on OSteogenesis imperfect L dentinogenesis imperfetcta jl g9 ol Shield type 1

.Can 8l po2 OSteogenesis imperfect L : Shield type 2

exelie brandywine type 1,1:Shield type 3

2393 295> iy re ys brandy wine sl s 1.

)Ll 1) 3)l90 4 Olgine Ol S (S 329 Jl 9 3950
osteogenesis jou shield 1 @5le:s ,S

sshell like teeth.shield 2 cSMeimperfect

multiple pulp exposure

Figure 3-27 Shell teeth. The large size of the pulp cavities indicates the nonexistence of secondary dentin.

e 2o 9T ez Ml (ul gy dlwl....jud jol o5 1) Jga>

» Shield type I—dentinogenesis imperfecta always occurs
with osteogenesis imperfecta. According to Witkop it is
called as dentinogenesis imperfecta

» Shield type II—It does not occur in association with

osteogenesis imperfecta. According to Witkop it is called
as ‘hereditary opalescent dentin’.

e Shield type Ill—It has got shell teeth appearance
andmultiple pulp exposure. According to Witkop it is also
called as ‘Brandywine type’.
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FIGURE 3.15 Dentinogenesis imperfecta is
characterized clinically by variable yellow-brown to
blue-gray coloration of the dentition (A).

Radiographically the teeth often display pulp OS50 D9l 2B (s b sla Olais > periapical radiolucencies
obliteration, cervical constriction at the cementoenamel 4 ksb S s v / p p
junction, and diminished root formation (B). Ectopic
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Figure 3-28 Dentinogenesis imperfecta. The primary teeth
are severely abraded. Enamel is breaking away from the
incisal edge of the lower permanent central incisors.
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FIGURE 3.14 This individual with autosomal recessive
hypomaturation amelogenesis imperfecta has marked '® ;
discoloration of her teeth due to the lack of mineral and fecied by the hereciey anoimal soeclogeness smpeiects.
therefore limited insulating capacity of the enamel, ~ The ename!s pitted but "‘“"

A (L s, \! |

Figure 3-34 A and B, Left bite-wing radiographs of a
patient with amelogenesis imperfecta. Radiograph in B
was made 6 years after radiograph in A and demonstrates
the maintenance of a caries-free dentition despite the thin
enamel.

N
Figure 3-32 Hypocalcification type of amelogenesis imper-
fecta. The primary teeth were similarly affected. The enamel
surface is soft.

Figure 3-33 A, Case diagnosed as amelogenesis imperfecta.
The permanent teeth have a thin covering of pigmented
enamel. B, The radiographs show essentially normal root
morphology. The crowns have a thin covering of enamel.
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:Enamel and dentin aplasia
Olojod Oy 9um 45 25b 0 slamelogenesis imperfecta 3 dentinogenesis imperfecta alie JWs| ol Oluogas

935135 (2l ad Vgoo (sl sl O1333.39.8 o0 45l 0dontogenesis ipmperfecta plgie cow gaisl o5kl Glis!
cementum sl Vgoe.3 15 (51 2948- 08 (Slod SO 235leuBl Zle 9 Mgl Sluluw Yl Gab 4 9 ditud b 9 Slo
occlusal zhuw g9, 2 Lincisor b olxis labial ghw 45 Cuwl (Sos « ) 510343 Zle slod. cuwl acellular 5 Jlo s
Labial aspect of the central incisor at the base of the fissure of the first :)9b).598 50 2355 Jgl SV 9o sla Olas>
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entirely devoid of enamel. The outline of a large pulp cham-
ber can be seen through a thin covering of dentin. The
mandibular second primary molars have pulp exposure.

C, Radiograph shows large pulp canals and large pulp
chambers. Apical rarefaction is associated with pulp
exposure of the second primary molar.

It is not that simple
with the joker neveris.......

Batman
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