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INTRODUCTION

The temporomandibular joint (TMJ) is a complex skeletal 
structure which is essential for normal functioning of the 
jaw. There are many causes of various unilateral and bilateral 
growth disturbances of the mandibular condyle and its related 
structures.[1] Aplasia and trifidity are two different anomalies 
affecting mandibular condyle. Bifidity and trifidity are rather 
an uncommon condition and is characterized by duplicity of 
the mandibular condyle.[2] Aplasia of the mandibular condyle 
indicates nondevelopment of condyle associated mainly with 
various craniofacial abnormalities.[1] The manifestation of 
both together is rare and has not been reported previously in 
the literature. We describe a unique case of morphological 
variations of the condyle in the same person. Various etiologies 
for morphological variations/defects of the mandibular 
condyle have been discussed. Furthermore, a modification of 
the classification for condylar morphological variations has 
been proposed.

CASE REPORT

A 26-year-old female patient visited the dental clinic for 
orthodontic correction of her teeth. Medical and family 
history was unremarkable. Clinical examination revealed 
mild facial asymmetry, micrognathia and deviation of the 
mandible to left side with 37 mm interincisal distance on 
opening. Intraoral examination revealed missing upper right 

second premolar and lower right canine. Lower left, the first 
molar was malformed.

Her panoramic radiograph [Figure 1] showed a marked oval 
radiolucency in the head of right condyle and absence of 
left condyle. The growth of body and ramus of the mandible 
were adequate on the right side but showed narrowing of 
the ramus width and deep ante gonial notch of the left side. 
Transmigration of the right mandibular canine-oriented 
horizontally below the apices of the lower contralateral 
first molar was also noticed. A three-dimensional (3D) 
computed tomography (CT) reconstruction demonstrated 
a complete absence of the left condyle with a rudimentary 
glenoid fossa [Figure 2]. Right condyle was trifid [Figure 3] 
with the fossa shaped accordingly to accommodate the trifid 
condyle. Sagittal magnetic resonance (MR) sections of the 
right condyle showed divisions of the condylar head with 
mild degenerative changes in the disc [Figure 4]. Orthodontic 
treatment and orthognathic surgery including a costochondral 
rib graft were planned to improve function and esthetics of the 
patient. As the patient was not willing for treatment, we have 
not performed any treatment for her.

DISCUSSION

TMJ is a complex skeletal joint which is essential for normal 
functioning of the jaw. Disturbance in growth affecting 
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TMJ results in facial abnormalities. Such disturbances may 
occur congenitally/developmentally or during postnatal 
development (acquired).[1]

Congenital deformities and developmental abnormalities of 
the mandibular condyle are classified as (1) hypoplasia or 
aplasia; (2) hyperplasia; and (3) bifidity.[1] Bifidity reports 
are scanty in literature, whereas trifid[2-8] and tetrafid[9] 
reports are extremely rare. The current classification 
does not accommodate condyles with trifid/tetrafid cases. 
Hence, it necessitates further modification of current 
classification to include cases with more than one condylar 
head as polyfidity instead of bifidity. In the present case, 
there was trifidity in right condyle and aplasia in the left 
side.

Specific stage wise growth and development process of 
TMJ and condylar cartilage in intrauterine life is well 
described but their mechanistic basis is poorly understood.[10] 
Various theories have been proposed regarding etiology and 
pathogenesis of bifid mandibular condyle [Table 1] and 

aplasia [Table 2]. Etiologies for trifid and tetrafid could be 
similar to that of bifid.

Aplasia of mandibular condyle is a rare anomaly which 
may be either congenital or acquired. Congenital aplasia 
occurs as one of the several facial manifestations in various 
syndromes [Table 2]. In these syndromes, as a rule, there 
will be other soft tissue or skeletal malformations/findings 
involving external or internal ear, temporal bone, zygoma, the 
angle of the mouth and the soft tissue environment.[1]

In this case, other manifestations of previously mentioned 
syndromes were absent. Aplasia of mandibular condyle 
without other facial malformations is extremely rare but has 
been reported previously.[19-23] A rare case of bilateral agenesis 
of mandibular condyle has been reported by Akihiko et al.[24]

Acquired condylar aplasia may be caused during active 
growth by local factors such as mechanical trauma, infection 
of TMJ and middle ear, inflammatory process in the area, 

Figure 1: Panoramic radiograph showing oval radiolucency in right 
condyle, absence of left condyle and transmigration of lower right 
canine

Figure 2: Three‑dimensional computed tomography reconstruction 
demonstrating absence of left condyle with rudimentary glenoid fossa

Figure 3: Axial computed tomography view through the level of 
condylar head demonstrating trifid right condyle with anterior (1), 
medial (2) and lateral (3) condylar heads Figure 4: Sagittal magnetic resonance section of right condyle 

showing divisions of condylar head and degenerative changes in disc
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rheumatoid arthritis or irradiation [Table 2]. In the present 
case, history of trauma or any of the above-listed etiologies 
were absent. Etiology for condylar aplasia in the present case, 
therefore, remains unknown, but could be a developmental 
defect.

Condylar development starts with ecto-mesenchymal 
condensation of condylar blastemas at 7–8 weeks of 
intrauterine life and definitive condylar cartilage appears 
at 10 weeks. Thus, if aplasia of the condyle occurred as a 
developmental defect, it probably happened before the 
10th week postconception, when the mandibular condylar 
cartilage would have started its development.[19]

Manifestation and severity of the congenital abnormality may 
depend on the alteration of gene expression profiles.[25] Thus 
the role of signaling proteins such as Indian hedgehog (Ihh),[1] 
fibroblastic growth factor (FGF),[26] bone morphogenic 
proteins, Spry1 and Spry2 (sprouty genes),[27] Shh, Runx2, 
parathormone-related protein[1] are indispensable for condylar 
development. (e.g., absence of Ihh causes condylar growth 
deficiency).

Proper signals (tissue interaction) from developing condyle 
are required for glenoid fossa development. In the absence 
of mandibular condyle, development of articular fossa will 
be initiated but fails to sustain and subsequently will regress 
leading to an ill-defined/rudimentary fossa.[27] In the present 
case, glenoid fossa was rudimentary which would imply that 
the defect was initiated prenatally.

N-sulfotransferse (Ndst1) dependent heparan sulfation has 
been found to be critical for TMJ development. Severely 
affected Ndst1 mutation affects the onset of condylar 
development at early stages of embryogenesis, leading to its 
absence. In mildly affected mutations condylar growth plate 
is found to be dysfunctional, showing a wider distribution of 
Ihh activity and ectopic ossification along condylar lateral 
borders.[28] Thus, we can assume that ectopic ossification may 
be the cause for trifid condyle on the left side. However, Ndst1 
mutation was not evaluated in this case.

Various theories have been proposed regarding etiology of 
bifid/trifid mandibular condyle. Some authors agree to the 
opinion that trauma involving TMJ results in bifid/trifid 
condyles. Five out of seven reported cases of trifidity have 
reported a history of trauma.[3-9]

However, in the present case, we cannot rule out the role of 
muscle as an etiologic factor for trifid development. As there 
is aplasia of condyle on one side, the stability of the TMJ 
might have been maintained by the tripoding effect of the 
contralateral condyle. In normal individuals stability of the 
joint is maintained by constant activity of muscles. During 
8–10 weeks of intrauterine life lateral pterygoid muscle is 
attached to condylar blastema tissue which guides conical 
condyle to form TMJ.[29] The compensatory orientation of these 
muscle fibers to maintain tripod effect for joint stability might 
have led to trifid condyles. Gundlach et al. postulated that 
misdirection of muscle fibers leads to bony spikes formation 
in the area of fiber attachment, further development of which 
leads to the bifid/trifid condyle.[17]

Bifid mandibular condyle usually occurs without significant 
complaints or clinical features, such as pain or restricted 
movement; its diagnosis usually depends on radiological rather 
than clinical evidence. Although it is an incidental finding 
during the routine panoramic radiographic examination, these 
radiographs are not efficient because of poor visualization 
of structures that make up the joint and different degrees of 
distortion.[30] In this case, trifidity was not discernible on a 
panoramic radiograph.

Other imaging techniques like MR image and 3D CT can 
provide additional information regarding such condition. In 
the present case, both sagittal CT view and 3D reconstruction 
demonstrated trifidity.

Trifid condyles are accidently diagnosed during a routine 
examination. In cases, without a history of trauma genetic 
screening may be useful in finding the etiology. Trifid condyles are 
not associated with any form and function problems. In cases with 
form and function problem, rehabilitation would be beneficiary.
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Table 1: Etiologies of bifid mandibular condyle
Persistence of fibrous tissue septum in the midzone of the 
mandibular condyle[11,12]

Obstruction of blood supply to condylar cartilage (would affect the 
remodeling process leading to bifid condyle)[13]

Trauma, repeated microtrauma, malocclusion, radiotherapy, nutritional 
deficiency, endocrine disorders, genetics and infections[14]

Association with syndromic anomalies (hemifacial microsomia)[15]

After condylectomy or after fracture of the mandibular condyle 
insufficient capacity to remodel the mandibular condyle[16]

Teratogenic effects[17]

Forceps delivery (dislocation of joint integrity due to birth trauma) 
(rupture of septal blood vessels-hematoma)[18]

Table 2: Etiologies of aplasia
Acquired aplasia: Caused by local factors as mechanical trauma 
during active growth, infection of temporomandibular joint and 
middle ear, inflammatory process in the area, rheumatoid arthritis 
or irradiation[19]

Congenital aplasia: Occurs as one of the several facial 
manifestations of syndrome (hemifacial microsomia, Treacher 
Collins syndrome, Goldenhar syndrome, Oculomandibulo 
dyscephaly, Hurler’s syndrome, Proteus syndrome, Morquio 
syndrome, Auriculocondylar syndrome)[19]

Nonsyndromic[19]



Condylar anomaly Prasanna, et al. 392  

Journal of Oral and Maxillofacial Pathology: Vol. 19 Issue 3 Sep ‑ Dec 2015

Conflicts of interest

There are no conflicts of interest.

REFERENCES

1. Kaneyama K, Segami N, Hatta T. Congenital deformities 
and developmental abnormalities of the mandibular condyle 
in the temporomandibular joint. Congenit Anom (Kyoto) 
2008;48:118-25.

2. Artvinli LB, Kansu O. Trifid mandibular condyle: A case 
report. Oral Surg Oral Med Oral Pathol Oral Radiol Endod 
2003;95:251-4.

3. Cagirankaya LB, Hatipoglu MG. Trifid mandibular condyle: A 
case report. Cranio 2005;23:297-9.

4. Sezgin ÖS, Kayipmaz S. Trifid mandibular condyle. Oral Radiol 
2009;25:146-8.

5. Warhekar AM, Wanjari PV, Phulambrikar T. Unilateral trifid 
mandibular condyle: A case report. Cranio 2011;29:80-4.

6. Jha A, Khalid M, Sahoo B. Posttraumatic bifid and trifid 
mandibular condyle with bilateral temporomandibular joint 
ankylosis. J Craniofac Surg 2013;24:e166-7.

7. Antoniades K, Hadjipetrou L, Antoniades V, Paraskevopoulos K. 
Bilateral bifid mandibular condyle. Oral Surg Oral Med Oral 
Pathol Oral Radiol Endod 2004;97:535-8.

8. Motta-Junior J, Aita TG, Pereira-Stabile CL, Stabile GA. 
Congenital Frey’s syndrome associated with nontraumatic 
bilateral trifid mandibular condyle. Int J Oral Maxillofac Surg 
2013;42:237-9.

9. Sahman H, Etöz OA, Sekerci AE, Etöz M, Sisman Y. Tetrafid 
mandibular condyle: A unique case report and review of the 
literature. Dentomaxillofac Radiol 2011;40:524-30.

10. Shibukawa Y, Young B, Wu C, Yamada S, Long F, Pacifici M, 
et al. Temporomandibular joint formation and condyle 
growth require Indian hedgehog signaling. Dev Dyn 
2007;236:426-34.

11. Blackwood HJ. The double-headed mandibular condyle. Am J 
Phys Anthropol 1957;15:1-8.

12. Moffett B. The morphogenesis of the temporomandibular joint. 
Am J Orthod 1966;52:401-15.

13. Hrdlicka A. Lower jaw: Doublecondyles. Am J Phys Anthropol 
1941;28:75-89.

14. Quayle AA, Adams JE. Supplemental mandibular condyle. Br J 
Oral Maxillofac Surg 1986;24:349-56.

15. Shriki J, Lev R, Wong BF, Sundine MJ, Hasso AN. Bifid 
mandibular condyle: CT and MR imaging appearance in two 

patients: Case report and review of the literature. AJNR Am J 
Neuroradiol 2005;26:1865-8.

16. Lund K. Mandibular growth and remodelling processes after 
condylar fracture. A longitudinal roentgencephalometric study. 
Acta Odontol Scand Suppl 1974;32:3-117.

17. Gundlach KK, Fuhrmann A, Beckmann-Van der Ven G. The 
double-headed mandibular condyle. Oral Surg Oral Med Oral 
Pathol 1987;64:249-53.

18. Stadnicki G. Congenital double condyle of the mandible causing 
temporomandibular joint ankylosis: Report of case. J Oral Surg 
1971;29:208-11.

19. Santos KC, Dutra ME, Costa C, Lascala CA, Lascala CE, de 
Oliveira JX. Aplasia of the mandibular condyle. Dentomaxillofac 
Radiol 2007;36:420-2.

20. Prowler JR, Glassman S. Agenesis of the mandibular condyles; 
diagnostic findings and treatment of deformity by polyethylene 
implant. Oral Surg Oral Med Oral Pathol 1954;7:133-9.

21. Krogstad O. Aplasia of the mandibular condyle. Eur J Orthod 
1997;19:483-9.

22. Santos KC, Campos AF Jr., Kanaji JF, Lascala CA, Costa C, 
Oliviera JX. Mandibular condyle aplasia: Case report. Rev 
Odontol UNESP 2009;38:375-8.

23. Canger EM, Celenk P. Aplasia of the mandibular 
condyle associated with some orthopaedic abnormalities. 
Dentomaxillofac Radiol 2012;41:259-63.

24. Akihiko I, Ritsuo T, Junichi F, Nobuyuki I, Yutaka T. Agenesis 
of bilateral mandibular condyle-Report of a case. J Jpn Stomatol 
Soc 2006;55:187-92.

25. Johnson JM, Moonis G, Green GE, Carmody R, Burbank HN. 
Syndromes of the first and second branchial arches, part 1: 
Embryology and characteristic defects. AJNR Am J Neuroradiol 
2011;32:14-9.

26. Yasuda T, Nah HD, Laurita J, Kinumatsu T, Shibukawa Y, 
Shibutani T, et al. Muenke syndrome mutation, FgfR3P²44R, 
causes TMJ defects. J Dent Res 2012;91:683-9.

27. Purcell P, Jheon A, Vivero MP, Rahimi H, Joo A, Klein OD. 
Spry1 and Spry2 are essential for development of the 
temporomandibular joint. Dev Dyn 2011;240:2466-73.

28. Yasuda T, Mundy C, Kinumatsu T, Shibukawa Y, Shibutani T, 
Grobe K, et al. Sulfotransferase Ndst1 is needed for mandibular 
and TMJ development. J Dent Res 2010;89:1111-6.

29. Lee SK, Kim YS, Oh HS, Yang KH, Kim EC, Chi JG. Prenatal 
development of the human mandible. Anat Rec 2001;263:314-25.

30. Sales MA, Oliveira JX, Cavalcanti MG. Computed tomography 
imaging findings of simultaneous bifid mandibular condyle and 
temporomandibular joint ankylosis: Case report. Braz Dent J 
2007;18:74-7.


