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Abstract 

Gingival enlargement (GE) is an uncommon condition characterized by extensive fibrous expansion of 

keratinized gingiva on the maxillary and mandibular areas of unknown etiology. An increase in submucosal 

connective tissue elements causing the proliferation of the fibrous tissue in the gingiva. It is the main dominant 

type of autosomal condition or very rarely an autosomal recessive type. Gingival hypertrophy is a condition that 

affects the appearance, function, psychology, and masticatory functions of the mouth. 
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INTRODUCTION

Gingival fibromatosis (GF) is a condition that is 

characterized by increasing gingival enlargement 

caused by an increase in submucosal connective tissue 

elements1. Plaque accumulation, poor dental hygiene2, 

inadequate diet, and systemic hormone stimulation15 

can all contribute to gingival expansion. Idiopathic 

gingival fibromatosis is a slowly progressing and 

benign type of enlargement. The gingiva is a firm, 

dense, and resilient fibrous tissue that covers the 

alveolar ridges and spreads over the teeth, forming 

large pseudo pockets6. Gingival enlargements are also 

found in different types of diseases such as leukemia. 

The degree of enlargement may vary from mild to 

severe and may be the same between the individuals 

of the same family7. Gingival fibromatosis may be 

familial or idiopathic8. 

Idiopathic GF is a rare hereditary condition. It is the 

main dominant type of autosomal condition or very 

rarely an autosomal recessive type, either as an 

isolated disorder or as part of a syndrome. Autosomal-

dominant forms of gingival fibromatosis, may be 

genetically linked to the chromosomes 2p21-

p221,12,13,14 and 5q13-q22. Isolated (nonsyndromic) 

gingival fibromatosis has been linked to a mutation in 

the son of sevenless-1 (SOS-1) gene, but no definitive 

link has been demonstrated16. GE is classified into two 

types according to its form—the nodular form and the 

symmetric form. Diffuse gingival enlargement is also 

found to be associated with different syndromes. 

CASE REPORT: 

A 12-year-old female patient accompanied by her 

parents reported to the outpatient department of 

periodontics with a chief complaint of swollen gums 

in both the jaws for 5-6 years which caused difficulties 

in speech, mastication, and esthetic impairment. 

http://www.ijmscr.com/
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History revealed that enlargement has been 

progressing slowly since then. She did not appear to 

have any mental impairment and her weight and height 

were within normal limits. Her medical and familial 

backgrounds were both normal. 

On intra-oral examination, massive, painless, Grade 

III type3 of GE involving both the arches, encroaching 

buccal, palatal, and lingual vestibular spaces was 

found. GE went all the way up to the occlusal planes 

of the teeth. Crowns of permanent teeth totally or 

partially covered by the enlarged gingiva. With 

melanin pigmentation, the gingiva was pink in color. 

It was firm, dense, and fibrous in consistency. No 

bleeding and suppuration were noticed. 

Occlusal radiography revealed the presence of 

retained deciduous canine, molar in mandible. Grade 

II mobility of deciduous teeth and generalized probing 

pocket depth in the range of 7 to 10 mm. 

Laboratory investigations were done. All the reports 

were within the normal limits and a provisional 

diagnosis of IGF was made. 

Sextant-wise surgical excision of the enlarged gingiva 

under local anesthesia was planned. Written consent 

was obtained from her parent. First, on the buccal side 

of the arch, an internal bevel gingivectomy was 

performed. To remove gingival overgrowth over the 

palatal side of the maxillary posterior region Ledge 

and wedge procedure was done. 

After the surgery, the periodontal dressing was placed 

in the surgical site for 7 days. The patient was assessed 

on a visual analog scale after 7 days4. The patient has 

been prescribed a 0.2% chlorhexidine mouth rinse for 

1‑week. The excised tissue was sent to the Department 

of Oral and Maxillofacial Pathology for 

histopathological examination. The patient was 

encouraged for maintenance care. Recurrence of 

gingival enlargement was not observed 6 months after 

the periodontal surgery.

CLINICAL PICTURES: 
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DISCUSSION: 

IGF is an excluding diagnosis for idiopathic gingival 

fibromatosis. By definition, patients with IGF lack a 

family history18 of gingival hyperplasia and have no 

identifiable causative agents (i.e., medications, 

systemic conditions, etc). that only after carefully 

ruling out all known causes of the gingival 

enlargement, can a diagnosis of IGF be rendered18. 

Rutherford syndrome, Cross syndrome, Zimmerman-

Laband syndrome, Prune belly syndrome, Ramon 

syndrome, Murray-Puretic-Drescher syndrome, and 

Jones syndrome are only a few of the syndromes in 

which gingival fibromatosis can occur. The results of 

the histopathologic evaluation of the gingival tissues 

of our patient presented Epithelial hyperkeratosis, 

acanthosis, elongation of rete ridges, and mononuclear 

infiltration in the subepithelial area. 

At birth, gingival tissue may appear normal, but GE 

may be seen with the eruption of primary or permanent 

dentition, suggesting a trauma-induced tissue reaction 

during the eruption. 

Gingival overgrowth in IGF generally starts with the 

emergence of permanent dentition or, less frequently, 

with the eruption of primary dentition and regresses 

following extraction, implying that teeth and the 

environment of the gingival crevice are the initial 

factors17. 

Since recurrence could be expected, the patient may 

have to undergo repeated surgical procedures. So 

psychological counseling is a must for patients and 

parents. 

CONCLUSION 

The current case study focuses on a nonsyndromic IGF 

and its treatment. The patient's aesthetics and 

masticatory functioning were greatly improved after 

surgery. The maintenance of oral hygiene is important 

to prevent a recurrence. 

Acknowledgments 

The study was self-funded by the authors and their 

institution. No conflicts of interest. 

REFERENCES 

1. Pappachan B, Narayan JV, Nayak A. 

Idiopathic gingival fibromatosis: A 

neglected case. Indian J Radiol Imaging. 

2002; 12:335–8. 

2. Dongari-Bagtzoglou A. Research, Science 

and Therapy Committee, American 

Academy of Periodontology. Drug-

associated gingival enlargement. J 

Periodontol. 2004; 75:1424– 31. 

3. Bökenkamp A, Bohnhorst B, Beier C, 

Albers N, Offner G, Brodehl J. Nifedipine 

aggravates cyclosporine A-induced gingival 

hyperplasia. Pediatr Nephrol. 1994; 8:181–

5 

4. Huskisson EC. Measurement of pain. Lancet. 

1974; 2:1127–31. 

5. Harrison M, Odell EW, Agrawal M, 

Saravanamuttu R, Longhurst P. Gingival 

fibromatosis with prune-belly syndrome. 

Oral Surg Oral Med Oral Pathol Oral Radiol 

Endod. 1998; 86:304–7 

6. Shafer WG, Hine MK, Levy BM. A 

Textbook of Oral Pathology. 4th ed. 

Philadelphia: 

W.B. Saunders; 1983. pp. 785–6. 

7. A. Bansal, S. Narang, K. Sowmya, and N. 

Sehgal, "Treatment and two years follow up 

of a patient with hereditary gingival 

fibromatosis," Journal of Indian Society of 

Periodontology, vol. 15, pp. 406–409, 2011. 

8. Varma BR, Nayak RP. Clinical 

Periodontology. 2nd ed. New Delhi: Arya 

(Medi) Publishing House; 2009. p. 177 

9. Oikawa K, Cavaglia AM, Lu D. Laband 

syndrome: Report of a case. J Oral Surg. 

1979; 37:120–2. 

10. Laband P, Habib G, Humphrey G. 

Hereditary gingival fibromatosis: Report of 

an affected family with associated 

splenomegaly and skeletal and soft tissue 

abnormalities. Oral Surg Oral Med Oral 

Pathol. 1964; 17:339–51. 

11. James PL, Prasad SV. Gingival fibromatosis: 

Report of case. J Oral Surg. 1971; 29:55–9. 

12. T. C. Hart, D. Pallos, L. Bozzo et al., 



 Dr. Sudipta Ghosh al International Journal of Medical Science and Current Research (IJMSCR) 
 

 

 

Volume 4, Issue 5; September-October 2021; Page No 916-919 

© 2021 IJMSCR. All Rights Reserved 
 

P
ag

e9
1

9
 

P
ag

e9
1

9
 

P
ag

e9
1

9
 

P
ag

e9
1

9
 

P
ag

e9
1

9
 

P
ag

e9
1

9
 

P
ag

e9
1

9
 

P
ag

e9
1

9
 

P
ag

e9
1

9
 

P
ag

e9
1

9
 

P
ag

e9
1

9
 

P
ag

e9
1

9
 

P
ag

e9
1

9
 

P
ag

e9
1

9
 

P
ag

e9
1

9
 

P
ag

e9
1

9
 

P
ag

e9
1

9
 

P
ag

e9
1

9
 

P
ag

e9
1

9
 

P
ag

e9
1

9
 

P
ag

e9
1

9
 

“Evidence of genetic heterogeneity for 

hereditary gingival fibromatosis,” Journal of 

Dental Research, vol. 79, no. 10, pp. 1758–

1764, 2000. 

13. T. C. Hart, D. Pallos, D. W. Bowden, J. 

Bolyard, M. J. Pettenati, and J. R. Cortelli, 

“Genetic linkage of hereditary gingival 

fibromatosis to chromosome 2p21,” 

American Journal of Human Genetics, vol. 

62, no. 4, pp. 876–883, 1998. 

14. T. C. Hart, D. Pallos, L. Bozzo et al., 

“Evidence of genetic heterogeneity for 

hereditary gingival fibromatosis,” Journal of 

Dental Research, vol. 79, no. 10, pp. 1758–

1764, 2000. 

15. J. A. Regezi and J. J. Sciuba, “Connective 

tissue lesions,” in Oral Pathology: Clinical 

Pathologic Correlations, pp. 179–183, W.B. 

Saunders, Philadelphia, Pa, USA, 1999. 

16. R. Chaturvedi, “Idiopathic gingival 

fibromatosis associated with generalized 

aggressive periodontitis: a case report,” 

Journal of the Canadian Dental Association, 

vol. 75, no. 4, pp. 291–295, 2009. 

17. Shetty AK, Shah HJ, Patil MA, Jhota KN. 

Idiopathic gingival enlargement and its 

management. J Indian Soc Periodontol. 

2010; 14:263–5. 

18. Ko Y, Farr J, Yoon A, Philipone E. 

Idiopathic Gingival Fibromatosis. Am J 

Dermatopathol. 2016;38(6): e68-e71. 

doi:10.1097/dad.0000000000000461

 


