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-ABSTRACT-

A Case Report on the Treatment of Cyclosporin-A induced Gingival
Enlargement in Renal Transplant Patient

S.Y. Jang, D.D.S.. §.8. Ryu, D.D.S.. Y.H. Byun, D.D.S..
W.C. Kes, D.D.S.. M.S.D.. Ph.D.. J.K. Choi, D.D.S.. M.S.D.. Ph.D.

Department of Oral Medicine, School of Dentistryv, Kvungpook National University

The authors treated a H58-vear old female patient who had come to the Department of Oral Medicine, KNUH
due to the chief complaints of gingival enlargement and bleeding on the upper and lower jaw. The lesions were
diagnosed as cyclosporin-A induced gingival enlargement by patient’s history and clinical examination. The
patient was treated with gingivectomy using pusled Nd'YAG laser. After gingivectomy the wound was
compressed with 0.196 chlorhexidine-soaked gauze to prevent relapse of the lesion. Good healing process was
ohserved and there were no recurrence until 3-month follow-up visit. From the results of this clinical tnal it
was suggested that a pulsed Nd'YAG laser gingivectomy would be helpful for the treatment of Cyclosporin-A
induced gingival enlargement in renal transplant patients.
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LEGENDS FOR FIGURES
Fig. 1. The intraoral features of the patient at the initial visit showed gingival entargement and
~ bleeding on the upper and lower jaw.

Fig. 2. The gingival enlargement and bleeding disappeared after pulsed Nd:YAG laser gingi-
vectomy.
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