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THE EXPRESSION OF FGF-5 AND FGF-7 IN THE CYCLOSPORIN
A-INDUCED GINGIVAL HYPERPLASIA
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Cyclosporin A-induced gingival hyperplasiais frequently found in the patients who have been received an immunosuppressant for the organ trans-
plantation. However, its exact mechanism is still unknown. The expression of FGF-5 and FGF-7 were studied in cyclosporine A-induced gingiva
hyperplasia (CGH) and inflammatory gingiva hyperplasia (IGH). Immunohistochemistry and in situ hybridization were used for locaization of pro-
tein and mMRNA. The expression of FGF-5 and FGF-7 was different from CGH and IGH. FGF-5 and FGF-7 was strongly expressed in fibroblast in
CGH (P<0.005 and P<0.05, respectively). FGF-5 mRNA was localized in the middle portion of connective tissue. FGF-7 mRNA was aso identified
in fibroblasts and mast cells. In conclusion, FGF-5 and FGF-7 were produced excessively by fibroblastsin CGH. Considering their known functions,
their expression in CGH isimportant for production of collagen and proliferation of fibroblasts.
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Table 1. FGF-5 and -7 expression intensity score’ (mean * standard deviation)

FGF5 FGF7
CGH group (n=11) IGH group (n=22) CGH group (n=11) IGH group ("=22)
Epithdid cdl 0.00+0.00 0.00+0.00 0.25+042 0.33+052
Fibroblast 169+048* 0444045 131+087** 050+048
Endothelid cdll 119+0.70** 043+053 067+082 022+067

(CGH: cydasporin A induced gingivd hyperplasa, IGH: inflammatory gingiva hyperplesa)
§ 0; negative expressiony 0.5; faint expresson/ 1; moderate expressiony 2; srong expression

*p< 0,005, **p<0.05

Fig. 1. Immunohistochemical findings. A. FGF-5 in the cyclosporin A induced gingival hyperplasia (x400). B. FGF-5 in the
inflammatory gingival hyperplasia (x400). C. FGF-7 in the cyclosporin A induced gingival hyperplasia (x400). D. FGF-7 in
the inflammatory gingival hyperplasia (x400).
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Fig. 2. In-situ hybridization. A, B. Localized FGF-5 mRNA in the middle of the connective tissue (x25). C, D. Diffusely
distributed FGF-7 mRNA in the connective tissue and low portion in the epithelium (x25)

Fig. 3. FGF-5 mRNA was localized in the fibroblast in Fig. 4. A. FGF-7 mRBNA was observed in the epithelial cell,
the middle of the connective tissue (x200). fibroblast, and mast cell (x200). B. Mast cell showed high
expression of FGF-7 mRNA (x1000).
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Fig.5. Schematic drawings of suggested mechanism for the cyclosporin A induced gingival hyperplasia.
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