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ABSTRACT

TE 134316

Gingival enlargement in hereditary gingival fibromatosis (HGF) may be a
result of many factors including fibroblast proliferation, fibronectin (FN)
production and c'ollagen synthesis. Previous studies of these factors in
relation to HGF have shown conflicting results, with some studies
reporting normal growth and others reporting slower proliferation than
normal fibroblasts. In term of collagen synthesis, some studies reported
increased synthesis whereas others showed decreased synthesis. In this in
vitro study we further investigated the connection of these factors with
particular syndromes of HGF. Fibroblast strains were derived from
gingiva of two convulsive disorder patients with HGF (HGFH strain and
HGFM strain) and one normal patient (NG strain). The patient with
HGFH had hypertrichosis and that with HGFM had mental retardation.
Fibroblast morphology.was examined using an inverted microscope,
fibroblast proliferation was determined by MTT assay, and FN and
collagen synthesis were measured by ELISA. The results showed that
fibroblasts from HGFH strain were smaller, proliferated significantly
slower (51% decrease, p<0.05) and secreted lower amount of FN (33%
decrease, p<0.05) but produced greater amount collagen (200% increase,
p<0.05) than the age- and sex- matched normal human gingival fibroblast

strain (NG strain). In contrast, fibroblasts from HGFM strain were larger
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and showed a higher rate of proliferation (55% increase, p<0.05), but
lower rate of collagen synthesis (50% decrease, p<0.05). No statistical
difference was detected in the amount of FN secretion from the
fibroblasts of HGFM and NG strains. In conclusion, similar clinical
fibrotic enlargement in HGF may result from different underlying
mechanisms due to their distinct genetic heterogeneity.

The low incidence of HGF (1:750,000) means it is difficult to get a
large enough sample size to infer the results to the population.
Nevertheless, it is important to gather and share as much information as
possible in order to find a preventive protocol to help these patients avoid
the many gingivectomies they currently require. The more studies that are
carried out, the better the understanding of the underlying mechanisms
and the greater the potential for finding the specific curative procedure

for each type of gingival fribromatosis patient.





