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Figure 1. INFy —induced HLA—D expession on HGF, PDLF, HDF, and monocyte cell line THP. Cells were
cultured with or without 200U/ml of IFNy for 5 days. Recovered cells were stained with
mouse anti—HLA—DR, DP, DQ monoclonal antibody and FITC in a two-step
procedure(solid line). Basal fluorescence levels were determined using nonspecific mono—
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Figure 2. Dose response of HLA—D expression on HGF, PDLF, and HDF after stimulation by various
concentrations of IFNy or IL—1 for 5 days
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Figure 3. Time course of IFNy —induced HLA—D expression on HGF, PDLF, HDF(A), and THP—1(B). Cells
were cultured with 200 U/ml of IFNy for various durations of time and HLA—D expression was
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Figure 4. IFNy —enhanced ICAM—-1 expression on HGF, PDLF, HDF, and THP—1. Cells were cultured
with or without 200U/ml of IFNy for 24 hours. Recovered cells were stained with mouse anti—
CD54 monoclonal antibody and FITC in a two—step procedure(solid line). Basal fluores—
cence levels were determined using nonspecific monoclonal antibody(dotted line).
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Figure 5. Dose response of ICAM—1 expression on HGF, PDLF, and HDF after stimulation by various
concentrations of IFNy or IL—1( for 24 hours.
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Figure 6. Time course of ICAM—1 expression on HGF, PDLF, and HDF after stimulation by IFNAy for
various durations of time and ICAM—1 expression was analyzed.

anti—human HLA- anti—human CD58(LFA-3)

DR,DP,DQ(HLA-D) (clone (clone L306.4, Becton Dickinson, San Jose,
TU39, PharMingen, San Diego, CA), CA), PE—conjugated anti—human
anti—human CD54(ICAM-1) CD80(B7-1)(clone L307.4, Becton Dick—
(clone HA58, PharMingen) fluoresceine inson) . HLA-D
isothiocyanate (FITC)—-conjugated anti— ICAM-1
mouse IgG (Pierce) LFA-3

.LFA-3 B7-1 B7-1 PE—conju—

phycoerythrin(PE)—conjugated gated mouse anti—human IgG2a(Becton
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Figure 7. Expression of B7—1 on stimulated or unsimulated HGF, PDLF, and THP—1. Cells were cultured
with or without 200/ml of INFy for 3 days and then stained with PE—conjugated anti—CD80

monoclonal antibody(solid line). Basal fluorescence levels were determined using PE—
conjugated mouse anti—human IgG2a(dotted line).
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Figure 8. Expression of LFA—3 on stimulated or unstimulated HGF, PDLF, and THP—1. Cells were cul—
tured with or without 200U/ml of IFNy for 3 days and then stained with PE—conjugated anti—
CD58 monoclonal antibody(solid line). Basal fluorescence lwvels were determined using
PE—conjugaed mouse anti—human IgG1(dotted line).
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—Abstract—

Expression of Antigen Pre—
senting Function—Associated
Surface Molecules on Inter—

feron y —Treated Gingival

Fibroblasts and Periodontal

Ligament Fibroblasts

Seok—Ran Seo, Sung—Hun Ryu, Kwi—0Ok
Oh, Hyung—Seop Kim

Department of Periodontology and
Research Institute of Oral Bio—science,

College of Dentistry, Chonbuk National
University Institute of Dentistry, College of
Dentistry, Seoul National University

It is becoming increasingly clear that
human gingival fibroblasts(HGF) may play a
role in regulating immune responsiveness in
inflammatory periodontal lesions. Stimula—
tion of HGF with locally—secreted T cell
cytokine IFNg induces human leukocyte
antigen class II(HLA I1) expression on
HGF, which is one of the characteristic
feature of professional antigen presenting
cells(pAPC). However, IFNg-treated HGF
and other nonprofessional antigen present—
ing cells(npAPC) are known to be ineffec—
tive or less effective antigen presenter to
resting T cells. This study, therefore, was
undertaken in an effort to elucidate the dif—
ferences in expression of cell surface mol—
ecules between npAPC in periodontal tis—
sues, such as HGF and periodontal ligament
fibroblasts(PDLF), and pAPC such as
monocytes/macrophages. Using flow
cytometry, the levels of cell surface
expression of HLA-D, ICAM-1, LFA-3,
and B7-1, which are involved in antigen
presentation, were determined in HGF,
PDLF and human myelomonocytic cell line
THP-1. IFNg clearly induced HLA-D
expression on both of fibroblasts and
monocytes dose dependently. However,
expression level on monocytes were 4 to 5
times higher than that on fibroblasts, and
induction rate was faster in monocytes than
in fibroblasts. The levels of ICAM-1
expression on fibroblasts and monocytes
were enhanced by IFNg in a dose dependent
manner. On the other hand, the expression



of LFA—-3 molecule, which could be
detected in fibroblasts and monocytes
without cytokine stimulation, was no more
enhanced by addition of IFNg B7-1,
important costimulatory molecule in T cell
activation and proliferation, was not detect—
ed on both of fibroblasts and monocytes
even when stimulated with IFNg, except on
monocytes fully differentiated by pretreat—
ment of PMA and treated by IFNg These
results suggest that delayed expression of
HLA-D and absence of B7—1 on IFNg —
treated fibroblasts may at least in part be
involved in the ineffectiveness of fibroblasts
as primary APC. And it is postulated that
although periodontal fibroblasts may not
serve as primary APC in normal periodon—
tium, sustained expression of HLA Il on
ubiquitous fibroblasts in inflammatory
lesions may perpetuate immune responses
and produce chronic inflammation and tis—
sue injury.
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