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Oral Ilichen planus (OLP) is a refractory disorder of t1}
a T cell -mediated i mmune process. Her e, we exami ned
infiltrating T cells in terms of the T cell receptor (T
T cell phenotypes and cytokine production profiles. TCR
spectratyping were performed using PBMCs and tissue sp
patients. The cytokine expression profiles and T cell
real -time quantitative polymerase chain reaction. The
receptors and 6 EGF-Ili ke Iigands were measured in OLP ti
with the |l evels in normal or al mucosa (NOM) from 10 he
We observed that there were skewed TCR repertoires in th

vB2-1,VvB3-1 and VvB5-1) and PBMCs (TCRVA8-1, VvB2-1, VB3-
Furt hermore, the CDR3 distributions in the skewed TCR s

patterns. We observed increases in CD4+ T lymphocytes,
antigen D-related in the OLP tissue specimens. Of the re
were more highly expressed in OLP compared with NOM tis
MmMRNAs of amphiregulin (AREG), epiregulin (EREG), and h

factor (HB-EGF) were more highly expressed in OLP compar

were strongly expressed by infiltrating | amina propria
keratinocytes in OLP lesions, as shown by i mmunohistoc
Taken together, the present results suggest that T cel

in the pathogenesis of OLP, and that I L-5 and TNF-a may
process. The enhanced EGFR expression on the keratinoc
up-regulation of EGF-1like Iigands in keratinocytes and



could contribute to the carcinogenesis and
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