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Expression of tumor necrosis factor-OlU in oral lichen planus treated with fluocinolone

acetonide 0.1 %

KOBKAN THONGPRASOM

KITTIPONG DHANUTHAI

September, 2005

Abstract

Oral lichen planus (OLP) is a common chronic inflammatory disease involving T-cells mediated
immunity. TNF- Ol has been reported to be involved in the disease process. The purpose
of this study was to clarify the relationship between the expression of TNF- Ol and OLP
before and after treatment with fluocinolone acetonide in orabase (FAO) 0.1% . Eighteen Thai
patients with atrophic or erosive OLP were recruited. Biopsy specimens were taken before and
4 weeks after treatment with FAO 0.1 % and sent for histopathologic examination where
they were immunohistochemically stained with antibody to TNF-OL. Twenty normal mucosa
specimens were identically processed. Sixteen out of 18 cases (88.89%.) of OLP exhibited
positive staining for TNE-OL. Most of the TNF-OU was observed in the mononuclear cells. Ten
cases (55.56%) of OLP demonstrated TNF-OL expression in keratinocytes . The number of
mononuclear cells positive for TNF-OL before the treatment with FAO 0.1 % in orabase
was statistically significant higher than that after the treatment (p =0.000) and in the normal
mucosa (p =0.000 ). Moreover, the number of mononuclear cells after. treatment with FAO
0.1 % in orabase was statistically significant lower than before the treatment (p=0.000).
Our study demonstrated that TNF- O may be associated with the immunopathogenesis of OLP

in Thai patients and FAO 0.1 % had an effect on the reduction of TNF- O expression.
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Fig.2  Immunopathogenesis of oral lichen planus (Lodi et al, 2005)
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Sex, age, type and site of lesion , duration in patients with oral lichen planus

Table 1
and normal mucosa
Groups No. Sex Age (years) Type* Site** Duration (months)
F:M Mean+ SD (range) Mean+ SD (range)
OLP 18 14:4 39.11 £12.3 (17-67)  E-LP 12 B=16 P=2 18.86+22.5 (1-84)

A-LP 6 G=6 L=1

Normal mucosa 25 17:8 21.72 +5.05 (16-38) - R=23 L~=1 -

*E-LP = Erosive lichen planus A-LP = Atrophic lichen planus

**B = buccal mucosa T = tongue

M = mucobuccal fold F = floor of the mouth

G = gingival R = retromolar area

L = labial mucosa

P = palate

Some patients had the lesions in more than one anatomical site.
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Table2  Number of TNF-OL positive mononuclear cells and mononuclear cells count in lamina

propria before and after treatment with FAO 0.1% (200x)

No Before treatment After treatment
Type No. of positive Mononuclear T Clinical No. of positive Mononuclear
mononuclear cells cells count Evaluation | mononuclear cells cells count
(range) (range)
1 E-LP 7 (4-10) 246 PR 3(1-6) 108
2 E-LP 7 (5-9) 244 PR 3(0-8) 95
3 A-LP 7 (4-9) 207 CR 0 32
4 A-LP 5(3-9) 211 PR 2 (0-5) 123
5 E-LP 2(1-2) 209 PR 0 104
6 E-LP 7 (3-9) 213 PR 4 (0-6) 71
7 E-LP 12 (9-14) 136 PR 0 39
8 A-LP 8 (6-12) 200 PR 3(0-5) 117
9 E-LP 14 (5-24) 128 PR 2 (1-3) 102
10 E-LP 0 280 PR 0 188
11 E-LP 16 (12-21) 222 PR 6 (2-9) 72
12 E-LP 7 (6-7) 117 PR 1(1-3) 29
13 A-LP 4(1-9) 194 PR 0 104
14 A-LP 8(7-10) 92 PR 1 (0-3) 46
15 E-LP 4 (2-6) 226 PR 0 93
16 A-LP 17 (5-23) 142 PR 0 131
17 E-LP 0 167 PR 0 160
18 E-LP 2 (0-4) 151 PR 1 (0-3) 70
Total | E-LP=12 mean+SD mean+SD CR=1 mean+SD mean+SD
18 A-LP=6 7.06+5.01 188.06+50.98 PR=17 1.44+£1.76 93.564+42.96

T PR = Partial remission CR = Complete remission
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Table 3 Number of TNF-OL positive keratinocytes before and after treatment with
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o [ 9 a Jd A daldgl Y 9 ~ o w
Wa\‘]ﬂ'ﬁSﬂ‘kﬂﬂ'JEJfJ"W\IQI’E)GﬁTHIau azwﬂw"luﬂ%umm ANUVNUU 0.1% NN1Aa3VY

VU 200 1911

FAO 0.1 % (200x)

No Before treatment Before treatment
Type Positive (Range) Clinical Positive (Range)
keratinocytes (cells) cells Evaluation | Keratinocytes (cells) cells
1 E-LP 0 PR 0 0
2 E-LP 1 (0-3) PR 0 0
3 A-LP 3 (2-5) CR 0 (0-1)
4 A-LP 0 0 PR 0 0
5 E-LP 0 0 PR 0 0
6 E-LP 0 0 PR 0 0
7 E-LP 1 (0-2) PR 0 0
8 A-LP 0 0 PR 2 (1-3)
9 E-LP 1 (0-2) PR 0 0
10 E-LP 0 0 PR 0 0
11 E-LP 0 0 PR 0 0
12 E-LP 6 (0-14) PR 4 (0-12)
13 A-LP 0 0 PR 7 (0-16)
14 A-LP 0 0 PR 0 0
15 E-LP 3 (0-10) PR 0 0
16 A-LP 4 (2-6) PR 0 0
17 E-LP 0 0 PR 0 0
18 E-LP 1 (0-4) PR 0 0
Total | ELP=12 CR=1
18 A-LP=6 | Mean+SD=1.11+1.75 | (0-14) PR=17 Mean+SD=0.72+1.87 (0-7)
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Fig.3 Comparison of positive mononuclear cells in lamina propria between before and after

treatment with FAO 0.1% in orabase.
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after treatment with FAO 0.1% in orabase.
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Fig. 8 a) Oral manifestations of OLP in case 3 before treatment.

b) Complete remission in case 3 after treatment with FAO 0.1% in orabase for 4 weeks.
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Fig. 9 a) TheexpressmnofTNF-O(. bylnﬂammatorymononuclearcells(arrows)m o‘,f";cll,lichen planus
in case 3 before treatment (200x).
b)

No expression of TNF-CU in case 3 with complete remission after treatment with FAO 0.1%

in orabase for 4 weeks ( 200x).
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Fig. 10 a) Oral manifestations of OLP in case 9 before treatment

b) Partial remission of OLP in case 9 after treatment with FAO 0.1% in orabase for 4

weeks
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treatment (200x).
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