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dride (TMA, Sigma, 1]=F), Acetone (Junsei, 4¥), Olive
oil (Filippo berio, o]&t&] o}), Formalin (Junsei, 4+, Para-
ffin (leica, w]=), PRO-PREP (iNtRON, g+=%), Congo red
(Sigma, =] =), Hematoxylin (Y D-diagnostics, g+=F), Eosin
Y (Sigma, »]=), Toluidine blue(Sigma, =|=).
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Fig. 1. Schematic diagram of the experimental protocol. Mice were sensitized on shaved back skin with 100uL of 50ug/mL TMA ina4:1
acetone: olive il solution (A/O) on day 0 and 50 uL of 12.5mg/mL TMA in A/O on day 7. On days 14, 21, 28, and 35, |eft ears were chal-
lenged with 20uL of 2mg/mL TMA in A/O and right ears were applied with 20 uL of A/O.
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Fig. 2. Ear swelling responses (ESR) on time course following
once TMA challenge on the ears of normal C57BL/6(1L-10""*) and
IL-10 knockout (IL-107") mice sensitized on the back skin with
TMA. Differencesfrom IL-107", *: P< 0.05.
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Fig. 3. Ear swelling responses (ESR) on time course following
four times of TMA challenges on the ears of normal C57BL/6 (IL-
10**) and IL-10 knockout (1L-107"") mice sensitized on the back
skin with TMA. Differences from IL-107", ***P< 0.001.
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Fig. 4. Ear swelling responses (ESR) on the early and late phases
following once TMA challenge on the ears of normal C57BL/6(IL-
10*"*) and IL-10 knockout (IL-107") mice sensitized on the back
skinwith TMA. *: P<0.05.
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Fig. 5. Ear swelling responses (ESR) on the early and late phases
following four times of TMA challenges on the ears of normal
C57BL/6 (IL-10""*) and IL-10 knockout (IL-107") mice sensitized
on the back skin with TMA. *: P<0.05, ***: P<0.001.
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Fig. 6. Light micrographs of the infiltration of leukocytes by four times of TMA challenges on left ears of normal C57BL/6 (B, IL-10"*)
and IL-10 knockout (D, IL-107") mice sensitized on the back skin with TMA. The control right ears treated with vehicle of normal
C57BL/6 (A, IL-10"*) and 1L-10 knockout (C, IL-107") mice instead of TMA. H-E stain, scale bar=50 um.
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Fig. 7. The number of leukocytes per unit area (mm?) on 72 hr
after four times of TMA challenges on left ears of normal C57BL/
6 (IL-10*"*) and IL-10 knockout (IL-107"") mice sensitized on the
back skin with TMA. The control right ears treated with vehicle
instead of TMA. *: P<0.05.
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Fig. 8. Light micrographs of the infiltration of eosinophils by four times of TMA challenges on left ears of normal C57BL/6 (B, IL-10"*)
and IL-10 knockout (D, IL-107") mice sensitized on the back skin with TMA. The control right ears treated with vehicle of normal
C57BL/6 (A, IL-107*) and 1L-10 knockout (C, IL-107") mice instead of TMA. Congo red stain, scale bar=50um.
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Fig. 9. The number of eosinophils per unit area (mm?) on 72 hr
after four times of TMA challenges on left ears of norma C57BL
/6 (IL-10™*) and 1L-10 knockout (IL-107") mice sensitized on the
back skin with TMA. The control right ears treated with vehicle
instead of TMA. *: P<0.05.
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Fig. 10. Light micrographs of the mast cells by four times of TMA challenges on Ieft ears of normal C57BL/6 (B, IL-10"") and IL-10
knockout (D, IL-107") mice sensitized on the back skin with TMA. The control right ears treated with vehicle of normal C57BL/6 (A, IL-
10**) and I1L-10 knockout (C, IL-107") mice instead of TMA. Toluidine blue stain, scale bar=50um.
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Fig. 11. The number of mast cells per unit area(mm?) on 72 hr after
four times of TMA challenges on left ears of normal C57BL/6
(IL-10%"*) and IL-10 knockout (IL-107") mice sensitized on the
back skin with TMA. The control right ears treated with vehicle
instead of TMA. *: P<0.05.
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Role of IL-10 in the Trimellitic Anhydride-induced Contact
Dermatitis

Yun-Kyu Kim, Ok Hee Chai, Chang Ho Song
Department of Anatomy, Chonbuk National University Medical School

Abstract : Trimellitic anhydride (TMA) iswidely used industrially to make epoxy and alkyd resins, plasticizers
and surfactants.

The purpose of this study was to investigate whether contact dermatitis is induced by repeated TMA challenge
and therole of interleukin (IL)-10 in the TMA-induced contact dermatitis.

The repetition of the challenge enlarged the extent of an early and alate phase of contact dermatitisin |L-10*+
and IL-107" mice. In the late phase of TMA-induced contact dermatitis, the peak of ear swelling responses by
single challenge showed at 12 h after challenge, but the peak was observed at 8 h after repeated challenge. In the
IL-107" mice, the repetition of the TMA challenges enlarged the extent of the contact dermatitis, but less than
thosein IL-10** mice.

These results indicate that mice sensitized by TMA could possibly offer a useful model to study the mechanism
of contact dermatitis, and 1L-10 may act as potential modulators in the TMA-induced contact dermatitis. 1L-10
may provide therapeutic tools for the treatment of TMA-induced contact dermatitis.
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