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4BA1HE]T BHeAll ¥ PBSE £A8HA o
d 9g 1:25002 FNF 23 A
biotinylated rabbit anti-rat IgGoll 4TolA 24
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DR+ non-FAl2%s M X o3 FLATE
wAgozA AN FA4 HEHEL(acute
contact dermatitis)e] f=€t}. oju A4
HAEARLe fde Fdte cytokinel2e
2A interleukin 1(IL-1)22 ol ZAYAAH
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(1988) z22]3 Danner® Luger(1987)= B8}
gt =% T X371 Euldte IL-290 9%
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[L-2 Bu]37te AXEY T =239 89 =
7Fe FEdA Hu, o A3 £2 SS9
CD8 ¥gukgAxe] Zr7id ¥¥dne @
g 4+ AUt olE g A= 1L-2 ¥y F7lel
o MZA AL F7tol % Hog AlgHuw,
o] AL IL-29t AZA W FA] dg &t
(1992)2e] 23, LdHEE fEE HAxXAd 99
7o Qg IL-2 ¥Y] SN2 T g=z39 4
%, 84, ¥E42 F3IANde 3 501969
Hy, -2 &8 A4 vetde X3 o
Aol MEEL T dx3e BExN4AE Had

- 37 -

E dodA gt

V. 2R

13209, 58, <R : Sarcoma 180 celi©]
AF 7tsAe T BE74 L-2 8719
Al vlAle BE ALY A7 TR
3. 14:303-316, 19%.

2. 3209, 91y, tgE : A7 dEFAs}
A3 7AESHEAM T dZ 3o E3le 11-2
ol Aol X WEZzAsEH AL
FIRdga Feldra =83 5187-19%,
19%6.

3. sl lymphokined 4oz wgutgsxz
Aol dista]. xAAe] K, 5:232-246, 1991

4. G. H Boemigter, H. Bnl, and R ].
Scheper : Hapten-specific  antibodies  in
allergic contact dermatitis in the guinea
pig. Int. Archs Allergy. appl. immun. &5:
335-391. 1985.

5.k Jo and Won Houh : Cyclosporin
modulates DNCB contact hypersensitivity
reaction in guinea pigs. Korea ]. Deramat.
23(2):204-207, 1985.

6. ]. L. Rees, P. S. Friedmann, and J. N. S.
Matthews : The influence of area of
application on sensitization by dinitrochlo-

robenzene. British. Foun. Dermato. 122:
29-31, 1990.
7. Detlef Becker, Gerhard Kolde, Konrad

Reske, and Juren Knop © An in vitro test
for endocytotic murine
Langerhans cells under the

influence of allergens. ]. Immuno. methods.

activation of

epidermal



10.

11.

12.

13.

. Detlef Becker,

—DONGGUK J. THE INSTITUTE OF ORIENTAL MEDICINE 7(1) : 33~41, 1998—

169:195-204. 1934.

Mansour Mohamadzadeh,
Konrad Reske, and Jurgen Knop:
Increased Level of Intracellar MHC Call 1I

Molecules in Murine Langerhans Cells
Following In  Vivo and In Vitro
Administration  of Contact Allergens. J.

Invest. Dermatol. 99: 545-549. 1992,

. Detlef Becker, Ursula Neib, Sabine Neis,

Konrad Reske, and Jurgen Knop : Contact
Allergens Modulate the
MHC Class Ii Molecules on Murine
Epidermal Langerhans Cells by Endo-
cytotic Mechanisms. J. Invest. Dermatol.
98:700-705, 1992.

A. Kinnaird, S. W. Peters, ]J. R. Foster,
and 1. Kimber : Dendritic Cell Accumula-
tion in Draining Lymph Nodes during the
Induction Phaes of Contact Allergy in
Mice. Int Arch Allergy Appl Immunol. 89:
202-210, 1989,

M. Cumberbatch and 1. Kimber : Pheno-
typic characteristics of antigen-bearing
cells in the draining lymph nodes of
contact sensitizen mice. Immunology. 71
404-410, 1990.

Minami, Y., Kono, T. Miyazaki, T., and
Taniguchi, T. : The IL-2 receptor complex:
Its structure, function and target genes.
Ann. Rev. Immunol. 11:245, 1993

Smith, K. L. :Interleukin-2; inception,
impact and implications. Science. 240:1169,
1988

Expression of

. Ole Baadsgaard and Timothy Wang, B. S.:

Immune Regulation in Allergic and Irritant
Skin Reactions. Int. J. Dermato. 30(3):
161-172, 1991.

- 38 -

15.

16.

17.

18.

19.

2L

Dustin, M, L., Rothlein, R, Bahn, A. K.
Induction by IL-1 and interferon: tissue
distribution, biochemistry, and function of
a natural adherence molecule(ICAM-1). J.
Immunol. 137: 245-254, 1986.

Raz, A, Wyche, A., Siegel. N.: Regulation
of fibroblast cyclooxygenase synthesis by
interleukin-1. J. Biol. Chem. 263:3022-3028,
1988,
Danner, M. and Luger, T. A.:Human
keratinocytes and epidermoid carcinoma
cell lines produce a with
interleukin ~ 3-like  activity. Invest.
Dermatol. 83: 353-361, 1987.

B. Wedi, J. Elsner, W. Czech, J. H.
Butterfield, and A. Kapp @ Modulation of
intercelluar adhesion molecuie 1(ICAM-1)
expression on the human mast-cell
line(HMC)-1 by inflammatory mediators.
Allergy. bl: 676-684, 1996.

M. R. Holliday, R. ]J. Dearman, 1. Kimber
and J. W. Coleman : Sensitization ¢f mice
to chemical allergens modulates the
responsiveness of isolated mast cells to
IgE-dependent activation. Immunology, 78:
508-510, 1993.

cytokine
L.

. Rachel, E. L., Marion, B., Diana, W., and

George, F. M. :Intercellular adhension
molecule expression in the evolving human
cutaneous delayed hypersensitivity
reaction. J. Invest. Dermatol. 93: 672-677,
1989

Dustin. M, L., Rothlein, R., Bahn, A. K. :
Induction by IL-1 and interferon : tissue
distribution, biochemistry, and function of
a natural adherence molecule(ICAM-1). J.
Immunol. 137:245-254, 1936



Fig. 1.
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Legends for Figure

The distribution of helper T lvmphocytes(arrow) in the control lymph node. The CD4
positive cells appeared in paracortical area. M: medulla, C: cortex. Immunohistochemical
stain. X200

The presence of helper T Ivmphocytes{arrow) in lymph nodes at hour 48 after 2nd
DNCB painting. The number of CD4 positive cell conspicuously increased in
paracortical area and Medulla. M’ medulla, C: cortex. Immunohistochemical stain. X200
The distribution of cytotoxic T lymphocytes(arrow) in the control lymph node. The
CD8 npositive cells appeared in paracortical area. M: medulla, C: cortex.
Immunochisiochemical stain. X200

The presence of cytotoxic T lvmphocytes(arrow) in lymph nodes at hour 48 after 2nd
DNCB painting. The number of CD8 positive cell conspicuously increased in
paracortical area and medullar. The degree of positive reaction declined than control
lymph node. M: medulla. Immunohistochemical stain. X200

The distribution of IL-2 receptor in the control lymph node. The CD25R positive
celi(arrow) appeared mostly in paracortical area. M’ medulla, C: cortex.
Immunohistochemical stain. X200

The presence of IL-2 receptors in lymph nodes at hour 48 after 2nd DNCB painting.
The number of CD25R positive cell(arrow) conspicuously decreased in paracortical area
and the degree of positive reaction declined than control lymph node. M: medulla.
Immunohistochemical stain. X200 '
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= Abstract =

Immunohistochemical Study on the Activation of Cell mediated
immunity in Murine Lymph node on Allergic Contact
Dermatitis by DNCB

—Based on the change of T lymphocytes and Ii-2 receptors—

Jin-Taek kim - Sang-Hyun Ahn - In-Sick Park < Jae-Mcan Chung - Ho-Hyun Kim*

Department of Anatomy College of Oriental Medicine, Dongguk University
Department of Physiology College of Oriental Medicine, Sei Myung University*

Lymph node tissues of BALB/C mouse weated with DNCB were immunohistochemicatly
observed to investigate the activation of cell mediated immunity in lymph node of murine with
allergic contact dermatitis. The inguinal region of BALB/C mice were sensitized by one
application of 25u8 of 5% 24-dinitrochlorobenzene(DNCB) onto an abdominal skin and 2 weeks
later, the mice were challenged with 4pf of 25% DNCB. The inganal lymph node were obtained
at hour 24, 48, and 72 after 2nd DNCB treatment and embedded with paraffin, and then stained
by following ABC method that used monoclonal antihody including L3T4(CD4), Ly2(CDS),
IL-2R(CD25). The distribution of helper T Ivmphocyies, cyvteioxic T lvmphocytes and IL-2
receptors began to increase at hour 24 after after 2nd DNCB treatment and these increase
appeared in paracortical area and medullary sinius. These increase were greatest at hour 48
These results indicated that the IL-2 secretion began to increase by activation of helper T
lymphocytes in lymph node of DNCB re-exposure area and subsequently to activate suppress T
lymphocytes.

Key Word : Allergic Contact Dermatitis, Lyvmph node, T lymphocyte, 1L-2 receptor
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