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Tab 1. Effects of interleukin-11 (rhIL-11) on ear
swelling and expression of intercellular adhesion
molecule-1 (ICAM-1) of auricle skins in mice with
contact dermatitis induced by DNFB

Group Aear weight Expression of
/mg-kg™! /mg ICAM-1(A)
Control - 0.5+0.8 0.18+0.11
DNFB - 10.7+4.2°"  0.44£0.02" "
DNFB + DEX 0.5 3.6+1.6**  0.21+0.05**
DNFB + rhIl-11  0.375 6.5+1.5 0.28+0.03%*
0.75 5.1£2.1% 0.24+0.01%*
1.5 4.5+1.8%*  0.21£0.07**

Dinitrofluorobenzene( DNFB) was given subcutaneously for sensitiza-
tion and challenged with DNFB on the right ears 9 d later. Round
ear pieces of 9 mm diameter were cut from both right and left ears
12 h after challenge, and weighted separately. Degree of ear
swelling was expressed as the weight difference of right and left ear
piece. Expression of ICAM-1 was detected by immunohistochemical
methods, the result was analyzed by computer imaging analysis sys-
tem ( MPIAS 1000), and recorded as mean absorbance of each
slide, the data expressed in Tab 1 are the average of 12 slides, each
from one mice. DEX; dexamethasone. ¥ + s, n=12. ** P <
0.01, compared with control group; * P <0.05, ## P <0.01,
compared with DNFB group.

Tab 2. Effects of rhIL-11 on infiltration of inflam-
matory cells of auricle skins in mice with contact der-
matitis induced by DNFB

Infiltration of inflammatory cells/mm>

Group
/mg+kg” 1 Mononuclear  Polymorphonuclear
cell( x 1073) cell
DNFB - 1.32+0.44 150 + 68
DNFB + DEX 0.5 0.16+0.11° " 26+20" "
DNFB + rhlL-11  0.375 0.82+0.18 92 +62
0.75 0.62+0.20" 67+40"
1.5 0.50+0.23" " 50 +38*

See Tab 1 for DNFB treatment . Inflammatory cell infiltration was ob-
served under light microscope ( x 400) and cell counting was ob-
served under micrometer eyepiece. % + s, n=12. * P <0.03,

**P<0.01, compared with DNFB group.
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Tab 3. Effects of rhIL-11 on serum level of NO, tu-
mor necrosis factor-o ( TNF-o), interleukin-6 ( IL-6)
in mice with contact dermatitis induced by DNFB

Group NO TNF-a IL-6
/mg-kg™! /pmol - g™ ! /pmol L~ /gL
Control - 46 + 18 10.7+1.4 7.6+1.3
DNFB - 90+32" " 22.2+2.577 21.9+4.5""
DNFB + DEX 0.5 59«11%# 12.4+2.7%% 12.4x2.6%*
DNFB + thIl-11 0.375 67+ 16" 17.5+2.1% 20.8+2.8

0.75 66+22%* 15.2+2.3%% 20.0+3.2

1.5 63+17%* 14.5+1.8%% 17.5+1.9%

See Tabl for DNFB treatment. Blood was collected from mice and centrifuged
at 450 X g for 20 min. The serum levels of TNF-a and I1.-6 were measured by
radioimmunoassay, the serum level of NO was detected by biochemical
method. %+ s, n=12. ** P <0.01, compared with control group; * P <
0.05, *#P<0.01, compared with DNFB group.
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Effects of recombinant human interleukin-11 on contact dermatitis of
mice induced by dinitrofluorobenzene and on level of
inflammatory cytokines

LI Ying-Quan, WANG Jin", XIE Qing, WANG Ju-Ying, ZHANG Xiu-Mei

(Institute of Pharmacology , School of Medicine , Shandong University , Jinan

Abstract: AIM  To observe whether recombi-
nant human interleukin-11 (thIl-11) can inhibit
METHODS
robenzene( DNFB) was used to induce the contact
dermatitis in mouse ear, rhll-11 0.375 -1.5
mg kg™ '+d" " sc for 10 d, the degree of skin in-

contact dermatitis. Dinitrofluo-

flammatory reaction was observed. At the same
time, the serum level of tumor necrosis factor-o
(TNF-a) and interleukin-6 (11.-6) was measured
by radioimmunoassay; the serum level of nitrogen
monoxidum (NO) was detected by biochemical
method and the expression of intercellular adhe-
sion molecule-1 (ICAM-1) was detected by im-

250012, China)

munohistochemical method. RESULTS  rhlL-11
significantly decreased inflammatory cell infiltra-
tion and the degree of inflammatory reaction,
decreased the level of TNF-a, NO, IL-6 in serum
and the expression of ICAM-1 in skin. CON-
CLUSION
inflammatory reaction induced by DNFB.

Key words: recombinant human interleukin-11;

thIL-11 can significantly inhibit

dermatitis, contact; cytokine; cell, infiltration
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