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Tab 1. Effect of etoposide on formation of granu-
lar layer of tail scales in mice
Group Dose | Number of scale with granular
/mg-kg layer per 100 scales
Control 7.2+1.8
MTX 1 16.7 £2.9™
Etoposide 5 13.9+£2.4™
10 15.7 2.1
20 18.2+£2.6™

The mice in etoposide groups were ig etoposide, once every other
day,for 14 d. The control and methotrexate( MTX ) groups were
ig normal saline and MTX, respectively. On d 15, the mice
were sacrificed and the sections of tail skin were stained with
HE. The scales with continuous layers of granular cells ( >5
cells) were defined as the scale with granular layer formation.

x+s, n=12. ™ P<0.01, compared with control group.

Fig 1.

Representative histopathological changes in grannular layer of mouse tail scale (HE staining, x400).

See Tab 1 for the mouse treatments. A: control;B: MTX 1 mg+-kg™"; C, D and E: etoposide 5, 10 and 20 mg-kg ™", respectively.
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Tab 2. Effect of etoposide on mitosis of vaginal
epithelium cells of estrus cycle mice
Group Dose | Mitosis index
/mg-kg /%
Normal 5.3+1.2
Model 23.7+£2.4™
MTX 1 13.2£1.6"%
Etoposide 5 18.9£1.3%*
10 15.6 +2.0%*
20 11.4+1.4""

The model was induced by diethylstilbestrol (ip, 8 mg-kg™")
once daily for 3 d. On d 4, the mice in normal, model and eto-
poside groups were ig normal saline, MTX and etoposide, re-
spectively ,once every other day, for 11 d. On d 14 colchicine
was ip to mice at 10:00 a. m.. Six hours later, the mice were
sacrificed and vaginal tissue samples were embedded in paraffin,
the sections were stained with HE. The number of mitosis cells
were examined in 300 basal cells under optical microscope. Mi-
tosis index (% ) = the number of cells in metaphase/300 X
100% . x+s, n=12.
group; *P <0.05, *P <0.01, compared with model group.

™ P <0.01, compared with normal
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Fig 2.

Effect of etoposide on histopathological changes in vaginal epithelial cells in estrus cycle model mice

with vaginal epithelium mitosis ( HE staining, x400). See Tab 2 for the mouse treatment. A ; normal control; B: model;
C: MTX 1 mg-kg™"; D —F: etoposide 5, 10 and 20 mg-kg ™", respectively.
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Tab 3. Effect of etoposide on serum level of
interleukin-2 (IL-2) in mice
Group Dose | IL-2_l
/mg-kg /ng-L
Control 4.4+2.0
MTX 1 2.6+1.5°
Etoposide 5 2.6+2.17
10 2.2+1.8"
20 2.1+1.7"

See Tab 1 for the treatments. The serum level of IL-2 was meas-
ured with ELISA. x +s, n=12. "P <0.05, " P <0.01,
compared with control group.

GBI AR L TNF-o0 7K P B 8 BEA, 42 11-10
KT (R 4) .

Tab 4.  Effect of etoposide on serum levels of
tumor necrosis factor-a ( TNF-a) and IL-10 in
estrus cycle mice

Group Dosei1 IL-lOﬁ] TNF-OLil
/mg-kg /g L /pmol - L
Normal 24.6 +2.8 11.6 £1.3
Model 26.1+2.0 11.4+£2.0
MTX 1 29.4£2.1 7.1£2.5"
Etoposide 5 23.6+3.4 11.0 £2.9
10 25.6+3.1 8.2+1.8"
20 28.9+2.4 6.4+3.0"

See Tab 2 for the mouse treatments. The serum levels of TNF-a
and IL-10 were measured with radioimmunoassay. x +s, n =12.

"P<0.05, ™ P<0.01, compared with model group.
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Therapeutic effect of etoposide on experimental psoriasis

XIE Qing', WANG Jin’>, WANG Ju-Ying’, YAN Hui-Lan', LI Ying-Quan®®
(1. Department of Pharmacy, Qilu Hospital, 2. Institute of Pharmacology, School of Medicine, Shandong
University, Jinan 250012, China)

Abstract; AIM To investigate the therapeutic
effect of etoposide on the experimental psoriasis
mechanism.

and to explore the possible

METHODS

with vaginal epithelium mitosis and mouse tail

The estrus cycle model mice

scaled epidermis model were used to evaluate
the effects of etoposide on the epithelial cell mi-
tosis and the granular layer formation. The ser-
um interleukin-2 (1L-2) level was measured by
using ELISA, while the serum levels of the
tumor necrosis factor-oc ( TNF-oo) and IL-10
were determined by radioimmunoassay. RE-
SULTS Etoposide (5, 10 and 20 mg-kg™")
promoted the formation of granular layers in the
tail scaled epidermis, and inhibited the mitosis
of vaginal epithelial cells in mice. Compared
with the normal group, the numbers of the scale
with granular layer in etoposide 5, 10 and 20
mg-kg ™' groups increased from (7.2 +1.8) %
to (13.9 +£2.4)%, (15.7 £2.1)% and
(18.2 £2.6)% , respectively,while the mito-
sis index decreased from (23.7 £2.4)% to
(18.9+£1.3)%, (15.6 £2.0)% and (11.4 =

1.3)% , respectively. Etoposide (10 and 20
mg - kg ') significantly decreased the serum
TNF-a level in estrus cycle model mice with
vaginal epithelium mitosis, while no effect was
observed on the serum IL-10 level. Etoposide
(5, 10 and 20 mg-kg™') markedly decreased
the serum IL-2 level in mouse tail scaled epi-
CONCLUSION

has therapeutic effect on experimental psoria-

dermis model. Etoposide
sis, which may be associated with its promotion
on granular layer cell differentiation, inhibition
of the epidermal cell hyperplasia, and decrease
of serum levels of TNF-a and IL-2.

Key words:

index; tumor necrosis factor; interleukin-2;

etoposide; psoriasis; mitotic

interleukin-10
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