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Tab 1. Effects of estradiol on prostate volume, weight and prostate index in Sprague-Dawley (SD) rat
Group Body weight/g Volume/ cm® Weight/g Prostate index x 100
Normal control 353217 0.72+0.08" "~ 0.52+0.10" " 0.15£0.03" "
Castration control 315+ 25 0.10£0.00" " 0.07£0.02" " 0.02+£0.01""
TP control 290 + 28 1.02+0.15 0.88+0.15 0.30+£0.05
Estradiol 243+ 17" 1.00+0.18 0.77+0.16 0.32+0.07
Finasteride 284 £ 25 0.69+0.10" " 0.49+0.08" " 0.17+0.04" "

Except normal group, animals of other four groups were castrated. In testosterone propionate(TP), finasteride and estradiol groups, animals

were sc TP 0.5 mg*d ™! for 31 d, meanwhile, the animal in finasteride ig 10 mg*kg™' finasteride and the animal in estradiol were sc 50
1 % %
pgkg

estradiol . Prostate index = (prostate weight/body weight) x 100% . % + s, n=12. P <0.01, compared with TP group.
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Tab 2.  Epithelial cell height and acinar luminal
area of prostate in SD rat after being administered 50
ng-kg ! estradiol for 31 d

Epithelial cell
height of prostate

Acinar huminal area

Group

n /pm n /o’

Normal Control 400 13.5+3.8"° 240 0.031+0.019" "~

Castration Control 400  7.0+1.7"" 240 0.004+0.005" "

TP Control 400 28.1+7.3 240 0.053+0.036
Estradiol 400 29.4+6.9 240 0.053+0.039
Finasteride 400 12.2+£2.5"% 240 0.025+0.017" "

See Tab 1 for treatment. ¥ +s. “P<0.05, ** P<0.01, com-
pared with TP group.

Tab 3. Effect of estradiol of different doses on
prostate of SD rat

Estradiol ~ Body weight ~ Prostate weight ~ Prostate index
/pgrkg! /g /e x 100
0 232 +26 0.52+0.12 0.23+0.06
50 229 + 27 0.65+0.12 0.29+0.05
100 227+6 0.57+0.11 0.25+0.05
200 226 + 26 0.63+0.15 0.29+0.10
400 204 £ 16 0.72+0.04" 0.35£0.04" "

All animals were castrated and divided into five groups. They were
treated with 0.5 mg'd’1 TP and administered 0, 50, 100, 200 or
400 prg-kg ! estradiol for 2 weeks. x + s, n=6. * P <0.05,

" * P<0.01, compared with 0 pg-kg™" group.

Tab 4.  Epithelial cell height and acinar luminal
area of prostate in SD rat after administered estradiol
for two weeks

Epithelial cell

Acinar luminal area

Estradiol height of prostate
/pgrkg™!
n /pm n /mm?
0 200 17.2+4.3 120  0.045+0.033
50 200 20.4+4.3"" 120 0.045+0.035
100 200 21.7+£3.9"7 120 0.056+0.033
200 200 25.6+6.0"" 120 0.054+0.039
400 200 29.6+£6.7"" 120 0.079+0.046" "

See Tab 3 for treatment. x +s. “P<0.05, ** P<0.01, com-

pared with O pg-kg™! group.
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Fig 1.

Morphological changes in prostate stained with hematoxylin and eosin (H&E ). See Tab 3 for treatment . (4

O yigehg " estradiol o (B) 50 g kg " estradiol; (C) 200 g kg~ eswadiol; (D) 400 pg-ky ' estrudiol . Alter being treated with estradiol
far bwn wecks. the prostate duct area of estradiol groups was enlarged and their epiihelial cell height was inoreased .
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Effects of estradiol on prostate hypeplasia in castrated rats

WU Jian-Hui', PEI Xiao-Dan?, CAO Lin', SUN Zu-Yue'*, HE Gui-Lin',
LIU Gui-Ming', JIANG Xiu-Rong'
(1. Department of Pharmacology and Toxicology , SIPPR, National Evaluation Centre for the Toxicology of

Fertility Regulating Drugs , Shanghat

Science of Liaoning University , Shenyang

Abstract: AIM To investigate whether 50 pg*
kg™ ! estradiol can inhibit the proliferation of hy-
perplastic prostate induced by testosterone propi-
onate(TP). METHODS (D 60 male Sprague-
Dawley(SD) rats divided into five groups at ran-
dom. One as normal control group, the other
groups were negative control group, TP control
group, estradiol group and finasteride group.
Except the normal control group, the rats of other
groups were castrated. One week after castration,
the rats of TP control group were treated with 0.5
mg*d~" TP, the estradiol group was treated with
0.5 mg-d™" TP and 50 pg- kg™ ' estradiol, the
animal of finasteride group were treated with 0.5
mg*d ™" TP and 10 mg-kg ™' finasteride for 31 d.
@ 30 male SD rats divided into five groups and
were castrated, one week later, four groups were
treated with 50, 100, 200 or 400 ;Lg'kg_1 estra-
diol respectively for 14 d, meanwhile, all animal
were treated with 0.5 mg+d~" TP. Animals were
anesthetized to death, the prostate was dissected
and their weights were measured and their prostate
index(PI) was calculated. The height of epithelial

cell and acinar luminal area were measured with

200032, China; 2. Department of Environmental

110036, China)

micro image analysis software. RESULTS (D
After being treated with 50 pg+ kg™ estradiol for
31 d, between TP control group and estradiol
group, there were no differences in these indexes,
including the mean prostate volume, mean
prostate wet weight, prostate index, mean height
of epithelial cell and mean gland lumen area of
prostate . While in finasteride group, the values of
all indexes were smaller than that of TP group
(P<0.01). @ In 400 pg- kg ' group, the
mean prostate wet weight was increased, the mean
PI increased, the mean height of epithelial cell
and the mean gland lumen area of prostate were
signicantly increased as compared with that of
control group( P < 0.01). CONCLUSION 50
pge kg™ and more estradiol can not inhibit the
proliferation of hyperplasia prostate that induced
by TP, on the contrary, they promote the prostate
to proliferate .

Key words: estradiol; prostate; proliferation;
rats; model; animal
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