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Improvement of diosmin on benign prostatic hyperplasia in male rats

CHEN Tao, HUANG Wen-tao
Department of Pharmacy, Wuhan Hospital of Traditional Chinese and Western Medicine, Wuhan 430022, China

Abstract: Objective To investigate the improvement and mechanism of diosmin on benign prostatic hyperplasia in male rats.
Methods Wistar rats were randomly divided into the control, model, and diosmin (80, 160 mg/kg) groups, and each group had 6 rats.
Rats with benign prostatic hyperplasia model were established by surgical castration, and sc administered with Testosterone
Propionate Injection 10 mg/kg. The diosmin groups were ig administered with diosmin 80 and 160 mg/kg every day, and the rats in
each group were given the drug continuously for 4 weeks. The prostate tissue was isolated, and the effects of drugs on prostate PI,
PACP activity, prostate tissue morphology, and oxidative stress level were observed. And the Col-I, AR, and ER-o/f expression
levels were evaluated by Western blotting method. Results Compared with the model group, Pl was significantly reduced in the
diosmin groups (P <0.01), and the enzyme activity of PACP was inhibited (P < 0.05, 0.01). Compared with the model group, diosmin
inhibited prostatic epithelial hyperplasia and collagen deposition to a certain extent. Compared with the model group, the activities of
SOD, GPx, and CAT were significantly increased in the diosmine 80, 160 mg/kg groups (P < 0.05, 0.01). Compared with the model
group, the intervention of diosmin could significantly increase GSH and T-SH levels in the prostate, and reduce the MDA and GSSG
levels (P < 0.05, 0.01). Compared with the model group, the expression of Col-I in the diosmin group was significantly decreased
(P < 0.01, 0.05), and the expression levels of AR and ER-a were significantly inhibited by 160 mg/kg diosmin (P < 0.01), the
expression level of AR was significantly decreased by 80 mg/kg diosmin (P < 0.05), and the expression level of ER-B was
significantly increased by dexamethasone (P < 0.01). Conclusion The mechanism of diosmin in improving benign prostatic hyperplasia
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in rats is related to regulation of AR, ER-alpha/beta expression and oxidative stress in the prostate.
Key words: Diosmin; benign prostatic hyperplasia; AR; ER; oxidative stress
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Table 1 Effects of diosmin on body weight, PI, and PACP levels in benign prostatic hyperplasia rats ( X #s,n =6 )

ZH 5 FE/(mg kg ) WA g AR T Elg Pl/(mg g™ PACP/(U LY
ot — 187.8+5.8 370.3+9.0 2.32+0.18 243+1.6
kit — 188.5+7.1 363.0+11.1 5.06+0.36" 54.8+3.9"
Hiy B4 ] B 80 186.8+6.1 366.7+8.2 4,08+0.35" 48.6+3.1%
160 188.8+6.8 368.0+8.6 3.41+0.16" 35.6+4.8"

xR TP<001: SHmAkE: P<00s "P<0.01
P < 0.01 vs control group; *p<0.05 *p<0.01vs model group

HuBELF] B 80 mg kgt

i BLF] B 160 mg kg *

B 1 XEAFIRELFREZEN (HE A1 Masson &)
Fig. 1 Pathological examination of prostate in rats (HE and masson staining)
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Table 2 Comparison on prostate antioxidant enzyme activity, nonenzymatic antioxidants and oxidative indicators in rats( x =s,

n==6)
3 T SoD/ GPx/ CAT/ MDA/ GSH/ GSSG/ T-SH/
(mgkgd (Umg?) (Umg™) Umg?y  (mmolmg? (nmolmg™®) (nmolmg?)  (mmolmg™)
ot R — 75614926 106.51+9.49 34374485 357+044 4.64+044 0.18+0.05  0.018+0.009
it —  27.86+6.917 62294751 19.23+3.81" 8.33+0.87" 2.63+0.32" 0.765+0.11" 0.0024+0.0008"

HWEFER 80

54.34+4.75"% 67.27+6.89% 24.16+3.25" 6.65+0.34% 3.2540.34"

0.573+0.07"* 0.0040+0.0007%

160 66.55+9.56" 71.77+7.41% 26.724+4.11% 562+0.32" 3.5354+-0.41% 0.5234-0.05" 0.0056+0.0007*

LRI LEAL: TP<0.01; SEMAILE: 'P<0.05 #P<0.01
P < 0.01 vs control group; *p<0.05 *Pp <0.01vs model group

%3 HEAARATHIBR Col-l. AR F ER-a/p FiAELHE ( x+s, n=5)
Table 3 Comparison on the prostatic expression of Col-I, AR, and ER-o/p in different group ( X +s,n=5 )

2H 5] FE/(mgkg™)  Col-Up-actinGH%HE)  AR/p-actin CHEXHE) ER-o/p-actin(FE%HME)  ER-B/B-actin CHHXHE)
it e — 1.0040.31 1.00+0.14 1.00+0.08 1.00+0.13
AR — 5.93+0.49™ 2.42+0.39" 1.80+0.24™ 0.13+0.03"
i ] 80 5.15+0.46" 2.00+0.19* 1.53+0.17 0.38+0.05"
160 1.25+0.28% 1.294+0.18% 1.14+0.17% 0.95+0.05%

SR TP<0.01; SIS "P<005 "P<0.01
P < 0.01 vs control group; *P < 0.05 #P < 0.01 vs model group
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Fig. 2 Detection of the AR and ER-a/p protein expression
in prostate of rats
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