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The Effects of IDS(Indongsoyeom-bang) Treatment
on the Hematological and Cytopathological Alterations

in Non—Bacterial Prostatitis Rat Model

Lee Jong bin! - Hwang Seock-Yeon® - Cho Chung-sik’ *
"Department of Internal medicine, College of oriental medicine, Daejeon University.

2Dept of Biomedical Laboratory Science, Daejeon University.

Background : Although chronic non-bacterial prostatitis is increasing, it is hard to treat effectively. In
western medicine, antimicrobials drug, a-adreno-ceptor antagonists, anti-inflammatory drugs, tricyclic
antidepressants and anticholinergic agents are used commonly, but chronic prostatitis/chronic pelvic pain
syndromes is confusing and frustrating for urologist. IDS(Indongsoyeom-bang) is used in treatment of chronic
prostatitis/chronic pelvic pain syndromes. And it is reported that GLS(Gleditsiae spina) and TOF(Toosendan
fructus) components of IDS have significant effect on protection of the glandular epithelial cells.

Objective : In this study was conducted to investigate the therapeutic effects and action machanism of IDS
in the rat model of non-bacterial prostatitis induced by castration and testosterone treatment.

Methods : We observed six experimental objects of normal group, control group, testosterone group, and IDS 50
mg/kg, 200mg/kg, 400mg/kg group. Rats were treated with 17 B-estradiol after castration for induction of experimental
non-bacterial prostatitis, which is similar to human chronic prostatitis in histophatological profiles. IDS and
testosterone were administered as an experimental specimen and a positive control, respectively. The prostates were
evaluated by histological parameters including the epithelial score and epithelio—stromal ratio for glandular damage.
Also, the prostates were observed by Hematological alterations of WBC, RBC, hemoglobin and platelet.

Results : While prostates of control rats revealed severe acinar gland atrophy and stromal proliferation, the
rats treated with IDS-50 showed a diminished range of the tissue damage. Epithelial score was improved in
IDS than that of the control. The epithelio-stromal ratio was lower in IDS when compared to that of the
control. Also, the examination of bloods were not observed hematological change.

Conclusion : These finding suggests that IDS may protects the glandular epithelial cells. We concluded that

IDS could be a useful remedy agent for treating chronic non-bacterial prostatitis.

Key words : chronic non-bacterial prostatitis, IDS(Indongsoyeom-bang)
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Table 1. Prescription of Indongsoyeom-bang

Herbal name Herbal medicine Amount (g)
FeEs Lonicerae Folium et Caulis 30

HEE(EOKI) Astragali Radix 20
Biipz Citri Pericarpium 12
KAEH Trichosanthis Radix 8
M4 Galli Stomachichum Corium 8
ShEp Gleditsiae Spina 6
et Angelicae gigantis Radix 4

FIE Angelicae Dahuricae Radix 4

JIET Toosendan Fructus 4
= Cnidii Rhizoma 4
Total amount 100g
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AREES J AFo] 160g
79 Wistar rat(SLC Inc, Japan)&
477k FeIe AR 1059
AREERSiTh ARSA 9 A AL
2312 T, AEE 55110 %, 713
12A17H07:00-19:00),
150-300 luxz =¥tk ddeE8 AR
= A2 (pellet)d ILPAFRE Purina Rat Chow(
A FE(F), Korea)E AMg3+lar,
TAATE AFEA AAFES 33
T BE FEAYS gy &
A5 993 (Institutional Animal Care and
Use Committee, JACUC)9] %<1 &}ol] EA A4
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(Society of Toxicology, SOT)olA =3k

"Guide Principles in the Use of Animals in
Toxicology"ell w&} 3= AT},

3) Al B 717
(1) Aok

2 AFdA A" Ak 17 B
-estradiol(Sigma, USA), testosterone(d+% of
¥, d1¥=) 223l D-PBS(Sigma, USA)E A}
gatglom, 71ef Ak AJeke S5 A kS ALE

see.

(2) 7171

2 Ay AMgE V7e dEFE71(US,
391), rotary vaccum evaporator(Biichi
B-480, Switzerland), freeze dryer(EYELA
FDU-540, Japan), autoclave(Sanyo, Japan),

micro-pipet(Gilson, France), water
bath(Vision scientific Co, Korea), vortex
mixer(Vision scientific Co, Korea),
spectrophotometer(Shimazue, Japan),

centrifuge(Sigma, USA), deep-freezer(Sanyo,
Japan), thermocycler system(MWG Biotech,

Germany), ice-maker(Vision scientific Co,
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HoAqre] A¥ e AAT(Normal group),
)=+ (Control group), testosterone o
(Testosterone group), L& IDS 50 mg/kg F
o 7+(IDS-50), IDS 200 mg/kg FI-(IDS-200),
IDS 400 mg/kg Fov+(IDS-400) & 6o = 4
ol Aedakglar, 2t i 109 A& A ekl

o} AATS sham-castration®.® 535 27N

sto RS R T ojwgt 2o AA
A glo] g2 Festa ATz 5 o
H FEE TR et tiZT e ratol A=
1A AE S GHE 17 B-estradiolS 30
2 HEE FARER AL, 17TYARE TR 5 ml/
keWhe T Fol3%t}h. Testosterone T
2 n8-8AE thdY-E 17 B-estradiol2 30
S2E4s I8t = FAEFH A 1744 5-H

testosterone(3+d &, Korea)S A2 G549

2.5 mg/kg®] o2 IEFFAL Sl IDSTE

AFEAE thEHE 17 B-estradiolS 304
b YEt R FARIAA 17dARE IDSE THT
of @este] 50 mg/kg, 200 mg/kg, 400 mg/kg®]
O % rat zonded °]-&dto] 1 13] 442
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Fote] SR @A T £ & gﬂx}‘c—?
2171 ADVIA-210(Bayer, Germany)< ©|
WY t(white blood cell), &8 *(red blood
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(3,000rpm>15min)3liAl A= Ao dislA
aspartate transaminase(AST), alanine
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N H20% BN

phosphatase(ALP) L blood urea
nitrogen(BUN), creatinine(Cr) 52| A 3}8-4 <l
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3. ATY A T MAE 4F
A FL Normalioll Al 392.4+£17.6g°]%1aL,
Controlitoll &= 320.8+£8.3g2.2 747l ek
Yo, Controlitol H]3] Testosterone<
84 F748F 1(p<0.05), IDSTolAE
g Wiste #AFHA FUtHTable ). A ¥
ZFS  NormalTolA  0.613+£0.204go]A L,
Controlol A= 0.069£0.056g 0.2 7+AE 9o
™, Testosteronew 4= Controladl H] 3}
Fo8HA 718 aL(p<0.001), IDSEel A=
ol gt Wt #EE A FdrH(Table 1I).
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Table 1. Body Weight and Prostate
Weight of Each Experimental Group

Group Body weight(g)  Prostate weight(g)
Normal 392.4£17.6 0.613£0.204
Control 320.848.3 0.069£0.056
Testosteron
334.4+14.6% 0.599+£0.27 6
e

IDS-50 303.519.5 0.047£0.018
IDS-200 323.6£9.9 0.035+0.013
IDS-400 333.4£16.8 0.040+0.014

Normal : None-treated group.

Control Treated group with 17 B
-estradiol(s.c.) 0.25 mg/2ml/kg for 30days.

Testosterone Treated group with
testosterone 2.5 mg/kg(s.c.) for l4days and
17 B-estradiol(s.c) 0.25 mg/2ml/kg for
30days.

IDS-50 : Treated group with IDS 50 mg/kg
(p.0.) for 1l4days and 17 B-estradiol(s.c.)
0.25 mg/2ml/kg for 30days.

IDS-200 : Treated group with IDS 200 mg/
kg(p.o.) for l4days and 17 B-estradiol(s.c)
0.25 mg/2ml/kg for 30days.

IDS-400 : Treated group with IDS 400 mg/
kg(p.o.) for l4days and 17 B-estradiol(s.c.)
0.25 mg/2mé/kg for 30days.

Each column represents the mean®SD.

Significantly different from the control
group(x : p<0.05, ##*x @ p<0.001)

4. 7} 24718 FAle m A= g

Controlell B]3l] IDSTAlAM = s W3}
© WEE A tH(Table TI).
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Table 1. Origan Weight of Each
Experimental Group
. Adrenal . o Seminal
Group Liver Spleen Kidney Brain  Pituitary .
gland vesicle
891 053 226 0078 221 0012 129

Normal t t + + + + +
067 007 014 0008 025 0002 0.27
991 045 247 0080 208 0M42 0.28

Control % + + + + + +
042 006 017 0010 006 0012 0.10

Testosr 072 048 250 0082 209 0040 154
+ + + + + + +

eroNe 075 004 010 0006 007 0011 044

ps 930 042 23 0000 210 0039 028
B + + + + + + +

0 03 004 013 0009 010 0012 006

ps 100 045 25 0079 207 0039 02

) + 0+ o+ o+ o+ % +
2000 057 o4 020 0011 010 0011 005

ps 106 050 271 0079 204 004 026
+ + + + + + +
0 o 008 021 0014 007 0012 004

Normal : None-treated group.

Control Treated group with 17 B
-estradiol(s.c.) 0.25 mg/2ml/kg for 30days.

Testosterone Treated group with
testosterone 2.5 mg/kg(s.c.) for 14days and
17 B-estradiol(s.c) 0.25 mg/2ml/kg for
30days.

IDS-50 : Treated group with IDS 50 mg/kg
(p.0.) for l4days and 17 B-estradiol(s.c.)
0.25 mg/2ml/kg for 30days.

IDS-200 : Treated group with IDS 200 mg/
kg(p.o.) for l4days and 17 B-estradiol(s.c.)
0.25 mg/2mé/kg for 30days.

IDS-400 : Treated group with IDS 400 mg/
kg(p.o.) for l4days and 17 B-estradiol(s.c.)
0.25 mg/2ml/kg for 30days.

Each column represents the mean®SD.

5. 7715 2 Al7)Ee vAE 9%
AST+  Controlse]  H]3]  IDS-50+,
IDS-200o A F71eks AEd¢S B, ALP=

DSl A AasteE S Beloy By fo
AL YehA] &k 217
creatinined] A& 2|3 W3l Holz] Ut}

(Table IV).

Lo

Table 1IV. Blood Chemistry of Each

Experimental Group

Gop  AST AT AP Yfr BIN  Cr
(UL UL UL U (ng/d®)  (mg/d0)
14771 5371 23343 057 1399 041
Normal — + + + + + +
3813 1176 5994 151 254 014
13025 5713 12475 100 1665 044
Control + + + + + +
5125 416 3010 283 292 010
. 15222 5811 14222 033 1743 043
estoste + + + + + +
rone
3783 1591 2587 100 293 006
14900 6078 11222 000 1640 045
DS-50 & + + + + +
297 867 1902 000 128 009
14563 5688 10813 000 1754 048
DS-200 + + + + +
2301 716 2026 000 167 005
12088 5538 11888 275 1730 047
DS-400 + + + + +
2070 828 3340 354 122 009

Normal : None-treated group.

Treated group with 17 £
-estradiol(s.c.) 0.25 mg/2ml/kg for 30days.
Treated with

Control
Testosterone group
testosterone 2.5 mg/kg(s.c.) for 1l4days and
17 B-estradiol(s.c) 0.25 mg/2ml/kg for
30days.

IDS-50 : Treated group with IDS 5 Omg/kg
(p.0.) for l4days and 17 B-estradiol(s.c.)
0.25 mg/2ml/kg for 30days.

IDS-200 : Treated group with IDS 200 mg/
kg(p.o.) for 1l4days and 17 B-estradiol(s.c.)
0.25 mg/2ml/kg for 30days.

IDS-400 : Treated group with IDS 400 mg/
kg(p.o.) for l4days and 17 B-estradiol(s.c.)
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0.25 mg/2ml/kg for 30days.

Each column represents the mean£SD.

Wsl= BEH A e ktH(Table V).

Table V. Common Blood Count of Each

Experimental Group

Lymph  Mono  Neutr Hemog
Group (%) ocyte  cyte  ophil i lobin I&g&%
(%) %0 (%) (g/dD)

121 &4 34 103 77 42 5R1
25 36 2 20 03 06 266

&2 &5 27 105 6.7 122 686

17 #7 07 #4803 06 £R2

Testoste 78 69 28 U7 67 123 6471
Tone 17 ®R6 0 H6 03 7 83
s 78 86 28 124 66 18 o3
20 £12 25 5 #2102 05 #05
s 22 85 31 120 65 16  6m1
-0 409 35 08 23 402 03 £773

Jins} 7 b 44 142 65 16 6150
A0 427 #6807 #42  #3 06 425

Normal : None-treated group.

Treated group with 17
—estradiol(s.c.) 0.25 mg/2mé/kg for 30days.
Treated with

Control
Testosterone group
testosterone 2.5 mg/kg(s.c.) for 14days and
17 B-estradiol(s.c) 0.25 mg/2ml/kg for
30days.

IDS-50 : Treated group with IDS 50 mg/kg
(p.o.) for l4days and 17 B-estradiol(s.c.)
0.25 mg/2ml/kg for 30days.

IDS-200 : Treated group with IDS 200 mg/
kg(p.o.) for l4days and 17 B-estradiol(s.c.)
0.25 mg/2ml/kg for 30days.

IDS-400 : Treated group with IDS 400 mg/
kg(p.o.) for 1l4days and 17 B-estradiol(s.c.)
0.25 mg/2ml/kg for 30days.

Each column represents the mean®SD.

oA Feol 9 Az WMl WA= JF 97

Aol Ar|7F av, AEAE
ol & AL U, = A2
T PR A AEHH 4
FHE FAstL ANew, A%

RSk A A gekth Controlat ol A
AEAE7E Aol A EtdR ] Fee Eqf3F
SHAl ExF o] 3, EIFIAE GA] HPA
FEHE AlsHA $15 5o
Ak Ao 243 a9 el o] A
A el FoldA Afrstd W 1y
dAEe] Aol AlEHAl TEEHITL
Testosteronew ol Al AEXAEE T FJHZ
Normalw#} A JEE B0 E3
Rgow Z fAE Ao, A=z
o FAY Afsvt B
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non-bacterial ~ prostatitis  experimentally
induced by castration and 17 B-estradiol
treatment.

A: Normal, B: Control, C: Testosterone, D:
IDS-50, E: IDS-200, F: IDS-400

H&E stain(x200).

8. A3 A% (epithelial score)d] P X]& <3k
IDS7F 45 AEe] M2z 24 Ao nX

v QS Gotry] A3l AIAE Fed
g} 747 458 d A9 24, dude] HS-
= 14, "R F o A5-dd= 08E WA AlEA

33}, Controlioll A= Normalw-ol|
A8 A Ao At BEEe] AYA

&l = AL AT 5 AU
. IDS-50014 1.0+0.11(p<0.01),
IDS-200°14 1.0£0.09(p<0.05), IDS-40001A]
1.240.10(p<0.01) 2. & Control-2] 0.8£0.129]
& oA e SU7E JERSx
Testosterone < Normal*¥ FAFSHA A3
A7t 1.5+0.158 Z7189 tHFig 2).

Acinar Epithelial Score
— o
*
*

=
[&]

Notmal  Control  Testo, 50 200 400
mafka  mgdkg  mgskg

Fig. 2. Effects of IDS extract on acinar

epithelial score of the prostate.

: None-treated group.
Treated group with 17 8

-estradiol(s.c.) 0.25 mg/2mé/kg for 30days.

Treated

Normal
Control
Testosterone group  with

testosterone 2.5 mg/kg(s.c.) for 1l4days and

N H20% BN

17 B-estradiol(s.c) 0.25 mg/2ml/kg for
30days.

IDS-50 : Treated group with IDS 50 mg/kg
(p.0.) for 1l4days and 17 B-estradiol(s.c.)
0.25 mg/2ml/kg for 30days.

IDS-200 : Treated group with IDS 200 mg/
ke(p.o.) for l4days and 17 B-estradiol(s.c.)
0.25 mg/2ml/kg for 30days.

IDS-400 : Treated group with IDS 400 mg/
kg(p.o.) for l4days and 17 B-estradiol(s.c.)
0.25 mg/2mé/kg for 30days.

Each column represents the mean®SD.

Significantly different from the control
group

(* 1 p<0.05, *=* : p<0.01)

9. A9/43 =24 WA v &(epithelial-
stromal area ratio)dl "X+ F&

Normalit& ZAg %9 WA v
33.42£3.30%= e ¥ Controlitel A=
76.50£2.46% % ZAgZZF el WA &o] FU}35}
%31, Testosteronewol A= A3 229 WA
HlEo] 28.99£10.35%(p<0.01)Z F24d UA
EdENT A= DS A= Normal<" 2}
testosteronesel]l B3] ZF7}sll o, DS
Al & AdEd fode #EHA FUt

(Table VI).

[elre]

Table VI. Effect of IDS Extract on Stromal
Ratio of the Prostate.

Group Stromal ratio (%)

Normal 33.42+3.30

Control 76.50+2.46
Testosterone 28.99+10.35"

IDS-50 60.97+14.04

IDS-200 77.43£15.74

IDS-400 89.62+21.7

Normal : None-treated group.

Control Treated group with 17 B
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-estradiol(s.c.) 0.25 mg/2ml/kg for 30days.

Testosterone Treated group with

testosterone 2.5 mg/kg(s.c) for l4days and
17 B-estradiol(s.c) 0.25 mg/2ml/kg for
30days.

IDS-50 : Treated group with IDS 50 mg/kg
(p.0.) for l4days and 17 B-estradiol(s.c.)
0.25 mg/2ml/kg for 30days.

IDS-200 : Treated group with IDS 200 mg/
kg(p.o.) for l4days and 17 B-estradiol(s.c.)
0.25 mg/2ml/kg for 30days.

IDS-400 : Treated group with IDS 400 mg/
kg(p.o.) for l4days and 17 B-estradiol(s.c.)
0.25 mg/2ml/kg for 30days.

Each column represents the mean®SD.

Significantly different from the control

group (¥+ : p<0.01)
V. 2 &
APAGL2 G v AA 7] A3kl oF 25%

0
H

A 8, AFE7) o] Aell= A9 wAEA| o

1, 504 ol&te] wAdelA 7Hd Sk vl wv] 3}

3k A3 Natinal Institutes of
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