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Effects of the Korean Medicinal Herbs for Treatment of Benign Prostatic Hyperplasia

Induced in Rat Models: A Review
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ABSTRACT

Objectives: This study is to review the effect of Korean medicinal herbs on treatment of benign prostatic hyperplasia induced

in rat models, as reported in domestic and foreign journals.

Methods: Six electronic databases (EMBASE, PubMed, Oasis, RISS. CENTRAL, and Koreankt) were searched with terms
including benign prostatic hyperplasia to identify study reports on treatment of benign prostatic hyperplasia impairment with
Korean medicinal herbs. After selecting several studies, the analysis focused on items reflected in the diagnosis of benign
prostatic hyperplasia, such as prostate weight, thickness of the prostate epithelium, and prostate specific antigen.

Results: Six studies were reviewed. Testosterone propionate was used as a benign prostatic hyperplasia induction material
in all the included studies. Cinnamomum verum (CV), Cynanchum wilfordii (CW), Ponciri fructus (PF), Quisqualis indica (QI),
Acorus gramineus (AG). and Melandrium firmum (MF) had reduced prostate weight statistically significantly. The QI gave a
better response than finasteride in terms of reducing epithelium thickness, and the response was statistically significant. The

prostate specific antigen level was lower in the group treated with CV than in the control group.

Conclusions: CV, CW. PF. QL AG. and MF had distinct therapeutic effects. However it is difficult to determine which of
these is better by comparing them numerically because the observation items evaluated in a rat model of benign prostatic hyperplasia.
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A8 - (experimental group, EG)elA]
AHE 8 SE-F3)( Melandrium firmum, MF),
MAE(Acorus gramineus, AG), A (Ponciri fructus
PF). A (Cinnamomum verum, CV), ®W3sl5<

(Cynanchum wilfordi, CW . AREAH Quisqualis indica,
QDE F 7HAA . 24 AelM Fojg F24E
o SF(F AL %%-‘F“'rf‘“ 200 meg/kg, Al
3] 5 mg/kg, A4 200 mg/keg, W32 200 me/ke,
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testosterone propionate(TP)ZE Fo8}4l om
A 3L 13 A A of el 3t AdFsHA] &
I TP Foguts 7|&ste. TP g
AdelA 3 mg/kgs 45 5t L FFA} 3l
on, AAE 5 mg/kgs, Wk, E 20 me/kgs
e I S 3}31‘:}
vt i 29E she] £(BP
At o, g3 13 AA
2 (control group, CG)& AAslg o, 4=
T3] A 1% A B FHE HRLe

AR sk 6YL494 Af BF FAH = (positive
control group)& F7kske] HFHA
A 5a—reductase AA &25-& YePHE finasteride®
A48k} Finasteride £3%2] 7% A=) 1 mg/ke,
W32 5 me/kgeld o] wrA] 4l A 10
mg/kgE Fostit HEEY dT7e SFHSE
Sz AME Y oehE 29, wgkes AR

o,

AAE 500 mg/kg. AHEAF 150 mg/kgel ek A H 7374 1"elsdeh FA 71748 A AT 39l A
A f= dge] As 392 13 dAAe £ = 45, YA 382 3FH(Table 1).
Table 1. List of Articles
N Author Intervention Administration Subiect Method Duration
(year) (solvent) (dose) ! (dose)
m Melandrium Firmum (MF) PO’ Wistar TP .
1 Lee™ (2012) (methanol) (200 mg/kg) (adult) (3 mg/ke) tw
12 Cinnamomi Cortex (CC) PO SD TP
2 Choi™ (2016) (water) (5 mg/kg) (adult) (5 mg/ke) 8w
13 Ponciri Fructus (PF) PO SD TP
3 Jeon™ (2017) (ethanol) (200 mg/kg) (adult) (3 mg/ke) tw
m Cynanchum Wilfordii (CW) PO SD TP
4 Lee™ (2017) (water) (200 mg/kg) (adult) (20 mg/ke) 8w
5 Acorus Gramineus (AG) PO SD TP
5 Moon™ (2017 (water) (500 mg/kg) (adult) (3 mg/ke) 8w
.. 1 Quisqualis Indica (QI) PO SD TP
6 Wijerathne™ (2017) (ethanol) (150 mg/kg) (adult) (3 mg/ke) 4w

*w . weeks, TPO : per oral
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Table 2. Effect of Single Herbal Extract for Value Index about Diagnosis Criteria of BPH

Herb MF CcC PF CW AG QI
PW v v \Y \Y v v
Thickness Y v v v \v/ A 4
DHT v S v v v v
PSA - v - v - v
bAR?2 - v - \Y V| v
AR - v - v v v
* A or vV @ BPHC(EG(CG or ‘BPH)EG)CG’

t A or ¥ : ‘BPH(CGCEG or ‘BPH)CGHEG
Florl:
§ -

not included

0624

B BPH group,/Control group Experimental group/BPH group

Fig. 2. Ratio of BPH to control group and experimental
to BPH group on the prostate weight.
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‘Finasteride group{EG" or ‘Finasteride group)EG’
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Fig. 3. Ratio of BPH to control group and experimental
to BPH group on the PSA level.
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Fig. 4. Ratio of BPH to control group and experimental
to BPH group on DHT level.
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A A (Fig. 5).

AR—er—L— A=), Wage, HAAE AREA}l A
A= o] 5L BF BPHTOM Z71€ AR
= ol AaAZH B3] Azjel et
Hz7 By dell = o vopxl s
o, A5 A FNET Hep o =2
& vehloh(Fig. 6).
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Fig. 5. Ratio of BPH to control group and experimental
to BPH group on 5-AR? level.
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Fig. 6. Ratio of BPH to control group and experimental
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ratio, v-Akt murine thymoma viral oncogene(AKT), activated B cells(NF-kB), catalase(CAT), superoxide
glycogen synthase kinase 3B(GSK3B) 59 &4 ¥ dismutase(SOD), glutathione S-transferase(GST),
iNOS, IL-18, cyclooxygenase-2(COX-2), interleukin-6 glutathione reductase(GR), glutathione peroxidase

(IL-6), nuclear factor kappa light chain enhancer of (GPx). glutathione(GSH) 5] AFH-=%tH Table 3).

Table 3. Effect of Single Herb Extract for Other Value Items

Herb MF CC PF CW AG Ql
BW - =l = \V/ =
PWI v v -
Stromal cell sapce v -3
Testosterone v -
5AR1 - -
ER-a - *
SRC1 - v
CAT - -
GPx - -
GR - -
GST - -
GSH - -
SOD - -
PCNA - -
Bcl-2/Bax ratio - -
Bel-2 - -
iNOS - - - - A\ 4
IL-18 - - - - A\ 4 -
IL-6 - - - - A\ 4 -
COX-2 - - - - A\ 4 -
NF-xB - - - - v
Cyclin D1 - - - - -
Cleaved caspase-3 - - - - -
Cleaved caspase-9 - - - - -
AKT - - - - -
GSK3B - - - - -
* A or v i 'BPHCEGCCG or BPH)EG>CG
* A or ¥ : BPH(CGEG or ‘BPH)CGHEG
¥ [or | : ‘Finasteride group{EG’ or ‘Finasteride group)EG’

§ - : not included
| = : ‘BPH=CG=EG
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