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Medical Management for Benign Prostatic Hyperplasia

Byung Ha Chung

Department of Urology, Urological Science Institute Yonsei University College of

Medicine Seoul, Korea

The aim of therapy for benign prostatic hyperplasia (BPH) is to improve
quality of life by providing symptom relief and an increased maximum
flow rate, as well as reduce disease progression and the development of
new morbidities. There has been an enormous decline in the popularity
of surgery and it is now apparent that medication is the most frequently
used treatment for BPH. This has arguably therefore been the most major
change in urological clinical practice in the last decade. Currently as-
adrenoceptor antagonists are the commonest medical therapy, and are
thought to act by relaxing prostatic smooth muscle, the neural or so-called
'dynamic' component of BPO. 5 ¢ -reductase inhibitors are another option
for BPH, which reduce prostatic mass and therefore the mechanical or
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'static' component of benign prostatic obstruction (BPO). Another group | wAIXA: M3}

of agents are the phytotherapeutic extracts, which act via various
mechanisms, many as yet poorly defined. This review critically assesses
existing publications relating to the medical management of BPH. (Korean

] Urol 2007;48:233-243)
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Table 1. Drugs for treatment of benign prostatic hyperplasia

Alpha-adrenergic receptor antagonist
Non-selective: phenoxybenzamine, phentolamine
Selective: prazosin, alfuzosin, doxazosin

terazosin, tamsulosin

Androgen inhibitor
5-alpha reductase inhibitor: finasteride, dutasteride
GnRH inhibitor
Antiandrogen

Antimuscarinic agent

Herbal and alternative medicine

GnRH: gonadotropin releasing hormone
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Table 2. Effect of alpha-blocker on benign prostatic hyperplasia in Korea

Mean Chang
Researcher Drug

IPSS Qmax
Joung (2006) Tamsulosin 12 wks —7.7 +1.7
Park (2004) 52 wks —6.1 +4.56
Lee (1997) 8 wks —6.4 +2.1
Chung (2005) Doxazosin GITS 48 wks —9.1 +3.2
Chung (2004) 8 wks —7.0 +3.1
Jeong (1998) Doxazosin mesylate 12 wks —8.0 +2.8
Noh (1998) 48 wks —15.8 +11.7
Chang (1994) 90 ds * +4.4
Chung (1999) Terazosin 12 wks —7.1 +2.6
Jeong (1998) 12 wks —6.8 +2.8
Lee (1995) 4 wks —9.0 +4.9
Lee (1993) Prazosin 12 wks —74 +6.0

GITS: gastrointestinal therapeutic system, IPSS: International Prostate Symtom Score, Qmax: maximum urinary flow rate. *no data.
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Table 3. VA cooperative study

No./Total No. (%)

Change in nocturia

Above 50% 25-49%  Below 24%

decrease decrease decrease
Terazosin 77/199 (39) 36/199 (18) 86/199 (43)
Finasteride 52/205 (25) 28/205 (14) 125/205 (61)
Combination 63/195 (32) 36/195 (18) 96/195 (61)
Placebo 42/189 (22) 31/189 (16) 116/189 (61)

VA: veterans affair, chi-squre (p=0.002)
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2t Al oJstd gt Gy Al SAHF
) 8 & =)ol A finasteride ©EF oo v G}/ 9o
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o|Fof g E F7|7te] A< finasteride?} &3} THA
o] Wt ol gyE dolH 7] £33 MTOPS (medical the-
rapy of prostatic symptoms) Aol Al AP A vt 2] A+
Hegol thet $JeF, doxazosin, finasteride %, W8 Q¥
BHE Hwaty] bl A 3,047 o R Y] o
FU7 A7 ARG BT F4 /)L 45309

Table 4. IPSS changing after medical management for benign
prostatic hyperplasia

Study Placebo Alpha-blocker Finasteridle Combination
VA-COOP —2.6 —6.17 —32 —6.2"
PREDICT —5.7 —8.3* —6.6 —8.5%
MTOPS —49 —6.6" —5.6" —7.4"

IPSS: International Prostate Symptom Score, VA-COOP: veterans

affair cooperative, PREDICT: prospective European doxazosin and

combined therapy, MTOPS: medical therapy of prostatic symptom.
* p<005, ' p<0.001
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Table 5. Changes of urologic variables in MTOPS study

Doxazosin Finasteride Combination Placebo

IPSS —6.0 —5.0 —7.0 —4.0

Maximum +2.5 +22 +37 +14
flow rate (ml/sec)

Prostate volume %  +18 —16 —13 +18

T A E G- ek e} 5T FAF AR A o] W
g9 3k oy AFEo] LHFJO T (Table 6),
JeongZ} ParkVell 93W = AYMZ=AHE A fina-
steride ¢} terazosin] ?j'&“* o] terazosin TrEFo]F o H
& SAA R o = TAL BFPoU 4o A
ot A e Lo e FAA Aol= gtk Bk
o1, Noh 5°& &ob A Al 23} 523 S E LA A
oFo] Wk ol FAAYAFAH ] Wt AA
Aoz o7k 9tk B stk Chost Lee*] fina-
steride 9} tamsulosin 127] Q9 7F HE&E o] @ Hol| 3+ Ao
A HE&oWo| Hud A AEAQ WA NS
B, E38 a 2H M SAHTY fold sHdE BYS
o g4 APAEo] FUA = 1dol 45% g2 A Y
A 2@ 32m)E 139 10%9] AL HYty B

HEAT Kim 570 9oy AekA] @5 o 73 5P E
A Aete] B FoFae] HwdA @EFoT
17.7%, 33579 12.1%14 4 287} H“ﬂo}ﬁi“ﬂ
AFAn g5 #HE FE2 d5EFATA 109%,
SFATNA 6.0%2 F7|7He] B FALH Y 7‘*

FAu S AR % 5o APAuNZ AP 93
e Y F Aok Basyh

4. SRAFI2IH|

o

AR S 4 el=

urinary stream), {}& X% (intermittency), vl (abdominal

QA (hesitancy), 2Fix (weak

straining voiding) 52] #H 4} ZA} (obstructive symptom) S-

v 5=} (voiding symptom) ¥} ¥l k= (frequency), 2 4 8} (urg-
ency), k7t (nocturia), 28} Q A (urge incontinence) 5 2]
A} =24} (irritative symptom) 8--& *] Z=A} (storage symp-

tom)o] Itk AY A ZL Be A9 B0 YY T4

Table 6. Effect of combination therapy in Korea

Mean Chang
Researcher Drug Duration
IPSS  Qmax
Cho(2003)  Lamsulosin 48 wks 8.1 %
° -Hinasteride W ’
Doxazosin
— +
Noh (1998) *Hinasteride 48 wks 159 10.8
Terazosin

Jeong (1998) 12 wks —92 +2.6

-Hinasteride

IPSS: International Prostate Symptom Score, MTOPS: medical
therapy of prostatic symptom

IPSS: International Prostate Symptom Score, Qmax: maximum
urinary flow rate. *no data.
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