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Medicines are improved based on the findings of various inves-
tigative and clinical studies conducted to discover the mecha-
nisms of diseases and new treatment methods. In investigative 
research about diseases such as underactive bladder (UAB), 
even minute details are important because they can contribute 
to the development of new treatment. 
 Neurogenic lower urinary tract dysfunction is a common 
problem among patients with neurological disorders. Accord-
ing to how it manifests, it can be classified into 3 categories: (1) 
inability to void the bladder successfully, (2) inability to store 
urine adequately, and (3) a combination of both. 
 Several anticholinergic drugs, such as propiverine, solifena-
cin, imidafenacin, tolterodine, and fesoterodine, are used to im-
prove bladder compliance and decrease detrusor overactivity 
(DO). However, the extensive investigative and clinical research 
that has been conducted recently to understand the pathophysi-
ological mechanism of DO has revealed the effectiveness of oth-
er pharmacological compounds such as mirabegron, a novel β3-
adrenoceptor agonist, and botulinum toxin [1]. Evidence of the 
efficacy and safety of intravesical onabotulinum toxin A injec-
tions has led to their approval in many countries, including Ko-
rea, for the treatment of urinary incontinence due to neurogenic 
DO resulting from spinal cord injury or multiple sclerosis in pa-
tients refractory or intolerant to anticholinergic medications or 
mirabegron [2]. We can conclude from this that various thera-
peutic options are available for DO. However, by contrast, no ef-
fective treatments have been developed for detrusor underactiv-
ity (DU) thus far, and a paucity of research exists on this field. 

 The International Continence Society defines DU as “detru-
sor contraction of reduced strength and/or duration, resulting 
in prolonged bladder emptying and/or failure to achieve com-
plete bladder emptying within a normal time span” [3]. UAB is 
a multifactorial and complex problem that could be classified as 
a neurogenic, myogenic, or idiopathic disorder based the sus-
pected causes and underlying diseases associated with it [4]. 
Hoag and Gani [5] reported that the most common treatment 
of UAB is intermittent self-catheterization (54.4%), followed by 
observation/conservative treatment (25.3%) and sacral neuro-
modulation (12.7%). 
 Unfortunately, accurate diagnosis and proper management 
of UAB are frequently encountered difficulties, even by urology 
experts, because of the complexity of the underlying etiology 
and the scarcity of treatment options. Therefore, much research 
is needed to better understand UAB and establish optimal 
management strategies for patients with voiding problems that 
affect their quality of life. 
 In the present issue of the International Neurourology Journal 
(INJ), 2 interesting articles associated with UAB were included. 
The first article, titled “Structural Changes of the Urinary Blad-
der after Chronic Complete Spinal Cord Injury in Minipigs,” 
revealed that chronic spinal cord injury (SCI) changes the com-
position of the proteins in the urinary bladder wall, which leads 
to a reduction in the contractile and elastic properties of the 
bladder [6]. It demonstrated in detail how SCI severely influ-
ences the urinary bladder wall composition and depicted the 
similarities between minipigs and humans. The results of this 

http://crossmark.crossref.org/dialog/?doi=10.5213/inj.2015.19.3.1&domain=pdf&date_stamp=2015-9-0


4    www.einj.org

Khae Hawn Kim  •  Broaden and Build Up Knowledge Based on Investigative and Clinical ResearchINJ

Int Neurourol J 2017;21:3-5

study provide important information required for the basic un-
derstanding of the pathophysiological mechanism of UAB. 
 The second article, titled “Ketanserin and Naftopidil En-
hance the Potentiating Effect of Alpha-Methyl-Serotonin on the 
Neurally-Induced Contraction of Human Isolated Urinary 
Bladder Muscle Strips,” demonstrated that α-methyl-serotonin-
induced potentiation of the contraction of neurally evoked hu-
man detrusor strips was not mediated by the 5-hydroxytryp-
tamine receptor subtypes, and was enhanced by ketanserin and 
naftopidil [7]. The underlying mechanism for this enhance-
ment is still unknown. However, this study suggests that these 
two drugs, ketanserin and naftopidil, may be effective for treat-
ing diseases characterized by detrusor contractile dysfunction 
such as UAB. 
 The research conducted in these 2 studies should be contin-
ued and extended for better comprehensive understanding of 
UAB and for the development of suitable therapeutic strategies 
such as those available for DO.
 The original indication of a drug can be changed and ex-
panded by investigative and clinical studies. However, urologi-
cal clinicians should avoid hasty generalizations based on find-
ings from inadequate studies. In this regard, the article titled 
“Evidence Is Enough?: A Systematic Review and Network Me-
ta-Analysis of the Efficacy of Tamsulosin 0.2 mg and Tamsulo-
sin 0.4 mg as an Initial Therapeutic Dose in Asian Benign Pros-
tatic Hyperplasia Patients” is introduced in this issue [8]. 
 Tamsulosin is the most commonly used α-blocker for the 
treatment of lower urinary tract symptom (LUTS) induced by 
benign prostatic hyperplasia (BPH). At the development pro-
cess of tamsulosin, the initial standard dose was decided con-
sidering the difference in body mass index between Asian and 
Western men. Therefore, the initial standard dose of tamsulosin 
was introduced to patients with BPH was 0.2 mg for Asian men 
and 0.4 mg for Western men [9,10]. The degrees of improve-
ments in international prostate symptom score and maximal 
flow rate were similar between Asian patients with BPH treated 
with tamsulosin 0.2 mg and Western patients with BPH treat-
med with tamsulosin 0.4 mg [11,12]. In addition, no significant 
adverse events were found in the patients in both groups. How-
ever, some investigators reported that ejaculatory problems 
were less observed in the Asian patients having BPH treated 
with tamsulosin 0.2 mg that in the Western patients with BPH 
treated with tamsulosin 0.4 mg [13]. 
 Recently, a randomized controlled trial (RCT) was conduct-
ed to introduce a better treatment effect of tamsulosin 0.4 mg as 

an initial dose for Korean patients with BPH than tamsulosin 
0.2 mg [14]. In general, tamsulosin 0.4 mg is considered for 
Asian patients with BPH who do not show improvement of 
LUTS after treatment with tamsulosin 0.2 mg as the initial stan-
dard dose. However, the results reported by Kim et al. [14] do 
not meet the standard consensus of tamsulosin treatment in 
Asian patients with BPH. Therefore, reassessment is necessary 
before we accept and apply the report by Kim et al. [14] in clini-
cal practice. 
 The article in this issue of INJ compared the efficacy between 
tamsulosin 0.2 and 0.4 mg as initial doses by using an analytical 
method with indirect and mixed treatment comparisons due to 
lack of a head-to-head direct comparison study [8]. No signifi-
cant differences were found between treatment with tamsulosin 
0.2 and 0.4 mg. Therefore, evidence that supported better effi-
cacy of tamsulosin 0.4 mg was not found from the results of a 
network meta-analysis. Moreover, the inconsistency between 
the study by Kim et al. [14] and other previous RCTs observed 
from the analysis also supports the fact that evidence for better 
efficacy of tamsulosin 0.4 mg is lacking. Therefore, tamsulosin 
0.2 mg is still the standard initial dose for Asian patients with 
BPH. Moreover, the article reflects the need to discriminate a 
good-quality study before application in real life. 
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