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Purpose: Previous studies have revealed that tamsulosin is effective in improving lower urinary tract symptoms (LUTS) and 

erectile functioning but has some inhibitory effects on ejaculation, including decreased ejaculatory volume. However, these 

inhibitory effects on ejaculation can be beneficial to patients with premature ejaculation (PE). Therefore, this study was conducted 

to understand the effect of tamsulosin on PE in men with benign prostatic hyperplasia.

Materials and Methods: Twenty-nine patients who visited with LUTS were categorized into 2 groups of LUTS-only patients 

(n=12) and LUTS combined with PE (LUTS+PE) patients (n=17), and 0.4 mg of tamsulosin was administered to the patients of 

both groups for 12 weeks. Comparative analyses of before and after the treatment were conducted for calculating the International 

Prostate Symptom Score (IPSS), International Index of Erectile Function-5 (IIEF-5), intravaginal ejaculatory latency time (IELT), 

premature ejaculation diagnostic tool (PEDT), and premature ejaculation profile (PEP). The patients with an IPSS score of 8 or 

higher were determined as LUTS patients, and the patients with IELT of less than 2 minutess and a PEDT score of 9 or higher were 

determined as PE patients.

Results: After treatment, the IPSS score significantly decreased in both groups. There was no statistically significant change in the 

PEDT for the LUTS group, but there was a significant decrease in PEDT (p=0.012; from 12.1±3.31 to 8.4±4.49) in the LUTS+PE 

group.

Conclusions: Tamsulosin not only has a treatment effect for LUTS but also improves the PE of LUTS+PE patients. Therefore, 

further studies are needed to confirm the effects of tamsulosin on PE.
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INTRODUCTION

　The morbidity of benign prostatic hyperplasia is ex-
tremely high in elderly men. Recently, changes in sexual 
function before and after the treatment of benign prostatic 
hyperplasia have attracted attention. Previous studies have 

reported that tamsulosin, which is used as a primary ther-
apeutic agent for benign prostatic hyperplasia, was effec-
tive in the improvement of sexual function as well as the im-
provement of lower urinary tract symptoms (LUTS) [1-3]. 
However, studies on the effect of tamsulosin on ejaculation 
have reported that tamsulosin had inhibitory effects in the 
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emission phase of ejaculation, including decreased ejacu-
latory volume [4,5]. On the other hand, the inhibitory effect 
of tamsulosin on ejaculation could be beneficial to patients 
with premature ejaculation (PE). In fact, according to a clin-
ical trial study by Akin et al [6], alpha blocker agents affect 
the improvement of PE. Although there are numerous defi-
nitions of PE, it is likely that the International Society for 
Sexual Medicine (ISSM)’s recently developed definition 
will become the de facto definition. The ISSM proposed 
that lifelong PE should be defined as male sexual dysfunc-
tion characterized by ejaculation that always or nearly al-
ways occurs before or within about 1 minute of vaginal pen-
etration; the inability to delay ejaculation on all or nearly all 
vaginal penetrations; and negative personal consequences, 
such as distress, botheration, frustration, and/or the avoid-
ance of sexual intimacy [7]. Thus, in the assessment of the 
effect of tamsulosin on PE, both intravaginal ejaculatory la-
tency time (IELT) and ejaculatory control ability should be 
considered. The premature ejaculation diagnostic tool 
(PEDT) and premature ejaculation profile (PEP), which are 
questionnaires for following-up the diagnosis or treatment 
outcomes of PE, have been well validated for their reli-
ability and eligibility in the assessment of ejaculatory con-
trol ability, personal distress related to ejaculation, inter-
personal difficulty related to ejaculation, and satisfaction 
with sexual intercourse [8,9]. Accordingly, this study was 
conducted to investigate the effect of tamsulosin on ejacu-
lation in patients with LUTS by comparing the IELT, PEDT, 
and PEP before and after tamsulosin administration.

MATERIALS AND METHODS

　This study was a 12-week, single-center, open-label, 
flexible-dose prospective trial. A total of 43 male LUTS pa-
tients were evaluated over 3 months. The appropriate tam-
sulosin administration dose was determined to be 0.4 mg 
because some Korean journal reported that the admin-
istration of 0.2 mg of tamsulosin had no effect on PE. The 
inclusion criteria were as follows: men aged 45 to 75 years 
having a regular sexual partner with active sexual behav-
ior (an IELT score [sexual intercourse ≥2 times/mo], a total 
International Prostate Symptom Score [IPSS] of ≥8, and a 
prostate volume of ≥20 mL). The exclusion criteria were 
as follows: prostate cancer with or without medical or sur-

gical treatment, urethral stricture, erectile dysfunction 
(International Index of Erectile Function-5 [IIEF-5] score
＜22), neurogenic abnormality, psychiatric illness, and 
any kind of cardiovascular abnormality. The participants 
were evaluated at their first visit to the clinic via a detailed 
medical history, the recording of vital signs, and a physical 
examination. Prostate specific antigen, urine analysis, 
transrectal ultrasonography (TRUS), uroflowmetry (UFM), 
and residual urine test were also performed for the diag-
nosis of benign prostatic hyperplasia. In addition, they 
were asked to complete the IPSS, IIEF-5, PEP, PEDT, and 
self-reported IELT.
　The 43 patients with LUTS were divided into two groups, 
namely, with and without PE. If a patient had PEDT ≥9 
points or self-reported IELT ＜2 minutes, he was included in 
the group with PE. The cutoff values of PEDT (9 points) and 
IELT (2 minutes) in this trial were decided on the basis of the 
following: Patients with PEDT ≥9 cannot assure not have 
PE. Therefore, we think that these patients needed to be in-
cluded in the PE group. Further, the definition of PE in most 
clinical trials is IELT  2 minutes. Both groups received tam-
sulosin at a dose of 0.4 mg/d for 12 weeks. The results of the 
IPSS, UFM, TRUS, IIEF-5, PEP, PEDT, and IELT before and 
after tamsulosin administration were compared within and 
between the two groups. IGIC (The clinical global im-
pression of change−scale is a 7-point scale that requires 
the clinician to assess how much the patient’s illness has 
improved or worsened with respect to a baseline state at the 
beginning of the intervention and rate it as follows: 1, very 
much improved; 2, much improved; 3, minimally im-
proved; 4, no change; 5, minimally worse; 6, much worse; 
or 7, very much worse.) results were reported after tamsulo-
sin administration.
　SPSS version 13.0 (SPSS Inc., Chicago, IL, USA) was 
used for the statistical analysis. We carried out the stat-
istical analysis to find the clinical efficacy of tamsulosin on 
the basis of the IPSS and IIEF-5, and the ejaculatory func-
tion by using a paired t-test. A value of p＜0.05 was con-
sidered statistically significant.

RESULTS
1. Demographics

　Of the 43 subjects initially included in the study pop-
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Table 2. Effect of tamsulosin on LUTS and erectile function
in BPH with or without PE

Group Patient
(n) Pre-treatment Post-treatment p value

IPSS
　LUTS+PE
　LUTS
IIEF-5
　LUTS+PE
　LUTS

17
12

17
12

25.4±8.94
19.6±10.03

12.8±6.66
15.4±4.60

20.4±10.34
15.4±7.76

15.5±5.93
14.9±3.32

0.03a

0.044a

0.122
0.728

Values are presented as mean±standard deviation.
LUTS: lower urinary tract symptoms without premature 
ejaculation, BPH: benign prostatic hyperplasia, PE: premature 
ejaculation, IPSS: International Prostate Symptom Score, 
LUTS+PE: lower urinary tract symptoms with premature 
ejaculation, IIEF-5: International Index of Erectile Function-5.
ap＜0.05.

Table 1. Pre-treatment characteristics of patients in the LUTS+PE and the LUTS-only groups

LUTS+PE (n=17) LUTS-only (n=12) t value p value

Age (yr)
BP (mmHg)
PSA (ng/mL)
Prostate size (g)
Voided volume (mL)
Qmax (mL/s)
Average flow velocity (mL/s)
Residual urine (mL)

57.65±8.81
120.94±15.13

0.91±0.62
26.63±8.93

179.37±87.58
12.68±3.96
6.50±2.27

16.74±22.49

59.08±6.67
117±13.65
1.64±0.97

29.48±14.92
215.19±66.20
17.51±7.99
9.00±3.86

11.25±17.07

−0.48
2.54

−2.46
−0.64
−1.19
−1.93
−2.01

0.71

0.64
0.72
0.07
0.53
0.24
0.07
0.06
0.48

Values are presented as mean±standard deviation.
LUTS+PE: lower urinary tract symptoms with premature ejaculation, LUTS-only: lower urinary tract symptom without 
premature ejaculation, BP: systolic blood pressure, PSA: prostate specific antigen, Qmax: maximum flow velocity.

Table 3. Effect of tamsulosin on premature ejaculation in 
BPH with or without PE

Group Patient
(n) Pre-treatment Post-treatment p value

PEP
　LUTS+PE
　LUTS
PEDT
　LUTS+PE
　LUTS
IELT (s)
　LUTS+PE
　LUTS
CGIC
　LUTS+PE
　LUTS

17
12

17
12

17
12

17
12

6.1±2.68
10.1±2.02

12.1±3.31
5.7±2.42

157.1±127.51
417.5±221.73

-
-

7.6±3.61
8.7±2.53

8.4±4.49
5.6±3.87

214.4±107.35
380.8±240.06

0.6±1.06
0.7±0.65

0.07
0.061

0.012a

0.947

0.11
0.548
0.823

Values are presented as mean±standard deviation.
BPH: benign prostatic hyperplasia, PE: premature ejacu-
lation, PEP: premature ejaculation profile, LUTS+PE: lower 
urinary tract symptoms with premature ejaculation, LUTS: 
lower urinary tract symptoms without premature ejaculation, 
PEDT: premature ejaculation diagnostic tool, IELT: intrava-
ginal ejaculatory latency time, CGIC: clinical global im-
pression of change in premature ejaculation, -: not available.
ap＜0.05.

ulation, 14 were excluded because of incomplete data 
collection. Eight of the 14 patients maintained the fol-
low-up for 8 weeks, and 6 of the 14 patients maintained 
the follow-up for 4 weeks because of financial problems or 
difficulty of accessibility. As a result, 29 men formed the 
study cohort. The general subject characteristics and base-
line data are presented in Table 1.

2. Clinical efficacy based on International Prostate 
Symptom Score and International Index of 
Erectile Function-5

　The IPSS score significantly decreased from 25.4±8.94 
before tamsulosin administration to 20.4±10.34 after the 
12-week administration of tamsulosin in the LUTS+PE 
group. Meanwhile, it also significantly decreased from 

19.6±10.03 before tamsulosin administration to 
15.4±7.76 after the 12-week administration in the LUTS 
group. However, no significant difference in the IIEF-5 
score was found in either group (Table 2).

3. Clinical efficacy based on ejaculatory function

　The PEDT score significantly decreased from 12.1±3.31 
before tamsulosin administration to 8.4±4.49 after the 
12-week administration in the LUTS+PE group (p＜0.05). 



102   World J Mens Health Vol. 32, No. 2, August 2014

Meanwhile, no significant difference was found in the 
LUTS group. The PEP score increased from 6.1±2.68 be-
fore the tamsulosin administration to 7.6±3.61 after the 
12-week administration in the LUTS+PE group, but this 
change was statistically insignificant. No significant differ-
ence in the PEP was found in the LUTS group. The IELT in-
creased from 157.1±127.51 seconds before the tamsulo-
sin administration to 214.4±107.35 seconds after the 
12-week administration in the LUTS+PE group, but this 
change was statistically insignificant. The clinical global 
impression of change in premature ejaculation (CGIC) 
score increased to 0.6±1.06 and 0.7±0.65 after the 
12-week administration in the LUTS+PE and LUTS groups, 
respectively, but these changes were statistically insignif-
icant (Table 3). 

DISCUSSION

　Tamsulosin is a typical therapeutic agent for benign pro-
static hyperplasia, and its efficacy and safety has been well 
recognized. In addition, recent studies have reported that 
the improvement of LUTS by tamsulosin has been helpful 
in the recovery of sexual function. Meanwhile, with re-
spect to ejaculation, tamsulosin has inhibitory effects such 
as reduced ejaculatory volume and delayed ejaculation. 
Therefore, studies have been actively conducted to inves-
tigate the causes and the frequency of ejaculatory dysfunc-
tion (ED) [10].
　In a phase-III clinical trial conducted by Narayan and 
Lepor [11], the rate of ED, erectile dysfunction, and de-
creased sexual desire was shown to be 30%, 6%, and 5%, 
respectively, in patients with benign prostatic hyperplasia 
after administering tamsulosin at a daily dose of 0.4 mg. In 
a study that extended the above study for 13 weeks or lon-
ger, the rate of ED increased from 10% after the admin-
istration of tamsulosin at a daily dose of 0.4 mg to 26% af-
ter the administration of tamsulosin at a daily dose of 0.8 
mg, which showed that the rate of ED increased with an in-
crease in the dose of tamsulosin [12]. In a study that was 
conducted by Hellstrom and Sikka [13], the ejaculatory 
volume decreased in 90% of the participants and anejacu-
lation was observed in approximately 35% of the partic-
ipants after the administration of tamsulosin at a dose of 
0.8 mg. However, in a study where 0.2 mg of tamsulosin 

was administered to Korean patients, the rate of ED was 
significantly lower than that observed in studies per-
formed in other countries. In a study conducted by Lee 
and Lee [14], neither erectile dysfunction nor ED occurred 
after the administration of 0.2 mg of tamsulosin. Cho and 
Lee [15] reported that adverse events of decreased sexual 
desire (8.1%), erectile dysfunction (6.6%), and ED (3.3%) 
were observed. They interpreted that the decreased rate of 
ED in Korean patients as compared to foreign studies was 
attributable to the difference in the tamsulosin dose. On 
the other hand, another hypothesis was suggested, in 
which the difference in tamsulosin-induced ED between 
Korean and Caucasian patients was attributed not to the 
difference in the drug dose but to the difference in the ge-
netic or ethnic background. Shibata et al [16] reported that 
the frequency distribution of a1-adrenoreceptor poly-
morphism was different between Japanese and American 
patients, suggesting that the efficacy and adverse events of 
tamsulosin could vary depending on ethnicity. As a1-a-
drenoreceptor is distributed in the epididymis, vas defer-
ens, seminal vesicle, and prostate gland, which are in-
volved in the emission phase of ejaculation, tamsulosin, 
an a1-adrenoreceptor antagonist, is speculated to have an 
inhibitory role in the ejaculatory emission phase. Hisasue 
et al [17] reported that the decreased contraction of the 
smooth muscle in the seminal vesicle and vas deferens 
made emission difficult, leading to the decreased ejacu-
latory volume or ED. However, their report was incon-
sistent with the result of a previous study, showing that 
tamsulosin-induced ED was attributable to retrograde 
ejaculation that was caused by the relaxation of the 
smooth muscle in the prostatic urethra and the bladder 
outlet. Kim et al [18] reported that the internal pressure of 
the seminal vesicle or vas deferens upon ejaculation de-
creased in rats compared with the control group after the 
administration of an a1-adrenoreceptor antagonist. 
Tamsulosin-induced ED may occur as a negative effect in 
normal subjects, but it can help ejaculation delay in pa-
tients with PE. Accordingly, several studies have been 
conducted to investigate the effect of tamsulosin on PE. 
However, few studies have been conducted on the effect 
of tamsulosin on PE using questionnaires including the 
IELT, PEDT, or PEP.
　In this study, although no significant change in the IELT, 



Jae Hwi Choi, et al: Effects of Tamsulosin on PE in Men with BPH    103

PEP, and CGIC was observed, a significant change in the 
PEDT was observed in the LUTS+PE patients after the 
tamsulosin administration. The PEDT, a questionnaire that 
assesses subjective symptoms of PE, consists of 5 ques-
tions regarding the ability of ejaculatory control, fre-
quency of PE, severity of PE, severity of stress, and relation-
ship with the sex partner. This result suggests that besides 
the improvement of LUTS, tamsulosin can improve the 
subjective symptoms of PE in patients with LUTS+PE. The 
CGIC and PEP, which assess subjective satisfaction with 
the treatment of PE, also showed the improvement after 
the tamsulosin administration, but they were statistically 
insignificant. This result can be attributed to the small 
number of patients. The positive effect of tamsulosin on 
the improvement of PE can be attributed to the increased 
ejaculatory threshold for sexual stimulation due to the de-
creased contractility of the seminal vesicle or the vas def-
erens by the drug itself. Further, the improvement of PE 
could be secondarily achieved by the improvement of 
LUTS. Song et al [19] reported that the ejaculatory ability 
increased more in patients who showed more improve-
ment of LUTS after the tamsulosin administration and that 
the IPSS was closely correlated with the Male Sexual 
Health Questionnaire Ejaculation Function Domain 
(MSHQ EjFD) score. Our study also showed that the base-
line IPSS score improved in the LUTS+PE patients, and 
that the IPSS score increased more in the LUTS+PE pa-
tients after the tamsulosin administration than in the 
LUTS-only patients. Thus, a further study is required to see 
whether the improvement of PE is achieved by the de-
creased contractility of the seminal vesicle or the vas def-
erens by tamsulosin or is secondarily achieved by the im-
provement of LUTS. Further, the stopwatch IELT more ac-
curately reflects the time of PE than the self-reported IELT. 
However, our study used the self-reported IELT, and this 
may have affected the outcome of this study. This is an im-
portant limitation of our study design. Thus, a further study 
using the stopwatch IELT is required.

CONCLUSIONS

　The PEDT score decreased in the LUTS+PE patients af-
ter the daily administration of 0.4 mg of tamsulosin for 12 
weeks. The PEP score also improved after the 12 weeks in 

the LUTS+PE group, but this change had no statistical 
significance. Further, no significant difference in the IIEF-5 
score or the IELT was found in either of the groups. The 
IPSS score significantly decreased in both the groups. This 
result suggests the possibility that tamsulosin has a certain 
positive effect on the improvement of PE in patients with 
LUTS. A further large-scale study is required to obtain 
more reliable data in order to assess the effect of tamsulo-
sin on PE.

REFERENCES

1. Jo HW, Yoo DS, Ju HT, Whang HW, Park J, Kim ET, et al. 
Effect of patient-optimized doses of tamsulosin on erectile 
function in men with erectile dysfunction and lower urinary 
tract symptoms. Korean J Urol 2013;54:100-5.

2. Vallancien G, Emberton M, Alcaraz A, Matzkin H, van 
Moorselaar RJ, Hartung R, et al; ALF-ONE Study Group. 
Alfuzosin 10 mg once daily for treating benign prostatic hy-
perplasia: a 3-year experience in real-life practice. BJU Int 
2008;101:847-52.

3. Rosen RC, Wei JT, Althof SE, Seftel AD, Miner M, Perelman 
MA; BPH Registry and Patient Survey Steering Committee. 
Association of sexual dysfunction with lower urinary tract 
symptoms of BPH and BPH medical therapies: results from 
the BPH Registry. Urology 2009;73:562-6.

4. Giuliano F. Impact of medical treatments for benign pro-
static hyperplasia on sexual function. BJU Int 2006;97 
Suppl 2:34-8; discussion 44-5.

5. van Dijk MM, de la Rosette JJ, Michel MC. Effects of al-
pha(1)-adrenoceptor antagonists on male sexual function. 
Drugs 2006;66:287-301.

6. Akin Y, Gulmez H, Ates M, Bozkurt A, Nuhoglu B. 
Comparison of alpha blockers in treatment of premature 
ejaculation: a pilot clinical trial. Iran Red Crescent Med J 
2013;15:e13805.

7. McMahon CG, Althof S, Waldinger MD, Porst H, Dean J, 
Sharlip I, et al; International Society for Sexual Medicine Ad 
Hoc Committee for Definition of Premature Ejaculation. An 
evidence-based definition of lifelong premature ejaculation: 
report of the International Society for Sexual Medicine Ad 
Hoc Committee for the Definition of Premature Ejaculation. 
BJU Int 2008;102:338-50.

8. Symonds T, Perelman MA, Althof S, Giuliano F, Martin M, 
May K, et al. Development and validation of a premature 
ejaculation diagnostic tool. Eur Urol 2007;52:565-73.

9. Patrick DL, Giuliano F, Ho KF, Gagnon DD, McNulty P, 
Rothman M. The premature ejaculation profile: validation 
of self-reported outcome measures for research and 
practice. BJU Int 2009;103:358-64.

10. Rosen RC, Giuliano F, Carson CC. Sexual dysfunction and 
lower urinary tract symptoms (LUTS) associated with benign 



104   World J Mens Health Vol. 32, No. 2, August 2014

prostatic hyperplasia (BPH). Eur Urol 2005;47:824-37.
11. Narayan P, Lepor H. Long-term, open-label, phase III multi-

center study of tamsulosin in benign prostatic hyperplasia. 
Urology 2001;57:466-70.

12. Lepor H. Long-term evaluation of tamsulosin in benign pro-
static hyperplasia: placebo-controlled, double-blind ex-
tension of phase III trial. Tamsulosin Investigator Group. 
Urology 1998;51:901-6.

13. Hellstrom WJ, Sikka SC. Effects of acute treatment with tam-
sulosin versus alfuzosin on ejaculatory function in normal 
volunteers. J Urol 2006;176:1529-33.

14. Lee E, Lee C. Clinical comparison of selective and non-se-
lective alpha 1A-adrenoreceptor antagonists in benign pro-
static hyperplasia: studies on tamsulosin in a fixed dose and 
terazosin in increasing doses. Br J Urol 1997;80:606-11.

15. Cho SH, Lee SK. The experience with combination of finas-
teride and tamsulosin on benign prostatic hyperplasia. 

Korean J Urol 2003;44:1110-5.
16. Shibata K, Hirasawa A, Moriyama N, Kawabe K, Ogawa S, 

Tsujimoto G. Alpha 1a-adrenoceptor polymorphism: phar-
macological characterization and association with benign 
prostatic hypertrophy. Br J Pharmacol 1996;118:1403-8.

17. Hisasue S, Furuya R, Itoh N, Kobayashi K, Furuya S, 
Tsukamoto T. Ejaculatory disorder caused by alpha-1 adre-
noceptor antagonists is not retrograde ejaculation but a loss 
of seminal emission. Int J Urol 2006;13:1311-6.

18. Kim SW, Lee SH, Paick JS. In vivo rat model to measure hy-
pogastric nerve stimulation-induced seminal vesicle and 
vasal pressure responses simultaneously. Int J Impot Res 
2004;16:427-32.

19. Song SH, Son H, Kim KT, Kim SW, Moon du G, Moon KH, 
et al. Effect of tamsulosin on ejaculatory function in 
BPH/LUTS. Asian J Androl 2011;13:846-50.


