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THE CHANGES OF PROSTATE SPECIFIC ANTIGEN (PSA) AFTER
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The aims of this study were to define the relationships between prostate-specific antigen (PSA) and alpha
l-adrenergic receptor antagonist (alpha 1 blocker). A prospective clinical study of 48 male patients
examined between May 2004 and December 2007 was performed.  4.0-9.9 ng/ml PSA level who had no
notable clinical findings of urinary retention, urinary tract infections and prostate cancer (PC) received
tamusulosin 0.2 mg once daily for 3 months, and then received prostate biopsy. We divided the patients into
two groups : PC and benign prostate hyperplasia (BPH)/lower urinary tract symptom (LUTS) group. In
total, the PSA level showed no significant change after treatment. In the PC group, PSA significantly
increased after treatment. However, PSA decreased in the BPH/LUTS group. The alpha 1 blocker
significantly improved urination status (the subjective symptoms and urodynamics parameters) in the
BPH/LUTS group. In two groups, prostate volume showed no significant difference. Among those
patients in the BPH/LUTS group, their urination status was significantly improved with alpha 1 blocker and
their PSA level dropped slightly.  On the other hand, the PSA level was significantly increased in the PC
group. This study shows that by using an alpha 1 blocker, it may be possible to avoid conducting the
prostate biopsy at an early stage or indeed one may not be needed at all for patients with only slight increases
in PSA.

(Hinyokika Kiyo 55: 187-191, 2009)
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Benign prostatic hyperplasia/lower urinary tract symptom (BPH/LUTS)
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Table 1A. Clinical characteristic of patients
Total PC BPH/LUTS
Pre-Treatment N=48 N=18 N=30

Mean SD Mean SD Mean SD pE
Age (yrs old) 65.4 7.5 67.5 6.0 64.2 8.1 0.37*
PV (ml) 43.0 26.3 39.3 20.2 45.1 29.5 0.64*
PSA (ng/ml) 6.2 1.7 6.3 1.8 6.1 1.8 0.79%
IPSS (points) 12.9 8.3 10.2 8.2 14.2 8.3 0.50%
IPSS 1,2, 4,7 (points) 7.7 4.8 6.0 4.3 8.5 5.0 0.71%
IPSS 3,5, 6 (points) 5.2 4.3 4.2 4.1 5.7 4.4 0.30%
QOL (points) 3.3 1.8 2.8 1.9 3.5 1.7 0.37%
Qmax (ml/s) 10.9 3.4 12.2 3.4 10.4 3.4 0.79%
PVR (ml) 76.3 49.8 46.7 21.6 86.2 53.1 0.10%

*: unpaired t-test.  *: Wilcoxon's rank sum test.

I PSA gray zone; 48 cases ‘

‘ Tamusulosin 0.2mg/day, 3months ‘

I
| Prostate Biopsy ‘

Prostate cancer (PC)
(18 cases; 37.5%)

[
PSA decreased >1.0 ng/ml
(2 cases; 11.2%)

BPH/LUTS
(30 cases; 62.5%)

PSA elevated =1.0 ng/ml

PSA decreased =1.0 ng/ml

(4 cases; 13.3%)

(8 cases; 26.7%)

PSA elevated >1.0 ng/ml
(8 cases; 44 .4%)

PSA no change
(8 cases; 44.4%)

Fig. 1.

PSA no change
(18 cases; 60.0%)

Results of this study.
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Fig. 2. Change of clinical parameters (PSA, IPSS, QOL, Qmax, PVR). *; £ <<0.05 between before and after

treatment.
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Table 1B. Correation between change of PSA and each parameter

PC BPH/LUTS
2585 vs 255 Spearman p fiE Spearman p il
WEAHIBE AR ( p) (Prob>>Ipl) WEGCHIB A () (Prob>>Ipl)
PSA Age 0.4319 0.0735 0.3301 0.0748
PSA PV —0.5365 0.0588 0.1079 0.6327
IPSS PSA —0.4928 0.3206 —0.1604 0.6006
IPSS 1,2, 4,7 PSA 0.0617 0.9075 0.0083 0.9764
IPSS 3, 5, 6 PSA —0.8332 0.0394 -0.2179 0.4542
QOL PSA 0.0294 0.9559 0.1671 0.5853
Omax PSA —0.6669 0.2189 0.0383 0.8880
PVR PSA 0.4000 0.5046 -0.1571 0.5760

ng/ml DLEART L725EBE 2 80 (11.1%) THo7-.
BPH/LUTS #: TIZMIAETO PSA; 6.1+0.3 ng/ml A
SR TIE 5.9%0.3 ng/ml (KN L725H B
BT (p=0.304; paired t-test), 1.0ng/ml P b 5
L7-fEBlE 4 B (13.3%), 1.0ng/ml LT L 72
FEBIE 891 (26.7%) T (Table 1A, Fig. 1), PSA @
ZALTAZ DWW TIEM A T, p=0.020; Wilcoxon's
rank sum test & 7 BT RO 7. WIkHI £ D PSS/
QOL, Qmax, PVR, PV O &/¥T X — % — DAL
DV L 72#5 R Tid, BPH/LUTS BETHEICH
% L 720N PO BETIREILIE D 0o 72 (Fig
2).
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3, 5, 6 BFHRIEIRZA a7) OZALEICE DM % 72
&7z (Table 1B).
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