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Primary care clinicians are often responsible for the treatment of lower urinary
tract symptoms (LUTS) and benign prostatic hyperplasia (BPH). The combination
of the compelling epidemiologic presence of BPH, compromised quality of life
due to LUTS, and the availability of highly effective oral therapeutic agents,
offers an opportunity for substantial clinical impact in the primary care setting.
Evolving management pathways include utilization of both symptom-modifying
treatment and disease-modifying treatment. Alpha blockers are excellent to
provide symptomatic treatment, but do not alter long-term disease progression.
Alpha reductase inhibitors provide therapy by reducing the need for surgical
intervention and the incidence of acute urinary retention. The combination of
alpha blockers and alpha reductase inhibitors will be best for some patients,
typically those with large prostate glands in whom disease progression is most
likely. Primary care clinicians will want to become more familiar with recent
clinical trails that are shaping emerging therapeutic practice.
[Rev Urol. 2004;6(suppl 9):S53-S59]
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Although benign prostatic hyperplasia (BPH) can be asymptomatic, it is often
associated with problematic symptoms. The label “LUTS” (lower urinary
tract symptoms) has been applied to any one or more of the symptoms of

nocturia, urgency, frequency, a sensation of not completely emptying the bladder,
stop-start urination, straining to urinate, a need to urinate soon after voiding,
and weak urinary stream.1 These symptoms are often associated with BPH,
though they may also be associated with various unrelated syndromes such as
heart failure, urinary tract infections, and diabetes (see Table 1). Laboratory data
should be obtained to ensure that another secondary cause is not masquerading
as BPH-LUTS. In this paper, BPH-LUTS refers specifically to the symptom complex
of LUTS associated with BPH. 



The tools for diagnosis, as well as
the varying pharmacotherapies to
manage BPH, are readily available 
to primary care clinicians (PCCs).
Treating BPH pharmacologically with
5�-reductase inhibitors (5ARIs) and
�-blockers provides high levels of clin-
ical success and patient satisfaction.
These pharmacotherapies for BPH-
LUTS are generally safe, and rarely

have adverse effects that result in
drug discontinuation. Alpha blockers
may be categorized as symptom
modifying as they relieve LUTS with-
out eliciting a direct effect on the
hyperplastic process. 5ARIs are both
symptom and disease modifying
because over the long term they  both
improve symptoms and cause  BPH
regression; the disease modifying
impact is reflected in a reduction in
need for invasive surgical interven-
tions, and a reduced incidence of
acute urinary retention (AUR). Because
BPH is not a disorder that negatively
affects mortality, treatment goals
should include control of symptoms
along with the prevention of AUR,

need for invasive treatment, and
hospitalization.

Epidemiology
BPH, which usually develops after
age 40, is the most common benign
neoplasm of aging men.2,3 Approx-
imately 25% of men will be treated
for BPH by age 80,4 despite the fact
that twice this proportion will have

suffered clinically significant symp-
toms by this age. It is estimated that
more than one third of men ages 50
years or older will undergo surgery,
medical intervention, or both for BPH
during their lifetime.3 The majority of
men over age 60 demonstrate histo-

logic changes associated with BPH,
although only about two thirds have
referable symptoms, and only about
one half are affected enough to per-
ceive an impaired quality of life.4

Even in young men (ages 30 to 40
years), autopsy data (N = 1075) have
demonstrated the presence of histo-
logic BPH in as many as 8%.5 If
trends prevail, about 20% of sympto-
matic patients will eventually require
surgical intervention.6

Pathophysiology
In this communication, BPH refers to
a clinically enlarged gland. Micro-
scopic BPH refers to the histologic
changes of stromal hyperplasia.
Microscopic hyperplasia is found in
up to 10% of men by age 40 and 
in almost 90% of men by age 80, 
but is inconsistently associated with
symptoms.7 For purposes of clinical
discussion, a gland volume > 30 cc
may be considered enlarged.

Normal prostate tissue is composed
of stroma (smooth muscle plus connec-
tive tissue) and epithelium (the glands),
which are typically found in a 2:1
ratio. In BPH, not only are the number
of cells increased (thus, the term
hyperplasia), but there is tissue distor-
tion in which the normal 2:1
stroma:epithelium ratio is altered to
5:1.8 Stromal smooth muscle prolifera-
tion appears to be responsible for the
“dynamic component” of the sympto-
matology of BPH.9 In other words,
although macroscopic gland growth
produces an element of mechanical
obstruction to the urethra, smooth
muscle contraction at the bladder neck
(the dynamic component) appears to
also play a major role. Hyperplastic
prostatic smooth muscle contracts in

response to �-adrenergic stimuli,
resulting in compromise of the urethral
lumen, inhibiting urinary flow and
bladder emptying. The pathologic
combination of an excessive prepon-
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Table 1
LUTS and Differential Diagnosis

SYMPTOM
Incomplete Weak Stop/ Sexual

Disorder Frequency Emptying Stream Nocturia Urgency Start   Dysfunction

BPH + + + + + + +
UTI + + +
Prostatitis + + + + +
Prostate CA + + + + + +
Diabetes mellitus + + +
Diabetes insipidus + +
Heart failure +
Psychogenic water + +
Bladder CA + + +
LUTS, lower urinary tract symptoms; BPH, benign prostatic hyperplasia; UTI, urinary tract infection;
CA, cancer.

BPH is the most common benign neoplasm of aging men.

A survey of primary care patients listed prostate disorders as fourth
among the top 10 most embarrassing disorders to discuss.



derance of muscle mass leads to the
BPH-LUTS complex. Both prostatic
urethral smooth muscle and bladder
neck smooth muscle are innervated by
�-adrenergic fibers. Alpha-adrenergic
agonists may worsen symptoms of uri-
nary outlet obstruction, but �-adrener-
gic antagonists usually improve symp-
toms.10

It remains unclear why the major-
ity of men develop some degree of
BPH during their lifetime, but it has
been shown that the presence of the
prostatic androgen dihydrotestos-
terone (DHT) is fundamental to its
development.11,12 A clear example of
this relationship is that men who
undergo castration prior to age 40 do
not develop BPH.9

Diagnosis and Differential
Diagnosis
The most widely employed and vali-
dated scoring system for quantifying
and monitoring of BPH-LUTS is the
American Urological Association
symptom index (AUA-SI). Based on 
7 questions (scored 1-5 for increas-
ing severity), the index quantifies the
most consistently identified LUTS
referable to BPH: nocturia, frequency,
urgency, hesitancy, incomplete emp-
tying, straining, and stop-start urina-
tion. In addition to the utility of the
AUA-SI for monitoring symptom pro-
gression in clinical trials, clinicians
may find this symptom score a useful
way to quantitate and monitor LUTS.

The initial obstacle to managing
BPH-LUTS is identification of the
symptom complex. A survey of pri-
mary care patients listed prostate
disorders as fourth among the top 10
most embarrassing disorders to dis-
cuss (Table 2).5 Numerous factors
inhibit full disclosure of LUTS by
patients, including:
1. Some patients think that LUTS

are just a normal part of growing
older.

2. Symptom progression is insidi-

ous, allowing substantial periods
of benign neglect.

3. Stories of problems caused by
surgical treatments that were
more frequently employed in the
recent past may preclude initiat-
ing discussion, for fear of having
to undergo such a procedure.

4. Historically, less well tolerated
medical treatments (eg, first gener-
ation alpha blockers) may have led
the patient to conclude that “med-
ical treatment” was too problem-
atic to be worth the bother.

5. To some men, the prostate is a
“virility gland”; in these men,
acknowledging prostate-related
symptomatology may be tanta-
mount to signaling impaired
virility.

6. In the author’s experience, men
between the ages of 15 and 50
follow the “used car” model of
healthcare: they don’t come in
unless parts are falling off in the
street! Because men do not have
the same ongoing link with the
healthcare system as women (PAP
testing, mammography, prescribed
contraception), they may neglect
their health, or enter the health-
care system only upon the insis-

tence of their significant other.
7. The medical community has

made patients well aware of the
prototypic symptoms and signs of
myocardial infarction, stroke,
diabetes, breast cancer, and colon
cancer. These “important dis-
eases” occupy a major priority in
ambulatory setting discussions,
with a much lower priority given
to disorders such as LUTS.

Clinical Evaluation
Most men have had symptoms for
many years before seeking help from
the PCC. When a patient does present
with LUTS, secondary causes need to
be ruled out. Other than BPH the 3
most common etiologies for nocturia
and frequency are urinary tract infec-
tion (UTI), heart failure, and diabetes.

Laboratory tests. A urinalysis
should be obtained for every patient
who presents with LUTS. Initially, a
dipstick urinalysis should be sufficient.
Absence of nitrite, leukocyte esterase,
and white blood cells essentially rules
out UTI. Borderline urinalysis results
should be repeated and/or followed
with a urine culture. Although the
benchmark for cultural positivity is
100,000 bacteria per milliliter, some
clinicians consider lower colony
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Table 2
Top 10 Clinical Entities Patients Find Most 

Embarrassing to Discuss With Their Family Physician 

1. Impotence
2. Sexually transmitted diseases
3. Physical and sexual abuse
4. Prostate problems
5. Incontinence of bladder or bowels
6. Emotional problems (depression)
7. Eating disorders
8. Alcohol or drug abuse
9. Birth control and sex (especially teenagers)
10. Menopause

Data from Preboth MA et al.5



counts (25,000 to 50,000 bacteria/mL)
indicative of UTI, particularly when a
single plausible organism is recovered.

Glucosuria or proteinuria may cause
urinary frequency or nocturia as well.
When either of these factors is present
in sufficient degree to induce LUTS,
urine dipstick results are positive.
Prompt treatment of newly diagnosed
diabetes can resolve or dramatically
reduce the LUTS arising from gluco-
suria. Glucosuria insufficient to pro-
duce a positive dipstick response on
urinalysis is not sufficient to induce
LUTS. Proteinuria to a degree that
results in nocturia or frequency essen-
tially always indicates significant
underlying renal disease, which will
require prompt elucidation.

Occasionally, heart failure mani-
fests solely as nocturia or (rarely)
increased urinary frequency, although
the symptom constellation of exer-
tional dyspnea, peripheral edema,
shortness of breath, fatigue, and
cough are more typical manifesta-
tions. If any question about heart fail-
ure as a contributor or confounder to
LUTS exists, simple physical exami-
nation may not be sufficient to
ensure the absence of ventricular
dysfunction. Brain natriuretic peptide
testing, an inexpensive and widely
available blood test, is capable of
determining the presence or absence
of heart failure with accuracy that
closely rivals echocardiography.

Of course, diuretic medications are
an obvious inducer of urinary fre-
quency, but occasionally patients will
have low awareness that their “anti-
hypertensive pill” is indeed a diuretic.

Physical examination. Physical
examination should include a
prostate examination. Primary care
clinicians do not generally estimate
prostate size in grams, as is the cus-
tom by urologists. Normal prostate
glands are approximately 20 grams or
less, and significant enlargement is
considered 35 grams or greater.

Primary care clinicians usually do not
have the availability of prostatic ultra-
sound directly after rectal examination
to confirm their diagnostic impression
of gland size. Hence, simply indicating
whether palpation suggests moderate
or severe gland enlargement is suffi-
cient. It is useful to estimate gland
size, because the larger the gland, the
more likely disease progression will
occur, and the greater responsivity 
to treatment with �-reductase
inhibitors.6 Although the value of
prostate-specific antigen (PSA) testing
as a screening tool remains contro-
versial in asymptomatic men, since
prostate cancer may present as LUTS,
it is appropriate to obtain a PSA
measurement for these symptomatic
men. Recent data indicate that PSA
levels correlate sufficiently well with
overall gland size to predict respon-
sivity to 5ARIs; large glands (PSA
level > 1.7 ng/mL) are more likely
than smaller glands to regress with
�-reductase inhibitors. Similarly,
increased gland size predicts men
most likely to enjoy the benefits of
reduced hospitalization, reduced need
for surgical procedures, and incidence
of AUR through treatment with 
�-reductase inhibitors.6

The accuracy of digital rectal exam-

ination for the determination of
prostate volume is imperfect. PSA lev-
els increase with increasing prostate
size and may function as a surrogate
to estimate prostate volume, as well 
as to serve as a predictor for risk of
urinary retention and the need for
surgical intervention.13 However, one
should not assume that an abnor-
mally high PSA level correlates with
increased benign gland size until
prostate cancer has been ruled out.
The current standard of care suggests
that men with a PSA level > 4 ng/mL
be considered for urologic referral. 
In persons with a positive family 
history of prostate cancer, and in
African American men, an even lower
PSA threshold (eg, > 2.5 ng/mL) may
be warranted.

When testing PSA, some clinicians
have been concerned that a rectal
examination might spuriously alter
the subsequent PSA measurement. At
least 2 clinical trials have shown that
although there is a statistically meas-
urable change in PSA after rectal
examination, it is insufficient to
make a meaningful change in PSA
levels (mean post-examination PSA
change = 0.26).

When PSA is elevated into the
“intermediate” category (PSA = 4-10
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BPH Sx
bothersome?

YES NO

Surgical
indication?

Small gland? YES

NO

Alfuzosin, tamsulosin

Dutasteride, finasteride

Combination

or monotherapy
Disease-modifying treatment

Symptomatic treatment

YES
STOP Urology consult

Watchful waiting

STOP

Figure 1. Benign prostatic hyperplasia (BPH) management algorithm. Sx, symptoms.



ng/mL) PSA density, PSA velocity,
and free PSA concentration may help
the clinician distinguish benign from
malignant sources of the elevated
PSA level, but, ultimately, prostate
biopsy must be considered for most
men with increased PSA concentra-
tions. In men over age 50 with a total
PSA concentration between 4 and 10
ng/mL, a lower ratio of free PSA 
to total PSA is associated with a
higher risk of prostate cancer; free
PSA levels greater than 25% support
a benign process.14

Impact of BPH on
Sexual Function
BPH is associated with sexual dysfunc-
tion, independent of age. The Multi-
national Survey of the Aging Male15

demonstrated that severity of LUTS in
men with BPH correlates with sexual
dysfunction. Most men with clinical
BPH report that LUTS affect both sleep
pattern and sexual activity.

Management
Not all patients with BPH-LUTS
require treatment (see Figure 1). For
some, reassurance that symptoms are
not caused by cancer, combined with
an explanation of the underlying
disorder and its natural history, will
suffice. When BPH-LUTS symptoms
have been unmasked by pharma-
cotherapies for other disorders, a
modulation of pharmacotherapy may
be sufficient to provide adequate relief.
For instance, when an alpha agonist
has been part of a recent regimen for
an upper respiratory infection, and
hesitancy of urination occurs, simply
omitting the alpha agonist will gener-
ally resolve the problematic symptoms. 

Regardless of the AUA symptom
score, clinicians have been discour-
aged from offering intervention to a
patient who does not express “bother”
occasioned by symptoms. The AUA
assembled a group of urological
experts to develop guidelines for the

management of BPH-LUTS. It has
been suggested in the most recent
iteration of the AUA guidelines (2003)
that clinicians might consider 5ARI
treatment in men with symptomatic
BPH without bother. Specifically, 2
options could be considered: One
option is that the 5ARIs finasteride
and dutasteride are appropriate and
effective treatments for patients with
LUTS associated with demonstrable
prostatic enlargement. And the sec-
ond option is that patients with
asymptomatic prostatic enlargement
may be offered a 5ARI to prevent
progression of the disease.

Assuming that the patient has
expressed a significant amount of
bother from BPH, the patient may 

be appropriately offered either symp-
tomatic relief with an �-blocker, 
disease-modifying therapy with a
5ARI, or both, depending on the
baseline prostate size. In unusual 
circumstances, invasive treatments
may be considered as an initial
option. It is generally recommended
that all patients be offered medical
therapy, unless absolutely con-
traindicated, before opting for inva-
sive management.

�-Blockers
Treatment with �-blockers typically
increases a peak flow rate up to 
3 mL/sec and decreases AUA-SI by
approximately 6 points.16 Data from
a meta-analysis demonstrate that �-
blocker treatment of BPH results in a
mean 51% improvement in symptom
scores in 59% to 86% of patients.1 By
comparison, surgical interventions
such as transurethral resection of the
prostate may resolve symptoms in
90% of patients, with 70% to 85%
improvement in AUA symptom

scores.17,18 Despite the greater efficacy
of surgical interventions, postsurgical
complications such as impotence and
incontinence are the reasons most
men prefer to select nonsurgical
options as their initial therapy.

The responsiveness of prostate
adenoma smooth muscle to �-adren-
ergic stimulation is as much as 40-
fold greater than that of normal
bladder smooth muscle. Fortunately,
the �1-adrenergic smooth muscle
receptors are more densely populated
in the prostate and bladder neck than
in the bladder itself; otherwise �-
blockers might induce decompensa-
tion of bladder wall contractility.19

Although �-blocker treatment will
not ultimately alter the benign growth

of the prostate, it is often satisfactory
for symptom control over long time
periods. Most men will achieve a clin-
ically significant improvement in
AUA symptom scores following initi-
ation of �-blocker therapy. Most
patients will elect to begin treatment
with an � blocker. Of the currently
available once daily non-selective �
blockers, terazosin and doxazosin are
equally appropriate initial choices.
Because many men with BPH-LUTS
also are receiving phosphodiesterase
type-5 inhibitors for management of
erectile dysfunction, care must be
exercised to avoid drug interactions. 

Both doxazosin and terazosin
require titration over about 4 to 6
weeks. Dosing, and especially initial
dosing, should be administered at
bedtime, due to the uncommon but
troublesome first-dose syncope report-
ed with these agents. Indeed, if there is
a hiatus in treatment greater than 72
hours, it is recommended that dosing
resume at the initial dose to avoid a
recurrence of first-dose syncope. 
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Occasionally, a patient will respond to one �-blocker but not another.
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Occasionally, a patient will respond
to one �-blocker but not another. In
addition to ameliorating urinary
symptoms, treatment with �-blockers
may also improve sexual function,
with the exception of ejaculation dis-
orders that are predominantly associ-
ated with subtype-selective �-blockers,
eg, tamsulosin.

Tamsulosin is a third-generation
uroselective member of the pharma-
cotherapeutic class known as selective
�-1-A adrenergic antagonists. Lack of
affinity for �-receptors in the vascular
wall smooth muscle affords tamsu-
losin freedom from first-dose syncope
and minimal clinically relevant
hypotensive effect. Because the initial
therapeutic dose is the full therapeutic
dose, no titration is necessary,  which
is especially helpful in persons with
comorbid disorders (not related to
BPH) that may contribute to LUTS.

All �-blockers can potentially
induce retrograde ejaculation due to
their capacity to relax the internal
sphincter and bladder neck. Keeping
in mind that ejaculation is a genital
disorder, and orgasm a central nerv-
ous system phenomenon, it should be
clear that altered ejaculation, such as
retrograde ejaculation, does not alter
the sensation of orgasm. Nonetheless,
some patients (and/or their partners)
may be dismayed by retrograde ejac-
ulation. Although it is reported in

almost 20% of patients receiving high
dose tamsulosin (0.8 mg/d),  this dose
is taken by fewer than 5% of patients
in the primary care setting and retro-
grade ejaculation results in discontin-
uation in less than 1% of patients.
Alpha-blocker treatment does not
appear to induce tachyphylaxis and
may be continued indefinitely. Hence
patients, once stable, may be consid-
ered for annual follow-up.

Disease- and Symptom-
Modifying Therapy: 5ARIs
By preventing the conversion of testos-
terone to DHT, 5ARIs dramatically
reduce the primary trophic stimulus to
prostate growth. Within 6 to 12
months of consistent 5ARI therapy,
prostate size is decreased by 15% to
25%. Indeed, it is recommended that
the nadir PSA levels obtained after 
6 months of continuous 5ARI treat-
ment be doubled for future calculation
of prostate cancer screening. Currently
there are 2 identified isoforms of the
enzyme for converting testosterone
into DHT. Finasteride is highly effec-
tive at blocking 5ARI type 2; dutas-
teride, on the other hand, blocks both
type 1 and type 2 isoforms of the 
5-�-reductase enzyme, resulting in
lower levels of intraprostatic DHT
compared with finasteride. 5ARIs have
been shown to be the most effective
in men with prostate glands of at least

45 grams. Although alpha blockers
effectively control symptoms, they
do not ultimately change the course
of the disease and thus combining
them with 5ARIs becomes a logical
approach.

A large Veterans Affairs Cooperative
Study enrolled 1229 men in a compar-
ison trial of finasteride and terazosin.
Results indicated that symptom relief
and improvement in urinary flow
rates over 1 year were better with
terazosin, that finasteride was no more
effective than placebo in improving
symptom scores, and that the combi-
nation of finasteride and terazosin
was no more effective than terazosin
alone. This trial has been widely mis-
interpreted. Because we know that
alpha reductase inhibitors preferen-
tially impact men with large prostate
glands, and this trial had a substan-
tial population of minimally enlarged
glands, it should not come as a sur-
prise that alpha blockers would
emerge as most satisfactory in such 
a population, and especially since
the trial was of such short duration
(maximum 1 year treatment).

In contrast, a recent placebo-
controlled trial studied more than
3000 men with BPH taking finasteride
5 g/day. Over 4 years, finasteride
treatment resulted in a 55% reduction
in surgery for BPH and a 57% reduc-
tion in episodes of AUR.20 Men who

Main Points
• The tools for diagnosis, as well as varying pharmacotherapies to manage benign prostatic hyperplasia (BPH), are readily available to

primary care clinicians and typically provide high levels of clinical success and patient satisfaction. The pharmacotherapies for BPH
and lower urinary tract symptoms (LUTS) can be symptom modifying, disease modifying, or both, and are generally safe, having rare
adverse effects that end with drug discontinuation.

• The most widely employed and validated scoring system for diagnosis and monitoring of BPH-LUTS is the American Urological
Association (AUA) symptom score. Based on 7 questions (scored 1-5 by severity), the AUA symptom score quantifies the most
consistently identified LUTS referable to BPH.

• When a patient presents with LUTS, it is important to rule out possible secondary causes such as urinary tract infection, heart failure,
and diabetes. Physicians should perform a urinalysis, a prostate examination, and test the patient’s prostate-specific antigen level.

• A patient reporting bothersome symptoms from BPH may be offered symptomatic relief with an �-blocker, disease-modifying therapy
with a 5�-reductase inhibitor, or both. 
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completed the study showed improve-
ments in AUA symptom score and uri-
nary flow rates. The patients enrolled
in this study had moderate to severe
symptoms and tended to have very
large prostates (approximately 55 cm3),
and therefore would be expected to be
at fairly high risk for AUR and the
need for surgical intervention. It would
also be anticipated that they would be
better responders to 5ARIs than men
with smaller prostates. The most com-
mon adverse effects of finasteride
noted in controlled clinical trials have
been sexual dysfunction, reduced
ejaculatory volume, loss of libido, and
breast enlargement or tenderness. 

Results from 3 large, multi-center,
randomized, 2-year phase IIIa studies
of dutasteride demonstrated that it
not only reduced prostate volume and
symptoms (similar to what has been
seen with finasteride), but also circu-
lating DHT by more than 90%, and
cut in half the risk of AUR and the
need for surgical intervention in men
with enlarged prostates.21 A pooled
analysis of two of the 2-year phase
IIIa trials and a 2-year open-label
trial extension with dutasteride indi-
cated a sustained and durable benefit
among men with symptomatic BPH
at 4 years. Symptoms and flow rate
improved, the incidence of AUR was
low, and the need for BPH-related sur-
gery was also low, suggesting that the
“benefit of dutasteride in arresting
BPH disease progression” continues
for up to 48 months. No increase in
adverse events was evident at 48
months versus 24 months, indicating
that dutasteride was efficacious and
well tolerated as long-term therapy
for men with symptomatic BPH.22

The only data we have to support
prevention of BPH come from an
observational study of a highly
selected population: a single report,
derived from the very large 
(N = 24,488) Health Professionals
Follow-up Study, suggested physical

activity is inversely related to the
occurrence of symptoms of BPH and
the need for surgical intervention.23

These data indicate simply walking 
a total of 2 to 3 hours per week 
was associated with a 25% reduction
in overall prostate-related symptoms.

Conclusion
Although BPH is usually treated
effectively with conventional phar-
macotherapy in the primary care set-
ting, if uncertainty surrounds the
patient’s progress, the PCC should
consider a referral to a urologist for
specialized testing.24 As treatment
options for men with BPH and LUTS
evolve, the primary care clinician is
in a position to offer choices to the
patient. The patient can now choose
symptom alleviation with an �-block-
er, or disease modification, or both.
As with most therapies, the choice is
dependent on the patient’s physical
and financial condition, the adverse
event profile of the pharmacotherapy
being considered, and the advice of
the PCC regarding the potential
long-term outlook. The administra-
tion of combination therapy is gaining
increasing acceptance as an initial
treatment for men with bothersome
symptoms and with a large prostate
gland. Because of their capacity to
provide disease modification, pri-
mary care clinicians should become
more familiar with the use and effi-
cacy of 5-�-reductase inhibitors.
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