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Abstract

There are several well-known challenges in the management
of overactive bladder (OAB). This brief review discusses four of
these: shortcomings of current OAB classification, incomplete
understanding of pathophysiology, undertreatment and managing
patient expectations.

The challenge of OAB classification

One of the key variables one needs to consider in any discussion
of the management of overactive bladder (OAB) is the definition
of the term itself. The current definition is “urgency, with or with-
out urge incontinence, usually with frequency and nocturia,” in
the absence of an underlying metabolic or pathologic condition.!
This definition was arrived at by consensus as a result of delibera-
tions by the Standardisation Sub-Committee of the International
Continence Society. Since its publication, however, some have
raised objections to the suitability of the definition. The “absence
of underlying condition” clause, for example, excludes many indi-
viduals (e.g., those with urinary tract infection, carcinoma in situ,
adjacent inflammation) from being diagnosed with OAB, despite
the fact that they might be clinically similar to those who do receive
a diagnosis and may benefit from the same treatments.

Should expert bodies reconvene to discuss changing the defi-
nition of OAB, they might perhaps consider a new classification
system in which patients are divided into subgroups based on
distinguishing characteristics. The two broad categories in such a
system would be neurogenic and non-neurogenic, with the latter
group being further subdivided into those due to an identifiable
cause (which is presumably reversible) and idiopathic cases.

One characteristic that may not be relevant for classification is
“dry” versus “wet” OAB. Research suggests that the pathophysiol-
ogy of these two types of OAB is probably the same, and treatment
strategies do not differ for the two groups.?

It is, however, important to identify which patients experience
pain with urinary symptoms (painful bladder syndrome [PBS]), as

the pathophysiology of their condition likely differs from OAB
patients who do not experience pain. So while there may be an
overlap between patients with OAB and PBS (Fig. 1), they should
be considered separate entities and treated as such.??

To what extent the pathophysiology of OAB is linked to that of
other lower urinary tract problems (e.g., bladder outlet obstruction
[BOO] prolapse, stress urinary incontinence [SUI]) is not clear.
However, there is typically an improvement in OAB symptoms after
correction of significant prolapse, SUI and/or BOO in a situation
where they coexist with OAB.

Current understanding of OAB pathophysiology

There are various theories that have been put forth in an attempt to
explain the pathophysiologic mechanisms underlying OAB. While
no single set of data or hypothesis explains all involuntary contrac-
tions or occurrences of urgency/frequency, four concepts seem
to be valid: 1) patients with OAB have faulty central inhibition,
which leads to enhancement of excitatory neurotransmission in the
micturition reflex pathway (neurogenic); 2) there is partial dener-
vation of smooth muscle, which leads to co-ordinated myogenic
contractions and increased bladder pressure (myogenic); 3) there
is a “leaking” of acetylcholine from parasympathetic nerves dur-
ing filling/storage, which leads to afferent activation (neurogenic-
myogenic); and 4) abnormal signals originating in the urothelium
are influenced by generation and release of local mediators (e.g.,
acetylcholine, nitric oxide, urothelial-derived inhibitory factor).

The relative contribution of each of these hypothetical pathways
in the development of OAB is still not known. However, recogni-
tion that each patient may have a distinct set of pathophysiologic
contributors may help to explain the variable response to treat-
ments used for OAB. The myogenic pathway and non-muscarinic
modes of sensory activation and efferent neurotransmission, for
example, would not be expected to be responsive to treatment
with antimuscarinic medication.

Further investigation into the pathophysiology of OAB will be
essential to help guide the development of efficacious and safe
new therapies using traditional or novel pathways.
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Fig. 1. Overlapping symptomatology of overactive bladder (OAB) and painful
bladder syndrome (PBS).

The challenge of undertreatment

Treatment strategies include the combined use of behavioural
modification and oral drug therapy. For patients with significant
coexisting pelvic floor abnormalities (e.g., prolapse, SUI) and/or
BOO, these problems also need to be addressed as part of rou-
tine treatment. These interventions can help reduce the substantial
impact of OAB symptoms on patient quality of life. However, while
these strategies are well known, research in OAB indicates that
there is a substantial gap between the number of individuals who
could benefit from OAB therapy and the number of individuals who
are actively taking these treatments. One of the key problems is the
very low persistence rates with OAB medications;** the proportion
of patients still taking anticholinergic medication after one year
ranges from 14% to 35%.*

The challenge of patient expectations

The ultimate goal of OAB therapy is symptom resolution. However,
this may not be possible for many patients. Setting realistic treat-

Barriers in OAB treatment

ment goals is a critical part of managing the physician-patient rela-
tionship and increases the chances that the patient will persist with
therapy. A realistic goal for most patients is symptom improvement.

Conclusions

OAB is a condition associated with substantial deleterious effects
on patient quality of life. Although there are treatments available
that may help alleviate the symptoms and improve quality of life,
there are several barriers that have hampered these efforts to date.
Revision of the current definition may lead to more patients being
treated with potentially helpful intervention; furthering our under-
standing of the pathophysiology will help better direct treatment
strategies and research efforts; and setting realistic goals is critical
to helping ensure patients stay on treatment.
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