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4 Department of Medical Education, University of Central Florida College of Medicine, Orlando, FL, USA
5 Novartis Pharmaceuticals Inc., East Hanover, NJ, USA

Keywords
Alzheimer’s disease; Cholinesterase inhibitor;

Switching; Transdermal.

Correspondence
Carl Sadowsky, M.D., 4631 N. Congress Avenue

Suite 200, West Palm Beach, FL 33407, USA.

Tel.: +1-561-845-0500;

Fax: +1-561-845-0587;

E-mail: chsadow@aol.com

doi: 10.1111/j.1755-5949.2009.00119.x

Oral cholinesterase inhibitors (ChEIs) are associated with side effects such
as nausea and vomiting. The use of transdermal patches for ChEI delivery
may help to minimize these problems. The objective of this review was to
consider available data from patients switching from oral ChEIs to transder-
mal rivastigmine treatment, and to suggest practical guidelines for patients
wishing to do this. Literature database and reference list searches were per-
formed to identify suitable publications. Data from two clinical trials and a
series of open observational studies, in which patients were switched to the
rivastigmine patch from oral rivastigmine, donepezil tablets, or galantamine,
were evaluated. Adverse events were tabulated. In the studies reported here,
nausea was reported in up to 3.2% and vomiting in up to 1.9% of patients
switching to the rivastigmine patch from oral rivastigmine. Similar rates (up
to 3.8% of patients for nausea and 0.8% of patients for vomiting) were
reported when switching to the rivastigmine patch from donepezil tablets,
and no nausea or vomiting was reported in a case study of patients switch-
ing to the rivastigmine patch from galantamine tablets. Switching regimes
used in clinical trials appeared well tolerated. Data support recommenda-
tions for patients on high rivastigmine capsule doses to switch directly to the
9.5 mg/24 h rivastigmine patch, while those on lower oral rivastigmine doses
should start on the 4.6 mg/24 h patch for 4 weeks before increasing to the
9.5 mg/24 h patch. This latter regimen is recommended for patients on other
oral cholinesterase inhibitors if switching is medically indicated or requested
by the patient or the caregiver.

Introduction

Alzheimer’s disease (AD) is the most prevalent neurode-
generative dementia. Up to 75% of all late-onset cases of
dementia are attributable to AD, with or without vascu-
lar contribution [1]. AD results in a loss of presynaptic
cholinergic nerve terminals and a subsequent decrease in
the levels of acetylcholine in the brain [2], which is asso-
ciated with progressive deterioration of cognitive perfor-
mance, the ability to perform activities of daily living, and
the development of neuropsychiatric symptoms [3].

Cholinesterase inhibitors (ChEIs) have been shown to
be effective in improving cognitive and global function-
ing in AD patients, and are the main pharmacologi-
cal intervention in the clinical management of the dis-
ease [4]. A number of early studies on ChEIs reported
beneficial effects of the drugs in animal models [5–7].
Although studies in animals were extremely important
for the initial assessments of efficacy, safety, and toler-
ability of ChEIs, the results obtained cannot be directly
translated to the results of clinical trials in human healthy
volunteers and patients with AD [8]. Differences between
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animal and human enzymes, and drug–host interactions,
mean that a meaningful comparison of the data can-
not always be made. However, further successful clinical
trials in humans corroborated the results of the ani-
mal studies, and the first oral ChEIs became available
in the mid-1990s. Oral ChEIs have since been asso-
ciated with side effects such as nausea and vomiting
[9], and practical issues such as lack of treatment com-
pliance [10] in patients with AD. The various bene-
fits of transdermal therapies [10–12] have led to the
evaluation of transdermal patches for ChEI delivery.
Designed to minimize the problems often encountered
with classic oral treatments, transdermal patch delivery
may represent the next generation of anticholinesterase
treatment [13]. The first such therapy, the rivastigmine
transdermal patch, became available in many countries in
2007. Pharmacokinetic studies have shown that approx-
imately half of the total dose loaded onto the rivastig-
mine patch is absorbed into the bloodstream over a 24-h
period. For the target dose patch, 18 mg of rivastigmine
is loaded, which releases 9.5 mg in 24 h [14]. Rivastig-
mine exposure with the 9.5 mg/24 h patch is compa-
rable to that with 12 mg/day rivastigmine capsule dose
[15]. By delivering the drug through the skin directly into
the bloodstream, transdermal patches avoid the first-pass
effect, where a significant proportion of the amount of
drug absorbed through the gastrointestinal tract under-
goes biotransformation or excretion by the liver.

Transdermal rivastigmine delivery also results in
reduced rates of nausea and vomiting compared with ri-
vastigmine capsules, due to differences in pharmacoki-
netics between the two modes of drug administration
[16]. The incidence of the cholinergic gastrointestinal side
effects commonly experienced with oral ChEIs is related
to dose and the resulting degree of cholinesterase inhibi-
tion [17]. Increased levels of nausea and vomiting have
been associated with high maximum blood plasma drug
levels, which occur rapidly following capsule administra-
tion [18]. When administered orally, rivastigmine levels
in blood plasma peak approximately 1 h after adminis-
tration. In contrast, following patch administration, ri-
vastigmine plasma levels rise more slowly, with the max-
imum level reached after around 8 h. The maximum
level of rivastigmine in the plasma after administration
of the 9.5 mg/24 h patch is around 70% lower than with
12 mg/day capsules, yet the elimination half-life for ri-
vastigmine patch is about twice as long as that seen with
capsules [14]. The smoother, more continuous drug de-
livery with the rivastigmine patch means that gastroin-
testinal side effects are greatly reduced [16].

With continued use, therapeutic doses of ChEI
therapy can stabilize a patient’s clinical status and

delay deterioration [19]. Maintaining patients on optimal
target doses over the long term is therefore an impor-
tant goal [20]. In practice, however, if AD patients dis-
continue or reduce their initial ChEI treatment due to
problems with safety and tolerability, or due to loss
of therapeutic benefit, they may be denied optimal
treatment [21]. Yet switching medications is a thera-
peutic option often employed for other nervous sys-
tem disorders, such as epilepsy, schizophrenia, or
headache, when patients encounter problems with ef-
ficacy or safety/tolerability. The strategy of switch-
ing to another ChEI in such cases has already been
suggested by experts in the field of AD [21–23].
Although different agents within a therapeutic class
of drugs often share the same mechanism of ac-
tion, their pharmacological properties – and thus their
efficacy, safety and tolerability profiles – may differ. In
addition, the relatively new availability of the rivastig-
mine patch offers the opportunity of switching from oral
to patch therapy. A shift in the AD treatment paradigm
from pills to patches offers potential practical advantages,
and allows access to optimal dose with excellent tolera-
bility without sacrificing efficacy [6,9,24,25].

A number of recent publications have described
available clinical trial data in AD patients receiving
rivastigmine patch therapy [25–27]. The challenges now
facing many clinicians are those relating to the prac-
tical use of a patch in this disease setting. Specifi-
cally, while prescribing information provides guidance
on initiating patch treatment in de novo patients, it is
currently less clear how to initiate patch treatment if
patients are already receiving oral treatment and wish to
switch to the patch. The present objective is to review
available data from patients switching from oral ChEIs
to transdermal rivastigmine treatment, and to consider
practical guidelines for patients wishing to do this, or
in cases where switching is medically indicated for any
reason.

Methods

A systematic search of literature indexed by MEDLINE or
PubMed during the past 10 years was carried out, using
the term “transdermal” in combination with one or more
of the following terms: switch, switching, Alzheimer’s,
rivastigmine, dementia. The bibliographies of included
publications were used to supplement the search. In-
clusion criteria were: English language, human stud-
ies (65+ years), and relevance to AD, PDD, and ChEIs.
The literature search returned six publications regarding
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switching from oral to transdermal ChEI delivery, which
are reviewed here.

Results

Of the six communications highlighted by the litera-
ture search, four were poster presentations giving rel-
atively brief details of case studies by one research
group [28–31]. Results from these studies will be men-
tioned here, but the major focus of this review will be
the remaining two publications. These were both peer-
reviewed journal articles. One described the open-label
extension to a double-blind, randomized trial in which
one group of patients was switched from rivastigmine
capsules to the rivastigmine patch (the IDEAL study)
[27]. The other was an open-label, randomized, parallel-
group study looking at the switching of patients from oral
donepezil to the rivastigmine patch (the SWAP study)
[32].

IDEAL Open-Label Extension and SWAP Studies:
Switching Patients from Oral Rivastigmine and
Donepezil Tablets to the Rivastigmine Patch

The IDEAL and SWAP studies shared similar entry
criteria, both including males or females aged ≥50 years
(50–85 years for the IDEAL study) with a diagnosis
of probable AD, and a Mini-Mental State Examination
(MMSE) score indicating mild-to-moderate dementia.
Patients with any neurodegenerative disorder other than
AD or any serious or unstable illness that could interfere
with the study or put the patient at special risk were ex-
cluded [25,27].

Switching Patients from Oral Rivastigmine
to Rivastigmine Patch

The IDEAL study was a 24-week, double-blind trial in
which 1195 patients with probable AD were randomized
to either 12 mg/day rivastigmine capsules, 9.5 mg/24 h
rivastigmine patch, 17.4 mg/24 h rivastigmine patch, or
placebo [25]. The study compared the efficacy, safety,
and tolerability of the rivastigmine transdermal patch
with rivastigmine capsules and placebo. All patients com-
pleting the double-blind study were eligible to enter the
28-week open-label extension phase, irrespective of their
treatment group [27]. In the open-label extension, all
patients were immediately switched to 9.5 mg/24 h
rivastigmine patch (including those patients previously
on 12 mg/day rivastigmine capsules). The patch dose
was then increased every 4 weeks to a maximum of
17.4 mg/24 h, dependent upon tolerability, and main-
tained at this or the highest tolerated dose for the remain-
der of the extension. Safety evaluations, made at weeks
24, 28, 32, 36, 40, 46, and 52, consisted of recording
and rating all adverse events (AEs) and serious adverse
events (SAEs), recording vital signs, and assessing skin
irritation.

Overall baseline patient demographics and back-
ground characteristics were similar between the pa-
tients entering the IDEAL open-label extension and those
involved in the initial double-blind study (Table 1). Of the
870 patients that entered the IDEAL open-label ex-
tension (including 209 who switched to rivastig-
mine patch from capsules), 704 completed the study
(Figure 1). The full results of this study are published
elsewhere [27].

Table 1 Baseline characteristics and demographics of patients switching from rivastigmine capsules to rivastigmine patch (the IDEAL study; safety

population [25]) and from donepezil tablets to rivastigmine patch (the SWAP study; safety population [32])

SWAP study [32]

IDEAL studya [25]

Rivastigmine capsule (n = 294)

Donepezil tablets to

rivastigmine patch –

immediate switch (n = 131)

Donepezil tablets to

rivastigmine patch – delayed

switch (n = 130)

Mean age (years) ± SD 72.8 ± 8.2 77.8 ± 7.7 76.7 ± 8.4

% Female 65.6 60.3 55.4

% Caucasian 74.5 90.1 85.4

Mean weight (kg) ± SD – 72.0 ± 13.2 72.8 ± 16.4

Duration dementia (years) ± SD 1.1 ± 1.4 4.0 ± 2.5 3.8 ± 2.7

Duration donepezil treatment

(months) ± SD

– 30.2 ± 25.3 27.9 ± 20.2

Mean baseline MMSE ± SD 16.4 ± 3.1 18.6 ± 4.0 18.1 ± 4.0

aBaseline characteristics of patients given rivastigmine capsules, prior to commencement of the 24-week double-blind phase that preceded the open-label

phase in which they were switched to patch.
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Figure 1 Study profiles of (A) the IDEAL study, switching from rivastigmine capsules to rivastigmine patch plus open-label extension [25, 27]; and (B) the

SWAP study, switching from donepezil tablets to rivastigmine patch [32].

The rivastigmine patch was well tolerated by the pa-
tients switching from rivastigmine capsules in the IDEAL
study open-label extension (Figure 2). The AEs reported
most frequently during weeks 1–4 of the open-label
extension (the period of time that all patients were
on the 9.5 mg/24 h patch) are presented in Table 2.
During the first 4 weeks of the open-label extension,
patients formerly randomized to rivastigmine capsules
reported fewer AEs than those formerly randomized

to placebo (14.4% vs. 28.2%). This effect was particu-
larly marked for nausea (2.4% vs. 8.5%) and vomiting
(1.9% vs. 6.0%). Skin tolerability at the patch applica-
tion site was good, with over 90% of all patients expe-
riencing “none, slight, or mild” irritation as their most
severe skin reaction. Serious AEs occurred in nine (1.0%)
of patients during weeks 1–4 of the open-label extension
phase, and 82 (9.4%) of patients during the full open-
label extension phase [27]. Six patients (2.9%) from the
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Figure 2 Percentages of patients who experienced the adverse events of

nausea and vomiting after switching from rivastigmine capsules to rivastig-

mine patch (nausea and vomiting reported during the “switch” phase to

the 9.5 mg/24 h patch [weeks 1–4 of the open-label extension] only), and

from donepezil tablets to rivastigmine patch (safety populations).

rivastigmine capsule group discontinued due to AEs dur-
ing the first 4 weeks of the open-label extension, five of
these (2.4%) due to skin irritation.

Switching Patients from Donepezil Tablets
to Rivastigmine Patch

The SWAP study was a 5-week, open-label, random-
ized, parallel-group study, evaluating the tolerability and
safety of switching from oral donepezil to the rivastig-
mine transdermal patch [32]. Patients with probable
mild-to-moderate AD who had been receiving donepezil
tablets for ≥6 months and taking a stable dose of
5–10 mg/day donepezil tablets for ≥3 months prior to
participating in the study were included. Patients were
randomized in a 1:1 ratio to either an immediate switch or
a delayed switch from donepezil tablets to the 4.6 mg/24 h
rivastigmine transdermal patch. The two switching pro-
tocols are presented in Figure 1. The primary outcome
of the study was discontinuation due to any reason.
Secondary safety measures included discontinuation due
to AEs and the incidence of AEs.

The immediate switch and the delayed switch SWAP
study groups shared similar baseline patient demograph-
ics and background characteristics (Table 1). Of the
261 patients randomized into the SWAP study (n = 131,

immediate switch group; n = 130, delayed switch group),
a total of 240 patients completed the 5-week core phase
(Figure 1).

In this study, the rivastigmine transdermal patch
was generally well tolerated in both treatment groups
(Figure 2). The most frequently reported side effects are
presented in Table 2. A total of 10 patients discontin-
ued due to AEs (n = 6, immediate switch group; n = 4,
delayed switch group), and 36 (27.5%) patients in the
immediate switch group and 45 (34.6%) patients in the
delayed switch group experienced at least one AE dur-
ing the 5-week study. Three (2.3%) patients in the im-
mediate switch group reported bradycardia (of these,
two were either taking β blockers or calcium-channel
blockers, or had a prior history of bradycardia; the third
was receiving concomitant treatment with an α-
adrenoreceptor antagonist for hypertension). Serious AEs
were reported in four (3.1%) and two (1.5%) patients in
the immediate and delayed switch groups, respectively.
Only two of these (one case of lethargy and one case of
bradycardia; both in the immediate switch group) were
considered by the investigators to be related to the study
medication. The incidences of nausea or vomiting in both
treatment groups were low. Application–site reactions
were experienced by six patients during the 5-week core
phase (n = 1, immediate switch group; n = 5, delayed
switch group) and were generally mild in severity.

Case Studies: Switching Patients from Oral
Donepezil, Galantamine and Rivastigmine
to the Rivastigmine Patch

At the 2008 International Conference on AD, Shua-Haim
et al. presented a series of open, observational studies
evaluating a total of 400 patients over the course of
2 months as they were switched from donepezil tablets,
galantamine ER, or oral rivastigmine to the rivastigmine
patch [28–31]. All consecutive patients switching from
any of these treatments to the rivastigmine patch (at the
request of the family or caregiver) between September
and November (December in the case of patients switch-
ing from donepezil tablets) 2007 were included. Patients
underwent monthly follow-ups, at which times they and
their caregivers were questioned as to the incidence of
any side effects, and any perceived noticeable cognitive
improvement or deterioration. The studies were mainly
oriented towards tolerability, with no detail provided on
the use of any formal scale for measuring change in cog-
nitive performance. Table 3 shows the switching proto-
cols followed by the patients, and the side effects that
were reported. No patients reported experiencing any
AEs while undergoing treatment with the lower dose
(4.6 mg/24 h) patch. At the higher 9.5 mg/24 h dose,
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Table 2 Most frequently reported adverse eventsa and all reported serious adverse events (safety populations)

A. IDEAL study open-label extension, switching from rivastigmine capsule to rivastigmine patch (n = 209)b

n (%)

Any adverse event 30 (14.4%)

Nausea 5 (2.4%)

Vomiting 4 (1.9%)

Any serious adverse event 0

B. SWAP study, switching from donepezil tablets to rivastigmine patch

n (%)

Donepezil tablets to rivastigmine patch –

immediate switch (n = 131)

Donepezil tablets to rivastigmine patch –

delayed switch (n = 130)

Any adverse event 36 (27.5%) 45 (34.6%)

Nausea 5 (3.8%) 1 (0.8%)

Vomiting 1 (0.8%) 0

Decreased appetite 4 (3.1%) 0

Bradycardia 3 (2.3%) 0

Hallucination 3 (2.3%) 0

Constipation 0 6 (4.6%)

Application site reaction 1 (0.8%) 5 (3.8%)

Somnolence 2 (1.5%) 4 (3.1%)

Agitation 3 (2.3%) 3 (2.3%)

Any serious adverse event 4 (3.1%) 2 (1.5%)

Anemia 0 1 (0.8%)

Bradycardia 1 (0.8%) 0

Abscess limb 1 (0.8%) 0

Fall 0 1 (0.8%)

Hip fracture 0 1 (0.8%)

Dehydration 1 (0.8%) 0

Benign vaginal neoplasm 0 1 (0.8%)

Lethargy 1 (0.8%) 0

Mental status changes 1 (0.8%) 0

Dyspnea 0 1 (0.8%)

aIn addition to nausea and vomiting, adverse events occurring in at least 2% of patients in any treatment group are reported.
bAdverse and serious adverse events reported during the “switch” phase (weeks 1–4 of the open-label extension).

Table 3 Switching protocols used in case studies by Shua-Haim et al., switching a total of 400 patients from oral donepezil, galantamine, and rivastigmine

to the rivastigmine patch, and all adverse events reported [28–31]

Patients reporting AEs after switching to

9.5 mg/24 h rivastigmine patch, n (%)b

Previous medication Switching protocola Tiredness/sleepiness Skin rash Nausea

Donepezil 5–10 mg/day

(n = 116)

4.6 mg/24 h rivastigmine patch, titrated to 9.5 mg/24 h patch after

one month

18 (15.5) 3 (2.5) –

Donepezil 10 mg/day

(n = 56)

4.6 mg/24 h rivastigmine patch plus 5 mg/day donepezil, titrated to

9.5 mg/24 h patch and donepezil tablets discontinued after one month

7 (12.5) 3 (5.3) –

Galantamine 8–24 mg/day

(n = 136)

4.6 mg/24 h rivastigmine patch titrated to 9.5 mg/24 h patch after

one month

11 (8.1) 1 (0.7) –

Rivastigmine capsules

3–6 mg/day (n = 16)

4.6 mg/24 h rivastigmine patch titrated to 9.5 mg/24 h patch after

one month

7 (7.6) 4 (4.3) 3 (3.2)

Rivastigmine capsules 9.5 mg/24 h rivastigmine patch

9–12 mg/day (n = 76)

aEach switching protocol required patients to discontinue original medication on the day prior to the switch, starting on the new regime on the following

day.
bOnly pooled data were available for patients switching from rivastigmine capsules 3–6 and 9–12 mg/day.
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patients reported experiencing tiredness/sleepiness, skin
rash, and nausea. No discontinuations were recorded for
any of the switching protocols.

Conclusions

Patients switching from oral ChEI treatment to the ri-
vastigmine patch generally tolerated the change in med-
ication well, for all the variations in switching protocol
that were described in the literature reviewed here.

The most commonly reported side effects of oral ChEIs
tend to be those that are cholinergic in nature, such as
nausea and vomiting [33]. This is true for oral rivastig-
mine, with rates of 23% and 17% (respectively) reported
in a recent study [25]. In the studies reviewed here, nau-
sea and/or vomiting were reported in no more than 3.2%
of patients switching to the rivastigmine patch from oral
rivastigmine. Patients switching from placebo directly to
the 9.5 mg/24 h rivastigmine patch reported a higher
incidence of gastrointestinal side effects during the first
4 weeks following the switch. This suggests that patients
on high rivastigmine capsule doses may be switched
directly to the 9.5 mg/24 h patch, whereas de novo
patients and those on low doses should undergo 4 weeks
of 4.6 mg/24 h patch treatment before raising their dose
to 9.5 mg/24 h.

Similarly low rates of nausea and vomiting were re-
ported when switching from donepezil tablets to rivastig-
mine patch, and no mention of any nausea or vomiting
was made in the case study report of patients switching

from galantamine to rivastigmine patch. We would there-
fore recommend that the majority of patients receiving
donepezil tablets could be switched to rivastigmine trans-
dermal patch immediately, without a withdrawal period,
if switching is clearly indicated for any reason. Some
patients, however, may benefit from a delayed switch
(i.e., those with a very low body weight or a history
of bradycardia). Likewise, most patients switching to the
rivastigmine patch from galantamine could be switched
immediately, unless there are factors that suggest that a
1-week withdrawal period would be beneficial. Figure 3
shows a suggested treatment algorithm for switching
patients to the rivastigmine patch, based on their prior
medication regimen.

A certain incidence of skin irritation, mostly irritant
dermatitis, is an acknowledged consequence of treatment
with any transdermal medication [35–37]. The signs
and symptoms experienced by those patients who suffer
skin irritation while using transdermal medications are
usually mild to moderate in severity and transient in
nature [38]. Most are restricted to the area of applica-
tion, and resolve spontaneously following removal of the
patch. The rivastigmine patch demonstrated good skin
tolerability in both the IDEAL and SWAP studies, and
reported reactions were usually in the form of ery-
thema and mild in severity. In the studies reviewed here,
at 4–8 weeks after switching to the 4.6 mg/24 h and
9.5 mg/24 h rivastigmine patch, skin rash or application
site reaction was reported in 0.74% of patients switch-
ing to the patch from oral galantamine, in 0.8–5.3% of
patients previously treated with oral donepezil, and in

Figure 3 Suggested treatment algorithm for starting patients on the

rivastigmine patch. ∗Regional differences in guidelines apply. The above

represents the current European Union switching guidelines (according to

the EU rivastigmine patch summary of product characteristics [34]). In the

United States, if a patient is receiving <6 mg/day oral rivastigmine they can

be switched to 4.6 mg/24 h patch; if a patient is receiving ≥6 mg/day they

may be directly switched to 9.5 mg/24 h patch, dependent on tolerability.
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0.5–4.3% of patients changing their medication from oral
to transdermal rivastigmine (Tables 2 and 3).

Relatively high numbers of patients reported experi-
encing tiredness/sleepiness in the series of case studies
presented by Shua-Haim et al., compared with the num-
bers of patients reporting somnolence in the IDEAL and
SWAP studies (7.6–15.5% compared with 0–3.1% of pa-
tients, respectively). The reasons for this seeming discrep-
ancy are unclear, as the levels of methodological detail
reported in the case study posters were, of necessity, low.
However, there were no obvious differences in switch-
ing regimes or other practices that might be expected to
explain these differences. The incidences of other side
effects were similar between the Shua-Haim case stud-
ies, the IDEAL OLE, and the SWAP study, where com-
parisons were applicable, although these are different
studies.

The IDEAL OLE was a 28-week extension to the orig-
inal 24-week study. During the initial 4 weeks of the
extension, all patients were given the 9.5 mg/24 h patch,
before being titrated to higher doses according to toler-
ability. As doses higher than the 9.5 mg/24 h patch are
not widely approved, only results from the first 4 weeks
of the study are reported here.

The limitations of this review include the small num-
ber of studies of patients switching from oral to transder-
mal ChEIs currently available, in comparison to the rela-
tive wealth of data published on switching between oral
ChEIs. The single-center, nonrandomized nature of the
case studies means that the potential for interpretation of
these data is limited. Another limitation of the case stud-
ies is that while AE data were presented separately for
patients switching from two dose ranges of donepezil
tablets (5–10 mg/day and 10 mg/day), data from pa-
tients switching from galantamine were pooled for all pa-
tients who had received a relatively wide dose range of
8–24 mg/day. Likewise, AEs are presented from all pa-
tients switching from rivastigmine capsule (both 3–6 and
9–12 mg/day), with no way to determine whether pa-
tients who had been receiving a lower dose of rivastig-
mine capsule had a lesser or greater incidence of AEs
than those receiving a higher dose, upon switching to the
patch. Also to be considered is the fact that to date, only
one transdermal ChEI patch is available, although others
are expected to come onto the market in the future. Fi-
nally, it should be noted that the data reviewed in this
study came from patients included in clinical trials, and
therefore might not be indicative of the AD population in
general.

The purpose of this review is to provide some guid-
ance for those physicians who believe that their patients
would benefit from switching to patch therapy for any
reason, rather than to focus on the potential reasons

for switching. Physicians considering switching patients
from oral cholinesterase inhibitor therapy to rivastig-
mine patch may find it useful to consider the switch-
ing algorithm suggested here when making treatment
decisions.
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