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Summary

Intravenous immunoglobulin (IVIg) is used increasingly in the management
of patients with neurological conditions. The efficacy and safety of IVIg
treatment in chronic inflammatory demyelinating polyradiculoneuropathy
(CIDP) and Guillain–Barré syndrome (GBS) have been established clearly in
randomized controlled trials and summarized in Cochrane systematic
reviews. However, questions remain regarding the dose, timing and duration
of IVIg treatment in both disorders. Reports about successful IVIg treatment
in other neurological conditions exist, but its use remains investigational.
IVIg has been shown to be efficacious as second-line therapy in patients
with dermatomyositis and suggested to be of benefit in some patients with
polymyositis. In patients with inclusion body myositis, IVIg was not shown to
be effective. IVIg is also a treatment option in exacerbations of myasthenia
gravis. Studies with IVIg in patients with Alzheimer’s disease have reported
increased plasma anti-Ab antibody titres associated with decreased Ab
peptide levels in the cerebrospinal fluid following IVIg treatment. These
changes at the molecular level were accompanied by improved cognitive func-
tion, and large-scale randomized trials are under way.
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Introduction

In many institutions, neurological diseases have become
responsible for more use of intravenous immunoglobulin
(IVIg) than any other acquired diseases. Following Paul
Imbach’s observation that IVIg is effective in the treatment
of thrombocytopenia [1], its use was tested in chronic in-
flammatory demyelinating polyradiculoneuropathy (CIDP)
in the Netherlands. Benefits were reported initially in
observational studies [2], which were established later by
randomized controlled trials, summarized in a Cochrane
systematic review and confirmed in the recently completed
Immune Globulin Intravenous CIDP Efficacy (ICE) trial
[3,4]. The ICE trial, a large randomized, double-blind,
placebo-controlled, response conditional cross-over trial of
IVIg in 117 patients with CIDP [4], led to the registration of
IVIg (Gamunex) for CIDP in the United States and Canada.
The latest information and remaining questions about IVIg
in CIDP were discussed in a presentation by Dr Norman
Latov.

Paradoxically for Guillain–Barré syndrome (GBS), the
EMEA have authorized the use of IVIg in Europe, but the
Food and Drug Administration (FDA) have not authorized it
in the United States, although it is used widely there. It was
again in the Netherlands where IVIg was first tested for its
efficacy in GBS, and the first randomized controlled trials
showed similar efficacy to plasma exchange [5–7]. In his
presentation, Dr David Cornblath summarized the evidence
for the use of IVIg in GBS, now drawn from several random-
ized controlled trials summarized in a Cochrane review [8].
Despite the results from these trials, there remains a need for
more research to determine the efficacy of IVIg in disease
variants and to perform dose-ranging studies, especially of a
second IVIg dose in patients who do not begin to improve
within a reasonable time after the first dose.

Most patients with GBS are now being treated with IVIg,
but because they receive only one course, GBS does not
account for large usage of IVIg. On the other hand, the
smaller number of patients with chronic inflammatory neu-
ropathies, who receive long-term repeated IVIg treatment,
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account for a high proportion of neurology department
budgets. This includes not only CIDP but the related condi-
tion of multi-focal motor neuropathy (MMN), where a
response to IVIg but not to any other treatment can be seen
in more than three-quarters of patients [9].

There are other peripheral neuropathies in which
there are reports of the efficacy of IVIg. These include dia-
betic amyotrophy [10], vasculitic peripheral neuropathy
[11] and painful sensory neuropathy associated with
Sjögren’s syndrome [12]. The evidence for these conditions
has been insufficient to earn a recommendation for the
use of IVIg from national or international guidelines
[13–15].

The possible use of IVIg has been explored for a wide
range of neurological conditions besides peripheral neuro-
pathies. It was shown that IVIg is clinically beneficial
and reduces complement deposition in a randomized trial
in dermatomyositis [16], as presented by Dr Marinos
Dalakas. Based upon this evidence, IVIg was included in
guidelines for managing corticosteroid-resistant disease
[13–15].

No difference in efficacy between IVIg and plasma
exchange for treating exacerbations of myasthenia gravis was
shown in randomized trials: the evidence has been summa-
rized in a Cochrane review [17]. Consequently, IVIg has been
accepted as a treatment option for such exacerbations in
national and international guidelines [13–15]. Considerable
effort has been devoted to exploring a possible role for IVIg
in multiple sclerosis, with negative results in secondary pro-
gressive disease and conflicting, but eventually negative,
results in relapsing–remitting disease [18,19]. Anecdotal
reports of benefit from IVIg have included its use in neu-
romyotonia and paraneoplastic syndromes [20,21], some
forms of encephalitis [22], childhood treatment-resistant
epilepsy [23] and narcolepsy [24].

The concept of testing IVIg as a possible treatment for
Alzheimer’s disease (AD) followed from observations that
IVIg contained measurable quantities of anti-amyloid-beta
(Ab) antibodies [25], which are deficient in the blood [26]
and spinal fluid [27] of patients with AD. The development
of IVIg as an investigational treatment for AD was outlined
by Dr Marc Weksler and the results of two open-label phase
I studies [25,28] and a recently completed placebo-
controlled phase II trial were presented. If an ongoing US
phase III pivotal study confirms that IVIg slows progression
of AD and is well tolerated, the future needs of millions of
AD patients worldwide could exceed the supplies of IVIg
available for all indications. Strategies will have to be devel-
oped to address this issue, which may include drawing upon
novel alternative sources of pooled human immunoglobulin
and platforms for generating mixed human monoclonal
antibodies. Pursuing these and other strategies may become
of paramount importance as neurological and non-
neurological indications for IVIg continue to grow in the
21st century.

CIDP, presented by Norman Latov

CIDP is an autoimmune disease that targets the myelin
sheaths of the peripheral nerves, leading to weakness,
sensory loss and impairment of gait and coordination. There
is no definitive test for CIDP, and in most patients diagnosis
is based on the clinical presentation and demonstration of
demyelinating abnormalities in electrodiagnostic studies.
Numerous diagnostic criteria are available, which work well
in both practice and research studies.

Given that CIDP is a treatable and potentially reversible
disease, there is a pressing need for research into biomarkers
that would enable the development of more reliable diagnos-
tic tests [29,30].

The treatment often preferred for CIDP is IVIg, based on
its demonstrated efficacy and safety, as confirmed by the
recently published ICE study [4]. In this study, patients
received an initial loading dose of 2 g/kg IVIg, followed by
1 g/kg at 3-week intervals, with those exhibiting improve-
ment continuing treatment for up to 24 weeks. Improve-
ment, as measured by the inflammatory neuropathy cause
and treatment (INCAT) disability score, was seen in 54% of
the patients in the treatment arm, compared with 21% of
those receiving placebo (P = 0·002).

The initial dose used in the ICE study (2 g/kg) was similar
to that used in practice. This dose was shown to be more
effective than 1 g/kg or 0·25 g/kg in a previous trial [31],
although higher doses were not examined. The initial dose is
usually given over one or several days, depending on toler-
ability or convenience. Patients who do not respond to an
initial dose may respond to subsequent doses, as was seen in
the ICE trial and an earlier, smaller study [32]. In the ICE
study, 44% of responders improved by 3 weeks after the initial
treatment, and an additional 50% of patients responded only
after a second dose of 1 g/kg at week 3, as measured at week 6
of the study [33].However, it is not known whether even more
patients would have improved if additional treatments had
been given, as patients who did not show improvement,
including those who were stable, were crossed-over at week 6.
In clinical practice, initial responses have been seen up to 3
months into the treatment, and stabilization of previously
progressive disease is considered to be a positive response.
Additional studies are therefore needed to explore the full
potential of IVIg therapy in these patients.

IVIg responsive patients in the ICE trial were treated with
1 g/kg every 3 weeks for up to 24 weeks, with the responsive
patients re-randomized to continue treatment or placebo in
phase 2 of the study for an additional 24 weeks. Continued
improvement was observed in some patients at up to 32
weeks into the study [33]. Approximately 50% of the
responders in the first phase of the study suffered a relapse
during phase 2 when switched to placebo. Given the goal of
achieving maximal improvement, a reasonable strategy
would be to continue treatment until the improvement pla-
teaus, before stopping to see whether additional treatments
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are still needed. Discontinuing the treatments prior to that
point would risk leaving the patient with less than optimal
function, although one study noted that patients in remis-
sion may continue to improve after the treatments were dis-
continued [34].

For purposes of the trial, patients in the ICE study were
maintained on doses of 1 g/kg every 3 weeks. In practice,
however, after initial treatment, follow-up doses of 0·5 g/kg
every 2 weeks, 1 g/kg every 3 weeks or 2 g/kg every 4 weeks
are used commonly, depending on individual preference.

Most patients who relapse require long-term maintenance
therapy. The alternative, to treat only after a relapse, puts the
patient in danger of developing irreversible axonal damage
and increasing debility secondary to accumulated injuries
[35]. A retrospective analysis of CIDP patients treated with
different doses of IVIg showed that maintenance doses and
schedules vary significantly between patients, arguing for
individualized dosing that is determined empirically [36].
However, maintaining less than optimal levels of IVIg may
result in further deterioration, so that dosing should be
directed at maintaining maximal function [37].

CIDP is a treatable disease whose manifestations can be
prevented by early diagnosis and treatment with IVIg. Addi-
tional efforts are needed, however, to develop more reliable
diagnostic tests, establish optimal treatment regimens and
increase awareness of this condition.

GBS in children, presented by David R. Cornblath

GBS is an autoimmune disorder of the peripheral nervous
system. GBS in children and adults shares many features, but
has several important differences. In both adults and chil-
dren, GBS consists of four major subtypes: acute inflamma-
tory demyelinating polyneuropathy (AIDP); acute motor
axonal neuropathy (AMAN); acute motor and sensory
axonal neuropathy (AMSAN); and Fisher syndrome. The
subtypes can be differentiated by clinical, electrophysiologi-
cal and pathological findings [38,39].

The incidence of GBS in children up to age 18 years
is approximately one per 100 000/year, compared with
approximately two per 100 000/year in adults. The incidence
is lower in young children, while in adults there is an increas-
ing incidence of GBS with advancing years [40]. In the
United States and western Europe, AIDP is the most
common GBS subtype, while in Asia and Latin America
axonal forms are more frequent [41,42].

Diagnosis of GBS is made in the setting of the classic
clinical scenario of a monophasic illness reaching a nadir
within 4 weeks with symmetric weakness and sensory loss,
areflexia and elevated cerebrospinal fluid (CSF) protein
without pleocytosis [38,39]. Children present slightly
differently. Leg or back pain occurs in the majority of chil-
dren and disease progression is much faster, with 80% reach-
ing nadir within 2 weeks [43]. While approximately 30% of
adults require assisted ventilation, this is needed in only

about 15% of children. In children, recovery is usually better
and the mortality lower. Presumed antecedent inciting
events, such as infections, occur in up to 80% of children
[38,39].

While initial data on the pathology and pathogenesis of
GBS were obtained primarily from adults, more recent
studies have involved all age groups. Molecular mimicry
probably plays an important role in the pathogenesis. Infec-
tion with a pathological agent such as Campylobacter jejuni
leads to the formation of cross-reacting antibodies. In AIDP,
such cross-reacting anti-myelin or anti-ganglioside anti-
bodies attack Schwann cell surface epitopes of motor and
sensory fibres. Subsequent complement activation and
macrophage infiltration leads to multi-focal inflammatory
demyelination with conduction failure and secondary axonal
degeneration. AMAN and AMSAN are characterized by
axonal/nodal antibody binding, complement activation,
macrophage attachment at nodes, opening of the peri-
axonal space and macrophage infiltration in motor axons in
AMAN, or in motor and sensory axons in AMSAN [38,39].
In severe cases, secondary axonal degeneration is observed.

In controlled clinical trials in GBS patients, which have
included only small numbers of those less than 18 years old,
plasma exchange or the use of IVIg has been shown to be
beneficial [44]. Supportive care is critical at all ages. Studies
performed specifically in children have been smaller than
those in adults, but the results of trials in children with severe
GBS support the beneficial effect of IVIg seen in adults
[45,46].

Children with mild GBS (i.e. patients able to walk 5 m
unaided) who received IVIg 0·5 g/kg/day over 2 days had
significantly faster improvement (median 8 days) compared
with patients receiving supportive treatment (median 32
days) (Table 1) [47]. In the same trial, children with severe
GBS (i.e. unable to walk 5 m unaided) were randomized to
receive 1 g/kg IVIg over 2 days or 0·4 g/kg IVIg over 5 days.
While recovery did not differ significantly between the chil-
dren treated for 2 days versus 5 days, relapses of the disease
were found to be more frequent in the children treated with
the shorter course and higher dose, indicating that longer
treatment may be more beneficial [47]. Although the results
are encouraging, due to the small number of patients
involved, further studies are needed to confirm the results in
children.

Other aspects of GBS therapy remain unresolved and
require future research. Additional primary treatments are
needed, as up to 20% of patients with GBS die or are unable
to walk after 1 year. Treatments to enhance nerve regenera-
tion and to improve function in existing but partially
repaired nerves are also required. The Inflammatory Neur-
opathy Consortium of the Peripheral Nerve Society defined
a need for trials of IVIg treatment in mild GBS and Fisher
syndrome, an IVIg dose-finding study in GBS and studies on
the use of complement inhibitors and sodium channel
blockers. Administration of a second IVIg dose in GBS
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patients who are still bed-bound 2 weeks after the first course
may be beneficial and also requires further investigation.

IVIg for the treatment of inflammatory muscular
disorders, presented by Marinos C. Dalakas

The autoimmune myopathies are rare inflammatory diseases
characterized by muscle weakness, which is usually proximal,
painless and of insidious onset. The three groups of autoim-
mune myopathies are dermatomyositis (DM), polymyositis
(PM) and inclusion body myositis (IBM) [48]. Several small
controlled trials with high-dose IVIg have been conducted in
patients with DM and IBM; however, no controlled studies
in patients with PM have been carried out so far, due to the
difficulty in obtaining large enough numbers of patients
with this rare condition [49].

DM is an inflammatory disease, affecting skin and muscle
and causing varying degrees of muscle weakness, ranging
from mild to severe. In this condition, prominent inflamma-
tion is observed usually at the periphery of the fascicle,
leading to atrophy of the fibres around the fascicle. DM is
characterized by complement-mediated microangiopathy
that begins with complement activation in the periphery that
leads eventually to the formation of membrane attack
complexes (MACs), which are deposited on the capillaries
causing destruction of capillaries [50]. A number of cytok-
ines and chemokines are thought to be in involved in the
process.

The therapeutic approach to DM treatment usually
involves steroids or immunosuppressants, such as azathio-
prine, mycophenolate mofetil, methotrexate, cyclophospha-
mide or cyclosporine. If these are not sufficient to control the
disease, other alternatives include polyclonal IVIgs or mono-
clonal antibodies. In DM, IVIg is thought to work by inhib-
iting complement consumption and intercepting membrane

attack complexes, suppressing cytokines, adhesion molecules
and fibrogenetic factors, and altering biologically relevant
immunoregulatory or tissues remodelling genes [50].

A double-blind, randomized, placebo-controlled study
was conducted in DM patients who were resistant or par-
tially responsive to conventional therapies [16]. The patients
continued to receive the same low doses of prednisone and
were assigned randomly to receive one infusion of IVIg
(2 g/kg body weight) or placebo per month for 3 months,
with the option of crossing-over to the alternative therapy
for 3 more months. The results showed that IVIg is very
effective in improving both muscle strength and skin rash.
The clinical benefit, which was impressive in patients with
early disease, was associated with improvements in the
muscle cytoarchitecture. Quantitative histological studies in
repeated muscle biopsies showed a statistically significant
increase in the size of muscle fibres and the number of cap-
illaries with normalization of the capillary diameter. Resolu-
tion of the aberrant immunopathological parameters,
including interception of complement activation products
and down-regulation of T cells, intercellular adhesion
molecule-1 (ICAM-I), vascular cell adhesion molecule
(VCAM), transforming growth factor (TGF)-b and major
histocompatibility complex (MHC)-I molecules, was also
noted [51,52]. Further, a number of immunoregulatory and
structural genes were modified in patient muscle biopsies
after therapy. Based on these positive clinical findings, IVIg
in combination with prednisone was recommended recently
by the European Federation of Neurological Societies
(EFNS) as a second-line treatment for patients with DM
[13].

While DM is a complement-mediated vasculopathy, PM is
mediated by T cells. Controlled studies of IVIg in this disease
have not been performed, and only one study has examined
long-term outcomes in PM patients. This study showed that

Table 1. Distribution of disability scores at randomization, at the nadir of the disease, and 4 weeks after randomization in the early treatment study [47].

In group A, pediatric patients were randomized initially for no treatment (four of the children were treated with intravenous immunoglobulin (IVIg)

in the later course because of loss of independent walking). In group B, pediatric patients were randomized to IVIg.

Score

No. of children

At randomization At nadir

4 weeks after

randomization

Group A Group B Group A Group B Group A Group B

Normal 0 0 0 0 0 3

Able to run 0 1 0 0 1 6

Walks 5 m unaided 7 12 2 8 3 3

Walks with aid 0 1 2 3 1 2

No walking, lifts legs 0 0 1 0 1 0

Not able to lift legs 0 0 1 3 1 0

Artificial ventilation 0 0 1 0 0 0

n 7 14 7 14 7 14

Median score 2 2 3 2 2 1

95% CI 2–2 1–3 2–6 2–5 1–5 0–3

P* 0·80 0·25 0·025

Reproduced with permission from [47], copyright© 2005 by the AAP. CI: confidence interval. *Mann–Whitney test.
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25 of 35 patients (71%) responded to treatment with high-
dose IVIg in combination with other immuno suppressants
after 6 months of treatment. After 51 months, 50% of the
responders were still responding well, with 12 patients in full
remission without any medication [53].

IBM is a progressive inflammatory skeletal muscle disease
that presents with a distinctive pattern of weakness in the
wrist and finger flexors and quadriceps muscles. It is charac-
terized by inflammatory cells surrounding myofibres and
rimmed vacuoles [54]. In addition to inflammatory pro-
cesses caused by CD8+ T cell cytotoxicity, a degenerative
process is also involved. Numerous medications, such as ste-
roids, immunosuppressants, radiation and interferon
(IFN)-b, have been tried for the treatment of this disease,
mostly unsuccessfully.

The first study of IVIg treatment in IBM patients showed
only marginal benefits. However, an improvement in the
ability to swallow was observed, implying mild regional ben-
efits [55]. In another study with 37 IBM patients, IVIg treat-
ment combined with prednisone did not have a significant
benefit [56].

It is interesting to note that IVIg modified certain immu-
noregulatory and structural genes in the muscles of DM
patients who responded to IVIg therapy. For example,
the expression of the chemokine Mig/CXCL9 gene was
up-regulated after IVIg treatment in the muscles of patients
with DM, but not in patients with IBM, who did not respond
well to IVIg therapy. Expression of the anosmin-1/KAL-1
gene, which encodes a protein involved in fibrosis, was
reduced after IVIg therapy in DM patients, but was
unchanged in IBM patients (Fig. 1) [57].These results suggest
that some molecules such as anosmin-1/KAL-1 may be a
marker of response to IVIg therapy, but additional markers
need to be explored.

IVIg in AD, presented by Marc Weksler

AD is the most common neurodegenerative disorder
leading to dementia and irreversible loss of neurones. The
pathological hallmarks of AD are extracellular accumula-
tion of Ab peptides, 40–42 amino acid fragments of the
beta-amyloid precursor protein (APP), as senile plaques

and intracellular neurofibrillary tangles composed of tau
proteins.

A mouse model for AD, the platelet-derived growth
factor-driven APP (PDAPP) transgenic mouse, was devel-
oped in 1995 by overexpression of human mutant APP [58].
These mice develop many of the pathological hallmarks of
AD, including Ab deposits, neuritic plaques, synaptic loss
and impaired memory. Mouse models for AD have since led
to a better understanding of the disease and have facilitated
the investigation of treatment options.

The first immunotherapeutic approach to AD showed that
active immunization of these transgenic mice with Ab pep-
tides inhibits the formation and promotes the clearance of
Ab plaques [59,60]. Subsequent studies demonstrated that
Ab immunization also reduces cognitive dysfunction. Ab
vaccination was investigated in a mouse model, where mice
develop learning deficits as amyloid accumulates. At an age
when untreated transgenic mice show memory deficits, the
Ab-vaccinated transgenic mice showed cognitive perfor-
mance superior to that of the control transgenic mice and
performed almost as well as non-transgenic mice in a water-
maze test [61].

These promising results led to clinical studies of active
immunization in humans with AD [62,63]. These studies,
however, were complicated by the development of menin-
goencephalitis in 6% of the patients treated with vaccine
AN1792 in a phase II clinical trial [62,63]. Furthermore, only
20% of the patients immunized with AN1792 developed a
twofold increase in anti-Ab antibodies.

However, progress was made with the discovery that
peripheral administration of antibodies against Ab peptide
could reduce amyloid burden to a similar extent as active
immunization [64]. These results were found despite the
relatively modest serum levels of the anti-Ab antibodies that
were administered, and the small percentage of these anti-
bodies that crossed the blood–brain barrier and entered the
central nervous system. Passive immunization had the
advantage that the potentially harmful activation of host T
cells could be avoided.

Based on the finding that externally administered anti-
bodies were able to protect PDAPP mice from AD, it was
hypothesized that high titres of natural anti-Ab antibodies
may protect humans from AD, while low levels may predis-
pose certain individuals to the development of AD. Studies
have found reduced levels of anti-Ab antibodies both in the
serum [26] and CSF [27] of patients with AD. These results
were confirmed in a mouse AD model, where anti-Ab anti-
body levels were measured at various ages [65]. The level of
anti-Ab antibody fell significantly at the age of 9 months, at
the age when amyloid plaques started to appear in the brain
of the mice, and was persistently low thereafter. The observed
effect was not due to a general deterioration of the immune
response, as immunoglobulin levels were generally found to
be higher in the older compared with the younger mice.
Autoantibody-decorated plaques were found frequently in
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patients with AD and patients with low antibody-levels were
shown to harbour more diffuse plaques than patients with
high levels (Fig. 2) [66]. Autoantibodies against Ab may
therefore be important for maintaining plaque homeostasis.

IVIg has been shown to contain autoantibodies against
many states of Ab peptide aggregation including monomers,
oligomers and fibrils and may therefore have a distinct
advantage over monoclonal anti-Ab until the precise patho-
genic state(s) of the Ab peptide is known [67]. The potential
benefits of IVIg were first shown in five AD patients [68].
Although the small sample size limited conclusions, this
study paved the way for further studies employing an open-
label dose-ranging trial, including eight patients with mild
AD. IVIg was added to approved AD therapies for 6 months,
discontinued, and then resumed for another 9 months. IVIg
infusion increased the level of plasma anti-Ab antibody
titres, which was associated with an increase in Ab peptide
levels in the serum and a decrease in Ab peptide levels in the
CSF [28]. Cognitive function, as measured by Mini-Mental
State Evaluation (MMSE), showed improvement in six of
eight patients after 6 months of IVIg therapy. When IVIg
treatment was stopped, Ab peptide levels in the CSF receded
to their pretreatment levels, but improved again when treat-
ment was reinitiated after 3 months (Fig. 3). Follow-up to 30
months has now been performed, with all patients having
stabilized in their disease progression.

Subsequently, a phase II study was performed in three
groups of eight patients with mild to moderate AD (MMSE
14–26) who were assigned randomly to groups receiving
either 0·4 g IVIg/kg/month, 0·8 g IVIg/kg/month or placebo

(saline) [69]. The levels of anti-Ab antibodies and of Ab
40/42 peptides in plasma and CSF samples were quantified
by enzyme-linked immunosorbent assay (ELISA). Cognitive
and behavioural assessments, using the Alzheimer’s Disease
Assessment Scale-cognitive subscale (ADAS-cog), Clinical
Global Impression of Change (CGIC), modified Mini-
Mental State (3MS) and activities of daily living (ADL)
scales, were performed before and after 3, 6 and 9 months of
infusion therapy. Cerebral glucose uptake was measured
by positron emission tomography (PET) scanning after
18-fluorodeoxyglucose injection before and 6 months after
infusion therapy.

IVIg infusions increased anti-Ab antibody and Ab 40/42
peptides in plasma and decreased Ab 40/42 peptides in CSF
compared with values prior to treatment. While glucose
uptake in AD vulnerable regions decreased by 6–8% in
untreated patients, uptake remained stable in IVIg-treated
patients (unpublished data).
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Large-scale studies are under way to determine the role
of IVIg in the treatment of AD. If positive, this would lead
to a further increase in the demand for immunoglobulin
therapeutics. Alternative sources of immunoglobulins
may have to be considered to satisfy patient needs, which
may include polyclonal recombinant antibodies or the pro-
duction of artificial human antibodies in transgenic
animals.

Summary

IVIg is used increasingly in neurological diseases. While its
efficacy and safety in CIDP and GBS have been demon-
strated clearly, questions remain regarding the dose, timing
and duration of IVIg treatment in both disorders. Further
studies are required to establish its efficacy firmly in other
inflammatory neuro muscular disorders. In AD, large-scale
randomized trials are under way, and the results of these
studies are awaited eagerly.
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