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Summary
The optimal treatment of immunoglobulin
light chain amyloidosis (AL) patients requires early
diagnosis, correct amyloid typing, effective treatment and careful supportive therapy. In the last few
years the therapeutic arsenal for the management
of AL has been considerably enriched. Cardiac
dysfunction can be accurately monitored by measuring the serum concentration of natriuretic peptide type-B and cardiac troponins and the quanti-

tative test for circulating free light chains allows an
easy assessment of haematological response to
chemotherapy. These new tools can be combined
in order to maximise the improvement of organ
dysfunction and minimise toxicity, adapting the intervention to each patient.
Key words: amyloidosis; diagnosis; treatment

Introduction
Amyloidoses are protein conformation disorders, in which different soluble proteins aggregate as extracellular insoluble fibrils [1]. In immunoglobulin light-chain amyloidosis (AL), monoclonal light chains undergo conformational
changes leading to their aggregation into amyloid
fibrils that can deposit in virtually every organ,
with the exception of parenchymal brain tissue [1].
This process causes organ dysfunction and, if it is
not halted by therapy, it leads to the patients’
death. Prognosis is determined by the presence
and severity of heart involvement and by response
to therapy [2].
The optimal management of patients with AL

requires early diagnosis, correct amyloid typing,
effective treatment, tight follow-up and careful
supportive therapy. In the past few years the tools
available to the physicians involved in the care of
AL patients have considerably improved. New
therapeutic regimens can be tailored for each single patient. Cardiac dysfunction can be accurately
monitored by measuring the serum concentration
of natriuretic peptide type-B (NT-proBNP) and
cardiac troponins [3, 4]. A quantitative test for
circulating free light chains (FLC) allows an easy
assessment of haematological response to chemotherapy [5].
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NT-proBNP: N-terminal pro-natriuretic peptide type B

CR:
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PR:

partial response

FLC:

free light chain

SAE:

severe adverse events

HDM:

high-dose melphalan

TDex:

thalidomide plus dexamethasone

IDM:

intermediate-dose melphalan

TRM:

treatment-related mortality

MDex:

melphalan plus dexamethasone

VAD:

vincristine, doxorubicin and dexamethasone

melphalan plus prednisone
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Diagnosis of AL amyloidosis
Systemic amyloidosis should be considered in
the differential diagnosis of nephrotic syndrome,
left ventricular hypertrophy, hepatomegaly and
peripheral and autonomic neuropathy. The organs
most frequently involved by AL include kidney
(74%), heart (60%), liver (27%) and peripheral
(22%) and autonomic (18%) nervous system and
in 69% of patients more than one organ is involved
at diagnosis [2].
The diagnosis of amyloidosis requires the histological demonstration of the amyloid deposits
[6]. The fine-needle aspiration of abdominal fat
(sensitivity 87%) is innocuous and can substitute
the biopsy of the organs involved. Once the histological diagnosis has been established, the amyloid
type should be defined. The characterisation of a
biopsy-proven amyloidosis as AL type requires the
demonstration of the underlying plasma cell clone.
Screening electrophoresis is inadequate, since
56% of patients do not have a detectable monoclonal spike. All patients should have good resolution immunofixation electrophoresis of serum and
urine, which can detect a monoclonal protein in up
to 97% of patients [2]. The measurement of circulating FLC [5] is a valuable complement of immunofixation and is useful in the follow-up of AL

patients after chemotherapy. Although the number of bone marrow plasma cells is often within
normal range, a monoclonal plasma cell population can be detected in 84% of AL patients by immunofluorescence on a bone marrow aspirate [7].
Finding amyloid deposits in a biopsy in the presence of monoclonal immunoglobulins is strong
but not conclusive evidence of AL and the possibility of a monoclonal gammapathy incidentally
associated with non-AL amyloidosis should be excluded [8–10]. The mistyping of amyloidosis leads
to therapeutic mistakes that may have catastrophic
consequences, such as transplanting haematopoietic stem cells instead of the liver. The correct
typing of systemic amyloidosis requires a careful
clinical evaluation and refined immunohistochemical and genetic testing. The sensitivity of lightmicroscopy immunohistochemistry in AL is low
and at our centre we rely on immunoelectron
microscopy that unambiguously characterises the
amyloid deposits by co-localising the specific
proteins with the fibrils [11, 12]. An alternative
approach is the biochemical typing of the amyloid
deposits. Genetic testing allows the identification
of the specific mutation in the hereditary forms.

Specific therapy
The effective treatments for AL are compared
in table 1.
Monitoring the response to therapy
The current therapeutic approach to AL is
based on the observation that organ function can
be restored if the synthesis of the amyloidogenic
precursor is shut down. The aim of therapy is to
rapidly reduce the supply of the amyloidogenic
monoclonal light chain by suppressing the underlying plasma cell clone, while using supportive
measures to sustain the function of the organs involved [13]. A consensus panel from the InternaTable 1
Comparison of the
published effective
treatments for AL.

tional Society for Amyloidosis established the criteria for haematological response (table 2).
The United Kingdom National Amyloidosis
Centre showed that a >50% reduction of the amyloidogenic FLC (partial remission, PR) is associated with improved survival [14]. More recently,
the Mayo Clinic Group reported that survival is
predicted by the absolute value of FLC achieved
after autologous stem cell transplantation (ASCT)
rather than by the percent reduction of FLC [15].
Our group observed that, in patients with cardiac
AL, chemotherapy induces a rapid and simultaneous reduction of FLC and NT-proBNP and that

Regimen

Clonal response
(PR + CR)

CR

TRM

Survival
(years)

References

HDM + ASCT
IDM + ASCT

76%
53%

33%
18%

12–13%

7.8

19, 20, 41

MDex*

67%

33%

4%

5.1

28

HD-Dex

53%

24%

7%

2.6

26

TDex**

48%

19%

0% (SAE: 65%)

MP

28%

Rare

0%

>3
1.5

PR: partial response; CR: complete remission; TRM: treatment-related mortality;
HDM: high-dose melphalan; IDM: intermediate dose melphalan;
ASCT: autologous stem cell transplantation; MDex: melphalan plus dexamethasone;
HD-Dex: high-dose dexamethasone; TDex: thalidomide plus dexamethasone;
SAE: severe adverse events; MP: melphalan plus prednisone
* In patients ineligible for ASCT due to advanced disease
** In refractory/relapsed patients
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Table 2

Complete response (CR)

Criteria for haematological response [6].

717

Serum and urine immunofixation negative for monoclonal protein
Normal free light chain ratio
Bone marrow plasma cells <5%

Partial response (PR)

If serum monoclonal component >0.5 g/dL, a 50% reduction
If light chain in the urine with a visible peak and >100 mg/day
and 50% reduction
If free light chain >100 mg/L and 50% reduction

complete remission (CR) grants a greater NTproBNP decrease than PR [16]. Survival of patients in whom FLC and NT-proBNP decrease
is significantly prolonged, whereas patients with
cardiac AL who do not respond promptly to
chemotherapy are at risk of early death [16]. It has
been shown that patients who fail to respond to
first-line treatment can still benefit from secondline therapy [17]. Thus, the concentration of FLC
and NT-proBNP should be measured at least
every 3 months, in order to early identify patients
who will not benefit from therapy and promptly
initiate alternative treatments.
Stem cell transplantation
High-dose melphalan followed by ASCT is
currently considered the most effective therapy for
AL patients who can withstand the procedure. In
a retrospective study, patients treated with ASCT
had a significant survival advantage over those who
received oral melphalan plus prednisone [18].
However, treatment-related mortality (TRM) is
high, particularly in patients with heart failure
and multi-organ involvement [19, 20]. In 2002,
Comenzo and Gertz proposed a risk-adapted reduction of the dose of melphalan used in conditioning, in order to minimise toxicity [21]. However, according to these criteria, of 705 patients
seen at our centre, only 82 (12%) would have been
eligible for conditioning with high-dose melphalan (200 mg/m2, HDM). Also stem cell mobilisation and collection carries significant risks in patients with cardiac involvement and to minimise
toxicity it is recommended that only granulocyte
colony-stimulating factor be used for mobilisation
[22]. Given the modest size of the amyloid clone,
pre-transplant cytoreduction with VAD (vincristine, doxorubicin and dexamethasone) or other
regimens seems unnecessary. Moreover, pre-transplant treatment with VAD is associated with significant toxicity (TRM 7%) [23] and a randomised
trial indicated that the delay associated with debulking allows disease progression [24].
The Boston group started ASCT in 1994 and
reported data on 277 patients who were treated up
to June 2002 [19]. Conditioning was performed
with HDM in 155 patients and with intermediatedose melphalan (IDM, 100–140 mg/m2) in 122.
Complete remission translated into improved survival. Conditioning with HDM was associated
with higher CR rate (33% vs 18% on an intentionto-treat basis). Treatment-related mortality was
13%. The Mayo Clinic group reported the out-

come of ASCT in 154 AL patients, 103 of whom
received HDM and 51 IDM [20]. Haematological
response improved survival and was more frequent
after HDM than after IDM (76% vs 53%). Overall TRM was 12%.
Oral melphalan plus prednisone
The association of melphalan plus prednisone
(MP) was standard therapy for AL for a long time
and is now offered to poor risk patients. The response rate to MP is approximately 30% and time
to response was longer than 1 year in 30% of cases
[25]. Although MP is the best tolerated regimen,
the long time to response may be unaffordable for
patients with rapidly progressive disease.
Dexamethasone based regimens
A rapid response to therapy is essential in AL
amyloidosis. In multiple myeloma, VAD may induce a quick clonal response. However, this regimen presents serious concerns in AL: vincristine
can exacerbate autonomic or peripheral neuropathy, doxorubicin cannot be used in patients with
heart failure and the intensive high-dose dexamethasone regimen can cause severe fluid retention or trigger fatal ventricular arrhythmias.
Dexamethasone alone grants a 53% haematological response rate after a median time of
3.4 months, with 24% complete remissions [26].
Treatment-related mortality is 7%. A modified,
milder schedule of dexamethasone can induce a
response in 35% of patients, in a median time of
4 months [27].
The addition of oral melphalan to dexamethasone (MDex) induces a haematological response in
67% (CR 33%) of AL patients ineligible for ASCT
due to advanced disease, in a median time of
4.5 months. Treatment-related mortality is 4%
[28]. Haematological response translates into prolonged survival. A French prospective randomized
trial compared this regimen to ASCT and showed
that transplantation is not superior to MDex in a
multicentre setting [29].
Thalidomide
Thalidomide is poorly tolerated in AL patients. However, its association with intermediatedose dexamethasone (TDex) as second-line treatment induces a clonal response in 48% of cases,
with 19% CR [17]. Median time to response is 3.6
months. Severe adverse events are frequent (65%),
but no treatment-related mortality was reported.
Symptomatic bradycardia is a common (26%) re-
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action to thalidomide in AL and monthly Holter electrocardiogram monitoring is useful in
promptly detecting this adverse reaction.
Investigational therapies
New strategies are being developed to attack
the plasma cell clone, exploiting the possible graft
versus myeloma effect of allogeneic bone marrow
transplantation [30] or using the thalidomide analogue lenalidomide or the proteasome inhibitor
bortezomib. An alternative is promoting the resorption of amyloid deposits. This could be done
by the iodinated anthracycline 4’-iodo-4’deoxydodoxorubicin that, used at a low, non-myelosuppressive dose, produces an organ response in 15%
of AL patients [31]. Amyloid load can also be reduced in mice by passive anti-light chain immunisation [32].
Defining the optimal therapeutic strategy
The availability of several effective therapeutic regimens makes it possible to tailor the treatment strategy for each patient. The goal is a rapid
and effective suppression of the synthesis of the
amyloidogenic light chain in order to induce a
functional improvement of the organ involvement,

at the minimum cost in terms of toxicity. The only
randomised trial comparing modern therapies is
the French Multicentric Trial on ASCT and MDex
[29]. This study demonstrated the viability of
MDex in AL patients. A limitation of this trial was
the multicentre setting that resulted in high TRM
when ASCT was performed at centres without a
great experience.
Despite there are very few data from randomised clinical trials to support the use of an
agent over another, some suggestions can be made.
Good risk patients (age <65 years, normal NTproBNP and cardiac troponins, glomerular filtration rate >50 mL/min) are candidates to ASCT.
Conditioning should be performed with HDM
(200 mg/m2). Patients who are fit enough to bear
dexamethasone based therapy, but who are not eligible for ASCT, can be treated with MDex. However, the exposure to melphalan can jeopardise
stem cell mobilisation and patients who present
with a potentially reversible contraindication for
ASCT should have their stem cell harvested before
MDex. Poor risk patients can be treated with MP
or included in investigational trials. Refractory and
relapsed patients could be treated with TDex.

Supportive treatment
Supportive treatment is a fundamental part of
the management of AL patients. It is aimed at
maintaining the quality of life and prolonging survival, whilst specific therapy has time to take effect.
The mainstay of the treatment of congestive
heart failure and nephrotic syndrome in amyloidosis are salt restriction and judicious diuretic use
[13]. Cardiac function in amyloidosis is often preload dependent and reduction of intravascular volume should be avoided, particularly in patients
with hypoproteinaemia and postural hypotension.
Most patients with AL have asymptomatic autonomic nervous system involvement [33] and
hypotension can easily ensue after treatment with
angiotensin-converting enzyme inhibitors that
should be used with great caution and at the lowest effective dose. Patients with recurrent syncope
may benefit from pacemaker implantation. Patients who present repetitive ventricular arrhythmias at 24-hour Holter electrocardiogram are at
risk of sudden death [34] and may benefit from
treatment with amiodarone. The utility of implantable defibrillators is controversial. End-stage
renal failure is treated with dialysis.
Hypotension is present in almost 20% AL
patients and is exacerbated by heart failure and hypoproteinaemia. Patients can benefit from fitted

elastic leotards and midodrine [35], whereas fluorocortisone is poorly tolerated due to fluid retention. Neuropathic pain benefits from gabapentin
or pregabalin treatment. Diarrhoea due to gastrointestinal and/or autonomic nervous system
involvement can be controlled with octreotide
[36].
More than 50% of AL patients experience an
unintentional weight loss and more than 20% are
malnourished [37]. Low serum prealbumin concentration and body mass index are independent
prognostic factors for survival [37] and maintenance of a good nutritional status should be an integral part of supportive therapy.
The transplantation of the organs involved by
amyloidosis may prolong survival and render patients with advanced disease eligible for aggressive
specific treatment. The main concerns with organ
transplantation are recurrence of amyloidosis in
the graft and progression in other organs in patients who do not respond to chemotherapy.
Organ transplantation may be an option in patients
who attained CR, but have irreversible organ damage. Cardiac, renal and liver transplantations can
also represent a viable option before chemotherapy, but they should be immediately followed by
effective anti-clone therapy [38–40].
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Conclusion
The availability of several effective treatment
options and the possibility of accurately monitoring the disease with the biochemical markers of
haematological response and cardiac function have
rendered AL a manageable disease. The median
survival of AL patients seen at our centre is approaching four years [2] and 23% of patients survive more than 10 years. Still, 15% of patients die
within 6 months from diagnosis and a well tolerated and rapidly effective therapy is urgently
needed for poor-risk patients. Moreover, an in-

creased awareness of the clinical features of the disease on the part of the physician is still needed to
achieve an early and correct diagnosis.

Correspondence:
Prof. Giampaolo Merlini, M.D.
Biotechnology Research Laboratories –
Fondazione IRCCS Policlinico San Matteo
Piazzale Golgi, 19, I-27100 Pavia, Italy
E-Mail: gmerlini@unipv.it

References
1 Merlini G, Bellotti V. Molecular mechanisms of amyloidosis.
N Engl J Med. 2003;349:583–96.
2 Obici L, Perfetti V, Palladini G, Moratti R, Merlini G. Clinical
aspects of systemic amyloid diseases. Biochim Biophys Acta.
2005;1753:11–22.
3 Dispenzieri A, Kyle RA, Gertz MA, et al. Survival in patients
with primary systemic amyloidosis and raised serum cardiac troponins. Lancet. 2003;361:1787–9.
4 Palladini G, Campana C, Klersy C, et al. Serum N-terminal
pro-brain natriuretic peptide is a sensitive marker of myocardial
dysfunction in AL amyloidosis. Circulation. 2003;107:2440–5.
5 Abraham RS, Katzmann JA, Clark RJ, Bradwell AR, Kyle RA,
Gertz MA. Quantitative analysis of serum free light chains. A
new marker for the diagnostic evaluation of primary systemic
amyloidosis. Am J Clin Pathol. 2003;119:274–8.
6 Gertz MA, Comenzo R, Falk RH, et al. Definition of organ involvement and treatment response in immunoglobulin light
chain amyloidosis (AL): a consensus opinion from the 10th International Symposium on Amyloid and Amyloidosis, Tours,
France, 18–22 April. 2004. Am J Hematol. 2005;79:319–28.
7 Perfetti V, Colli Vignarelli M, Anesi E, et al. The degrees of
plasma cell clonality and marrow infiltration adversely influence
the prognosis of AL amyloidosis patients. Haematologica. 1999;
84:218–21.
8 Anesi E, Palladini G, Perfetti V, Arbustini E, Obici L, Merlini
G. Therapeutic advances demand accurate typing of amyloid
deposits. Am J Med. 2001;111:243–4.
9 Lachmann HJ, Booth DR, Booth SE, et al. Misdiagnosis of
hereditary amyloidosis as AL (primary) amyloidosis. N Engl J
Med. 2002;346:1786–91.
10 Comenzo RL, Zhou P, Fleisher M, Clark B, Teruya-Feldstein
J. Seeking confidence in the diagnosis of systemic AL (Ig lightchain) amyloidosis: patients can have both monoclonal gammopathies and hereditary amyloid proteins. Blood. 2006;107:
3489–91.
11 Arbustini E, Verga L, Concardi M, Palladini G, Obici L, Merlini G. Electron and immuno-electron microscopy of abdominal fat identifies and characterizes amyloid fibrils in suspected
cardiac amyloidosis. Amyloid. 2002;9:108–14.
12 Palladini G, Obici L, Merlini G. Hereditary amyloidosis.
N Engl J Med. 2002;347:1206–7; author reply 1206–7.
13 Gertz MA, Merlini G, Treon SP. Amyloidosis and Waldenstrom’s macroglobulinemia. Hematology (Am Soc Hematol
Educ Program). 2004:257–82.
14 Lachmann HJ, Gallimore R, Gillmore JD, et al. Outcome in
systemic AL amyloidosis in relation to changes in concentration
of circulating free immunoglobulin light chains following
chemotherapy. Br J Haematol. 2003;122:78–84.
15 Dispenzieri A, Lacy MQ, Katzmann JA, et al. Absolute values
of immunoglobulin free light chains are prognostic in patients
with primary systemic amyloidosis undergoing peripheral blood
stem cell transplant. Blood. 2006;107:3378–83.
16 Palladini G, Lavatelli F, Russo P, et al. Circulating amyloidogenic free light chains and serum N-terminal natriuretic peptide type B decrease simultaneously in association with improvement of survival in AL amyloidosis. Blood. 2006;107:3854–8.

17 Palladini G, Perfetti V, Perlini S, et al. The combination of
thalidomide and intermediate-dose dexamethasone is an effective but toxic treatment for patients with primary amyloidosis
(AL). Blood. 2005;105:2949–51.
18 Dispenzieri A, Kyle RA, Lacy MQ, et al. Superior survival in
primary systemic amyloidosis patients undergoing peripheral
blood stem cell transplantation: a case-control study. Blood.
2004;103:3960–3.
19 Skinner M, Sanchorawala V, Seldin DC, et al. High-dose melphalan and autologous stem-cell transplantation in patients with
AL amyloidosis: an 8-year study. Ann Intern Med. 2004;140:85–
93.
20 Gertz MA, Lacy MQ, Dispenzieri A, et al. Risk-adjusted manipulation of melphalan dose before stem cell transplantation in
patients with amyloidosis is associated with a lower response
rate. Bone Marrow Transplant. 2004;34:1025–31.
21 Comenzo RL, Gertz MA. Autologous stem cell transplantation
for primary systemic amyloidosis. Blood. 2002;99:4276–82.
22 Gertz MA, Lacy MQ, Dispenzieri A, et al. Stem cell transplantation for the management of primary systemic amyloidosis.
Am J Med. 2002;113:549–55.
23 Perz JB, Schonland SO, Hundemer M, et al. High-dose melphalan with autologous stem cell transplantation after VAD induction chemotherapy for treatment of amyloid light chain
amyloidosis: a single centre prospective phase II study. Br J
Haematol. 2004;127:543–51.
24 Sanchorawala V, Wright DG, Seldin DC, et al. High-dose intravenous melphalan and autologous stem cell transplantation
as initial therapy or following two cycles of oral chemotherapy
for the treatment of AL amyloidosis: results of a prospective randomized trial. Bone Marrow Transplant. 2004;33:381–8.
25 Kyle RA, Gertz MA, Greipp PR, et al. A trial of three regimens
for primary amyloidosis: colchicine alone, melphalan and prednisone, and melphalan, prednisone, and colchicine. N Engl J
Med. 1997;336:1202–7.
26 Dhodapkar MV, Hussein MA, Rasmussen E, et al. Clinical efficacy of high-dose dexamethasone with maintenance dexamethasone/alpha interferon in patients with primary systemic amyloidosis: results of United States Intergroup Trial Southwest
Oncology Group (SWOG) S9628. Blood. 2004;104:3520–6.
27 Palladini G, Anesi E, Perfetti V, et al. A modified high-dose dexamethasone regimen for primary systemic (AL) amyloidosis.
Br J Haematol. 2001;113:1044–6.
28 Palladini G, Perfetti V, Obici L, et al. Association of melphalan
and high-dose dexamethasone is effective and well tolerated in
patients with AL (primary) amyloidosis who are ineligible for
stem cell transplantation. Blood. 2004;103:2936–8.
29 Jaccard A, Moreau P, Leblond V, et al. Autologous Stem Cell
Transplantation (ASCT) Versus Oral Melphalan and HighDose Dexamethasone in Patients with AL (Primary) Amyloidosis: Results of the French Multicentric Randomized Trial (MAG
and IFM Intergroup). Blood. 2005;106:421 (abstract).
30 Schonland SO, Lokhorst H, Buzyn A, et al. Allogeneic and syngeneic hematopoietic cell transplantation in patients with amyloid light-chain amyloidosis: a report from the European Group
for Blood and Marrow Transplantation. Blood. 2006;107:2578–
84.

720

Management of AL

31 Gertz MA, Lacy MQ, Dispenzieri A, et al. A multicenter phase
II trial of 4’-iodo-4’deoxydoxorubicin (IDOX) in primary amyloidosis (AL). Amyloid. 2002;9:24–30.
32 Solomon A, Weiss DT, Wall JS. Therapeutic potential of
chimeric amyloid-reactive monoclonal antibody 11-1F4. Clin
Cancer Res. 2003;9:3831S–8S.
33 Bernardi L, Passino C, Porta C, Anesi E, Palladini G, Merlini
G. Widespread cardiovascular autonomic dysfunction in primary amyloidosis: does spontaneous hyperventilation have a
compensatory role against postural hypotension? Heart. 2002;
88:615–21.
34 Palladini G, Malamani G, Co F, et al. Holter monitoring in AL
amyloidosis: prognostic implications. Pacing Clin Electrophysiol. 2001;24:1228–33.
35 Mukai S and Lipsitz LA. Orthostatic hypotension. Clin Geriatr
Med. 2002;18:253–68.
36 Jeong YS, Jun JB, Kim TH, et al. Successful treatment of protein-losing enteropathy due to AA amyloidosis with somatostatin analogue and high dose steroid in ankylosing spondylitis.
Clin Exp Rheumatol. 2000;18:619–21.

37 Caccialanza R, Palladini G, Klersy C, et al. Nutritional status of
outpatients with systemic immunoglobulin light-chain amyloidosis. Am J Clin Nutr. 2006;83:350–4.
38 Gillmore JD, Goodman HJ, Lachmann HJ, et al. Sequential
heart and autologous stem cell transplantation for systemic AL
amyloidosis. Blood. 2006;107:1227–9.
39 Leung N, Griffin MD, Dispenzieri A, et al. Living donor kidney and autologous stem cell transplantation for primary systemic amyloidosis (AL) with predominant renal involvement.
Am J Transplant. 2005;5:1660–70.
40 Kumar KS, Lefkowitch J, Russo MW, et al. Successful sequential liver and stem cell transplantation for hepatic failure due to
primary AL amyloidosis. Gastroenterology. 2002;122:2026–31.
41 Gertz MA. Allo Attack on amyloidosis. Blood. 2006;107:2213–4.

Swiss
Medical Weekly

Swiss Medical Weekly: Call for papers

Official journal of
the Swiss Society of Infectious disease
the Swiss Society of Internal Medicine
the Swiss Respiratory Society

The many reasons why you should
choose SMW to publish your research
What Swiss Medical Weekly has to offer:
•
•
•
•

•
•
•
•
•
•
•
•

SMW’s impact factor has been steadily
rising, to the current 1.537
Open access to the publication via
the Internet, therefore wide audience
and impact
Rapid listing in Medline
LinkOut-button from PubMed
with link to the full text
website http://www.smw.ch (direct link
from each SMW record in PubMed)
No-nonsense submission – you submit
a single copy of your manuscript by
e-mail attachment
Peer review based on a broad spectrum
of international academic referees
Assistance of our professional statistician
for every article with statistical analyses
Fast peer review, by e-mail exchange with
the referees
Prompt decisions based on weekly conferences of the Editorial Board
Prompt notification on the status of your
manuscript by e-mail
Professional English copy editing
No page charges and attractive colour
offprints at no extra cost

Editorial Board
Prof. Jean-Michel Dayer, Geneva
Prof. Peter Gehr, Berne
Prof. André P. Perruchoud, Basel
Prof. Andreas Schaffner, Zurich
(Editor in chief)
Prof. Werner Straub, Berne
Prof. Ludwig von Segesser, Lausanne
International Advisory Committee
Prof. K. E. Juhani Airaksinen, Turku, Finland
Prof. Anthony Bayes de Luna, Barcelona, Spain
Prof. Hubert E. Blum, Freiburg, Germany
Prof. Walter E. Haefeli, Heidelberg, Germany
Prof. Nino Kuenzli, Los Angeles, USA
Prof. René Lutter, Amsterdam,
The Netherlands
Prof. Claude Martin, Marseille, France
Prof. Josef Patsch, Innsbruck, Austria
Prof. Luigi Tavazzi, Pavia, Italy
We evaluate manuscripts of broad clinical
interest from all specialities, including experimental medicine and clinical investigation.
We look forward to receiving your paper!
Guidelines for authors:
http://www.smw.ch/set_authors.html

Impact factor Swiss Medical Weekly
2
1.8

1.537

1.6

E ditores M edicorum H elveticorum

1.4
1.162

1.2

All manuscripts should be sent in electronic form, to:

1
0.770

0.8
0.6
0.4

Schweiz Med Wochenschr (1871–2000)
Swiss Med Wkly (continues Schweiz Med Wochenschr from 2001)

2004

2003

2002

2000

1999

1998

1997

1996

0

1995

0.2

EMH Swiss Medical Publishers Ltd.
SMW Editorial Secretariat
Farnsburgerstrasse 8
CH-4132 Muttenz
Manuscripts:
Letters to the editor:
Editorial Board:
Internet:

submission@smw.ch
letters@smw.ch
red@smw.ch
http://www.smw.ch

