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Thoughts on research in homoeopathy
PAOLO BELLAVITE, University of Verona, Italy
The paper by Daniel Eskinazi1 raises many
questions and thoughts on research in homoeo-
pathy. I totally agree with his `questions' and
with his analysis of the principle of similarity,
but I disagree with some of his `thoughts',
particularly with the ®nal pessimistic view
about the role of scienti®c research in this
®eld. Moreover, I take the opportunity of reply-
ing to some of the points raised on my paper,2

previously published in this Journal. The criti-
sisms are essentially based on the presumption
that the experimental approach we follow does
not give de®nite answers to the most important
questions which are relevant for homoeopathy.

In my opinion, the fact that most of experi-
mental evidence supporting the claims of
homoeopathy (effects of low-dose/high dilu-
tions, inverse effects in precise laboratory or
animal models, bioelectromagnetics, etc.)
failed to convince the sceptics is not a good
reason for `changing the research agenda' of
basic research that has been followed in the last
10 or 15 years. The purpose of fundamental
research is neither to `convince the sceptics'
nor to suggest `how to choose a remedy' (this is
the main object of clinical research), but to
describe and possibly to understand the
phenomena claimed by homoeopathy, using
the experimental method. Experimental
method is based on the assumption that any
hypothesis should be testable, that is, measure-
ments can be done to prove or disprove it. To do
this, we need speci®c and carefully selected
experimental models, which often, if not
always, fail to grasp the wholeness of the phe-
nomenon or of the object of investigation. If the
object of investigation was `Homoeopathy', we
would never ®nd an experiment suitable to
prove it. We must distinguish several points,
for example the problems of potencies, of
individualization of cure, of quality of reme-
dies, and so on. We have chosen to carry some
experiments on the `similia principle', but even
in this case, there is not an experiment that can
`prove or disprove' the whole matter. We had to

use a speci®c experimental model, and we have
utilised leukocytes, that were already working
well in our lab. This is simply how the science
community proceeds. This is the so-called
experimental method and it must hold also for
homoeopathy, even if I acknowledge that not
every claim of homoeopathy can be dealt with
using this approach. The possible contribution
of theoretical physics, of mathematics
(complexity, chaos, fractals) or even philoso-
phy to understanding this highly controversial
medical discipline cannot be ruled out, as we
have already pointed out.3

In my cited paper,2 one can read: `Of course,
it is worth noting once again that this is not an
explanation of therapeutic effects of homoeo-
pathic drugs, but the demonstration of how the
concept of similia principle can be explained on
a cellular scale in a precise experimental
model. Our experiments do not allow to under-
stand the `general' effect of high potencies on
the whole organism, but it is conceivable that
there are homoeopathic remedies which act
through this model such as low-potency
extracts or self-derived products (hormones,
cytokines, organ extracts, antigens, etc).'

In our experience, opposite effects of the
same agent (stimulating effects of inhibitors or
inhibiting effects of substances which stimu-
late when employed at high doses) can be
observed in several models, but the experimen-
tal conditions (doses, type of stimulant, cell
treatment, cell function) must be carefully set
in order to regulate the complex balance of
receptors and transduction mechanisms. There-
fore, these phenomena at the cellular level
should be regarded not as an `universal law'
but as an expression of a possible behaviour of
the living system when it is exposed to suitable
conditions. We have also clearly stated that our
theory is not the only model that can explain the
occurrence of inverse effects at a cell level. One
should consider, for example, the presence of
various receptors, having different af®nity and
different coupling with effector systems, or the



induction of detoxi®cation enzymes or heat-
shock proteins (gene expression and enzyme
activation).

Clearly, the `classic' Hahnemann's principle
is based on symptom similarity and we have
said that the procedure ®nds its justi®cation in
the complexity of the homeostatic control and
in the sensitivity of human organism, but at the
level of simpler systems, the same principle
may be expressed as a paradoxical reactivity to
experimental stimuli and as measurable
changes of speci®c biochemical variables.
Since it is highly conceivable that homeostatic
systems at various levels are organised in
various hierarchies of regulatory mechanisms
and that multiple communications exist
between the different levels, it is also concei-
vable that the elucidation of the mechanisms of
inverse effects at cellular level may be para-
digmatic for the understanding of the similia
principle at a more general level.

From our experiments on the regulation of
leukocyte adhesion in cell culture and from a
large body of biological knowledge that has
accumulated in the last twenty years (receptors,
transduction mechanisms, pathway of biologi-
cal communication) we have also suggested a
kind of generalisation of the similia principle/
inverse effects. Our general model (`Regula-
tion of stressed homeostatic networks')
predicted that the homoeopathic approachÐ
based on the use of low doses of carefully
selected drugs that stimulate the homeostasis
at multiple levelsÐmay be more effective than
conventional pharmacology when the
complex, subtle and individual dynamics of
the disease are considered.2

In our models, we have not considered the
question of homoeopathic dilution and dyna-
mization. However, we have written that
`assuming that information storage in water
has a physical basis and that both biochemical
and bio-electrical homeostasis exist in the
body, it is possible to speculate that relevant
signal transduction mechanisms like those here
described are the target also of high-potency
homoeopathic remedies. However, further

studies are necessary to clarify this critical
point of the theory.' So I entirely agree with
the statement of Eskinazi that `there are distinct
molecular mechanisms for low and high
concentrations.'

My personal view regarding research in
homoeopathy is that it will never end up with
a ®nal explanation, because homoeopathy is
such a large ®eld that there is not an experi-
ment, nor an experimental line, which can
clarify everything and convince everybody. It
is only through patient accumulation of know-
ledge and elimination of errors that we get
nearer to the truth. I do not believe in `research
agendas' in general and they are particularly
dangerous in homoeopathy at this stage, where
the problems are so many and so open that
every researcher should select his ®eld, accord-
ing to his experience and available instrumen-
tation.

Finally, I have a fundamental thought that
overlaps with many of the thoughts expressed
by Eskinazi: does speaking of a `research in
homoeopathy' make sense? Why not speak
simply of `research which may have some
relevance for homoeopathy'? As a matter of
facts, basic research cannot be either homoeo-
pathic or allopathic or anything else, simply
because reality is both `similar' and `contrary',
both `mechanistic' and `complex': with our
studies, we see only a small part and a few
aspects of it, from a single standpoint. I person-
ally believe that researchers, who are supplying
worthy experimental evidence of the various
applications of similia principle are working
for a united medicine.
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TXU (Anti CD-7)±Pokewood anti-viral protein as a
potent inhibitor of HIV
MIMI IRWIN

Sir Ð I would like to bring the following paper
to the attention of your readers:

TXU (Anti CD7) Ð Pokeweed Antiviral
Protein as a Potent Inhibitor of Human Immuno-
de®ciency Virus.1

Homoeopathic practitioners have long used
the plant Phytolacca americana. In 1988, after
Dr Peter Fisher suggested to me that Phytolacca
might have a place in the treatment of AIDS, I
wrote a paper; Acquired immunode®ciency
syndrome: Is Phytolacca americana homoeo-
pathic to the acquired immunode®ciency
syndrome?2 I concluded that the materia
medica of Phytolacca shared some important
features with the clinical presentation of AIDS.
In my research for this paper I did not come
across some previously published articles
which described the antiviral activity of phyto-
lacca against plant mammalian viruses.

It has been known since the 1970s that Poke-
weed Antiviral protein (PAP) inhibits the trans-
mission of tobacco mosaic virus in plants. Later
it was found that PAP has an inhibitory effect
on in¯uenza virus, poliovirus, herpes simplex
and HIV-1. PAP is a ribosome inhibitory
protein which is derived from the leaves and
seeds of Phytolacca americana.

When PAP is conjugated to antibodies speci-
®c to cell surface receptors the antiviral activity
of PAP is much improved and highly cell
selective. This conjugate inhibits HIV-1 repli-
cation at picomolar concentrations. Fortu-
nately the proliferation of normal CD4 T cells
is not inhibited at these concentrations. The
conjugate has been used in vivo in mice and
cynomolgus monkeys, with no signi®cant side
effects.

Yours faithfully
Mimi Irwin

17 Ngauruhoe St. Mt. Eden,
Auckland, New Zealand
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