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EDUCATION AND DEBATE

Evidence of the principle of similitude in modern
fatal iatrogenic events

MZ Teixeira™ .

Department of Clinical Medicine, Faculty of Medicine, Universidade de Sdo Paulo, Sdo Paulo, Brazil

Samuel Hahnemann attributed fundamental importance to the principle of similitude,
promoting it to a ‘natural law’. Observing that enantiopathic or allopathic treatment
produced enduring aggravation of the disease symptoms after a brief and transitory
initial relief, he systematised homeopathic treatment, prescribing substances that
provoke similar symptoms in healthy individual. Based on clinical and experimental
observations, he anticipated the concept of homeostasis, dividing the effects of
substances into: primary action of the medicine followed by secondary action or
reaction of the organism. This reaction, known as the rebound effect or paradoxical
action by modern pharmacology, used to awake the curative response of the body
when the principle of similitude is applied, is responsible for several iatrogenic diseases
when used on the basis of the principle of contraries. This study discusses the role of
this paradoxical reaction of the organism in the fatal side effects of four important
drugs, used according to the model of enantiopathic treatment of the symptoms. |
present evidence relating to acetylsalicylic acid, rofecoxib, antidepressants and long-
acting bronchodilators. The consequences of the allopathic treatment could be
decreased if health professionals valued homeostasis, minimising the rebound effect
of the organism by gradual suspension of palliative drugs. Homeopathy (2006) 95,
229-236.
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tion of the discase, he justifies his choice of the
homeopathic method.

Introduction

Samuel Hahnemann, in paragraphs 22-70 of the
Organon of Medicine,' discourses on the particularitics
of the principle of similitude, raising it to the status of
a ‘natural law’. Relating the principle of similitude to
the symptomatic manifestation of diseases, he discusses
the homeopathic and antipathetic (allopathic, enantio-
pathic or palliative) methods of treatment (paragraphs
51-70): administering the medicines that produce,
respectively, symptoms opposite or similar to those
of patients. On the basis of transitory relief produced
by allopathic treatment. followed by evident aggrava-
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Criticising the contrary method of the treatment of
the diseases (contraria contrariis curentur), mentioned
by Hippocrates and later Galen, Hahnemann cites
several cxamples in which ‘after such short antipathetic
amelioration, aggravation follows in every case with-
out exception® (paragraphs 58-59), inciting the ordin-
ary physician to the progressive increase of the doses,
causing ‘another more serious disease or frequently
incurability. even danger of life and death itself, but
never a cure of a disease of considerable or of long
standing’ (paragraph 60).

He guides us to reflect on the adverse effects of the
antagonistic employment of medicines, evidence of the
validity of the opposite procedure, the homeopathic
use of medicines according to similarity of symptoms:

*Had physicians been capable of reflecting on the sad
results of the antagonistic employment of medicines,
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they had long since discovered the grand truth, that the
true radical healing art must be found in the exact
opposite of such an antipathetic treatment of the
symptoms of disease; they would have become con-
vinced, that as a medicinal action antagonistic to the
symptoms of the disease is followed by only transient
relief, and after that is passed, by invariable aggrava-
tion. the converse of that procedure, the homoeopathic
employment of medicines according to similarity of
symptoms, must effect a permancnt and perfect cure
[...T. (paragraph 61).

In this paper I seck to demonstrate through serious
or fatal iatrogenic events related to modern allopathic
treatments, the validity of the principle of similitude.

Similitude and homeostasis

Observing the alterations that medicines cause to
state of health. in the short and long term. Samuel
Hahnemann describes the mechanism of action ol the
drugs in the organism, as an immediate ‘primary
action® of the medicine and a late “secondary action or
vital reaction’ of the organism: “‘Every agent that acts
upon the vitality, every medicine. deranges more or less
the vital force. and causes a certain alteration in the
health of the individual for a longer or a shorter
period. This is termed primary action. [...] To its action
our vital force endeavours to oppose its own cnergy.
This resistant action is a property, is indeed an
automatic action of our life-preserving power. which
goes by the name of secondury action or counter-
action”. (Organon. paragraph 63).

He mentions several examples of the primary action
and the consequent reaction of the vital force, which
acts In an instinctive way in a sense to preserve the
homeostasis or the balance of the internal environment
(‘life-preserving power’). producing intense and oppo-
site symptoms to the those initially induced: °[...]
Excessive vivacity follows the use of strong coffee
(primary action). but sluggishness and drowsiness
remain for a long time afterwards (reaction. secondary
action), if this be not always again removed for a short
time by imbibing fresh supplies of coffee. After the
profound stupefied sleep caused by opium, the follow-
ing night will be all the more sleepless. After the
constipation produced by opium (primary action),
diarrhoea ensues (secondary action); and after purga-
tion with medicines that irritate the bowels, constipa-
tion of several days’ duration ensues’. (Organon,
paragraph 65)

Influenced by the vitalist thought of his time,
Hahnemann uscs the term ‘reaction of the vital force’
to explain the automatic phenomenon of organic self-
regulation labelled in 1929 by the physiologist WB
Cannon ‘homeostasis’: ‘the ability or tendency of an
organism or cell to maintain internal equilibrium by
adjusting its physielogical processes’. These physiolo-
gical processes or homeostatic mechanisms are present

in all of the levels of biological organisation, from the
simple cellular to complex psychic and emotional
functions.

Hahnemann stipulated the use of the ‘totality of
characteristic symptoms’ to choose the ideal medicine,
so that several levels of the biological organization
were stimulated simultaneously. Initially he applied the
similitude principle using substantial doses of sub-
stances, using ultra-dilution medicines only in subse-
quent phase of his clinical practice.

Similitude and modern pharmacology

In my studies of rebound effects and paradoxical
reactions of the organism, described by modern
pharmacology and physiology and corresponding to
the secondary action or vital reaction of the homeo-
pathic model, 1 found scientific validation of this
phenomenon, usually after the interruption or dis-
continuation treatment. with many modern medicines
of several classes.” *

For example. drugs used for the trcatment of angina
pectoris (fi-adrenoceptor blockers, calcium  channel
blockers. nitrates), whose primary cffect is the im-
provement of angina. After suspension of the drug, a
rebound effect occurs, consisting of exacerbated
thoracic pain. in frequency as well as intensity. In
some cases the pain is not responsive to any type of
therapy. Drugs atilised to control arterial hypertension
(central  a2-adrenoceptor agonists,  fi-adrenoceptor
blockers. hidralazine, ACE inhibitors, MAOQO inhibi-
tors. nitrates, prostaglandin A, sodium nitroprusside)
can provoke rebound arterial hypertension as a
secondary reaction. Anti-arrhythmic medications (ade-
nosine, amiodaronc, fi-adrenoceptor blockers, calcium
channel blockers. disopyramide. encainide. digitalics,
flecainide, lidocaine. mexiletine, moricizine. procaina-
mide, propafenone. quinidine, tocainide) provoke,
after the interruption of treatment. exacerbation of
the initial arrhythmias. Anticoagulant drugs (argatro-
ban. bezafibrate, heparin. salicylates, warfarin) whose
primary effect is prophylaxis of thrombosis, cause
thrombotic complications as a secondary or rebound
effect. In the case of: anxiolytics (barbiturates,
benzodiazepines, buspirone, meprobamate), sedatives-
hypnotics (barbiturate, bendodiazepine, morphine,
promethazine, tetrahydrocannabinol, zopiclone). CNS
stimulants (amphectamine. caffeine. cocaine, mazindol,
methylphenidate). antidepressants (MAQ inhibitors,
tricyclics, SSRIs), anti-psychotics (clozapine. phe-
nothiazines, haloperidol, pimozide. thiethylperazine,
thiothixene), a reaction of the organism trying to
maintain homeostasis can be observed, with symptoms
opposite to those expected in the primary therapeutic
indication have been observed, further aggravating the
initial condition. Drugs whose primary action is anti-
inflammatory (ibuprofen, indomethacin, paracetamol,
salicylates) induce a secondary response of the organ-



ism, increasing inflammation and the plasma concen-
tration of mediators of inflammation. Drugs whose
primary effect is analgesic (caffeine, calcium channel
blockers, clonidine, ergotamine, methysergide, opioids.
salicylates) may provoke, as a paradoxical reaction,
hyperalgesia. Diuretics (furosemide, torasemide, triam-
terene) used to decrease blood volume cause a rebound
retention of sodium and potassium, increasing blood
volume. Anti-dyspeptics (antacids, H, receptor an-
tagonists, misoprostol, sucralfate) for the treatment of
gastritis and gastroduodenal ulcers, cause. after an
initial decline in acidity, a rebound increase in acidity.

The intensity of the paradoxical or rebound symp-
tom is sometimes greater than the primarily suppressed
symptom, expressing itself in variable period (hours to
weeks) after the interruption or discontinuation of the
medicine and variable duration (hours to weeks),
according to the individual susceptibility (idiosyn-
crasy).

The principle of cure through similitude has started
to interest in non-homecopathic researchers. who
describe the same phenomena described by homeop-
athy plagiarizing the model and claiming exclusivity on
a phenomenon described since the prehistory of
Medicine.’

Material and methods

After studying the rebound or paradoxical effect of
the organism as described by modern pharmacol-
ogy.” * I searched Medline (keywords: rebound effect
and paradoxical reaction) and the internet (keywords:
fatal or serious adverse drug reaction, rebound effect
and paradoxical reaction), prioritising the sites of
universitics and governmental health agencies., select-
ing the best evidence of serious or fatal iatrogenic
events caused by the rebound effect of drugs.

Similitude and aspirin

Acetylsalicylic acid (ASA) is a non-steroidal anti-
inflammatory drug (NSAID) a non-sclective inhibitor
of the of the enzyme cycloxygenase (COX). which
catalyses the conversion of arachidonic acid into
prostaglandins (COX-2) and thromboxane (COX-1).
When applied according to the principle of contraries.
ASA has a primary action of inhibiting the develop-
ment of thrombus, by inhibiting cycloxygenase 1 and
hence blood platelet aggregation. Experimental stu-
dies. in vitro and in vivo, show that after the
interruption or discontinuation of ASA or other drugs
for prophylaxis of thromboembolism, the organism
reacts by a secondary action or vital reaction that
stimulates the COX-1 production and the blood
platelet activity to values much higher than baseline,
increasing the development of thrombus and the
probability of a embolic event [acute myocardial
infarction (AMI), cerebral vascular accident (CVA),
etc] in susceptible individuals. both in substantial,* '
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and infinitesimal doses.'®'” Other experiments showed
the effect of substantial'™® or ultra low'® ** doses of
aspirin in prophylaxis or reduction of haemorrhagic
risks (reducing the bleeding time or the anti-thrombo-
tic effect), neutralising the side cffect of previously
administered aspirin.

In a retrospective study. a total of 1236 patients
hospitalised for acute coronary syndrome (ACS) were
questioned in order to detcrmine whether prophylactic
aspirin intake had been interrupted: 51 of these ACSs
occurred within 1 month after aspirin withdrawal. This
represents 4.1% of all coronary events and 13.3% of
recurrences. Among the patients who relapsed, the
incidence of ST-segment clevation ACS was higher in
those who stopped aspirin compared to the 332
patients who did not stop aspirin (39% vs 18%:;
P = 0.001). Mean delay between aspirin withdrawal
and the acute coronary event was 10 + 1.9 days. The
results support the hypothesis that aspirin withdrawal
in coronary patients may represent a risk for the
occurrence of a new coronary event.>***

Emile Ferrari. co-author of the study.™ said that
although the ‘benefits of aspirin therapy in coronary
patients are well known, the effects that aspirin
withdrawal has on this group of patients are just now
being studied”. As this study showed that ‘aspirin
therapy cannot be safely stopped in any case. but
especially in patients with a history of coronary
disease’. it ‘serves as a reminder for all medical
professionals who treat coronary patients that aspirin
withdrawal should not be advised, and that alternative
recommendations should be considered’. In the same
interview. Richard S Irwin, President of The American
College of Chest Physicians. concludes that ‘this study
not only reinforces the importance ot compliance with
aspirin therapy in coronary patients, but it sends a
message to all medical professionals that the decision
to discontinue aspirin therapy should not be taken
lightly".

Investigating the discontinuation of aspirin therapy
as a risk factor for ischaemic stroke (IS), Maulaz et al
conducted a case control study on 309 patients with 1S
or transient ischaemic attack (TIA) undergoing long-
term aspirin treatment before their index event and 309
controls who had not had an IS in the previous 6
months, comparing the frequency of aspirin therapy
discontinuation in the 4 wecks before an ischaemic
cerebral event in patients and the 4 weeks before
interview in controls. Stopping aspirin therapy was
associated with an odds ratio of 3.4 for IS or TIA
(95% C1, 1.08-10.63; P <0.005). in other words, a risk
3.4 times greater of developing ischaemic accidents in
patients who intcrrupted the treatment.*’

Similarly, other classes of non-selective NSAID
increase the risk of AMI after interruption of treat-
ment, reflecting the results of experimental studies in
which NSAIDs stimulated the platelet adhesion and
thrombin activity.®? A large case—control analysis on
the British General Practice Research Database, with
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8688 cases and 33,923 controls, studied the risk of
AMI during NSAID exposure and after the cessation
of NSAID therapy. finding that the risk of AMI was
1.52 (95% CI 1.33-1.74) for subjects who stopped
taking NSAIDs 1-29 days prior to the index date,
compared with non-users. These results suggest that
the risk of AMI is increased during several weeks after
the cessation of NSAID therapy.’” Studying the
frequency of stroke occurring after discontinuation of
anti-platelet drugs (APD), Sibon er al found that only
4.49°% of strokes were related to a recent APD
discontinuation, but all cases occurred between 6 and
10 days after drug discontinuation (P <0.0001)."!

In view of the known importance of the use of
aspirin to prevent thromboembolic accidents. whose
benefits surpass the risks,”> physicians and patients
should be alerted to the danger of the abrupt
suspension of the medication, in order to minimise
serious iatrogenic thromboembolic accidents.”

Similitude and COX-2 inhibitors

In September 2004. the selective anti-COX2 NSAID
Rofecoxib (Vioxx) was immediately withdrawn due to
a study which showed increased risk of heart attacks in
patients who used it in high dosages and for a long
period.

This retrospective cohort incision study.™ sponsored
by Food and Drug Administration (FDA), analysed
the medical history of 1.4 million of patients from 1999
to 2001. From this total, 8.199 patients (0.58%)
suffered a heart attack while taking rofecoxib. Accord-
ing to David Graham, coordinator of the study, the
FDA would have to decide if the increasing risk of a
heart attack. up to threc times. compensated to the
benefits of the medicinc. Other studies had also
demonstrated that the chronic consumption of rofe-
coxib in high doses (>50mg/day) could elevate the
risk of serious cardiovascular problems.** ¥’

Previous observational studies observed a particu-
larly high risk of AMI for new users of rofecoxib.**’
with events occurring in short time after the suspension
of Jow doses of the therapy. likely due to a rebound
effect. Using data collected in a previous population-
based cohort study,’” a recent case-control study
evaluated the temporal association of the risk of a
first AMI with the use of rofecoxib and celecoxib,
observing that the risk of AMI was higher following
first-time use of rofecoxib (RR 1.67, 95% CI
1.21--2.30), with events occurring within a median of
9 (6-13) days after therapy had started. Treatment
duration was not associated with increasing risk, and
the risk remained elevated for the first 7 days after
rofecoxib was discontinued (RR 123, 95% ClI
1.05-1.44) but appeared to return to baseline between
day 8 and 30 (RR 0.82, 95% CI 0.61-1.09).*!

A recent meta-analysis of the effects of selective
cyclo-oxygenase-2 (COX-2) inhibitors and traditional
NSAIDs on the risk of serious vascular events (defined

as myocardial infarction, stroke, or vascular death),
for a period of at least 4 weeks duration. In placebo
comparisons, allocation to a selective COX-2 inhibitor
was associated with a 42% relative increase in the
incidence of serious vascular events (1.2%/year vs
0.9%/year; rate ratio 1.42. 95% CI 1.13-1.78;
P = 0.003), with no significant heterogeneity among
the different selective COX-2 inhibitors. This was
chiefly attributable to an increased risk of myocardial
infarction (0.6%/year vs 0.3%/year; rate ratio 1.86,
95% CI 1.33--2.59; P = 0.0003), with little differcnce in
other vascular outcomes. Overall, the incidence of
serious vascular events was similar between a selective
COX-2 inhibitor and any traditional NSAID (1.0%/
year vs (0.9%/year; rate ratio 1.16. 95% C1 0.97-1.38;
P = 0.1). The summary rate ratio for vascular events,
compared with placebo. was 0.92 (0.67-1.26) for
naproxen, 1.51 (0.96-2.37) for ibuprofen, and 1.63
(1.12-2.37) for diclofenac.**

Similitude and antidepressants

“Rebound phenomena™ have also been demon-
strated with antidepressants: an increase of 100% in
the incidence rate of suicidal thoughts and behaviours
among young patients with depression, taking selective
serotonin reuptake inhibitors or SSRIs. when com-
pared to patients treated with placebo has been
obscrved.** ** The FDA Public Health Advisory
published in October 2004 an alert on ‘Suicidality in
children and adolescents being treated with antide-
pressant medications”.* *The risk of suicidality for
these drugs was identified in a combined analysis of
short-term (up to 4 months) placebo-controlled trials
of nine antidepressant drugs, including the SSRIs and
others, in children and adolescents with major depres-
sive disorder (MDD). obsessive-compulsive disorder
(OCD). or other psychiatric disorders. A total of 24
trials involving over 4400 patients werc included. The .
analysis showed a greater risk of suicidality during the
first few months of treatment in those receiving
antidepressants. The average risk of such events on
drug was 4%, twice the placebo risk of 2%".

This had been attributed to the ‘syndrome of
activation’, where the antidepressant produces psycho-
motor improvement prior to mood improvement, but
this hypothesis does not apply to all studics, because
the suicidal tendency was observed throughout treat-
ment, principally when the dose is changed. Relating
the paradoxical symptoms to the alteration of the dose,
the FDA reinforces the hypothesis of rebound
phenomenon: ‘Paediatric patients being treated with
antidepressants for any indication should be closely
observed for clinical worsening, as well as agitation,
irritability, suicidality, and unusual changes in beha-
viour, especially during the initial few months of a
course of drug therapy, or at times of dose changes,
cither increases or decreases. This monitoring should
include daily observation by families and caregivers



and frequent contact with the physician. It is also
recommended that prescriptions for antidepressants be
written for the smallest quantity of tablets consistent
with good patient management, in order to reduce the
risk of overdose®.*’

On July 1st, 2005, the FDA advised: ‘Several recent
scientific publications suggest the possibility of an
increased risk for suicidal behaviour in adults who are
being trcated with antidepressant medications. Even
before these reports became available, the FDA began
a complete review of all available data to determine
whether there. is an increased risk of suicidality
(suicidal thinking or behaviour) in adults being treated
with antidepressant medications. It is expected that
this review will take a year or longer to complete. In
the meantime, FDA is highlighting that adults being
trcated with antidepressant medications, particularly
those being treated for depression, should be watched
closely for worsening of depression and for increased
suicidal thinking or behaviour. Close watching may be
especially important early in treatment, or when the
dose is changed, either increased or decreased'.®!

On May 12, 2006, GlaxoSmithKline and thec FDA
warned that a re-analysis of clinical trials involving
nearly 15,000 adults (8958 receiving Paroxetine and
5953 Placebo) showed that patients. aged 18-64, taking
Paroxetine had six times greater incidence of suicidal
behaviour with higher incidence in young adults (ages
1&-30): “The FDA stressed that all patients, especially
young adults and those who are improving. should be
carcfully monitored when treated with Paxoretine™.>

Like other anxiolytic sedatives™ ™ and antidepres-
sants.*® ©° SSRIs™ ** can provoke, after their inter-
ruption or discontinuation or when the dose is
changed. as a secondary action or vital reaction, an
exacerbation of the suppressed symptoms by the
primary action of the drug (depression. anxiety, mania,
panic. somnolence etc).

Similitude and bronchodilators

Over the last decades. several studies have confirmed
that “rebound bronchoconstriction™ occurs after
interruption or discontinuation of bronchodilators,
with aggravation of asthma and increased of bronchial
reactivity.® ** In November 2005, the FDA warned
that the long-acting f-2 agonists (salmeterol and
formoterol), including when combined with the steroid
fluticasone, *'may increase the chance of severe asthma
episodes. and death when those episodes occur™,*® and
ordered a “black box™ warning on the packaging,
alerting doctors to the fact that the medicine could
have potentially fatal side-effects.

At the request of the FDA, due to reports of serious
paradoxical bronchospasm associated with the use of
salmeterol and the previous epidemics of asthma-
related deaths in patients taking other long-acting f
agonists, GlaxoSmithKline initiated, in 1996, a rando-
mised trial compared salmeterol to placebo (Salmeterol
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Multicenter Asthma Research Trial—SMART), that
was prematurely halted in September 2002 after an
interim analysis suggested an increased risk of asthma-
related death in patients who use the drug as compared
to a placebo.*” * Emphasising the commercial inter-
ests at stake, Wolfe and Lurie, in their critical analysis
in The Lancet, conclude:*® ‘It is now approaching 3
years since the SMART study was terminated. The
results have still not found their way into print and the
drugs’ labels have still not been finalised. Instead, the
company, secmingly under little pressure from the
FDA, has succeeded in drawing out the process and
initially misleading the agency, physicians, and patients
with not-per-protocol analyses that diminished the
drug’s apparent risks. In the absence of the transpar-
ency associated with Advisory Committee meetings,
these deceptions would never have come to public
attention. In 2001, however, only 21% of new drug
approvals were preceded by Advisory Committee
meetings. allowing most drugs to avoid similar public
scrutiny’.

Discussion

Homeostasis promotes organic reactions to restore
the balance of the internal environment altered by
medicines, external stimuli and emotional factors. The
seccondary action or vital reaction of the homeopathic
model is confirmed by studies about the rebound effect
or paradoxical reaction of hundreds of modern
medicines, utilised according to the contrary principle.
The development of tolerance to a repeatedly adminis-
tered drug is the result of a samc regulated adaptive
process.

The intensity and the severity of the paradoxical
reactions are in conformity with the pharmacological
conceptualisation of rebound effect, in which the
rebound phenomenon sometimes is of greater intensity
than the similar phenomenon initially suppressed.
Although rebound effects manifest in a small propor-
tion of the individuals, in view of their idiosyncratic
nature, these serious or fatal paradoxical events
assume epidemiological importance when we consider
the enormous current consumption of allopathic
drugs. In the controlled studies, compared to placebo,
the risk of ischaemic events is 3.4 times larger after
aspirin withdrawal, 1.52 times larger after NSAID
withdrawal and 1.67 times larger after rofecoxib
withdrawal: the risk of suicidal behaviour 6 times
larger after SSRI antidepressant withdrawal. An
“inconclusive' but important risk of fatal paradoxical
bronchospasm after long-acting ff agonists, withdrawal
has also been reported.

After the suspension of the therapy. the time of
appearance of the scrious paradoxical reaction does
not vary greatly between drugs: average of 10 days for
aspirin, 2 wecks for the NSAIDs and 9 days for
rofecoxib. The duration of the rebound effect was
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mentioned only in the study with the rofecoxib,
persisting for 30 days at the maximum. In this same
study, the duration of the treatment, before the
interruption of the drug, did not show association
with the risk of awakening the serious paradoxical
event.

The observation that there is no association between
the dose of the substance and the paradoxical reaction,
expressed by Hahnemann in paragraph 121 of the
Organon, has been confirmed in two lines of research
investigating the effect of antithrombotic drugs on
thromboembolism and haemorrhage induced by aspir-
in. The first experimental model showed paradoxical or
secondary thromboembolism after the administration
of substantial® '* or ultra low'®!” doses of antithrom-
botic agents (rebound effect). The second model
showed the effect of substantial'® or ultra low'” **
doses of aspirin in prophylaxis or reduction of
hemorrhagic risks (reducing the bleeding time or the
antithrombotic effect), neutralising the side cftect of
aspirin previously administration in high doses (iden-
tity principle or curative rebound eftect).

A mathematical mode!l has been proposed to study
the rebound effect and the tolerance of the organism.
The oral detection and analysis of exogenous sub-
stances are proposed to be the primary stimulus for
these mechanisms: the model reproduces the gradual
decrease in drug effect when tolerance develops. the
high sensitivity to small changes in dose. the rebound
phenomenon and the large reactions following with-
drawal in dependence. The model verities the proposed
theory and provides a basis for the implementation of
mathematical models of specific physiological pro-
cesses. In addition, it establishes a relation between the
drug dose at any moment, and the resulting drug effect
and relates the magnitude of the reactions following
withdrawal to the rate of tolerance and rebound
effect.”!*

Using inductive thought and pure obscrvation,
Hahnemann was ahead of the scientific thought of
his time. developing guidelines for the treatment of the
diseases that remain effective to the present. although
they are not recognised by contemporary science.
“These incontrovertible truths, which spontancously
offer themselves to our notice in nature and experience.
explain to us the beneficial action that takes place
under homocopathic treatment; whilst, on the other
hand, they demonstrate the perversity of the antipa-
thetic and palliative treatment of diseases with
antagonistically acting medicines’. (Organon, para-
graph 67)
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