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Summary

In this standardized prospective study,
50 patients of both sexes with confirmed ;
diagnosis of functional dyspepsia were

treated for four weels with the complex
homeopathic (antihomotoxic) prepara-
tions Gastricumeel®,
Homaccord®, and Lymphomyosat®. At
the end of. the treatment period, 37
patients (74%) were completely symp-
tom-free and 5 additional patients
showed slight improvement. Thus, the
homeopathic medication had a positive
effect on symptoms of dyspepsia in a
total of 42 out of 50 patients (84%). No
side effects were observed. If economic
and socio-medical factors are taken into
" account, therapy with this selection of
complex homeopathi* preparations
deserves to be the trextment of choice
for functional dyspepsiz.

In 5 additional patients, a complex
homeopathic program to eradicate
Helicobacter pylori was carried out, with
gestroscopic monitoring at the begin-
ning and end of the treatment peried.
After four weeles of therapy, no evidence
of H. pylori was found.

Introduction

One third of the population suffers
from symptoms of dyspepsia. One quar-
ter of these individuals seek medical
reeaemnenc. Organic causes are found in
one chird of these patfens, while two
thirds are diagnesed with functional dis-
turbances or dyspepsia. Some common
synonyms ase indigestioa, non-ulcerative
dyspepsia, and non-specific gastrodua-

denitis.
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A variery of criteria must be consid-
ered in defining funcrional dyspepsia
(see Tabkle 1). Patients frequently com-
plain of a number of symproms includ-
ing epigastric pain, a premarure sensa-
tion of Fullness when earing, postprandi-
al sensation of fullness, navsea (vomiring

is rare), increased acid belching, heart- !

burn, loss of apperite, and upper abdom-
intal bloating,

Dingnosis by exclusion establishes a
diagnosis of funcrional dyspepsia, which
is then confirmed by means of muld-
stage diagnostics {see Table 2).

Factors of very different types influ-
ence dyspepsia sympromarology (see
Figure 1). These tactors make it apparent
that dyspepsia requires a holistic trear-
mer. such as that which can be imple-
mented with complex homeopathic ther-

apy.

Conventional medicine, focusing on
the main symptom, divides dyspepsia
into five types:

@ dyspepsia resuliing from morility
disturbances

& ulcerarive dyspepsia

@ gastro-esophageal reflux

o acrophagia {swalloviing air)

® idiopathic or essential dyspepsia
{= different or variable symproms).

: perSIS’ient or recurrent upper abdomln symptorns!paln >4 wee

Tih. I Crzrer i fbrdqﬁmng ﬁmmanzzl dygﬁepﬁtz

On the basis of these main symproms,
different conventional medications are
administered: prokinetic agents for dys-
pepsia of the dysmotility rype, histamine
H,-receptor blockers, proton pump
inhibitors or antacids for reflux and
ulcerarive types, and and-gas medica-
rions for the aerophagia type.

However, since these pharmaceutical
therapies are frequently accompanied by
a number of undesirable effects (e.g., ver-
tigo, headache, gastrointestinal distur-
bances, joint and muscle pain} which
have a negarive effect on parient compli-
ance, this present study is intended to
derermine the efficacy of a complex
homeopathic therapy, antihomotoxicol-
ogy, known to have few side effects. In
addition, it is meant ro establish whether
the high costs of conventonal pearma-
ceutical therapy can be reduced by sub-
stituting complex homeopathic therapy,
which i$-much less expensive, at least in

i

milder cases.

The Current Study

Patients and Methods

A total of 50 patients of both sexes,
ranging in age from 28 1o G4 years, were
examined in the context of a standard-
ized prospective study. Complex homeo-
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Stage1 _Medlcal hisfory

Stage 2: | Physical exarmination

Stage 3: - Basic laboratory tests: ESH SGPT gamma—glutamyi transpeptldase,
S iipase hemogram _ o

Stége‘ﬁr:_ 'Instrumentatlon baséd‘laboratory examinations: - .-

: ',E'- upper abdominal sonugraphy

- esophagogastroduodenoscopy, including checklng for

. -Helicobacter pylori -

- as needed, EKG, CAT scan, ERCF, angiography, ete.

Tab. 2: Multi-stage diz;gno:ﬁ of dyspepric symptoms

Consultations
1 o2 3 4 5
Beginning | after1 | after2 after 3 after 4
Week | Weeks | Weeks Weels
epigastric pain 82 .70 42 14 10
feeling of fullness 78 62 52 24 18
loss of appstite 52 40 38 20 14
premalura feeling of satiety 62 50 42 22 16
nausea 58 48 38 18 8
upper-abdominal bloating 84 - 60 50 30 26
increased acid belching 38 30 24 16 6

Tab. 3: Frequency qumzprmm of dyspepsia (in per cont)

pathic therapy was adminisrered for a
period of 4 weeks accordmg to the fol-
lowing regimen:

Gastricwneel® 1 tabler 3
times # day

Nux vamica-Homaccord® 10 drops 3
“times a day

Lymphomyosot® 15 drops 3
times a day

The diagnosis of functional dyspepsia
was made on the basis of sympromarol-
ogy and confirmed through diagnosis by

exclusion:

i * upper abdominal sonography yiclded
. no pathological findings

: * results of basic upper abdominal lab
i tests (ESR, SGPT, gamma-glutamyl
; transpepridase, lipase) were normal

* endoscopy: the paossibility of gaseritis
- associated with Helicobacter pylori was
* ruled our by gastroscopy

No additional therapies were imple-
mented during the four-week period of

¢ hemeopathic cherapy. Befors rrearment
' began, ar weekly consultations, and ar
+ the end of the treatment period, patients
! were questioned abour the following
| symproms: epigastric pain, feeling of
- fullness, loss of apperite, premarure feel-
i ing of satiery, nausea, upper abdominal
* bloating, and increased acid belching

(see Table 3). Upon conclusion of treat-
ment, improvement in the patients’
quality of lifs was documented on the
basis of freedom from symproms or
noticeble improvement.

Results

37 af the 50 parients admirced to rhe
prospective study, i.e., nearly three quar-
wers (74%) of all patients, were free of
symptoms after 4 weeks (see Figure 2).

Of the 13 patients who were not com-
pletely free of symptoms on conclusion
of treatment, 5 reporied anly slight
improvemnens, and 8 (16%) showed no
impravement in their symptoms. In four
of the parients who showed no improve-
ment, latent depression emerged.

In summary, it was possible to achieve
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an improvement in dyspeptic symproms

in a twtal of 42 our of 50 (8B4%) of !

paticins. Looking at L'!L syneptoms indi-
wdu.l]]V (sce lele 3) also reveals a good
response to this complex homeopathic
therapy.

Discussion

In the care of ambulatory 2s opposed
to hospiwlized patients, a standardized
prospecrive study is well suited 1o sys-
temarically monitering their treacment,
making it possible to document hath the
efficacy and harmlessness of the therapy
and the improvement in the patients’
qualicy of life, thus confirming the use-
fulness of complex homeopathic therapy.

Functional dyspepsia is defined by a

typical complex of symptoms in the
absence of evidence of organic disease in
the upper gastrointescinal trace. In addi-
tiori to upper abdominal complaints,
patients also complain of general symp-
toms such as dring quickly, exhaustion,
decreased producrivity, adynamia, sleep
disturbances, hyperhidrosis, hor flashes,
orthostatic circularory  disturbances,
functional cardiac disorders, bladder irri-
wation, myogelosis, and a general worsen-
ing of symproms when under stress,
Because of these general symaptoms,
holistic trearment should be co. idered,
rather than treating the sing]e primary
symprom as is seill customary in <onven-
tional medicine.

Because funcrional disease means a
discurbance in functioning, all of the
organism’s disturbed regulatory mecha-
nisms (“funcrions”) require therapeuric
help: dysmodility, hyperacidicy, dyshiosis,
visceral hyperalgesia, and vegetarive dys-
tonia in the cruest sense of the word,
which includes the enteral nervous sys-
tem.

The positive results of antihomoroxic
therapy (freedom from symproms in
three quarters of the patients after 4
weeks) confirms the validicy of that cher-
apy with regard to funciional dyspepsia.
Because of its proven effectiveness and
high ratio of benefits to risks and the
resulting high level of patient compli-
unce, complex homeopathic thirapy as
administered in this prospective study
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Fig. 2 : Freedom ﬁ'am symploms af ﬁmmaml dyspcpﬂa over the entire treatment pmaff uf

o weets, in percentages of patients (n = 50)

should come w0 nccupy a secure place
among strategies for treating dyspepsia.

Because of its prevalence, dyspepsia is
also of cou-iderable economic signifi-
cance. Thercrore, the trearment of choice
should be inexpensive and have few side’
effects. The complex homeoparhic
preparations adminisrered in this study
meer these requirements.

Treatment of Helicobacter pylori gas-
tritis (Type B pastritis): New perspec-
tives and points of departure

While dyspepsia is by definition a syn-
drome in which no orpanic changes are
present, the germ Helicobacter pylori
causes typical morphological changes in
the gastric mucosa. At the moment, the
gold standard among rreavments to erad-
icare H. pylori is a triple cherapy: hista-
mine H2-recepror blockers or proton
pump inhibitors plus antibiotics (ampi-
cillin/famexicillin/clarithromyein, among
others), plus metronidazole.

This therapy causes certain problems
char give rise to questions:

* H. pylori is developing resistance to
metronidazele (currenily seen in

about 30% of cases) and to various:
antibiotics (e.g.. clarichromydn, 2%4).

30-50% of patients do not tolermte
this treatment. Drug reactions runge

from the mild {diarrhes) throogh

antibiotic-relared hemorrhagic colids
(ampicillin/:g. pxicillin) to severe
pseudomembranous colivis. The diar.
thea Is often *iduced by Clostridium

difficile.

Poor patient compliance . ensues
because of side effects.

Prolonged suppression of acid produc-
tion may lead to the development of
atrophic gastritis.

Whar treatment is successful in cases
of reinfecrion (currently 2%)?

How can the increasing incidence of
Helicobacter colonizarion of the stom-
ach with age be explained? (50% at
age 50, 60% ac age 60, 70% at age 70,
erc.) Only 50% of patients have symp-
LOMIS.

Of whar consequence are findings of
H. pylori infecdons in children and

adolescenrs?
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¢ What is the path of transmission or
infecrion; fecal-to-oral, oral-to-oral, or
gastric-ta-oral?

® Can H. pylori in denral plaque surviv
eradication therapy? :

» There is no correlation berween A.
pylori infections and symproms of dys-
pepsia.

The theory that gastritis is an infec-
tious bacrerial disease caused by A
pylovi and that psychological facrors and
stress play no part in it is cerrainly too
one-sided. Undoubtedly, the germ
Helicobactur: pylori is one, bur only one,
of the factors in the pathogenesis of Type
B gastritis. Other factors include pastric
hyperacidiry, motility disorders, damage
to the mucosal barrier, exogenous noxae
{e.g., NSAIDs), and psychological stress

facrors. .

Helicobacrer pylori occup.-s a fixed
ecological niche In. the gastric mucosa,
since it cannor survive in other dssues.
Colonization by H. pylori leads to differ-
ent types of stomach reactio 3 (sre Table

4).

Infection with' A, pylori leads to mas-
sive immigration of infection-fighting

cells inco the gastric mucosa. The level of '

local ancibodies (TgA, IgG) then also

WMorphiological . B
active gastritis —+ chronic gastritis - -
~+ afrophic gastritis (—~ careino-
ma?)

Biochemicai -~ - _

& increased acid formatior (pH{)-

& decreased concentration - of
ascorbic acid (Vitamin C) in 1he
gastric lumen '— increase in
oncogenes and nitrosamines

® incressed macrophage activity
in the mucoss — increase in
oxygen radicals -

Biological
increased cell turnover in the
mucosa (—+ more cell mutations)

Tab. 4: Keacrivns of the stemach to
Helicobacter pylovi colonizatinn

Figs.3a and b: 29-year-old male patient. a) Initial histological findings show a definite,
chraniclactive antrum gastritis (activity level 3), in combination with superficial erosion
and ample evidence of Helicabacter pylori. L) Histological findings after homeopathic mreat-
ment show a normal antral mucosa with no evidence of Helicobacter pylori.

Figs.da and b: 26-year-old mals patient. a) Initial histological findings show a significant,
chraniclactive Helicobacter pylori gastritis of the antrion ventriculi (activigy level 2). 5)
Histological findings after homeopathic reatment show only a mild antrion gastritis witlh
na florid inflammatory activity at the moment, and with no evidence of Helicobacter pylari.

Figs.3a and b: 57-pear-old fenale patient. a) luitial bistological findivgs show o moderare
ehwoniclactive Helicobacrer pvlovt gastritis of the autrum ventricudi (activiee feve! 1), b)
Histalogical findings after homeopatlic treatment show only o loie-grade chronic antruin
gastritis; no cvidence of Helicobacrer pylori.
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Coenzyme
compositum/
Ubichinon
compositm®” -

{combination injection)
once a weelk,
intramuscularly

The Current Study

In 5 patients, an accempr was made to
i eliminate Helicobacter pylori by means of
a four-week course of che homeopathic
rreanment described above. Gastroscopic
,i examination was performed both before
I

i

therapy began and at its conclusion, and
-macroscopic and histological findings
were documented. Other than this, con-
ditions pertaining to these patients were
the: same as for those with furctional

Figs.6a and b: 43-year-old fernale patient, o) Initial histological findings show a moderate |
chroniclactive antrum gostritis (activity level 2), in combination with Helicobarter colo- |
nization. b) Histological findings after homeopathic treatment show only a low-grade |
chronic antrim and. carpus gastritis withour flovid inflammatery activity and with no evi- |

dence af Helicobarrer pylori,

e L
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Figs.7a and b: 4G-year-old male patient. @) I+ inl histological findings show a definite
chroniclactive antrum gastritis (activity level 3) in combivation with scoerficial erosion
and dot-shaped Helicobacter colonies. b) Histolowieal findings after homeopathic trentment
show a low-gmde chronic antrum gastritis with no florid inflammatory activity at the
moment and with no evidence of Helicobacter pylors.

rises. In spite of this immunelogical
defense on the part of the host, A, pylort
persists and the inflimmation enters a
chronic phase {(chronic Type B gastritis).

This may be due o the immunosup-
pressive mechanisms of H. pylori, which
inhibit the proliferation of lymphocytes,
monocytes, and mucosal cells.
Ultimarely, the adequacy/inadequacy of
the individual’s immunelogical defenses
determines whether pastricis associated
with A pylori becomes chronic.

The facts presented here lead 1o the.

conclusion chat treatment of gastrits
associared with Helicobacter pplori must
tale inte accounc all of the facrors

involved—especially the psychoneuroen-
docrinological factors of Reckeweg’s
“grear defense system”™—in order o be
holistic. “Destroying the pathogen” is
not sufficient; changing its “milieu” is
required. This can be accomplished
through complex homeoparthic therapy.

The following ‘regimen was used in
treating Type B chronic gastricis:

Gastricumeel® I wabler 3
eimes a day

Nux vomica-Homaccord® 10 drops 3
; times a day
'L}}mphomyosuc"’ 20 drops 3
times a day

dyspepsia.

Results

In all five of the parients whao received

.this treatment, there was no longer any
evidence of Helivobarter pylovi at the end
‘of the four-week period of therapy (see

Figires 3-7). :

Surprisingly enough, the resulrs of the
complex homeopathic trearment were
very good. They should be examined
critically, however, because this was an
open study with regard to both
Helicobacter-related gastrits #1d func-
rional dyspepsia. However, the very pos-
itive therapeutic resules ach"'vcd here
should be reason enough to conduct
addirtional, conuolled studies o provide
a scientific foundation for this therapeu-
tic success.

Note of thanks: I would like to thank
pathologist H. Blass, M.D., of Saarlouis,
for permission to use the histological
findings.

References

(1)  Adler G, Schiffel W
Funkiionelle Syndrorme im gascrointesti-
nalen Bereich. nternist 1991;32:19-25.

(2)  Agreus L, Engsuand L,
Svirdsudd K, et 2/ Helicobacter Pylori
Seropositivity Among Swedish Adults

with and  withour Abdominal
Symptoms. A Population-Based
Epidemiologic ~ Study.  Scand [

Gastreenteral 1995;30:752-7.

80

Biomedical Therapy / Vol. XV / No. 3 1997



P R R e I R SR

Ricken: Functional Dyspepsia

(3) Axon ATR. Review Article: Is
Helicobacter pylori transmicced by the
gastro oral roure? Aliment Pbanmzca!

Ther 1993;9: 585-88.

(4) Barnert ], Wienbeck M.
Motilirarsstérungen im Verdauungstrake.
Dt Arzteb! 1996;93:A176-85.

(5)  Caballero-Plasencia AM,
Muros-Navarro MC, Martin-Ruiz JL, et
al. Dyspepric Symptoms and Gastric
Emptying of Solids in Patients with
Functional ~ Dyspepsia. Role of
Helicobacter pylori Infection, Scand [
Gustroenterel 1995;30:745-531.

(6) Classen M, Weigert N,
Peptisches Ulcus: Welche Rolle spieft
Helicobacter pylori? Medical Tribune
1994;Suppl.37:4-8.

{7} Demhnw L. Der Reizmagen -
" das Mllhardendmg Foreschr  Med
1992:110: 579- 81

(8)

| Med 1989; 18:642-7.

(9)  Goebz "H, Howz |, Farthmann
EH. Der chronische  Kranke in der
Gastroenterologie. Berlin, Heidelberg,
New Yark: Springer 1984, - :

(10) Geoball M, Layer I Stdrungen
der Morilicie des oberen
Gastroinrestinalerakres. Berlin,

Helc[elberg, New Yorle: Springer 1992,

(11} Kloez U, Dyspcpste 4 Al{g
Med 1994;70:121-4,

(12} Knipp U, Oplerkuch W.

Frase W. Magenerkranlcungen
und antihomotoxische Therapie. Bigs-

Laschinski K. Die antihameo-
Behandlung van
Biol  Med

(15)
toxische
Mapenerkrankungen,

1989;18(6):634- 41.
(16) Lembcke B. Helicobacter

pylori ausroren: Magen gesund, Darm
kapute? Medical Tribune 1996;15:11.

{17) Levine JS, Klar HU, Qehler G.
Gastroenterologische  Differentialdiagnostil.
2. Auvflage. Stutrgarr, New York:
Schattauer 1995,

{18) LuxG, Marel W, Riemann ]-E,
Résch W. Checldiste Gastroenterolagie.
2. Auflage, Sturrgare, New York: Thieme
1994,

(19) Malfartheiner B Helicobacter
pylori - von der Grundlage zur Therapie.

Sturigart, New York: Thieme 1994.

(20) Maratka Z. Dyspepsie: funk-
tionelle  Stdrungen des  oheren
Verdauungsurakres.  Bad-Homburg:
Normed 1992. :

(21) Miiller-Lissner 5, Koelzx HR.
Dyspepsiefibel. Berlin, Heldelbcrg, New
York: Springer 1991,

(22) Miiller-Lissner S. Funkrionelle
Dyspepsie. Med Trib 1994;37:20-2.

(23) Oberender P Helicobacrer- !
Eradikarionstherapie:  Medizinischer
Standard und Bkonomisches
Einsparpotential bei

Ulcuserkrankungen, Der nicdergelassene Oesophageal Reflux and Gastric Seasis.

' Chester: Aids International 1991.

Arze 1996; 1(1):29-40.
(24) Ricken KH. Lymphomyosar -

Bindeglied zwischen Mesenchym und

Therapie. Biol Med 1992;21 (5):350-60,

(27} Ricken KH. Dje Enwziindung,
Schliisselfunkrion des Heilprozesses? 2.
Auflage. Baden-Baden: Aurelia 1995.

(28) Ricken KH. Homoroxikologie
fiir die Praxis. Baden-Baden: Aurelia
1995.

(29) Riisch W. Muss die chronische
Gastritis neu definiert werden? Fortschr
Med 1989;107:230-2.

{307 Riisch W. Physiologische und
pathologische Altersverinderungen am
Magen. Fortschr Med 1990;108:643-6.

(31) Sielaff E Die funkrionelle
Dyspepsie ist eine Ausschiufldiagnose.
Arzte ZeitunglForschung  und  Praxis
1992;11:18-20.

(32) Ritsch W,
Magenkrebsprophylaxe durch Therapic
des Helicobacrer pylor.. De Arzebl
1996;93:A824-5.

(33) ‘Stadelmann O. Helicobacrer
“dori: . Indikation und Praxis der
Themple Dt Aratedl 1995,92:A2567-9.

(34) Stwolte M. Ein Dogma ist gefall-
en, jetzt milssen prakeische
Konzequenzen folgen, Arzel Allpemeine
1996;7:6-9.

(35) Tycgar GNJ. Gastro-

(36)  Weiser M. S. Das
Magen- und Darmrherapeutikum Nux

Zenner

-pylori- . Ly rscemn. Biol M 2; :33- . .
%:iz;\t;!ooiogle f)ii, Helg;t;:;ter PJ}[L‘I[ZHE ! Ij_.)mphS}, scem. Biol Med 1992;21(1):35 vomica-Homaccord.  Biol  Med
199%35:104-11 . 1994;23(6):341-6.
ce ’ © {25) Ricken KFL. Free Radical °

(13) Koelz MR, Lankisch PG, ¢ Discase - ein ,,modernas”
Miiller-Lissner S. Fibel dc‘:‘r gastr‘ointesti— . Kranlkheirsbild? Biol Med  pAddress of the author:
nalen Leitsymprome. Berlin, Heidelberg, ; 1992:21(1):41-3.

\ R 5 : : . .
I\ew York: Springer 1995. ' (26) Ricken KH. Therapie mit ‘ Karl-Heinz Ricken, M.ID.

(14) Kumar D, Gusravsson S. - Biotherapeutika-Ancihomortoxika-Heel- . Lothringersirasse |
Gastroinrestinal Martility:  Chichester, . Eine Einfilhrung in die . [D-66740 Saarlouis
New York: John Wiley & Sons 1988. | Homotoxikologie und antihomotoxische | Germany

81

Biomedical Therapy / Vol. XV / No. 3 1997



