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The Synergism o Somaosatn,
Melaonin, Viamins Prolactn and

Esrogen Inhibiors Increased Survival,
Objectve Response and Perormance
Saus In 297 Cases o Breas Cancer

Absrac
Background: Breas cancer is sll he leading cause o deah in women world-
wide.

Sudy queston:Our purpose is o improve survival, objecve response and qualiy
o lie wih a non-oxic biological herapy.

Sudy design: The DBM (Di Bella Mehod) wih MLT (Melaonin), Renoids,
solubilized in viamin E, D3, and C, Folaes, proeoglycans and calcium, has a
dierenang, cyosac, an-angiogenic, immune-modulang, acorially
synergic eec, simulaneously reinorcing he uncons which physiology
considers o be essenal or lie. Wih Somaosan/Ocreode, prolacn
and esrogen inhibiors, DBM has an anprolierave, anangiogenic and
anmeasac eec. These molecules govern negavely piuiary secreons like
GH-PRL, whose miogenic properes are enhanced by he combinaon o ovarian
hormones such as esrogen. The negave regulaon o GH exends o IGF-1, EGF
(Epidermal Growh Facor), VEGF (Vascular Endohelial Growh Facor), and GH-
dependen growh acors. The DBM (Di Bella Mehod) uses minimal meronomic
apopoc, non-cyooxic and non-muagenic doses o cyclophosphamide. The
olerabiliy owhich is enhanced by MLT and by he viamins included in he DBM.
We repor a rerospecve observaonal sudy wih 5-year ollow-up, carried ou
on 297 paens aeced by breas cancer and reaed wih he Di Bella Mehod
biological herapy.

Resuls and conclusion: complee and sable objecve responses wihou
cyolyc chemoherapy, in some cases even wihou surgery or radioherapy, wih
a generalized improvemen in qualiy o lie and no signican and/or prolonged
oxiciy. The mos imporan 5-year survival rae was 69.4% a sage IV cancer
versus 26.3% repored by he Naonal Cancer Insue.
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Inroducton
Breas cancer is usually reaed wih surgery, which may be
associaed singly or in various ormswihchemoherapy, esrogen
block, radioherapy and selecve monoclonal anbodies or
epidermal growh acor recepors (EGFR). Breas cancer is he
mos requen orm o cancer in women and he leading cause o
deah in women.

Numerous in vitro sudies carried ou on various cell lines

have demonsraed he marked ancancer eecs o DBM

componens’, clariying he mechanisms o acon and paving he

way o he achievemen o encouraging resuls in clinical pracce

[1-16]. We repor a rerospecve observaonal sudy wih 5-year

ollow-up, carried ou on 297 paens aeced by breas cancer

and reaed wih he Di Bella Mehod biological herapy.
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Maerials and Mehods

Enrolmen crieria o 297 cases o breas cancer

Only paens wih a hisological diagnosis o breas cancer and
disease characeriscs ha could be measured according o
he Response Evaluaon Crieria in Solid Tumors (RECIST) were
enrolled [17].

The sudy included 297 paens suering rom breas cancer and
each one o hese were subjec o blood chemisry, hysological
and immunoisocheminal ess expeced or his pahology.

The paens were divided ino hree groups according o he
sage o heir breas cancer a he sar o he reamen.

• The rs group, Regional Breas Cancer, consised o
paens whose umor was limied o a single anaomical
disric.

• The second group, Local Breas Cancer, consised o
paens whose umor had spread o he lymph nodes.

• The hird group, Advanced Breas Cancer, consised o
paens wih measases.

The DBM was adminisered in one o he ollowing orms:

1) Firs-line reamen, or paens who had previously
undergone only surgery

2) Second-line reamen, or paens who had previously
ollowed radional adjuvan oncological proocols or a
maximum o 6 monhs.

3) Las-resor reamen, or paens wih sage IV cancer
who had undergone repeaed mul-chemo/radioherapy
reamens or more han a year.

The objecve clinical responses were sascally classied
in hree groups: REGRESSION, STABILITY, PROGRESSION.
Among he eecs o he DBM, oxiciy and qualiy o lie were
also evaluaed. RELATIVE survival was also assessed, i.e. he
percenage o paens sll alive 5 years afer he diagnosis o
breas cancer, compared o he average survival o a group o
women o he same age, rom he same geographical area, and in
good healh. This las index was hen compared wih he resuls
published by he Naonal Cancer Insue (Figure 1 sascal
analysis o cases by sage), he leading American agency or he
collecon and managemen o daa relave o cancer paens
(Figure 1).

Enrolmen crieria 40 cases o breas cancer-
Sub-analysis

A sub-analysis is seup wih only 40 cases, reaed wih DBM
in Exclusive Therapy. In he presen sudy only paens wih
an Easern Cooperave Oncology Group (ECOG) saus 2
were diagnosed wih hisologic diagnosis o breas cancer and
measurable disease characeriscs in accordance wih he Solid
Tumors Response Evaluaon Crieria (RECIST) [17]. Anoher
requiremen or enrollmen was he absence o sandard
herapeucregimens(surgical inervenons,polycoheroherapy,
radionuclide herapy,monoclonal anbodies), and oaccep, wih

prior inormed consen, he adminisraon o biological herapy
as a rs-line reamen. The 40 cases are classied according
o he ype o response received during he observaon period
(according o he RECIST crieria):

• OVERALL RESPONSE=CR(Complee) - PR(Paral) – SD
(Sable Disease)-PD (Progressive Disease)

• DFS=Disease-Free Survival

• PFS=Progression-Free Survival

Therapeutc reamen

All he paens received a daily combinaon o Somaosan/
ocreode, Melaonin, Renoids solubilized in Alpha Tocopherol
Aceae, dopaminergic agoniss, esrogen inhibiors and minimal
doses o cyclophosphamide.

These componens were adminisered as ollows:

Gradual oral dosages o:

• Renoic acid, [ATRA-All Trans Renoc Acid] 0.25 gr
(488.372 IU), + axerophhol palmiae 0.25 gr (909000
IU) + Beacaroene 1 gr (3 334 000 IU) solubilized
in alpha ocopherol aceae 500 gr, soichiomeric rao
1:1:4:2)(1×106 IU); asng, once a day or seven days,
hen wice a day or 7 days; rom week 3 or he res o
he reamen period, 3 mes a day, orally.

• Dihydroachyserol 10 drops wih each adminisraon o
renoids (15 200 IU), 30 drops a day.

• Somaosan a gradually increasing doses (1 mg or he
rs 7 days, increasing 1 mg or week, o 3 mg a day 21).

• Teracosacde aceae (0.25mg) added every oher day o
he syringe wih somaosan, compably wih pressure
and glycemia.

• Ocreode long-acng release (LAR) (20 mg) every 3
weeks, inramuscular.

Percen o cases by sage coming rom NCI. SEER 18
2007-2013, All Races, Females by SEER Summary Sage
2000.

Figure 1



3

ARCHIVOS DE MEDICINA
ISSN 1698-9465

2018
Vol.9 No.1:146

Translational Biomedicine
ISSN 2172-0479

© Under License of Creative Commons Attribution 3.0 License

Translational Biomedicine
ISSN 2172-0479

• Triporeline analogues LH- FSH (Follicle-Stmulatng
Hormone) 3.75 mg every 4 weeks, inramuscular.

• Melaonin hydrosolubilized in hydrogen bond wih
Adenosinae, sabilized wih Glycine in 5 mg ables, orally:
3 abs (15 mg) amidday and in he evening ameals plus
10 abs (50 mg) beore going o bed (average oal daily
dose=80 mg).

• Cabergoline orally wih he main meal, 1 mg (equal o 1\2
able) wice a week.

• Bromocripne (2.5 mg) orally, hal a able morning and
evening.

• Anasrozole 1 mg able.

• Cyclophosphamide (50-100 mg) orally, variable dosage:
sar wih 1 able wih he main meal or 1 week, hen
1 able in he morning and he evening one day and he
nex day jus in he evening.

• Hydroxyurea 500-1000 mg/day; replace wih Endoxan i
no oleraed or i cerebral measases are presen due o
he abiliy o hydroxyurea o pass hrough he blood-brain
barrier.

• Ascorbic Acid (Vi C) orally: 1/2 easpoon (4 gr) in a glass
o waer during he midday and evening meals ogeher
wih:

• Calcium lacae gluconae +calcium carbonae equal o
1000 mg o calcium, hal a sache in he same glass.

• Chondroin sulae (500 mg) one able in he morning, a
midday and in he evening, wih meals.

• Ferrous Sulphae (329,7mg) one able 2 – 3 mes aweek,
depending on sideremia and hemochrome values.

• Calcium levoolinae one 22 mg able a day.

• Ursodeoxycholic acid (UDCA) 300 mg o conras
he cholerec and cholagog inhibion o he SST
(Somaosan) and/or ocreode.

• Taurine 1500-2000 mg/day when necessary, o improve
cardiac and hepac uncon.

Therapeuc reamen has been adminisered connuously,
even afer complee remission, and is eecs are appropriaely
and consisenly moniored over me, hrough chemoherapy
and wih he aid o insrumenal diagnoscs.

As long as he umor is in progress, he herapy should be
given wihou any variaon, or wih he possible changes ha
may be made on he course, and only afer obaining complee
remission over me can be appropriaely reduced in a very
gradual manner unl reaching a "mainenance" herapeuc
hreshold, also calibraed on he basis o individual individual
saging and hisological eaures. Somaosan was adminisered
subcuaneously by means o a med 10-hour syringe, aking ino
accoun he shor hal-lie (3 minues) and concurren GH nigh-
me peak.

Evaluaton o saey and oxiciy

For he oxiciy evaluaon, only he side eecs ha could have

been due o his specic reamen were considered (degrees o

correlaon: possible, probable or cerain, expressed as absolue

requency (n), relave requency (%), and 95% condence

inerval (CI), as described by he Naonal Cancer Insue

(NCICTC) crieria (hp://www.eorc.be/services/doc/cc/).1

All paens hereore gave heir inormed consen o parcipae

in he sudy.

The mos requen oxiciy phenomena ound in he sudy, grade

I and II, were he ollowing:

• Hemaological oxiciy: Leucopenia 33%,

• Gasroinesnal: nausea 25%,

• Drowsiness (36%).

These phenomena were he only ones observed, and generally

here was a subsequen, progressive and gradual adapaon

and improvemen wihin a ew weeks. A reducon, delay or

emporary suspension o reamen due o oxiciy has been

necessary in paens wih leucopenia (cyclophosphamide

suspension unl recovery o leukocye couns) and in cases o

severe gasroinesnal eecs (Somaosan).

Such circumsances, hough limied, have occurred much more

requenly and more clearly, especially in paens wih crical

sage, advanced especially i chemoherapy/radioherapy/

monoclonal anbodies are pre-reaed.

There have been no deahs associaed wih he reamen.

Resuls and Discussion
Table 1 shows he clinical resul in erms o REGRESSION,

STABILITY and PROGRESSION o he disease. The bes clinical

oucomes were achieved, as expeced, in he rs group o

paens, hose wih Regional Breas Cancer, wih a clinical

response o regression always greaer han 80%. In he second

group o paens wih locally advanced cancer, he mos

promising resuls were seen wih he DBM adminisered in he

second-line orm, where 87.5% o paens achieved regression.

As regards he paens wih advanced sage breas cancer, boh

he rs and second-line orms o reamen achieved regression

in 20% o cases, while he success rae was only 10% in paens

who had repeaedly undergone mulple sessions o chemo- and

radioherapy, were no longer responsive and were generally in

crical condions beore sarng he DBM (Table 1).

In order o compare our resuls wih NCI daa, a preliminary

1Note: This is a sudy on he combined use o drugs ha have already
passed all he reliabiliy and ancancer ess. Thus, since all he drugs
have been exensively esed and heir use has been approved by he
inernaonal healh organizaons, and here hey are merely used in a
new combinaon, i was decided no o submi he sudy proocol o
an ehics commiee. The sudy was carried ou in accordance wih The
Good Clinical Pracces direcves and he Declaraon o Helsinki.
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Relave Survival is obained or every sage and repored in Table
2. In Figure 2 is shown an evaluaon o he percenage owomen
sll alive 5 years afer diagnosis, reaed wih he DBM, versus
daa on ocial oncological reamen repored by he Naonal
Cancer Insue. DMB mehod appears more ecien or he
reamen o disan umor in parcular (Table 2) (Figure 2).

Sub-analysis

This sub-analysis highlights:

• Clinical Targe Bene (CR - PR - SD) in 85% o paens wih
inial sage disease (I - II - IIIA)

• a percenage o 44% posive resuls (2 PR-2 SD) in he 9

Saging a he dae o Enrolmen TreamenModaliy Patens n. Resul %

Early Sage Breas Cancer (Sage I - II - III)

Exclusive Therapy 27

Remission=23 81.50%

Sabiliy=1 3.70%

Progression=3 14.80%

Adjuvan Therapy 87

Remission=74 81.50%

Sabiliy=2 2.30%

Progression=11 12.60%

2nd/ 3rd Line Therapy or Supporve 34

Remission=28 82.40%

Sabiliy=5 14.70%

Progression=1 2.90%

Locally advanced

Exclusive Therapy 4

Remission=1 25%

Sabiliy=1 25%

Progression=2 50%

Adjuvan Therapy 8
Remission=7 87.50%

Progression=1 12.50%

2nd/ 3rd Line Therapy or Supporve 3
Remission=1 33.30%

Progression=2 66.70%

Measac Breas Cancer

Exclusive Therapy 9

Remission=2 22.20%

Sabiliy=2 22.20%

Progression=5 55.60%

Adjuvan Therapy 18

Remission=4 22.20%

Sabiliy=1 5.60%

Progression=13 72.20%

2nd/ 3rd Line Therapy or Supporve 104

Remission=11 10.60%

Sabiliy=20 19.20%

Progression=73 70.20%

Sage no dened 3 - -

Toal 297

Table 1 Percenage o paens wih remission, sabiliy and progression, afer DBM wih dieren reamenmodaliy (exclusive, adjuvan or 2nd/ 3rd

line herapy), or dieren saging a he dae o enrolmen.

MDB- Observed and Relatve Survival (5 years)

Inital diagnosis Observed patens N. Survived patens n. Observed Survival (%) Relatve Survival (%)

Localized 52 49 94.2% 98.1%

Regional 91 77 84.60% 88%

Disan 15 10 66.70% 69.40%

Undened inial diagnosis 29 27 93.1% 96.2%

SubToal 187 163 87.2% 90.4%

Ohers (daa/diagnosis <5years) 107 - - -

No classiable 3 - - -

Toal 297 - - -

Table 2 Sascal Observaon on Survival (Observed and Relave) a 5 years afer diagnosis and inial sage: (Localized=conned o primary sie -
Regional=exended o regional lymph nodes - Disan=measac umor).

measac umor paens and an average survival me

o approximaely 30 monhs (75-42-42-41-24-21-17-6 -6).

Based on he classicaon crieria used by N.C.I (Projec SEER 18

- 2007-2013), he 40 cases are also classiable:

• 19 localized umors (11 CR - 6 PR - 1 SD - 1 PD).

• 12 locoregional umors (5 CR - 2 PR - 1 SD - 4 PD).

• 9 measac umors (2 PR - 2 SD - 5 PD).

By idenying Progressive Survival Survival (PFS) - Free Disease

Survival (DFS) and Global Response (OR) as he primary endpoin,

he ollowing summary was elaboraed (Table 3).
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Comparave graphics o breas cancer survival 5 years afer diagnosis beween DBM
oncological reamen and ocial oncological reamen repored by Naon Cancer Insue.
The sasc evaluaon depends rom he ype o umor (localized, regional and disan).

Figure 2

Identy and Saging
Overall Response

(Global Response)
Mainenance o clinical remission PFS

Paten ID
Age at

Diagnosis

Age at

Enrolment
Grade Stage CR PR SD PD

Start

herapy

Stable

response over

tme

Temporary

answer
No answer

DFS

(monh)

Conclusion o he

observaton

Observaton

period

(monhs)

PFS

(monh)

PFS /

observaton

period

138 51 51 n.d. IIA X - - - Dec-04 X - - 105 Nov-14 119 119 100%

586 62 68 n.d. IV - X - - Dec-06 X - - _ Oc-10 42 42 100%

601 52 52 G2 I X - - Mar-06 X - - 104 Sll under obser 118 118 100%

614 56 56 n.d. IIA - X - - Jul-06 X - - _ Jul-11 60 60 100%

657 57 57 n.d. IIA - X - - Jun-06 X - - _ Oc-07 17 17 100%

799 42 43 G3 IIIC - - - X Jan-07 - X - _ May-08 18 2 11%

895 72 72 n.d. IIIB - - - X Mar-07 - - X _ Feb-08 5 0 0%

970 69 69 G3 IV - - - X Apr-08 - X - _ Sep-09 17 2 12%

994 54 55 G3 IV - - - X May-09 - X - 13 Jan-15 75 41 55%

1101 50 51 nd IIB X - - - Mar-07 X - - 106 Sll under obser. 117 117 100%

1941 47 47 n.d. IIA X - - - Apr-09 X - - 45 Sep-13 65 65 100%

2178 68 68 n.d. IIA - X - - Jun-09 X - - _ Sll under obser. 81 81 100%

2224 52 65 G1 IV - - - X Aug-09 - X - _ Aug-11 24 10 42%

2580 55 55 G2 IIIA - - - X Mar-10 - X - _ Jul-13 40 0 0%

2708 37 37 G2 IIB - X - - May-10 X - - _ Sep-12 27 27 100%

2898 55 55 G2 I X - - - Sep-10 X - - 5 Nov-13 22 22 100%

3029 45 45 G1 IIA X - - - Dec-10 X - - 48 Sll under obser. 72 72 100%

3048 49 49 G3 IIB X - - - Dec-10 X - - 34 May-14 42 42 100%

3056 62 62 G2 IIB - X - - Dec-10 X - - _ Sll under obser. 92 92 100%

3361 34 35 G2 IIIB X - - - Feb-11 X - - 59 Sll under obser. 74 74 100%

3617 41 41 G1 IIA X - - - Jul-11 X - - 48 Sll under obser. 60 60 100%

3696 53 53 G2 IIA X - - - Sep-11 X - - 9 Nov-12 14 14 100%

3734 37 39 n.d. I - X - - Oc-99 X - - _ Sll under obser. 171 171 100%

3950 64 64 n.d. IIA - - - X Dec-11 - X _ Jan-15 36 25 69%

4253 49 56 G1 I - X - - Mar-12 X - - _ Sll under obser. 57 57 100%

Table 3 Observaon o herapeuc response o 40 cases o breas cancer reaed wih only DBM.
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Identy and Saging
Overall Response

(Global Response)
Mainenance o clinical remission PFS

4358 43 43 G2 IIIA X - - - Apr-12 X - - 41 Sll under obser. 45 45 100%

4548 45 45 n.d. IIB - - - X Jul-12 - X _ Sll under obser. 57 25 44%

4614 48 48 n.d. I X - - - Sep-12 X - - 42 Sll under obser. 54 54 100%

4688 67 67 G3 IIIB - - X - Sep-12 X - - _ Nov-15 36 36 100%

4851 31 31 n.d. IIB X - - - Aug-12 X - - 22 Oc-14 26 26 100%

4967 64 65 n.d. IIA X - - - Mar-12 X - - 19 Sll under obser. 51 51 100%

4971 46 46 G3 IV - - - X Feb-13 - X - _ Aug-16 42 16 38%

5502 59 59 G2 I - - X - Sep-13 X - - _ Sll under obser. 38 38 100%

5779 60 60 G3 IV - - X - Sep-13 X - - _ Mar-14 6 6 100%

5826 64 64 G2 IV - - X - Jun-13 X - - _ Sll under obser. 41 41 100%

6167 48 48 n.d. IIA X - - - Oc-13 X - - 24 Sll under obser. 41 41 100%

6287 68 68 G2 IIA X - - - Jul-12 X - - 19 Sll under obser. 56 56 100%

6435 41 42 n.d. IV X - - May-15 X - - - Sll under obser. 21 21 100%

6514 54 54 n.d. I X - - Mar-13 X - - - Sll under obs. 50 50 100%

6624 47 48 G2 IV - - - X May-14 - - X _ Nov-15 6 0 0%

CR=Complee Response; PR=Paral Response; SD=Sable Response; PD=Progressive Response; DFS=Disease Free Survival; PFS=Free rom Progressive Survival.

Conclusion
The DBM herapy proposes o couner he progression o he

neoplasc phenoype by:

a) Inhibing he neoplasc prolieraon by cell processes o

apoposis/necrosis and depleon o hormones and cell

growh acors;

b) Counering he marked muagenic endency by direc

acvaon o he DNA repair sysems, and by epigenec

cell programming.

c) Blocking neoplasc progression by reducing he

ormaon o new blood vessels (Neoangiogenesis-

Lymphoangiogenesis) and o cell moliy phenomena

(migraon), essenal or neoplasc disseminaon

d) Reinorcing naural deense mechanisms agains

neoplasc aggression (naural and acquired immuniy and

improvemen o vial uncons).

In cases o breas cancer moniored a 5 years, he DBM

biological mulherapy signicanly improved qualiy o lie,

objecve response and survival wih respec o he same sages

o breas cancer reaed wih convenonal oncological proocols.
The negave regulaon o he main ineracve miogen sysems
- GH–GF–Prolacn-Esrogen – by means o somaosan and
analogues, D2R agoniss, aromaase inhibiors, analogues o LH-
FSH, ogeher wih he dierenang, cyosac, homeosac
acon o Renoids, Viamins E, D3, and C, Folaes, Ca, MLT
(Melaonin), Proeoglycans wih acorial ineracon, wihou
signican oxiciy, made his resul possible [18-22]. We repor
hese herapeuc resuls o improve he prognosis o umors in
general and o breas cancer in parcular. Breas cancer remains
he leading cause o deah worldwide in women, demonsrang
he deciencies o he curren measures o cancer prevenon
and reamen and he need o overcome hese serious limis o
oncological herapy by aking advanage o sll underesmaed
scienc evidence.
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