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Criteria used for the Bi-Digital O-Ring Test

Screening for Pre-Cancer & Cancer
©@® Oncogene C-fosAb2 1T 1 1T 1T 1

!
I

©® Integrina: B, r1T11
©® Hg (Mercury) T 1T 11
©®@ Acetylcholine (Ach) =<1/1000 X Normal(l | | | |)
©®) Viral Infection T1T111

® NO (Nitrogen monoxide) = <1/100 X Normal(l | | | 1)
D-Glucose T T (Max:2x Blood Glucose Concentration)

Rb(Ab-8) 1 1 1 11

053(Ab-5) T T 1T 11
Telomere- 1(TTAGGG) 1 T(Max ;5% Normal Tissue Telomere-1)

Telomere-2(CCCTTA) T 1 (Max:5 % Normal Tissue Telomere-2)
(D-®:0mura,Y.,1992-1995; ®-AD: Omura,Y.,1996-1998)

!
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1. Oncogene C-fos Ab2 : 350ng or higher

2. Integrin o531 : 350ng or higher

% Screening & Mapping (60 ng)

3. Acetylcholine Chloride (Normal : >1500n9) :
< 1bg

4. Hg (Mercury) : 350mg or higher

5. Virus Infection

6. Telomere(TTAGGG)
Cancer Cell Telomere = Normal Cell Telomere X 5-10

7. 8-OH-dG : ng or higher

8. Folic Acid : <1zg 9.Ghrelin: <5ng (2ng)

10. IGF-1: <5ng(2ng)

11. Strong Resonance with Microscopic Slide
of Specific Cancer Tissue of Specific Internal Organ
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o IEETelomereZiE+9 , (500ng<BLVET)

e ThromboxaneB2% 59

e ENDY—H—(Integrina B, FEFFHLSED)




fa1=4p53(Ab-5)
Rb(Ab-8)
CA15-3
CA125
TGF-«a
TGF-8

Glucose
HVA
VMA
asialo GM2 etc.




Eyeglasses covered with
aluminum foil to protect eyes

Umbilicus

60ng of Interin 531 or
60ng of Oncogene C-fos Ab2
as a cancer marker




TRANSMISSION OF MOLECULAR INFORMATION 33

Projected Magnified Fine Structure of Cells

N Light Microscope
No Acetylcholine ~ Oncogen C-fos AB2 & Hg
in Nucleus

Fig. 2B: Schematic diagram of magnified cells through projection light microscope to be examined
by indirect Bi-Digital O-Ring Test.

3) Electron Microscopic Indirect Bi-Digital O-Ring Test:

Instead of the photon beam in a light microscope, using an electron beam passing through the close
vicinity of specific molecules of the specimen in an electron microscope, the molecular information is
transmitted to a magnified fluorescent screen, and the indirect Bi-Digital O-Ring Test was performed
through a projected penlight-type soft laser beam with wave length of 670 nm on the magnified
intracellular fine structure through an observation glass window. Using magnified fine structure of
the cells, by an electron microscope, in various cancer cells of both humans and animals, Oncogen
C-fos (AB2) and mercury were found inside of the nucleus. The Hitachi Electron Microscope H7000
was used in this study.

Fig. 3A Fig. 3B

Fig. 3A: Please note the electron microscope set-up. In the observation window of the electron
microscope, the laser beam is projected on the magnified screen of the fine structure of the cells from
a hand-held solid-state laser beam generator. In the same hand, the pure reference control substance

Acupuncture &
Electro-Therapeutics
Res. Int. J. Vol.17,
PP.29-46, 1992 (p.33)
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a 531 Integrin

* Integrins are a large family of important proteins that enable
cells to bind and respond to extracellular compounds. They
are involved in various cell functions including wound healing,
cell differentiation, growth of tumor cells and natural cell
death. Jerini has focused on a specific integrin, @ 51, which
has been demonstrated in preclinical models to play an
essential role in the formation of new blood vessels
(angiogenesis). Angiogenesis Is a major factor in cancer,
rheumatoid arthritis, diabetic nephropathy, psoriasis and a
number of other diseases including age-related macular
degeneration (AMD). In 2003, Jerini initiated the o 531
Integrin project with two programs: 1) the identification and
development of a small molecule suitable for slow release
delivery in the treatment of AMD, and 2) the identification of
an orally-available small molecule drug candidate for oncology.




»Surface representation of a X-ray structure of
a 5B1 integrin In complex with a peptidic ligand
(pdb1l59).
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Acetylcholine (ACh) synthesis:

Acetylcholin
Hemicholiniums {-

Choline AcCoA + Choline

Aceiyl Co-a  MNerve 1
terminal

Choline
Cae+ Vesamicol
Calcium
channel
k i Choline
Botulin -}

Acetyl-
cholinesteras

/_ Cholinoceptors "

Postsynaptic cell

Acetate



10118 Biochemistry: Allsopp et al.

— e i Germ Llne
2 it (Tolomerase Active)
T Chromosome
2 - ~ Tel
Z Somatic Cells Telomere
- Telomerase Inactive 3
w Chromosome
[
w
3
ﬁ T 1 .......................
% Immortalized Cells
< Telomerase Active Talsiass
= :
T2 Fevoveeremmnienaaaao .. ........... .

M1 M2
Hayflick Crisis Telomeric
Limit DNA
TIME Repeats

FiG. 5. Schematic of the telomere hypothesis of cell aging and
immortalization. Changes in telomere length with passage of time (in
cell divisions) are represented for germ line, normal somatic, and Base Pairs
transformed cells. Events during early embryonic development at the
beginning of the time axis are uncertain (dotted lines). Telomerase is
presumably activated at some point in gametogenesis because telo-
mere length is maintained in germ-line cells, but it is not known
whether telomerase is active in the early embryo before germ-line
development. In contrast, the observed decrease in telomere length
and lack of telomerase activity in normal* somatic cells suggest
repression of telomerase in these cells. At the Hayflick limit (M1), we
assume that one or more telomeres have lost a threshold amount of
TTAGGG, signaling a checkpoint in cell growth (see text). Mean
telomere length at this point is designated T1. Partially transformed
cells that bypass this checkpoint without activation of telomerase
continue to lose telomeres until ‘‘crisis’’ (M2), when most cells have
critically short telomeres on many chromosomes (mean telomere
length = T2). Cells that activate telomerase, presumably by muta-
tion, may survive crisis. Telomeres can then be stably maintained at
any length. (Graph was modified from ref. 13.)
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Anti-cyclin E
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Proportion of Patients Surviving

Years after Diagnosis

NEJM Volume 347:1566-1575 November 14,
2002 Number 20



VEGF- - - Marker of Angiogenesis
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Melatonin Regulates Body's
Internal Sleep-Wake Clock

Sleep-Wake Cycle
Influences Hormaonal
Secretions
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FEDIN JI—F—

P53(Ab-5)
Integrina 581
Oncogene C-

fos Ab2
Acetylcholine
Hg

KI-67
Dopamine







. EPA/DHA (EPA180mg+
DHA120mg)

e 100mg of Cilantro Tablet

e 100ug of Folic Acid

e /5-100mg of Acetyl-L-Carnitine
* 50mg of Lipoic Acid
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The ErbB Family and Ligands

EGF
TGF-a
Amphiregulin
B-cellulin HB-EGF
HB-EGF No Known Heregulins
Epiregulin Ligands Heregulins B-cellulin

. . . Extracellular

Tyrosine Kinase I‘ ‘ l Intracellular

Domain
I W

ErbB-1 - ErbB-4
HER1 HER4
EGFR




Activated EGFR-TK
A Pivotal Driver of Malignancy
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EGFR Expression in
Selected Human Tumors

Colon 25-77%

Head and Neck 95-100%
Pancreatic 30-89%
NSCLC 40-80%

Renal cell carcinoma  50-90%
Breast 14-91% (45%)
Ovarian 35-70%
Glioma 40-63%
Bladder 31-48%




Tumours showing high EGFR
expression

NSCLC 40-80%
Prostate 40-80%
Gastric 33-74%
Breast 14-91%
Head & neck 90-100%
Colorectal 25-17T%
Pancreatic 30-50%
® Ovarian 35-70%




EGFR expression in
human tumours

High expression is generally associated with

® Invasion

® Metastasis

® | ate-stage disease

® Chemotherapy resistance

® Hormonal therapy resistance

® Poor outcome




