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CT NECK, CHEST, ABDOMEN AND PELVIS

Clinical nofes:
Large mass floor of mouth, ? SCC,

Technigue:
Oral and intravenous contrast enhanced exarnination,

Findinps:
There 1= a large ill-defined heterogenous lobulated soft tissue mass seen in the floor of the
mouth which appears to be arizing from the left side. It measures up to Scm in maximal
sagittal diameter. It iz not possible to obtain an accurate axial digmeter as it is

> 1= defined. Tt involves the deep tiszues of the floor of the mouth extending up to and

- possibly invading the platysma. Given it's location and appearance it may be a mass arising

from the left sublinpual gland and may represent a SCC though histological diagnosis is
beyond the scope of CT.

There are no definite enlarged lymph nodes seen in the neck. No other soft tissue mas:.

In the chest, there is no mediastinal or hilar lymph node enlarpement. No pleural or
pericardial effusion,

An llmm sub pleural soft tizsue nodule is seen in the r;]g,ht middle lobe anteriorly. A similar
tized cub pleural soft tissue nodule is seen posterolaterally in the sub pleural space of the
left lower Jobe, A 6rmm nodule iz seen in the right lower lobe.
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In the abdomen and pelvis, a 1 2mm hypodenaze area is seen in segment 2 of the liver. This

is likely to be a cyst but this should be confirmed with ultrasound. The liver has an
otherwise normal appearance. The kidneys, adrenal glands, pancreas and spleen have a normal
appearance. Mo para—aortic or pelvic lymph node enlargement. No ascites. The bowel has a

grossly normal CT appearances.

There iz a 1.8cm sclerotic area in the left ilium adjacent to the left sacroiliac joint. No
other focal bony lesion demonstrated.

Conclusion: g

Large maszs in the floor of the mouth which appears to be left zided and may be centersd
upon the left sublingual salivary gland. It's appearance are in keeping with an SCC. No

continued ...




Collected: | 12/08/2009 12:00 AM Notified by: on 00/00/00
Reported: 12/08/2009 Message:

HISTOPATHOLOGY REPORT

CLINICAL NOTES:
Fungating tumour floor of mouth - punch biopsy.

SPECIMEN:
Floor of mouth: A punch biopsy 2mm in diameter and 3mm in length. All

pracessed. One block. (SNM/rs/

MICROSCOPY: Section shows squamous muceosa with invasive islands of
moderately atypical squamous epithelium which infiltrate into the
underlying connective tissue. The lesion extends to the base of the

specimen.

CONCLUSION: Floor of mouth: Moderately differentiated squamous cell
carcinoma.
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SERUM BIOCHEMISTRY
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08/09/2009| (typed: 09/09/2009) -

was reviewed in the Head & Neck clinic today. He isEyear old
gentleman with a TANOM1 moderately differentiated squamous cell carcilOma of the
floor of mouth with lung metastases, He initially presented with a self detected lump
and some associated discomfort under his tongue. He was investigated for this with a
biopsy which revealed squamous cell carcinoma. Further investigations revealed a 5cm
tumour in the floor of touth. Staging investigations revealed bilateral pulmonary
lesions. A subsequent PET scan demonstrated FDG uptake within the left side of the
floor of mouth consistent with his known primary as well as two subpleural nodules;
one in the left lobe and a second in the right middle lobe with increased FDG uptake as
well as a further smaller Smm nodule in the right lower lobe posteriorly consistent
with multifocal pulmonary metastases.

He has Jost approximately 5-6 kilograms in weight and has some dysarthria and a little
bit of bleeding from the lesion in the floor of mouth. He does not have any pulmonary
symptoms. His ECOG performance status is 1.

He has no significant past medical history of note. He is not on ani mediiil'iiil i-
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Physical examination revealed a large tumour in the floor of mouth. There is no
palpable cervical lymphadenopathy. Cardiovascular and respiratory examinations
were within normal limits,

ase was discussed at the multidisciplinary meeting. Although VATS
biopsy of one of his lung lesions had initially been concerned, the presence of multiple

lesions with FDG uptake was indicative for metastatic and thus 2 VATS biopsy has
been caneelled. ﬁaﬂe relieved that this is the case. The options
for subsequent treatment were discussed with him in particular the option of systemic

treatment with Carboplatin and 5FU, given his metastatic dicease. The specific side
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10/02/2010 (t}ped: 11/02/2010)

.

DIAGNOSIS: Stage IV squamous cell careinoma of the floor of mouth with known lung melastases
which has proved chemo-resistant fo the Carboplatin and 5 FU.

Thank you very much for your referral o to our radiation oncology clinic. I had the pleasure of
reviewing him today. As you know, has an extensive SCC of the floor of his mouth which I
s understand initially had good response to chemotherapy but has now proved 1o be chemo-resistant.

His repeat staging CT scan performed on 4/2/10 showed progression of one of his lung nodules but no other

metastatic disease.



> | reviewed him with Dr and we believe that palliative radiotherapy would be a reasonable next

step forlN i consideration of his progressive symptomatology. We intend to treat him with a
regime of 36/12/5 ta the floor of his mouth. We discussed this treatment in detail with Il oday explaining

sy the purpose of the treatment as for symptomatic relief rather than cure and he understood this. We also
discussed the possible side effects of the treatment :n detail and we were able to allay some of his concerns
regarding this. He agreed to have his simulation today and | understand he is seeing you later this afternoon

for further discussion regarding his ongoing treatment.

Naturally, we will kecp you informed of his progress throughout treatment.

Many thanks,
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Yours sincerely,




31/03/2010

De

Diagnosis: Stage IV SCC of the floor of mouth (T4 N0 M1) with lung melasiases,
=l progressive disease qfter 5 cycles of Carboplatin/SFU
Patient declined palliative radiotherapy

Management: Review in 2 months #6 . 1 / 2 .



Mimage nent: Review in 2 months

*waa reviewed in our Medical Oncology Clinic on the 31% of March. As you know, he declined
radiotherapy in the end and decided to go onto a cleansing diet and then high dose Vitamin C tablets. .
tells me he would like to increase the dose of Vitamin C but is unable to take this orally and he has
therefore been in touch with you about some Vitamin I} injections. At this point in time he 15 not
interested in frying any chemotherapy nor radiotherapy, and T have to say {reatment options are limited
and mainly for symptom benefit.

'

'

Physical examination revealed no peripheral lymphadenopathy, the tumour underneath the tongue is
now filling the whole area along the teeth, it is quite irregular and dark, the remaining examination was
unremarkable apart ﬁ'nm. having lost further weight.

We will sec- again 1n 2 months.

Yours sincerely #6 2/ 2




21/04/2010

_

==y Diagnosis: Stage 4 SCC of floor of mouth with lung metastases, progressive disease
of the primary after 5 cycles of Carboplatin/rU
=g Fatient declined palliative radiotherapy in February 2010
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Thank you for seeing - as discussed earlier on the phone today with regards to
radiotherapy. As you know, he cancelled very last minute when everything was lined up for
= him in February of this year but since then the tumour has progressed quite rapidly and e
can see the need for local treatment. As explained to him, | would like to keep chemotherapy
for |ater on if we have to treat either a local recurrence once more or if his metastatic disease
) DECOMES hothersome JJifinow has increasing problems with eating and speaking. He is very
well aware of his limited options and will need just a bit of gentle encouragement to overcome
his fear of radiotherapy and the side effects, which have been painted in dramatic ways in the

past to him.

Thank you again for seeing him, a tentative review appointment with me has been booked for
the end of May.

Yours sincerel
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Pathology Report
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The ESR is moderately elsvated.
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Materials and Methods



Ca markers found by BDORT research

Quick and Non-Invasive Screening and Diagnosis of Cancer by
Measuring Telomere, 8-OH-dG, Integrin a5b1, Acetylcholine, Hg etc and
Safe & Effective Treatment of Cancer: Marked Decrease of the Telomere
of Cancer Cell & Increase of the Normal Cell Telomere by Stimulating the
Press Needle Inserted at ‘True ST 36’ and Effective Treatment &

Longevity Effect of Selective Drug uptake enhancement method.
Omura'y.

6th Biennial International Symposium on the Bi-Digital O-Ring Test, Japan, 2004.

Research of Reference Control Substances Related to Increase or

Decrease of Tumor Markers.
Ohki M, Nishimura M, Kawabata R, Shimotsuura Y.
13th Annual Meeting of Japan Bi-Digital O-Ring Test Medical Society, Japan 2003.




Ca markers found by BDORT research

[periodically expanded]

increase in Oncogene C-fos Ab2
Increase in Integrin alphaSbeta1
Increase in mercury

decrease in Acetylcholine
increase in viral infection
decrease in Nitric Oxide
increase in Glucose (except some lung Ca)
Increase in Telomere

increase in Cycline E

10) increase in KI 67

11) increase in 8-OH-dG

12) decrease in Folic Acid

13) increase in asbestos

O©COONOOTLBEWN -
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Normal cell telomeres: <<10ng TTAGGG. 1yg <CCCTAA<1pg

_— ‘

Border ‘A’ Border 'B’ Border 'C’
Oncogene c-fosAb2: 600ng Integrin a5b1: 655ng CCCTAA: 1700ng
Hg: 50mgU Hg: 210mguU TTTAGG: 1700ng
ACh: 1pg % HBVe: 1100ng
Asbestos: 15mg

Border 'C’ Border ‘B’
contains parameters contains parameters
of borders 'B"and ‘A’ of border 'A’

'A'



Other GNOP normal

Date

MAY 25 2010

JUNE 08 2010

JUNE 22 2010

JULY 06 2010

AUG 10 2010

Liver (visceral)

Liver (visceral)

Liver (visceral)

Liver (visceral)

Liver (visceral)

Liver (visceral)

CCCTAA/TTTAGG 1600Ng / 1600ng 440ng / 440ng 680ng /690ng 840ng 850ng 950ng / 950ng

TXB2 >>1010ng <1ng <1ng <1ng <1ng
L-Homocysteine ?? 7mg 0.1mg 0.1mg 0.1mg

Amyloid 'AA' 1000ng 1ng 1ng 1ng 1ng

TNF 1ng 1ng 1ng 700ng 1ng

Anti-Prion <<1ng <<1ng <<1ng 110ng. Bloodstream: 80ng <1ng

Liver (anterior) Liver (anterior) Liver (anterior) Liver (anterior) Liver (anterior) Liver (anterior)
TTAGGG =normal cell TTAGGG 440ng 680ng 850ng 950ng

CCCTAA =normal cell CCCTAA 440ng 690ng 840ng 950ng

other GNOP normal

other GNOP normal

other GNOP normal

other GNOP normal

other GNOP normal

SCC (central border)

SCC (central border)

SCC (central border)

SCC (central border)

SCC (central border)

SCC (central border)

Asbestos 15mg <0.05mg <0.05mg <0.05mg <0.05mg
Hg Hg 210mg 0.5mg 0.5mg 0.5mg 0.5mg
ACh <1pg 1mg 1mg 1mg 1mg
Oncogene c-fos Ab2 600ng 1ng 1ng 3ng <1ng
TXB2 / PLGF M/ 1ng/1ng 1ng/1ng 1ng / 1ng 1ng/ 1ng
Integrin aSb1 655ng 9ng 2ng 1ng <1ng
HBVs/e 1100ng <<1ng <<1ng <<1ng <<1ng
CCCTAA 1700ng 440ng 680ng 840ng 950ng
TTAGGG 1700ng 440ng 690ng 850ng 950ng
pS3 900ng ?? 2ng 1ng 1ng
Glucose Gl ?? ?? 40mg 30mg 30mg
Size of original mass 100% (5cm) 50% 20-25% 10-15% 0%
Flaxseed dose 36 x 1000mg 36 x 1000mg 27 x 1000mg Blood electrifier none
Normal Cell TTTAGG <<10ng 420ng 680ng 850ng 950ng
Normal Cell CCCTAA 1yg <CCCTAA<1pg 420ng 690ng 840ng 950ng




e HBV detected Iin tumour - - - > liver
examined and treated

* Tumour not treated directly



Group of Normal Organ Parameters (GNOP)

BDORT Reference Control Substance (RCS) kit/parameter

Normal amounts

Oncogene c-fos Ab2

Integrin alphaSbeta1

p53

ThromboxaneB2 (TXB2)
Placental growth factor (PLGF)
L-Homocysteine

Acetylcholine (ACh)

8-hydroxy-2'-deoxyguanosine (80HdAG)

Telomere '"1' [TTAGGG]
Telomere '2' [CCCTAA]
Tumour necrosis factor (TNF)

Amyloid-'AA". 800G non-coated magnet bionorth(S) side to 1ng B-Amyloid
slide, held with other R-Amyloid slide(s)

Dehydroepiandrosterone (DHEA)
Noradrenaline
BDORT Function Test

BDORT imaging: size and complete outline of anterior, posterior, & right side

Angiotensin 2
Angiotensin 1
B-type natriuretic peptide (BNP)
Lipoprotein(a)

<1ng

<1ng

<1ng

<1ng

<1ng

<100pg

21mg

=1pg

= normal cell Telomere1: 400+ng
= normal cell Telomere2: 400+ng
<1ng

<1ng

130ng

<1ug

+5/6

normal imaging
70ng

40ng

<1ng

<1ng



BDORT liver imaging:
'‘enlarged’' BDORT
visceral surface

CCCTAA/ 1600ng / 1600ng
TTTAGG

TXB2 >>1010ng
Amyloid 'AA' 1000ng

TNF 1ng

HBVe/s 1000ng




@ Cilantro tincture

Biodynamically grown and prepared. Preserved in
ethanol. Alcohol evaporated in water before ingestion.
BDORT pre-tested preparation as not all individually
prepared batches are effective.

@ Chlorella 500mg tablets

Non-organic toxin removal

@ Organic flaxseed oil
1000mg in vegan capsules, or liquid.

Viral infection(s)




Selective Drug Uptake Enhancement Method
(SDUEM)

US Patent;: 609530. Omura Y. 1998

Used when ThromboxaneB2 (TXB2) is elevated in target area



Alternating Current Supplied Electrically Conductive
Method and System for Treatment of Blood and/or Other

Body Fluids and/or Synthetic Fluids with Electric Forces

United States Patent 5188738. Publication date: 1993
Kaali S, Schwolsky PM. Albert Einstein College of Medicine, NY, USA.

= Claims & Description: To attenuate any bacteria, virus, parasites
and/or fungus contained in the blood [] by the action of the electric
current flow [] to render the bacteria, virus (including the AIDS HIV virus)
[] ineffective for infecting a normally healthy human cell while not
impairing and maintaining the biological usefulness of the fluids.

= Experiment performed: 50-100uA Direct Current applied to HIV-1
infected blood in vitro via platinum electrodes.

=% Results: ability of HIV-1 to infect human T lymphoblastoid cells
attenuated (amount of reverse transcriptase produced) inversely
proportional to, 1) increased current, or 2) lower current and increased
duration of exposure time.



After 2 weeks
liver treatment

Patient report:

Able to talk freely again.

Able to eat freely again.
Appetite very good and gaining

weight.

JUNE 08 2010: 50% reduction in size




JUNE 08 2010

Tumour:

X-Y laser scan border:
Integrin a5b1: 9ng
Oncogene c-fos AB2: 1ng
ACh: 1mg

Hg: 0.5mg

Asbestos: <0.05mg
BDORT -5

TXB2: 1ng

PLGF: 1ng

TTAGGG: 440ng
CCCTAA: 440ng

HBV(e): <<1ng

Pelvic area:

p53: 1ng

Integrin a5b1: 1ng
Oncogene c-fos AB2: 1ng

Normal cell telomeres:
TTAGGG: 440ng
CCCTAA: 440ng

Liver

Amyloid-'AA": 1ng
TXB2: 1ng

Hg: 0.5mg

Asbestos: <0.05mg
L-homocysteine: 7mg
HBV: 400ng

HBVe: 400ng




After 4 weeks

liver treatment

Patient report:
Talking freely. Eating
solid foods normally.
Appetite very good.
Weight increasing.
Normal bowel
movements.

Normal feeling inside
mouth returning.
Energy good and
Increasing.

Very cheerful.

JUNE 22 2010: 75-80% reduction in size




». -

Integri'éasm: 2ng (dotted border) J U N E 22 20 1 0

Tumour: / Normal cell telomeres:
Integrin a5b1: 2ng TTAGGG: 690ng
Oncogene c-fos AB2: 1ng CCCTAA: 680ng

p53: 2ng Normal cell glucose: 30mg
ACh: 1mg

Hg: 0.5mg Liver

Asbestos: <0.05mg DHEA: 1pg

BDORT -5 HBV: 200ng

TXB2: 1ng HBVe: 200ng

PLGF: 1ng

ACh: 1mg BDORT measurements together indicate a
DHEA: 130ng cancer negative condition
Glucose: 40mg

80OHdG: 1pg

TTAGGG: 690ng
CCCTAA: 680ng
HBV(e): <<1ng




After 6 weeks
liver

treatment
Patient report:

Feeling very well.

s t® Functioning normally.
s Weight increasing.

s  \ery cheerful.

JULY 06 2010: 85-90% reduction in size




JULY 06 2010

Tumour:

Asbestos: <0.05mg

Hg: 0.5mg

ACh: 1mg

Oncogene c-fos AB2: 3ng
TXB2 / PLGF: 1ng/ 1ng
Integrin adb: 1ng

HBVe: <<1ng

HBVs: <<1ng
CCCTAA: 840ng
TTAGGG: 850ng

P53: 1ng

Glucose: 30mg

Normal cell telomeres:
CCCTAA: 840ng
TTAGGG: 850ng

Liver

CCCTAA: 840ng

TTAGGG: 850ng

TXB2: <1ng

L-Homocysteine: 0.1mg

Amyloid 'AA": 1ng

TNF: 700ng

HBVe/s: <1ng

PrP: 110ng (bloodstream: PrP: 80ng)
Other GNOP: normal amounts




SEPT 21 2010: NO TUMOUR

Sub-lingual
cavity.
Tumour
previously
covered this
area.



Date

MAY 25 2010

JUNE 08 2010

JUNE 22 2010

JULY 06 2010

AUG 10 2010

Liver (visceral)

Liver (visceral)

Liver (visceral)

Liver (visceral)

Liver (visceral)

Liver (visceral)

CCCTAA/TTTAGG 1600Ng / 1600ng

TXB2 >>1010ng <1ng <1ng <1ng <1ng
L-Homocysteine ?? 7mg 0.1mg 0.1mg 0.1mg

Amyloid 'AA' 1000ng 1ng 1ng 1ng 1ng

TNF 1ng 1ng 1ng 700ng 1ng

HBVels 1000ng 400ng 200ng <1ng <<1ng

Anti-Prion <<1ng <<1ng <<1ng 110ng. Bloodstream: 80ng <1ng

Liver (anterior) Liver (anterior) Liver (anterior) Liver (anterior) Liver (anterior) Liver (anterior)
TTAGGG =normal cell TTAGGG

CCCTAA =normal cell CCCTAA

other GNOP normal

other GNOP normal

other GNOP normal

other GNOP normal

other GNOP normal

SCC (central border)

SCC (central border)

SCC (central border)

SCC (central border)

SCC (central border)

SCC (central border)

Asbestos 15mg <0.05mg <0.05mg <0.05mg <0.05mg
Hg Hg 210mg 0.5mg 0.5mg 0.5mg 0.5mg
ACh <1pg 1mg 1mg 1mg 1mg
Oncogene c-fos Ab2 600ng 1ng 1ng 3ng <1ng
TXB2 / PLGF M/ 1ng/1ng 1ng/1ng 1ng / 1ng 1ng/ 1ng
Integrin aSb1 655ng 9ng 2ng 1ng <1ng
HBVs/e 1100ng <<1ng <<1ng <<1ng <<1ng
CCCTAA 1700ng

TTAGGG 1700ng

pS3 900ng ?? 2ng 1ng 1ng
Glucose Gl ?? ?? 40mg 30mg 30mg
Size of original mass 100% (5cm) 50% 20-25% 10-15% 0%
Flaxseed dose 36 x 1000mg 36 x 1000mg 27 x 1000mg Blood electrifier none
Normal Cell TTTAGG <<10ng 420ng

Normal Cell CCCTAA 1yg <CCCTAA<1pg 420ng




Patient: ooE: I

Subject; Ct Neck To Pelvis With Confras ate: ep 2010

SURGERY PATIENT ID NUMBER - FINAL CT SCAN REPORT

T HNECK, CHEST, ABDOMEM PELVIS

Clinical notes: metastatic carcinoma floor of mouth post
chemoradiotherapy surveillance

Technique: Arterial phase chest, portal wvenous phase abdomen ancd
pelvis with multiplanar reformats. Oral contrast was giwven.

Findings:
NECE
Frimary site: no definite mass seen. There ix asymmetry of the

oropharyny with the right lingual tonsil larger with focal
—alcification probably benign

Modes: Ho lymphadenopathy aeen.

Metastases: Destructive expansile mass of the anterior s:

symphyseal

manciible measures 1% x 27 mm (AP = TE),

Incidental findings: bkoth carotid bulbs sheow calcified plague
causing 50 plus stencses; both internal carotid arteries are
patent

CHEST:
Modes: Mo lvmphadencpathy.

== =p Metastases: innumsrable pulmonary nodules have inersased in size

and number: for example, target lesion in the superiocr segment

‘] [

left lower lobe now 30 x 35 mm compared to 8 x & mm previously,

= L= clllld pellcAre =] Spaces Cledl.
Pleural and pericardial sp 1

#8. 1/2



FINAL CT SCAN REPORT

AREDOMEN PELVIS:
Hodes: no lvmphadenopathy seen

Metastaszes: no liver metastases seen. Mo significant ascites,

There 1z a sclerotic lesion in the left ilium which could either
pe a chondrold lesion or possibly

metastasis., This iz unchanged.

Incldental findings:

Bulky seminal wvesicles. Extensive athercsclerctic caleciflecatisn of
the aorta without focal aneurysm patlent. Renal calcifications are
prebably wvascular

CONCLUSION:

Frograssive pulmonary metastatic diseasa
Dexztructive mandibular lesion? Metastasls or
primary slite

#8. 2/2
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Pathology Report
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Secondary mandibular lesion found on CT scan examined by BDORT

~. A

’
BDORT: border TXB2 1ng—>900ng
25mm x 35mm
HBV'e': 1000ng
CT SCAN: 19mm x 27mm HHV-8: 440ng

All other BDORT cancer
parameters normal




Secondary pulmonary lesions found on CT scan examined by BDORT

CT SCAN:
CT SCAN: 11mm nodule
30mm x
35mm
Border TXB2 1ng—>200ng
HBV'e": 50mm x 45mm
400ng T
¥
—— | HSV-11: 1000ng |
TXB2:
1ng—400ng

90mm x HTLV-1: 400ng All other BDORT cancer
parameters normal

50mm




Viral infections diagnosed as 'malignancies'’
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Mainstream Approach to Cancer Causation
(Focused on the symptoms and killing the cancer cells)
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to Disease Causation
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De-differentiation--->re-differentiation
phenomena can be explained by a nested set of
morphogenetic fields?
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Rupert Sheldrake Robert O Becker

Hypothesis of 'Formative Causation’
Proposed that biological organization
depends on non-local morphogenetic fields:
work by imposing patterns on otherwise
random or indeterminate patterns of activity.
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Amputation_close
to primary

FROG RIONEY CAMNCER TRANSFLAMT

ARAFUT. ;
THRGUGH SANGE

ROSE’S EXPERIMENT

Amputation - - - > primary tumour de-differentiates and
re-differentiates to normal tissue
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Amputation - - - > primary tumour and all metastases
de-differentiate and re-differentiate to normal tissue



(1) Morphogenetic field of regenerating part ---> (2) local developmental effect
on primary tumour ---> (3) primary tumour non-local morphogenetic connection
with secondary tumours ---> (4) developmental effect on all secondary tumours

(3)

Non-local
connection

Secondary
tumour

Limb / tail
regeneration

Primary tumour

de\le\Opme (primary morphologically Non-local
=’ changed cells) connection
(3)
(4) /
Secondary

RESULT: all tumours de-differentiate

and re-differentiate to normal tissue /

tumour




(1) Morphogenetic field (strong) of liver ---> (2) non-local developmental effect
on distant primary tumour---> (3) primary tumour non-local morphogenetic
connection with secondary tumours ---> (4) developmental effect on all

secondary tumc

(3)
Non-local
connection

Secondary
tumour

Y
atal MO'P \ Primary tumour
(primary morphologicall
changed cells)

Non-local
< connection
N

Secondary

RESULT: all tumours de-differentiate tumour

and re-differentiate to normal tissue




Comparison between stages of regeneration in salamander after
amputation and recovering human liver from viral infection

Primary tumour to distant tumour
connection in salamander after
amputation

Liver to remote tumour connection in
human after initiation of liver treatment

Presence and action of primary tumour

Non-necrotic, non-lysing morphological cytopathic
effects in virally infected liver

Regeneration process is activated after amputation
close to site of existing primary tumour: regeneration
site close to primary tumour (primary pathology)

Mitotic phase regenerative process activated in the
liver at the beginning and for the duration of
treatments that remove non-organic toxins and
inactivate viral infection(s): regeneration site overlaps
with morphological cytopathic changes (primary

pathology)

Increased cellular developmental information
transmitted around site of limb regeneration de-
differentiates and re-differentiates proximal primary
tumour to normal tissue and secondary tumours to
normal tissue via nested morphogenetic fields

Increased cellular developmental information
involved in mitotic phase liver hyperplasia de-
differentiates and re-differentiates distant primary
tumour to normal tissue and secondary tumours to
normal tissue via nested morphogenetic fields




Classical Chinese medicine ideas about the liver

. . . the Liver ensures the "smooth flow of qi"? The Chinese words for this
function literally mean "to flow" and "to let out". When Chinese texts
explain this function they use such terms as "disperse”, "extend"”,

"loosen”, "relax”, "circulate”... [in that] the Liver ensures the smooth flow of
qi throughout the body, in all organs and in all directions.

In health, Liver qi rises upwards and spreads in all directions to promote
the smooth flow of qi in all parts of the body.

Maciocia, Giovanni (1989), The Foundations of Chinese Medicine.
New York: Churchill Livingstone

The Liver is a regulatory organ. (Simple Questions, p68)

The Yellow Emperor's Classic of Internal Medicine — Simple
Questions (Huang Di Nei Jing Su Wen) (1979). Beijing: The People's
Publishing House. First published ¢.100 BC



Liver ---> tumour connections found so far
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