Dutch Study Phase X (Phases I, II, lll, IV, V, VI, VII, VIII IX & Literature Citations available on request)

This is the tenth and final part of a personal chronol ogy of ny experience inplenenting the
concl usi ons of the Rotterdam Study (New Engl and Journal of Medicine Nov. 22, 2001). The
chronol ogy was started as a nenmo to ny younger brothers and sisters. W have active
sporadic Al zheiner’'s disease in our family history. Qur father, his sister and with |ess
assurance, their nother, becanme clinical victins at their ages of 74-75. Both maternal and
fraternal aunts and uncles of my father had AD by 75 years of age. The NI H estinmates that
this genetic history projects to a 25%risk of AD. The incubation period of ADis likely

| ong, between 4 to eight years, before a clinical diagnosis can be made. | amintent on
dodging that bullet and | ampulling out all the stops in that regard. Wth perseverance |
have dodged prostate and col on cancer bullets earlier in ny life, and reaching 69 this is
just another one. This Alzheiner’s challenge is enbraced with the joy of discovery and

wi t hout fear.

Previ ous reports have illustrated an evol ving AD Prevention program anchored on the use of
chronic levels of NSAIDs as reported by the Erasnus Medical Center (EMC) in their Rotterdam
Prospecti ve Epidem ol ogical Study. In the |last several of these Dutch Study Reports are
reveal ed the intensifying use of anti-oxidant vitamins E & C, the B vitanins, Orega 3 fatty
acids fromfish, neuron stimulating chemcal, Acetyl-L-Carnitine, and a five year history of
anti-hypertension therapy. Statins had not been used because LDL is ultra lowto start and
this was a characteristic of my father’s (AD victim blood chenistry, and al so a younger
brother’s (synmptomfree). | canme to believe the statins deserved a place in this program
The ol der and proven drugs Mevacor and Zocor are off patent in several countries. Zocor is
now an OTC drug in England. A Low dose statin reginmen was put in place in early June,
starting with | ow dose 10 ng/day sinvastatin (Zocor) and changi ng to nmedi um dose 20 ng/ day

| ovastatin (Mevacor) now in the 177 th day.

Turneric dosing had been slowy increased to 135 ng/ kg-day from June 1, 2004. The curcunin
assay of the spice (Raja Foods Inc.) is 2.8% Dosing on a curcum n basis was now 3.8 ng/kg-
day, about three quarters (75% the nmetabolic equivalent of 25 ng/kg-day shown to be
effective in mce. The use of the whole spice was curtailed 9/23/04 when routine fasting

gl ucose readi ngs began to clinb towards 150 ng/dL. The three days per week a 500 ng capsul e
of concentrated curcum n (WW CURMAX. COM was expanded to seven (7) days for a dosage of 4.5
ng/ kg-day fromthat source.

[THE CHRONOLOGY RESUMES]

Decenber 2, 2004 Update at 36 Mbnths:

Today conpletes 36 nonths of ny Al zheiner’s di sease Prevention Program (ADPP), follow ng the
results of the Rotterdam Study disclosed in NEJM Nov. 21, 2001. NSAID s use has been at 33-
80% of the Study’s Defined Daily Dose (DDD) using | buprofen (1000 days) and Naproxen (82
days). The programstarted with | BP @3> 50% DDD, and then switched for a short period to
Naproxen @80% DDD. The switch proceeded until July 25'" 2002 (eight nonths into the
progran) when it was | earned that select NSAIDs (Nature 414, Nov. 8, 2001; Koo et al) had
been correlated by the Rotterdam Team at Erasnus Medical Center (EMC) and found to
contribute disproportionately to their prior statistical correlations. |BP, one of the three
NSAI Ds, which inhibit a protein-slicing enzyme, which produces a 42 A-Beta (3)anyloid, an

i nsol ubl e pol ypepti de shown to clunp into plaque aggregates. Subsequently all NSAID use was
returned to | buprofen @50>67% DDD. | buprofen use had been predoninantly at 600 ng/day (50%
DDD) except for excursions of 20-38 days at 800 ng/day (67% DDD). The excursions had been
termnated for Tinnitis once, and for foreign travels or extensive domestic trips. The
prior periods approxi mate days at 800 ng were 100.



The inmedi ate period reported on here is the 90 days leading up to the 36-nonth program

m | estone. The period was marked by continuance of an intensification of the basic program
following verification of having inherited an e3, e4 ApoE genotype. The intensification
anounted to increasing | buprofen to 800 ng/day, nowinto its 377 nd consecutive day. (a tota
of 477 days since programstart in Novenber 2001).

O her aspects of the programwere intensified earlier as well. Vitanmin E (natural) to 1200
| Uday from 800 (synthetic). Continuance of 1000 ng/day of Vitamin C. Folic acid increased
from 600 ncg/day to 1000, and in the |last period raised to 1370. Bl12 increased from 30

ncg/ day to 300 ncg/day and in the last period to 525. B6 dropped from 30 ng/day to 22

ng/ day. Fish oils increased from2 grans/day to 6 grans/day using 5 gniday of Cod Liver QI
as the additional source of DHA/EPA, with its generous anmounts of vitam n D. Expensive
Acetyl -L-Carnitine has been continued but since March 2004 at a reduced 300 ng/day | eve
fromthat used for one year at 500 ng/day.

Blood Analysis at 325 days of ADPP intensification

On Cctober 15, 2004 | had a conprehensive blood assay to reflect 34.5 nonths of the ADPP
experience. The focus was on kidney and liver function through a conplete netabolic panel,
a system c inflammtion assessnent through total Honocysteine, a broad neasure of gl ucose

| evel through a glycol ated henpgl obin assay, and a lipid panel to access the effects of |ow
dose Statin and N acin therapy. These are captured in the table bel ow and conpared with
earlier tests throughout the year |ong ADPP intensification.

The 46 week programintensification displays stability in liver and ki dney function
paraneters, and these paraneters also are very close in the values at baseline 1080 days
back fromthe | ast determ nations. Concern over glucose |evels has not gone away but the

| ast determination at 118 ng/dL is al nbst exactly the equivalent (117) of the HbAlc test at
5.5% which represents an integrated average of glucose |evels over the prior 8 weeks.
Together with a glucose tol erance test perforned Novenber 2002 (ADPP program day 370), the
possibility of existing diabetes has been rul ed out but the susceptibility is plain
Prelimnary prevention strategi es, enploying cinnanmon concentrate, are in place starting
11/ 08/ 04

The effect of the statin/niacin usage is evident in total cholesterol |owering of 20%
enabl ed t hrough LDL | owering of 50% and triglcerides |owering of 25% while increasing HDL
by 10% (the Accuned determ nation judged in error because of a |long history of HDL ca. 28-29
ng/dL). This level of LDL is so unusually |ow we have not been able to make a judgnment of
its inplications, bad or good.

The greatest satisfaction is the sustained |low |evel of Honocysteine. |In fact the |eve
dropped from9.9 to 8.8 punol/L, quite possibly fromfolic acid, B12, and the statin al

i ncreased or introduced in the |ast 20 weeks. The | ow Honocysteine |evel, 2.7 points bel ow
the average for this age, and the recent trend |l ower, is strong assurance that brain
atrophication is not occurring. MRl detectable brain atrophication precedes clinical AD by
4-11 years, so this is the best assurance | now have that the prevention program has worked
to date.

Hypertensi on therapy preceded the ADPP. | was in classic denial about a slow decade |ong,
rise in blood pressure as neasured and noted by ny physician and nore frequently at each
BCNJ donation. After a business trip to Botswana in late 1996 | was unable to donate

platel ets for one year (1997) during which the bl ood pressure continued its inexorable rise,
but not noticed. Finally | was hearing it audibly while lying in bed. | associated this

wi th suspected sl eep apnea and worried whether ny gasping for air (commented on for by ny



partner of then 42 years) was the cause of a thickening heart muscle wall and high bl ood
pressure evidencing as an audi bl e pounding. The denial ran deep including the surreptitious
scheduling of a sleep clinic session at a |ocal hospital. The whole episode is al nost
enbarrassing to recall as an exanple of how far one can go in an absurd attenpt to avoid
facing the facts. The cat got out of the bag, my physician was told of the results (no
apnea but airway problens) which he corrected with a breath right strip, and got nme on bl ood
pressure nedi cation.

Wth some experinmentation, the nedication regime has been optim zed to a g bl ocker and
diuretic in the AM and a ACE inhibitor in the evening. Blood pressure is nmaintained at 125
+ 10 systolic, 75 = 5 diastolic. Hone nonitoring weekly conplinents the BCNJ nmeasuremnents
nmont hly and physician visits quarterly. The fit of this with AD prevention has been only
slowy appreciated. The bernouliists see this as fundanental to perfusion of blood to al
sections of the brain. A wonderful book published by MG aw H Il in 2003, The Menory Cure,
by Majid Fotuhi, MD, PhD of Johns Hopkins, captures the central position of controlling
hypertension in AD preventi on when he places this as Step 1 in his ten step program of
menory retention. This text is in ny opinion the clearest outline of the nmeasures one can
take to avoid Al zheinmer’s disease. It canme along too late to define my programbut | am
gratified that nmost of the initiatives taken, inspired by the post 1997 research progress,
have placed ne in good alignnent with its teachings.

Later I will outline a disease nodel which | have pieced together fromall the AD reading
and communi cating with AD researchers. | call this ‘Taking on Al zheiner’s disease’, and its
perspective is nodeled after Andrew Groves article in Fortune Magazi ne when he addressed his
own case of prostate cancer. | like to feel | have a professional kinship with Dr. G oves a
fell ow chenmi cal engineer. The recent work of Takashi GChrui stinulated the nodel’s formation
whi ch al ready had been germinating in the subconscious.



Blood Testing in the Intensification Period
Days ADPP intensification following November 20, 2003

Parameter 0 days 52 days | 67 days 90 days 95days | 120 days | 150 days 182 days 325 days
Glucose, mg/dL 138! 1012 117 132 118
Calcium, mg/dL 9.8 10.6 10.2 9.5
Blood Urea Nitrogen 20 17 14 16
mg/dL

Creatinine, mg/dL 1.3 1.3 1.4 1.3
BUN/Creatinine ratio 15.4 13.1 10 12.3
Albumin, g/dL 4.6 4.7 4.3
Albumin/Globulin ratio 1.4 1.4 1.2
Total protein, g/dL 8.0 8.1 8.0
Platelets cells/mL3 188,000 261,000 | 217,000 215,000 212,000 210,000/204,000 229,0004
Hemoglobin, g/dL 14.2 15.5 13.9 14 14.4 13.8/15.3 13.6
White Cell Count, 8,900 8,500 6,100 7,100 6,800 6,700/7500 7,900
cells/mL

HDL, mg/dL 31 22 32
LDL, mg/dL 46 23
Triglceride, mg/dL 337 246
Total Cholesterol, 125 150 1276 129 133 131 /135 1047
mg/dLs

Bilirubin, mg/dL 0.66 0.6 0.77
Alkaline Phosphatase, 54 51 53
u/L

AST, U/L 25 27 24
ALT, U/L 35 31 30
C- reactive protein, 1.1 —
mg/L

Homocysteine, ymol/L 9.9 8.8
HbAlc % 5.5°
Test Location BCNJ Quest | BCNJ BCNJ/MMH? | Quest | BCNJ BCNJ©0 BCNJ/Accumed!! Quest

! Meal taken incorrectly just beforetesting. Was unawares that basic metabolism included glucose.

22.0 hours after four cookies and two glasses of apple juice at BCNJ donation site.

% Three years, nine months of BCNJ donations (31), thru donation 73 with average platelet count of 222,000 + 23,000 cells/mL
* Avg. Platelets, Hemoglobin, White Cell Count (immediately bel ow) from BCNJ donations 68,69,70,71 6/19 thru 9/20, 2004
® Four years, of BCNJ donations (29) thru donation No. 67 with average total cholesterol at 131 + 7 mg/dL

® Average of two tests, one at each ingtitution, + 1.0 mg/dL

7 After 130 days of low dose Statins were added to ADPP: 10 mg Simvastatin, then 82 days 20mg Lovastatin.

8 This glycolated hemoglobin A1C assay reflects average glucose over prior 8 weeks. < 6% for non diabeticsis normal.

° Morristown Memorial Hospital community heart clinic. Piggybacking on wife's appointment after BCNJ No.64

19 Blood Center of New Jersey platelet donation No. 66

" Where two values are presented these are from BCNJ/Acuumed Diagnostic Laboratory respectively. BCNJ donation 67



The NSAID correlation from the Rotterdam Study

The family of curves bel ow represents nmy current assessment of the Rotterdam Study’'s re-
anal ysis. Study (NEJM Nov. 2001) Figure 1 is anended by their own disclosure at Stockholm
July 25, 2002 with the 18'" nonth risk reduction attribution to the Trinity of NSAIDs

(I buprofen, Indonethacin, Sulindac) shown by the Koo/ Golde teamis to inhibit Abeta 42 enzyne
activity. The course of the heavy line is arbitrary except for the origin and 18'" nonth
risk reduction Posted by the Erasnus Medical Center for this group. The light curve
(original RS finding) now represents the risk reduction of the mldly A3-42 inhibiting NSAI Ds
(di cl of enac and piroxican) disclosed in a second report by the Koo/ Gol de teans, and the
privileged information | received on the “neutrality” of diclofenac for the whole of the
NSAI D usage. Diclofenac’s effects could be left in or discarded and the risk reduction would
not change fromthe original Figure 1 curve. D clofenac was the nost highly used NSAI D
(total of 43% of prescriptions, 36% of usage duration) by Rotterdam Study partici pants and
their respective physicians.

To get this weighted conformance of the mildly inhibiting NSAIDs to the original curve, you
need to assune that those NSAI Ds which show no in-vitro or in-vivo inhibition (like
naproxen, 17% of Study wei ghting) had no contribution to AD risk reduction (flat line A).

Fromthe curve below, at ca. 1000 days of NSAID use, the Al zheiner’s disease risk is now 15%
of what it would have been wi thout the use of AR 42 inhibiting NSAID.

The response to i buprofen and nutritional supplenent intensification has been so favorable
that all earlier thoughts of switching NSAIDs will be postponed going forward, allow ng for
the increnental participation of rmultifunctional curcumin and the continuation of statin
usage via Lovastatin.
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Current LGN Rotterdam Study Re-analysis
(A= Assunmed) (E= Estinated)

The conpl etion of 36 nonths of this aggressive prevention programw t hout nedi cal
conplications has been very satisfying. The guidance and co-operation of ny physician
consul tant, and many nedi cal and scientific investigators has been deeply appreciated.

Editorial Opinion

Sonme of the criticisnms made in ny last report (DS IX) related to the inpressions of the 9'"

I nternati onal Conference on Al zheinmer’s di sease and Rel ated Di sorders, in Philadel phia,
apparently were not well received. The silence fromresearchers whose work was admired and
where added i nformati on was sought, is puzzling. This is not universal. The Rotterdam
Study representative at Phil adel phia |ater explained that their work will be wapped up in a
maj or update at the end of 2004 and we can expect to see the analyzed results in md to late
2005. This is encouraging to hear fromwhat is in ny opinion the best nedical

epi demi ol ogi cal teamin the world.

I may have stepped on sone sensitive toes in characterizing the 12% annual trial drop out
rate of the Mayo O inic managed donepezil/vitam n E/ placebo AD progression trial as

excessi ve and denmandi ng of a thorough expl anation, not given in Philadelphia. This is a

maj or problemin North American trials which | do not believe can be corrected with
statistical nmethodol ogies. A classic exanple has exposed itself in the recent Vioxx recall.
The so called trial (VIGOR) which supposedly showed that Vioxx had a substanti al

cardi ovascul ar risk when conpared to naproxen when these two NSAID s were conpared in a
Gastro-Intestinal incident face off had a 29% drop out rate in a one year, 9 nonth nedi an

patient treatment trial. This is an astonishing drop out rate of 38% per year. | had used
the results of that trial to explain and justify the extrene care and nonitoring | was
enpl oying with chronic NSAI D use (Dutch Study Report-V). | was puzzled then by the G risk

exposure data presented in figure 1 of the Vigor Study paper and had witten to the author
for an explanation of the declining nunmbers of apparent participants. There was no reply
fromthe study |l eader. Now | understand better why. | believe that any study financed with
public rmoney (VI GOR was not) that experiences a drop out rate in excess of 6% year (deaths
and residence noves away fromthe research centers bei ng exceptions) should result in a cut-
of f of federal support for other trials by any of the | eaders of the m smanaged effort for 5
years. There is just no reliable scientific information that can result fromnedical trials
wi th higher drop out rates.

Merck paid for the VIGOR trial. It seens to ne that they are the big | ooser fromthe
prof essi onal m snanagenent of a trial conducted with a unforgivable drop out rate.

Latest Outstanding Research Findings

A period of encouraging research was reported on this Fall. There were two outstandi ng
exanples. The work of the Frank LaFerla teamat University of California at Irvine (Neuron
V.43 Aug.5 2004) with sinmultaneously proving the anyloid cascade hypothesis and indirectly
denmonstrating the power the g Amyloid vaccination principle which is the north star of a
Al zhei nmer’ s di sease cure. The other is the insightful work of the Takashi Ohrui team at
Tohoku University (Neurology v.63 (7) 2004 & Jol. Amer. Ceriatric Soc. V 52,2004), Japan



conmbi ning a | arge epidem ol ogi cal study and a small clinical trial of select classes of
hypertensi on drugs which influence the incidence of AD and the progression of cognitive
decline in AD victinms. \What sets these results apart fromthe regular baby steps of the AD
research community is the sweep of the insights one gets fromthe work as each builds on the
pi oneering work by so nmany ot hers.

LaFerla's teaminjected anyloid directly into the one side of the hippocanpus of triple
transgeni ¢ nmice (mice which devel op both plaque and neurofibrillary tangles) and show t hat
the antibodies to the anyloid clear the plaque build up rapidly and then, for younger nice,
slowy clear the tangles. |If the mce are older the plaque clears but the nore nature
tangles do not. For younger mice, after a tine the plaque reoccurs, and after a further
interval the tangles again form The main lesson is the formati on sequence of the
respective clearance and reoccurrence. O her clearance nodes and agents are tried. Al in
all this is convincing evidence that plaque formati on precedes and causes tangl es and neuron
death in human AD. The work al so suggests that timely amyloid vaccination can clear both

pl aque (al ready denonstrated in the Elan Pharnmaceutical trial) and tangles in humans.

Vacci nati ons, before tangles have matured through extensive phosphorylation, may restore
cognition in mld cognitive inpairnent (M) stages.

The magi ¢ nunber on the conversion of nice ages and pl ague clearing and reoccurrence
intervals is 50 to conmpare with human ages and intervals.

Chrui’s team conpared bl ood brain barrier penetrating Angi otensin Converting Enzyne (ACE)

i nhibiting anti hypertension drugs with non penetrating ACE inhibitors, calcium channel

bl ockers, B blockers, and diuretics, all antihypertensives, for their effect at lowering the
i ncidence of ADin a large (4100 patient) 8 patient-year |ong prospective epidemn ol ogi ca
study. The BBB penetrating (BBBp) ACE s were found to have a 75% | ower inci dence of AD.

The same BBBp ACE s and non BBB penetrating (BBBnp) Ace's and the cal ci um channel bl ockers
were used on AD patients with nbderate disease in a one year trial using the Mni Mental
State Exam (MVBE) to foll ow di sease progression in the three groups of 51-58 nursing hone
patients each. The BBBp ACE users had only nom nal cognitive decline whereas the other two
groups’ cognitive decline was severe but still less than that expected fromthe natura

hi story of the disease, without intervention. The clinical trial progression study
confirmed the BBB findings of the prospective epi dem ol ogi cal study respecting ACE

i nhibition benefits in the blood nourishing capillaries of the brain cognition centers.

Fortunately the ACE inhibitor | have been using is nainly chemcally identical to one of the
study BBBp drugs, and has a high lipophilic and | ow hydrophilic characteristic in relation
to the BBBnp reference drug. Data furnished by the drug manufacturer conparing brain
converting enzyne activity, in rat brains, of this drug with the Churi study ACE s was
significantly (3X) greater, giving me sonme assurance that my ACE woul d have BBBp
characteristics.

Taking on Alzheimer’s disease Through Prevention

I nt roducti on

It would be a unsatisfying experience to have i nmersed yourself for three years in a subject
where you have a probability for a serious pending consequence, and not have devel oped a
wor ki ng nmodel or handle on the subject. A career in problemsolving has conpelled nme to
“solve the problent then later test the solution for its sanity, over tinme. AD prevention
will be no exception. | nowknow it all. | have the sol ution!



There conmes a tinme in the intense study of any subject when you come to the concl usion that

you ‘know it all’. | have been there many tines in, crystallization, evaporation

pol ynmerization electrolysis of brine, starch |iquefaction, sugar fernentation, piping design
& fabrication, and nega project construction contracting. 1In each of these nmastered fields

I have | earned again and again that “it’s what you learn after you know it all..that

counts”. That said, we should not let that truismor the denands of enpirical scientific

ri gor develop into rigor nortis.

The nodel’s devel opnment will nmeke use of the concept of the Blood Brain Barrier (BBB)
Candidly, at the outset nmy idea of this barrier was that of a supermarket shrink wap |ayer
of mcro porous pol yethyl ene envel oping the brain. Barriers like this are used industrially
for isotope, and air conponent, separations driven by pressure differentials, baronetric and
osnotic. More sophisticated barriers with sandwi ched hydrophilic and hydrophobic | ayers are
used to separate ions driven by electric potentials. It is fromthat background that
started to think. Size seened the nost inportant, nolecular weight and configuration

foll owed. Sone gentle souls advised that it was orders of magnitude nore conplex than that.
So “you think and you learn. You learn.” in the words of Leonard Virilli nmy old

bar ber/ gardeni ng/financial consultant. The shrink wap vision has yielded to the reality of
t housands of niles of arterial vessels, and capillaries, and ball roons of interfacial

areas. Here is the result of that thinking process, addressed to the realities of anatony.

Details of the Model

Everybody’ s bl ood brain barrier (BBB) gets less flexible and transnissible over tine to
sol ute nol ecul es sub mcron and mcron size particles.

Persons with APOE-4 genotype have tighter BBB structures and they tighten further, and
earlier. They allowless in and nore inportantly less out (clearance). Technically this is
a dysfunctional endothelium The dysfunctionality nost probably stens fromerrors in the
repair and renewal of the endothelial cells Iining the mcro vascul ar system of the brain.

Anyl oid beta oliginers and hi gher polyners which freely passed out by diffusion bel ow age
55, have nore difficulty passing each year, peaking at 65 for E4 honbzygous at 75 for E4
het erozygote, age 85 for honmp E3 conbinations, and later yet with hetero E2.

Ap plaque, depositing as oliginer concentrations rise, cause inflammation as nacrophages
spring into action to renmove plaque by depolynerizing. |In creating snmaller oliginers, with
no way out, the process snowballs. |t should be noted that we are tal ki ng about mi nute
gquantities of plaque, occurring over decades, perhaps 4 milligrans total deposit mass spread
t hr oughout the brain when the victimhas severe disease. These estimates are based on
anatom cally sanpled brain sections with inferential gravinetric determ nations. These are
conplinmented with nmaterial bal ances of Ag in Cerebral Spinal Fluid (CSF) conparing higher
(unrestricted) concentrations in healthy controls with 60% I ower (restricted by BBB) val ues
in AD victins, and know ng average values of the CSF traffic frombrain skull to spina

col um, about 500 cc/day (See Neils Andreasen paper June 1999, JAMA's Archives of
Neur ol ogy) .

Chol esterol feeds the AB production process. By lowering LDL in the blood stream LDL, high
naturally in the brain, is lowered as its diffusion frombrain to blood is prompted. Wth
high LDL in the blood (untreated hyperchol esteremia), LDL is diffusing slowy into the
brain. Using a BBB transiting statin lowers LDL in blood and perhaps in CSF and in
intracel |l ul ar domai ns.

Angi ot ensi n Converting Enzynme (ACE) inhibitors for hypertension are effective in systemc
vascul ar dilation in the gross arterial network, but those which transit the BBB especially



sustain cognition by reducing arterial tension and mai ntai ni ng profusion in blood brain
tributaries and capillaries, and uniformdistribution of CSF efflux fromventricles.

Al'l Cox-1 NSAIDs inhibit mcrophage inflamratory response to AR pl aque deposition, slow ng
the cascade. ApR-42 inhibiting Cox-1 NSAIDs selectively reduce the production of this Ap

pl aque and thus natural clearance past the BBB tends to keep up with the reduced production
of the agglonerating 1-42 | ength pol ypepti de.

Anti oxi dants, born in blood circulation, tend to keep the BBB flexi bl e and porous, thus
keepi ng the clearance function alive. Endotheliumrepair is facilitated by essential Orega
3 fatty acids. Inportant nenbers of the B vitam n fanily danpen system c inflammation
occasi oned by repair and AR depol ynerization. Folate and B12 can even checkmate atrofication
of brain structures and thus sustain alternative cognitive regions in the presence of

ext ensi ve AD pat hol ogy.

This Al zheimer’'s is a disease which is theoretically measurabl e as the AP between brain
cavity and arterial systemfor the flow of CSF AR out of the extra cellular brain system
into the body’'s natural elimnmnation systens.

Synopsis
While | will continue with a naintenance | evel of the programthis will be the last regular
report. | amcapable only of a sustained obsession of no |onger than three years. This has

been the experience over the years with subjects as diverse as breeding and training bird
dogs, growi ng asparagus, neasuring heat loss in residential buildings, practicing the work
physi ol ogy of running and aerobics with the Dr. Kenneth Cooper mnethods, and understandi ng
prostate cancer. It may have started with the Charles Atlas body buil ding programthrough
“Dynam ¢ Tension” when | was about 13, and then finding | could not pay the bills which were
accumul ati ng and di scovered by ny Mother. Wen | think back of that stinging letter she
wote to “M. Atlas” to stop sending the bills, | used to cringe with enbarrassnent. It al
seens so funny now and perhaps this was the start of a lifelong pursuit of obsessions.

Larry G Nault
Decenber 2, 2004
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