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and sheep

erground scientific journey into
the origins of spongiform disease

ince 1986, the infamous neurodegenerative

syndrome known as Bovine Spongiform

Encephalopathy (BSE) has blighted the
heartbeat of British Agriculture. The disease has led
to the annihilation of thousands of cattle, whilst its
human analogue, new-varient Creutzfeld Jakob Dis-
ease (vCJID), has blighted the lives of a growing num-
ber of young people. Moreover, the spongiform epi-
demic has created a fierce battleground between na-
tions, vested interests, political parties, farmers, vic-
tims and consumers.

But despite the severity of the BSE legacy, little
genuine attempt has been made to crack the causal
riddle of these diseases, thereby leaving us devoid of
insight into measures that would best cure, control

and, better still, prevent this terrible 111ness
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This story is an attempt to shine a ray of
light over the whole debacle. It charts my own
eco-detective escapades and original field inves-
tigations, which ran in tandem with the labora-
tory research of Cambridge University biochem-
ist, Dr. David Brown. These works have gone a
fong way towards unearthing the truth under-
pinning the original cause of these grotesque
diseases.

Hard evidence has been amassed so far
which indicates that vCID and BSE could both
result from separate exposure of cattle and hu-
mans to the same set of toxic environmental
factors—excess manganese and oxidizing
agents—and not from the ingestion of beef by
humans and animal by-products by cows. If
this hypothesis continues to accunwlate cotrobo-
rative evidence, a radical upheaval of the status
quo mindset can be expected.

Despite the fact that my theory has been
substantiated both by field and by laboratory find-
ings, Dr, Brown’s and my own published works
have largely been disinissed, with all funding
proposals irrationalfy rebuffed at peer review.
Contrary to the recommendations to UK gov-
ernment by the 1999 BSE Inquiry Report, re-
jection of our grant proposals continues to the
present day, including one submission aimed at
developing a feasible cure for vCID!

THE LONE VOYAGER

My story begins in 1984 with the Ministry
of Agriculture, Fisheries and Food (MAFF)
Warble Fly Order, which called for compulsory
treatment of UK cattle with toxic organophos-
phate insecticides. I fought the order for my
own pedigree Jersey cattle herd and won a pre-
cedent High Court Judicial Review ruling against
MAFF, debarring their enforced insecticide treat-
ment of my cows.

The insecticides applied to the backlines of
UK cattle was called Phosmet, a systemic act-
ing chemical that, amongst a myriad of toxico-
fogical effects, disturbs the crucial balance of
metals in the brain. I was therefore not surprised
to witness BSE rearing its ugly head in UK cattle
in 1986. In my opinion, this was a direct legacy
of the UK government’s warble fly mandate that
exclusively enforced an annual dose rate that
was four times higher than the application rates
employed in the few other countries that used
this type of insecticide.

{(Phosmet, by the way, was produced by
1CT Zeneca, which held the patent on it until
March 1996, the same month that BSE was an-
nounced in humans. The patent was then sold
to an unknown company in the Arizona desert
called Gowans.)

I was a working dairy farmer with first-

TRANSMISSIBLE SPONGIFORM ENCEPHALOPATHIES
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accelerated, more aggressive course of the diseas '
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Bovine Spongiform Ericephalopathy (BSE) In young cows, cats,
young humans. These new variant forms involve an
e involving a more widespread unique neuropathology characterized
form holes) with more pronounced psychiatric disorders. -
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hand experience of BSE erupting in cattle that
had been purchased into my organic farm. But T
was siruck by the fact that no cases of BSE had
ever emerged in home-reared cows on fully con-
verted organic farms, despite those cattle hav-
ing been permitted access to the feed that con-
tained the meat and bone meal (MBM) ingredi-
ent as part of their 20 percent conventional feed-
ing stuff allowance decreed in the organic stan-
dards.

The UK government was quick to blame
the origins of BSE on the mysterious “scrapie
agent,” a malformed protein or “prion’ found in
the brains of all sheep who are suffering from
the age-old neurodegenerative disease, scrapie.
The “experts” argued that this supposedly “in-
fectious” agent had jumped across from sheep
into cows as a result of feeding cows with meat
and bone feed that had been contaminated with
scrapie-affected sheep brains. Relaxation of the
Tules governing the manufacture of MBM in the
early 1980s was supposed to have initiated the
BSE epidemic.

FLAWS IN THE
CONVENTIONAL HYPOTHESIS

From the beginning the flaws in the
Establishment’s theory were evident:

1. Thousands of tons of the incriminated UK
MBM feed was exported for cattle feed
during the 1970s, 1980s and 1990s to areas
that have remained BSE-free to date, such
as South Africa, Sweden, Eastern Europe,
Middle East, India and other Third World
countries,

2. Changes in the temperature and manufac-
turing techniques of the MBM rendering pro-
cess in the UK were blamed for permitting
the survival of the scrapie agent in dead
sheeps’ brains, enabling the “agent” to jump
across into cattle, thereby producing BSE.
Yet in other scrapie-endemic countries, such
as USA and Scandinavia, the exact same
continuous flow system of rendering was
adopted five years before the UK, yet these
countries remained BSE-free.

3. Several US trials failed to invoke BSE in

cattle afier feeding or injecting them with
massive doses of scrapie-contaminated
brain tissue.

4. More than forty thousand cows born after
the UK’s 1988 ban on MBM inclusion in
cattle feed have still developed BSE, Fur-
thermore, a small number of cows born
after the further additional 1996 ban on
MBM inclusion in feed destined for all types
of livestock have already developed BSE.

5. There have been no cases of BSE in the
other ruminants, such as goats and sheep,
susceptible to transmissible spongiform en-
cephalopathy, despite the customary inclu-
sion of an MBM protein source in their
feeds,

6. Four of the original five kudu antelope that
developed BSE at the London zoo had no
possible access to MBM-containing feeds.

7. The UK government’s former experimental
farm at Liscombe on Exmoor was designed
to raise suckler beef cattle on a pure grass-
and-silage system without any resort to
feeding concentrated feeds at all. Yet BSE
struck down four animals on this holding.

8. The UK’s mechanically processed meat
products and baby foods blamed for caus-
ing vCID in humans were exported all over
the world to countries where vCID has not
erupted. Likewise, the practise of “skull
splitting” in small rural butchers was of-
fered as an explanation for the growing num-
ber of vCID clusters in rural areas. But this
has been practised by the smaller butchers
all over the UK for centuries without any
outbreak of vCID.

Despite the myriad of epidemiclogical flaws
and millions of dollars worth of research failing
to ascertain any association between the origin
of these diseases and the scrapie agent, the whole
propaganda myth that BSE was caused by
scrapie has become gospel to the mainstream
public and professional mentality.

It is easy to see how such a reductionist
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mindset took hold: the media loved the theory
because they could drum up a viral holocaust-
horror scoop. The vegetarian lobby found them-
selves endowed with a powerful propaganda
weapon on their plate, whilst the scientific insti-
tutions could carry on drawing generous fund-
ing for their hyperinfectious witch-hunt with-
out the embarrassment of having to account for
years of barking up the wrong tree. And the
government could conveniently off-load the
blame onto the vagaries of some naturally oc-
curring phenomena for which no vested inter-
est or official directive could ever be held ac-
countable.

PRION ORIGINS:
THE QUEST FOR PRIMARY CAUSE.

It is well demonstrated that the central
pathological hallmark of all types of spongiform
disease is the presence of a malformed protein—
known as the “prion”—in the nervous system
of diseased mammals. But none as yet has ex-
plained how and why this “prion” is originally
formed in the natural world.

1 became interested in the possibility that
the systemic OP warble fly insecticides—which
had to be poured along backline of the cow just
millimeters away from the prion protein-express-
ing cells in the spinal cord—may trigger this
malformation in some way, thereby serving as
the primary cause of the disease.

It is well recognized that OP insecticides
exert their toxic effects in mammals by deform-
ing the molecular shape of various nerve pro-
teins to the extent that they cease to performn
their proper function in the brain. But none had
ever considered that OPs could deform the prion
protein in this way.

After many abortive attempts to coerce the

- BSE N BRITAIN - A SAD HISTORY

Establishment into running the correct labora-
tory test, 1 eventually managed to raise funds
from well-wishers and personal loans to finance
Dr. Stephen Whatley of the Institute of Psychia-
try in London to challenge brain cell cultures
with Phosmet, the actual OP used at uniquely
high doses on UK farms.

Amazingly, these trials demonstrated that the
OP altered the cellular metabolism of prion pro-
tein in some of the ways observed in the early
stages of spongiform disease, suggesting that
Phosmet exposure may render mammals more
susceptible to the disease. But these experiments
did not produce the key deformation of the prion
protein that represents the central hallmark of
the transmissible spongiform encephalopathy
(TSE) diseased brain. I returned to square one,
assuming that OPs in combination with a fur-
ther factor X could provide the final missing
fink.

THE CLUSTER BUSTER

I grew exhausted by the vortex of the mad
politico-medico-multinational grand alliance that
had successfully hijacked all UK scientific re-
scarch into TSEs. T embarked upon a refresh-
ing global trek to analyze the unique environ-
ments where traditional TSEs had erupted as
high incidence clusters for many years.
After tramping the world’s most clear-cut TSE
cluster zones in Colorado, Iceland, Slovakia,
Calabria and Sardinia, where an assortment of
animals and humans had developed TSE at ex-
ceptionally high rates, I discovered a common
factor - abnormally high levels of the metal man-
ganese, and rockbottom levels of copper, sele-
niwm and zine in all of these food chains. Man-
ganese levels were normal in adjoining disease-
free areas.

o The first official re'po}is' of BSE outbreak _\_v._er'e'.i_r':l? 1986 from the southeast of England, although many v.éts';,‘_fél;mé_rs" and
slaughterers had suspegted a trickle of cases fr

erers had s cases from the late 19705 onwards, The discase has been an economic disaster for
 British farming interests as many cows were s ;

laughtered and British beef was banned from Europe. The disease rapidly

~ developed into a massive bell shaped epidemic which peaked in 1992 at 36,680 cases in the year and dwindled back to

1000 cases a year where the incidence
‘disease was largely concentrated in the
“ater years due to the importation of the warble
o ot o T
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rate stands at today. BSE has taken nearly 200,000 confirmed cases to date. The -
South of England during early days; it erupted in some remote Scottish districts in
fly in cows being brought from Europe and who were then treated with,
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THE MEN FROM MANGANESE

A specific environmental source of manga-
nese could be pinpointed in each cluster zone
tested, where each habitat occupied by the TSE-
affected species in question could be directly
connected to the atmospheric fallout of some
naturally occurring or industrial source of com-
busted manganese oxide, stemming from vol-
canic, acid rain; steel, glass, ceramic, dye and
munitions factories; lead-free petrol refineries;
the takeoff airspace beyond airports, and so
forth.

My observations enabled me to construct a
holistic hypothesis on the aetiology of TSEs,
work that lead to my connecting with the pio-
neering laboratory studies of Dr. David Brown
at Cambridge, a widely published biochemist
who had single-mindedly pursued his
groundbreaking studies on the elusive prion pro-
tein.

Dr. Brown demonstrated that in the normal
healthy brain, the prion protein bonds to copper
and that this copper-protein can exert an anti-
oxidant function.

Brown’s lab studies were complementary
to my field studies, thereby providing the other
half of the necessary ground work upon which
1 devised a hypothesis proposing that manga-
nese could substifute itself at the vacant copper
site on the prion protein; the substitution occur-
ring in susceptible mammals who were entirely
self sufficient upon high-manganese, low-cop-
per food chains.

1 considered that this manganese substitu-

tion coutd produce the all important deforma-
tion of the prion protein that is considered so
crucial to the development of TSE. So David
Brown ran the necessary cell culture experiments
in which he introduced manganese into cells
which manufacture prion protein. Remarkably,
this experiment produced the key prion protein
deformation which the earlier tests using OPs
had failed to create.

Follow-up trials by Case Western Univer-
sity in Cleveland and a French team of scien-
tists provided further confirmation. Both groups
ran postmortem analyses of brain tissue taken
from those who had died of conventional CID.
These tests revealed the same pattern of high-
manganese, low-copper as identified in TSE food
chains, a tenfold increase of manganese levels
and 50 percent reduction in copper in relation to
control brains drawn from those who had died
of natural causes

EVERY STORM CLOUD
HAS A SILVER LINING

A few other TSE cluster hotspots had dem-
onstrated the same low copper connection, but
with high levels of silver, another transition
metal, instead of manganese. Much like manga-
nese, sitver will also readily substitute at copper
ligands on prion proteins. These environments
were centered around ski resorts, reservoirs,
airport flight paths and coastal districts where
extensive aerial spraying of silver iodide “cloud
seeding” chemicals had been used for inducing
rainfall, snowfall and cloud or fog dispession.

MANGANESE IN HUMAN NUTRITION

Manganese in smaIE amou nts plays an im portant ro]e in human nutrition, 1t forms an essentlal cofactor of numer—'__
‘ous enzymes and is necessary for the utilization and balanced metabolism of many other nutrienis, Manganiese isa =
" catalystin the synthesis of falty acids and cholesteral and is essential for the production of sex and thyrmd hormones: -

‘Because manganese playsarole in the mitochondial “power stations” of the nerve neurones, def1c1ency
~symptoms that are similar to those of overancI——Eack of coordmat:on lrrltabillty, psychologncai dlffl
+ paralysis, convulsions, blindness and hearing loss. :
..~ Whole grains, egg yolks, nuts, seeds and green Vegetables prowde manganese 1f ;t is prese_n_ in the soil: Mang
“neseis poorly absorbed from food buit readily absorbed into the brain via the inhalatory-nasal-
: ':-tOXICIt\/ is much more likely from environmental atmospher[c sources than from fo d, althou
- nese-containing foods, such as S0y.2 and tea, can exacerbate the condmon of manganese overioad -
in large amounts to mfanks or growmg ammals . > .

oifactory route,:

'n resultin
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FURTHER DAYLIGHT ON TSEs

Another observation: each time my trek led
me to a new TSE hotspot, I found myself face-
to-face with the same type of high altitude, snow
covered, pine tree terrain, Putting aside the com-
mon high-manganese, low-copper connection,
this common geographical association with
TSE-cluster regions continued to baffle me.
Whenever | arrived at a fresh TSE location, 1
was always reminded of that first glimpse of
the chronic wasting countryside of deer and
etk in Colorado—the snow-peaked Rocky
Mountains sawtoothing the July skyline beyond
the parched Denver Plain.

1t was after arriving in a village in Calabria,
on the southern tip of Iialy, that the relevance
of this geographical connection to TSE finally
gelled, There had been 20 cases of CJD in this
village since 1995. I noted that the village had
been recently constructed out of hideous bright
white concrete sections—unusual for this area
—and all were couched within a sun-parched,
glaring basin of bare white sandstone terrain,
producing all the prerequisites required for a
most infensive ultra violet (UV) hotspot loca-
tion. The pain of the UV in my eyes immedi-
ately connected me back to the high-UV / high
ozone nature of high-altitude, snow-covered,
coniferous terrain—the common geographical
thread interlinking the lcelandic, Colorado and
Slovak cluster ecosystems in my study—areas
also impacted by the oxidizing effects of the
ozone gas generated by the interaction of UV
light with the terpine haze exuded from pine
trees.

The UV prerequisite also explained other
missing links in the science of traditional TSEs,
such as the way in which initial pathological
damage of TSE manifests itself within the retina,
eyelid or skin of the affected mammal—exter-
nal areas having to buttress front line exposure
to sunlight. Furthermore, the normal copper-
bound form of prion protein is found along the
circadian pathways which conduct the electro-
magnetic energy generated by ultraviolet light
around the brain; thai is, in the retina, pineal
gland, visual cortex, hypothalamus, pituitary and
brain stem.

Prion protein is expressed in other tissues

the network that conducts electromagnetic en-
ergy, for instance in the spleen, lymphatic sys-
tem, glial cells and nerve-growth-factor-medi-
ated stemn cells that proliferate during the growth
and repair of neurons.

Tn this respect, the suggestion of an electro-
conducting function of the copper prion protein
may turn out to give further scientific substance
to the existence of the electromagnetic merid-
ians recognized by Chinese medicine, where the
healthy copper prion performs a regulatory role
in maintaining the electro-homeostasis along these
meridians.

The hypothesis was falling into place: cop-
per prions as the conductors and manganese
prions as the blockers of electromagnetic en-
ergy flow.

The fact that copper is used in wires that
carry electric currents, whereas manganese is
used in batteries and light bulb filaments that
store electrical energy, helps explain the under-
lying cause of prion diseases: healthy copper
prions conduct the vital electro-energy of sun-
light along the circadian pathways that innervate
deep into the brain—in order to maintain the bal-
anced cycles of sleep, sex and behavior whilst
aberrant manganese-contaminated prions block-
ade and store up that incoming UV energy to an
explosive flash point—to a level that detonates
off neuropathogenic cluster bombs of free radi-
cal chain reactions along the circadian pathways.

With an overabundance of manganese prions
and loss of copper prions, the oxidative impact
of UV energy received at the retina can no longer
be quenched. Consequently, the energy flow of
UV piles up, finding itself misappropriated into
converting the accumulated store of innocuous
manganese 2+ ( antioxidant ) into its lethal man-
ganecse 3+ or 4+ form (pro-oxidant). So any
accumulations of abnormal manganese prion
protein in the retina finds itself transformed from
a safe to a lethal form.

In this respect eco-oxidants such as UV
serve to unleash a kind of “Jekyll and Hyde”
effect in the manganese-contaminated, copper-
depleted mammal, which, in turn, kicks off a
whole chain reaction of free radical assault on
the central nervous system—ultimately result-
ing in a neurodegenerative meltdown that leads

to spongiform disease.
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THE COCKTAIL OF OXIDANTS
AND NEW VARIANT TSEs

This theory explains the gencesis of the fra-
ditional strains of TSE. But what about the causes
of the much more aggressive modern day strains
of TSE (BSE and vCID) surfacing in younger
mammals? Perhaps these “rapid attack™ new
strain TSEs could result from our increased ex-
posure to the more potent oxidizing effects of a
cocktail of man-made environmental agents
which can penetrate the central nervous sys-
tem—contaminants such as the systemic orga-
nophosphates (head lice shampoos, warblefly
pesticides), radar, ozone, increased UV (due fo
stratospheric ozone depletion), microwave mo-
bile phones, Concorde’s supersonic waves, and
so forth, thereby serving as the lethal oxidative
trigger that produces a more virnlent, acceler-
ated version of TSE with full-blown symptoms
erupting in much younger mammals than nor-
mal,

TSEs could therefore be viewed as diseases
that result from a breakdown of oxidative ho-
meostasis within the organism, where TSE-sus-
ceptible mamimals living in environments that
are simultaneously challenged by high intensi-
ties of manganese and oxidizing agents, and by
low levels of antioxidant metals (copper, sele-
nium and zine) which all combine to create cir-
cumstances where the central nerves are se-
verely hyper-oxidized, thereby kicking off free
radical chain reactions that are free to prolifer-
ate in the absence of antioxidant defence.

The pattern of emergence of both traditional
and new variant CJD clusters in raral and coastal
areas, as opposed to urban areas, substantiates

MEAT AND BONE_MEAL (MBM) FEED]NG VERSUS SOY

. protem derwed from the rendered down remalns ef butchered Iwestock (anngSIde various plant prot ; i
~been used in ammai feedlng stuffs sm_ce the 1 9205—surpr|smgly, With no known il effects‘ The BSE outbreak was blamed.
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this oxidative origin idea well. Furthermore, the 80 percent predomi-
nance of CJD cases erupting in rural and coastal areas helps to dispel the
myth that vCID arises from ingestion of BSE-affected beef products, as
meat products are consumed equally by urban and rural populations.

Rural and coastal areas have become increasingly exposed to a toxic
cockfail of oxidizing agents, such as UV light, ozone and systemic crop
sprays; whereas town environments have ironically been spared. This is
largely due to the shield of smog that envelopes the majority of urban
airspaces and serves to scatter and absorb the incoming UV rays; thereby
preventing the UV - exhaust gas interaction that yields the deadly conse-
quences of ozone gas formation. It is perhaps no surprise that the
hyperoxidative environs of Staten Island and Long Island, which plays
host to an oxidative cocktail of Concorde takeoffs, radar, microwaves,
coastal UV and ozone, demonstrates the most intensive cluster of CJD in
the US.

MANGANESE BREAKETH MAN

The high-manganese connection to the epidemic of the new variant
TSE correlates as convincingly as the eco-oxidant connection. Over the
fast two decades, increased amounts of the high concentration “manga-
nese oxide” additive have been introduced into the bovine, human, pet
and zoo animal food chains in Europe as mineral licks, tablets, fertilizer
and fungicide sprays, paints, and petrol additives. Another “trendy” vec-
tor for manganese exposure is the increased consumption of soy, which
bicaccumulates excessive levels of this metal from the soil, wlilst con-
taining low levels of copper.

Most disturbingly, manganese is added to artificial milk substitute
powders for calf and human infant consumption at about 1000 times the
levels found in normal cow and human breast milk. Excess dietary man-
ganese poses a great risk to the immature mammal, since the homeo-
static regulatory mechanisms of the blood brain barrier are underdevel-
oped at this early stage, thereby permitting an excessive uptake of man-
ganese and other metals into the brain. The dubious practise of adding
soy as a protein booster to these powders only serves to exacerbate the
manganese toxicity problem further!




Some would guestion how the toxic man-
ganese-oxidant theory of TSE origins can ac-
count Tor the well recognized “iatrogenic” forms
of TSE, where growth hormone treatment of
hmmans (which utilizes pituitary tissue as the
inoculant) can lead to a form of CJD. The an-
swer lies in the fact that tissues, such as pitu-
itary and retina that are considered to transmit
TSE in the lab most efficiently, are the exact
same tissues in which manganese concentrates
most intensively. Could the high manganese lev-
els contained within these tissues act as the so-
called infectious agent, particularly once the
metal has been oxidized into its lethal pro-oxi-
dant 3+ form?

FUTURE PATHWAYS

Despife the apparent reluctance of estab-
lishment bodies to address the works of David
Brown and myself, we have both been indepen-
dently driven to take this theory to its final con-
clusive stages.

But funding has not been forthcoming, de-
spite recommendations by the UK’s BSE Inquiry
report, as well as MAFF’s subsequent invitation
asking me to resubmit proposals for research
along these lines. Such a negative dismissal has
thwarted the whole healthy evolution of this im-
portant new perspective on TSEs. Turthermore,
establishment recalcifrance has blocked the de-
velopment of a possible cure for new variant
CID, a study that David Brown tried to launch
last year.

In light of recent French and other Euro-

pean threats to sue the UK for allegedly giving them BSE and vCID, it is
puzzling to witness the continuation of the dismissive mindset that UK
authorities display towards any evidence that backs environmental in-
volvement in TSEs; unbelievable, in fact, after stndying the recent work
of Professor Bounias, from Avignon. His study highlights the exact same
spatial-temporal correlation between warble fly insecticide use and BSE
emergence in France, as observed in the UK.

TO THE ENDS OF THE EARTH

Meanwhile, I have continued to expand my field investigations by
designing a holistic environmental surveillance program involving metal
and oxidant analyses of relevant water, soil, vegetation, atimosphere, blood
and tissues that will be exercised in the variant CJD and BSE clusters that
have recently erupted across the UK and Europe, and now in Japan.
I have also been invited to study a cluster of mysterious progressive,
fatal neurodegenerative diseases, known as Bird’s disease, that has erupted
amongst Aboriginal and Caucasian people living on Groote Eylandt, a
remote island ecosystem off the Northern Australian Coast. The problem
first developed after a mining corporation started the open cast mining of
manganese on the island in the 1970s. A fine black manganese dust has
reporiedly coated the entire island.

True to form, the local authorities have conveniently scapegoated
the emergence of this syndrome—which manifests as a motor neurone
disease or a mystery dementia—onto a combination of Aboriginal genet-
ics and a rare virus that was introduced by a Porfuguese miner who
came to work on the island three decades ago.

With permission from the local Aboriginal society, I hope to acquire
brain sections from those who have died of the TSE-like “dementia”
strain of this disease and see whether TSE-prion “tombstone™ features
can be detected.

T have also managed to persuade a local GP in Darwin to treat some
of the early stage victims of Bird’s disease with the manganese chelating
drug EDTA. Until now, victims of this grotesque disease have been kept
in total darkneww regarding the existence of'a possible cure for a disease
that has always been considered fatal. G0

KURU - -

Slmllar to CJD kuru isa progresswe neurologlc dlsorder that occurs prlmarlly in the Fore natwes who inhabit a tiny
-pocket of the New Guinea highlands. Symptoms are much Jike vOJD and include an exaggerated start!e response and

“emotional |nstab:!1ty, with pathologic bursts of iaughter Advanced states are characterlzed by dementla In the terminal
state, the patient is generally totally placid, mute and unresponsive.

. Until the early 1960s, the disease was prevalent especially in women and chﬂdren, but in recent years the int:ldence
“has declined. This was said to be due to the abandonment of ritual cannibalistic practices in which hatives ate the flesh of
thedead, a theory that fit in very well with the dogma thatthe bovine version was caused by consumption of infected meat

_ and bone meal. But the entire native population across New Guinea were traditionally involved in cannibalism, so why Kuru
“in just one tiny region? A more likely explanation is the massive eruption of a local volcano in 1911 which showered the
foodchain of the Fore region in a hlack manganese oxide ash-the decline in kuru ‘paralleling the importation of more
foodstuffs from the outside world. Both the early stage unmotivated [aughter with psychOS|s and the placxd unresponswe
charactenstlcs of advanced kuru are smtlar to the symptom profde of manganese pmsonmg
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