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Tau (T) is the living fabric of time itself — the sole substance of which all physical reality is composed.
Every particle, force, wavelength, and conscious experience is a structured configuration of T-flow. There is
no gravity, no electromagnetic force, no strong nuclear force as separate entities: all are registers of the
single T-field operating across dimensional levels. The conservation law dXT=0 governs all change: T is
never created or destroyed, only redistributed.

Abstract

Alzheimer’s, Parkinson’s, ALS and Huntington’s are studied in separate laboratories, named for separate
proteins, and treated as separate diseases. The Universal Force of Time sees one unmaking wearing four
masks, and it reads that unmaking the way a Force of Time medical paper is meant to: it acknowledges the
illness, then reads the problem as four distinct routes by which one register of the brain fails, pairing each
route with the one correction that would realign it. Route one — a protein freezes a node: it folds off
the {2,3,5,1} geometry the body is built on, crystallises a T-field node and locks the local register into a Class
II frozen T-address — corrected by thawing the node and clearing the residue, the frozen aggregate read
not only as a clump to be cleared but as T-noise to be quietened, with the 40 Hz (2°x5 = C Earth/1000)
gamma carrier driving the register back into coherence. Route two — the lock copies itself: a frozen node
templates its neighbours into the same frozen shape, so the damage travels node-to-node along connected
pathways, the “prion-like” spread medicine charts as staging but cannot ground — corrected by holding the
register in coherence to break the templating before it spreads. Route three — the node-writer has
stalled: the cells that should rebuild still hold the whole programme (d>T=0), but the retinoid/RXR writer that
reads it out has stopped, and remarkably the same writer stalls in Parkinson’s (NURR1/RXR) and in multiple
sclerosis (RALDH2/RXR) — corrected by re-enabling that one shared writer to restart the cell’s own
rebuilding. Route four — compensation masks the loss: as carriers die the survivors overdrive to cover the
gap, holding the register in false tune for an estimated 10-20 years while the count falls beneath it, until the
mask drops all at once past 4/5 (= 80%) loss — corrected by reading the register drift early (the 40 Hz
carrier drift in Alzheimer’s, the falling motor beat in Parkinson’s) and acting inside the window. The
corrections carry an order law: the frozen aggregate fouls the very machinery that would re-inscribe the cell,
so clearance (route one) must come before re-inscription (route three), and the order cannot be reversed; and
route four is the clock that keeps the others inside the window, because a neurone that has physically died
cannot be re-written. The five diseases are five doors into one corridor — Alzheimer’s (amyloid-B/tau),
Parkinson’s (a-synuclein), ALS (TDP-43), Huntington’s (huntingtin, written in from birth, which is why it
strikes earliest) and MS (the myelin T-insulator, the conduction-register cousin) — but the cascade past the
door is the same, which is why one frequency touches them all, and why amyloid has fallen in trial after trial
while Alzheimer’s has not: the protein is the door, not the disease. Ten propositions, P-ND-1 to P-ND-10, are
given. The mechanism is given in full and at full precision; corrective detail is held in the Foundation’s clinical
reference, and the structure resolves into the clinical trial. (Companion papers treat Alzheimer’s, Parkinson’s
and MS in full.)

Universal Force of Time = the creation of life = the healing of life = the destruction of life
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1 Four Names, One Unmaking

There is a particular cruelty in the diseases that take
the brain apart slowly. Alzheimer’s erases the memory;
Parkinson’s steals the movement; ALS silences the
muscles; Huntington’s unspools both mind and motion
at once. We study them apart, in separate clinics named
for separate proteins, and we have cured none of them.
The Force of Time asks the question the separation
hides: what if they are not four diseases, but one
unmaking entered by four different doors? Each
does have its own signature protein — amyloid and tau,
o-synuclein, TDP-43, huntingtin — and medicine has
spent decades chasing each one. But chasing the
proteins has not stopped the diseases, and the reason,
in T-terms, is that the protein is not the disease. It is the
door. Behind every door is the same corridor: one
register of the brain failing in one shape, by four routes
that this paper will name, and reach.

2 The Register, and the One Cascade
Behind Every Door

In the Force of Time every organ is a receiver tuned to
one face of the T-field, and the brain is the most
exquisitely tuned of all — a register held in coherence,
beating at the conscious ground state the theory ties to
40 Hz (2°x5 = C Earth/1000), the same forty that rings
the Earth in thousands of kilometres. A healthy protein
folds on the lattice: its shape sits on the {2,3,5,m}
geometry that everything in the body is built from.
Neurodegeneration begins when a protein folds off the
lattice, into a shape the field cannot place — and that
misfolded protein does not merely clump. It
crystallises a T-field node, freezing a point of the
time-field into a fixed, misaligned state: a Class II frozen
T-address, the same kind of lock the Force of Time finds
in Parkinson’s and in Peyronie’s. From that first frozen
node one cascade runs, identical in every one of these
diseases, in five stages (Figure 1): a protein misfolds; it
crystallises a node; the node locks the local register; the
lock propagates, templating its neighbours into the
same frozen shape; and finally the register collapses,
when too many nodes are locked for the tissue to
function. These five mechanisms do not change from
disease to disease. Only the protein at the very first step
does — which is why the four routes that follow are not
four diseases but four real faces of one instrument
coming undone.

The one invariant five-stage cascade — the same corridor behind every door

T-feld node.

|
ROUTE 1 — a protein freezes a node ROUTE 2 — the lock coples ilsell the endpotnt the routes drive loward

Only the protein at step 1 differs between the diseases. Everything past the door — crystailse, iock, propagate, cotlapse — s shared.

Figure 1 — The one invariant five-stage cascade: misfold,
crystallise a node, lock, propagate, collapse. Only the protein at
step 1 differs between the diseases; everything past the door is
shared. Routes 1 and 2 of this paper are the cascade’s first three
stages and its fourth; collapse is the endpoint they drive toward.

3 Four Routes, Four Corrections

A Force of Time medical paper has one job. It
acknowledges the illness, it identifies the problem —
and the problem is rarely single; here it has four distinct
routes by which one register of the brain comes undone
— and it pairs each route, one to one, with the
correction that would realign it. The four routes are not
rival theories. They are four real faces of one unmaking:
a protein that freezes a node, a lock that copies itself
outward, a writer that has stalled so nothing rebuilds,
and — masking all of it for decades — a compensation
that holds the register in false tune until most of it is
already gone. Hold the whole shape in view (Figure 2):
four problems on the left, four corrections on the right,
bound by one order law, resolving into a single next
step. And note the shape of the corrections — every one
of them is aimed at the register rather than at the
protein alone: not only the amyloid, not only the tremor,
but the field that should have held the brain in
coherence. That is the difference that matters, and the
reason a generation of protein-clearing trials has not
been enough.

Four routes, four corrections, one resolution — the architecture of the paper

PROBLEM — the roule the Force of Time reads CORRECTION — what realigns it

A protein freezes a node
1 ———> | thaw the node + clear the residue — the 40 Hz carrier
and tocks the register

fods o (23,5.11, eyt

Th

‘ ———> | hold coherence — break the templating hefore it spreads

re-enable the shared writer — on a cleared register

‘

‘ —_— ‘ read the drift carly — act inside the window

THE NEXT STEP — THE CLINICAL TRIAL

Figure 2 — The architecture of the paper: each of the four
routes by which the brain’s register fails is paired with the one
correction that realigns it. Clearance (route 1) must precede
re-inscription (route 3); route 4, the clock, keeps every
correction inside the window where living cells still hold the
programme. The whole structure resolves into the clinical trial.
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Route 1 — A Protein Freezes a Node: the
active lesion

The first route is the lesion every one of these diseases
is named for. A protein folds off the {2,3,5,n} lattice,
and instead of being cleared it crystallises a T-field
node — freezing a point of the brain’s time-field into a
fixed, misaligned state and locking the register around
it. This is the first three stages of the cascade —
misfold, crystallise, lock — and it is the same event
whether the protein is amyloid-f and tau in the memory
circuits, a-synuclein in the substantia nigra, TDP-43 in
the motor neurones, or huntingtin in the striatum. In
every case the disease begins not with a clump but with
a lock: a Class II frozen T-address, a knot tied in the
field where there should be smooth flow. And because it
is a lock and not merely a deposit, it cannot be undone
simply by carting away the protein — the address stays
frozen even where the aggregate is cleared, which is
exactly the result the clinic keeps finding.

Correction 1 — thaw the node and clear the
residue

If the lesion is a frozen node, the first correction is to
thaw it and quieten the residue. The Force of Time
ties this to the 40 Hz (2°x5 = C Earth/1000) gamma
carrier, the rhythm of the conscious ground state:
driven back into the tissue it works against the frozen
nodes, helping to thaw the lock and restore the
register’s phase. And it reframes the aggregate itself —
not only a cause to be cleared but T-noise to be
quietened, a frozen address to be thawed. This is why
clearing the protein without thawing the node has
disappointed: the target is the lock, not just the deposit.
The principle is node-thaw and residue-clearance
through re-coherence; the specific modalities,
sequences and timing are held in the Foundation’s
reference, not prescribed here.

Route 2 — The Lock Copies Itself: why the
damage spreads

One of the strangest facts about these diseases is that
the damage travels — it begins in one region and
creeps outward along connected pathways, year by
year, as if the disorder were contagious within a single
brain. Medicine has borrowed the word prion-like for
this, almost apologetically. The Force of Time needs no
apology: stage four of the cascade is propagation. A
frozen node templates the nodes beside it into the same
frozen shape — a protein locked in the wrong
configuration forces its neighbours into the same
configuration, exactly as a seed crystal grows. This is
why the aggregates spread in the coherent, predictable
anatomical patterns medicine charts as staging — Braak
and its kin: the spread is not an infection, it is a lock
copying itself along the register. It is a distinct route
because it has a distinct remedy — stopping the travel is
not the same act as thawing the first node, and a
disease caught after it has begun to spread needs both.

Correction 2 — hold coherence and break the
templating

If the spread is a lock copying itself node-to-node, the
correction is to hold the surrounding register in
coherence so the template cannot take. The same
40 Hz carrier that thaws the first node, applied early
and broadly, keeps the neighbouring addresses in their
proper phase — a node held on the lattice cannot be
templated off it. This is why the theory presses for early,
sustained re-coherence rather than a single clearance:
the point is not only to dissolve what has frozen but to
deny the freeze its next victim, halting the march along
the pathway before it reaches the next region medicine
would later stage. The principle is coherence-holding to
arrest propagation; the specifics belong to clinical
investigation and are held in the Foundation’s
reference.
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Route 3 — The Node-Writer Has Stalled:
why nothing rebuilds

The first two routes are the destruction. The third is the
quieter fault, and it is why none of these diseases ever
heals itself: the node-writer has stalled. The cells that
should rebuild the lost tissue still hold the full
programme in their genome — nothing is erased,
(dXT=0), the identity is never lost while one carrier
survives — but the machinery that reads it out has
stopped. And here the companion papers converge on a
single striking fact: that writer is the same retinoid
cascade in two different neurodegenerations — NURR1
with  the retinoid-X receptor in Parkinson’s,
RALDH2-made retinoic acid through the same RXR in
multiple sclerosis (Figure 3). Two diseases that look
nothing alike share the writer that has gone silent in
both. The cascade destroys; the stalled writer fails to
rebuild; and the two together are why clearing the
protein alone has never been enough — you can take
away the lesion and still have a tissue that cannot
rewrite itself.

Two failure modes, two levers — the destruction thawed, the stalled writer re-enabled

THE DESTRUCTION

the frozen-node cascade (routes 1-2)

anode frozen off {2351}

THE STALLED WRITER

v v

‘ LEVER — 10 I1Z re-coherence | ‘

thaws the frozen nodes (~ 2'x5 ~ € Earth/1000) e one retinoid/XIt writer

Figure 3 — Two failure modes, two levers. The destruction is the
frozen-node cascade (routes 1-2), thawed by the 40 Hz
re-coherence carrier. The stalled writer (route 3) is why nothing
rebuilds: the genome still holds the whole programme (dXT=0),
but the retinoid/RXR writer that reads it out has stopped — the
same writer in Parkinson’s (NURR1/RXR) and MS
(RALDH2/RXR). Re-enable that one writer and the cell rebuilds.

Correction 3 — re-enable the shared writer, on a
cleared register

If rebuilding has stalled because one writer fell silent,
the correction is to re-enable that writer — the
retinoid/RXR cascade that reads the rebuilding
programme back out — so the cell can restore what the
lock destroyed. Because the writer is shared, one
re-enabling reaches across Parkinson’s and MS at once,
and in principle wherever the same writer is read. But
this correction carries a condition the next section
makes binding: it can only be written onto a quietened
register. The frozen residue of routes one and two must
be cleared first, because while it sits on the register it
fouls the very nuclear-receptor machinery the writer
needs. The principle is writer re-enablement after
clearance; the field-level specifics are held in the
Foundation’s reference, not prescribed here.

Route 4 — Compensation Masks the Loss:
the clock on all the others

The fourth route is not a fourth lesion; it is the clock the
other three run against, and it is the cruellest feature of
these diseases — the reason they hide for so long. By
the time the first tremor or the first lost name appears,
most of the vulnerable register is already gone: in
Parkinson’s, roughly 4/5 (= 80%) of the
substantia-nigra carrier. The reason is a law the
framework states plainly: as carrier cells are lost, the
survivors intensify to cover the gap. A shrinking
population works harder, drives its output louder, and
holds the register in tune for an estimated 10-20 years
while the count quietly falls beneath it (Figure 4). This
is compensation, and it is not restoration: the lost cells
are not replaced, the survivors are merely overdriven —
and overdriven cells wear out faster, so the very
o-synuclein, tau and TDP-43 debris medicine reads as
the cause is in large part the residue of that
overwork. The mask holds until the survivors can no
longer cover the deficit, and then it falls all at once,
which is why these diseases seem to arrive suddenly
after decades of silence. The Force of Time finds the
same paradox in the failing lung, where the body
multiplies its oxygen carriers as the air-sacs are deleted,
and in the failing kidney, where the surviving filters
hyperfilter to cover the lost ones — programme
compensation without programme restoration, the
signature of every disease that loses nodes it cannot
remake.

Route 4 — the clock: compensation without restoration hides the loss until 4/5 is gone

100

% of register

2 urviving-carrier-celt
—— measured function (masked)

o 5 10 5 20 25 a0

Figure 4 — The clock. As carrier cells are lost (navy) the
survivors overdrive, so measured function (red) is held in false
tune through the silent decades, then collapses all at once once

loss passes 4/5 = 80%. The protein debris is in large part the
residue of that overwork — which is why reading the drift early,
before the mask falls, is decisive.
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Correction 4 — read the drift early and act
inside the window

Because the loss is masked until 4/5 is gone, the fourth
correction is the one that makes the other three
possible: read the register drift early — the 40 Hz
carrier drift in Alzheimer’s, the falling motor beat in
Parkinson’s — and treat that reading as the call to act,
long before the cascade has spent the population it
would otherwise have saved. This is the window law,
and it is the most sobering and most hopeful at once. A
neurone that has physically died cannot be re-written;
restoration therefore never means raising the dead, but
working through the cells still alive and the progenitors
beside them, which still hold the intact programme in
full. The mercy is in the threshold: because the register
only freezes past 4/5 loss, recovery need only lift the
working carrier back above that line — it need not
rebuild the whole population, only re-cohere the
remnant. The warning is in the clock: every year of
ongoing loss converts a cell that could still be re-written
into one that cannot. The principle is early reading and
action inside the window; the specifics are held in the
Foundation’s reference.

4 The Order Law, the Window, and Five
Doors Into One Corridor

The four corrections are not freely interchangeable; two
laws bind them. The first is the order law: the frozen
aggregate is T-noise, and while it sits on the register it
fouls the very nuclear-receptor machinery that would
re-inscribe the cell’s identity. The residue must be
cleared first; only on a quietened register can the
retinoid/RXR writer be re-enabled to rebuild. Clearance
is the permitting condition, re-inscription is the act it
permits — the same sequence the framework finds in
multiple sclerosis, where the immune attack must be
halted before the myelin writer can re-lay the insulation.
Reverse the order — try to re-write before the noise is
gone — and the new inscription is written onto a fouled
page. This is why a single magic clearance drug has
never been enough, and why a single growth signal has
never been enough: each is half of an ordered pair. The
second law is the window: restoration works only
through living cells, and every year of loss narrows what
can be reached — which is why route 4, the clock,
governs the whole sequence. And one structural fact
underlies all of it: these are five doors into one
corridor. Alzheimer’s enters through amyloid-f and
tau, Parkinson’s through «-synuclein, ALS through
TDP-43, Huntington’s through huntingtin — written into
the gene itself, the door open from birth, which is why it
strikes earliest of all — and multiple sclerosis through
the loss of the myelin  T-insulator, the
conduction-register cousin that fails by the same logic
without an aggregate. Onset age is simply a readout of
how early the first frozen node appears; a germ-line
miswrite starts the clock at zero. Different doors, one
corridor — and so, necessarily, the same four routes and
the same four corrections behind each.
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5 A Note on the Protein — Door, Not
Destination

One point is worth stating plainly, because it has cost
the field a generation of trials. The disease is not the
protein. The amyloid, the a-synuclein, the TDP-43, the
huntingtin — each names the door a given
neurodegeneration enters by, the off-lattice fold at step
one of the cascade. But the corridor past the door —
crystallise, lock, propagate, collapse — is the same in all
of them, which is why one frequency, the 40 Hz carrier,
touches Alzheimer’s, Parkinson’s, ALS and Huntington’s
alike; on the conventional view that is a coincidence,
and on this one it is the expected result of a single
shared register. It is also why amyloid has fallen in
trial after trial and Alzheimer’s has not: clearing the
protein at the door leaves the frozen node, the copying
lock, and the stalled writer untouched. The correction is
therefore never aimed at the protein alone, but at the
register behind it — thaw the node, hold coherence,
re-enable the writer, and read the clock. Name the door
if it helps locate the disease; but treat the corridor.

6 The Resolution — the Clinical Trial Is
the Next Step

With the four routes named and each paired to its
correction, the paper resolves where it must. We have
acknowledged the illness — the slow taking-apart of the
brain, four names for one cruelty, none of them cured;
we have read the problem as four distinct routes by
which one register fails — a protein freezes a node, the
lock copies itself outward, the node-writer stalls so
nothing rebuilds, and compensation masks the whole of
it until most of the register is gone; we have given, for
each, the Force-of-Time correction that would realign it
— thaw the node and clear the residue, hold coherence
to break the templating, re-enable the one shared
retinoid/RXR writer, and read the drift early to act
inside the window; and we have bound them with the
order law that clearance must precede re-inscription,
and the window law that recovery works only through
the living. The 40 Hz (2°x5 = C _Earth/1000) carrier, the
4/5 threshold, the shared writer of Parkinson’s and MS,
the germ-line head start of Huntington’s, the myelin
floor of the conduction cousin — these are not separate
findings; they are one structure read at different scales.
Because each failure is, in its early form, a drift rather
than a deletion, it is in principle a correctable fault. The
only honest conclusion left is the one the whole
structure points to: test them. The four corrections are
stated here as principles precisely because the next step
is not to prescribe them to a reader but to put them to a
clinical trial — to find how to thaw a frozen T-node and
hold a register in coherence, and to re-enable the one
writer that rebuilds the cell, in that order, and inside
the window where living cells still hold the programme.
Do that, and you have not found a treatment for one of
these diseases; you have found the lever under all of
them. We give the mechanism in full and at full
precision, and we stand by the figures.
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Table 1 — The Four Routes and Their Corrections

Each route the Force of Time reads in neurodegeneration, paired one-to-one with the correction that realigns it. Order law:
clearance (route 1) must precede re-inscription (route 3); read the clock (route 4) to keep every correction inside the window where
living cells still hold the programme. The four corrections resolve into the clinical trial.

A protein freezes a node — misfold, crystallise, protein folds off {2,3,5,}; Class II Thaw the node and clear the residue — the 40

lock (the active lesion) frozen T-address Hz = 23x5 re-coherence carrier
5 The lock copies itself — propagation, the a frozen node templates its Hold the register in coherence — break the
“prion-like” spread neighbours along the register templating before it spreads
- - g . genome intact (dXT=0); retinoid/RXR Re-enable the shared writer (PD NURR1/RXR;
3 The node-writer has stalled — no self-repair writer silent MS RALDH2/RXR) — on a cleared register
4 Compensation masks the loss — the clock survivors overdrive; register freezes = Read the drift early (40 Hz carrier; motor beat)

only past 4/5 = 80% loss — act inside the window

Appendix A — Five Doors Into One Cascade

The entry protein and the register it freezes differ; the five-stage cascade and the 40 Hz repair lever are shared. Huntington’s
germ-line miswrite is why it strikes earliest. Every value is a clean {2,3,5} ratio; no prime-7 anywhere.

40 Hz = 23x5 gamma carrier drift

Alzheimer’s amyloid-p + tau memory circuits (earliest sign) acquired (age)
Parkinson’s a-synuclein i:elgl;issttz r;tla—mgra SEeTE frozen register falls to the 3-6 Hz tremor  acquired (age)
ALS TDP-43 motor-neurone register progressive motor-register collapse acquired (age)
Huntington’s huntingtin (CAG) striatum / cortex germ-line miswrite — earliest onset germ-line (birth)
Multiple sclerosis — (myelin loss) myelin T-insulator saltatory leap fails below %2 pm = 1/2 autoimmune

Appendix B — The Diagnostic Numbers as Lattice Addresses

Every healthy rhythm of the brain is a clean {2,3,5,11} form; the only off-lattice value in the disease is the misfolded protein itself.
The physical number is the hero; the lattice form is the address.

Conscious ground-state carrier 40 Hz 23x5 = C_Earth/1000 the gamma beat that thaws the frozen nodes

Fireiers [hes ol (Baiinems) 4/5 4/5 = 80% ;gﬁsreglster holds until past this loss — then the mask
Resting tremor (Parkinson’s) 3-6 Hz ~5 the frozen motor register fallen to a low {2,3,5} node
Myelin saltatory floor (MS) % pm 1/2 below this the conduction leap fails

Misfolded protein off-lattice no {2,3,5,m} factor the door — a fold the field cannot place

Appendix C — The Ledger
Table C1 — Propositions P-ND-1 ... P-ND-10

I

All major neurodegenerations share one mechanism: a T-register cascade triggered by an off-lattice protein misfold that crystallises a
P-ND-1 T-field node into a Class II Frozen T-address. The brain is a register held in coherence at the 40 Hz = 23x5 = C_Earth/1000 conscious
ground state.

P-ND-2 The cascade is five-stage and invariant: misfold — crystallise — lock — propagate — collapse. Only the entry protein at step 1 differs between
the diseases. (ROUTES 1-2 are the cascade’s first four stages; collapse is the endpoint.)

ROUTE 1 — a protein freezes a node (misfold, crystallise, lock): the active lesion is a Class II frozen T-address, a lock and not merely a
P-ND-3 deposit, which is why clearing the aggregate alone leaves the disease. CORRECTION 1: thaw the node and clear the residue with the 40 Hz
re-coherence carrier; the aggregate is T-noise to be quietened, not only a clump.

ROUTE 2 — the lock copies itself (propagation, stage 4): a frozen node templates its neighbours (wrong-configuration copying), grounding
P-ND-4 the “prion-like” spread and the coherent staging patterns (Braak). CORRECTION 2: hold the register in coherence so the template cannot
take — arrest propagation before it reaches the next region.

ROUTE 3 — the node-writer has stalled (no self-repair): the genome still holds the whole programme (dXT=0), but the retinoid/RXR writer
P-ND-5 that reads it out has stopped. The SAME writer stalls in Parkinson’s (NURR1/RXR) and multiple sclerosis (RALDH2/RXR). CORRECTION 3:
re-enable the one shared writer to restart rebuilding — only on a cleared register (see order law).
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ROUTE 4 — compensation masks the loss (the clock): as carriers are lost the survivors overdrive to cover the gap, masking the deficit for an
estimated 10-20 years (Parkinson’s freezes only past 4/5 = 80% loss) while accelerating their own collapse; the a-synuclein/tau/TDP-43
debris is in large part the residue of that overwork. CORRECTION 4: read the register drift early (40 Hz carrier; falling motor beat) and act
inside the window.

P-ND-6

Two failure modes, two levers: the frozen-node cascade (destruction, routes 1-2) thawed by 40 Hz re-coherence, and the stalled writer
P-ND-7 (route 3) restarted by re-enabling the shared retinoid/RXR cascade. Target the frozen address, not only the protein — which is why amyloid
has fallen in trial after trial and Alzheimer’s has not. (Register identity, not a prescribed therapy.)

Compensation-Without-Restoration Law: the same paradox the framework reads in failing lung (P-RESP-7) and failing kidney — programme
P-ND-8 compensation without programme restoration is the signature of every disease that loses nodes it cannot remake. It is why these diseases
hide for decades then arrive suddenly.

ORDER LAW: the frozen aggregate is T-noise that fouls the nuclear-receptor machinery; it must be cleared BEFORE the retinoid/RXR writer
P-ND-9 can be re-enabled. Clearance is the permitting condition, re-inscription the act it permits — the same sequence as multiple sclerosis (halt
the attack, then re-write). The order cannot be reversed.

WINDOW: a physically dead neurone cannot be re-written, so restoration works through surviving cells and local progenitors that still carry
the intact programme (dXT=0); because the register only freezes past 4/5 loss, recovery need only lift the working carrier back above
threshold, not rebuild the population — but every year of ongoing loss converts re-writable cells into unrecoverable ones. Five doors, one
corridor: AD (amyloid/tau), PD (a-synuclein), ALS (TDP-43), HD (huntingtin, germ-line — earliest), MS (myelin T-insulator). The precise
corrective frequencies and sequences are calculated and held confidentially pending trials under Foundation supervision. The four
corrections resolve into the clinical trial.

P-ND-10

A Note on the Numbers

A note on the numbers. Throughout this paper a quantity is given first as the plain physical value a clinician would measure — a
frequency, a thickness, an onset age, a fraction of cells lost — and only then, in brackets, as its place on the {2,3,5,m} lattice.
The lattice form is not a unit and carries no powers of ten of its own: a T-value is one number that wears different clothes in
different registers, appearing as a beat in the brain here, a span of time in the heavens there, a mass in a nucleus somewhere
else. It is why the 40 that beats the conscious ground state is the same 40 that rings the Earth in thousands of kilometres. We
do not "solve to a power" in a single dimension. The bracket is simply the address; the physical number is the thing you can
hold. When a value is a prime — when it has no {2,3,5,11} factor at all — that is not a number on the lattice but a number off it:
the signature of a value that has drifted off its node. In these diseases the off-lattice value is the misfolded protein itself; every
measured rhythm of the healthy brain is a clean {2,3,5} ratio.
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The Daubney Foundation is in ongoing discussions with medical establishments regarding clinical trials of Universal
Force of Time solutions to the conditions described in this paper. Any institution or researcher wishing to put
themselves forward for participation in these trials is invited to make themselves known through:
thedaubneyfoundation@gmail.com
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