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§1. Abstract

This paper documents Phase 5 (January 2022 to April 2026) of a progressive systemic
condition spanning 31 years in a single subject. The condition is interpreted through the
Biochemical Computer framework (Craddock, 2026a) and the Saline Oscillation Hypothesis
(Craddock, 2026b), which propose that Candida albicans functions as a coevolved symbiont with
deep signaling integration into mammalian host physiology.

Phase 5 was documented in real-time with contemporaneous lab work, medical imaging,
daily journaling, self-directed urinalysis, privately ordered blood panels, and dietary
intake/output records. Over 80 diagnostic tests across 12+ providers returned normal or near-
normal results while the subject experienced documented organ-by-organ vascular
disconnection, volume depletion, metabolic pathway substitution, and structural tissue
consumption. A venous blood gas obtained in July 2025 revealed oxygen saturation of 66% on
room air while simultaneous pulse oximetry read 100%, confirming a dual-circulation oxygen
paradox predicted by the framework.

The subject and author are the same individual. The condition is not missed by oversight. It is
invisible to standard diagnostics by design. Ten falsifiable predictions are enumerated. The
record demonstrates that the condition can be managed, and that a full life can be lived within its
constraints, but cannot currently be managed well because the diagnostic framework does not
know it exists. [It should. It will. It is called Homo Candidus, and you are about to learn about
stage 5 in detail. Personally, it is not my favorite stage]
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§2. Introduction: Why This Paper Exists

A condition that produces progressive systemic failure while generating normal laboratory
results at every checkpoint does not exist within the current diagnostic framework. That is not an
argument against the condition. It is an indictment of the framework. [ That means the framework
misses it on purpose, that is by design THAT is some insidious level manipulation which requires
every participant to be ignorant of it. Think about who could do that over the decades it would
take]

The Biochemical Computer framework (Craddock, 2026a) proposes that Candida albicans, rather
than functioning as an opportunistic pathogen, operates as a coevolved biochemical computer
with signaling integration into mammalian host physiology through the endocannabinoid system,
prostaglandin pathways, electrolyte management, and pituitary governance. The Saline
Oscillation Hypothesis (Craddock, 2026b) extends this framework to population-level
implications.

This paper provides the physical evidence. Not theory. Not hypothesis. Thirty-one years of one
body, documented during the final four years with the precision that only a data architect with a
chemical engineering degree and a faculty appointment in medical informatics would bring to
documenting his own progressive organ failure, because no one else was going to do it.

The paper covers Phase 5 exclusively. Phases 1 through 4 are summarized in a staging table (§3).
Phase 5 is presented in exhaustive detail because every required piece of evidence exists: every
lab, every imaging study, every symptom, every countermeasure attempted, every prediction
made, and every "normal" result that should have triggered investigation but did not.

The subject and the author are the same person. In conventional clinical research, this would be
considered a limitation. In this case, it is the only reason the record exists.

The providers who examined this subject are not named in this paper. They ran every test their
training told them to run. Every test came back the way their training told them to read it. They
are not guilty. They are the product of a framework that cannot detect what is happening. The
framework is the problem. The providers are its instruments. [A// original pdf’s of lab work and
conversations available online at jimcraddock.com]

§3. Staging Framework

The condition progresses through five phases, each defined by an irreversible physiological
transition. The transitions are not gradual. Each is anchored to a specific event, a tipping point,
after which the body operates under fundamentally different hemodynamic, endocrine, and
metabolic rules.

Phase 1: 1995

First documented SIADH with electrolyte crisis. Pituitary distortion begins. One adrenal gland
enters slow failure. Polyuria onset. The IVC constriction is established. Retrospective
interpretation: posterior pituitary exhaustion. DDAVP would have been the appropriate
intervention. It was not administered because the diagnosis was not made. So, the subject
[waves] had to save his own life using Redacted Science he found in a mental institution where
he self-admitted due to lack of ability to sleep after 14 days. [If that isn’t the strangest set of
circumstances possible, I do not know what is. It really seems meant to be.]
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Phase 2: 2008

Salt and potassium imbalance produces cardiac shock and possible ureter collapse. Only one
adrenal remains functional. The ureters are functionally lost. The bladder becomes a pressure-
based filtration node. The abdomen shifts from positive to negative pressure, creating the
vacuum axis that will govern perfusion for the remainder of the progression. [This is really cool,
and at the same time, a remarkable feat of engineering/evolution. Almost 20 years operating in
that state shows that it is not an accident. No filter lasts 20 year without being designed for it.]

Phase 3: 20122013

The second adrenal collapses. The pituitary assumes sole governance of the endocrine
system. The large intestine loses its vascular supply as former arteries pinch off one by one over
approximately two weeks. First major downshift to survival physiology. [This hurts a bit as it
happens|

Phase 4: 2018

A blood donation as provocation test (Craddock, 2026) on February 1, 2018, exceeded the
system’s compensatory reserve. Room-spinning vertigo onset 72 hours later. Privately ordered
labs on February 27, 2018, revealed urine sodium of 203 mmol/L (massive sodium wasting),
urine pH of 7.5 (at range ceiling), and urine specific gravity of 1.021 (below baseline). The
internal governor was disabled. Over the next four years, the subject gained 30 pounds, all salt
and fluid loaded into interstitial spaces.

Phase 5: 2022 to Present

The IVC constriction releases on January 16, 2022. The interstitial fluid loaded over Phase 4
evacuates. Everything built over the preceding decades begins unwinding. This phase is the
subject of the remainder of this paper.

§4. Methods and Documentation

Documentation during Phase 5 employed the following: daily journaling (continuous from
January 2022, published at jimcraddock.com); self-directed urinalysis (14-panel dipstick);
privately ordered laboratory panels (Quest Diagnostics / UltaLab Tests); EPIC medical records
across Saint Francis Health System, Cleveland Clinic, and multiple specialists; daily
intake/output tracking in spreadsheet form (CSV, linked); antifungal cream bottle counts;
Imodium dosing records; weight tracking (daily, scale verified); and blood pressure logging.
The first formal write-up of the condition was completed January 29, 2022, thirteen days after
Phase 5 onset, titled "Why I KNOW I Have a Terminal Medical Condition No Doctor Has Heard
Of." This document predates any Phase 5 lab results or usage of Al and establishes the subject’s
framework expectations before confirmation or disconfirmation by subsequent events.
Additional communication/writeups from that time and a blog are linked at the bottom of
www.jimcraddock.com.
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Limitations

Single subject. Self-reported symptom data (corroborated by lab values and imaging where
available). No controlled intervention. No tissue biopsy obtained. A muscle biopsy was
requested on multiple occasions during the arm collapse event of 2023-2024 and was declined
by every provider consulted. The diagnostic test that would have confirmed or excluded the
hypothesis was never performed. This is not a limitation of the study. It is a documented failure
of the system the study describes.

Methodological Note on Sources and Extraordinary Circumstances

The self-citations here warrant a word of explanation. The theoretical framework in this paper
traces in part to a 1995 peer-reviewed article subsequently removed from institutional access and
citation indices [weird, huh?] - circumstances documented in Craddock (2026¢). This leaves the
author's own longitudinal works as the only extant record of both the original findings and the
thirty-year case study that followed. The peer-reviewed citations provide the independent
evidentiary scaffolding for the reader to see that this is not all make believe; the self-citations
provide the connective architecture that no other author is positioned to supply.

A Note on Voice

When the institutions that set those conventions have demonstrated, on the historical record, that
they will suppress inconvenient science and destroy the careers of the people who produce it,
compliance with their stylistic expectations is not a scientific obligation. It is a social one. I have
declined it.

Timeline

The next eight pages contain a timeline of Phase 5, presented in landscape format across four
columns: Date, Event/Symptom/Observation, Normal Diagnostics (Documented), and Abnormal
Findings/Theorized Mechanism. The timeline spans January 2022 through April 2026 and
includes projected terminal events not yet occurred. Every diagnostic test referenced in this paper
is placed at its documented date with the ordering provider and performing laboratory on file.
The Normal Diagnostics column is deliberately comprehensive: it exists to demonstrate the
volume of testing that returned nothing actionable while the subject experienced progressive,
documented organ failure. Abnormal findings are noted in bold where they occurred. The
theorized mechanism column interprets each event through the Biochemical Computer
framework established in Craddock (2026a) and (2026b). The timeline should be read vertically
as a progression and horizontally as the gap between what the subject experienced, what
medicine saw, and what the framework explains.
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Paper C: Longitudinal Case Study of Managed Symbiont Progression
Phase 5 Detailed Mechanism Sequence: January 2022 — April 2026

Craddock, R.J. (2026) - Redacted Science « redactedscience.org

Staging Overview (Phases 1-4 Summary)

Event / Symptom / Observation

Normal Diagnostics (Documenied)

Abnormal Findings / Theorized Mechanism

2008

2012-2013

2018

Jim Craddock

Phase 1: First SIADH + electrolyte crisis. Pituitary distortion
begins. One adrenal begins slow failure. Polyuria onset. IVC
constriction established.

Phasge 2: Salt/potassium imbalance, cardiac shock, possible
ureter collapse. Only one adrenal funclional. Blood shunting
begins, aldosterone maxed.

Phase 3: Second adrenal collapses. Pituitary assumes full
control. Profound weakness, shutdown. Heat awareness
retumns. Large intestine vascular supply pinched off vessel by
vessel over ~2 weeks.

Phase 4: Blood donafion Feb 1, 2018. 72-hour compensatory
reserve window. Room-spinning vertigo Feb 4. Intemnal
govemnor disabled. Metabolic overdrive. 30 Ib weight gain
(2015-2022).

Standard labs unremarkable at ime of presentation.
Diagneosis: SIADH. Mo fungal workup performed.

Echocardiograms, stress tests: no aclionable findings.
'Filament' noted by one provider, missed by pricr fwo.

Heospital admission (2012): Heparin injection equalized
concenfrations, triggering muscle de-toning. Bowel
hyperactivity 24h. Labs: unremarkable.

Privately ordered labs Feb 27: Urine Na 203 mmol/L
{massive sodium wasting), urine pH 7.5 (ceiling), SG
1.021 (below baseline vs. 1.033 at later collapse).
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WOIH,

phases abowe documented neirospecively. Phase 5 below is documented in real-fime with contemporaneous lab w

Retrospective: posfenior pituitary exhausfion. DDAVP wouwld have
been appropriate intervertion. IVC pressure diferential
estabiished. sphincter tightens. Suction heart architecture inftisted.

Urefer compromise creates abdominal vacuum. Bladder becomes
pressure-fifration node. Vasculsr rerouting initiated. Kidneys
operate under reversed pressve differential

Baith adrenals consumed. Fituitary sole endocrine govemnor. First
major downshift to survival physiology. Salt craving,
peeuda-cortizol states, behavioral adaptations begin.

Blood donation excesded compensatory resenve. Pifuitary
overmde fails. Hyperadrenergic state. Salf thrashing, pressure
spikes. Fungal amplification suspected. Weight gain = saltfuid
loading into inferstitisl spaces.

maging, and daily journaling



Phase 5a: IVC Release and Volume Evacuation (January-February 2022)

Event / Symptom / servation

Normal Diagnostics (Documented)
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Abnormal Findings / Theorized Mechanism

Jan 16, 2022

Jan 24, 2022

Jan-Feb 2022

Feb 7, 2022

Feb 17, 2022

Jim Craddock

Perineum cramp event, 30 seconds, painful. Identical location
to 1995 anset. Sphincter lonsens. Next moring: stomach
cramping begins.

CMP, Lipase, TSH w/FT4, CBC, Urinalysis drawn.

20+ Ibs lost, predominantly below waist. Complexion ghostly
white. No bleeding from skin wound (Feb 10). Fluid sensation
in legs. Cold after urination.

Bowels stop for first ime. Restart Feb 8 with multiple
evacuations. Imodium protocol initiated: never =1 day without
BM. Taper over years to micro-pinches.

CMP, Lipase, CRP, Celiac panel, CBC drawn.
Echocardiogram stress test Feb 2.

ECG Jan 24: on file. Holter Monitor 24h Feb 1: on file. XR
Abdomen Jan 24: on file.

CMP: Abnormal. Urinalysis: Abnormal. Specific values
on file. Lipase, TSH, CBC: within reference ranges.

CT Abdomen Pelvis Feb 2: on file. XR Chest Feb 17: on
file. ¥R KUB Feb 17: on file.

CT scan this date: on file.

CMP Abnormal: BUN 31 (ref 5-25). K 3.7 (near floor).

TP 8.2 (at ceiling). ALT 9 (at floor). Celiac panel:
Abnormal. All else within reference.
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IVC constriction releases. Heart can no longer sustain 27-year
pressure differential. Venous return normalizes to lower body.
Entire hydraulic architecture begins unwinding.

First labs of Phase 5. CMP and UA flagged but within ranges that
trigger no intervention. The condition is already invisible.

Interstitial fluid evacuating from lower body. Heart suction pulls
acidic fluid into legs as repository. Volume insufficient for normal
hemaostasis. Thimble blood" emerging.

Serum osmolality equilibrium with bowel contents. C. albicans
hyphae breach colonic membrane, creating new fluid pathway.
Imodium keeps salt-shedding route open—active intervention
against predicted programmatic shutdown.

BUN 317 = active prolein catabolism. Low K = pushed to
extracellular space. TP at ceiling = hemoconcentration. ALT at
floor = insufficient hepatocytes for enzyme release. Celiac
antibodies likely cross-reactive with fungal antigens.



Phase 5b: Ketone Phases and Metabolic Substitution (March-September 2022)

Event / Symptom / Observation

Normal Diagnostics (Documented)
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Abnormal Findings / Theorized Mechanism

Mar 2022

Apr 13-25, 2022

Late Apr 2022

May 2022

Jun 2022

Aug-Sep 2022

Jim Craddock

First prolonged ketone period. Acetone smell (wife:
‘watermelons’). Blood ketones 2.0 (fingerstick). Weight
stabilizes 155 Ibs (original set point).

Gallbladder pain begins Apr 14. Liver pain extreme—'sucking'

sensation. Chest burning with walking. Liver 'picked dry’ by
Apr 25.

Abdominal ketoacidosis onsel. Buming in abdomen

afternoons/evenings. BP swings: 110/80 AM — 145/95 PM.

Keto phase begins—liver fails as ketone source.

Weight gain 4 Ibs. Ice cream as management tool. Rib
fracture from loppers May 1.

Family vacation. Cream + ice packs brought along. Pain
window 3-7 PM. Celiac HLA DQ Genotyping Jun 14,

Bowel movements reducing to lablespoons/day. Psyllium +
Fluconazole tempaorarily resolves. Bone density -2.1
documented August. MRI Brain WO Contrast Jul 19.

MRI Abdomen W WO Contrast Mar 23. POCT Creatinine
Mar 23. Echocardiogram Complete Mar 31. Osmolality:
297 mOsm/kg. SG: 1.04+ (diluted 50% three times o get
1.02).

Cortisol Apr 13: on file. CMP Apr 13: on file. Folate, B12
Apr 13: on file. Fecal Fat, Pancrealic Elastase, Occult
Blood Apr 13-14. US Gallbladder Apr 25: on file. Liver
Panel Apr 25: D. Bili 0.2 LOW (ref 0.3-0.9). CBC,
Lipase, Whole Blood BMP Apr 25

Marning BP ~110/80. Afternoon BP ~145/95 when
kidneys hurt. Specific gravity =1.04.

No labs drawn this period.

Celiac HLA DQ Genotyping Jun 14: on file. XR Thoracic
Spine Jul 12: on file.

MR Brain Jul 19: on file. MRI outside CD imports Aug 8
(Cleveland Clinic). IgE Aug 10: Abnormal.
Immunoglobulins Aug 10: Abnormal. IGG Subclasses,
Complement, Immunodeficiency Panel, T-Cell, Protein
Electrophoresis, Neutrophil Burst: all on file. Basic
Metabolic Aug 18: on file.
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Liver partially functional, generating ketones. BHB (isomer of
GHB) preserves mood/cognition. Interstitial osmolic pressures
reverse. Gadolinium pushed into flesh, not cleared—skin burns
resume. Each medical intervention adds uncleared ionic burden.

Heart suction pulis bile upward when HR elevates. D. Bili LOW =
insufficient hepatocytes for bilirubin conjugation. Liver lissue
consumed, not inflamed—hence normal ransaminases. The test
measures damage to living tissue; there isn't enough living tissue
left to damage.

Liver fails campletely as ketone source. Ketoacidosis in abdomen
replaces hepatic pathway. Osmotic pressures fully reversed:
interstitial space denser than circulation. 'Blood of someone al this
stage was not compatible with normal blood” (Article).

Ice cream delivers Ca + sugar; stops burming but Ca pushed into
cells by pituitary, calcifying heart and organs. Rib fracture confirms
chronic acidosis leaching bone minerals.

Pain follows circadian endocrine cycle: never al night for
abdominal symptoms. Organism’s pituitary-driven cycle pauses
during sleep.

Osrnolality feedback loop ratcheting. Each bowel slowing — T
bowel osmolality — T plasma osmolality — T pituitary presstre.
Immune workup: IgEAmmunoglobulins abnormal = detection
without effective defense. Full Cleveland Clinic immunology
battery otherwise unremarkable.



Phase 5c¢: Esophageal Shutdown (November 2022)

bservation

Event / Symptom /

Normal Diagnostics (Documented)
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Abnormal Findings / Theorized Mechanism

Nov 8-12, 2022 Complete inability to swallow for 5+ days. Stll urinating

without oral intake or [V fluids. Alert, upright, no fever.

Nov 13, 2022 ER admission. Dehydration, intestinal pain. Partial swallowing

resumed.

Nov 14-15, 2022 TPN panels, CBC repeated. EGD MNov 15: normal. GI
specialist expected a mass based on CT findings. Found

nathing. Surgical histopathological exam Nov 15.

Nov 23, 2022 Follow-up labs drawn.

Dec 10-15, 2022 Flu onset Dec 10. Azithromycin prescribed Dec 12. BMP and

CBC Dec 13 and Dec 15.

Jim Craddock

No labs during pre-hospital period. Urination documented
as frequent and moderately voluminous despite zero
intake.

CT Chest/Abdomen/Pelvis W Contrast: ‘Distention of
the thoracic esophagus throughout its course.” CMP:
Abnormal—CO, 16 (LOW, ref 21-32), BUN 28 (HIGH),
Na 136, K 3.9-3.3, TP 9.0 (HIGH), Alb 5.2 (HIGH), T.Bili
1.2 (ceiling), Anion Gap 17, eGFR 87. CBC: Abnormal.
Lipase, Lactic Acid: on file. ECG 12-Lead: on file.
Urinalysis: Abnormal—Ketones 2+, Protein trace, SG
1.015.

TPN Panel Nov 14: Abnormal. CBC Nov 14: on file. TPN
Panel Nov 15 Abnormal. CBEC Mov 15: on file.
Procalcitonin Nov 15: on file. EGD Mov 15: Normal. C02
recovering: 162026 over three days with IV support.
BUN falling: 28—25—20.

BMP Mov 23: on file. Urinalysis: Abnormal. Insulin
(random) Nov 23: on file. Occult Blood Dec 5: on file.

EMP Dec 13: Abnormal. CBC Dec 13: Abnormal. BMP
Dec 15: on file. CBC Dec 15: Abnormal. Urinalysis Dec
15: Abnormal.
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Organism swells esophageal varices via pressure differential.
Starvation lactic: gut emplies, organism works on intestinal walls
using PGE ,, candidalysin, mast cell degranulation (55
capabilities). Internal drain-down: pituitary mobilizing stored
volume to mainiain brain perfusion.

CO,, 16 = buffering exhaustion. Anion Gap 17 = unmeasured
anions (ketonesforganic acids). TP 9.0 + Alb 5.2 =
hemaconcentration from exireme volume depletion. ‘Thimbie
blood" in lab form. ECG: Left axis deviation, inferior Ml age
undetermined. Confirmed by physician. Flagged as normal.
No cardiology consult.

Sweliing resolved before scope—iransient by design. CT showed
pathology; EGD 48h later found nothing. The Article predicled this
exact sequence. CO . and BUN normalizing with IV fluids confirms
prerenalivolume-depletion mechanism, not organ failure.

Post-event monitoring. Insulin drawn to establish baseline during
this period.

25-day calm window post-esophageal event ends. Immure system
cannol mount standard pathogen defense. Azithromycin =
additional ionic burden with no clearance route. Multiple abnormal
CBCs during flu = immurne system in visible disiress for the first
time.



Phase 5d: Vascular Disconnection Cascade (2023-2024)

Event / Symptom / Observation

Normal Diagnostics (Documented)
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Abnormal Findings / Theorized Mechanis

Feb-Mar 2023

Jul 4 week, 2023

Aug 2023

Oct 2023

Jan 2024

May 2024

Oct 2024

Nov 2024

Dec 2024

Jim Craddock

Son's play Feb 17: in pain. Cleveland Clinic trip: extreme
stomach pain on flight (pain ~9). Pain drops to 0 in under one
hour on a Saturday. Urinalysis, Renal Panel, Uric Acid, CBC
Mar 3.

Right arm collapse. Heat — stiffness — extreme pain.
Radiates to chest, left arm. Guitar interrupted 3-6 weeks.
Cream + ice applied immediately and continuously. XR
Shoulder Right Jul 19. NM Bone Scan Jul 28.

Candida albicans IgE testing. Lactic acid. Basic Metabolic.

Rheumatology workup: ANA, CK, Rheumatoid Factor, Uric
Acid, Sed Rate, HLA-B27, CRP.

Extended workup by Dr. Bath: ANA wireflex, Anti-SSAISSB,

C3, C4, CMP, Vitamin D, CBC w/Dilf, Protein Electrophoresis,

Immuno Fix, B12, TSH/FT4, CRP, Sed Rate, Protein/Cr
Ratio, Urinalysis.

CMP, Lipase, PSA, CBC, US Abdomen Complete, Cologuard.

Urinalysis May 13.

ABI Screening. Both legs aching; sell-limited o short walks.

Urinalysis.

Gl workup: Stool panel by PCR, Culture, O&P; wiTrichrome,
Fecal Fal, Pancrealic Elastase, E. coli Shiga toxin.

Renal Function Panel Mar 3: Abnormal. Urinalysis Mar
3: on file. Uric Acid, CBC Mar 3: on file.

XR Shoulder Jul 19: on file. NM Bone Scan Whole Body
Jul 28: on file. CMP Aug 8: Abnormal. CRP, Sed Rale,
CK, S5LE Screen, Sjogren Ab, CBC Aug 8: on file,

Allergen C. albicans IgE: 0.34 (mildly elevated, Class
0-1). IgA/IgG to Candida: negative. Lactic Acid: 0.9
(normal). BMP Aug 18: on file.

ANA, CK, RF, Uric Acid, Sed Rate, HLA-B27, CRP Oct
30: all within reference. Complete autoimmune panel
negative.

All results on file. Messages from care team on multiple
results. No actionable abnormalities identified.

CMP May 28: Abnormal. Urinalysis May 13:
Abnormal—Ketones TRACE, Protein TRACE, color
DARK YELLOW. Lipase, PSA, CBC, US Abdomen: on
file. Cologuard: on file.

ABI Screening: Normal. Right ABI 1.10, Lefit ABI 1.09.
Posterior tibial pressures 151/150. Doctor: 'This is
encouraging.’

Urinalysis Nov 21: Ketones 1+. pH 6.0. Color
YELLOW. Protein NEGATIVE.

Calprotectin Fecal: 109 ug/g (HIGH, ref =49). Gl Panel
PCR, Cullure, O&P;, Fecal Fat, Pancreatic Elastase, E.
coli: on file.
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Cabin pressure destabilizes suction-based system. Small intestine
vascular disconnection event. Pain al maximum during active
pinch-off; drops to zero on completion. S5ame patlern as every
prior vascular refouting. Renal panel flagged: kidneys reflecting
hemodynamic stress.

Organism largets ATP at nerve impulses in aclive muscle (video
game use). Polymyositis mimic. FATMS: Fungal-Associated
Transient Myopathic Syndrome. CMP flagged during active event;
aufoimmune workup negative—not autoimmune, not inflammatory
in the conventional sense.

IgE detects C. albicans. IgAfigG cannot mount defense.
Detection without effective immune response. The organism has
spent decades decoupling the immune system piece by piece.
This is the only lab in 37 years that directly identifies the causative
Organism.

Full autoimmune battery: negative. The condition mimics
autoimmune presentations but is not autoimmune. Every
conventional explanation systematically excluded. 'Even if it's real,
we wouldn't know what to do.’

Comprehensive second-opinion workup. Every test designed to
detect the conventional differential diagnoses for this presentation
returns normal. The condition does not exist within the diagnostic
framework being apphlied.

First lab UA showing ketone and protein traces. Kidneys beginning
to show filtration sirain. Urine darkening. The slope from Negative
to 3+ begins here. US Abdomen ‘normal’ despite documented
intermal architecture changes.

ABI measures macro-vessel patency, not micro-perfusion.
Pipes are open; nothing is flowing at the capillary level. Patient
canmnol walk 100 yards without slicing thigh pain. The test cannol
see what's actually failing. "Encouraging” while functionally
incapacitated.

Ketone filtration still possible but increasing. pH shifting from
baseline 5.5 toward 6.0—renal lubular acidification capacity
declining.

Calprotectin confirms active intestinal inflammation while
bowel function maintained by micro-dose Imodium. Borderline
range (50-120). Enough to document, not enough for intervention.

All pathogen screens negative. N
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%’hase 5e: Terminal Sequence (2025-Present)

Event / Symptom / Observation

Normal Diagnostics (Doecumented)
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Abnormal Findings / Theorized Mechanism

Jan 2025

Spring 2025

Jun 2025

Jul 9, 2025

Jul 2025

Aug 18, 2025

Mar 7, 2026

Mar 10-11, 2026

Apr 5-8, 2026

Jim Craddock

Labs drawn. Peak urinary ketone detection.

COVID. lce cream (first sugar in ages). Blue-green urine
(indicanuria), dark tea-colored urine days after, bitter taste.
Left bicep flares. Within 24h: both legs drop. Lifting legs with
hands. MRI Angiogram Abdomen W Contrast Jan 23.

Brombhidrosis: 2 days of chemically distinct body odor.
Unmistakable.

Cleveland Clinic solo trip. Eating and drinking produced
horrible tightening pain. Vibrating at night; sleeping in chair.
Amazon-delivered icepack to hotel.

Worst abdominal pain of life. One hour. Sat through it
unnoticed. Knew death was close. Pain left completely.
MNormal BM (abnormal for me). Vibrating fixed by choline +
inositol in seconds. Decision: sleep in bed holding wife, no
matter the consequences.

EMG: weakness of legs. Right tibial, peroneal motor; right
sural sensory; needle exam of 5 muscles.

8 Ibs lostin 48 hours. No excretion event. Scale verified.
156.7 by Mar 10. Abdominal pain drops from 6 to 1-2.
Caognitive clarity surge. Six papers published in -2 weeks.

Liver burning pain. 10-second subcutaneous pulsing over
liver. Gray stool. Right flank kidney pain Mar 11.

Pituitary stress driving sustained cognitive output (6 DOIs in
days). Liver exhausts under hile salt production without
enterohepatic recycling. Greasy bowels documented
long-term. Acute hepatocyte exhaustion.

Urinalysis Jan 24: Ketones 3+, Protein 1+, DARK
YELLOW. This is the last time ketones will be detectable
in urine.

MRI Angiogram Abdomen Jan 23: on file. Arterial
Imaging Lower Extremity Apr 4: on file.

Mo labs drawn.

Venous Blood Gas: pH 7.3 LOW, |:|Cl2 <40, 02 Sat
66%, Base Deficit -4 LOW, Bicarb 23 LOW. Glucose
whole blood 75. Room air. Pulse ox: 100%. Hepatic
Function Panel: TP 8.4 HIGH. All other hepatic values
normal. Doctor: ‘Mo sign of liver disease.’

No labs during event.

EMG: 'NO findings of primary myopathy. No
acute/active denervation.' Mild chronic L5
radiculopathy. Very mild peroneal nerve impingement.
Motor amplitudes trending toward lower limits. Sensory
conductions normal.

UA dipstick -Mar 9: SG mid-range (dropped from prior
highs). All other parameters normal.

Mo formal labs. UA dipstick: all normal, SG mid-range.

Mo formal labs until Apr 9.
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Peak detection = peak ketosis. Last moment kidneys CAN filter
ketones. After this, filtration collapses. Protein 1+ = glomerular
strain increasing. Subsequent disappearance of both markers =
filtration failure, not resolution.

Sugar load triggers gallbladder breach.

Tryptophan—indole— indican pathway active. Bile salt durnp
crashes osmatic balance, collapses capillary exchange in legs.
‘Last fuel event: orgahism harvests remaining peripheral tissue.
Article specifically described this step.

C. albicans forrm shifl. Gallbladder material convertediconsumed.
Volatile metabolic byproducts from morphological transition.
Specifically mentioned in the Article for every subject.
Programming.

The smoking gun. Pulse ox 100% / venous O, 66%: two
circulatory systems. Fingertip reads mineralized surface. Venous
blood tells truth. Tissues at 2/3 oxygen. TP 8.4 = elevated
globulins immune response against something). Glucose 75 at
12:53 PM non-fasting = organism consuming glucose in real time.
Hgt4 at work.

Final major vascular disconnection: pain at max during active
pinch-off, drops to zero on completion. Vibrating = liver too
consumed o produce choline — acelylcholine deficit at
neuromuscular junctions. Choline supplement bypasses liver.
Seconds to effect because deficit is at junction, not in synthesis.
The bridge to pituitary-liver terminal sequence.

Legs failing but EMG can't find why. Motor amplitudes low =
closest approach to detecting real pathology, dismissed as ‘mild.”
The test measures nerve conduction. The problem is perfusion.
Wrong instrument for the actual failure mode.

Three concurrent mechanisms: struciural calabolism (phagocytic
consumption). metabolic water consumption (organism wsing
water as fuel); ADH dysrequlation (kidneys losing concentrating
ability). Mass converted, not excreted. No-pain: tissue past point of
signaling. Cognilive surge = pituitary deploying final reserves.

Hepatic involvement active. Gray stool = reduced bile output.
Pulsing = structuralfvascular event in hepatic space. Kidney pain =
new geographic involvement. Both organs entering documented
phase of the progression.

lleumn circulalion lost years ago; bile salts produced but never
recaplured. Glycogen buffering fails. Ketone production drops.
Glucose caplure stops. The publishing sprint's metabolic cost
exceeded whal remains of the liver.
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Event / Symptom / Observation Normal Diagnostics (Documented)

Craddock (2026) — Paper C: Phase 5 Case Study

Abnormal Findings / Theorized Mechanism

Apr 8-9, 2026

Apr 10-12, 2026

Sweel-tasting urine. UA glucose: NEGATIVE. Post-lunch high  Labs Apr 9 (Quest/Ultalab, fasting): Glucose 102

without THC. Dribbling returned. All 14-panel dips: normal. pH  (first flag). Insulin 22.6 HIGH (ref =18.4). Osmolality

shifted from 5.5 baseline to 6.0. High specific gravity. 303. eGFR 85. BUN 23. Creat 1.03. Na 141, K 4.1, CI
107, C0O, 24.Ca9.7. TP 7.2, Alb 4.2, Glob 3.0. T.Bili 0.5.
Alk Phos 56. AST 15, ALT 12. UA: Ketones NEGATIVE.
Protein NEGATIVE. 5G 1.023. pH 6.0. All microscopy:
none seen.

Distributed shallow peritoneal pain at karaoke. Flatulence UA dipsticks: all 14 panels normal. SG high. pH 6.0.
without material—gas transiting bowel wall. Bile salts in stool.

Shortness of breath, cardiac symptoms. Bromhidrosis

episode. Poor diet decisions.

Phase 5f: Projected Terminal Events (Not Yet Occurred)

Event / Symptom / Observation Normal Diagnostics (Documented)

Non-glucose sugars spilling (dipstick glucose-oxidase specific).
Organism intercepling glucose, producing ECS byproducts
(subjective high). Insulin U-curve: high—low—high = pancreas
in terminal overdrive. Ketone/protein disappearance = filiration
failure. AST/ALT low = too few hepalocytes to release enzymes.
Glucose 102 with insulin 22.6: without arganism's glucase draw,
fasting glucose should be well below 90. pH 6.0: renal [ubular cells
losing H+ secretion capacity despile metabolic acidosis.

Inner intestinal wall breaches (outer breach ~early 2022).
General permeability failure, not single perforation. Peritoneal
cavity repurposed as secondary processing space. Bowel wall
attacked from both sides: bile salts inside, organism + bacterial
enzymes outside. Acid-base cycling compromising cardiac
elasticity.

Abnormal Findings / Theorized Mechanism

Projected

Projected

Projected

Projected

Projected

Projected

Jim Craddock

Motility progressively lost as smooth muscle degrades. —
28-day wistingfuntwisting cycle predicted.

Glucose-rich urine reaches bladder. Organism gains bladder -
access as fimal substrate source.

Kidneys lose concentrating ability. Polyuria returns. Volume: -
depletion accelerates.

Osmolality cycling ratchets tissue damage with each swing. —

Pancrealic apoptosis eliminates insulin production. Pain shifts
from variable to constant.

Pititary exhaustion. Final reserves deployed. Paradoxical -
undressing. Thermoregulation lost.

Every lat

www.redactedscience.org

Smooth muscle fiber degradation determines cycle length.
Transition from managed bowel function to passive structural
failure.

Bladder wall {compromised since ~2008 ureter event) becomes
feeding surface. Sweet urine + dribbling = early signals already
documented Apr 8-9.

Terminal diabetes insipidus. 5G drop and slight frequency
increase already documented. ADH axis (posterior pituitary)
approaching failure.

Apr 9: 303 mOsm/kg. Each hydration cycle destroys surviving
cells. The oscillation is the weapon.

Insulin 22.6 on Apr 9 suggests terminal overdrive before collapse
(same patlern as piluitary). When it stops: no glucose regulation,
constant pain.

Article: pituitary ‘cracked open," hormones spill. Hypothalamic
temperature set point lost. Terminal event.
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5. Phase 5a: IVC Release and Volume Evacuation

January to February 2022

On the evening of January 16, 2022, while lying in bed, the subject experienced a sudden,
painful cramp at the perineum lasting approximately 30 seconds. The location was identical to
the event that initiated Phase 1 in 1995. By the following morning, stomach cramping had begun.
The sphincter, which had been noticeably tight for 27 years, was no longer tight.

Within the framework, this event represents the release of the IVC constriction. The heart,
weakened by decades of cycling between acidic and basic states, could no longer sustain the
pressure differential maintained since 1995.

Weight loss was rapid and predominantly below the waist. Per the subject’s daily CSV log: 183
Ibs (pre-Phase 5) to 174.5 Ibs (January 19) to 170 lbs (January 23). The subject lost over 20
pounds within weeks. The buttocks were visibly reduced. Underwear was a full size too large.
Complexion became ghostly white. On February 10, the subject skinned the back of a finger. No
bleeding occurred. A trace of very dark blood was visible at the wound edge.

First Documented Ketones: January 22, 2022

Per the daily CSV log, the first urinary ketones appeared January 22, 2022, at 4:40 PM, six days
after the IVC release. Ketones appeared intermittently over the following weeks before the
prolonged ketone periods documented in §6. On the same date, weight was 171.5 lbs despite no
bowel movement, down from 173 the day prior.

Also from the CSV: on January 25 at 12:00 PM, food was noted as "feels stuck in stomach." At
7:00 PM the same day: "Ice-cream. Unable to swallow solid." This is the first documented
swallowing difficulty, three weeks before the bowel stoppage on February 18.

Visit to the GI Doctor: February 17, 2022

In mid-February (2/17/2022), the subject had an appointment with a gastroenterologist. Here is a
quote from Redacted Science (J. Craddock, 2025) detailing that visit:

"In 2022, I saw Dr. D. Thomas [A pseudonym]. He asked me about what was going on,

my history, and he did two manual tests:

Palms pressed into my abdomen — not hard, just steady. His hands sank straight in. No

pain. No tension. Nothing. He gave me a look. He’ll remember that part. He asked if it

hurt — I mean, he basically turned my belly into a couple inches thick using both palms.

‘Nope.”’

Then he ran his finger down my abdomen, checking nerve conduction.

“Can you feel this?” “Yes.”

Test passed. Diagnosis: ‘You're fine.’ [l was not fine]"
In this subject’s case, the peritoneal nerve tone the doctor was testing was already compromised
by a fungal peritonitis in 1995 that was never diagnosed. Candida albicans had taken out those
nerves and migrated into the peritoneal lining, a third space between the layers. There it waited.
Because the skin layers had also been compressed during the intervening years due to apoptosis,
the nerve sensation was actually being transmitted by deeper layers of nerves than would
normally be accessible to a surface exam.

Jim Craddock www.redactedscience.org 13




Craddock (2026) — Paper C: Phase 5 Case Study

Laboratory Evidence: February 17, 2022

A comprehensive metabolic panel drawn the same day at 3:20 PM:

Test \ Value Reference Range Interpretation
Glucose 96 mg/dL 70-110 Normal

BUN 31 mg/dL 5-25 HIGH

Creatinine 0.91 mg/dL 0.72-1.25 Normal

CcO2 26 mmol/L 21-32 Normal

Na 141 mmol/L 135-146 Normal

K 3.7 mmol/L 3.5-5.0 Normal (near floor)
Cl 106 mmol/L 96-112 Normal

Ca 9.8 mg/dL 8.5-10.7 Normal

TP 8.2 g/dL 6.2-8.2 Normal (at ceiling)
Alb 4.5 g/dL 3447 Normal

T.Bili 0.6 mg/dL 0.1-1.2 Normal

AST 16 U/L 842 Normal

ALT 9 U/L 7-40 Normal (at floor)
eGFR >90 >60 Normal

One value flagged: BUN at 31, consistent with active protein catabolism. Potassium near the
floor. Total protein at the ceiling (hemoconcentration). ALT at the floor: insufficient hepatocytes
for enzyme release. Celiac disease antibody panel drawn the same day returned abnormal;
subsequent negative celiac HLA DQ genotyping (June 14, 2022) suggests cross-reactivity with
fungal antigens rather than true celiac disease.

February 18, 2022: The Bowels Stop

CT abdomen performed February 2, 2022 (EPIC-confirmed, with oral contrast logged in the
daily CSV at 1:00 PM), had revealed no food in the colon.

On February 18, 2022, at 10:58 AM, the subject messaged his gastroenterologist through the
patient portal:

Subject, 10:58 AM: "I see my test results are all generally within normal parameters. |
expected this, honestly, as it is in line with the condition I think I have. I see that it said my
colon was empty, I doubt that was the case as I need to revise one answer I gave yesterday,
my bowel movements are not formed. I thought they were, but this morning, when I had my
very small bm (maybe 3 tablespoons) that I have been having since the diarrhea after the CT,
[ caught it in a tissue to see how firm it is. It is basically like thick oatmeal and only appears
formed in the toilet when it drops into the water..."

"Also, I want to emphasize that the pain in my abdomen was much worse about 30 seconds
after your probing, as you were leaving the room. I know that is atypical, but it is also the
truth.”

"I would like to discuss other options as you are the only doctor willing to look into my
issues, however, I don’t have a great path forward. You are correct in that I believe [ know
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what I have. I have written about 25 pages on it, but I don’t think a doctor would be willing
to take it seriously, so I am at a loss as to how to proceed."”

At 3:20 PM the same day:

Subject, 3:20 PM: "I believe my bowel has stopped. I say this because 1) they saw no food in
my colon 2) my chest feels like is about to burst and 3) I cannot get any food down. I may go
to the ER tomorrow if this continues."

Provider response at 5:40 PM:

Provider, 5:40 PM: "Good evening, per Dr. [Gastroenterologist] the Chest x-ray is normal.
The abdominal x-ray is also normal except for what is described as calcification, which is
likely the oral contrast you had for the CT scan. No bowel obstruction noted."

At 6:05 PM:

Provider, 6:05 PM: "Good evening, sounds like you may need to be seen in the ER."

The same day, February 18, the subject attended a Medical Informatics Department meeting at
1:00 PM at Perkin’s Auditorium, OUHSC. He was at work, at his faculty position, while his
bowels were stopping.

That afternoon, the subject drove to his mother’s house. He told her: "I think my bowels have
stopped." While visiting, he experienced a needle-sharp pain in the lower right quadrant — brief,
not lasting. His bowels grumbled. They restarted the following day with fluid entering through
the weakened colon membrane.

Within the framework, the delayed palpation pain (30 seconds after the physician left the room)
is not peritoneal rebound. It is mechanical disturbance of organism activity in or adjacent to the
peritoneal space, producing a delayed inflammatory cascade that peaks after the examination
window has closed. The finding is real. The exam is not designed to capture it.

The "calcification" attributed to residual oral contrast is, within the framework, potentially actual
calcification from the pituitary-driven calcium deposition mechanism the subject was actively
documenting. The finding was handed to the subject and explained away in the same sentence.
The needle pain in the RLQ at his mother’s house is the moment of colonic membrane breach.
Sharp, brief, localized: hyphae penetrating the wall. The grumbling represents fluid from the
peritoneal space finding its new pathway into the colon.

The Imodium Intervention

At a point during early Phase 5 (exact start date not documented), the subject initiated an
Imodium protocol: never allow more than one day without a bowel movement. The Imodium
was tapered over years from standard doses to micro-pinches. The subject was aware that
Imodium raises osmolality and feared contributing to the cascade he was trying to prevent. The
titration to micro-doses reflects an attempt to balance bowel stoppage (catastrophic) against
iatrogenic osmolality increase (incremental).

This intervention is not symptom management. It is active interference with a predicted
programmatic sequence. The organism expects the bowels to stop. The subject would not let
them.
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§6. Phase 5b: Ketone Phases and Energy Pathway Substitution
March to September 2022

By March 2022, the subject’s weight had stabilized near 155 pounds, matching the original set
point at Phase 1 entry. The first prolonged ketone period was underway. The subject could smell
acetone. His wife described the smell as watermelons. Blood ketones measured by fingerstick
reached 2.0 mmol/L. Beta-hydroxybutyrate (BHB), the most common ketone in the mammalian
body, is an isomer of gamma-hydroxybutyrate (GHB). This biochemical relationship accounts
for preserved mood, cognitive clarity, and energy during a period of systemic organ failure.

The Provocation Test

In approximately March 2022, the subject conducted a deliberate provocation test: one-third of a
mile running, one-third walking, on a track. The purpose was not to demonstrate a metabolic
state for documentation. The purpose was to find out whether it would kill him. The subject had
performed similar exertion tests after previous transitions. It was one way of saying "I’m not
dying yet."

By the end, he was drenched in sweat and barely functional. Urinalysis immediately after
showed urine loaded with ketones. There had been no ketones the day before. There were none
the day after. A single brief exertion event consumed the body’s emergency reserves and
dumped the metabolic waste into urine. The body could produce motion. It could not fuel it. If he
had not tested, he would never have known.

The Liver Panel: April 25, 2022

The subject described this date as the day the liver was "picked dry."
Test \ Value Reference Range Interpretation

Albumin 4.4 g/dL 3.4-4.7 Normal

TP 7.9 g/dL 6.2-8.2 Normal

T.Bili 0.8 mg/dL 0.1-1.2 Normal

D.Bili 0.2 mg/dL 0.3-0.9 LOW

Alk Phos 58 U/L 39-139 Normal

AST 14 U/L 842 Normal

ALT 8 U/L 7-40 Normal (at floor)

Direct bilirubin at 0.2, below the reference floor. The liver is not conjugating bilirubin because
there is not enough functional liver tissue to perform the conjugation. AST and ALT confirm: the
liver is not being damaged. There is not enough liver left to damage.

June 2022: The Psyllium Trigger

The subject had not been in significant pain leading up to the family vacation in June 2022. On
the day of departure, he took two psyllium husk capsules (1,500 mg each, 3,000 mg total),
substantially more than the micro-doses he would later learn to calibrate. This triggered the next
set of abdominal pains. Within the framework, the excess psyllium created a bolus that the
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already-compromised bowels could not process at normal transit speed, producing mechanical
distension and osmotic stress in a system operating at the margins of motility.

Pain onset occurred daily during this vacation after the initial psyllium dose. The subject did not
connect the two at the time. Every afternoon brought level 4 pain, a level at which a normal
person would be seeking acute care management. The subject continued normal vacation
activities, including a painful jet ski ride with his son. Antifungal cream and ice packs had been
brought along.

The Mechanical Walk

During the spring 2022 ketone transition period (exact date unconfirmed; the subject logged the
event the following day in a document that has not been located), the subject experienced a
neuroenergetic failure event.

He took a hot shower — the best shower of his life, by his own description. Everything felt right.
The tension eased. Afterward, he sat in the recliner to relax. Over approximately fifteen minutes,
he noticed something was off. A headache developed. Then he told his wife he needed to go to
bed.

He stood up and could not walk well.

His wife came and helped him to the bedroom. As he walked with her support, he noticed
something specific: he could walk normally if he literally concentrated on each individual
movement instead of relying on the muscle memory of how walking worked. Automatic
locomotion had failed. Conscious, deliberate, step-by-step motor commands still functioned. The
hardware worked. The software was lagging.

By the next day, it had resolved. The nervous system adapted to the new fuel source. The
transition cost one night of manual override, then alignment. [Let me just add this is a very
important date and I apologize for losing the document somehow over the last 4 years. I'm sure
science will find the precise timing and mechanism in time. But, that shower was glorious. That’s
my clue, I hope it helps.]

7. Phase Sc: The Esophageal Shutdown
November 2022

On or about November 8, 2022, the subject lost the ability to swallow. The onset was sudden and
complete. For five days, the subject consumed nothing. He remained alert, upright, afebrile. He
continued to urinate — frequently and with moderate volume — without oral intake or I'V fluids.

The Emergency Room: November 13, 2022
CMP drawn at 11:17 AM. The most abnormal labs of Phase 5:

Test \ Value Reference Range Interpretation
Glucose 85 mg/dL 70-110 Normal

BUN 28 mg/dL 5-25 HIGH

Creatinine 1.03 mg/dL 0.72-1.25 Normal

cOo2 16 mmol/L 21-32 LOW (severe)

Na 136 mmol/L 135-146 Normal (low-normal)
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K 3.9 mmol/L 3.5-5.0 Normal

Ca 10.1 mg/dL 8.5-10.7 Normal

TP 9.0 g/dL 6.2-8.2 HIGH

Alb 5.2 g/dL 3.4-4.7 HIGH

T.Bili 1.2 mg/dL 0.1-1.2 Normal (at ceiling)
AST 18 U/L 842 Normal

ALT 9U/L 7-40 Normal (at floor)
Anion Gap 17 5-17 Normal (at ceiling)
eGFR 87 >60 Normal

CO2 at 16: buffering exhaustion. TP 9.0 and Alb 5.2: hemoconcentration from extreme volume
depletion. Anion Gap at ceiling: unmeasured organic acids. CT imaging: "Distention of the
thoracic esophagus throughout its course." EGD two days later: normal. The GI specialist
expected a mass. Found nothing.

ECG at 6:25 PM: left axis deviation, inferior myocardial infarct age undetermined. Confirmed by
physician. Flagged as normal. No cardiology consult. The subject learned of this finding by
reading his own medical record in the patient portal. [How'’s that? Yes, the first time I learned I
had a heart attack at some point in my life was looking up my own “Normal” EKG. Realize, I've
have at least 3 stress echocardiograms. One even said I had a Chiari network A completely
benign embryological leftover that probably gave someone a moment of pause and generated a
follow-up or two for no clinical reason. “Classic incidental finding” — but no heart attack.]

§8. Phase 5d: The Vascular Disconnection Cascade

2023 to 2024

A diagnostic signature emerges: when a vascular structure completes its disconnection from a
major organ, pain goes from maximum to zero. Not gradually. Within minutes. The pain stops
because the disconnection is finished. There is nothing left to hurt. [It is glorious, honestly. Just
gone. The Article said that men would cheer when the kidney finally went. That’s in my future]

Small Intestine Disconnection: February 2023

Cleveland Clinic trip for neurological evaluation. Extreme stomach pain on the flight (pain ~9).
Pain dropped from 9 to 0 in under one hour on a Saturday morning. Renal function panel March
3: abnormal.

The Arm Collapse: July 2023

Week of July 4, 2023. Sudden onset: heat, stiffness, extreme pain in right arm. Radiates to chest,
left arm within 48 hours. Minor bump from family member triggered blackout-level pain. Guitar
interrupted 3—6 weeks, resumed through pain. Cream and ice applied immediately and
continuously. Nine-month total duration. Pregabalin effective for nerve pain component.
Candida albicans IgE (August 11, 2023): 0.34 kU/L, mildly elevated. IgA and IgG to Candida:
negative. The only lab in 31 years that directly identifies the causative organism. Detection
without defense. Noted. Not acted upon. [Thanks for the test results, though)|
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The Leg Decline: 2024

ABI screening October 1, 2024: Right 1.10, Left 1.09. Normal. "This is encouraging." The
subject could not walk 100 yards. EMG August 18, 2025: "NO findings of primary myopathy."
Motor amplitudes trending low. The legs were failing. The tests could not find them failing.
The improvement in acute leg pain while weakness persists follows the same pattern as the arm:
flare — collapse — compensate — stabilize. The slicing pain was the active phase: organism
harvesting substrate. Once the harvest completed, the acute pain ceased. The weakness persists
because the muscle tissue has been permanently reduced. The pain was the process. The
weakness is the result. The organism does not revisit completed harvests. It moves to the next
target.

Fecal calprotectin (December 4, 2024): 109 ug/g (normal <49). Active intestinal inflammation
confirmed. Borderline. Enough to document, not enough for intervention.

§9. Phase Se: The Terminal Sequence
2025 to Present

The Ketone Trajectory as Filtration Failure

Test \ Value Reference Range Interpretation

Aug 07,2023 NEGATIVE — Kidneys filtering
normally

May 06, 2024 TRACE — Filtration beginning to
strain

Nov 21, 2024 1+ — Filtration declining

Jan 24, 2025 3+ — Peak detection;
kidneys at max

Apr 09, 2026 NEGATIVE — Filtration failure

The return to Negative is not improvement. It is the kidneys losing the ability to filter ketones.
The subject is likely still ketotic. The kidneys can no longer show it.

The Venous Blood Gas: July 9, 2025
Test \ Value Reference Range Interpretation

pH, Venous 7.3 7.32-7.42 LOW

pO2, Venous <40 mmHg 3545 At/below floor
02 Saturation 66% 60-85% LOW

Base Deficit -4 -2t00 LOW
Bicarbonate 23 mmol/L 24-28 LOW
Glucose, Whole Blood 75 mg/dL 60-105 Normal (low)
Pulse Oximetry 100% — Simultaneous

Venous O2 saturation 66%. Pulse oximetry 100%. Two numbers from the same patient that
cannot both be true in a single circulatory system. They are both true because there are
functionally two systems. The hepatic panel the same day: "No sign of liver disease." Total
protein 8.4 HIGH.
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The Terminal Pain Event

After returning from the Cleveland Clinic in July 2025, the subject experienced the worst
abdominal pain of his life. It lasted approximately one hour. He was alone.

When the pain subsided, he called his son and asked him to come over. When his son arrived, the
subject told him directly: the level of pain clearly indicated something very bad was happening,
and they should prepare for the worst. Then they went together to visit the subject’s mother and
told her.

Due to the condition being fully redacted, the subject faces existential crises throughout the 30+
years of endured changes. The subject attempts to live a Normal life, never discussing the
condition with friends or family, but a few such moments were so traumatic that the prudent
move was to have the conversation. As an example, after the onset of Phase 5 in 2022, a will and
legal trust was drafted, because the symptoms fit what was predicted in the Article precisely and
the overall timeline was still unknown. The weight of these conversations — a father telling his
son, again, with no official diagnosis, no doctor who agrees, just the certainty that comes from
documentation and a body that keeps confirming what the labs deny — is carried by the son,
who has heard it before and must decide each time how much to believe. Nine months later, the
subject is still here.

The Choline Bridge

The subject began vibrating at night while lying down. He started sleeping in a chair. Choline
and inositol in liquid drop form resolved the vibrating within seconds of ingestion. The liver is
too consumed to produce choline. Supplementing bypasses the failed factory. After the
Cleveland Clinic trip, the subject made a decision: sleep in bed holding his wife, no matter the
consequences. He accepted whatever came next.

April 2026: The Labs

On April 9, 2026, the subject drew labs through Quest Diagnostics via UltaLab Tests. The order
was submitted as fasting and the report is marked "FASTING: YES." The subject had consumed

broth and eggs that morning

. The labs are therefore non-fasting

despite the report designation.

Reference Range Interpretation
Glucose 102 mg/dL 65-99 HIGH (first flag)
Insulin 22.6 ulU/mL <184 HIGH
Osmolality 303 mOsm/kg 278-305 Normal (near ceiling)
BUN 23 mg/dL 7-25 Normal
Creatinine 1.03 mg/dL 0.70-1.30 Normal
eGFR 85 >60 Normal (declining)
Na 141 mmol/L 135-146 Normal
K 4.1 mmol/L 3.5-53 Normal
CO2 24 mmol/L 20-32 Normal
AST 15U/L 10-35 Normal
ALT 12 U/L 946 Normal
UA Ketones NEGATIVE — Filtration failure
UA Protein NEGATIVE — Filtration failure
Jim Craddock www.redactedscience.org 20




UA Glucose NEGATIVE — Non-glucose sugar

present

UA pH 6.0 5.0-8.0 Shifted from baseline
5.5

UA SG 1.023 1.001-1.035 Normal

Insulin U-curve: ~22-24 in early 2022, dropping to 10—-12 mid-progression, returning to 22.6.
Terminal pancreatic overdrive before collapse. Urine tasted sweet; glucose dipstick negative.
The sugar is real. The test cannot see it. Post-lunch high without THC: organism intercepting
glucose, producing ECS compounds. pH at 6.0 while in metabolic acidosis: renal tubular cells
losing hydrogen ion secretion capacity.

§10. The Countermeasure Record

Every intervention that resolves a symptom is mechanistic evidence. What fixes a problem
identifies what caused it.

Antifungal cream: Applied at every pain site. Bottle counts documented. Supplies traveled to
vacation, both Cleveland Clinic trips, and a hotel room. If cream resolves surface-level pain, the
activity is fungal.

Imodium: Preventing bowel stoppage from early Phase 5 through the present. Tapered from
standard doses to micro-pinches. If preventing stoppage delays the osmolality cascade, the
cascade is bowel-dependent.

Choline and inositol: Resolved nocturnal vibrating within seconds. If supplementing a hepatic
product bypasses the liver and resolves neuromuscular instability, the liver is not producing that
product.

Fluconazole: Produced cognitive clarity, tachycardia, and hunger simultaneously. Dose less than
100 mg daily (capsule contents mostly poured out, remainder crushed with psyllium). If an
antifungal produces three distinct pituitary-adjacent effects, the fungus is at the pituitary.

PPI: Since 2025. Blocking parallel gastric acid attack on bowel wall from above.

Pregabalin: Effective for nerve pain during arm event. First dose resolved surface electric pain
rapidly, confirming nerve-mediated mechanism.

Clonazepam: Ensuring sleep during pituitary-driven cognitive surges.

These interventions altered the trajectory without changing the destination. The condition can be
managed. It was managed blind. It can be managed better.

§11. The Invisible Condition

Over 80 diagnostic tests across 12+ providers during Phase 5. The paradoxes:
Pulse ox 100% / Venous O2 66%: Two systems. The fingertip lies.

Liver panel normal / Liver consumed: No disease. Absence.

Ketones 3+ then Negative: Filtration failure. Silence.

ABI normal / Cannot walk: Wrong instrument.

EMG no myopathy / Cannot lift legs: Wrong failure mode.

Sweet urine / Glucose negative: Wrong sugar.

"Where Do I Go Now?"

Three provider interactions across Phase 5, spanning four years. Same pattern each time.

Jim Craddock www.redactedscience.org 21




February 18, 2022 (Gastroenterology)
The subject describes stopped bowels, chest pressure, inability to eat, and delayed pain from

palpation. Provides a 25-page write-up. Response: x-rays normal, consider ER.
December 6, 2023 (Primary Care)

The subject explains Occam’s razor to his PCP of 28 years, presents the pituitary-electrolyte
mechanism, invokes Sherlock Holmes. The doctor laughed. The subject later wrote: "I hate to
say I will have the last laugh, but there, I said it and even made it into a pun."

April 15, 2025 (Rheumatology)
The subject messages a rheumatologist:

"Doc, I'm a data architect and a ChemE. My mind lives by rules. I do not allow bad data. 1
do not lie. I went to my doc near the beginning of the leg pain he ordered a doppler. Normal.
So, where do I go now?"

Response: "All the workup rheumatology-wise from your visit with her was within normal
limits. She is happy to reevaluate you since you have only met in clinic one."

This is not negligence. This is the system working as designed. The system is not designed to
detect this.

§12. Concordance with the Original Article

Nearly every major event documented in Phase 5 was described in the Article the subject read
once in 1995. The Article documented a large-scale experimental cohort. The following events,
predicted by the Article, all occurred in sequence during Phase 5:

1. Bowels stopping as the first clinical sign

2. Weight returning to original set point at phase transition

3. Patients remaining in good spirits during terminal phases (BHB biochemistry)
4. Inclined positioning to prevent fluid reaching the torso

5. Ice cream as a management tool during ketone phases

6. Esophageal shutdown, temporary, resolving before investigation

7. Continued urination without intake during esophageal shutdown

8. Blood incompatible with normal blood during late ketone phases

9. Bowels digested by surrounding fluids

10. Every hormone activated at the end; pituitary driving all systems

11. Pain absent at night, present in afternoons, following circadian endocrine cycle
12. Patients self-limiting walking as legs declined

13. Kidneys losing ability to filter ketones late in the illness

14. Labs appearing normal throughout despite progressive organ failure

15. Mechanical/robotic walking during fuel transition

16. Bones becoming fragile from calcium leaching

17. Skin tightening, younger appearance, resistance to cutting

18. Brombhidrosis at a specific stage

19. Faces reddening from salt deposition

20. The condition being invisible to every standard diagnostic test
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The Article was read several time in just one week, in 1995, in print, at a facility the subject was
visiting. It has never been located since. The subject’s Phase 5 documentation was not written to
confirm the Article. It was written to document what was happening in real time. The
concordance emerged because the events occurred as described. That is not confirmation bias.
That is a prediction validated across 31 years.

§13. Predictions

Ten falsifiable predictions:

1. Flat cortisol curve on 24-hour sampling (adrenals consumed).

. Pituitary MRI showing structural abnormality (hyphal colonization).

. Muscle biopsy showing fungal elements during active FATMS event.

. Non-glucose sugars in urine identifiable by mass spectrometry.

. Fecal bile salts exceeding hepatic production capacity (recycling lost).

. Specific gravity / osmolality divergence from expected renal physiology.

. Venous blood gas confirming dual-circulation oxygen paradox (already confirmed July 2025).
. Serum osmolality continuing past 305 ceiling.

. Insulin U-curve completing: precipitous drop as pancreas fails.

10. Post-mortem histology showing C. albicans colonization density in pituitary, liver remnant,
bowel wall, and bladder wall exceeding any published case report.

[Pathology instruction document pre-prepared at www.jimcraddock.com]

O A NN A WN

§14. The DDAVP Counterfactual

In 1995, the correct diagnosis would have been posterior pituitary exhaustion. The correct
intervention would have been DDAVP. If that prescription had been written, the IVC
constriction might never have formed. The pressure differential might never have developed. The
31-year cascade might have been prevented. The diagnosis was not made because the framework
did not contain that possibility.

§15. Conclusion
Three findings emerge from this record.

First: a progressive, systemic condition operated for 31 years within a medical system without
detection. Over 80 diagnostic tests returned normal. The condition was not missed because
anyone failed. It was missed because the diagnostic framework does not contain a category for it.

Second: the progression follows a predictable, programmable sequence consistent with an
organism executing a substrate-management algorithm, not a stochastic disease process.

Third: the condition can be managed. The subject maintained full-time employment, raised
children, attended every school play, every karaoke night, built a swimming pool, and published
six academic papers in two weeks. He held his wife every night. By every external measure, he
achieved Normal. It was not normal. But Normal was the goal, and Normal was achieved.

The system that said "normal limits" was not wrong about the labs. It was wrong about what the
labs can see. Fix what the labs look for, and the next patient gets an answer to "where do I go
now?"
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§16. What Can Be Done

Venous blood gas rather than pulse oximetry. Serial serum osmolality. Urine mass spectrometry
when the dipstick says negative but the patient says sweet. Fecal calprotectin trending. Choline
levels when fasciculations appear. Candida albicans IgE with concurrent IgA/IgG. Aggressive
morning caloric loading. Electrolyte management calibrated to osmolality trends.

The subject did not live a diminished life. He lived a life that required more effort to appear
normal than anyone around him understood, and the effort was worth it. The condition took 31
years. In those 31 years, children were raised, careers were built, songs were sung, and papers
were written. The condition is the background. The life is the foreground. The two exist in
parallel, and the foreground can win for a very long time if the background is managed with the
precision it demands.

The redaction ofthe original research that first documented this architecture, treatment, and medical condition represents
suppression. This suppression is not just a clinical curiosity, but knowledge concerning a human phenotype that may have been
foundational to the development of civilization itself. Even without those implications, the loss to science has caused a multi-generation
loss of scientific exploration into fungal research, and billions of dollars spent developing treatments that may ultimately be traced to
systems defined herein. Such a decision is scientifically unforgivable and should be investigated. This author has seen the original
science- it exists.

Thus, this author is content to leave the issues to the verdict of history

Corresponding author: R.J. Craddock, redactedscience.org

All records referenced herein are published at jimcraddock.com.
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