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Summary of Case – October, 2011

• Diane Fleming was found guilty of poisoning her husband, Chuck, with
wiper fluid (methanol), spiked into gatorade sports drinks, leading to his
death on June 14, 2000.

• Diane Fleming has spent ten years imprisoned, and has exhausted her
regular legal appeals process.  Friends and supporters of Diane Fleming
are appealing directly to the Virginia Governor for a pardon.

• The rationale of the appeal is that Charles Fleming died, instead, of a
combination of medical and medicinal reasons that were not considered
by the coroner nor prosecution.  Furthermore, medical management of
Chuck Fleming did not consider these either, and misdiagnosis and
mismanagement were likely contributors to Chuck’s cause of death (brain
hemorrhage).

• Evidence of misdiagnosis is suggested by a discontinuity in Chuck’s
measured methanol levels, when the assay was outsourced to another
lab.  This is the fingerprint of a false positive.
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Methanol poisoning diagnosed at hospital, by Dr. Christopher Ackers,
largely based on the following blood serum measurements made on
June 12, 2000, upon Chuck’s admission to Chippenham Medical
Center. (see admission report)

• High methanol
• Actual:  750 mg/dL
• Normal: 0 mg/dL

• Formic acid (methanol metabolite)
• Not measured.

• High Osmolar Gap
• 62 mosM/kg

• High Anion Gap
• 32mM
• Normal 10-12mM

 False positive:False positive: AssayAssay
interference from lactateinterference from lactate.

 Confirmation of highConfirmation of high
levels in urine required tolevels in urine required to

avoid false diagnosis.avoid false diagnosis.

 Have causes other thanHave causes other than
methanol poisoning,methanol poisoning,

including alcoholism andincluding alcoholism and
kidney disease.kidney disease.

Defense position

http://vblaw.files.wordpress.com/2011/11/admissreporacke06122000.pdf


Trial Transcript p133-145: Dr. Christopher Acker assumed formic
acid-induced acidosis, but this was not confirmed.  Furthermore,

lactic acidosis was not considered potentially causative.
Q What were you able to determine upon the examination of the
blood work?
A I was contacted by the nurses, I believe from the ICU at that point,

that his methanol level was positive.
Q And did you correct the treatment or did you continue with the
dialysis at that time?
A He had been undergoing dialysis and hemoperfusion.

Hemoperfusion is where you use a charcoal cartridge in the dialysis
system to -- molecules that will absorb or hook onto
the charcoal will then be removed from the blood. So, he was
undergoing hemoperfusion and dialysis sequentially. So, when the
methanol level came back, we added, as I recall, an
ethanol drip and subsequently a medication called Antizol, which is
kind of the antidote for those types of poisonings.
Q Did any of those processes help him in any way?
A They corrected his acid in his blood, but his overall condition just
continued to deteriorate.
Q Did there come a time when he subsequently was pronounced
brain dead?
A Yes.
Q And did you -- based upon the treatment that you gave him and the
results of that treatment and the lab work showing the level of
methanol in his blood, could you
determine how much methanol he had ingested to put himself in that
condition?
A No.
Q Were you able to determine how much methanol was ingested or
what time the methanol would have been ingested to put him in that
condition at the time you saw him?
A From the lab work, no. He had had some symptoms,
though, for about a month before he came to the emergency room
that were, you know, odd symptoms, I guess, for a patient, had been
evaluated by some other physicians.

Q Is someone -- what is the impact of alcohol on in other words, if
someone ingests methanol, what's the impact of alcohol on the methanol
and the likelihood of poisoning?
A He -- as I recall from his medical record, he would drink alcohol at night
when he got home, I guess. The enzyme which converts the ethanol, like
what you would get from beer
or he, I think, drank bourbon, the enzyme that would convert that to the
metabolite, you know, what -- the product that would develop from that is
the same enzyme that's used for
methanol. so, if he was taking ethanol at nighttime at home and then was
being given methanol at some point, you know, whether or not the
enzyme level would be revved up and he would convert a lot more of the
methanol at that point or would he be protected because he had been
taking the ethanol during that time period, I guess you would have to ask a
toxicologist.
Q Okay. How lethal is methanol?
A Very lethal.
Q How exactly does it in other words, the toxic levels rise and what
impact does that have on the body that causes brain death?
A One of the early or actually the earliest metabolite is
formaldehyde which everybody knows or has heard of. The next

metabolite is called formic acid and it's probably from the
formic acid that the severe acid level his body
developed. And the problem, from a medical standpoint, in terms of
the formic acid, when cells have to, in order to operate properly, they
have to be at a certain pH or there  has to be just a certain amount of acid
in the body. Whenthat amount of acid is -- as in this situation -- very high,
the cells don't work properly. so, electrical impulses aren't generated
properly in the brain.

http://vblaw.files.wordpress.com/2011/11/flemingdiane020219trialtransday1.pdf


Other biomarkers measured on night of Chuck’s admission to hospital.
Detailed timeline of Chuck’s treatments and serum biomarkers here.
Primary data in discharge report, here.

• High lactic acid (>4x)
• Actual: 9.6 mmol/L
• Normal: 0.3 - 2.4 mmol/L

• Low bicarbonate (1/10th)
• Actual: 2.3 mEq/L
• Normal: 22-26 mEq/L

• pCO2 (metabolic end product )
• Actual: 8 mmHg
• Normal: 35-45 mmHg

 AAcidosis.  Butcidosis.  But severalseveral
causescauses, other than, other than

methanol poisoning.methanol poisoning.

 Lactic acidosis.  Cause perhapsLactic acidosis.  Cause perhaps
excessive glycolysis and preexcessive glycolysis and pre--

existing kidney diseaseexisting kidney disease

 Dr. Ackers requestedDr. Ackers requested lactic acid be measured upon Chuck’s
admission, but later, did not consider it causative to the
acidosis.  He was misled by the methanol false positive.

http://vblaw.files.wordpress.com/2011/11/charlesfleminghospitalizationdetails.xlsx
http://vblaw.files.wordpress.com/2011/11/dischargesummaryreport.pdf
http://kpssctoxicology.org/pdf/Review Toxic Metabolic Acidosis.pdf
http://vblaw.files.wordpress.com/2011/11/physiciansorders.pdf


Methanol Assay by GC Unreliable
in the Presence of Lactate:

Not widely known in 2000

Clinical Chemistry 49: 357-379, 2003; 10.1373/49.3.357 (full text here.)

The most definitive method for methanol and ethylene glycol is GC.  Although this methodology is not widely
available in most clinical laboratories, the Committee recommends its use for delivering stat results. However,
enzymatic procedures for methanol and ethylene glycol are available that can be adapted to chemistry
analyzers that are "open" (i.e., where nonvendor or "homebrew" reagents are prepared and assayed on the
instrument). Because of the low volume of testing for these analytes, there are no prepackaged commercial
reagents for these tests. In the assay described by Vinet, methanol is converted to formaldehyde and formic
acid by alcohol oxidase and formaldehyde dehydrogenase. In the modified assay described by Ochs et al.,
ethylene glycol reacts with glycerol dehydrogenase to produce hydroxyacetaldehyde. This assay requires
removal of endogenous triglycerides by the addition of lipase to the reagent. Because the endogenous
triglyceride concentration constitutes the blank and must be subtracted from the signal, high triglycerides can
increase the imprecision of the ethylene glycol measurement. High concentrations of lactate dehydrogenase
and lactic acid interfere with this assay, producing false-positive results (52)(53).

•Eder AF, McGrath CM, Dowdy YG, Tomaszewski JE, Rosenberg FM, Wilson RB, et al. Ethylene glycol poisoning:
toxicokinetic and analytical factors affecting laboratory diagnosis. Clin Chem 1998;44:168-
177.[Abstract/Free Full Text]

•Wax P, Branton T, Cobaugh D, Kwong T. False positive ethylene glycol determination by enzyme assay in
patients with chronic acetaminophen hepatotoxicity [Abstract]. J Toxicol Clin Toxicol 1999;37:604.

 Knowledge of false positives in a state of rapid evolution,
around date of Chuck’s death: June 14, 2000.

http://www.clinchem.org/
http://www.clinchem.org/cgi/content/full/49/3/357
http://www.clinchem.org/cgi/content/full/49/3/357
http://www.clinchem.org/cgi/content/full/49/3/357
http://www.clinchem.org/cgi/ijlink?linkType=ABST&journalCode=clinchem&resid=44/1/168


Note that normalized
measurements of methanol (as
analyzed by MCV) correlate more
closely with lactic acid levels
measured at MCV, than with
methanol results from Labcorp.

time
MeOH-MCV

(mg/L)
MCV-

normalized
MeOH-
Labcorp Lactate (mM)

lactate
normalized

6/12/00 21:50 750 1 9.6 1
6/13/00 8:10 200 0.27 3.6 0.375

6/13/00 14:14 140 0.19
6/13/00 23:00 0
6/14/00 3:55 0 2.3 0.24

 A discontinuity in ChuckA discontinuity in Chuck’’s methanol data appears to be the fingerprint ofs methanol data appears to be the fingerprint of
aa false positive.false positive. Five samples were analyzed, by two different labs.Five samples were analyzed, by two different labs.

3/5 samples
analyzed for
MeOH by MCV labs

2/5 samples analyzed for
MeOH by Labcorp

3/3 samples analyzed
for lactic acid, by MCV

See official data on page
9 and 4 of the hospital
discharge report here.
Go direct to page 9 here.

Pharmacokinetics of
metabolism/ excretion are
typically  asymptotic.
Chuck’s methanol levels on
June  14th would be
predicted to be 50-80mg/L.
But they were not.  The
discontinuity in the data
suggests that Labcorp and
MCV labs ran theran the
methanol assaymethanol assay
differently.differently. One of them
did it wrongly.

http://vblaw.files.wordpress.com/2011/11/dischargesummaryreport.pdf
http://vblaw.files.wordpress.com/2011/11/meohdata.pdf


Dr. Al-Bayati’s report indicated that some of Chuck’s
samples were assayed again at VFL labs.

(primary data missing)

Time of
sample

MCV Labs
data

VFL Labs Data delta

6/12/00 21:50 750 mg/L 600 mg/L 20%

6/13/00 8:10 200 mg/L 100 mg/L 50%

The poor agreement between these data indicates that either the
protocols differed between these two labs, or that the methanol
analysis protocols are sensitive and error-prone.

These data deserve a second opinion.



The Definitive Experiment
to prove Diane’s Innocence

 Find the five (5) samples sent for methanol analysis.

Aliquot each into three (3) portions.

Retest for methanol, with one set of samples sent
respectively to MCV labs, Labcorp, and one other,
independent lab.

 Find the five (5) samples sent for methanol analysis.Find the five (5) samples sent for methanol analysis.

 Aliquot each into three (3) portions.Aliquot each into three (3) portions.

 Retest for methanol, with one set of samples sentRetest for methanol, with one set of samples sent
respectively to MCV labs, Labcorp, and one other,respectively to MCV labs, Labcorp, and one other,
independent lab.independent lab.

 Find and compare the protocols in use in
2000, for methanol analysis, at MCV
Labs, VFL and Labcorp.

 Are the methodologies sensitive to false
positives from lactate and/or ketones?

 Find and compare the protocols in use inFind and compare the protocols in use in
2000, for methanol analysis, at MCV2000, for methanol analysis, at MCV
Labs, VFL and Labcorp.Labs, VFL and Labcorp.

 Are the methodologies sensitive to falseAre the methodologies sensitive to false
positives from lactate and/or ketones?positives from lactate and/or ketones?

If samples
have been
destroyed:



The Defense Case Against Methanol Spiking of Sports
Drinks, from Wiper Fluid

•Lactate and ketones interfered with proper assay of methanol in Chuck’s
blood serum on June 12, 13, creating a false positive suggesting poisoning.
But Chuck never had methanol poisoning.  He had lactic acidosis and/or
alcoholic ketoacidosis.

•Major metabolite, formic acid, not assayed.  This test is required to confirm
methanol poisoning.

•Admission exam reported no eye damage, which is typical of methanol
poisoning.  Autopsy did not examine eye.  Chuck’s corneas were donated, with
no eye damage reported.

•No-one noticed color or odor changes to gatorade bottles, which would have
occurred if spiked with wiper fluid containing blue dye, even though many
people drank from the same case as Chuck’s bottles.

•Testing of gatorade bottles confirmed an absence of blue dye typical for
wiper fluid.  This fact was not known to the defense at the time of trial.  Also,
the amount of wiper fluid missing was insufficient to cause death.

http://vblaw.files.wordpress.com/2011/11/admissreporacke06122000.pdf
http://vblaw.files.wordpress.com/2011/11/organdonation.pdf
http://vblaw.files.wordpress.com/2011/11/affidavitsaadyforensicchemist.pdf


The Case FOR Methanol Poisoning
(according to prosecution, with defense rebuttal)

• Methanol was measured in Chuck’s blood serum.
– Argued here that this was a false positive.

• Methanol was detected in gatorade bottles elsewhere in the house.
– Lots of people drank from these bottles and did not get sick.
– If the defense had access to documents, then we would examine forensic

records regarding the assaying of these gatorade samples:
• The standard curve or other means of definitive compound determination
• Replicate number and standard deviation
• The controls for gatorade dye
• Controls for aspartame (sweetener), including degradation products there-of
• The method of calculation of AUC or retention time
• Verification of absence of twin-peaks, shoulder effects, baseline drift in the

chromatograms.

• A bottle of wiper fluid in the house had some fluid missing.
– The amounts were too low to cause illness. (see excerpt of trial transcript

on next slide.)



Trial Transcript p185: Dr. Joseph Saady, Chief Toxicologist and
Forensic Manager, Virginia Department of Forensic Science

A. The total is 20 ounces. It appears that approximately 30 percent is -- maybe-one
third is gone. so, one-third of 20 is about 6 to 7 ounces are missing [from the bottle of
wiper fluid].
(defense) Q All right. If we assume that the missing liquid had the same mixture of
methanol and Gatorade.
A Yes.
0 And the full bottle you indicated would have 36 milliliters of I'm sorry, 36 milliliters of
methanol.
A Yes.
Q And then if a third of it is missing, then we would be missing a total of 12 milliliters of
methanol, correct?
A One-third would be approximately 12.
Q Now, assuming for the moment that we started with these bottles and that the only
thing that has been consumed.  Is that third of that bottle, which means that 12
milliliters are missing. How does that compare, Dr. Saady, to the figure that you told
the ladies and gentlemen of the jury of 75 to 120 milliliters, if ingested all at one time,
would be necessary to cause death of an adult?
A That would be less. If this (indicating) is the only thing consumed, then the quantity
is probably insufficient to cause death in the dilution mentioned here.

http://vblaw.files.wordpress.com/2011/11/flemingdiane020219trialtransday1.pdf


If not intentional methanol poisoning, then what
killed Chuck Fleming?

• Family history of kidney disease. (see hospital admission report here.)

• Chronic alcoholism (2-4 drinks daily for many years) in combination with near-
fasting conditions caused alcoholic ketoacidosis. (see hospital admission report here.)

• Excessive polyethylene glycol (PEG) ingestion from a range of medications, abetting
lactic acidosis and altering the pharmacokinetics of creatine.

• Creatine overdose interfered with Krebs Cycle (aerobic sugar metabolism),
exacerbating hypophosphatemia and leading to a shift in energy metabolism to
glycolysis and fatty acid catabolism, causing lactic acidosis.

• Daily ingestion of muscle building supplements, containing aspirin, caffeine and
ephedra (now banned), contributing to heart irregularities and kidney damage.

• Shift in metabolism, pH and ATP distribution caused wild swings in heart rate and
blood pressure, contributing to  brain swelling and hemorrhage. Chuck already
suffered organ megaly of heart and brain due to chronic corticosteroid ingestion to
treat rosacea. (see autopsy report here.)

• Confusions over a false positive in diagnosis led to poor medical management of
acidosis.  Over-treatment with heparin and bicarbonate resulted in alkalosis, brain
swelling and hemorrhage.

http://vblaw.files.wordpress.com/2011/11/admissreporacke06122000.pdf
http://vblaw.files.wordpress.com/2011/11/admissreporacke06122000.pdf
http://vblaw.files.wordpress.com/2011/11/flemingdianeautopsyreport.pdf


Trial Transcript:  Words of William Davenport, Commonwealth’s Attorney:

The day Chuck got sick
Mr. Fleming was sort of a workout fanatic. He kept

his body in top shape.

The evidence will show that on Sunday, the 11th of

June of 2000, the family woke up and ate breakfast

together at the house. That about 9:00 or 9:30, Diane,

Meagan and Jeff went on to Sunday school at the Lutheran

Church of Our Savior which is located on Hull Street.

It was Teacher Appreciation Sunday.. The defendant was a

Sunday school teacher and they had a Sunday school

party. The evidence will show that later on that

morning that Chuck and Chuckle came in separate cars

because Chuckle had to go to work at the Food Lion

that's right across from Clover Hill High School up on

Route 360, Hull Street .

It will show that after church, Chuckle went on to

his employment at Food Lion and the rest of the family,

in two cars, went to the Price Club or Costco right up

on 360. They went there for the purpose of purchasing

some Gatorade, among other things, but the Gatorade was

for Chuck. And after they located where the Gatorade

was, Chuck went on home. And Diane and Meagan and Jeff

then finished shopping there at the Price Club and went

on to the GNC store, it's a health store where you buy

things like creatine which you'll hear from the evidence

in this case. Creatine is something you mix with stuff

like Gatorade to build muscle mass. This was for Chuck

to help him in his quest to stay in top shape.

The evidence will show that they returned home,

Meagan, Jeff and the defendant, about 1;30 or two

o'clock. And the defendant and her husband mixed one

bottle of Gatorade and creatine. He tasted it and put

it in the refrigerator. He then, a little bit later on

that day, left to play basketball and came back home

from playing basketball and took that cold bottle of

Gatorade and creatine out of the refrigerator and drank

it, then went out into the garage where the drinks and

Gatorade and things were kept and got four more bottles

and came in and he and the defendant mixed four more

bottles of Gatorade and then put those in the freezer

in the refrigerator. He than began to feel bad and went

on to sleep.

About 9:00 or 9:30 that evening, Chuckle came back

from work from the Food Lion and he found his mother in
the kitchen mixing Gatorade and creatine". And she told

him, These are Chuck's, don't mess with them, and put
those four bottles back into the refrigerator.

The evidence will show that she bought windshield
washer fluid on a regular basis and actually serviced the
cars when the windshield washer fluid reservoirs got low.

You'll find from the evidence that early the next morning,
Chuck got up. He was not feeling well. He, though, took
three of the four bottles that were in the refrigerator
and went on to work anyway. He got to work and he
drank about half a bottle of that Gatorade, got sicker, left
work and headed home.

On his way home, he passed Diane and
Meagan and Jeff, who were leaving out of
the neighborhood. Diane called back to the
house where Chuckle was still at home and
told him, Chuck is on his way home. Chuck
got home.

He laid on the couch and got sicker and
sicker. About 5:30 or 6:00 that evening, he
began to have shortness of breath, got to
a point where they called the rescue

squad.

The rescue squad came. They transported
him to Chippenham Hospital. He lapsed
into a coma and he died on June the 14th
of 2000 after the life support was

unplugged.

Police report here.

http://vblaw.files.wordpress.com/2011/11/flemingdiane020219trialtransday1.pdf
http://vblaw.files.wordpress.com/2011/11/policereportfullincident.pdf
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http://vblaw.files.wordpress.com/2011/11/chuckflemingcauseofdeathreport12182007albayati.pdf


The markers used to diagnose methanol
poisoning are highly ambiguous

• For a detailed overview of lactic acidosis and metabolic acidosis, click here.

• A large anion gap can be a marker of methanol poisoning, but also a marker of
lactic acidosis and of toxic PEG levels. It is also a symptom of kidney disease.

• A large osmolar gap can be caused by excessive methanol, ethanol, salicylates and
lactic acidosis, among other things.  See review here.

• The following causes of hypophosphatemia were mentioned in the sources below.
– Fasting  (Influence on energy source used in metabolism.)

– Alteration in glucose metabolism  (Direct effect of interference with Krebs Cycle.)

– Sudden insulin increase  (Likely secondary effect of interference with Krebs Cycle.)

– Chronic ethanol consumption  (Chuck was a daily alcohol drinker.)

– Heat stroke    (Chuck became ill after playing basketball in summer heat.)

– Recovery from acidosis

– Respiratory alkalosis

– Renal failure  (Chuck had family history of kidney disease.)

– http://en.wikipedia.org/wiki/Hypophosphatemia

– http://www.nature.com/nrneph/journal/v2/n3/full/ncpneph0124.html
– http://www.medscape.com/viewarticle/528877_3
– http://cmbi.bjmu.edu.cn/uptodate/critical%20care/Fluid%20and%20electrolyte%20disorders/Causes%20of%20hypo

phosphatemia.htm

http://www.anaesthesiamcq.com/AcidBaseBook/ab8_1.php
http://www.anaesthesiamcq.com/AcidBaseBook/ab8_1.php
http://www.ncbi.nlm.nih.gov/pubmed?term=Pharmacotherapy. 2006 Jan;26(1):23-33.
http://en.wikipedia.org/wiki/Anion_gap
http://www.japi.org/september2006/R-720.htm
http://en.wikipedia.org/wiki/Hypophosphatemia
http://www.nature.com/nrneph/journal/v2/n3/full/ncpneph0124.html
http://www.medscape.com/viewarticle/528877_3
http://cmbi.bjmu.edu.cn/uptodate/critical care/Fluid and electrolyte disorders/Causes of hypophosphatemia.htm


Professional  Communications
Regarding Creatine

• NIH publication specifically about creatine: “When taken by mouth in high doses,
creatine is POSSIBLY UNSAFE. There is some concern that it could harm the
kidney, liver, or heart function. However, a connection between high doses and
these negative effects has not been proven.”

• Dehydration has been implicated in athletic sudden deaths, and the exacerbation
of this problem caused by creatine, is now acknowledged by the NIH: “Creatine
causes muscles to draw water from the rest of your body. Be sure to drink extra
water to make up for this. Also, if you are taking creatine, don't exercise in the
heat. It might cause you to become dehydrated.”

• Creatine may be toxic to individuals with pre-existing renal damage.  See p 1173 of
this report by Hoffman-La Roche.

• Toxic interaction between creatine and sugar metabolism reported in diabetic
body builders taking metformin.

• Creatine manufactured with poor quality controls can have substantial impurities,
including dicyandiamine (a derivative of cyanamide).

http://www.nlm.nih.gov/medlineplus/druginfo/natural/873.html
http://www.nlm.nih.gov/medlineplus/druginfo/natural/873.html
http://physrev.physiology.org/content/80/3/1107.full.pdf
http://www.ncbi.nlm.nih.gov/pubmed/20223410
http://www.sciencedirect.com/science/article/pii/S0308814610016377


PEG

• Polyethylene glycol (PEG) greatly enhances the solubility of creatine, and
is now the preferred excipient in commercial creatine.    PEG is a common
excipient of many pills both prescription and over-the-counter.

• Some evidence of high doses being toxic, and causing renal damage.

• Degradation products include lactic acid.

http://www.aapsj.org/abstracts/Am_2003/AAPS2003-002765.PDF
http://www.faqs.org/patents/app/20080306159
http://www.nejm.org/doi/full/10.1056/NEJM200204183461618
http://www.ntuh.gov.tw/PMR/Lists/List14/Attachments/164/10253009-200903-37-1-45-50-a.pdf


Medications Time of use Treatment for Excipient

Betamethasone cream Prior to 1999 Rosacea Propylene
glycol (PEG)

Antifungal cream Prior to 1999 Rosacea PEG

Tetracycline 1999-June 12, 2000 Rosacea PEG

Hydrocortisone 1% cream 1999-June 12, 2000 Rosacea PEG

Beclomethasone dipropionate
nasal spray (Vancenase AQ 84
µg) twice daily

Beginning of 1998 to
June 12, 2000

Allergy/
Asthma

PEG

Diflucan oral 1998 Fungal infection PEG

Naproxen 500 mg per day January 17-June 12, 2000 Joint pain PEG

Prevacid 30 mg per day early 1999 - June-12, 2000 Inhibits secretion of
gastric acid

PEG

Multivitamins with iron April-June 12, 2000 Supplement PEG

Ephedra, aspirin, caffeine
(amount unknown)

1999-June 11, 2000 Muscle-building
supplements

Creatine monohydrate June 11-12, 2000 Muscle-building
supplements

Alcohol (2-4 drinks daily) Many years

List of medications and supplements used by Charles Fleming
during the three years prior to his death on June 14, 2000

On June 13, 08:10 am, Chuck Fleming’s blood sample tested positive for PEG at
~200mg/L, which was ~4 half-lives since last pill ingestion, in the AM of June 12th.



Acidosis Changed to Alkalosis over 24hrs, (perhaps) due to
poor management of bicarbonate treatment

blood gases

Treatment (subset only) date blood pH HCO3 pCO2

healthy values 7.35-7.45 22-26 35-45

mEq/L mmHg

10% Ethanol 530 ml IV, over 12 hours.  Saline, 5L.  Heparin.  NaHCO3 150mEq IV, 150mL/hr

6/12/00 19:07 7.07 2.3 8

6/12/00 19:50 7.15 2.6 7.4
6/12/00 21:30 7.12 2.6 8.2

NaCO3, heparin 6/13/00 1:35 7.01 6 24

Normal saline, 1000 mL, IV bolus.  NaHCO3 solution, 100 mEq IV. Ethanol 50 mL/hr 6/13/00 3:00 7.01 3.5 14
Ethanol dose was double 6/13/00 5:50 7.42 9.5 15

6/13/00 8:10
6/13/00 9:00 7.42 18.1 28

Sodium chloride solution (0.9%), 100 mL, q12 h 6/13/00 10:00

Ethanol 0.6 g/kg per hour.  NaPO4  12 mmol in 100 cc NS, IV over 10 hrs.   MgSO4  2g in 100 cc
NS, IV over 10 hrs

6/13/00 10:45
6/13/00 13:55
6/13/00 14:14 7.53 19.1 23

75 mEq NaHco3 in ½ NS 5000 cc IV at 130 cc/hr. 40 mEq KCl in 100 D5W, IV  over 3 hours 6/13/00 15:30

KCl 40 mEq in 1000 cc D5W over 3 hours, IV infusion.  Ethanol 100 cc/hr while on dialysis. 6/13/00 18:15
multivitamins, folic acid.  (more PEG?) 6/13/00 19:00
Sodium bicarbonate (75 mEq in ½ NS) 6/13/00 21:00

6/14/00 3:55 7.63 25 23
MgSO4 1 gm in 250 cc over 2 hours. KCl 20 mEq in 500 cc x 3 doses.  Heparin 6/14/00 5:30

6/14/00 9:32 7.46 25.2 35

Sodium phosphate (9 mmol in 50 cc NS IV over 6 hours) 6/14/00 10:00

DEATH from brain  hemorrhage 6/14/00 18:30

dangerous
alkalinity

Potentially
mismanaged.
Hospital record
keeping poor.

See Medication administration records here.

http://vblaw.files.wordpress.com/2011/11/medicationadministration.pdf


Treatments Action
Ativan 2 mg (Lorazepam) IV q2-3 Tranqulizer

D5W 500 cc IV fluid

Famotidine (Pepcid 10 mg/mL), 20 mg Treatment for gastric ulcer

Floxin 400 mg/100 ml D5W, 100 ml Q12h Antibiotic

Flagyl (500 mg/100 mL), IV, q6h Antibiotic

10% Ethanol 530 ml IV, over 12 hours Antidote for methanol

Hemodialysis and hemoperfusion (Heparin was used and

doses were not given)

Remove toxins from blood

Normal saline, 5 L IV fluid

NaHCO3 150 mEq IV in Sterile H2O at 150 mL/hr To neutralize acid in the blood

All treatments given to Chuck in the hospital on June 12th

Timeline  and details of Chuck’s treatments here.
Read Dr. Al Bayati’s pathology and toxicology report here.

CT scan on June 12 showed no  brain bleeding.  24 hrs later, prothromin time
and partial thromboplastin time were 3-5x normal.  By June 14, platelet count
was less than 42% of that on June 12.

Errors in Heparin Treatment may have
Contributed to Brain Hemorrhage

http://vblaw.files.wordpress.com/2011/11/charlesfleminghospitalizationdetails.xlsx
http://vblaw.files.wordpress.com/2011/11/chuckflemingcauseofdeathreport12182007albayati.pdf


Other Opinions on the Web

Other people in the public sphere speculate that Chuck died of aspartame
poisoning.   Chuck had a long-time habit of adding extra aspartame to his already
sweetened drinks.  It is true methanol is a degradation product of aspartame, but
the amounts are relatively low.

It is the opinion of the authors here, that residual methanol from aspartame
degradation was not a cause in Chuck’s sudden trauma and death. However,
we do suspect the low amounts of methanol detected in Chuck’s
remaining gatorade bottles by Dr Saady, may have come from this
source. (see p175-185 in trial transcript.)

It remains possible that excessive aspartame over a long period of time may have
caused low-level, chronic methanol toxicity.  While this would have resulted in
some kidney damage, it is unlikely to cause acute poisoning.  At most, it
contributed a little to damage already occurring due to alcoholism.

http://www.prweb.com/releases/2005/12/prweb322296.htm
http://vblaw.files.wordpress.com/2011/11/flemingdiane020219trialtransday1.pdf
http://www.mpwhi.com/aspartame_methanol_and_public_health.pdf


Other things you should know

• Diane passed polygraph tests three times.   Read evidence here.

• Diane’s son Chuckie had a rough relationship with his step father,
Chuck Fleming.  Read about how this complicated the police
investigations in their affidavits.
– Diane’s affidavit here.
– Chuckie’s affidavit here.

• The defense tactic at trial was to push blame onto Chuckie Tanner,
Chuck Fleming’s stepson.  This was not Diane’s decision.  Read
Cooley, the defense lawyer’s affidavit, here.  Read how that
strategy and ignorance of the decision maker affected jurors’
judgments, here and here.



But what about….?
Full trial transcript here

• “Methanol poisoning” was a search
term found on Diane’s computer,
dated prior to Charles’ illness.

• Diane attempted to hide the
computer.

• A bottle of wiper fluid was found with
some liquid missing.

• Some methanol was detected in some
gatorade bottles found elsewhere in
the house.

• Diane acted passive during trial.

• The date stamp on the computer had been set by
the manufacturer, and was not updated and
synched with real time. Diane did make the search,
after she was told Chuck’s diagnosis at the hospital.

• Diane was embarrassed by her son’s gaming and
browsing behavior.  At least one juror testified
post-trial that knowledge of this explanation would
have changed the decision on guilt.

• The characteristic blue dye was confirmed absent
in the gatorade bottles.  Also, the amount missing
was insufficient to cause poisoning. (also see p 185 of
trial transcript)

• Methanol is a degradation product of aspartame,
the sweetener used in that type of gatorade.
Defense requests examination of raw data.

• Diane was on medication.   This should have been
irrelevant, but a post-trial juror affidavit indicated
knowledge of this fact would have changed her
judgment of guilt.

http://vblaw.files.wordpress.com/2011/11/flemingdiane020219trialtransday1.pdf
http://vblaw.files.wordpress.com/2011/11/affidavitjurorsoltis.pdf
http://vblaw.files.wordpress.com/2011/11/affidavitsaadyforensicchemist.pdf
http://vblaw.files.wordpress.com/2011/11/affidavitsaadyforensicchemist.pdf
http://vblaw.files.wordpress.com/2011/11/chuckflemingcauseofdeathreport12182007albayati.pdf
http://vblaw.files.wordpress.com/2011/11/flemingdiane020219trialtransday1.pdf
http://vblaw.files.wordpress.com/2011/11/affidavitjurorsoltis.pdf


Diane Fleming’s Legal path

• Convicted of first degree murder and adulteration of a
substance in February 2002.

• Incarcerated since 2002 at Fluvanna Correctional Center for
Women, Troy, Virginia.

• Habeus corpus petition, denied by Judge Powell, 2006.  Read
an analysis of Judge Powell’s reasoning and its rebuttal here.

• See all legal documents in the ‘Legal’ folder, here.

http://www.dldewey.com/misc/flemct.htm
http://vblaw.wordpress.com/documents/


Conclusion
• The evidence implicating the wiper fluid has two main flaws:

– The lack of blue dye in the gatorade bottles confirms its absence.
– Discontinuity in Chuck’s measured methanol levels suggests false positives at the MCV lab.

• Charles Fleming died of alcoholism, kidney disease and creatine overdose,
exacerbated by poor medical management and misdiagnosis.
– Creatine pharmacology was not well understood in 2000 and hypophosphatemia was not

considered causal by the hospital staff, coroner or prosecutor.
– It was not well understood that the best methanol assay delivered false positives in the

presence of lactic acid.
– Chuck’s alcoholism and family history of kidney disease was not taken seriously.

• Diane Fleming should be pardoned and released from prison.

Other places you can learn
about Diane’s case:
– Petition-A and Petition-B
– TV profiles
– Facebook
– Wikipedia entry

GOAL:  Diane released by
Christmas, 2011

Can you help her message get attention with
the right people in time?

Please pass a copy of this CD to anyone
connected to pardoning authority in
Virginia.

GOAL:  Diane released byGOAL:  Diane released by
Christmas, 2011Christmas, 2011

Can you help her message get attention with
the right people in time?

Please pass a copy of this CD to anyone
connected to pardoning authority in
Virginia.

http://www.thepetitionsite.com/1/free-diane-fleming/
http://www.petitionspot.com/petitions/DianeFleming
http://oxygen.com/tvshows/snapped/photos/episode25.aspx
http://www.facebook.com/groups/264178230286411/
http://en.wikipedia.org/wiki/Diane_Fleming


Contact

Diane Fleming #1127555
FCCW 8D 212B
Troy, VA.  22974-1000

Dr. Mohammed Al-Bayati  Ph.D.  DABT.
Toxi-Health International

4800 Kokomo Dr. # 2215

Sacramento, CA 95835
maalbayati@toxi-health.com

o: 916 575 8877

Carol Gebert Ph.D.
Boston
carol.gebert@comcast.net
m: 650 690 0024

Paul Bohnet Esquire
Virginia

vblaw@yahoo.com
o: 757 340-0123

m: 757 235-3770
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