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Wernicke—Korsakoff syndrgme

Wernicke—Korsakoff syndrome (WKS) is the
combined presence of Wernicke encephalopathy (WE)
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Wermé’:k‘e:Korsakoff syndrome |

! Synonyms !(orsakaffs psychosis, alcoholic

and aleoholic Korsakoff syndrome. Due to the close .
' ' encepi'lalopaﬂ'u/[1l . |

relationship between these two disorders, people with :~
either are usually diagnosed with WKS, as a single .
syndrome. : l ,_
The cause of the disorder ié thiamine (vitamin By} b
deficiency, which can cause a range of disorders ‘
including beriberi, Wcmlckc encephalopathy, and l

1

|

alcoholic Korsakoff syndrome. These disorders may
manifest together or sepalal.'ely WKS s u’sualiy

Thlamme

changes, ataxia and 1mpau:cd memory' ] Spema]ty Neurology, psychiatry

Wernicke encephalopathy and WKS are most commonly seen in people who ﬂre alcoholic, and only 20% of
cases are identified before death. This failure in diagnosis of WE and thus treatment of the disease leads to
death in approximately 20% of cases, while 75% are left with permanent Prain damagc associated with WRSP
Of those affected, 25/6 require long- term 1nst1tutmnahzatlon in order 63 rccuve cffectwe care.”
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Signs and symptoms

The syndrome is a combined manifestation of two namesake dlsot;:lers, Wétmeke encephala;pathy and
alcoholic Korsakoff syndrome. It involves an acute Wermcke-encaphalopatby phase, followed by the
development of a chronic aleohohc Korsakoff syndrome plmste.("‘l '

Wernicke encephalopathy
WE is characterized by the presence of a triad of symptoms;*l

1. Ocular disturbances (gphthalmoplegia)

2. Changes in mantal state (confusion)

3. Unsteady stance and gait (ataxia) .
This triad of symptoms results from a deficiency n} vitamin B, whlch is gp essential coenzyme. The
aforementioned changes in mental state oceur in apprq:nmately 82% of patients' symptoms of which range

* from confusion, apathy, inability to concentrate, and a decrease in awaréness of t.’pe immediate situation they

are in. Ifleft untreated, WE can lead to coma or death. In about 29% of patients, qcular disturbances consist of
nystagmus and paralysis of the lateral rectus muscles or other muscl?s in the aye. A smaller percentage of
patients experience a decrease in reaction time of the pupils to light gtimuli and swelling of the optic disc
which may be accompanied by retinal hemorrhage. Finaily, the symptoms mvolving stance and gait oceur in
abont 23% of patients and result from dysfunction in the cerebellum and ves_qggjgr gystem, Other symptoms
that have been present in cases of WE are stupor, low bleod pressure @XEP.EPL.)» clevated heart rate
(tachycardia), as well as hypothermia, epileptic seizures anda pmmive loss ot heanng

About 1% of patients have none of the symptoms in the classm triad at first d:agnosls of WE; however, usually
one or more of the symptoms develops later as the disease progresses.’]

Alcoholic Korsakoff syndrome (
KS is described as an acute onset of severe memory- ‘impairment without any dysfunction in intellectual
abilities."™ The DSM IV lists the following criteria for the diagnosis of alcoholic ;(orsakoff syndrome. i
1. anlerqgrade amnesia )
2. Variable presentation of retrograde amnesis
One of:

1, Aphasia
2. Apraxia
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3. Agnosia

4. A geficit in executive functions
In addition, the DSM-IV indicates that normal activities and function will be unpaired by the memory deficits
and that the experience of amnesia must ocenr outside of times where the individual is in a state of delirium,
intoxification, or withdrawal. The criteria for diagnosis also maintain that thepe must be evidence that the
amnesia is caused by the use of alcohol ™

Despite the assertion that aloholic Korsakoff syndrome must be caused by the use of alcohol, there have been
several cases where it has developed from other instances of thiamine deffciency resulting from gross
malnutrition due to conditions such as; stomach cancer, anorexia nervoss, and gagtrectomy.®!

Cognitive effects

Several cases have been documented where Wernicke—Korsakoff syndrame has heen seen on a laxge scale. In
1947, 52 cases of WKS were documented in a prisoner of war hospital in Singapore where the prisoners' diels
included less than 1 mg of thiamine per day. Such cases provide an opportunity o gain an understanding of
what effects this syndrome has on cognition. In this particular case, cognltive gymptoms included insomnia,

anxiety, difficulties in concentration, loss of memory for the immedigte past, and gradual degeneration of
mental state; consisting of confusion, confabulation, and hallucinatiogg.m In other cases of WKS, cognitive
effects such as severely disrapted speech, giddiness, and heavy headednpss have been documented. In addition
to this, it has been noted that some patients displayed an inability to fopus, and the inability of others to catch
patients’ attention.”? |

In a study condueted in 2003 by Brand et al. on the cognitive effacts of WKS, the researchers used a
neuropsychological test battery which included tests of intelligence, spead of infopmation processing, memory,
executive fanction and cognitive estimation. They found that patients suffering from WKS showed
impairments in all aspects of this test battery but most noticeably, on the eognittve estimation tasks, This task
required subjects to estimate a physical quality such as size, weight, gnantity or tlme (i.e. What is the average

‘length of a shower?), of a particular item. Patients with WKS performed worse than mormal control
participants on all of the tasks in this category. The patients found estimations jnvolving time to be the most
difficult, whereas quantity was the easiest estimation to make. Additionally, the at_;ﬁdy includeqd a category for
classifying "bizarre" answers, which incladed any answer that was far cutside of the normal range of expected
responses. WKS patients did give answens that could fall into such a category and these included answers such
as 158 or 1 hour for the estimated length of a shower, or 4 kg or 15 tonnes as the weight of a car.®!

Memory deficits

As mentioned previously, the amnesic symptoms of WKS include both retrograde and anterograde amnesia"
The retrograde deficit has been demonstrated through an inability of WKS patients to recall or recognize
information for recent public events. The anterograde memory loss is demonstrated through deficits in tasks
that involve encoding and then recalling lists of words and faces, as well as ggmantic learning tasks. WKS
patients have also demonstrated difficulties in preservation as evidenced by a deficit in performance on the
Wisconsin Card Sorting Test.™ The retrograde amnesia that accompanies WKS can extend as far back as
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twenty to thirty years, and there is generally a temporal gradient seen, where earlier memories are recalled
better than more recent memories." It has been widely accepted that the critira] structures that lead to the
memory nnpamnent in WKS are the mammillary bodies, and the thalamic re:gions»“"I Despite the

has been demonstrated through measures that assess pemeptu&l Pﬂmm&m

Other studies have shown deficits in recogniti ‘on memory and stimplus-reward associative functions in
patients with WKS!' The deficit in stimulus-reward famctions was demonstrated by Oscar-Berman and
Pulaski who presented patients with reinforcements for certain stimuli put not atliers, and then required the
patients to distinguish the rewarded stimuli from the non-rewatded stlmull WKS patients displayed
significant deficits in this task. The researchers were also successful |n displaying a deficit in recognition
memory by having patients make a yes/no decision as to whethera stilpulus was familiar (previously seen) or
novel (not previously seen). The patients in this study also showed a significant deficit in their ability to-
perform this task.!'? ' .

Confabulation

People with WKS often show eonfabulauon, spontaneous confabulation bemg seen more frequently than
provoked confabulation.'! Spontaneous confabulations refer to incorrect memaorjes that the patient holds to
be true, and may act on, arlsing spontaneously without any provocatiop. Provoked confabulations can oceur
when a patient is cued to give a response, this may copur in test settings. The spontaneous confabulations
viewed in WKS are thought to be produced by an impairment in souree memary, where they are unable to
remember the spatial and contextual information for an event, and tl;pé may use irrelevant or old memory
traces to fill in for the informetion that they cannot access. It has also heen suggepted that this behaviour may
be due to executive dysfunction where they are unable to inhibit incorrect mamories or because they are
unable to shift their attention away from an incorrect response.!'"

Causes

WKS is usually found in chronic alcoholics. Wernicke~Korsakoff syndrome resuls from thiamine deficiency. It
is generally agreed that Wernicke encephalopathy resnlts from severe acute deficiency of thiamine (vitamin
B,), whilst Korsakoffs psychosis is a chronic neurologic sequela of Wernicke encephalopathy. The
metaholically active form of thiamine is thiamine pyrophosphate, which plays § major role as a-cofactor or
coenzyme in glucose metabolism. The enzymes that are dependent on thiamine pyrophosphate are associated
with the citric acid cycle (also known as the Krebs cycle), and catalyza the oxidation of pyruvate,
a-ketoglutarate and branched chain amino acids. Thus, anything that encoumges glucose metabolism will
exacerbate an existing clinical or sub-clinical thiamine deficiency. :

As stated above, Wernicke—Korsakoff syndrome in the United States is usually fonnd in malnourished chronic -
alcoholics, though it is also found in patients who undergo prolonged intravenous (IV) therapy without vitamin
B, supplementation, gastric stapling, intensive care unit (ICU) stays or hun,ger strikes. In some regions,
physicians have observed thiamine deficiency brought about by severe malnutriuon, partxcularly in diets
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consisting mainly of polished rice, which is thiamine-deficient, The resulting negvous system ailment is called
beriberi. In individuals with sub-clinical thiamine deficiency, a large dose of glucgse (either as sweet food, ete.
or glitcose infusion) can precipitate the onset of overt encephalopathy.!'2F*19)

Wernicke~Korsakoff syndrome in aleoholics particularly is associated with gl;_;_@yj_igfarction of specific
regions of the brain, espec:ally the mamillary bodies Other regions include the anterior region of the thalamus

>Ry

One as-yet-unreplicated study has associated susceptibility to this syndrome wlyh a hereditary deficiency of
transketolase, an enzyme that requires thiamine as a ooenzyme.""

Post-gastrectomy

The fact that gastrointestinal surgery can lead to the development of WKS was demonstrated in a study that
was completed on three patients who recently undergone a gastrectomy. These patients had developed WKS
but were not aleohalics and had never suffered from dietary deprivation. WKS developed between 2 and 20
years after the surgery.'*¥! There were small dietary changes that contributed to the development of WKS but
overall the lack of absorption of thiamine from the gastyointestinal tract was the ‘cause. Therefore, it must be
ensured that patients who have undergone gastrectomy have a proper education on dietary habits, and
carefully monitor their thiamine intake, Additionally, an early diagnosis of WKS, should it develop, is very
jmportant.t'® ‘

Alcohol-thiamine interactions

Strong evidence suggests that ethanol interferes directly with thiaming uptake ln the gastrointestinal tract.
Ethanol also disrupts thiamine storage in the liver and the transformation of thlamme into its active form.["”
The role of alcohol consumption in the development of WKS has bhean experlmentally confirmed through
studies in which rats were subjected to aleohol exposure and lower Jevels thla;nine through a low-thiamine
diet.™ In particular, studies have demonstrated that clinical signs of the neugological problems that result
from thiamine deficiency develop faster in rats that have received alcohol and wepe also deficient in thiamine
than rats who did not receive alcohol”® In another study, it was found thet rats that were chronically fed
alcohol had significantly lower liver thiamine stores than control rats. This provides an explanation for why
aleoholies with liver cirthosis have a higher incidence of botb thiamine deficiency and WKs )

Pathophysiology : |

Brain atrophy associated with WKS occurs in the following regions of the braiw the mammillary bodies, the
thalamus, the periagueductal grey, the walls of the 3rd ventricle, the floor of the 4th ventricle, the cerebellum,
and the frontal lobe. In addition to the damage seen in these areas there have beeu reports of damage to cortex,
although it was noted that this may be due to the direct toxic effects of alcobol as opposed to thiamine
deficiency that has been attributed as the underlying cause of Wermcke-Korsakoﬁ Syndrome.®
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The amnesia that is associated with this syndrome is a result of t!\e atmphy in the structures of the
diencephalon (the thalamus, hypothalamus and mammillary bodies), and is similar to amnesia that is
presented as a result of other cases of damage to the medial temporal lobe."" It has been argued that the
memory impairments can occur as a result of damage along any past of the mﬂl_o—thalamxc tract, which
explains how WKS can develop in patients with damage exclusively to either the tha!nmns or the mammillary -
bodies™®

Diagnosis

Diagnosis of Wernicke—Korsakoff syndrome is by chmcal nnpression aad ean somenmec be confirmed by a
formal neuropsychological assessment. Wernicke encephalopathy Wpically presents with ataxia and
nystagmus, and Korsakoffs psychosis with antemgrade and retrog-ade amneula and confabulation ‘upon
relevant lines of questioning.

Freqnently, secondary to tluamme deficiency and subsequent cyhoto:dp edema lu Wernicke encephalopathy,
patients will have marked degeneration of the _n_u_i_m_illg;r,y bodies. Thiamine (vmumn B,) is an essentfal
coenzyme in carbohydrate metabolism and is also a requlator of osmoﬂc gradlent. Its deficiency may canse
swelling of the intracellular space and local disruption of the blood-braiu barrier Bram tissue is very sensitive
to changes in electrolytes and pressure and edema can be cytatoxie. In Wermcke tbis oceurs specifically in the
mammillary bedies, medial thalami, tectal plate, and pariaqueducml areas Suff'e:ers may also exhibit a dislike
for sunlight and so may wish to stay indoors with the lights off. '!'he mechan!sm of this degeneration is
unknown, but it supports the current neurological ﬂxeoxy that the mammlllary bodies play a role in various
“memory circuits” within the brain. An example of a memory circuit is the apez Mt. ‘

oy
Redrs
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Axial MRI FLAIR image Axial MRI B=1000 DWI Axial MRI FLAIﬁ image

showing  hyperintense image showing showing hyperlntensa
signal in the mesial hyberintense signal signal in%  the
dorsal thalami, a indicative of restricted periaqueductal gray
common finding in diffusion in the mesial matter and tectqm of the
Wernicke dorsal thalami. dorsal mldbrain. v

“encephalopathy.  This
patient was nearly in
coma when |V thiamine
was = started, he
responded moderately
well but was left with
some Korsakoff type
deficits.

Treatment

.....

patients w1tl1 Wernicke encephalopqthy can prevent the disorder f1 om developing into Wermcke—Koxsakoff
syndrome, or reduce its severity. Treatment can also reduce the progression of tha deficits caused by WKS, but
will not completely reverse existing deficits. WKS will continue to be present, at least parually, in 80% of
patients.”? Patients suffering from WE should be given 2 minimum dose-of 500 mg of thiamine hydrochloride,
delivered by infusion over a 30-minute penod for two to three days. If no xesponse is seen then treatment
should be discontinued but for those patients that do respond, treatment should be continued with a 250 mg
dose delivered intravenously or intramuscularly for thr ee to five days unless the patlcnt stops improving. Such

prompt administration of thmmmc may be a life-saving measure./ Banana bags, a bag of intravenous fluids
1t (224

containing vitamins and mm;.mls is one means of treatme

Prevention

e

As described, aleoholic Korsakoff syndrome usually follows or accompanies Wernicke encephalopathy. If
treated quickly, it may be possible to prevent the development of AKS w1th thiamine treatments. This
‘treatment is not guaranteed to be effective and the thiamine needs to be admmlstered adequately in both dose
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and duration. A study on Wernicke-Korsakoff syndrome showed that with consistent thiamine treatment there
were noticeable improvements in mental status after only 2-3 weeks of therapy.“" Thus, there is hope that with
treatment Wernicke encephalopathy will not necessarily pmgress to WKS. :

In order to reduce the risk of developing WKS it is important to limit the intake ot' aleohol or drink in order to
ensure that proper nutrition needs are met. A healthy diet is imperaﬁve for proper nutrition which, in
combination with thiamine suppiements, may rednce the chance of developing WKS This prevention method
may specifically help heavy drinkers who refuse to orareunabletoquit.‘" '

Epidemiology

......

percent. Despite this, specific sub-populations seem to have higher prmluce rates including people who are
homeless, older individuals (especially those living alone or in lsolatlonJ. aud psychiatric inpatients?®
Additionally, studies show that prevalence is not oonnecwd to alcohol consumptlon per capita. For example, in
France, a country that is well known for its consumption and praducﬁo;; of wine, prevalence was only 0.4% in
1994, while Australia had a prevalence of 2.8%.2%

History

Wernicke encepﬁalopéthy

Carl Wernicke discovered Wernicke encephalopathy in 1881. His first diagnosig noted symptoms including
paralyzed eye movements, ataxia, and mental confusion. Also noticed were hemorrhagg in the gray matter
‘around the third and fourth ventricles and the cerebral aqueduct. Bratu atrophy was only found upon post-
mortem autopsy. Wernicke believed these hemorrhages were due to inﬂammnﬁon and thus the disease was
named polioencephalitis haemorrhagica superior. Later, it was found that Wermcke encephalopathy and
aleoholic Korsakoff syndrome are products of the same cause.”?

Alcoholic Korsakoff syndrome

Sergei Korsakoff was a Russian physician after whom the disease "KorsakofPs. syndmme was named, In the
late 18008 Korsakoff was studying long-term aleoholic patients and began to notice a decline in their memory -
function.”® At the 13th International Medical Congress in Moscow in 1897, Rorsakoff presented a report
called: "On a special form of mental illness combined with degenerative polynaurz’tls" After the presentatwn
of this report the term “KorsakofPs syndrome” was coined.

Although WE and AKS were discovered separately, these two syndromes are ugually referred to under one
name, Wernicke—Korsakoff syndrome, due to the fact that they are part of tha same cause and because the
onset of AKS usually follows WE if left untreated. :

Society and culture
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The British neurologist Oliver Sacks describes case histories of some of his patients with the syndrome in the
book The Man Who Mistook His W{fefor a Hat (1985).

See also

» Alcoholic dementia
» Dementia
» Malabsorption
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Judge Minaldi retires after leave for alcoholism care | Local | americanpress,con Page 1 of 4

https://www.americanpress.com/news/local/judge-minaldi-retires-after-leave-for-alcoholism-
care/article_0552f56a-77c4-11e7-9da4-dbae9652afd1.htmi

Judge Minaldi retires after leave for alcoholism care

The Associated Press Aug 2, 2017

FILE: A still photo from an American Press video of Judge Patricia Minaldi speaking to two members of the
media Friday, April 14, 2017 at the Lake Charles Civic Center seawalll. (Rick Hickman / American Press)

BATON ROUGE -- A federal judge in Louisiana has retired severa| months after taking
medical leave for treatment of severe alcoholism, a condition that came to light only after a

series of mysterious interruptions in her courtroom.

U.S. District Judge Patricia Minaldi's disability retirement took effect on Monday, said Tony

Moore, clerk of court for the Western District of Louisiana.
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Court records unsealed in April revealed Minaldi, 58, was requured to get treatment for
alcoholism so severe that a colleague asked a court to rule she cannot take care of
herself.

An Associated Press investigation showed Minaldi's pattern of unysual behavior on the
bench preceding her removal from a string of cases last yggr.

(n February 2016 Minaldi was pulled off a man 's fraud case followlpg a series of mlstakes
in routine frial procedures. Court documents released at the AP's request showed that
even basic requirements — like telling jurors the burden of proof Iles with prosecutors, not
the defense — weren't followed. '

The next month, the district's chief judge removed Minaldi {rom crlrplnal cases against a
sheriff and several subordinates. No explanatuon was glvep though the order came four
days after Minaldi abruptly adjourned a hearlng to accept guﬂty pleas by two sheriff's
deputies. The two deputies wound up pleadmg guilty later g_hat same day before another
judge. . '

In December, a criminal frial in Minaldi's courtroom was cut short wlthout explanation
. before a jury could be picked to hear a child pornography pase A t!'anscrlpt unsealed last
month at the AP's request shows the proceedings ended wlth a defense attorney asking to

~,~
“‘Jx.

speak with Minaldi privately in her chambers.

Court officials haven't explained those secretive interruptions in her courtroom. Scores of
other cases originally assigned to Minaldi already have been transferred fo other judges,
also without a detailed explanation. o

In 2014, Minaldi pleaded guilty to a drunken drlvmg charge and was sentenced to one year
of probation. Dashcam video obtained by locsl news organlzatlons showed her arguing
with an officer and refusing to get out of her car before pollce arrested her outside her
Lake Charles home.
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N .
"This seems to be one of the rare instances where intervention did pot come quickly
enough," said University of Pittsburgh School of Law professor Artnur Hellman, an expert

in judicial ethics.

-

Minaldi had been on medical leave since late December. The mandate for Minaldi to
complete at least 90 days of substance abuse treatment came from the chief judge of the
5th U.S. Circuit Court of Appeals. It's unclear when Chief Judge Carl Stewart imposed that
mandate, but Minaldi arrived at a rehab facnllty on Jan. 4. '

The court records unsealed in April were part of a lawsuit ftled by g longtime friend and
colleague, U.S. Magistrate Kathleen Kay. The lawsuit challenged Mll’laldl s physical and
mental capacity to manage her personal and financial affalrs

§ Minaldi gave power of attorney to Kay in 2007 and then revoked lt two days after Kay sued r’
in March. B

g In the lawsuit, Kay said Minaldi was diagnoseg with severe Wernicke-Korsakoff syndrome,
a degenerative brain disorder linked to alcohal abuse. The suit said Minaldi's condition in

March was so severe that she was "unable to take care ofyber da!ly activities” and "unable
§ to safely take care of her personal needs, financial mattefg-,’or he':'r"{property matters."

The records showed Minaldi moved into an assxsted hvmg facllity spemallzlng in "memory
care" within three months of presiding over the trial that was cut sport without explanation
in December.

Minaldi began serving as a judge in the district's Lake Charles division after her
nomination in 2003 by then-President George W. Bush.

Her retirement leaves the Lake Charles division without a dlstnct judge Moore said the
Western District of Louisiana, currently served by three active dlstrlct judges, has three
other judicial vacancies. ‘

Federal judges who take disability retirement after at least 10 years of continuous service
are entitled to continue receiving a salary for the rest of their lives,
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MORE INFORMATION
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1

Minaldi convictions ¢
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I can remember sitting in the court room of Judge Patricia Minaldi with my 13-year-old
daughter, waiting to hear the outcome of my husband’s trial, his setj’goncing infact.

Our daughter earlier that week had written the judge a 1ettét telling her in her own words
what kind of person her daddy was, he was kind and helpful to otkgéfsj. She went on about
how he loved his children and said that everyone makes mistakes, ;eé;/en her daddy. She
asked the judge to please not take her daddy away from héj_j f;md he,rvbaby sister. Please give
him a chance she asked. When the j udge came out and the ']ury askéd'het a question about

entrapment she told them it was eqmvalent toa mxsdemeanor she said it was 1o big deal.

The judge soon statted speakmg rude and dlsrespectful (even though she saw my child
sitting in the courtroom} to Karl, putting in her own personal thoughts and opinions about
him such as she thought he was a disgrace and a “special kind of monster putting his own
daughter up to wntmg.a Jetter to her about how her daddy wasa good man. She stated
several times in the court room that she thinks he had commltted other crimes of this
nature and just hadn’t been caught yet. She told she t’mnks he S was a low life. She told my
daughter that she was doing her, her sister and mother a fgyor by Puttmg her daddy away
forever. My daughter became emotional and sick to her stofnach and started ctyingin the
court room, the judge yelled at her and told her if she was gomg to cry to get out of her
court room and don't come back in. 1 removed her from the court room and I returned to
the room. The judge stated to Karl that she was going to use him as an example to other
cops who think they are above the law. She said that cops are not above the law and will be
dealt with accordingly. She told Karl he was disgusting and a nmsaqoe to society and she

was going to take him off the streets for good.

Brenda Lee (Kretser)

"R e Ne (naNEan)



.
.

J;;M :

a¢ $8F

.
.
.
.
-

\{

- LIA

xdg

.
.
.
.
.
.
:
.
.
.
.8
S
+
.
.
:
.
.

.
[N
.
.
.
.
.
i
.
.
H
.
.
.k
.
e o
.
.
.
.

. . )
. T, . . ' ‘e . * - ’ T :
. N t -
. . ) . | ,
) ) . i . .
. - " b .
e - R ) )
. JOUN PO . - . “ D e e . . - f L. PO -~ . N o ) ’ ’
. d - * : 4
. ) . c
- - . e
- . ’ ) ) O l v
8 .. . ° ~ ’ ' .
. . ' ’
N - -
. . - )
.. - : ' ’
. . . . . ) - - . . - -
- - . . . - * : .
. . . - - - ’ . ’
v * ’ ‘ . l ‘
. . - . . . )
- - ’ ’
. . . .
. - ° : - o
. .
. - i ) )
) .
- . - .
. - .o . .
. . .
- . : )
- : ) L3 . .
- N ’ ) -
. L . .
. .
- - N M ‘ ‘ ' ) '
. ) .
. . o . . . . .
B . ) .
N - " : : ’ . .
- . ) . . ) N
- - : .
- . v * * * )
.



[

To Whom It May Concern’

|, Arika Shaffett, wanted tlo provide my witness to the erratic behavior exhlbited by Judge Patricia
Minaldi during my father’s Karl Kretser, trial and June 2007 sentencing

At the trial, the Jury was questioning the amount of time my father would be- séntenced to, as they
expressed concerned because this was an entrapment issue. The 1udge told the jury “his crime is
equivalent to a- misdemeanor, it’s no big deal”. However, during sentencmg she processed an upward
departure and she announced a verdict of 30 years.

The behaviors exhibited by Judge Minaldi during sentencmg were unbehevable, however | was only 14
at the time so ! did not understand fully what was happening. The Judge told me directly that my father
was a monster and that she was doing me a favor by taking him awav from me She scolded my father's
character because { had written her a letter by my own choice askrng herto p!ease spare my father a
harsh punishment, as we needed him to he a part of our family. She also stated that she was giving him
an exuberant amount of time because she believed that he had com[nltted qgher crimes, but had not
been caught. ' ' ’ o

1

Seeing my father in this situation and knowing hIS character, | was greatly upset and started to cry. The .
Judge yelled at me and told me that | needed to leave the court room because { was crying.

This situation caused me to have severe PTSD. Aftar son.c tirne, | reauzau that thl.- behavior what not.
* normal. | decided to find transcripts from the sentencing; however nNone of the above incidents are
included. ‘ :

Please do not hesitate to reach out to me if there are any other questions.

Regards,

Arika Shaffett
225-810-8538 }
Ariliashaffett@ya hoo.com'


mailto:Arikashaffett@yahoo.com
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CHAPTER 24

asymptomatic, but after a variable latent period (which
may be as long as several years) a myelopathy develaps in
some instances. The MRI, electrophysiologic, and cerebrg-
spinal fluid findings are similar to those of multiple sclero-
sis, but HTLV-1 antibodies are present in serum and spinaf
fluid, There is no specific treatment, but intravenous or
oral corticosteroids miay help in the initia| inflammatory
phase of the disease. Prophylactic measures are important.
Necdles or syringes should not be shared; infected patients
should not breastfeed their infants or donate bload, semen,

or other tissue. Infected paticnts should use condoms to
prevent sexual transmission.

STUPOR & COMA

Leve| of consciousness is depressed.

»> Stupq{ous patients respond only to repeated vig-
orous stimuli.

> Corr_|a|tose patients are unarousable . and

unregponsive.

Yamano Y et al. Clinical pathophysiology o human T-lymphotropic
virus-type: L-associated myelapathy/(ropical spastic paraparesis.
Front Miceobiol. 2012 Nov 9;3:389, [PMID: 23162342

SUBACUTE COMBINED D
OF THE SPINAL CORD

Subacule combined degeneration of the spinal cord is duc to
vitamin B, deficiency, such as occurs in pernicious anemia.
It is characterized by myelopathy with spasticity, weakness,
propriaceptive loss, and numbness, somelimes in associa-
tion with polyneuropathy, mental changes, or optic neuropa-
thy. Megaloblastic anemia may also occur, but this does not
parallel the neurologic disorder, and the former may be
abscured if folic acid supplements have been' taken. Treat-
ment is with vitamin B,,. For pernicious anemia, a conve-
nient therapeutic regimen is 100 mg cyapocobalamin
intramuscularly daily for 1 week, then weekly for 1 month,
and then monthly far the remainder of the patient’s life, Oral
cyanocobaiamiin replacement is not advised for perniciaus
anemia when neurologic symptoms are present.

WERNICKE ENCEPHALOPATHY &
KORSAKOF‘F SYNDROME

Werniclce encephalopathy is characterized by confusion,
ataxia, and nystagmus leading to ophthalmoplegia (lateral
reclus muscle weakness, conjugate gaze palsics); peripheral
neuropathy may also be present, It is due to thiamine defi-
ciency and in the United States occurs most commonly in
patieats with alcoholism. It may also occur in paticnts with
AIDS or hyperemesis gravidarum, and after surgery for
obesity. In suspected cases, thiamine (100 mg) is given
intravenously immediately and then intramuscularly on a
daily basis until a satisfactory dict can be ensured. Intrave-
nous glucose given before thiamine may preéipitate the
syndrome or worsen the symptams. The diagnosis is con-
firmed by the response in 1 or 2 days to treatfnent, which
must not be delayed while awaiting laboratory confirma-
tiou of thiamine deficiency from a blood sample obtained
prior to thiamine administration. Korsakoff syndrome
accurs in more severe cascs; it includes anterograde and
retrograde amnesia and sometimes confabulation, and may
nol be recognized until after the initial delirium has lifted.

EGENERATION

Isenberg-Grzeda E et al, Wernicke-Korsakoff-syndrome: under-
recognized and under-treated. Psychosomatics. 2012 Nev-Dec:
53(6):507-16. {PMID: 23157950]

- Genergl Considerations

The patient who is stuporous is unresponsive except when .
subjected fo repeated vigorous stimuli, while the comatose
p'atieni is 'uqarousable and unable o respond to external |
gvents or Inner nceds, although reflex movements and 4
posturing may be present. 3
.. Coma |s a major complication of serious central neg-
vous system disorders. It can result from seizures, hypo-
thermia, metabolic disturbances, or structural lesions
¢ausing bilateral cerebral hemispheric dysfunction or a
disturbance of the brainstem reticular activating system. A
mass lesion Involving ane cerebral hemisphere may cause
¢oma by compression of the brainstem. All comatose
patients should be hospitalized and referred to 2 neurolo-

gist or neurogurgeon.

Assessment & Emergency Measures

. The diagnostic workup of the comatose palient must pro- i
<ced concomitantly with management. Supportive therapy 20
for respiration or blood pressure is initiated; in hypother-
mia, all vita) signs may be absent and all such patients
should be rewarmed before the prognosis {5 assessed.

" "The patient can be positioned on one side with the neck
parlly extended, dentures removed, and secretlons cleared -
by suction; If necessary, the patency of the airways is main- :
tained with ai oropharyngeal airway. Blood is drawn for_ %
serum glucose, electrolyte, and calcium levels; arterial |
blood gases; ljver and kidney {unction tests; and toxico-
logic studies s indicated. Dextrose 50% (25 g), naloxone %
(0.4-1.2 mg), and thiamine (100 mg) arc glven intrave-
nously withaut delay,

Further details are then obtained from altendants of the 23
patients medical history, the circumstances surrounding
the onset of ¢oma, and the time course of subsequent
events. Abrdpt pnset of coma suggests subarachnaid her
orrhage, bralnstemn stroke, or intracerebral hemorrhag :
whereas a slower onset and progression occur with other3
structural or mass lesions. Urgent noncontrast CT sca E2
ning of the hend is appropriate if it can be oblained directly ;
from the emergency department, in order to identify intr.
cranial hemojrhage, brain herniation, or other struclurdk;
lesion that may require immediate neurosurgical inlerven
lion, A metahalic cause is likely with a preceding intoxi
cated state ar agitated delirium. On examination, attent
is paid to the EehaViornl response to painful stimuli, th




CHAPTER 25

interest. Some stales require physicians to report injuries
caused by abuse or suspecled abuse to police authoritics.

Buckley P et al. Psychopharmacolagy of aggression ‘in schizo-
phrenia, Schizophe Bull. 2011 Sep;37(5):930-6. [PMID: -
21860038]

lohnson DM et al. Cognitive behavioral treatment of PTSD in
residents in baltered women's shelters: results of a candom-
ized clinical trial, | Consult Clin Psychol. 2011 Aug.79(4) 542~
51, [PMID: 21787052]

Rees § et al. Lifetime prevalence of gender-based violence in
women and the relalionship with mental disorders and psy-
chosocial function. JAMA. 2011 Aug 3:305(5):513-21. [PMID:
21813429)

The term dependency was prewously used ta describe a
severe form of substance abuse and drug addiction charac-
terized by the triad of: (1) a psychological dependence or
craving and the behavior involved in procurement of the
drug; (2) physiclogic dependence, with withdrawal symp-
loms on discontinuance of the drug; and (3} tolerance, je,
the nead to increase the dose to abtain the desired effects.
The terms “dependency” and “abusc” were dropped in
DSM.-5 in favor of the single term “substance usc disorder,’
ranging from mild to severe, Many patients could have a

severe and life-threatening abuse problem withoul ever -

being dependent on a drug.

There is accumulating evidence that an impairment
syndrome exists in many farmer (and current} Qrug users.
1t is believed that drug use produces damaged neurotrans-
mitter -teceplor siles and that the consequenl imbalance
produces symptoms that may mimic other psychiatric ill-
nesses. “Kindling”—repeated stimulation ol the brain—
tenders the individual more susceptible lo focal brain
aclivily with minimal stimulation, Stimulants and depres-
sants can produce kindling, leacling to relatively spontane-
ous elfects no longer dependent on the original stimulus.
These effects may be manifesied as mood swings, panic,
psychosis, and occasionally overt seizure activity. The
imbalance also results in frequent job changes, partner
problems, and generally erralic behavior. Palients with
PTSD frequently have treated themselves with a variety of
drugs. Chranic abusers of a wide variety of drugs exhibit
cerebral atrophy on CT scans, & finding that may relale to
the above symptoms. Early recognition is important,
mainly to establish realistic treatment programs that are
chiefly symptom-directed.

The clinician faces three problems with substanee use
disorders: (1) the prescribing of substances such as seda-
tives, stimulants, or opioids that might produge depen-
dency; (2} the treatment of individuals who have alrcady
abused drugs, most commonly alcohol; and {3) the detec-
tion of illicil drug.usc in patients presenting with psychiat-
ric symploms. The usefulness of urinalysis for detection of
drugs varies markedly with different drugs and under dif-
ferent circumstances (pharmacokinetics is a major factor),
Waler-soluble drugs (eg, aleohol, stimulants, oploids) are
climinated in a day or so. Lipophilic substances (eg,

barbjturates, te;rahydmcannabmol) appear in the urine

aver longer periods of time: several days In most cases, 1-2

months in chropic marijuana usecs. Sedative drug determi-
nations are quite variable, amount of drug and duration of
use being important determinants, False-positives can be a
problem related to ingestion of some legitimate medica-
tians (cg. phcnylom for barbiturates, phenylpropanol-
aminc for amphetamines, chlorpromazine for opicids) and

some foods (eg, poppy seeds for opioids. coca leaf tea for

cocalne) Manjpulations can alter the legitimacy of the test-
ing, Dilution, either in vivo or in vitro, can be detected by
checking urine- -specific gravity. Addition of ammonia.
vinagar, or snlt may invalidate the test, but odor and pH
detérminations are simple. Hair analysis can determine
drug use over longer periods, particularly sequential drug-

taking patterns. The sensitivily and reliability of such lests -

are considered good, and the method may be complemen-
tary to urinalysis.

Marlalt GA. Update on harm-reduction policy and intervention
research Annu Rev Clin Psychol. 2010 Apr 27:6:591-606,

» Physiologle dependence as manifested by evi-
dence ofwithdrawal when intake is interrupted.

> Tolerance’ to the effects of alcohol.

» Evidence of alcohal-associated ilinesses, such as
alcohollc Iiver disease, cerebellar degeneration.

> Contmued ‘drinking despite strong medical and
ocnal contra!nd:catlons and life disruptions.

- !mpawment 'fn sacial and accupational functioning.
> Depressxgq,
» Blackouts.

General f.pnsiderations

Alcohol use disorder is a syndrome consisting of two
phases: at-tisk drinking and moderate lo severe alcohol
misuse. At-cisk drinking is the repetitive usc of alcohol,
often to allevinte anxiety or solve other emotional prob-
lems. A moderate ta severe alcohol use disarder is similar
to that ivhich ogcurs following the repeated use ol other

sedative-hypaoljes and is characlerized by recurrent use of -

alcohol despile disruption in social roles (family and
wmI\J. alcohol-related legal problems, and taking safety
risks by onese]f pnd with others The National Institute on
Alcoho] Abuse and Alcoholisma formally defines at-risk
drinking as migre than 4 drinks per day or 14 drinks per
week for men of more than 3 drinks per day or 7 drinks
per ‘week for womcn A drink is defined by the CDCes 12
oz of beer, 8 07 of malt liquor, 5 oz of wine, or 1.3 0z or a
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PSYCHIATRIC DISORDERS

“shot” of 80-proof distilled spirits of liquor. {ndividuals
with at-risk drinking are at an increased risk for developing
or are developing an alcohol use disorder. Alcohol and
other drug abuse patients have a much higher prevalence
of lifetime psychiatric disorders. While male-to-female
ratios in alcoholic treatment agencics remain at 4:1, there is
evidence that the rates arc converging. Women delay scek-
ing help, and when they do they tend to seek it in medical
or mental health settings. Adoption and twin studies
indicate some genetic influence. Ethnic distinctions are
impartant—cg, 40% of Japancse heve aldehyde dehydroge-
nase deficiency and are more susceplible to the effects of
aleohol. Depression is often present and should be evalu-
ated carefully. The majority of suicides and intrafamily
homicides involve alcohol. Alcohol is a major factor in
rapes and other assaulls.

There are several screening instruments that may help
identify an alcohol use disorder. One of the most useful
is the Alcohol Use Disorder Identification Test (AUDIT)
{see Tabie 1-7).

Clinical Findings
A, Acute Intaxication

‘The signs of alcoholic inloxication are the same as those of
overdosage with any other central nervous system depres-
sant: drowsiness, errors of commission, psychomotor dys-
function, disinhibition, dysarthria, ataxia, and nystagmus.
For a 70-kg person, an ounce of whiskey, 2 4- to 6-02 plass
of wine, or a 12-oz bottle of beer (roughly 15, 11, and
13 grams of alcohol, respectively) may raise the level of
alcohol in the blood by 25 mg/dL. For a 50-kg person, the
blood alcohol level would rise even higher {35 mg/dL) with
the same consumption. Blood alcohol levels below 50 mg/dL
rarely cause significant motor dysfunction (the legal limil
for driving under the influence is commonly 80 mg/dL).
Intaxication as manifested by ataxia, dysarthria, and nausea
and vomiting indicates a blood level greater than 150 mg/dL,
and lethal blood devels range from 350 to 900 mg/dL. In

severc cases, overdosage is marked by respiratory depres-

sion, stupar, seizures, shock syndrome, coma, and death.
Serious averdoscs are frequently due to a combination of
alcohol with other sedatives.

B. Withdrawal

H
There is a wide specirum of maaifestations of alcoholic
vithdrawal, ranging from anxicty, decreased cognilion,
\remulousness through increasing irritability and
e ctivily 10 full-blown delirim tremens. Symptoms
drawal, including tremor, elevated vital signs,

irin within abowt 8 hours after the last drink .

yve passed by day 3. Generalized seizures
 first 24-38 hours and are more prevalent
ave a history of withdrawal syndromes.
an acute organic psychasis that is usu-

. 2472 hours after the last drink {but

10 days later). 1t is characterized by

nor, sensory hyperacuity, visual hal-

(akes, bugs, cic), autonomic hyper-
hydration, electrolyte disturbances

{hypakalemia, hypomagnesemia), selzyres, and cardiovas-
cular abnormalities. The acute withdrawal syndrome is
often completely unexpecled and occurs when the patient
has been hospilalized for some unyclated problem and
presents as a diagnostic problem. Suspect alcohol with-
drawal in every unexplained delivium, The mortality rate
from dclirium tremens has steadily decreased with early
diagnosis and improved treatment. ©

In addition to the immediate withdrawal symptoms,
there is evidence of persistent longer-tgrm ones, including
sleep disturbances, anxiety, depression, excitability, fatigue,
and emotional volatility. These symplbms may persist for
3-12 months, and in some cases they become chronic.

C. Alcoholic (Organic) Hallucinosis

This syndrome occurs either during heavy drinking or on
withdrawal and is characlerized by g paranoid psychosis
withoul the tremulousness, confusian, and clouded senso-
/ium seen in withdrawal syadromes. The patient appears
normal except for the auditory hallucinations, which arc
frequently persecutory and may cause {he patient to behave
agpressively and in a parapoid fashion.

B Chromic Alcoholic Brain Syndpomes.

These. encephalopathies are characterized by increasing
erratic behavior, memory and recall problems, and emo-

tional instability—the usual signs af organic brain injury -~

due to any cause. Wernicke-Korsakpff syndrome due lo
thiamine deficiency ma)i develop with a series of episodes.
Wernicke encephalopathy consists of the triad of confu-
sion, ataxia, and ophthalmoplegia (typically sixth nerve).
Early recognition and treatment with thiamine can mini-
mize damage. One of the possible séquelae is Korsakelf
psychosis, characterized by both anlerograde and retro-
grade amnesia, with confabulation early in the course.
Early recognition and treatment of the alcoholic with
intravenous thiamine and B complex vitamins can mini-
mize damage. Excessive alcohol cansumption in men has
been associated with faster cogng';iye dedline compared
with light to moderate alcohol con‘a’lipx‘plion.

E. Laboratory Findir;rlcj.s'

Ethanol may contribute to the presence of an otherwise
unexplained osmolar gap. There may also be clevated Yiver
function tesls, increased serum uric acid and triglycerides,
and decreased serum patassium and magnesium. The most
definitive biclogic marker for chronic alcoholism is carbo-
hydrate deficient trdnsfefrin, whidhy can detect heavy use
(60 mg/day over 7-1Q days) with high specificity. Other
useful tests for diagnosing alcohol use disorder are gamma-
glutamyl transpeptidase measurcment (Jlevels greater than
30 units/L arc suggestive of heavy drinking) and mean
corpuscular volume {more than 95 fL in men and more
than 100 fL in women). If both aré clevated, a serious
drinking problem is likely. Use of other rccreational drugs
with alcohal skews and negates the significance of these
tests. Concomitant elevations of high-density lipoprotein
cholesteral clevations and gamma-glutamyl transpeptidase
concentrations also can help identify heavy drinkers.




