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INTRODUCTION

TYPES

Case report on
CIDP

Stuporous Catatonia Patients with
stuporous catatonia may be in a state
of complete stupor or may show a
pronounced decrease in spontaneous
movements and activity.

this catatonic cohort represent 10
per cent of all patients ever to
receive a diagnosis of
schizophrenia in the Monroe
County Psychiatric Case Register.
The 7-year prevalence of catatonic

schizophrenia, based on the span
of this study, is close to 1 per
1,000 county inhabitants. Far from
being a vanishing entity, the catatonic type of schizophrenia now
represents 5 per cent of all first
diagnoses of schizophrenia.
There are significantly more
women than men in the catatonic
cohort when compared to the register schizophrenics.
It is 2 to 8 times higher in the
lower socioeconomic classes than
in the upper socioeconomic
classes.
The relative risk of death is 2.6 to
3.6 times greater in the catatonic
cohort than in the age-adjusted
county population

CAUSES
•

•

•

•

Research indicates that most
forms of schizophrenia are
caused by brain dysfunction
Caused by a combination of
genetics and environmental
triggers, such as stress.
Imbalance of dopamine, a neurotransmitter.
Some researchers say the levels of other neurotransmitters,
like serotonin, might also be
involved.

•

parents have a higher risk of hav-

MRI or CT scan

♦

EEG (electroencephalogram)

♦

Psychological evaluation - a
psychiatrist will ask the pa-

phrenia.
•

tient about their thoughts,
feelings, and behavior pat-

Drugs - the use of drugs that

affect the mind during adoles-

terns. How they affect the

cence may increase the risk of

patient's life. They will also

developing schizophrenia.

ask whether the patient has
thoughts about harming

•

Viral infection.

•

Child abuse or trauma.

themselves or others.

TREATMENT
SYMPTOMS
The clinical picture of catatonia is
dominated by at least three of the
following symptoms:

♦

Benzodiazepines - this class

of drugs act as tranquilizers and
are most commonly used for
catatonic schizophrenia. The

♦

Stupor

drug is fast acting and may be

♦

Catalepsy

administered intravenously.

♦

Waxy flexibility

Duration is for several days or

♦

Mutism

weeks.

♦

Negativism

♦

Posturing

sedatives). They suppress the

♦

Mannerism

central nervous system. Their

♦

Stereotypy

♦

Agitation

Without proper treatment, a catatonic episode can persist for days
or even weeks.

DIAGNOSIS
♦

Genetics - individuals with a

family history of schizophrenia
have a higher risk of developing it
themselves.
• Fetal malnutrition

♦

ing children who develop schizo-

RISK FACTORS
•

Age of parents at birth - older

♦

Physical exam - the patient's
height, weight, heart
rate, blood pressure, and temperature are checked.
CBC (complete blood count) to check for alcohol and
drugs.

♦

Barbiturates –(depressants or

effects range from mild sedation
to total anesthesia. Barbiturates
rapidly relieve the symptoms of
catatonia.
♦

Antidepressants and mood-

stabilizing drugs - people with
catatonic schizophrenia often
have other mental
health problems, such as depression.

TROKENDI (extended release
capsule for oral use)
TROKENDI (extended release capsule for oral use)

The recommended total daily
dose of Trokendi XM as adjunctive therapy in adults with partial
onset seizures or LennoxGaustaut Syndrome is 200 mg to
400 mg orally once daily with
primary generalized tonic-clonic
seizures is 400 mg orally once
daily.

CONTRAINDICATIONS
US FDA approved this medication
in the month of november 2017 and
this is marketed by TROKENDI

INDICATION: Trokendi XM
is an antiepileptic drug indicated for
Partial Onset Seizure and Primary
Generalized Tonic-Clonic Seizures
-initial monotherapy in patients 10
years of age and older with partial
onset or primary generalized tonicclonic seizures

DOSAGE & ADMINISTARTION
Monotherapy Use
The recommended dose for topiramate monotherapy in adults and
pediatric patients 10 years of age
and older is 400 mg orally once
daily. Titrate Trokendi XM according to the following schedule:
Adjunctive Therapy Use
The recommended total daily dose
of Trokendi XM as adjunctive ther-

Trokendi XM is contraindicated
in patients:
With recent alcohol use (i.e.,
within 6 hours prior to and 6
hours after Trokendi XR use)
With metabolic acidosis who are
taking concomitant metformin.

DRUG INTERACTION
Metformin --The concomitant use of Trokendi XR and
metformin is contraindicated
in patients with metabolic acidosis.

Lithium --In patients, there
was an observed increase in
systemic exposure of lithium
following topiramate doses of
up to 600 mg per day. Lithium
levels should be monitored
when co-administered with
high-dose Trokendi XR.

USE IN SPECIFIC
POPULATIONS
Pregnancy
Pregnancy Category D

ADVERSE REACTIONS
♦
♦
♦
♦
♦
♦
♦

♦
♦
♦

Oligohydrosis and Hyperthermia
Metabolic Acidosis
Suicidal Behavior and Ideation
Cognitive/Neuropsychiatric
Adverse Reactions
Fetal Toxicity
Withdrawal of Antiepileptic
Drugs
Hyperammonemia and Encephalopathy (Without and
With Concomitant Valproic
Acid Use)
Kidney Stones
Hypothermia with Concomitant Valproic Acid Use
Acute Myopia and Secondary Angle Closure

Topiramate can cause fetal
harm when administered
to a pregnant woman. Data
from pregnancy registries
indicate that infants exposed to topiramate in
utero have increased risk
for cleft lip or cleft palate.

REFERENCES
Ghazi A, Trikha A, Calhoun
WJ: Benralizumab-- a humanized mAb to IL5
approach for the treatment of
asthma. Expert Opin Biol
Ther. 2012
Jan;12(1):113-8. doi:
10.1517/14712598.2012.6423

Case Report on Chronic Inflammatory Demyelinating Polyneuropathy with Quadriplegia
INTRODUCTION ON DISEASE: Chronic inflammatory demyelinating polyneuropathy (CIDP) is an acquired immune mediated inflammatory disorder of the Peripheral nervous system. CIDP is closely related to Guillain–Barré syndrome. Its symptoms such as loss of sensation
(numbness), abnormal sensation (Tingling and pain), Loss of refluxes and weakness(difficulty in
walking, foot drop). It is an autoimmune disorder which is diagnosed with the help of Nerve conduction tests, EEG, MRI. It can be treated most effectively with Immunoglobulins.
CASE REPORT
A 22 years old female patient of weight 48kgs was admitted in neurology department– She had a
past history of suffering from chikungunya infection.
In her 1st visit:

In her 2nd visit:

She came with chief complaints of weakness of
both lower and upper limbs which is insidious
in onset (suspected after a viral fever) and
gradually progressive, she was unable to walk
since 2 months. The neurological examination
revealed poor muscle strength and mild sensory
loss. Nerve conduction study reveals absent
motor conduction of motor nerves in lower extremities suggestive of demyelinating peripheral
diseases. Compound muscle action potential
(CMAP) recorded from both median and ulnar
showed reduced amplitude. Conduction velocity
in both peroneal and posterior tibial nerve are
absent. From the above symptoms and the
laboratory reports it was diagnosed as Acute
Inflammatory Demyelinated Polyneuropathy.
She was Initially treated with IVIG (Intravenous
Immunoglobulin) at a dose of 5g/100ml for a
period of 5days. Physiotherapy was done on all
the days.

Her complaints were difficulty in swallowing
and breathing, progressive ascending type of
weakness. Neurological examination showed a
muscle power grade of 0 out of 5 and tendon reflexes are absent. Her responses were scored
(Eye-4, Verbal-0, Motor– 6)according to the
Glasgow coma scale. Her Haemoglobin, RBC
levels were gradually reduced from 11g/dl to 8g/
dl and 4.7millicells/cumm to 3.5 millicells/
cumm. Other diagnostic parameters like WBC
(27,600cells/cumm),Neutrophils(92%), Platelets
(5.13lakh/cumm) were increased. Her chest XRay showed Aspiration Pneumonia and sputum
culture test revealed the presence of Klebsiella
species. The symptoms and the laboratory reports were suggestive of Chronic Inflammatory
Demyelinating Polyneuropathy. She was treated
with IVIG, Gmma linolenic acid– 120mg/TID,
SC.Heparin-5000U/BD,
IV. Methylprednisolone-125mg/TID, Zolpidem-12.5mg/HS, Pantoprazole and ondansetron . Passive exercises for
both upper and lower limbs, chest physio was
also done.She had a Respiratory failure so, O2
support was given with a ventilator and Tracheostomy was done.

DISCUSSION: Typical CIDP is a symmetrical motor and sensory progressive neuropathy
affecting proximal and distal muscles with loss
of deep tendon reflexes. Body’s immune system, which normally protects itself, perceives
myelin as foreign and attacks it. When myelin is
damaged or removed, the electrical impulses are
slowed or lost, and messages transmitted from
the brain are disrupted and may never make it to
their final destination. First line treatment options are Plasma Exchange (PE), or Plasmapheresis (PLEX), is a process by which some
of the patient’s blood is removed and the blood
cells returned without the liquid plasma portion
of the patient’s blood. It may work by removing
harmful antibodies contained in the plasma.
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DRUG INFORMATION ON AFATINIB DIMALEATE (GILOTRIF)
US FDA approved this medication in the month of july 12th, 2013 and this is marketed by Boehringer Ingelheim Pharmaceuticals, Inc.
INDICATIONS: Indicated to treat cases of non-small cell lung carcinoma NSCLC
that harbour mutations in the epidermal growth factor receptor (EGFR) gene.
Gilotrif is approved in the U.S. for patients with squamous cell carcinoma of the
lung whose disease has progressed after treatment with platinum-based chemotherapy.
PHARMACOKINETICSAbsorption: Decreased with high-fat meals. Metabolism: Covalently adducted to
proteins and nucleophilic small molecules. Excretion: Feces (85%); urine (4%);
primarily as unchanged drug. Time to Peak: 2 to 5 hours. Half-Life Elimination :
37 hours. Protein Binding : 95%
PHARMACODYNAMICSAfatinib is a protein kinase inhibitorthat also irreversibly inhibits human epidermal
growth factor receptor 2 and epidermal growth factor receptor kinases. Afatinib is
not only active against EGFR mutations targeted by first generation tyrosine-kinase
inhibitors like erlotinib or gefitinib, but also against mutations such as T790M
which are not sensitive to these standard therapies. Because of its additional activity
against Her2, it is being investigated for breast cancer as well as other EGFR and
Her2 driven cancers.
DOSAGE AND STRENGTH
Non-small cell lung cancer (NSCLC), metastatic, with nonresistant EGFR mutations: Oral: 40 mg once daily until disease progression or unacceptable toxicity.
Administer orally at least 1 hour before or 2 hours after a meal.
ADVERSE EFFECTS
Increased serum ALT, serum alkaline phosphatase, serum AST, skin rash, paronychia, xeroderma, pruritus, cheilitis
REFERENCES:
1.Www.drugs.com
2.www.chemocarecom
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CASE REPORT ON MALLORY WEISS TEAR’S NON EROSIVE
PANGASTRITIS
A 25 year old male patient weighing
56 kgs came with chief complaints
of hemetemesis along with vomiting
4-6 times. Not a known case of
HTN, DM,CAD. History of chronic
alcohol intake. Laboratory investigations revealedDecreased Total R.B.C: 2.8
millicells/cu.mm.
Hemoglobin– 8.5 gram/dl.
Esophago gastroduodenoscopy:
Impression: Active Bleeding in
Esophagus.
SGPT: 125 IU/L.
SGOT: 82 IU/L.
Radiological examinations included
Esophagogastroduodenoscopy
shown active bleeding in esophagus
which indicates Mallory Weiss tear’s
disease.
The clinical presentations ,laboratory
and radiological findings were suggestive of non erosive pangastritis
and was diagnosed with Mallory
Weiss tear’s non erosivepangastritis.
The patient was put on IP treatment
of IV fluids of 100ml NS, RL, DNS
INJ Pan and Ondansetron 40mg and
4mg respectively were given once a
day for preventive care of gastric
ulceration and vomiting, INJ Trenexa 500mg IV was given to prevent
excessive bleeding, INJ.Optineuron
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and INJ. Thiamine 100mg IV
Were given as multi vitamins, INJ.
Perinorm 10mg IV was given
To reduce nausea and vomiting,
syrup sucralfate was also given to
reduce gastric discomfort. The patient condition gradually improved
over 6 days admission with decreased vomiting and giddiness.
The patient was discharged with
Tab.PanTab.Ondansetron,
Tab.Trenexa, Syr.Sucral

DISSCUSION: Mallory-Weiss
syndrome (MWS) is a condition
marked by a tear in the mucous
membrane, or inner lining, where
the esophagus meets the stomach. Severe and prolonged vomiting can result in tears in the lining
of the esophagus. The esophagus is
the tube that connects your throat

to your stomach. Symptoms
include abdominal pain, vomiting up blood, which is called
hematemesis, bloody or black
stools.
Conclusion: This case report
is to provide information that
MWS is more common in
males than in females, because of habit of alcoholism.
People between the age group
of 40 and 60 are more likely
to develop this condition.
To prevent MWS, it is important to treat conditions that
causes long episodes of severe
vomiting.
Excessive alcohol use and cirrhosis can trigger episodes of
MWS.
Complications like Hypovolemic shock, Re-bleeding
and Myocardial Infarction
may occur.
Hepatitis, Diabetes, Renal
Disease and Myocardial
Ischemia or Infarction may
lead to MWS, hence these underlying conditions should be
identified as early as possible
and should be treated
promptly.

DISEASE INFORMATION ON HUNTINGTON’S DISEASE
INTRODUCTIONHuntington's disease is an inherited
disease that causes the progressive
breakdown (degeneration) of nerve
cells in the brain. Huntington's disease has a broad impact on a person's functional abilities and usually
results in movement, thinking
(cognitive) and psychiatric disorders.
SYMPTOMSHuntington's disease usually causes
movement, cognitive and psychiatric disorders with a wide spectrum
of signs and symptoms. Which
symptoms appear first varies
greatly among affected people. During the course of the disease, some
disorders appear to be more dominant or have a greater effect on
functional ability.
Movement disordersinclude both involuntary movement
problems and impairments in voluntary movements, such as:
• Involuntary jerking or writhing
movements (chorea)
• Muscle problems, such as rigidity or muscle contracture (dystonia)
Cognitive disordersCognitive impairments often associated with Huntington's disease include:
• Difficulty organizing, prioritiz-

ing or focusing on tasks
• Lack of flexibility or the tendency to get stuck on a thought, behavior or action (perseveration)
• Lack of impulse control that can
result in outbursts, acting without
thinking and sexual promiscuity
Psychiatric disordersThe most common psychiatric disorder associated with Huntington's
disease is depression., appears to
occur because of injury to the brain
and subsequent changes in brain
function. Other common psychiatric
disorders include:
• Obsessive-compulsive disorder
• Mania
•

Bipolar disorder

Symptoms of juvenile Huntington's diseaseBehavioral changes
• Loss of previously learned academic or physical skills
• Rapid, significant drop in overall school performance
Behavioral problems
Physical changes
• Contracted and rigid muscles
that affect gait (especially in young
children)
• Changes in fine motor skills
that might be noticeable in skills
such as handwriting
• Tremors or slight involuntary

movements
ETIOLOGYAutosomal dominant inheritance patternHuntington's disease is caused
by an inherited defect in a single gene. Huntington's disease
is an autosomal dominant disorder, which means that a person
needs only one copy of the defective gene to develop the disorder.
With the exception of genes on
the sex chromosomes, a person
inherits two copies of every
gene — one copy from each
parent. A parent with a defective gene could pass along the
defective copy of the gene or
the healthy copy. Each child in
the family, therefore, has a 50
percent chance of inheriting the
gene that causes the genetic disorder.
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COMPLICATIONSThe time from disease emergence to death is often about 10 to 30 years. Juvenile
Huntington's disease usually results in death within 10 years after symptoms develop. The clinical depression associated with Huntington's disease may increase
the risk of suicide. Eventually, a person with Huntington's disease requires help
with all activities of daily living and care. Late in the disease, he or she will likely
be confined to a bed and unable to speak. However, he or she is generally able to
understand language and has an awareness of family and friends.
Common causes of death include:
• Pneumonia or other infections
• Injuries related to falls
Complications related to the inability to swallow
DIAGNOSISA preliminary diagnosis of Huntington's disease is based
primarily on your answers to questions, a general physical
exam, a review of your family medical history, and neurological and psychiatric examinations.
• Neurological examinationMotor symptoms- Reflexes, Muscle strength, Muscle
tone, Coordination, Balance
Sensory symptoms- Sense of touch, Vision and eye
movement, Hearing
• Psychiatric evaluation- Emotional state, Patterns of
behaviours, Quality of judgment, Coping skills, Signs
of disordered thinking, Evidence of substance abuse
• Brain imaging and function- The imaging technologies may include magnetic resonance imaging (MRI)
or computerised tomography (CT) scans that provide
detailed images of brain structures.
These images may reveal structural changes at particular sites in the brain affected by Huntington's disease,
although these changes may not be apparent early in the course of the disease. These tests can also be used to
rule out other conditions that may be causing symptoms.
• Genetic counselling and testing- This test can confirm the diagnosis, and it may be valuable if there's no
known family history of Huntington's disease or if no other family member's diagnosis was confirmed with
a genetic test.
• Predictive genetic test - A genetic test can be given to someone who has a family history of the disease
but shows no signs or symptoms. This is called predictive testing

PREVENTIONIn vitro fertilization
People with a known family history of Huntington's disease are understandably concerned about whether
they may pass the Huntington gene on to their children. These people may consider genetic testing and
family planning options.
If an at-risk parent is considering genetic testing, it can be helpful to meet with a genetic counsellor. A genetic counsellor will discuss the potential risks of a positive test result, which would indicate the parent
will develop the disease. Also, couples will need to make additional choices about whether to have children or to consider alternatives, such as prenatal testing for the gene or in vitro fertilization with donor
sperm or eggs.
Another option for couples is in vitro fertilization and preimplantation genetic diagnosis. In this process,
eggs are removed from the ovaries and fertilized with the father's sperm in a laboratory. The embryos are
tested for presence of the Huntington gene, and only those testing negative for the Huntington gene are implanted in the mother's uterus.
TREATMENTNo treatments can alter the course of Huntington's disease. But medications can lessen some symptoms of
movement and psychiatric disorders.
• Medications for movement disorders
Drugs to treat movement disorders include the following:
Tetrabenazine - to suppress the involuntary jerking and writhing movements (chorea)
Antipsychotic drugs- such as haloperidol and chlorpromazine, have a side effect of suppressing movements.
• Medications for psychiatric disorders
Antidepressants include such drugs as citalopram , escitalopram , fluoxetine and sertraline. These drugs
may also have some effect on treating obsessive-compulsive disorder
Antipsychotic drugs — such as quetiapine, risperidone and olanzapine may suppress violent outbursts,
agitation, and other symptoms of mood disorders or psychosis.
Mood-stabilizing drugs that can help prevent the highs and lows associated with bipolar disorder include
anticonvulsants, such as valproate, carbamazepine and lamotrigine.
• Psychotherapy- can provide talk therapy to help a person manage behavioral problems, develop coping strategies, manage expectations during progression of the disease and facilitate effective communication among family members.
• Speech therapy- A speech therapist can help improve ability to speak clearly or teach to use communication devices.

Eating and nutrition
Factors regarding eating and nutrition include the following:
• People with Huntington's disease often have difficulty maintaining a healthy body
weight. Difficulty eating, higher caloric needs due to physical exertion or unknown metabolic problems may be the cause. To get adequate nutrition, more than three meals a day or the use of dietary
supplements may be necessary.
• Difficulty with chewing, swallowing and fine motor skills can limit the amount of food you
eat and increase the risk of choking. Problems may be minimized by removing distractions during a
meal and selecting foods that are easier to eat. Utensils designed for people with limited fine motor
skills and covered cups with straws or drinking spouts also can help.
Eventually, a person with Huntington's disease will need assistance with eating and drinking
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FDA approved this medication in the month changes to 40% and 37%, respectively at steadyof February 2018 and this is marketed by- state. Apalutamide represented 45% and NJanssen pharmaceuticals,inc.
desmethyl apalutamide represented 44% of the
total AUC following a single oral administration
INDICATIONS: ERLEADA is indicated for
of radio labeled apalutamide 240 mg.
the treatment of patients with non-metastatic,
castration-resistant prostate cancer (NM- Excretion: Renal excretion of metabolites is the
major route of elimination.
CRPC).
PHARMACODYNAMICS: Apalutamide is
an Androgen Receptor (AR) inhibitor that
binds directly to the ligand-binding domain
of the AR. Apalutamide inhibits AR nuclear
translocation, inhibits DNA binding, and impedes AR-mediated transcription. A major
metabolite, N-desmethyl apalutamide, is a
less potent inhibitor of AR, and
exhibited one-third the activity of
apalutamide in an in vitro transcriptional reporter assay. Apalutamide administration caused decreased tumor cell proliferation and increased
apoptosis leading to decreased tumor volume
in mouse xenograft models of prostate cancer.
PHARMACOKINETICS:

DOSAGE
AND
ADMINISTRATION:ERLEADA 240 mg (four 60 mg tablets)
administered orally once daily. Swallow tablets
whole. ERLEADA can be taken with or without
food.
DOSAGE FORMS AND STRENGTHS: Tablets (60 mg): slightly yellowish to greyish green
oblong film-coated tablets, debossed with
“AR 60” on one side.
ADR: The most common adverse reactions (≥10%) are fatigue, hypertension,
rash, diarrhea, nausea, weight decreased,
arthralgia, fall, hot flush, decreased appetite, fracture, and peripheral edema
CONTRAINDICATIONS: Pregnancy ERLEADA can cause fetal harm and potential loss
of pregnancy

Absorption: well absorbed
REFERENCES:
Distribution: 96% bound to plasma proteins
♦ http://www.centerwatch.com/drugMetabolism: Apalutamide is primarily meinformation/fda-approved-drugs/drug/
tabolized by CYP2C8 and CYP3A4 to form
Erleada(apalutamide) tablet.
active metabolite, N-desmethyl apalutamide. ♦ https://www.fda.gov/Drugs/
InformationOnDrugs/ApprovedDrugs/
The contribution of CYP2C8 and CYP3A4 in
ucm596796.htm.
the metabolism of apalutamide is estimated
to be 58% and 13% following single dose but
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Case Report-Visual Hallucinations
Hallucinations are defined as sensory perceptions in the absence of external stimuli. They can occur in any of the senses, and can take
forms such as lights, colors, tastes, smells, and touch. A Visual hallucination is one where there are no sensory inputs that correspond
to what can be seen. It is also defined as a behavioural syndrome in which an individual claims to see something or behaves as if he or
she sees something that an observer cannot see.
CASE REPORT
A 58 years old female patient was admitted in hospital with chief complaints on unsteadiness in walking since 15 days, decreased appetite, blurring vision, nausea, difficulty in swallowing liquids, belching. She is chronic alcoholic (toddy drinker).
CT scan and MRI examination of the brain and cervical spinal cord showed no abnormalities but Retinal examination showed
an impression of Cataract.
The symptoms and the laboratory reports were suggestive of VH and the patient was diagnosed with Visual Hallucinations
characterized by changes in eye which are progressively opaque and resulting in blurred vision.
Treatment included IV Multivitamin and IM Mecobalamin daily. Tab. Acetazolamide which is the mainstay treatment was administered twice daily for decreasing rate of aqueous humour formation and intraocular pressure, which in turn
decreases abnormal and excessive discharge from the CNS neurons.Tab. Chlordiazepoxide
and Oxazepam were prescribed for Antianxiety and sedation. Inj. Pantoprazole and Inj. Ondansetron was given to treat Nausea , vomiting, belching. Tab. Ciprofloxacin and
Inj.Cefotaxime were given to treat infection. Eye drops. Nacl5% is given as hypertonic solution. Tab. Prednisolone is given to treat inflammation.

Discussion:
Visual Hallucination is a neurological disorder. It is also defined as a behavioural syndrome a
which is characterized by seeing something or behaves as if he or she sees something that an observer cannot see. In psychoses, hallucinations are often accompanies by delusions, which are abnormal beliefs that are endorsed by patients as real, that
persist in spite of evidence to the contrary, and that are not part of a patient’s culture or subculture. Aetiology includes , Neurologic disorders (Migraine, Epilepsy, Hemispheric lesions )Optic nerve disorders (Brain stem lesions, Narcolepsy, Ophthalmologic diseases (such as Glaucoma, Retinal disease, Cataract formation). Pathophysiology includes irritation of cortical
centres ,Primary visual cortex, lesion ,deafferentation of visual system.
Treatment includes , treating the condition that triggering Visual Hallucination. Support and counselling to the patient is
must to relive from condition.
Conclusion:
Visual Hallucination is a disorder of nervous system characterized by These may be things like seeing movement in peripheral
vision, or hearing faint noises and/or voices often leading to psychiatric condition. Simple visual hallucinations are also referred
to as non-formed or elementary visual hallucinations. They can take the form of multicolored lights, colors, geometric shapes,
indiscrete objects. Complex visual hallucinations are also referred to as formed visual hallucinations. They tend to be clear,
lifelike images or scenes, such as faces of animals or people. This rare condition can be corrected by treating the underlying
cause and patient counselling is given to improve condition and for providing support.

PHARM.D TIMES
REFERENCES : Menon, G. Jayakrishna; Rahman, Imran;

Menon, Sharmila J.; Dutton, Gordon N, (January 2003).
"Complex Visual Hallucinations in the Visually Impaired: The Charles Bonnet Syndrome". Survey of ophthalmology. 48 (1): 58–72. doi:10.1016/S0039-6257(02)
00414-9.
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Teeple, Ryan C.; Caplan, Jason P.; Stern,
Theodore A. (2009). "Visual Hallucinations: Differential
Diagnosis and Treatment". Prim Care Companion J Clin
Psychiatry. 11 (1): 26–32.
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Cummings, Jeffrey L.; Miller, Bruce L. (January
1987). "Visual hallucinations: Clinical Occurrence
and Use in Differential Diagnosis". The Western
Journal of Medicine. 146 (1): 46–61.

RAYNAUD’S PHENOMENON
Raynaud’s phenomenon is a condition where blood flow
to your fingers, toes, ears, or nose is restricted or interrupted. This occurs when the blood vessels in your hands
or feet constrict. Episodes of constriction are
called vasospasms.
SYMPTOMS
The most common symptom of Raynaud’s phenomenon is
discoloration your fingers, toes, ears, or nose. When the
blood vessels carrying blood to your extremities become
blocked, the affected areas turn pure white and feel ice
cold. You will lose sensation in the affected areas. Your
skin may also take on a blue tinge.
CAUSES
•

Smoking

•

Use of medications and drugs that narrow your arteries, such as Beta-blockers and Amphetamines

•

Arthritis

•

Cold Temperatures.

DIAGNOSIS
Doctor will perform a physical exam, They will ask you
about your symptoms and may request a microscopic examination of the nail folds near your fingernails to determine if you have primary or secondary Raynaud’s. This
procedure is called Capillaroscopy.
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PREVENTION

TREATMENT
Lifestyle Changes
Lifestyle changes are a large part of the treatment process for Raynaud’s phenomenon. Avoiding substances that cause
your blood vessels to constrict is the first line of treatment. This includes avoiding caffeine and nicotine products.
Medication
•

Antidepressants

•

Anti-hypertension medications

•

Erectile dysfunction drugs

Some medications can also make your condition worse because they constrict blood vessels.
Examples include:
•

Beta-blockers

•

Estrogen-based drugs

•

Migraine medicines

•

Birth control pills

•

Pseudoephedrine-based cold medicines
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INDICATION AND USAGE

PHARMACOKINETICS

Niraparib( is indicated for the maintenance
treatment of adult patients with recurrent
epithelial ovarian, fallopian tube, or primary peritoneal cancer who are in a complete or partial response to platinum-based
chemotherapy

The absolute bioavailability
of niraparib is
approximately 73%.
Following oral
administration of niraparib,
peak plasma concentration,
Cmax, is reached within 3
hours.

LIMITATION OF USE
Safety and effectiveness of niraparibhave
not been established in pediatric patients
.The effect of severe renal impairment or
end-stage renal disease undergoing hemodialysis on the pharmacokinetics of niraparib
is unknown.

Distribution Niraparib is
83.0% bound to human
plasma proteins.

Niraparib is metabolized
primarily by
carboxylesterases to form a
PHARMACODYNAMICS
major inactive metabolite,
Niraparib has the potential to cause effects which subsequently
on pulse rate and blood pressure in patients undergoes glucuronidation.
receiving the recommended dose, which
Elimination Following
may be related to pharmacological inhibimultiple daily doses of 300
tion of the dopamine transporter, norepimg niraparib, the mean half
nephrine transporter and serotonin trans-life (t1/2) is 36 hours. .
porter.

DOSAGE & ADMINISTRATION

Renal Impairment

The recommended dose of niraparib as
monotherapy is 300 mg (three 100 mg capsules) taken orally once daily.

No dose adjustment is necessary for patients
with mild (CLcr:60 to 89 mL/min) to moderate
to patients with severe renal impairment or end
stage renal disease undergoing hemodialysis is
unknown

Instruct patients to take their dose of
niraparib at approximately the same time
each day. . niraparib may be taken with or Hepatic Impairment
without food. Bedtime administration may
No dose adjustment is needed in patients with
be a potential method for managing nausea.
mild hepatic impairment.
In the case of a missed dose of niraparib, inADVERSE REACTIONS
struct patients to take their next dose at its
regularly scheduled time. If a patient vomits Most common adverse reactions (incidence
or misses a dose of ZEJULA, an additional ≥10%) are
dose should not be taken pectively.
♦
thrombocytopenia,

DOSING CONSIDERATIONS
Pregnancy
Based on its mechanism of action, ZEJULA
can cause fetal harm when administered to
pregnant women .

♦

anemia,

♦

neutropenia,

♦

leukopenia,

♦

palpitations,

♦
♦

Lactation
No data are available regarding the presence of niraparib or its metabolites in human milk, or on its effects on the breastfed
infant or milk production.

Pediatric Use
Safety and effectiveness of ZEJULA have
not been established in pediatric patients.

Geriatric Use
No overall differences in safety and effectiveness of ZEJULA were observed between
older patients and younger patients but
greater sensitivity of some older individuals
cannot be ruled out.

nausea,
constipation,

♦

vomiting, abdominal

♦

pain/distention,

♦

mucositis/stomatitis, diarrhea,

♦

dyspepsia,

♦

decreased appetite,

♦

urinary tract infection

♦

myalgia, back pain,

♦

arthralgia, headache,

REFERENCE
https://www.accessdata.fda.gov/
drugsatfda_docs/label/2017/208447lbl.pdf
https://www.fda.gov/Drugs/
InformationOnDrugs/ApprovedDrugs/
ucm548487.htm

CARPAL TURNEL SYNDROME
INTRODUCTION
Carpal tunnel syndrome occurs when the
tunnel becomes narrowed or when tissues
surrounding the flexor tendons swell, putting
pressure on the median nerve. These tissues
are called the synovium. Normally, the synovium lubricates the tendons, making it easier
to move your fingers.
When the synovium swells, it takes up space
in the carpal tunnel and, over time, crowds
the nerve. This abnormal pressure on the
nerve can result in pain, numbness, tingling,
and weakness in the hand.
The carpal tunnel is a narrow passageway in
the wrist, about an inch wide. The floor and
sides of the tunnel are formed by small wrist
bones called carpal bones.

EPIDEMIOLOGY
Carpal tunnel syndrome is estimated to affect
one out of ten people during their lifetime and
is the most common nerve compression
syndrome. It accounts for about 90% of
all nerve compression syndromes.Women
suffer more from CTS than men with a ratio of
3:1 between the ages of 45–60 years. Only
10% of reported cases of CTS are younger
than 30 years. CTS is also common
in pregnancy

RISK FACTORS
Heredity:
This is likely an important factor. The
carpal tunnel may be smaller in some
people or there may be anatomic differences that change the amount of space for
the nerve—and these traits can run in
families.

Repetitive hand use:
Repeating the same hand and wrist motions or activities over a prolonged period
of time may aggravate the tendons in the
wrist, causing swelling that puts pressure
on the nerve.

Hand and wrist position:
Doing activities that involve extreme
flexion or extension of the hand and wrist
for a prolonged period of time can increase pressure on the nerve.

Pregnancy:
Hormonal changes can cause swelling

SYMPTOMS
Numbness, tingling, burning, pain-primary
in the thumb in the thumb & index, middle
& ring fingers.

♦

TREATMENT
The symptoms of carpal tunnel syndrome
can often be relieved without surgery.

Occasional shock like sensations that radi- NON SURGICAL TREATMENT:
ate to the thumb & index, middle & ring
Bracing from bending wrist while sleep.
figure.

♦

Pain/tingling that may travel up the forearm Keeping wrist in a straight or neutral position reduces pressure on the nerve in the
towards the Shoulder.
carpal tunnel.
♦

Weakness & clumsiness in the handIt may also help to wear a splint during the
that may make it difficult to perform
day when doing activities that aggravate
different movements such as buttoning
symptoms.
clothes.

♦

Dropping things– due to weakness,
(NSAIDs).:
numbness or a loss of proprioception
(awareness of where hand is in space) Medications such as ibuprofen and naproxen
can help relieve pain and inflammation.

Nonsteroidal anti-inflammatory drugs

DIAGNOSIS

Steroid injections:

Electrophysiological tests: These tests Corticosteroid, or cortisone, is a powerful anti
will help to measure how well median
nerve is working and help determine
whether there is too much pressure on the
nerve nand also determine whether another nerve condition, such as neuropathy,
or other sites of nerve compression that
might be contributing to symptoms.

Electrocardiogram includes:
•

Nerve conduction studies.

•

Electromyogram (EMG).

•

Ultrasound

•

X-rays

•

Magnetic resonance imaging

-inflammatory agent that can be injected into
the carpal tunnel.

SURGICAL TREATMENT:
The surgical procedure performed for carpal
tunnel syndrome is called a "carpal tunnel
release." There are two different surgical
techniques for doing this, but the goal of
both is to relieve pressure on your median
nerve by cutting the ligament that forms the
roof of the tunnel.

REFERENCES
https://orthoinfo.aaos.org/en/diseases-conditions/carpal-tunnel-syndrome

A CASE REPORT ON
NEUROCYSTICERCOSIS
Neurocysticercosis is the result of accidental ingestion of eggs of Taenia solium (ie, pork
tapeworm), usually due to contamination of food by people with taeniasis. In developing
countries, neurocysticercosis is the most common parasitic disease of the nervous system
and is the main cause of acquired epilepsy. In the United States, neurocysticercosis is
mainly a disease of immigrants.
A female patient aged 65 years has come
with chief complaints of headache ,gradually
progressive,vomitings ,giddiness, weakness,.
decreased vision and history of fever. Her vitals showed rise in body temperature
Her laboratory investigations revealed elevated levels neutrophils 85%(40-75),ESR
120mm/hr(0-20) ,VLDL 120mg/dl( 545),HBAIC 7.3(4.5-6.5%) and decreased
levels of lymphocytes 13%(2045% ),monocytes 1% (2-10%)MRI AND
CSF reports gave confirmrd disgnosis reports

CSF ANALYSIS was done and adenosine
deaminase was found abnormal i.e 56.12
( <10 U/L )

The clinical presentations,laboratory and radiological findings were suggestive of neurocystic cercosis and tuberculoma and the paMri showed impression of multiple RIM en- tient was diagnosed of neurocystic cercosis
and tuberculoma
hancing lesion in both cerebral hemisphere ,left cerebral hemisphere lesions are
iso,hypointensive on T2w ,minimal provisional edema seen

The patient was put on IP treatment of oral
albendazole of dose 400mg hs was given for
infecton caused by Taenia solium , tab AKT
-4 OD was given for tuberculum Pantaprazole and ondansetron 40 mg and 4 mg respectively were given once a day for a preventive care of gastric ulceration and nausea
and vomiting

For the treatment of acquired epilepsy drugs
like leviteracetum 500mg thrice a day was
administered by iv route and clobazam 10mg
was administered orally at night time.

Dextromethorphen 8mg iv was administered
to provide relief from caugh

DISCUSSION
Neurocysticercosis is the result of accidental ingestion of eggs of Taenia solium (ie, pork
tapeworm), usually due to contamination of food by people with taeniasis. In developing
countries, neurocysticercosis is the most common parasitic disease of the nervous system
and is the main cause of acquired epilepsy. In the United States, neurocysticercosis is
mainly a disease of immigrants
The main goal of the Treatment was to improve patient Quality of life.
Management included symptomatic treatment as well as treatment directed against the
parasite. The drug Albendazoe decreased the burden of parasite. Leviteracetumt and cobazam directed primarily against the symptoms (eg, anticonvulsants for management of seizures.

CONCLUSION
The current Treatment is BENEFICIAL to
the Patient and he is Healthy .

REFERENCES;
https://emedicine.medscape.com/article/1168656-overview

MEIGE SYNDROME
Meige syndrome is a rare neurological movement disorder characterized by involuntary and often forceful contractions of the muscles of the jaw and tongue and involuntary
muscle spasms and contractions of the muscles around the eyes. Meige syndrome belongs to
a group of disorders know as dystonia. Meige syndrome is characterized by the combination
of blepharospasm and oromandibular dystonia.
CLINICAL MANIFESTATIONS:
Blepharospasm, or forced or frequent blinking or twitching, sometimes happens in
response to bright lights, fatigue, wind or air pollution, or tension.
Oromandibular dystonia is characterized by involuntary, forceful contractions of the jaw
and tongue, often making it difficult to open or close the mouth.
Some people with Meige syndrome may also experience spasms of the tongue and throat, resulting in repeated protrusion of the tongue from the mouth and difficulty swallowing
ETIOLOGY: Its cause is unknown. Several genetic and environmental factors may be
in-volved in Meige syndrome.
DIAGNOSIS•A diagnosis is made based upon a thorough clinical evaluation, a detailed
pa-tient history and identification of characteristic symptoms.
TREATMENT: Botulinum toxin injections are used to reduce the involuntary contractions.
It is the main treatment for Meige syndrome. Treatments are usually given every three
months. Drugs Botulinum toxin injections have been helpful for many individuals with blepharospasm, but some people do not respond well. BOTOX (onabotulinumtoxinA) is also
used to treat muscle spasms associated with oromandibular dystonia
According to the medical literature, the use of stereotactic brain surgery for cases of
dystonia that do not respond to other treatment methods (refractory dystonia) is increasing
sensory tricks." Such movements include biting on a toothpick, chewing gums, talking, or
lightly touching the lips or chin. Speech and swallowing therapy may lessen spasms, improve range of motion, and strengthened unaffected muscles
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