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antibacterial drugs ≥17 years:
420 units (7 vials) IV; initiate
IV infusion at 0.5 mL/min for
30 min; if tolerated, may increase infusion rate by 0.5
mL/min q30min; not to exceed 2 mL/min.
Select initial dose based on
clinical severity; severe cases
may warrant use of 14 vials
(840 units) in adults
Dosing Considerations

US FDA approved this medication in the month of March
2017 and this is Manufactured by Emergent Biosolutions.
INDICATIONS:
Indicated for treatment of
inhalational anthrax in combination with appropriate

Effectiveness is based solely
on efficacy studies conducted
in animal models of inhalational anthrax
Does not cross the bloodbrain barrier and does not
prevent or treat meningitis
Does not have direct antibacterial activity
Protein load exposure to pediatric patients may range
from 0.32 to 1.26 g per kg of
have direct antibacterial activity against anthrax bacteria, which otherwise may
continue to grow and produce
anthrax toxins
It is prepared using plasma
collected from healthy,
screened donors who have
been immunized with anthrax
vaccine adsorbed (BioThrax).

PHARMACODYNAMICS
Purified human intravenous
immune globulin G (IgG)
containing polyclonal antibodies that provides passive
immunization that neutralizes
anthrax toxin
Binds to protective antigen
(PA) to prevent PA-mediated
cellular entry of anthrax
edema factor and lethal factor
Administered in combination ADVERSE EFFECTS
with appropriate antibiotic
therapy as the immune globu- Headache (20.4%)
lin by itself is not known to Nausea (9.3%)

body weight, depending on
the weight-based pediatric
dose
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PHARMACOKINETICS
The following parameters
were measured at 3 different
dosage levels (ie, 210 units,
420 units, and 840 units),
respectively
AUC 0-4:
1031.8, 2176.7, and 4271
mU•d/mL
AUC 0-∞:
1277.5,2536.7,4788.8mU•d/
mL
Peak plasma concentration:
83, 156.4, and 316.7 mU/mL
Peak plasma time: 0.116,
0.12, and 0.169 days
Half-life:
24.3, 28.3, and 28 days
Vd: 5714.8, 6837.2, and
7238.2 mL
Clearance: 174.2, 169.7, and
188.6 mL/day
Infusion site pain (9.3%)
Infusion site swelling (7.4%)
Back pain (3.7%).
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CASE STUDY ON CERVICOBRACHIAL SYNDROME
A 40years male patient was
admitted with complaints of
pain in the neck, shoulder
blade or arm since 1
month. Numbness, tingling
sensations, and weakness are
often associated with
Brachialgia.

RADIOLOGICAL TESTS:
MRI CERVICAL SPINE

CLINICAL MANIFESTATIONS

TREATMENT

Temperature was maintained
normal. Blood pressure was
135/90mmhg and he is a
known complaint of hypertension. His Pulse rate was
78bpm and his past medical
and medication history was
known complaint of hypertension. past medication was
on Olmatrack 20mg
Laboratory tests include
blood sugar test showed with
in the normal limits. Radiological tests include MRI
(Magnetic Resonance Imaging) was performed impression was

Injection.Diclofenac
(diclofenac sodium2ml) was
given intra muscularly twicw
a day.The primary mechanism
responsible for its antiinflammatory, antipyretic, and
analgesic action is thought to
be inhibition of prostaglandin
synthesis by inhibition of the
transiently expressed prostaglandin-endoperoxide synthase-2 (PGES-2) also known
as Cycloxygenase-2 (COX-2).

simplex

virus

HOMOCYSTEINE BLOOD
TEST
(Help to identify vitamin B12
deficiency or folic acid deficiency.)

The patient was placed on
Tablet. Benfica 100mg
( B e n f o t i a m i n e ,
5 5 mg Chr o mi u m p ico l i nate, 1.5mg Folic acid, 1.5mg
Methylcobalamin, 1000mcg
Pyridoxine3mg and
Zinc
sulphae 25mg) once a day. It
works in recovery process of
damaged nerve cells; modifying the electrical activity thus
relaxing and slowing overactive heart muscles; inhibiting

Lowering high blood pressure
helps prevent strokes, heart
attacks, and kidney problems.Olmesartan belongs to a
class of drugs called angiotensin receptor blockers
(ARBs).

Discussion:
Tablet.
Olmetrack
(Olmesartan)20mg given
orally once a day.Oral Olmesartan is used to treat high
blood pressure (hypertension).

the herpes
growth.

Cervicobrachail syndrome is
medical condition where there
is a pain radiating to upper
arm. Brachial is techniqual
term for arm pain.

Tablet. Tolifast (Tolperisone
150mg) given orally twice a
day. It works on the centres in
the brain and spinal cord to
relieve muscle stiffness or
spasm without reduction in
strength. This improves pain
and movement of muscles.

It is used when the pain is
thought to be due to a problem
with the nerves., most
frequently nerves compressed
or pinched nerve in the neck.
Symptoms include pain in
moving hand, sitting, reading,
laying down even when
breathing. Neck stiffness,
nausea, and headache Every
thing is done with great
sufferning. Cervicobrachail is
focused on the spinal column .
Conclusion: This case report is
an opportunity to reflect on the
fact that nerve compression
may lead to complications like
permanent nerve damage
Patient and families thus, must
be counseled on life style
changes for further prevention
of nerve compressions.
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DISEASE INFORMATION: AARSKOG SYNDROME
Aarskog syndrome is a rare genetic
condition characterized by short stature and multiple facial, limb and
genital abnormalities. Additionally,
some types of cognitive disorders
may occasionally be present. Up to
now, the FGD1 gene on the X chromosome is the only gene known to be
associated with Aarskog syndrome.

EPIDEMIOLOGY:
Aarskog syndrome is inherited in
an X-linked recessive pattern.
The gene associated with this condition is located on the X chromosome,
which is one of the two sex chromosomes. In males (who have only one
X chromosome), one altered copy of
the gene in each cell is sufficient to
cause the condition. In females (who
have t wo X chr o mo s o mes) ,
a mutation would have to occur in
both copies of the gene to cause Aarskog syndrome. Because it is unlikely
that females will have two altered
copies of this gene, males are affected by X-linked recessive disorders much more frequently than females. X-linked recessive conditions
are unique in that fathers cannot
pass X-linked traits to their sons and
all daughters of an affected male will
be carriers. About 20 percent of
people with Aarskog-Scott
syndrome have mutations in
the FGD1 gene.
CAUSES:
Although Aarskog syndrome is a

Signs & Symptoms
Aarskog syndrome primarily affects
males. Affected boys exhibit a characteristic set of facial, skeletal, and genital abnormalities. Clinical signs may
vary from person to person (clinical
heterogeneity), even within families.
Males with Aarskog syndrome often
have a rounded face with a broad forehead. Additional characteristic facial
features include widely spaced eyes
(ocular
hypertelorism),
drooping
(ptosis) of the eyelids, downwardly
slanting eyelid folds (palpebral fissures), a small nose with nostrils that
are flared forward (anteverted nares),

clinically and genetically heterogeneous condition, the best characterized form of the disorder is inherited as an X-linked trait and
caused by changes (mutations) in
the FGD1 gene. Aarskog syndrome primarily
affects males. However, females who carry a
single copy of a FGD1 gene mutation
(heterozygotes) may exhibit some of the
symptoms associated with the disorder. FGD1 gene mutations have been identified in approximately 22% of affected males,
therefore, it is likely that other genes not yet
identified may also be associated with this
condition.
X-linked recessive genetic disorders are conditions caused by mutations in a gene located
on the X chromosome. Females have two X
chromosomes but one of the X chromosomes
is “turned off” to correct a dosage imbalance
and almost all of the genes on that chromosome are silenced (inactivated) through a
process defined as X-chromosome inactivation. Females who have a disease causing
mutation on one of their X chromosomes are
carriers for that disorder. Carrier females
usually do not display symptoms of the disorder because it is usually the X chromosome
with the abnormal gene that is “silenced”.
Males have one only X chromosome and, if
they inherit the X chromosome that contains
a disease gene, they will develop the disease.
In turn, males with a X-linked disorder will
pass the disease gene to all of their daughters,
who will be carriers of the trait (obligate carriers). Males cannot pass X-linked traits to
their sons because they always pass their Y

an underdeveloped upper jawbone
(maxilliary hypoplasia), and a widow’s
peak. Affected individuals may also have
an abnormally long groove in the upper lip
(philtrum) and a broad nasal bridge.
These children may also have a variety of
abnormalities affecting the ears and teeth.
Ear abnormalities include low-set ears and
thickened, “fleshy” earlobes. Dental abnormalities include missing teeth at birth, delayed eruption of teeth, and underdevelopment of the hard outer covering of teeth
(enamel hypoplasia).

chromosome instead of their X
chromosome to male offspring.
Female carriers of an X-linked
disorder have a 25% chance with
each pregnancy to have a carrier
daughter (like themselves), a 25%
chance to have a non-carrier
daughter, a 25% chance to have a
son affected with the disease, and
a 25% chance to have an unaffected son.
Affected Populations
Approximately 50 reports of Aarskog syndrome confirmed by identification of a FGD1 gene mutation have been published worldwide. However, it is possible that
some mildly affected children may
be unrecognized, making it difficult to determine the true frequency of this condition in the
general population. An estimated
population prevalence of Aarskog
syndrome is equal to or slightly
lower than to 1/25,000.

Aarskog syndrome is basically a
skeletal dysplasia and affected
males develop characteristic malformations of the skeletal system including disproportionate short stature; broad, short hands and feet;
short, stubby fingers
(brachydactyly) with permanent
fixation of the fifth fingers in a bent
position (clinodactyly); abnormally
extendible finger joints; and wide
flat feet with bulbous toes. In addition, affected individuals may have
a sunken chest (pectus excavatum),
protrusion of portions of the large
intestine through an abnormal opening in the muscular lining of the
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Organization

Your business tag line here.
BUSINESS NAME
Primary Business Address
Your Address Line 2
Your Address Line 3
Your Address Line 4
Phone: 555-555-5555
Fax: 555-555-5555
E-mail: someone@example.com

This would be a good place to insert a short paragraph about your organization. It might include
the purpose of the organization, its mission, founding date, and a brief history. You could also include a brief list of the types of products, services, or programs your organization offers, the geographic area covered (for example, western U.S. or European markets), and a profile of the types
of customers or members served.
It would also be useful to include a contact name for readers who want more information about the
organization.
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Aarskog syndrome is a rare genetic condition characterized by short stature and multiple facial,
limb and genital abnormalities. Additionally, some types of cognitive disorders may occasionally
be present. Up to now, the FGD1 gene on the X chromosome is the only gene known to be associated with Aarskog syndrome.

EPIDEMIOLOGY:
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Aarskog syndrome is inherited in an X-linked recessive pattern. The gene associated with this
condition is located on the X chromosome, which is one of the two sex chromosomes. In males
(who have only one X chromosome), one altered copy of the gene in each cell is sufficient to
cause the condition. In females (who have two X chromosomes), a mutation would have to occur
in both copies of the gene to cause Aarskog syndrome. Because it is unlikely that females will
have two altered copies of this gene, males are affected by X-linked recessive disorders much
more frequently than females. X-linked recessive conditions are unique in that fathers cannot
pass X-linked traits to their sons and all daughters of an affected male will be carriers. About 20
percent of people with Aarskog-Scott syndrome have mutations in
the FGD1 gene.
CAUSES:
Although Aarskog syndrome is a clinically and genetically heterogeneous condition, the best
characterized form of the disorder is inherited as an X-linked trait and caused by changes
(mutations) in the FGD1 gene. Aarskog syndrome primarily affects males. However, females
who carry a single copy of a FGD1 gene mutation (heterozygotes) may exhibit some of the symptoms associated with the disorder. FGD1 gene mutations have been identified in approximately
22% of affected males, therefore, it is likely that other genes not yet identified may also be associated with this condition.

