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Abstract

The pericardial disease is one of the most frequent causes of illness within the one that affects the heart, the
inflammation process that happens in the pericardium can cause different clinical manifestations that can

affect the well being of the patient who is affected.

In some cases different drugs used to treat conditions can have adverse reactions that compromises the
pericardial sack by the production of inflammation, this condition is known as pharmacologic pericarditis.

In the present chapter epidemiological data, physio pathological mechanisms, clinical manifestations, diagnostic
approach and treatment are driven, also data taken by different sources is presented. Is important to notice that
there is a lack of evidence regarding the subject of matter so some of the information that is presented on the

chapter was taken from case reports and series reports.

There is a need of having more research so many others conclusion and findings can be extrapolated so

recommendations can be given further.
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INTRODUCTION

Pericardial diseases can affect a variety of patients
that are affected by systemic diseases or diseases that
only affects the heart [1], its clinical manifestations
can be more relevant beside the sex, age, socio-
economic characteristics. Some descriptions reveal
that the condition is frequent in the presence of viral
infections such as Coxsackie virus infection but the
infection etiology is not the only cause. [2]

Pharmacologic pericarditis is a condition that can
be seen in different diseases treatments and is a
consequence of an adverse reaction that can be
explained by different mechanisms, the data that exist
within the international literature of pharmacologic
pericarditis is poor so is important to have research
about the topic and to have reviews that present clear
information regarding the condition. [3]

In this chapter some definitions, epidemiological data,
physio pathologicalapproach, clinical presentationand

diagnose approach, treatment and prognosis related
to the pharmacological pericarditis are presented.

In general terms it can be said that the evidence and
information of pharmacological pericarditis is poor,
some of each is driven by case reports that have
been published around the globe. Pharmacological
pericarditis is a rare condition that can affect anyone
who receive drugs or medications to treat any disease
so when is appropriate is a condition that have to
be taken into account when the clinical suspicious
arrive.

The clinical manifestations of pharmacological
pericarditis do not differ from the ones thatare presented
in any other form of pericarditis, is important to notice
that this condition is considered as an adverse event
that can be caused by different drugs and that the physio
pathological explanation related to its appearance it's
variated and is related to the mechanism of actions of the
drugs and medications. [4]
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The diagnosis process related to the condition have the
influence of somebasicapproachaselectrocardiography
and echocardiography but also from some more
advanced techniques such as magnetic resonance and
pericardial biopsy [5], there is also some information
related to the way of how this condition can be treated
and which is the prognosis of it.

During the next subheadings of this review the
definitions and terms of the pharmacologic pericarditis
will be addressed, epidemiological data, clinical
presentation, etiology and physio pathology, diagnosis
approach, management and prognosis as well.

MATERIALS AND METHODS

We perform a narrative review regarding the
importance of acute pericarditis with some
information regarding it frequency of presentation,
clinical manifestations, diagnosis methods, treatment
approach and prognosis.

A more detail review regarding the pharmacologic
pericarditis was done.

RESULTS AND DISCUSSIONS

Pharmacologic pericarditis

Definition

The pericardium is defined by a serous membrane
composed by two layers, parietal and visceral
pericardium, it has a strong relation with the heart
muscle and can be affects as al the tissues and vital
organs by different types of conditions such as
traumatic, infectious, metabolic and others such as
systemicconditionslikesystemiclupuserythematosus.
Without taking into account the mechanism of
production of the inflammation, the contact with any
of those agents with the pericardial membrane can
produce an inflammatory response that can generate

an acute pericarditis; in some articles and literature
there are explanations of how this can happen. [6]

Pharmacologic pericarditis is a condition that
appears after the contact with a drug or medication
to treat any disease or symptom, it is considered as an
adverse event or as a negative pleiotropic event [7].
In general terms any medication can cause pericardial
inflammation but there are some that have a strong
relationship because it’s direct effect within the heart
and pericardium. A pleiotropic effect is described as
a condition that appears after the exposure to a drug
and it's not related to its mechanism of action and can

happen as a condition that was not expected to happen
within a treatment, it can be a positive pleiotropic
event such as the appearance of hair within the
minoxidil treatment for arterial hypertension or as
a negative pleiotropic event such as pharmacologic
pericarditis.

The appearance of the condition can be after a unique
exposure to the drug or after the chronic use of it, the
mechanism to predict which patient will be affected in
an acute or chronic form it hasn’t been dilapidated to
date, each patient can be affected because of intrinsic
effects not related to the pharmacological action of the
drug but as an idiosyncratic relationship. The main
evidence that exist until date in the global literature
is the one that has been described in case reports
and series reports. It's important to notice that there
exist multiple mechanisms form which the pericardial
involvement can be seen after the exposure to a
specific drug but there is one unique condition that
can be driven as a pathognomonic characteristic
of the condition and that is the history to drug
exposure and in theory the resolution of the
condition after the stop of drug use which is the
main management premise. [7]

During the next subheading of this review some
epidemiological issues will be addressed.

Epidemiology

Pharmacologicpericarditisis one ofthe multiple causes
of pericarditis that has been described, up to date this
specific condition do not have a well established data
regarding its prevalence or incidence. [8]

In general terms and form data around the globe, the
pericarditis in almost all cases doesn’t have a clear
cause, some data reveals that 87% of the patients
whom suffer this condition will not have a triggering
cause. So it diagnosis and identification can fall on
sub registers and many patients can be sent home
without notice of the presence of the condition. The
main cause of the condition are the infection by
viral agents such as Coxsackie virus a and b, echo
virus, adenovirus, parvovirus B19. Other causes
are related such as the post infarction causes which
contributes with approximately 5 — 25% of the cases,
chronic kidney disease on dialytic therapy 5 — 13%,
neoplastic causes, autoimmune disease such as lupus
erythematosus and rheumatoid arthritis 3 — 5% and
bacterial and mycobacterial infections 1 -2%. [9]
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Also is important to take into account that some data
driven by some registers shows that the data scarce,
it is however estimated that 0,1% of the income
emergency room admissions are due to pericarditis
and only 5% of the causes are presented clinically
with chest pain. [10, 11]

When the pharmacological pericarditis is suspected,
the epidemiological data is more confusing and
scarce; it is believed that pharmacological pericarditis
contributes with 1% of all causes of pericarditis. So
is important to generate data that can be used to
have more information regarding its frequency of
appearance, its prevalence and incidence so a more
structured diagnosis and management approaches
can be implemented. [12]

The drugs or pharmacological agents that are more
related with the appearance of the condition are
procainamide, anticoagulant therapy, penicillin,
hydralazine, anti tuberculosis drugs, biological
therapy, phenytoin related and other anticoagulants
agents, anti psychotics drugs. However the exact
frequency data lacks; and in general terms any drug
can cause the appearance of adverse effects and
pharmacological pericarditis can be one of them. [13]

More research and registers are needed to generate
information that can be used for research purpose or
only for clinical approximation.

During the next subheading of this review the clinical
presentation of pharmacologic pericarditis will be
addressed.

Clinical Presentation

The pericardial compromise is due to an inflammation
process and also to the production of abnormal
amount of pericardial fluid. The characteristics of the
fluid and its retention can cause a variety of symptoms
and signs that are seen in patients who are affected.

The main clinical presentation is the chest pain,
pericardial rubbing and electrocardiographic
alterations. Among the typical symptoms mentioned
above, chest pain is the main manifestation of acute
pericarditis, which is described as a retrosternal and/
or located on the left precordium [14], this pain is
severe in intensity measurements and radiates to
the neck, shoulders or dorsal region, in some times
it can mimic an acute coronary syndrome by which
is important to take into account the patient history

and risk factors associated. Also it has been described
that the pain also have neuritic characteristics
such as the increase with deep inspiration and with
positional changes such left lateral decubitus and
with the supine position. Also a characteristic sign it
has been described semiologically and is called the
“Moorish praying” which consist of a decrease of the
pain intensity with sitting and genupectoral positions.
[15]

During the clinical examination is important to search
the pericardial rub, which it has been described as
a pathognomonic finding, its related with cardiac
movements during atrial and ventricular systole and
rapid ventricular filling; when the pericardial friction
has a single component it can be confused with mitral
or tricuspid systolic murmur. [16, 17, 18, 19]

In advanced stages of the disease and when the
inflammation process and fluid production is elevated
a cardiac tamponade can be seen with all the clinical
and hemodynamically manifestations that occurs
during this condition so is important when the clinical
suspiciousarrives the approximationand management
have to be done in a urgent fashion so the mortality
and morbidity driven can be affected. [20, 21, 22]

Beside the clinical manifestations that can be seen
with the cardiac or pericardial compromise, is also
important to search other clinical manifestations
such as fever, joint edema or pain, dyspnea, chills and
other symptoms and signs that can lead to think an
association of the pericardial affection with other
systemic or specific condition. Is relevant that the
clinical manifestation of pharmacologic pericarditis
do not differ from the clinical presentation of other
forms of pericarditis. [23]

During the next subheading of this review the etiology
and physio pathology of pharmacologic pericarditis
will be addressed.

Etiology and Physio Pathology

Within the various causes of pericardial involment
and its manifestation as acute pericarditis the
pharmacologic pericarditis will be mentioned, the
pericardium compromise due to pharmacological
agent’sis not frequentbutis animportant cause to take
into account at the time of diagnosis approximation in
patients with systemic and chronic diseases that need
management with various agents.
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There exist in global literature some reports and
papers that describe the relationship and appearance
of pericarditis after drug exposure, the onset can differ
in clinical presentation regarding the time, sometimes
the manifestation can occur rapidly and sometimes
it can happen after days or weeks of exposure. This
led to think that the physiopatological mechanism
are variated, in the next part of the chapter, the
mechanisms will be addressed making a relationship
between the etiology and physio pathology.

Some drugs that have been described are going to be
evaluated.

Antitumoral drugs. Antitumoral drugs, which have
been related in case reports are associated with
development of acute pericarditis. Anthracyclines,
which are used for handling solid tumors and
blood borne, are key players in the single use, or as
part of adjutant, curative or palliative for different
malignancies regimes; these are derived from the
bacteria Streptomycin peucetius, and doxorubicin,
daunorubicin and epirubicin are some of them. [24]

Different studies have demonstrated that these
agents are associated with cardio toxicity, which has
its appearance immediately after a single dose of the
drug or after complete a week of treatment. [25] The
different anomalies that have been described are
characterized by cardiac electrophysiological changes,
pericarditis and myocarditis syndrome and/or left
ventricular failure. [26]

The mechanisms of myocarditis pericarditis syndrome
are multi factorial, within the reports the role of free
radicals is described, since the quinone of doxorubicin
is reduced semiquinone form by cytochrome P450
reductase, this metabolite is rapidly oxidized to
form original quinone, creating superoxide anions,
which generate hydrogen peroxide that have toxic
effects. [27]

Management patients with doxorubicin decreases
levels of glutathione peroxidase by action of the same
drug. Glutathione peroxidase is the enzyme that in
contrast to superoxide dismutase and catalase has
the ability to counteract the activity of free radicals
at cardiac level, but is inhibited by the same toxic
effect of the drug which enhanced free radicals
on the heart and produce the aforementioned
deleterious effects. [28] The other two mechanisms
described for cardiac toxicity and development of

the complications described, are based on calcium
depletion on sarcoplasmic reticula and formation of
pro inflammatory cytokines, such as histamine, alpha
tumor necrosis factor and interleukin 2. [29]

Moreover, it is important to mention analogue anti
neoplastic pyrimidine, cytarabine, which is essential
for the management of acute myeloid leukemia
chemotherapy. Xian et al. Report a case of a patient
of 25 years with newly diagnosed acute myeloid
leukemia, in whom management cytarabine was
initiated; during the first cycle of chemotherapy,
the patient developed mild precordial chest pain
improving with the administration of ibuprofen.
During the second phase, a new episode of chest pain
was documented it was severe and associated with
a fever, pericardial friction with auscultation and
electrocardiographic changes that were suggestive
of acute pericarditis. [30] After a third round of
chemotherapy, the dose of cytarabine was reduced
and management with dexamethasone was initiated
as a preventive fashion. With this, a comparison it can
be made with respect of time of onset of symptoms
of acute pericarditis; which have appeared almost
immediately after administration; so the cause can be
identified as a triggering factor for symptoms that have
correlation with drug use and dose, on the other hand
are of different type anti tumoral drugs that have no
are evident changes with respect to the presentation
of typical acute pericarditis.

5 Amino Salicylic Acid. Among the literary descriptions
of drug pericarditis, it has been given an importantrole
to drugs used for the management of ulcerative colitis
and Crohn’s disease; in them, the most outstanding
group, is the 5 amino salicylic acid (5- ASA). This drug
has been described in several research works, which is
the active component of sulfasalazine and mesalazine.
These drugs have their main action on the inhibition
of arachidonic acid and cyclooxygenase, and there
are used to reduce the production of inflammatory
mediators and attenuate the inflammatory response
generated by the aforementioned diseases.

The described developmentof pericardial inflammation
produced by 5-ASAis not described accurately, but there
are theories highly concordant and that can explain
clinical presentation: direct toxic effect on myocardium
and pericardium, an allergic reaction mediated by
immunoglobulin E, mediated hypersensitivity reaction
cell or a humoral antibody response. [31]
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Sulfasalazine. Studies by Habal and Greenberg showed
a pericarditis development in a patient with chronic
use of sulfasalazine for rheumatoid arthritis. Increased
doses and corresponding effects on pericardium with
the development of acute pericarditis appeared two
weeks after a dosage increase was conducted. [32]

The mechanism associated with clinical development
of acute pericarditis is based on a hypersensitivity
reaction and is classified as a drug allergic reaction,
whereby the medicine should be discontinued
immediately. Another case reported by Ozcan et all,
show a 47-year-old patient that came with chronic
management with methotrexate and corticosteroids
and has recent onset of sulfasalazine, develops lupus
like syndrome induced by drugs and concomitantly
chest pain associated to palpitations and pericardial
effusion compatible with pericarditis. [33]

Other cases reports similar findings, development of
pericarditis associated with sulfasalazine, are evident
in one case report by Serge at al. In a patient treated
with said drug for 16 years, in whom increased dosage
of 1g to 3g each day, with development within a few
weeks. [34] Itis possible with these cases to claim that
the cardio toxicity and the subsequent development of
pericarditis associated with sulfasalazine is explained
with an increase in dose of the drug.

Given these cases, it is necessary to mention the
research conducted French pharmacovigilance
network, which is based on reviewing reports of
adverse reactions in patients using 5-ASA during 2
years, they found 8 cases of pericarditis and 4 cases
of myocarditis. [35] Subsequently a review of all cases
reported by secondary toxicity of 5 -ASA from 1984 to
2011 revealed 16 cases of pericarditis.

With this is considered important to note that the
development of acute pericarditis with use of high
doses of sulfasalazine can be produced, although not
usual, but is frequent in the management of patients
with ulcerative colitis and Chron disease.

Mesalazine. It is considered important to mention
two case reports that have been reported regarding
the management with mesalazine; The first one
documented the development of acute pericarditis
in a 20-year-old patient with a history of 4 years of
ulcerative proctitis. Management with oral and topical
mesalazine was started, with an adequate response,
but it the patient attend because of two weeks of
chest pain, myalgias, arthralgias and palpitations. He

received symptomatic management and drugs for
daily use were suspended, with clinical monitoring and
improvement of the clinical picture. At discharge, he
resumes the use of medications, including mesalazine
and re- admits for the same clinical presentation after.
It was finally determined that the patient was suffering
from mesalazine-induced pericarditis. [36]

In the second place, an 18-year- old patient with
Chron disease was mentioned with treatment with
mesalazine, who presents a clinical picture of severe
retrosternal pain that was irradiated to the leftarm. On
admission to the hospital, diagnosis of pericarditis was
made due to electrocardiographic changes, increase
in cardiac enzymes, positive c reactive protein and
changes in cardiovascular magnetic resonance with
the presence of gadolinium uptake at the late phase
and edema at the pericardial level. [37]

The physiopatological association of the two cases
presented above is based on a hypersensitivity
reaction mediated with humoral function, and
formation of antibodies against mesalazine; which
cause inflammation in the pericardium by cross
reaction. In both cases, an increase in the eosinophils
count was observed and in one of the two cases, the
cardiac biopsy evidenced eosinophilic infiltration.
[38]

What supports the theory of the reaction of
hypersensitivity regarding the use of mesalazine
specifically. It is important to mention that within the
case reports, it has been seen that the beginning of the
clinical pictures where approximately 2 to 6 weeks
after the beginning of the treatment with mesalazine,
but the literature has reported very early beginnings,
within the first 48 hours, and late, mentioning the
onset of clinical symptoms two years after the start of
treatment. [39]

The development of the clinical picture has always
had typical symptoms and signs, which have been
described previously with respect to the presentation
of pericarditis; and these have disappeared with the
suspension of the drug, with complete remission of the
picture after the complete suspension, but cases have
been described in the literature, whereby restarting
the management with mesalazine or changing the
route of administration can trigger the clinical picture
reactivation. [40]

Antipsychotics. Last but not least, mention will be
made of the association of use of an anti psychotic
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medication regarding the presentation of acute
pericarditis; which is clozapine. This anti psychotic
antagonist of the dopaminergic receptors at the level
ofthe central nervous system has presented fewer side
effects with respect to extra pyramidal symptoms, as
can be presented by others from the same group.

Within the expected side effects, orthostatic hypo
tension and tachycardia have been described, without
generating an imminent risk for the patient life; but
a review of the literature by Wehmeier et al. [41],
reported 6 cases of pericarditis related to the use of
clozapine. The physiopatological association of this
cases are not well described by the literature, but some
authors, describes how in the clinical presentation of a
patient with recent use of clozapine, a picture of acute
pericarditis is presented, with a significant increase in
creactive protein, fibrinogen and hemogram with high
eosinophilic count; in addition to rapidly progressive
cardiac deterioration with a 600 cc pericardial
effusion confirmed by ultrasound that requires
pericardial fluid drainage and strict surveillance
due to gradual increase of the pericardial fluid after
drainage thereof. With these stipulated para clinical
parameters, it can be inferred that the mechanism of
development of the clinical presentation is based on a
hypersensitivity reaction, in addition to activation of
the humoral immune system due to an increase in ¢
reactive protein. [42]

As it was presented there exist some reports that
tries to confirm the linkage between the etiology,
physio pathology and clinical presentation of drug
induced pericarditis; this is important because as
the knowledge of the relationships between those
elements, the understanding of the condition can
arise and a more realistic guided interventions can be
defined to treat the condition from the diagnosis point
of view but more important from the management
point of view.

During the next subheading of this review the
diagnosis approach will be addressed.

Diagnosis Approach

The diagnostic methods in acute pericarditis are
different and varied, first of all there is an important
thing and it is the clinical approximation with a
complete medical history and physical examination
where the symptoms and signs of the condition need
to be taken into account always. Additionally, other

things need to be done when the approximation
process is done this ones are things that can guide
the diagnosis process to find where is the cause of
the problem situated, this includes a complete blood
count, c reactive protein and globular sedimentation
rate measurements, troponin evaluation and thoracic
x rays. Also there exist electrocardiographic findings
that can suggest the presence of the pathology
its cardiac compromise this method are the most
easy to perform because its availability and easily
interpretation however the findings aren’t specificand
can predispose to mistake during the diagnosis
process. Some other approximations are those
related with images findings and here the
echocardiography techniques and tomography
techniques take place. [43]

In the diagnostic methods of acute pericarditis appears
as a gold standard the use of echocardiography and
pericardial ultrasound, which identifies the existence
ofpericardial fluid and edema ofthelayers surrounding
the pericardium, however the presence of pericardial
effusion not always confirms the disease because it
can appear in other pathologies and not necessary
those that affect directly the pericardium. [44]

It is well-known that the focus of this discussion
focuses on pericarditis secondary to medication
use, and as emphasized three groups of drugs are
mentioned below, the diagnostic methods that
supported the final diagnosis will be the withdrawal
of medication and the clinical outcome after stop the
drug exposure.

First,ithasbeenreported that80% of patients [45] may
be accompanied by changes in the electrocardiogram,
whichhintat ST segmentelevation in mostleads except
aVR and V1 also appearance of negative T waves, five
days after the acute clinical presentation; but it is
important to mention that the two findings together
have not been documented in drug pericarditis,
because if changes are evident together, the diagnosis
would focus more on ischemic heart disease. Likewise,
different studies have documented atypical ECG
changes, which are not related to changes of ST types
mentioned above but to unspecific findings. [46]

Secondly, it is important to mention laboratory tests
which have been demonstrated in various cases that
supported the diagnosis. Hemogram, in mostliterature
it has shown increase in eosinophils [47], unchanged
in neutrophils, platelets or red line; which supports
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theories of pathophysiology of the disease, which is
caused by a hypersensitivity reaction and activation
of the immune humoral system; other inflammation
markers such a c reactive protein may be increased.
[48, 49, 50]

Troponin, it may be a parameter that guides the
diagnosis to other clinical suspicion, but case reports
have shown increased in the same at 3 times the value
provided by the laboratory itself as increased creatine
kinase.

So, with the above and reviewing multiple case reports,
there is no pathognomonic laboratory that can test
the direct relationship between the use of certain
medications and drug development pericarditis. All
case reports have shown that the final diagnosis has
been generated by trial and success; the suspension of
the drug and close monitoring of clinical and patient
improvement.

All patients have undergone relapse stage clinical
continue with the chronic use of the drug in question,
but the diagnosis was achieved by clinical suspicion
derived by the health group.

During the next subheading of this review the
management approach will be addressed.

Management Approach

In the review of the scientific literature, no randomized
clinical studies, systematic reviews or meta-analyzes
on the treatment of drug-induced pericarditis were
found. For this reason, the available evidence is based
on the report of cases with different agents, the
recommendations made by international guidelines
and the choices made by the authors. However, all the
articles reviewed agree that the pillar of treatment is
the discontinuation of the offending drug observing
evident clinical results in the first days after cessation
of drug administration even during the first 7 days.
[51,52]

However, the use of corticosteroids has also been
described in cases in which pericarditis has been
cause by mesalamine, mesalazine, Doxorubicin,
daunorubicin, Carbine and Ipilimumab emphasizing
that no randomized clinical trials, case series, or
observational studies comparing outcomes were found
after corticosteroid treatment versus withholding. For
this reason, the decision falls on the patient’s clinical
condition and the physician’s expertise without

forgetting the possible adverse effects and the lack of
evidence of a clinical benefit. [53]

It is also important to bear in mind that the use
of corticosteroids was only reported with the
aforementioned medications, and that in each case
prednisolone or methylprednisolone short schemes
were used from low doses to a dose of even 1 gram
of methylprednisolone. [54, 55, 56] The use of
metamizole has also been proposed in the case of
Mesalazine-Induced Pericarditis.

It should be mentioned that in a case of
hydrochlorothiazide-induced pericarditis, the
patient was managed with aspirin for symptomatic
management. However, this was only described in
the previously mentioned case and its use should be
avoided or use with caution since, the use of anti-
inflammatories has not been reported extensively
and most cases resolve only with the withdrawal of
the causative agent. In addition to the above, there
is a risk that this group of drugs in cases in which
pericarditis is accompanied by myocarditis, may
increase myocardial inflammation and therefore
necrosis which may increase mortality. [57, 58]

In the cases that the symptoms persist despite
discontinuing the causative agent, other possible
etiologies of pericarditis should be investigated.
Additionally, if signs of cardiac tamponade are found,
the pericardiocentesis or pericardial window should
be considered, which will depend on the patient’s
condition, the extent of the effusion and other findings
or associated complications such as constrictive
pericarditis. It should be taken into account that
in these patients there is concern that the use of
anticoagulants may favor an increase in the effusion,
although the European guidelines of cardiology for
pericarditis reported a study of 500 patients in which
the use of anticoagulants did not increase the risk of
cardiac tamponade. [52, 53]

As mentioned throughout the chapter, there is still a
need for clinical evidence drawn from clinical studies
or case series for the management of these patients to
help guide the clinician in the decision-making of this
particular an interesting topic.

Duringthenextsubheadingofthisreview the prognosis
of pharmacologic pericarditis will be addressed.

Prognosis

There is also gaps in knowledge regarding the
prognosis of pharmacological pericarditis, some
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of the data is extrapolated from the other causes
of pericarditis, here we present some information
regarding the prognosis of the disease.

In general terms the prognosis of pharmacological
pericarditis is good his due to that in theory the
condition can be solved when the related drug is
interrupted, however sometimes the condition can
progress and complications may appear such a
cardiac tamponade by an excessive fluid accumulation
in which case if the patient is not operated promptly
more severe consequences can appear such as death.
[59]

There are some factors that can be associated
with an adverse outcome and are related with the
basal condition, also the age of patient and if the
inflammation resolves after stop the drug exposure.
Some things can be done to control and minimize the
risk of adverse outcome and is the strict monitoring
and control process after the diagnosis is made,
strategies’ such as follows up echocardiography and
specialized evaluations can be related with a better
outcome.

The adequate symptoms management and the strictly
follow up are factors associated with good outcomes
during the management of the condition. Is also
importantto takeintoaccounttherisk evaluation when
some medication that has an association described
however and due to the gaps in knowledge regarding
the physiopatological mechanisms of disease onset to
mention that potentially any drug can produce acute
pericarditis.

CONCLUSIONS

Pharmacologic pericarditis is a condition that is
related to drug exposure, it's an inflammation of
the pericardial sack where fluid can be produced
concomitantly and its onset is varied.

It frequency hasn’t been identified due to is a rare
disease that can be present at any time during the
pharmacologic exposure.

The clinical manifestations of pharmacologic
pericarditis are the same thathappen in any other form
of acute pericarditis, the course of the illness is varied
in time also its severity and clinical presentation.

The most reliable thing that happens during the
pharmacologic pericarditis is the instauration of the
disease after a drug exposure, some inflammatory and

immune mechanisms have been described during its
onset and course.

The diagnosis approximation is done with clinical
findings, markers of inflammatory disease,
electrocardiographically approaches and finally with
imagen technics.

The management of the condition depends on of its
clinical manifestations and severity, in general terms
the most important intervention is drug withdrawal.

The prognosis of the disease is adequate when the
diagnosis is done in a promptly manner.

There is a lack of evidence regarding the condition
that’s why is important to enhance medical research
in the matter and is important to write about this rare
condition.
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