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Uncommon case of pericardial effusion
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ABSTRACT

We present the case of a 59-year-old patient with severe aortic stenosis, asymptomatic mild to moderate pericardial effusion
and no major risk factors for poor prognosis. He underwent four-week course of non-steroidal anti-inflammatory drugs (ibuprofen
600 mg TID) with no improvement of the effusion. After complete diagnostic work-up and examination, we discovered that he
had a prostate cancer with bone metastasis. On the bone scintigraphy, there was particular involvement of ribs and sternum. We
decided to treat our patient with an association of docetaxel and hormone therapy, after six months we observed a reduction in
the pericardial effusion. Even in the presence of a patient without risk factor of poor prognosis, pericardial effusion can be the

first sign of occult neoplasia.

Introduction

According to the current guidelines, in the clinical
approach of pericardial disease we should evaluate the
indicators of poor prognosis according with current
guidelines.! Even in patients without major risk fac-
tors, the evidence of pericardial effusion can be the
only clinical sign of an occult neoplasia.’
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Case Report

A 59-year-old man presented to our outpatient
clinic. He reported fever, myalgia and non-productive
cough associated with chest pain. The patient smoked
about 20 cigarettes per day, had a history of severe
aortic stenosis, type 2 diabetes and was seropositive
for hepatits C virus. No other cardiovascular risk fac-
tors were known. He denied the abuse of illicit drugs
and dental procedures in the past years. He took the
following medications daily: acetylsalycilic acid 100
mg, metformin 1000 mg bid.

At the time of his presentation at the outpatient
clinic, he was asymptomatic for angina or dyspnea,
but he complained about sore throat. He referred nor-
mal physical activity without any symptom. On phys-
ical examination he presented normal temperature,
with pulse rate of 80 beats per minute, blood pressure
of 130/80 mm/Hg, respiratory rate of 18 breaths per
minute, oxygen saturation of 98% in room air. He ap-
peared well, the conjunctivas were pale, and he had
no cervical lymphadenopathy. Upon chest examina-
tion, he presented with systolic murmur V/VI of the
aortic site, reduction of S2 and lung field clear to aus-
cultation bilaterally, absent jugular venous distention,
normal peripheral pulses. There were no Osler’s
nodes, Janeway’s lesions, splinter hemorrhages, or pe-
ripheral edema. The electrocardiogram showed sinus
rhythm with normal PR and QT interval, normal axis
orientation, normal repolarization, the absence of any
sign of pericardial effusion and the absence of left ven-
tricular (LV) hypertrophy.

The results of laboratory tests were remarkable
only for the presence of mild hypochromic microcytic
anemia with slightly elevated erythrocyte sedimenta-
tion rate and C-reactive protein (Table 1).

The chest X-ray showed clear lungs, heart and me-
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diastinum within normal limits. The echocardiogram prostate biopsy. Histological examination revealed an
revealed concentric LV remodeling with normal sys- acinar adenocarcinoma, Gleason score 9, with inva-
tolic function, severe aortic stenosis and mild to mod- sion of the nerve trunks of small and medium caliber.
erate pericardial effusion (max 1 cm in parasternal He underwent also bone scintigraphy, which showed
long axis view) with remarkable thickening of the diffuse bone metastases, involving ribs in both chest
pericardial in-layer (Figure 1). Based on clinical signs walls. The tumor staging was TANIM1 (Figure 2).
(pericardial chest pain, new evidence of pericardial ef- The patient was referred to an oncology team for ap-
fusion and modest elevation of inflammation markers) propriate treatment: 6 cycles of docetaxel e hormone
we issued diagnosis of subacute pericarditis. therapy treatment.> No further in-depth analysis was
Our patient had no major risk factors associated decided for pericarditis.

with poor prognosis for pericarditis,? the clinical Pericardial effusion and thickness was monitored
course was subacute (symptoms over several days every month, and a reduction during the radiotherapy
without a clear-cut acute onset) and there was no evi- was observed (0.4 cm of posterior free space was
dence of large pericardial effusion or cardiac tampon- measured in the same projection as in Figure 1), but
ade or heart failure. Empiric treatment with after therapy the effusion did not improve further.
anti-inflammatory medications was therefore issued After 12 months, the patient did not develop any
(ibuprofen 600 mg TID and colchicine 1 mg BID) and symptom of pericarditis again.

short-term follow-up after 1 week to assess response.’

After 1 week, no improvement of the pericardial
effusion was observed, while the patient was still Discussion and Conclusions
asymptomatic. Based on 2016 European Society of
Cardiology (ESC) guidelines on pericardial disease, a
complete screening for secondary causes of pericardial
effusion was decided, including autoimmune and neo-
plastic disease.'* Result of this screening is reported
in Table 2.

Due to high values of prostate-specific antigen
(PSA) and free PSA the patient was referred to urol-
ogy. Urologists found an increased prostate size, with
asymmetric hard consistency of the entire peripheral
region of the left lobe with indication to perform a

Current guidelines suggests that further testing is
unnecessary if the diagnosis of pericarditis is con-
firmed and there is no reason to suspect a specific
cause.!

If a specific cause is suspected based on medical
history, physical examination or laboratory findings
that suggest a causative disorder (e.g., cancer or con-
nective-tissue disease), appropriate additional evalu-
ation is indicated. It is also known that the size of the
effusion correlates with the prognosis. Moderate effu-
sions, as in the presented case, are more common for
specific etiologies such as bacterial and neoplastic
conditions.*¢ Paraneoplastic pericarditis is rare and the
most common tumors with a pericardial involvement

Table 1. Baseline laboratory investigation. are lung cancer, breast cancer, malignant melanoma,

Parameter Values Reference range lymphomas and leukemia.? In the setting of pericardi-

Hemoglobin (z/dL) 112 12-16 tis with pericardial effusion, prevalence of malignant
or infectious etiologies ranges from 15 to 50% de-

HCT (%) 35 33-45 : ; -
pending on the published series.”

MCV (fL) 79 70-91

MCHC (g/dL) 24 23-33

PLT (x10%/uL) 164 130-400

White cell count (x103/uL) 7.7 4.8-10.8

Neutrophils (%) 70 40-70

Lymphocytes (%) 20 20-45

Monocytes (%) 4 3-10

Basophils (%) 4 0-1.5

Eosinophils (%) 2 0-6

ESR (mm/h) 34 -

CRP (mg/dL) 0.08 0-0.50

Fibrinogen (mg/dL) 332 160-350 - wa

HCT, hematocrit; MCV, mean corpuscular volume; MCHC, mean corpuscolar hemo- Figure 1. Parasternal long axis view with evidence of

E]::;; ocg;:entration; PLT, platelets; ESR, erythrocyte sedimentation rate; CRP, C-reac- mild-moderate p ericardial effusion.
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Table 2. Laboratory results for secondary causes of peri-
cardial effusion.

Parameter Value Reference range
AFP (ng/mL) 2.4 0-15
CEA (mcg/L) 5.3 0-4
CA 19-9 (U/mL) 22.9 0-37
CA 15-3 (U/mL) 14.8 0-50
CA 125 (U/mL) 2.9 0-35
Ferritin (ng/ml) 5 18-360
B2-microglob (ng/mL) 1732 660-2740
PSA (ng/mL) 55.7 0-4
Rheumatoid factor (U/mL) 9.19 0-15
T.P.H.A. Negative Negative
DSDNA-Ab (U/mL) 8.60 <30
ENA profile Negative Negative
IgM CMV Negative Negative
IgM HSV /11 Negative Negative
IgM EBV Negative Negative
Anti HIV Negative Negative
1gM Brucella Negative Negative
1gM M. pneumoniae Negative Negative

Uncommon case of pericardial effusion

There is limited literature on the timing of a ma-
lignant pericardial effusion in relation to the original
malignancy.” We observed within a group of patients
with malignant pericardial effusion, that 50% of them
presented with malignant pericardial effusion as the
initial manifestation of the disease.® In another group
of patients, malignant pericardial effusion appeared
approximately 11 months after initial diagnosis of ma-
lignancy.'?

Management of such patients can be complex and
may include, intrapericardial instillation of sclerosing
and/or antineoplastic agents, systemic cytotoxic ther-
apies, immunomodulators or surgical drainage proce-
dures.!!

We decided for watchful waiting, because the ef-
fusion had no hemodynamical impact and the patient
was asymptomatic. Our hypothesis is that the pericar-
dial effusion was connected to the systemic inflamma-
tory response due to cancer bone metastasis on the
ribs, although we did not exclude a pericardial metas-
tasis, which required a biopsy. Our strategy was ac-
ceptable, being also confirmed by the partial reduction
in the effusion during oncological therapy. The clinical
course could support our decision.'?

Figure 2. Bone scintigraphy.
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