CASE REPORT
ENAIAPEPOYZA TEPIMTQLH

Biphasic pericardial effusion following
the implantation of a pacemaker

The case is reported of a patient who developed pericardial effusion, both
early, at 24 hours, and late, at 3 weeks, after the implantation of a pacemaker.
The late effusion was accompanied by manifestations of pericarditis. Pericar-
ditis occurring a few weeks after the insertion of a pacemaker is a variant of
the post-cardiac injury syndrome (PCIS). This form of pericarditis, which is
considered to be autoimmune in origin, was originally described following
myocardial infarction and cardiac surgery. In these conditions the incidence of
the PCIS is increased among patients with an early pericardial reaction, which
is considered traumatic in origin and occurs from hours to a few days after the
precipitating event. Although both early and late forms of pericarditis have
been documented following the insertion of a pacemaker, no report was found
of early and late pericardial reaction occurring sequentially in the same patient.
The course of this patient supports the hypothesis that, in agreement with
the other forms of the PCIS, there may be a connection between the early and
late forms of pericardial reaction following the implantation of a pacemaker.
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Over the last 60 years, a mainly clinical entity has
been described, which is known under the general term
post-cardiac injury syndrome (PCIS). It was first reported in
1952, as the post-commissurotomy (valvulotomy for mitral
stenosis) syndrome, and a few years later as the post-myo-
cardial infarction syndrome, by William Dressler.”-# Virtually,
identical syndromes have been described following open
heart surgery, thoracic trauma, cardiac catheterization
and pacemaker insertion.”’? The common denominator
is thought to be a traumatic event to the myocardium or
pericardium, which appears to be the triggering factor. This
is usually followed by a latent period from a few weeks to
a few months, after which the syndrome presents. The re-
cent history, latent period, constitutional symptoms (fever,
chest pain due to serositis, and occasionally arthralgias and
pulmonary infiltrates), markers of inflammation (raised ESR,
CRP and WBC) and response to glucocorticoids, appear to
connect this condition with the various triggering events
and to support its inflammatory nature. The increased
frequency of late-onset pericarditis among post-cardiac
surgery patients who developed an early pericardial effu-
sion also supports the continuity between the triggering
event and the inflammatory reaction.’ This is the report of
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a patient who, following the implantation of a pacemaker,
developed both an early, at 24 hours, and a late, at 3 weeks,
pericardial effusion, supporting the existence of a similar
relationship in this variant of the syndrome.

CASE PRESENTATION

An 86-year-old man was admitted with a 20-day history of
fatigue and sub-sternal pleuritic chest pain, which had worsened
over the previous two days. A pacemaker with a single lead had
been implanted in the right ventricle 6 weeks earlier (VVI-R, Bio-
tronik®) in a referral cardiac surgery/cardiology center because of
symptomatic (episodes of presyncope) atrioventricular block. He
had been transferred to the intensive care unit (ICU) of the same
hospital 24 hours after the implantation for a 48 hour period of
observation, following an episode of hypotension and the appear-
ance of a small pericardial effusion without signs of tamponade,
attributed to possible bleeding within the pericardium. He was
eventually discharged after 7 days when reduction of the pericar-
dial fluid was documented. His other known medical problems
were hypertension, type Il diabetes mellitus, left common carotid
artery endarterectomy 15 years earlier and factor Xll deficiency. On
examination, a pericardial friction rub was heard at the left sternal
border. Laboratory findings showed elevated markers of inflam-
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mation (ESR: 107-135 mm/h and CRP: 26.9-36.6 mg/dL, with an
upper limit of normal 0.8 mg/dL). Cardiac ultrasound (US) showed
amoderate amount of pericardial fluid. He was treated with aspirin
(3 g per day in divided doses, gradually tapered off over the course
of 6 weeks). The chest pain subsided and a gradual reduction in
the amount of pericardial fluid was observed on repeated US.
A rapid fall in CRP was elicited, to 10.8 mg/dL at one week, 2.83
mg/dL at 4 weeks and 0.9 mg/dL at 6 weeks, and a more gradual
decline in the ESR to 100 mm/h at one week, 67 mm/h at 4 weeks
and 25 mm/h at 6 weeks following the start of salicylate therapy.

DISCUSSION

Reports of pericarditis following the first cardio-surgical
procedures of mitral valvulotomy for mitral valve stenosis in
the early 1950s represent the first description of a series of
kindred syndromes referred to as PCIS."? Similar syndromes
were subsequently described after myocardial infarction,
post-pericardiotomy, following non/or penetrating chest
wounds, post-radiofrequency ablation and post-intra-
cardiac lead insertion.>”"2 The post-operative appearance of
anti-heart antibodies in cardiac surgery patients supported
the hypothesis that this is an inflammatory reaction to
cardiac muscle products released during the various proce-
dures or injuries.”*’* Alternative evidence suggests that the
appearance of antibodies may be an epiphenomenon and
that the syndrome, similar in many aspects to “idiopathic
pericarditis’, may reflect a viral infection introduced during
the various precipitating events.”* Whatever the evidence
for the pathophysiological mechanism, the various reports
of the syndrome appear to have in common a history of
recent cardiac injury, a similar clinical picture, laboratory
markers of inflammation, a mostly benign course and a
similar response to treatment.

The evidence that supports a cause and effect relation-
ship, leading to an inflammatory reaction, apart from the
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recent history, is the increased frequency of PCIS among
patients with early evidence of cardiac trauma, such as a
pericardial effusion, in the first few days after the precipitat-
ing event.This has been documented in a series of patients
following cardiac surgery, where 83% of the pericardial
effusions were present by the second post-operative day,
preceding the appearance of PCIS-related symptoms.®
Ninety percent of the early effusions were not echo-free,
a finding consistent with the presence of serosanguinous
fluid or clotted blood, indicating a traumatic etiology.

The first recorded case of appearance of fever and
pleuritic chest pain 3 weeks after transvenous pacemaker
implantation was described in 1975.° There have been
subsequent reports of early pericardial effusion appearing
a few days after the insertion of a pacemaker, and several
reports of PCIS occurring several weeks later.”'2'7-"? That
this may be a biphasic phenomenon with an early trau-
matic and a late inflammatory component is not always
clear, since most reports are retrospective and tend to at-
tribute all effusions to PCIS. In support of the presence of a
traumatic component is the fact that the majority of cases
PCIS are associated with both an atrial component (related
to thinner wall of the atrium) and screw-in active fixation
of the lead, presumably more traumatic than other types
of fixation.’?'” In this respect, the patient presented here
is unusual, since neither active fixation nor an atrial lead
was used (he had a single lead placed in the right ventricle).
To the authors’knowledge, there have been no reports of
both an early and late component of pericardial reaction in
the same patient following pacemaker implantation. This
report describes a patient who, following the insertion of
a pacemaker, developed both an early (at 24 hours) and
a late (at 3 weeks) pericardial effusion, with constitutional
signs, supporting the notion of a cause and effect relation-
ship between the two episodes of pericardial reaction in
this variant of the syndrome, also.
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A1pacikn TePIKAPSIaK GUANOYI HETA amd TNV TomoOétnon Pnuatodotn
E. ZSAOTKOZ, N.I. BAAAIANQY, IN.X. AYTEPINOX

Tunua Eowtepikric MNaboAoyiag, eviké Noookougio ABNVwv «MoAUKAWVIKT» (LUéAoG TG ouddag NoooKkouegiwv

«EvayyeAiouée»-«OpBaAutatpeion-«[oAUKAIVIKN»), ABriva

Apxeia EAAnvikric latpikric 2016, 33(1):90-92

Meptypdgetal aoOevG TTOU EUPAVIOE TOCO TIPWIHN, SNAASH EVTOG 24 wPwV, 600 Kal OYIPN, SnAadn petd amnd 3 eBdo-

HASEG, TTEPIKAPSIAKT CUANOYH, LETA aTTO TNV ToMoBETNOoN BNuatoddTn. H dpiun mepikapdiakry cuAAoyr] cuvodeuvdtav

and Ta TUTTIKA CUMTITTWHATA TNG TTEPIKapSiTidag. H mepikapditida, mou cuvnBwe epgavietal LSOUASES HETA ammd TNV

gUPUTELON PNUATOSOTN, Bewpeital WG TapaAAayr Tou CUVOPSUOU HETA arTd BwpPAKOTOUR. AUTH N HOP® TNG TTEPL-



92

E. STHONGOS et al

kapditidag, mou Bewpeital auToAVOONG APXNG, TTEPLYPAPNKE APXIKA META AT £UPPAYHa HUOKAPSIOU Kal KAPOLIOXEL-

POUPYIKN EMEURACH. ZTIG TEAEUTAIES TTIEPITTITWOELG, N ETTTTTWON TOL CUVEPOUOU PETA ATt BwpPakoToun ival av§nuévn,

HE TNV EUPAVION HLAG TIPWIKNG PAoNG TTEPIKAPOIAKNG avTidpaong, Tou Bewpeital TPAUUATIKAG ApXNS Kal cupBaivel

NYECG WPEG €WG AiYEG NUEPEG PETA ATTO TNV TOTTOOETNON TOU BNUATOSOTN. Map’ GAO TTOU UTTAPXOUV APKETEG AVAPOPEG

otn BIBAoypagia OXETIKA e TNV UTTAPEN Kal TwV SVo @Acewv PeTA amd TomoBEtnon Bnpatodotn, Sev Bprnkape KA-

TTola ava@opPd yia TNV eu@Avion Kat Twv Vo PACEwWV TNG MEPIKAPSIAKNAG CLUANOYNG oTov iS1o acBevr. H mepintwon

TOou aoBeVoUG pagG EVIOXVEL TNV UTTOOECN OTL TIPETTEL VA UTTAPXEL OXECN AVAPECO TNV TIPWIKN KAl TNV OYLUN TTEPLKAP-

Slakn avtidpaon, n omoia mapatnpEEeital HeETA amd TNV TormoB£tTnon BnuatodoTn.

NéEeig eupeTnpiov: Bnuatodotng, Awpaocikn mepikapditida, Mpwipn kat dSYiun mepikapdiakn avtidpaon
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