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ypereosinophilic syndrome (HES) includes a heterogeneous group
of disorders characterized by an absolute eosinophil count 1.5 ×
109/L lasting for more than 6 months in the absence of any known

cause of hypereosinophilia and with evidence of organ involvement. Car-
diac disease occurs in more than 50% of HES patients and is the major ca-
use of morbidity and mortality in these patients.1-3 Here we report the case
of a 20-year-old woman who presented with hypereosinophilia and severe,
however reversible, impairment of the left ventricular function in postpar-
tum period.

Acute Myocarditis in
Postpartum Period Presenting with

Eosinophilia: Case Report

AABBSS  TTRRAACCTT We report a rare case of 20-year-old woman with acute myocarditis in postpartum
period presenting with eosinophilia with pericardial, pleural effusion and apical thrombus. She had
underwent cesarean section 2 months ago. She was admitted to our clinic because of dyspnea, fatigue
and swelling of legs for 1 month. Laboratory testing revealed eosinophil ratio 28%, eosinophil 1.8
× 109/L. Echocardiography showed reduced left ventricular systolic function, a fresh thrombus
within left ventricular apex, spontan echo contrast within left ventricle and severe pericardial
effusion with right atrial and ventricular collapse. Pericardiocentesis was performed. Pericardial
and pleural fluid samples showed hypereosinophilia. With the onset of standart heart failure
treatment and corticosteroid treatment, the patient’s clinical status, symptoms and laboratory
findings improved dramatically. The left ventricular function and laboratory findings returned to
normal comletely at 6 months.

KKeeyy  WWoorrddss:: Eosinophilia, myocarditis

ÖÖZZEETT  Biz bu yazıda, 20 yaşındaki kadın postpartum dönemde gelişen, eozinofilinin eşlik ettiği,
perikardiyal, plevral efüzyon ve apikal trombüs ile birlikte olan nadir bir akut miyokardit olgusunu
sunduk. Olgu iki ay önce sezeryan operasyonu geçirmişti. Olgu bize son bir ay içinde gelişen nefes
darlığı, yorgunluk ve ayaklarda şişme ile başvurdu. Kan sayımında eozinofil oranı %28 eozinofil
1.8 × 109/L bulundu. Ekokardiyografide azalmış sol ventrikül sistolik fonksiyonları, sol ventrikül
apeksinde taze trombüs, sol ventikül içinde spontan eko kontrast, ciddi perikardiyal efüzyon ile
birlikte sağ atriyal ve ventriküle bası mevcuttu. Olguya perikardiyosentez yapıldı. Perikardiyal ve
plevral sıvı örneklerinde hipereozinofili tespit edildi. Kalp yetersizliği ve kortikosteroid tedavisinin
uygulanmasıyla birlikte hastanın klinik durumunda, semptom ve laboratuvar bulgularında belirgin
iyileşme sağlandı. Sol ventrikül fonksiyonları ve laboratuvar bulguları 6 ay içinde tamamen normale
döndü.

AAnnaahhttaarr  KKeelliimmeelleerr::  Eozinofili, miyokardit
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CA SE RE PORT

A 20-ye ar-old wo men was ad mit ted to our cli nic
be ca u se of dyspne a, fa ti gu e and swel ling of legs
for 1 month of pe ri od. She had un der went ce sa -
re an sec ti on 2 months ago. She had a his tory of
bronc hi al ast hma for 5 ye ars. She had be en ad-
mit ted two ti mes in last month du e to na u se a, vo -
mit ting, co ugh and disp ne a and had be en tre a ted
with an ti ast hma tic drugs inc lu ding in ha ler ste -
ro id with a di ag no sis of ast hma and tre a ted with
an ti bi o tic with a di ag no sis of uri nary tract in fec -
ti on.

The blo od pres su re was 90/60 mmHg. The he -
art ra te was 98 bpm and re gu lar. The re was no ra -
les or rhonc hi. An S3 was au dib le on car di ac
exa mi na ti on. Elec tro car di og raphy sho wed si nus
rhythm, low vol ta ge and po or r wa ve prog res si on
(Figure 1). Chest ra di og raph sho wed ple u ral ef fu si -
on on the left si de. Ec ho car di og raphy sho wed re-
du ced left ven tri cu lar func ti on (ejec ti on frac ti on
20% with simp son met hod), a fresh throm bus wit -
hin left ven tri cu lar apex, spon tan ec ho con trast
wit hin left ven tric le and se ve re pe ri car di al ef fu si -
on with right at ri al and ven tri cu lar col lap se (Fig-
ure 2, 3, 4). La bo ra tory tes ting re ve a led the
fol lo wing va lu es: glu co se-89 mg/dL, cre a ti nin-0.8
mg/dL, AST-19U/l, ALT-19U/l, he mog lo bin-11.7
mg/dL, throm bocy te-542000/mm3, eo si nop hil ra ti -
o 28%, eo si nop hil 1.8 × 109/L, CRP-36.1, Ig E>1120
IU/mL and ESR-40 mm/h.

The pa ti ent was hos pi ta li zed for in ves ti ga ti on
and tre at ment. She un der went pe ri car di o cen te sis
du e to tam po na de fin dings and 300 cc of blo ody
flu id was re mo ved. The flu id was exu da ti ve and
analy sis sho wed 600 WBC/mm3 and dan sity-

1015. Bac te ri al cul tu res of the flu id was ste ri le and
cyto lo gic exa mi na ti on of flu id re ve a led an eo si nop -
hi lic in fil tra te wit ho ut ma lig nant cells. Ab do mi nal
ul tra so nog raphy re ve a led as ci tes and bi la te ral ple -
u ral ef fu si on. We tho ught eo si nop hi lic myo car di tis
as a di ag no sis firstly. Ho ve wer, we did not per form

FIGURE 1: The admission 12-leads electrocradiogram reveals sinus rhythm,
low voltage and poor r wave progression.

FIGURE 2: The echocardiogram showing the apical thrombus, spontan echo-
contrast and right atrial compression.

FIGURE 3: The echocardiogram showing the right ventricular compression.

FIGURE 4: The echocardiogram showing the severely reduced left ventricu-
lar function with normal cardiac chambers. 
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en dom yo car di al bi opsy, so we co uld not say that
the exact di ag no sis is eo si nop hi lic myo car di tis. The
con sul ta ti on was ma de by de part ment of he ma to -
logy du e to eo si nop hi li a. Si la zap ril 1 mg, fu ro se mi -
de 80 mg, eno xa pa rin 0.6 SC 2 × 1, war fa rin 5 mg
and pred ni so lo ne 48 mg/day was be gan. Wit hin 3
days af ter the on set of me di ca ti on the pa ti ent’s cli -
ni cal sta tus and symptoms im pro ved dra ma ti cally.
Du e to in trac tab le co ugh si la zap ril was stop ped and
can de sar tan was star ted. The re was al so a mild de-
g re e of fe ver. The con sul ta ti on was ma de by de-
part ment of Chest Di se a ses. Sal bu ta mol, ase til
cyste in, bu de so nid and sul bac tam-am pi cil lin we re
ad ded to tre at ment with di ag no sis of pne u mo ni a.
A re pe at chest X-ray sho wed ple u ral ef fu si on. Tho-
ra co cen te sis per for med yi el ded a tran su da ti ve ple -
u ral flu id. Bac te ri al cul tu res of the flu id was ste ri le
and cyto lo gic exa mi na ti on of flu id re ve a led small
num ber of eo si nop hi lic in fil tra te wit ho ut ma lig -
nant cells. The sto ol exa mi na ti on was ne ga ti ve for
pa ra si tic in fec ti ons. The au to an ti body stu di es did
not in di ca te the pre sen ce of any syste mic con nec -
ti ve tis su e di se a se eit her. The blo od, spu tum and
thro at cul tu res we re ne ga ti ve. Bo ne mar row ne ed -
le as pi ra ti on bi opsy was ta ken af ter sta bi li za ti on of
the pa ti ent and mas si ve eo si nop hi lic hyperp la si a of
bo ne mar row was fo und. Acu te le u ke mi a was exc -
lu ded.

The re pe a ted ec ho car di og rams 10 days la ter
sho wed no chan ge in ejec ti on frac ti on but reg res -
si on of pe ri car di al ef fu si on and throm bus. The pa-
ti ent was disc har ged 15 days la ter wit ho ut any
cli ni cal sign of con ges ti ve he art fa i lu re. The ec ho -
car di og ram at six months sho wed nor mal left ven-
tri cu lar systo lic func ti on and nor mal la bo ra tory
fin dings. She re ma ins well with nor mal la bo ra tory
fin dings at fi ve-ye ars fol low up.     

DIS CUS SI ON

HES cons ti tu te a ra re and he te ro ge ne o us gro up of
di sor ders, de fi ned as per sis tent and mar ked blo od
eo si nop hi li a (> 1.5 × 109/L for mo re than six con se -
cu ti ve months) as so ci a ted with evi den ce of eo si -
nop hil-in du ced or gan da ma ge, whe re ot her ca u ses
of hype re o si nop hi li a such as al ler gic, pa ra si tic, and
ma lig nant di sor ders ha ve be en exc lu ded.1 HES oc -

cur most fre qu ently in yo ung to midd le-aged pa ti -
ents, but may con cern any age gro up. Men ac co unt
for abo ut 85% of pa ti ents and the syndro me pri ma -
rily oc curs in midd le age. Tar get-or gan da ma ge me-
di a ted by eo si nop hils is highly va ri ab le among
pa ti ents with in vol ve ment of skin, he art, lung, and
cen tral and pe rip he ral ner vo us system in mo re than
50% of ca ses.1 Car di ac di se a se is the ma jor ca u se of
mor bi dity and mor ta lity in HES, oc cur ring in 48% to
75% of HES ca ses.2,3 Eo si nop hi lic en dom yo car di al
di se a se can be clas si fi ed in to thre e gro ups: 

1) Acu te nec ro ti zing sta ge: pat ho lo gi cally it is
cha rac te ri zed by an ac ti ve in fil tra ti on of the myo car -
di um by eo si nop hils, lymphocy tes and his ti ocy tes

2) Throm bo tic pha se: 

3) La te fib ro tic pha se.4 Car di ac da ma ge fol lows
ex tra cel lu lar pro te in de po sit and ac ti va ti on of eo si -
nop hils by IL-5.5 Eo si nop hi lic myo car di tis is a ra re
con di ti on.6,7 Eo si nop hi lic myo car di tis in pe ri par -
tum sta ge is a very ra re con di ti on and the re are
only two re ports.8,9

We pre sen ted a ca se of acu te myo car di tis in
post par tum pe ri od pre sen ting with eo si nop hi li a
with se ve re im pa i red left ven tri cu lar func ti on,
which was re ver sib le with he art fa i lu re and pred-
ni so lo ne tre at ment. We tho ught eo si nop hi lic my-
o car di tis as a first di ag no sis. Ho ve wer, in our ca se,
we lac ked pre vi o us blo od co unts of the pa ti ent. We
al so did’nt per form en dom yo car di al bi opsy. Thus,
the sett led di ag no sis of eo si noph lic myo car di tis was
of sus pi ci on. Ho ve wer, all blo od co unt, pe ri car di al
and ple u ral flu id samp les sho wed hype re o si nop hi -
li a. The signs and symptoms of the pa ti ent im pro -
ved dra ma ti cally with cor ti cos te ro id tre at ment.
Ot her pa ra si tic, im mu no lo gic and ne op las tic ca u -
ses of eo si nop hi li a we re exc lu ded in our pa ti ent.
We sus pec ted that eo si nop hi li a in the blo od, as so -
ci a ted with se ve re ill ness and a prompt cli ni cal im-
pro ve ment, co in ci ding with nor ma li zati on of the
blo od co unt in res pon se to ste ro ids, we re in di ca ti -
ve of the pre sen ce of a pat ho ge nic re la ti on bet we -
en the eo si nop hi li a and myo car di al da ma ge.

The re are only two re ports eo si nop hi lic myo -
car di tis in post par tum pe ri od. In pre vi o us re ports,
chro nic ir re ver sib le im pa ir ment of left ven tri cu lar
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func ti on had be en oc cu red. Ho ve wer, in our ca se,
left ven tri cu lar systo lic func ti on re tur ned to nor-
mal le vels with only con ti nu a ti on of di as to lic dys-
func ti on. Only Gehr ke D et al re por ted as so ci a ted
pe ri car di al ef fu si on in the post par tum eo si nop hi lic
myo car di tis. In our ca se, the re we re pe ri car di al ef-
fu si on, ple u ral ef fu si ons with eo si nop hi lic in fil tra -
tes and api cal throm bus. Du e to right ven tri cu lar

com pres si on, pe ri car di o cen te sis was per for med.
She re ma ins well with nor mal la bo ra tory fin dings
at fi ve-ye ars fol low up.

In conc lu si on, eo si nop hi li a can be a ra re ca u -
se of myo car di tis. Every ef fort for es tab lis hing the
di ag no sis sho uld be per for med sin ce even se ve re
car di ac dysfunc ti on may be re ver sib le upon ap pro-
p ri a te the rapy inc lu ding cor ti cos te ro ids.
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