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Summary

We reported a case of hypereosinophilic syndrome with an apical thrombus obstructing left ven-
tricular cavity near the apex and apical hypertrophy of the left ventricle demonstrated by echocardio-
graphy and computed tomography.

Abnormal laboratory findings included a white blood cell count of 22,800/mm? with 64 per cent
of eosinophils, high serum IgE level, and eosinophilic abscess formation in the lymph node specimen.
The electrocardiogram showed left precordial high voltage and giant negative T wavesinleads V,_s. Two-
dimensional echocardiograms revealed an abnormal mass obstructing the left ventricular cavity. Computed
tomography demonstrated marked apical hypertrophy of the left ventricle and a filling defect of 24 X
31 mm, which attached to the interventricular septum. Because of the lack of its movement on echo-
cardiograms and significant differences in CT numbers from various portions of the myocardium, the
abnormal mass in the left ventricle was considered to be a thrombus.

In this case, both echocardiography and computed tomography were very useful to understand
structural relationship among the thrombus, interventricular septum and surrounding left ventri-
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cular walls, and to assess myocardial thickness of the apex. In addition, it is of particular interest that
hypereosinophilic syndrome was associated with marked apical hypertrophy of the left ventricle.
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1. —pazame (Table 1)

RS o [ i BkEk 22,800, fFEEEREK 64% (Fig.
la), Mm% IgE 22,900 U/ml L ZEH2HEEE R
727, fFHEko alkaline phosphatase {HIZIE%
T, Philadelphia Yufafk, FAEMZHREKI R
#, MR, MEFHRECLRETRIAL
Niehotk., EWREY v EHERERTIE, EH
RERBFER Bk DiREIZ X B eosinophilic abscess
DEFTRM B bz (Fig. 1b).

2. % X R (Fig. 2)

DR 50% T, EATKBIARDIREE DILER
EROLR, HHFCREREIROh o7

3. LERRR

EXEAFAET QRS ofifAEFHERET +
60°. Rv4=52mm, Rvs=38 mm, Rvg=28 mm,
Svi+Rvs;=73 mm ¢ EQHFERENEL B
LTy, STz I, II, III, aVL, aVF, V.6 T
FETL, Vi, Vs TREKRME T EAE»ohic
(Fig. 3). Master’s double two step test #ffifT
Lick s, Vi, Vs oE KM T HIERICE
b2 ), THBRARMICR . S HICER
I FHOLEROBRMELEBET L, EX
it T REIRBIEL 29, EAESFHEEO R
FEOLRBICHE LT, 1982451 H 0B AT, Vi,
Vs otk T iz zhFh 24 mm, 20 mm, Rvy
2 64 mm, Rv; | 46 mm Td -7 (Fig. 4).
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Table 1. Laboratory findings on admission

Hemogram .
RBC 461%10*/cmm
Hb 14.9g/dt
Ht 45.1%
Platelet 16X 10*/cmm
WBC 22,800/cmm
Neutro. 18.0%
Eosino. 64.0n
Baso. 2.0n
Lymph. 13.0#
Mono. 3.0u
NAP
Positive rate  95% (cont.100%)
Score 329(cont. 309)
Ph! chromosome (=)
Bleeding time 3
Clotting time 12'30”
PT 11.4”
PTT 28.4”
Fibrinogen 250mg/d2
Stool
Parasites (=)
Blood chemistry
TP 6.4g/d¢
Na 141mEq/¢

K 4.0mEq/?
Cl 108 »
Ca 4.39
GOT 12KU
GPT 6 n
CPK ) ' 521U
LDH 142mlIU
BUN ' 16mg/dt
Creatinine 1.2 »
Uric acid 5.2 n
V.Bi12 820pg/mé
Urinary chemistry
Adrenaline 4.0ug/e
Noradrenaline 38.6 »
Serologic test
ASLO (=)
CRP (=)
RA -)
ANF (=)
Immunoglobulins
Ig G 1,570mg/ de
Ig A 310 »
IgM . 134 »
IgD undetectable
IgE 22,900U/me

Abnormal findings include a leaukocyte count of 22,800/mmS3, of which 64 per
cent are eosinophils and high serum IgE level.

4. Lra-EmRR

JEE 13 Aloka #1 SSD-110S, 3.0 MHz o
fFERAY, RIuf F7o AR L.

M E—Fixza—K T, ERHEER 17

mm LB BEL, [EBREE hyperkinetic

BEE® ELTW. %7z Dd=53mm, Ds=
29 mm ©, ERHi=RIX 0.84 ¢H -7 (Fig. §). &£
ZR#HFEO M £— F 2%+ Tid, EZPH
NOLRBIZHTTEEZa—REI5ABOEL
wiME & B (Fig. 6). EEREETERT
3, BLACBIEERSZVEERRT 2 —icX
VEZENBERFAE SR TWED, LREOERIC
BLTEAHTH - (Fig. 7). Ex=imalrEX
Tk, BEFKYE— 2 2M@IEH > 0.0REHMICH
75 L, BERET L VEREFHRT 2 —HH

BWUT, BiEE, fBE, HEELORMICH/MELEE
FEABED DR, ZOREHRT 2 —LEF
BIAELTBY, BELALHES RSP
(Fig. 8).

5. CT pRrR

3:f8 (3 Siemens f! Somatom 2 ZFH, 2 ¥
v VRIS, Hv by —AEERRAII 20° {7
CLERRBHICIRE L. 7, F#EkL Y 60%

CTIFMY VBT RY YA ASAIY 0ml &

bolus THEA L THEI DM % X - 7-.

DRER E o B WTE R T, AR 5ORE
pigie »i5<, CT Fv,5— 59.8 Hounsfield
units (HU), 24 x31 mm o & # 27 3 filling
defect 2338 Hbh, ZHEROREEFY OLEFRE
me 7mm O TEEL TWe LEFE, O
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Fig. 1. Microscopic features of peripheral blood and the left axillary lymph node
specimens.

A: Eosinophil count in peripheral blood is 14,600 (May-Giemsa stain, x 1000). B: The left axillary
lymph node is infiltrated with numerous mature eosinophils, so that eosinophilic abscess is made.
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Fig. 2. Postero-anterior chest roentgenogram
on admission.
Cardiothoracic ratio (CTR)=3509%.

Ripifro CT o a—gzhzh 101.8 HU,
81.1HU Th Y, Z oWifEgics i a.005, £
FHfEEOBEE X zhZh 22 mm, 16 mm Th o
7z (Fig. 9). Fig. 10 iz, &5iz 24 mm Lo
CT %32, 7 apical hypertrophy 73
B S hvie.

6. N> —5mE (Table 2)
FEEERYE 17 mmHg & oL mE2 7L
PSk, DWNE, OREGIIEF#EENTH - 7.
2P AR AR T AR LA & B IR
OHETE RS T3, IFHRER OB 5 iip-
1z-

7. EGIRIRA

BE ISR AR X D BIfEE T, HUkRRIEE
DL L BFEET-Tw5 2, Fig. 4 1oR
L7z DERFTR OB, BRER, Vo
Mg, AFEREkEL, il IgE f&, 0= = — BT
RICTEEZALRT, REBlEPch 5.
ik, £H, Bk, R#d3Lobza—K, L
BH, BLUCRBOLERICETRFEZERDTF, o
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Table 2. Cardiac catheterization data

Sites Pressure (mmHg)

PCW a=17, x=2, v=12, m=10

PA main 32/8 m=18

RV apex 39/1 m=16, EDP=6
RA a=8, x=1, v=4, m=5

LV 136/14 m=61, EDP=17

Cardiac index 3.19 L/min/M?

PCW =pulmonary capillary wedge; PA=pulmonary
artery; RV=right ventricle; RA=right atrium; LV
=left ventricle; m=mean; EDP=end-diastolic pres-
sure.
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Hypereosinophilic syndrome (PLF HES L%
)%, LofHer JiEfE#E (pulmonary infiltration
with eosinophilia), LofHer e fE 0
28, IFRRERTE 1AL, R REPEAFRR BR PR 7 & Y
b0 BITHEEAS LI AR THBY. KiE
T 5% BLEIRREDFET 5 L nbh?, &
st WHO/ISFC 43¥H> Tl restrictive cardio-
myopathy 1T HER T 5.
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SRS OTFIECHER SN 5 2%, AR, FRkT
FRERIZ ORI AH L Wb &5 25T, wb
%5 HES i@+ sbmeEZLNS. FEEERITL
fAfE Iz LT toxic ICfERILY, RHIM, —E
DL b O FRER DML ISAETE T 5 & O P e
EEOESBZFLbRTEY, KT R
OB bo LEBbh 5.

HES (2R & S 5 SRE LR RO T RS 13,
DA ORRHEMENEE, MEROAT ORAE, 3B & O
SENEEFEMAR D 3 DITEH SN TN S. £z, O
D YL NI ERER ORI 2358 0 b B D 1@ R
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Fig. 3. Electrocardiogram on admission.

Giant negative T waves in leads V, and Vj, and left precordial high voltage are noted.
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Fig. 4. Serial electrocardiograms in the recent nine years.
The progressive increase in negativity of T waves and height of R waves in leads V, and Vj is

observed.
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Fig. 5. M-mode echocardiogram of the left ventricle.

The left ventricular posterior wall is hypertrophied and the interventricular septum shows
hyperkinetic movement.

IVS =interventricular septum; LVPW =left ventricular posterior wall.
Dot intervals: 1.0 cm and 0.5 sec apart.

.1Apex;

Fig. 6. M-mode scan from the mitral valve to apex.

An arrow indicates an abnormal echo which obliterates left the ventricular cavity near the apex.
MYV =mitral valve. Dot intervals: 1.0 cm and 0.5 sec apart.
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diastole

Fig. 7. Two-dimensional echocardiogram.
Long-axis view shows an abnormal mass echo
which obliterates left ventricular cavity.

P AERR OFER D 6, APl EEIchH 5 1
O LHERI S A7,

A TR I EBRE V1, DB EE K T
W, RN FERmEMENA N, LT a—[X,
CT cHREMEMIC X 2EENIEOHE, BI W
fEEBEIRE,  rIcSER] 7 apical hypertrophy 73
MR shi-z L Th 5. It4E, HES o EXPT
B, M E— Rz a2 =iz n T oY
DR S, RiE Rk T oM EgEE L
LT, EEER HW7ey 2z, DEME, O
HsMwAE, JEFERM ST-T Zfkie & OFE#k &
BNTNDE A, WIhb IR ARFRTHS.
k72, HBEICOWTIIES HHEE LLEPFOX

diastole

Fig. 8. Two-dimensional echocardiogram.

The short-axis view, at the level just below the
mitral leaflets, reveals that the left ventricular cavity
is extensively obliterated by an abnormal mass.
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Fig. 9. ECG-gated computed tomogram.

A filling defect of 24 X 31 mm, which attaches to the interventricular septum, is demonstrated in
the left ventricular cavity. CT number of the filling defect, the interventricular septum and the left
ventricular wall of the apex is 59.8 HU, 101.8 HU and 81.1 HU, respectively.

HU=Hounsfield units.

OGRAFIN

Fig. 10. ECG-gated computed tomogram.
At the level 24 mm above Fig. 9, marked apical hypertrophy of the left ventricle is clearly de-
monstrated.
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hilic syndrome o 1 ] ##{E L 7.
R o A fEkEk 22,800, FEEEREKIE 64%,
miE IgE B EEERL, Vo EHEREERT

eosinophilic abscess #3®7z.
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it T gk ohie.

Wi~ 2 —RCTREEEDICL 2 EZNED
RE A b, CT i2X Y EZAIEI, LEFR
2%+ 3 24x31 mm o filling defect & ZEBH
7% apical hypertrophy 23FEEE Shiz.

DTa—HEEEAEGHEERIRNI L, L
mLEHL CT yo -0 EXNHFETBZLE
D, EENREBE LR LEX bR,

Fplcibz=a—K, CT om&icLy, M
LLEPRE, ARG L OMEBRER, B IR
WEEE BB+ 5 Z L A TE& . &5iC hypere-
osinophilic syndrome iz apical hypertrophy #
AOF LR TR TRKRWER L EX BN 5.
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