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Summary

Two cases of eosinophilia-associated acute peri-myocarditis which coursed favorably are reported.

Case 1 was a 47-year-old man whose ECG revealed QS, ST-T change, bundle branch block, and
arrhythmias. Case 2 was a 30-year-old man whose ECG showed ST segment depression. The chest
radiographs of both patients revealed enlarged hearts. Left ventriculography showed abnormal regional
wall motion. Their endomyocardial biopsies revealed eosinophilic infiltration of the myocardium, but
few eosinophils were degranulated. In Case 1, the development of eosinophilia preceded perimyo-
carditis and the eosinophilia continued even after the symptoms of peri-myocarditis were improved.

In conclusion, it seems that eosinophilia did not have specific relation to the initial manifestation
of the disease but that it occurred as a secondary reaction to peri-myocarditis of unknown etiology in
these cases.
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1988 423 A 12 B, HAERPRIHIC ATHERO S5 23
HL, BEE TR L. BA L FKEOERZH
BRIl OLHEKE L o TWieds, FERPERE
Liawnwkd, 3AIS HYRE =2 L.

ABERET R : &y & 169cm, {k&E 66kg, Ml JE
110/80 mmHg, kA 97/4, T, KA,
HE, F7/—¥42L. VU HERRL, B
RASHR b B e v, DEEIC REFT R <, #
BEMFRICLEERL.

—MIRERTR : BRIR, EERFE R, RECT
HIRE R e d o7z, ABTiE A MBkEk 6,900/mm3
T, T ORERTIE A MERSDE O REIHEIT L 25
-7-. GPT 541U/l, CPK 1171U/l, CKMB 7%,
LEREE R HEMNE R L T wie. LDH 3 191U/
LEXBEATH o2, LDH 1458 39.8%
L ERLTwk. %7 TP 5.4g/dl, Na 132 mEq/!
LIEFLT Wi (Table 1). =7 ifiic X % £
T4V AFEMCEROEB L e b ol B2R
Hicix AMmERE 10,200/mmd & L, Sk
T 6% (612/mm3) T -o7e. FAYMLH O IFEEER
DHEIX ZEa % 4 A 72 vacuolated eosinophil %%
26.5%, FEALO B D HFERER O IR D 4T O
1‘&[55}& &5 » % degranulated eosinophil % 8% ©

bote. %8B ICHFEKIEAEME (1,764/mm?)
L 72 v, vacuolated eosinophil {x 20%, degra-
nulated eosinophil X 23% LML= =0
#IFEEERIE 980~1,406/mm?® D HFFHT BHEE
% L7 »3%, vacuolated eosinophil, degranulated
eosinophil & iz Lz (Fig. 1).

ABer L BRI AT 98/%, QRS oo nikHmE

Table 1. Laboratory findings on admission

Case 1 Case 2

ESR 3 20
Urinalysis

(mm/hr)

Protein — -
Sugar - -
Occult blood - -
Feces occult blood — -

Hematology
RBC 465 449 (% 10*/mm?3)
Hb 14.5 13.9 (g/dl)
Plt 17.9 20.5 (x10*/mm?)
WBC 6,900 8,200 (/mm3)
Seg 55 (%)
Lym 23 (%)
Mon 2 (%)
Eos 20 (%)
Bas 0 (%)
Blood chemistry
GOT 39 88 aun
GPT 54 128 1o/
ALP 66 86 1o/
LDH 199 262 o
LDH1 39.8 (%)
r GTP 27 74 Ty
Total bilir. 1.2 0.8 (mg/dl)
CPK 117 133 aupn
CKMB 7 7 (%)
BUN 13 23 (mg/dl)
Cr 0.8 1.2 (mg/dl)
UA 3.3 4.2 (mg/dl)
Na 132 140 (mEq/1)
K 5.3 3.4 (mEq/l)
Cl 99 103 (mEq/l)
Ca 4.1
Total prot. 5.4 7.0 (g/d))
Albumin 3.4 4.0 (g/dl)
A/G 1.7 0.33
CRP - 2+
ANA - -

YHESE —30°, MEFHE T3 KEBLE B
QRS W IERL, Vie T QS, I, aVL, V, 7)=
5 Ve ©ST ER*RBwic. H2HAIF ST E
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Chest pain D
NSR, ST 1
EKG LBBB  RBBB NSR NSR NSR
1 4 Inverted T Inverted T Inverted T
NSR by !
Inverted T RBBB
UCG
Effusion r
IVST 13 13 1" 1
(mm)
LVST 13 13 1 1
(mm)
CPK (1u/) 117 139 38 49 42 39
WBC(/mm?) 6900 10200 8400 7400 4900 5700
Eos. 20004
(/mm?) vacuolated eos.
1500 1 degranulated eos.
1000 4 SREEEREEES
500 -
0
1 T T T L 5" 1
S.63.3.15. 22 28 45 12 24
t t
LVG LVG
CAG Biopsy

Fig. 1. Course of eosinophilia throughout the clinical course (Case 1).

NSR=normal sinus rhythm; ST{=S8T elevation; LBBB=Ieft bundle branch block; RBBB=right
bundle branch block; IVST =interventricular septal thickness; LVST =left ventricular posterior wall
thickness; Eos=eosinophils; LVG =left ventriculography; CAG =coronary arteriograpy.

Atk L, QRS BV IERHIL L. Vip T/
&7 R BHBULE, 100, Vi © T gades
L, FEHEISMGELHBE L. BIHBICARRE
EEMT ey 7 BRLIEBREOBIIHEEL, &30
wHizi IL I, aVF, V3 2055 Vs o T 3%
% @i (Fig. 2).

fEs X MTbiEk (D 0.52) #3Bwic
B, MBFCEEZE Doz, Lz a—XTX
DAMET I echo-free space # 38w, LEHIRE,
ERgEE L LI 13mm LEELTW:. E
ENRIEETEAANTDH - 7= (Fig. 3).
ABRYBRET LD T —FARETE, £

BENERIEHETH o7z, EEER Tt segment 2

L 5 o asyncronous motion % ». FHIR
BEECREFEAR» o7z, EI0RAICIT-o7- B
ETRAERE, EZEFEL LICERT, MRELE
EHEANTDH Y, segment 2 & 5 DEEEBHRHE
BELTWEY, TORTOREZBERL X
(Fig. 4).

%5 9 9% BHEAT L 72 2 SO NIEAE R T3 D i e
P HFEREREE & B o BRHEE N E w7z (Fig.
5). BEFTR T 3 DHHRHED 5 R 0 HE1L,
Wi, MBNEEE Boic. BB FEER, v
VRER, = w7 7=, BREEFEROBREEER
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Admission

Fig. 2. Serial changes on ECG (Case 1: on admission, 2nd, 3rd and 30th hospital day).

o, —#, BHIENRMAROZEE B
IFERER O BLEBRLIZ R 72 b - 72 (Fig. 6).

% 288 B i imEs X ik, OREREIEKTBRR
L, ¥kdbza—KE, DEEKIEEL, E=EE
ELEFELRLY, FEBERENIFEEL TV
(Fig. 1). @BBEX 1T 1205, DIRBEZ AT,
40 55 HBRE L 72

w6 2: 302 Bk
x F: e

FIRREE : Rt TR L

BEAERE : 7 v X —MEREIER

BREE : 1984426 A 30 B, FEE DY, K

PORRERIC TR LM, BH XY WK, O
B, MREEEE XLz, 78 2 B4k
AR L Tz

ABERFTR . H& 153cm, fk&E 65kg, ME
100/60 mmHg, kA 100/5y, %, TEHIRERE 2
Hic. WP EE O FT2ERLH, HF07F
Ihhotz.

ABEE: $Z5ET B 1, Mk 20 mm/hr, CRP
(2+) L REFTRE B, Ak 8,200/mm?® <
FERER DS 20% (1,694/mm?) & #EhnL T v 7.
CPK 1331U/1, CKMB 7%, GOT 881U/l &
FH%FE L. (Table 1), Ry fifBic X2 KBy
AN A AEEREEIR o . 512
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Fig. 3. Echocardiograms on admission (Case 1).
The echocardiograms show thickening of the interventricular septum, left posterior wall and the
presence of pericardial effusion.
Ao=aorta; LA=left atrium; RV =right ventricle; LV =left ventricle; ES =end-systole; ED =end-
diastole.

95 AR 2,046/mm3 L FEiE & R L,
% 3098 iz ER L L. ABRRRLER I IR
PESENR, 11, 111, aVE, Vi~Vy o ST 5., e
T fa@win, %40 AF BT EFRL LK.
Jaots X fb, D AR 047 Th -1
Lo, #H30FFHICE 0.30 LED L7
ABEHL = 2 — R TRLEPRE, EREBEE
FEbic B3mm LREL, OEREE RO
(Fig. 7).
EARBICHIT L AR D 7 —F VRET 3,
JiiBhiRE 20/14 mmHg, SE#5 16 mmHg, f5E
12mmHg L @iz 5= Less, 8 21 W Hic i Es
KL T

95 89 H 1T L 7o /2 S 152 T 1k Segments 4 & 7
IZ 1) % hypokinesis # 38w, ZE=BEHIRIZ 60%
Tholc. EEIFEARWTEE 16 mmHg & FH
LT WWie. EBlRER I T BE e - 72 (Fig.
8).

% 89K HICAT o e AL T, BB~
DIFEEEROZE, MEB I OLHORE, 50

WM #HIE > contraction band necrosis % Z
7o (Fig. 9). B T HE B X OWLHMe o 51E,
Ofif + myofilament DWIZ, VR I BRAMELR M,
v 7w Ty =Y, HEEER, U v EROBREE D
fo. {FEEER O BIERLII R e b o 7. B 21 A,
FFEEREAT U 7o AR ED NIRRT, OFEE
AL Lo0, FERREEEZZONR P70 Z
OE XYV LT a—K L, DIEKEHEIL, Ok
JEHIEHFA L, % 315§ HICBEEL .

£ 7

TFEREREA 2 12 B L C O P D 5 D RS2 25 HY
Y5z Ll hpombh, fixoRis 45
TIEENT W20, BRI HFREERINS © H72
¥, EE, FAdh, 7L XF—KIE, ERSH
MR D BB, Fie LI X ) IFERER DY
MMEELpTh, OfFEEZED 2 L 23HE
ERTWEE, Z0lcw4 B TRODERBO FK R
HFEEEREERICH 5 L v O BEANAE U, ek
DRREMDT, HEHREESIEOREL VO 4F
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Admission

Fig. 4. Left ventriculograms of Case 1 on admission (left) and on the 10th

hospital day (right).

Asynchronous left ventricular wall motion is illustrated.

ES =end-systole; ED =end-diastole.

Db EC—IETEGE L 2BEAT D B
TFRRER DS % & M0 A FRER R 23 D PO
TOMICET, DARRE &+ 0%, Z0OBIFE
PBRIAL S 5 & B b AU, EiEREEREE
fz L7ch, BEfEfMfe2sET, DRNESEEHL T
LE 9. Z0X)RFEEIMOT HalcllfTs
I Ly, EFk—5T, AMICRIET 5EH
bdh Y, ZOHREFEERD Z LBRL WA, Atk
DODAREE LT RIETHH L H 5. ek
BILTX, BN B0 KIS FloREIC X % &,
0 91% oFEF 2 1,000/mms PLETH - 7. &
EROERG %%, Take 5213 11 o K
PR, JRHEPTRZ MRE L, = ORRE 20 R%

(DIER, DR, DER), TEEBLLGE, 0
LM, IR - BRsEm, HEARERIC
HELTWD. JEIEENC 33T 3ol PO e
AE & ODEMER , FOHTR 3 O PR R
%, AR - BREREER TR O O R &
Helb®, SBRERCREMNEOINLRS L UWLE
MEESEMR % B 7=, Tz, Take &3 FmEn o
ORGSBAER LRI C i VAERTE L 8L, Zofl
OIFEITIE I~244E L B olez b, AJER
EFOLRMEEL, T0#%, RaihoBicElT
LTATF b LHEZE LTV 52,

H BRI 3 4 b DD AME R O At BT
T, WO DEEOFTR R D b o k.
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Fig. 5. Left ventricular endomyocardial biopsy finding (Case 1).
Interstitial fibrosis and infiltration of eosinophils (arrows) ( x 200).

e e : il
Fig. 6. Electronmicrograph of endomyocardial biopsy specimen (Case 1).

Degeneration of myofibrils and intracellular edema with infiltration of eosinophils and lymphocytes
are illustrated. The number of eosinophil granules are not reduced ( x 2000).
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Fig. 7. Echocardiograms of Case 2 on admission.
The echocardiograms show thickening of the interventricular septum, left posterior wall and

accumulation of pericardial effusion.
Abbreviations: see Fig. 2.

F 7o AR o SRR BRI IR T, R,
DM 3 X ONDAMIE o [EE5E 23R LT & T EEITROR
fHICEEL2 L v ) M & 5. BRBIICERREIL
REFOWME FHREE CIcAFHE S LT
B0~ o ERGREY E L B L T 11~37
oL BT, T uaX—REEO AR
E%Mkdﬂ%mulw%mmot EFI LN
Jia E R B S WFEEEREE A BE R 1
3,456/mm3 T - 7z, {H_i,a) 3 iz 540~774/mm?
L oMo BT Y. 440 L b ABR% 2~ 14
HTﬁ%ML&L,@&W% T 5,000~
16,700/mm? T & - 7.

DEREEEW TR ORERFT LD S, Al
fmhr, KB, QS, ST-T 2kl LfikEE % 5
bELFRBEH o7, W X Fcixaepicoin
)\25 X OV g4 o> %&’Lé;}w: W5, hrxa—

i, o w 1 flERE FhbLPEKD
ﬁ“r%/))w v, 14 lL\i‘Flrﬁ, T&E"‘OHE ERHD
nic. EEEgadIpicrsh, 1l aEES)E

WThotk. lHlcEREOIK, 14l - F
B2 hypokinesis # w2y, HERFIO X H 74
asynergy OFtifkidie <, A TRIMLIE-
A D v OFERE 2 Bl AT S e 75,
09 b 1l IFREREEA B LT nd. 2
1] & DR R EE D ST R m@),luku
Do fibroelastosis 23k ST VW 5. 4(9"]
EbTHRE RIEFT, BRI OBERERSE DT
BRLTWS

Z O X ) CHFERERE LR B O P
A A E R TN P GDPEE* EL, B pnelin
O IFERERIEIMAIRE <, 0k, FEREREEEIC
By % #yb%%ﬁéi%%tﬁﬁf&Mﬁ%
5.

AR BT AR O FRER DS BUBERL L TV B
b, ﬁﬁﬁ%ﬁ*ﬁﬁ\]@%%’fﬁiﬁﬁmqﬂl 7]‘)’(Hjé
h, DFEERSIERFYVETIHPH L.
$irho cationic protein < major basic protein
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Fig. 8. Coronary arteriograms and left ventriculograms of Case 2 on the 4th hospital day.
The ventriculograms show decreased left ventricular apical and inferior wall motion. The coronary

arteries are normal.

LVG=left ventriculography; ES=end-systole; ED =end-diastole; CAG =coronary arteriography;
LCA =left coronary artery; RCA=right coronary artery.
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degranulated eosinophil o FREE 75 [ E2E 05
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23 % E 1T KA oo degranulated
eosinophil {Zi1z L A L B LT, K4 o BB
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BAFTEHHLER2 Y. L LEMILD o
degranulated eosinophil | ZY¢EEC I HIE L 25 7=
<, L L 3EfEnhEc s hidh
FHELBRz b d5Yz Lah, EKigfdhic
YeHE _ERIE LS 2 v degranulated eosinophils 73

) ARGV - 2 e
—7J5, LT cationic protein <> basic pro-
tein (K552 7 v —F AR ER SN, B
KO BT o D OB DS, SFEERIE S
CIBREE RN S 15 = & TR ShT v
BT 5O DRARRE = 2 L, FMfho
A ifEkE 14,600/mm3 cifEREk 56.6% L R
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Fig. 9. Right ventricular endomyocardial biopsy findings of Case 2.
Interstitial and myocardial edema with infltration of eosinophils (arrows) (X 400).
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