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Surgical Treatment of Loffler’s Endocarditis Associated Mitral Insufficiency
— Report of one case -
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Heng Ok Jee, M.D.,* Kun Ho Kim, M.D_,* Bang Hun Lee, M.D.** and Tae June Chung**, M.D.

This is a report of one case of Laffler’s eosinophilic endocarditis associated with mital insufficiency
and LV thrombi treated surgically at the department of Thoracic and Cardiovascular Surgery, Hanyang
University Hospital. |

This patient was a 42 year old female and she has complains of dyspnea, palpitation, orthopnea and
generalized edema.

Above symptoms has been going for 4 months and NYHA classification was [V, On examination,
blood eosinophil was 45 to 50% (WBC-9800mm?). MI and LV thrombi were confirmed by LV ventri-
culography and ecchocardiography, Puimonary congestion and congestive cardiac failure were diagnosis
by X-Ray examination, EKG finding and clinical feature and others there were no organic functional
disturbance.

Mitral valve replacement was performed with lonescu-Shilley pericardial valve (29mm) replacement.

Adjut thumb sized grayish brown colored two thrombi were excluded, lodged in the apex and septal
endocardium of LV,

Endocardial fibrosis was reliably confirmed under the gross pathology in the heart,

The patient had smooth postoperative course and there were no operative complication.
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Table 1. Cardiac Catheterjzation Data

Position Oxygen Sat.% Pressure mmHg
PA Wedge 96 43/25/11
Lt. PA 68 79/46/21
Main PA 62 71/44/23
RVO 64 73/23/0
RVM 61 87/27/0
RVI 66 85/24/0
RAL 64 4/1/0
RAM 64 4/0/0
RAH 62 4/0/0
Svc 66 4/0/0
IvC 63 5/0/0
Aorta 95 101/82/69
LV 95 103/43/0
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Simple chest x-ray film before and after operation.

A. Preoperative film, B. Postoperative film.

Fig. 2. A. Preoperative electrocardiografic findings:

aVF) are shown.
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ST-T changes in inferior leads (U, III,

B. Postoperative electrocardiografic findings shows still remains St-T changes.

el dFe oz AP Az Yl e
o fote At Al 2 ﬁr:% L}E]-;l/{-‘l:_ﬂ] o]
7e 223bo] mass echo oF % A8+ EET ey

weba] SR Al d iii{]“d'f" et
(Fig 4,A,B). AA%E, A%z, Jdazd, =259
L AR 9 £495tel Léffler's endocarditis ol o3

A 2 maesh Ll o] ol Aok g
o A% stelch

s Ay
fEad 552 833 TA 8 AN b

et

S HAvtEsl 2 4edNE At 4% =
ZAZich A e wH Ao glglm ATt 47
A Esigict, A 714 AF st A3 A A ok
Bretschneider’s O 1E#K (4T )& ANl 3574
Ha EESE OGRS SRSty AYudns A4
sholct SRabe] shg-o ok7tddslo] Agn FES
A 3”-‘4 5ok A ol edla A B3 SR F
& ybrkgio] A4l FEbEle] lofa] wake| 75

J“,_]_
of A ahge Acdrel A4S BE Afs

— 528 —



Modified Apical 4 chamber view Modified Apical 4 chamber view

Fig. 3. Echocardiographic finding in pre- and postoporative period.
A and A,1: abnormal mass echo in LV (preoperative)
B and B.1: disappearance of mass echo in LV (postoporative)

Fig. 4. Preoperative cardioangiographic film, (Lateral view)
A. Lt. ventriculogram, B. Aortogram.
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Fig. 5. Removed thrombi from Left ventricle.
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