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Summary

This is a report of abnormal endocardial structures on the left ventricular wall as visualized by
two-dimensional echocardiography (2-D echo) in patients with systemic lupus erythemadosus.

Abnormal endocardial structures, arising from the left ventricular endocardium and appearing to
proliferate into the cavity, were found in 11 (209,) of 54 patients. The most frequently involved site was
posterobasal left ventricular wall in the parasternal long-axis view, and the posterolateral segment of the
left ventricle including the anterior and posterior papillary muscles in the parasternal short-axis view.
M-mode echocardiograms, simultaneously recorded with 2-D echo, revealed abnormal structures of
increased intensity adjacent to the endocardium with thicknesses of 4~7 mm. Most of the abnormal
endocardial structures were observed in patients in the active phase by 2-D echo, and they appeared to
regress with steroid therapy. In one autopsy case, fibrous endocardial thickening suggesting healed endo-
carditis was present in the anterior papillary muscle as observed by 2-D echo. Their location and re-~
sponse to steroid therapy suggests that these abnormal echoes could represent Libman-Sacks endocarditis.
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Fig. 1. A gain-graded M-mode echocardiogram recorded with an aid of 2-D echocardio-

gram.

The echogenicity of the abnormal structures adjacent to the endocardium is about 10 dB stronger in

intensity than that of the myocardium.
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Fig. 2. Representative two-dimensional echocardiograms recorded from a 29-year-old
woman with systemic lupus erythematosus in the active phase.

A two-dimensional echocardiogram in the parasternal long-axis view and its schema shows

End-systole

abnormal structures (arrows) in the posterobasal left ventricular endocardium (upper figures). The
abnormal structures arise from the posterolateral and anterior segments of the left ventricular endo-

cardium and appear to proliferate into the cavity in the parasternal short-axis views (lower figures).

LV =left ventricle; Ao=aorta; LA =left atrium.
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Fig. 3. Two-dimensional echocardiograms in the long-axis and short-axis views obtained
25 months later from the same patient as shown in Fig. 2.

The abnormal structures are not identified in the anterior segment and appear to have regressed in
the posterolateral segment of the left ventricular endocardium (lower figures) with steroid therapy.
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Fig. 4. M-mode echocardiogram (left) recorded under the monitoring of two-dimen-
sional echocardiogram (right) obtained from a 25-year-old man with SLE.

The M-mode echocardiogram shows abnormal structures in the endocardium with a thickness
of 6 mm of the posterior left ventricular wall (A) and of 7 mm in the anterior papillary muscle (B).
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Fig. 5. The relationship between abnormal endocardial structures and clinical activity of
SLE in the same patient as in Fig. 4.

In the active phase of SLE abnormal endocardial structures are identified in the posterior and
lateral segments of the left ventricular wall and in the anterior papillary muscle, while they regress
with steroid therapy and finally disappear entirely 10 months later.

: TR 8 4 5 TN R
Fig. 6. A histologic section through the anterior papillary muscle derived from the same
patient as in Fig. 4.

Focal fibrous endocardial thickening (arrows) is seen in the anterior papillary muscle. There is
neither thrombus nor infiltration of inflammatory cells in the thickened endocardium (Hematoxylin-
Eosin stain, x50 x 509, reduction).

Endo =endocardium; Myo=myocardium.
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Table 1. Two-dimensional echocardiographic findings in 11 patients with abnormal

endocardial structures

Abnormal endocardial

Pt.No. Sex Age structures Wall motion Thickenng andjor  Perlcardial
PW LW AW
1 F 35 + + Normal Mitral valve —
2 F 38 + + Normal —_ +
3 F 31 + + + Normal Mitral valve -
4 F 29 + + Normal —_ +
5 F 37 + Normal — -
6 F 38 + Normal Aortic valve (AR) +
7 F 29 + + + Normal —_ +
8 F 47 + + + Normal Mitral and aortic valves +
9 F 33 + + Normal — —
10 M 25 + + Normal — +
11 F 33 + Diffuse hypokinesis  Aortic valve (AR) -

PW =posterior wall; LW =lateral wall; AW =anterior wall ; AR =aortic regurgitation.

Table 2. Echocardiographic findings in 54 pati-
ent with SCE

Abnormalities No. of cases Percent
Pericardial effusion 17 31
Pericardial thickening 11 20
Mitral valve thickening

and/or vegetations 5 9
Aortic valve thickening

and/or vegetations 5 9
Vegetations on chordae tendineae 1 2

Abnormal mural endocardial
structures 11 20
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