Case Communications

Antibiotic resistance of N. gonorrhoeae
has emerged in the last few years in many
parts of the world including Israel. Recently, a survey of drug susceptibilities of
N. gonorrhoeae that was conducted in a
central laboratory serving the Tel Aviv area
found that 61% of 100 successive isolates
were resistant to ciprofloxacin [4]. In
another study that surveyed southern Israel
and the Jerusalem area, ciprofloxacinresistant strains were more prevalent
among isolates with chromosomally
mediated resistance to penicillin and
tetracycline [3]. The strain isolated from
the presented family that was found to be
resistant to penicillin was also resistant to
tetracycline and ciprofloxacin. The antibiotic resistance pattern of these isolates was
similar to those described in the above
studies and, combined with the history, is
highly suggestive that its source is from the
Tel Aviv area.

Until recently, routine neonatal care in
our institution did not include prophylaxis for ophthalmia neonatorum, mainly
due to the practical absence of N.
gonorrhea neonatal conjunctivitis during
the last 20 years. Easier transportation,
international population migration and
sexual promiscuity expose communities,
even closed traditional ones, to resistant
infectious agents, including those that are
sexually acquired, originating in distant
places [5]. This case prompted us to
reconsider the policy in our institution
and to reinstitute prophylactic eye treatment with tetracycline ointment for
ophthalmia neonatorum.
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Anatomic changes in patients with mitral
regurgitation vary according to the underlying etiology. Moreover, a single etiology
(e.g., infection or ischemia) may cause
valve regurgitation through different pathophysiologic mechanisms. Revealing ``obscure'' or ``hidden'' underlying pathologic
and structural valvular abnormalities may
therefore be essential for therapeutic
purposes.

Patient Description

A 54 year old woman presented with fever,
cough and shortness of breath. Her past
medical history was unremarkable. She
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engaged in regular physical activity and
denied previous heart disease. On admission the patient was restless and dyspneic,
with a body temperature of 388C. Her
jugular veins were distended and bilateral
pulmonary soft rales were noted. A thrill
was noted on chest palpation, and cardiac
auscultation revealed an apical IV/VI holosystolic murmur radiating to the aortic
area. The electrocardiogram showed sinus
tachycardia with normal QRS axis. Chest Xray showed a normal heart size and
bilateral venous congestion with Kerley B
lines. Transthoracic echocardiography demonstrated small vegetation on the atrial

surface of the posterior mitral leaflet, and
severe mitral regurgitation was detected by
color Doppler in the presence of normal
leaflet co-aptation.
Blood cultures were positive for Streptococcus viridans and the patient was treated
with intravenous penicillin and gentamycin
for 2 weeks. Treatment with furosemide
and enalapril resulted in rapid symptomatic improvement. Body temperature
returned to normal after 3 days of treatment. As shown in Figure A, transesophageal echocardiography performed 6 days
after admission revealed mild left atrial
enlargement, normal leaflet coaptation
Perforation of Mitral Valve Leaflet
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tis [4]. Moreover, in a selected group of
patients with infective endocarditis scheduled for mitral valve repair in a tertiary
referral center, nearly 60% had perforation
of a mitral valve leaflet [5].
We therefore suggest that although
uncommon, mitral valve perforation should
be suspected in cases of infective endocarditis with preserved leaflet co-aptation
on echocardiography and auscultatory and
color Doppler findings of severe mitral
regurgitation.
[A] Arrow points to two vegetations surrounding a perforation in the posterior mitral leaflet. [B] Color imaging
showing a systolic jet through the ``hole'' in the posterior mitral leaflet causing severe mitral regurgitation. *
= point of leaflet coaptation, LA = left atrium, LV = left ventricle.

and two small vegetations on the atrial
surface of the posterior mitral leaflet
surrounding a ``hole'' of 3 mm in diameter.
Color Doppler imaging showed a systolic
jet through the ``hole'' causing severe mitral
regurgitation [Figure B]. The patient was
offered elective mitral valve repair, but
refused.

Comment

Cardiac valves, myocardium and coronary
arteries may be affected in infective endocarditis by several pathophysiologic mechanisms. However, acute congestive heart
failure in infective endocarditis is mainly
due to valve destruction resulting in
valvular regurgitation [1]. In patients with
valvular involvement, leaflet dysfunction is
more common than annular or chordae
tendinae involvement (in cases involving
the atrioventricular valves) and is the
leading cause of hemodynamic impairment

in the course of infective endocarditis.
Leaflet dysfunction may be due to interference by vegetation, a preexisting structural abnormality, leaflet retraction during
the healing phase, or leaflet perforation
[2]. Streptococcus viridans as a cause of
native-valve endocarditis usually affects
damaged valves with an underlying pathology and is characterized by a subacute
course. The presence of pulmonary rales
and dyspnea on admission, along with a
holosystolic apical murmur and mild left
atrial enlargement on echocardiography,
indicate that our patient most probably
presented a subacute course of infective
endocarditis [3].
Mitral leaflet perforation is an uncommon finding in infective endocarditis and
might not be detected by transthoracic
echocardiography. However, autopsy studies confirmed leaflet perforation in 8±20%
of patients dying from infective endocardi-
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Capsule

Genetics of a coronary vascular disorder
The genetic factors influencing coronary artery disease (CAD)
remain poorly defined. Wang and associates studied a large
family with high incidence of a vascular condition resembling
CAD, which in most of the cases led to myocardial infarction. A
genome-wide linkage analysis identified an autosomal dominant
locus that included MEF2A, an endothelial transcription factor
that is thought to participate in vascular development. A
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deletion-mutation within MEF2A that conferred altered cellular
distribution of the protein specifically segregated with CAD family
members. It remains to be seen if the MEF2A pathway plays a
role in the common form of CAD resulting from atherosclerosis.
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