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(Summary

The myocardial bridge is a fairly recently reported entity increasingly in young patients, and whose clinic is that of coronary
syndrome. Defined as being an intramural segment of a coronary artery " tunneled segment °’ in the myocardium, the Myocar-
dial Bridge achieves a Milking effect following systole compression of the artery, the most frequently involved in this anomaly
is the interventricular earlier. The resulting complications are either mild or even significant. The diagnosis is most often post
mortem at autopsy, although coronary angiography reports a few cases like our clinical case. This is a patient in whom the diag-
nosis was made during coronary angiography, and whose management was pharmacological with good progress.

Q(eywords: Myocardial ischemia; Myocardial bridge ; Milking effect ; Coronary angiography. )
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Introduction

The Myocardial Bridge (MB) is defined, anatomically, as be-
ing a segment of coronary artery covered, in its epicardial path,
by a band of myocardium, thus forming a ** bridge " (bridge)
over this vascular portion . It is a very common congenital
coronary anomaly, the incidence of which is between 5 to 85%
at autopsy and 0.5 to 2.5% on coronary angiography 1. Most
often asymptomatic, otherwise manifest clinically following a
Milking effect in systole heart disease, PM can cause ischemia
and even myocardial infarction, left ventricular dysfunction,
rhythmic complications and sudden death. Hence the interest
we are paying to this subject by reporting the clinical case of
our patient with acute coronary syndrome in an inter-hospital
setting.

Clinical Case

This is a 66-year-old patient with atypical chest pain associated
with NYHA stage II dyspnea, followed for hypertension and
dyslipidemia on treatment. Clinical examination revealed BP
at 120/60 mmHg, HR at 72 bpm, on the twelve-lead ECG (1)
noted a biphasic T wave at the antero-septo-apical level (V1-
V4) with a fragmented QRS in leads, his admission laboratory
results were unremarkable, and the echocardiography was nor-
mal. A stress echocardiogram revealed ischemia in the territory
of the anterior interventricular artery.

During her hospitalization, the patient presented with acute
ischemic-like chest pain associated with nausea, lasting more

than 20 minutes, the percritical electrocardiogram showed a
transient elevation of the ST segment in the anteropeptal arca
with an inversion of the T wave in the anterior and lateral leads
with a significant rise in troponins to 500 times normal.
Coronary angiography showed severe systolic narrowing of
the anterior interventricular artery in its distal segment.

She received medical treatment with a beta blocker with good
clinical improvement.

o

ECG (1) d’admission
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Discussion

The coronary circulation is epicardial passing through the cor-
onary furrows, this being the case, the arteries are unscathed
during the contraction of the muscle during systole and fill
during diastole. It turns out that some patients have path ab-
normalities in segments of one of the arteries, frequently VIA.
Thus the Myocardial Bridge is defined as being a segment of
coronary artery covered, in its epicardial path, by a band of
myocardium, thus forming a "bridge" (bridge) over this vascu-
lar portion. In clinical practice, this corresponds to a coronary
artery entity characterized by systolic compression of the coro-
nary heart: this is the milking effect [1].

The first anatomical description of myocardial bridges was
made by Reyman in 1737 [2], then by then by Black in 1805.
Finally. This description was subsequently reported during
Geiringer's post-mortem examination in 1951 [3] and the first
radiological description by Portsmann and Iwig in 1960 [1].
PM is a fairly common congenital anomaly of a coronary ar-
tery, the most affected of which is VIA.

PM appears to alter the hemodynamics of the coronary cir-
culation in some people. The clinical expression of these ab-
normalities varies from patient to patient, and most patients
are asymptomatic. However, cases of ischemia or myocardial
infarction, or even sudden death, have been reported [4] such
is the case of our patient who had acute coronary syndrome in

Coronary angiography recorded in systole

hospital following the milking effect.

Gould et al. [5] classified the myocardial bridge into two cat-
egories: the superficial bridge, with a depth of 1 to 2 mm, and
the deep bridge, with a depth greater than 2mm in the myocar-
dium. Another classification of myocardial bridges is based on
the orientation of the myocardial fibers on the segment of the
bridge.

As for Loukas et al. [6] and Ferreira et al. [7] described the
superficial myocardial bridge as myocardial fibers crossing the
IVA transversely at an acute angle or perpendicularly and the
deep bridges as fibers crossing and surrounding the IVA.
Moreover Corban et al. [8]: The myocardial bridge is complete
when the VIA is completely covered with myocardial tissue,
and incomplete when the bridge segment is covered only with
a thin layer of connective tissue and fatty tissue.

The clinical manifestation is according to the anatomy of the
segment concerned, as well as by the concomitant atheroma-
tous changes and a possible myocardial ischemia that the au-
thors Ferreira AG, Ge J et al [7,9] report in their articles as
the contraction of the overlying myocardium compresses the
artery; this compression may persist in diastole, when the ma-
jority of coronary blood flow occurs. Increased heart rate, short
diastolic infusion time, increased myocardial contractility and
blood flow rate, as well as exercise-induced coronary spasm
can all cause ischemia in patients. with PM. This explains the
chest pain reported by our patient in connection with ischemia
in the territory of the VIA whose bypass segment underwent
a milking effect, like the case reported by A.R Zeina in their
article [10].

Our patient was treated medically depending on whether the
management of PM falls under either pharmacology, or cath-
eterization by endovascular treatment or by vascular surgery.
The pharmacology is made of b-blockers and calcium channel
blockers. Indeed, their negative inotropic properties explain
the decrease in systolic coronary compression induced by PM.
Nitrates are strictly prohibited because they induce tachycar-
dia, an inotropic response and they increase the angiographic
degree of the systolic stricture where the symptoms worsen
[1,10].

As for endovascular treatment, the placement of a Multilink
type stent (chosen for their ability to resist external compres-
sion) [11,12] is even better than pharmacological one. By de-
fault of the availability of the Multilink stent, we then opted to
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put our patient on beta-blocker.

Surgical treatment, by dissection of the overlying myocardium
or by coronary artery bypass grafting, is recommended for pa-
tients with recurrent and severe symptoms that persist despite
medical treatment 10.

Conclusion

The myocardial bridge is one more and more reported anoma-
ly, which attests to its frequency and the importance of looking
for it. It can be asymptomatic or result in a clinic of myocar-
dial ischemia or outright myocardial infarction. Its screening
involves invasive cardiac exploration with treatment of choice
for each patient. Its importance calls out to the place that the
WP should occupy in our research and studies.
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