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The patient arrived at the emergency unit with a his-
tory of acute myocardial infarction, for which she was
treated. Without improvement in the pain, the patient deve-
loped heart failure and underwent a hemodynamic study,
which showed normal coronary arteries and extensive
ventricular impairment. During evolution, the clinical fin-
dings improved and herpes zoster appeared on the right
shoulder. In a few months the clinical findings subsided,
and the findings of the electrocardiogram, chest X-ray,
and ventricular function were normal. The patient is
currently asymptomatic.

Clinical manifestation of myocarditismay vary froman
asymptomatic state secondary to focal infection to severe
heart failure. In somecases, clinical manifestationsmay si-
mulate myocardial infarction?, aselectrocardiographicand
laboratory findings do. Approximately 25 viruses may be
associ ated with myocarditis, including thevaricella-zoster
virus. Myocardial involvement during infection by herpes
zoster virusisrare, andwhenit occurs, itisusualy asympto-
matic or manifestsasheart failure?.

Wereport thecaseof apatient with clinical findingsof
myocardial infarction andinfection by herpeszoster virus.

Case Report

Thepatientisawhite 68-year-oldfemale, who arrived
at theemergency unit complaining of precordial painthatir-
radiated to the left upper limb and was accompanied by
sweating and weakness for 3 hours. The patient reported
malaiseinthe previous2 days, and acontinuousdiscomfort
in her right shoulder with no alleviating or worsening fac-
tors. The patient was hypertensive and had been using
20mg of enalapril for thelast 5 years. Shea soreported ha-
vingafamily history of longevity.

On physical examinationthepatient wasrestless, pale,
swesting, and dyspneic. Her blood pressure was 134/80m-
mHginbothupper limbs, her heart ratewas116bpm, thelungs
showed no rales, and the peripheral pulseswere palpable.
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The clinical hypothesis of myocardial infarction led
the patient to immediately undergo el ectrocardiography
(fig. 1), which confirmed the diagnosis. A thrombolytic
(streptokinase) was started, and hypotension occurred
during infusion; therefore, the dripping was decreased,
dopamine was started followed by dobutamine. After
infusion, the patient remained restless, moredyspneic, and
still complained of pain. On pulmonary auscultation,
crepitant ralescould beheardintheinferior 2/3 of thelungs.
The patient wasgiven sodium nitroprussideand adiuretic.
The chest X-ray (fig. 2) showed the classical pattern of
pulmonary edema. Asthe pain persisted after 4 hours of
thrombolytic infusion, the patient underwent coronary
angiography, whichrevealed normal coronary arteriesand
anincreaseinleft ventricul ar end-systolic volumeduetoan
extensiveanterior andinferior akinetic area, and al so apical
dyskinesia(fig. 3). Table | showsthelevelsof the cardiac
enzymes.

The echocardiogram of 3/12/96 revealed an gjection
fraction of 45%, mild mitral insufficiency, adeficitinleft
ventricular relaxation, middle apical dyskinesia, and
anteroinferior and septal akinesia. Theremainingwallswere
hyperkinetic.

The patient gradually improved. Twenty-four hours
after admission, the patient reported aggravation of the
painin her right shoulder and upper limb, and vesicleswith
aclear content and surrounded by apink hal o appeared on
her right shoulder. Theclinical diagnosisof herpeszoster
wasthen established. Evolution of theelectrocardiogramis
showninfigures4 and5andthechest X-ray infigure6. The
echocardiogram of 3/19/96 revealed akinesiaintheapical
portion of the septum and anterior wall, with no mitral
insufficiency. On 4/9/96, the echocardiogram was normal
withno changesinthesegmentary contractility and normal
relaxation.

Currently, thepatient isusing acal cium channel blo-
cker (diltiazem) andisclinically well, with normal cardiac
function and no deficit.

Discussion
Atadmission, the patient met thediagnostic criteriafor

acutemyocardia infarction and was managed accordingly.
Onevolution, thesmall increasein enzymaticlevelsfor the
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Fig. 1—Electrocardiogram on hospital admission: elevation of the ST segmentinD,, AV, V,,V_,V ,,V ,andV; QSpaterninD,,D,, AVf,V,,V ,V ; and QR paterninV ,andV .

Conclusion: electrically inactive zoneininferior and anterolateral wall, anterolateral lesion.

Fig. 2—Chest X-ray (3/10/96). Pattern of pulmonary edema.

Table I — Evolution of the cardiac enzymes

CPK CKMB
Admission 140 18
6 hours 173 32
12 hours 261 64

Reference vaues: totd CPK up to 60, CKMb up to 10.

extension of the myocardial impairment was notable, the
latter being clinically observed and angiographically and
echocardiographically confirmed. During evolution, some
vesicles appeared alowing the diagnosis of herpeszoster,
which had already been manifesting asadiscomfortinthe
right shoulder afew days prior to the episode of chest pain.

According to thereport by Franken et al*, the new Q
wave of the electrocardiogram should be interpreted and
thefindingsreferred to asan el ectrically inactive zoneand
not asanecroticarea.
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Fig. 3—Angiographic study (3/10/96): normal coronary arteries, ventriculography shows
ananteroinferior akinetic zoneand an apical dyskinetic zone: a) end-diastole, b) end-systole.
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Fig. 4 - Electrocardiogram (3/30/96). Regppearanceof RinD,, D, AVf, V ,V, and V ; diffusely negative T wave. Conclusion: anterior electrically inactive zone, diffuse dterations

of ventricular repolarization.
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Fig. 5- Electrocardiogram (6/10/96). Normal electrocardlogran

Fig. 6—Chest X-ray (6/10/96). Normal.

Heyndrick et a ® reported the entity related to myocar-
dial ischemiaknown asstunned myocardium. Accordingto
Braunwaldand Kloner 4, thestunned myocardiumischarac-

terized by transient myocardial impairment after an acute
ischemic event, and resultsfrom cytoplasmic accumul ation
of calciumand freeradicals. Fromthee ectrophysiol ogical
point of view, the stunned area becomes unresponsive to
the electric stimulus and, consequently, noncontractile,
perfectly mimicking anareaof necrosis. Theregion stunned
by el ectrolytic changesbecomesincompl etely repolarized
(rest potential above—20 mv) and, therefore, unresponsive.

Wefound reportsintheliterature of myocarditisasso-
ciated with herpeszoster virus, inwhichtheclinical mani-
festation isheart failure®. However, wefound no report in
theliterature on stunned myocardium rel ated to acute myo-
carditis, which would be perfectly acceptablefrom the pa-
thophysiologic point of view. Du Boiset a ® reported asimi-
lar caseinduced by theuse of interleukin-2inthetreatment
of neoplasia.

Wecannot, however, discard viral impairment of the
coronary arteries, as has already been observed in epide-
miological evidencerelating acute coronary artery episodes
toinfectious disease’.
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