Letters to the Editor
Improvement of Anemia Induced by
Parvovirus B19 in a Patient With AIDS
After Combined Antiretroviral Therapy

Comment.-It has recently been reported that HAART
causes improvement in some coexisting conditions associated
with HIV infection. These include diarrhea caused by microsporidia and Cryptosporidium, Kaposi sarcoma, progressive multifocal leukoencephalopathy, cytomegalovirus retinitis, and hepatitis B infection.l" The principal defensive mechanisms against
those diseases are cell mediated. Host defense against parvovirus
B 19 is almost completely mediated by antibodies. Patients with
AIDS cannot ciearparvovirus B19, which could be explained by a
basic defect in the antigen presentation by macrophages or by a
defect in the helper function of the CD4+ cell. The repertory of
lymphocytes capable of responding to viral epitopes critical for
neutralization is limited."
Doubtless the number (and probably the quality) of CD4+ cells
is vital in the defense against parvovirus B19. In AIDS patients
with red blood cell aplasia treated with IgG, CD4+ cell count was
a predictor of disease evolution. 1.6 It is possible that the CD4+ cell
count increase induced by HAART improves the capacity of
response against parvovirus B19.
This case is similar to the one communicated by Mylonakis et
aU HAART might become a new therapeutic approach to anemia
induced by parvovirus Bl9 in patients with AIDS.

To the Editor: Persistent parvovirus infection has been reported as a
cause of intractable anemia in patients with the acquired immunodeficiency syndrome (AIDS). In anemic patients, treatment with
immunoglobulin G (IgG) is typically recommended. I Recently,
Mylonakis and coworkers' reported complete remission of red
blood cell aplasia induced by parvovirus B19 in a patient with
AIDS who received highly active antiretroviral therapy (HAART).
In the accompanying case report, we describe a similar result.
Report of a Case.-In January 1998, a 28-year-old woman
with human immunodeficiency virus (HIV -1) infection and anemia was referred to our hospital. Her disease had started in
February 1997, presenting as purpura. She was later diagnosed as
having HIV -1 infection. Her laboratory test results are listed in
Table 1. She was treated with red blood cell and platelet transfusion. Treatment with zidovudine and didanosine and prophylaxis
with trimethoprim-sulfamethoxazole were begun. Throughout the
evolution of her disease, the plasma concentrations of iron, transferrin, erythropoietin, and lactate dehydrogenase were normal.
The reticulocyte count ranged from 0.2% to 1.0%. She was treated
with cyanocobalamin, folic acid, and iron supplementation. Soon
after, the platelet count increased but the hematocrit did not,
which necessitated transfusion of about 3 U of packed red blood
cells monthly. Treatment with zidovudine was discontinued, and
the patient was only given didanosine.
When she came to our hospital in January 1998, a bone marrow aspiration revealed a myeloid:erythroid ratio of 2.2: I. Giant
pronormoblasts with clumped basophilic chromatin and
cytoplasmatic vacuoles were identified. Bone marrow examination and culture for bacteria and fungi were negative. Serology
test results for parvovirus B 19 showed an immunoglobulin M
(IgM) titer of 1:512 and negative for IgG. A transfusion of 2 U of
packed red blood cells was done, and treatment with lamivudine,
stavudine, and indinavir was begun.
The patient's condition improved and required no further
transfusions. In July 1998 her serology test result for parvovirus
B 19 was negative for IgM with an IgG titer of 1:32. We last saw
her in March 1999; she appeared in good general health, and her
hematocrit was 38%.
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Table I. Laboratory Values
Test
Hematocrit (%)
White blood cell count (x 1Q9JL)
Platelet count (x 1Q9JL)
Viral load (copies/mL)*
CD4+ cell count (x 1Q9JL)
Reticulocyte count (%)

February 1997

January 1998

July 1998

March 1999

27
2.3
13
25,000
0.18t

24
2.3
127
3553
0.06t:j:
0.9

38
7.4
130
Undetectable «400)
0.23t:j:

37

*Amplicore.
t Immunofluorescence.
tFlow cytometry.
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Dynamic Left Ventricular Outflow Tract Obstruction
in Acute Coronary Syndromes
To the Editor: In the September 1999 issue of Mayo Clinic
Proceedings, Haley and colleagues' described 3 patients who had
echocardiographically confirmed left ventricular outflow tract
(LVOT) obstruction in the absence of baseline hypertrophic
cardiomyopathy. All 3 patients had acute myocardial infarction,
as well as echocardiographic evidence of regional myocardial
akinesia and dyskinesia that caused the LVOT obstruction. In all
patients, the obstruction resulted in cardiogenic shock that later
responded to therapy appropriate for LVOT obstruction; however, the therapy was not typical for the treatment of isolated
myocardial infarction.
Transient ischemia-like infarction-can produce cardiac
wall motion abnormalities.' Hence, ischemia, independent of
infarction, may be sufficient to produce LVOT obstruction and
associated hemodynamic anomalies. We believe that the patient
we report may represent such a phenomenon.
Report of a Case.-A 55-year-old diabetic woman was scheduled for an interventional neuroradiology-facilitated angioplasty
and stenting to treat a symptomatic carotid artery stenosis. Her
admission electrocardiogram (ECG) showed normal sinus rhythm
at a rate of 64 beats/min with a nonspecific T-wave abnormality in
the lateral leads. An adenosine thallium scan revealed a small area
of decreased perfusion inferiorly, suggestive of prior infarction,
with partial redistribution on the delayed images, consistent with
partial viability of the affected myocardium.
During the neuroradiologic procedure, blood pressure was
continuously monitored, and the pressure waveform was displayed, using a pressure transducer and oscilloscope system attached to a 5F femoral artery catheter. During placement of the
angiographic catheters, the patient's blood pressure was stable at
approximately 160/65 to 170/75 mm Hg, but heart rate gradually
increased from a baseline of 68 beats/min. Once the heart rate
reached 85 beats/min, suddenly, in a single heartbeat, the patient's
blood pressure decreased from 160/65 to 63/40 mm Hg. The
patient immediately became nauseated and felt presyncopal. The
ECG during the period of light-headedness demonstrated sinus
rhythm. Ephedrine, 15 mg, was administered intravenously, and
blood pressure promptly increased to 130/80 mm Hg. The tip of
the angiographic catheter had not yet been advanced beyond the
level of the fifth cervical vertebra; thus, a hemodynamic change in
response to stimulation of the carotid baroreceptors was unlikely.
When the patient later complained of severe discomfort from
lying on the x-ray table, general anesthesia was induced. Ninety
seconds after the patient lost consciousness, blood pressure
abruptly decreased from 130/80 to 90/65 mm Hg. Within seconds
and without intervention, blood pressure returned to 130/80 mm
Hg. Laryngoscopy was performed, the trachea was intubated, and
mechanical ventilation was initiated. Blood pressure remained
stable at 150/90 mm Hg for the ensuing 2 to 3 minutes but
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thereafter steadily increased to 200/100 mm Hg, even in the
presence of 2% to 3% inspired isoflurane anesthesia. Then, without warning, the blood pressure decreased from 200/100 to 60/40
mm Hg in a single heart beat and remained there for approximately 12 beats before suddenly returning to 180/90 mm Hg.
Twenty beats later, blood pressure again decreased precipitously
to 60/40 mm Hg for approximately 20 beats, then abruptly returned to 180/90 mm Hg.
Based on these dramatic, rhythm-independent changes in
blood pressure, all of which evolved over a time span of no more
than a few heart beats, a tentative diagnosis of hypertrophic
cardiomyopathy with LVOT obstruction was made. The patient
was treated with a 500-mL bolus of lactated Ringer solution and
intravenous propranolol, 2 mg. A phenylephrine infusion (approximately 40 ug/min) was begun. With this treatment, heart rate
was reduced to less than 60 beats/min, and blood pressure remained stable at 130/80 mm Hg.
With the patient still anesthetized, a transthoracic echocardiogram was obtained. It revealed a mildly enlarged left ventricular cavity with moderately decreased systolic function. The
estimated ejection fraction was 35%. There was akinesis of the
anterior and entire septal walls from base to apex. The inferior
wall was sluggish but not clearly hypokinetic. At this time, there
was no evidence of basal ventricular septal hypertrophy, systolic
anterior motion of the mitral valve, or flow acceleration in the
LVOT. The left atrium and right heart chambers were grossly
normal. These echocardiographic findings were not accompanied
by new changes on the patient's electrocardiogram.
Given the patient's history of ischemic heart disease and concurrent echocardiographic evidence of anterior akinesis and a reduced ejection fraction, we felt there was indirect evidence for the
syndrome of transient left ventricular ischemia with distal (mid to
apex) akinesis and proximal (basal) compensatory hyperdynamic
function resulting in dynamic LVOT obstruction and mitral regurgitation. We also concluded that such a pattern of LVOT obstruction had subsequently resolved (between the time of hypotension
and echocardiography) in response to medical treatment.
The radiologic procedure was terminated, and the patient was
awakened and transferred to the coronary care unit. Serial ECGs
and cardiac enzyme determinations at 2, 8, 16, 24, and 48 hours
after the procedure did not show evidence of a myocardial
infarction. Two days later, coronary angiography revealed that the
left ventricular ejection fraction had improved to 74%, and there
were no regional areas of hypokinesis. The patient had diffuse
coronary artery disease within the left main, left anterior descending, circumflex, obtuse marginal, and right coronary arteries.
Percutaneous transluminal coronary angioplasty (PTCA) was
performed on the right coronary artery lesions, the only lesions
that were amenable to therapy.
The next day, the patient underwent carotid artery angioplasty
and stenting under general anesthesia. A phenylephrine infusion
was used to maintain systolic blood pressure at 130 to 170 mm Hg,
and intermittent boluses of esmolol were administered to maintain a
heart rate of between 55 and 75 beats/min. The carotid angioplasty
and stenting procedure was accomplished without incident.
Comment.-We believe that the dramatic, instantaneous
changes in blood pressure in our patient, independent of concomi-
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