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Reply

To the Editor:

We would agree with Dr Melamed" that our concerns
about patients receiving venom immunotherapy (VIT)
who are taking angiotensin-converting enzyme inhibitors
(ACEIs) being at increased risk for anaphylaxis from their
immunotherapy2 might also be appropriate for other types
of immunotherapy as well. However, the patients re-
ceiving VIT might represent a special population. As he
mentions, they have already been selected out from the
general population because they have already experienced
an episode of anaphylaxis from a stinging insect. This is
usually not the case in atopic patients who are receiving
specific immunotherapy (SIT) for environmental allergies.
This might be why desensitization has been so problem-
atic in patients with severe food allergies.

That a patient receiving VIT is taking an antihyperten-
sive agent means that they are already at an increased risk
for myocardial events. Additionally, these patients are
often older and might have more comorbid disease. Unlike
patients receiving SIT, VIT is often not considered an elec-
tive therapy and must be given despite these considera-
tions. Iatrogenic anaphylaxis from immunotherapy might
have more severe consequences in such a population, and
risk reduction is more critical.

At this point in time, when the specific risks of ACEI
therapy in patients receiving any type of immunotherapy
is not clearly defined, the authors would prefer that any
patient receiving VIT or SIT not take [-blockers or
ACEIs. Withholding an ACEI antihypertensive medica-
tion for 24 hours before VIT or SIT is not as desirable as
not taking the medication at all, particularly given that
there is variability in the half-lives of these medications.

Sometimes, however, there is no alternative to taking an
ACEI, given their wide therapeutic spectrum and efficacy.
At some point, holding back on the ACEI is going to have
some deleterious affects on the patient’s hypertension or
underlying heart disease, and this needs to be balanced
into the equation as well. The cardiologists that we have
talked with are comfortable with withholding ACEIs for
24 hours but not longer than this. Alternative medications,
such as diuretics and calcium-channel blockers, would
clearly be preferable in patients receiving VIT and perhaps
SIT when appropriate.

Andrew I. Ober, MD
James A. MacLean, MD
Paul J. Hannaway, MD
Northshore Medical Center
Highland Ave

Salem, MA 01970
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Anti-idiotype antibodies could explain
inhibition of allergen-IgE binding to B cells
after grass pollen immunotherapy

To the Editor:

Wachholz et al' report grass allergen—dependent IgE
binding to B cells. This phenomenon was inhibited by
incubation with serum from patients who had received
grass allergen injection immunotherapy. The inhibitory
factor was demonstrated to copurify with IgG and was
allergen specific. The authors postulated that grass-
specific IgG antibodies might compete with grass-specific
IgE for allergen.

Bee venom injection immunotherapy has been demon-
strated to induce the formation of bee venom anti-idiotype
antibodies.” Allergen-specific anti-idiotype antibodies
might also be induced by grass pollen injection immuno-
therapy. Such anti-idiotype antibodies could bind to the
antibody binding sites of grass-specific IgE and thereby
block the binding of antigen. Such a phenomenon could
account for the ability of sera from patients who have
received immunotherapy to inhibit the allergen-dependent
IgE binding to B cells demonstrated in this report.

Michael R. Simon, MD
Henry Ford Health System
One Ford Place

Detroit, MI 48202
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Reply

To the Editor:

We thank Dr Simon' for his suggestion that anti-
idiotypic IgG antibodies directed against allergen-specific
IgE, rather than IgG directed against grass allergen, might
explain the IgG-dependent blocking activity that we
detected after grass pollen immunotherapy.2 Dr Marshall
cites anti-idiotypic responses in the context of bee venom
immunotherapy, a situation that might be quite different
from immunotherapy for mucosal allergy. The anti-
idiotypic response was identified after immunotherapy in
only 3 patients.” In another study involving 51 bee
venom—sensitive patients, all of whom were assessed by
means of provocation testing, the presence of anti-
idiotypic antibodies appeared to correlate with the failure
of immunotherapy.4 We did not measure anti-idiotypic
antibodies. It is theoretically possible that immunotherapy
might provoke production of IgG antibodies that recog-
nize the variable region of IgE specific for grass pollen and
inhibit binding of allergen-IgE complexes to B cells while
preserving allergen specificity in our assay. For example,
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