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and phosphorylated p38 MAPK to
constitute a novel read-out (1).
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The secretory tailpiece

isoform of IgE is not
associated with Allergy
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Atopy, an exaggerated IgE-mediated
immune response, is a common feature in
many inflammatory diseases, including
bronchial asth-
ma and allergic
rhinitis (hayfe-
ver). Type-1
hypersensitivity
reactions under-
lying all atopic
conditions and
indicators, such
as positive skin prick tests to common
environmental allergens, correlate well
with increased IgE levels in serum or
plasma (1, 2). Tailpiece (IgE-tp) is a novel
secreted isoform of IgE, formed by
alternative splicing of the ¢ gene locus,
whose precise role in inflammation is
unknown (3, 4). Our preliminary study
herein has for the first time attempted to

Levels of IgE tailpiece
isoform are unchanged
in atopy and may not be
a major determinant of
allergic inflammation.

address the role of IgE-tp in the inflam-
matory process. Using indirect sandwich
ELISAs specific for either IgE-tp or total
IgE, we have investigated their levels in

plasma from atopic and non-atopic sub-
jects.

Plasma was obtained from three
cohorts (n = 80, 33 and 34, respectively).
These subjects were originally recruited
as families with two siblings with doctor-
diagnosed asthma (5). In the current
analyses, cohort 1 represents the parents
(mean age = 42.7 £ 10.1), cohort 2
asthma sibling A (mean age = 15.3 + 9.2)
and cohort 3 asthma sibling B (mean
age = 13.7 £ 9.6). For quantifying
IgE-tp and total IgE, ELISA plates were
coated with a tp-specific mAb (367) and
an anti-ce2 mAb (4.15), respectively.
Wells were then incubated with plasma
preceded by incubation with a polyclonal
anti-human IgE-Fce antibody (Serotec)-
conjugated to HRP. IgE levels were
compared to atopy data (as assessed by
subjects suffering from hayfever (ques-
tionnaire) or with positive skin prick tests
to common allergens (e.g. Derpl, Feldl).
Total IgE levels were significantly in-
creased in atopic subjects when compared
with control subjects for all the three
cohorts (Fig. 1A and C). This was not the
case with IgE-tp, with similar levels
observed in all subjects (Fig. 1B and D).
Measurements of lung function [includ-
ing forced expiratory volume in 1 s
(FEV,), FEV,/forced vital capacity
(FVCO) ratio and bronchial hyper-
responsiveness (BHR)] were also com-
pared with the IgE levels for cohorts 2
and 3; however, no significant correla-
tions were observed with either isoform
(data not shown). Lung function data
were not available for cohort 1.

Our preliminary studies have con-
firmed the previous observations that
total IgE in plasma or serum samples
from atopic subjects is elevated (1, 2).
This was not, however, accompanied
with an increase in IgE-tp, suggesting
that the Th2-type inflammatory
responses observed in allergy occur
through other isoforms of IgE (3, 4).
Though lung function data did not cor-
relate with total IgE levels, there were
trends for differences in bronchial hyper-
responsiveness in cohorts 2 and 3. Higher
numbers of subjects in each group may
well elicit a better relationship between
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Figure 1. Plasma total IgE and IgE-tailpiece levels in the presence and absence of atopy. Total IgE (A, C)

and IgE-tailpiece (B, D) levels were investigated in plasma taken from families with multiple-asthma

children. These families were divided into non-related individuals, cohort 1 parents (n = 80), cohort 2

asthma sibling A (n = 33) and cohort 3 asthma sibling B (n = 34). Atopy was defined by the presence of

hayfever (questionnaire) or positive skin prick test (SPT) to common allergens. Total IgE data were not

normally distributed (histogram not shown); therefore, medians were compared using the Mann—Whitney

U-test. IgE-tailpiece data were normally distributed (histogram not shown) and therefore means were

compared using Student’s ¢-test. Data represent all data points in the absence (squares) or presence

(triangles) of atopy with median or mean values shown for total IgE and IgE tailpiece, respectively.

levels of IgE and lung function. The task
ahead will be to investigate IgE-tp levels
in other conditions, such as helminth
infection, where total IgE levels are far
higher than that for allergy and the Th2
immune response is more prominent (6).
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Occupational asthma due to

tampico fiber from agave
leaves
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Tampico fiber is extracted from the leaves
of Agave lechugilla which grows mainly in
Mexico. The
material is used
extensively for
making yard
brooms, deck
brushes and bath
brushes. Agave-

Two brush-making
workers who
developed asthma and
rhinitis symptoms
induced irritant  following occupational

contact dermati- exposure to tampico
tis has been pre- fiber are reported.
viously reported
among workers
with Agave tequilana for tequila making
(1, 2). Allergic reactions caused by
tampico fibers have not been previously
reported.

We surveyed the five employees (two
supervisors and three machine operators)
at a brush making-plant. The two super-
visors (patients 1 and 2), who were
brothers and had been exposed to tamp-
ico for 13 and 10 years, respectively,
reported work-related rhinitis and
asthma symptoms. Patient 1 also experi-
enced localized contact urticaria with
tampico fiber. Patient 1 had experienced
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