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Table I. - Clinical and allergological characteristics of the
subjects.

Noreaction Early reaction Dual reection

n 6 16 7

Mean age yr 31.8 31.6 31.0
(renge 17-47)  (range 17-53) (range 22-47)

Males/females 373 8/8 34

Corticosteroids + 1 0

RAST + 1/4 15/16 mn

IgE 200 TU/ml 3/4 i4/15 67

+ on testing day

by standard nephelometry on a Technicon auto-
analyser II, using goat human anti-C3 and C4
antibodies (Atlantic Antibodies). The CHS50 was
measured using the automated method of VARGUE
and TagNon [10] with Technicon auto-analyser 1. The
normal values are 69—195 mg/dl for C3, 13—41 mg/d]
for C4, 245-600 U/mi for CH50 in our laboratory.
The upper limits of normal values are 7.3% [or C3d
and 5% for the C3d/C3 ratio [8).

Statistical analysis

Paired values were compared with the Wilcoxon
test and the medians were compared with the Mann-
Whitney test. A p<0.05 was considered as significant.

Results

The subijects characteristics are illustrated in table
I. As expected, in patientis with a positive bronchial
reaction, an increased level of total and specific IgE
was often [ound.

On the twenty-nine bronchial challenge tests, six
negative and twenty-three positive (seven dual and
sixteen early) reactions were observed. Among the six
patients sensitive to house dust, five presented also an
immediate associated sensitivity to DPT. The subjects
with a dual response presented a more severe
immediate reaction (AFEV, = —40%) than subjects
with isolated immediate reaction (AFEVY,=—20%)
(p <0.05).

The CH50 and C4 did not change significantly
during the challenge test. No patient had meodified
plasmatic C3d or C3d/C3 alter the early bronchial
reaction or the last allergen dose. However, the basal
value of C3d/C3 (beflore challenge tests) was signifi-
cantly increased in eight cases.

Discussion
No change in plasmatic C3d/C3 suggests a lack ol
complement activation during a bronchospastic re-

action (caused by antigen). Our results agree with
others showing no change in biood levels of CHS5G,

C3, C4 during an allergenic asthmatic reaction [1] and
with the only study that has measured the C3d during
challenge tests in nine asthmatics {7].

However, the unchanged C3d during an asthmatic
attack does not necessarily exclude a local bronchial
complement activation, because the rate of the C3d
local production may be too low, or the C3d may be
locally consumed. This last point is supported by the
existence of several mechanisms of regulation and
kinetic properties of the complement system which
limit its activation to the immediate micro-environ-
ment. Indeed, at basal state, an increase of the
C3d/C3, in asthmatics, was reported [§] and could be
due to the production ol proteins of the acute
inflammatory phase, such as C-reative protein, induc-
ing the complement activation, or to a chronic
bronchial complement activation with diffusion of
split products in the plasma. This was confirmed in
the present study, showing a frequent increase of the
plasmatic C3d/C3 at basal state in asthmatics.
Complement depositions were reported in the bron-
chial basal membrane of patients who died of asthma
[3]. In bronchoalveolar lavage (BAL) fluid of normal
subjecis, the release of neutrophil chemotatic factor
(with neutrophilic infiltration) was correlated with the
bronchoconstriction induced by an extract of cotton
bract [5]. In this study, the BAL C5 des arg was
unrefated to the bronchoconstriction, suggesting the
presence of bronchial complement inactivator in
subjects who did not react.

In conclusion, using a sensitive index of comple-
ment activation in plasma, we could not document its
activation during an asthmatic attack. However, the
bronchial complement activation could be a local
process that could be better studied by a more locat
approach such as using bronchoalveolar lavage.
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