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towards the same allergen in the radio-allergo-sor­

bent-test (RAST) (Tablc I). 

Ef{ect of mi tagen or allergen si i m11/a1 ion 

on in vitro lgE secretion 

To determine the effect of different lectins and aller­

gens. we conducted experiments in which IgE secre­

tion from unfractionated mononuclear cells after 

stimulation was compared with thc spontaneous in 

vitro lgE secretion. The results of these studies are 

presented in Fig. 3. Cells from normal controls 

showed very low in vitro lgE levels with a modest 

augmentation after addition of PWM, while other 

lectins and antigenie stimulation had no remarkable 

effect. The spontaneous in vitro IgE secretion of atop-

Table I. Six patients wi1h atopic eczema in whom 

spontaneous in vitro JgE secretion was clearly en­

hanced by allergen stimu!a1ion 

Serum lncrcase in 
RAST in vitro 

Allergen (dass) lgE (U/ml) 

D. pteronyssinus 2 0.4 
3 1.58 

Grass pollen 4 4.00 

0.50 
0 0.49 

0.40 

D G 

Fig. J. I nfluence of mitogcns/allergens 
upon in vit ro lgE secretion of patients 
with atopic cczema (n = 15). Because 
ofminimaJ lgE levels controls are not 
shown. C = cat epithe.Iium, D = 
house dust mite (D. pteronyssinus), G 
= grass pollen. 

ic dermatitis patients was inhibited by PWM and 

ConA allergen eczema was of no statistically signifi­

cant effect. 

lnjluence of CD8 cell depletion 

To examine the influence of CDS T lymphocytes on 

the in vitro lgE secretion. unfractionated and CD8-

cell-depleted (less than I %) PBMC from 7 healthy 

donors and 19 atopic patients were simultaneously 

kept under identical culture conditions. T and B cell 

ratios wcre kept equal. The IgE production after 6 

days of culture from fractionated and unfractionated 

cells of the same patients was measured and com­

pared. PBMC of atopic patients demonstrated higher 

spontaneous in vitro IgE secretion after T suppressor 

cell depletion (Fig. 4). Likewise, CDS depletion re­

sulted in augmentation of lectin and allergen-stimu­

lated in vi tro lgE (Table Il). Some of the controls now 

Table Il. Influence of CD8 depletion upon in vi tro lgE 

secretion from PBMC of atopic patients (n = 19) 

Sponta- Allcr-
neous PWM PHA gen (cat) 

Increase I I 10 10 Il 
Decreasc 5 4 3 

Unchanged 3 5 6 

p<0.05 p<0.05 NS NS 
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Ftg. 4. Sponrancous in vitro 
lgE secretion in atopics (11 = 7) 
and normals (11 = I 0) after dc­
plet ion ofCD8-T cells by indi-

PBL 18-depleted
tymJj,ocyl�s

secreted detectable amounts of spontaneous in vitro 

lgE (data not shown). 

DISCUSSJON 

Tada et al. (I 7) first pointed 10 the role of T cell 

regulatory mechanisms on IgE biosynthesis when they 

demonstrated incrcasc of ongoing lgE antibody pro­

duction in rats after treating the animals with anti­

thymocyte serum. wholc body irradiation. adult thy­

mectomy or with various immunosuppressivc drugs. 

When lymphocyte cultures are used to stud) human 

lgE regulation ( 13). 6 or 7 days of culture are rcquired 

as our data showed. A recenl multicenter study in 

which our laboratory took part rcported a low repro­

ducibility of in vitro lgE measurements below 0.5 

ng/ml and stressed the need for appropriate culture 

conditions and IgE detection mcthods (3). 

Our observation that atopic eczcma patients with 

high serum lgE conccntrations also showed a high 

spontaneous in vitro lgE secretion suggests that the 

trigger to increased B cell lgE synthesis in vitro may 

already have occurrcd in vivo ( 15). Thus the addition 

of lectins-especiall) PWM-could not funher in­

crease but rather inhibit spontaneous in vitro lgE 

production (11. 14). 

The marked augmentation of in vitro lgE secretion 

after removal of CDS supprcssor T cells points 10 thc 

C.\l�tence oflgE-isotype-specific regulatory T lympho­

C) tes within this subpopulation. A functionally al­
tered supprcs�or cell population, extcnsivcly investi­

gatcd by lshizaka el al. (6) in a rodcnl model. may be 

onc factor in thc impaired T-B-cell cooperation lcad­

ing to atopic disease. The mode! of spontaneous in 

vitro IgE secretion in lymphocyte cultures might be 

suitablc to study possiblc inhibitory factors of human 

lgE production. 
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