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Absrracr. This articlc revicws the clinical and laboratory 
aspects of lhe relationship between atopy and dermatophy• 
tosis. This newly appreciated relationship; chronic, stabilized 
dcrmatophytosis and bronchial asthma and/or allergic 
rhinitis. constitutes a clinical syndrome of importance and 
interest. The relevant host defense; correlate, cell mediated 
immunity. is subject to the modulating effects of the 
mcdiators of l mmunoglobulin-E mediated hypersensitivity 
in the atopic. Evidence suggesls ihat lgE. the mast cell and 
histamine act locally within the loose connective tissue of 
rhe skin to inhibit T effector cell function and inflamma­
tion. The final �ommon pathway for histamine as an immune 
modulator is unknown but may involve binding to H-2 
receptors on the plasma membrane of lymphocytcs or 
endotbelial cells. The consequent reduction in intensity of 
inflammation within the lesion permils establishment of a 
chronic stabili7-ed dermatophyte infection. Recog11i1ion of 
thc atopic-chronic-dermatophytosis syndrome draws at­
tention to the underlying immune mechanism which may 
have broader implications in biology. 

Key word,: Atopy; Dermatophyte; lmmunoglobulin E· 
Mast cell; Trichophytin; lmmune modulation; 
Histamine 

Because atopy and fungal infecrion are each com­

mon, one would expect occa.sional coexistence of 

these diseases in the same patient. In recent years, 

a relationship has been noted between atopy and 

chronic, extensive dermatophyte infection which 

appears to be more than coincidental (5, 7-10, 14). 

First, Lobitz et al. ( 14) described a severe atopic 

dermatitis patient who had generalized Trichophy1011 

rubrum infection. Second, Jones el al. (7), in a 1973 

study of dermatophytosis in prison inmates observed 

that 40 �o of the inmates who harbored chronic and 

extensive dermatophyte infection were atopic. Their 

atopic manifestations were almost exclusively hay 

fever and/or asthma. Chronic dermat.ophytosis was 

3 times more frequent in those inmates having atopic 

manifestations. 

Subsequently, Hanifin et al. (5) reported that 

approximately 50% of 49 patients with chronic 

Trichophyton rubrum infection had a personal or 

family history of atopy. Sorensen & Jones (21) found 
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9 of I 7 chronic dermatophytosis patients to have a 

personal or family history of bay fever, asthma, or 

atopic dermatitis. These studies establish a rela­

tionship between dermatophytosis and atopy which 

suggests that atopy is associated with a predisposi­

tion to acquire chronic infection (see Table l). 

Factors which predispose lo dermatophytosis. To 

place the relationship betwc.en dermatophytosis and 

atopy in proper perspective it is necessary to review 

what is known to affect an individual's susceptibility 

to dermatophyte infection (see Table Il). Early case 

reports suggested that individuals with lymphoma 

and Cushing's disease were more susceptible lo 

dermatophytosis (13, l5). Immunosuppression from 

systemic medications and topical steroids may be 

observed to heighten susceptibility to fungal infec­

tion including dermatophytosis (12), although how 

common this occurs is not well documented. In 

addition, some believe diabetes mellitus predisposes 

to dermatophyte infection (6), although convincing 

evidence is lacking. 

A 11ew syndrome. Thus atopy, chiefly mild hay fever 

and/or asthma appears to be the only identifiable 

condition consistently and frequently associated 

with chronic and extensive dermatophytosis. To draw 

attention to the association between these two con­

ditions perhaps we should denote the relationship 

as the atopic-chron ic-dermatophytosis syndrome. 

Clinical and laboratory characterisrics 

oj aropic individuals who lwve chro11ic 

and extensive dermatophytosis 

C/inical characteristics. Typically, the atopic-chronic­

dermatophytosis patient is a male who contracts his 

initial infection in the second decade of life. The 

personal atopic history typically consists of child­

hood asthma and/or hay fever; in many the respira­

tory problems will have resolved spontaneously be­

rore dermatophytosis begins. At the time of evalua­

tion, Trichophyro11 rubrum is commonly found to be 

the infecting fungus. Most patients claim that the 
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DTSCUSSION 

Rorsman (Lund). Q: I would like to have your opinion on 

the possibility that the decreased delayed reactions lo tricho­
phytin that you observed could be due lo a change or vascular 

rcaction onty. Could it be due 10 the ederna you have created 
by your immediate response so that the antigen was trans­

ported away? 

A: I don't think (lne can exclude 1ha1 ar all. There is, how­
ever, some data from intracutaneous tuberculin tcsting with 
a radio-labellcd tuberculin that leads one to believe that a 
fair amount of the antigen remains at the sites. 

S1ra1111egård (Göteborg). Q: Is the primary thing that T 

lymphocytes are more scnsitive lo histamine in these cases 

than in normal individuals, or would you imply !hat there is 

a modulation course of increased lgE levets? 

A: I don't know. Maybe both. 

Vickers (Liverpool). Q: I found cases with fungal infections 
between the toes but widesprcad fungal infections are rare 
in Britain. 

A: I have never observed a patient with atopic dermatitis 

who also had an extensive dermatophyte infection as well. 

Sa11ra1 (Paris). Wc bave seen patients coming from North 
Africa, many with numerous atopic reatures, and having 
granulomas in the scalp. 

Zachariae (Aarhus). A: We havc a group of about 50 

patients who have the same immunological pattern as de­

scribed by Jones. We have notcd the same laboratory 
finding:s. Almost all of thc!W patients have nn a.topic 
disposition but none have atopic derrnatitis. They usually 
have the clinical picture of trichophyton rubrum infection 
arfecting one hand and a sole, now and then the soles alone. 

Aas (Oslo): The reacrions to trichophytin depend very much 
on the preparation, which may vary from batch to batch. 
Some mould extracts, for cxample, contain both high and 

low molecular irrilant and endotoxins, so that one can have 

no allergic irritant rcactions in thc skin withoul significance. 

So it is very importanl lo have defined materials and 
standardizcd methods. 

A: I agree with that completcly. The glycopcptide which we 

used was prepared by ourselves over a 3-year period and was 

irritant-free and to.,in-free. 

Saurat (Paris). Q: When you give patients with trichophytoses 
griseofulvin for a long time, they improve. Have you obscrved 

any modification in the immune responses? 

A: lf one's therapy is effectivc and the infection is eliminatcd, 
the ccllular immune response may come back. In some it 

will, in some it won't. 




