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IgE antithyroid microsomal antibodies in
a patient with chronic urticaria
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Until recently, the majority of patients with chronic
urticaria (CU) have been determined to be idiopathic| Abbreviations used
Despite the absence of an obvious etiology, it is widelyj ~CY: Chronic urticaria
accepted that mast cell degranulation followed by] 17O: Thyroid peroxidase
perivascular cellular infiltration underlies the characteris-
tic manifestations of this condition. Recently, there have
been several reports of an increased frequency of thyroid
autoimmunity in patients with CU2 It has been sug- unrecognized finding may provide a possible explanation
gested that the affected patients may have an underlyirfor the underlying pathogenic mechanism in some sub-
autoimmune process directed both at thyroid antigenjects with CU associated with thyroid autoimmunity.
and at antigens involved in mast cell degranulatitn.

However, the presence of antithyroid antibodies that ma}CASE REPORT
directly activate mast cells has not been demonstratec A 26-year-old white woman was referred to our clinic for evalu-
We hereby describe a case of CU associated with thation of prolonged intractable urticaria. The patient's medical histo-

presence of IgE antithyroid antibody. This heretofore!y had been uneventful except for drug eruption, which occurred
after taking amoxicillin 6 years before her present illness. Two

months before her first visit, the patient began to have recurrent
episodes of urticarial eruption, arthralgia, and sore throat. Penicillin
Fromahe Occupational and Environmental Medicine Unit, Hebrew Univer- VK was prescribed, and by the ninth day her urticaria flared up and

sity and Hadassah School of Public Health, JerusalembtasdAller- did not abate. Daily flares of urticaria resistant to antihistamines
gy—Clinical Ilmunology Laboratory, Meir General Hospital, Kfar-Saba, were associated with exacerbation of arthralgia and were aggravat-
and Sackler School of Medicine, Tel-Aviv University, Tel-Aviv. ed by exercise. Physical examination was unremarkable except for

Reprint requests: Yoseph A. Mekori, MD, Department of Medicine B, Meir

" several urticarial lesions that were intensely pruritic and evidence of
General Hospital, Kfar-Saba, 44281, Israel.

dermographism. Of note, thyroid size and texture were normal.
J Allergy Clin Immunol 1999;103:1216-7. ch tg- P fil d si y ted t h )
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food allergens were negative. Laboratory work-up revealed normeimmune complexes in some thyroid tissues from subjects
blood count with no eosinophilia. Blood chemistry, including elec- with Graves’ disease contain IgE, and mRNA levels for
trolyte values and liver and renal function tests, were within normallL-4, a switch factor for IgE production, were found to be
limits. Complement levels (G, Cs, and G), were also normal.  glevated in thyroid tissue from patients with Graves’ dis-
Serologic markers for recent exposure to EBV and hepatitis B aniggge with high titers of TPO autoantibodigdowever
C were po_t detected. Serum IgA, IgG, and IgM levels were W|th|nthe pathophysiologic mechanism or mechanisms respon-
normal limits, although IgE was found to be elevated (450 1U/mL). _. . . . . .
sible for the skin lesions seen in these patients remains

No antinuclear antibodies were detected. Antithyroid microsomal K h hat th - .
antibodies (antithyroid peroxidase [anti-TPO] antibody; DPC, Los HNKNOWN. It has been suggested that the autoantibodies

Angeles, Calify were found to be significantly elevated. Free thy-S€rve only as a marker of autoimmunity and that the
roxin index, triiodothyronine, and thyroid-stimulating hormone lev- Proinflammatory cytokines that are involved in this con-
els were normal. dition decrease mast cell threshold to endogenous or

The concomitant findings of a high IgE level in the absence of eexogenous stimulandVe hereby propose that in certain
history of atopic diseases and antithyroid antibody led us to furthepatients specific IgE autoantibodies may sensitize mast
investigate the possibility that IgE may be directed against the thyce||s, which on encountering the specific circulating anti-
roid microsomal antigen (TPO). We have used the same ELISA kigen (released as a result of thyroid damage), will degran-
to detect antimicrosomal antibody mentioned above, except thaulate. The suggested allergic mechanism that underlies
horseradish peroxidase—labeled mouse monoclonal anti-human Ig L - . .

the urticaria in this patient, may explain the lack of effec-

antibody (instead of anti-IgG) was used as a second antibody. In th . . :
system the patient’s serum revealed an OD of 0.670, whereas OD tiveness of levothyroxine, which has been found to be

sera obtained from 8 atopic nonurticarial patients with high leveld€neficial in treating patients with CU with 19G anti-
of IgE (>500 1U/mL) was 0.033 + 0.004, and in 10 healthy age- andTPO antibody?
sex-matched volunteers OD was 0.020 + 0.004. In 5 other patient Evidence for low concentration of TPO autoantibodies
with CU who were found to have antimicrosomal antibody without of the IgE class, in addition to the well-recognized IgG
elevated levels of IgE (<250 IU/mL), OD was found to be 0.023 +antibodies, has recently been reported in patients with
0.003. autoimmune thyroid diseaseslowever, no pathophysi-
The patignt begap acou.rse'of.low-dqse Ievothyrox_ine (50 to 1o‘ologic role has been attributed to these antibodies
ug/day), which was ineffective in improving the urticaria and there- o, -5 1se of their low concentration. Thus the association
fore discontinued after 6 weeks. . . Lo . .
between CU and thyroid autoimmunity in patients with
DISCUSSION high_titers _of specific IgE autoantib(_)(_jies should be fur-_
ther investigated. However, as specified above, IgE anti-
The histopathologic findings in skin biopsy specimensTPO antibodies were detected in 1 of 6 patients with CU.
of urticarial lesions obtained from patients with CU havelt may therefore be concluded that this finding is the
been suggested to be compatible with the view that Clexception and not the rule.
may be an autoimmune phenomenon, whereas transie
urticaria has exogenous triggér&lore recently it has
been reported that a large fraction of patients with CL o ) o
have antibody directed to &@1 that is functional, and L1 Sussnar el Syncrone o ionate cvon car s
about 10% have anti-IgE antibodieSeveral lines of 1989:84:66-71.
evidence suggest a relationship between thyroid autoirr 2. Turktas I, Gokcora N, Demirsoy S, Cakir N, Onal E. The association of
munity and the allergic response. Association has bee chronic urticaria and angioedema with autoimmune thyroiditis. Int J

reported between thyroid autoimmunity and &¥, Derm 1997;36:187-90. . o
3. Rumbyrt JS, Katz JL, Schocket AL. Resolution of chronic urticaria in

REFERENCES



Correction

In the June issue, in the article by Bar-Sela et al (Bar-Sela S, Reshef T. Mekori YA, IgE
antithyroid microsomal antibodies in a patient with chronic witicaria. 1999:103:1216-7)
the last 3 references were omitted.

3, Rumbyrt JS, Katz JL, Schocket AL. Resolution of chronic wrticaria m patients with thyroid autoimmumty. T Allergy
Clin Immunol 1995;96:901-5.

4. Tong L7, Balakrishnan G. Kochan JP, Kinet JP, Kaplan AP Assessment of autoimmunity in patienrs with chrome
urticaria. J Allergy Clin Immunol 1997,99:4561-5

5. Guo J, Rapoport B, McLachlan SM. Thyroid peroxidase autoantibodies of the IgE class in thyroid autoimmunity. Clin
Immunol Immunopathel 1997.82:157-61.




	1999-103-1216-7
	Nuovo Documento di Microsoft Office Word

