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=Abstract=

Measurement of serum tryptase in the diagnosis of
systemic allergic reactions

Seung Won Lee, M.D., Young Min Ye, M.D., Jeong Hee Choi, M.D.,
Sang Ha Kim, M.D., Chang Hee Suh, M.D,,
Dong Ho Nahm, M.D. and Hae Sim Park, M.D.

Department of Allergy and Rheumatology,

Ajou University School of Medicine, Suwon, Korea

Background : Mast cell plays a central role in the allergic responses, in which chemical mediators
are released by allergen and IgE binding on the surface, and direct liberating agents including
opiates, aspirin, salicylate, and foods. Among chemical mediators, tryptase is a tetrametric serine
protease released only from mast cells, and therefore serum tryptase level has been used as a marker
for systemic mast cell degranulation. The aim of this study was to evaluate clinical significance of
serum tryptase level for identifying episodes of anaphylaxis in patients attending emergency room
with clinical signs of generalized allergic reactions.

Methods : Eighty three patients with symptoms of immediate allergic reactions who visited the
emergency room for one year were enrolled. They were classified into three groups: Group I includes
the patient presenting anaphylaxis at initial visit (n=19, 22.9%). Group II includes respiratory
symptoms, generalized urticaria and angioedema (n=21, 25.3%). Group III includes generalized
urticaria and angioedema (n=43, 51.8%) without major organ symptoms. The serum tryptase level
was measured by CAP system (Pharmacia, Sweden).

Results : Tryptase levels of group I were significantly higher than those of group II and III
(p<0.05 respectively). The significantly increased level of tryptase (13.5 ug/L) was noted in 63% of
group I compared to 28% of group II, 119 of group III with statistical significant differences
(p<0.05). The major causes to induce systemic allergic symptoms were drugs (43%), foods (38%)
and bee stings (8%), which were similar in three groups.

Conclusion : Measurement of serum tryptase during symptom development can be used as a
marker to represent systemic allergic response in this country.(Korean J] Med 67:185-189, 2004)
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Table 1. Clinical characteristics of the study subjects
Group 1 Group II Group I Total

Patients 19 21 43 83
Sex (M/F) 12/7 11/10 19/24 43/40
Age 41.616.7 34.017.3 43.116.1 40.416.9
Atopy 8 (42%) 11 (52%) 12 (27%) 31 (37%)
History of allergic diseases 6 (31%) 4 (19%) 12 (27%) 22 (26%)
Etiology  Drug 8 (43%) 9 (43%) 19 (44%) 36 (43%)

Food 5 (26%) 8 (38%) 16 (37%) 29 (38%)

Bee sting 2 (10%) 4 (19%) 1 (2%) 7 (8%)

Others 4 (21%) 0 7 (17%) 11 (11%)
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Figure 1. Seasonal variations of etiologic agents.

Table 2. Serum tryptase levels (ug/L) of the each group

Ak ZEd R 135 g/LE AUE W Z LollA &
A Wke-S vEbd gkxte] HlEE ol M 129 (63%) 2
2 1) 6%(28%), I 58 (11%)5eh folakA =%
THp<0.05)(F 2). E3 Z} FollA =43 3 tryptase
A(BA e ZF WAHE vAPS W oA 230+
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Group I Group IT Group IIT
Tryptase (/L) (n=19) (n=21) (n=43)
Mean3S.D. 23.0731.6" 10.1447.33 6.4847.71
Range 1.0-39.8 1.21-24.6 1.0-22.2
Positive responder 12 (63%)" 6 (28%) 5 (11%)

(>135 /L, %)

b value<0.05, compared to group II and III
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