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[ Abstract] Objective  To study the characteristics of inflammatory cytokines in eosinophilic bronchitis and
cough variant asthma. Methods EB group of 16 patients, CVA group of 16 patients, 15 cases of asthma patients
and normal control group of 15 healthy subjects, the percentage of EOS was detected by flow cytometry. EOS
surface CD69 protein expression stimulated by IL-5 and v -IFN was detected by flow cytometry. PGE2, LTC4
protein expression in induced sputum supernatant of patients was detected by ELISA. Results EOS surface
expression of CD69 protein in induced sputum in EB group, CVA group and asthma group had no statistically
significant difference, but there was a statistically significant difference in comparison with control group (P <
0.05). Compared with PGE2 concentration of control group, there was statistically significant differences among EB
group, CVA group, and asthma patients. Compared with control group, the concentration of LTC4 in CVA
patients, EB patients and asthma patients was significantly higher (P <0.05). The protein expression of LTC4 in
EB patients was higher than CVA patients and asthmatic patients (P <0.05). The ratio of LTC4/PGE2 in CVA
patients and asthmatic patients was higher than EB group (P <0.05). Conclusions The expression levels of
PGE2 increase in sputum of patients in EB group. Compared with the EB group, LTC4 / PGE2 ratio in CVA group
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is significantly higher.
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Tab. 1 The test results of inflammatory factors in patients in 4 groups (X+5)

5l n 1L-5 (ng/L) IFN-v (ng/L) LTC4 (ng/L) PGE2 (ng/L)
X HEZH 15 36+ 11 2214 37+12 25£9%
EB 2 16 137 + 34" 35+7 135+ 37" 841+ 72
CVA 4 16 145 + 32" 37+4 256 + 474 35+£94
EATE 15 150 + 53" 34+3 276 + 60°2 26 £74

534, "P<0.05; 5 EB 4, 2P<0.05.
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