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Effects of inactivated bacillus Calmette-Guerin inoculation on IgE, ECP, IFN-Y and IL-
4 levels in infants with asthma

Xue-Hua HE, Yun LI, Yu-Jia YANG, Hong-Ling YI. Department of Pediatrics, Hunan Province People’ s Hospi-
tal, Changsha 410005, China ( Email ; hexuehua@hotmail . com )

Abstract; Objective To study the changes of IFN-y, IL-4, ECP and IgE levels in children with asthma before and
after inactivated bacillus Calmette-Guerin (BCG) inoculation. Methods Forty-five young children with asthma aging
from 9 months to 3 years were involved in this study. Serum levels of IgE and ECP were determined with enzyme linked
fluoroimmunoassay by Phamacia CAP system. The concentrations of IFN-7 and IL-4 from peripheral blood mononuclear
cells (PBMC) were measured using ELISA before and after inactivated BCG inoculation. Forty infants with asthma who
received the routine treatment and twenty healthy infants served as the controls. Results  After inactivated BCG
inoculation for 6 months, the IFN-y level increased significantly from 16.4+7.1 pg/L to 241.6 £ 111.3 pg/L ( P <
0.01). The IL-4 and ECP levels decreased significantly from 214.4 £ 90.9 pg/L and 13.4 + 20.2 pg/L to 46.1%
21.5 pg/L and 5.5+ 6.5 pg/L respectively ( P <0.05). The IL-4 level was significantly negatively correlated with the
[EN- level ( r =0.626, P <0.05). There was no difference in the serum IgE level before and after BCG treatment.
In patients who received the routine treatment, only IFN-7 levels differed from that of before treatment (32.0 £
12.1 pg/L vs 17.6+ 7.2 pg/L; P <0.01). Conclusions Inactivated BCG treatment may increase IFN-7 levels and
decrease 1L-4 levels, which is favorable to the regulation of T-cell balance. It also can decrease the ECP level and relieve
chronic airway inflammation response, but it fails to respond to IgE level.
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Table 1 Levels of IgkE, ECP, IFN-y and 1L.-4 before treatment (Fx5)
% IgE (ku/L.) ECP (pg/L) IFN-v (pg/L) 1L-4 (pg/L)
X ML 20 21.9+18.8 2.7£1.2 46.7+£24.9 147.0£48.0
R 40 313.4£353.6 6.9+8.7 17.6+7.2 207.4+80.3
Fe ot i 4 45 244.3£349.1 13.4420.2 16.4+7.1 214.4£90.9
FE R A A B 4L AT R TR R L P <0.05
F2 WHRITHG 1gE,ECP, [FN-v,1L-4 i H 4
Table 2 Levels of IgE, ECP, IFN-Y and 114 before and after treatment (7 &5)
LREIgil] WITIE
#5 IgE ECP IFN-y L4 IgE ECP IFN-y IL-4
(ku/L) (pg/L) (pg/L)} (pg/L) (kusl.) (pg/L) (pg/L) (pe/L)
WHA(40)  313.42353.6 6.9+8.7 17.6+7.2 207.4+80.3 234.2£198.7 7.1+6.9 32.0+12.1" 191.5%67.5
FAI4(45) 244.2=349.1 13.4£20.2  16.4+7.1 214.4+90.9 244.3-222.9 5.5+6.5° 241.6+111.3" 46.1+21.5°

. o SHATHEE P <0.05; b SHEFETLHLE P <0.01
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