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Changes of blood lymphocyte subsets and serum antibody and complement in children with preliminary diagnosis of cerebral palsy

Xie Xiaoying  Xie Wen feng s Zeng Hua » Ding Rui
(Clinical Laboratory, Sun Yat-Sen Memorial Hospital , Sun Yat-sen University ,Guangzhou 510120,China)
Abstract : Objective  To analyze the lymphocyte subsets and serum antibody and complement levels of children with preliminary
diagnosis of cerebral palsy to understand the cellular and humoral immunity condition in them. Methods Blood samples of 69 chil-
dren with preliminary diagnosis of cerebral palsy in our hospital from Aug 2009 to Feb 2010 were collected. Four-color flow cytom-
etry were used for detecting the lymphocyte subsets by gating of CD45" . Rate nephelometry were used to measure serum IgA,
1gG, IgM, total IgE and complement C3 and C4 level. Results Compared with control group, the percentage of T lymphocytes and
NK cells in children with cerebral palsy reduced significantly, while that of B lymphocytes increased (P<C0. 05), serum IgM and
IgG levels reduced significantly, while total IgE level increased (P<C0.05), and other differences were not statistically significant

(P>>0.05)Conclusion There were abnormalities of cellular and humoral immune in children with preliminary diagnosis of cerebral palsy,

which might be related with the protective effects of immune system to the damaged central nervous system at early stage of disease.
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1.2 {50 650 2 3¢ E Beckman Coulter 23 ] 42 77 Y
VO {5, 3% 56 B 5 B YR 4 B M4X (CD45-FITC/CD4-RD1/CD8-ECD/
CD3-PC5, CD45-FITC/CD (56 + 16 )-RD1/CD19-ECD/CD3-
PC5) B W& . 75 I 38 B 4 9 Bk 2R A A Ah 4 3 7 &5 Beckman
FC500 B 40 e . Beckman Assay 360 9 43 14N th 34 ok 26
Beckman Coulter 23 & 75 i .
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humoral immunity
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pLBEEIEE 20 min 5. & A 300 pL ¥ I K . 2040 785
B F WA PBS 2 mL %% ,1 500 r/min B.[» 5 min,
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x1 CPAEXRANMEAMMKEMMITHT LR (L)

il T kB4 Bk B4 (%) NK i ffid ( %6) Th 4L (%) Ts 240 f1 (%) Th/Ts

Xof e 2 70. 28+8. 81 17.81£6.92 11. 06 4. 40 33.53410. 21 25.1346. 64 1.4040. 75

CP 41 61.754+11.33"* 24.00+8. 89" 9.6147.39" 38.83+8.00 22.57+6. 89 1.7040. 84
R IR g, P<C0. 05
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