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The Clinic Significance of IGF-2, TNF-a and WBC in Cerebrospinal Fluid and Serum in Purulent
Meningitis Children

Zhu Juan, Yan Jingjing, Qiao Jibing, Xu Lianbao (Sugian People’ s Hospital of Nanjing Gulou Hospital Group , Jiangsu Sugian
223800, China)

[ Abstract| Objective: To investigate the clinic significance of insulin-like growth factor 2 (IGF-2), tumor necrosis factor a ( TNF-av)
and white blood cell (WBC) in cerebrospinal fluid (CSF) and serum in purulent meningitis (PM) children. Methods: From February
2010 to May 2014, 37 cases of PM children in our hospital were enrolled into our study. Thirty-seven cases of PM children were selected as
acute PM group before treatment, they were selected as recovery PM group after treatment. Twenty-eight cases of children who did not have
central nervous system diseases were selected as the control group. The levels of IGF-2, TNF-a and WBC in cerebrospinal fluid and serum
were detected and compared. Results; Compared with the control group, the level of IGF-2 was decreased, the levels of TNF-a and WBC
were increased significantly in serum of PM groups (P<0.05). The levels of IGF-2, TNF-ac, WBC and protein were increased in CSF of
PM groups (P<0.05). Compared with the acute PM group, the level of IGF-2 was increased, the levels of TNF-a and WBC were
decreased in serum, the levels IGF-2 and TNF-a were decreased in CSF, but WBC and protein did not change in recovery PM group ( P>
0.05). Conclusion: TNF-a, WBC and protein may be involved in the development of PM. IGF-2 can protect PM. The detections of
TNF-a, IGF-2, WBC and protein levels in cerebrospinal fluid, have important value in the diagnosis, treatment and prognosis of PM.
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Detection of Children Anti-Streptolysin “O” of Our Hospital in 2013

Guo Shanchun, Xu Chuanwei, Liu Yun (Binzhou People’ s Hospital of Shandong Province , Shandong Binzhou 256610, China)

[ Abstract] Objective: To explore the ASO positive rates in different ages, genders and quarters in children, take the effective
prevention of infectious disease interrelated with streptococcus. Methods: There were 4,052 children with ASO detected from pediatrics
department of our hospital in 2013. Then a statistical analysis about the test results of ASO in different ages, genders and quarters was
made by particles enhance transmission immunoturbidimentry assay. Results: Among the 4,052 children with ASO detected, the positive
rate was 17.18% . The positive rate of ASO in male and female were 19.76% and 13.47% , respectively, and there was a significant
difference between different genders of children (P<0.01). The positive rate of ASO in children of 0 ~3 age, 4 ~6 age, 7 ~9 age,
10 ~12 age and 13 ~ 15 age were accounting for 0. 47% , 7. 94% , 33. 80% , 42. 02% and 30. 67% , respectively, there were
significant differences among different age stages of children ( P<0.01). The positive rate of ASO in the first quarter, the second
quarter, the third quarter and the fourth quarter were accounting for 19.37% , 16.69% , 14.14% , 18.84% , respectively, there were

significant differences among different quarters (P<0.01). Conclusion: Streptococcal infection is common in the school-age children,
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