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The change of nerve function and apoptotic gene expression after traumatic brain injury in rats X/E Wen
—you.  Department of neurosurgery, Yangjiang People’s Hospital, Yangjiang, Guangdong, 529500, China.

[ Abstract] Objective
Bel-xl, Caspase—3, Bax meaning in TBI rats, to provide molecular basis for understanding the neurological

Discuss neuroethology and significance of the expression of apoptotic gene Bel-2,

deficits in TBI rats.Methods 40 SD rats were randomly divided into five groups (n=8) :Sham group, traumatic
brain injury 1h, traumatic brain injury 6h, traumatic brain injury 24h group, TBI 7d group. Feeney free falling
method was used to establish TBI models. Neurological function were evaluated according to the modified
neurological severity score (NSS) at 1, 3, 5, Sdays. The movement and balance deficits and recovery of the
animals were observed. And at different time point brain tissue were removed. TUNEL staining method was used to
observe morphology. RT-PCR was used for the detection of Bel-2, Bel-xl, Caspase—3 and Bax expression in
brain tissue around bleeding.Results Compared with the sham group, NSS score in TBI groups were significantly
increased (P<0.05). Furthermore, NSS rates in TBI groups postoperative tended to decrease as the time went on
and the differences among each time points were statistically significant (P<0.05). RT-PCR analysis showed that
among the detected four—apoptotic factors, only Bel-2 began to decrease at one hour after traumatic brain injury
and got the lowest after 6 hours, there was a statistically significance when compared with the sham group (P<O0.
05). TUNEL staining found a large percentage of apoptosis in TBI group after 6h, at the 7th d, the percentage of
apoptosis was significantly reduced (P<0.05). Conclusions
function firstly reduces and then been restored, it may correlated with the expression of Bel-2.
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A study on immune function of children with Henoch - Schonlein purpura nephritis complicated by
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[ Abstract] Objective To explore the correlation between MP infection and HSPN in immunity in the
children with HSPN by observing the changes of the immune function. Methods 68 MP —IgM positive HSP
children (HSP-MP* group), 114 MP—IgM negative HSP children ( HSP—MP— group), 25 healthy children
(control group) were enrolled, the HSP—=MP+ group were divided into the group of HSPN ( HSPN-MP+ group)
and the group of NHSPN (NHSPN-MP+ group) according to whether the patients combined with kidney injury.
The activity of CD3", CD4™, CD8", CD4"/CD8", CD19" and CD16*CD56+ were detected by flow cytometry.
The plasma immunoglobulin IgG, IgM and IgA, as well as complements C3 and C4 were detected by automatic
biochemistry analyzer. Results ~ Compared with the controls, the levels of CD3", CD4" and CD4°/CD8"
significantly decreased in HSP group (P<0.05), while CD8" and CD19" increased ( P<0.05). The levels of
CD4*/CD8", CD16°CD56" and CD19" of HSP—MP - group showed significant different when compared with the
HSP-MP" group (P<0.05).The CD3", CD4"and CD4"/CD8" level of the HSPN-MP" group were lower than the
NHSPN-MP+ group, however, the level of CD19" was higher than NHSPN-MP" group, the differences were
statistically significant. Compared with the controls, the levels of IgA significantly increased in HSP group ( P<O0.
05), C3 level significantly decreased (P<0.05). The levels of IgA C3 and C4 of the HSP—MP" group showed
significant different when compared with the HSP-~MP~- group. Compared with the controls, the levels of IgM and
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