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Change of CD4* T Cell in Peripheral Blood after TBI and Relevant Mechanism Exploration. Qu Xiaodong,Li Zhiyun, Tian Lizhuang,
Wang Maode. Deptment of Neurosurgery ,Lanzhou General Hospital of Lanzhou Command ,Gansu 730050 ,China

Abstract Objective To study the changes in CD4 ™ T cells in the peripheral blood 1, 3,5,10 days after traumatic brain injuries in
the SD rats and try to explore the reasons for CD4 * T cells change from the perspective of apoptosis. Methods Feeney's free — fall meth-
od was used to produce the epidural impact resulting in the animal model of traumatic brain injury. Rat’s blood from heart were drawn in
the corresponding time duration and the number of CD4 * T cells were checked by flow cytometry. Similarly, the the two key enzymes in
the classical apoptotic pathway of caspase — 8 and caspase —9, i. e. cysteine aspartyl protease -8 and cysteine aspartyl protease —9 were
also examined to explain the reasons for the changes in the number of CD4 " T cells from the perspective of apoptosis. Results The
CD4" T cell numbers in the peripheral blood from 1 day after traumatic brain injury in rats were significantly reduced (P <0.05) com-
pared with the control group. From three days after traumatic brain injury,CD4 " T cell count was significantly restored. However it was
still lower than the control group, but not statistically significant. CD4 ™ T cells within the cysteine aspartyl protease — 8 ( caspase —8)
and cysteine aspartyl protease —9 (caspase —9) were two key proteases of classic apoptotic pathway which started from 1 day after trau-
matic brain injury and they were decreased significantly compared with the control group( P <0.05). These enzymes remained relatively
low until 10 days after traumatic brain injury( P <0.05). Conclusion There exists immunosupression as depicted by the decrease in the
number of CD4 * T cells after traumatic brain injury. However this decrease in the CD4 ™ T cells in the peripheral blood may not be carried
out by the classical apoptotic pathway.
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