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Study of the Expression of the Phospholipase A, , Interleukin —1  and Tissue Inhibitor of Matrix Metalloproteinase —1 Following Traumatic
Brain Injury. Li Tingfu, Wan Lihua, Zhang Wei, Fu Dengjun. Department of Clinical Laboratory,The Third People's Hospital of Cheng-
du ,Sichuan 646000, China

Abstract Objective To investigate the expression of the cytosolic phospholipase A, (¢ —PLA, ), interleukin — 1 beta(IL —1B), tis-
sue inhibitor of matrix metalloproteinase — 1 (TMP - 1) in rat brain after injury. Methods The model of traumatic brain injury originally de-
scribed by Feeney was employed. The mRNA was analyzed by RT — PCR . Results The mRNA of cytosolic phospholipase A, was increased
at 2 hour and its peak was at 7 day. At 14 day, the level of cytosolic phosphalipase A, mRNA was still in high level as compared to the con-
trol group. Likely, the enhancement expression of interleukin — 13 was seen at the 1 hour and the peak time was from 5 to 8 hour . At 72
hour, it decreased to normal level. The expression of inhibitor of matrix metalloproteinase — 1 was increased at the 2 hour, and the highest ex-
pression level was seen during 48 t072 hour . It came down to normal level at 14 day after injury. Conclusion The augment of the expres-
sion of the cytosolic phospholipase A, , interleukin — 18 and tissue inhibitor of matrix metalloproteinase — 1 following traumatic brain injury
suggested that they participated in the pathogenesis of the traumatic brain injury,and may played roles in this pathophysiological process.

Key words Phospholipase A, ;Interleukin — 18 ;Tissue inhibitor of matrix metalloproteinase — 1 ; Brain ; Injury
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