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Research of the Time Orientation Expression of IL-13 in Glial Cells

after Traumatic Brain Injury*
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ABSTRACT Objective: To investigate the time orientation expression of interleukin-1g (IL-1p) in glial cells after traumatic brain
injury (TBI). Methods: 72 cases of SPF male mice were selected and divided into sham operation group (group sham), group TBI 6h,
group TBI 12h, group TBI 1d, group TBI 4d, group TBI 7d, 12 cases in each group. Serum and brain tissues were obtained after brain
injury at 6h, 12h, 1d, 4d and 7d. The expression of IL-1, interleukin-6 (IL-6) and tumor necrosis factor-a (TNF-a) were detected by
ELISA.The expression of ionized calcium binding adaptor molecule-1(IBA-1) and glial fibrillary acidic protein (GFAP) were detected by
Western blot. The expression of IL-18 in microglia and astrocytes was observed by immunofluorescence double staining. Results: The
expression inflammatory factors IL-18, IL-6, TNF-a were higher than sham group at 6h-7d after TBI (P<0.05). Western blot results
showed that the expression of IBA-1 were higher than sham group at 6h-7d after injury, the expression of GFAP were higher than sham
group at 1d-7d after injury (P<0.05). Immunofluorescence double staining showed that IL-18 was mainly expressed in microglia at 6h
and 12h, the number of IL-18 and IBA-1 coexpressed were more than that in sham group (P<0.05). IL-13 was mainly expressed in
astrocytes at 1d, 4d and 7d, the number of IL-13 and GFAP coexpressed were more than that in sham group (P<0.05). Conclusion: TBI
induced the expression of glial cells and inflammatory factors, and the expression changes with the time of brain damage. IL-18 is
expressed in the microglia at an early stage and it is expressed in astrocytes at the later stage.
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= | B RERTF IL-18.IL-6 F1 TNF-o BIFIE (x5 )
Table 1 Expression of inflammatory factors IL-1@, IL-6 and TNF-a after injury(xzs)

Groups n IL-18(pg/mL) IL-6(pg/mL) TNF-o( pg/mL)
Group sham 12 29.51+ 2.43 51.47+ 3.59 42.18+ 2.96
Group TBI 6h 12 80.47+ 4.97* 147.62+ 5.28* 141.67+ 5.06*
Group TBI 12h 12 118.62+ 6.84* 180.56% 7.12* 175.69% 6.27*
Group TBI 1d 12 91.56x 5.49* 153.84+ 5.91* 153.46x 591*
Group TBI 4d 12 79.62+ 4.25% 104.36x 4.97* 113.72+ 4.86*
Group TBI 7d 12 65.81+ 4.03* 92.57+ 4.58* 87.56+ 3.88*
Note: Compared with sham group,* P<0.05.
% 2 #3155 IBA-1 #1 GFAP BYAEXTFRIEE (vts)
Table 2 Relative expression of IBA-1 and GFAP after injury(x+s)
Groups n IBA-1 GFAP
Group sham 12 0.19+ 0.05 0.17+ 0.03
Group TBI 6h 12 0.41% 0.09* 0.19+ 0.04
Group TBI 12h 12 0.52+ 0.08* 0.20+ 0.05
Group TBI 1d 12 0.60+ 0.13* 0.25+ 0.08*
Group TBI 4d 12 0.65 0.16* 0.49+ 0.12*
Group TBI 7d 12 0.79+ 0.11* 0.61% 0.15*
Note: Compared with sham group,* P<0.05.
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