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[Abstract] Objective To demonstrate that icariin(ICA) exerts anti-inflammatory effects by inhibiting
the mitogen activated protein kinase (MAPK) pathway. Methods A traumatic brain injury (TBI) model rat
was constructed by the Feeney method to imitate the pathogenesis and cognitive function impairment of TBI.
Sixty male SD rats were divided into the TBI+ICA 15 mg/kg group,the TBI+ICA 30 mg/kg group,the TBI
+ICA 60 mg/kg group, the positive drug oxiracetam (40 mg/kg) group,the sham operation group and the
TBI group,with 10 rats in each group. The cognitive and behavioral functional status of rats was evaluated
through behavioral and cognitive memory function tests. The injury of neurons in the hippocampal region was
observed using Nissl staining technology. Proteins extracted from rat hippocampal tissue were used to detect
the protein phosphorylation levels of inflammatory cytokines in the MAPK signaling pathway by Western
blot. Results Seven days after administration, Compared with the TBI group [ (3. 55+ 0. 42) points |, the
TBI+ICA 30mg/kg group [ (4. 62740. 89) points],the TBI+ICA 60mg/kg group [ (4. 74740. 61) points] and
the TBI+oxira 40 mg/kg group [ (4. 8140. 82) points], the motor behavior function scores of rats were signif-

icantly improved,and the differences were statistically significant (P <Z0. 05). The number of times required
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for rats in the TBI+ICA 15 mg/kg group [ (76. 26 +£5. 79) times |, TBI+ICA 30 mg/kg group [ (68. 85+6.
78) times ], TBI+ICA 60 mg/kg group [(69.74=47.12)times] and TBI+oxira 40 mg/kg group [ (72. 24+5.
13) times] to reach the standard in learning and memory tasks was significantly lower than that in the TBI
group,and the differences were statistically significant(P<C0. 05). The neuronal structure in the CA1 area of
the hippocampus of rats in the sham operation group was intact, orderly arranged, and rich in Nissl bodies.
Compared with the rats in the sham operation group,the neuronal structure in the hippocampal CA1 region of
the TBI model rats showed obvious injury characteristics.including disordered neuronal arrangement,atrophy
of cell structure and reduced number of Nissl bodies. However,after treatment with ICA and oxiracetam, the
number of normal neurons increased significantly,the cell structure and arrangement returned to normal,and

the number of Nissl bodies also increased significantly,the differences were all statistically significant( P <Z0.

05). Conclusion
tions by reducing the inflammatory response of TBI.
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Signalling Technology, USA) . anti- ERK1/2 (1 : 1
000, Cell Signalling Technology, USA) ,anti-p-p38(1
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