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Effect of anti-HMGB1 monoclonal antibody on the expression of IL-1p

and IL-6 after brain ischemia reperfusion

SUN Kuai, XIE Nan, TAO Qingxia. WANG Chong.
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Abstract: Objective To investigate the effect of anti-HMGB1 monoclonal antibody on the expression of IL-18
and IL-6 after brain ischemia reperfusion. Methods The models were established by an intraluminal suture method
to induce brain ischemia reperfusion injury. Animals were randomly divided into sham group. ischemia reperfusion
(I/R) group, anti-HMGB1 monoclonal antibody (mAb) group (30pg/g) , and IgG control group. After that, serum
HMGBI levels were measured by ELISA analysis, Brain edema was investigated by dry-wet method. H&E staining
was used to observe pathologic changes, and the expressions of IL-183 and IL-6 were tested by real-time PCR. Re-
sults 1) The concentrations of serum HMGBI1 in I/R group[ (47.75%4 3. 667)ng/ml]were significantly higher
than that of sham group[ (5. 3534 1.489)ng/ml] (t=10.71, P<C0.0001).2) The brain water content in I/R
group[ (78.34+2.836) % ] was higher than mAb group [ (65.09+1.934)% ] (t=3.86, P<C0.05); 3) I/R group
presented worse damage to the brain compared with mAb group showed by H&E staining. 4) The expressions of IL-
18 in I/R group (0.783+0.028) were significantly increased by contrast with mAb group (0.41740.047) (t=
22.08, P<C0.01). There was no significant difference in the expressions of IL-6 between the 2 groups (t=0.
089, P>>0.05). Conclusion HMGBI1 mediates the process of inflammatory reaction in brain ischemia reperfusion.
Anti-HMGB1 monoclonal antibody contributes to the protection against ischemia reperfusion injury in brain.
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