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ABSTRACT Objective To explore the inflammatory cascade mechanism through Toll like recep-
tor 2 (TLR2) pathway after cerebral ischemia/reperfusion, and to study molecular mechanisms of Guan-
maitong (GMT) Tablet for protecting brain damage. Methods We used bolt-line method to block/release
the middle cerebral artery, causing cerebral ischemia/reperfusion (I/R) injury model. GMT Tablet was giv-
en by gastrogavage. Rats were then divided into the high dose GMT group (1200 mg/kg) , the middle dose
GMT group (600 mg/kg) , the low dose GMT group (300 mg/kg), the positive control group ( Tanakan,
20 mg/kg). Their right brain tissues were fixed in 10% neutral formalin. TLR2 expressions were detected
by immunofluorescence staining. The total protein was extracted from right brain tissues by ultrasonica-
tion. Expression levels of extracellular regulated protein kinases (ERK), phospho-extracellular regulated
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protein kinases (p-ERK), p38-mitogen activated protein kinases (p-ERK), phospho-p38-mitogen activa-
ted protein kinases [ p-p38-MAPKs (p-p38) ] were assessed by Western blot. Abdominal aortic blood was
withdrawn. IL-6 and IL-1B levels were detected by ELISA in brain tissues and serum. Results Compared
with the sham-oepration group, expression levels of TLR2, ERK, p-ERK, p38, p-p38 protein were up-reg-
ulated (P <0.05, P <0.01), and contents of IL-6 and IL-1B in brain tissues and serum were increased in
the model group (P <0.01). Expression levels of TLR2, ERK, p-ERK, p38, p-p38 were down-regulated
(P<0.05, P<0.01), and contents of IL-6 and IL-18 were reduced in brain tissues and serum in middle
and high dose GMT groups (P <0.05, P <0.01). Conclusions
R injury. GMT protected neurons by down-regulating protein expressions of TLR2, ERK, p-ERK, p38, p-

TLR2 pathway was involved in cerebral I/

p38 and contents of IL-18 and IL-6.
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