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Effect of Baicalin on Protease-activated Receptor-1 Expression and Cell Apoptosis in Brain of Rat
with Intracerebral Hemorrhage ZHOU Qing-bo, JIA Qing, ZHANG Yuan, et al Department of Neurology, Second
Affiliated Hospital of Shandong University, Jinan (250033)

ABSTRACT Objective To investigate the protective effect and mechanism of baicalin on nerve tissue in rat
with intracerebral hemorrhage (ICH). Methods Rats were randomly divided into five groups: the sham-operated
group, the ICH model group, and the three baicalin treated groups treated respectively with small, medium and large
doses of baicalin. ICH rat model was established by injecting collagenase VIl into caudate nucleus. Baicalin was given
by peritoneal injection to the baicalin treated groups, and saline was given to the other two groups once a day started
from 2 h after modeling. Animals were sacrificed in batches on the 1st, 3rd, 5th and 10th day of treatment to take their
brains for detecting protease-activated receptor-1 (PAR-1) expression and cell apoptosis in brain tissue surrounding
hematoma by Western blot and TUNEL method, respectively. And the water content of brain was estimated by dry-
wet weight method. Results Compared with the model group, the PAR-1 expression and TUNEL-positive cells
were significantly reduced in the baicalin treated groups; and brain edema was also significantly reduced (P<0.01).
Conclusions The up-regulated PAR-1 expression after ICH in rats might play an important role in inducing cell
apoptosis and brain edema. Baicalin shows significant protective effect on ICH rats, which may be related to its effects
in inhibiting PAR-1 expression and decreasing apoptosis cells, so as to reduce brain edema.
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