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group. H/R injury was established by 21 hours of hypoxia and subsequent 6 hours of reoxygenation. Expression of
growth GHSR in HOC2 cells was reduced by siRNA. Apoptosis of H9C2 cardiomyocytes under different treatments
following H/R injury was observed by Hoechst 33258 staining and apoptotic rate was detected by flow-eytometry a—
nalysis. Besides Western blot analysis was performed to detect the expression of the apoptosis related proteins in
each group. Results GHSR was expressed in HOC2 cells and the expression of GHSR could be significantly
knocked down by GHSR—siRNA. Compared with H/R group in H/R + Ghrelin group the myocardium apoptotic
rate was markedly decreased ( P <0.05) the Bcl2/Bax ratio was increased ( P <0.05) and the expression of
caspase-3 protein was decreased ( P <0.05). However compared with H/R + Ghrelin group the apoptotic rate
was increased( P <0.05) the Bel2/Bax ratio was decreased ( P <0.05) and the expression of caspase-3 protein
was up-regulated ( P <0.05) in H/R + Ghrelin + GHSR=siRNA group. Conclusion  Ghrelin provides concrete pro—
tection against H/R injury by inhibiting apoptosis in cardiomyocytes.
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Effect of human urinary kallidinogenase on expression of CGRP
RAMPI1 and VEGTF in rats suffered focal cerebral ischemia

Chang Kunpeng' Ding Xiaoling' Wang Qunan® et al
( 'Dept of Neurology Disease The Affiliated Provincial Hospital of Anhui Medical University
Hefei  230001; *Dept of Toxicology School of Public Health Anhui Medical University Hefei 230032)
Abstract Objective To study the effect of human urinary kallidinogenase on expression of CGRP RAMP1 and
VEGEF in rats suffered focal cerebral ischemia. Methods 80 male SD rats were randomly divided into four groups:
sham operation group ( S group) ischemia group (I group) low dose of kallidinogenase (3.75 x 10 > PNA /( kg
«d) 1 + Kal, group) and high dose of kallidinogenase (17.25 x10 > PNA/(kg *d) I + Kal, group) . Each
group had 20 rats. The method of line bolt blocks the right middle cerebral artery in rats was used to establish the
right MCAO ischemia model after tail intravenous dosing 1 week. TTC method was used to measure the cerebral in—
farction volume. Immunohistochemistry and Western blot were used to evaluate the expression of CGRP protein in
the hippocampus and the expression of RAMP1 and VEGF protein in the cerebral cortex. Results Compared with
the S group the expression of CGRP RAMPI and VEGF increased significantly in the I group rats ( P <0.01) .
While compared with the I group kallidinogenase high and low dose group can significantly reduce cerebral in—
farction and markedly increase the expression of CGRP  RAMP1 and VEGF induced in cerebral ischemia 24 h after
MCAO( P <0. 05) . Conclusion Human urinary kallidinogenase can promote the expression of CGRP and RAMP1
in ischemic brain tissues and this may be one of the mechanisms of promoting angiogenesis after cerebral infarction.
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