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tion of endothelind( ET-) and its receptors in rat endothelial cells. Methods Hypoxia-inducible factor 1 alpha
( HIFda) was over-expressed or depleted in the rat endothelial cells. Overexpression was divided into blank
group GV230 group GV230/HIFd o group siRNA interference was divided into blank group shRNA-NC group
shRNA /HIFd « group. Real-time PCR and Western blot were usded to detect the mRNA and protein levels of HIF-
la ETH endothelin receptor A( ETA) and endothelin receptor B( ETB) . The mRNA expression level was esti—
mated by 2 **“ and analyzed by GraphPad Prism 5.0 and the protein expression level was analyzed by Quantity
one. The differences among groups were analyzed by One-Way ANOVA method and LSD. Results The mRNA and
protein levels of HIF4a ET-H ETA and ETB were significantly higher in the GV230/HIFd« group than that in
the blank control group and the GV230 group. The difference was statistically significant( P <0. 05) . However the
mRNA and protein levels of HIFdoa ET- ETA and ETB were significantly lower in the shRNA/HIFda group
than that in the blank control group and the shRNA-NC group. The difference was statistically significant( P <
0. 05) . There were no significant differences on the mRNA and protein levels of HIFda ET-H ETA and ETB be-
tween the blank control group and the GV230 group or the shRNA-NC group( P >0. 05) . Conclusion HIF- o me—
diates the expression of ET- and its receptors in vascular endothelial cells and participates in the changes of vascu—
lar permeability under hypoxic conditions.
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amine the pathological morphologys of nigrostriatums. Tunel staining was used to detect the cell apoptosis in nigros—
triatums. Results Compared with the saline group the duration and times of the rotation for rats increased in
Nurrl group and negative control group; the level of Nurrl DAT mRNA and protein and TH protein in nigrostria—
tums were decreased while the expression of a-syn was enhanced; pathological features were obvious and the rate
of apoptosis was increased( all P <0.05) . Compared with the negative control group the times and duration of ro—
tation in Nurrl group were decreased; the expressions of Nurrl DAT mRNA and protein and TH protein in nigros—
triatums were enhanced while the levels of a-syn mRNA and protein were decreased. The pathological feature was
improved and the apoptosis rate was decreased( all P <0.05) . Conclusion Overexpression of Nurrl human amni—
on-derived mesenchymalstem cells can alleviate the symptoms of Parkinson disease rats increase the content of
DAT and TH andinhibit apoptosis in nigrostriatums.
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Schisandrin B alleviates myocardial ischemia/reperfusion injury
via maintaining mitophagy
Lu Changqing Jia Helei Lei Zhen et al

Dept of Emergency Henan Province Hospital of TCM ( The Second Affiliated Hospital
of Henan University of Traditional Chinese Medicine) Zhengzhou 450002

Abstract  Objective To investigate the effects and mechanism of schisandrin B ( Sch B) on myocardial ischemi—
a/reperfusion ( MI/R) injury. Methods Mice were divided into Sham Sham + Sch B MI/R model and MI/R
model + Sch B groups. Replication of mouse MI/R model by coronary artery ligation and mice in Sham + Sch B and
MI/R model + Sch B group were treated with Sch B and recorded the heart rate at the same time. Mice were sacri—
ficed after administering with Sch B for 30 days. The serum lactate dehydrogenase ( LDH) and creatine kinase
( CK) were detected by reagent cases and pathologic lesions were measured by HE staining. The mRNA and pro-
tein levels of mitophagy related proteins were calculated by qRT-PCR and Western blot. Adenosine monophosphate
activated protein kinase/mammalian target of rapamycin/ ULK1 ( AMPK/mTOR/ULK1) pathway related proteins
also were detected by Western blot. The above-mentioned tests were repeated by using AMPK-{31 gene konockout
( AMPK-31 —/ —) mice. Results Sch B treatment decreased the indexes of cardiac injury ( serum LDH CK and
the myocardial infract area) increased the heart rate and alleviated the pathological changes. Meanwhile Sch B
maintained mitophagy by up-regulating the mRNA levels of cyclooxygenase I ( COX I) COX IV and increasing
protein levels of hypoxia-inducible factord o ( HIFH4a) Beclin 1. In addition Sch B increased the expression of
pAMPK p-ULK1 and decreased the expression of p-mTOR induced by MI/R injury. Furthermore knockout
AMPK-B1 inhibited mitophagy thus resulted in the increasing infract area and decreasing heart rate. Conclusion
Sch B alleviates MI/R injury vie maintaining mitophagy mediated by AMPK/mTOR /ULK1 signaling pathway.
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