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Effects of Erythropoietin on Cognitive Function of Neonatal Rats with Hypoxic-ischemic Bra nm
Regulation Mechanism Study of PARP-1/AIF Signaling Pathway

DUAN Miao, HUANG Ting, ZHANG Pinglin, LI Qingxiang, LIU Ya, CAO Yunt mf Neofatology, Zunyi
First People’s Hospital, Guizhou Zunyi 563002, China)

ABSTRACT OBJECTIVE: To study the effects of erythrop01et1 xco itive function of neonatal rats with hypoxic-
ischemic brain injury (HIBI), and the regulation mechamsm l/AIF signaling pathway. METHODS: SD neonatal
rats were randomly divided into sham oporat oup) model group (HIBI group) and EPO intervention group
(EPO group) , with 22 rats in each . was induced by Rice method in HIBI group and EPO group, and rats in
sham group received suturing affter cutt w1th0ut hypoxic-ischemic treatment. After modeling, rats in EPO group was given

esitoneally each day, 5 000 IU/kg, for consecutive 14 d. Rats in Sham group and HIBI group were

AIF and Bax protein in hippocampal CA1 region was detected by Western blot. Morris water maze was used to examine the spatial
learning and memory abilities of rats. RESULTS: Compared with Sham group, the cerebral infarction area of rats in HIBI group
was increased significantly; the number of TUNEL positive apoptosis cells in neuron of hippocampal CAl region was increased
significantly; the protein expression levels of PARP-1, AIF and Bax were increased significantly; in Morris water maze
experiment, the escape latency of rats was prolonged significantly, while the index of crossing the platform was decreased
significantly, with statistical significance (P<<0.05). Compared with HIBI group, cerebral infraction area of rats in EPO group
was decreased significantly; the number of TUNEL positive apoptosis cells in neuron of hippocampal CAl region was decreased
significantly; the protein expression levels of PARP-1, AIF and Bax were decreased significantly; in Morris water maze
experiment, the escape latency of rats was shortened significantly, while the index of crossing the platform was increased
significantly, with statistical significance (P<<0.05). CONCLUSIONS: EPO can significantly inhibit HIBI-induced neuron

apoptosis of rats so as to play protective effect on cerebral
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* R EATEEN B ST I B LR G B i : 0851- mechanism of which may be associated with inhibiting

tissue, and promote the recovery of cognitive function, the
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Fig 2 Comparison of cerebral infraction area ratio of

rats in each group(n=4)
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Fig 3 Laser scanning confocal microgram of neuron

in hippocampal CA1l region of rats in each
group (x200)
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Fig 4 Comparison of the number of TUNEL positive
cells in hippocampal CA1 region of rats in each
group(n==6)
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Fig 5 Electrophorogram of PARP-1, AIF and Bax
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Fig 6 Comparison of the protein expression levels of
PARP-1, AIF and Bax in hippocampal CA1 re-
gion of rats in each group(n==6)
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Detection on in vitro Dissolution of Fuke Zaizao Pills
ZHENG Xiaoxia, XU Jian, TIAN Hongxing, HU Die, LIU Hui(Pharmacy of College, Guiyang College of TCM,
Guiyang 550002, China)

ABSTRACT OBJECTIVE: To establish a method for the determination of in vitro dissolution of Fuke zaizao pills. METHODS:

HPLC method was adopted to determine the contents of baicalin and hesperidin in preparation. The determination was perfo

WondaSil-Cis column with mobile phase consisted of 0.2% formic acid-acetonitrile (gradient elution) at the ﬂow .0, mb/
min. The detection wavelength was set at 280 nm, and column temperature was 30 °C. The sample siz s 1 uL diSsolution
of the preparation was determined by paddle method using phosphate buffer solution (pH tiom d1urn with rotate
speed of 100 r/min, temperature was (37 £ 0.5)°C, sample size was 2 mL. RESULm ge f baicalin and hesperidin
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