http://www.cjcmm.com.cn

O] IR | T AR | AR

RSSiTl# | Email Alert

| AR | T EEAE | BT

0A Online

R

» HATIRER AR
« BFRE

= BRI

» RRBUEE LT
» pdfill VAR Tk

Expert Center

FRPS

= HARAUN
y WES
= FRAERIA

SEAR S R 3B 2 K B A 2 s SR R 2 05 FD DR 0 A T R LA DL
THELAT: AU FRA X

SURASC . JBR3G, SE0E AN, 7 2 2, bR, A% e otk SeUH B 5 R T 2 K BRI 15 8 e B A B 0 1) DR 4P A P B A R PLAR 9], o
[ 247%7%,2012,37(1):94.

PRt 2011/7/26

DOI: 10.4268/cjcmm20120120
WE LR 48
ST K32

P & -
s AR e SRt E N K E-Mail
%
. T HEBERRY: AP AR T H | Department of Pharmacology, Ningxia Medical | .
;ﬁ'ﬁf;{jg L |ZHAOJing I3 750004 University, Yinchuan 750004, China yuja910315@163.com
* 22 WU van THERRY: 2% % 75 |Department of Pharmacology. Ningxia Medical
. BRI L (A rang )1l 750004 University, Yinchuan 750004, China
. RREA W ISUN Miao TRPEFAY EH AT | Reproductive Medicine Laboratory, Ningxia
H = ——— |, 8 Il 750004 Medical University, Yinchuan 750004, China
Sy
» AHREEL Fi5 lwaNG Jie THEEREE SO, T8 4R [Ningxia Institute of Medical Sciences, Yinchuan
» RRAHRA ———==|]I| 750004 750004, China
o AL 459 |Li Yunhong THPERREY: BIEEHART L, [Science and Technology Centre, Ningxia
T 5 #)1] 750004 Medical University, Yinchuan 750004, China
s |[ZHANG THERLKRY: 25324 R, TH |Department of Pharmacology, Ningxia Medical
@5): Series Online | =2 ||Kuai 11| 750004 University, Yinchuan 750004, China
‘lﬁ'- ﬁ. #+] THERRY: AW R, TH |Department of Pharmacology. Ningxia Medical
s YU )1l 750004 University, Yinchuan 750004, China
= ROt === |Jiangiang |7* % [AIZZIARAL CRFST L, [Ningxia Hui Medicine Modern Engineering

B TR

s R ST RS

o R
 ERR

» EETIRIR

= 7518 3L2004-2008

information

o™

FE P ERARA
EhohELES

By I [ rp e e o 24

[ B F 5 :1SSN1001-5302

E A i 5:CN11-2272/R

FE g EAN

W B F (h E RS BT
0.701(#% 0> iR ); 51 LA K 4943
™ a1k www.cjemm.com.cn

HR R v ] o 24 2 A o
Huhk: LR R BT TN R M 16
#E 4%:100700

HLIE L “HERIAN”

S RAR

T 5 4R)I] 750004 Research Center, Yinchuan 750004, China

AT H H K AR AT H (309605060); 7 5 AR RHERE G0 H (NZ11212) 41T RH 2 963 H (MU [2009]309); 5 &
P RER 2% TR .00 H (XZ200803)

ef SCHE R H I WF AU E B (oxysophoridine, OSR) X AR RS 77 A A= K Bl S i 28 e B A 1 03 iR ARV JFH S LR . i
USRS R 1008 A= K R 1 2 0 g WU 5, FH JCHR R FR I 45 - W 3 Aol e 3 Al S0 9 A8 U0 P 2 4 IR ) 705 3 . LR G
S K (LDH)I 2 DL 4 I (MDA 4L AL iE(SOD). 28 Bt H KL 4L I (GSH-PX) . — %L & & (NOS) Fl-—
FALE(NOY KT A2 1k %Fﬁ%‘ﬁw&t&%ﬁ‘t%}%ﬂmumm%éﬁH@W%%%ﬁ%?i&)ﬁ(ma”]i)ﬂﬁﬁﬂau gL B 4 R
Eiﬂﬂﬂ“l‘ﬂV»JL%EWH%MWEELDH?@&%“wﬂ@iﬁﬁz,MDA,NO@EF‘F@Z,Nosiﬁrﬁtﬂ%‘,SOD,GSH-Px%'rftﬁ%ﬁ%éﬂ]H@V\J[Ca2+]ii%muo
OSR#(0.625,5,10 pg-L™) B AN [ Fit i i MG e S8 BB A2 TE IR . 4510 S8 i ot 39 2K B o M 28 T e e i 0 LA
W Sk PR R R T ML AT 6 55 ke 4 P oA 425 258 2 L B B el A a0 5

mh 3 B A AL BRI g T2 T SR BT

Protective effects and mechanisms of OSR on primary cultured hippocampus neurons
subjected to anoxic injury in neonatal rat

Abstract:Objective: To investigate the protective effects of oxysophoridine (OSR) on primary cultured hippocampus neurons
subjected to anoxia injury in neonatal rats and its mechanism. Method: The model of anoxia injury of hippocampus neurons
in neonatal rats were primarily cultured in vitro by physical oxygen deficiency using glucose-free culture fluid. The survival
rate of neurons, the leaking rate of lactate dehydrogenase (LDH), the intracellular contents of malondialdehyde (MDA) and
nitric oxide (NO), the activities of superoxide dismutase (SOD), glutathione peroxidase (GSH-PX) and nitric oxide synthase
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(NOS) were measured. The intracellular free calcium concentration ([Ca2+]i) in hippocampus neurons were detected with
Ca®*-sensitive dual wavelength fluorescence spectrophotometer. Result: Neuron death occurred in the anoxia injury model
group with increase of LDH leaking rate,the contents of NO,MDA, intracellular[CazJ']i and the elevated activity of NOS while

decreased activities of SOD and GSH-PX. The hippocampus neurons subjected to anoxia injury were alleviated in OSR

(0.625,5,10 pg-L'l) group. Conclusion: OSR has significant protective effects on hippocampus neurons subjected to anoxic
injury. The mechanism of its protective effect may relate to its reduction of calcium overload and against oxidation injury.
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