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Effect of Oxymatrine on Neuronal Cell Apoptosis and Its Mechanisms after Traumatic Brain Injury
PR 2011-09-20  fe /il 2011-12-18
DOT:

HHOSCOCHETA . misME  AESE AURED Ak RERN

N [
%I%%lﬂ P traumatic brain injury oxymatrine apoptosis free radical inflammation

FE4 I H WA B 2R TRIIH (2010ZA101)

== LR (2 E-mail

FRE, SR, kb, grocteb, s mb, sagbt, Acgasb, prpeb, b, prAd o BRI - ARPEB. a AFIEL b HZAMEL BUN310006 hzgiangzhu@l63. com

T AR 162
BN EARE: 131
S

) AREEES B K UM I AR T AR A S I, RIS U5 BB TR 1 UG
FEF R HEWistar KEL1405,, &, BENUOMMBTARAL, BsMGAL. A Z60 ng + ke AR 204120 ng » kg 141, R413551,
FUH S P eeney 1 th T AR 7262 B 1 S SRS, 23 I T AMI BRI R 48 1 mL 0. 9% H B SHH 0 R AR A5 2
(60FI120 mg * ke ) WIRSVEST, 5HI1K, 35 d, fEOMIEZ, 6, 12 hy 1, 2, 3 5 dEFLBUMAIAER ALY, I S04 i i
For I 5 A A A, R PR 2 L S i L35 1 e, L FTERE S DA D52 38 (1 321 B o RIS 1
o MR 26U, TR A L RS M bR i B KL T A, IR UEAT S b . 45 BidMiie2, 6, 12 h, 1,
2, 315 d, FALFBI60 mg » ke ALK R RN ANECR: . IR AL S . EIAR-1B L IEIRIED - o I
S 36K S AL LR R X (P0.05) s IAMAIG 12 hy 1, 2, 315 d, SALAZI20 mg » ke ALK R D240
WOt I AR KT R 11 %18 . ORISR BEIRI - o R A - 6URE RS0 2L > (PO 05) , T2
hFI6 h, S ZR120 mg + kg ALK BUBT- WZ ST, 8 UL (e B B AT 2L B . PRIARIED T o FIEIA
L6 LTI AM DAL LB AT R (P20, 05) o 2 A 2 RS RfIE oty 1 SE VAR I, MK B 410 ) o 2
AT, S R

ESE

OBJECTIVE To investigate the effect of oxymatrine on neuronal cell apoptosis, oxidative injury and inflammatory
reaction and furthermore discuss possible mechanism of oxymatrine suppressing neuronal cell apoptosis. METHODS All of
140 male Wistar rats were randomly divided into sham operation group, brain trauma group, as well as oxymatrine of 60
mg * kg™l and 120 mg * kg1 treatment group. The rat model of traumatic brain injury was induced by a modi?cation of
Feeney’ s weight—drop model. Oxymatrine was given to rats in the oxymatrine of 60 mg e kg™l and 120 mg * kg~! treatment
groups via intraperitoneal injection (60 and 120 mg * kg~!) after trauma, and then once a day till day 5. The rats in
the brain trauma and sham operation groups received an intraperitoneal administration of 1 mL of saline after trauma or
procedures. Animals were sacrificed by decapitation at hour 2, 6 and 12, as well as day 1, 2, 3, and 5 after trauma.
Brains were removed and blood was collected. Neuronal cell apoptosis was measured using terminal deoxynucleotidyl
transferase biotin—dUTP nick end labeling; superoxide dismutase activity in serum, was determined by xanthine oxidase
method; serum malondialdehyde level, was analyzed by thiobarbituric acid reactive substance assay; interleukin—lbeta,
tumor necrosis factor-beta, and interleukin-6 levels in serum, were measured by enzyme linked immunosorbent assay.
Statistical analysis was performed. RESULTS At hour 2, 6 and 12, as well as day 1, 2, 3, and 5 after trauma, the
differences between the number of apoptotic neuronal cell, superoxide dismutase activity in serum, as well as serum
malondialdehyde, interleukin-lbeta, tumor necrosis factor—-beta and interleukin—6 levels in the oxymatrine of 60 mg * kg~
I treatment group and brain trauma group were not significant statistically (P>0.05). At hour 12, as well as day 1, 2,
3, and 5 after trauma, the number of apoptotic neuronal cell, superoxide dismutase activity in serum, as well as serum
malondialdehyde, interleukin-lbeta, tumor necrosis factor-beta and interleukin—6 levels in the oxymatrine of 120 mg °

kg™l treatment group were significantly lower than those in the brain trauma group (P<0.05), but at hour 2 and 6, these
differences were not significant (P>0.05). CONLCUSION Oxymatrine may suppress neuronal cell apoptosis via inhibition of



free radical and inflammatory reactions after traumatic brain injury.
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