J South Med Uniy, 2015, 35(9): 1335-1339

doi 10.3969/j.issn.1673-4254.2015.09.23

- 1335 -

AR
Apelin-13

Y kIR = E AT Z M s K 4100132 & 4 KR T P ERRAY 29N Hd Rk 417000

HE B 3% Apelin-13 % K SRR S - R A5 0 (CIRD BRI FH R T REROHLRL . Fo5k i RS S-D K
FURAE CIRIVEES, 43 TFALH AEORIZH /NI Apelin-13 F 3 AZH sl B 4 KGRI C 413 520 , Apelin-13 B4 T iR 2 12
I, A TR T BETESY, Bl K M A SRR , SRS A AR T A B 41 2 N T (MDA) B AL I (L it (SOD) f) i
PERNGH ARSI 2R 3 1/2(ERKL/2) . 58 (1)B . CAEBAILI A DI eI F#R (P<0.05) , 7K & AR FEAARF AR (P<
0.05) ; BRI FHAELH L AT WK il TRAE , e 22 TR e [EI4a A% 40 ; B4 .C 41 TUNEL FH 40 AR T4 4 (P<0.05) ; (2)B.C 41
B 1L S5 L AR ZH 20 MDA £ 5 [F5AIK , SOD F TR M35 1 (P<0.05) 5 (3) 45 2H ERK1/2 25 [ 2534 0 22 51 (P>0.05 ) 5 MBI 4 1 i 2H
p-ERK1/2 2 1 #5 TFALE (P<0.05) ; T4 5 TAHAIZH (P<0.05) . £51% Apelin-13 nJ B o1 ) S8 Ak 17 5 S B K B
Jrrkb Pk CIRIE SR WE T ; ERKL2 (55 BT RES 5 T Apelin-13 fyE B .

SKHEIA : Apelin-13; fs il - PR 1451 £ ; MDA ; SOD; ERK 1/2

Protective effect of Apelin-13 on focal cerebral ischemia-reperfusion injury in rats
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Abstract: Objective To investigate the protective effect of Apelin-13 on focal cerebral ischemia-reperfusion injury in rats.
Methods Focal transient cerebral ischemia-reperfusion injury was induced in male SD rats using modified suture occlusion
technique. The rats were randomly divided into 5 groups: Sham group, Model group, Apelin-low dose (A) group,
Apelin-middle dose (B) group and Apelin-high dose (C) group. Apelin-13 was injected into lateral cerebral ventricle, and the
neurological function score, brain edema, infarct volume, apoptosis, malondialdehyde (MDA), superoxide dismutase (SOD)
and extracellular regulated kinase1/2 (ERK1/2) protein were measured. Results Neurological function scores, percentage of
brain water content, infarct volumes and TUNEL-positive cells in B and C groups were lower than those in Model group (P<
0.05). The level of MDA in the tissue bomogenate of brain tissue in the surrounding area of ischemia of B and C groups was
lower than that of Model group, while the activity of SOD was higher (P<0.05). There was no significant difference in ERK1/2
protein expression among the groups (P>0.05). P-ERK1/2 increased in Model group and A, B, and C groups compared with
Sham group (P<0.05), and that of A, B, and C group was higher than that of Model group (P<0.05). Conclusion Apelin-13 may
play an important role by inhibiting oxidative stress to protect against focal cerebral ischemia-reperfusion injury; ERK1/2
signaling pathway may be involved in the protective mechanism of Apelin-13.
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Tab.1 Longa neurological function score in different groups

Group 6h 12h 24 h 48 h 72h
Model group 2.84+0.34 2.91+0.27 3.38+0.31 3.30+0.35 2.52+0.24
A group 2.61+0.24 2.81+0.32 3.21+0.40 2.98+0.31 2.34+0.26"
B group 2.32+0.31 2.43+0.26 1.89+0.18 1.26+0.13 0.91+0.12*
C group 2.01+0.21 1.85+0.22 1.32+0.24 0.98+0.12 0.68+0.09%

#P<0.05 vs Model group, 'P>0.05 »s Model group.
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Fig.1 Infarcted brain tissue of rats in different groups under the naked eye.
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Tab.2 MDA content and SOD activity in different groups (17=5)

Group SOD(U/mgprot) MDA (nmol/mgprot)
Sham group 325.68+19.21 12.54+2.34
Model group 112.32+15.28* 50.25+4.56*
Agroup 125.54+16.32° 48.32+3.68"

B group 250.25+18.02" 36.28+3.52"

C group 301.28+18.36" 20.12+2.84"

*P<0.05 vs sham group, “P>0.05 »s Model group, *P<0.05 »s Model group.
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