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[ ABSTRACT]

Ischemic Reperfusion;

fusion.

chemia group was further divided into brain ischemia-reperfusion with differernt time (6, 12, 24, 48 and 72 h).
occluded method was used to build cerebral middle artery infarction model (MCAO).
Results

detected through immunohistochemical method.

model had dynamic change, and both reached peak at 24 hour.

part in the promotion effect of angiogenesis of angiopoietin.
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Angiopoietin
Aim  This paper studies the effect of ERK1/2 signal transduction in focal acute brain ischemia-reper-

Methods 36 healthy male SD rats were randomly divided into sham operation group and ischemia group. Is-

Suture-

CD34, Ang-2 and ERK1/2 were

Ang-2 and ERK1/2 in focal cerebral ischemia-reperfusion rat

Conclusion ERK1/2 signal transduction way takes
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F 1. EHKXR MCAO REHE ) BERRIRER TS LEE (%
+5,n=6)
Table 1. The score of nerve function defect after MCAO of

each group(x +s,n=6)

2 W P TIRE TS
RFARA 0.00 0. 00
BRI 6 h 4 1.02 +0. 32°
B PR 12 h ] 1.48 +0. 44"

BN 24 h 4]
I P 48 h 4]
Bl FREEE 72 h 41
a N P<0.05  SEFARALE; b A P<0.05, 5 FHEEG h 4
S ¢ N P <0.05, S FE#EE 12 h 8 ;d 9 P <0.05, 5kt
L FFHEVE 24 h ZHILES; e B P <0. 05, 55 i FFHETE 48 h 20 L,

1.65 £0.21™
1.88 0. 42
2.34 +0. 02"
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Figure 1. The results of HE staining at right sea horse after MCAO of different groups( x200)

=

2. &HEKR MCAO RFAMEDK CD-34 FiXRIIER( x200)

A HBFARA,B.C.D.EF 25 Hi EHEF 6,12 24 48 F172 h 41,

Figure 2. The expression of CD34 at right sea horse after MCAO of different groups( x200)
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R 2. BHKXE MCAO REAEMBEX CD34 RIZWAE
B (x+s)

Table 2. The optical density of CD34 expression at right sea
horse after MCAO (x £s)

*® 3. BHKXR MCAO REAMELS X pERK1/2 RiAH
Table 3. The optical density of pERK1/2 expression at right
sea horse after MCAO (x xs)

| n CD34 Ye E(E
BFARU 6 0.00 0. 00
PR 6 h 4l 6 0.59 +0. 12°
B PR 12 h 6 0.97 0. 02"
HIMFHEE 24 h 41 6 1.31 £0. 11
Bl T 48 h 4l 6 1.08 £0.22%
SRR 72 h A 6 1.02 +0. 02

a N P<0.05, SEFARHALE; b~ P<0.05, 5HUFHH#ER 6 h 4
Le# s ¢ g P <0.05, S B 12 h A8 d 8 P <0.05, 55t
L FFHEVE 48 h ZHILES; e S P <0. 05, S0 FHEE 72 h 4 1L,
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| n pERK1/2 % {1
FARA 6 0.00 0. 00

B PR 6 h 4 6 0.99 +0. 22°
Bl PR 12 h 4 6 1.36 +0. 44%

S PR 24 h ] 6 1.78 0. 21
BRIl T 48 h 41 6 1.42 £0. 42"
Bl PR 72 h 4 6 1.22 +0. 02"

ah P<0.05, 5{EFARALE; bHP<0.05, 55 M FEFED 6 h 41
A ¢ A P <0.05, 58 FERF: 12 h HEb#;d R P <0.05, 5k
MFERE 48 h 4 LA e I P <0.05, 5B ERET: 72 h 4 A,

& 4. EHKE MCAO REAMBIX Ang-2 RIZFHE
BB (x£s)

Table 4. The optical density of Ang-2 expression at right
sea horse after MCAO (x £5)

| n Ang-2 JEHFE(H
BFARA 6 0.00 =0. 00
B i FFEEA 6 h 21 6 0.77 +0.22°
(i FHEE 12 h 4 6 0.11 £0. 12"
HRM P 24 h 4l 6 1.32 +£0. 21
S P 48 h 4 6 1.16 £0. 42"
Tl i FHEE 72 h 4] 6 1.12 £0. 02

a N P<0.05, 5T ARHALE; bl P<0.05, 5 E#EE6hH
He#; ¢ P <0.05, SH M FEREE 12 h 414 ;d S P <0.05, 56k
MFERET 48 h AL e N P <0.05, SH FER#E T 72 h 4 AL,

AT AR, B.C. D EF 205k ifl 7T 612,24 48

Figure 3. The expression of ERK at right sea horse after MCAO of different groups( x200)
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B 4. FAKXR MCAO RFAEMiEDX Ang RZHHEIR( x200)
K72 hdl,
Figure 4. The expression of Ang at right sea horse after MCAO of different groups( x200)
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(p44/42) | c-Jun & A WO (INK1/2/3)
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