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[ Abstract ]

the influence of hyperlipidemia inflammation factor on cerebral ischemia by comparing inflammation change in

Objective: To study the character of hyperlipidemia concurrent cerebral ischemia and analyze

different time change between hyperlipidemia and cerebral ischemia model and normal rat. Method: Dividing
experimental rats into normal control, normal sham operation group, day 3, day 7 after normal ischemia and
hyperlipid, sham operation group, day 3, day 7 after ischemia with hyperlipidemia. Based on time is day 3 or day
7 after cerebral ischemia. Building classic hyperlipidemia rat model with high fat diet, to confirm a successful
model and detect the concentration of serum lipid. Constructing middle cerebral artery occlusion model, and
observe the brain ischemia injury of rat. Detect the concentration of monocyte chemotactic protein-1 ( MCP-1) ,
tumor necrosis factor ( TNF-q), creactive protein ( CRP) and superoxide dismutase (SOD) in serum between
groups by ELISA. Result: The concentration of MCP-1, TNF-a and CRP were increased in day 3 and day 7 after
cerebral ischemia model. Compared to normal cerebral ischemia group, in hyperlipidemia concurrent cerebral
ischemia group, the concentration of MCP-1, TNF-a were higher with significant difference in day 3 and in day 7
after ischemia (P <0.05). The concentration of CRP were higher with significant difference in day 3 and were
prominently decreased in day 7 after ischemia (P <0.05). The concentration of SOD was prominently decreased in
the serum after cerebral ischemia in hyperlipidemia and normal groups, compared to sham operation groups and
hyperlipidemia sham operation groups. SOD was prominently decreased in day 3 hyperlipidemia concurrent cerebral
ischemia (P <0.05). Conclusion; Under the condition of hyperlipidemia, the inflammatory factors have not only
accumulated phenomenon, but also specific expression in the difference of cerebral ischemia period, which is
contributed to the recovery of the lesion in recovery phase.

[ Key words ] hyperlipidemia; ischemia; hyperlipidemia model; hyperlipidemia concurrent cerebral

ischemia model; inflammatory response

P I L W PR L R ARG, AL T B B
BB iy A 5 % SRR P R A IR T I T R A A
T AR O T AR TR A 2 . R 2 BN Bk a2
T 56 B0 BE Al g 728 2% 4F T J AR B, e i s g O
DR 2 3 o S el o A AR gl ok ot
HhXURY e A8 PR 3R A S R s R Ml e i, 5 AR 1
il NN R AR 2 NANIE R B L VI S T F A i
28 40 MO IR A0 K A T A 3L TR B B AR B R (B A
FEAE— S22 S Nk I 2 B2 | A BN L 22 ) T ik
AR B e M 2 A e T 0 T AR IR AN e e —
X 4622 ST AR AE B B bR R AR AR
X B I 10D 75 0 5 A ki DA R A S K — T
T EAT X0 BE , A7 52 B i PR N o ik 210l 3 /36

. 184 -

IPRUR

1 &

1.1 3 fEEMETE SPF 2% 12 B # Wistar KR,
AR 280 ~300 g, W F b 5t 4 3 1] 42 52 5 s ) R
AR 2 ®] [ SCXK ( 3T ) 2007-0001 ], JiT & & #% ik
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WHEH T a( TNF-o) (C S ¥ 25 1 (CRP) B A% 40 i
AL L (MCP-1) |8 4 A6 ) 0 Ak i (SOD ) (35 [H
R&D Systems A H]) o

2 Hik
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2.6 K I35 4 TC, TG, HDL-C, LDL-C {1y & &
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HDL-C,LDL-C i/ & i 5, R & A s Ak o r
AGHEAT A
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Eipl TC TG HDL-C LDL-C
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225 W3 (P <0.05) ;52 4 fisi Gk i 25 5 50 240 fii S5k 1 25
Ho#, ik i85 ,3,7 d IR 22 57 B3 (P <0.05)
3.3.2 CRP  7EAA A i A5 AL 25 i 8] 55 2 47 =
ek, 5 G IR e it 2H 0 BR Al i ke if 20 5 RE 0 TR
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MCP-1) J& H A & A 1 F 09 43 06 AL 4 i X5, 7R Ry
C-CHM g A~ Z M 19— > i D3, 38 3 41 55 % 0 40 Jfd
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