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[ ABSTRACT] Aim  To study the change characteristics of vascular endothelial cell function and blood vessels regu-
lating factor in different time of cerebral ischemia of rat model under the condition of hyperlipidemia, and analyse the effect
of the factors of hyperlipidemia on vascular endothelial cells and blood vessel regulating factors. Methods Experimen-
tal rats were divided 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. = High fat diets can successfully induce hyperlipi-
demia model.  The ischemic model was established with line embolism to block the middle cerebral artery occlusion
(MCAO). The content of von Willebrand factor, NO, ET-1, 6-keto-FGFla and TXB2 in serum were detected by
ELISA. Results Compared with normal control and sham operation group, the content of vWF, and TXB2 in serum

were increased at different time points of cerebral ischemia model. vWF was increased in day 7 after normal cerebral is-
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chemia and in day 3 in hyperlipidemia concurrent cerebral ischemia group, with statistical significance (P <0.05). And
the content of ET-1 had no significant difference among groups and interclass (P >0.05). TXB2 was also increased with
statistical significance in day 3 and day 7 of simple cerebral ischemia (P <0.05) , but had no obvious change in hyperlipi-
demia concurrent cerebral ischemia (P >0.05). NO and 6-keto-FGF1a were also increased with significant difference in
in day 3 and day 7 of cerebral ischemia groups (P <0.05). Compared with simple cerebral ischemia group, in hyperlipi-
demia concurrent cerebral ischemia group, vWF were increased in day 3 and in 7 days with significant difference (P <
0.05), ET-1 had no significant change( P >0.05).
mia with significant difference (P <0.05).

in day 7 (P <0.05), but not in day 3 after ischemia (P >0.05).

However, TXB2 was decreased between day 3 and day 7 after ische-
NO and 6-keto-FGF1a were also descreased, there was significant difference
Conclusion Under the condition of hyperlipi-

demia, blood vessels regulating factors have not only accumulated phenomenon, but also specific expression in the differ-

ence of cerebral ischemia period, which are contributed to the recovery of the lesion in recovery phase.
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Table 1. The content of TC,TG,HDLC,LDLC in serum (x +s,n =20)

i c | TC( mmol/L) TG (mmol/L) HDLC ( mmol/L) LDLC ( mmol/L)
IEHAH 1.99 +0. 06 0.80 +0.07 0.72 +0. 02 1.70 +0. 01
= IR I AE 20 2.60 +0. 14° 4.50 +0.05" 0.80 +0. 05 2.90 +0. 02°

a’l P<0.05,b N P<0.01, S5IEWAHILE.
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* 2. BAGBRDERREMETER R E S HENETINER (v £s,n=5)

Table 2. The neurological function score difference in the corresponding time points between waking up after building model

and before drawing materials(x +s,n =5)

| Sy oINS U RGP 28
RFAA 0 0 0
BN 3 A 2.00 +0. 17 1.83 +0. 11 0.16 +0. 11
B 7 R 1.92 +0. 15 1.67 +0. 14 0.25+0.13
i BB T A2 0 0 0

A st 3 A 2.00 £0.17 1.58 £0. 15 0.41 £0.15
BA W0 7 KA 2.08+0.19 1.42 +£0.15 0.67 +0. 14"

ah P<0.05,54ifpigm A,

% 3. miEH vWF AFHEE(x s, n=5)

Table 3. The content of vVWF in serum (x +s, n=5)

4y A
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PSRBT 7 KA
1= I MAE 2H
R AR
SAEMsN 3 K4
B A s 7 KAl

3815.75 £55.25
3881.25 £228. 86
4266. 50 +246. 66
4606. 00 +215. 89*
5298.75 £747. 20°
5588.75 +412. 84*

7513.75 +704. 43"

5878.75 +399. 96"
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o MG LA B AH AT A LA L, 2 I B i 4 1t 375
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* 4. MiFH NO.ET-1.6-keto-FGF1a, TXB2 & E(x +s, n=5)
Table 4. The content of NO, ET-1, 6-keto-FGFla and TXB2 in serum(x +s, n=5)

i NO( wmol/L.) ET-1(ng/L) 6-keto-FGFla( ng/L) TXB, (ng/L)
EEA 9.26 +0.45 59.42 +6. 20 53.59 +4. 10 45.03 £5.76
i FARH 9.42+1.29 61.90 =1.90 56.52 +5.83 47.41 £9.93
gl 3 R 9.85 +0.50 65.29 +15. 89 80. 45 +19. 57° 82.41 £35.62°
ARG 7 R4 13.81 5. 86° 69.34 £19. 34 78.33 +19. 33" 93.09 +15. 29*
e A LA 2 7.97 £0. 89 63.22 £21.90 30.05 +8. 55" 69.31 +10.01"
IR R TR EH 8.48 +1.50 60.74 +11. 38 34.59 +6. 69" 71.21 +£18. 92"
A Mk 3 K41 9.61 +0.97 69.17 +11.94 53.59 £17. 72" 72.09 +10. 99
S A Rt 7 KA 10. 48 +3. 44 59.92 +12.49 51.16 +13. 53" 81.03 +16. 31"

ah P<0.05, SIEH AR FARLFLL ;b A P <0. 05, 5HRARKGLM AL ;¢ 24 P <0. 05, 548 MAELH K B BRI TR AU L,
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