PHEFAFZLRLE212 5T AE 40 A% 4 B 345

XEHE 2095 -1116(2012)04 - 0345 - 06 CHEEhE .

ol L F Ada 7 158 i 45 P iR Ok Bt Jigi2H 2 A
COX-2 F&K Mg

Axp',E & EREE B EEE
(1.HBEAXFERNBELFEFH LW ERFARLE, ME KD 410016;
2. MHAEFERWENF)

H OE. B UREFRER(VaD) KEAAAFE T RMALR B-ENEE G (AR) JRAALBE2(C0X-2)
FAR A AR FTHAAMIT 6 TS, FFIET HAERH . FiE 60 AR SD X AMALS HBEF K
1 A A TR TR (R Z A FH A T4), BAER TRl B &S REILEE L VaD K AL
ARG 8 it Morris /K& FHATIT A AN, MG R AL FAANBLALR AR & COX2 Ak ARF, HR
5BF R A 20 K R AL AAT IR I 09 3L BB R B 0] B2E K (P <0.05) , E FHR R X035 M -F & RBOR
(P<0.05),fa20 4% AB.COX-2 & ik LB (P <0.05) ; 5B A 40 Y % | I Fe AR A 7T 40 KR ASALAT X B 6 2 38 1K
MHE 4 (P <0.05) , TR LRI 6935 M- & RH3E (P <0.05) , Im2A 4R AB.COX2 X RETH(P<0.05);%5
FFEHEA THERBAKRETRERIEHLE AB.COX2 AL ZFARFMH(P<0.05), it MK iTTd
AR AR LR AR COX2 W) K ik | B H K E VaD K R 94T H K,

KR, wFRER; MiLRRT;, BRNMEES; RALSH2; KETHEER, Ax

FE K S R743 SCHRFRIRAG ;A

>

Effect of Atorvastatin on the Expression of AB And COX-2
in the Brain Tissue of Rats With Vascular Dementia
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Abstract: Objective To observe the effect of atorvastatin on the expression of Af and COX-2 in the brain tissue of rats
with vascular dementia. ~ Methods 60 healthy male SD rats were randomly divided into sham-operation group, model group,
atorvastatin group (low-dose group and high-dose group). Rat vascular dementia model was prepared by permanent bilateral com-
mon carotid arteries occlusion. After 8 weeks, all rats were tested with Morris water maze, and then immunohistochemistry was
used to test the expression of AR and COX-2 in the brain.  Results Compared with sham-operation group, rats in model group
had significantly longer escape latency in orientation navigation experiment( P <0.05), and had obviously decreased the times of
crossing the platform in spatial probe test (P <0.035). The expression of AR and COX-2 were up-regulated( P <0.05) ; compared
with model group, rats in atorvastatin group had significantly shortened escape latency in orientation navigation experiment(P <
0.05), and had obviously increased the times of crossing the platform in spatial probe test (P <0.05). The expression of AB and
COX-2 were down-regulated( P <0.05) ; the results of Morris maze test and the expression of AR and COX-2 between the low-
dose group and the high-dose group were significantly different(P <0.05).  Conclusion Atorvastatin may improve the cogni-
tion state of rats with vascular dementia by inhibiting the expression of Af and COX-2 in the brain.
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Fig 2 The expression of AP in brain tissues(SP, x400) A:Sham operation group; B: Model group; C: Low-dose group; D: High-dose group
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Fig3 The expression of COX-2 in brain tissues(SP, x400) A .Sham operation group; B: Model group; C: Low-dose group; D: High-dose group
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