2018 4F- 2 J1 %5 38 445 2 1] WMw T E Ok FE ¥R
Feb. 2018 Vol. 38 No.2 Journal of Hunan University of Chinese Medicine 141

ARSCGI AT KA 50 = 2RI B 0 a5 6T I AE P R R R B NR2A 238 1 52 il [ ]38 e b 22 25 K2 2% 41,2018 ,38(2) : 141-144.

i85 P I3RS LB PR R B NR2A AR 52

FERGR AR KA 3 R R
(LA P EUIE MR ERE M Kb 410006;2.7 M B4R EE BB, WL 53¢ 315033)

(E) BM BiT% E 7 f 77 3 & % %5 & (vascular dementia, VD) X il NR2A kA W9 %0, Fik A BB 09 %M 20 &
Bk ALk (2-VO ) H1E VD A B A K HE N2 v BFAA EAA G F AKX R WIELA 47485, H x4t
f1 RT-PCR # Il NR2A % 2 mRNA #y &k, &R 58 F R4 b, #8 4 NR2A & 2 mRNA % 3 B 1% (P<0.05) ; 5 # A 41
A EL, B E i 41 RO 4 P 3E 41 NR2A X 2 mRNA % 3% ¥ 5 (P<0.05), &8 W EE M 745 VD KR F IRk, xT
5 EH NR2A th R #£ A X

(X@WR) ZEELF ;e R R N-FE-D-RITA AR

(sh B4 %S JR285.5;R338.64 (S EKAR ARG A (3 Z % S )doi:10.3969/j.issn.1674-070X.2018.02.006

Effect of Zishen Huoxue Decoction on Expression of NR2A in Rats with Vascular Dementia

REN Chenbin', WU Dahua'*, GUO Chen?, XIE Le'
(1.The Affiliated Hostipal of Hunan Institute of Traditional Chinese Medicine, Changsha, Hunan 410006, Ching 2.Ningbo

Geriatric Rehabilitation Hospital, Ningbo, Zhejiang 315033, China)

(Abstract] Objective To investicate the effect of Zishen Huoxue decoction on the expressiom of NR2A in rats with
vascular dementia (VD). Methods This VD model rats were built by the improved 2-VO. The rats were randomly divide into
the sham-—operation group, the model group, the Zishen Huoxue group and the oxiracetam group. After giving medicine for 4
weeks later, the expression of NR2A and its mRNA were measured by immunohistochemical analysis and RT-PCR. Results
Compared with the model group, the expression of NR2A and its mRNA in Zishen Huoxu decoction group and
oxiracetam group increased (P<0.05). Conclusion Zishen Huoxue decoction could improve the ability of learning and memory,
which might be associated with the up-regulation of the expression of NR2A.
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