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Effect of Zhongfeng Naodeping Granule on Hippocampal Excitatory Amino Acid and Neuron of Stroke-Prone
Spentaneously Hypertensive Rats with Hemorrhagic Apoplexy Jiang Yufeng, Zhu Lingqun, Huang Qifu, et al
Depurtment of Pathology, Befjing University of TCM, Beijing (100029)

Objective: To observe the effccts of Zhongfeng Naodeping Granule {ZFNDIPG) on hemorrhagic apoplexy.
Methods: The stroke-prone spontaneously hyperiensive rats (SHRsp) were used to study effects of ZFNDPG on
hemorrhage apoplexy. Excitatory amino acid { EAA) concentration in hippocampus sector, neuronal density and ul.
trastructural changes in hippocampal CA| sector were measured. Results: In paithological model group glutamate
. With the ZFNDPG treating SHRsp of hemorrhagic

apoplexy, Glu and Asp concentration in hipvocampal sector could be markedly inhibited, compared with model

(Glu) and aspartate { Asp) concentration elevated obviously.

group, F-<0.05-—~0.01. Neuronal morphology was observed: neurone injury was mild and neuronal density in-

creased in hippocampal CA, sector of treatment group, compared with model group, P <0.01. Electron mi-

croscopy showed: edema, degeneration and necrosis caused hy hemorrhagic apoplexy were improved after the

ZFNDPG treatment. Conclusions: Effects of protecting neurone for SHRsp on hemorrhagic apoplexy might be as.
sociated with that ZFNDP(r inhibited concentration of EAA.

.KE}' words Zhongfeng Naadeping Granule, stroke-prone spontanecusly hypertensive rats, hippocampus, ex-

citatory amino acid, morphology
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1 ity 6 R HEYE SHRsp 26 H, [B Y M4E E
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15min, B B, 75 A 7 L-8500 BUE RS B 343 bFiX
THERSEEBE EAA(GIU #7 Asp) LA BRI EI &
E® (inhibitory amino acid, [AA).y-ZEH 4 T (GABA)
HHERGIY S E.

- 287 -

4.2 L THEEITE RERTm,20% B8R G
ME, 2R el HE 26, 8 THE
W5 CA,, XH SO EE, BB R fi 83t
Mmg TR,

4.3 WHITHBMEHNEE HNESCA KHYH
Imm % 1mm % Imm &/, 2.5% % "R B E, 868
H G #E AR K, Epon 812 1 5 fu 2, #3840 1, B5EE XX
FHRE, Hr He00 RIB R S IME,

Wit ERE + B,

g =R

1 FHXEERRETEMNLE REE.
HEAAF G B ApHI S EREZS T ERHKLE P
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SENMETEF4(P<0.05), MAFTH S BEHEL
GABA.Gly M E BT H AW EERIE.

ffE FHAARESKEEBIENEERLY (emol/g pro, r t 5.)

mE B : EAA S i

(Gl Asp GABA Caly
IE# 10 7.46 £0.52 1.46 £0.11 1.91+0.25 0.85x0.11
FON:C] 7 9,13+0.80°" 2,03+0,08* 2,26 +(Q.22% 0.92+0.05"
BT 6 8.13+0.334 1.70 £ 0,122 2.06+0.11 0.78 £0.02°
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